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Psychiatric Disorders Pt. 1

1. The Concept of Atypical Behaviour
2. The DSM
3. Stigma
4. Mental Health/Mental Illness
5. Bipolar Disorders (BD)
6. Treatments for BD

Today
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Other Psychiatric Disorders (TBD)
Overview of Final Exam

Next Day
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• Discuss some common criteria for atypicality and some of the problems with such
criteria.
• What is Foucault’s thesis in Madness & Civilization?
• Why is the medicalization of atypicality problematic?
• What is the DSM? Discuss some of the controversies over the use of the DSM.
• Describe each of the 3 levels of stigma and explain how they are interrelated.
• Describe Keyes model of mental health and mental illness.
• Describe the various phases of bipolar I and bipolar II disorder and know the diagnostic criteria for these bipolar disorders.
• Describe the kindling model of recurrent affective disorders. What does it predict
about the course of bipolar disorders?
• What is the natural course of bipolar disorders if left untreated?
• Describe the reward hypersensitivity model of bipolar disorder and the evidence in
support of that model.
• Describe the pharmacological treatments for bipolar disorders.
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Criteria for Atypicality
Several sorts. Each with their own set of problems. Some common approaches:
1. Statistical atypicality.
2. Violation of socially-accepted standards.
2a. Maladaptivity (counter-productive behaviour).
3. Subjective atypicality and/or discomfort (e.g., Harmful Dysfunction)
3a. To the “abnormal” individual.
3b. To others.
4. Biological injury or atypicality.
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Foucault’s Madness & Civilization
In the middle ages, people with leprosy were socially and physically excluded
from society for their illness: Leper colonies, houses.
Foucault argued that as leprosy disappeared,
the concept of ‘madness’ developed as it’s
replacement.
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Foucault’s Madness & Civilization
In the middle ages, people with leprosy were socially and physically excluded
from society for their illness: Leper colonies, houses.
Foucault argued that as leprosy disappeared,
the concept of ‘madness’ developed as it’s
replacement.
Foucault describes a social movement In the 17th century, that he termed “The
Great Confinement”: The mad/undesirables were now locked up in institutions
(e.g., Pitié-Salpêtrière Hospital in Paris, Bedlam in London).
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Bedlam
Bethlem Royal Hospital (aka Bedlam) is the oldest Psychiatric hospital
in the world.
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Foucault’s Madness & Civilization
It wasn’t until the 19th century that madness was
considered as a mental illness. Foucault argues
that this medicalization of madness introduced
treatment practices that were just as cruel.
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DSM
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The DSM-5 provides an exhaustive classification system for every
possible mental disorder.
It has several purposes:
1.
2.
3.
4.

To guide treatment choices.
To allow clinicians to communicate.
To please insurance companies who require a concrete diagnosis.
To permit research (via categorization).

DSM
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Diagnostic Categories in DSM-5
You are only responsible for
the categories we cover in the
last part of the course.
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Psychiatric Stigma
In 2014, a news agency conducted a large-scale stigma-based survey and
found the following (Goodwin, 2014):
• 33% would not be interested in being friends with someone who had
mental health issues.
• 20% thought that mental illness was associated with lower intelligence.
• 62% would not hire someone with a history of mental illness.
• 42% thought that seeking help for mental illness was a sign of weakness.

Stigma
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Why It Matters: Some Examples
The negative effects of stigma can outweigh the negative effects of the mental disorder
itself (see Hinshaw & Stier, 2008).
Stigma by health care professionals results in poorer treatment and worse treatment
outcomes. It can also lead to decreases in help seeking (see Clement et al, 2015). In fact,
stigma is considered to be the foremost barrier to mental health care (see Lam & Sun,
2014).
When a person thinks they are interacting with someone who has a mental illness, they
“behave in a wary and even punitive fashion” (Hinshaw & Stier, 2008).
Property owners are not likely to rent to a person they think has a mental illness or history
of mental illness. Employers avoid hiring individuals with a history of mental illness.

Stigma
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Three Levels of Stigma
Self-Stigma (aka internalized stigma): “characterized by negative feelings
(about self ), maladaptive behaviour, identity transformation, or stereotype
endorsement resulting from an individual’s experiences, perceptions, or
anticipation of negative social reactions on the basis of their mental illness”
(Livingston & Boyd, 2010).
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Three Levels of Stigma
Self-Stigma (aka internalized stigma): “characterized by negative feelings
(about self ), maladaptive behaviour, identity transformation, or stereotype
endorsement resulting from an individual’s experiences, perceptions, or
anticipation of negative social reactions on the basis of their mental illness”
(Livingston & Boyd, 2010).
A related construct is perceived stigma, which refers to an individual’s
beliefs about the attitudes of others to mental illness (see Griffiths et al.,
2014).
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Three Levels of Stigma
Social Stigma (aka public stigma): Describes the phenomenon of social
groups endorsing stereotypes about and acting against a stigmatized
group.
Note: The experience of social stigma has been shown to lead to the
development of self-stigma (Vogel et al., 2013).

Stigma

17

Three Levels of Stigma
Structural Stigma: “the policies and practices of institutions in positions of
power, that systematically restrict the rights and opportunities for people
living with mental illnesses” (Hawke et al., 2013)

Stigma
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Three Levels of Stigma
Not responsible
for knowing this.

Stigma
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Common View

Serious
Mental Illness

Poor Mental Health

Optimal Mental
Health

Mental Health and Mental Illness
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Keyes’ View
Optimal Mental
Health

Serious
Mental Illness

No Mental Illness
Symptoms

Poor Mental
Health
Based on the Conceptual Work of Corey Keyes
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Optimal Mental
Health

Optimal Mental
Health with
Mental Illness

Optimal Mental
Health without
Mental Illness

Serious
Mental Illness

No Mental Illness
Symptoms
Poor Mental
Health with
Mental Illness

Poor Mental
Health without
Mental Illness
Poor Mental
Health

Based on the Conceptual Work of Corey Keyes
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DSM Criteria: Bipolar II Disorder
A. Criteria have been met for at least one hypomanic episode and at least one
major depressive episode.
B. There has never been a manic episode.
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Hypomania
Characterized by some of the following (but not to the extent that they lead to severe disruption of work or result in social rejection; and no hallucinations or delusions):
• persistent mild elevation of mood
• increased energy and activity
• marked feelings of well-being and both physical and mental efficiency
• increased sociability and talkativeness (or increased irritability in some)
• increased sexual energy
• decreased need for sleep
• no hallucinations or delusions (i.e., no psychosis)
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DSM 5 Criteria: Bipolar I Disorder
Basically the same as a Bipolar II, but includes manic episodes (psychosis).
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Important Distinction
Psychosis ≠ Psychopathy
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DSM 5 Criteria: Manic Episode
A. Distinct period of abnormally and persistently elevated or expansive mood and abnormally
and persistently increased goal-directed activity or energy, lasting at least 1 week and present
most of the day, nearly every day.
B. 3+ of the following are present to a significant degree:
• Inflated self-esteem or grandiosity
• Decreased need for sleep (e.g., feels rested after only 3 hours of sleep)
• More talkative than usual or pressure to keep talking
• Flight of ideas or subjective experience that thoughts are racing
• Distractibility
• Increase in goal-directed activity or psychomotor agitation
• Excessive involvement in activities that have a high potential for painful consequences (e.g.,
unrestrained buying sprees, sexual indiscretions, foolish business investments).
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Who Gets Sick
Approximately 1% of the global population overall:
Bipolar I: 0.6%
Bipolar II: 0.4%
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Who Gets Sick
Approximately 1% of the global population overall:
Bipolar I: 0.6%
Bipolar II: 0.4%
Strong tendency to run in families.
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Major Risks
High rate of recurrence (even when adhering to pharmacological therapies)-often conceptualized as a lifelong condition.
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Major Risks
High rate of recurrence (even when adhering to pharmacological therapies)-often conceptualized as a lifelong condition.
High risk for suicide attempts: 1/3 - 1/2 of persons with a bipolar disorder.
Highest risk for completed suicide among any psychiatric disorder: ~20 times
higher than rate among general population.
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Major Risks
High rate of recurrence (even when adhering to pharmacological therapies)-often conceptualized as a lifelong condition.
High risk for suicide attempts: 1/3 - 1/2 of persons with a bipolar disorder.
Highest risk for completed suicide among any psychiatric disorder: ~20 times
higher than rate among general population.
6th leading cause of disability for people aged 15-44 years.
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Major Risks
High rate of recurrence (even when adhering to pharmacological therapies)-often conceptualized as a lifelong condition.
High risk for suicide attempts: 1/3 - 1/2 of persons with a bipolar disorder.
Highest risk for completed suicide among any psychiatric disorder: ~20 times
higher than rate among general population.
6th leading cause of disability for people aged 15-44 years.
All of the above are exacerbated by the fact that individuals wirth bipolar
disorder often don’t adhere to treatments.
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Comorbidity
Each case of bipolar disorder almost always has comorbid psychiatric and/or
nonpsychiatric illness.
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Comorbidity
Each case of bipolar disorder almost always has comorbid psychiatric and/or
nonpsychiatric illness.
Psychiatric comorbidities include:
1. Anxiety disorders.
2. Substance use disorders.
3. Attention-deficit/hyperactivity disorder
4. Personality disorders
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Comorbidity
Each case of bipolar disorder almost always has comorbid psychiatric and/or
nonpsychiatric illness.
Psychiatric comorbidities include:
1. Anxiety disorders.
2. Substance use disorders.
3. Attention-deficit/hyperactivity disorder
4. Personality disorders
Nonpsychiatric comorbidities include:
1. Migraine.
2. Cardiovascular disorders.
3. Endocrine disorders.
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Creativity

Bipolar Disorders

from Jamison, 1995
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Population-based Studies
Kyaga et al. (2011) examined the incidence of creative professions amongst
~300,000 Swedish individuals with various psychiatric diagnoses (i.e., unipolar
depression, bipolar disorder, and schizophrenia) and also amongst their relatives.

Bipolar Disorders & Creativity
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schizophrenia

bipolar disorder

depression

from Kyaga et al., 2011

Bipolar Disorders & Creativity

48

Summary of Kyaga et al. Findings
• There is no evidence that depression is associated with creative
professions.
• There is no evidence that schizophrenia is associated with creative
professions.
• There is evidence that bipolar disorder is associated with creative
professions.
• Close relatives of individuals with schizophrenia and bipolar disorders
are more likely to hold a creative profession.
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Kindling/Sensitization Model of Recurrent Affective Disorders

from Post, Rubinow, & Ballenger, 1986
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Kindling/Sensitization Model of Recurrent Affective Disorders

from Post, 2010
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Reward Hypersensitivity Model of Bipolar Disorders

from Alloy et al., 2015
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Reward Hypersensitivity Model of Bipolar Disorders
According to this model, vulnerability to bipolar disorders is the result of a
hypersensitive reward system: Overreactive to goal- and reward-cues.

from Alloy et al., 2015
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Reward Hypersensitivity Model of Bipolar Disorders
Goal/reward attainment is hypothesized to lead to excessive goal/reward activation
which then leads to a cluster of hypomanic/manic symptoms.

from Alloy et al., 2015

Bipolar Disorders

54

Reward Hypersensitivity Model of Bipolar Disorders
Goal/reward nonattainment is hypothesized to lead to excessive goal/reward
deactivation which then leads to a cluster of depressive symptoms.

from Alloy et al., 2015
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Reward Hypersensitivity Model of Bipolar Disorders
Goal/reward nonattainment is hypothesized to lead to excessive goal/reward
deactivation which then leads to a cluster of depressive symptoms.
Reward hypersensitivity
leads individuals with
bipolar disorder to engage
in activities that increase
their exposure to those goal/
reward-related events that
trigger excessive reward
states.

from Alloy et al., 2015
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Reward Hypersensitivity Model of Bipolar Disorders: Evidence
• Prodromal features of hypomania and mania include excessive goal setting and
increased success expectancies; prodromal features of depressive episodes include
decreased motivation and goal setting, and low self-confidence.
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Reward Hypersensitivity Model of Bipolar Disorders: Evidence
• Prodromal features of hypomania and mania include excessive goal setting and
increased success expectancies; prodromal features of depressive episodes include
decreased motivation and goal setting, and low self-confidence.
• Euthymic individuals with bipolar disorders make more risky choices than controls
(e.g., on gambling tasks)
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Reward Hypersensitivity Model of Bipolar Disorders: Evidence
• Prodromal features of hypomania and mania include excessive goal setting and
increased success expectancies; prodromal features of depressive episodes include
decreased motivation and goal setting, and low self-confidence.
• Euthymic individuals with bipolar disorders make more risky choices than controls
(e.g., on gambling tasks)
• Individuals with bipolar disorders exhibit more ambitious goal striving and higher
achievement motivation (particularly for financial success and popular fame).
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Reward Hypersensitivity Model of Bipolar Disorders: Evidence
• Prodromal features of hypomania and mania include excessive goal setting and
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• Structural imaging studies report abnormalities in prefrontal cortex volume, and
increased striatal volume (both part of the frontal-striatal reward circuitry).
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Reward Hypersensitivity Model of Bipolar Disorders: Evidence
• Prodromal features of hypomania and mania include excessive goal setting and
increased success expectancies; prodromal features of depressive episodes include
decreased motivation and goal setting, and low self-confidence.
• Euthymic individuals with bipolar disorders make more risky choices than controls
(e.g., on gambling tasks)
• Individuals with bipolar disorders exhibit more ambitious goal striving and higher
achievement motivation (particularly for financial success and popular fame).
• Structural imaging studies report abnormalities in prefrontal cortex volume, and
increased striatal volume (both part of the frontal-striatal reward circuitry).
• PET studies show increased metabolism in the striatum of both manic and depressed
bipolar individuals.
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Reward Hypersensitivity Model of Bipolar Disorders: Evidence
• Prodromal features of hypomania and mania include excessive goal setting and
increased success expectancies; prodromal features of depressive episodes include
decreased motivation and goal setting and low self-confidence.
• Euthymic individuals with bipolar disorders make more risky choices than controls
(e.g., on gambling tasks)
• Individuals with bipolar disorders exhibit more ambitious goal striving and higher
achievement motivation (particularly for financial success and popular fame).
• Structural imaging studies report abnormalities in prefrontal cortex volume, and
increased striatal volume (both part of the frontal-striatal reward circuitry).
• PET studies show increased metabolism in the striatum of both manic and depressed
bipolar individuals.
• fMRI studies report excessive increases in frontal-striatal reward-related activation in
response to reward-related cues in euthymic states in bipolar individuals.
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Reward Hypersensitivity Model of Bipolar Disorders: Evidence
Alloy et al. (2012) used a prospective design where they selected individuals 1419 years of age who scored either high on multiple self-report measures of reward
sensitivity or who scored average on the same measures.
• Those who scored high were more likely to develop a bipolar disorder (12% vs. 4%)
and had a shorter latency to onset of a bipolar disorder (after controlling for family
history of bipolar disorders).
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Structural Brain Changes
• consistent reports of overall reductions in gray matter
• reports of several structures being smaller in patients with bipolar disorders:
--medial prefrontal cortex and other prefrontal regions
--left anterior cingulate cortex
--left superior temporal gyrus
--hippocampus
• reports of increased striatal volume
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Functional Brain Changes
Not responsible
for knowing this.

from Maletic & Raison, 2014
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Cognitive Changes
• most consistent findings are impairments in executive function (particularly
inhibition) in individuals with bipolar disorder who are in remission and (to a
lesser degree) in unaffected family members
• cognitive impairments are more pronounced on tasks that use emotional stimuli
vs. tasks that use neutral stimuli
• some prospective studies indicate that executive function deficits can be used
to predict the onset of a bipolar disorder in those at risk
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Non-pharmacological Treatments
CBT might be of some benefit during depressive phases. But it can’t
help much with mania or hypomania, nor is there much evidence that
it can prevent cycling.
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Psychosocial Interventions: Goals

from Geddes & Miklowitz, 2013
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Pharmacological Treatments
It is possible to treat the individual phases of bipolar disorders:
--antidepressants for the depression
--antipsychotics (and others) for the mania or hypomania
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Pharmacological Treatments: Mood Stabilizers
It is possible to treat the individual phases of bipolar disorders:
--antidepressants for the depression
--antipsychotics (and others) for the mania or hypomania
There are also drug interventions aimed at stabilizing mood.
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Pharmacological Treatments: Mood Stabilizers
It is possible to treat the individual phases of bipolar disorders:
--antidepressants for the depression
--antipsychotics (and others) for the mania or hypomania
There are also drug interventions aimed at stabilizing mood.
There are three sorts of mood stabilizers:
1. Lithium
2. Anticonvulsants
3. Atypical antipsychotics
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Pharmacological Treatments: Mood Stabilizers
Only responsible
for knowing where
on this axis the underlined drugs lie.

From Vieta et al., 2018
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Lithium
In 1949, John Cade reported that a group of 10 manic patients
displayed marked improvement following the administration of the
metallic ion Lithium. His report received little attention. It was later
shown that Lithium is a mood stabilizer: usually defined as a drug that
has antimanic and/or antidepressant effects and also prevents cycling.
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Self Reports
Neil Cole (Politician, Comedian and Playwright): “New ideas still come
to me but they were slower, thus making it possible for me to absorb them,
to be able to work at a desk for hours on end, to read, and to write creatively” (Cole, 1999)
Margo Orum (Psychologist and Novelist): “My creative activities (mainly writing) appear to have thrived on the emotional balance and ‘normalcy’ that lithium helped me regain, after the first few chaotic years of
lurching from manic psychoses to panic attacks to depressive dead-ends.”
(Margo, 1999)
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Self Reports
Penelope Rowe (Novelist): “Without bipolar disorder I might not have
even been a writer. I certainly would not use the themes I do. Without any
medication, imperfect as it has been, I believe I would now be dead.” (Rowe,
1999)
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Case Studies
Marshall et al. (1970): Reported that 5 of 6 creative persons with BD
who had been on lithium for 2 years had ‘overall productivity...that is
more uniform and of sounder quality’.
Schou (1979): Reported three sorts of outcomes in persons with BD
treated with lithium: (1) increases in creative productivity (n=12), (2) no
change (n=6), or (3) decreases (n=6; 2 returned to baseline after a few
years).
Phillips (1982): Reported on 1 person with BD who showed a decrease
in creative productivity while taking lithium and another who showed
an increase.
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Anticonvulsants
Certain anticonvulsant drugs are considered to be effective mood
stabilizers (but not as effective as Lithium). Two examples:
1. Valproate semisodium (aka Epival, Depakote).
2. Lamotrigine (aka Lamictal).
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Atypical Antipsychotics
Certain atypical antipsychotics are considered to be effective mood stabilizers. Three examples:
1. Quetiapine (aka Seroquel).
2. Olanzapine + SSRI (e.g., Symbyax).
3. Aripiprazole (aka Abilify).
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Not responsible
for knowing which
drugs are good for
which phases--just
that there are difference in which
drugs are effective
in different phases
of bipolar disorder.

from Post, 2007
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Example of a Treatment Algorithm
Not responsible
for knowing the
content of this algorithm.

From Yatham et al., 2009
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