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Abstract
Although trauma-focused cognitive therapy for PTSD is effective and recommended
in international treatment guidelines as a first-line intervention for PTSD, the
psychological processes through which this treatment drives clinical improvement
have rarely been investigated. The aim of this thesis is to improve our understanding
of how cognitive therapy for PTSD works by testing predictions made by Ehlers and
Clark’s (2000) cognitive model of PTSD in two large datasets of patients receiving
cognitive therapy in routine care (N 1 = 330; N 2 = 343). To increase the transparency
and reproducibility of my work, I developed research software tools that help
implement the methods used in this thesis in a transparent and reproducible way.
I used bivariate latent change score models to test whether changes in the
PTSD symptoms are preceded by changes in theory-derived cognitive processes
and coping strategies during treatment. The results show that changes in PTSD
symptoms were preceded by changes in negative appraisals, flashback quality of
unwanted memories, and unhelpful responses to intrusions, but not vice versa.
The relationship between changes in trauma memory disorganisation and changes
in PTSD symptoms was bidirectional.
To investigate sudden symptom improvements during cognitive therapy for
PTSD I developed the R package suddengains. First, I examined how cognitive
factors change before, during, and after sudden gains in PTSD symptom severity.
The results indicate that sudden gains were accompanied, and to a smaller degree
preceded, by improvements in negative appraisals and flashback quality of unwanted
memories. A second study extended these results by exploring improvement in
individual PTSD, depression, and anxiety symptoms during sudden gains in total
PTSD symptoms. The results suggest that patients experience different patterns of
sudden symptom improvements, while showing similar overall treatment outcomes.
The studies presented in this thesis contribute further evidence supporting
predictions about maintenance factors and clinical recovery during treatment by
Ehlers and Clark’s (2000) cognitive model of PTSD. This thesis also contributed
to clinical research methodology by developing research software that facilitates
reproducible analyses as well as a collaborative evaluation and further development
of methods evaluating processes of change in psychological therapies. Overall,
this thesis supports interventions targeting the identification and modification of
cognitive and behavioural processes in PTSD.
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1

Introduction
1.1

Posttraumatic stress disorder (PTSD)

Posttraumatic stress disorder (PTSD) is a disorder that some people develop in
response to a traumatic event. The Adult Psychiatric Morbidity Survey 2014 of
Mental Health and Wellbeing in England included a representative sample of 7500
adults and found that around one third (31.4%) of individuals reported having
experienced at least one traumatic event, and 4.4% met the DSM-IV diagnostic
criteria for PTSD (McManus et al., 2016). PTSD can be extremely disabling when
left untreated and has been associated with a lower quality of life compared to
nonclinical controls (Olatunji et al., 2007), as well as considerable economic cost
and burden to the health services (Layard et al., 2007).
PTSD is characterised by repeated unwanted re-experiencing of the event,
hyperarousal, emotional numbing, and avoidance of reminders of the trauma
(American Psychiatric Association, 2000, 2013; World Health Organization, 1993,
2018). Depending on the diagnostic classification system, somewhat different sets
of criteria need to be fulfilled for a PTSD diagnosis. According to the DSM-IV
classification (American Psychiatric Association, 2000) the criteria listed in Table
1.1 need to be met. This includes a definition of exposure to a traumatic event
(Criterion A); a number of different symptoms across a range of symptom clusters
1
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Table 1.1: Diagnostic criteria of PTSD according to DSM-IV
Criterion
Stressor
A1
A2
Reexperiencing
B1
B2
B3
B4
B5
Avoidance
C1
C2
C3
C4
C5
C6
C7
Arousal
D1
D2
D3
D4
D5
Duration
E
Functioning
F

Symptom
Experienced, witnessed or confronted with traumatic event
Response involved intense fear, helplessness, or horror
Recurrent, intrusive, distressing recollections of the event
Recurrent, distressing dreams of the event
Acting or feeling as if the traumatic event were recurring
Intense psychological distress at exposure
Physiological reactivity on exposure
Efforts to avoid thoughts, feelings, or conversations
Efforts to avoid activities, places, or people
Inability to recall an important aspect
Markedly diminished interest or participation in activities
Feeling of detachment or estrangement from others
Restricted range of affect
Sense of foreshortened future
Difficulty falling or staying asleep
Irritability or outbursts of anger
Difficulty concentrating
Hypervigilance
Exaggerated startle response
Duration of at least one month
Significant distress or impairment of functioning

Note. The descriptions of the criteria and symptoms were shorted for this
table.

(Criteria B, C, and D); symptoms must be experienced for longer than one month
(Criterion E); and associated with a significant increase in distress or reduction
in being able to carry out everyday activities (Criterion F).
Some of the diagnostic criteria for PTSD were updated in the latest DSM5 classification (American Psychiatric Association, 2013). Criterion A has been
debated in the literature, with some researchers suggesting that it should be removed
from the diagnosis (e.g., Brewin et al., 2009), and it was updated in the recent
version of the DSM-5 (for a review see Stein et al., 2016) to no longer include the
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subjective response to trauma (A2 in DSM-IV). The latent structure of PTSD
symptoms has also been debated, leading to changes in the number of symptoms
and clusters from DSM-IV to DSM-5 (Rasmussen et al., 2018). Accumulating
evidence about the role of trauma-related negative appraisals in the development
and maintenance led to the addition of a new symptom cluster ‘Negative alterations
in cognition and mood’, which includes some of the DSM-IV symptoms of the
avoidance/numbing cluster (for a detailed review see Friedman, 2013).
A systematic literature review of 112 psychometric studies presented supporting
evidence for the DSM-IV and DSM-5 classifications but also highlighted competing
models with varying underlying factor structures, suggesting that further research
is needed and that the inclusion of a greater number of clusters may improve the
description of PTSD (Armour et al., 2016). Further details and implications of
changes in the PTSD diagnostic criteria between DSM-IV and DSM-5 are discussed
elsewhere (e.g., Hoge et al., 2014) and are not the focus of this thesis. This thesis
used datasets of patients diagnosed on the basis of DSM-IV.
The recent version of the International Classification of Diseases (ICD-11; World
Health Organization, 2018) has taken a different approach and has narrowed the
definition of PTSD by focusing on the three core symptom clusters of reexperiencing,
avoidance and hypervigilance when defining PTSD. The remaining symptoms in
DSM-5 overlap with those of the new disorder ‘Complex PTSD’, which is defined as
PTSD symptoms plus symptoms of affect deregulation, negative self-concept and
problems in maintaining relationships. Regardless of the set of criteria chosen for
the different diagnostic systems, all agree on the same core symptoms of PTSD
(i.e., reexperiencing, avoidance, and hypervigilance/hyperarousal) and take into
account that individuals can experience different symptom profiles.
Depression, anxiety, and substance use disorders are often comorbid with PTSD.
In the US National Comorbidity Study, Kessler (1995) found that a large proportion
of respondents (N = 5877) who developed PTSD after a traumatic event also
developed at least one other disorder (79% of women; 88% of men) at a later point
during their life. The most common comorbid conditions were depression, anxiety,
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and substance use disorders (Kessler, 1995; Kessler et al., 2005). On the other
hand, a history of anxiety disorders or depression is a risk factor for developing
PTSD after trauma exposure (e.g., Ozer et al., 2003).

1.2

Ehlers and Clark’s cognitive model of PTSD

Ehlers and Clark (2000) proposed a cognitive model to explain the development
and maintenance of PTSD, see Figure 1.1 for a conceptual illustration. Ehlers and
Clark’s (2000) model proposes that two cognitive processes lead to a perceived
sense of internal or external current threat in PTSD: (1) negative appraisals of the
traumatic event or its aftermath (e.g., ‘I am inadequate’, ‘I have to be on guard
all the time’) and (2) the disjointed nature of trauma memories, which leads to
reexperiencing symptoms. Ehlers and Clark further propose that individuals with
PTSD engage in a range of unhelpful cognitive and behavioural coping strategies
that maintain the problem.
Experimental and prospective studies of trauma survivors have established
strong evidence that the key factors hypothesised in Ehlers and Clark’s (2000)
cognitive model play an important role in the development and maintenance of
PTSD. Results from prospective studies of trauma survivors (e.g., Beierl et al.,
2019; Dunmore et al., 2001) and experimental studies of individuals with PTSD
(e.g., Sachschal et al., 2018) highlighted the importance of trauma-related negative
appraisals in the development and maintenance of PTSD. The central role of trauma
memory disorganisation and flashback characteristics is supported by prospective
longitudinal studies of trauma survivors (e.g., Ehring et al., 2008; Halligan et al.,
2003; Michael et al., 2005) as well as experimental analogue studies of student
volunteers (e.g., Halligan et al., 2002). The importance of unhelpful cognitive
coping strategies (e.g., thought suppression, rumination, and intentional numbing)
and safety behaviours in the development of PTSD has been shown in prospective
longitudinal studies of trauma survivors (e.g., Beierl et al., 2019; Ehring et al., 2008;
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Arrows indicate the following
relationships:

Characteristics of Trauma /
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Leads to:
Inﬂuences:
Prevents change in:

Matching Triggers

Current Threat
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Arousal Symptoms
Strong Emotions

Strategies Intended to Control Threat / Symptoms
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E
N
T
P
T
S
D

Figure 1.1: Conceptual illustration of Ehlers and Clark’s (2000) cognitive model of PTSD.
Cognitive and behavioural maintaining factors are highlighted in purple. (Reprinted with
permission from the authors).

Kleim et al., 2012). The empirical evidence of Ehlers and Clark’s (2000) cognitive
model will be discussed in more detail in later chapters of this thesis.
Other cognitive-behavioural models of PTSD also emphasise key processes like
trauma-related appraisals, trauma memory characteristics, and unhelpful coping
strategies in the development and maintenance of PTSD (e.g., Brewin, 2014; Foa &
Kozak, 1986; Foa & Riggs, 1993; Resick & Schnicke, 1992). However, there are also
some differences. These models primarily differ with respect to the hypothesised
effect of PTSD on trauma memories and the hypothesised processes that prevent
change in the maintaining factors (see Brewin & Holmes, 2003; Dalgleish, 2004;
Ehlers et al., 2012). Alternative treatment protocols have been developed based on
some of these models, for example ‘Prolonged Exposure Therapy’ (Foa & Riggs,
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1993) and ‘Cognitive Processing Therapy’ (Resick & Schnicke, 1992).

1.3

Cognitive therapy for PTSD (CT-PTSD)

A number of psychological therapies have been developed for posttraumatic stress
disorder, with meta-analyses of randomised controlled trials providing strong
evidence for their short and long-term efficacy (e.g., Cusack et al., 2016; International
Society for Traumatic Stress Studies, 2020; Kline et al., 2018; Mavranezouli et al.,
2020; National Institute for Health and Care Excellence, 2018). International
treatment guidelines recommend trauma-focused cognitive behavioural therapies
as first-line interventions for this condition (American Psychological Association,
2017; International Society for Traumatic Stress Studies, 2020; National Institute
for Health and Care Excellence, 2018).
One of the treatments that is strongly recommended is trauma-focused cognitive
therapy for PTSD (CT-PTSD), which is based on Ehlers and Clark’s (2000) cognitive
model of PTSD. CT-PTSD has been shown to be efficacious in randomised controlled
trials (e.g., Ehlers et al., 2005; Ehlers et al., 2003; Ehlers et al., 2014) when compared
against a self-help condition, a wait-list condition, or emotion-focused supportive
therapy. Furthermore, CT-PTSD has also shown to be effective in routine clinical
care (e.g., Ehlers et al., 2013).
The treatment aims to reduce the patient’s sense of current threat by changing
problematic meanings of the trauma and its consequences, elaborating and updating
the memories of the trauma with information that gives them a less threatening
meaning at present, discriminating triggers of intrusive memories, and changing
behaviours and cognitive processes that maintain PTSD, such as rumination and
safety behaviours. A conceptual illustration of the goals in CT-PTSD based on
Ehlers et al. (2005) is shown in Figure 1.2.
The key treatment procedures in CT-PTSD include (see Ehlers & Wild, 2015):
(a) Based on Ehlers and Clark’s (2000) model of PTSD the therapist and patient
develop an individualised case formulation together. Further treatment procedures
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Arrows indicate the following
relationships:

Characteristics of Trauma /
Sequelae / Prior Experiences /
Beliefs / Coping State of
Individual

Cognitive Processing during
Trauma

Elaborate

Identify and modify

Nature of Trauma Memory

Negative Appraisals of
Trauma and / or its Sequelae

Leads to:
Inﬂuences:
Prevents change in:

Discriminate
Matching Triggers

Reduce
Current Threat
Intrusions
Arousal Symptoms
Strong Emotions

Give up
Strategies Intended to Control Threat / Symptoms

P
E
R
S
I
S
T
E
N
T
P
T
S
D

Figure 1.2: Conceptual illustration of treatment goals in CT-PTSD based on Ehlers
et al. (2005) and Ehlers and Wild (2015). Cognitive and behavioural maintaining factors
are highlighted in purple, treatment goals are highlighted in green. (Reprinted with
permission from the authors).

are tailored to the individual formulation; (b) Reclaiming/rebuilding your life
assignments are designed to reclaim or rebuild activities and social contacts to
address the patients’ perceived change after trauma; (c) Changing problematic
appraisals of the traumas and their sequelae involve guided discovery and behavioural
experiments throughout treatment. This work is closely linked to the updating
trauma memories procedures; (d) The updating trauma memories procedure involves
the following three steps: (1) accessing memories of the worst moments during the
traumatic events and their threatening meanings, (2) identifying information that
updates these meanings to be less threatening, and (3) linking the new meanings to
the worst moments in the trauma memory; (e) Discrimination training with triggers
of reexperiencing involves systematically spotting idiosyncratic triggers and learning
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to discriminate between ‘Then’ (cue in the traumatic event) and ‘Now’ (cues in
a new safe context); (f) A site visit completes the memory updating and trigger
discrimination work; (g) Dropping unhelpful behaviours and cognitive processes
includes behavioural experiments and discussing their advantages and disadvantages;
(h) A therapy blue print outlines the main learning points from treatment and
includes a plan for any set backs. The work on negative trauma-related appraisals
is closely linked to memory work and tailored to the individual case-formulation.

1.4

Investigating processes of change in psychological therapies for PTSD

It is important to empirically test the processes through which therapy is thought to
work (Kazdin, 2007, 2009). Building on the supportive evidence from experimental
and prospective studies, Ehlers and Clark’s (2000) cognitive model of PTSD also
needs to be tested in populations receiving treatment for PTSD. Ehlers and Clark’s
(2000) model assumes the same processes that are involved in maintaining PTSD
are also responsible for improvement during treatment. This hypothesis needs to be
tested in clinical samples receiving CT-PTSD using appropriate statistical methods.
Research into the processes through which individuals improve during therapy
may facilitate refinements of existing therapies and advance patient care. This is particularly important because a subgroup of individuals who receive an evidence-based
psychological treatment for PTSD do not benefit as much as others. Systematic
reviews and meta-analyses highlight the problem that some participants show
considerable residual symptoms at the end of treatment, or drop out before finishing
treatment (for reviews see Bisson et al., 2013; Schottenbauer et al., 2008). Lewis
et al. (2020) reported that the pooled dropout rate across 115 randomised controlled
trials was 16% (95% CI [14% to 18%]), while some reviews and meta-analyses
suggest that up to half of the patients who finish treatment still show substantial
residual PTSD symptoms (Bradley et al., 2005; Schottenbauer et al., 2008).
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A closer examination of the processes that predict clinical improvement during
treatment may have important clinical implications and guide adaptations to current
treatment protocols. There is some initial evidence that trauma-focused therapies
for PTSD work for the reasons suggested by the underlying theoretical models, in
particular that they change problematic beliefs (e.g., Brown et al., 2018; Kleim et al.,
2013). However, recent reviews conclude that further research is needed to investigate
cognitive and behavioural factors that are involved in clinical improvement (Brown
et al., 2018; Cooper, Clifton, et al., 2017; McNally & Woud, 2019).
To examine the processes through which treatments work, it is important to
assess potential therapy processes and outcome variables at repeated time points
during treatment. This allows to test the longitudinal associations between two
(or more) constructs using appropriate statistical models that match predictions
made by the underlying theoretical models. Recent methodological developments
(e.g., latent change score modelling) allow to examine whether changes in a therapy
processes are preceding changes in symptom severity (Goldsmith et al., 2018;
Grimm et al., 2012) – a prediction that is commonly made by theoretical models
underlying psychological therapies.
However, only looking at the processes of change throughout the entire treatment
might miss important aspects of therapeutic change that happen suddenly and
during shorter time intervals. Sudden gains (Tang & DeRubeis, 1999) have been
investigated in a range of psychological disorders and therapeutic approaches to learn
about key moments in therapy when large and clinically meaningful improvements
occur suddenly from one session to the next (Shalom & Aderka, 2020).
The following two chapters review the literature on longitudinal processes of
clinical improvement (see Chapter 1.5) and sudden symptom improvements (see
Chapter 1.6) during psychological therapies for PTSD.
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Review of longitudinal processes of clinical
improvement

To examine processes of change during psychological therapies for PTSD some studies
have analysed associations between changes in theory-derived therapy processes
and changes in PTSD symptoms during treatment. Several theories of PTSD
highlight the central role of negative trauma-related appraisals in the development
and maintenance of PTSD (e.g., Ehlers & Clark, 2000; Foa & Riggs, 1993; Resick
& Schnicke, 1992). Consequently, most evidence-based psychological therapies for
PTSD address negative appraisals either directly or indirectly during treatment
(Schnyder et al., 2015). A meta-analysis of 16 randomised controlled trials including
994 participants highlighted that psychological therapies for PTSD are efficacious in
reducing negative trauma-related appraisals (Diehle et al., 2014). In an overview of
the recent literature discussing the role of negative appraisals in PTSD, McNally and
Woud (2019) argue that associations between hypothesised processes and symptom
improvements might suggest a causal link from cognition to symptoms, but it is
also important to establish the temporal precedence and consider other important
cognitive aspects of PTSD, for example characteristics of the trauma memory.
Brown et al. (2018) conducted a systematic literature review to examine psychological treatment studies for adolescents and adults that investigated associations
between PTSD symptoms and negative appraisals. The authors included 65 PTSD
studies in their review and found that 15 addressed the directionality of changes
between symptoms and negative appraisals in some way. Out of these studies, 11
found evidence for change in appraisals preceding PTSD symptoms change, while
four studies found evidence for a reverse or bidirectional relationship. Although
these results provide evidence for the theoretical prediction that cognitive change
precedes symptom change during psychological treatments of PTSD, it is important
to note the differences in clinical samples, treatment approaches, methodological
approaches, and investigated time intervals used to address this research question.
Most studies were secondary analyses of randomised controlled trials comparing a
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variety of treatment approaches with considerable differences in sample sizes (M
= 118.53, SD = 64.89, Range = 29 to 268), while only few studies were done in
routine clinical care (e.g., Kleim et al., 2013; Kumpula et al., 2017). More studies
are needed to evaluate whether change processes identified in randomised controlled
trials act in a similar way in routine clinical practice.
More importantly, to our knowledge, only seven studies are based on multiple
assessments of negative appraisals and PTSD symptoms during the course of
treatment in adults (Cooper, Zoellner, et al., 2017; Kleim et al., 2013; Kumpula
et al., 2017; McLean, Su, et al., 2015; McLean et al., 2019; Trachik et al., 2018;
Zalta et al., 2014), see Table 1.2 for a summary. Out of these studies, one found no
evidence that cognitive changes in trauma-related guilt predicted PTSD symptoms
at the following assessment point in active-duty military personnel and veterans
(Trachik et al., 2018), and one study found a reciprocal relationship between
negative appraisals and PTSD symptoms when investigating 4-week intervals during
treatment (McLean, Su, et al., 2015). The other five studies provided evidence
that session-by-session changes in negative appraisals preceded changes in PTSD
symptoms. Kleim et al. (2013) specifically addressed the temporal associations
between session-by-session changes in negative appraisals and PTSD symptoms
in a sample of 268 participants receiving CT-PTSD in routine clinical care. The
authors applied a bivariate latent growth modelling approach to first estimate the
trajectories for PTSD symptoms and negative appraisals separately and then tested
the temporal associations between changes in each construct. The results of this
study suggest that changes in negative cognitions predicted subsequent changes
in PTSD symptoms, whereas no evidence was found for the reverse relationship.
Taken together, there is strong evidence that changes negative appraisals are driving
changes in PTSD symptoms in a range of clinical samples and different cognitive
behavioural treatment approaches.
Although most studies investigated the longitudinal associations between negative appraisals and PTSD symptoms during treatment implementing advanced
statistical techniques (e.g., lagged mixed-effects models or bivariate latent growth
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models), other statistical models can test more directly whether changes in negative
appraisals (or other therapy processes) predict subsequent changes in PTSD
symptoms. It is therefore important to test this relationship using statistical
models that match more directly the predictions made by theoretical models of
clinical improvement during cognitive therapy, while also considering other key
cognitive and behavioural maintenance factors of PTSD. To be able to evaluate such
models and review whether methods are appropriate and implemented correctly, it
would be beneficial if the code for these analyses were openly available. However, to
the best of our knowledge, no study that investigated the longitudinal associations
of negative appraisals and PTSD symptoms has shared their analytic code publicly.
With few exceptions (e.g., McLean et al., 2019, who investigated emotion
regulation in prolonged exposure therapy), other theory-derived process measures
have rarely been assessed on multiple occasions during PTSD treatment. Most
studies could therefore only analyse pre-treatment severity or changes from the
beginning to the end of treatment in therapy process measures. Only by investigating the longitudinal associations of maintenance factors and PTSD symptoms
during treatment can the change processes linked to clinical improvement be
adequately evaluated.
Several psychological theories also highlight the importance of trauma memory
characteristics and unhelpful coping strategies such as avoidance in the development
and maintenance of PTSD (e.g., Brewin et al., 2010; Ehlers & Clark, 2000; Foa
& Riggs, 1993; Resick & Schnicke, 1992). The disorganised nature of trauma
memories plays a key role in Ehlers and Clark’s cognitive model of PTSD. There has
been a debate about the exact definition and assessment of the relevant aspects of
memory disorganisation (see Brewin, 2016; Ehlers et al., 2012). Prospective studies
have shown that individuals who report higher levels of disorganised or disjointed
memories shortly after a traumatic experience develop more PTSD symptoms in the
long term (e.g., Beierl et al., 2019; Halligan et al., 2003). A few studies, with small
sample sizes, have provided mixed results on the changes in memory disorganisation
and fragmentation during psychological treatment in adults (Bedard-Gilligan et al.,
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2017; Foa et al., 1995; Kindt et al., 2007; Mundorf & Paivio, 2011; van Minnen et al.,
2002) as well as children and adolescents (Kangaslampi & Peltonen, 2019; MeiserStedman et al., 2017). Some studies find that changes in narrative incoherence
during treatment are associated with changes in PTSD symptoms (e.g., Mundorf &
Paivio, 2011). Other studies do not find evidence for such association (e.g., BedardGilligan et al., 2017). Different definitions and methods of assessing the extent
of trauma memory disorganisation (e.g., independent coding of trauma narratives
versus self-report measures) complicate the comparability between studies and
most samples included only one type of trauma (cf. Bedard-Gilligan et al., 2017).
To the best of our knowledge, only one study has investigated whether changes
in PTSD symptoms during treatment are associated with subsequent changes in
memory characteristics. In a sample of 29 children and adolescents Meiser-Stedman
et al. (2017) found no evidence for this effect. Therefore, further studies with
larger sample sizes are clearly needed.
Intrusive memories of the traumatic event are a core clinical feature of PTSD that
can be very distressing for people with this disorder. Michael et al. (2005) highlighted
that while intrusive trauma memories in people with and without PTSD have many
common characteristics (e.g., sensory impressions), some characteristics of intrusive
memories (e.g., nowness, distress, lack of context, and easy triggering) distinguish
between those with and without PTSD. In a cross-sectional and prospective
study, the authors found that these characteristics were an important predictor
of PTSD symptoms. Some other studies explored session to session changes in
these characteristics and showed that they improve during treatment. For example,
Hackmann et al. (2004) and Speckens et al. (2006) found that the experienced
nowness, distress, and vividness of intrusive memories decreased during CT-PTSD.
However, these studies did not statistically test how changes in characteristics
of intrusive memories relate to changes in PTSD symptoms, and samples were
relatively small.
According to Ehlers and Clark (2000) individuals who engage in unhelpful
cognitive and behavioural coping strategies with the aim of reducing perceived
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threat or symptoms after trauma are at greater risk of persisting PTSD symptoms
than those who do not. Prospective and experimental studies support the importance
of cognitive coping strategies like thought suppression, rumination, and emotional
numbing in preventing change in PTSD symptoms (e.g., Beierl et al., 2019; Ehring
et al., 2008; Michael et al., 2007; Murray et al., 2002). Behavioural coping strategies
like safety seeking behaviours have also shown to be important predictors of PTSD
symptom severity in prospective studies (e.g., Beierl et al., 2019; Dunmore et al.,
2001; Ehring et al., 2008), however less research has examined the role of cognitive
coping strategies and safety seeking behaviours in the context of psychological
treatments for PTSD. A treatment study of 95 veterans with PTSD receiving
exposure therapy showed that reductions in safety behaviours were associated with
lower depression and PTSD symptoms at post-treatment (Goodson & Haeffel, 2018).
Brady et al. (2015) analysed video tapes of 58 patients receiving cognitive therapy for
PTSD and found that higher levels of rumination and worrying during early sessions
were associated with worse treatment outcomes. A better understanding of how
changes in common coping strategies are related to changes in PTSD symptoms is
needed to evaluate their role in clinical improvement. To the best of our knowledge,
no study has yet investigated the temporal associations between changes in coping
strategies and PTSD symptoms during therapy.

PE or Sertraline
CT
PE
PE
PE or SC†
EXP
PE or PCT

Cooper et al. (2017)
Kleim et al. (2013)
Kumpula et al. (2017)
Zalta et al. (2014)
McLean et al. (2015)
Trachik et al. (2018)
McLean et al. (2019)

134
268
46
64
159
42
216

n
10
10
4
11
7
2
6

Assessment points∗
PTCI/PSS-SR
PTCI/PDS
PTCI/PDS
PTCI/PDS
PTCI/PSS-I
TRGI/PCL-M
PTCI/PSS-I

Measures
Lagged mixed-effect model
Bivariate latent growth curve
Lagged mixed-effect model
Lagged mixed-effect model
Lagged mixed-effect model
Multiple lagged regressions
Causal steps approach‡

Method
Appraisals
Appraisals
Appraisals
Appraisals
Appraisals
Appraisals
Appraisals

Findings
→
→
→
→
↔
—
→

PTSD
PTSD
PTSD
PTSD
PTSD
PTSD
PTSD

Note. ∗ Assessment points during therapy that were included in the analysis investigating the lagged association. PE =
Prolonged Exposure Therapy; CT = Cognitive Therapy; SC = Supportive Counceling; EXP = Exposure Therapy; PCT =
Present-centered therapy. † PE or SC were delivered in combination with either naltrexone or a placebo. PTCI = Posttraumatic
Cognitions Inventory; PSS-SR = Posttraumatic Stress Disorder Symptom Scale - Self Report; PSS-I = Posttraumatic Stress
Disorder Symptom Scale - Interview; PDS = Posttraumatic Diagnostic Scale; PCL-M = PTSD Checklist - Military Version;
TRGI = Trauma-related Guilt Inventory. ‡ Bootstrapped confidence intervals. → Unidirectional lagged relationship; ↔
Bidirectional lagged relationship. — No evidence for a lagged relationship.

Treatment

Study

Table 1.2: Studies investigating lagged associations between negative appraisals and PTSD symptoms during treatment in adults
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Review of sudden symptom improvements

Sudden gains are large and stable symptom improvements experienced by a patient
from one therapy session to the next. Tang and DeRubeis (1999) developed
three criteria to identify sudden gains: (1) the gain should be large in absolute
magnitude, (2) large relative to the previous symptom score, and (3) large relative to
symptom fluctuation. The authors applied these criteria to a sample of 61 patients
who received cognitive–behavioural therapy for depression and found that the 24
patients (39%) who experienced a sudden gain reported better outcomes at the
end of treatment and at follow-up compared with all other patients who did not
experience a sudden gain. Further, coding of video recordings of the sessions by
independent raters showed that patients with sudden gains showed a greater shift in
cognitions during the session immediately before the sudden gain in comparison to
a control session within the same patients. Tang and DeRubeis (1999) found that
patients reported an increase in therapeutic alliance immediately after the sudden
gain and hypothesised that sudden gains lead to a better therapeutic alliance, which
enables further improvements during therapy.
Several studies have replicated and expanded upon Tang and DeRubeis’s (1999)
findings and methods in different psychological treatments and disorders, primarily
analysing data from randomised controlled trials, for example, posttraumatic stress
disorder (PTSD, e.g., Kelly et al., 2009), generalised anxiety disorder (e.g., Deschenes
& Dugas, 2013), social anxiety disorder (e.g., Hofmann et al., 2006), panic disorder
(e.g., Clerkin et al., 2008), and obsessive–compulsive disorder (e.g., Aderka, Anholt,
et al., 2011). The positive relationship between sudden gains and better outcomes
at the end of therapy was replicated in treatments for depression, anxiety, and
PTSD (for reviews see Aderka et al., 2012; Shalom & Aderka, 2020). A recent
meta-analysis by Shalom and Aderka (2020) highlighted the clinical importance of
sudden gains on treatment outcomes in 50 studies (Hedge’s g = 0.68 at the end
of treatment and Hedge’s g = 0.68 at follow-up1 ).
1

The length of follow-up assessments varied from 1.5 to 12 months (M = 6.09, SD = 2.98)
between studies.
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Similarly, six studies found that sudden gains in PTSD symptoms are linked to
better treatment outcomes at the end of psychological therapy for PTSD (Aderka,
Appelbaum-Namdar, et al., 2011; Doane et al., 2010; Jun et al., 2013; Kelly et al.,
2009; König et al., 2014; Krüger et al., 2014), and only one study found no such
association (Haugen et al., 2015), see Table 1.3. Out of the six studies reporting an
association between sudden gains and posttreatment outcomes, two studies also
reported an association between sudden gains and better outcomes at follow-up
(Aderka, Appelbaum-Namdar, et al., 2011; Kelly et al., 2009), two reported no effect
on follow-up measures (König et al., 2014; Krüger et al., 2014), and two did not
investigate this question (Doane et al., 2010; Jun et al., 2013). To our knowledge,
only two studies with relatively small samples (n = 63 and 26) investigated sudden
gains in treatments for PTSD in routine clinical care (Aderka, Appelbaum-Namdar,
et al., 2011; Doane et al., 2010). Further research in larger routine clinical care
samples is needed to evaluate how common sudden gains are in routine clinical
settings and how they are related to outcome.

CPT
CPT-C
WA
PE
PE
PE
Sertraline
PE
Sertraline
DET
CPT
DBT
TAU-WL
TF-CBT
TF-CBT
Diverse

Kelly et al. (2009)

24
24
26
23
63
116
84
116
84
47
55
34
38
74
74
36

n
12
12
6
10
12-15
10
10
10
10
24
24
24
24
20
20
19%

Sessions
PDS
PDS
PDS
PSS-R
CPSS
PSS-SR
PSS-SR
BDI‡
BDI‡
IES-R
IES-R
PDS
PDS
CDI‡
IES
OQ-42.5‡

SG measure
46%
42%
31%
52%
49%
42%
31%
21%
14%
23%
23%
25%
8%
35%
65%
19

% with SG
SGs
SGs
SGs
SGs
SGs
SGs
SGs
SGs
SGs
SGs
not associated with better PTSD outcomes
not associated with better depression outcomes
not associated with better treatment outcomes

associated with better PTSD outcomes

associated with better PTSD outcomes

associated with better depression outcomes

associated with better PTSD outcomes
associated with better PTSD and depression outcomes
associated with better PTSD outcomes

associated with better PTSD and depression outcomes

Findings

Note. SG = Sudden gain. SG measure = Measure used to identify sudden gains; % with SG = Percentage of patients
experiencing at least one sudden gain; PE = Prolonged Exposure; TF-CBT = Trauma-focused Cognitive Behavioural Therapy;
Diverse = Combination of psychodynamic and CBT; CPT = Cognitive Processing Therapy; CPT-C = Cognitive Processing
Therapy (cognitive components only); WA = Written Account; DET = Dialogical Exposure Therapy; CPT = Cognitive
Processing Therapy; DBT = Dialectical Behaviour Therapy; TAU-WL = Treatment as usual; CPSS = Child PTSD Symptom
Scale; PSS-SR = Posttraumatic Symptom Scale-self-report; CDI = Children’s Depression Inventory; IES = Impact of Events
Scale; OQ-45.2 = Outcome Questionnaire-45.2; BDI = Beck Depression Inventory; PDS = Posttraumatic Diagnostic Scale;
IES-R = Impact of Events Scale Revised. † Study with children or adolescent samples. ‡ Measure used to identify sudden
gains does not specifically assess PTSD symptoms.

Haugen et al. (2015)

Gibby et al. (2015)†

Krüger et al. (2014)

König et al. (2014)

Keller et al. (2014)

Doane et al. (2010)
Aderka et al. (2011)†
Jun et al. (2013)

Treatment

Study

Table 1.3: Studies investigating sudden gains in participants with PTSD
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Most sudden gains studies based on the criteria suggested by Tang and DeRubeis
(1999) provide information about which criteria were used to identify sudden gains
and whether they were adapted. However, to the best of our knowledge, no
study provides sufficient details about how the criteria were applied to the data
to permit a full computational replication or made the analytic code that was
used to identify sudden gains openly available. From the published literature it
is not possible to know whether sudden gains were identified using programs like
R, SPSS, Excel, or other methods. A freely available and open source solution to
identifying sudden gains in longitudinal data could help to increase the transparency
and comparability of sudden gains studies.

1.6.1

Cognitive processes associated with sudden gains2

An important question is what processes of change contribute to sudden gains.
It has not as yet been examined how changes in cognitive factors thought to
contribute to the maintenance of PTSD (e.g., negative appraisals or trauma memory
characteristics; Brewin, 2014; Ehlers & Clark, 2000; Foa & Riggs, 1993; Resick
& Schnicke, 1992) are associated with sudden gains in PTSD symptoms. These
theories would predict that changes in these cognitive factors not only accompany
sudden gains in symptoms but also predict them because changes in cognitions
are thought to drive symptom change.
Change processes associated with sudden gains have primarily been investigated
in studies in treatments for depression and social anxiety. Support for the hypothesis
that cognitive change precedes sudden gains was found in some depression studies
(e.g., Tang & DeRubeis, 1999; Tang et al., 2005), whereas other studies of patients
with depression or social anxiety did not find such an association (e.g., Andrusyna
et al., 2006; Bohn et al., 2013; Hofmann et al., 2006; Vincent & Norton, 2019).
Reasons for the reported discrepancies in change processes associated with sudden
2

The work presented in this chapter is based on published work: Wiedemann, M., Stott, R.,
Nickless, A., Beierl, E. T., Wild, J., Warnock-Parkes, E., Grey, N., Clark, D. M., & Ehlers, A.
(2020). Cognitive processes associated with sudden gains in cognitive therapy for posttraumatic
stress disorder in routine care. Journal of Consulting and Clinical Psychology. https://doi.org/10.
1037/ccp0000488
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gains in depression may partly be due to differences in the clinical samples and
treatments. Replications of sudden gains studies in comparable clinical samples are
scarce (cf. Wucherpfennig, Rubel, Hollon, et al., 2017). Further, the methods used to
address the question of which processes are associated with sudden gains differ in the
time points at which the process variables were measured (e.g., baseline differences,
between-session changes immediately prior to the sudden gain, or within-session
changes in the pregain session) and the methods to select a comparison group
(within-patient comparisons, between-patient comparisons, or both). Although
these methods aim to answer a similar research question, the differences are likely
to influence the results and complicate the comparison between studies (Vincent
& Norton, 2019; Wucherpfennig, Rubel, Hofmann, et al., 2017).
In addition to testing processes and predictors preceding sudden gains, recent
studies have also investigated processes following sudden gains. Wucherpfennig,
Rubel, Hofmann, et al. (2017) replicated Tang and DeRubeis’s (1999) findings that
sudden gains in depression lead to an improvement in the therapeutic alliance and
further found that patients reported an increase in coping skills following sudden
gains. Further research investigating how other clinically relevant factors change
following sudden gains may help understand the processes of change.
To our knowledge, no study has yet investigated the cognitive changes associated
with sudden gains in PTSD treatments. Cognitive change processes that may be
related to sudden gains can be derived from Ehlers and Clark’s (2000) cognitive
model of PTSD. This model suggests that excessively negative appraisals of the
trauma and/or its sequelae and certain characteristics of the trauma memory
(disjointed recall of moments without context information, leading to a ‘here and
now’ quality of the memories) play a major role in the maintenance of PTSD.
Other cognitive-behavioural models of PTSD have also highlighted appraisal and
memory processes (e.g., Brewin, 2014; Foa & Riggs, 1993; Resick & Schnicke,
1992). As reviewed above (see Chapter 1.5), prospective studies (e.g., Beierl et al.,
2019; Ehring et al., 2008) and psychological treatment studies (e.g., Hackmann
et al., 2004; Kleim et al., 2013; McLean, Yeh, et al., 2015) provide evidence in
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support of predictions about maintenance factors of PTSD by cognitive-behavioural
models. Investigating these maintaining factors in greater detail may help to better
understand the processes involved in the occurrence of sudden gains.
Results regarding baseline predictors of sudden gains are inconsistent (for a
review see Shalom & Aderka, 2020). Some studies found that higher quality of
life and the absence of comorbidity were predictive of sudden gains in depression
(Lemmens et al., 2016), or younger age in PTSD (Jun et al., 2013), whereas
others found no baseline predictors (e.g., Aderka, Anholt, et al., 2011; Aderka,
Appelbaum-Namdar, et al., 2011; Hunnicutt-Ferguson et al., 2012).

1.6.2

Individual symptom changes

Depression and anxiety disorders are often comorbid conditions in patients with
PTSD that need to be addressed in treatment (Kessler, 1995; Kessler et al., 2005).
Trauma-focused cognitive-behavioural therapies for PTSD are effective in reducing
depression and anxiety symptoms as well as the core phenomena of PTSD, such as
intrusive memories and avoidance of trauma reminders (e.g., Bisson et al., 2007).
However, a more nuanced understanding of the relationships between improvements
in PTSD symptoms and comorbid symptoms is needed. Some studies investigated
sudden symptom improvements that are experienced by a subgroup of patients
with PTSD to learn more about key moments in therapy (e.g., Jun et al., 2013;
Keller et al., 2014). An example would be someone who lived with PTSD for
many years, experiencing nightmares, flashbacks, avoidance, feelings of guilt and
high arousal for much of the time and drastically improves during therapy from
one treatment session to the next.
Recent studies aimed to identify predictors of sudden gains as well as associated
change processes that facilitate and maintain sudden symptom improvements. Current studies use a binary grouping (sudden gain versus no sudden gain) to investigate
the processes involved in sudden symptom changes. However, it is unclear whether
sudden gains are a homogeneous phenomenon across participants and whether
the same psychological processes are involved across all gains. Although there is
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growing evidence for the importance of therapeutic alliance in the consolidation of
symptom improvements made during sudden gains in depression symptoms (e.g.,
Wucherpfennig, Rubel, Hofmann, et al., 2017; Zilcha-Mano, Errázuriz, et al., 2019),
findings regarding processes preceding sudden gains are less consistent.
Detailed examinations of exactly how individual symptom patterns change
during sudden gains are rare, especially with respect to simultaneous changes in
comorbid symptoms. If PTSD patients with sudden gains differ in the symptom
patterns that bring about the sudden gain, it is possible that this may be related
to different treatment-specific factors (e.g., updating trauma memories) or nonspecific factors (e.g., the therapist’s support). For example, a sudden symptom
improvement that is mainly characterised by reductions in hyperarousal could be
driven by dropping maintaining safety behaviours in a behavioural experiment – or
a non-specific treatment process like feeling safe in the therapeutic relationship.
Sudden improvements in symptom severity
Three criteria were suggested by Tang and DeRubeis (1999) to identify sudden
gains based on session to session changes in sum scores on the Beck Depression
Inventory (BDI; Beck & Steer, 1993a), a 21-item measure to assess the severity
of depressed mood. Subsequent studies generally followed the original criteria
with some using adaptations due to specific research questions or methodological
concerns (for a review see Shalom & Aderka, 2020). All adaptations however follow
the original procedure to consider symptom severity as a sum measure of individual
symptoms for identifying sudden gains and categorise participants primarily into
two groups (sudden gain versus no sudden gain). The majority of sudden gains
studies investigated sudden improvements (or deteriorations) in measures used to
assess the severity of a particular psychological disorder that was addressed in
treatment (e.g., PTSD, depression, or social anxiety). The methodological approach
uses a summary statistic of a multiple-item measure (e.g., sum score) to detect
meaningful changes in the latent construct that these items are measuring, however
information about individual items or subgroups of items is lost. This may be

1. Introduction

23

problematic if there are concerns that not all items are equally good indicators
of the latent construct that is used to identify sudden gains. Given the current
evidence it is unclear whether taking more information into account than just the
sum score of one measure might be more suitable for some research questions when
identifying and analysing sudden symptom improvements.
Considering individual PTSD symptoms
PTSD is very heterogeneous compared to other disorders (e.g., social phobia) with
many different symptom combinations leading to the same diagnosis. Galatzer-Levy
and Bryant (2013) highlight that due to the criteria of PTSD in the Diagnostic
and Statistical Manual of Mental Disorders, the number of possible symptom
combinations is considerably larger for PTSD in comparison to social phobia
or depression. Although there are differences in how PTSD is classified (e.g.,
American Psychiatric Association, 2000, 2013; World Health Organization, 2018), all
approaches agree on the core symptoms of PTSD (i.e., reexperiencing, avoidance, and
hypervigilance/hyperarousal) and take into account that individuals can experience
different symptom profiles. It is therefore also possible that participants experience
sudden gains in PTSD symptoms in different ways.
Network studies of DSM-IV and DSM-5 PTSD symptoms also highlighted the
heterogeneity of these PTSD diagnoses, especially with regards to which symptoms
are most central (Birkeland et al., 2020). A review of 20 cross-sectional network
studies of PTSD symptoms found that symptoms within each DSM-IV and DSM-5
cluster generally showed the strongest connections (Birkeland et al., 2020). One
common finding however was that ‘trauma amnesia’ was amongst the least connected
symptoms in most network studies (Birkeland et al., 2020) – this observation is also
consistent with theoretical criticism of this construct (e.g., Berntsen & Rubin, 2014;
Rubin et al., 2008). In light of these findings, a better picture about which symptoms
change during sudden gains is needed. Only one study investigated the associations
between sudden gains and treatment outcome in different PTSD symptoms clusters.
A study of 72 women receiving cognitive processing therapy found that sudden
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gains were associated with better treatment outcome in avoidance and hyperarousal
but not in intrusion symptoms (Kelley et al., 2009). To our knowledge no study
has yet investigated individual symptom changes during sudden gains in PTSD
symptoms, or in any other disorder.
Considering comorbid symptoms
O’Donnell et al. (2004) addressed the question of whether PTSD and depression are
separate disorders following trauma by exploring the prevalence of PTSD, depression,
and comorbid PTSD and depression, as well as investigating predictors of symptom
severity and diagnosis. The authors analysed a sample of 363 injury survivors after
the traumatic event and two follow-up assessments (3 and 12 months) and found that
a similar proportion of participants developed PTSD (4%), PTSD with comorbid
depression (6%), or depression (5%) at 3 months. Investigating predictors of these
diagnostic categories and transitions between the follow-up assessments, the results
of this study suggest that PTSD with and without comorbid depression describe
a similar construct while depression describes a separate construct. Kleim et al.
(2012) investigated predictors of the development of depression and PTSD 6 months
in n = 222 assault survivors. The authors found that disorder-specific cognitive
factors were best predictors of symptom severity, for example hopelessness and selfdevaluative thoughts for depression and cognitive responses to intrusive memories
and persistent dissociation for PTSD. The authors also found that comorbidity of
PTSD and depression was high with around half (47%) of the participants with
PTSD also meeting criteria for major depression and around two thirds (68%) of
those with depression also meeting criteria for PTSD. The results of these studies
suggest that while there are shared factors that predict the symptom severity of
PTSD and depression, disorder-specific factors also exist. Some studies investigated
the network structure of PTSD, depression, and anxiety symptoms. Price et al.
(2019) analysed a sample of 1184 participants who met PTSD Criterion A of the
DSM-5 to explore commonalities of PTSD, depression, and anxiety symptoms.
The authors identified four groups of different PTSD symptoms (intrusions and
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avoidance, hyperarousal, dysphoria, and negative affect) and one that consisted
of all depression and anxiety symptoms. The anxiety symptom ‘Inability to relax’
and the PTSD symptom ‘Restricted or diminished positive emotion’ were the main
connecting symptoms between these communities. Given the overlap between
clinical constructs it is therefore of interest to explore how depression and anxiety
symptoms change when investigating sudden gains in PTSD symptoms.
PTSD treatment studies provide some evidence that improvement in PTSD
symptoms is accompanied by improvements in depression and anxiety symptoms
(e.g., Ehlers et al., 2005; Ehlers et al., 2013; Liverant et al., 2012; Zoellner et
al., 2019). Some PTSD sudden gain studies have also looked at the effect of
sudden gains on treatment outcomes in comorbid symptoms (e.g., depression and
anxiety) and generally found a positive association (Aderka, Appelbaum-Namdar,
et al., 2011; Doane et al., 2010; Kelly et al., 2009). Two studies found that
some participants also experienced sudden gains in depression symptoms during
treatment for PTSD (8%, Kelly et al., 2009; 18%, Keller et al., 2014). While sudden
gains in PTSD symptoms are often accompanied by meaningful improvements
in depression or anxiety severity across patients, it is possible that this result is
driven by a minority of cases. To our knowledge, no study has yet investigated
comprehensively how a range of comorbid symptoms change when an individual
experiences a sudden gain in PTSD symptoms. Studying individual symptom
changes may reveal subcategories of sudden gains according to the relative degree
of improvement in different PTSD or comorbid symptoms.

1.7

Aims of this thesis

This thesis presents a set of analyses of two large consecutive samples of patients
(N 1 = 330; N 2 = 343) who received CT-PTSD in routine clinical care. The overall
aim of the thesis is to test the predictions derived from Ehlers and Clark’s (2000)
cognitive model of PTSD that symptom changes during therapy are driven by
change in negative appraisals, memory characteristics, and unhelpful cognitive
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and behavioural coping strategies. To increase the transparency of my work and
facilitate replications as well as further methodological improvements, I aim to
develop software tools that implement the research methods used in this thesis.
Chapter 2 describes the development of two R packages. Chapter 2.2 presents
the development of the R package lcsm. This package assists with the implementation of latent change score modelling, a method that allows to specifically test
whether changes in one construct (e.g., a therapy processes variable like negative
appraisals) are preceding changes in another construct (e.g. PTSD symptom severity).
Chapter 2.3 reviews the methods used in previous studies to investigate sudden
symptom improvements and presents the development of the R package suddengains,
which fully automates the identification of sudden gains in longitudinal data.
Chapter 3 investigates whether changes in theory-derived therapy process
measures precede changes in PTSD symptom during therapy. This study tests
the key cognitive and behavioural processes through which CT-PTSD aims to
drive clinical improvement according to the underlying cognitive model by Ehlers
and Clark (2000).
Chapter 4 examines sudden and stable symptom improvements during CTPTSD. Chapter 4.1 analyses associations between changes in negative appraisals
and memory disorganisation around the time of sudden gains in PTSD symptoms.
Chapter 4.2 investigates patterns of individual PTSD, depression, and anxiety
symptom changes during sudden gains in PTSD symptoms.
Chapter 5 discusses the results from this thesis within the wider literature on
Ehlers and Clark’s (2000) cognitive model of PTSD and considers implications for
current psychological treatments. Benefits of open research practices and developing
research software in light of current challenges in psychological treatment research
are also discussed. The chapter concludes with potential areas for future clinical
and methodological research.

2

Development of R packages for
implementing clinical research
methodology
2.1

Methodological challenges in psychological treatment research

As well as the clinical research gaps reviewed in Chapters 1.5 and 1.6, there is
scope to improve the implementation and reporting of statistical methods within
psychotherapy research. In psychotherapy research questions such as ‘How does
this therapy work?’ are becoming more common and prominent. A range of
primarily quantitative research methods are now being used to investigate how
existing psychological therapies work. Most of these methods consist of multiple
data analytic steps, involving data manipulations (e.g., restructuring data from
‘wide’ format to ‘long’ format) and sequential statistical analyses (e.g., longitudinal
structural equation modelling) and therefore rely on analytic code.
Coding errors can happen at any point during the analysis and may remain
unnoticed. In some cases the consequences can be significant. For example, Goldacre
et al. (2019) described a randomised controlled trial where coding errors led to the
experimental and control groups being reversed, ultimately requiring a retraction of
27
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the paper (see Aboumatar & Wise, 2019). Coding errors are common and most
researchers are not adequately trained to detect them (e.g., Wilson et al., 2014). It
has been suggested that sharing the analytic code and research software tools that
were used may assist in detecting coding errors and thereby improve the quality of
the research (e.g., Goldacre et al., 2019; Naudet et al., 2018; Stodden et al., 2016).
Using and sharing analytic code can have benefits for the researcher (e.g.,
having a complete documentation of the analysis), as well as advantages for the
wider research community (e.g., evaluating, replicating, or adapting a statistical
method). Open analytical scripts do not only allow other researchers to evaluate the
correctness of the code, but also allow them to replicate or build on the existing code
if it is shared under an appropriate license (for a review see Fortunato & Galassi,
2020). Although there are some technical challenges when sharing analytic code, it
has been argued that many of the common concerns (e.g., time investment) around
sharing analytic code do not apply (e.g., Goldacre et al., 2019) and free solutions
are available to help researchers share their analytic code online (e.g., Munafò et al.,
2017; Perkel, 2019). In line with open research practices, sharing well-documented
code along with the data is considered best practice (Peng, 2011), however datasharing may not always be feasible or permitted and can be a complex issue. In
that case, it has been argued that sharing the analytic code alone can be helpful too
as it allows other researchers to evaluate or replicate the reported methods in more
detail (Barnes, 2010; Minocher et al., 2020). In addition to improving transparency
and reproducibility, sharing the analytic code may also assist other researchers in
learning new methodological skills. Although the importance of sharing analytic
code has been discussed before and is becoming the norm in some disciplines (e.g.,
Stodden et al., 2013), it is currently less common in psychotherapy research.
For example, to the best of our knowledge, none of the studies reviewed in
this thesis, which investigated longitudinal processes of change or sudden gains
during treatment for PTSD, publicly shared their analytic code. Furthermore, no
sudden gains study based on the criteria suggested by Tang and DeRubeis (1999)
has made their computational methods for applying the sudden gains criteria to
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their data openly available. This is despite the fact that most studies analysing
processes of change in psychological treatments for PTSD were performed using a
statistical programming language that relies on analytic scripts (e.g., R or Python)
or a program with the option to export scripts that represents the analysis (e.g.,
jamovi, JASP, SPSS). This means that it is currently hard to determine whether
the described methods have been implemented as intended, and this subsequently
complicates replications as well as comparisons across different studies.
Most studies reviewed in this thesis employ similar methodological approaches
such as manipulating data to represent a time lag or identifying sudden gains. These
analytic steps could be specified in publicly available code so that it is easier to
perform the same analyses across different datasets (for reviews see Ince et al.,
2012; Lowndes et al., 2017). Although a wide range of statistical analyses are
implemented in open source software packages, more specialised analyses such as
identifying sudden gains are not yet available.
The statistical programming language R (R Core Team, 2020) is popular among
researchers in clinical psychology due to its comprehensive functionality, which
can be extended through add-on R ‘packages’ to meet the requirements of specific
research questions. Due to advances in software tools that simplify the development
of such packages (e.g., Wickham, 2015; Wickham & Bryan, 2020; Wickham, Hester,
et al., 2020) it is becoming easier for researchers without a formal training in
programming to develop add-on R packages. These packages can be publicly shared
with other researchers, for example through the Comprehensive R Archive Network
(CRAN) or alternative online repositories.
To address some of the methodological gaps reviewed in Chapters 1.5 and
1.6, this Chapter describes the development of two R packages that facilitated
the analyses of the studies presented in Chapters 3 and 4. The development of
free and open source research software that assists with the implementation of
longitudinal analyses and the identification of sudden gains may help researchers to
be more efficient and improve the transparency as well as consistency of reporting
of psychotherapy research studies.
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2.2

lcsm: An R package for latent change score
modelling

Different statistical methods have been used to investigate changes in psychological
constructs over time (for reviews see Preacher, 2015; Usami et al., 2019). Longitudinal Structural Equation Modelling (SEM) has been particularly popular to
examine longitudinal processes because of its flexibility to build statistical models
that match a particular psychological theory. Many psychological theories make
predictions about changes over time and testing these predictions using appropriate
statistical models is important to evaluate the evidence of these theories.
Latent change score models (LCSMs) are used across disciplines in the behavioural sciences to study how constructs change over time (e.g., Hawley et al.,
2017; Kievit et al., 2018; King et al., 2009; King et al., 2018). This framework can
be extended to specifically examine how changes in one construct are associated
with changes in another construct (Grimm et al., 2012), which can have advantages
compared to other statistical techniques (e.g., autoregressive cross-lagged models).
This approach may be particularly suitable to study a core question in psychotherapy
research: ‘Are changes in a therapy process (e.g., negative appraisals) related to
subsequent changes in a treatment outcome measure (e.g., PTSD symptoms)?’. This
chapter introduces the R package lcsm, a tool that aims to help users understand,
analyse, and visualise different LCSMs.

2.2.1

Methodological overview

Latent change score modelling builds on concepts from classical test theory, which
assumes that the observed score (X) of an individual (i) at a particular time (t)
can be expressed as the individual’s ‘true score’ (lx) and the individual’s ‘unique
score’ (u) at that time, see Equation (2.1).

Xti = lxti + uti

(2.1)
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The specification of the latent structures in LCSMs is so that the model can
estimate a latent factor that captures the change in latent ‘true scores’ between
two time points. By combining two longitudinal structural equation modelling
methods, namely ‘latent growth curve models’ and ‘autoregressive cross-lag models’,
LCSMs can provide a detailed examination of within-person changes in one (i.e.,
univariate) or more constructs (e.g., bivariate) over time (Grimm et al., 2017;
McArdle & Hamagami, 2001). A common modelling approach is to first understand
the individual trajectories of each construct in a univariate LCSM, before combining
both models to examine their relationships in a bivariate LCSM. The notation of
the parameters in this chapter mainly follow tutorials by Grimm et al. (2012)
and Grimm et al. (2017).
Univariate LCSM
A univariate LCSM aims to describe the changes of individuals (i) in one construct
(X) over time (t). The LCSM framework offers different options to describe this
change: a constant change parameter (αx × sxi ), a proportional change parameter
(βx × x[t−1]i ), and an autoregressive effect of the change scores (φx × ∆x[t−1]i ).
Equation (2.2) shows how the change in one construct (X) at a specific time
point (t) is constructed when using these three parameters. The constant change
parameter alone is similar to linear change because it has the same effect on all
change scores, see the paths from g2 to the change scores dx2 to dx5 in Figure 2.1.
Proportional change describes whether the ‘change score’ at time (t) is determined
by the ‘true score’ of the same construct at the previous time point (t − 1), see the
paths labelled beta_x in Figure 2.1. Autoregressions of the change scores describe
whether previous changes are associated with subsequent changes of the same
construct, see the paths labelled phi_x in Figure 2.1. Note that in this example
all parameters are constrained to be equal over time.

∆x[t]i = αx × sxi + βx × x[t−1]i + φx × ∆x[t−1]i

(2.2)
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Figure 2.1: Simplified path diagram of univariate LCSM. White squares = Observed
variables (x1 to x5); Green circles = Latent true scores (prefix ‘l’); Blue circles = Latent
change scores (prefix ‘d’); Yellow circle = Constant latent change factor. Single-headed
arrows = Regressions; Double-headed arrows = Covariance. beta_x = Proportional
change factor; phi_x = Autoregression of change scores; sigma_g2lx1 = Covariance of
change factor (g2) with initial true score (lx1). Unique scores (uxt ) and unique variances
2 ) are not shown in this figure for simplicity. Note that this figure was created using
(σux
the plot_lcsm() function of the lcsm package.

Bivariate LCSM
The univariate LCSM can be extended to a bivariate LCSM to examine associations
between two constructs over time. Depending on the research question there are
different ‘coupling’ options to model the associations between two constructs (for a
review see Grimm et al., 2017). The following overview focuses on the extension
that allows to examine how changes in one construct are associated with changes
in another construct (Grimm et al., 2012). This particular bivariate LCSM can
address research questions like: ‘Do changes in negative appraisals precede changes
in PTSD symptoms during therapy?’.
A simplified path diagram of a bivariate LCSM with five repeated measurements
and these parameters is shown in Figure 2.2. Equation (2.3) shows how changes
of a bivariate LCSM with lagged coupling parameters are constructed. The first
line of each equation represents the parameters that describe the within construct
changes, while the second line of each equation represents parameters that describe
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the between construct coupling parameters. In this case, change in construct X
now consist an additional element, that is change in the other construct (Y ) at
the previous time point (ξlagxy × ∆y[t−1]i ), see Equation (2.3a). The model that
describes changes in construct Y, see Equation (2.3b), includes a constant change
factor (αy ) and an autoregressive parameter of the latent change scores (φy ). The
parameter ξlagyx × ∆x[t−1]i estimates whether changes in construct Y at one time
point (t) are determined by changes in construct X at the previous time point (t-1 ).

∆x[t]i = αx × sxi + βx × x[t−1]i + φx × ∆x[t−1]i +
(2.3a)
ξlagxy × ∆y[t−1]i
∆y[t]i = αy × syi + φy × ∆y[t−1]i +
(2.3b)
ξlagyx × ∆x[t−1]i
It is also important to consider whether to examine concurrent or lagged
relationships between two constructs. In some cases it may be desirable to examine
concurrent relationships, for example when the underlying theory predicts that both
constructs change simultaneously. For a more detailed discussion on this topic see
Wang et al. (2009) and Goldsmith et al. (2018). Coefficients are usually constrained
to be equal over time, but this can be changed by allowing variation between
specific time points. For example, if the associations between two constructs
could vary across different parts of the investigated time points (e.g., different
treatment phases).

2.2.2

Why is a package needed?

Multiple script-based software packages support structural equation modelling and
can be used for analysing LCSMs, for example lavaan (Rosseel, 2012), OpenMx
(Neale et al., 2016), or Mplus (Muthén & Muthén, 2017). Other software packages
like JASP (JASP Team, 2019) or Ωnyx (von Oertzen et al., 2015) also offer a
graphical user interface for building and analysing structural equation models.
The R package RAMpath (Zhang et al., 2015) offers a framework for analysing
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Figure 2.2: Simplified path diagram of bivariate LCSM with lagged change to change
coupling parameters. White squares = Observed variables; Green circles = Latent true
scores (prefix ‘l’); Blue circles = Latent change scores (prefix ‘d’); Yellow circles = Constant
latent change factors. Single-headed arrows = Regressions; Double-headed arrows =
2 , σ 2 ) are not shown
Covariance. Unique scores (uxt , uyt ) and unique variances (σux
uy
in this figure for simplicity. Note that this figure was created using the plot_lcsm()
function of the lcsm package.

longitudinal structural equation models and it can also estimate basic univariate
and bivariate LCSMs. Although there exist many tutorials on how to implement
latent change score models in different software packages (e.g., Ghisletta & McArdle,
2012; Grimm et al., 2017; Kievit et al., 2018; Klopack & Wickrama, 2020), to the
best of our knowledge, there is currently no tool that automatically generates syntax
for LCSMs with different model specifications.
Specifying LCSMs in current software packages can be complex and cumbersome,
especially with larger numbers of repeated measures and when testing sequential
models with increasing complexity. Syntax for complex models can be hard to
program, is lengthy, and thus prone to errors. For example, lavaan syntax for a
bivariate LCSM with 10 repeated measures can consist of between 200 to 300 lines
of code. Klopack and Wickrama (2020) also highlighted this drawback in a recent
tutorial on latent change score modelling in Mplus, ‘Models can be cumbersome to
program in available software packages.’ (p. 100). A tool that generates syntax for
different model specifications may not only help to streamline the analytic steps
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Table 2.1: Main functions of the lcsm R package and their dependencies
Function
Specify lavaan syntax
specify_uni_lcsm()
specify_bi_lcsm()
Fit models
fit_uni_lcsm()
fit_bi_lcsm()
Extract results
extract_fit()
extract_param()
Simulate data
sim_uni_lcsm()
sim_bi_lcsm()
Additional functions
plot_trajectories()
plot_lcsm()

Description

Dependency‡

Specify lavaan syntax for univariate LCSM
Specify lavaan syntax for bivariate LCSM

base
base

Fit univariate LCSM
Fit bivariate LCSM

lavaan
lavaan

Extract fit statistics from lavaan objects
Extract parameter estimates from lavaan objects

broom
broom

Simulate data from univariate LCSM parameters
Simulate data from bivariate LCSM parameters

lavaan
lavaan

Plot individual trajectories of cases
Plot simplified LCSM path diagram

ggplot2
semPlot

Note. More details about each function can be found in the package documentation
or using the help() function in R. ‡ This column lists additional R packages that
are required by the functions of the lcsm package.

involved in latent change score modelling, but also help researchers to reduce errors
in code and facilitate a transparent way of reporting analyses.

2.2.3

Overview of the package

The lcsm package combines the strengths of existing R packages for SEM by
providing a framework that makes these packages work together efficiently. The
current version of the package (Version 0.1.3) provides a set of functions that help
with visualising longitudinal data, generating lavaan syntax for different univariate
and bivariate LCSMs, fit univariate and bivariate LCSMs, and extract estimated
parameters as well as fit statistics. Further functions allow to plot simplified path
diagrams and to simulate data to explore the effects of different parameters. An
overview of the main functions and a short description is presented in Table 2.1.
The interactive application shinychange (https://milanwiedemann.shinyapps.io/
shinychange) supplements this package and illustrates how the lavaan syntax and
path diagrams change depending on different model specifications.
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Figure 2.3: Longitudinal plots of five repeated measurements.

Visualise longitudinal data
Visualising individual trajectories of repeated measurements may be helpful to
understand the data and inform modelling decisions. A more detailed overview of
the rational for visualising longitudinal data is described in Ghisletta and McArdle
(2012) and Grimm et al. (2017). The function plot_trajectories() offers an easy
way to visualise longitudinal data. Figure 2.3 was created using this function to
visualise individual trajectories of 5 repeated measurement for two constructs (X
and Y ) from an example dataset. This function is built using the R package ggplot2
(Wickham, 2016) and additional ggplot2 functions can be added to extend the plot.
Generate lavaan syntax for different LCSMs
The functions specify_uni_lcsm() and specify_bi_lcsm() can be used to generate lavaan syntax for different univariate and bivariate model specifications
and varying time points. The LCSM parameters that should be included in the
lavaan syntax can be specified as a list() using the 'model' argument of these
functions. For example, to include a constant and proportional change factor,
the following argument needs to be added 'model = list(alpha_constant =
TRUE, beta = TRUE)'. For bivariate LCSMs ‘coupling’ parameters can be specified
using the 'coupling' argument, for example 'coupling = list(xi_lag_xy =

2. Development of R packages for implementing clinical research methodology 37
Table 2.2: Available specifications for univariate LCSMs and bivariate coupling
options
Option
Univariate model options
alpha_constant
alpha_piecewise
alpha_piecewise_num
alpha_linear
beta
phi
Coupling options
coupling_piecewise
coupling_piecewise_num
delta_con_xy
delta_con_yx
delta_lag_xy
delta_lag_yx
xi_con_xy
xi_con_yx
xi_lag_xy
xi_lag_yx

Description
Constant change factor
Piecewise constant change factor
Change point of piecewise constant change factor
Linear change factor
Proportional change factor
Autoregression of change scores
Piecewise coupling parameters
Change point of piecewise coupling parameters
Change score x (t) determined by true score y (t)
Change score y (t) determined by true score x (t)
Change score x (t) determined by true score y (t-1)
Change score y (t) determined by true score x (t-1)
Change score x (t) determined by change score y (t)
Change score y (t) determined by change score x (t)
Change score x (t) determined by change score y (t-1)
Change score y (t) determined by change score x (t-1)

Note. Covar = Covariance. More details about each model option as well
as further customisations can be found in the package documentation using
help(specify_uni_lcsm) or help(specify_bi_lcsm). Bivariate model
options allow for concurrent (con) and lagged (lag) coupling between two
constructs.

TRUE)' to add a parameter that estimates whether changes in construct X at
time point (t) are determined by changes in construct ‘Y ’ at the previous time
point (t − 1). The lcsm package offers a concurrent (con) and lagged (lag) version
of each coupling parameter.
The lcsm package adds comments to the lavaan syntax to provide more
information about each section and to facilitate further manual adaptations (e.g.,
freeing up parameters that are fixed over time). Table 2.2 shows the full list
of available univariate and bivariate model specifications that are implemented
in the current version of the lcsm package. The interactive online application
shinychange allows users to explore how the number of repeated measures and
different parameters affect the lavaan syntax, see Figure A.1.
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Fit models
The functions fit_uni_lcsm() and fit_bi_lcsm() can be used to estimate univariate and bivariate LCSMs using the lavaan package (Rosseel, 2012). By default
Full Information Maximum Likelihood (FIML) is used to estimate a model. This
method makes the assumption that data is Missing Completely at Random (MCAR)
or Missing at Random (MAR) and includes individuals with incomplete data
(Baraldi & Enders, 2010).
As shown in the univariate example below, the user specifies the dataset in wide1
format using the 'data' argument. A list of variables representing the repeated
measures need to be specified in the 'var' argument. The parameters for the
univariate LCSM can be specified using the 'model' argument in the same way
described in the section above. The code example below shows how to fit a univariate
LCSM. A simplified path diagram of specified model is shown in Figure 2.1.
# Fit univariate latent change score model
fit_uni_lcsm(data = data_bi_lcsm,
var = c("x1", "x2", "x3", "x4", "x5"),
model = list(alpha_constant = TRUE,
beta = TRUE,
phi = TRUE))
As shown in the example below, for bivariate LCSMs it is possible to specify
two sets of repeated measures using the arguments 'var_x' and 'var_y' as well
as two different univariate models ('model_x' and 'model_y'). Furthermore, the
argument 'coupling' can be used to specify a list of between construct coupling
parameters. Additional parameters can be added to the LCSM simply by adding
it to the list of parameters and setting it to TRUE. For example, to also estimate a
proportional change parameter in 'model_y', the element 'beta = FALSE' needs
to be changed to 'beta = TRUE'. A simplified path diagram of the model specified
in this example is shown in Figure 2.2.
1

One row per individual and one column for each repeated measure.
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# Fit bivariate latent change score model
fit_bi_lcsm(data = data_bi_lcsm,
var_x = c("x1", "x2", "x3", "x4", "x5"),
var_y = c("y1", "y2", "y3", "y4", "y5"),
model_x = list(alpha_constant = TRUE,
beta = TRUE,
phi = TRUE),
model_y = list(alpha_constant = TRUE,
beta = FALSE,
phi = TRUE),
coupling = list(xi_lag_yx = TRUE,
xi_lag_xy = TRUE))
Extract fit statistics and parameter estimates
To evaluate how well a particular model fits the underlying data, one option is to
compare different fit statistics of competing models. The function extract_fit()
can be used to extract commonly used fit statistics of multiple LCSMs with increasing
complexity. Parameter estimates of the best fitting model can be extracted using
the extract_param() function. Names and descriptions of the available parameters
are presented in Appendix A, see Table A.1. Both of these functions make use
of the R package broom (Robinson et al., 2020).
Plot simplified path diagrams
Simplified path diagrams can be visualised using the plot_lcsm() function of this
package. This function is built on the semPlot package (Epskamp, 2019) and can
give an overview of the modelling parameters that were chosen for a particular
model. Figures 2.1 and 2.2 presented earlier in this chapter were both created using
this function. An interactive illustration of these functions is available in the online
application shinychange, see Figure A.2 in Appendix A.
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Simulate data
The functions sim_uni_lcsm() and sim_bi_lcsm() can be used to simulate data
to explore the effect of different parameters. An interactive illustration of these functions is available in the online application shinychange, see Figure A.3 in Appendix A.

2.2.4

Discussion

Analysing the longitudinal relationships between changes in two constructs may
help to better understand how they unfold over time. LCSMs are a specific form
of longitudinal structural equation models that allow to examine this question. In
psychotherapy research this would allow to test how changes in a specific therapy
processes (e.g., negative appraisals) are associated with subsequent changes in a
treatment outcome measure (e.g., PTSD symptoms).
This chapter addressed a small subset of the specifications available using a
latent change score modelling approach. A more detailed overview of methodological
background and further adaptations can be found elsewhere (e.g. Grimm et al., 2017).
It is also important to mention that the interpretation of results from LCSMs can be
difficult, especially when multiple parameters (e.g., constant change and proportional
change) are used to examine change over time (see Clark et al., 2018; Jacobucci et al.,
2019). The aim of this chapter was to provide an overview of the lcsm package and
the specific subset of latent change score modelling that will be used in this thesis.

2.3

suddengains: An R package for identifying
sudden gains2

Given the potential significance of sudden gains reviewed in Chapter 1.6, examining
such events specifically may be informative in understanding when and why such
large improvements occur, which could help to improve existing interventions.
2

The work presented in this chapter is based on published work: Wiedemann, M., Thew, G. R.,
Stott, R., & Ehlers, A. (2020). suddengains: An R package to identify sudden gains in longitudinal
data. PLOS ONE. https://doi.org/10.1371/journal.pone.0230276
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Rates of sudden gains within published clinical studies vary considerably (e.g.,
17.8% to 52.2% of participants; Aderka et al., 2012), which may partly be due to
differences in the methods used to identify them. However, such differences are
hard to examine given that sufficient methodological details to permit a comparison
are not always reported. In addition, some studies have raised concerns about the
validity of sudden gains identified through current methods, demonstrating that they
can be found in placebo interventions and simulated datasets (Vittengl et al., 2005;
Vittengl et al., 2015). This suggests that not all gains reflect meaningful change or
show a causal association with the intervention being studied. This highlights the
need to examine the presence and strength of these associations and to consider if the
current methods of identification can be refined. The suddengains R package is the
first software program to offer explicit and reproducible methods to automatically
identify sudden gains, which may be valuable in improving methodological reporting
and consistency across studies. It may also facilitate closer examination of the
methods used to identify sudden gains, to help improve their validity and ensure
that they more accurately reflect meaningful events. This article aims to provide
an accessible overview of how sudden gains are calculated, describe the principal
functions of the package, and give instructions on how to use these with longitudinal
data. It is hoped that using this package will facilitate improvements in the efficiency,
reporting, and reproducibility of sudden gains research.

2.3.1

Identification of sudden gains

Tang and DeRubeis (Tang & DeRubeis, 1999; Tang et al., 2005) suggested the
following three criteria to identify sudden gains:
1. The gain must be large in absolute terms. While this was originally operationalised as a decrease of at least 7 points on the Beck Depression Inventory
(BDI; Beck & Steer, 1993b), subsequent studies have generally used the
Reliable Change Index (RCI; Jacobson & Truax, 1991) to define an appropriate
cutoff for other scales Stiles et al. (2003). Further details are discussed below.
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2. The gain must be large in relative terms. This is defined as a drop of at least
25% of the previous score.
3. The gain must be large relative to symptom fluctuation. Originally an
independent t test was proposed to compare the size of the sudden gain with
symptom fluctuation before and after the gain. This method was controversial
given the assumption of independence of the measurements before and after
the gain is not met (Tang, 2015; Vittengl et al., 2005). Consequently the
wording of this criterion was updated by Tang and colleagues (Tang, 2015;
Tang et al., 2005), though the calculations remained the same: The difference
between the mean scores of the three measurements before the gain (M pre ),
and the three measurements after the gain (M post ), must be greater than the
pooled standard deviation of these two groups multiplied by a critical value
of 2.776 (i.e., the two-tailed t statistic for α = 0.05 and df = 4). The formula
for criterion 3 is therefore:

Mpre − Mpost > critical

v
u
u (npre
value ∗ t

2
2 + (n
− 1) ∗ SDpre
post − 1) ∗ SDpost
(2.4)
npre + npost − 2

The criteria used to identify sudden gains vary between studies. For example,
some studies have used different methods to define a cutoff value for criterion one
(Doane et al., 2010; Lutz et al., 2013), criterion two was not included in some
studies because of concerns about the impact of different response scales and data
suggesting it has little effect on the number of gains found (Hardy et al., 2005), and
studies have used different methods to select a critical value for use in criterion 3
(Lutz et al., 2013; Zilcha-Mano, Eubanks, et al., 2019), see Equation (2.4).
Defining a cutoff for the first criterion
Tang and DeRubeis (1999) originally defined a 7 point cutoff on the BDI for the first
criterion based on frequency distribution plots of session to session change scores on
the BDI in clinical trials. The authors reported that 7 BDI points approximately
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reflected one standard deviation in clinical samples (Tang, 2015). Stiles et al. (2003)
noted that 7 BDI points was close to the reliable change value reported in Barkham
et al. (1996) and therefore used the RCI formula to define a cutoff for a new measure.
Subsequent studies have generally adopted this approach. Jacobson and Truax
(1991) proposed the following formula to test whether the observed pre to post
change on a measure reflects more than just fluctuation due to measurement error:

pre - post
= RCI
Sdiff

(2.5)

Following Jacobson and Truax (1991), reliable change on a measure is present
when:

pre - post
> 1.96; therefore
Sdiff

(2.6)

reliable change > 1.96 × Sdiff ;

(2.7)

where S diff is the standard error of the difference between pre and post scores.
Using the standard error of measurement (SE ), S diff can be expressed as:

Sdiff =

q

2 × (SE )2 ;

(2.8)

where SE is calculated using the standard deviation of the control group or
normal population s 1 and the test-retest reliability of the measure (rxx ):

√
SE = s1 1 − rxx ;

(2.9)

Some studies have adapted this formula following suggestions from Martinovich
et al. (1996) by replacing the test-retest reliability with the internal consistency

2. Development of R packages for implementing clinical research methodology 44
(α) and replacing the standard deviation of the normal population (s1 ) with the
standard deviation of the clinical sample at baseline (SDpre ) so that all statistics
can be extracted from the sample data (König et al., 2014). Note that the use
of the test-retest reliability or internal consistency when calculating SE makes
the assumption that the scale being examined is unidimensional, and that these
reliability estimates remain constant over time, and between individuals. Exploring
the factor structure and measurement invariance of the scale may be appropriate
to examine if these assumptions hold.

√
SE = SDpre 1 − α

(2.10)

In the sudden gains literature different approaches have been used to define a
cutoff for the first criterion using the RCI formula. Some studies (Doane et al.,
2010; Jun et al., 2013) have used the standard error of the difference (Sdif f ) while
others (Lutz et al., 2013; Zilcha-Mano, Eubanks, et al., 2019) have used the
reliable change value (1.96 × Sdif f ). When defining a cutoff it is important to
consider the statistical assumptions involved, and to ensure that this value reflects a
meaningful change (large in absolute terms) that is realistic in a session-by-session
context for the intervention.
Missing data
Missing data, for example where a participant does not provide data on one or more
occasions, need to be considered carefully when identifying sudden gains for several
reasons. Firstly, depending on the number and pattern of missing data points for an
individual, it may not be possible to identify sudden gains, see Table 2.4. Specifically,
in order to estimate the standard deviation values in criterion 3, at least two of the
three measurements immediately prior to the gain must be present, as well as at least
two of the three measurements immediately following the gain. Some researchers
have suggested that methods used to replace missing values, such as last observation
carried forward or multiple imputation, may not be appropriate when identifying
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sudden gains given the potential for additional gains to be detected based on data
that were not provided by participants (Shalom et al., 2018; Tang et al., 2007).
Secondly, where values are missing in the period around the potential sudden
gain, two approaches have been described to evaluate the stability of the change.
Following the updated version of the third criterion by Tang and colleagues (Tang,
2015; Tang et al., 2005) some studies have used a critical value of 2.776 across all
session to session intervals to check the stability (Zilcha-Mano, Eubanks, et al.,
2019). An alternative approach adjusts the critical values used in criterion 3, see
Equation (2.4), based on the data that were available in the period around the
potential sudden gain (Lutz et al., 2013): Where no data are missing t (4;97.5%) >
2.776; where one data point is missing either before or after the gain t (3;97.5%) >
3.182; and where one data point is missing both before and after the gain t (2;97.5%) >
4.303. This method has been adopted in some subsequent studies (Wucherpfennig,
Rubel, Hofmann, et al., 2017) and Chapter 4.
It is important to understand the reasons for missing data and consider whether
methods to handle missing data need to be employed both at the identification
stage and in subsequent analyses (Rubin, 1976; Schafer & Graham, 2002). Further
research to examine the impact of missing data and different methods to handle
missing data when identifying sudden gains would be beneficial.
Terminology
The naming of specific sessions (or measurement points) around the gain follows the
convention that the session immediately prior to the gain is session N (also known as
the pregain session), and the session immediately after is session N+1 (or postgain
session). Other sessions are referred to in relation to session N (e.g., N-2, N+3).
Reversals
According to Tang and DeRubeis (1999) a sudden gain is counted as reversed if
50% of the improvement made during the gain was lost at any subsequent point.
For example, where the sudden gain represents a drop from 40 to 30 points, the
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gain is classed as having reversed if a score of 35 or more is observed at any
later session. As discussed in Wucherpfennig, Rubel, Hofmann, et al. (2017) a
reversal might not necessarily be a stable phenomenon. These authors modified
this criterion by suggesting that a stable reversal is present when a reversal is
also classified as a sudden loss (see below).
Sudden losses
Although less frequently studied than sudden gains, sudden losses represent the
inverse phenomenon, where a participant shows a large and stable increase of
scores on the outcome variable. While some authors invert the three sudden gains
criteria (Krüger et al., 2014; Lutz et al., 2013), others further adjust the percentage
threshold of the second criterion, e.g. 33% (König et al., 2014).

2.3.2

Why is a package needed?

As indicated by the criteria above, identifying sudden gains requires the application
of each of the three criteria to each session to session interval, and that this is
performed for each individual in a given dataset. A large number of calculations and
extensive manipulation of data is therefore involved, particularly in larger datasets.
Doing these data manipulations manually (e.g., in spreadsheets) can be extremely
time consuming and lead to errors. It also means that certain methodological
decisions, such as determining the critical value for the third criterion, or handling
of participants with multiple gains, may not be addressed sufficiently or in a
consistent way across studies. It is hoped that the use of the suddengains package
will provide faster and more accurate calculations, as well as offering a transparent
and consistent method to address these methodological considerations.

2.3.3

Worked example

This demonstration uses a dataset 'sgdata' that was created to illustrate the
functions of this package. The data show self-report weekly questionnaire scores
for 43 participants who have received psychological therapy for depression. The
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intervention lasted for 12 sessions, and each participant completed a set of outcome
measures at the beginning of each session, including the BDI and a fictional
secondary measure assessing rumination (RQ).
Functions of the suddengains package
The suddengains package provides a set of functions to calculate the presence of
sudden gains (and sudden losses) within a longitudinal dataset, and to provide
basic plots and descriptive statistics of the gains. It can also extract scores on
secondary outcome or process measures around the period of each gain. Output files
(in SPSS, Excel, or CSV formats) arranged by individual gain, or by person can be
generated for further analyses in other programs. This package is supplemented by
an interactive web application (Chang et al., 2020) shinygains that illustrates the
main functions of this package at https://milanwiedemann.shinyapps.io/shinygains
(see Appendix A, Figures A.4 and A.5). As it allows users to explore and understand
the impact of different methodological choices, it may be useful in planning sudden
gains studies. Table 2.3 lists and describes the main functions.

Visualise data that can be investigated for sudden gains/losses
Selects cases to be included in the sudden gains analysis based on different criteria
Exports CSV, SPSS, Excel, or STATA files of the sudden gains datasets

Generates summary descriptive statistics
Creates plots of the average sudden gain
Creates plots of individual case trajectories

Creates a dataset with one row for each sudden gain/loss or one row for each person
Extracts values on a secondary measure around the sudden gain/loss

Uses modified RCI formula to determine a cutoff value for criterion 1
Checks if a given interval is a sudden gain/loss
Identifies sudden gains/losses

Description

Note. More details about each function can be found in the package documentation or using the help() function in R.

Identify sudden gains
define_crit1_cutoff()
check_interval()
identify_sg(), identify_sl()
Create datasets
create_bysg(), create_byperson()
extract_values()
Describe sudden gains
describe_sg()
plot_sg()
plot_sg_trajectories()
Additional functions
plot_sg_intervals()
select_cases()
write_bysg(), write_byperson()

Function

Table 2.3: Main functions of the suddengains R package
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Table 2.4: Data patterns required to identify sudden
gains

Pattern
Pattern
Pattern
Pattern

1
2
3
4

xn−2

xn−1

xn

xn+1

xn+2

xn+3

◦
◦
•
•

•
•
◦
◦

•
•
•
•

•
•
•
•

•
◦
•
◦

◦
•
◦
•

Note. xn−2 to xn+3 represent any six consecutive
measurement points within the dataset. The minimum number of data points that must be present
(•) in order to investigate the interval from xn to
xn+1 as a potential sudden gain is four, arranged in
one of the patterns shown. Note that the pregain
(xn ) and postgain (xn+1 ) data points must always
be present. ◦ represents missing data

Preparation of data
The data to be analysed for sudden gains are arranged in wide format i.e., one row
per participant, and one column for each questionnaire score at each measurement
point. A unique identifier variable also needs to be included. Some researchers
have specified a minimum number of measurement points that must be present
for participants to be included, to ensure that they received a sufficient amount of
the intervention being studied (Tang & DeRubeis, 1999). Alternatively it may be
of interest to analyse all cases whose data are distributed such that at least one
interval can be examined for a potential sudden gain, see Chapter 4.1. For all three
criteria to be applied there must be data present for at least two of the three data
points prior to, and two of the three following, the interval to be examined, see
Table 2.4. The optional select_cases() function can be used to identify samples
of cases for analysis who fulfil such conditions, though researchers should consider
whether these methods are appropriate for the aims of the study.
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Identification of sudden gains
The identify_sg() function applies the sudden gains criteria as specified by the
user to each session to session interval in the dataset. As shown below, the user
specifies: 'data', the dataset to use in wide format; 'sg_crit1_cutoff', the cutoff
value to use for criterion 1 (which can be entered manually or calculated using the
define_crit1_cutoff() function); 'sg_crit2_pct', the percentage change value
to use for criterion 2 (0.25 by default); 'sg_crit3', whether or not to apply the
third criterion (TRUE by default); 'sg_crit3_alpha', the alpha value to use when
calculating the criterion 3 critical value (0.05 by default); 'id_var_name', the name
of the unique identifier variable within the dataset; and 'sg_var_list', a list of
the variables representing the span of sessions to be analysed, which is sessions 1 to
12 in this example. By default all functions that identify sudden gains apply the
adjustment of the critical value in Equation (2.4) as described by Lutz et al. (2013).
To turn off this adjustment and instead apply a manually defined critical value
across all session to session intervals, the argument 'sg_crit3_adjust = FALSE'
can be included and 'sg_crit3_critical_value' specified. Additional options to
customise this analysis are discussed in the package documentation. An alternative
function, identify_sl(), is identical to identify_sg() but applies the criteria in
the inverse direction to calculate sudden losses. The function check_interval() can
be used to examine whether a specific session to session interval is a sudden gain/loss.
The output data frame shows each session to session interval, for example
sg_2to3 representing the interval between sessions two and three. Variables indicate
whether each of the three criteria were met and therefore whether a sudden gain was
observed for each interval. Sudden gains are indicated by a value of 1, see Table 2.5.
Examining this interval in our example data, we see that only id = 10 meets all three
criteria, for id = 2 none of the three criteria can be tested, for id = 18 only the third
criterion can not be tested, for all other participants at least one criterion is not met.
To permit further analysis of our data, we wish to obtain an output dataset
containing both the original data and the newly identified sudden gains. As
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Table 2.5: Illustration of identifying sudden gains
id

sg_crit1_2to3

sg_crit2_2to3

sg_crit3_2to3

sg_2to3

1
2
10
12
18
23

FALSE
NA
TRUE
TRUE
FALSE
FALSE

FALSE
NA
TRUE
FALSE
FALSE
FALSE

FALSE
NA
TRUE
FALSE
NA
TRUE

FALSE
NA
TRUE
FALSE
NA
FALSE

Note. For the variables testing the three sudden gains criteria,
referred to by crit1, crit2, and crit3 in the variable names
TRUE indicates that the criterion is met, while FALSE indicates the
criterion is not met. NA indicates that a particular criterion could
not be tested for a sudden gain due to missing data.

participants may experience more than one gain, as in the present example, and to
allow for different subsequent analyses, the package provides two options for output
datasets: The create_bysg() function creates a dataset structured with one row
per sudden gain, and the create_byperson() function creates a dataset structured
with one row per person, indicating whether or not they experienced a sudden gain.
The 'tx_start_var_name' and 'tx_end_var_name' arguments are used to specify
the start and end of treatment (tx) variables, and 'sg_measure_name' specifies
the name of the measure used to calculate sudden gains.
# Identify sudden gains in measures from "bdi_s1" to to "bdi_s12"
# and create dataset with one row for each sudden gain
create_bysg(data = sgdata,
sg_crit1_cutoff = 7,
sg_crit2_pct = 0.25,
sg_crit3 = TRUE,
id_var_name = "id",
tx_start_var_name = "bdi_s1",
tx_end_var_name = "bdi_s12",
sg_var_list = c("bdi_s1", "bdi_s2", "bdi_s3",
"bdi_s4", "bdi_s5", "bdi_s6",
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Table 2.6: Description of variables created by the suddengains package
Variable name

Variable label

id_sg
sg_crit123

Unique ID variable for every identified sudden gain / loss
Indicates whether all applied sudden gain criteria were met
(No = 0; Yes = 1)
Pregain session number
Frequency of sudden gains / losses per person
Pre-pre-pre gain session score (N-2)
Pre-pre gain session score (N-1)
Pre-gain session score (N)
Post-gain session score (N+1)
Post-post gain session score (N+2)
Post-post-post gain session score (N+3)
Raw magnitude of sudden gain
Total change during treatment
Proportion of total change represented by the sudden gain
Reversal value
Indicates whether the reversal value was met at any point in
treatment following the sudden gain (No = 0; Yes = 1)

sg_session_n
sg_freq_byperson
sg_bdi_2n
sg_bdi_1n
sg_bdi_n
sg_bdi_n1
sg_bdi_n2
sg_bdi_n3
sg_magnitude
sg_bdi_tx_change
sg_change_proportion
sg_reversal_value
sg_reversal

Note. The variable names listed includeing _bdi_ will reflect the name of the measure
specified in the sg_measure_name arguement.

"bdi_s7", "bdi_s8", "bdi_s9",
"bdi_s10", "bdi_s11", "bdi_s12"),
sg_measure_name = "bdi")
The new variables created by the create_bysg() and create_byperson()
functions are described in Table 2.6. To continue working in another program
(e.g., SPSS, STATA, Excel) the functions write_bysg() and write_byperson()
can be used to export the datasets created in R (R Core Team, 2020) as .sav,
.dta, .xlsx, or .csv files.
Analysis of sudden gains
In this example, we have calculated sudden gains based on depression scores using
the BDI. In analysing these gains, we are interested in how rumination scores
on the fictional RQ measure change around the period of the sudden gains in
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depression. The extract_values() function extracts the RQ values from the three
sessions before (N-2, N-1, N) and the three sessions after (N+1, N+2, N+3) each
depression sudden gain. In the dataset that gets returned by this function we refer
to these sessions as sg_bdi_2n, sg_bdi_1n, sg_bdi_n, sg_bdi_n1, sg_bdi_n2,
and sg_bdi_n3, respectively. This function can be applied to either the bysg or
byperson dataset. By default the extracted values will be added as new variables
to the dataset used. Here we demonstrate applying this function to the bysg
dataset, as shown in the code below. First, the RQ variables are added to the
bysg dataset. Second, the extract_values() function is applied. Note that the
list of RQ variables included in the 'extract_var_list' argument must match
those used for the 'sg_var_list' argument used previously in the create_bysg()
function. This means that the number of variables in these lists has to be identical
and measured at the same time points. The output data frame can be saved as a new
object, or the existing bysg object can be overwritten, as in this example. The RQ
scores now in the bysg dataset can be examined, for example to look at the temporal
relationship between changes in rumination and changes in depression symptoms.
The describe_sg() function provides descriptive statistics about the sudden
gains based on the variables from the bysg and byperson datasets. For the
present example, this function indicates that 16 of the 43 participants experienced
a sudden gain, and 9 experienced more than one gain, leading to a total of 26
sudden gains within the data. Information on the mean gain magnitude and
reversals is also provided.
The plot_sg() function plots the average sudden gain, and can be used to show
the primary or secondary outcome measure data. The 'sg_pre_post_var_list'
argument specifies the pregain and postgain variables to be plotted, namely sessions
N-2 to N+3. This function is built using the R package ggplot2 (Wickham, 2016)
and additional ggplot2 functions can be added to the plot. It is also possible to
plot the average gain magnitude of different groups (e.g., two treatment arms in
a trial) in one figure by using the optional 'group' argument.
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An additional function, plot_sg_trajectories(), is available to plot the
trajectories of a selection of individual cases within the dataset. This function
can be paired with a filter command, for example filter() from the R package
dplyr (Wickham, François, et al., 2020), to visualise trajectories of specific groups
of participants. For example, all participants with more than one sudden gain, or
all participants with a sudden gain between sessions 3 and 4.
Measuring the performance of the suddengains package
As described above, identifying sudden gains can take a long time if not fully
automated. If the data is structured in an appropriate way (i.e., one participant per
row and one repeated measure per column), sudden gains can be identified using
the suddengains R package. To evaluate the computing time it takes to identify
sudden gains, a benchmark test was conducted using the R package microbenchmark
(Version: 1.4-7; Mersmann, 2019). Sudden gains were identified 100 times in nine
datasets with varying sample sizes (100, 500, 1000) and repeated measurements
(5, 10, 15). The average computing times indicate that it takes less than one
second to identify sudden gains in a dataset with 100 participants and 10 repeated
measurements (see Figure 2.4). The computing time to identify sudden gains
increases with lager sample sizes and more repeated measurements. These results
suggest that, using the suddengains R package, it would take less than 6 minutes3 to
identify sudden gains in all 50 studies that were reported in a recent meta-analysis
by Shalom and Aderka (2020).

2.3.4

Discussion

The analysis of sudden gains and losses provides a detailed examination of withinparticipant changes during the course of an intervention, and may help to understand
individual processes of change. The suddengains package aims to facilitate the
computation of gains, which can be laborious and error-prone. It also aims to
3

This calculation is based on the total number of participants N = 6355 and the average
number of sessions across all studies M = 15.11 (SD = 5.47) reported in Shalom and Aderka
(2020).
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Figure 2.4: Benchmark of the suddengains package comparing differences in data input.

address common methodological issues, for example by allowing adjustments to
the critical value for the third criterion in the presence of missing data, and by
highlighting participants with multiple gains.
Limitations of the package include the fact that more substantial adaptations
to the standard criteria cannot currently be implemented, though as the underlying code is publicly available, researchers may wish to use this in combination
with other tools for further development work. Second, while the package may
significantly increase the speed and accuracy of calculations, it cannot and should
not substitute considered methodological thinking. In particular, users should
consider carefully the appropriateness of the methods selected within each function,
including related assumptions and limitations. Lastly it should be emphasised
that sudden gains and losses identified by applying a set of mathematical criteria
are not necessarily related to the effects of the intervention being studied, and
that further investigation would be required to establish the presence and strength
of evidence for a causal relationship.
More analytically advanced methods to detect changes exist within the field
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of clinical psychology (for a review see Eubanks-Carter et al., 2012) and other
disciplines, with implementations of these methods available through other R
packages. For example multiple change point analysis (e.g., Lindeløv, 2020),
indicator saturation analysis (e.g., Pretis et al., 2018), or interrupted time series
analysis (e.g., Miratrix, 2020) can provide more information about specific aspects
of the sudden change (e.g., the rate of change before and after the change point).
Some of these methods require more repeated measures than commonly available
in clinical trials with weekly measurements and might therefore not always be
appropriate. Furthermore, these methods have not been developed to specifically
detect meaningful changes in psychological constructs during therapy and would
therefore have to be applied with caution and should be compared to sudden gains
(Tang & DeRubeis, 1999) to evaluate potential differences in results.

3

Longitudinal processes of clinical
improvement
3.1
3.1.1

Changes in cognitive processes and coping
strategies
Aims

As discussed in Chapter 1.5, there are currently few studies that investigated
how changes in cognitive processes and coping strategies are associated with
subsequent changes in symptoms during cognitive therapy for posttraumatic stress
disorder. Based on Ehlers and Clark’s (2000) cognitive model of PTSD, the present
study investigates changes in trauma-related negative appraisals, trauma memory
characteristics, and cognitive and behavioural coping mechanisms over the course
of the therapy, and how they temporally relate to changes in PTSD symptoms.
Following previous research, the first aim was to test whether changes in PTSD
symptoms are preceded by changes in trauma-related negative appraisals. While
not definitive evidence of causality, such temporal precedence would suggest that
change in trauma-related negative appraisals predicts change in PTSD symptoms.
In line with Ehlers and Clark’s model, we also tested how changes in trauma
memory characteristics (flashback quality of memories and disorganised mode of
57
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remembering the traumatic experience) and coping mechanisms (safety behaviours
and unhelpful responses to intrusions, i.e., suppression, rumination, and numbing)
relate to changes in PTSD symptoms. Testing the predictions by Ehlers and Clark’s
(2000) cognitive model of PTSD we hypothesised that changes in these PTSD
process measures precede changes in PTSD symptoms. Finally, we investigated
whether improvements in any predictors identified are also related to recovery.

3.1.2

Methods

Participants
Patients met criteria for PTSD as assessed by the Structured Clinical Interview
for DSM-IV (First et al., 1997). This study is a secondary analysis of data drawn
from a cohort study of 343 consecutive patients who were treated with CT-PTSD
in routine clinical care (Ehlers, Wild, et al., 2020). Patients started treatment in a
National Health Service outpatient clinic in South London between June 2009 and
March 2013. Ethical approval was granted by the local research ethics committee.
For the analyses presented in this study, patients had to have available data for
at least 5 sessions on both measures of interest (PTSD symptoms and the respective
process measure - see the ‘Measures’ section below for more details) to be included
in each set of analyses. A total sample of n = 217 patients were included in the
analyses for this study, see Table 3.1 for patient characteristics.
Table 3.1: Demographic and clinical characteristics
Sample 2 (n = 217)
Variable
Age in years
Months since main traumatic event
Weekly treatment sessions
Gender
Female
Male
Relationship
Married/Cohabiting
Divorced/Separated/Widowed
Never married
No information

n

%

217
216
217

M (SD)
37.47 (10.91)
53.38 (80.64)
11.04 (4.32)

120
97

55.3%
44.7%

86
23
100
8

39.6%
10.6%
46.1%
3.7%
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Table 3.1 continued
Sample 2 (n = 217)
Variable
Ethnicity
Black
Caucasian
Indo-Asian
Other
Education
University
A-levels
GCSE
Other
No information
Employment
Employed/Self-employed
Sick leave
Disability/Retired
Unemployed
Student
No information
Type of main traumatic event
Interpersonal violence
Accident or disaster
Death or harm to others
Other
Comorbid depression
No
Yes
Comorbid anxiety
No
Yes

n

%

51
141
11
14

23.5%
65.0%
5.1%
6.5%

68
30
48
29
42

31.3%
13.8%
22.1%
13.4%
19.4%

103
12
10
69
9
14

47.5%
5.5%
4.6%
31.8%
4.1%
6.5%

135
44
27
11

62.2%
20.3%
12.4%
5.1%

106
111

48.8%
51.2%

108
109

49.8%
50.2%

M (SD)

Note. n = Number of available responses for each variable.
% = Percentage of total sample included in this study.
GCSE = General Certificate of Secondary Education.

Treatment
All patients underwent a course of CT-PTSD (Ehlers et al., 2005). Patients received
on average 11.09 (SD = 4.27, Range = 5 to 33) weekly sessions. CT-PTSD aims
to reduce the participant’s sense of current threat by (1) changing problematic
meanings of the trauma and its consequences, (2) elaborating and updating the
memories of the trauma with information that gives them a less threatening meaning,
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(3) discriminating triggers of intrusive memories, and (4) changing behaviours and
cognitive processes that maintain PTSD. The therapy is tailored to each participant
based on the individual case formulation, with the relative weights given to each
treatment procedure differing between the individuals. Treatment usually started
with the individual formulation, reclaiming your life assignments and the memory
updating procedure. For comparability with Kleim et al. (2013) and to reduce the
overall rate of missing data, only responses from the questionnaires filled in during
the initial 10 weeks of the therapy were used for the current analysis.
Therapists
The therapists were qualified clinical psychologists, psychiatrist or nurse therapists or
trainees in these professions. All therapists had completed at least basic training in
cognitive behaviour therapy and a workshop on CT-PTSD. The majority of patients
were treated by staff therapists. All cases were discussed in weekly supervision
meetings and trainees also received individual case supervision.
Measures
All measures of PTSD symptoms and process measures were completed by the patients before they attended treatment sessions. The time frame of the questionnaires
was the past week. For the current analysis we used mean scores across all items
of each questionnaire to aid the interpretation of the therapeutic improvements
and reduce the variance of the scores to facilitate the estimation of parameters.
The item wordings for all therapy process measures that were used in this study
are available at https://oxcadatresources.com/.

PTSD symptoms. The Posttraumatic Diagnostic Scale (PDS; Foa et al., 1997)
assessed the PTSD symptoms specified in DSM-IV (American Psychiatric Association, 2000). Patients were asked to rate how much they were bothered by each of
the 17 symptoms in the past week on a scale from 0 (Not at all) to 3 (5 or more
times a week). The internal consistency at baseline was Cronbach’s α = .89.
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Negative appraisals. Negative trauma-related appraisals were assessed with a
short 20-item version of the Posttraumatic Cognitions Inventory (PTCI; Ehlers,
2020). Patients rated how much they agreed with the statements representing a
range of cognitive themes: vulnerable self, self-criticism, overgeneralised danger,
preoccupation with unfairness, perceived permanent change, alienation, hopelessness
and negative view of body, each from 1 (Totally disagree) to 7 (Totally agree). The
internal consistency at baseline was Cronbach’s α = .91.

Memory disorganisation. Disorganisation of patients’ trauma memories was
assessed using a 5-item version of the Trauma Memory Questionnaire (TMQ;
adapted from Halligan et al., 2003). Patients rated the extent of the disorganisation
of their memories of the traumatic experiences on 5 items ranging from 0 (Not at all)
to 4 (Very strongly). The internal consistency at baseline was Cronbach’s α = .84.

Flashback memories. Patients reported characteristics of their intrusive trauma
memories on the Unwanted Memories Questionnaire (UMQ; adapted from Hackmann
et al., 2004). Patients were asked to report the perceived nowness, disjointedness,
vividness, distress and ease of triggering of their main intrusions, each ranging from
0 (Not at all) to 100 (Very strongly). The scores of this measure were divided
by 10 to facilitate parameter estimation in our analyses. The internal consistency
at baseline was Cronbach’s α = .82.

Responses to intrusions. Unhelpful responses to intrusions were assessed with a
short 12-item version of the Responses to Intrusions Questionnaire (RIQ-S; adapted
from Clohessy & Ehlers, 1999; Murray et al., 2002). Patients were asked to rate
to what extent items measuring suppression, rumination, and emotional numbing
applied to them on a scale from 0 (Never) to 3 (Always). The internal consistency
at baseline was Cronbach’s α = .81.
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Safety behaviours. Safety behaviours were assessed using a short 7-item version
of the Safety Behaviours Questionnaire (SBQ-S; adapted from Dunmore et al., 1999,
2001). Patients were asked to indicate how often they take extra precautions a
scale from 0 (Never) to 3 (Always). The internal consistency at baseline was
Cronbach’s α = .85.
Statistical analysis
All analyses were performed in R (Version 4.0.2; R Core Team, 2020) through R
Studio IDE (Version 1.3.1073; RStudio Team, 2020). All LCSMs were estimated
using the R package lavaan (Version 0.6.7; Rosseel, 2012) and model syntax was
generated using the R package lcsm (Version 0.1.3; Wiedemann, 2020, see Chapter
2.2). Survival analyses were conducted using the R package survival (Version
3.1-12; Therneau, 2020).
Univariate latent change score models (LCSM) were used to estimate the change
for each construct separately and bivariate LCSM were used to explicitly test the
longitudinal associations between changes in therapy process measures and PTSD
symptoms during treatment (Grimm et al., 2012; McArdle, 2009). To interpret
changes in the mean score of PTSD symptoms and process measures, we assumed
that these measures represent the same construct at each treatment session (i.e.,
longitudinal measurement invariance). First, univariate LCSMs were fit for PTSD
symptoms and each therapy process measure separately to determine how each
construct changed during treatment independently. Taking into account previous
findings about early changes in symptoms and cognitive processes during cognitive
therapies for PTSD (e.g., Kleim et al., 2013; Macdonald et al., 2011) and the
therapy techniques used predominantly in early versus later sessions of CT-PTSD,
we allowed changes in PTSD symptoms and all process measures to vary between
the first (Sessions 1 to 5) and second (Sessions 5 to 10) part of therapy.
Next, bivariate LCSMs were used to evaluate the temporal associations between
changes in PTSD symptoms and each cognitive process separately. The best fitting
univariate LCSM for each construct was selected and lagged coupling parameters
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were added between the constructs to test the hypothesised effect that changes
in PTSD symptoms (∆PTSD symptoms(t) ) are determined by prior changes in
each cognitive process (∆Cognitive process(t−1) ), here described by parameter ξlagxy
(∆Cognitive process(t−1) → ∆PTSD symptoms(t) ). In order to contrast this with
the alternative explanation – that changes in PTSD symptoms drive changes in each
cognitive process - we also tested the reverse relationship described as parameter
ξlagyx (∆PTSD symptoms(t−1) → ∆Cognitive process(t) ) and a bidirectional relationship by adding both parameters ξlagxy and ξlagyx . In order to simplify the model
interpretation and permit its full identification, several restrictions were imposed
on the univariate and bivariate LCSMs following methodological recommendations
(Grimm et al., 2017) and similar clinical studies (Hawley et al., 2017). These
included fixing autocorrelations within constructs and covariances of residuals
between constructs across time. Lagged coupling parameters were set to equal
throughout therapy suggesting that improvement in process measures would predict
improvement in symptoms similarly, except for when the therapy content justified
that this effect may act differently during specific parts of the treatment. Because
most memory updating work was conducted in the early phase of treatment and is
different to further memory work conducted in the later phases of therapy (Ehlers,
2015; Ehlers et al., 2005), we allowed the cross-lagged coupling effects between
changes in memory characteristics and PTSD symptoms to vary during the first and
second part of therapy. Simplified path diagrams illustrating differences in modelling
strategies between memory characteristics and other PTSD therapy process measures
are presented in Figures 3.1C and 3.1D. Given some data missingness, all models
were estimated using the Full Information Maximum Likelihood (FIML) estimator.
We conducted likelihood ratio tests for competing models that were nested and
also considered different types of absolute and comparative fit indices to determine
the best fitting univariate and bivariate LCSMs: Models with smaller values on
the Akaike Information Criterion (AIC; Akaike, 1974) and Bayesian Information
Criterion (BIC) indicate better model fit, values ≥ 0.95 on the Comparative Fit Index
(CFI; Bentler, 1990) and Tucker-Lewis Index (TLI; Tucker & Lewis, 1973) suggest
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Figure 3.1: Simplified path diagrams for univariate and bivariate LCSMs. Univariate
LCSMs (A) including and (B) not including autoregressions of change scores. Bivariate
LCSMs (C) restricting coupling parameters over the entire treatment and (D) restricting
coupling parameters for the first (dotted green line) and second (solid purple line) part
of treatment. Squares = Observed variables; Circles = Latent variables; Single-headed
arrows = Regressions; Double-headed arrows = Covariance. ‘x’ (PTSD symptoms) and
‘y’ (Process measures) represent the measured variables, the prefix ‘l’ indicates the latent
construct and the prefix ‘d’ indicates latent change scores. ‘g’ and ‘j’ represent constant
change factors.

good model fit, and values ≤ 0.10 on the root mean square error of approximation
(RMSEA; Steiger & Lind, 1980) suggest adequate fit.
Finally, we investigated the extent to which changes in the cognitive and
behavioural processes shown to precede symptom change in the LCSM analyses were
associated with recovery from PTSD, rather than just a subsequent improvement
in symptoms. To this end we conducted survival analyses using Cox Proportional
Hazard Models, looking at whether session-by-session improvements in these
cognitive and behavioural processes are associated with PTSD recovery. Significant
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Figure 3.2: Observed individual trajectories in PTSD symptoms and process measures
during therapy for 70% of the sample. PDS = PTSD symptoms; PTCI-20 = Negative
appraisals; RIQ = Responses to intrusions; SBQ = Safety behaviours; TMQ = Disorganised
memories; UMQ = Flashback memories.

processes from separate Cox Proportional Hazard Models were also analysed in
a joint model to explore whether they are acting through the same or different
pathways. Session scores of the process measures were entered into the models as
time-dependent covariates. PTSD recovery was operationalised as showing reliable
improvement1 and scoring less than 18 points on the PDS (see Ehring et al., 2007).
Data for each participant was considered until the first occurrence of the ‘recovery’.

3.1.3

Results

Changes in PTSD symptoms and process measures during therapy
Given different patterns of questionnaire completion among the patients the sample
size varies slightly between the analyses (n PDS–PTCI = 212; n PDS–SBQ = 211; n PDS–RIQ
= 215; n PDS–UMQ = 204; n PDS–TMQ = 212). Mean scores of PTSD symptoms and
all process measures decreased over the first ten therapy sessions (see Figure 3.2).
1

Defined following Foa et al. (1997) and Foa et al. (2002).
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Table 3.2: Parameter estimates for chosen univariate
LCSM of PTSD symptoms
PDS
Parameter

EST

SE

Initial status mean (γlx1 )
2 )
Initial status variance (σlx1
2 )
Observed scores variance (σux
Constant change 1 mean (αg2 )
Constant change 2 mean (αg3 )
2 )
Constant change 1 variance (σg2
2 )
Constant change 2 variance (σg3
Initial status with constant change 1 (σg2,lx1 )
Initial status with constant change 2 (σg3,lx1 )
Constant change 1 with 2 (σg2,g3 )
Autoregression of change scores (φx )

1.92
0.29
0.06
-0.10
-0.06
0.01
0.00
-0.01
-0.01
0.00
0.38

0.04
0.03
0.00
0.02
0.02
0.00
0.00
0.00
0.00
0.00
0.16

p
<
<
<
<

.001
.001
.001
.001
.005
.004
.060
.195
.090
.396
.020

Note. EST = Estimated parameter; SE = Standard
error; PDS = PTSD symptoms.

Parameter estimates for all univariate LCSMs are presented in Tables 3.2 and 3.3,
model fit statistics can be found in Appendix B (see Table B.1). For all measures,
the greatest improvements occurred in the initial five weeks of therapy (Constant
change 1 mean: αg2 ), with a slower improvement afterwards (Constant change 2
mean: αg3 ). Patients varied significantly in their change scores during the first
2
2
(Constant change 1 variance: σg2
) and second (Constant change 2 variance: σg3
) part

of therapy on all measures. Univariate latent change score models also suggested
that patients with high scores in therapy processes showed slower improvement in
these processes during the first (σg2,lx1 ) or second part (σg3,lx1 ) of therapy2 – we did
not find evidence for this effect for PTSD symptoms. The best fitting model for
PTSD symptoms also suggested that changes in PTSD symptoms were significantly
correlated with subsequent changes in PTSD symptoms (Autoregression of change
scores: φx ), i.e., patients with large improvements in symptoms at a certain session
also showed large improvements during the following sessions.

2

Pretreatment levels of negative appraisals (PTCI-20) and disorganised memory (TMQ) were
significantly correlated with changes in corresponding processes during the first and second part
of therapy; pre-treatment flashback memories (UMQ) only correlated with changes in subsequent
flashbacks during the first part of therapy; and responses to intrusions (RIQ) and safety behaviours
(SBQ) only correlated with changes in the second part of therapy.

4.07
1.60
0.23
-0.22
-0.14
0.06
0.02
-0.08
-0.04
0.01

Initial status mean (γlx1 )
2 )
Initial status variance (σlx1
2 )
Observed scores variance (σux
Constant change 1 mean (αg2 )
Constant change 2 mean (αg3 )
2 )
Constant change 1 variance (σg2
2 )
Constant change 2 variance (σg3
Initial status with constant change 1 (σg2,lx1 )
Initial status with constant change 2 (σg3,lx1 )
Constant change 1 with 2 (σg2,g3 )

0.09
0.15
0.02
0.02
0.01
0.01
0.01
0.03
0.02
0.01

SE
<
<
<
<
<
<
<

.001
.001
.001
.001
.001
.001
.001
.001
.042
.008

p
1.58
1.25
0.16
-0.09
-0.11
0.04
0.02
-0.12
-0.06
0.00

EST
0.08
0.10
0.01
0.02
0.01
0.01
0.00
0.02
0.02
0.00

SE

TMQ

<
<
<
<
<
<
<
<
<

.001
.001
.001
.001
.001
.001
.001
.001
.001
.386

p
5.93
4.22
1.21
-0.39
-0.32
0.20
0.07
-0.28
-0.01
0.03

EST
0.16
0.47
0.12
0.04
0.03
0.04
0.02
0.11
0.08
0.02

SE

UMQ

<
<
<
<
<
<
<

.001
.001
.001
.001
.001
.001
.001
.011
.862
.134

p
1.78
0.28
0.07
-0.13
-0.08
0.01
0.01
-0.01
-0.01
0.00

EST
0.04
0.03
0.01
0.01
0.01
0.00
0.00
0.01
0.00
0.00

SE

RIQ

<
<
<
<
<
<
<

.001
.001
.001
.001
.001
.001
.001
.119
.038
.015

p
2.02
0.41
0.09
-0.08
-0.08
0.01
0.01
-0.01
-0.01
0.00

EST
0.05
0.05
0.01
0.01
0.01
0.00
0.00
0.01
0.01
0.00

SE

SBQ

<
<
<
<
<
<
<

.001
.001
.001
.001
.001
.001
.001
.454
.038
.777

p

Note. EST = Unstandardised estimated parameter; SE = Standard error; PTCI-20 = Negative appraisals; TMQ = Disorganised
memories; UMQ = Flashback memories; RIQ = Responses to intrusions; SBQ = Safety behaviours. - indicates parameter was
not estimated.

EST

Parameter

PTCI-20

Table 3.3: Parameter estimates for chosen univariate LCSMs of process measures
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Associations between changes in PTSD symptoms and process measures
during therapy
Parameter estimates for all bivariate LCSMs are presented in Table 3.4 and model fit
statistics are shown in Appendix B (see Table B.2). For all models the covariances of
residuals between PTSD symptoms and the process measures (σsu ) were significant.
Also the covariances of the intercepts between PTSD symptoms and process measures
(σly1,lx1 ) were significant in all models, indicating that patients who report higher
levels of PTSD symptoms at the beginning of treatment also show higher scores
in all PTSD process measures.

0.24
0.56
-

0.52
0.60
-

-

.031
.277

< .001
< .001

p

0.13
0.06
0.72
0.75

-

0.03
0.28

EST

0.05
0.09
0.11
0.16

-

0.01
0.04

SE

p

.013
.533
< .001
< .001

-

< .001
< .001

TMQ - PDS

0.35
0.48
1.40
0.18

-

0.10
0.80

EST

0.12
0.16
0.85
0.98

-

0.01
0.09

SE

p

.004
.003
.099
.850

-

< .001
< .001

UMQ - PDS

-

1.09
0.10

0.02
0.23

EST

-

0.35
0.13

0.00
0.03

SE

p

-

.002
.469

< .001
< .001

RIQ - PDS

-

0.85
-

0.02
0.22

EST

-

0.15
-

0.00
0.03

SE

p

-

< .001
-

< .001
< .001

SBQ - PDS

Note. Parameter estimates of lagged associations between changes in process measures and PTSD symptoms. EST = Unstandardised
estimated parameter; SE = Standard error; PDS = PTSD symptoms; PTCI-20 = Negative appraisals; TMQ = Disorganised
memories; UMQ = Flashback memories; RIQ = Responses to intrusions; SBQ = Safety behaviours. - indicates parameter was not
estimated.

0.01
0.06

0.04
0.53

Covariance of residuals x and y (σsu )
Covariance of initial status x and y (σly1,lx1 )
Session 1 to 10 (∆)
∆Cognitive Processt−1 → ∆PTSDt (ξlagxy )
∆PTSDt−1 → ∆Cognitive Processt (ξlagyx )
Session 1 to 5 (∆1 ) and 5 to 10 (∆2 )
∆1 Cognitive Processt−1 → ∆1 PTSDt (ξ1 lagxy )
∆2 Cognitive Processt−1 → ∆2 PTSDt (ξ2 lagxy )
∆1 PTSDt−1 → ∆1 Cognitive Processt (ξ1 lagyx )
∆2 PTSDt−1 → ∆2 Cognitive Processt (ξ2 lagyx )

SE

EST

Parameter

PTCI-20 - PDS

Table 3.4: Parameter estimates for chosen bivariate LCSMs
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Negative appraisals - PTSD symptoms. Work on negative appraisals is
closely linked with many other aspects of the therapy and is therefore an important
component of every session in CT-PTSD. Assuming that the relationship between
changes PTSD symptoms and negative cognitions is similar throughout treatment,
we fixed cross-lagged effects as equal over time. The best fitting model included
bidirectional coupling parameters (χ2 = 410, CFI = .960, TLI = .963, RSMEA =
.069, AIC = 4,465, BIC = 4,549). Changes in negative appraisals predicted changes
in PTSD symptoms in the following session (ξlagxy = 0.52, SE = 0.24, p = .031).
In contrast, changes in PTSD symptoms did not significantly predict subsequent
changes in negative appraisals (ξlagyx = 0.60, SE = 0.56, p = .277).

Disorganised recall and flashback quality - PTSD symptoms. During the
early phases of CT-PTSD patients are asked to give an account of the whole
trauma from the beginning to the end either in imaginal reliving or a moment-bymoment trauma narrative and start updating the worst moments. Therapeutic
techniques in the later stages of treatment involve work on memory triggers and
a site visit and may have different effects on disorganisation (Ehlers et al., 2005).
We therefore allowed the lagged coupling effects between disorganised memories
and PTSD symptoms to vary between the early sessions (1 to 5) and subsequent
sessions (5 to 10). The best fitting model included piecewise bidirectional coupling
parameters (χ2 = 364, CFI = .964, TLI = .966, RSMEA = .061, AIC = 4,214,
BIC = 4,304). Lagged coupling effects indicated that changes in disorganised
memories predicted subsequent changes in PTSD symptoms for the early sessions of
therapy (ξ1 lagxy = 0.13, SE = 0.05, p = .013), but not during subsequent sessions.
Lagged coupling effects in the other direction indicated that changes in PTSD
symptoms predicted subsequent changes in disorganised memories during the early
as well as subsequent sessions of therapy (ξ1 lagyx = 0.72, SE = 0.11, p < .001,
ξ2 lagyx = 0.75, SE = 0.16, p < .001).
Similarly, we allowed the lagged coupling effects between flashback qualities
and PTSD symptoms to vary between the early sessions (1 to 5) of therapy and
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subsequent sessions (5 to 10). The best fitting model included piecewise bidirectional
coupling parameters (χ2 = 356, CFI = .965, TLI = .967, RSMEA = .061, AIC =
6,664, BIC = 6,754). Lagged coupling effects indicated that changes in flashback
memories predicted subsequent changes in PTSD symptoms in the early sessions
(ξ1 lagxy = 0.35, SE = 0.12, p = .004) and later sessions (ξ2 lagxy = 0.48, SE = 0.16, p =
.003) during therapy. At the same time, there were no significant effects of changes in
PTSD symptoms on changes in flashback memories at any interval of the CT-PTSD.

Responses to intrusions - PTSD symptoms. Work on unhelpful responses to
intrusion (suppression, ruminations, numbing) is a key goal throughout treatment,
therefore cross-lagged coupling effects were set to equal over time. The best fitting
model included cross-lagged coupling effects (χ2 = 373, CFI = .965, TLI = .968,
RSMEA = .062, AIC = 2,414, BIC = 2,498). Changes in responses to intrusions
predicted subsequent changes in PTSD symptoms in the following session (ξlagxy
= 1.09, SE = 0.35, p = .002). In contrast, changes in PTSD symptoms did
not significantly predict subsequent changes in responses to intrusions (ξlagyx =
0.10, SE = 0.13, p = .469).

Safety behaviours - PTSD symptoms. Therapeutic interventions aiming to
reduce unhelpful safety behaviours are implemented throughout treatment, therefore
cross-lagged coupling effects were set to equal over time. The best fitting model
included only the coupling effect of ∆Safety behaviourst−1 → ∆PTSD symptomst
(χ2 = 389, CFI = .959, TLI = .963, RSMEA = .065, AIC = 3,064, BIC = 3,144).
Changes in safety behaviours were significantly associated with changes in PTSD
symptoms in the following session (ξlagxy = 0.85, SE = 0.15, p < .001). Adding the
reverse relationship ξlagyx (∆PTSD symptoms(t−1) → ∆Safety behaviours(t) ) to the
model did not improve the fit, indicating that there is no evidence for an effect of
changes in PTSD symptoms predicting subsequent changes in safety behaviours.
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PTSD recovery prediction
Analyses using separate Cox Proportional Hazard Models for each process measure
suggested that individual session-by-session improvements on all process measures
were significant predictors of recovery from PTSD. Odds ratios (OR) of recovery
decreased with higher levels of negative appraisals (OR = 1.040, 95%CI: 1.032
to 1.048), flashback memories (OR = 1.007, 95%CI: 1.006 to 1.009), disorganised
memories (OR = 1.095, 95%CI: 1.054 to 1.137), responses to intrusions (OR = 1.098,
95%CI: 1.069 to 1.128), and safety behaviours (OR = 1.146, 95%CI: 1.109 to 1.185).
These results suggest that patients who did not improve on these process measures
had less chance to recover from PTSD during the first 10 sessions of therapy.
In a joint model incorporating all significant predictors, negative appraisals
(OR = 1.030, 95%CI: 1.018 to 1.042), flashback memories (OR = 1.004, 95%CI:
1.002 to 1.006), and unhelpful safety behaviours (OR = 1.059, 95%CI: 1.015 to
1.104) remained significant, suggesting that their effects on the PTSD symptoms
operate though – at least partly – distinct pathways. The OR estimates suggest
that a one point improvement in therapy process measures was associated with an
increase in the odds of recovery, for example a one point improvement on the PTCI
was associated with an increase in in the odds of recovery from PTSD by 1.030.
The variance inflation factors (VIF) of the process measures in the multivariate
survival model were in the acceptable range (VIFPTCI = 2.08, VIFTMQ = 1.40,
VIFUMQ = 1.73, VIFRIQ = 2.24, VIFSBQ = 1.54) indicating that the model did
not violate the assumptions of multicollinearity.

3.1.4

Discussion

This study investigated whether key processes hypothesised by Ehlers and Clark’s
(2000) cognitive model for PTSD are relevant for driving clinical improvement
during CT-PTSD in routine clinical care. Our overall findings were that changes
in negative appraisals, memory characteristics, as well as unhelpful cognitive and
behavioural coping strategies are driving subsequent changes in PTSD symptoms.
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For disorganised memories we only found evidence for this effect early in therapy,
while a reverse relationship was found throughout therapy. These findings extend
prior research on therapeutic processes in CT-PTSD (Kleim et al., 2013) and
demonstrate that the theory-derived cognitive processes that CT-PTSD aims to
change play a key role in PTSD symptom improvements during therapy (Ehlers
& Clark, 2000; Ehlers et al., 2005). In addition to the finding that changes in
these therapeutic processes are driving subsequent changes in PTSD symptoms,
we also found that improvements in all of these therapy processes individually
predicted PTSD recovery. A multivariate analysis including all therapy process
measures suggested that improvements in negative appraisals, flashback memories,
and unhelpful safety behaviours each had a unique effect on PTSD recovery.
Our finding that trauma-related negative appraisals precede changes in PTSD
symptoms are consistent with assumptions of cognitive models of PTSD (e.g., Ehlers
& Clark, 2000; Foa & Riggs, 1993; Resick & Schnicke, 1992) and in line with the
majority of studies investigating this relationship during treatment (for a review see
Brown et al., 2018). Identifying and modifying trauma-related negative appraisals
has been proposed as a central therapeutic aim in different forms of psychological
therapies for PTSD (Schnyder et al., 2015). Importantly, our results showed no
evidence for a reverse or bidirectional relationship between PTSD symptoms and
appraisals in our sample, replicating Kleim et al.’s (2013) findings.
One study found evidence for a reciprocal relationship between appraisal change
and PTSD improvement in a randomised controlled trial of participants with
comorbid PTSD and alcohol dependence (McLean, Su, et al., 2015). Discrepancies
may be due to differences in the clinical samples. Furthermore, it is possible that
the longer time intervals between the assessments in McLean, Su, et al. (2015)
allowed for enough changes in PTSD symptoms and negative appraisals to result in a
bidirectional relationship. Following Kleim et al. (2013), this study provides further
evidence for the importance of addressing trauma-related negative cognitions in
CT-PTSD in routine clinical care.
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In line with our hypothesis and earlier research investigating pre- to posttreatment changes in different aspects of the trauma narrative (e.g., Mundorf &
Paivio, 2011) we found evidence that changes in trauma memory disorganisation
through the elaboration of what happened during the trauma in the first sessions of
therapy drove improvements in PTSD symptoms. Contrary to our hypothesis, we
also found evidence that changes in PTSD symptoms were driving subsequent
changes in memory disorganisation throughout therapy.

This would suggest

that improvements in some aspects of memory disorganisation are driven by
previous improvements in PTSD symptoms. A possible explanation may be that
reductions in symptoms include the reduction in cognitive avoidance, which may
allow patients to engage more with their trauma memories. This may facilitate
further improvements in memory disorganisation in later parts of the treatment and
explain the bidirectional relationship we found in our sample. To our knowledge this
is the first study to investigate lagged effects between disorganised trauma memories
and PTSD symptoms during psychological therapy for adults with PTSD. Our
results provide initial evidence for a bidirectional effect and suggest that this effect
may vary during different phases of therapy, for example, memory disorganisation
appears to drive symptom change when it is directly targeted in sessions using
techniques that facilitate memory elaboration such as imaginal reliving and writing
a moment-by-moment narrative.
Extending earlier research showing that specific flashback characteristics of
intrusive trauma memories improved during therapy (e.g., Hackmann et al., 2004;
Speckens et al., 2006), we found that changes in these characteristics are driving
subsequent changes in PTSD symptoms throughout therapy. Reductions in flashback
characteristics of unwanted memories were associated with subsequent improvements
in PTSD symptoms, with a similar effect during the initial five sessions of therapy
and subsequent sessions. In contrast to our memory disorganisation results, we
did not find evidence for a reverse relationship of PTSD symptom reduction on
flashback qualities. This suggests that both the early and later work targeting
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intrusive trauma memories in CT-PTSD drove PTSD symptom change throughout
treatment in our sample.
In CT-PTSD unhelpful coping strategies are usually addressed in behavioural
experiments and through discussions of their advantages and disadvantages (see
Ehlers et al., 2005). In line with previous prospective studies that provided evidence
for the importance of suppression, rumination, and intentional numbing in the
development of PTSD (e.g., Beierl et al., 2019; Kleim et al., 2012) our results provide
initial evidence that changes in unhelpful responses to intrusions drive subsequent
changes in PTSD symptoms during CT-PTSD. Similarly, our results suggest that
dropping unhelpful safety behaviours drives subsequent changes in PTSD symptoms.
This is in line with prospective studies (e.g., Beierl et al., 2019; Dunmore et al.,
2001; Ehring et al., 2008) and extends previous evidence from a PTSD treatment
study (Goodson & Haeffel, 2018). Taken together, the results not only highlight
the importance of cognitive processes in clinical improvement, but also highlight
the key role of behavioural changes as suggested by cognitive models of PTSD.
In line with earlier studies demonstrating that some patients experience significant improvements early during therapy, we also found that PTSD symptoms
and therapy process measures improved more during the first part of therapy
compared to the second part (Kleim et al., 2013; Macdonald et al., 2011). The
slower improvements during the second part of therapy may in part be explained
by floor effects as a significant subgroup had minimal symptoms and in part by
complex cases, for examples those with multiple traumas, comorbidities or social
problems, required more treatment sessions as their treatment had to focus on other
issues besides the traumas. However, our results also highlight that patients varied
2
2
significantly in their changes during both parts of therapy (σg2
, σg3
) suggesting

that patients improved via different trajectories and that there may be particular
subgroups that need further investigation. A study by Schumm et al. (2013)
specifically investigated whether creating subgroups can help to explain differences
in how participants experience symptom changes during treatment in 207 treatment
seeking veterans with PTSD receiving cognitive processing therapy. The authors
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applied latent class analysis and growth mixture modelling to define latent classes
and found that demographic variables and pretreatment symptom severity predicted
latent class membership, which in turn was associated with treatment outcomes.
Although we used different methods, our results are at least partly in line with results
by Schumm et al. (2013) – higher scores in all process measures were associated
with slower improvements in these measures.
Strengths and limitations
Strengths of this study include that our sample was ethnically diverse and included
different trauma types. Therapists with different levels of expertise delivered the
therapy in routine clinical care, increasing the generalisability of our findings.
We were able to test all key processes of clinical improvement hypothesised by
Ehlers and Clark’s (2000) cognitive model of PTSD. Although the PTSD therapy
processes were correlated with each other as well as with PTSD symptoms we
found evidence for lagged effects in LCSM analyses. Furthermore, our results from
survival analyses suggested that improvements in all theory-derived processes were
related to recovery and those in negative appraisals, flashback memories, and safety
behaviours showed distinct pathways to recovery. The use of weekly assessment
during treatment allowed for a detailed examination of change processes during
treatment, however other time intervals and forms of data collection should be
explored if important changes in therapy processes are thought to occur during
shorter or longer time periods.
This study also has several limitations. First, this study used self-report measures
to assess PTSD symptoms and therapy process measures. Second, the current sample
size and analytical method did not allow for a combined analysis of PTSD symptoms
and all therapy process measures. Third, because this study investigated the therapy
processes suggested by Ehlers and Clark’s (2000) cognitive model of PTSD which is
the basis of the case formulation in CT-PTSD, some of the investigated processes
may be treatment specific. The results may also be specific to PTSD as the primary
outcome measure in this study. Non-specific or common factors (e.g., therapeutic
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alliance) and alternative outcome measures (e.g., quality of life) would also be of
interest to explore in further studies (e.g., Bredemeier et al., 2020). Although the
statistical models fit the data well, other variables not measured in this study may
have influenced the results and alternative models are also possible. Fourth, like
any analysis that investigates changes in constructs over time, this study assumed
that the construct that is being measured is the same across treatment sessions.
While this study considers nonlinear trajectories of symptoms and the time interval
between sessions was mainly consistent, new advances in methods allow researchers
to incorporate differences in time between sessions in the estimation of parameters
and should be explored when the time between sessions varies (Driver et al., 2017;
Voelkle et al., 2018). Although the measures have been shown to be reliable and
informative in assessing improvements in symptoms and therapy processes during
treatment, the assumption of longitudinal measurement invariance should be tested
statistically in larger samples (e.g., Stochl et al., 2020), especially because simulation
studies have shown that model estimates may be less accurate and the type 1 error
rate can increase when this assumption is not met (Xu et al., 2020). Given the short
time frame of 10 weekly measurements in our study and the common use of these
scales in longitudinal research studies we believe this assumption is reasonable.
Conclusions
Overall, the results of this study provide further evidence that cognitive and
behavioural processes suggested by models of PTSD play a key role in driving
symptom improvement during CT-PTSD in routine care and highlight potential
starting points to improve existing therapies.

4

Sudden symptom improvements
4.1
4.1.1

Cognitive processes associated with sudden
gains1
Aims

Chapter 1.6 reviewed sudden gain studies in psychological treatments for PTSD and
Chapter 1.6.1 highlighted that it is currently not known how changes in cognitive
processes are associated with sudden gains in PTSD symptoms. This study aims to
investigate how changes in cognitive processes drawn from Ehlers and Clark’s (2000)
cognitive model of PTSD are associated with sudden gains in PTSD symptoms.
The present study investigated sudden gains in two large clinical samples of
patients with PTSD treated with CT-PTSD in routine clinical care, using the same
criteria and including a matched control group. The first aim was to replicate
findings that patients who experience a sudden gain during therapy report better
outcomes at the end of treatment and at follow-up compared with all patients who
did not experience a sudden gain (Hypothesis 1). The second aim was to investigate
1

The work presented in this chapter is based on published work: Wiedemann, M., Stott, R.,
Nickless, A., Beierl, E. T., Wild, J., Warnock-Parkes, E., Grey, N., Clark, D. M., & Ehlers, A.
(2020). Cognitive processes associated with sudden gains in cognitive therapy for posttraumatic
stress disorder in routine care. Journal of Consulting and Clinical Psychology. https://doi.org/10.
1037/ccp0000488
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processes associated with the occurrence of sudden gains. We hypothesised that
compared with matched patients who did not experience a sudden gain, patients
with sudden gains would show a greater change in negative appraisals and flashback
memories during the sudden gain (Hypothesis 2) and greater change in negative
appraisals and flashback memories before the sudden gain (Hypothesis 3). Baseline
predictors of sudden gains and group differences in changes in cognitive processes
after the sudden gains were also explored.

4.1.2

Methods

Participants
This study is a secondary analysis of data drawn from studies investigating the
effectiveness of CT-PTSD in routine clinical care. Two cohorts of consecutive
patients with PTSD treated in a specialist outpatient clinic for anxiety disorders
serving an inner-city population characterised by above-average rates of social
deprivation and crime and a greater proportion of ethnic minorities than the
national average were treated with CT-PTSD. Patients met the criteria for PTSD
according to the Structured Clinical Interview for DSM-IV (SCID; First et al., 1997),
and PTSD was their main problem. The SCID was administered by trained clinical
psychologists. Outcome measures (pretreatment and last-session symptom scores)
were available for all patients, including dropouts (14% and 16% respectively),
and results are reported by Ehlers et al. (2013) for Sample 1 (N = 330) and by
Ehlers, Wild, et al. (2020) for Sample 2 (N = 343). Ethical approval was granted
by the local research ethics committee.
The present study included the patients from these consecutive cohorts who
provided sufficient week-to-week data to apply Tang and DeRubeis’s (1999) sudden
gains criteria – that is, at least two of three scores prior to a potential gain
must be present, as well as at least two of three scores following a potential
gain (Sample 1, N = 248; Sample 2, N = 234). Patient characteristics for each
sample are presented in Table 4.1.
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Table 4.1: Demographic and clinical characteristics for both samples
Sample 1 (n = 248)
Variable
Age in years
Months since main traumatic event
Weekly treatment sessions
Gender
Female
Male
Relationship
Married/Cohabiting
Divorced/Separated/Widowed
Never married
No information
Ethnicity
Black
Caucasian
Other
Education
University
A-levels
GCSE
Other
No information
Employment
Employed/Self-employed
Student
Sick leave
Disability/Retired
Unemployed
No information
Type of main traumatic event
Interpersonal violence
Accident or disaster
Death or harm to others
Other
Comorbid depression
No
Yes
Comorbid anxiety
No
Yes

n

%

248
238
248

M (SD)
38.90 (11.23)
37.61 (57.94)
11.55 (4.63)

Sample 2 (n = 234)
n

%

234
232
233

M (SD)
37.82 (11.14)
52.34 (78.45)
10.81 (4.35)

143
105

57.7%
42.3%

131
103

56.0%
44.0%

87
46
108
7

35.1%
18.5%
43.5%
2.8%

92
28
106
8

39.3%
12.0%
45.3%
3.4%

64
138
46

25.8%
55.6%
18.5%

56
150
28

23.9%
64.1%
12.0%

71
37
69
54
17

28.6%
14.9%
27.8%
21.8%
6.9%

69
30
53
37
45

29.5%
12.8%
22.6%
15.8%
19.2%

93
12
34
22
73
14

37.5%
4.8%
13.7%
8.9%
29.4%
5.6%

109
10
13
12
76
14

46.6%
4.3%
5.6%
5.1%
32.5%
6.0%

144
51
23
30

58.1%
20.6%
9.3%
12.1%

147
47
28
12

62.8%
20.1%
12.0%
5.1%

124
124

50.0%
50.0%

111
123

47.4%
52.6%

137
111

55.2%
44.8%

114
120

48.7%
51.3%

Note. n = Number of available responses for each variable. % = Percentage of total
sample included in this study. GCSE = General Certificate of Secondary Education.
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Treatment
Patients received a course of CT-PTSD (Ehlers et al., 2005) based on Ehlers
and Clark’s (2000) cognitive model of PTSD. The treatment aims to reduce the
patient’s sense of current threat by changing problematic meanings of the trauma
and its consequences; elaborating and updating the memories of the trauma with
information that gives them a less threatening meaning at present; discriminating
triggers of intrusive memories; and changing behaviours and cognitive processes
that maintain PTSD, such as rumination and safety behaviours. For a detailed
description of the treatment see Chapter 1.3.
Therapists were qualified (i.e., had completed their professional training in
clinical psychology, psychiatry, or as a nurse therapist and were registered health
professionals) or trainees in these professions. Therapists received training in
CT-PTSD (a 2-day workshop followed by case supervision) and attended weekly
supervision throughout the studies to ensure treatment fidelity.
The number of sessions depended on the number of traumas and comorbidities
to be addressed, usually up to 12 weekly sessions if treatment addressed one or two
index traumas and up to 24 sessions if treatment addressed more than two traumas.
On average, patients received 11.55 (SD = 4.63) weekly treatment sessions in Sample
1 and 10.81 (SD = 4.35) sessions in Sample 2. If patients were taking psychotropic
medication, they had to be on a stable dose for at least 1 month before starting
therapy and were asked to stay on that dose for the duration of the treatment.
Measures
Patients completed the following measures of established reliability and validity
at the beginning of every treatment session. Two thirds also completed symptom
measures at follow-up (M = 280 days after treatment). The measures for Sample
2 assessed the same concepts as Sample 1 but were updated due to a change
in clinic procedures.
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PTSD symptoms. Both samples completed the Posttraumatic Diagnostic Scale
(PDS; Foa et al., 1997) to assess PTSD symptom severity. The PDS is a reliable
and validated 17-item self-report measure of the PTSD symptoms (PDS; Foa et al.,
1997) specified in the DSM-IV (American Psychiatric Association, 2000). Patients
rated the extent to which they were bothered by each of the 17 symptoms during
the last week on a scale from 0 (Not at all) to 3 (5 or more times a week/almost
always). The internal consistency at baseline was Cronbach’s α = .85 in Sample 1
and α = .89 in Sample 2. A cutoff of 18 has been found to best predict a PTSD
diagnosis (Ehring et al., 2007). Independent ratings of PTSD symptoms were also
conducted by trained clinicians experienced in diagnosing PTSD for a subsample
using the PTSD Symptom Scale Interview (PSS-I; Foa et al., 1993) at the beginning
and end of treatment. The internal consistency at baseline was Cronbach’s α =
.83 in Sample 1 and α = .89 in Sample 2.

Depression symptoms. To assess the severity of depressive symptoms, Sample
1 completed the Beck Depression Inventory (BDI; Beck & Steer, 1993a), a 21-item
self-report measure with high reliability and validity, Cronbach’s α at baseline =
.90. A score of 17 or above indicates moderate depression, and a score of 30 or
above indicates severe depression. Sample 2 completed the reliable and validated
Patient Health Questionnaire–9 (PHQ-9; Kroenke et al., 2001), Cronbach’s α at
baseline = .91. A score of 10 or above suggests a diagnosis of depression.

Anxiety symptoms. To assess the severity of anxiety symptoms, Sample 1
completed the Beck Anxiety Inventory (BAI; Beck & Steer, 1993b), a 21-item selfreport measure of anxiety symptoms with high reliability and validity, Cronbach’s α
at baseline = .93. Sample 2 completed the Generalised Anxiety Disorder 7-item scale
(GAD-7; Spitzer et al., 2006). A score of 16 or above indicates moderate anxiety, and
a score of 26 or above indicates severe anxiety. The internal consistency of the GAD-7
at baseline was Cronbach’s α = .90. A score of 8 or above suggests clinical anxiety.
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Negative trauma-related appraisals. Patients completed short versions of the
Posttraumatic Cognitions Inventory (PTCI; Foa et al., 1999). This self-report
measure of negative appraisals asks respondents to indicate their agreement with
statements indicating negative appraisals about the self, others, and self-blame that
are characteristic of patients with PTSD on a scale from 1 (Totally disagree) to 7
(Totally agree). Sample 1 completed a 22-item version (PTCI-22; see Kleim et al.,
2013), Cronbach’s α at baseline = .92, and Sample 2 completed a revised 20-item
version (PTCI-20; see Ehlers, 2020), Cronbach’s α at baseline = .91. The short
versions were developed from the items that had the highest factor loadings and
best discrimination between people with and without PTSD.

Flashback memories. Patients reported the degree of flashback-like qualities of
their unwanted memories of the trauma on the Unwanted Memories Questionnaire
(UMQ; adapted from Hackmann et al., 2004). Sample 1 completed a 4-item version
of the scale (UMQ-4) and reported the degree of perceived nowness, disjointedness,
vividness, and distress of their main intrusions, each on a scale between 0 (Not at
all) and 100 (Very strongly), Cronbach’s α at baseline = .62. Sample 2 completed
a revised 5-item version (UMQ-5; Ehlers, Beierl, et al., 2020) that contained one
further item about easy triggering of intrusive memories by many different cues
from a study by Halligan et al. (2003), Cronbach’s α at baseline = .84.
Data analyses
Identification of sudden gains. Sudden gains were based on patient scores
on the PDS and were defined following the three criteria described by Tang and
DeRubeis (1999). The R package suddengains (Version 0.4.0; Wiedemann, Thew,
et al., 2020) developed in Chapter 2.3 was used to identify sudden gains in both
samples. We included PDS scores from the baseline assessment and 12 weekly scores
to identify sudden gains between Sessions 2 and 10. Following previous PTSD
sudden gains studies (Doane et al., 2010; Jun et al., 2013; Krüger et al., 2014) a
cutoff value for the first criterion was defined as the standard error of the difference
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from the Reliable Change Index (RCI; Jacobson & Truax, 1991) as calculated by
Foa et al. (2002), resulting in a cutoff value of 6.15 on the PDS for both samples.
The standard error of the difference was computed using the test–retest reliability
(rxx ) of .83 and standard deviation of a nonclinical sample (s1 ) of 10.54 of the PDS
as reported by Foa et al. (1997). The standard error of measurement for the scale
√
(SE = 4.35) was computed using SE = s1 × 1 − rxx . The standard error of the
difference (Sdiff = 6.15) was computed using Sdiff =

q

2 × (SE )2 by Foa et al. (2002).

More details describing the method used to define a cutoff are described in Chapter
2.3. A sudden gain was identified between Session N (pregain session) and Session
N+1 (postgain session) according to the following three criteria:
1. The decrease between two consecutive scores on the PDS was at least 6.15
(PDSN - PDSN-1 ≥ 6.15). This change represents 12.06% of the total range
on the PDS (0 - 51),
2. PDS scores decreased by at least 25% relative to the pregain score (PDSN PDSN+1 ≥ .25 × PDSN ), and
3. The pooled standard deviation between the mean PDS score of three sessions
(or two sessions if three were not available) before the sudden gain (Sessions N2, N-1, and N) and after the sudden gain (Sessions N+1, N+2, and N+3) was
greater than the following critical values, which were adjusted for missingness
based on t values from the two-sample t test: t (4;97.5%) > 2.776; t (3;97.5%) >
3.182; t (2;97.5%) > 4.303.
If patients experienced more than one sudden gain, the earliest gain was selected
for all further analyses. The stability of gains was assessed in two ways. Following
Tang and DeRubeis (1999), a sudden gain was coded as reversed when at least
50% of the magnitude of the sudden gain was lost at any point later in treatment.
Following Wucherpfennig, Rubel, Hollon, et al. (2017), a stable reversal was coded
when a reversal also met the criteria for a sudden loss. Sudden losses are defined
as the inverse criteria of sudden gains (i.e., parallel criteria to sudden gains for
symptom deterioration).
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Matching procedure. Mahalanobis distance matching, including the propensity
score, was used to select matched patients without sudden gains. This method
reduces the group differences between patients with and without sudden gains while
selecting pairs of patients who are similar based on a list of covariates (Rosenbaum &
Rubin, 1985). The following 10 variables were selected as covariates for the matching
procedure: age; gender (male; female); months since the main index trauma; type
of trauma (interpersonal violence; accidents or disasters; harm to others; other);
comorbid depression (yes; no); and baseline scores of PTSD, depression, and anxiety
symptoms and negative appraisals and flashback memories. Propensity scores were
calculated using logistic regression with sudden gain status (yes; no) as the dependent
variable and all selected covariates as predictors. Following recommendations by
Rosenbaum and Rubin (1983) and Stuart (2010), a 1:1 matching approach was
used. Patients were matched on the Mahalanobis distance within calipers of 0.25 to
decrease the within-pair differences (Rosenbaum & Rubin, 1985). The R package
MatchIt (Version 3.0.2; Ho et al., 2011) was used to perform the matching. Each
matched patient was assigned a ‘matched session’ with the same pregain session
number as the sudden gains patient they were matched with. Two datasets were
created for each sample: (a) a ‘by person’ dataset including all patients with
sufficient week-to-week data (Sample 1: n = 248; Sample 2: n = 234) and (b) a
‘matched’ dataset including all patients with sudden gains and matched patients
without sudden gains (Sample 1: n = 152; Sample 2: n = 174).

Statistical analysis. All analyses were performed in R (Version 3.5.2; R Core
Team, 2020) through RStudio IDE (Version 1.1.463; RStudio Team, 2020). A
significance criterion of α = .05 was set for all analyses. All linear mixed-effect
models were estimated using the R package nlme (Version 3.1.137; Pinheiro et al.,
2020) with the maximum-likelihood (ML) estimator. The R code for all analyses
can be found at https://osf.io/dgt8x/.
The relationship between sudden gains and primary (PTSD symptoms) and
secondary (depression and anxiety symptoms) treatment outcomes were analysed
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by fitting linear mixed-effect models to account for repeated measures over time.
To estimate the effect of the sudden gains at the end of treatment and follow-up,
time (categorical), group (all patients with sudden gains and all patients without
sudden gains), and the interaction between time and group were included as fixed
effects. Baseline scores of the dependent variable were entered as a covariate.
Random intercepts were estimated to account for measurements taken from the
same individual. Contrasts were specified to test for the effect of sudden gains
on the primary outcome. Cohen’s d was computed as a standardised effect size
of sudden gains on treatment outcome by dividing the adjusted mean difference
by the pooled standard deviation at baseline.
Univariate logistic regression models were used to test whether patient characteristics (age, gender, and months since trauma), baseline psychopathology (PTSD
symptoms, depression symptoms, anxiety symptoms, and diagnosis of comorbid
depression), or baseline cognitive processes (negative appraisals, flashback memories)
showed an association with the occurrence of sudden gains. To test the overall
predictive effect of all predictors, multivariate logistic regression models were run.
The assumption of linearity of the logit was met for all continuous variables.
Differences in changes in the process variables before, during, and after sudden
gains/matched sessions between the groups were analysed, fitting one linear mixedeffect model for each process variable using the matched datasets. For all variables,
five scores around the sudden gain (N-2, N-1, N, N+1, N+2) were extracted to
investigate changes in four between-session intervals around the sudden gain (N-2
to N-1, N-1 to N, N to N+1, N+1 to N+2). The model included the scores of the
process variable as the dependent variable and time (N-2, N-1, N, N+1, N+2) and
group (all patients with sudden gains and all matched patients) as fixed effects.
Time was treated as a categorical variable to allow maximum flexibility in the way
the outcome changed over time. This approach allowed us to estimate the change
in outcome between any two sessions. The interaction between time and group was
modelled as a fixed factor to allow the estimation of the difference between groups
in the change in outcome for each interval. Random intercepts were estimated to
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account for measurements taken from the same individual. Contrasts were specified
to test for within- and between-groups differences in changes in the process variables
during the time intervals around the sudden gain. Estimates of differences between
the time intervals within the sudden gains group are labelled as δ1 , and those
within the matched control group are labelled as δ2 . The estimates of the difference
between the two groups are labelled as ∆3 . The assumption of normality of the
residuals was confirmed visually for all outcomes.
The estimates of the group differences from both samples were meta-analysed
to obtain pooled estimates of the changes in process variables for each analysed
time interval around the sudden gain. Individuals were assumed to be drawn from
the same population. Therefore, a fixed-effects model was run using the R package
metafor (Version 2.0.0; Viechtbauer, 2010) to estimate the pooled effect based on
the adjusted Standardised Mean Difference (SMD; Hedges & Olkin, 1985). The
SMD was calculated based on the estimated difference within the sudden gains
group (δ1 ) and the matched group (δ2 ) based on the following equation:
δ1 − δ2
where
s S
(nSG − 1) × SDdiff1 2 + (nControl − 1) × SDdiff2 2
where
S=
nSG + nControl − 2
SDdiff1,2 = SD(xt − xt+1 ) for SG(1) and control(2) group.
SMD =

The standard deviation for the sudden gains group and the matched control
group was calculated from the difference scores of the investigated interval using
the raw data. The n was based on the number of patients for which a difference
score was available for the investigated interval.

4.1.3

Results

Frequency and characteristics of sudden gains
A total of 1,459 and 1,254 between-session intervals were investigated for sudden
gains in Samples 1 and 2, respectively. Following the three criteria by Tang and
DeRubeis (1999), 76 out of 248 patients (30.65%) experienced a total of 83 sudden
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Figure 4.1: (a) Distribution of pregain sessions in percent for all sudden gains in Sample
1 and 2. Percentages are based on the number of patients who experienced sudden gains
in each sample respectively (Sample 1: n = 76; Sample 2: n = 87). (b) Percentage of
sessions early in treatment with memory updating procedure.

gains between Sessions 2 and 10 (Median = 5, Mode = 3) in Sample 1. In Sample
2, 87 out of 234 patients (37.18%) experienced a total of 100 sudden gains between
Sessions 2 and 10 (Median = 3, Mode = 2). The distribution of the pregain
session numbers is presented in Figure 4.1a and showed that sudden gains tended
to occur earlier in Sample 2 compared with Sample 1. This may be related to the
fact that a core treatment procedure, updating trauma memories, was on average
conducted earlier in treatment in the second cohort, in line with guidance by the
treatment developers (see Figure 4.1b).
Multiple gains were experienced by 6 patients (2.42%) in Sample 1 (5 patients
experienced two sudden gains; 1 patient experienced three sudden gains) and 11
patients (4.70%) in Sample 2 (9 patients experienced two sudden gains; 2 patients
experienced three sudden gains). In total, 13 sudden gainers (17.11%) lost 50% of
the improvement made during the sudden gain at some point later in treatment
(Tang & DeRubeis, 1999) in Sample 1, and 10 (11.49%) in Sample 2, but most of
these (92.11% in Sample 1 and 96.55% in Sample 2) regained the improvement
made during the sudden gain by the end of treatment. No sudden gainer in
Sample 1 and 3 sudden gainers (3.45%) in Sample 2 experienced a stable reversal
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Figure 4.2: Mean PTSD severity for patients with and without sudden gains in (a)
Sample 1 and (b) Sample 2. Error bars represent 95% confidence intervals.

(see Wucherpfennig, Rubel, Hollon, et al., 2017). We repeated all analyses after
excluding patients who met the criteria for a stable reversal, and the results did
not differ. The average sudden gain was M = 12.30 (SD = 4.44) points on the
PDS in Sample 1 and M = 12.11 (SD = 3.83) in Sample 2.
Sudden gains and treatment outcomes
In both samples, patients with sudden gains reported significantly lower PTSD,
depression, and anxiety symptoms at the end of treatment than patients without
sudden gains (see Table 4.2). The same result was found for the two subsamples
of patients in each cohort (nS1 = 79, nS2 = 80) for whom interviewer-assessed
PTSD symptoms (PSS-I) were obtained. The differential effect in outcomes between
the groups remained significant at follow-up. The mean PTSD symptom severity
for patients with and without sudden gains at baseline, the end of therapy, and
follow-up is illustrated in Figure 4.2.
Baseline predictors of sudden gains
In Sample 1, the multivariate logistic regression model including only statistically
significant predictors of the univariate models suggests that higher age and the
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Table 4.2: Primary and secondary treatment outcomes for all patients with and without
sudden gains
Adjusted difference∗

Unadjusted mean (SD)
n

SG

n

No SG

PTSD (Self-report)
S1 : Baseline
S1 : End
S1 : FU
S2 : Baseline
S2 : End
S2 : FU

76
76
67
84
87
59

33.66 (8.66)
10.13 (10.22)
11.27 (10.09)
35.41 (8.22)
9.46 (10.54)
10.23 (11.14)

172
172
105
142
147
74

34.10 (8.72)
19.25 (14.47)
16.51 (12.94)
34.04 (10.33)
19.02 (14.00)
17.83 (14.29)

PTSD (Interviewer)
S1 : Baseline
S1 : End
S2 : Baseline
S2 : End

32
32
42
42

31.35 (8.16)
11.09 (11.34)
35.30 (7.11)
8.52 (7.71)

47
47
38
38

30.35 (9.01)
16.78 (14.11)
33.34 (8.48)
15.79 (13.36)

Depression†
S1 : Baseline
S1 : End
S1 : FU
S2 : Baseline
S2 : End
S2 : FU

76
76
66
85
87
59

26.29 (12.17)
10.85 (10.68)
11.11 (10.14)
17.08 (6.40)
4.53 (5.59)
5.94 (6.70)

172
172
102
142
146
73

28.06 (11.76)
18.05 (14.14)
14.36 (12.10)
16.39 (7.25)
10.50 (7.94)
9.99 (8.45)

Anxiety†
S1 : Baseline
S1 : End
S1 : FU
S2 : Baseline
S2 : End
S2 : FU

74
76
67
85
87
59

25.87 (13.31)
8.07 (9.85)
9.40 (10.94)
14.46 (5.32)
3.78 (4.23)
5.04 (5.11)

167
172
102
143
145
74

29.78 (13.79)
17.11 (15.71)
13.29 (13.53)
14.16 (5.52)
8.50 (6.76)
8.27 (6.92)

Measure / Time

Mean [95% CI]

d [95% CI]

p

-8.81 [-10.40, -7.22]
-6.54 [-8.22, -4.86]

1.02 [0.73, 1.30]
0.75 [0.44, 1.07]

< .001
< .001

-11.04 [-12.60, -9.47]
-10.18 [-12.01, -8.36]

1.15 [0.86, 1.43]
1.06 [0.69, 1.42]

< .001
< .001

-6.37 [-11.56, -1.76]

0.70 [0.23, 1.16]

.016

-8.18 [-12.61, -3.75]

0.71 [0.25, 1.16]

< .001

-6.12 [-7.61, -4.62]
-3.34 [-4.93, -1.76]

0.51 [0.24, 0.79]
0.28 [-0.03, 0.59]

< .001
.035

-6.22 [-7.12, -5.32]
-4.54 [-5.61, -3.46]

0.90 [0.62, 1.17]
0.65 [0.30, 1.01]

< .001
< .001

-6.90 [-8.60, -5.20]
-4.18 [-5.97, -2.40]

0.50 [0.23, 0.78]
0.31 [-0.01, 0.61]

< .001
.019

-4.83 [-5.59, -4.08]
-3.65 [-4.55, -2.75]

0.89 [0.61, 1.17]
0.67 [0.32, 1.02]

< .001
< .001

Note. S1 = Sample 1 (n = 248). S2 = Sample 2 (n = 234). End = End of treatment.
FU = Follow-up. SG = Sudden gain. d = Between-group standardised effect size. ∗ The
difference is adjusted for baseline scores. † Measures for depression (Sample 1 = BDI,
Sample 2 = PHQ-9) and anxiety (Sample 1 = BAI, Sample 2 = GAD-7) differed between
the samples.

absence of comorbid major depression predicted the occurrence of sudden gains (see
Table 4.3 legend). For age, the odds of experiencing a sudden gain increased by a
factor of 1.03, 95% CI [1.01, 1.06], for each year increase in age. For patients with
comorbid major depression, the odds of experiencing a sudden gain were 0.45, 95%
CI [0.24, 0.81]. However, these results did not replicate in Sample 2. Results from
explorative analyses suggested that the association with age in Sample 1 might
be driven by three outliers in the sudden gains group aged around 80 years (see
Appendix C, Figure C.1). In Sample 2, no significant baseline predictors of sudden
gains were found. See Table 4.3 for detailed results of the univariate and multivariate
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.712
.282
.042
.001
.210
.171

1.03]
1.01]
1.00]
0.68]

0.99
0.99
0.98
0.39
0.99 [0.98, 1.00]
0.99 [0.97, 1.00]

[0.96,
[0.96,
[0.96,
[0.22,

.007
.819
.135

p

1.03 [1.01, 1.06]
0.94 [0.54, 1.62]
1.00 [0.99, 1.00]

OR [95% CI]

[0.98,
[0.95,
[0.94,
[0.21,

1.10]
1.06]
1.00]
0.96]

1.00 [0.98, 1.02]
1.00 [0.98, 1.02]

1.04
1.00
0.97
0.46

1.04 [1.01, 1.07]
1.20 [0.62, 2.34]
1.00 [0.99, 1.00]

OR [95% CI]

.979
.744

.192
.911
.076‡
.041‡

.010‡
.589
.201

p

Sample 1: Multivariate†

[0.99,
[0.98,
[0.96,
[0.60,

1.05]
1.06]
1.06]
1.74]

1.00 [0.99, 1.01]
1.00 [0.99, 1.01]

1.02
1.01
1.01
1.02

1.00 [0.98, 1.02]
0.95 [0.56, 1.62]
1.00 [1.00, 1.00]

OR [95% CI]

.890
.908

.300
.471
.688
.942

.938
.848
.629

p

Sample 2: Univariate†

[0.99,
[0.93,
[0.87,
[0.58,

1.11]
1.11]
1.06]
2.24]

1.00 [0.98, 1.01]
0.99 [0.97, 1.01]

1.05
1.02
0.96
1.13

1.00 [0.97, 1.02]
1.10 [0.61, 2.00]
1.00 [1.00, 1.00]

OR [95% CI]

.661
.266

.110
.649
.475
.714

.817
.742
.918

p

Sample 2: Multivariate†

Note. † Logistic regression model. Sudden gains (0 = no, 1 = yes). Gender (0 = male, 1 = female). ‡ A multivariate
model using only the significant predicturs from the univariate model gave the following results: Age: OR = 1.03,
95% CI [1.01, 1.06], p = .012; Anxiety symptoms: OR = 0.99, 95% CI [0.96, 1.01], p = .269; Comorbid depression:
OR = 0.45, 95% CI [0.24, 0.81], p = .009.

Demographic predictors
Age
Gender
Months since trauma
Baseline psychopathology
PTSD symptoms
Depression symptoms
Anxiety symptoms
Comorbid depression
Baseline cognitive processes
Negative cognitions
Flashback memories

Term

Sample 1: Univariate†

Table 4.3: Logistic regression analyses predicting the occurrence of sudden gains
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Matched patients without SG

a

Patients with SG

b

PDS

30

PDS

30

20

20

10

10
Start N−2 N−1

N

N+1 N+2 N+3 End

Start N−2 N−1

Session

N

N+1 N+2 N+3 End

Session

Figure 4.3: Average change in PTSD symptoms (PDS) around the sudden gain/matched
session. Error bars represent 95% confidence intervals.

Cognitive processes associated with sudden gains
When analysing processes around sudden gains, patients with sudden gains were
compared with matched patients who were similar in relevant patient characteristics,
symptoms, and cognitive processes at baseline. Figure 4.3 illustrates that the PTSD
symptom trajectory was very similar for both groups in both samples up to the
session before the sudden gain/matched session and different afterwards.
All baseline variables were well balanced between the sudden gains and matched
groups for all continuous variables, mean differences in PDS baseline scores (Sample
1 = 0.36, Sample 2 = 0.95), mean difference in months since main index trauma
(Sample 1 = 0.64, Sample 2 = 1.64), mean differences in treatment length (Sample 1
= 0.18, Sample 2 = 0.40 sessions), and identical for all categorical variables. Figure
4.3 shows the average change in PTSD symptoms around the sudden gain/matched
session for both samples. The average sudden gain represented a marked change from
the otherwise similar symptom trajectory in the two groups up to the point of the
sudden gain. Explorative analyses suggest that both groups in both samples showed
a similar degree of improvement from the postgain session or the corresponding
matched session to the end of therapy.
Baseline correlations between PTSD, depression, and anxiety symptoms as well
as cognitive process measures, were medium to high and statistically significant
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Matched patients without SG

a

b

100

Patients with SG

90

80

PTCI-20

PTCI-22

80

60

70
60
50
40

Start N−2 N−1

N

N+1 N+2 N+3 End

Start N−2 N−1

Session

c

N+1 N+2 N+3 End

d
60

UMQ-5

60

UMQ-4

N

Session

40

20

40

20
Start N−2 N−1

N

N+1 N+2 N+3 End

Session

Start N−2 N−1

N

N+1 N+2 N+3 End

Session

Figure 4.4: Average change in negative appraisals (Sample 1: PTCI-22; Sample 2:
PTCI-20) and flashback memories (Sample 1: UMQ-4; Sample 2: UMQ-5) around the
sudden gain/matched session. Error bars represent 95% confidence intervals.

(see Appendix C, Tables C.1 and C.2). Figure 4.4 shows the average change in
negative appraisals and flashback memories around the sudden gain/matched session.
Within- and between-group changes are presented in Table 4.4.
During the sudden gain (N to N+1), in both samples, the sudden gains group
showed large and statistically significant decreases in cognitive processes, which
were larger than those observed in the matched control group for both negative
appraisals and flashback memories. The pooled estimates of Samples 1 and 2 for
change in negative appraisals (β = -0.71, 95% CI [-0.96, -0.45], p < .001) and
flashback memories (β = -0.58, 95% CI [-0.84, -0.31], p < .001) during sudden
gains showed significant differences between the sudden gains and matched groups
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Table 4.4: Estimated changes in negative appraisals and flashback memories in the time
intervals around the sudden gain
Sudden gains group
Measure / Time interval
S1 : Negative appraisals
N–2 to N-1
N–1 to N
N to N+1
N+1 to N+2
S2 : Negative appraisals
N–2 to N–1
N–1 to N
N to N+1
N+1 to N+2
S1 : Flashback memories
N–2 to N–1
N–1 to N
N to N+1
N+1 to N+2
S2 : Flashback memories
N–2 to N–1
N–1 to N
N to N+1
N+1 to N+2

δ1 (SE)

p

Matched group
δ2 (SE)

Group difference
p

∆3 (SE)

p

1.36
-6.08
-10.90
-3.05

(2.01)
(1.85)
(1.80)
(1.80)

.500
.001
<.001
.091

-1.60
-3.03
-0.39
-2.51

(2.09)
(1.92)
(1.89)
(1.98)

.445
.114
.837
.205

2.95
-3.05
-10.51
-0.53

(2.90)
(2.66)
(2.61)
(2.68)

.309
.252
<.001
.842

-5.14
-7.40
-12.12
-3.63

(2.18)
(1.94)
(1.93)
(1.92)

.018
<.001
<.001
.058

-0.71
-2.89
-2.90
-3.16

(2.36)
(2.14)
(2.11)
(2.19)

.762
.176
.169
.150

-4.42
-4.51
-9.22
-0.48

(3.22)
(2.88)
(2.86)
(2.91)

.169
.117
.001
.870

-2.12
-3.96
-14.18
-1.81

(2.45)
(2.28)
(2.29)
(2.43)

.386
.082
<.001
.457

0.25
-2.60
-3.63
-0.41

(2.61)
(2.40)
(2.35)
(2.41)

.924
.278
.122
.864

-2.37
-1.36
-10.54
-1.40

(3.58)
(3.31)
(3.28)
(3.42)

.508
.680
.001
.683

-1.83
-8.09
-11.26
-3.80

(2.31)
(2.06)
(1.98)
(1.98)

.430
<.001
<.001
.056

-5.23
-1.54
-3.11
-3.18

(2.54)
(2.29)
(2.11)
(2.20)

.039
.501
.140
.148

3.41
-6.56
-8.15
-0.62

(3.43)
(3.08)
(2.89)
(2.96)

.321
.033
.005
.835

Note. For each time interval the estimated changes were compared within (δ1 , δ2 )
and between (∆3 ) groups.

(Figures 4.5 and 4.6). In the interval before the sudden gain (N-1 to N), negative
appraisals already showed decreases in the sudden gains group for both samples,
whereas the decreases in the matched groups were non-significant.
For flashback memories, a significant decrease in the sudden gains group was
found in Sample 2 and a trend in Sample 1, whereas the decreases in matched
controls were non-significant. The pooled estimates for the group differences in
change in cognitive processes preceding sudden gains showed a significant group
difference for negative appraisals, β = -0.27, 95% CI [-0.53, -0.02], p = .038, and the
same effect size, but that was not statistically significant for flashback memories,
β = -0.27, 95% CI [-0.54, 0.01], p = .059, indicating greater cognitive change
in the sudden gains group (Figures 4.5 and 4.6) before the sudden gain. For
the postgain session, no significant changes were found in negative appraisals or
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SMD [95% CI]

Time interval: N−2 to N−1
Sample 1

0.25 [−0.18, 0.69]

Sample 2

−0.30 [−0.71, 0.10]

FE model for pooled estimate, p = 0.765

−0.05 [−0.34, 0.25]

Time interval: N−1 to N
Sample 1

−0.24 [−0.63, 0.14]

Sample 2

−0.29 [−0.63, 0.05]

FE model for pooled estimate, p = 0.038

−0.27 [−0.53, −0.02]

Time interval: N to N+1
Sample 1

−0.80 [−1.18, −0.41]

Sample 2

−0.64 [−0.98, −0.30]

FE model for pooled estimate, p < 0.001

−0.71 [−0.96, −0.45]

Time interval: N+1 to N+2
Sample 1

−0.05 [−0.44, 0.33]

Sample 2

−0.03 [−0.38, 0.31]

FE model for pooled estimate, p = 0.752

−1.2

−0.04 [−0.30, 0.22]

−0.6

0

0.6

1.2
−0.28 [−0.41, −0.15]

Figure 4.5: Forest plot of the group difference in changes in negative appraisals. Negative
numbers indicate greater change in the sudden gains group; positive numbers indicate
greater change in the matched patients without sudden gains. The point sizes are
proportional to the precision of the estimates. SMD = Standardised Mean Difference; FE
= Fixed Effect.

flashback memories for either group in either sample.

4.1.4

Discussion

This study investigated change processes around sudden gains during an empirically validated treatment for PTSD in routine clinical practice in two samples
of consecutive cases and found that a substantial subgroup of around one third
of patients showed large improvements in PTSD symptoms from one session to
the next. In line with the first hypothesis, sudden gains were associated with
better treatment outcomes in both samples, as measured by both self-reported and
interviewer-rated PTSD-symptom severity. This replicates previous findings with
other psychological therapies for PTSD (e.g., Aderka, Appelbaum-Namdar, et al.,
2011; Kelly et al., 2009; König et al., 2014; Krüger et al., 2014). To analyse change
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SMD [95% CI]

Time interval: N−2 to N−1
Sample 1

−0.16 [−0.61, 0.29]

Sample 2

0.23 [−0.19, 0.66]

FE model for pooled estimate, p = 0.752

0.05 [−0.26, 0.36]

Time interval: N−1 to N
Sample 1

−0.08 [−0.49, 0.32]

Sample 2

−0.42 [−0.80, −0.05]

FE model for pooled estimate, p = 0.059

−0.27 [−0.54, 0.01]

Time interval: N to N+1
Sample 1

−0.69 [−1.09, −0.28]

Sample 2

−0.50 [−0.84, −0.15]

FE model for pooled estimate, p < 0.001

−0.58 [−0.84, −0.31]

Time interval: N+1 to N+2
Sample 1

−0.09 [−0.51, 0.32]

Sample 2

−0.04 [−0.39, 0.31]

FE model for pooled estimate, p = 0.639

−1.2

−0.06 [−0.33, 0.20]

−0.6

0

0.6

1.2
−0.23 [−0.37, −0.10]

Figure 4.6: Forest plot of the group difference in changes in flashback memories. Negative
numbers indicate greater change in the sudden gains group; positive numbers indicate
greater change in the matched patients without sudden gains. The point sizes are
proportional to the precision of the estimates. SMD = Standardised Mean Difference; FE
= Fixed Effect.

processes around sudden gains, this study compared changes between patients with
sudden gains and matched patients without sudden gains. In line with the second
hypothesis, patients who experienced a sudden gain in PTSD symptoms showed
large concurrent improvements in cognitive processes thought to maintain PTSD
[negative appraisals and flashback memories; Ehlers and Clark (2000)]. In line with
the third hypothesis, pooled estimates across both samples showed that negative
appraisals had already decreased in the session prior to sudden gains to a larger
extent than for matched patients before the corresponding matched session, and
there was also a trend for a greater decrease in trauma flashback memories.
Sudden gains occurred in a similar proportion of patients in both samples
(30.65% and 37.18%), with a similar average magnitude of the sudden gain (M
= 12.30, SD = 4.44 and M = 12.11, SD = 3.83). These results are similar to
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previous studies in PTSD (e.g., 22%, König et al., 2014; 25%, Krüger et al., 2014)
and other disorders (37%, Aderka et al., 2012). Although a minority of patients
with sudden gains met the Tang and DeRubeis (1999) criterion for a subsequent
loss of 50% of the gain (reversal), most of these regained the improvements made
during the sudden gain by the end of therapy, suggesting that reversals were mainly
temporary deteriorations. Only three sudden gainers in Sample 2 experienced a
stable reversal that met the criteria for a sudden loss. There was an interesting
difference between the samples in that more patients experienced sudden gains
early in treatment in Sample 2 compared with Sample 1 (see Figure 4.1), which
paralleled the earlier use of the updating-memory procedure in Sample 2. This
might indicate that starting to work on the trauma memory early in treatment
facilitates large improvements in some patients.
No evidence for consistent baseline predictors of sudden gains was found across
the samples. In contrast to Vittengl et al. (2005), we did not find that the baseline
severity of the sudden gains outcome measure (PDS) predicts sudden gains in
PTSD. Similar to other studies (e.g., Hunnicutt-Ferguson et al., 2012; Vittengl
et al., 2005), we did not find evidence that cognitive processes at the beginning
of treatment predict the occurrence of sudden gains, suggesting that processes
during therapy are more important in the occurrence of sudden gains than patient
characteristics or symptomatology before the treatment.
In line with some other sudden gains studies in depression (Tang & DeRubeis,
1999; Tang et al., 2005), this study also found evidence for cognitive changes prior to
the sudden gain (see Table 4.4, δ1 for negative appraisals from N-1 to N). However,
matched patients without sudden gains also experienced non-significant decreases.
This highlights the importance of a control group when analysing processes around
sudden gains. Although the observed group differences with effect sizes of -0.24 and
-0.29 did not reach significance within each sample, the meta-analysis suggested
greater changes in appraisals in the sudden gains groups, -0.27, 95% CI [-0.53, -0.02],
p = .038 (see Figure 4.5). Similar effects for group differences were obtained for
flashback memories, with a pooled estimate of -0.27, which was not statistically
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significant. Thus, there was some support for Hypothesis 3, although the effects
were small. Three other studies did not find evidence for significant cognitive
changes preceding sudden gains in individual samples of other disorders (Andrusyna
et al., 2006; Bohn et al., 2013; Hofmann et al., 2006), suggesting overall small effects.
Larger samples or pooling data across samples may be a way to further investigate
the effect we found in this study. The observation that PTSD symptoms and
cognitive-process variables are correlated with each other at baseline (see Appendix
C, Tables C.1 and C.2) does not explain this pattern of findings.
This study also found further evidence for simultaneous changes of cognitive
processes with the sudden gain in PTSD symptoms, supporting Hypothesis 2.
These findings might partly be explained by the correlations between symptoms and
cognitive processes in this sample. Our results show evidence that these concurrent
changes are preceded by changes in cognitions.
Strengths and limitations
This study investigated the processes associated with sudden gains in two large
clinical samples of patients with PTSD treated in routine clinical care with an
empirically validated psychological treatment who completed weekly symptom and
process measures. The large samples allowed for an advanced matching approach
to create control groups of similar patients without sudden gains. The statistical
modelling approach ensured a detailed analysis of potential process variables leading
up to the gain, during the gain, and after the gain. Further, this is the first
study of sudden gains to report identifying sudden gains using a fully automated
approach and sharing the code publicly. A more detailed discussion of the benefits of
transparent research practices and replication studies in the psychological sciences
can be found elsewhere (Nosek et al., 2015; Open Science Collaboration, 2015;
Tackett et al., 2017).
The limitations of this study include the variations in measures across the
samples that reflected changes in clinic procedures. The internal reliability of the
measure assessing flashback memories in Sample 1 was low (UMQ-4; Cronbach’s
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α at baseline = .62). However, because similar results for changes in flashback
memories in Sample 2 were obtained with an improved measure (UMQ-5, Cronbach’s
α at baseline = .84), the findings appear to be valid. However, the measure only
contained one item measuring the disjointedness of memories and did not assess
other potentially relevant aspects of memory disorganisation, so the effect may have
been underestimated. In addition, all measures assessing changes around sudden
gains were patient self-reports, and other data, such as ratings of videotapes, were
not available. Furthermore, the standard criteria used to identify sudden gains may
yield some false positives. In a data simulation study, Vittengl et al. (2015) found
that some sudden gains are due to random symptom fluctuation during therapy.
Thomas and Persons (2013) argue that some sudden gains represent the largest
and most stable change occurring in a gradual course of change.
Conclusions
From a methodological perspective, the present results highlight the importance of
a control group when analysing processes associated with sudden gains. Whereas
this and other studies (e.g., Wucherpfennig, Rubel, Hofmann, et al., 2017) assigned
matched sessions based on the pregain session of the matched sudden gains patient,
alternative methods also need to be explored. For example, taking the session
with the largest gain in patients without sudden gains as the matched session may
be a sensible alternative when analysing processes around sudden gains. Smaller
intervals of measuring symptom and process variables would allow a more accurate
identification of the point during the week at which the sudden gains occurred
and also the identification of processes that precede and follow the gain more
closely in time.
This study showed, in two independent, consecutive samples, that sudden gains
occur in about a third of patients treated with CT-PTSD and reliably predict
better treatment outcomes. There were no reliable baseline predictors of sudden
gains, suggesting that they can occur in a wide range of patients. When sudden
gains occur, they are associated with broad changes in cognitive processes. These

4. Sudden symptom improvements

101

findings provide a better understanding of how CT-PTSD works, especially in
patients with sudden gains.

4.2
4.2.1

Patterns of individual symptom changes during sudden gains
Aims

As discussed in Chapter 1.6.2, it is currently not known which individual symptoms
change during sudden gains in PTSD symptom severity. A better understanding
of the patterns of symptom change during sudden gains in PTSD symptoms may
help to further understand individual differences between patients and guide further
research questions.
The primary aim of the present study is to explore changes in depression
and anxiety severity around PTSD sudden gains identified in Chapter 4.1. We
hypothesised that patients with sudden gains will show greater change in depression
and anxiety symptoms during the PTSD sudden gain compared to matched patients
who did not experience a sudden gain. Given the heterogeneity of PTSD and high
rates of comorbidity with depression and anxiety, the second aim of the present study
was to examine whether the analysis of individual PTSD, depression, and anxiety
symptoms changes can improve our understanding of patterns of symptom change
during sudden gains in PTSD symptoms. In patients who experienced sudden
gains, we aimed (1) to quantify improvements in individual PTSD, depression, and
anxiety symptoms around the time of PTSD symptom gains and (2) to explore
potential subcategories of sudden gains in PTSD symptoms by taking into account
the degree of simultaneous changes in depression and anxiety.

4.2.2

Methods

Participants
This study is a secondary analysis of two studies of consecutive cases (N 1 = 330;
N 2 = 343) investigating the effectiveness of cognitive therapy for PTSD in routine
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clinical care (Ehlers et al., 2013; Ehlers, Wild, et al., 2020). The patients’ primary
diagnosis was PTSD, as determined by the Structured Clinical Interview for DSM-IV
(SCID; First et al., 1997), as this was the current edition of DSM when the patients
included in this study were treated. Patients who provided sufficient data to apply
Tang and DeRubeis’s (1999) sudden gains criteria were included in this study (n 1
= 248; Sample 2, n 2 = 234). A detailed description of the patients included in
this study can be found in Chapter 4.1, for patient characteristics see Table 4.1.
Ethical approval was granted by the local research ethics committee.
Treatment
Patients received a course of cognitive therapy for PTSD (CT-PTSD; Ehlers et al.,
2005) based on Ehlers and Clark’s (2000) cognitive model of PTSD. The treatment
aims to reduce the patient’s sense of current threat by changing problematic
meanings of the trauma and its consequences, elaborating and updating the memories
of the trauma with information that gives them a less threatening meaning at present,
discriminating triggers of intrusive memories, and changing behaviours and cognitive
processes that maintain PTSD, such as rumination and safety behaviours. Therapists
were qualified or trainee clinical psychologists, psychiatrists or nurse therapists with
a range of experience in treating PTSD. On average, patients received M = 11.55
(SD = 4.63) treatment sessions in Sample 1 and M = 10.81 (SD = 4.35) sessions in
Sample 2. More details can be found in Ehlers et al. (2013) and Chapter 4.1.
Measures
Patients completed the following measures before each treatment session. Item
descriptions for each measure are presented in Appendix C (see Tables C.3 to
C.7). Because of copyright restrictions we only provide a short description of the
content of each item to assist interpretation of the results. The depression and
anxiety measures differed between Sample 1 and 2 due to a change in procedures
for the respective NHS services.
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PTSD symptoms. Both patient cohorts completed the Posttraumatic Diagnostic
Scale (PDS; Foa et al., 1997) to assess PTSD symptom severity according to the
DSM-IV criteria. The PDS is a reliable and validated 17-item self-report measure
(Foa et al., 1997) assessing reexperiencing (4 items), avoidance (7 items), arousal (6
items) symptoms as specified in the DSM-IV (American Psychiatric Association,
2000). Patients rated the extent to which they were bothered by each of the 17
symptoms during the last week on a scale from 0 (Not at all) to 3 (5 or more times
a week/almost always). See Table C.3 for a description of individual PDS items.

Depression symptoms. To assess depressive symptoms, Sample 1 completed
the 21-item Beck Depression Inventory (BDI; Beck & Steer, 1993a) and Sample 2
completed Patient Health Questionnaire 9-item scale (PHQ-9; Kroenke et al., 2001).
Items on the BDI ranged from 0 to 3 with different response categories for each
item and from 0 (Not at all) to 3 (Nearly every day) on the PHQ-9. The internal
consistency at baseline was Cronbach’s α = .90 on the BDI and α = .91 on the PHQ-9.
See Tables C.4 and C.5 for a short description of individual BDI and PHQ-9 items.

Anxiety symptoms. To assess anxiety symptoms Sample 1 completed the 21item Beck Anxiety Inventory (BAI; Beck & Steer, 1993b) and Sample 2 completed
the Generalised Anxiety Disorder 7-item scale (GAD-7; Spitzer et al., 2006). Patients
were asked to indicate how much they were bothered by each symptom during the
past week from 0 (Not at all) to 3 (Severely – it bothered me a lot) on the BDI and
from 0 (Not at all) to 3 (Nearly every day) on the GAD-7. The internal consistency
at baseline was Cronbach’s α = .93 on the BAI and α = .90 on the GAD-7. See
Tables C.6 and C.7 for a short description of individual BAI and GAD-7 items.
Data analyses
All analyses were performed in R (Version 4.0.2; R Core Team, 2020) through
RStudio IDE (Version 1.3.1073; RStudio Team, 2020). We made considerable use of
R packages from the tidyverse (Version 1.3.0; Wickham et al., 2019) for structuring
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and visualising data. Similar to the research design in Chapter 4.1 each analysis
was conducted separately within each sample.

Identification of PTSD sudden gains. Sudden gains in PTSD symptoms were
identified as described in Chapter 4.1 using the R package suddengains developed in
Chapter 2.3. Following the three criteria described by Tang and DeRubeis (1999) a
sudden gain was identified between session N (pregain session) and N+1 (postgain
session) when: (1) the decrease between two consecutive scores on the PDS was at
least 6.15 point on the PDS, (2) PDS scores decreased by at least 25% relative to
the pregain score, and (3) the pooled standard deviation between the mean PDS
score of three sessions (or two, if three were not available) before the sudden gain
and after the sudden gain was greater than the following critical values. The earliest
gain was selected if patients experienced more than one sudden gain.

Changes in depression and anxiety severity around PTSD gains. Changes
in depression and generalised anxiety severity around PTSD gains were assessed
using the same matched samples and methods described in Chapter 4.1. Matched
patients without sudden gains were selected using Mahalanobis distance matching
including the propensity score (Rosenbaum & Rubin, 1985) using a 1:1 matching
procedure and were implemented using the R package MatchIt (Version 3.0.2; Ho
et al., 2011). Each matched patient was assigned a ‘matched session’ with the same
pregain session number as the patient with a sudden gain they were matched with.
Differences in changes in comorbid symptom severity before (N-2 to N-1 and N-1
to N), during (N to N+1), and after (N-1 to N+2) sudden gains and matched sessions
between the groups were analysed using linear mixed effect models. Differences
between the time intervals are labelled δ1 within the sudden gains group, δ2 within
the matched control group and differences between the two groups are labelled as
∆3 . The assumption of normality of the residuals was confirmed visually for all
outcomes. A fixed effects model was run using the R package metafor (Version 2.0.0;
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Viechtbauer, 2010) to estimate the pooled effect across both samples in this study
based on the adjusted Standardised Mean Difference (SMD; Hedges & Olkin, 1985).

Characteristics of individual symptom changes around PTSD gains. Individual item-by-item scores around the sudden gain were extracted using the
package suddengains (Version 0.4.4; Wiedemann, Thew, et al., 2020, see Chapter
2.3). To understand how many symptoms improved on average during sudden
gains we visualised the underlying probability distribution of the number of itemby-item improvements for each measure in density plots. For PTSD symptoms
we then explored how sudden gains are experienced across the PTSD symptom
categories according to the DSM-IV criteria (reexperiencing, avoidance, arousal).
For PTSD, depression, and generalised anxiety symptom measures we quantified
how many patients with sudden gains improved on individual items during the
sudden gain (N to N+1). We also computed changes on all items immediately
prior (N-1 to N) and following (N+1 to N+2) the gain. To guide interpretation
of the improvements around the time of the gain we also compared pretreatment
scores between all patients with and without sudden gains. Differences in itemby-item improvements from start to end of treatment between these groups were
also explored to investigate whether patients with sudden gains showed larger
improvements on individual symptoms by the end of treatment.

Examination of possible sudden gains subcategories. To explore whether
sudden gains in PTSD symptoms can be divided into different subcategories
depending on whether or not depression and generalised anxiety symptoms change
simultaneously we visualised item-by-item changes for all measures. A heatmap
was developed to facilitate the exploration of potential subcategories.
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Results

Changes in depression and anxiety severity associated with sudden gains
on posttraumatic stress disorder symptoms
During the sudden gain (N to N+1) in PTSD symptoms, depression and anxiety
severity showed significant decreases in the sudden gains group in both samples,
see Table 4.5 for estimated within- (δ1 , δ2 ) and between-group (∆3 ) changes. There
were significant differences between patients with sudden gains and matched controls
without sudden gains in the degree of change in both depression and anxiety severity,
with significant pooled estimates as shown in Figures 4.7 and 4.8 (Depression severity:
β = -0.90, 95%CI [-1.15, -0.66], p < .001; Anxiety severity, β = -0.72, 95% CI [-0.96,
-0.47], p < .001). The average change in depression and anxiety severity around the
sudden gain and matched session is shown in Appendix C, see Figure C.2.
There were no significant group differences (∆3 ) in the degree of change in
depression or generalised anxiety severity before the sudden gain in either sample.
However, the pooled estimates for both samples together suggest that generalised
anxiety (β = -0.24, 95% CI [-0.47, 0.00], p = .050) but not depression (β = 0.09, 95% CI [-0.33, 0.14], p = .431) tended to show a greater decrease prior
to sudden gains compared to the corresponding session in the matched group
(see time interval N-1 to N in Figures 4.7 and 4.8). In the postgain session no
statistically significant changes were found in depression or generalised anxiety
severity in either group of the two samples.
Characteristics of individual symptom changes in the sudden gains group
Number of symptoms improving before, during, and after sudden gains.
The estimated probability distribution illustrates the number of symptoms that
improved before (yellow), during (green) and after (blue) the sudden gain as density
plots (see Figure 4.9). Most patients with sudden gains reported improvements on
8 to 12 symptoms on the 17-item PDS during the sudden gain (N to N+1) in both
samples. The number of items with improvements immediately before (N-1 to N) and
after (N+1 to N+2) the gain was considerably lower. For depressive and generalised
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Table 4.5: Estimated changes in depression and generalised anxiety severity in the time
intervals around the sudden gain
Sudden gains group
Measure / Time interval
S1 : Depression (BDI)
N–2 to N-1
N–1 to N
N to N+1
N+1 to N+2
S2 : Depression (PHQ-9)
N–2 to N–1
N–1 to N
N to N+1
N+1 to N+2
S1 : Anxiety (BAI)
N–2 to N–1
N–1 to N
N to N+1
N+1 to N+2
S2 : Anxiety (GAD-7)
N–2 to N–1
N–1 to N
N to N+1
N+1 to N+2

δ1 (SE)

p

Matched group
δ2 (SE)

Group difference
p

∆3 (SE)

p

0.15
-1.65
-5.81
-0.34

(0.81)
(0.76)
(0.76)
(0.76)

.850
.031
< .001
.659

-0.92
-1.27
0.29
-1.98

(0.84)
(0.81)
(0.81)
(0.84)

.274
.115
.718
.018

1.07
-0.37
-6.10
1.65

(1.16)
(1.11)
(1.11)
(1.13)

.358
.735
< .001
.145

-1.07
-1.90
-4.21
-0.67

(0.53)
(0.47)
(0.47)
(0.47)

.043
< .001
< .001
.152

-0.46
-1.41
-0.86
0.03

(0.56)
(0.50)
(0.51)
(0.52)

.409
.004
.089
.957

-0.61
-0.48
-3.35
-0.70

(0.77)
(0.69)
(0.69)
(0.70)

.424
.480
< .001
.321

0.87
-1.53
-6.83
-0.56

(1.06)
(0.99)
(0.98)
(0.99)

.411
.122
< .001
.573

-0.51
-0.23
-1.61
-0.83

(1.10)
(1.05)
(1.07)
(1.10)

.640
.825
.133
.451

1.38
-1.29
-5.22
0.28

(1.52)
(1.44)
(1.45)
(1.48)

.364
.370
< .001
.852

0.18
-2.01
-3.56
-0.56

(0.47)
(0.42)
(0.41)
(0.41)

.701
< .001
< .001
.178

-0.63
-0.93
-0.81
-0.21

(0.49)
(0.44)
(0.45)
(0.47)

.203
.035
.070
.645

0.81
-1.08
-2.75
-0.34

(0.68)
(0.61)
(0.61)
(0.62)

.236
.075
< .001
.582

Note. S1 = Sample 1; S1 = Sample 2. For each time interval before (N-2 to N-1
and N-1 to N), during (N to N+1), and after (N+1 to N+2) the estimated changes
were compared within (δ1 , δ2 ) and between (∆3 ) groups.

anxiety symptoms, in Sample 1, most sudden gains patients improved on 2 to 6
symptoms on the 21-item depression measure (BDI) and 2 to 8 items on the 21-item
anxiety measure (BAI). In Sample 2, the bimodal density distributions indicated
that some patients with sudden gains improved only on few items (PHQ-9: 1 to 3;
GAD-7: 0 to 2) while others showed improvements on more items (PHQ-9: 4 to 6;
GAD-7: 4 to 7). Exploratory correlation analyses showed that there was a moderate
correlation between the number of items that improved during the sudden gain and
symptom severity immediately prior to the sudden gain, suggesting that patients
who reported more severe PTSD, depression, and generalised anxiety symptoms
also reported improvements on more items during the sudden gain (Sample 1: r PDS
= 0.54, p = < .001; r BDI = 0.60, p = < .001; r BAI = 0.63, p = < .001; Sample 2:
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SMD [95% CI]
Time interval: N−2 to N−1
Sample 1

0.18 [−0.19, 0.56]

Sample 2

−0.17 [−0.54, 0.21]

FE model for pooled estimate, p = 0.948

0.01 [−0.26, 0.28]

Time interval: N−1 to N
Sample 1

−0.06 [−0.41, 0.29]

Sample 2

−0.12 [−0.43, 0.20]

FE model for pooled estimate, p = 0.431

−0.09 [−0.33, 0.14]

Time interval: N to N+1
Sample 1

−0.94 [−1.31, −0.57]

Sample 2

−0.88 [−1.21, −0.54]

FE model for pooled estimate, p < 0.001

−0.90 [−1.15, −0.66]

Time interval: N+1 to N+2
Sample 1

0.30 [−0.07, 0.66]

Sample 2

−0.19 [−0.51, 0.14]

FE model for pooled estimate, p = 0.807

−1.2

0.03 [−0.21, 0.27]

−0.6

0

0.6

1.2
−0.24 [−0.37, −0.12]

Figure 4.7: Forest plot of the difference between the sudden gains and matched control
groups in changes in depression symptoms before, during and after the PTSD sudden gain.
Negative numbers indicate greater change in the sudden gains group; positive numbers
indicate greater change in the matched patients without sudden gains. The point sizes
are proportional to the precision of the estimates. SMD = Standardised Mean Difference;
FE = Fixed Effect.

r PDS = 0.40, p = < .001; r PHQ-9 = 0.60, p = < .001; r GAD-7 = 0.63, p = < .001).

Patterns of PTSD symptom improvements during sudden gains. In
Sample 1, every combination of PDS item improvements during the sudden gain
was unique. This means that no patient experienced the same combination of
item-by-item improvements as any other patient. In Sample 2, two patients
experienced improvements on all 17 items of the PDS, all other combinations
of item improvements were unique. Most patients in Sample 1 (n = 70, 92%)
and Sample 2 (n = 82, 94%) improved in all three DSM-IV symptoms categories
(avoidance, arousal, and intrusion symptoms). Six (8%) patients in Sample 1
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SMD [95% CI]
Time interval: N−2 to N−1
Sample 1

0.19 [−0.19, 0.58]

Sample 2

0.23 [−0.14, 0.61]

FE model for pooled estimate, p = 0.117

0.22 [−0.05, 0.48]

Time interval: N−1 to N
Sample 1

−0.18 [−0.54, 0.17]

Sample 2

−0.28 [−0.60, 0.04]

FE model for pooled estimate, p = 0.050

−0.24 [−0.47, −0.00]

Time interval: N to N+1
Sample 1

−0.68 [−1.05, −0.31]

Sample 2

−0.74 [−1.07, −0.41]

FE model for pooled estimate, p < 0.001

−0.72 [−0.96, −0.47]

Time interval: N+1 to N+2
Sample 1

0.05 [−0.32, 0.42]

Sample 2

−0.12 [−0.45, 0.21]

FE model for pooled estimate, p = 0.719

−1.2

−0.04 [−0.29, 0.20]

−0.6

0

0.6

1.2
−0.21 [−0.34, −0.09]

Figure 4.8: Forest plot of the difference between the sudden gains and matched control
groups in changes in generalised anxiety symptoms before, during and after the sudden
gain. Negative numbers indicate greater change in the sudden gains group; positive
numbers indicate greater change in the matched patients without sudden gains. The
point sizes are proportional to the precision of the estimates. SMD = Standardised Mean
Difference; FE = Fixed Effect.

and five (6%) patients in Sample 2 only improved in two of the three categories
(see Appendix C, Figure C.3).

Improvements in PTSD, depression, and anxiety symptoms during the
sudden gain. For each individual item around the time of the gain we calculated
the percentage of patients with sudden gains who improved to explore the individual
patterns of changes in PTSD symptoms during sudden gains (see Figures 4.10A
and 4.11A). These changes are reported in context of the overall item changes
during treatment (see Figures 4.10B1 and 4.11B1) and pretreatment mean scores of
patients with and without sudden gains (see Figures 4.10B2 and 4.11B2).
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Figure 4.9: Probability distribution of the number of items that improved around
sudden gains in PTSD symptoms on each measure for (A) Sample 1 and (B) Sample 2.
PDS = PTSD symptoms; BDI and PHQ-9 = Depression symptoms; BAI and GAD-7 =
Generalised anxiety symptoms. Vertical lines above the x-axis show each observation.

The results showed that patients who experienced a sudden gain improved in a
broad range of PTSD symptoms during the sudden gain. The items on the PDS that
improved in the lowest proportions of sudden gainers during the sudden gain were
item 2 (‘Nightmares’) and item 8 (‘Difficulty remembering’) in both samples and
item 11 (‘Emotionally numb’) in Sample 1 as well as item 3 (‘Reliving the traumatic
event’) in Sample 2. Improvements on all other PDS items were experienced by more
than half of the patients during the sudden gain, most notably items 6 (‘Avoidance
of thoughts’), 13 (‘Trouble falling or staying asleep’), and 14 (‘Feeling irritable’)
in Sample 1 as well as items 4 (‘Emotionally upset’), 7 (‘Avoidance of reminders’),
and 17 (‘Jumpy or easily startled’) in Sample 2.
Patients with sudden gains in PTSD symptoms also experienced improvements
in a broad range of depression and generalised anxiety symptoms during the sudden
gain. In Sample 1, 5.3% to 38.2% of sudden gainers showed improvements during the
PTSD gain on individual depressive symptoms (BDI) and between 13.2% to 38.2%
on generalised anxiety symptoms (BAI). In Sample 2, the percentage of patients
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who improved on individual PHQ-9 items during the sudden gain ranged from 24.1%
to 55.2% and from 43.7% to 54.0% on generalised anxiety symptoms (GAD-7).
Items of the depression measures that most patients improved on during the
PTSD gain in Sample 1 (BDI) were items 1 (‘Sadness’, 38.2%), 16 (‘Insomnia’,
34.2%), 2 (‘Pessimism’, 32.9%), and 4 (‘Loss of pleasure’, 28.9%). In Sample 2
(PHQ-9), most patients with sudden gains improved on items 3 (‘Sleep problems’,
55.2%), 4 (‘Tired or little energy’, 54.0%) 6 (‘Feeling bad about yourself’, 54.0%),
and 1 (‘Little interest or pleasure’, 51.7%). A broad spectrum of generalised anxiety
symptoms improved during the PTSD gains, most notably feeling nervous, anxious,
or afraid, and trouble relaxing – in Sample 1, BAI items 9 (Terrified or afraid,
38.2%), 5 (‘Fear of worst happening’, 36.8%), 10 (‘Nervous’, 35.5%), and 4 (‘Unable
to relax’, 36.8%) and in Sample 2, GAD-7 items 1 (‘Feeling nervous, anxious’, 52.9%)
and 3 (‘Worrying about different things’, 52.9%), and 4 (‘Trouble relaxing’, 54.0%).

Comparing PTSD, depression, and anxiety symptom improvements between patients with and without sudden gain by the end of therapy. For
each individual PTSD symptom we compared the proportions of patients with and
without sudden gains who had improved by the end of treatment (see Figures 4.10B1
and 4.11B1). The largest group differences that were consistent across both samples
were observed on item 13 (‘Trouble falling or staying asleep’, Sample 1: 28.6% and
Sample 2: 34.2%), item 2 (‘Nightmares’, Sample 1: 31.2% and Sample 2: 32.6%), and
item 9 (‘Loss of interest’, Sample 1: 30.9% and Sample 2: 33.8%). The percentages
indicate the percentage difference in patients with and without sudden gains who
improved on each of these items (e.g., in Sample 1, 28.6% more patients with sudden
gains improved on item 13 compared to patients who did not experience a sudden
gain). The smallest difference was observed on item 8 (‘Difficulty remembering’,
Sample 1: 4.9% and Sample 2: 4.9%), suggesting that the extent of improvement
was very similar between patients with and without sudden gains.
For the depression measures, the largest differences were observed on item 17
on the BDI (‘Tiredness of fatigue’; Sample 1: 29.2%) and item 3 on the PHQ-9
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Figure 4.10: Panel A: Percentage of patients with sudden gains who improved on each
item before (N-1 to N), during (N to N+1), and after (N+1 to N+2) the sudden gain in
Sample 1; Panel B1: Percentage of patients with and without sudden gains who improved
on each item from start to end of treatment; Panel B2: Item mean at the start of treatment
for all patients.

(‘Sleep problems’; Sample 2: 32.4%). For generalised anxiety measures, the largest
differences were observed on item 10 on the BAI (‘Nervous’; Sample 1: 27.5%) and
item 1 on the GAD-7 (’Feeling nervous, anxious; Sample 2: 33.4%).
Examination of subcategories of sudden gains
A heatmap was created to visualise item-by-item changes during sudden gains
in PTSD symptoms together with changes in depression and generalised anxiety
symptoms. After a visual inspection of the heatmap the following subcategories of
PTSD gains were developed: ‘generalised gains’ describe sudden gains in PTSD
symptoms together with reliable improvement in depression or generalised anxiety
symptoms, ‘specific gains’ describe sudden gains in PTSD symptoms and no reliable
improvement in depression or generalised anxiety symptoms. This category is
further subdivided because the lack of reliable improvement in these measures has
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Figure 4.11: Panel A: Percentage of patients with sudden gains who improved on each
item before (N-1 to N), during (N to N+1), and after (N+1 to N+2) the sudden gain in
Sample 2; Panel B1: Percentage of patients with and without sudden gains who improved
on each item from start to end of treatment; Panel B2: Item mean at the start of treatment
for all patients.

different meanings for people with comorbid generalised anxiety and depression.
For example, those who already score in the nonclinical range before the sudden
gain in PTSD symptoms could not be expected to show a symptom change large
enough to meet the criterion for reliable improvement. Thus, we distinguished
between a specific gain in PTSD when generalised anxiety and depression were
already in the non-clinical range immediately prior to the sudden gain (‘specific
gains without clinical comorbidity’, ‘Specific 1 ’ in Figure 4.12) and a truly specific
sudden gain in patients with comorbid generalised anxiety or depression (‘specific
gains with clinical comorbidity’, ‘Specific 2 ’ in Figure 4.12). ‘Mixed gains’ describe
sudden gains in PTSD symptoms and reliable deterioration in at least one comorbid
symptom measure. In Sample 1, patients were considered to be in the clinical
range of depression and generalised anxiety with a score in the moderate range or
above on the BDI (≥ 20) and BAI (≥ 15) (Beck & Steer, 1993a, 1993b). Following
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Figure 4.12: Heatmap of item-by-item changes for PTSD, depression, and anxiety
measures during the sudden gain in PTSD symptoms (N to N+1) in (A) Sample 1 and
(B) Sample 2. Improvement is visualised in green, no change in white, deterioration in
pink, and missing values in grey. M = Mixed gains. PDS = PTSD symptoms; BDI
and PHQ-9 = Depression symptoms; BAI and GAD-7 = generalised anxiety symptoms.
Specific 1 = Specific gain without clinical comorbidity; Specific 2 = Specific gain with
clinical comorbidity.

Jacobson and Truax (1991) improvements of 7 or greater were considered as reliable
for both measures.2 In Sample 2, patients were considered to be in the clinical
range for depression with a score of 10 or above on the PHQ-9 and generalised
anxiety with a score of 8 or above on the GAD-7 (Kroenke et al., 2001; Spitzer et al.,
2006). Improvements greater than 5 on the PHQ-9 (McMillan et al., 2010), and
4 on the GAD-7 (The National Collaborating Centre for Mental Health, 2020)
were considered as reliable.
Taking into account improvements in depression and generalised anxiety symp2

Standard deviations of a nonclinical sample and the test-retest reliabilities (rtt ) were taken
from Barkham et al. (1996) for the BDI (SDnonclinical = 4.46; rtt = 0.75), and from Osman et al.
(2002) for the BAI (SDnonclinical = 5.05; rtt = 0.75).
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toms during PTSD gains we found that n = 38 (50.0%) in Sample 1 and n =
48 (55.2%) in Sample 2 experienced a generalised gain. The majority of patients
with generalised gains were in the clinical range on the depression or generalised
anxiety measure immediately prior to the PTSD gain (Sample 1: n = 33, 86.8%;
Sample 2: n = 45, 93.8%). Furthermore, a significant subgroup of n = 17 (22.4%)
in Sample 1 and n = 15 (17.2%) in Sample 2 were in the non-clinical range in
depression and generalised anxiety symptoms before the sudden gain and thus
experienced a specific gain without clinical comorbidity.
Only 14 (18.4%) patients in Sample 1 and n = 21 (24.1%) in Sample 2 experienced
specific gains in PTSD symptoms only, despite reporting clinical comorbidity in
depression or anxiety symptoms immediately prior to the sudden gain in PTSD
symptoms. The remaining patients in Sample 2 had either mixed gains, n =
3 (3.4%) or in Sample 1 missing data in the depression and generalised anxiety
measures, n = 7 patients (9.2%).
To explore differences in the trajectories of patients with sudden gains and
comorbidity who showed a generalised versus a specific gain we supplemented our
analyses and visualised the average change in PTSD, depression, and generalised
anxiety symptoms around the gain for these groups (see Figure 4.13). Five patients
(13.2%) in Sample 1 and three patients (6.2%) in Sample 2 who experienced
generalised gains were excluded from these analyses because they were not in the
clinical range of depression or generalised anxiety prior to the sudden gain in
PTSD symptoms.
As expected, patients with generalised gains who were in the clinical range of
depression or generalised anxiety prior to the sudden gain also showed sudden and
stable improvements in depression and generalised anxiety symptoms. Patients with
specific gains who were in the clinical range of depression or generalised anxiety
symptoms showed more gradual and consistent improvement around the time of
PTSD gain, particularly for depression symptoms (see Figure 4.13c and 4.13d).
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Figure 4.13: Average change in PTSD, depression, and generalised anxiety severity for
groups of patients with generalised (green) or specific (orange) with clinical comorbidity
around the sudden gain for Sample 1 (a, c, e) and Sample 2 (b, d, f). Error bars represent
95% confidence intervals.
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Discussion

This study explored changes in individual symptoms of PTSD, depression, and
generalised anxiety during sudden gains in PTSD symptoms during trauma-focused
cognitive therapy for PTSD. In line with our first hypothesis, patients who experienced a sudden gain in PTSD symptoms showed large concurrent improvements in
depression and generalised anxiety symptoms that were larger than for matched
sessions of matched controls without a sudden gain. Pooled estimates across both
samples suggest that patients with sudden gains reported larger improvements in
generalised anxiety symptoms immediately prior to the sudden gain compared to
matched controls. This parallels findings of improvements in cognitive processes
preceding sudden gains reported in Chapter 4.1 and may indicate that reductions
in negative cognitions and anxiety may facilitate the effects of interventions leading
to sudden improvements in PTSD symptoms, such as trauma memory updating
or behavioural experiments.
When investigating patterns of change for individual symptoms during the
sudden gains, we found that most patients experienced broad improvements across
all DSM-IV PTSD symptoms. Although most patients experienced unique patterns
of individual PTSD symptom improvements during the sudden gain, the majority
of gains were characterised by improvements in the majority of the 17 PTSD
symptoms across the three DSM-IV symptom categories (see Figure C.3). These
results suggest that sudden gains were generally experienced across the whole range
of PTSD symptoms. Our results also demonstrate that patients differ as to whether
sudden gains in PTSD symptoms are accompanied by simultaneous changes in
depression or generalised anxiety symptoms. Some of these differences (e.g., the
number of items that improve during the sudden gain) may be associated to the
symptom severity immediately prior to the sudden gain.
In line with findings from psychometric (Armour et al., 2016) and network
(Birkeland et al., 2020) studies we also found that changes in trauma amnesia
(PDS item 8) were not experienced by many patients during the gain, or from

4. Sudden symptom improvements

118

the beginning to the end of therapy. Mean levels at baseline further suggest that
trauma amnesia was not a prominent symptom for many patients in our samples.
This suggests that not all items are equally good indicators for assessing PTSD
symptom severity and consequently may also not be informative for identifying
sudden improvements in symptom severity. The amnesia item has also been
criticised on theoretical grounds and has been subject to much debate (Berntsen
& Rubin, 2014; Rubin et al., 2008). Further research should examine whether the
identification of sudden symptom changes can be improved by taking into account
more information than the sum score of one measure.
Although nightmares (PDS item 2) did not seem to improve in many patients
during the sudden gain itself, by the end of treatment there was a difference in the
mean of this item between patients with and without sudden gains in both samples.
This suggests that patients with sudden gains improved more on this item compared
to patients without sudden gains and that the better treatment outcomes in patients
who experienced sudden gains may partly be driven by larger improvements in
nightmares. Improvements in generalised anxiety symptoms during the sudden gain
were mainly characterised by changes in feeling nervous, anxious, afraid, or restless.
These feelings could be related to PTSD arousal or avoidance symptoms, a general
feeling of anxiety, or appraisals of overgeneralised danger. The observation that
sudden gainers tended to show greater improvements in generalised anxiety severity
immediately prior to the gain compared to matched patients cannot be explained by
a correlation between these measures and suggests that a reduction in generalised
anxiety symptoms may facilitate large improvements in PTSD symptoms.
Sudden gains in PTSD symptoms were also accompanied by marked improvements in individual generalised anxiety and depression symptoms in comparison
to the intervals preceding or following the gain. The vast majority of patients in
Sample 1 (n = 52, 68.4%) and Sample 2 (n = 69, 79.3%) experienced generalised
improvements in PTSD symptoms and depression or generalised anxiety symptoms,
or specific improvements in PTSD symptoms in the context of non-clinical levels of
generalised anxiety and depression before the sudden gain. A significant minority
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experienced only reliable improvements in PTSD symptoms during the sudden gain
whilst having clinically significant depressive or generalised anxiety beforehand.
These patients showed gradual improvements in depression and anxiety around
the sudden gain in PTSD symptoms
Interestingly a small minority of three patients reported reliable deteriorations in
comorbid symptom severity together with a sudden gain in PTSD symptoms. This
finding was unexpected and different to all other gains identified in both samples of
this study. This pattern may be due to events unrelated to the trauma or therapy,
but we could not find a consistent pattern that may help to explain this finding.
Our results suggest that while sudden gains in CT-PTSD treatments were
experienced across the full range of PTSD symptoms, there was some heterogeneity.
Of the patients with clinically significant depression or generalised anxiety, the
majority experienced gains that generalised to the comorbid symptoms, but in a
specific subset they remained limited to PTSD symptoms (specific gains with clinical
comorbidity). Exploratory analyses suggested that patients who were in the clinical
range of depression or generalised anxiety symptoms but experienced only specific
PTSD gains, showed a gradual improvement in comorbid symptoms that overall
seemed to be comparable in magnitude to patients who experienced generalised
gains, particularly in depression symptoms (see Figures 4.13c and 4.13d).
These results need to be further explored but suggest that there may be
different patterns of improvement in comorbid symptoms during PTSD gains. It is
therefore possible that different psychological processes and therapeutic techniques
are facilitating different subtypes of sudden gains and maintaining their positive
clinical effects. For example, when comorbid depression or anxiety are addressed
early in treatment, it is also possible that patients already improved in comorbid
symptoms by the time a sudden gain in PTSD symptoms is experienced.
Limitations
Given the little knowledge about individual symptoms changes during sudden gains,
this study was exploratory and findings need to be validated. Similarly, our method
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for grouping patterns of sudden gains should be explored further and tested regarding
its utility in improving our understanding of sudden gains. All measures used in this
study are self-reported symptom measures. Sudden changes in positive processes like
the therapeutic alliance may also contribute to facilitating or maintaining sudden
symptom improvements and should also be explored (cf. Zilcha-Mano, Eubanks,
et al., 2019). Although we only interpreted findings that replicated across both of
our samples, further research is needed to validate these conclusions. In interpreting
the findings of this study, we need to take into account that this chapter considered
symptom changes in intervals of one week; more frequent measures may be needed to
further investigate the results of this study. For example in patients who experienced
generalised gains, we currently cannot be sure of the temporal sequence of changes
in PTSD, depression, and generalised anxiety symptoms.
Conclusions
This study explored individual symptom changes during sudden gains in PTSD
symptoms and highlighted that patients may experience different patterns of
symptom changes. Further research should examine if these different patterns
can be replicated and whether potential differences are clinically relevant for a
better understanding and conceptualisation of sudden gains.

5

General discussion
5.1
5.1.1

Processes of change during CT-PTSD
Summary of key results

This thesis aimed to investigate how key processes hypothesised to maintain PTSD
by Ehlers and Clark’s (2000) cognitive model for PTSD (negative appraisals, trauma
memory qualities and unhelpful cognitive and behavioural coping strategies) are
related to clinical improvement during CT-PTSD in routine clinical care. CTPTSD aims to reduce the patient’s sense of current threat by targeting these
three factors. Change in negative appraisals is promoted by guided discovery
and behavioural experiments throughout treatment. This work is closely linked
to the updating memories procedure, which aims to elaborate and update the
worst memories of the trauma with information that gives them a less threatening
meaning. Trigger discrimination training aims to reduce reexperiencing symptoms
by detecting idiosyncratic triggers and learning to discriminate between ‘Then’
(cues during traumatic event) and ‘Now’ (cues in a new and safe context). A virtual
or, if possible, in vivo site visit of the place where the trauma happened completes
the memory updating, trigger discrimination, and cognitive restructuring work.
Dropping unhelpful behaviours and cognitive processes is promoted by discussing
121
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their advantages and disadvantages as well as conducting behavioural experiments.
Processes of change during CT-PTSD were examined by analysing (1) longitudinal associations between changes in therapy processes and changes in PTSD
symptom severity and (2) sudden symptom improvements.
Chapter 3 tested whether session-by-session changes in the theory-derived
cognitive processes explain subsequent changes in PTSD symptoms during CTPTSD. We found that changes in PTSD symptoms were preceded by changes in
negative appraisals, flashback quality of unwanted memories, unhelpful responses to
intrusions such as rumination and safety seeking behaviours throughout treatment,
but not vice versa. Survival analyses showed that changes in these factors were also
predictive of recovery from PTSD. For changes in trauma memory disorganisation
we found a bidirectional association suggesting that changes in PTSD symptoms
are both driving and following changes in memory disorganisation.
Chapter 4.1 investigated how changes in negative appraisals and flashback
quality of unwanted memories are associated with sudden gains in PTSD symptom
severity. The results showed that patients with sudden gains reported better
treatment outcomes in PTSD symptom severity, depression, and anxiety at the end
of therapy and follow-up than those without sudden gains. During sudden gains,
those with sudden gains reported greater changes in both cognitive factors than
matched patients without sudden gains. Meta-analyses of the two samples suggest
that negative appraisals, and to a smaller degree flashback quality of unwanted
memories, had already decreased in the session prior to sudden gains in PTSD
symptoms compared with matched patients.
Chapter 4.2 extended these results by examining patterns of individual PTSD,
depression, and anxiety symptom improvements in patients who experienced sudden
gains in PTSD symptom severity. The results suggest that patients experienced
different patterns of sudden symptom improvements, while showing similar overall
treatment outcomes. Although most patients who experienced a sudden gain in
PTSD symptoms also reported clinically significant improvements in comorbid
depression or anxiety symptoms during the gain. A smaller subgroup of patients
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showed a more gradual improvement in comorbid symptoms around the time of
the sudden gain in PTSD symptoms.

5.1.2

Theoretical implications

In this section, I will discuss to what extent the findings of Chapters 3 and 4.1
are in line with theoretical predictions from Ehlers and Clark’s (2000) cognitive
model of PTSD (see Figure 1.1), other psychological models of PTSD and previous
experimental and prospective studies of trauma survivors. Previous studies have
consistently found that negative appraisals, trauma memory qualities and unhelpful
cognitive and behavioural coping strategies predict PTSD over and above initial
symptom severity (e.g., Ehlers et al., 1998; Ehring et al., 2008; Kleim et al., 2007) and
thus contribute to the maintenance of PTSD symptoms. If these factors maintain
PTSD, then reducing or reversing them in therapy should lead to improvements in
symptoms. A way to test this hypothesis is to investigate whether change in these
factors precedes symptom change in therapy (Kazdin, 2007, 2009). Few studies to
date have tested how changes in these factors are related to clinical improvement
during treatment, and the present findings add to this literature.
The role of trauma-related negative appraisals in maintaining PTSD plays a
central role in cognitive models of PTSD (e.g., Ehlers & Clark, 2000; Foa & Riggs,
1993; Resick & Schnicke, 1992) and has received most attention in psychological
treatment research. In line with these models of PTSD, the findings presented in
this thesis provide further evidence that changes in negative appraisals preceded
changes in PTSD symptoms (Chapter 3). Furthermore, there was some evidence
that sudden gains in PTSD symptoms were preceded by improvements in negative
appraisals (Chapter 4.1). This suggests that cognitive change drives subsequent
symptom change in CT-PTSD. The results of Chapter 3 replicated an earlier
study of CT-PTSD (Kleim et al., 2013) and are consistent with the majority of
studies using other psychological treatments (for a review see Brown et al., 2018).
These findings are also consistent with the large predictive power of appraisals in
prospective studies of trauma survivors (e.g., Beierl et al., 2019; Dunmore et al.,
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2001; Ehring et al., 2008; Freeman et al., 2013; Kleim et al., 2007) and experimental
findings (e.g., Sachschal et al., 2019).
Ehlers and Clark’s (2000) model as well as other cognitive models of PTSD (e.g.,
Brewin, 2014; Foa & Riggs, 1993; Resick & Schnicke, 1992), further suggested that
specific memory characteristics are relevant in the development and maintenance
of PTSD. Ehlers and Clark (2000) and Brewin (2014) particularly emphasise the
‘nowness’ and sense of ‘reliving’ unwanted trauma memories that are retrieved
involuntarily when matching triggers are present. Michael et al. (2005) found that
the nowness of intrusions predicts PTSD prospectively over and above what can
be predicted from intrusive memories. This ‘flashback quality’ of intrusions is now
recognised as a central symptom of PTSD in ICD-11 (World Health Organization,
2018). Extending earlier research showing that flashback characteristics of intrusive
trauma memories improved during therapy (e.g., Hackmann et al., 2004; Speckens
et al., 2006), Chapter 3 found that changes in these flashback characteristics precede
subsequent changes in PTSD symptoms throughout therapy. There was also a
trend for a greater decrease in trauma flashback memories in the treatment session
prior to sudden gains in PTSD symptoms (Chapter 4.1). These results extend the
evidence from prospective longitudinal studies of assault survivors (e.g., Michael
et al., 2005) that flashback qualities predict chronic PTSD symptoms.
Another feature of trauma memories highlighted by models of PTSD is the
disorganisation of voluntary recall (e.g., Brewin, 2014; Ehlers & Clark, 2000; Foa &
Riggs, 1993; Resick & Schnicke, 1992). Prospective longitudinal studies of accident
survivors (e.g., Ehring et al., 2008; Harvey, 2000) and assault survivors (e.g.,
Halligan et al., 2003) as well as experimental analogue studies of student volunteers
(e.g., Halligan et al., 2002) support the role of trauma memory disorganisation (for
a review see Brewin, 2014) or memory disjointedness (Kleim et al., 2008; Sachschal
et al., 2019). However, some authors have reported a series of negative findings (e.g.,
Rubin et al., 2016) and methodological differences may play a role (see Ehlers et al.,
2012). Overall, the evidence for memory disjointedness of the worst moments of the
trauma is more consistent than for a global disorganisation (e.g., Evans et al., 2007;
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Jelinek et al., 2010). Some (e.g., Foa et al., 1995), but not all studies (e.g., BedardGilligan et al., 2017) have found that trauma memories become more organised with
trauma-focused treatment. Much of this evidence comes from patients’ narratives of
the trauma, and it is not always clear whether indicators of disorganisation, such as
gaps or inconsistencies in the account, are due to disorganised memories or avoidance
of distressing details. Furthermore, the studies focused on pre to post changes and
did not assess session-by-session changes and longitudinal associations in changes
between trauma memory disorganisation and PTSD symptoms during treatment.
Chapter 3 therefore also examined how changes in trauma memory disorganisation
are related to clinical improvement during CT-PTSD. The results suggested that
changes in trauma memory disorganisation drove improvements in PTSD symptoms
in the first sessions of therapy that focus on revisiting the trauma memory in detail.
Contrary to our hypothesis, we also found evidence that changes in PTSD symptoms
drove subsequent changes in memory disorganisation throughout therapy. This
would suggest that improvements in some aspects of memory disorganisation are
driven by previous improvements in PTSD symptoms, especially during later stages
of therapy. Our results provide initial evidence for a bidirectional effect and suggest
that this effect may vary during different phases of therapy. Memory disorganisation
appears to drive symptom change early in therapy when it is directly targeted using
techniques that facilitate memory elaboration such as imaginal reliving and writing a
moment-by-moment narrative. Some of the techniques that have a more prominent
role in later sessions (e.g., behavioural experiments and site visits) directly target
some key symptoms of PTSD (such as avoidance and hypervigilance) but the way
in which they do that may help patients to further access information that is useful
for elaborating the trauma memory and making it more coherent.
In line with Ehlers and Clark’s (2000) model and prospective studies that
provided evidence for the importance of unhelpful responses to intrusive memories
(i.e., thought suppression, rumination, and intentional numbing) in the development
of PTSD in trauma survivors (e.g., Beierl et al., 2019; Ehlers et al., 1998; Kleim
et al., 2012) the results presented in Chapter 3 provide initial evidence that changes
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in unhelpful responses to intrusions are associated with subsequent changes in
PTSD symptoms during CT-PTSD. Similarly, our results suggest that dropping
unhelpful safety behaviours drives subsequent changes in PTSD symptoms, in
accordance with longitudinal prospective studies (e.g., Beierl et al., 2019; Dunmore
et al., 2001; Ehring et al., 2008) and extends previous evidence from a PTSD
treatment study (Goodson & Haeffel, 2018).
In summary, this thesis presents further evidence supporting the maintenance
factors of PTSD specified in Ehlers and Clark’s (2000) model, while also showing that
targeting these maintaining factors during treatment is related to subsequent clinical
improvement as predicted by the underpinning theory and treatment protocol (see
Figure 1.2). Importantly, the results in Chapter 3 suggest that, with the exception of
trauma memory disorganisation, changes in therapy processes predicted subsequent
changes in PTSD symptoms, but not vice versa.
Overall, the results support Ehlers and Clark’s (2000) model, but also other
theories that propose a role of appraisals, memory features and unhelpful coping in
PTSD (e.g., Brewin, 2014; Ehlers & Clark, 2000; Foa & Riggs, 1993; Resick
& Schnicke, 1992). In line with a general discussion of the role of memory
disorganisation in PTSD in the field (e.g., Brewin, 2016; Rubin et al., 2016), the only
concept that did not show a unidirectional effect on subsequent symptom change
was a measure of memory disorganisation. Further work identifying the best way
to assess this concept is needed. This may require further refinement. For example,
Ehlers et al. (2004) suggested that for explaining reexperiencing, the disjointedness
of the memory for the worst moments is most relevant. There is some evidence for
this hypothesis (Evans et al., 2007; Jelinek et al., 2010; Sachschal et al., 2019).

5.1.3

Clinical implications

The results presented in this thesis have several clinical implications. While the
results support the hypothesis that the therapeutic procedures in CT-PTSD have
the desired effect of changing symptoms via their effects on appraisals, memory
characteristics and coping strategies, these effects may not be unique to CT-PTSD
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and other treatments of PTSD may work through the same processes. For example,
Brown et al’s (2018) meta-analysis suggested that changes in negative appraisals
drive change in PTSD symptoms in several trauma-focused treatments. Such results
may pave the way to further improvements in therapy procedures that particularly
focus on maximizing change in appraisals, memory features and unhelpful coping.
They may also help therapists tailor their treatment to the degree to which each of
these factors is present in an individual patient. For example, in patients who are
preoccupied with the unfairness of the trauma and ruminate excessively about it, but
have relatively few flashbacks, focusing on rumination in treatment and measuring
progress with the Response to Intrusion Questionnaire used in this study may
lead to the fastest progress in treatment. For patients whose life is dominated by
flashback memories, the updating memories and trigger discrimination procedures
may be the best way to start therapy as they are likely to lead to fast changes in
the nowness of memories and reductions in involuntary reexperiencing.
If the processes identified in this study replicate in future sudden gains studies,
the results could indicate the importance of maximising cognitive change to promote
symptom change in PTSD. This could be achieved by focusing early in therapy
on the individual meanings of the trauma that lead to a sense of current threat.
For example, the updating-memories procedure used in the cohort studies for
this purpose was associated with sudden gains in therapy as early as Session 2
(see Chapter 4.1, Figure 4.1).
The findings of this thesis suggest that monitoring changes in therapy process
measures during treatment in routine clinical care may be useful to inform treatment
procedures aiming to maximise the change in these processes and subsequently
PTSD symptoms.

5.1.4

Looking beyond PTSD symptoms

This thesis highlighted that a substantial subgroup of patients with PTSD showed
concurrent large improvements in PTSD symptoms, negative appraisals, and
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flashback characteristics of intrusive trauma memories from one treatment session
to the next (Chapter 4.1).
Many people with PTSD have comorbid disorders, especially comorbid depression
and anxiety are very common (Kessler, 1995; Kessler et al., 2005). The therapeutic
procedures of CT-PTSD can be expected to change depression and general anxiety for
several reasons. Restructuring excessive negative appraisals will include appraisals
that are also involved in depression (negative appraisals of the self, e.g., ‘I am
worthless’) and anxiety (e.g., ‘I cannot trust anyone’).

Reclaiming your life

assignments have some similarities with behavioural activation, which is an effective
treatment for depression. Reduction of avoidance and safety behaviours overlaps
with treatments for anxiety disorders. These commonalities would suggest that
concurrent changes in PTSD, depression, and anxiety symptoms are likely.
Chapter 4.2 investigated whether sudden improvement in PTSD symptoms
generalises to concurrent improvements in comorbid depression or generalised
anxiety symptoms. This was the case for the majority of patients. The findings also
suggested that reductions in anxiety preceded sudden gains in PTSD symptoms. It
is possible that these changes in anxiety facilitated their engagement and ability to
benefit from the therapeutic interventions, e.g., engagement with and processing
of trauma memories or behavioural experiments. Explorative analyses further
suggested that patients who did not experience large concurrent improvements in
comorbid symptoms together with the sudden gain in PTSD symptoms improved
in a more gradual way. There might be a difference between patients whose anxiety
and depression are a consequence of the PTSD symptoms, compared to patients who
were experiencing anxiety or depression prior to developing PTSD. This distinction
could be tested in future research and might be important to consider when analysing
changes in secondary outcome measures around sudden gains in PTSD symptoms.
Overall, these results suggest that when patients make large improvements
in PTSD symptoms, they also tend to show large improvements in comorbid
symptoms, suggesting that CT-PTSD procedures address comorbid depression
and anxiety symptoms. In line with these results, randomised controlled trials
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(Ehlers et al., 2005; Ehlers et al., 2003; Ehlers et al., 2014) show large pre-post
changes in measures of anxiety and depression.

5.1.5

Limitations and future research

The studies reported in this thesis have a number of limitations that should be
considered in future research. Although the studies presented in this thesis build
on previous prospective and experimental research and the statistical methods
address important aspects that are required to establish a causal relationship (e.g.,
matched control group in Chapters 4.1 and 4.2 and testing for temporal precedence
in Chapters 3, 4.1, and 4.2), the data used in this thesis was observational and
causality can therefore not be inferred from these results. For example, our data
did not include a randomised control group or an experimental manipulation
of the hypothesised therapeutic processes (Cuijpers et al., 2019; Kazdin, 2007).
Furthermore, it is possible that changes in unmeasured variables account for changes
in both the therapy process and PTSD symptom severity. However, taking into
account the strong theoretical background and previous empirical evidence, the
results provide evidence in favour of a causal interpretation of the therapy processes.
While this thesis provides evidence that processes hypothesised by the Ehlers
and Clark’s (2000) are driving clinical improvement, it needs to be further explored
whether changes in these processes are related to the therapeutic techniques designed
to target them. As the content of treatment sessions depends on the individual case
formulation, the heterogeneity of the session content as well as the data available
did not allow us to address this question in this thesis. Different forms of treatments
with a session-to-session protocol and possibilities to extract detailed information
about therapeutic technique would provide an opportunity to address this important
question. Internet delivered treatments provide a promising opportunity as the
content is delivered more consistently across patients in comparison to face-toface therapies. Furthermore, internet programmes could be designed to collect
data on therapeutic techniques or session content without requiring additional
work from patients or therapists.
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All therapy processes measures in this thesis were self-reports assessed in weekly
time intervals. It would be helpful to monitor changes in therapy processes during
shorter time intervals to investigate the temporal relationships between therapeutic
intervention, therapy processes, and symptom change more closely. One possibility
would be intensive daily treatment protocols with diaries of the processes of interest
(Woodward et al., 2017). Different forms of data collection (e.g., text analyses
of written trauma narratives to examine the memory disorganisation, see BedardGilligan et al., 2017) could be also be explored in future studies.
Some negative cognitions are now part of the DSM-5 diagnosis the results of
this thesis and other research suggests that changes in all items are not always
simultaneous. Analyses of subcategories of symptoms or individual items may help
to further improve our knowledge of processes of change in psychological therapies
(e.g., Blanken et al., 2019; McNally, 2016). To reduce overlap between measures
of DSM-5 symptoms and cognitive therapy processes, some measures may need
to be adapted in future studies when investigating longitudinal associations to
avoid an overlap between the constructs. However, as this thesis used a symptom
scale that is based on DSM-IV, this problem does not apply to the present results.
Therapy process measures may need to be further refined to ensure that they capture
meaningful changes that can be used to evaluate processes of change during therapy.
Looking only at the medium to large effect sizes of sudden gains on treatment
outcome (Shalom & Aderka, 2020), it is unclear whether this effect is driven by
the majority of patients with sudden gains or only by a subgroup. The clinical
importance of sudden gains for individual patients who experience sudden gains is
less clear and only few studies have investigated this question. Some studies reported
the percentage of patients who recovered with and without sudden gains (e.g.,
Lemmens et al., 2016; Tang & DeRubeis, 1999; Wucherpfennig, Rubel, Hofmann,
et al., 2017; Wucherpfennig, Rubel, Hollon, et al., 2017). In those studies that
have investigated the recovery rates, patients with sudden gains showed a higher
recovery rate than patients without sudden gains, however these results are mostly
broken down into only two categories (recovered vs. nonrecovered). A more detailed
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investigation including a finer range of categories (e.g., deteriorated, unchanged,
improved, recovered) suggested by Jacobson and Truax (1991), or other approaches
to examine the clinical importance of sudden gains for individual patients is needed.
Future research on processes of change in psychological therapies should also
address more directly why therapy does not work for everyone. As much as we
need to understand how treatments work, it is also important to investigate the
processes involved in drop-out or non-recovery. The choice of the methods used
in this thesis are primarily addressing how therapy works. While it is likely that
our results are also in parts relevant for understanding why therapy does not
work, investigating drop-out or non-recovery would require different methods and
different inclusion criteria of participants.
Different forms of psychological treatments have been developed for PTSD.
While they all share some similarities, there are also differences in the underpinning
theoretical frameworks (Schnyder et al., 2015). It will be important to bring together
the findings of studies investigating processes of change in with different treatments
approaches (e.g., dysfunctional thinking in CBT for depression: Cristea et al.,
2015) and to extend reviews of the role of negative appraisals to include other
therapy processes (e.g., Brown et al., 2018; Gómez de La Cuesta et al., 2019; Woud
et al., 2017). More transparent reporting of the analyses might make it easier to
compare the methods and results across studies.

5.2

The value of free and open source research
software

The development of free and open source research software has the potential to
increase the quality of current psychotherapy research (for reviews see Ince et al.,
2012; Lowndes et al., 2017; Mislan et al., 2016). Not only does this make it possible
to evaluate the methods that are underlying the statistical methods, but it also
allows other researchers to extend the functionality for their own research. A range of
free and open source software tools have enabled the development of the R packages
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presented in this thesis (Chapters 2.2 and 2.3). Furthermore, all analyses reported in
this thesis as well as the writing1 were done using free and open source software tools.
Both packages and the accompanying interactive online applications (shinygains: https://milanwiedemann.shinyapps.io/shinygains; shinychange: https://
milanwiedemann.shinyapps.io/shinychange) that were developed as part of this
thesis are already being used by other researchers. Since the first stable version of
the suddengains package was published on the Comprehensive R Archive Network
(CRAN) package repository in May 2019 it has been downloaded 10184 times.
The lcsm package was first published on CRAN in June 2020 and has been
downloaded 4076 times2 .
The R package suddengains has already facilitated further independent research
of large routine clinical care datasets (Ladwa et al., 2020) and clinical trials (Mechler
et al., 2020; Warbrick, 2020). The development of the package has also led to
a collaboration in which we developed a new method that aims to test whether
sudden gains occur above and beyond chance in a given sample (Lorenzo-Luaces
et al., 2020). It should also be noted that we were made aware of a coding error
very early during the development of the suddengains package by independent
researchers which made it possible for us to address the error before publication.
In this case, openly sharing analytic code and developing research software has
not only facilitated new collaborations and work to improve existing methods but
also helped us to detect and correct coding errors early.
Although both R packages are released on CRAN and the tests that are
implemented in the packages suggest that they are working correctly, it is possible
that some errors are currently undetected. More specific tests need to be developed
for both R packages in the future to ensure that they work as intended. Furthermore,
while the functionality of both packages covers a wide range of possible specifications,
some features are still missing. For example, in the lcsm package it is currently not
possible to specify multiple indicators (e.g., multiple items of a symptom or therapy
1

This thesis was written using R Markdown (Xie et al., 2018), the oxforddown template (Lyngs,
2019), and the R package papaja (Aust & Barth, 2020).
2
The download count for both R packages was last updated on February 17, 2021.
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process measure) at repeated time points (for a demonstration of this method see
Kievit et al., 2018). In the current version it is only possible to specify a summary
statistic (e.g., the sum or mean of multiple indicators) at each time point. Although
the suddengains package covers most adaptations of the original criteria by Tang
and DeRubeis (1999), some less commonly used adaptations (e.g., Kelly et al., 2007;
Kelly et al., 2005) are currently not implemented. This means that not all published
adaptations of the original sudden gain criteria can be replicated in the current
version, but it is possible to add more features in upcoming releases of the package.
The open development of these R packages on GitHub allows other researchers
to report errors or suggest new features. All currently known issues as well as
planned features of both packages are available online and can be amended by other
researchers (lcsm: https://github.com/milanwiedemann/lcsm/issues; suddengains:
https://github.com/milanwiedemann/suddengains/issues).
Sharing analytic scripts or developing research software is only one step towards
making psychotherapy research more transparent and reproducible. I argue that
it is relatively easy to implement sharing analytic code compared to some other
open research practices that would require more detailed planning in advance
(e.g., pre-registration) or careful consideration how to protect sensitive information
about individuals (e.g., sharing data). Reviewers, editors, and founding bodies play
an important role in encouraging and incentivising this and other open research
principles in the planning, conducting, and reporting of psychological treatment
research (e.g., Nosek et al., 2015).
Overall, it is anticipated that both packages developed in this thesis will permit
a faster and more transparent examination of processes of change in psychological
therapies, and that these packages could provide valuable tools to explore how these
methods could be improved further. It is hoped that the work presented in this thesis
assists other psychotherapy researchers to incorporate some open research practices
in their work, for example sharing analytic code or engaging in the development
of research software by suggesting or adding new features to R packages.
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Conclusion

Evidence-based treatments for PTSD can have a significant positive impact on
many patients’ lives (e.g., Cusack et al., 2016; Kline et al., 2018; Mavranezouli
et al., 2020). A continuous evaluation of the theoretical models underpinning
psychological treatments is important to ensure that psychological treatments are
rooted in empirical science. The present thesis aimed to contribute to the emerging
findings on the role of the factors maintaining PTSD specified by Ehlers and Clark
(2000), which also partly overlap with those suggested by other authors (e.g., Brewin,
2014; Foa & Riggs, 1993; Resick & Schnicke, 1992). The results in this thesis largely
supported that changes in these factors are driving symptom change during therapy.
For negative appraisals, it has already been established that these results hold up
for other trauma-focused therapies. It remains to be investigated whether this also
applies to the other factors investigated in this thesis and whether they are also
found for nontrauma-focused psychological therapies. To improve the quality of
research and current psychological therapies, it will be important to address the
clinical and methodological gaps in an open and collaborative way by bringing
together expertise from different disciplines.
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Development of R packages
Table A.1: Complete list of parameters available in the lcsm package
Parameter
Construct X
gamma_lx1
sigma2_lx1
sigma2_ux
alpha_g2
alpha_g3
sigma2_g2
sigma2_g3
sigma_g2lx1
sigma_g3lx1
sigma_g2g3
beta_x
phi_x
Construct Y
gamma_ly1
sigma2_ly1
sigma2_uy
alpha_j2
alpha_j3
sigma2_j2
sigma2_j3
sigma_j2ly1
sigma_j3ly1
sigma_j2j3
beta_y
phi_y
Coupling X & Y
sigma_su
sigma_ly1lx1
sigma_g2ly1

Symbol

Description

γlx1
2
σlx1
2
σux
αg2
αg3
2
σg2
2
σg3
σg2lx1
σg3lx1
σg2g3
βx
φx

Mean of latent true scores x (Intercept)
Variance of latent true scores x
Variance of observed scores x
Mean of change factor (g2)
Mean of change factor (g3)
Variance of change factor (g2)
Variance of change factor (g3)
Covar: Change factor (g2) with initial true score x (lx1)
Covar: Change factor (g3) with initial true score x (lx1)
Covar: Change factors within construct x
Proportional change factor of construct x
Autoregression of change scores x

γly1
2
σly1
2
σuy
αj2
αj3
2
σj2
2
σj3
σj2ly1
σj3ly1
σj2j3
βy
φy

Mean of latent true scores y (Intercept)
Variance of latent true scores y
Variance of observed scores y
Mean of change factor (j2)
Mean of change factor (j3)
Variance of change factor (j2)
Variance of change factor (j3)
Covar: Change factor (j2) with initial true score y (ly1)
Covar: Change factor (j3) with initial true score y (ly1)
Covar: Change factors within construct y
Proportional change factor of construct y
Autoregression of change scores y

σsu
σly1lx1
σg2ly1

Covar: Residuals x with y
Covar: Intercepts x with y
Covar: Change factor x (g2) with initial true score y (ly1)
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Table A.1 continued

Parameter
sigma_g3ly1
sigma_j2lx1
sigma_j3lx1
sigma_j2g2
sigma_j2g3
sigma_j3g2
delta_con_xy
delta_con_yx
delta_lag_xy
delta_lag_yx
xi_con_xy
xi_con_yx
xi_lag_xy
xi_lag_yx

Symbol

Description

σg3ly1
σj2lx1
σj3lx1
σj2g2
σj2g3
σj3g2
δconxy
δconyx
δlagxy
δlagyx
ξconxy
ξconyx
ξlagxy
ξlagyx

Covar: Change factor x (g3) with initial true score y (ly1)
Covar: Change factor y (j2) with initial true score x (lx1)
Covar: Change factor y (j3) with initial true score x (lx1)
Covar: Change factors y (j2) with x (g2)
Covar: Change factors y (j2) with x (g3)
Covar: Change factors y (j3) with x (g2)
Change score x (t) determined by true score y (t)
Change score y (t) determined by true score x (t)
Change score x (t) determined by true score y (t-1)
Change score y (t) determined by true score x (t-1)
Change score x (t) determined by change score y (t)
Change score y (t) determined by change score x (t)
Change score x (t) determined by change score y (t-1)
Change score y (t) determined by change score x (t-1)

Note. Covar = Covariance. More details for each parameter can be found in the
package documentation using help(sim_uni_lcsm) or help(sim_bi_lcsm).
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Figure A.1: Generate lavaan syntax of a univariate LCSM using shinychange.

Figure A.2: Plot simplified path diagram of a univariate LCSM using shinychange.

A. Development of R packages

139

Figure A.3: Simulate and visualise data based on bivariate LCSM parameters using
shinychange.
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Figure A.4: Demonstration of identifying sudden gains using shinygains.

Figure A.5: Testing for a sudden gain using shinygains.
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Table B.1: Fit statistics for univariate LCSMs
Model
PTSD symptoms (PDS)
No change
Constant change
Piecewise constant change
Piecewise constant change + AR †
Negative appraisals (PTCI-20)
No change
Constant change
Piecewise Constant change †
Piecewise constant change + AR
Responses to intrusions (RIQ)
No change
Constant change
Piecewise constant change †
Piecewise constant change + AR
Safety behaviours (SBQ)
No change
Constant change
Piecewise constant change †
Piecewise constant change + AR
Disorganised memories (TMQ)
No change
Constant change
Piecewise constant change †
Piecewise constant change + AR
Flashback memories (UMQ)
No change
Constant change
Piecewise constant change †
Piecewise constant change + AR

χ2

Parameters

AIC

BIC

CFI

TLI

RMSEA

1,546
189
128
119

3
6
10
11

2,900
1,550
1,496
1,490

2,910
1,570
1,530
1,527

.326
.941
.967
.970

.510
.955
.973
.975

.336
.102
.079
.076

1,168
183
124
121

3
6
10
11

4,629
3,650
3,599
3,598

4,639
3,670
3,632
3,635

.507
.945
.969
.970

.643
.958
.975
.975

.290
.100
.077
.077

1,232
162
117
116

3
6
10
11

2,661
1,598
1,560
1,561

2,671
1,618
1,594
1,598

.382
.946
.967
.967

.552
.958
.973
.973

.296
.090
.072
.073

787
171
132
132

3
6
10
11

2,560
1,949
1,919
1,920

2,570
1,969
1,952
1,957

.621
.942
.959
.959

.725
.955
.967
.966

.235
.095
.082
.083

898
233
146
143

3
6
10
11

3,788
3,129
3,049
3,048

3,798
3,149
3,083
3,085

.574
.911
.954
.955

.691
.932
.962
.962

.252
.118
.088
.088

902
166
131
129

3
6
10
11

6,679
5,949
5,922
5,922

6,689
5,968
5,955
5,959

.455
.931
.951
.951

.605
.947
.960
.959

.258
.094
.082
.083

Note. χ2 = Chi square; AIC = Akaike Information Criterion; BIC = Bayesian
Information Criterion; CFI = Comparative Fit Index; TLI = Tucker-Lewis
Index; RMSEA = Root Mean Square Error of Approximation. AR =
Autoregression of change scores. † indicates selected model.

23
24
24
25
23
24
24
25
23
24
24
25
23
25
25
27
24
26
26
27

620
374
429
373
520
389
418
389
477
407
368
364
595
384
365
356

Parameters

644
420
435
410

χ2

6,897
6,689
6,671
6,664

4,319
4,252
4,214
4,214

3,193
3,064
3,093
3,066

2,657
2,413
2,468
2,414

4,695
4,473
4,487
4,465

AIC

6,976
6,776
6,757
6,754

4,396
4,336
4,298
4,304

3,270
3,144
3,174
3,150

2,735
2,494
2,549
2,498

4,772
4,554
4,568
4,549

BIC

.911
.959
.963
.965

.939
.954
.963
.964

.931
.959
.953
.959

.914
.965
.954
.965

.915
.958
.956
.960

CFI

.918
.962
.966
.967

.944
.958
.966
.966

.936
.963
.957
.962

.922
.968
.957
.968

.922
.962
.959
.963

TLI

.096
.066
.062
.061

.078
.068
.061
.061

.085
.065
.070
.065

.096
.062
.071
.062

.100
.070
.072
.069

RMSEA

Note. χ2 = Chi Square; AIC = Akaike Information Criterion; BIC = Bayesian Information
Criterion; CFI = Comparative Fit Index; TLI = Tucker-Lewis Index; RMSEA = Root Mean
Square Error of Approximation. † indicates selected model.

Negative appraisals (PTCI-20) - PTSD symptoms (PDS)
No Coupling
∆Negative appraisals(t−1) → ∆PTSD symptoms(t)
∆PTSD symptoms(t−1) → ∆Negative appraisals(t)
Bidirectional Coupling†
Responses to intrusions (RIQ) - PTSD symptoms (PDS)
No Coupling
∆Responses to intrusions(t−1) → ∆PTSD symptoms(t)
∆PTSD symptoms(t−1) → ∆Responses to intrusions(t)
Bidirectional Coupling†
Safety behaviours (SBQ) - PTSD symptoms (PDS)
No Coupling
∆Safety behaviours(t−1) → ∆PTSD symptoms†(t)
∆PTSD symptoms(t−1) → ∆Safety behaviours(t)
Bidirectional Coupling
Disorganised memories (TMQ) - PTSD symptoms (PDS)
No Coupling
∆Disorganised memories(t1,2 −1) → ∆PTSD symptoms(t1,2 )
∆PTSD symptoms(t1,2 −1) → ∆Disorganised memories(t1,2 )
Piecewise Bidirectional Coupling†
Flashback memories (UMQ) - PTSD symptoms (PDS)
No Coupling
∆Flashback memories(t1,2 −1) → ∆PTSD symptoms(t1,2 )
∆PTSD symptoms(t1,2 −1) → ∆Flashback memories(t1,2 )
Piecewise bidirectional coupling†

Model

Table B.2: Fit statistics for bivariate LCSMs
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Figure C.1: Age distribution of patients with and all patients without sudden gains in
Sample 1 (a) and Sample 2 (b).
Table C.1: Correlations between symptoms and
cognitive processes in Sample 1

PDS
PTCI-22
UMQ-4
BDI
BAI

PDS

PTCI-22

UMQ-4

BDI

BAI

.68
.46
.66
.60

.43
.77
.57

.47
.40

.63

-

Note. All Pearson correlation coefficients were
statistically significant at p < .001, n = 248.

Table C.2: Correlations between symptoms and cognitive
processes in Sample 2

PDS
PTCI-20
UMQ-5
PHQ-9
GAD-7

PDS

PTCI-20

UMQ-5

PHQ-9

GAD-7

.66
.62
.75
.72

.46
.58
.58

.52
.49

.82

-

Note. All Pearson correlation coefficients were statistically significant at p < .001, n = 234.
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Figure C.2: Average change in depression and anxiety severity around the PTSD sudden
gain session versus matched session for controls in Sample 1 (a, c) Sample 2 (b, d). Error
bars represent 95% confidence intervals.
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Figure C.3: Number of sudden gainers with improvements on PDS subscales for (A)
Sample 1, n = 76 and (B) Sample 2, n = 87.

Table C.3: Item descriptions of the Posttraumatic Stress Disorder
Scale (PDS)

Item

Description

Subscale

1
2
3
4
5
6
7
8
9
10
11
12
13
14
15
16
17

Upsetting thoughts
Intrusions
Nightmares
Intrusions
Reliving the traumatic event
Intrusions
Emotionally upset
Intrusions
Physical reactions
Arousal
Avoidance of thoughts
Avoidance
Avoidance of reminders
Avoidance
Difficulty remembering
Avoidance
Loss of interest
Avoidance
Distant
Avoidance
Emotionally numb
Avoidance
Future hopes or plans will not come true Avoidance
Trouble falling or staying asleep
Arousal
Feeling irritable
Arousal
Trouble concentrating
Arousal
Overly alert
Arousal
Jumpy or easily startled
Arousal

Note. Response categories range from 0 (Not at all) to 3
(5 or more times a week/almost always).

C. Sudden symptom improvements

Table C.4: Item descriptions
of the Beck Depression Inventory
(BDI)

Item

Description

1
2
3
4
5
6
7
8
9
10
11
12
13
14
15
16
17
18
19
20
21

Sadness
Pessimism
Sense of failure
Loss of pleasure
Guilty feelings
Punishment feelings
Self-dislike
Self-accusation
Suicidal thoughts
Crying
Irritability
Social withdrawal
Indecisiveness
Change in body image
Difficulty working
Insomnia
Tiredness of fatigue
Loss of appetite
Loss of weight
Somatic preoccupation
Loss of interest in sex

Note. Response categories range
from 0 to 3 with different wordings for each item.
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Table C.5: Item descriptions of the Patient Health Questionnaire 9-item
scale (PHQ-9)

Item

Description

1
2
3
4
5
6
7
8
9

Little interest or pleasure
Feeling down, depressed, or hopeless
Sleep problems
Tired or little energy
Poor appetite or overeating
Feeling bad about yourself
Trouble concentrating
Moving or speaking so slowly or being so fidgety or restless
Suicidality

Note.
Response categories range from 0 (Not at all) to 3
(Nearly every day).
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Table C.6: Item descriptions of the
Beck Anxiety Inventory (BAI)

Item

Description

1
2
3
4
5
6
7
8
9
10
11
12
13
14
15
16
17
18
19
20
21

Numbness or tingling
Feeling hot
Wobbliness in legs
Unable to relax
Fear of worst happening
Dizzy or lightheaded
Heart pounding / racing
Unsteady
Terrified or afraid
Nervous
Feeling of choking
Hands trembling
Shaky / unsteady
Fear of losing control
Difficulty in breathing
Fear of dying
Scared
Indigestion
Faint / lightheaded
Face flushed
Hot / cold sweats

Note.
Response categories
range from 0 (Not at all) to 3
(Severely – it bothered me a lot).
Table C.7: Item descriptions of the Generalised Anxiety Disorder 7-item scale (GAD-7)

Item

Description

1
2
3
4
5
6
7

Feeling nervous, anxious
Not able to control worrying
Worrying about different things
Trouble relaxing
Being so restless
Easily annoyed or irritable
Feeling afraid

Note. Response categories range from 0
(Not at all) to 3 (Nearly every day).

150

D

Publications
Chapters 1.6.1 and 4.1 are based on published work:
Wiedemann, M., Stott, R., Nickless, A., Beierl, E. T., Wild, J., Warnock-Parkes, E.,
Grey, N., Clark, D. M., & Ehlers, A. (2020). Cognitive processes associated with
sudden gains in cognitive therapy for posttraumatic stress disorder in routine care.
Journal of Consulting and Clinical Psychology. https://doi.org/10.1037/ccp0000488
Chapter 2.3 is based on published work:
Wiedemann, M., Thew, G. R., Stott, R., & Ehlers, A. (2020). suddengains: An
R package to identify sudden gains in longitudinal data. PLOS ONE. https :
/ / doi . org / 10 . 1371 / journal . pone . 0230276
The work presented in Chapter 2.3 has led to a collaboration. The
manuscript is currently under-review and available as a preprint:
Lorenzo-Luaces, L., Wiedemann, M., Huibers, M. J. H., & Lemmens, L. H. J. M.
(2020). A permutation test to probe the statistical significance of sudden gain
frequency: An application to patterns of change in cognitive and interpersonal
therapy for depression. PsyArXiv. https://doi.org/10.31234/osf.io/jbzw3

151

References
Aboumatar, H., & Wise, R. A. (2019). Notice of Retraction. Aboumatar et al. Effect of a
Program Combining Transitional Care and Long-term Self-management Support
on Outcomes of Hospitalized Patients With Chronic Obstructive Pulmonary
Disease: A Randomized Clinical Trial. JAMA . 2018;320(22):2335-2343. JAMA,
322 (14), 1417. https://doi.org/10.1001/jama.2019.11954
Aderka, I. M., Anholt, G. E., van Balkom, A. J. L. M., Smit, J. H., Hermesh, H., &
van Oppen, P. (2011). Sudden gains in the treatment of obsessive-compulsive
disorder. Psychotherapy and Psychosomatics, 81 (1), 44–51.
https://doi.org/10.1159/000329995
Aderka, I. M., Appelbaum-Namdar, E., Shafran, N., & Gilboa-Schechtman, E. (2011).
Sudden gains in prolonged exposure for children and adolescents with
posttraumatic stress disorder. Journal of Consulting and Clinical Psychology,
79 (4), 441–446. https://doi.org/10.1037/a0024112
Aderka, I. M., Nickerson, A., Boe, H. J., & Hofmann, S. G. (2012). Sudden gains during
psychological treatments of anxiety and depression: A meta-analysis. Journal of
Consulting and Clinical Psychology, 80 (1), 93–101.
https://doi.org/10.1037/a0026455
Akaike, H. (1974). A new look at the statistical model identification. IEEE Transactions
on Automatic Control, 19 (6), 716–723.
https://doi.org/10.1109/TAC.1974.1100705
American Psychiatric Association. (2000). Diagnostic and statistical manual of mental
disorders (DSM-IV-TR) (4th ed.). Washington, DC, Author.
https://doi.org/10.1176/appi.books.9780890420249.dsm-iv-tr
American Psychiatric Association. (2013). Diagnostic and statistical manual of mental
disorders (DSM-5). Washington, DC, Author.
https://doi.org/10.1176/appi.books.9780890425596
American Psychological Association. (2017). Clinical Practice Guideline for the
Treatment of Posttraumatic Stress Disorder (PTSD) in Adults.
https://www.apa.org/ptsd-guideline/ptsd.pdf
Andrusyna, T. P., Luborsky, L., Pham, T., & Tang, T. Z. (2006). The Mechanisms of
Sudden Gains in Supportive – Expressive Therapy for Depression. Psychotherapy
Research, 16 (5), 526–536. https://doi.org/10.1080/10503300600591379
Armour, C., Műllerová, J., & Elhai, J. D. (2016). A systematic literature review of
PTSD’s latent structure in the Diagnostic and Statistical Manual of Mental
Disorders: DSM-IV to DSM-5. Clinical Psychology Review, 44, 60–74.
https://doi.org/10.1016/j.cpr.2015.12.003
Aust, F., & Barth, M. (2020). papaja: Create APA manuscripts with R Markdown.
https://github.com/crsh/papaja

152

References

153

Baraldi, A. N., & Enders, C. K. (2010). An introduction to modern missing data
analyses. Journal of School Psychology, 48 (1), 5–37.
https://doi.org/10.1016/j.jsp.2009.10.001
Barkham, M., Rees, A., Stiles, W. B., Shapiro, D. A., Hardy, G. E., & Reynolds, S.
(1996). Dose–effect relations in time-limited psychotherapy for depression.
Journal of Consulting and Clinical Psychology, 64 (5), 927–935.
https://doi.org/10.1037/0022-006X.64.5.927
Barnes, N. (2010). Publish your computer code: It is good enough. Nature, 467 (7317),
753–753. https://doi.org/10.1038/467753a
Beck, A. T., & Steer, R. A. (1993a). Beck Anxiety Inventory Manual. San Antonio, TX,
The Psychological Corporation.
Beck, A. T., & Steer, R. A. (1993b). Beck Depression Inventory Manual. San Antonio,
TX, The Psychological Corporation.
Bedard-Gilligan, M., Zoellner, L. A., & Feeny, N. C. (2017). Is Trauma Memory Special?
Trauma Narrative Fragmentation in PTSD: Effects of Treatment and Response.
Clinical Psychological Science. https://doi.org/10.1177/2167702616676581
Beierl, E. T., Böllinghaus, I., Clark, D. M., Glucksman, E., & Ehlers, A. (2019).
Cognitive paths from trauma to posttraumatic stress disorder: A prospective
study of Ehlers and Clark’s model in survivors of assaults or road traffic collisions.
Psychological Medicine, 1–10. https://doi.org/10.1017/S0033291719002253
Bentler, P. M. (1990). Comparative fit indexes in structural models. Psychological
Bulletin, 107 (2), 238–246. https://doi.org/10.1037/0033-2909.107.2.238
Berntsen, D., & Rubin, D. C. (2014). Involuntary memories and dissociative amnesia:
Assessing key assumptions in posttraumatic stress disorder research. Clinical
Psychological Science, 2 (2), 174–186. https://doi.org/10.1177/2167702613496241
Birkeland, M. S., Greene, T., & Spiller, T. R. (2020). The network approach to
posttraumatic stress disorder: A systematic review. European Journal of
Psychotraumatology, 11 (1), 1700614.
https://doi.org/10.1080/20008198.2019.1700614
Bisson, J. I., Ehlers, A., Matthews, R., Pilling, S., Richards, D., & Turner, S. (2007).
Psychological treatments for chronic post-traumatic stress disorder: Systematic
review and meta-analysis. British Journal of Psychiatry, 190, 97–104.
https://doi.org/10.1192/bjp.bp.106.021402
Bisson, J. I., Roberts, N. P., Andrew, M., Cooper, R., & Lewis, C. (2013). Psychological
therapies for chronic post-traumatic stress disorder (PTSD) in adults. Cochrane
Database of Systematic Reviews, (12).
https://doi.org/10.1002/14651858.CD003388.pub4
Blanken, T. F., Van Der Zweerde, T., Van Straten, A., Van Someren, E. J.,
Borsboom, D., & Lancee, J. (2019). Introducing Network Intervention Analysis to
Investigate Sequential, Symptom-Specific Treatment Effects: A Demonstration in
Co-Occurring Insomnia and Depression. Psychotherapy and Psychosomatics,
88 (1), 52–54. https://doi.org/10.1159/000495045
Bohn, C., Aderka, I. M., Schreiber, F., Stangier, U., & Hofmann, S. G. (2013). Sudden
gains in cognitive therapy and interpersonal therapy for social anxiety disorder.
Journal of Consulting and Clinical Psychology, 81 (1), 177–182.
https://doi.org/10.1037/a0031198

References

154

Bradley, R., Greene, J., Russ, E., Dutra, L., & Westen, D. (2005). A multidimensional
meta-analysis of psychotherapy for PTSD. American Journal of Psychiatry,
162 (2), 214–227. https://doi.org/10.1093/clipsy/bpg024
Brady, F., Warnock-Parkes, E., Barker, C., & Ehlers, A. (2015). Early in-session
predictors of response to trauma-focused cognitive therapy for posttraumatic
stress disorder. Behaviour Research and Therapy, 75, 40–47.
https://doi.org/10.1016/j.brat.2015.10.001
Bredemeier, K., Lieblich, S., & Foa, E. B. (2020). Pretreatment levels of rumination
predict cognitive-behavioral therapy outcomes in a transdiagnostic sample of
adults with anxiety-related disorders. Journal of Anxiety Disorders, 102277.
https://doi.org/10.1016/j.janxdis.2020.102277
Brewin, C. R. (2014). Episodic memory, perceptual memory, and their interaction:
Foundations for a theory of posttraumatic stress disorder. Psychological Bulletin,
140 (1), 69–97. https://doi.org/10.1037/a0033722
Brewin, C. R. (2016). Coherence, disorganization, and fragmentation in traumatic
memory reconsidered: A response to Rubin et al. (2016). Journal of Abnormal
Psychology, 125 (7), 1011–1017. https://doi.org/10.1037/abn0000154
Brewin, C. R., Gregory, J. D., Lipton, M., & Burgess, N. (2010). Intrusive Images in
Psychological Disorders: Characteristics, Neural Mechanisms, and Treatment
Implications. Psychological Review, 117 (1), 210–232.
https://doi.org/10.1037/a0018113
Brewin, C. R., & Holmes, E. A. (2003). Psychological theories of posttraumatic stress
disorder. Clinical Psychology Review, 23 (3), 339–376.
https://doi.org/10.1016/S0272-7358(03)00033-3
Brewin, C. R., Lanius, R. A., Novac, A., Schnyder, U., & Galea, S. (2009). Reformulating
PTSD for DSM-V: Life after Criterion A. Journal of Traumatic Stress, 22 (5),
366–373. https://doi.org/10.1002/jts.20443
Brown, L. A., Belli, G. M., Asnaani, A., & Foa, E. B. (2018). A Review of the Role of
Negative Cognitions About Oneself, Others, and the World in the Treatment of
PTSD. Cognitive Therapy and Research.
https://doi.org/10.1007/s10608-018-9938-1
Chang, W., Cheng, J., Allaire, J., Xie, Y., & McPherson, J. (2020). shiny: Web
application framework for R. https://CRAN.R-project.org/package=shiny
Clark, D. A., Nuttall, A. K., & Bowles, R. P. (2018). Misspecification in latent change
score models: Consequences for parameter estimation, model evaluation, and
predicting change. Multivariate Behavioral Research, 53 (2), 172–189.
https://doi.org/10.1080/00273171.2017.1409612
Clerkin, E. M., Teachman, B. A., & Smith-Janik, S. B. (2008). Sudden gains in group
cognitive-behavioral therapy for panic disorder. Behaviour Research and Therapy,
46 (11), 1244–1250. https://doi.org/10.1016/j.brat.2008.08.002
Clohessy, S., & Ehlers, A. (1999). PTSD symptoms, response to intrusive memories and
coping in ambulance service workers. British Journal of Clinical Psychology,
38 (3), 251–265. https://doi.org/10.1348/014466599162836
Cooper, A. A., Clifton, E. G., & Feeny, N. C. (2017). An empirical review of potential
mediators and mechanisms of prolonged exposure therapy. Clinical Psychology
Review, 56, 106–121. https://doi.org/10.1016/j.cpr.2017.07.003
Cooper, A. A., Zoellner, L. A., Roy-Byrne, P., Mavissakalian, M. R., & Feeny, N. C.
(2017). Do changes in trauma-related beliefs predict PTSD symptom

References

155

improvement in prolonged exposure and sertraline? Journal of Consulting and
Clinical Psychology, 85 (9), 873–882. https://doi.org/10.1037/ccp0000220
Cristea, I. A., Huibers, M. J. H., David, D., Hollon, S. D., Andersson, G., & Cuijpers, P.
(2015). The effects of cognitive behavior therapy for adult depression on
dysfunctional thinking: A meta-analysis. Clinical Psychology Review, 42, 62–71.
https://doi.org/10.1016/j.cpr.2015.08.003
Cuijpers, P., Reijnders, M., & Huibers, M. J. (2019). The role of common factors in
psychotherapy outcomes. Annual Review of Clinical Psychology, 15 (1), 207–231.
https://doi.org/10.1146/annurev-clinpsy-050718-095424
Cusack, K., Jonas, D. E., Forneris, C. A., Wines, C., Sonis, J., Middleton, J. C.,
Feltner, C., Brownley, K. A., Olmsted, K. R., Greenblatt, A., Weil, A., &
Gaynes, B. N. (2016). Psychological treatments for adults with posttraumatic
stress disorder: A systematic review and meta-analysis. Clinical Psychology
Review, 43 (290), 128–141. https://doi.org/10.1016/j.cpr.2015.10.003
Dalgleish, T. (2004). Cognitive approaches to Posttraumatic Stress Disorder: The
evolution of multirepresentational theorizing. Psychological Bulletin, 130 (2),
228–260. https://doi.org/10.1037/0033-2909.130.2.228
Deschenes, S. S., & Dugas, M. J. (2013). Sudden gains in the cognitive-behavioral
treatment of generalized anxiety disorder. Cognitive Therapy and Research, 37 (4),
805–811. https://doi.org/10.1007/s10608-012-9504-1
Diehle, J., Schmitt, K., Daams, J. G., Boer, F., & Lindauer, R. J. L. (2014). Effects of
psychotherapy on trauma-related cognitions in posttraumatic stress disorder: A
meta-analysis. Journal of Traumatic Stress, 27 (3), 257–264.
https://doi.org/10.1002/jts.21924
Doane, L. S., Feeny, N. C., & Zoellner, L. A. (2010). A preliminary investigation of
sudden gains in exposure therapy for PTSD. Behaviour Research and Therapy,
48 (6), 555–560. https://doi.org/10.1016/j.brat.2010.02.002
Driver, C. C., Oud, J. H. L., & Voelkle, M. C. (2017). Continuous time structural
equation modeling with R package ctsem. Journal of Statistical Software, 77 (5).
https://doi.org/10.18637/jss.v077.i05
Dunmore, E., Clark, D. M., & Ehlers, A. (1999). Cognitive factors involved in the onset
and maintenance of posttraumatic stress disorder (PTSD) after physical or sexual
assault. Behaviour Research and Therapy, 37 (9), 809–829.
https://doi.org/10.1016/S0005-7967(98)00181-8
Dunmore, E., Clark, D. M., & Ehlers, A. (2001). A prospective investigation of the role
of cognitive factors in persistent Posttraumatic Stress Disorder (PTSD) after
physical or sexual assault. Behaviour Research and Therapy, 39 (9), 1063–1084.
https://doi.org/10.1016/S0005-7967(00)00088-7
Ehlers, A. (2015). Intrusive reexperiencing in posttraumatic stress disorder: Memory
processes and their implications for therapy. In D. Berntsen & L. A. Watson
(Eds.), Clinical Perspectives on Autobiographical Memory (pp. 109–132).
Cambridge, Cambridge University Press.
https://doi.org/10.1017/CBO9781139626767.007
Ehlers, A. (2020). Psychometric characteristics of a short version of the Posttraumatic
Cognitions Inventory (PTCI-20). In preparation.
Ehlers, A., Beierl, E. T., Böllinghaus, I., Sachschal, J., Ehring, T., & Kleim, B. (2020).
Psychometric characteristics of the Intrusive Memories Questionnaire. In
preparation.

References

156

Ehlers, A., & Clark, D. M. (2000). A cognitive model of posttraumatic stress disorder.
Behaviour Research and Therapy, 38 (4), 319–345.
https://doi.org/10.1016/S0005-7967(99)00123-0
Ehlers, A., Clark, D. M., Hackmann, A., McManus, F., & Fennell, M. J. V. (2005).
Cognitive therapy for post-traumatic stress disorder: Development and evaluation.
Behaviour Research and Therapy, 43 (4), 413–431.
https://doi.org/10.1016/j.brat.2004.03.006
Ehlers, A., Clark, D. M., Hackmann, A., McManus, F., Fennell, M. J. V., Herbert, C., &
Mayou, R. (2003). A randomized controlled trial of cognitive therapy, self-help
booklet, and repeated assessments as early interventions for posttraumatic stress
disorder. Archives of General Psychiatry, 60 (10), 1024–1032.
https://doi.org/10.1001/archpsyc.60.10.1024
Ehlers, A., Ehring, T., & Kleim, B. (2012). Information Processing in Posttraumatic
Stress Disorder. In J. Gayle Beck & D. M. Sloan (Eds.), The Oxford Handbook of
Traumatic Stress Disorders (pp. 191–261). Oxford, Oxford University Press.
https://doi.org/10.1093/oxfordhb/9780195399066.013.0014
Ehlers, A., Grey, N., Wild, J., Stott, R., Liness, S., Deale, A., Handley, R., Albert, I.,
Cullen, D., Hackmann, A., Manley, J., McManus, F., Brady, F., Salkovskis, P., &
Clark, D. M. (2013). Implementation of cognitive therapy for PTSD in routine
clinical care: Effectiveness and moderators of outcome in a consecutive sample.
Behaviour Research and Therapy, 51 (11), 742–752.
https://doi.org/10.1016/j.brat.2013.08.006
Ehlers, A., Hackmann, A., Grey, N., Wild, J., Liness, S., Albert, I., Deale, A., Stott, R.,
& Clark, D. M. (2014). A randomized controlled trial of 7-day intensive and
standard weekly cognitive therapy for PTSD and emotion-focused supportive
therapy. American Journal of Psychiatry, 171 (3), 294–304.
https://doi.org/10.1176/appi.ajp.2013.13040552
Ehlers, A., Hackmann, A., & Michael, T. (2004). Intrusive re-experiencing in
post-traumatic stress disorder: Phenomenology, theory, and therapy. Memory,
12 (4), 403–415.
Ehlers, A., Mayou, R. A., & Bryant, B. (1998). Psychological predictors of chronic
posttraumatic stress disorder after motor vehicle accidents. Journal of Abnormal
Psychology, 107 (3), 508–519. https://doi.org/10.1037/0021-843X.107.3.508
Ehlers, A., Wild, J., Warnock-Parkes, E., Stott, R., Grey, N., Cullen, D., Albert, I.,
Deale, A., & Clark, D. M. (2020). Effectiveness of cognitive therapy in routine
clinical care: Second phase implementation. Manuscript submitted for publication.
Ehlers, A., & Wild, J. (2015). Cognitive Therapy for PTSD: Updating Memories and
Meanings of Trauma. In U. Schnyder & M. Cloitre (Eds.), Evidence Based
Treatments for Trauma-Related Psychological Disorders: A Practical Guide for
Clinicians (pp. 161–187). London, Springer International Publishing.
https://doi.org/10.1007/978-3-319-07109-1_9
Ehring, T., Ehlers, A., & Glucksman, E. (2008). Do cognitive models help in predicting
the severity of posttraumatic stress disorder, phobia, and depression after motor
vehicle accidents? A prospective longitudinal study. Journal of Consulting and
Clinical Psychology, 76 (2), 219–230. https://doi.org/10.1037/0022-006x.76.2.219
Ehring, T., Kleim, B., Clark, D. M., Foa, E. B., & Ehlers, A. (2007). Screening for
posttraumatic stress disorder: What combination of symptoms predicts best? The

References

157

Journal of Nervous and Mental Disease, 195 (12), 1004–1012.
https://doi.org/10.1097/NMD.0b013e31815c1999
Epskamp, S. (2019). Class="nocase">semPlot: Path diagrams and visual analysis of
various SEM packages’ output. manual.
https://CRAN.R-project.org/package=semPlot
Eubanks-Carter, C., Gorman, B. S., & Muran, J. C. (2012). Quantitative naturalistic
methods for detecting change points in psychotherapy research: An illustration
with alliance ruptures. Psychotherapy Research, 22 (6), 621–637.
https://doi.org/10.1080/10503307.2012.693772
Evans, C., Ehlers, A., Mezey, G., & Clark, D. M. (2007). Intrusive memories in
perpetrators of violent crime: Emotions and cognitions. Journal of Consulting and
Clinical Psychology, 75 (1), 134–144. https://doi.org/10.1037/0022-006X.75.1.134
First, M. B., Gibbon, M., Spitzer, R. L., Williams, J. B. W., & Benjamin, L. S. (1997).
Structured Clinical Interview for DSM-IV Axis I Disorders, Clinician Version
(SCID-CV). Washington, DC, American Psychiatric Press.
Foa, E. B., Cashman, L., Jaycox, L., & Perry, K. (1997). The validation of a self-report
measure of posttraumatic stress disorder: The Posttraumatic Diagnostic Scale.
Psychological Assessment, 9 (4), 445–451.
https://doi.org/10.1037/1040-3590.9.4.445
Foa, E. B., Ehlers, A., Clark, D. M., Tolin, D. F., & Orsillo, S. M. (1999). The
posttraumatic cognitions inventory (PTCI): Development and validation.
Psychological Assessment, 11 (3), 303–314.
https://doi.org/10.1037/1040-3590.11.3.303
Foa, E. B., & Kozak, M. J. (1986). Emotional processing of fear: Exposure to corrective
information. Psychological Bulletin, 99 (1), 20–35.
https://doi.org/10.1037/0033-2909.99.1.20
Foa, E. B., Molnar, C., & Cashman, L. (1995). Change in rape narratives during
exposure therapy for posttraumatic stress disorder. Journal of Traumatic Stress,
8 (4), 675–690. https://doi.org/10.1002/jts.2490080409
Foa, E. B., & Riggs, D. S. (1993). Post traumatic stress disorder in rape victims. In
J. M. Oldham, M. B. Riba, & A. Tasman (Eds.), American Psychiatric Press
Review of Psychiatry (pp. 273–303). Washington, DC, American Psychiatric
Press.
Foa, E. B., Riggs, D. S., Dancu, C. V., & Rothbaum, B. O. (1993). Reliability and
validity of a brief instrument for assessing post-traumatic stress disorder. Journal
of Traumatic Stress, 6 (4), 459–473. https://doi.org/10.1002/jts.2490060405
Foa, E. B., Zoellner, L. A., Feeny, N. C., Hembree, E. A., & Alvarez-Conrad, J. (2002).
Does imaginal exposure exacerbate PTSD symptoms? Journal of Consulting and
Clinical Psychology, 70 (4), 1022–1028.
https://doi.org/10.1037/0022-006X.70.4.1022
Fortunato, L., & Galassi, M. (2020). The case for free and open source software in
research and scholarship. SocArXiv. https://doi.org/10.31235/osf.io/ye7sx
Freeman, D., Thompson, C., Vorontsova, N., Dunn, G., Carter, L.-A., Garety, P.,
Kuipers, E., Slater, M., Antley, A., Glucksman, E., & Ehlers, A. (2013). Paranoia
and post-traumatic stress disorder in the months after a physical assault: A
longitudinal study examining shared and differential predictors. Psychological
Medicine, 43 (12), 2673–2684. https://doi.org/10.1017/S003329171300038X

References

158

Friedman, M. J. (2013). Finalizing PTSD in DSM-5: Getting Here From There and
Where to Go Next. Journal of Traumatic Stress, 26 (5), 548–556.
https://doi.org/10.1002/jts.21840
Galatzer-Levy, I. R., & Bryant, R. A. (2013). 636,120 ways to have Posttraumatic Stress
Disorder. Perspectives on Psychological Science, 8 (6), 651–662.
https://doi.org/10.1177/1745691613504115
Ghisletta, P., & McArdle, J. J. (2012). Latent Curve Models and Latent Change Score
Models Estimated in R. Structural Equation Modeling: A Multidisciplinary
Journal, 19 (4), 651–682. https://doi.org/10.1080/10705511.2012.713275
Gibby, B. (2015). Sudden gains in trauma-focused cognitive-behavioral therapy for child
and adolescent trauma victims (Master of Arts). Towson University. Towson,
Maryland.
Goldacre, B., Morton, C. E., & DeVito, N. J. (2019). Why researchers should share their
analytic code. BMJ, 367. https://doi.org/10.1136/bmj.l6365
Goldsmith, K. A., MacKinnon, D. P., Chalder, T., White, P. D., Sharpe, M., &
Pickles, A. (2018). Tutorial: The practical application of longitudinal structural
equation mediation models in clinical trials. Psychological Methods, 23 (2),
191–207. https://doi.org/10.1037/met0000154
Gómez de La Cuesta, G., Schweizer, S., Diehle, J., Young, J., & Meiser-Stedman, R.
(2019). The relationship between maladaptive appraisals and posttraumatic stress
disorder: A meta-analysis. European Journal of Psychotraumatology, 10 (1),
1620084. https://doi.org/10.1080/20008198.2019.1620084
Goodson, J. T., & Haeffel, G. J. (2018). Preventative and restorative safety behaviors:
Effects on exposure treatment outcomes and risk for future anxious symptoms.
Journal of Clinical Psychology, 74 (10), 1657–1672.
https://doi.org/10.1002/jclp.22635
Grimm, K. J., An, Y., McArdle, J. J., Zonderman, A. B., & Resnick, S. M. (2012).
Recent changes leading to subsequent changes: Extensions of multivariate latent
difference score models. Structural Equation Modeling, 19 (2), 268–292.
https://doi.org/10.1080/10705511.2012.659627
Grimm, K. J., Ram, N., & Estabrook, R. (2017). Growth Modeling - Structural Equation
and Multilevel Modeling Approaches. New York, The Guilford Press.
Hackmann, A., Ehlers, A., Speckens, A. E., & Clark, D. M. (2004). Characteristics and
content of intrusive memories in PTSD and their changes with treatment.
Journal of Traumatic Stress, 17 (3), 231–240.
https://doi.org/10.1023/B:JOTS.0000029266.88369.fd
Halligan, S. L., Clark, D. M., & Ehlers, A. (2002). Cognitive processing, memory, and the
development of PTSD symptoms: Two experimental analogue studies. Journal of
Behavior Therapy and Experimental Psychiatry, 33 (2), 73–89.
https://doi.org/10.1016/S0005-7916(02)00014-9
Halligan, S. L., Michael, T., Clark, D. M., & Ehlers, A. (2003). Posttraumatic stress
disorder following assault: The role of cognitive processing, trauma memory, and
appraisals. Journal of Consulting and Clinical Psychology, 71 (3), 419–431.
https://doi.org/10.1037/0022-006X.71.3.419
Hardy, G. E., Cahill, J., Stiles, W. B., Ispan, C., Macaskill, N., & Barkham, M. (2005).
Sudden gains in Cognitive Therapy for Depression: A replication and extension.
Journal of Consulting and Clinical Psychology, 73 (1), 59–67.
https://doi.org/10.1037/0022-006X.73.1.59

References

159

Harvey, A. G. (2000). Two-year prospective evaluation of the relationship between Acute
Stress Disorder and Posttraumatic Stress Disorder following mild traumatic brain
injury. American Journal of Psychiatry, 157 (4), 626–628.
https://doi.org/10.1176/appi.ajp.157.4.626
Haugen, P. T., Goldman, R. E., & Owen, J. (2015). Sudden gains and deteriorations in
the treatment of posttraumatic stress disorder in world trade center responders.
Journal of Nervous and Mental Disease, 203 (3), 205–209.
https://doi.org/10.1097/NMD.0000000000000263
Hawley, L. L., Padesky, C. A., Hollon, S. D., Mancuso, E., Laposa, J. M., Brozina, K., &
Segal, Z. V. (2017). Cognitive-Behavioral Therapy for Depression Using Mind
Over Mood: CBT Skill Use and Differential Symptom Alleviation. Behavior
Therapy, 48 (1), 29–44. https://doi.org/10.1016/j.beth.2016.09.003
Hedges, L. V., & Olkin, I. (1985). Statistical Methods for Meta-Analysis. Orlando, FL,
Academic Press.
Ho, D. E., Imai, K., King, G., & Stuart, E. A. (2011). MatchIt: Nonparametric
preprocessing for parametric causal inference. Journal of Statistical Software,
42 (8), 1–28. https://doi.org/10.18637/jss.v042.i08
Hofmann, S. G., Schulz, S. M., Meuret, A. E., Moscovitch, D. A., & Suvak, M. K. (2006).
Sudden gains during therapy of social phobia. Journal of Consulting and Clinical
Psychology, 74 (4), 687–697. https://doi.org/10.1037/0022-006X.74.4.687
Hoge, C. W., Riviere, L. A., Wilk, J. E., Herrell, R. K., & Weathers, F. W. (2014). The
prevalence of post-traumatic stress disorder (PTSD) in US combat soldiers: A
head-to-head comparison of DSM-5 versus DSM-IV-TR symptom criteria with
the PTSD checklist. The Lancet Psychiatry, 1 (4), 269–277.
https://doi.org/10.1016/S2215-0366(14)70235-4
Hunnicutt-Ferguson, K., Hoxha, D., & Gollan, J. (2012). Exploring sudden gains in
behavioral activation therapy for Major Depressive Disorder. Behaviour Research
and Therapy, 50 (3), 223–230. https://doi.org/10.1016/j.brat.2012.01.005
Ince, D. C., Hatton, L., & Graham-Cumming, J. (2012). The case for open computer
programs. Nature, 482 (7386), 485–488. https://doi.org/10.1038/nature10836
International Society for Traumatic Stress Studies. (2020). Effective treatments for
PTSD: Practice guidelines from the international society for traumatic stress
studies (D. Forbes, J. I. Bisson, C. M. Monson, & L. Berliner, Eds.; 3rd ed.). New
York, The Guilford Press.
Jacobson, N. S., & Truax, P. A. (1991). Clinical significance: A statistical approach to
defining meaningful change in psychotherapy research. Journal of Consulting and
Clinical Psychology, 59 (1), 12–19. https://doi.org/10.1037/0022-006X.59.1.12
Jacobucci, R., Serang, S., & Grimm, K. J. (2019). A Short Note on Interpretation in the
Dual Change Score Model. Structural Equation Modeling: A Multidisciplinary
Journal, 0 (0), 1–7. https://doi.org/10.1080/10705511.2019.1619457
JASP Team. (2019). JASP. https://jasp-stats.org/
Jelinek, L., Stockbauer, C., Randjbar, S., Kellner, M., Ehring, T., & Moritz, S. (2010).
Characteristics and organization of the worst moment of trauma memories in
posttraumatic stress disorder. Behaviour Research and Therapy, 48 (7), 680–685.
https://doi.org/10.1016/j.brat.2010.03.014
Jun, J. J., Zoellner, L. A., & Feeny, N. C. (2013). Sudden gains in prolonged exposure
and sertraline for chronic PTSD. Depression and Anxiety, 30 (7), 607–613.
https://doi.org/10.1002/da.22119

References

160

Kangaslampi, S., & Peltonen, K. (2019). Changes in traumatic memories and
posttraumatic cognitions associate with PTSD symptom improvement in
treatment of multiply traumatized children and adolescents. Journal of Child &
Adolescent Trauma. https://doi.org/10.1007/s40653-019-00255-3
Kazdin, A. E. (2007). Mediators and mechanisms of change in psychotherapy research.
Annual Review of Clinical Psychology, 3, 1–27.
https://doi.org/10.1146/annurev.clinpsy.3.022806.091432
Kazdin, A. E. (2009). Understanding how and why psychotherapy leads to change.
Psychotherapy Research, 19 (4-5), 418–428.
https://doi.org/10.1080/10503300802448899
Keller, S. M., Feeny, N. C., & Zoellner, L. A. (2014). Depression sudden gains and
transient depression spikes during treatment for PTSD. Journal of Consulting
and Clinical Psychology, 82 (1), 102–111. https://doi.org/10.1037/a0035286
Kelley, L. P., Weathers, F. W., McDevitt-Murphy, M. E., Eakin, D. E., & Flood, A. M.
(2009). A comparison of PTSD symptom patterns in three types of civilian
trauma. Journal of Traumatic Stress, 22 (3), 227–235.
https://doi.org/10.1002/jts.20406
Kelly, K. A., Rizvi, S. L., Monson, C. M., & Resick, P. A. (2009). The impact of sudden
gains in cognitive behavioral therapy for posttraumatic stress disorder. Journal of
Traumatic Stress, 22 (4), 287–293. https://doi.org/10.1002/jts.20427
Kelly, M. A. R., Cyranowski, J. M., & Frank, E. (2007). Sudden gains in interpersonal
psychotherapy for depression. Behaviour Research and Therapy, 45 (11),
2563–2572. https://doi.org/10.1016/j.brat.2007.07.007
Kelly, M. A. R., Roberts, J. E., & Ciesla, J. A. (2005). Sudden gains in cognitive
behavioral treatment for depression: When do they occur and do they matter?
Behaviour Research and Therapy, 43 (6), 703–714.
https://doi.org/10.1016/j.brat.2004.06.002
Kessler, R. C. (1995). Posttraumatic Stress Disorder in the National Comorbidity Survey.
Archives of General Psychiatry, 52 (12), 1048–1060.
https://doi.org/10.1001/archpsyc.1995.03950240066012
Kessler, R. C., Chiu, W. T., Demler, O., Merikangas, K. R., & Walters, E. E. (2005).
Prevalence, severity, and comorbidity of 12-month DSM-IV disorders in the
National Comorbidity Survey Replication. Archives of General Psychiatry, 62 (6),
617–627. https://doi.org/10.1001/archpsyc.62.6.617
Kievit, R. A., Brandmaier, A. M., Ziegler, G., van Harmelen, A.-L., de Mooij, S. M.,
Moutoussis, M., Goodyer, I. M., Bullmore, E., Jones, P. B., Fonagy, P.,
Lindenberger, U., & Dolan, R. J. (2018). Developmental cognitive neuroscience
using latent change score models: A tutorial and applications. Developmental
Cognitive Neuroscience, 33, 99–117. https://doi.org/10.1016/j.dcn.2017.11.007
Kindt, M., Buck, N., Arntz, A., & Soeter, M. (2007). Perceptual and conceptual
processing as predictors of treatment outcome in PTSD. Journal of Behavior
Therapy and Experimental Psychiatry, 38 (4), 491–506.
https://doi.org/10.1016/j.jbtep.2007.10.002
King, D. W., King, L. A., McArdle, J. J., Shalev, A. Y., & Doron-LaMarca, S. (2009).
Sequential Temporal Dependencies in Associations Between Symptoms of
Depression and Posttraumatic Stress Disorder: An Application of Bivariate
Latent Difference Score Structural Equation Modeling. Multivariate Behavioral
Research, 44 (4), 437–464. https://doi.org/10.1080/00273170903103308

References

161

King, K. M., Littlefield, A. K., McCabe, C. J., Mills, K. L., Flournoy, J., & Chassin, L.
(2018). Longitudinal modeling in developmental neuroimaging research: Common
challenges, and solutions from developmental psychology. Developmental
Cognitive Neuroscience, 33, 54–72. https://doi.org/10.1016/j.dcn.2017.11.009
Kleim, B., Ehlers, A., & Glucksman, E. (2007). Early predictors of chronic
post-traumatic stress disorder in assault survivors. Psychological Medicine,
37 (10), 1457–1467. https://doi.org/10.1017/S0033291707001006
Kleim, B., Ehlers, A., & Glucksman, E. (2012). Investigating cognitive pathways to
psychopathology: Predicting depression and posttraumatic stress disorder from
early responses after assault. Psychological Trauma: Theory, Research, Practice,
and Policy, 4 (5), 527–537. https://doi.org/10.1037/a0027006
Kleim, B., Grey, N., Wild, J., Nussbeck, F. W., Stott, R., Hackmann, A., Clark, D. M.,
& Ehlers, A. (2013). Cognitive change predicts symptom reduction with cognitive
therapy for posttraumatic stress disorder. Journal of Consulting and Clinical
Psychology, 81 (3), 383–393. https://doi.org/10.1037/a0031290
Kleim, B., Wallott, F., & Ehlers, A. (2008). Are Trauma Memories Disjointed from other
Autobiographical Memories in Posttraumatic Stress Disorder? An Experimental
Investigation. Behavioural and Cognitive Psychotherapy, 36 (2), 221–234.
https://doi.org/10.1017/S1352465807004080
Kline, A. C., Cooper, A. A., Rytwinksi, N. K., & Feeny, N. C. (2018). Long-term efficacy
of psychotherapy for posttraumatic stress disorder: A meta-analysis of
randomized controlled trials. Clinical Psychology Review, 59, 30–40.
https://doi.org/10.1016/j.cpr.2017.10.009
Klopack, E. T., & Wickrama, K. A. S. (2020). Modeling Latent Change Score Analysis
and Extensions in Mplus: A Practical Guide for Researchers. Structural Equation
Modeling: A Multidisciplinary Journal, 27 (1), 97–110.
https://doi.org/10.1080/10705511.2018.1562929
König, J., Karl, R., Rosner, R., & Butollo, W. (2014). Sudden gains in two
psychotherapies for posttraumatic stress disorder. Behaviour Research and
Therapy, 60, 15–22. https://doi.org/10.1016/j.brat.2014.06.005
Kroenke, K., Spitzer, R. L., & Williams, J. B. W. (2001). The PHQ-9: Validity of a brief
depression severity measure. Journal of General Internal Medicine, 16 (9),
606–613. https://doi.org/10.1046/j.1525-1497.2001.016009606.x
Krüger, A., Ehring, T., Priebe, K., Dyer, A. S., Steil, R., & Bohus, M. (2014). Sudden
losses and sudden gains during a DBT-PTSD treatment for posttraumatic stress
disorder following childhood sexual abuse. European Journal of
Psychotraumatology, 5, 24470. https://doi.org/10.3402/ejpt.v5.24470
Kumpula, M. J., Pentel, K. Z., Foa, E. B., LeBlanc, N. J., Bui, E., McSweeney, L. B.,
Knowles, K., Bosley, H., Simon, N. M., & Rauch, S. A. (2017). Temporal
sequencing of change in posttraumatic cognitions and PTSD symptom reduction
during prolonged exposure therapy. Behavior Therapy, 48 (2), 156–165.
https://doi.org/10.1016/j.beth.2016.02.008
Ladwa, A., O’Mahen, H., Hayes, A. M., & Wright, K. (2020). Sudden improvements and
transient worsening in depression symptoms in a large primary care mental health
sample (Manuscript in preparation).
Layard, R., Clark, D. M., Knapp, M., & Mayraz, G. (2007). Cost-benefit analysis of
psychological therapy. National Institute Economic Review, 202, 90–98.

References

162

Lemmens, L. H. J. M., DeRubeis, R. J., Arntz, A., Peeters, F. P., & Huibers, M. J. H.
(2016). Sudden gains in cognitive therapy and interpersonal psychotherapy for
adult depression. Behaviour Research and Therapy, 77, 170–176.
https://doi.org/10.1016/j.brat.2015.12.014
Lewis, C., Roberts, N. P., Gibson, S., & Bisson, J. I. (2020). Dropout from psychological
therapies for post-traumatic stress disorder (PTSD) in adults: Systematic review
and meta-analysis. European Journal of Psychotraumatology, 11 (1), 1709709.
https://doi.org/10.1080/20008198.2019.1709709
Lindeløv, J. K. (2020). mcp: An R package for regression with multiple change points.
OSF Preprints. https://doi.org/10.31219/osf.io/fzqxv
Liverant, G. I., Suvak, M. K., Pineles, S. L., & Resick, P. A. (2012). Changes in
posttraumatic stress disorder and depressive symptoms during cognitive
processing therapy: Evidence for concurrent change. Journal of Consulting and
Clinical Psychology, 80 (6), 957–967. https://doi.org/10.1037/a0030485
Lorenzo-Luaces, L., Wiedemann, M., Huibers, M. J. H., & Lemmens, L. H. J. M. (2020).
A permutation test to probe the statistical significance of sudden gain frequency:
An application to patterns of change in cognitive and interpersonal therapy for
depression. PsyArXiv. https://doi.org/10.31234/osf.io/jbzw3
Lowndes, J. S. S., Best, B. D., Scarborough, C., Afflerbach, J. C., Frazier, M. R.,
O’Hara, C. C., Jiang, N., & Halpern, B. S. (2017). Our path to better science in
less time using open data science tools. Nature Ecology & Evolution, 1 (6), 0160.
https://doi.org/10.1038/s41559-017-0160
Lutz, W., Ehrlich, T., Rubel, J., Hallwachs, N., Röttger, M.-A., Jorasz, C., Mocanu, S.,
Vocks, S., Schulte, D., & Tschitsaz-Stucki, A. (2013). The ups and downs of
psychotherapy: Sudden gains and sudden losses identified with session reports.
Psychotherapy Research, 23 (1), 14–24.
https://doi.org/10.1080/10503307.2012.693837
Lyngs, U. (2019). oxforddown: An Oxford University Thesis Template for R Markdown.
GitHub repository. https://doi.org/10.5281/zenodo.3484682
Macdonald, A., Monson, C. M., Doron-Lamarca, S., Resick, P. A., & Palfai, T. P. (2011).
Identifying patterns of symptom change during a randomized controlled trial of
cognitive processing therapy for military-related posttraumatic stress disorder:
Patterns of PTSD Symptom Change. Journal of Traumatic Stress, 24 (3),
268–276. https://doi.org/10.1002/jts.20642
Martinovich, Z., Saunders, S., & Howard, K. (1996). Some Comments on “Assessing
Clinical Significance”. Psychotherapy Research, 6 (2), 124–132.
https://doi.org/10.1080/10503309612331331648
Mavranezouli, I., Megnin-Viggars, O., Daly, C., Dias, S., Welton, N. J., Stockton, S.,
Bhutani, G., Grey, N., Leach, J., Greenberg, N., Katona, C., El-Leithy, S., &
Pilling, S. (2020). Psychological treatments for post-traumatic stress disorder in
adults: A network meta-analysis. Psychological Medicine, 50, 542–555.
https://doi.org/10.1017/S0033291720000070
McArdle, J. J. (2009). Latent variable modeling of differences and changes with
longitudinal data. Annual Review of Psychology, 60 (1), 577–605.
https://doi.org/10.1146/annurev.psych.60.110707.163612
McArdle, J. J., & Hamagami, F. (2001). Latent difference score structural models for
linear dynamic analyses with incomplete longitudinal data. In L. M. Collins &
A. G. Sayer (Eds.), Decade of behavior. New methods for the analysis of change.

References

163

(pp. 139–175). Washington, American Psychological Association.
https://doi.org/10.1037/10409-005
McLean, C. P., Su, Y. J., & Foa, E. B. (2015). Mechanisms of symptom reduction in a
combined treatment for comorbid posttraumatic stress disorder and alcohol
dependence. Journal of Consulting and Clinical Psychology, 83 (3), 655–661.
https://doi.org/10.1037/ccp0000024
McLean, C. P., Yeh, R., Rosenfield, D., & Foa, E. B. (2015). Changes in negative
cognitions mediate PTSD symptom reductions during client-centered therapy and
prolonged exposure for adolescents. Behaviour Research and Therapy, 68, 64–69.
https://doi.org/10.1016/j.brat.2015.03.008
McLean, C. P., Zang, Y., Gallagher, T., Suzuki, N., Yarvis, J. S., Litz, B. T., Mintz, J.,
Young-McCaughan, S., Peterson, A. L., & Foa, E. B. (2019). Trauma-related
cognitions and cognitive emotion regulation as mediators of PTSD change among
treatment-seeking active-duty military personnel with PTSD. Behavior Therapy,
50 (6), 1053–1062. https://doi.org/10.1016/j.beth.2019.03.006
McManus, S., Bebbington, P., Jenkins, R., & Brugha, T. (Eds.). (2016). Mental health
and wellbeing in England: Adult Psychiatric Morbidity Survey 2014. Leeds, NHS
Digital.
https://digital.nhs.uk/data-and-information/publications/statistical/adultpsychiatric-morbidity-survey/adult-psychiatric-morbidity-survey-survey-ofmental-health-and-wellbeing-england-2014
McMillan, D., Gilbody, S., & Richards, D. (2010). Defining successful treatment outcome
in depression using the PHQ-9: A comparison of methods. Journal of Affective
Disorders, 127 (1), 122–129. https://doi.org/10.1016/j.jad.2010.04.030
McNally, R. J. (2016). Can network analysis transform psychopathology? Behaviour
Research and Therapy, 86, 95–104. https://doi.org/10.1016/j.brat.2016.06.006
McNally, R. J., & Woud, M. L. (2019). Innovations in the Study of Appraisals and
PTSD: A Commentary. Cognitive Therapy and Research.
https://doi.org/10.1007/s10608-018-09995-2
Mechler, J., Lindqvist, K., Falkenström, F., Carlbring, P., Andersson, G., & Philips, B.
(2020). Sudden gains and large intersession improvements in internet-based
psychodynamic treatment (IPDT) for depressed adolescents. Psychotherapy
Research. https://doi.org/10.1080/10503307.2020.1804084
Meiser-Stedman, R., Smith, P., McKinnon, A., Dixon, C., Trickey, D., Ehlers, A.,
Clark, D. M., Boyle, A., Watson, P., Goodyer, I., & Dalgleish, T. (2017).
Cognitive therapy as an early treatment for post-traumatic stress disorder in
children and adolescents: A randomized controlled trial addressing preliminary
efficacy and mechanisms of action. Journal of Child Psychology and Psychiatry,
58 (5), 623–633. https://doi.org/10.1111/jcpp.12673
Mersmann, O. (2019). microbenchmark: Accurate timing functions.
https://CRAN.R-project.org/package=microbenchmark
Michael, T., Ehlers, A., Halligan, S. L., & Clark, D. M. (2005). Unwanted memories of
assault: What intrusion characteristics are associated with PTSD? Behaviour
Research and Therapy, 43 (5), 613–628. https://doi.org/10.1016/j.brat.2004.04.006
Michael, T., Halligan, S. L., Clark, D. M., & Ehlers, A. (2007). Rumination in
posttraumatic stress disorder. Depression and Anxiety, 24 (5), 307–317.
https://doi.org/10.1002/da.20228

References

164

Minocher, R., Atmaca, S., Bavero, C., McElreath, R., & Beheim, B. (2020).
Reproducibility improves exponentially over 63 years of social learning research.
PsyArXiv. https://doi.org/10.31234/osf.io/4nzc7
Miratrix, L. (2020). Using Simulation to Analyze Interrupted Time Series Designs.
Retrieved October 10, 2020, from http://arxiv.org/abs/2002.05746
Mislan, K. A. S., Heer, J. M., & White, E. P. (2016). Elevating the status of code in
ecology. Trends in Ecology & Evolution, 31 (1), 4–7.
https://doi.org/10.1016/j.tree.2015.11.006
Munafò, M. R., Nosek, B. A., Bishop, D. V. M., Button, K. S., Chambers, C. D.,
du Sert, N. P., Simonsohn, U., Wagenmakers, E.-J., Ware, J. J., &
Ioannidis, J. P. A. (2017). A manifesto for reproducible science. Nature Human
Behaviour, 1 (1), 0021. https://doi.org/10.1038/s41562-016-0021
Mundorf, E. S., & Paivio, S. C. (2011). Narrative quality and disturbance pre- and
post-emotion-focused therapy for child abuse trauma. Journal of Traumatic
Stress, 24 (6), 643–650. https://doi.org/10.1002/jts.20707
Murray, J., Ehlers, A., & Mayou, R. A. (2002). Dissociation and post-traumatic stress
disorder: Two prospective studies of road traffic accident survivors. The British
Journal of Psychiatry, 180 (4), 363–368. https://doi.org/10.1192/bjp.180.4.363
Muthén, L. K., & Muthén, B. O. (2017). Mplus User’s Guide (8th ed.). Los Angeles, CA,
Muthén & Muthén.
National Institute for Health and Care Excellence. (2018). Post-traumatic stress disorder
(NICE Guideline 116). nice.org.uk/guidance/ng116
Naudet, F., Sakarovitch, C., Janiaud, P., Cristea, I., Fanelli, D., Moher, D., &
Ioannidis, J. P. A. (2018). Data sharing and reanalysis of randomized controlled
trials in leading biomedical journals with a full data sharing policy: Survey of
studies published in The BMJ and PLOS Medicine. BMJ, 360.
https://doi.org/10.1136/bmj.k400
Neale, M. C., Hunter, M. D., Pritikin, J. N., Zahery, M., Brick, T. R., Kirkpatrick, R. M.,
Estabrook, R., Bates, T. C., Maes, H. H., & Boker, S. M. (2016). OpenMx 2.0:
Extended Structural Equation and Statistical Modeling. Psychometrika, 81 (2),
535–549. https://doi.org/10.1007/s11336-014-9435-8
Nosek, B. A., Alter, G., Banks, G. C., Borsboom, D., Bowman, S. D., Breckler, S. J.,
Buck, S., Chambers, C. D., Chin, G., Christensen, G., Contestabile, M.,
Dafoe, A., Eich, E., Freese, J., Glennerster, R., Goroff, D., Green, D. P.,
Hesse, B., Humphreys, M., . . . Yarkoni, T. (2015). Promoting an open research
culture. Science, 348 (6242), 1422–1425. https://doi.org/10.1126/science.aab2374
O’Donnell, M. L., Creamer, M., & Pattison, P. (2004). Posttraumatic stress disorder and
depression following trauma: Understanding comorbidity. American Journal of
Psychiatry, 161 (8), 1390–1396. https://doi.org/10.1176/appi.ajp.161.8.1390
Olatunji, B. O., Cisler, J. M., & Tolin, D. F. (2007). Quality of life in the anxiety
disorders: A meta-analytic review. Clinical Psychology Review, 27 (5), 572–581.
https://doi.org/10.1016/j.cpr.2007.01.015
Open Science Collaboration. (2015). Estimating the reproducibility of psychological
science. Science, 349 (6251), aac4716. https://doi.org/10.1126/science.aac4716
Osman, A., Hoffman, J., Barrios, F. X., Kopper, B. A., Breitenstein, J. L., & Hahn, S. K.
(2002). Factor structure, reliability, and validity of the Beck Anxiety Inventory in
adolescent psychiatric inpatients. Journal of Clinical Psychology, 58 (4), 443–456.
https://doi.org/10.1002/jclp.1154

References

165

Ozer, E. J., Best, S. R., Lipsey, T. L., & Weiss, D. S. (2003). Predictors of posttraumatic
stress disorder and symptoms in adults: A meta-analysis. Psychological Bulletin,
129 (1), 52–73. https://doi.org/10.1037/0033-2909.129.1.52
Peng, R. D. (2011). Reproducible research in computational science. Science, 334 (6060),
1226–1227. https://doi.org/10.1126/science.1213847
Perkel, J. M. (2019). Make code accessible with these cloud services. Nature, 575 (7781),
247–248. https://doi.org/10.1038/d41586-019-03366-x
Pinheiro, J., Bates, D., DebRoy, S., Sarkar, D., & R Core Team. (2020). nlme: Linear
and nonlinear mixed effects models. https://CRAN.R-project.org/package=nlme
Preacher, K. J. (2015). Advances in mediation analysis: A survey and synthesis of new
developments. Annual Review of Psychology, 66 (1), 825–852.
https://doi.org/10.1146/annurev-psych-010814-015258
Pretis, F., Reade, J. J., & Sucarrat, G. (2018). Automated General-to-Specific (GETS)
Regression Modeling and Indicator Saturation for Outliers and Structural Breaks.
Journal of Statistical Software, 86 (3). https://doi.org/10.18637/jss.v086.i03
Price, M., Legrand, A. C., Brier, Z. M. F., & Hébert-Dufresne, L. (2019). The symptoms
at the center: Examining the comorbidity of posttraumatic stress disorder,
generalized anxiety disorder, and depression with network analysis. Journal of
Psychiatric Research, 109, 52–58. https://doi.org/10.1016/j.jpsychires.2018.11.016
R Core Team. (2020). R: A language and environment for statistical computing. Vienna,
Austria. https://www.R-project.org/
Rasmussen, A., Verkuilen, J., Jayawickreme, N., Wu, Z., & McCluskey, S. T. (2018).
When did Posttraumatic Stress Disorder get so many factors? Confirmatory
factor models since DSM–5. Clinical Psychological Science, 2167702618809370.
https://doi.org/10.1177/2167702618809370
Resick, P. A., & Schnicke, M. K. (1992). Cognitive processing therapy for sexual assault
victims. Journal of Consulting and Clinical Psychology, 60 (5), 748–756.
https://doi.org/10.1037/0022-006X.60.5.748
Robinson, D., Hayes, A., & Couch, S. (2020). broom: Convert statistical objects into tidy
tibbles. https://CRAN.R-project.org/package=broom
Rosenbaum, P. R., & Rubin, D. B. (1983). The central role of the propensity score in
observational studies for causal effects. Biometrika, 70 (1), 41–55.
https://doi.org/10.1093/biomet/70.1.41
Rosenbaum, P. R., & Rubin, D. B. (1985). Constructing a control group using
multivariate matched sampling methods that incorporate the propensity score.
American Statistical Association, 39 (1), 33–38. https://doi.org/10.2307/2683903
Rosseel, Y. (2012). lavaan: An R package for structural equation modeling. Journal of
Statistical Software, 48 (2), 1–36. http://www.jstatsoft.org/v48/i02/
RStudio Team. (2020). RStudio: Integrated development environment for R. Boston, MA.
http://www.rstudio.com/
Rubin, D. C., Berntsen, D., & Bohni, M. K. (2008). A memory-based model of
posttraumatic stress disorder: Evaluating basic assumptions underlying the
PTSD diagnosis. Psychological Review, 115 (4), 985–1011.
https://doi.org/10.1037/a0013397
Rubin, D. C., Deffler, S. A., Ogle, C. M., Dowell, N. M., Graesser, A. C., &
Beckham, J. C. (2016). Participant, rater, and computer measures of coherence in
posttraumatic stress disorder. Journal of Abnormal Psychology, 125 (1), 11–25.
https://doi.org/10.1037/abn0000126

References

166

Rubin, D. B. (1976). Inference and missing data. Biometrika, 63 (3), 581–592.
https://doi.org/10.2307/2335739
Sachschal, J., Woodward, E., & Ehlers, A. (2018). Appraisal biases about strangers in
posttraumatic stress disorder. Cognitive Therapy and Research.
https://doi.org/10.1007/s10608-018-9962-1
Sachschal, J., Woodward, E., Wichelmann, J. M., Haag, K., & Ehlers, A. (2019).
Differential effects of poor recall and memory disjointedness on trauma symptoms.
Clinical Psychological Science, 7 (5), 1032–1041.
https://doi.org/10.1177/2167702619847195
Schafer, J. L., & Graham, J. W. (2002). Missing data: Our view of the state of the art.
Psychological Methods, 7 (2), 147–177. https://doi.org/10.1037/1082-989X.7.2.147
Schnyder, U., Ehlers, A., Elbert, T., Foa, E. B., Gersons, B. P. R., Resick, P. A.,
Shapiro, F., & Cloitre, M. (2015). Psychotherapies for PTSD: What do they have
in common? European Journal of Psychotraumatology, 6 (1), 28186.
https://doi.org/10.3402/ejpt.v6.28186
Schottenbauer, M. A., Glass, C. R., Arnkoff, D. B., Tendick, V., & Gray, S. H. (2008).
Nonresponse and Dropout Rates in Outcome Studies on PTSD: Review and
Methodological Considerations. Psychiatry: Interpersonal and Biological
Processes, 71 (2), 134–168. https://doi.org/10.1521/psyc.2008.71.2.134
Schumm, J. A., Walter, K. H., & Chard, K. M. (2013). Latent class differences explain
variability in PTSD symptom changes during cognitive processing therapy for
veterans. Psychological Trauma: Theory, Research, Practice, and Policy, 5 (6),
536–544. https://doi.org/10.1037/a0030359
Shalom, J. G., & Aderka, I. M. (2020). A meta-analysis of sudden gains in psychotherapy:
Outcome and moderators. Clinical Psychology Review, 101827.
https://doi.org/10.1016/j.cpr.2020.101827
Shalom, J. G., Gilboa-Schechtman, E., Atzil-Slonim, D., Bar-Kalifa, E.,
Hasson-Ohayon, I., van Oppen, P., van Balkom, A. J. L. M., & Aderka, I. M.
(2018). Intraindividual variability in symptoms consistently predicts sudden gains:
An examination of three independent datasets. Journal of Consulting and
Clinical Psychology, 86 (11), 892–902. https://doi.org/10.1037/ccp0000344
Speckens, A. E., Ehlers, A., Hackmann, A., & Clark, D. M. (2006). Changes in intrusive
memories associated with imaginal reliving in posttraumatic stress disorder.
Journal of Anxiety Disorders, 20 (3), 328–341.
https://doi.org/10.1016/j.janxdis.2005.02.004
Spitzer, R. L., Kroenke, K., Williams, J. B. W., & Löwe, B. (2006). A brief measure for
assessing Generalized Anxiety Disorder: The GAD-7. Archives of Internal
Medicine, 166 (10), 1092. https://doi.org/10.1001/archinte.166.10.1092
Steiger, J. H., & Lind, J. C. (1980). Statistically-based tests for the number of common
factors. Annual Meeting of the Psychometric Society, Iowa City, IA.
Stein, J. Y., Wilmot, D. V., & Solomon, Z. (2016). Does one size fit all? Nosological,
clinical, and scientific implications of variations in PTSD Criterion A. Journal of
Anxiety Disorders, 43, 106–117. https://doi.org/10.1016/j.janxdis.2016.07.001
Stiles, W. B., Leach, C., Barkham, M., Lucock, M., Iveson, S., Shapiro, D. A., Iveson, M.,
& Hardy, G. E. (2003). Early sudden gains in psychotherapy under routine clinic
conditions: Practice-based evidence. Journal of Consulting and Clinical
Psychology, 71 (1), 14–21. https://doi.org/10.1037/0022-006X.71.1.14

References

167

Stochl, J., Fried, E. I., Fritz, J., Croudace, T., Knight, C., Jones, P. B., & Perez, J. (2020).
On dimensionality, measurement invariance and suitability of sum scores for the
PHQ-9 and the GAD-7. Retrieved August 6, 2020, from https://osf.io/us27d/
Stodden, V., Guo, P., & Ma, Z. (2013). Toward Reproducible Computational Research:
An Empirical Analysis of Data and Code Policy Adoption by Journals. PLOS
ONE, 8 (6), e67111. https://doi.org/10.1371/journal.pone.0067111
Stodden, V., McNutt, M., Bailey, D. H., Deelman, E., Gil, Y., Hanson, B.,
Heroux, M. A., Ioannidis, J. P. A., & Taufer, M. (2016). Enhancing
reproducibility for computational methods. Science, 354 (6317), 1240–1241.
https://doi.org/10.1126/science.aah6168
Stuart, E. A. (2010). Matching methods for causal inference: A review and a look
forward. Statistical Science, 25 (1), 1–21. https://doi.org/10.1214/09-STS313
Tackett, J. L., Lilienfeld, S. O., Patrick, C. J., Johnson, S. L., Krueger, R. F.,
Miller, J. D., Oltmanns, T. F., & Shrout, P. E. (2017). It’s time to broaden the
replicability conversation: Thoughts for and from clinical psychological science.
Perspectives on Psychological Science, 12 (5), 742–756.
https://doi.org/10.1177/1745691617690042
Tang, T. Z. (2015). Sudden gains. In R. L. Cautin & S. O. Lilienfeld (Eds.), The
Encyclopedia of Clinical Psychology (pp. 2745–2751). Hoboken, New Jersey,
Wiley-Blackwell. https://doi.org/10.1002/9781118625392.wbecp378
Tang, T. Z., & DeRubeis, R. J. (1999). Sudden gains and critical sessions in
cognitive-behavioral therapy for depression. Journal of Consulting and Clinical
Psychology, 67 (6), 894–904. https://doi.org/10.1037/0022-006X.67.6.894
Tang, T. Z., DeRubeis, R. J., Beberman, R., & Pham, T. (2005). Cognitive changes,
critical sessions, and sudden gains in cognitive-behavioral therapy for depression.
Journal of Consulting and Clinical Psychology, 73 (1), 168–172.
https://doi.org/10.1037/0022-006X.73.1.168
Tang, T. Z., DeRubeis, R. J., Hollon, S. D., Amsterdam, J. D., & Shelton, R. C. (2007).
Sudden gains in cognitive therapy of depression and depression
relapse/recurrence. Journal of Consulting and Clinical Psychology, 75 (3),
404–408. https://doi.org/10.1037/0022-006X.75.3.404
The National Collaborating Centre for Mental Health. (2020). The Improving Access to
Psychological Therapies Manual (2nd ed.). Retrieved July 1, 2020, from
https://www.england.nhs.uk/publication/the-improving-access-to-psychologicaltherapies-manual/
Therneau, T. M. (2020). A package for survival analysis in R.
https://CRAN.R-project.org/package=survival
Thomas, C., & Persons, J. B. (2013). Sudden gains can occur in psychotherapy even
when the pattern of change is gradual. Clinical Psychology: Science and Practice,
20 (2), 127–142. https://doi.org/10.1111/cpsp.12029
Trachik, B., Bowers, C., Neer, S. M., Nguyen, V., Frueh, B. C., & Beidel, D. C. (2018).
Combat-related guilt and the mechanisms of exposure therapy. Behaviour
Research and Therapy, 102, 68–77. https://doi.org/10.1016/j.brat.2017.11.006
Tucker, L. R., & Lewis, C. (1973). A reliability coefficient for maximum likelihood factor
analysis. Psychometrika, 38 (1), 1–10. https://doi.org/10.1007/BF02291170
Usami, S., Murayama, K., & Hamaker, E. L. (2019). A unified framework of longitudinal
models to examine reciprocal relations. Psychological Methods.
https://doi.org/10.1037/met0000210

References

168

van Minnen, A., Wessel, I., Dijkstra, T., & Roelofs, K. (2002). Changes in PTSD
patients’ narratives during prolonged exposure therapy: A replication and
extension. Journal of Traumatic Stress, 15 (3), 255–258.
https://doi.org/10.1023/A:1015263513654
Viechtbauer, W. (2010). Conducting meta-analyses in R with the metafor package.
Journal of Statistical Software, 36 (3). https://doi.org/10.18637/jss.v036.i03
Vincent, L., & Norton, P. J. (2019). Predictors and consequences of sudden gains in
transdiagnostic cognitive-behavioural therapy for anxiety disorders. Cognitive
Behaviour Therapy, 48 (4), 265–284.
https://doi.org/10.1080/16506073.2018.1513557
Vittengl, J. R., Clark, L. A., & Jarrett, R. B. (2005). Validity of sudden gains in acute
phase treatment of depression. Journal of Consulting and Clinical Psychology,
73 (1), 173–182. https://doi.org/10.1037/0022-006X.73.1.173
Vittengl, J. R., Clark, L. A., Thase, M. E., & Jarrett, R. B. (2015). Detecting sudden
gains during treatment of major depressive disorder: Cautions from a monte carlo
analysis. Current Psychiatry Reviews, 11 (1), 19–31.
https://doi.org/10.2174/1573400510666140929195441
Voelkle, M. C., Gische, C., Driver, C. C., & Lindenberger, U. (2018). The role of time in
the quest for understanding psychological mechanisms. Multivariate Behavioral
Research, 53 (6), 782–805. https://doi.org/10.1080/00273171.2018.1496813
von Oertzen, T., Brandmaier, A. M., & Tsang, S. (2015). Structural Equation Modeling
With Onyx. Structural Equation Modeling: A Multidisciplinary Journal, 22 (1),
148–161. https://doi.org/10.1080/10705511.2014.935842
Wang, L., Zhang, Z., & Estabrook, R. (2009). Longitudinal mediation analysis of training
intervention effects. In S.-M. Chow, E. Ferrer, & F. Hsieh (Eds.), Statistical
methods for modeling human dynamics: An interdisciplinary dialogue (1st ed.).
New York, NY, Taylor & Francis.
Warbrick, L. A. (2020). Sudden gains in symptoms and wellbeing during treatment for
depression: Are wellbeing and depression sudden gains distinct and how to they
relate to outcomes in CBT compared to a novel wellbeing-focused therapy?
(Master’s thesis). University of Exeter. Exeter.
Wickham, H. (2015). R packages. Sebastopol, CA, O’Reilly Media.
Wickham, H. (2016). ggplot2: Elegant graphics for data analysis. Springer-Verlag New
York. https://ggplot2.tidyverse.org
Wickham, H., Averick, M., Bryan, J., Chang, W., McGowan, L. D., François, R.,
Grolemund, G., Hayes, A., Henry, L., Hester, J., Kuhn, M., Pedersen, T. L.,
Miller, E., Bache, S. M., Müller, K., Ooms, J., Robinson, D., Seidel, D. P.,
Spinu, V., . . . Yutani, H. (2019). Welcome to the tidyverse. Journal of Open
Source Software, 4 (43), 1686. https://doi.org/10.21105/joss.01686
Wickham, H., & Bryan, J. (2020). usethis: Automate package and project setup.
https://CRAN.R-project.org/package=usethis
Wickham, H., François, R., Henry, L., & Müller, K. (2020). dplyr: A grammar of data
manipulation. https://CRAN.R-project.org/package=dplyr
Wickham, H., Hester, J., & Chang, W. (2020). devtools: Tools to make developing R
packages easier. https://CRAN.R-project.org/package=devtools
Wiedemann, M. (2020). lcsm: An R package for latent change score modeling.
https://github.com/milanwiedemann/lcsm

References

169

Wiedemann, M., Stott, R., Nickless, A., Beierl, E. T., Wild, J., Warnock-Parkes, E.,
Grey, N., Clark, D. M., & Ehlers, A. (2020). Cognitive processes associated with
sudden gains in cognitive therapy for posttraumatic stress disorder in routine
care. Journal of Consulting and Clinical Psychology.
https://doi.org/10.1037/ccp0000488
Wiedemann, M., Thew, G. R., Stott, R., & Ehlers, A. (2020). suddengains: An R package
to identify sudden gains in longitudinal data. PLOS ONE.
https://doi.org/10.1371/journal.pone.0230276
Wilson, G., Aruliah, D. A., Brown, C. T., Chue Hong, N. P., Davis, M., Guy, R. T.,
Haddock, S. H. D., Huff, K. D., Mitchell, I. M., Plumbley, M. D., Waugh, B.,
White, E. P., & Wilson, P. (2014). Best Practices for Scientific Computing. PLoS
Biology, 12 (1). https://doi.org/10.1371/journal.pbio.1001745
Woodward, E., Hackmann, A., Wild, J., Grey, N., Clark, D. M., & Ehlers, A. (2017).
Effects of psychotherapies for posttraumatic stress disorder on sleep disturbances:
Results from a randomized clinical trial. Behaviour Research and Therapy, 97,
75–85. https://doi.org/10.1016/j.brat.2017.07.001
World Health Organization. (1993). The ICD-10 classification of mental and behavioural
disorders: Clinical descriptions and diagnostic guidelines. Geneva, World Health
Organization. https://icd.who.int/browse10/2016/en
World Health Organization. (2018). The ICD-11 classification of mental and behavioural
disorders: Clinical descriptions and diagnostic guidelines. Geneva.
https://icd.who.int/browse11/l-m/en
Woud, M. L., Verwoerd, J., & Krans, J. (2017). Modification of cognitive biases related
to posttraumatic stress: A systematic review and research agenda. Clinical
Psychology Review, 54, 81–95. https://doi.org/10.1016/j.cpr.2017.04.003
Wucherpfennig, F., Rubel, J. A., Hofmann, S. G., & Lutz, W. (2017). Processes of change
after a sudden gain and relation to treatment outcome - Evidence for an upward
spiral. Journal of Consulting and Clinical Psychology, 85 (12), 1199–1210.
https://doi.org/10.1037/ccp0000263
Wucherpfennig, F., Rubel, J. A., Hollon, S. D., & Lutz, W. (2017). Sudden gains in
routine care cognitive behavioral therapy for depression: A replication with
extensions. Behaviour Research and Therapy, 89, 24–32.
https://doi.org/10.1016/j.brat.2016.11.003
Xie, Y., Allaire, J., & Grolemund, G. (2018). R markdown: The definitive guide. Boca
Raton, Florida, Chapman and Hall/CRC.
https://bookdown.org/yihui/rmarkdown
Xu, J., Zhang, Q., & Yang, Y. (2020). Impact of violations of measurement invariance in
cross-lagged panel mediation models. Behavior Research Methods.
https://doi.org/10.3758/s13428-020-01426-z
Zalta, A. K., Gillihan, S. J., Fisher, A. J., Mintz, J., McLean, C. P., Yehuda, R., &
Foa, E. B. (2014). Change in negative cognitions associated with PTSD predicts
symptom reduction in prolonged exposure. Journal of Consulting and Clinical
Psychology, 82 (1), 171–175. https://doi.org/10.1037/a0034735
Zhang, Z., Hamagami, F., Grimm, K. J., & McArdle, J. J. (2015). Using R Package
RAMpath for Tracing SEM Path Diagrams and Conducting Complex
Longitudinal Data Analysis. Structural Equation Modeling: A Multidisciplinary
Journal, 22 (1), 132–147. https://doi.org/10.1080/10705511.2014.935257

References

170

Zilcha-Mano, S., Errázuriz, P., Yaffe-Herbst, L., German, R. E., & DeRubeis, R. J.
(2019). Are there any robust predictors of “sudden gainers,” and how is sustained
improvement in treatment outcome achieved following a gain? Journal of
Consulting and Clinical Psychology, 87 (6), 491–500.
https://doi.org/10.1037/ccp0000401
Zilcha-Mano, S., Eubanks, C. F., & Muran, J. C. (2019). Sudden gains in the alliance in
cognitive behavioral therapy versus brief relational therapy. Journal of Consulting
and Clinical Psychology, 87 (6), 501–509. https://doi.org/10.1037/ccp0000397
Zoellner, L. A., Roy-Byrne, P. P., Mavissakalian, M., & Feeny, N. C. (2019). Doubly
Randomized Preference Trial of Prolonged Exposure Versus Sertraline for
Treatment of PTSD. American Journal of Psychiatry, 176 (4), 287–296.
https://doi.org/10.1176/appi.ajp.2018.17090995

