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Foreword

The plainness of Depression: An Introduction as a title belies the freshness, rigour, and creative synthesis of up-to-date thinking in this book. Both broad and deep in perspective, it offers a succinct examination of the origins of depression as an outcome of genetic and attachment-based developmental patterns in a social, cultural, and economic context. Barbara Dowds does justice to the complexity of depression as a multi-faceted phenomenon and articulates the typical triggers and patterns that occur over the lifespan. This lays the ground for rich clinical illustration of the flexible holistic skills needed to work with anxious and depressed clients.

The book’s coherence comes from Dowds’ integration of extensive clinical experience and thorough knowledge of current research. The real achievement of the book is to bring so much knowledge into a clear discussion without ever over-simplifying the issues. Social and political change, environmental risks, and even the state of gut flora are linked to the overall model.

Rarely do we read about depression in a way that takes into account and balances childhood origins of depression with triggers in adult life that stretches to include vast social, political, and technological change. I applaud the urgency, specificity, and prescience of Dowds’ reflections on our current political and social climate and its impact on mental health.

Depression: An Introduction is a great primer for students of therapy as well as experienced practitioners who want to grasp how depression is now understood from the consensus of interdisciplinary thinking covering medical, neuroscientific, attachment-based, psychoanalytic, body-centred, and humanistic research and theory.

This is a truly fascinating read and will be of great interest to anyone who really wants to understand what depression is.

Roz Carroll
Co-editor with Jane Ryan of What is Normal?
Psychotherapists Explore the Question (Confer, 2020)


Preface

Do we really need another book on depression? I believe there is a place for an introduction that pulls together some of the more specialised work on the topic, presents an overview of the causes, and discusses how practitioners can tackle some of the challenges of treating this most recalcitrant and painful of conditions. Depression is very common and increasing; the scientific basis of our knowledge is constantly expanding; what we think of as a single malady in fact has multiple aetiologies; what are categorised as different psychopathologies are turning out to be genetically related; moreover, depression repeats in episodes which become increasingly resistant to treatment. Finally—and most relevant in a book for psychotherapists—depression is notoriously difficult to work with. While CBT is touted as the treatment of choice and indeed is effective in the short term, its impact is rapidly lost after treatment ceases. This is hardly surprising, since its aim is relief of symptoms rather than tackling the underlying relational and developmental problems. Most of the literature on counselling and psychotherapy for depression comes from a CBT orientation, so there is a case for a broader perspective that engages with both the blocks to treatment and what form longer-term solutions might take.

Chapter 1 contains an overview of evolutionary theories, diagnostic criteria, demographics, and depression through the lifespan. The remainder of Part I examines the causes, course, and consequences of depression in terms of a biological perspective (Chapters 2 and 3); and environmental/developmental contributions (Chapter 4).

Part II focuses on psychotherapeutic approaches. Examined are: what the client can learn from their depression (Chapter 5); blocks to therapeutic engagement and ways of working with such resistance (Chapter 6); psychodynamic/relational approaches for insecure attachment, loss, fragile self, as well as body psychotherapies for working with stress and trauma (Chapter 7); and a case study (Chapter 8). To conclude, there are some Final Thoughts around the theme of hope.





Part I


Incidence, causes, and consequences of depression


Depression is usually characterised as a disorder of low mood, frequently accompanied by other problems such as chronic anxiety. Part I of this book focuses primarily on the causes. The demographics indicate that depression is more prevalent in disempowered groups, whether due to poverty, female gender, vulnerable ages, immigrant status, etc. Such people suffer from lower status and therefore reduced agency in their lives so that they are exposed to far more stress than high status groups.


The specific causes of depression are in part genetic (37 per cent within a population and depending on multiple genes) and in part environmental, most particularly a consequence of stress in early childhood. The genetic component may be important in that it leaves us more vulnerable to adverse experiences in early life, rather than predisposing us to depression per se. The reason why vulnerability gene variants have not been eliminated during evolution is thought to be that they provided a selective advantage in surviving experiences—such as abandonment or sickness—that threaten our psychosocial and physiological well-being. It will be argued that low mood is not only a strength under particular environmental conditions, but also that we can learn from the message concealed within the depression.


The development of depression in adolescence or adulthood follows a two-stage trajectory. Susceptibility is laid down during early childhood following a variety of adverse experiences, particularly of the psychosocial variety. Depression may then be triggered in adulthood following stress, bereavement, loss of agency (helplessness), rejection, or abandonment, which mirror the earlier wounds.


Chapter 4 examines the psychodynamic origins of depression, especially as a result of depressed, critical, rejecting, and misattuned mothering. Insecure attachment interacting with other factors such as temperament, genetic vulnerability and life history (e.g. abuse) lays the groundwork for a lifetime of adult depression. We see how depression is associated with deficits in the sense of self and difficulties in relationship. This understanding of the underpinnings of depression leads us into Part II, which details how both client and therapist can work with depression to ameliorate the symptoms and repair some of the developmental deficits that underlie low and stuck mood.


Physical and psychosocial threats, particularly in childhood, leave an imprint on the nervous system; these stress responses are explored in ways that help us to understand not just their role in depression but also how we can work with these patterns in therapy.








Chapter 1


An anatomy of depression




Every individual problem is somehow connected with the problem of the age.


—Jung, Psychological Reflections




Introduction


Depression is a complex disorder—or set of disorders—often accompanied by (expressed as “co-morbid with” in the psychiatric literature) anxiety or mania. It has been attributed to general childhood adversity, having a depressed mother, stress, inflammation, defective genes, neurotransmitter deficiency, nutritional deficiency, or isolation and existential meaninglessness, depending on whether you are talking to a psychotherapist, psychologist, immunologist, neuroscientist, geneticist, medical practitioner/physician, nutritionist, sociologist, or philosopher. Here I will present a biopsychosocial model, where predisposition to depression is understood as involving both genetic elements and an adverse upbringing which interact with each other, while the social context for parenting may support or undermine child-centred rearing. Parents’ own childhood experiences (e.g. attachment pattern and affect regulation) impact on their capacity to rear their children which, in the absence of intervention, then carries over into subsequent generations: “man hands on misery to man …”




Evolutionary origins


Bowlby maintained that “Clinical conditions are best understood as disordered versions of what is otherwise a healthy response” (1980, p. 245). Mammals evolved to have emotions which help them to survive and reproduce. Emotions mediate our relationship to our social and material environment; they enable us to adapt by moving towards comfort zones and away from discomfort or danger. Moods last longer than emotions and are less tied to specific cues and are thus an integrated emotional response to our lives that shapes our behaviour (Rottenberg, 2014). That moods offer a selective advantage is revealed in individuals with blunted moods who, it turns out, are less well adapted to challenging environments (Nesse, 2009). Thus, people who don’t experience low mood (as in the manic phase of bipolar disorder) generate long-term chaos in their lives, mounting up debts, signing business agreements they cannot begin to fulfil, persuading others they have god-like powers. Likewise, those who have abnormally low levels of anxiety (hypophobia) enter into risky relationships or fail to take safety precautions, get into social or legal trouble, have a shorter lifespan, and can create havoc in society—banks collapsing comes to mind. Mild depression or anxiety carry messages that something is wrong that is demanding attention. Perhaps we are in a relationship where the other consistently puts us down; perhaps our lifestyle is intolerably stressful; perhaps we hold beliefs or expectations (e.g. about success or perfection) that ensure we continually fail to meet unreasonably high goals.


There are a variety of theories for the selective advantage of depression. The social navigation hypothesis suggests it is a way of motivating others to provide help. One theory depends on the observation that low mood is associated with greater realism (depressive realism) (Dowds, 2016). Another argument suggests that because cultural evolution has outstripped biological evolution, our Stone Age nervous systems cannot cope with the stress of rapid change and urban life. An attachment and separation model holds that the emotions of grief and anxiety keep us close to our attachment partners, while depressive reactions of withdrawal and inactivity give the young animal a better chance of surviving the temporary loss of caregivers (see Dowds, 2018 for references). More all-encompassing views of depression are that it is a reaction to chronic stress or the frustration of our archetypal needs (Dowds, 2018); an effect of processing threats (Gilbert, 2007); or “an adaptation that regulates goal pursuit” (Nesse, 2009, p. 23). The threat to overall fitness (TOF) model (Maletic & Raison, 2017) proposes that the major drivers of depression—social isolation or exclusion and infection—were threats to evolutionary fitness in our ancestral environment (this is discussed further in Chapters 2 and 4).


We can conclude that depression is not a mood disorder but an adaptive response to triggers such as loss and stress. Different adverse events lead to a range of—expected—symptoms. Losses are followed by sadness, anhedonia, and appetite loss, whereas chronic stress and failure are associated with fatigue and hypersomnia (Keller et al., 2007). These symptom patterns do not result from stable interpersonal differences, but rather from the specific nature of the adverse events. Thus, “Depression is neither a single condition nor a disease; rather it is a context-dependent and appropriate reaction to environmental conditions” (Dowds, 2018, p. 90). Unfortunately, however, depression can then become a learned biological pattern so that later episodes are triggered by less and less stress (a phenomenon known as kindling) as depression becomes a habitual way of being.




Definition and diagnosis


Depression is characterised by low mood such as sadness, numbness, emptiness, a loss of interest or pleasure, and a sense of futility and meaninglessness. Sometimes the depressed mood is camouflaged by somatisation or anger and aggression (particularly in men), or by irritability (especially in children), and is frequently accompanied by anxiety and panic attacks. Poor self-esteem with relentless, harsh self-criticism, a belief that everything is fixed (“this is just the way I am”) and change is impossible can evolve into despair and suicidal ideation. These affective characteristics are accompanied by cognitive, behavioural, and physical symptoms (Hammen & Watkins, 2018). Depression impairs cognitive functions such as memory, concentration, and decision making, and indeed there can be a significant but temporary drop in IQ during depressive episodes that older people may sometimes mistake for dementia. Behavioural symptoms include either a slowing down or agitation in movement and speech with a withdrawal from social engagement. Depressed people can believe—often correctly—that other people don’t want to be around them, but unfortunately the tendency towards self-isolation when taken to extremes only makes the depression worse. Somatic accompaniments to depression include changes in sleep, appetite, and energy as well as a range of other symptoms such as physical pain, fibromyalgia, chronic fatigue, stomach and gut problems, tinnitus, or heart arrhythmia. As for the relationship between affective and physical symptoms: which is the chicken and which the egg? It appears that they are intertwined: physical illness can lead to depression; in other cases, depression can manifest primarily in somatic conditions (Dowds, 2018; Maletic & Raison, 2017). Moreover, compared with people without a family history of major depression, those whose parents suffer from the condition are five times more likely to develop respiratory conditions and a range of other illnesses including cardiovascular complaints, cancer, diabetes, and dementia (Maletic & Raison, 2017).


Psychiatric diagnosis of depression follows either the Diagnostic and Statistical Manual of Mental Disorders (DSM-5) developed by the American Psychiatric Association (2013) or the ICD-10 depression diagnostic criteria of the World Health Organization (1993). DSM-5 divides depression into multiple subgroups according to intensity and duration, of which the best known and most researched is major depressive episode, previously called major depressive disorder (MDD). One of the subgroups is bipolar disorder, which involves extreme mood swings between depression and mania, the latter phase being commonly linked with psychotic experiences (delusions and hallucinations). The aetiology of bipolar disorder is thought to be different from unipolar depression, despite the depression having similar triggers and following a similar course in the two cases. This book will be restricted to a discussion of unipolar depression.


According to DSM-5, major depressive episode is diagnosed when at least five symptoms that are not attributable to other causes present fairly continuously for at least two weeks, and generate significant distress and impair functioning. At least one of the symptoms is either continuous depressed mood or anhedonia, and the others may be fatigue, hyper- or hyposomnia, increase or decrease in appetite, psychomotor slowness or agitation, very poor self-worth or guilt, poor concentration or indecisiveness, and suicidal ideation. Persistent depressive disorder refers to depressive symptoms that last for at least two years. If the symptoms are mild and chronic, the condition is labelled dysthymia.


Depression may also be categorised according to the triggering event such as winter darkness (seasonal affective disorder) or childbirth (postpartum depression). Having a baby has been shown in some studies to increase the risk of depression, and postpartum depression follows between 7 and 13 per cent of births. The symptoms are those of major depression; and a previous history of depression, poor social support, and stress, including medical complications during pregnancy, all predict postpartum depression (Hammen & Watkins, 2018).


The majority (72 per cent) of cases of depression are accompanied by other disorders, including post-traumatic stress disorder (PTSD), and 60 per cent also manifest anxiety disorders. To a lesser extent (25 to 30 per cent of cases), depression is linked with substance or alcohol abuse. Likewise, depressed people are more likely to suffer from personality disorders, and for those who do, the depression lasts longer. The associated conditions frequently predate the depression, but can occur simultaneously with it (ibid.). When treating any of these conditions, the therapist should be alive to the possibility of co-morbidity and take the combination of disorders into account in the treatment plan.


There have been many criticisms of the DSM for being non-scientific, politically influenced, failing to recognise that mental health and illness fall on a continuum, and excluding both the body and the environmental contributions to most or all psychiatric “disorders” and regarding them as emerging solely from brain dysfunction. The National Institute of Mental Health, the major psychiatric research body in the USA, was vocal in its criticism, even before the publication of DSM-5 in 2013 (Maletic & Raison, 2017). It is calling for diagnoses based on scientific principles rather than the current ragbag of clusters of subjective symptoms, and it no longer funds studies based on DSM-5 disease categories. As Maletic and Raison (2017) have pointed out, two people need share only a single symptom (e.g. anhedonia) for them to be considered to have the same “disease” of depression. Furthermore, many symptoms such as physical pain and anxiety that are very common in depression have not been included in the “official” list. It matters whether a symptom is considered core to depression or as co-morbid with it because research has tended to rule out participants with co-morbid conditions, thus excluding 72 per cent of the depressed population from studies on depression (ibid.)!


A great deal is now known about both environmental risk factors and a range of reliable but non-specific physical changes in the body and brain that make people depressed. Maletic and Raison (2017) maintain that the lack of a biological marker that is specific to the condition and present in all patients with major depression, as well as the very high frequency of conditions co-morbid with major depression, argue against it as an independent, discrete disease. It is rather a heterogeneous collection of symptoms which are expressions of a spectrum of “underlying pathophysiological disturbances” (ibid, p. 31).


A unified protocol for emotional disorders has been devised that combines anxiety and depression into the single category of “negative emotional disorder” where different kinds or degrees of anxiety and/or depression are viewed as somewhat trivial variations of a shared pathophysiology (Barlow et al., 2011). This way of categorising these types of suffering is less pathologising, and arguably more scientific; for instance, a shared pathophysiology is indicated by the high co-morbidity rates and by the fact that antidepressants function equally well for a wide range of emotional disorders (Johnson, 2019) including anxiety.


Psychotherapy views “symptoms” as defences which were more or less adaptive at the time they developed, but may now be past their use-by date and no longer useful. Thus, the pathologising stance of psychiatry is not helpful to therapists in their client work (although they need to know the DSM categories in order to understand the symptoms on which most of the research has been based).




Recurrence and drug treatment


Depression may be chronic (20 to 25 per cent) or occasional, mild or severe, and some individuals may suffer from mild chronic symptoms with episodes of major depression (Hammen & Watkins, 2018). The range of symptoms is similar in the varying degrees of depression, and the different levels of severity seem to have common roots. Indeed, people with mild depression have a five times greater chance of developing major depression, while patients recovering from the worst experience of major depression still continue to have some periods of minor depression (Rottenberg, 2014). Thus, while there are enormous subjective differences between mild and major depression, the risk factors and trajectory are similar, and depression may best be viewed as operating on a continuum of severity.


Those who have one episode of major depression are likely (50 to 85 per cent) to go on to have subsequent episodes, and less and less stress is needed to trigger later attacks (the phenomenon of kindling) so that the probability of recurrence increases by 16 per cent with each episode (Burcusa & Iacono, 2007; Hammen & Watkins, 2018). Conditions that increase the likelihood of recurrence include a more severe first episode, having a co-morbid disorder, or having residual symptoms of depression. Stress predicts first episodes of depression much more than subsequent ones, so different treatments may be called for depending on the stage of the condition.


Virtually all antidepressants since the 1950s are designed to inhibit the metabolism of the neurotransmitters, serotonin and/or norepinephrine. They are partially effective (50 per cent improvement in symptoms) for only 50 per cent of community samples, while “full” remission (more than 75 per cent symptomatic improvement) is only achieved in 30 to 35 per cent of patients (Rush et al., 2006). For patients who fail to respond to two interventions (e.g. SSRI antidepressants and CBT), remission rates with further therapy are no more than 10 to 25 per cent (Warden et al., 2007).


A meta-analysis that included unpublished trial data on selective serotonin reuptake inhibitors (SSRIs) found that patients improved, but no more than those on the placebo (Kirsch et al., 2008). There was a clinically significant difference between drug and placebo only in the case of the most severely depressed patients, and in these instances this was because the placebo worked less well. However, the findings that antidepressants are effective on animals (Keedwell, 2008) is evidence that they have some effect beyond the placebo. Overall, Kirsch’s exhaustive analysis reveals that placebos are about 82 per cent as effective as antidepressants.


Other biological treatments for depression are summarised by Hammen and Watkins (2018), but these are constantly being updated.




Frequency, demographics, and gender differences


The prevalence of major depressive disorder (MDD) at any one point in time was found to be 2 to 4 per cent in adults, 6 per cent in adolescents, and less than 1 per cent in children (Kessler et al., 2014) though the prevalence of subsyndromal depressive symptoms is much higher (50 per cent among children and adolescents). These data are worth attention since subsyndromal depression is a powerful predictor of MDD.


WHO World Mental Health surveys (reported in 2011) found a lifetime prevalence of MDD of 15 per cent in ten high-income countries and 11 per cent in eight low- to middle-income countries (Hammen & Watkins, 2018). Lifetime prevalence calculates prevalence to date, whereas some of the survey participants will develop depression in future years. Estimates of lifetime risk to age seventy-five were 40 to 170 per cent higher than the lifetime prevalence figures. Depression is now the single largest contribution to non-fatal health loss worldwide, with 4.4 per cent of people suffering depressive disorder and 3.6 per cent anxiety disorders in 2015 (WHO report, 2017).


Depression may be on the increase, one estimate suggesting it doubled in the USA in the decade after the early 1990s. The eighteen- to twenty-nine-year-old cohort was found to have a lifetime frequency greater than the over-sixties, despite having been alive less than a half of the time (Compton et al., 2006). However, Kessler et al. (2014) are critical of this study and cite others which do not demonstrate significant increases in prevalence in the USA and Holland.


Risk factors for depression include female gender, youth, low income (in high-income nations only), lower social class, immigrant status, urban dwelling, illness, or being single or in a poor-quality relationship (Bromet et al., 2011; Dowds, 2018; Hammen & Watkins, 2018). Each of these sub-populations suffers from reduced agency and lower status and is therefore exposed to more stressful life conditions. Since stress is a major trigger for first episodes of depression, it is not surprising that poor women are up to nine times more likely to suffer anxiety and depression than wealthy men (James, 2008).




Gender


Most cultures show a two to one ratio of women to men suffering from depression. The gender difference kicks in during early adolescence and is maintained for the remainder of the lifespan. There are also gender differences in co-morbidity, with women more likely than men to suffer anxiety disorders and men more likely to have a history of alcohol abuse prior to depression (Hilt & Nolen-Hoeksema, 2014). Interestingly, gender differences are smaller in recent than in earlier cohorts, suggesting that increases in gender equality are narrowing the depression differential. The explanation for the gap is probably a complex interaction between psychological, social, and biological factors. Despite a great deal of research, there is poor correlation between mood and hormone levels even though women are most susceptible to depression when their gonadal hormones fluctuate.


Much firmer evidence comes from psychological and social factors (ibid.). Women’s much stronger interpersonal orientation causes them to care more what others think of them and to be more emotionally affected by the lives of others. Excessive concern with relationships correlates with depression, and interpersonal stressors more frequently lead to depression in girls than in boys. Prolonged discussion of problems with a friend (co-rumination) improved relationship quality for both boys and girls, but simultaneously led to depressive symptoms in girls only.


The link between stress and depression can be magnified or ameliorated by coping skills (Hammen & Watkins, 2018). In the face of adversity women tend to ruminate (over-analyse their problems) whereas men are more likely to actively attempt to solve the problem or to distract themselves (e.g. through work or sport, but also in dysfunctional ways like drinking). Rumination is not helpful as it leads to self-obsession and intensifies negative thinking.


A much higher proportion of girls than boys are sexually abused in childhood and adolescence (27 vs 5 per cent by age seventeen in the USA), and female children suffer other forms of maltreatment more than males (ibid.). In addition, girls are more sensitive to certain childhood adversities (parental separation or loss, poverty, discord, and maternal depression) than boys. Women also bear a greater cost in caring for others and suffer chronic strain from unequal power in the workplace and in heterosexual relationships. All of these social and psychological factors correlate with depression and go a long way towards accounting for the gender discrepancy.


It has been suggested that men actually experience depression just as frequently as women, but express it differently through somatisation or externalising symptoms. When anger/aggression, risk-taking, and substance abuse were taken into account the frequency was found to be equal for men and women (Martin et al., 2013).




Non-Western ethnic groups


Comparing rates of depression in different countries and ethnic groups is problematic. The Western concept of the self as an autonomous monad with mind separate from body is foreign to many other cultures, so Western criteria for depression apply poorly to non-Western cultural groups (Eshun & Gurung, 2009). Other ethnic groups may focus on somatic symptoms or on relationships rather than individual emotional suffering. Depression is stigmatised in the Orient, so Japanese (Kitanaka, 2011) and Chinese (Kleinman, 2004) people are more likely to report somatic symptoms such as pain, dizziness, and exhaustion than low mood or thoughts of suicide.


Among US-born ethnic groups, Hispanics and Blacks had lower rates of depression than Whites; and US-born Mexican Americans had a higher risk of mood disorders compared with foreign-born Mexican Americans (Hammen & Watkins, 2018). In the EU, on the other hand, non-EU migrants, particularly first-generation migrants, had higher rates of depression than EU nationals (Levecque & Van Rossem, 2015).




Depression through the lifespan: childhood, adolescence, and old age


First episodes of depression can occasionally occur in childhood, but are much more likely to begin in adolescence or old age, and adolescent-onset depression is more likely to continue into adulthood than the childhood variety (Hammen & Watkins, 2018). The genetic vs environmental contributions may differ depending on the age of onset, the adolescent-onset form being more associated with genetic causes than depression that begins in childhood. Depression that begins in late adulthood is more likely to be linked with neurological disorders than the earlier variants.




Childhood-onset depression


Childhood-onset depression is characterised mainly by somatic symptoms for brief (less than two weeks) but recurrent periods: changes in sleep and activity, decreased pleasure in play, and sadness often expressed as irritability. Childhood depression does not have a genetic component, but appears to have an entirely environmental cause (Rice, 2010). It is strongly predicted by harsh or unsupportive parenting, family stress, and exposure to adverse conditions, including bullying by peers. Depression in childhood is relatively rare, occurring in about 1 per cent of pre-schoolers and 2 to 3 per cent of children under the age of twelve (Gibb, 2014; Hammen & Watkins, 2018). Having preschool depressive symptoms doubled the likelihood of major depression at ages six to twelve. When this older age group was followed up in early adulthood (Luby et al., 2014), most had adverse outcomes, though only one subgroup had unipolar depression. A second subgroup went on to manifest conduct disorder, substance abuse, and social maladjustment, while a third developed bipolar disorder, an outcome that was predicted by a family history of mania.


Vulnerability to depression in children is linked with negative biases in information processing (Gibb, 2014). Like depression-prone adults, they are more likely to attribute negative events to causes that are perceived as internal, stable, and global (the hopelessness model), and they have a tendency to ruminate in a passive and non-productive way about thoughts and feelings (response-styles theory). There is evidence from prospective studies for a role of both of these sets of cognitive biases in predicting and maintaining depression. Specific to children is the finding that their perception of a low level of competence in various domains increases their risk of mood disorders. Children with or at risk of depression also exhibit attentional biases, some studies showing preferential attention to sad faces, and others avoiding these stimuli. Finally, depressed children have personal memory biases with fewer specific autobiographical memories than either control groups or children with other kinds of psychopathology. Whether the overgeneralised memory is a cause, consequence, or simply a correlate of depression is not yet known, but it is notable that the lack of emotionally suffused detail occurs also in individuals with the avoidant kind of insecure attachment (Chapter 4).
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