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 ABSTRACT 

 Posttraumatic Stress Disorder (PTSD) is a mental disorder developed after the 

exposure to a traumatic event. People suffering from PTSD usually presents symptoms of re-

experiencing, avoidance, hyperarousal, shame, and guilty. Several theories try to explain how 

PTSD is developed, but there is relative consensus about the influence of an impaired 

memory processing. Literature points out many types of treatments that aim to regulate this 

memory impairment and, therefore, reduce PTSD symptoms. Cognitive-Behavior Therapy 

(CBT) is considered a gold-standard treatment for PTSD. However, most studies about CBT 

for PTSD are developed in the military context or in developed countries. As far as we know, 

there is a limited number of studies exploring this subject in Brazil, even with evidence 

suggesting Brazilian CBT therapists have different treatment approaches when compared with 

American CBT therapists. Our study aimed to verify the efficacy of an adapted CBT 

treatment for PTSD in Brazilians regarding PTSD symptoms, cognitions, depression and 

trauma memory content. This dissertation is composed by (1) a brief introduction, explaining 

the main concepts we used to develop the study; (2) a theoretical section composed by a 

systematic review about CBT techniques for PTSD treatment; (3) an empirical section 

composed by two papers, being one regarding the efficacy of adapted CBT protocol for PTSD 

symptoms, cognitions and depression, another about memory content in PTSD before and 

after exposure tasks; and (4) final considerations summarizing our main findings. Results 

show that our CBT protocol successfully reduces PTSD symptomatology, patient’s memory 

seems to be less fragmented and they tend to include less psychophysiological sensations of 

fear and anxiety in their trauma memory narratives after therapy. The results suggest our CBT 

protocol is effective on the treatment of PTSD in Brazilians and it helps patients to organize 

and attribute a more functional meaning to their traumatic experiences. 

 

Key-words: Stress Disorders, Post-Traumatic; Behavior Therapy; Cognitive Therapy; 

Memory. 

Area as classified by CNPq:  7.07.00.00-1 - Psychology 

Sub-area as classified by CNPq:  7.07.10.01-5 – Therapeutic Intervention 
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 RESUMO 

 O Transtorno de Estresse Pós-Traumático (TEPT) é um transtorno mental 

desenvolvido após a exposição a um evento traumático. Pessoas que sofrem com TEPT 

geralmente experienciam sintomas de revivência, evitação e excitabilidade aumentada. 

Diversas teorias tentam explicar como o TEPT se desenvolve, mas há relativo consenso sobre 

o envolvimento de processos de memória disfuncionais. A literatura aponta que existem 

muitos tipos de tratamento que buscam modular a memória de pacientes com TEPT e, assim, 

reduzir seus sintomas. A Terapia Cognitivo-Comportamental (TCC) é considerada o 

tratamento de escolha para o TEPT, porém a maior parte dos estudos sobre TCC para TEPT é 

desenvolvida no contexto militar ou em países desenvolvidos. Até onde se tem conhecimento, 

ainda há pouca pesquisa explorando esse assunto no Brasil, ainda que existam evidencias de 

que terapeutas de TCC brasileiros possuem abordagens diferentes de tratamento se 

comparados com terapeutas americanos. Este estudo objetivou verificar a eficácia de um 

protocolo de TCC adaptado para TEPT em brasileiros no que se refere a sintomas e cognições 

de TEPT, depressão e conteúdo de memória traumática. Esta tese é composta de (1) uma 

breve introdução, explicando os principais conceitos utilizados para desenvolver a pesquisa; 

(2) uma seção teórica composta por uma revisão sistemática a respeito de técnicas cognitivo-

comportamentais para o tratamento do TEPT; (3) uma seção empírica composta por dois 

artigos, sendo um sobre a eficácia de um protocolo de TCC adaptado para sintomas e 

cognições de TEPT e depressão, e o outro artigo relativo a conteúdo de memória traumática 

em TEPT antes e depois da terapia; e (4) considerações finais compilando nossos principais 

achados. Os resultados sugerem que o protocolo de TEPT adaptado diminui a sintomatologia 

de TEPT e a memória traumática dos pacientes torna-se menos fragmentada após a terapia. 

Além disso, os pacientes tendem a incluir menos sensações psicofisiológicas em suas 

narrativas da memória traumática após a terapia. Os resultados sugerem que este protocolo de 

TCC é efetivo para tratar TEPT em brasileiros e auxilia os pacientes a organizar e atribuir um 

significado mais funcional a suas experiências traumáticas 

 

Palavras-Chaves: Transtornos de Estresse Pós-Traumáticos; Terapia Comportamental; 

Terapia Cognitiva; Memória. 

Área conforme classificação CNPq:  7.07.00.00-1 - Psicologia 

Sub-área conforme classificação CNPq:  7.07.10.01-5 – Intervenção Terapêutica 
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  INTRODUCTION 

 

Posttraumatic Stress Disorder (PTSD) is a mental illness developed after experiencing 

a traumatic event. The concept of traumatic event varies in the literature, but some examples 

are natural catastrophes, motor vehicle accidents, rape and assault. According to the 

Diagnostic and Statistical Manual of Mental Disorders (DSM-5; American Psychiatric 

Association [APA], 2013), PTSD symptoms include (1) persistent re-experience of the trauma 

(e.g., through intrusive memories, nightmares and flashbacks); (2) avoidance of trauma-

related stimuli; (3) alterations in arousal, such as intense somatic reactions of anxiety; (4) 

feelings of shame and guilt; and (5) negative beliefs about oneself and the world. 

There are many theories that explain the development of PTSD. Mowrer (1960) 

suggests that the core of PTSD is fear, which is associated with neutral stimuli and maintained 

through operant conditioning. Therefore, during a traumatic event, different stimuli become 

associated with the fear experience. In order to prevent the discomfort raised by the 

conditioned stimuli, individuals with PTSD start to avoid them, which brings about a sense of 

relief. That sensation might work as a negative reinforcement, increasing the frequency of 

avoidance in future contact with the stimuli (Taylor, 2006). 

The Dual Representation Model of PTSD (Brewin, 2001; Taylor, 2006) suggests that 

two separated memory systems are active during trauma. A verbal memory system contains 

memories acquired consciously, such as the evaluation of the trauma or its consequences. 

Information acquired through this system is attached to autobiographical memory, which 

allows the individual to remember some facts and interpretations they had during and after 

trauma. On the other hand, information processed by the situational memory system is 

unattached to autobiographical memory, being acquired without the need of focusing 

attention. This information is comprised mostly of feelings and sensations, which are 

triggered by stimuli associated with the trauma and might give PTSD patients the impression 

that they do not control their memories and feelings any longer, which might explain the re-

experiencing symptoms of PTSD (Taylor, 2006). 

Cognitive Model for PTSD suggests that PTSD develops when the individual 

processes information according to the idea of current threat, even knowing that the traumatic 

event is over.  This cognitive processing happens due to a series of factors, such as (1) 

processing the memory event through its sensations instead of through its verbal elements, 

which causes (2) a poor elaboration of the traumatic event and leads to (3) an overestimation 
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of the probability of future threatening events and (4) an underestimation of one’s skills to 

deal with such events. Finally, (5) one’s inability to develop adaptive coping skills to handle 

thoughts and emotions, avoiding contact with the external word and thus confirming the idea 

of inability towards dealing with challenges (Ehlers & Clark, 2000; Taylor, 2006). 

Emotional Processing Theory suggests that PTSD occurs due to the development of a 

fear network that is resistant to extinction and disturbs the ability of patients to overcome the 

traumatic experience (Foa, Hembree & Rothbaum, 2007). The fear network contains elements 

associated with the trauma, such as representations, responses to stimulus and the meaning of 

the trauma situation. Such information is generalized to other situations even after the 

traumatic event is over. Since all the elements are linked, patients understand other stimuli 

associated with the trauma as being as dangerous as the trauma itself and they experience 

psychophysiological responses in the same way as the trauma was experienced (Foa & Kozak, 

1986; Foa, Steketee & Rothbaum, 1989; Taylor, 2006). The fear network occurs due to a set 

of neurobiological dysregulations, such as (1) Hypothalamic–pituitary–adrenocortical (HPA) 

dysfunction, elevated levels of corticotropin-releasing factor (CRF) and inadequate GABA-

ergic performance, which are related with symptoms of dissociation, hyperarousal, anxiety 

and stress intolerance; (2) opioid and serotonergic receptor dysfunctions, related with 

symptoms of numbing, depression, and irritability; and (3) adrenergic hyperactivity and 

glutamatergic dysregulation, which are linked with the memory processing impairment that 

leads to intrusive thoughts and re-experiencing (Friedman, Davidson & Stein, 2009). 

Deficits in memory processing may generate fragmented and disorganized trauma 

memories (Amir, Stafford, Freshman & Foa, 1998). Two studies with rape victims found that 

patients had more fragmented traumatic memories before therapy and that changes in these 

memories’ content were related to treatment outcome (Foa, Molner & Cashman, 1995; van 

Minnen, Wessel, Dijkstra & Roelofs, 2002). Because of the neurobiological dysfunctions and 

the dysregulation in memory processing, patients start to interpret reality based on the 

impaired memory and on the somatic reactions they experience. They may come to believe 

that the world is dangerous, that they are not able to bear or deal with the imminent threats it 

presents and/or that they are responsible for the trauma. Those posttraumatic cognitions 

represented by the negative beliefs about oneself, the world and self-blame maintain PTSD 

and make it resistant to change (Foa, Ehlers, Clark, Orsillo & Tolin, 1999; Taylor, 2006). 

One of the possibilities that explain PTSD recovery is the dissolution of the fear 

network that maintains it (Foa, Steketee & Rothbaum, 1989). Therefore, treatment should 

focus on (1) extinguishing fear; (2) controlling anxiety; (3) reprocessing the trauma memory; 
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(4) developing functional responses to stress; and (5) promoting changes in the interpretation 

of reality (Cahill, Rothbaum, Resick & Follete, 2009). In many studies, researchers attempted 

to reduce anxiety response and balance neurobiological impairments using medication 

(Davidson, 2006; Kasper & McEwen, 2008; Martenyi, 2002; McRae et al., 2004; Szymańska 

et al., 2009; Xu et al., 2006; Onder et al., 2006; Stout et al., 2002; McEwen et al., 2010; 

Steckler & Risbrough, 2012). There is strong evidence that benzodiazepines are not an 

effective treatment for PTSD, due to effects of memory consolidation impairment (Lund, 

Abrams, Bernardy, Alexander & Friedman, 2013). However, there are many studies 

favourable to the use of antidepressants such as sertraline (Brady et al., 2000; Davidson, 

Rothbaum, van der Kolk, Sikes & Farfel, 2001), paroxetine (Marshall, Beebe, Oldham & 

Zaninelli, 2001; Tucker et al., 2001) and fluoxetine (Connor, Sutherland, Tupler, Malik & 

Davidson, 1999; van der Kolk et al., 1994). Those are considered first line pharmacological 

treatments for PTSD (Diffede, Olden & Cukor, 2014). Also, studies show promising results 

with anticonvulsants such as lamotrigine (Hertzberg et al., 1999) and with atypical 

antipsychotics as risperidone (Bartzokis, Lu, Turner, Mintz & Saunders, 2005; Monnelly, 

Ciraulo, Knapp & Keane, 2003; Reich, Winternitz, Hennen, Watts & Stanculescu, 2004) and 

olanzapine (Stein, Zungu-Dirwayi, van Der Linden GJ & Seedat, 2000). 

Benedek and Friedman (2009) reviewed the literature about pharmacotherapy for 

PTSD and argued that complete symptomatic remission only happens with 30% of patients, 

and that discontinuation of pharmacological treatment might result in relapse. This data 

suggests a need for different approaches in PTSD treatment that might complement 

medication, such as psychosocial interventions. There are specific psychotherapeutic 

techniques designed for reducing PTSD cluster symptoms and dysfunctional posttraumatic 

cognitions in different protocols of Cognitive-Behavioral Therapy (CBT). CBT is a type of 

therapy that combines components of cognitive and behavioral techniques to treat different 

mental illnesses (Beck, 2005; Cahill et al., 2009). Indeed, a Meta analysis on the efficacy of 

CBT for different psychiatric disorder showed that CBT is effective for treating mood, 

anxiety, substance-related, eating, and personality disorders (Butler, Chapman, Forman, Beck, 

2006). Currently, CBT is a gold standard treatment for PTSD (Bisson & Andrew, 2007; 

Bisson et al., 2007; Diffede, Olden, Cukor, 2014; Ehlers et al., 2010)  

CBT protocols for PTSD usually include elements such as psychoeducation, breathing 

and relaxation exercises, exposure to trauma memories and cognitive restructuring (Wampold 

et al., 2010; Taylor, 2006). Psychoeducation aims to familiarize the patient with the disorder 

and with the therapeutic process. Breathing exercises allow to control anxiety symptoms; 
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exposure techniques focus on stress tolerance and fear extinction, and a reduction of 

hyperarousal and avoidance symptoms. Cognitive restructuring focuses on the reinterpretation 

of trauma and modification of dysfunctional beliefs. Therefore, the interaction of those 

techniques should lead to a change in trauma memory processing and a reduce of PTSD 

symptomatology. Some CBT standardized protocols for PTSD have a major focus on 

behavioural components, such as in vivo and imaginal exposure, revisiting and emotional 

reprocessing of trauma memories (Foa et al., 1999; Wampold et al., 2010); others have more 

focus on cognitive restructuring (Bryant, Moulds, Guthrie, Dang & Nixon, 2003). The 

techniques above are used in a variety of combinations in CBT protocols. Regardless of the 

combination, recent studies already demonstrate that CBT protocols generate significant 

PTSD symptomatic remission (Mendes, Mello, Ventura, Passarela & Mari, 2008; Mello, 

Silva, Donat & Kristensen, 2013). Still, there is room for improvement, notably regarding 

specific populations.  

Currently, most studies about CBT for PTSD are conducted with the military and/or in 

developed countries. However, some studies suggest there are cultural differences between 

developed countries and in-development ones regarding CBT treatment (Bakos & Kristensen, 

2013). A study conducted in Brazil shows that Brazilian therapists have different approaches 

in their clinical practices than suggested by American CBT standardized manuals. For 

example, they put less emphasis in homework, they are not confortable with structured 

sessions and the treatment takes longer to finish (Shinohara, Figueiredo, Rangé & Falcone, 

2011). Therefore, it is unknown if CBT conducted in Brazil would show the same effect as in 

international studies, or if our protocols should be adapted in order to attend cultural 

specificities of therapists and patients. Clinical trials are necessary to answer that question. 

According to Nezu and Nezu (2008, p. vii), “we provide psychosocial treatments […] 

with the hope, assumption, and intent that such treatments ‘will work’”. However, the 

assumption that a specific treatment “works” and why it works could only be made after 

several variables are considered and controlled. While we already know how to guarantee the 

quality of a clinical trial, the process to assure it requires constant supervision. A clinical trial 

involves many therapists and researchers and they are often playing different roles during the 

study. The researcher must be able to deal with theoretical, methodological (eligibility, 

validity, fidelity), ethical, and statistical issues. The therapist must be technically able and 

empathic in order to promote alliance, adherence and compliance during treatment. Alliance 

is defined as “a collaborative bond between therapist and patient” (Krupnick et al., 1996). 

Adherence refers to how close the therapist followed the protocol, and compliance refers to 
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how much the patient followed the therapist’s instructions during the therapy session and did 

the homework assigned (Nezu & Nezu, 2008).  

The complexity involved in conducting a clinical trial might be the reason why we still 

have little research in the field of CBT for PTSD in Brazilians. Indeed, Silva et al. (2012) 

conducted a literature review to verify general patterns of publications in Brazil in 2010 and 

found that only 8% of articles were clinical trials. The lack of research is part of a scenario of 

limited resources for mental health care, leading to life risk and financial consequences. For 

example, 13.6% of the benefits for labour impairment in Brazil are granted for mental illness 

reasons, especially due to depression and stress disorders (Machado, 2012). A study with 

college students in Brasil (Netto et al., 2013) estimated that the incidence of PTSD is 14%, 

twice the estimative mentioned by Kessler and colleagues (2005) in a study conducted in 

USA. According to Netto et al. (2013), this number is probably due to the “high frequency of 

exposure to violence” in the country. In their study, college students experience an average of 

5 potentially traumatic events.  Crime cost Brazil R$ 92 billion in 2004 and violence rates 

make Brazil the 13th most violent country worldwide (Cerqueira, Carvalho, Lobão & 

Rodrigues, 2007), and it’s a shame that this rates leads to a banalization of urban violence, 

instead of more serious and committed discussions about the topic. Evidently, public security 

policies should propose a solution for the problem of violence, but clinical research might 

promote efficient mental health care. In order to contribute to that, we conducted a clinical 

study with patients with PTSD.  

As is the case for most clinical trials, our goal in this research is to make sure that the 

treatment we are providing helps to reduce PTSD symptoms. We aim to verify the efficacy of 

a standard CBT protocol for PTSD, in order to investigate if (1) CBT as generally conducted 

is capable of modifying the core symptoms of PTSD, associated symptoms (such as 

depression) and cognitions; and (2) alter trauma memory narratives in our sample. 

Specifically, we are interested in which set of techniques (i.e., breathing exercises, 

psychoeducation, exposure or cognitive restructuring) might have more influence in 

modifying posttraumatic symptoms and cognitions. Additionally, we want to verify if changes 

in memory processing are correlated with specific PTSD symptom and cognition 

modifications.  

We hypothesize that the CBT protocol we have built might significantly alter PTSD 

symptoms and cognitions. We also hypothesize that our patients present more acute changes 

due to exposure techniques because those are the ones that promote habituation to the trauma 

memory and with anxiety, which decreases symptoms of hyperarousal that lead to avoidance. 
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We consider that the exposure techniques also organize the trauma memory. We hypothesize 

some aspects of trauma memory described in patients’ narratives during imaginal exposure 

are fairly related to specific symptoms: (1) desperate thoughts, related with anxiety 

symptoms; (2) negative feelings, related with depression, avoidance and numbing; (3) 

sensation descriptions, related with hyperarousal. At last, we hypothesize that cognitions 

about self tend to change more than cognitions about the world.  

Our first research problem was whether CBT would have a similar effect for 

Brazilians as it has for international samples. To answer this question, first we needed to have 

an adapted CBT protocol that could aggregate the core techniques of a standard effective CBT 

treatment. Our choices of which techniques we should include in our protocol should be 

supported by the literature. We reviewed the papers published in the field and found that the 

last study about CBT protocols and their effectiveness was from 2008 (Mendes et al., 2008). 

To have more update data, we decided to conduct a systematic review named “An Update on 

the Efficacy of Cognitive-Behavioural Therapy, Cognitive Therapy and Exposure 
Therapy for Posttraumatic Stress Disorder”. 

After the Mendes et al. (2008) study, we found 29 new clinical trials that matched 

their criteria and that we included in our systematic review. Our results showed a large range 

of different foci of CBT treatments, but all with similar and significant encouraging effects 

concerning PTSD symptomatic remission. The core techniques mentioned in most treatments 

were variants of psychoeducation, relaxation, exposure, cognitive restructuring and 

processing of trauma memory. The theoretical session of this dissertation is composed of this 

systematic review it was published in the Journal of Psychiatry in Medicine (Mello, Silva, 

Donat & Kristensen, 2013; Attachment A). 

Our protocol was largely based on the standard protocols of Taylor (2006), Ehlers and 

Clark (2000), and Foa, Hembree and Rothbaum (2007). The protocol is composed of four 

sessions of psychoeducation, six sessions of exposure, and six sessions of cognitive 

restructuring and relapse prevent. After each block of sessions, patients were re-evaluated to 

investigate changes in PTSD and depression symptoms and posttraumatic cognitions. We also 

conducted follow-up assessments 3 and 6 months posttreatment to verify whether the gains 

would be maintained. All our sessions were recorded with patients consent. 

After the protocol was build, we developed our second study named “Efficacy of a 

Cognitive-Behavioral Therapy Protocol in modifying Posttraumatic Symptoms and 
Cognitions in Brazilians”. This study will be submitted to a scientific journal, where it will 

be availanle in its full version. This is the main study we conducted and it is an open clinical 
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trial with PTSD patients (n = 33; 54.4% female) victims of different types of trauma. In our 

trial, we investigated the role of each protocol’s set of sessions and techniques in reducing 

symptoms of PTSD, depression and posttraumatic cognitions. Our pre-post test analyses 

showed remission of all PTSD symptoms with effect sizes similar to international studies. 

One of the results we found in our second study was the acute change in symptoms after the 

block of exposure sessions. Our question regarding this result was whether or not the memory 

itself was altered in patients’ accounts after the exposure and if that could be one of the 

reasons for such a clinical gain (for each PTSD symptom), and if different patterns in 

narrative changes could be related with dropouts. That question led us to our third study. 

Our third study is named “Trauma Narratives of Brazilian Patients with 

Posttraumatic Stress Disorder: A Content Analysis”, and as well as the main study, the 

paper will be submitted to a scientific journal, where it will be availanle in its full version.  

This study includes a content analysis using some of our patients’ first and last description of 

the trauma during exposure therapy sessions. We did not use the full sample for this study 

because technical issues (problems with the audio of the recordings and storage issues that 

lead to data lost) precluded some of the sessions to be properly recorded. Our results showed 

that memory fragmentation decreases over time, as well as narratives of actions during 

trauma. On the other hand, feelings and sensations narratives seem to be more detailed and 

increase after exposure. 

Conducting this research depended on the aid of a variety of sources. Theoretical and 

procedural matters were our first concerns. We understood that the lack of experience in the 

field of clinical research would demand us to consult with more specialized sources. 

Therefore, we decided to contact competent international facilities, which develop clinical 

trials for PTSD in order to allow us understand better its idiosyncrasies. We contacted 

Professor Lori A. Zoellner from the Centre of Anxiety and Traumatic Stress at the University 

of Washington (UWCATS), who specializes in clinical psychology research in PTSD and was 

keen to help us in our study. She authorized the visit of the doctoral student responsible for 

this thesis to join UWCATS for a period of six months of enhanced tutoring. The “Sandwich 

Doctorate” was an imperative experience that helped us to understand better how to handle all 

the variables presented in a clinical study. Additionally, the doctorate student had the 

opportunity to join the UWCATS team and its fellow partners from the Western Case 

University for training in Prolonged Exposure Therapy with Professor Edna B. Foa. Professor 

Foa is one of the most important experts in PTSD worldwide and, during training, she 

provided us with a few theoretical insights that helped to improve our research. Finally, the 
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doctoral student had the opportunity to present preliminary data of our clinical trial in the 

International Society for Traumatic Stress Studies (ISTSS) Annual Meeting in a poster 

session, when we received more useful feedbacks. 

Besides the theoretical part, the project itself is part of a larger study of the research 

group “Cognition, Emotion and Behaviour” (CEC) named “Use of Virtual Reality in the 

Cognitive-Behavioral Treatment for Posttraumatic Stress Disorder”. The project’s goal is to 

develop and to verify the efficacy of a virtual reality technique (VR) for patients diagnosed 

with posttraumatic stress disorder (PTSD) when compared with traditional therapeutic 

techniques. The Ethic Committee of Research (CEP) approved the project (CEP 08/04338; 

see proof in Attachment B) and all of its ramifications, such as this dissertation. 

CEC is inserted at the Centre of Studies and Research in Traumatic Stress (NEPTE) of 

the Pontifical Catholic University of Rio Grande do Sul (PUCRS) in Brazil. NEPTE is a 

mental health care facility composed by professionals and students of different areas of 

expertise, such as psychology and medicine. NEPTE provided the treatment site and the 

therapists that were responsible for our patient’s therapy sessions. Althought NEPTE is a 

research facility, trauma victim patients find in the facility a specialized centre for treatment, 

and not only data collection. 

With the protocol, site and therapists set, we needed to recruit participants. According 

to Festinger and DeMatteo (2008), most studies select samples of convenience because they 

are easily accessible. However, samples of convenience are not indicated if the goal of the 

study is to generalize the results. In that case, a randomized sample is recommended because 

it tends to be more representative of the population. The authors also suggest that inclusion 

and exclusion criteria should not be too narrow or too broad. It is a matter of validity, i.e., if it 

is possible to generalize the results to the population (external validity), or if the results only 

apply for people who match the sample specific characteristics (internal validity). In this 

study we are particularly interested in internal validity, so we chose to use a sample of 

convenience. We decided to establish a network of services that could refer NEPTE to victims 

of different traumatic events. For that, we contacted public services of mental health that 

receive patients with trauma history and advertised in local newspapers. We also established a 

covenant with a bank employees’ union that referred NEPTE to employees who were victims 

of robbery. 

Once the participants contacted NEPTE, they scheduled assessments with trained 

interviewers free of charge, where they were offered participation in the study through signing 

the consent form (Attachment C).  Our assessment measures were composed by instruments 
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that (1) diagnose psychopathologies according to the DSM-IV-TR (American Psychiatric 

Association [APA], 2002) - which was the current edition at the beginning of the research -; 

(2) measure PTSD and depression symptoms severity; (3) assess posttraumatic cognitions; 

and (4) assess cognitive functioning. After assessment, we discussed the case with our team to 

decide if the patient would be included in the CBT treatment protocol. Our inclusion criteria 

were to be between 18 and 65 years old and to be a victim of a traumatic event. Our exclusion 

criteria included (1) mental retardation; (2) presence of psychotic symptoms; (3) substance 

dependence; (4) unstable bipolar disorder; and (5) use of benzodiazepines. Subjects that met 

our criteria were invited to participate in the study and were allocated to a trained therapist 

that conducted sixteen sessions of CBT.  

During our study we were also concern about integrity (or validity), i. e., if the 

treatment was conducted according to the manual and competently (Nezu & Nezu, 2008). The 

idea of following the protocol is about therapist adherence. For that to happen, it is possible to 

use measures in order to verify if the core elements of a protocol were included during 

therapy sessions. There are measures designed to assess therapist adherence in depression 

(Elkin, Parloff, Hadley & Autry, 1985; Markowitz, Spielman, Scarvalone & Perry, 2000) and 

family therapy (Henggeler, Pickrel & Brondino, 1999). We could not find any specific 

measure for PTSD treatment that could be applied in Brazilian samples; nevertheless, the 

protocol developer himself can build this type of measure, once the items that must be 

followed are related with the protocol’s manual. We developed this measure according with 

our CBT protocol (Attachment D). 

Evidence shows that treatment outcome is related with adherence (Barber et al., 2006; 

Bright, Baker & Neimeyer, 1999; Henggeler et al., 1999). Therefore, we took 20% of the 

sessions reports and gave it to an experience CBT psychotherapist not related to the project so 

he could assess the adherence of the therapist to the protocol. Additionally, all of our 

therapists received weekly supervision. 

After three and a half years of research, we present this dissertation to discuss our 

main findings trough the three articles previously mentioned. With this dissertation we hope 

to contribute for the clinical psychology field in PTSD, and for the improvement of mental 

health care in Brazil. 
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FINAL CONSIDERATIONS 
 

With the violence rates growing progressively in the last decades, PTSD is becoming a 

more common disorder, which implicates in more research and advances in the field. 

Considering that in Brazil we have twice the prevalence of PTSD (Netto et al., 2013) than 

international studies estimate in foreign countries (Kessler et al., 2005), it is concerning that 

we still have so little research in the clinical field in Brazil. In this dissertation, we aimed to 

contribute to change this reality by trying to understand (1) what types of CBT interventions 

are more effective for PTSD symptoms; (2) if our patients would benefit from a CBT 

protocol; and (3) how the process of therapy influence trauma memory content. 

In our systematic review we found there are many standard techniques used to 

decrease each of the components of PTSD, including (1) relaxation exercises; (2) in vivo and 

imaginal exposure; (3) and cognitive restructuring techniques. We also found that studies that 

used those techniques seem to be very effective for PTSD treatment. However, most studies 

we found compared those techniques with (1) less effective treatments, such as supportive 

therapy or counseling; or with (2) no treatment at all, such as repeated assessments or wait-list 

conditions. Thus, it is necessary to develop studies comparing those techniques against each 

other to verify (1)which ones are more effective (2) for which patients, and (3) in which order. 

In our study we were able to design a method to start exploring this field, by dividing 

our sessions on three blocks and using different CBT techniques in each block. By the end of 

treatment, we could see that our patients had significantly reduced their symptoms of PTSD 

and depression after therapy and that they maintained those gains at the 3-months follow-up. 

However, since we did not have a control group, we were not able to compare our protocol 

with other treatment conditions. Additionally, we may hypothesize that our results could have 

been influenced by all techniques combined during treatment (a cumulative effect), which 

made difficult to correlate specific symptoms changes to specific CBT techniques. 

Nevertheless, our results showed our protocol could treat PTSD patients in order to to 

overcome the disorder after 16 CBT sessions and that exposure is one of the core techniques 

responsible for this improvement. This result corroborates with the international literature 

about the topics. 

Although there is little doubt in the literature about the effect of exposure in reducing 

PTSD symptoms, there is still need to understand it’s process regarding memory content. Our 

third study tried to explore this field by conducting a content analysis about memory 

narratives before and after therapy. Previous studies already did this with trauma victims by 



23 

using Prolonged Exposure (PE) and found similar results to ours (Foa, Molnar & Cashman, 

1995; VanMinnen at al., 2002). As far as we know, there is a lack of research exploring if the 

same would happen with fewer exposure sessions with less time dedicated to imaginal 

exposure, such as it happen with CBT protocols. There were studies exploring the effect of 

CBT in memory, but those were focused on memory intrusions as in re-experiencing 

symptoms of PTSD (Hackman, Ehlers, Speckman and Clark, 2004). We were interested in 

understand how patients process and remember the experience per se, i.e. the memory of the 

trauma when voluntarily evoked. We found there is a difference in the content 

remembered/recounted before and after therapy, especially concerning physiological 

sensations. We also found patients start treatment with memory narratives very fragmented 

and sensorial, and after exposure, their memory narratives become more coherent and 

rational. As a qualitative research, our goal was to understand the process of change in 

memory narratives and our sample was enough to raise interesting hypothesis, but we 

understand there it is necessary to increase our sample size so we can also conduct more 

complex analysis to be able to generalize our results.  

As well as other studies about CBT for PTSD (Bryant, Moulds, Guthrie, Dang & 

Nixon, 2003; Foa et al., 1999; Mello, Silva, Donat & Kristensen, 2013; Mendes, Mello, 

Ventura, Passarela & Mari, 2008; Wampold et al., 2010) our research show Brazilian patients 

diagnosed with PTSD show important symptom changes after therapy and that this change 

might be influenced by the exposure to the traumatic memory, so it’s content becomes less 

threatening after a few sessions. Apparently, more or less 6 sessions of 30 minutes of 

exposure are enough to organize memory and to orient patient to process it differently.  

Our results add to the literature more evidence of CBT efficacy and the influence of 

exposure in PTSD treatment. Thus, we think it is concerning that therapists are still resistant 

to CBT and it’s components. Some would say some degree of experience is necessary to 

conduct a session of exposure. However, in our study our therapists had different degrees of 

expertise and with training and supervision they showed enough ability to achieve the results 

we presented.  

We understand clinical research is a field that needs to be further explored in Brazil, 

especially concerning PTSD. Accordingly, so far we had little research in Brazil to support 

evidence-based treatments for PTSD, and those studies are what help our mental health 

professionals to be more confident about CBT efficacy in Brazilians patients. With our study 

we hope to give these professionals more empirical evidence to treat the ones suffering with 

PTSD. 
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