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Abstract
Over the last twenty years, extensive research in the areas of intimate partner violence (IPV), posttraumatic stress disorder (PTSD), and alcohol dependency has been 
conducted and recent research is exploring the relationship between PTSD and substance abuse. However, little research has examined the interrelationships among 
IPV and PTSD and alcohol dependence. In this chapter, I present an integrated review of literature, which lays the foundation for this book. Specifically, I summarize 
and critique the state of knowledge related to IPV, PTSD and alcohol dependence and the relationships between these phenomena by: a) defining each of these three 
constructs and reviewing theoretical and empirical literature that addresses the significance, prevalence, and current understanding of each, and, b) critically reviewing 
research in which the relationships between two or more of these constructs have been examined. This chapter concludes with a summary of current knowledge and 
identification of gaps that should be addressed in future research. 
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Search strategy 
A search of CINAHL, Medline, PsycINFO, Proquest, and 

Cochrane data bases (1998-2008) was conducted using the key words 
of posttraumatic stress disorder (PTSD), violence, intimate partner 
violence (IPV), domestic violence, alcohol dependency, alcohol abuse, 
addiction, substance abuse, alcohol treatment, women and social 
support. The search was augmented by reviewing selected bibliographies 
with a focus on a combination of the keywords. Manual searches were 
done for classic references published prior to 1995. These papers were 
included if they were essential for understanding the concepts included 
in this review. 

Given that most IPV is carried out on women [1] and alcohol studies 
have shown that alcohol reacts differently in female bodies than in male 
bodies [2], this review focuses on women. Although many individuals 
who are dependent on alcohol are also dependent on other psychoactive 
substances, this review focuses only on alcohol dependence to achieve 
clarity around both the biological and social factors related to alcohol 
dependence [3,4] 

Prevalence and correlational studies [1,5-7] have documented 
the extent of IPV and association between IPV and PTSD. Dansky et 
al. found associations between IPV, PTSD and alcohol dependency 
[8]. However, there is little documentation or understanding of the 
mechanisms behind these relationships. There is some indication from 
the studies of alcohol dependence that PTSD plays a role in alcohol 
dependence but how this happens is not well explained. What are the 
interrelationships among these three factors and how do they influence 
the lives of women? 

Intimate partner violence (IPV) 
Definition, significance and prevalence 

IPV refers to a pattern of physical, sexual and emotional violence 
by an intimate partner in the context of coercive control [7]. This 
violence may include hitting, pushing, name-calling, forced isolation 

from family and friends, criticism, non-consensual sexual activity or 
financial control [9]. IPV became part of the public discourse in the 
feminist movement during the 1960s and 70s when women began to 
speak openly about the barriers keeping them from having happy and 
productive lives. Over the last thirty years, major changes in the criminal 
justice system and the community support system have occurred [10]. 
Given this movement, it is surprising how secretive and stigmatizing 
IPV still is today. Researchers have made important contributions in 
understanding the prevalence, scope, nature and consequence of IPV. 
However, many other gaps in knowledge about this complex public 
health problem require in-depth exploration. 

Until recently IPV has either not been recognized or was considered 
a private matter. In 1980, the Canadian Advisory Council on the Status 
of Women revealed, in the first national survey of spousal abuse, that 
10% of Canadian women were victims of IPV. In 2004, the General 
Social Survey reported that 21% of Canadian women had been assaulted 
by an intimate partner within the previous five years. It is estimated that 
about two million American women experience IPV each year [11]. In 
a recent multi-country study, prevalence rates of IPV ranged from 15 
to70% [12]. 

Although it is commonly believed that separation from the abusive 
partner ends the violence, 39% of female victims reported the abuse 
continued after separation [13]. Of those who reported post-separation 
abuse, 24% stated that the violence became more severe after leaving. 
Separated women were also at a greater risk of being murdered; with 
the risk of spousal homicides increasing after the woman had left her 
spouse (Hotton). Of the 846 Canadian women killed between 1991 
and 2000 (80% of the total), 481 were killed by a current spouse, 185 
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by an estranged spouse, 23 by a boyfriend and eight by the same sex 
partner. In 58% of all spouse homicides, there was a history of domestic 
violence [14]. At some point in their lives, nearly 25% of all women will 
be raped or physically assaulted by intimate partners [1,15]. More than 
40% of the women who experience partner rapes and physical assaults 
sustain a physical injury [7]. As many as 324,000 women each year in 
the United States experience IPV during pregnancy [16]. 

In 1983, Federal and Provincial courts received a mandate to 
prosecute and charge all cases where there are reasonable and probable 
grounds of IPV. This led to the development of domestic violence 
courts, treatment programs and various task forces to study the issue. 
In 2000, a Federal Provincial task force was set up to review these 
policies and evaluate their effectiveness. The researchers had difficulty 
evaluating the effectiveness of the policies and interventions because 
of variation in the definition of an intimate partner, what constituted 
a violent act and methodological difference in sampling frames and 
survey instruments. The current prevalence of IPV and the dawning 
recognition of its consequences on society, has led researchers to search 
for a common definition and measurement tools for the field. These 
definitions are necessary for us to gain an understanding not only of the 
prevalence of IPV but also of associated risk factors [17]. Knowing the 
associated risk factors assists in theory building, and in the development 
of policy and programs. 

The effects of violence can be devastating to a woman’s mental and 
physical wellbeing including her reproductive health [18]. In addition 
to causing injury, violence increases women’s long-term risk of many 
other health problems, including chronic pain, physical disability, drug 
and alcohol abuse, and depression [19-21]. Women with a history 
of physical or sexual abuse are also at increased risk for sexually 
transmitted infections, unintended pregnancy, and adverse pregnancy 
outcomes [18]. Three to 20 percent of women report abuse during 
pregnancy [21]. While researchers once thought that the prevalence 
of IPV increased during pregnancy [22], more recent research does 
not support the notion of an increase in number of assaults during 
pregnancy [23]. However, when it occurs, abuse during pregnancy 
presents significant health risks to both the mother and the unborn 
child Campbell et al. 

To compound the health problems that women often experience, 
many victims of violence who seek care from health professionals often 
go inadequately treated [18]. These women have needs that health 
care providers often do not recognize, do not ask about, and do not 
know how to address (Parker et al.). In fact, health and social services 
providers are still debating whether they should or should not screen 
for this major health problem. Despite numerous recommendations 
for universal screening, most institutions do not want to mandate this 
practice as they are unprepared to handle disclosures [24] and there 
still insufficient evidence to show the benefits of universal screening in 
health care settings [15]. 

IPV is a social problem that has been associated with mental illness 
in general and with alcohol dependence [5,25]. The impact of IPV can 
be equal to being a hostage and subjected to torture [26,27]. Depression 
and PTSD have been identified as the most prevalent mental health 
disorders among survivors of IPV [28-30]. Exposure to life threatening 
situations increases the likelihood of PTSD [31,32]. 

Risk factors for of intimate partner violence 

Many relational factors have been linked to an increased risk of IPV. 
These include: marital conflict, marital instability, and male dominance 

in the family, poor family functioning, emotional dependency and 
insecurity, belief in strict gender roles, desire for power and control 
in relationships, and exhibiting anger and hostility toward a partner 
[21,3334]. Although IPV occurs across all social, economic, religious 
and cultural groups, young women and those living below the poverty 
line are disproportionately affected [21]. Risk factors for IPV identified 
in the General Social Survey include Aboriginal heritage, youth (less 
than 24 years of age), alcohol dependence, living in a common-law 
relationship, having a physical or mental health impairment, or the 
presence of an emotionally controlling partner and trying to leave 
a relationship [14]. In addition, community risk factors for IPV 
include weak sanctions against domestic violence, strict gender roles 
and poverty, along with associated factors such as overcrowding, 
hopelessness, stress and frustration, and low social capital [1,21,35]. 
Individual factors associated with IPV include a history of physical 
abuse, prior injury from the same partner, having a verbally abusive 
partner, economic stress, partner history of alcohol or drug abuse, 
childhood abuse, and being under the age of twenty-four [7,36,37]. 

Theories of intimate partner violence 

Various theoretical perspectives have been used to explain IPV. 
The first conceptual model developed by Walker [38,39] proposed 
three phases of abuse: tension building, the violent incident and 
honeymoon phase. Curnow identified a transition period between the 
end of phase two (the violent episode) and the beginning of phase three 
(honeymoon) where there was an open window for the women to receive 
help [18]. Numerous developmental theories, such as those proposed 
by Bowlby (1984) and Dutton (1998) have addressed some aspect of 
IPV and link abusive behaviors to an incident or incidents that disrupts 
the normal developmental process. Other major models explaining 
IPV are based on social learning theory and feminist theory. From a 
social learning perspective, violent behavior is learned; the experience 
of observing that relational violence is effective in resolving conflicts 
and in maintaining control over a partner reinforces that behavior [40]. 
As with other complex problems, single factor theories do not provide 
satisfactory explanations, as they provide simplistic ways of viewing 
complex phenomena. In fact, most researchers and counselors in this 
area utilize ecological and systemic models, which account for some of 
this complexity by considering multiple factors that influence IPV and 
women’s responses to it in the context of their lives [41]. 

A feminist perspective maintains that IPV stems from the values 
of a patriarchal society that produce a culture of male domination 
[42,43]. Feminists view patriarchal systems as leading to the oppression 
and exploitation of women by men. They perceive the reluctance of 
society to take action to stop IPV and the unpaid work of women as 
symptomatic of this oppression [44,45]. Gender norms about the roles 
and responsibilities of men and women frequently provide justifications 
for violence. Men are to provide financially for the family, women are 
to tend to the house and children, and both women and children are 
to show obedience and respect to the man’s view of what is appropriate 
behavior. If a man perceives that his wife has somehow failed in her 
role, or embarrassed him or his family and friends, he must correct 
her and he may act violently to do so. Consistent with this perspective, 
research on IPV has documented that men tend to use violence as a 
means of control [46,47]. 

In many cultures, men have the right to control their wives’ 
behaviors, and, indeed are responsible for the behaviors of their wives; 
women who challenge this right need to be disciplined. In countries as 
different as India, Mexico, Bangladesh, Cambodia, Nigeria, Pakistan, 
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Tanzania, and Zimbabwe, the use of violence as discipline and the 
husband’s responsibility to reform a wife who has not followed the 
expected customs and norms is common [1,48-51]. However, as 
prevalence surveys in both the United States and Canada show, despite 
the perception that western culture is very liberal, there are still roots 
of patriarchal beliefs that permeate our modern institutions and family 
structures. 

Given that no single theoretical model is sufficient to fully explain 
IPV, a multiclausal, multifaceted model is needed [52-56]. Fortunately, 
research in the field has identified many relevant factors to help direct 
future theory development, while attending to women’s experiences of 
abuse in context. For example, Coker et al. study of 191 women who 
had experienced IPV, tested whether the relationship between IPV 
and mental and physical health was mediated by social support. The 
conceptual model utilized in this study was based on a Stress 

Process model, in which health status is negatively affected by chronic 
stressors and mediated by social support, perceived stress, coping and 
help seeking behaviors. Using structural equation modeling, they found 
that physical abuse was directly associated with poorer mental health 
and indirectly associated with poorer physical health. Higher levels of 
emotional support were found to moderate the impact of this abuse 
on health. The investigators suggested that improving social support 
available to abused women might improve their health. The sample size 
was close to minimum for this type of statistical analysis [57]. Current 
mental and physical health perceptions, anxiety, and PTSD were 
positively associated. The authors suggested that emotional support 
appears central to improved coping and. although social support may 
be hindered by alienation, this can be countered in ways that enhance 
psychological well-being and coping skills so that women can construct 
alternatives to abusive relationships. 

A grounded theory study conducted by Wuest et al. [58] shines light 
on the factors producing stress and interference in the lives of mothers 
and children who have left abusive relationships. They identified 
intrusion as the central problem for these families which interferes with 
the ability of victims of IPV to maintain a consistent and harmonizing 
family life conducive for growth and development. Intrusion reflects 
real-life factors that intrude and take precedent in family life. These 
researchers did not specifically discuss the psychic intrusions from 
PTSD but considered chronic health problems, distressing symptoms 
and functional limitations to be aspects of intrusion. 

Posttraumatic stress disorder (PTSD) 
Definition, significance and prevalence 

After experiencing a trauma, many people heal naturally over time. 
However, about one-third develop PTSD [59,60]. Results from the 
National Comorbidity Survey indicate that one in thirteen people in 
Canada will suffer from PTSD at some point in their life. In a sample 
of 83,000 military personnel, past year and lifetime rates of PTSD 
symptoms were 2.8% and 7.2%, respectively [61]. 

PTSD is a severe and complex disorder defined first as a syndrome 
in the DSM-III [62]. PTSD is comprised of three symptom clusters: 
1) reexperiencing, including recurrent intrusive thoughts about the 
trauma, traumatic nightmares, and “flashbacks”; 2) numbing, including 
feelings of detachment from others, loss of interest in activities, and 
constricted affect; and 3) hyperarousal, including symptoms such as 
exaggerated startle, sleep disturbance, and memory impairment or 
trouble concentrating. Initially, a diagnosis of PTSD was linked to a 

single traumatizing and life-threatening event. However, there is a now 
recognition that an accumulation of many smaller negative events and 
stressors can cause PTSD, and this is called complex PTSD [63]. Many 
researchers now believe that this is the most appropriate lens to study 

IPV since this type of trauma is most often a long-term pattern. In 
addition to the main symptoms of PTSD, there are related symptoms 
such as depression, anxiety, anger, guilt, chest pain, headaches, 
gastrointestinal problems and generalized pain. As with IPV, differences 
in the definitions and the scope of PTSD has resulted in variation in 
prevalence rates and results of studies in which associations between 
PTSD and other factors have been examined. The inclusion of PTSD in 
the DSM-III stimulated a tremendous amount of research and resulted 
in the founding of the International Society for Traumatic Stress Studies 
and the establishment of the Journal of Traumatic Stress in 1988 [64]. 

The symptoms of PTSD contribute to the development of other 
general health problems [65,66]. Growing awareness of the role that 
PTSD can play in other types of mental health problems and alcohol 
dependence as outlined in recent research [67], has prompted the study 
of the physiological impact of severe PTSD [68,69]. The development 
of PTSD begins with a precipitating traumatic or terrifying event. The 
event is usually life threatening, or at least can produce bodily harm, 
and it typically involves either interpersonal violence or massive 
disaster including, rape, assault, torture, terrorism, car or plane crashes, 
earthquake, tornado, or flood. Such a traumatic event has the potential 
to elicit intense and immediate feelings of fear, helplessness, and distress. 
These subjective responses frequently lead to adverse reactions that can 
lead to the symptoms of PTSD and resultant disability that is associated 
with this condition [70]. The consequences of the initial traumatic event 
extend far beyond the period when the person encounters it. At any 
time after the event, specific environmental cues that are reminiscent 
of the traumatic event may trigger a reoccurrence of symptoms, and 
anniversaries of the trauma are often difficult. Biological changes that 
occur in some individuals after a traumatic experience have been 
documented [31,71,63]. 

Theories of risk of posttraumatic stress disorder  

Exposure to violence is a necessary but not always a sufficient cause 
of PTSD. There are many theories postulating why some people can 
cope with severe trauma without developing PTSD and why, even 
among those who develop PTSD, some have the symptoms for only a 
short time and others have the symptoms for a lifetime. 

Factors proposed to increase risk of PTSD include previous trauma 
[72], genetic predisposition [73], and lack of social support after 
trauma [5]. There is some evidence to support each of these theories 
even though only one study has addressed genetic predisposition in a 
sample of 7,375 identical twins (Xian et al.). Although social support 
has been the subject of considerable research, there is mixed empirical 
support for its importance in preventing or reducing PTSD symptoms. 
Lack of clarity regarding the definition of social support, rather than 
the lack of importance of this trauma intervention [74,75], has led to 
this variation [76]. There is support for the role of previous violence is 
the development of PTSD. This makes intuitive sense given the theories 
underlying the development of complex PTSD [77,63]. More research is 
needed to identify which individuals remain more susceptible to PTSD 
after the first trauma and which interventions provide some protection 
against the impact of repeated trauma. 

As a function of the complexity of this research, it would seem that 
the best results could be obtained from a multifactorial model. This 
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model could also provide guidelines for intervention because, once 
PTSD is established, it has a negative impact on the person’s physical 
and mental health. These negative outcomes have been documented as 
irritable bowel syndrome, autoimmune disorder [65], habit disorders, 
substance abuse, eating disorders, phobias, and multiple personality 
disorders [31,69], some of which are considered to be the result of 
permanent changes to the brain [78,79]. 

Theories addressing mechanisms underlying PTSD 

Biological theories: A classic study by Perry and colleagues (1995) 
[78] led the beginning of the investigation into the physiological impact 
of trauma based on, but extending, Hans Selye’s Stress Adaptation 
Model. According to this model, after trauma, when people feel 
threatened, the arousal system is activated and, as the threat or trauma 
continues, the body releases endogenous opioids and a dissociative 
response is activated. This decreases arousal, heart rate, blood pressure 
and awareness of pain, despite increases in circulating epinephrine 
[80]. In acute stress situations, cortisol enhances survival by depressing 
the body’s reaction to assault. After the trauma, feedback mechanisms 
return the heart rate, blood pressure and other physiological responses 
to normal. However, if the stress is severe and/or chronic, compensatory 
mechanisms can become overactivated and incapable of restoring the 
body to its previous state of equilibrium. Chronically traumatized 
persons will often be in a state of low-level fear, reflected in their 
bodies’ physiology such as increased heart rate, muscle tone, and rate 
of respiration. According to Perry, the more intense and prolonged the 
traumatic event, the longer the activation of the stress response systems, 
and the more likely there will be a change in these neural systems [80]. 
Experimental increases in cortisol have shown initially to increase 
alertness, activity levels, and feelings of well-being; however, prolonged 
elevations produce withdrawal, dysphoria, and feelings of tiredness 
[81]. 

Various neurobiological studies of persons with PTSD have 
produced conflicting results related to the role of cortisol. In persons 
with PTSD, cortisol levels have been both elevated, [82], reduced, [83] 
or normal [84] when compared to persons without PTSD. Disturbances 
found in cortisol regulation and synthesis suggests glucocorticoid 
negative feedback is present in PTSD [70]. The implications of these 
observations are still not clear and further study is needed before 
conclusions can be drawn [85]. Research suggests that dysregulation 
and functional alterations in specific cortical and subcortical areas of 
the brain may underlie many of the symptoms of patients with PTSD 
[31,86]. 

Individuals with PTSD show evidence of increased autonomic 
reactivity [87]. This autonomic reactivity is thought to be a sensitized 
feedback mechanism. Repeated exposure to threatening stimuli, 
whether actual or with the reexperiencing symptoms, causes a pattern 
of repetitive neural activation [63]. The nervous system comes to 
anticipate the trauma, and soon the same neural activation can be 
elicited by decreasingly intense stimuli such that minor stressors can 
elicit full-blown hyperarousal or dissociation [80]. The brain organized 
around this internalization of the fear response resulting in behavior 
that may be consistent with symptoms associated with some psychiatric 
conditions [75]. O’Donnell et al. [88] suggest that alterations in the 
neuroanatomical structures and networks in the central and peripheral 
networks play a role in the initiation and the maintenance of the PTSD 
symptoms of hyperarousal and reexperiencing. 

Studies of serotonin, a neurotransmitter, also provide some 
evidence of the biological roots of PTSD [69]. Serotonin is involved 

in functions such as hunger, aggression, sleep, and fear response. The 
neurons that produce serotonin have nuclei in the brain stem and 
extend to other parts of the central nervous system, including the 
amygdala, a small, almond-shaped portion of the brain that controls 
fear response. Low levels of serotonin create an anxiety reaction and 
may act on the amygdala in some way to help produce the symptoms 
of PTSD. Norepinephrine is a neurotransmitter responsible for long-
term memory that acts on the hippocampus and it and cortisol are 
thought to play a role in this process [70]. There is early research in 
this area [75] but further research is needed to understand the roles 
of neurotransmitters, including both serotonin and norepinephrine in 
PTSD. 

In the early days of recognizing PTSD, a dose-response model of 
PTSD was proposed in which it was suggested that symptoms become 
more severe with the intensity of the stressor (March 1993). Based on 
a Pavlovian fear-conditioning model [89] and research with laboratory 
rats [90], daily events are thought to trigger the fear response and 
become conditioned stimuli. There is some research support for this 
model [91]. For example, wounded veterans were two to three times 
more likely to have PTSD than are those who returned unharmed [92]. 
Furthermore, proximity to the epicenter of an earthquake predicted 
severity of PTSD symptoms [93]. Other studies do not support this 
model [94,95]. In addition, researchers usually rely on retrospective 
self-reports of the survivors themselves as the basis for measuring 
stressor intensity. In several studies, the survivor’s present emotional 
status has been shown to affect how he or she remembers the traumatic 
experience [96-99]. The context of retrieval, including emotional state, 
affects how these recollections occur [100,101]. A critique of this model 
is that it fails to consider the range of emotions associated with the 
trauma encoded in the brain along with the memories. Thus, Pavlovian 
animal conditioning models that reduce trauma to its biological basis 
cannot capture this uniquely human aspect of trauma [64]. In sum, 
although there is evidence for the biological basis of PTSD, it does not 
address the full complexity of the condition. 

Psychosocial theories: Although biological theories that explain 
the development of PTSD have received considerable attention, 
theoretical perspectives that address psychological and social 
factors that contribute to PTSD have also been proposed and tested. 
Asmundson et al. [102], using structural equation modeling, found that 
PTSD symptoms had a direct influence on mental health and an indirect 
influence on physical health through depression but not alcohol. Given 
the positive association of PTSD and alcohol dependence this result 
is surprising because of alcohol’s negative effect on women’s bodies; 
however, all of the research participants in this study were male and the 
impact of alcohol use on females is different [2]. 

Fontana et al. [74] study of 327 female military personnel also used 
structural equation modeling to test a model of the impact of stress 
related to military duty and stress related to sexual abuse and harassment 
on the development of PTSD. The model was a chronological one that 
included variables related to premilitary, military and postmilitary 
experience. During military service, 63% of the participants reported 
experiencing physical abuse and sexual harassment and 43% reported 
rape or attempted rape. While both duty-related and sexual stresses 
contributed separately and significantly to the development of PTSD, 
sexual stress was four times as influential in the development of 
PTSD as duty-related stress. Postmilitary social support significantly 

moderated relationship between sexual stress during military service 

and the development of PTSD. The significance of the impact of sexual 
stress supports the link between sexual abuse and harassment on PTSD 
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and. therefore, may make this study relevant to women who experience 
abuse from intimate partners. In addition, the impact of social support 
on PTSD symptoms may be relevant to this population and their use of 
alcohol use, as alcohol use has been shown to be higher in women who 
are isolated [2]. 

Many researchers have reported variation in the influence of 
social support on PTSD. Regehr et al. [76] used structural equation 
modeling to develop a framework for understanding the individual 
predictors of PTSD. They recognized that some negative aspects of 
social relationships might account for the conflicting results of previous 
studies on social support and PTSD and posited that some victims 
of PTSD might suffer from limited relational capacity, the ability to 
develop and sustain interpersonal relationships, which could limit 
their perception of social support. Results showed that persons who 
had poor relational capacity perceived less support from their network 
immediately after a traumatic event, and, six months later, the study 
participants had higher levels of depression and PTSD. 

Although this study provided a focused look at an aspect of 
perceived social support, it did not consider broader social factors, such 
as stigma and racism, which may influence perceived social support. 

Higher uses of alcohol have been noted in people with a history 
of trauma than in those without trauma, particularly those with PTSD 
[69,86,103-105]. The association between PTSD and alcohol dependence 
is clinically significant not only because of its frequency, but also because 
persons presenting with these two diagnoses are more difficult to treat than 
are persons with alcohol dependence alone [72,106]

Alcohol dependency 
Definition, significance and prevalence 

People use psychoactive substances for a variety of reasons. 
For most people, alcohol use in itself is not problematic, yet alcohol 
dependence is still a major public health problem worldwide that results 
in high economic costs to society [107]. The Global Burden of Disease 
Project estimated alcohol use to be responsible for 3.5% of all deaths 
[108]. This burden includes physical disorders and injuries attributable 
to alcohol [108]. Alcohol dependence was a factor in 6,701 deaths in 
this country in 1992, including 2,372 in Ontario alone [109], where the 
percentage of the population who report drinking is highest at 79%. 
The recent Canadian Addiction Survey [110] of 13,909 persons over the 
age of 15 showed no decrease in alcohol use since 1996. Importantly, 
22.4% of Canadians were found to exceed the drinking guidelines, 9.1% 
indicated causing harm to themselves because of alcohol use, and 35.4% 
reported suffering harm because of someone else’s drinking. Seventeen 
percent were classified as dependent on alcohol based on the Alcohol 
Use Disorder Identification Test (AUDIT), 8.9% of whom were women. 
One in every ten Canadians reported that drinking was responsible 
for family and marriage problems [110]. Canadian researchers suggest 
that two-thirds of women with alcohol dependence have mental health 
problems that include PTSD and many of these women are survivors 
of IPV [111]

Alcohol dependence refers to a behavioral pattern of alcohol 
use characterized by compulsion, preoccupation and relapse [112]. 
The description of dependence syndrome (Edwards & Gross, 1976) 
[113] was a significant step in the evolving concept of dependence. 
This syndrome consists of a cluster of cognitive, behavioral and 
physiological phenomena and these elements have been incorporated 
in the internationally-used criteria for diagnosis of alcohol dependence 
in both the DSM-IV [68] and ICD 10 systems. [107] 

The key features of alcohol dependence are impaired control, 
preoccupation, relapse, tolerance and withdrawal symptoms [114]. 
Impaired control, a sign of compulsion, is the tendency to drink larger 
amounts over a longer period than planned and the inability to predict 
consumption [114]. Preoccupation is the attention focused on acquiring 
and drinking alcohol, where it occupies a central role in life and other 
activities are diminished [114]. Relapse is unsuccessful efforts to cut 
back, with recurrent inability to control consumption [114]. Alcohol 
use becomes more important than the problems it is causing, and its use 
continues, despite the problems it creates. Physical dependence can also 
consist of tolerance and a withdrawal syndrome. Tolerance refers to the 
increased need to consume more alcohol to achieve the desired effect 
[114]. Withdrawal symptoms vary according to the level of physical 
dependency and the previous numbers of detoxification but may 
include the following: hyperarousal, tremor, tachycardia, anxiety, fever, 
anorexia, diaphoresis, disorientation, hallucinations, and seizures [115]. 
It has been argued that a heavy reliance on the presence of tolerance 
and withdrawal symptoms may lead to a failure to diagnose serious 
dependence [116-120]. Therefore, clinicians should not rely too heavily 
on the presence of tolerance and withdrawal symptoms before they 
make the diagnosis of physical dependence. Peele views dependence as 
a social experience, in that people become addicted to a state of mind 
and body, and, even at the extremes, these people can act in other than 
addicted ways. Once dependence is established, continued drinking is 
associated with significant recurring problems [121]. 

Developing alcohol dependence after repeated use is not usually 
the intent of the individual, but the outcome of a complex combination 
of genetic, physiological, psychological, cultural, and environment 
factors. It is very difficult to distinguish exactly when a person becomes 
dependent on a substance as there is a continuum of use from first 
contact with the drug to a state of addiction. However, once a person 
becomes dependent, unless intervention occurs, the level of dependence 
typically escalates toward severe dependence with physical, mental and 
socioeconomic consequences [110]. Effective recovery programs and 
barriers to access are important areas of study [110]. 

Theories of alcohol dependency 

Many theories regarding for alcohol dependence have been 
developed. However, few theories can provide an adequate explanation 
as to why dependency occurs [122]. The Moral Model was the first 
North America theory and still has a strong influence today. This model 
attributes the use of alcohol to personal choice, with dependence resulting 
from weak moral character. In this model, character building, personal will 
power and removal of temptations overcome dependency [117]. 

In the 1930’s, the first biological theory, the disease model, gained 
prominence through support from the lay movement, Alcoholics 
Anonymous (AA). A radical departure from the moral model, in 
the disease model, the individual is viewed as ill rather than of weak 
character. This approach reduced some of the stigma associated with 
alcohol dependence and started the first substantive humanitarian 
movement in the treatment of alcohol dependent individuals. Recent 
advances in genetic studies have given more weight to biological theories, 
especially the Collaborative Study on the Genetics of Alcoholism 
(COGA), an innovative, multidisciplinary program launched by 
the National Institute on Alcohol Abuse and Alcoholism. This study 
involved nine research centers across the United States collecting DNA 
samples, questionnaires, electrophysiological measurements, and other 
data obtained from nearly 3,000 people from families with at least three 
alcohol dependent members. The analyses from this study identified 
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several chromosomal regions, particularly on chromosomes 1 and 4 
that appear to be linked to several alcohol-related phenotypes, which 
are now the targets of more detailed analyses [123-125] 

Recent research regarding alcohol cravings has provided new 
evidence of the biological bases of alcohol dependence. Neurobiological 
and brain-imaging studies have identified brain chemicals and regions 
[126] and neurotransmitter pathways involved in cravings [6]. The 
brain, seeking homeostasis, adapts to the prolonged or excessive 
presence of alcohol by making changes in certain brain cells, called 
neuroadaptation. This neuroadaptation is thought to occur more 
quickly in persons who are at risk of alcohol dependence because of an 
inherited vulnerability, or severe and repeated stresses such as trauma 
[127]. Differences in the brains of dependent and nondependent 
persons have been identified, some of which are permanent and others 
that disappear sometime after cessation of alcohol use [6]. Once these 
changes take place in the brain mechanism, it has been proposed that 
a process of classical conditioning is responsible for the cravings [126]. 
Understanding these occurrences may help with relapse prevention in 
dependent persons. This is especially so if there are other neuroadaptive 
patterns taking place, such as in PTSD [78,79]. 

In addition to classical conditioning, social learning theory, 
personality and rational theory have been used to understand alcohol 
dependence. Other researchers [128,129] have combined social 
learning and psychological theories to examine how individuals learn, 
modify and reinforce their own behavior, and what psychological 
characteristics predispose them to alcohol dependence. From a social 
learning theory perspective, people tend to repeat behaviors that 
bring reward and discontinue behaviors that bring punishment [40]. 
However, persons with alcohol dependence continue to drink even 
in the face of very negative consequences; it is posited that negative 
attention is a strong reinforcement in the absence of positive attention. 
In addition, most persons with alcohol dependence have very strong 
positive feelings associated with their initial intake of alcohol, which, 
in their memory, remains a positive reinforcement. Understanding 
reinforcement is a critical issue in dependency [130]. 

Personality theories focus on the role of an alcoholic personality 
in developing alcohol dependency. Although AA supports this belief, 
there is little empirical evidence to support this theory. Miller [130] 
demonstrated that persons with alcohol dependence have as broad a 
range of personalities as do non-alcoholic persons. In contrast, rational 
theory suggests that most people begin to use alcohol without realizing 
the potential harm. Individuals with alcohol dependence suffer from 
cognitive impairment and develop destructive thinking patterns. 
Empirical research supports this belief and most health promotion 
and treatment programs have a strong educational basis, which not 
only educates people about the impact of alcohol on the body but also 
identifies destructive thinking patterns and teaches skills to help change 
these thinking patterns. 

Wide acceptance of biological and psychological theories along with 
the inability to fully move away from the Moral Model has prevented 
alcohol dependence from being seen as a social problem. Sociological 
theories allow alcohol dependency to be examined within the context 
of the entire society [131,132]. These theories, which include Marxist 
theory, alienation theory and availability control theory, acknowledge 
that alcohol use does not occur in a vacuum but is influenced by 
sociocultural factors, including cultural norms, ceremonies, politics, 
media and the beliefs about alcohol in our society. These theories 
move us beyond the individual to examine the purpose that alcohol 
use and dependency serves in our society and how social and cultural 

context may contribute to the use of alcohol. There are also subculture 
theories that focus on the role of broader environmental determinants 
in whether people from certain groups use alcohol in excess or not. 
In these theories, the culture must permit heavy drinking at least 
occasionally before the individual is able to become dependent on 
alcohol. These theories take the full responsibility off the individual and 
focus attention on external environmental factors. 

Women and alcohol 

Alcohol dependence poses special concerns for women. A complex 
blend of biological and psychosocial factors affects female alcohol 
use. Women are more susceptible to the physiological consequences 
of alcohol use because male and female bodies respond differently to 
alcohol [2,133]. These responses are explained by the fact that alcohol 
is more soluble in water than in fat. Women’s bodies contain more fatty 
tissue proportionately than do men’s bodies so that the same quantity of 
alcohol consumed by both a man and a woman of equal size will result 
in a higher blood alcohol level for the woman. In addition, women 
produce less alcohol dehydrogenase, the stomach enzyme that breaks 
down alcohol, and, therefore, break down less alcohol in the digestive 
process, leading to higher blood alcohol concentrations than men. 
Consequently, women are more susceptible to liver disease and other 
alcohol-related diseases [2]. 

The psychosocial realities of women who are dependent on 
alcohol also differ significantly from those of men with the same level 
of dependency, and this is especially true for women with children. 
Women suffer special social and emotional consequences for drinking, 
including discrimination due to sex-biased attitudes [131], social 
stigma, and double standards. In addition to gender-based oppression 
that exists in numerous cultures, a relational model makes the impact 
of this stigma more fully understood. Research evidence supports the 
premise that a woman’s development and experiences throughout her 
lifetime are structured around relationships with others [130,134]. 
Relationships are highly valued and it is within this context that 
societal attitudes toward women’s use of alcohol and women’s views of 
themselves are formed [135]. Therefore, if society devalues women with 
alcohol dependence, these women may also think less of themselves. 

Recovery from alcohol dependency 

Although 85% of persons who are dependent on alcohol in Canada 
do not seek formal treatment [136], not these people remain dependent 
on alcohol. Some research has examined natural recovery from alcohol 
dependence. Bischof et al. [137] utilized cluster analysis to identify 
subgroups of natural remitters to build a conceptual framework for 
understanding the process of natural recovery. Common success 
factors identified in three subgroups included having few social 
problems and having a high degree of social support. This research is 
important because it highlights the importance of social support and 
provides information that could be useful in improving the low success 
rates of alcohol treatment programs. Studies on the impact of successive 
detoxifications have shown that each session of detoxification increases 
the possibility of seizures and anxiety responses. In addition, successive 
detoxification has been found to increase obsessivecompulsive cravings 
in one study [138], although, this finding was not supported in 
another study [139]. These studies support the need for more precise 
understanding of the factors that contribute to a person’s ability to move 
from dependency to recovery. 

Lack of social support is a risk factor for relapse [89]. It is unclear, 
however, whether a lack of social support slows recovery from the 
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could benefit from controlled drinking, yet a better understanding of 
pathways to recovery is needed in inform these decisions. The inability 
to determine the best treatment for each person may contribute to the 
low success rate of treatment programs. Fueling the controversy in 
alcohol treatment is the lack of understanding of both philosophies at 
the point of care, such that advocates are often divided on the issue 
and perceive that those who hold opposing views disregard the other 
perspective. 

Studies of alcohol treatment

There are numerous research studies on the characteristics of 
persons with alcohol dependence, but too few outcome studies 
addressing the impact of treatment. In a comprehensive analysis of 
research on alcohol treatment, Yalisove [114] identified a number of 
limitations and challenges in this body of work: (a) lack of a control 
group makes interpretation of results difficult because persons with 
alcohol dependence sometimes go into remission without treatment, 
(b) the heterogeneity of persons with alcohol dependence, and the 
resulting samples recruited for treatment studies, makes generalization 
difficult, (c) lack of consistency in identifying and measuring outcomes, 
including the length of time after treatment that outcome measures 
should be administered, (d) no agreement on how dropout rates should 
be calculated or how to handle discrepancies between laboratory 
results of blood or urine testing and selfreports of abstinence, (e) 
whether success should be based on abstinence rates or a reduction 
in consumption, and, (f) no standard measure for reduction in use. 
Yalisove [114] suggested that clinical trials should employ more specific 
standardized criteria. 

Identifying the types of outcome domains required for adequately 
determining alcohol treatment outcomes has also created debate, with 
researchers focusing primarily on alcohol consumption outcomes [150]. 
However, there is growing support for the importance of assessing both 
alcohol consumption and alcohol-related problems. Furthermore, 
alcohol treatment researchers have begun to address other non-alcohol-
specific measurement domains, including psychosocial functioning 
and quality of life [151]. The rationale is that using multiple measures to 
assess multiple outcome domains leads to a more complete assessment 
of treatment outcomes. This perspective is important as individuals 
report that many factors affect relapse [114]. 

The Rand (1978) report was the first large study that followed 
1,340 persons with alcohol dependence treated in eight residential 
and follow-up programs for 18 months (completion rate of 62%) and 
compared them to a with a group of 400 persons who attended AA and 
had other forms of treatment. At 18 months, the clients who attended 
treatment programs had a remission rate of 67% compared to 54% for 
the comparison group. In the remission group, 27% of participants 
were drinking asymptomatically and another third had drunk during 
the 18 months but not during the last 6 months. Eighty five percent of 
the original participants were interviewed four years later and 28% of 
the treatment program group were still abstaining, with 22% of these 
having abstained for one year or more, 8% drinking low quantities 
with no problem, and another 10% drinking moderately without 
symptoms (Yalisove) [114]. In the comparison group, there was a 20% 
improvement (Yalisove) [114]. The results of this study suggest that 
professional treatment program may be more effective than self-initiate 
peer support groups (AA) in reducing alcohol consumption. 

In contrast to the focus on professional versus lay model of care, the 
MATCH study (1997) compared three types of professional treatment 
for alcohol dependence: Twelve Step Facilitation, Cognitive Behavioral 

acute stress symptoms, if these symptoms alienate possible sources of 
social support, or if these factors influence each other to affect recovery. 
Social support has been found to positively influence women’s progress 
toward regaining health [67,76,137]. In addition, an unstable family 
environment during childhood [140], preexisting mood or anxiety 
disorder, and a family history of anxiety or mood-disorder are related 
to poorer outcomes for recovery [141,142]. 

None of these theories fully explains alcohol dependence. This 
supports the growing recognition of the need for a broad theoretical lens 
[122] to answer the questions that arise in attempting to prevent and 
treat this complex public health problem. Vellman [143] proposes such 
a theory that considers the role of internal factors such as vulnerability 
or predisposition (biology, genetics, personality, and socialization) and 
external factors (culture, politics, economics and advertising) in alcohol 
dependency. 

Alcohol treatment for women 

Substance abuse treatment for women received little attention until 
the 1970s when research on the different impact that alcohol had on 
women’s bodies became prominent [144]. This increase in research 
also highlighted other factors in women’s lives that are important 
in treatment for alcohol dependence, including access, child care, 
transportation and financial resources [144]. Researchers report that, 
despite recent research, women do not have access to a broad range of 
treatment services, the coordination of care is lacking and screening for 
women’s suitability for treatment is frequently not carried out. 

Harm reduction versus abstinence 

The most significant debate in alcohol treatment is the controversy 
between a harm reduction model and complete abstinence, an indication 
of which is that several sessions of the American Academy of Addiction 
Psychiatry conference in 2006 were focused on this debate. Harm 
reduction is a philosophy of care that has widespread empirical support 
[145] and is based on the belief that treatment must start from the 
client’s needs and personal goals. Therefore, any change that reduces the 
harms associated with substance use can be regarded as valuable. Harm 
reduction first emerged as a public health strategic for active substance 
users who were unable or unwilling to stop using (Marlatt). Harm 
reduction embraces the full range of harm-reducing goals, including, 
but not limited to, abstinence. Many people who use alcohol do not 
wish to stop and some are unable or unwilling to embrace abstinence. 
There is evidence that people may avoid seeking help altogether because 
they do not have life-long abstinence as their objective [146]. However, 
many treatment centers offer only abstinence-based programs. By 
accepting goals other than abstinence as reasonable starting places for 
treatment, harm reduction opens the door to this group of people in a 
way that traditional abstinence-oriented approaches cannot. 

The tension between an abstinence model of care and one that 
focuses on harm reduction makes it difficult to compare research 
findings across studies but also contributes to lack of continuity in 
treatment provision [146]. People with alcohol dependence vary widely 
in the severity of substance use, personal goals regarding substance use 
(i.e., safer methods of using, moderation, or abstinence), motivation and 
stage of readiness to change [147], emotional and mental health status 
[148], personality strengths and vulnerabilities [149]and socioeconomic 
variables. This range of issues often works against abstinence, possibly 
explaining why an abstinence-only, one-sizefits-all approach runs 
the risk of failure with many clients. A key challenge is determining 
who may need programs emphasizing complete abstinence and who 
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Treatment and Motivational Enhancement Treatment. Five outpatients 
and five aftercare programs were used to recruit participants (N=1,726) 
who were randomly assigned to each one of the treatment conditions. 
Treatment duration was 12 weeks and efforts were made to ensure 
program integrity. One year after treatment ended, interviews were 
conducted with 90% of the participants and 75% of their relatives 
assess amount of alcohol intake and measure blood alcohol using 
laboratory sampling. Results indicated that 35% of outpatient and 19% 
of aftercare clients were abstinent one year after completing treatment. 
Additionally, 12.4% of outpatient and 7.3% of aftercare were drinking 
safely. There were no significant differences between treatment groups. 
Lack of a control group prevents any conclusion about whether these 
treatments were better than no treatment. Three year outcomes were 
obtained from 84.7% of the sample with similar results [114]. 

Miller et al. [152] conducted a meta-analysis of seven multisite 
studies that tested interventions for alcohol dependence, including the 
Rand report and the MATCH study. The analysis showed that 24% of 
patients in outpatient treatment maintained abstinence and over 11% of 
maintained low level drinking without symptoms for more than a year 
after completing the treatment. In summary, there is some evidence 
that persons with alcohol dependence improve after treatment, 
although these improvements are modest and the quality of evidence 
is limited by the lack of a true control group (no treatment). No single 
treatment has been superior to other treatments [152]. Furthermore, a 
focus on outcomes to the exclusion of what happens during treatment 
makes if difficult to know which elements of treatment are responsible 
for positive effects [114]. 

Clinicians and researchers studying the barriers to alcohol treatment 
advocate the need for a flexible, inclusive, and comprehensive treatment 
model that addresses a myriad of needs, fits with this diverse group of 
people, and is open to a variety of treatment goals aside from abstinence 
[153]. Within such a model, treatments could be matched to the unique 
needs of the individual to maximize overall success. Denning (2000) 
suggests that interventions be matched to the client’s current stage of 
change in relation to a specific behavior. Tatarsky [154] argued that 
many of the issues commonly associated with substance use problems, 
such as early trauma and mental health disorders, are signs that clients 
may want to self-medicate. He proposes that these issues be must be 
identified and addressed before it is possible to consider modifying 
substance use patterns. However, we know that many alcohol treatment 
centers do not make resolution of trauma, or other underlying issues, 
part of their plan of care, despite knowing that this factor makes it more 
difficult to maintain abstinence. 

Before Najavits et al. [72] conducted their landmark study, little 
research had connected PTSD with substance abuse. After this initial 
connection, Najavits developed the program, Seeking Safety. Seeking 
Safety is a manual-based, integrated program that establishes safety 
as the most urgent clinical need for women with PTSD and substance 
abuse problems and teaches coping skills to work toward discontinuing 
use, letting go of dangerous relationships, gaining control over PTSD 
symptoms and asking for help [155]. This program is the most 
empirically studied treatment thus far for trauma, PTSD and substance 
abuse. Positive treatment outcomes, including decreases in substance 
use, PTSD symptoms, suicidal thoughts and risk, and depression and 
increased social adjustment, family functioning and problem solving, 
have been documented in seven studies, including two randomized 
control trials. To assist in comparison of findings across studies, Najavits 
not only documented the details of her program and the underlying 
philosophy [156] but clearly documented her research methodology so 
that others could replicate it [157]. 

Relationships among IPV, PTSD and alcohol dependence  

The association between IPV, PTSD and alcohol dependence has 
been the subject of several studies, although few studies have considered 
all three constructs. For a disorder to be a risk factor for alcohol 
dependence, its onset must precede that of the alcohol dependence. 
The ideal method to determine the order of onset of two disorders is 
to use a prospective, longitudinal design in which healthy persons are 
followed over time and monitored for the development of the disorders 
under investigation. However, these studies are difficult and costly. 
Consequently, most studies of the relationships between IPV, PTSD and 
alcohol dependence are retrospective and cross-sectional. 

Intimate partner violence and post-traumatic stress disorder 

The Trauma Recovery Project was a large, prospective epidemiologic 
study designed to examine multiple outcomes of major trauma, 
including quality of life and PTSD [158]. This study enrolled 1,048 
eligible patients triaged at four trauma centers who were age 18 years 
and older, had admission Glasgow Coma Scale score of 12 or greater, and 
who stayed 24 hours or longer in the center. A well-being scale was used 
to measure quality of life after injury; patient outcomes were assessed 
at discharge and at six-month time intervals. PTSD was diagnosed in 
32% of patients 6 months post treatment. PTSD was more frequent in 
women (39%) than in men (29%) and more frequent in younger, low-
income patients. Perceived threat to life predicted PTSD onset. This 
study raises the question of why women, why younger and why lower 
income persons were more affected. Perhaps access to social support 
may partially explain these findings if these groups of women had lower 
levels of social support and resources to draw on in recovering from 
trauma. Although this study dealt with trauma in general, it offers some 
insight into IPV since many women who leave abusive partnerships 
often perceive a threat to their lives. It also provided some evidence that 
more disadvantaged women who have less access to social support and 
resources may be at greater risk of PTSD. Alcohol use was not studied 
in this project, nor was any other maladaptive coping mechanism. 

The prevalence of PTSD in women who have experienced IPV has 
been estimated in several studies. Both Stein and Woods [159,160] 
found that 50% of women who had experienced IPV had symptoms of 
PTSD. In the latter study, women had been out of the relationship for 6 
to 9 years. These studies included relatively small, convenience samples 
of women; however, Golding’s [28] metaanalysis showed that between 
31% and 84% (weighted mean 63.8%) of female survivors of IPV 
women who experience IPV also experience PTSD. Most IPV research 
has been cross-sectional, yielding information about the emotional and 
mental health effects of exposure to trauma. However, little is known 
about how physiological factors evolve over time or how they might 
influence health. In an ongoing longitudinal study being carried with 
a community sample of adult Canadian women who have recently left 
an abusive partner, 51.6% of women has symptoms of PTSD, yet only 
7.1% had a formal diagnosis of PTSD [161]. This demonstrates not only 
a high prevalence of PTSD but also a lack of recognition of it within 
health care settings. 

Intimate partner violence and alcohol dependency 

Research on IPV and alcohol use has frequently focused on the 
role that alcohol use plays in the escalation of violence [162,163]. 
Results of a few studies suggest the survivors of IPV are more likely 
to have alcohol dependence [162-165]. Often overlooked is the issue 
that women with IPV and alcohol dependence who seek treatment 
for alcohol dependence have difficulty benefiting from present alcohol 
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treatment programs [166,167]. In two studies [168,169], 50% to 65% 
of women seeking treatment for alcohol dependence were victims of 
IPV in the past year. Although several other studies have shown similar 
prevalence rates [20,42,170], little research has been conducted to 
enhance our understanding of why these women are so vulnerable. 
Testa et al. [171] did not find an association between heavy episodic 
drinking and subsequent victimization at the hands of an intimate 
partner. Furthermore, little is known about other roles that alcohol use 
might play in a survivor’s experiences of IPV, and the impact, if any, 
that alcohol dependence might have on the presence and severity of 
depressive symptoms in abused women [172]. 

Chase et al. [167] studied 103 women who were seeking treatment 
for alcohol dependence and who reported experiencing IPV in the 
previous year. This study did not demonstrate the expected findings of 
a greater history of childhood trauma than the general population or 
higher levels of stress or marital conflict. However, all the participants 
in this study were partnered, abstaining from alcohol, receiving marital 
therapy and engaged in ongoing research. Although social support was 
not specifically addressed in this study, it points to the importance of 
social support in recovery from alcohol dependence. Results of other 
studies [42,160,173] suggest that the relationship between IPV and 
alcohol dependence is complex. We do not fully understand the role 
that alcohol plays in the lives of women who have experienced IPV; 
however, given the review of research, we can hypothesis that women 
may use alcohol to self-medicate after an IPV incident or to regulate 
PTSD symptoms. In addition, we know that reasons for using alcohol 
may change over time and, given what we understand about women’s 
physiological response to alcohol and trauma, we can surmise that 
some women will become alcohol dependent. 

Regrettably, in many alcohol treatment settings, trauma is not 
investigated or treated, and clinical staff members are generally not 
requested to assess for PTSD [174-176]. 

Post-traumatic stress disorder and alcohol dependency  

Although there is no single theory that relates trauma to alcohol 
dependency, higher uses of alcohol have been noted for people with a 
history of trauma than those without trauma, particularly those with 
PTSD [31,69,103-105]. These histories of trauma can include physical 
or sexual assault [164]. 

One theory regarding the role of PTSD and traumatic life events as 
risk factors for alcohol dependence posits that the person uses alcohol to 
cope with the traumatic experiences [177]. Results of Clark et al. [178] 
study of adolescents with alcohol dependence provides support for this 
theory. In this study, adolescents with alcohol dependence were 6 to 12 
times more likely to have a history of physical abuse and 18 to 21 times 
more likely to have a history of sexual abuse compared with adolescents 
in the control group. These findings suggest that the relationship of 
PTSD to alcohol dependence in adolescents might be gender-specific 
because the association between these factors was stronger in females 
than in males [178]. High rates of co-morbidity between PTSD and 
alcohol dependence in women have been documented in several 
studies [106, 175,179]. Women’s high risk of comorbid PTSD and 
alcohol dependence may be related to a higher incidence of childhood 
physical and sexual abuse in women than in men [180]. In comparison 
to women with alcohol dependence or PTSD alone, those with PTSD 
and alcohol dependence were found to present with a more severe 
clinical profile and experience poorer treatment outcomes [181]. 

The comorbidity problems associated with PTSD are extensive. 
In the National Comorbidity Survey, Kessler et al. [60] found that 

approximately 80% of patients with PTSD met the criteria for at 
least one other DSM disorder. In another study, Breslau et al. [141] 
found 3036% persons with PTSD had a lifetime prevalence of major 
depressive disorder, 15% percent had obsessivecompulsive disorder, 
and 10-13% had a panic disorder. Comorbidity between PTSD and 
depression is associated with greater symptom severity and higher risk 
of suicidal behaviors [6]. Importantly, when the comorbid disorders 
are identified and treated, the intensity of PTSD symptoms usually 
decreases [182]. Perhaps the decrease in symptom severity is due to the 
social support the participants receive as they were being treated for the 
other conditions. 

There has been substantial study of alcohol dependence in patients 
with PTSD [85], especially studies focused on the pathophysiology 
and clinical presentation of PTSD. In women, depression and other 
anxiety disorders are most common, followed by alcohol dependence 
[60,92]. Persons with PTSD and alcohol dependence have higher rates 
of other psychological and physical problems. This comorbidity makes 
it increasingly difficult to develop a model of the relationship between 
PTSD and alcohol dependence. Two pathways have been suggested to 
explain the high correlation between PTSD and alcohol dependence. 
The first one suggests that the alcohol dependence precedes the PTSD 
and that the subsequent impairment in judgment leads to high risk 
behaviors that lead to trauma [183]. The second pathway has PTSD 
preceding alcohol dependence, with alcohol used as a form of self-
medication [177]. This hypothesis is supported by research in which 
central nervous system depressants have been linked to improvements 
in PTSD symptoms and by reports of an escalation of alcohol use with 
PTSD symptoms [177]. 

Symptoms of PTSD, reexperiencing, hyperarousal and numbing 
are signs of central nervous system stimulation. Alcohol being a 
central nervous system depressant, calms stimulation. If the person 
experiences release from the PTSD symptoms, increased use of 
alcohol is likely and overuse may occur. Overuse of alcohol produces 
withdrawal symptoms when the alcohol blood level drops in the body. 
One of the prominent signs of alcohol withdrawal is hyperarousal 
because of the central nervous system is stimulated. This hyperarousal 
can trigger reexperiencing and even greater hyperarousal, which can 
lead to alcohol consumption and if the person is try to abstain, relapse. 
A study of 1,007 adults documented that PTSD preceded and increased 
the incidence of alcohol dependence and not vice versa [184]. This may 
make detoxification and recovery more difficult [185]. Researchers 
suggest that persons with PTSD and alcohol dependence may find the 
physiological arousal resulting from substance withdrawal extremely 
difficult or impossible to cope with, and inpatient admission with 
pharmacological support may be necessary. However, little research has 
examined the outcomes of these detoxification procedures [186,187]. 
Because of the evidence of noradrenergic dysregulation in PTSD 
and alcohol withdrawal, clinical trials of different medication during 
detoxification are recommended [85,106,188]. 

Persons with alcohol dependence and PTSD are more difficult to 
treat because they are more impaired and have more social problems 
[106]. These individuals are reported to be challenging, have difficulty 
maintaining relationships with therapists and treatment staff, and evoke 
strong negative emotional responses from therapists [72,106,179,189-
193]. In response to this research, Najavits et al. [155] has developed 
a special program for women with PTSD and alcohol dependence 
called Seeking Safety (www.seekingsafety.org). This program, which 
calls for both trauma and substance abuse to be treated concurrently, 
is being evaluated in different client populations. Najavits has provided 
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guidelines for evaluation so that future meta-analyses will be 
possible [155]. 

Najavits has made significant contributions to both research 
and practice in this area. One study [72] compared a group of dually 
diagnosed women (PTSD and alcohol dependence) to a single diagnosis 
group of women with either PTSD or alcohol dependence. Women 
in the dual diagnosis group were found to have more severe clinical 
profiles that those in the single diagnosis groups as well higher levels of 
PTSD symptoms, substance use, general symptomatology, and suicidal 
ideation; poorer coping; and more substantial personal histories of 
trauma and family histories of alcohol dependence. The high lifetime 
rate of suicide attempts (78.6%) was of major concern. 

Research examining treatment for women with co-occurring PTSD 
symptoms and alcohol dependence is in the initial stages. Clinical trials 
comparing the results of different concurrent treatment programs 
need to be completed to examine the long-held belief that once 
alcohol dependence has been treated, other problems with be easier to 
resolve. Additional research, which seeks to understand the complex 
interrelationship between PTSD and alcohol dependence, is needed as 
a foundation for such studies. 

Interrelationships among intimate partner violence, post-
traumatic stress disorder and alcohol dependency 

Few studies have examined the interrelationship among IPV, 
PTSD and alcohol dependence. In a retrospective, correlational study, 
Dansky et al. [170] examined the associations among IPV, PTSD and 
substance abuse in a study of 39 participants who were being treated for 
alcohol or cocaine dependence. Female and male subjects did not differ 
significantly by race, age, marital status, education, or employment. 
Eighty-five percent of the participants had experienced IPV and 
indicated that they feared death or serious harm. Approximately 25% 
of the individuals met the diagnostic criteria for PTSD. Consistent 
with previous research, participants who had experienced IPV were 
four times more likely to meet criteria for PTSD, and twice as likely 
to meet criteria for lifetime PTSD as those who had no history of IPV. 
These findings provide further evidence that IPV can increase the risk 
of PTSD. However, research addressing the interrelationships between 
IPV, PTSD and alcohol dependence has focused primarily in only two 
areas, biological and sociological. 

Social dimensions of the relationships among IPV, PTSD and 
alcohol dependence 

The experience of IPV tends to happen in situations of social 
isolation and abusive partners tend to increase that isolation as part of 
coercive control [7]. Even after leaving an abusive relationship, social 
support can be limited because of stigma, decreased financial resources, 
impaired relationship ability, discrimination and lack of appropriate 
resources [15,36]. IPV is a key context in which trauma occurs and 
trauma is a necessary condition for PTSD [104]. Social support is 
reported to reduce the occurrence of PTSD and reduce the symptoms of 
PTSD [77]. It has been hypothesized that PTSD sufferers self-medicate 
with alcohol (Dube et al.) [104] but that this is less likely to happen if 
the person has access to a confidante [5,137]. Women who have alcohol 
dependence tend to isolate themselves socially and research shows that 
they have increased PTSD symptoms. Social support reduces alcohol 
dependence and the incidence of relapse [89,137]. 

Social support is a complex phenomenon that has many dimensions 
that are influenced by internal and external factors. Examples of internal 

factors are: previously experience, PTSD symptoms, and self-esteem. 
Some examples of external factors are: financial resources, prejudice, 
and social problems [5]. Therefore, it is important to study how support 
is offered and perceived and the barriers to access. 

Social stigma has an impact on social support and IPV, PTSD and 
alcohol dependence are each associated with social stigma [37,194,195]. 
Stigma reduces an individual’s likelihood of reaching out for support 
and decreases the likelihood of being accepted by groups. Individuals 
from stigmatized groups are less than. Such persons tend to hide those 
factors that separate them from others, providing more power to the 
stigma. PTSD symptoms and cravings for alcohol and relapse may 
occur more often under the pressure of secrecy yet talking with other 
individuals honestly about their symptoms, cravings and relapse makes 
it easier to cope with these difficulties [71,196]. Sharing challenges and 
feelings is the strength of all self-help groups. However, social stigma 
and its associated secrecy serve to alienate individuals from their social 
support networks and community resources [5]. 

Recent studies have shown that individuals do not always perceive 
social relationships as supportive [3,4,15,74,137,]. Women with alcohol 
dependence, especially women with children and women who are 
seeking help for IPV, are often cautious of offers of social support 
[2,197]. This was documented in the research by Wuest et al. [58] in 
their grounded theory study focused on intrusion. Women who are also 
financially dependent on social agencies may experience increased fear 
and negative perceptions of “help” provided by such agencies. Is the 
high occurrence IPV, PTSD and AD in low-income populations due 
to high rates of precipitating events or because of a lack of resources to 
recover from or cope with these events? 

Biological dimensions of the relationships among IPV, PTSD 
and alcohol dependence 

Recent research in both PTSD and alcohol dependence has 
demonstrated changes in the brain mechanism, neurological and, 
neurohormonal pathways [6,126,139] due to severe or repeated trauma. 
Trauma creates these changes [69,104] and the over-consumption of 
alcohol adds to these changes [6]. Once these changes occur, the lower 
brain system is activated, which results in cravings [126] or intrusions 
[164] When the person responds to these cravings or intrusions in a 
manner that temporarily satisfies the lower brain, a situation of classical 
conditioning is established. It would be easy for a person to confuse 
the hyperarousal from alcohol withdrawal with the hyperarousal from 
PTSD and, thereby, reinforce or condition their relationship by using 
the alcohol. Relief from hyperarousal after using alcohol would then 
increase the desire for more alcohol. Although triggered by biological 
processes, many believe that classical conditioning is a biopsychological 
condition. The changes created by both PTSD and alcohol dependence 
interfere with both serotonin and cortisol. Serotonin is involved in 
functions such as hunger, aggression, sleep and fear response [69]. 
Low levels of serotonin create an anxiety reaction and may act on the 
amygdala to produce PTSD symptoms. This is interesting as AA teaches 
people to handle their cravings using “HALT”, (i.e., take appropriate 
action when you become Hungry, Angry, Lonely, or Tired). It would 
seem that the connection to the cravings and the amygdala were 
intuitively recognized by the founders of AA. 

Conclusion 
Although there is extensive research regarding the biological basis 

of alcohol dependence, there remains controversy as to whether or 
not alcohol dependence is a disease, and whether abstinence or harm 
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reduction is the best treatment protocol. While some research continues 
to focus on identifying single factors to explain alcohol dependence, 
much of current research attempts to consider complexity and most 
of the biomedical community now consider alcohol dependence to 
be a disease of the brain with contributing psychosocial factors and 
consequences (DSM-IV-TR). Similarly, IPV is considered a major 
health and social problem with extensive physical, psychological and 
social contributing factors and consequences, the most severe of which 
can be linked to PTSD and complicated by alcohol dependence. 

Research on the interrelationships among IPV, PTSD and alcohol 
dependence has focused primarily on prevalence and co-morbidity. 
In some studies, structural equation modelling has been used to 
test models or explanations that could be a foundation for further 
research and policy development. The most promising efforts attend 
to complexity in more fully exploring the interrelationships of social 
support, IPV, PTSD and alcohol dependence. Other areas for research 
that have been identified in this paper are the role of cortisol [70,85]; the 
role of neurotransmitters [75]; impact and practices of detoxification 
[187] and recovery and relapse prevention programs, and barriers to 
access to treatment, especially for women [110]. Despite the difficulties 
of clinical trials, in the days of evidence-based practice, treatment 
centers need to be more precise in their description of treatment 
components and their underlying philosophy and both outcomes and 
process measures included in evaluating treatment effects. Without this 
precision, we cannot discover which interventions work and which do 
not or why they work. 

Given the complexity of each of these areas, it is interesting to note 
the lack of qualitative research. The interrelationships among IPV, 
PTSD and alcohol dependence presents a puzzling pattern that has led 
to some interesting hypotheses. At the same time, low rates of recovery 
and high rates of relapse are a reality for the women and children caught 
in this maze. In this situation, the best intentions of both expert and 
client appear thwarted by apparently irrational choices. This situation 
is one that is ideal for examination through qualitative research [198] 
so that new insights into the experiences of recovery from alcohol 
dependence in the context of women’s lives can be developed. The 
value of eliciting and analyzing women’s stories about the dynamics, 
experiences and challenges of IPV, PTSD and, alcohol dependence may 
be a fruitful approach to gaining a more nuanced understanding of the 
issues faced by these women as they access treatment and how these 
experienced are shaped by the woman and her social context. Given the 
commonality of risk factors and the strong link between social support 
and IPV, PTSD and alcohol dependence, participatory action research 
and community development appear ideally suited for this area. As 
a foundation for this type of research, a better understanding of the 
women who are experiencing all three of these conditions and how they 
would perceive as supportive is needed. 
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