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Summary of Bipolar Disorder Research

Definition and Classification

Bipolar disorder is a chronic mental health condition characterized by significant mood fluctuations and
variations in energy and activity levels, with episodes ranging from mania to depression.

Bipolar I Disorder: Full manic episodes and depressive episodes

Bipolar II Disorder: Hypomanic episodes and severe depressive episodes
Cyclothymic Disorder: Persistent milder mood fluctuations

Key Diagnostic Criteria

DSM-5 criteria: Focus on episode duration, severity, and functional impact

ICD-11 criteria: Classification based on clinical patterns and disease history
Differentiation between episode types: mania, hypomania, depression
Mixed episodes and rapid cycling as important diagnostic features

Key Epidemiological Data

Global prevalence: Affects approximately 37 million people
Lifetime prevalence rate: 1-2% for Bipolar I and II disorders
Age of onset: Typically between 15-25 years

Disease burden: Among top 10 causes of disability worldwide

Suicide risk increased by 15-20 times

- o o P s - 1

Research findings: Discoveries in neuroimaging, biomarkers, and genetic mechanisms
Future treatments: Development of targeted medications and new mood regulation techniques
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Global Prevalence Statistics

Global Burden Worldwide Prevalence Data
*» Approximately 37 milion people globaly a fected (2021 WHO data)

Global preval of bipolar sp n disorders
» Global prevalence estimated at 0.5-0.7% of'the population
* Bipolar I disorder: approximately 0.6% global prevalence
+ Bipolar II disorder: approximately 0.4% global prevalence

+ Subthreshold bipolar conditions: approximately 1.4% - l “ . I

Total bipolar spectrum disorders: approximately 2.4%

Povewer v

+ Annual incidence increased from 1.7 milion cases in 1990 to 2.5 milion cases in 2021
Data Sources

*

Age and Gender Distribution World Health Organization (WHO) Mental Health Atlas

*

Global Burden of Disease Study 2021
National Comorbidity Survey Replication (NCS-R)
Cross-national epidemiological studies

» Typicaly appears between ages 15-25

*

» Equal prevalence among males and females .

¢ Women more frequently diagnosed with rapid cycling and mixed states
+ Approximately 10-15% of cases begin after age 50
* Increasing diagnosis in pediatric populations
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Clinical Symptoms of Manic and Hypomanic Episodes

Manic Episodes

Core Criteria: Abnormally elevated, expansive, or irritable mood, with increased activity and energy for > 1
week

Additional Symptoms: Inflated self-esteem, decreased need for sleep,

talkativeness, racing thoughts, distractibility, increased activity, engaging in risky activities

Functional Impact: Marked impairment in occupational or social functioning

Behavioral Manifestations: Excessive talking, impulsivity, hyperactivity, excessive spending, hypersexuality
Emotional Manifestations: Euphoria, intense joy, irritability, rapid mood swings

Cognitive Manifestations: Grandiose delusions, racing thoughts, poor judgment

Special Considerations for Mania

*

Psychotic Features: Present in 50-60% of manic episodes (delusions,
hallucinations)
Age-Related Differences: More irritability in children/adolescents

Medical Complications: Dehydration, electrolyte disturbance, exhaustion

Risks: Hospitalization often necessary to maintain patient safety
Risk Assessment: Essential due to poor judgment and recklessness

Hypomanic Episodes

Core Criteria: Similar to mania but shorter duration (24 days) and less
severe

Additional Symptoms: Same symptoms as mania but less intense
Functional Impact: No marked impairment in functioning, may
temporarily increase productivity

Hospitalization: Does not require hospitalization

Psychotic Features: Not present

Notable Change: Change must be noticeable to others but less disruptive
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Depressive Symptoms and Mixed States in Bipolar Disorder

Depressive Episodes

Core Criteria: At least five symptoms for two weeks, including depressed mood or loss of interest/pleasure
Key Symptoms: Depressed mood, decreased interest, weight/appetite

changes, sleep disturbances, psychomotor changes, fatigue, worthlessness feelings, poor concentration,
suicidal thoughts

Comparison with Unipolar Depression

e

Atypical Features: More common in bipolar depression (hypersomnia, increased appetite)

Psychomotor Changes: Greater psychomotor retardation in bipolar depression

Onset/Offset: More abrupt onset and offset in bipolar depression Episode Frequency: More frequent episodes
in bipolar depression Psychotic Features: More common in bipolar depression

Clinical Implications of Bipolar Depression

Diagnostic Challenges: Difficult to distinguish from unipolar depression
in first episode

Treatment Differences: Antidepressant monotherapy can trigger
mania/rapid cycling

Disease Burden: Patients spend more time in depression than in mania
Suicide Risk: Higher in bipolar depression compared to unipolar
depression

Functional Impact: More severe functional impairment

Mixed Episodes

Definition: Co-occurrence of manic/hypomanic and depressive symptoms,
according to DSM-5:

*

Manic/Hypomanic Episode with Mixed Features: Full criteria for
mania’/hypomania plus 23 depressive symptoms

Depressive Episode with Mixed Features: Full criteria for depression plus
=3 manic/hypomanic symptoms

Prevalence: 20-40% of bipolar episodes exhibit some mixed features

Rapid Cycling

Definition: Occurrence of 24 mood episodes (manic, hypomanic, depressive,
or mixed) within a 12-month period.

*

*

*

Prevalence: 10-20% of bipolar patients
Risk Factors: Female gender, longer illness duration, Bipolar II Disorder
Cycling Patterns: Classic, continuous, ultra-rapid, ultra-ultra-rapid



Causes and Risk Factors of Bipolar Disorder - Part [

Multifactorial Etiology

Bipolar disorder results from complex interactions between genetic, neurobiological, and environmental factors.
No single cause has been identified, but rather a set of risk factors that together increase susceptibility.

The biopsychosocial model ilustrates the interaction of different factors

Stress-Vulnerability Model

The stress-vulnerability model suggests that individuals with genetic or biological predisposition may develop the
disorder when exposed to sufficient environmental stressors:

J LT

Genetic Predisposition: Inherited tendency for vulnerability Neurobiological Sensitivity: Alterations in brain
function Environmental Triggers: Stressors activate symptoms

Kindling Effect: Episodes become more easily triggered over time Protective Factors: Protect against illness
manifestation

Genetic Factors

Evidence for Genetic Contribution

Family Studies: First-degree relatives: 5-10% risk; Both parents affected: 50-75%
Twin Studies: Monozygotic: 40-70% concordance; Dizygotic: 5-10%

Heritability Rate: 60-80% based on twin studies

Adoption Studies: Biological relatives show increased risk; adoptive relatives do not

Recent Genetic Findings

2025 Study: 36 genes and 300 genomic regions associated with bipolar disorder

Key Genes: AKAP11,ANK3, CACNA1C, ODZ4, TRANKI

Genetic Complexity: Polygenic (multiple genes with small effects) Pleiotropy: Same genes in multiple disorders
Gene-Environment Interaction: Risk modification by environmental exposure

Epigenetic Modifications: Modification of gene expression without changing DNA sequence

Clinical and Research Implications of Genetic Factors

Pharmacogenomics: Genetic variants affect treatment response Biological Pathways: Calcium channels,
glutamate, circadian rhythms Treatment: New approaches based on genetic findings

Genetic Counseling: Informing familial risks without definitive testing Ethics: Stigma, discrimination, and
privacy concerns
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Causes and Risk Factors of Bipolar Disorder - Part II

Neurobiological Factors

Brain Structure Changes

Prefrontal Cortex: Reduced gray matter volume

and activity Amygdala: Hyperactivity during
emotional processing Hippocampus: Decreased
volume associated with illness duration White
Matter: Abnormalities in fronto-limbic
connections

Cellular and Molecular Mechanisms
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Neurochemical Abnormalities

Monoamines: Dopamine (increased in mania),
serotonin, norepinephrine GABA/Glutamate:
Imbalance between excitation/inhibition
Neuropeptides: Changes in substance P and
opioid systems

Neuroplasticity: Impairment in synaptic remodeling and neuronal

plasticity

Neurotrophic Factors: Decreased levels of BDNF (Brain-Derived Neurotrophic Factor)
Oxidative Stress: Increased markers of cellular damage and lipid

peroxidation

Inflammation: Elevated pro-inflammatory cytokines and microglial activation
Mitochondrial Function: Abnormalities in neuronal energy metabolism

Environmental Factors

Early Childhood Factors

Childhood Trauma: Physical, sexual, emotional
abuse and neglect increase risk 2-3 fold Parental
Loss: Early parental death or prolonged separation
Birth Complications: Obstetric complications,
especially hypoxia Adverse Childhood
Experiences: Cumulative impact of multiple
adverse experiences

Substance Use and Other Factors

Alcohol and Drugs: Regular use increases risk and
worsens illness Cannabis: Associated with earlier
onset and worse outcomes Stimulants: Can trigger
mania and psychosis

Sleep Disturbance: Potent trigger for mood episodes

Stressful Life Events

Life Transitions: Major life changes (job
loss, moving, divorce)

Interpersonal Conflict: Relationship problems
and social disputes

Goal-Attainment Events: Can trigger manic
episodes

Loss Events: Often precede

depressive episodes

Circadian Rhythm Disruption: Changes in daily
routine and sleep-wake cycles

Expressed Emotion: High criticism, hostility,
or over- involvement

Social Support: Low social support increases
relapse risk Seasonal Changes: Seasonal
patterns in mood episodes

Interaction Between Biological and Environmental Fadges /20
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* * * * * * *

* * * * * * *

Other Specified Bipolar and Related Disorders

Short-duration Hypomania

Episodes lasting 2-3 days (less than the required 4 days)
Meets all other criteria for hypomania

At least one lifetime major depressive episode

Not better accounted for by other disorders
Significant debate about validity as distinct category
May represent early manifestation of Bipolar Il
Treatment similar to Bipolar Il but less evidence-based

Hypomanic Episodes with Insufficient Symptoms

Episodes lasting 24 days

Does not meet full symptom criteria (only 2-3 symptoms)
At least one lifetime major depressive episode
Observable change in functioning

Mood and activity/energy level changes noticeable to others
May include some mood stabilizer response

Risk of progression to more defined bipolar phenotypes

* * * * * * * *

Secondary Bipolar Disorders

Substance/Medication-Induced: Direct physiological effects of substances
(stimulants, corticosteroids, L-dopa, antidepressants)

Medical Condition-Induced: Direct physiological consequence of another medical
condition (e.g., multiple sclerosis, stroke, brain tumors)

Temporal relationship between substance/medication use or medical condition
and onset of mood symptoms

Literature supports these causal relationships

Treatment focuses on underlying cause plus symptomatic management

Clinical Implications for These Subtypes

Increase diagnostic sensitivity for bipolar spectrum
Challenge traditional bipolar diagnostic boundaries

Limited research on specific treatment approaches

Risk of both under-treatment and over-treatment

Often treated according to most similar formal bipolar type
Careful monitoring for progression to more defined disorder
Attention to comorbid conditions particularly important
Significant functional impact despite "subthreshold" status
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Core Criteria (DSM-5)

Adistinct period of abnormally and persistently elevated, expansive, or irritable mood AND abnormally and
persistently increased activity or energy, lasting >1 week.

Plus >3 additional symptoms (>4 if mood is only irritable): Inflated self-esteem or grandiosity

Emotional and Cognitive Manifestations

+ Euphoria, elation, or extreme optimism

+ Irritability, hostility, or aggression

« Labile mood with rapid emotional shifts

+ Grandiose delusions or inflated self-worth

« Racing thoughts and pressure of speech

+ Poor judgment and impaired insight

+ Magical thinking or religiosity

+ Cognitive impairment despite subjective feeling of clarity
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Clinical Symptoms of Manic Episodes

Behavioral and Physical Manifestations

+ Increased energy and decreased need for sleep

+ Pressured speech and flight of ideas

« Hyperactivity and psychomotor agitation

+ Excessive goal-directed activities

+ Impulsivity and poor judgment in financial, sexual, or social domains
+ Hypersexuality and sexual indiscretion

+ Excessive spending or giving away possessions

+ Aggressive or provocative behavior
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Comparison Between DSM-5 and ICD-11 Diagnostic Criteria

Key Similarities

Both require elevated mood/iritability and increased energy/activity Similar symptomclusters for manic and
hypomanic episodes
Similar overalstructure for classifying Bipolar I, 11, and Cyclothymic Disorder Recognition of substance-induced

Clinical Implications of Classification System Differences

Prevalence rates differ depending on the system used

Research studies must specify which system they use

Short-duration hypomania (2-3 days) is handled differently

Different approaches to mixed states a fect treatment

Diagnostic delays occur di ferently under each system

Higher thresholds in DSM-5 may lead to diagnostic delay

Less specific ICD-11 criteria may increase early intervention opportunities
Better global application with less stringent ICD-11 criteria

Key Differences

Duration: DSM-5: Precisely specified duration (7 days for mania, 4 days for hypomania); ICD-11: Unspecified "several days"
Mixed Episodes: DSM-5: "with mixed features specifier’'; ICD-11: Separate and specific "mixed episode” category

Number of Symptoms: DSM-5: Specific count (3 or more); ICD-11: Unspecified "several symptoms"

Irritable Mood: DSM-5: Requires more symptoms ifmood is only irritable; ICD-11: No distinction

Subthreshold Conditions: Di ferent classification approaches for less severe conditions Clinical Utility: ICD-11 more focused on
global application

General Approach: ICD-11 more dimensional rather than categorical

Practical Applications and Comparative Diagnosis

More specific and precise More More flexible and less restrictive Less stringent
stringent criteria Lower diagnosis criteria
rates Useful in scientific research Higher diagnosis rates
Primarily used in North America Useful in clinical practice
Used internationally and in resource- limited
regions
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Global Disease Burden
Global Statisties and Epidem - (3]oba] Tmpact Ranking Mortality Burden
Global Prevalence Overview ¢ Ranked 7th in years lived with disability * Suicide risk increased 15-20 fold
Estimated 37 million people worldwide (0.5% of the population) affected by bipolar disorder in 2021 among mental disorders o ¢ Mortahty gap of 8-12 years
Annual incidence rate increased from 1.7 million cases in 1990 to 2.6 million cases in 2021 + Among top 20 causes of disability globa ly + Suicide: 15-20% of deaths
Lifetime prevalence in the United States: approximately 4.4% o 0.4% oftotal global disease burden o Cardiovascular mortahty 2.5 times higher

Global rates vary by region: North America (2.4%), Europe (1.7%), Asia (0.7%) 9th in disability for age group 15-44 years
*

Age of Onset and Gender Distribution Key Indicators
Age of Onset Gender Distribution DALYs (Disability-Adjusted Life Years): Total YLDs (Years Lived with Disability):
years of life lost due to disability and Component representing burden of disability
Average age of onset: 25 years globa ly Peak prevalence: Overalprevalence similar between genders premature death
15-25 years (53% of cases) Bipolar I: Equal across genders
Early onset (<18 years): 28% Bipolar II: Slightly higher in females Women: More Temporal Trends Socioeconomic Impact
I\ii;ri(;onset (1.81-;1?/years): 53% Late onset &?ﬂmﬁiﬁiﬂn‘l}xed QPIISOdeS Global burden increased by 37% from 1990 to 2021 Treatment gap in high-resource regions: 40-50%
(>40 years): 19% ’ P Largest increase in low/middle-income countries Treatment gap in low-resource regions: 85-95%
Treatment gap widening in resource- limited settings Only 10% oflow-income countries have specialized
Expected additional 15% increase by 2030 services

Treatment gap between high and low- income countries
widening (45% in2010 vs 55% in 2023)

Clinical Implications of Epidemiological Data

Early intervention critical in age group 15-25 Diagnostic delay Age and gender-targeted treatments required Treatment gap Need for improved screening in women with depression Preventive services needed

of 5-10 years common requires tailored strategies for highisk popul®tignsl 1/20
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Medication Effectiveness for Various Treatment Outcomes

Medication Mania Depression
Lithium AHHF ++
Valproic Acid ++ +
Lamotrigine + ++
Quetiapine A=F ++
Olanzapine ++ +

Treatment Approaches and Research Findings in Bipolar Disorder

Suicide Prevention Cognition
-+ +
+ +
+ ++
+ -
+ -

+++ Strong evidence, ++ Moderate, + Some evidence, + Neutral, - Negative

Comparison of Pharmacological and Psychosocial Approaches

Medication vs. Combined Treatment
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Relapse: 60-75% vs. 25-40% 1

Recovery time: 12 vs. 9 weeks 7

One-year adherence: 41% vs. 68%

Functional recovery: 35% vs. 52% 3
4

Best Psychosocial Interventions

. Interpersonal and Social Rhythm Therapy (IPSRT)
. Family-Focused Therapy

. Cognitive Behavioral Therapy
. Group Psychoeducation

Genomic Findings

Latest Research Discoveries in Recent Years

Identification of~64 genetic loci associated

with bipolar disorder

First strong genetic distinction between bipolar I and I1
disorders

Significant genetic overlap with

schizophrenia (=0.67)

Disease Course and Progression

First longitudinal staging model showing disorder
progression

Only 14% probability of remaining in stage 2 after 3
years

Identification of critical early intervention period

Treatment Response Predictors and Clinical Applications

Lithium Response Predictors

Family history of disorder (+25%) Mania-
depression-interval pattern (+32%)

Fewer episodes (+35%) Absence of rapid
cycling (+40%)

Genetic testing: 16% improved response

New Biomarkers for Diagnosis

RNA-editing based biomarkers with 80% accuracy
Machine learning algorithms showing 87% diagnostic
accuracy

Metabolic profiles (pyruvate, choline, acetate)

Treatment Innovations

Precision psychiatry approaches using pharmacogenomic
testing

Novel drug targets including NMDA modulators and
neuroinflammation

pathways
Digital monitoring using smartphone sensors

Health Systems and Applications

Integrated care pathways: 43% reduction in admissions
Integration of mental health in primary care

Digital mental health strategies: 67% reduction in
emergency visits Comprehensive quality indicators for
healthcare systems



Bipolar Disorder: AComprehensive Study Of Diagnosis And Treatment

331

Causes and Risk Factors - Overview

Multifactorial Etiology Risk Factor Categorics

Biological Factors Genetic predisposition

Bipolar disorder results from complex interactions between genetic, Neurochemical imbalances
. . . . Structural brain abnormalities Hormone
neurobiological, and environmental factors. No single cause has been dysregulation Circadian thythm disturbances

¢ Inflammatory processes

identified, but rather a convergence of multiple risk factors that together
increase vulnerability.

<lftomey==2. Vulnerability-Stress Model

exposed to sufficient environmental stressors:

Genetic Vulnerability: Inherited predisposition
Neurobiological Sensitivity:

Altered brain function Environmental Triggers: Stressors

activate symptoms

Current Understanding

Heritability: 60-80% based on twin studies

Polygenic Risk: Many genes with small effects

Epigenetic Factors: Environmental influences on gene expression
Neuroimaging: Brain structural and functional differences
Clinical Implications: Personalized treatment approaches

Environmental Factors Early life trauma
Stressful life events
Substance use/abuse Sleep disruption
Seasonal changes Interpersonal
stressors

The vulnerability-stress model proposes that individuals with genetic or biological vulnerability may develop the condition when

Kindling Effect: Episodes more easily triggered
Neuroplasticity: Episodes cause neural changes
Protective Factors: Buffer against illness expression



Genetic Factors in Bipolar Disorder

Evidence for Genetic Contribution

+ Family Studies: First-degree relatives: 5-10% risk; Both parents affected: 50-75% risk
« Twin Studies: Monozygotic: 40-70% concordance; Dizygotic: 5-10%; Heritability: 60-80%
» Adoption Studies: Biological relatives show increased risk; adoptive relatives do not

Recent Genetic Discoveries

+ 2025 Study: 36 genes and 300 genomic regions associated with bipolar disorder
+ Key Genes: AKAP11, ANK3, CACNATC, ODZ4, TRANKI

+ GWAS Findings: Multiple loci identified in genome-wide studies

« Rare Variants: Copy number variations contribute to risk

Genetic Complexity

+ Polygenic: Multiple genes with small effects

+ Pleiotropy: Same genes in multiple disorders

+ Gene-Environment: Risk modified by exposures

+ Epigenetics: DNA methylation, histone modifications
+ Variable Expression: Different clinical presentations
+ Heterogeneity: Multiple pathways to similar outcomes

Clinical and Research Implications

Pharmacogenomics: Genetic variants affect
treatment response Pathways: Calcium

+ channels, glutamate, circadian rhythms

. Treatment: Novel approaches based on genetic
findings Counseling: Informing familial risk
without definitive testing Ethics: Stigma,
discrimination, and privacy concerns
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Neurobiological Aspects of Bipolar Disorder

Brain Structure Alterations Neurophysiological Dysregulation
+ Circadian Rhythms: Disrupted biological clock function

+ Sleep Architecture: Abnormalities in REM latency, density, and distribution
+ Hypothalamic-Pituitary-Adrenal (HPA) Axis: Hyperactivity and abnormal cortisol response

+ Neuroendocrine Function: Thyroid abnormalities and reproductive hormone fluctuations

Key brain regions implicated in bipolar disorder Cellular and Molecular Mechanisms

. lasticity: Tmpa . ) lin i
+ Prefrontal Cortex: Reduced gray matter volume and activity during depression Neuroplasticity: Impairments in synaptic remodeling and neuronal resilience
. hins: R BD in-deri hic f level

+ Amyedala: Hyperactivation during emotional processing Neurotrophins: Reduced BDNF (brain-derived neurotrophic factor) levels

. : : o : . idati : Iny kers of ce lul lipi idati
+ Hippocampus: Volume reductions associated with ilness duration Oxidative Stress: Increased markers of ce lular damage and lipid peroxidation

) ) o Lo ) + Inflammation: Elevated pro-inflammatory cytokines and microglial activation
+ White Matter: Microstructural abnormalities in fronto-limbic connections p ry eyt &

+ Mitochondrial Function: Energy metabolism abnormalities in neurons

¢ Dopamine: Increased during mania, decreased during depression + Neuroprogression: Accumulating ce lular damage with recurrent episodes
+ Serotonin: Dysregulation across mood states + Epigenetic Changes: Altered gene expression through DNA methylation and histone
* Norepinephrine: Activity changes correlate with mood shifts modifications

* GABA/Glutamate: Imbalance between excitatory/inhibitory neurotransmission
=« Neuropeptides: Alterations in substance P, neuropeptide Y, and opioid systems

+ Second Messenger Systems: Abnormalities in protein kinase C and other signaling pathways



Environmental Risk Factors

Early Life Factors

+ Childhood Trauma: Physical, sexual, emotional abuse, and neglect increase risk 2-3 fold

+ Parental Loss: Early parental death or prolonged separation

+ Maternal Infections: Prenatal exposure to influenza and other infections
+ Birth Complications: Obstetric complications, especia ly hypoxia

+ Maternal Stress: High maternal stress during pregnancy

Stressful Life Events

+ Life Transitions: Major life changes (job loss, relocation, divorce)

+ Interpersonal Conflict: Relationship problems and social discord

+ Goal Attainment Events: Can trigger manic episodes in vulnerable individuals

+ Loss Events: Often precede depressive episodes

» Work Stress: High demand, low control work environments

+ Financial Difficulties: Economic hardship and financial stress

+ Timing: First episodes often preceded by significant life events

+ Kindling Theory: Later episodes may occur with lesser stressors or spontaneously
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Substance Use and Physical Health

*

Alcohol: Regular heavy use increases risk and worsens course

Cannabis: Associated with earlier onset and poorer outcomes
Stimulants: Can precipitate mania and psychosis

Sleep Disturbance: Potent trigger for mood episodes
Physical I Iness: Medical conditions with inflammatory components
Medication E fects: Steroids, certain antidepressants, stimulants

Psychosocial and Cultural Factors

*

Social Rhythm Disruption: Changes in daily routines and sleep-wake cycles

Expressed Emotion: High criticism, hostility, or emotional overinvolvement
Urbanicity: Higher rates in urban versus rural environments

Social Support: Low social support increases relapse risk

Cultural Factors: Cultural variations in symptom expression and help-seeking
Stigma: Delayed treatment and increased stress due to stigma

Socioeconomic Status: Lower SES associated with poorer outcomes

Seasonal Changes: Seasonal patterns in mood episodes (e.g., spring/fa | transitions)
Migration: Increased risk in certain migrant populations

Page 16/20
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Diagnostic Criteria According to DSM-5

335

Bipolar 1 Disorder
Manic Episode Criteria:

1. Abnormally elevated/irritable mood AND increased activity/energy, 21 week

2. 23 symptoms (24 if mood only irritable): grandiosity, decreased sleep, more
talkative, racing thoughts, distractibility, increased activity, risky behavior

3. Marked impairment or hospitalization needed

4. Not due to substance/medical condition

Notes:

+ One lifetime manic episode required
+ Hypomanic/depressive episodes not required
+ Various specifiers: mixed features, rapid cycling, etc.

Bipolar Il Disorder
Criteria:

1. 21 hypomanic episode and 21 major depressive episode
2. Never a manic episode

3. Not better explained by other disorders

4. Clinically significant distress/impairment

Hypomanic Episode:

+ Like manic criteria but lasting 24 days
+ Unequivocal change in functioning

+ Observable but not severely impairing
+ No psychotic features

+ No hospitalization required
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Bipolar Type I Disorder (6A60)
Manic Episode:

Persistent elevated, expansive, or irritable mood AND increased activity or energy
Several symptoms present to a significant degree: Increased self-esteem or
. grandiosity
Decreased need for sleep
More talkative or pressure to talk Flight of ideas or
. racing thoughts Distractibility
R Increased goal-directed activity, agitation, or impulsivity "Several days" duration (not specified
exactly)
eSymptoms cause significant distress or impairment Not due to medication, substance,
Or another condition

. Bipolar Type II Disorder (6A61)

At least one hypomanic episode At least one
depressive episode No history of manic episodes
ignificant distress or impairment
¢ Not better accounted for by other disorders
+ Hypomanic episode defined similarly to manic episode but: Less severe symptoms
Does not markedly impair functioning Lasts "several days" (not

®  specified exactly)

Diagnostic Criteria According to ICD-11

Cyclothymic Disorder (6A62)

Persistent mood instability with multiple periods of: Mild to moderate manic or
hypomanic symptoms Depressive symptoms
*Present for at least 2 years
eSubthreshold: doesn't meet criteria for bipolar I or II Symptoms present majority of the time
Never meets full criteria for depression, mania, hypomania Significant distress or impairment

Key ICD-11 Features and Distinctions

Dimensional Approach: More dimensional than categorical compared to DSM-5
Severity Specifiers: Mild, moderate, severe for all episode types Current Episode Specified:
Current manic episode Current hypomanic
episode Current depressive episode Current mixed
episode Currently in remission
Duration: "Several days" vs. specific day counts in DSM-5 Mixed Episodes: Recognized as distinct
category Secondary Categories:
Substance-induced bipolar disorder Bipolar disorder due to medical
conditions
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ison Between DSM-5 and ICD-11 Criteria
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Kev Similarities
Clinical Implications

+ Prevalence rates vary depending on system used

» Research studies should specify which systemthey use
» Short-duration hypomania (2-3 days) handled differently

Different approaches to mixed states impact treatment
Diagnostic delays occur differently under each system

*

*
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Research Findings

Higher thresholds in DSM-5 may delay diagnosis
Energy/activity criteria reduced diagnosis by ~30%

ICD-11's less specific criteria may increase early intervention

Increased diagnostic consistency with DSM-5
Better global applicability with ICD-11's less rigid criteria
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