Intro to psychiatry

· DSM: diagnostic statistical manual of mental disorder

· First manual of clinical utility in psych

· Originally: Descriptions of diagnostic categories
· 1980s: explicit diagnostic checklist, multiaxial system, neutral regarding etiology (xpt: adjustment disorders, substance induced disorders, or General Medical Condition)

· NOW: DSM-IV until 2012. 

· Defines mental illness as: clinically significant psychological syndrome, associated w/ distress, disability, increased risk of death, pain, suffering. Further criteria: 

· Syndrome must not be an expected response to a particular event 

· Includes behavioral, psychological, or biological dysfunction

· DSM Diagnoses are shared by common features: 

· Psychotic Disorder

· Mood D

· Substance D

· Anxiety D

· Cognitive D

· All categories intertwine, not discrete. Not all individuals meet specific criteria

· DSM also contains: familial patterns, prevalence, DD, course of illness, physical exam findings, other associated features.

· Not in DSM: etiology, treatment
· Criticisms of DSM

· Are the diagnoses valid? Accurate? Is anhedonia the same across a population? 

· Are the diagnoses reliable? Same diagnosis by 2 docs? 

· Reductionist: makes unrealistic distinctions b/w normal and abnormal- ignores cultural differences. Eg. Normal way to grieve. 

· Multiaxial System:

· Co-morbidity: a person can have more than one diagnosis on axis I-III

· Axis I: includes the major clinical syndromes and other conditions which are the focus of attention (normal bereavement). Xpt personality disorders or mental retardation

· Axis II: personality disorders or mental retardation

· Not possible to diagnose a personality in one interview

· Defer Axis II diagnosis, or mention traits of a personality disorder

· Axis III: physical disorders and conditions that the clinician sees as relevant to the mental d. 

· Axis IV: psychosocial/env factors affecting diagnosis, treatment and prognosis of mental d
· Axis V: Global Access of Functioning-scale 0-100. Ex pg 23 (2,3), pg 24 (1)

· 91-100: superior functioning in activities. Well controlled life. No symptoms.

· 41-50: serious symptoms OR impairment in lively functioning. Ass/w inpatient admission

· 1-10: hurting self/others, OR persistent inability to maintain hygiene OR suicidal act

· 0: not enough info available to provide GAF

· Major Depressive Episode (MDE) ex: pg 20 slide 1

· 5 or more symptoms for 2 weeks, a change from previous functioning, at least one of the symptoms is either 1) depressed mood, 2) loss of interest

1. Depressed mood 

2. Diminished interest in pleasurable activities. 

3. Significant unwarranted weight gain/loss

4. Insomnia/hypersomnia

5. Psychomotor agitation/retardation

6. Fatigue, loss of Energy

7. Worthlessness, inappropriate guilt

8. Can’t concentrate

9. Recurrent Thoughts of suicide, or suicide attempt, or having a specific plan

SIGECAPS: Sleep disturbance, loss of Interest, Guilt, loss of Energy, Concentration, Appetite, Psychomotor agitation, Suicidal thoughts

· Symptoms cause distress in functioning: eg. social operations

· Symptoms are not due to substance effects nor physiological effects or GMC
· Symptoms are not better accounted for by bereavement

· MDD: recurrent; requires 2 or more episodes w/ a symptom free interval of 2 months.

· Bio-psychosocial Model: 3 factors interact to effect pathogenesis and course of mental disorder
· Guides interview and treatment of patient

· Biological factors: current physical disorder, prenatal history, genetic, meds

· Psychological: experiences in life; current psychological strength/weakness

· Social: family relations, support, socioeconomic, religious, racial background

· Prevalence of psychopathology:

· 26%- ages 18+ w/ a mental disorder (57 mil)

· 6%-serious mental disorders

· ½ of psychotics have co-morbidities
· PCPs treat most psychiatric patients.
The Mental Status Exam (MSE)

· MSE- part of clinical evaluation. Describes a patient in pt in time, thus changes w/time. 

· Description includes: examiner’s findings (objective), patient complaints (subjective symp.)

· MSE Outline:

I. Appearance/behavior

a. Objective description of the patient e.g. Sex, weight, health, apparent vs. chronological age, dressing, grooming, posture, facial expression, eye contact, receptiveness

II. Speech-quantity, quality, rate

a. Pressured speech: rapid, increased in amount/difficult to interpret

b. Aphasia: 

i. Expressive (Broca’s): can’t speak, impaired. Bro, qualdeans qan’t tawq

ii. Receptive (Wernicke’s): can’t comprehend, speech is intact, but incoherent. 

III. Psychomotor abnormalities

a. Movement displayed by patient: retardation, agitation.

i. Psychomotor Retardation: slowing of thought, speech, movements 

ii. Psychomotor Agitation: excessive motor activity, nonproductive usually. 

b. Akathisia: subjective feeling of muscular tension causes restlessness, pacing, repeated sitting, & standing. Secondary to anti-psychotics. 

c. Bradykinesia: slowness of motor activity, decrease in spontaneous movement

d. Catalepsy: immobile position, constantly maintained. (waxy flexible)

e. Stereotypic movement: repetitive pattern, waving, rocking, head banging. Seen in MR pts

f. Cataplexy: Temporary loss of muscle tone precipitated by emotions, as/w narcolepsy

g. Tardive Dyskinesia: irreg. movements, peri-oral movements most common. AIMS test
IV. Mood-pervasive/sustained emotion experienced by patient over time  (subjective)
V. Affect- Outward expression of mood (objective observation). 

a. Variability: affect is either consistent or labile

i. Labile: rapid change in emotional tone, unrelated to external stimuli

b. Intensity: dysphoric (flat<blunted<constricted) << euthymic (normal) << euphoric 

i. Flat: absence of expression, monotonous, face immobile

ii. Blunted: reduction in intensity of externalizing feelings. 

iii. Constricted: reduction less severe than blunted.

c. Appropriateness: congruent/incongruent mood and affect.  Emotional tone = patient description?
VI. Thought Process

a. Putting ideas and associations together. A TP should be linear and goal directed. 

b. Tangential thinking: can’t goal direct TP, speaker can’t get to desired endpoint

c. Circumstantial Thinking: indirect speech, reach end point but delayed. Abundant details
d. Flight of Ideas: constant rapid shifting from one idea to the next, ideas connected, listener can follow sometimes. 

e. Loose Associations: ideas shift in unrelated manner, incoherent speech; “derailment”

f. Word Salad: jumbled words, no comprehensive meaning.

VII. Thought Content

a. Hallucinations: false sensory perceptions not associated with real stimuli.

i. Can be auditory (psychiatric illness), visual (delirium, substance induced conditions), olfactory (mental disorders), gustatory (uncinate seizure), tactile (phantom limb; formication: crawling under skin, substance withdrawal).

ii. Command H: perception of order from someone, need to obey

iii. Hypnagognic H: false sensory perceptions that occur in ppl upon falling asleep

iv. Hypnapompic H: false sensory perceptions that occur in ppl upon waking 

b. Delusions: false belief (bizarre, non-bizarre)

i. Grandiose: exaggerated importance of one’s self, identity

ii. Delusions of Reference: interpreting casual incidents as having direct personal reference.

c. Obsessions: irresistible thought can’t be eliminated from consciousness by logical effort

d. Recurrent Themes

e. Illusions-misinterpreting real external sensory stimuli

f. Suicidal/Homicidal ideations-thoughts and plans

VIII. Sensorium/intellectual function:

a. Consciousness: alert, drowsy, comatose

b. Orientation: person, time, place

c. Attention/concentration: ask a person to spell a word backward; subtract serial 7’s.

d. Memory:

i. Immediate: repeat 3 words

ii. Recent: recall 3 words in 3-5 min

iii. Remote: past presidents, events, 

e. Abstraction-interpreting proverbs, ask similarities/differences, can be concrete (literal) or abstract (generalized).

IX. Insight-patient awareness of illness, range (denial-true insight)
X. Judgment- make, carry out plans. Discriminate accurately; behave appropriately based on imaginary scenario. 
Child and Adolescent Normal Development: How we grow up

· Normal to DSM IV: No definition of normality/mental health; PCP’s equate health with normality

· Stages of development:

1. Prenatal-before birth



4. Preschool-2.5-6yrs
2. Infancy-Birth-15mo.



5. Middle/school yr- 6-12
3. Toddler-15mo-2.5




6. Adolescence- 12-18 yrs
· Prenatal-in utero development

· Fetal factors: Neurodevelopment, genetic disorders, biological behavior/activity

· Maternal factors: illness, stress, substance use, malnutrition, reaction to pregnancy

· Infancy-

· Attachment-enduring emotional correctness b/w infant and mother.

· Anaclictic depression-depressed children when separated from primary caregiver

· Harry Harlow: monkey prefers terry cloth covered over wire mesh surrogate mother that gave him same food. Terry cloth covered monkeys showed less disorganization during stress, thus infant attachment is not only due to feeding. 

· Affection deprivation leads to:
· Social/emotional effects: poor socialization skills, lack of trust in others, anaclictic d.

· Physical effects: weight loss, hypotonia, physical illness, death!

· Infant reflexes

· Babinski: big toe dorsiflexes with plantar stimulation, gone by 12 mo.

· Moro: limbs extended when startled, gone by 4 mo.

· Rooting: puckers lips, response to peri-oral stimulation. For breastfeeding,  4mo

· Palmar: grasps object in palm, gone in 4mo

· Stranger Anxiety

· Fear strangers, cling to parent. Occurs at 8mo-distinguishing caregivers from erbody

· Separation Anxiety: from the caregiver, precipitates normal anxiety, occurs at 10-18 mo

· Toddler-Accelerated motor, intellectual development. Discovers stuff, new behavior. Looks for emotional cues from parents, Toilet training. Gender identity: Conviction of being male/female. Occur at 18mo, fixed: 25mo. Innate

· Preschool-Mastered primary socialization; Controls bowel movements, can dress, feed, control tears and tantrums, express complex emotions, fear loss of approval and acceptance, aware of diff sexes. 

· Middle Yrs- Academic, athletic, artistic, and social mastery of skills, interacts with adults beside parents, school friends become important, sets up special clubs, understands death is final after age 8

· Adolescence- variable duration, divisions are arbitrary

· Early Adolescence 11-14

· Middle Adolescence 14-17

· Late Adolescence 18-20

· Aspects of development-Puberty

· Biological: skeletal growth, sexual development, # of dendritic connections increase

· Puberty-Biological

· Primary sexual char: reproductive organs, external genitalia.

· Secondary sex char: enlarged breasts, hips; facial hair, lowered voice

· Menarche-13yrs

· Various stages can lead to lower self esteem!

· Psychological: accelerates cognitive development, personality formation. 

· Thinking matures-abstract, conceptual

· Morality develops-internalizes ethical concepts, control conduct behavior

· Creativity increases: writing, art, music, sports

· Identity formation: 

· Identity: sense of self separate from parents, values blending into own beliefs, flexible due to experiences

· Negativism: attempt to declare your own thoughts, express emotions verbally, tests parents and other figures.

· Social: preparations for young adulthood. 

· Friends w/ similar ages and interests, identity relies on peer group, view themselves thru friends’ eyes, need for belongings (no group can lead to low self esteem) 

· Risky behavior-

· Types: Accident prone behavior, risky sexual behavior, substance use

· Reasons: Omnipotent fantasies, inadequacy, gp dynamics

· Result: accidents leading cause of death in teens, STDs, addicts, pregnancy

· 1st: accidents, 2nd homicides, 3rd suicides.

· End of adolescence: when person begins to assume the actual tasks of young adulthood. Transition is a process of assuming new roles, socializing into these roles, and assumption of adult self. 
Young and Middle Adulthood: We’ve grown up, now what?

· Adulthood: development continues throughout life

· Phases: Early (20-40), Middle (40-65)
· Young Adulthood: 

· Need to resolve childhood and adolescent crisis to establish this phase. Being able to answer “who am I? And where am I going?” Change identity to fit into new role.

· Stage 6 of Erik Erikson: Intimacy vs. Isolation:

· Develop intimacy: honor commitments, sacrifice, and compromise.

· Lack of intimacy leads to isolation- unable to tolerate fear of abandonment. Can result in depression, withdrawal. 

· Calvin Colarusso-developmental tasks

· Developing adult sense of self, adult friendships, capacity for intimacy, become a parent biologically and psychologically, mutual relations with parents, help parents in their midlife, adult form of play, work identity, new attitude toward time. 

· Occupation- complex, changes from diffuse-unrealistic to appropriate-realistic. Can be picked due to personality match.

· Occ Motives: individual, private, can’t be explained, influenced while growing up 

· Meaning of Work- means for living, outlet for creativity, pride/accomplishment, and influences type of life led. If job is lost, identity is damaged (part of identity). 

· Women w/ jobs increasing, own 1/3 of all businesses. 

· Postgraduate education: prolongs period of adolescence, widens horizons for career

· Student wellbeing compromised during college yrs: stress, no sleep

· Psychiatric disorders: 15% of college students w/ mood disorder. Substance abuse is common, as well as binge drinking, Ritalin as well. 

· Most students don’t get mental health treatment: stigma of mental illness, coverage unknown, worry about confidentiality. 

· Substance use: med students use more alcohol and tranquilizers, fewer amphetamines than other young adults, college students, and high school students. Most started prior to med school.

· Amount of alcohol increases w/ progression in medical field. 

· Can affect function, prohibit person from reaching middle adulthood

· Relationship/Marriage

· Commitment to intimate interdependence is a new support and strength. 

· On the rise: marriage age, ppl never marrying increasing, ppl rooming b/f marriage. 

· Parenthood

· Causes shift in roles and position in society. Demands new responsibilities, provide satisfaction. Children can reawaken conflicts that parents had when they were children. 

· Child is affected by parents: how they relate, if together or not, nature of family.

· Transition to middle adulthood

· Complete major tasks from previous phases, otherwise new stage is delayed. 

· Overlapping tasks occur. Stage change is smooth, not abrupt. 

· Middle Adulthood
· Reviewing the past, consider how life is going 

· Still deciding the future. ppl could change roles in the future. 

· Children leave home, lowered stress, empty nest syndrome. 

· New role as grandparent, if children have grandchildren

· Career change

· Prepare for retirement

· Stage 7 Erik Erikson: Generativity vs Stagnation 40-60 yrs

· Generativity: process of guiding the oncoming generations/improve society by raising children, being creative, helping community. 

· Stagnation: person stops developing without impulse to guide. Produce children but don’t care for them. These ppl are unprepared for the old age. 

· George Vailant studies

· 5 yr interval survey of Harvard graduates on adulthood progress

· No single determinant in childhood accounting for adult mental health

· Stability in the home predicts well adjusted adulthood.

· Close sibling relationship during college years correlated with emotional and physical well-being in middle age. 

· There’s strong correlation b/w physical and emotional health.  

· Poor psych adjustment in college= high incidence of physical illness in MA.

· Childhood and adult habits correlated

· Adult mental health and good interpersonal relations = capacity to work in childhood

· Physical changes

· Decreased bio/physio function

· Hypertension, diabetes, MI, cancer, menopause

· Wrinkles, obesity, balding, grey hair, bifocals

· Sexuality- activity continues on, functioning declines in MA, changes in body image

· Midlife transition

· Greater insight in how life will turn out, chance to re-write the ending, ppl take new opportunities, lead to good/bad change

· Midlife Crisis: emotional struggles during middle adulthood leading to serious maladaptive behavior. Could be due having impulsive parents, anxious parents, parental discord, withdrawal by same sex parent

· Psychiatric illness in midlife

· 30% have a mental disorder or addictive disorder/year.

· Young adulthood psychiatry

· Mood disorders: mean age of onset for bipolar I (30yrs) and MDD (40yrs)

· Psychotic Disorder: peak age of onset for schizophrenia (men: 10-25, women 25-35). Women have a second peak in middle age.

· Eating disorder: age of onset 16-20yrs

· Substance abuse: 18-25

· Personality disorder: pervasive, chronic, become more apparent with age. 

· Middle adulthood psychiatry

· Psychiatrics that begin in YA are chronic, remain constant or a waxing and waning course

· Affect of mental illness on YA and MA

· Relation w/ family and friends, job, interests, new difficulty coping illness with life, influences ability to finish YA and MA life tasks, greater risk for medical complications.

· Reasons for mortality in YA: homicide, MVA, suicide, accidents, mental illness

· Influences ability to sustain relations

· Major Depression: isolated socially, low energy, motivation and concentration. Decrease ability to fulfill roles 

· Bipolar: during a manic episode can act impulsively, participate in risk taking behavior, start, relationships, end previous relationships, quit job and move

· Ppl with anxiety disorders are less likely to finish high school, move out, get a job, &married.

· Adult maturity:

· Mental health: sophisticated self awareness, use intellectual knowledge in relation others

· Ppl reach maturity in different ways and time

· Maturity allows ppl to move forward and bring completion to their lives in the years ahead. 
Late Adulthood: Are we done growing up yet?

· Age 65+. Young-old: 65-74, old-old: 75 and up. Life expectancy is 76yrs

· How to live longer? Family history of longevity, medical checkups, sense of self as useful, eating and exercising well.  Minimal caffeine and alcohol

· Physical Changes

· Decrease in vision, hearing, immunity, GI renal pulmonary bladder function, muscle. Decrease in total sleep, REM percentage and stages 3 & 4 (deep sleep)

· Increase in fat. Increase in sleep latency and awakenings in the night

· No change in sexual interest or intelligence

· Common conditions are arthritis, hypertension, heart (leading death for 65), & osteoporosis. 

· Physical illness can limit independency, decrease life quality, increase morbidity and health expenses and polypharmacy. Cannot accomplish developmental tasks. 

· Polypharmacy-average 13 different meds for age 65+. DDIs, high expenses, inaccurate use.

· As a doctor: change one med at a time, start slow and go slow. Don’t use meds for their side effects only, and don’t under treat.

· Cognitive Changes

· Decrease in processing info speed, dec in working memory, sensory impairment, and susceptibility to overload cognition. 

· Most older adults are not impaired. They have family help also. errday risks: driving, meds.

· As a doc: explain meds well, ask if they understand instructions, write info down. Repeat ins

· Social Changes

· Role change, interpersonal loss, vulnerability to abuse, living arrangements, dependence

· Retirement: is freedom/leisure, or stress/loss of self esteem. Retirement=#yrs worked

· As a doc: identify their social support, be alert to abuse, be aware of ur attitude toward old

· Erik Erickson: integrity vs Despair (stage 8 and final) 60+

· Successful resolution: a process of life review, sense of peace and wisdom about how life was lived is a successful resolution.

· Less successful resolution: life was too short and didn’t choose wisely

· George Valiant: followed Harvard kids into old age. Correlation to emotional health: closeness to siblings during college, possessing personality traits of pragmatism and dependability as a young adult predicts poor adaptation (depression between age 21 and 50).

· Psychiatric disorders: same impact as physical illness

· Depression: half of psychiatric admissions of olds are due to depression. Difficult to capture.

· Clues: frequent calls, persistent complains of insomnia, fatigue, weight loss, GI sym.

· Bipolar/psychotic: not likely to present for the first time in elderly. If so, consider sub abuse, meds as a reason 

· As a doc: screen psychiatry carefully since polypharmacy may divert symptoms. Depression is NOT normal in old ppl (misconception). 
Intro to psychotherapy:

· Psychotherapy: ways to help ppl change psychologically thru changing responsibilities/intentions. 

· Therapists include: psychologist, psychiatrist, social workers, counselors

· Skills needed: listening, empathy, collaborations, therapy knowledge, creating alliance

· Types: individual, couple’s, family, conjoint, group psychotherapies. 

Modalities of psychotherapy:

1. Psychoanalysis (PA): encourages verbalization of all thoughts, formulation of the nature of the unconscious conflicts causing symptoms and character problems. Problems faced:

i. Resistance: forces opposing analysis. Could be patient, therapist or social network. 

ii. Transference: pt reacts to therapist with intentions developed with past sig. others

· Not entirely honest self due to fear, disappointment by others!

iii. Counter-transference: therapist’s transference toward pt.

2. Psychodynamic (PD): alleviate psychic tension, reveal unconscious. Briefer/less intensive than PA. 
3. Interpersonal (IP): focus on relations and communication w/ others. Emphasizes specific life problems. Pt is taught new adaptive ways to behave to improve IP relations. Uses PD or CBT. Focus:

a. Grief/loss

b. Role transition

c. IP conflicts

d. IP deficits

4. Brief: umbrella term for variety of approaches to psychotherapy. Emphasizes: specific problem, direct intervention, solution-based (not problem oriented), calling out factors sustaining the problem that prevents change. 

5. Supportive: dyadic (IP) tx using direct measure: improve symptoms, self esteem/ego, adaptive skills.

6. Cognitive: theoretical rationale that the cognitive triad determines an individual’s behavior. Corrects distorted conceptualizations and dysfunctional beliefs underlying the cognition

7. Behavioral: based on the respondent/operant behavior therapy. Learning and stimulus response interactions. Corrects inappropriate behaviors thru restructuring of the pairings/re-enforcing factors. 

· Respondent/classical Conditioning

· Sensitization/habituation: is simple learning

· Unconditional stimulus (US) gives an unconditional response (UR), a reflex. Patellar reflex. Smelling food, you get hungry
· Conditional Stimulus (CS) leads to a conditioned response (CR). If you hear a whistle every time you smell your favorite food and you get hungry, then you get hungry every time you hear the whistle. The whistle is the CS and hunger now is the CR. 
· Pavlov: US + NS (neutral stimulus) = CR due to NS, otherwise it’s UR. Neutral Stimulus: Something that doesn’t normally cause a response can cause a response when as/w CS. 

·  Food powder (US)/bell=salivation (UR)/salivation due to bell (CR). The buzzer created the salivation before powder. 

· Little Albert: US+NS ( UR/CR. Clanging of pan + white rat( Fear/Fear. Showing the rat and then scaring him with clanging elicited fear every time he seen the rat. 

· Respondent extinction: keep presenting the CS (white rat) w/o pairing it w/ noise. Habituation will stop response from occurring

· Respondent generalizations: afraid of white bunnies, cotton balls. 

· Operant Conditioning: stimulus( response(consequence stimulus. 

· There are unconditional and conditional reinforcers: things that will give you satisfaction for doing the same thing. UR: need no learning (water, light, warmth). CR: money
· There’re unconditional and conditional punishers: UP: too much heat, cold (touch a stove). CP: look a parent gives, you stop whatever you’re doing. They both take away the response
· For something to be reinforcing: it has to increase the likelihood that future behavior will occur. Younger bro(make bed(give a cookie(make bed more often.

· Positive reinforcer: something presented immediately after initial response that will make the following response occur again (cookie and bed)

· Negative reinforcer: something is taken away immediately after a response that increases the likelihood of it happening again. Turning the alarm clock off. The response after turning off the buzz is SILENCE! U do it quicker eventually

· Punisher: decrease the likelihood of occurring again. Insult ppl(get Slapped(Never again. 

· Positive punisher: slap the asshole, decreases his behavior of doing it again
· Negative punisher: police officer ticketing you. Takes away your money (a punisher). You wouldn’t speed anymore. In high school curfew, you didn’t come home and they take away your social life, and then you start coming home on time.  

· If punisher is intermittent, then behavior won’t stop. If reinforcer is intermittent, the response is to keep going until you get the reinforcer (gambling).

· Operant extinction: allowing a response to occur without reinforcement following it which then decreases future behavior.

· Continuous reinforcement (after every response) vs. intermittent (interval, variable)
· Intermittent: Fixed (interval is fixed, every 4th time or every 5 min) vs. variable (changes)


Pyschotherapy II: Psychiatric theory and defense mechanisms

· Topographic model of Mind: used by Freud as he hypothesized about the cause of psychiatric sym.

· Put mind into:

· Conscious: what u aware of

· Preconscious: what you can become aware of

· Unconscious: what you’re not aware of- still influenced by

· Symptoms are usually repressed memories, events, treat patient by lifting repression
· Problem: some memories can’t be recalled to the conscious. Model couldn’t understand reasons behind symptoms, thus couldn’t treat patients all the time.

· Structural Model of Mind: conceptualizes the internal world as a conflict; ego, id, and superego battle for expression. Conflict produces anxiety and psych sym; alerts ego that defense is needed. 

· Ego: conscious and unconscious component. Reasonable for decision making. mediates the other two and deals with conflict

· Id: completely unconscious, focuses on sex and aggression, controlled by ego/superego

· Superego: mostly unconscious, incorporates moral conscious and values.  

· Defense Mechanism: automatic, typically unconscious, reaction to stress, everyone has them

· Role of DM: defenses lead to compromise b/w Id and SE. defense could result in psychiatric symptoms. These symptoms could be the resulting compromise. Defends against the wish arising from the Id, and gratify the wish in a disguised form. 

Primitive Defenses:

1. Denial: avoiding external reality that’s difficult to face. Refusing acknowledge u got cancer. 

2. Regression: returning to an earlier phase in life to avoid conflict. 5yr old wets the bed after moving.

3. Somatization: converting emotional pain into physical sym. Depressed patients w/ fatigue, pain, etc.

4. Projection: reacting to an unacceptable inner impulse as if it were outside self. Target of projection is not changed. Patient that is angry at his boss doesn’t acknowledge the anger, instead thinks his boss is angry at him. 

5. Projective identification: self projected onto another person, and person takes on char. Boss is angry

6. Acting out: enacting an unconscious wish impulsively. Child sneaking out against parent’s orders

7. Idealization: attributing perfect quality to others, avoid neg. feelings. My doc is the best in the world.

8. Splitting: compartmenting ppl into all good or all bad. Seen in borderline personality. 

Intermediate Defenses
1. Repression: block unacceptable ideas from becoming conscious. Repression deals with inner states, denial deals with external data. Abducted person does not remember any part of the trauma. 

2. Undoing: negate negative/aggressive behavior by doing the opposite. Part of OCD. Wash hands10x to negate negative worrisome thoughts.

3. Displacement: shift feelings as/w one person to another. Man angry at his boss, fights w/wife

4. Intellectualization: use abstract thoughts to avoid talking about feelings. 

5. Introjections: internalize aspects of a significant person as a way to deal with their absence. Child behaves like his parents are here, so he goes to bed on time. 

6. Identification: internalize qualities of person to become like them. Child wants to be like his parents. 

7. Reaction formation: transform the unacceptable wish into its opposite. Parents deny teenage from wish to skydive develop fear of height. 

8. Isolation of affect: separate idea from associated affect to avoid emotions. Describe trauma smiling.

9. Rationalization: justify unacceptable beliefs to make them tolerable to self. 

Mature Defenses
1. Humor: find comic element in difficult situation to reduce discomfort.

2. Suppression: consciously deciding not to think about a particular feeling. 

3. Altruism: committing one’s self to the needs of others above one’s own needs. Used for guilt. 

4. Sublimation: transforming unacceptable aims into acceptable ones. Father angry his son is killed by drunk driver, creates org to help ppl with substance. 
· Transference: pt ( therapist. Unconscious redirection of feelings from the past

· Counter-Transference: therapist( pt. unconscious association of feelings from the past. 
Mood Disorders

· Unipolar disorders: pt experience “lows” only. Include: MDD, dysthymia, Depressive D NOS.
· Bipolar D: pt experiences high and lows. Include BPI, BPII, cyclothymia, bipolar D NOS 

· Either Uni/Bi: mood disorder due to medical condition, substance induced, mood disorder NOS

Unipolar Disorders

· Major Depressive Episode DSM criteria: not due to med condition, sub abuse

· 5 or more sym for 2 or more wks. One symptom must be 1. Depressed mood or 2. Anhedonia

The first four are called “neurodegenerative” sym of as/w depression. 

1. Significant weight gain/loss

2. Insomnia, hypersomnia: prolonged sleep latency, dec REM latency, dec nREM

3. Psychomotor retardation or agitation

4. Fatigue.

5. Worthlessness sense

6. Low concentration, indecisive

7. Suicide attempt or thought.

Know SIGECAPS: sleep disturbance, interest, guilt, energy, concentration, appetite, psychomotor abnormalities, suicide

· Pt must have significant distress, impairment in social, occupational, functioning.

· MSE: pt is down, poor eye contact, psychomotor change, monotonous speech, flat/agitated/anxious. Slow thought process. Impaired cognition (disturbed memory, attention) In psychotic depression: 

1. Delusion
2. Perceptual disturbance (hallucination)
· Pt has somatizations, irritability, decreased libido, helplessness

· Bereavement: losing someone, end up in depression due to thoughts of the deceased. It is depression if sym last > 2 mo: Functional impairment, extreme helplessness, suicide ideation

· After 2 episodes, 75% will have another MDE. After 3 episodes, 90% will have another. 

· Can cause disability: effects work, relations, family, could trigger gen med condition GMCs

· Can be fatal: depression and Left ventricular function impart the same risk for MI. 

· Often missed, but treatable. More in women, average peak 20-40. As/w family history.

· Separated/divorced men and women; unmarried males, married females. Living alone/few friends could trigger it. Could be due to lost child, postpartum, GMC, disability. Most in Native Americans. Could be due to alcohol, drugs.






· MDE and GMC have overlapping symptoms. Solution: act as if all pts have same risk factors.

· Dexamthasone Suppression Test: synthetic cortisol administered to MDD pts. 

· If suppressed ( non-depression, if not suppressed ( depressed

· Could indicate future relapse likelihood.

· MDE etiology: 
1. Monoamine Hypothesis: Classical: deficiency in monoamine neurotransmitters in brain: 5-HT, NE, DA. Modern: malfunctioning of various brain circuits. No direct evidence. Indirect evidence:

a. Serotonin: low 5-HT in CSF, low 5-HT on uptake platelet site in suicide pts. Tx: SSRIs 

b. NE: correlation b/w down-regulation of B-adrenergic receptors and anti-depressant response. Depressed can’t control B-adrenergics. SnRI’s are treatment

c. Dopamine: decreasing DA increase depression risk, increasing DA may improve sym

· Neurotransmitter Receptors: theory posits that abnormal monoamine receptors lead to depression. Involves upregulation of postsynaptic Nt receptors due to low NE, DA, 5-HT.

2. Other Neurochemicals: GABA, opioids, 2nd messenger systems, NMDA antagonists.

3. Neuroendocrine: dep: 50% have increased cortisol, 10% hypothyroidism, 33% high TSH/TRH.

4. Neuroimaging: pts w/ depression: increased ventricular-brain ratio, have smaller hippocampal volume. Results are too non-specific for diagnosis. Also, a change in metabolic activity: reduced in dorsolateral prefrontal cortex (cognition sym), increased in amygdyla ventromedial prefrontal cortex (depressed mood). PET scan: relative glucose hypoactivity in the cortex of depressed pt.

5. Psychosocial: as/w parental neglect, abuse, maltreatment. Early disattachment. Stress chg’s NTs.

6. Cognitive: distortions in viewing stressful events. Distortions are likely present in those prone to depression. The impact of a stressor is moderated by personal meaning. Ex: person abandoned by parents (feels worthless/unlovable) may have a greater emotional response after romantic breakup

a. Learned Helplessness: depression arises from cognitive state of helplessness

7. Personality/temperament: no single trait predisposes to dep. Some ppl fail to mediate relations b/w stress and depression

8. Gender: MDD and dysthymia more prevalent among women. Psychosocial factors beginning at puberty. endocrine cycling (hypothyroidism). Less economic stability. Think, seek no distractions

9. Genetics: MDD is polygenic, multifactorial. Monozygotic twins: 50% concordance MDD. As/w environment as well. Genetic factors determine which medications are good/bad
· Course of MDD:

· Prodromal(early sym) period( anxiety, mild depression. If not tx’d, lasts 6 mo. Tx: last 3mo.

· Onset age is 40: episodes are far apart, clusters, progressive. 

· 5-10% of 1st MDE develop BPI w/in 6-10 yrs

· Tx: goal is full remission, not just decreasing sym. Partial remission greater chance of relapse

· To be considered separate episodes, there must be 2 months in which criteria is not met

· Hospitalization if: suicidal, cant care for self, progressive sym, no social life, need procedures

like Pharmacotherapy: 

1. Acute phase: time from diagnosis to initial reduction of sym until the pt no longer meets syndromal criteria. Usually 6-8wks, pt is seen biweekly for sym, dose, support, SE. usually pts respond to antidepressants, psychotherapy. Patient must adhere to meds. If no change in 4-6 wks, change meds. Shorter hospitalizations require better transitional care

2. Continuation Phase: prevents relapse, consolidate total remission. Follows successful acute phase for 6 mo biweekly/monthly tx. Most relapse is due to non-adherence. Recovery should be achieved before withdrawing drugs b/c residual sym can relapse. Relapse is less common with CBT therapy than w/ drugs. 

3. Maintenance Phase: prevent future recurrences (a new episode, not reactivation of same episode-relapse). Recommended for ppl with 3 or more MDE/chronic dep. Monthly visits
· Dysthymia-(depression and 2+)
· HCASES. Hopelessness, Concentration, Appetite, Sleep, Energy, Self-Esteem.

· Lasts 2 yrs; never w/o a sym > 2 mo; irritable instead of depressed in children/teens (x1 yr).

· Difference from depression: no anhedonia, guilt, worthlessness, psychomotor ab, suicide

· 2-3x more in women. Early and chronic. 
· Double depression: MDD + Dysthymia. Poorer prognosis than MDE alone. 

· DSM: Depressive Disorder, NOS-doesn’t meet the criteria for other depressive disorders

· Depressive Disorder, NOS: Premenstrual Dysphoric Disorder
· Sym appear in the luteal stage and remit after menses begins. Similar to MDE criteria 

· Diff from MDE: irritability, anxiety, affective lability, overwhelmed, physical sym (breast tenderness/swelling, bloating, weight gain, muscle pain)

· Tx: exercise, nutrition (lower sodium/caffeine), supplements (B6, E, Ca, Mg). SSRI’s.

DIFFERENCES:

Major depressive disorder: 2 or more MDE (2wks depressed mood or anhedonia + 4 symptoms), each MDE is followed by 2 months of no symptoms

Dysthymic Disorder: at least 2 yrs of depressed mood (most days), less severe than MDD but lasts longer

Depressive Disorder, NOS: depressed mood, doesn’t meet criteria for any above disorder & adjustment 

Bipolar disorders:

· Highs, lows. History of manic, mixed, hypomanic ep. usually accompanied by a history of MDEs

· Manic Episode: abnormally elevated, expansive, irritable mood, lasting l week. Impaired, psychotic
· DIGFAST: 3 sym or 4 (if mood is only irritable) make a manic episode

· Distractability-poor attention

· Indiscretion
· Grandiosity- could become delusional

· Flight of Ideas-excessive flow of ideas

· Activity increase-can’t execute function

· Sleep deficit-decreased need for sleep

· Talkativeness-pressured speech 

· Hypomanic Episode: persistently elevated, expansive, or irritable mood thru at least 4 days. Change in functioning, no psychosis
· Same as manic dig fast. 3 sym or 4 (if mood is only irritable) make a hypomanic episode. 

· Mixed Episode: meets both MDE and manic episode nearly every day for 1 week period.

· BPADI: needs one manic episode, though MDEs are usually present (mixed)

· BPADII: both hypomanic and MDE. May not have history of manic or mixed episodes. Impaired functioning due to MDE, not hypomania. Graphs pg 153.

· BPAD I is equal in men and women. BPADII more in women. No diff in race/ethnicity. BPADI ave. onset = 30. Onset of manic episode over 40 is abnormal. 

· Etiology of BPAD:

1. NTs: relative to MDE-some monoaminergic dysfunction. Abnormalities in the other direction and in some overlapping but different brain regions. Given that a pt can be manic and depressed (mixed ep), you have an out of tune NT’s not excessive neurotransmission.

2. Genetics: more significant in bipolar vs unipolar. No single gene ID’d.

3. Neurological abnormalities: enlarged third ventricle is most common

· BPAD I course: starts w/ depression 70% of time. Only 10% experience manic. 90% that experienced manic will relapse. 80% experience MDE along with manic or hypomanic. 

· Manic begins suddenly after psychosocial stressor and sleep disturbance

· Time between episodes shorten. After 5 episodes, stabilization of epi. at 6-9 months occurs.

· Rapid Cycling: some BPAD I experience 4+episodes a year.

· There’s no difference between unipolar or bipolar MDE

· Prognosis: worse than MDD. Only 50% achieve control w/ mood stabilizers.

· 20-30% don’t recover to baseline function during episodes

· BPAD II course: poorly studied. Chronic disease. Only 10% develop BPADI

· Treatment: 

· Inpatient vs outpatient: similar to depressed pts. Manics have no insight in their illness.
· BPAD I:

· Manic Ep: Lithium, valproic acid, typical and atypical antipsychotics, carbamazepine (mood stabilizers)

· Sedation w/ antipsychotics and benzodiazepines is necessary in manic phase

· Continuous (maintenance) therapy is recommended for prevention of BPADI w/ 1 ep

· MDE w/ BPADI: lithium, lamotrigine, atypical antipsychotics

· Before putting pt on antidepressant, adequate mood stabilization is necessary

· Otherwise: rapid cycling occurs and mania.

· Psychosis: antipsychotics.

· BPADII:

· Antidepressants alone lead to rapid recycling

· Give a trial of mood stabilizers if antidepressants fail. 

· Psychotherapy:

· Adherence to med is top priority

· CBT and supportive psychotherapy and psychoeducation.

· Cyclothymia: at least 2 yrs, presence of hypomanic sym and depressive sym (don’t meet MDE)

· Person can’t be w/o sym for 2 months

· In children and adolescents: duration is at least 1 yr

· Symptoms: clinical significant distress/impairment in social, occupational, etc functioning

· Cycling between dysthymia and hypomania w/o any full manic or MDE.

DIFFERENCES:

· Bipolar I: at least 1 manic or mixed ep. Accompanied by depressed periods.

· Bipolar II: hypomanic episode + MDE. NEVER manic

· Cyclothymia: 2 yrs of hypomanic and MDEs. Never manic, never MDD. 
· Adjustment Disorder: depressive sym/mood occur w/in 3 mo of stressor.
· Sym are significant clinically due to: 1. Excessive distress, 2. Significant impairment

· Symptoms don’t represent bereavement

· Once the stressor is over, sym should not persist more than an additional 6 months.

· Remember to distinguish the stressor from that of an acute or PTSD
· Mood disorder due to General Medical Condition (GMC)

· Characterized by: 1. Depressed mood, diminished interest. 2. Elevated irritable mood

· Direct physiological consequence of a GMC

· Symptoms cause impairment

· Increased risk for suicide b/c disease is chronic, incurable or painful

· GMC: parkinson’s, huntington’s, CVA, MS, alzheimer’s, pancreatic cancer, HIV, SLE, hepatitis, thyroid problem and parathyroid problem

· Pancreatic Cancer and depression:

· Depression precedes the diagnosis of pancreatic cancer

· Substance Induced Mood Disorder:

· Same as a mood disorder xpt:
1. Sym develop during within 1 month of substance intoxication. 

2. Med usage is etiologically related to disturbance.

· Mood Disorder, NOS: NOS can be used when mental disorder appears to fall within the larger category but does not meet the criteria of any specific disorder within that category. Disturbance in mood.

· Psychotic features: delusion and hallucinations, typically mood congruent. Could be applied to Major Depressive, manic or mixed episode.

· Chronic: full criteria met for >2yrs. Can be applied to MDE

· Catatonic Features: can be applied to a Major Depressive, manic, mixed episode.

· Motoric immobility-catalepsy, stupor

· Purposeless activity, excessive

· Extreme negativism

· Echolalia, echopraxia

· Melancholic Features: MDE

· Loss of pleasure

· Lack of mood reactivity

· Depressed mood, like MDE

· Atypical Features:  Major Depressive, Dysthymic

· Mood reactivity

· Significant weight gain/loss, increase in appetite, paralysis, rejection sensitivity, 

· Postpartum Onset: symptoms within 4 wks of delivery. Can be Major Depressive, Manic, Mixed

· Seasonal Pattern: temporal as/w time of year. w/in 2 years, 2 episodes demonstrate pattern. Not related to a stressor. Can be applied to BPAD I and II and recurrent MDD.

· Rapid Cycling: BPADI or II

· At least 4 episodes of MDE, Manic, Mixed, or Hypomanic in a year.

· Partial or full remission for 2 months 

· More w/ BPAD

· Greater in women
Psychotic Disorders:

· Psychotic Disorders:

1. Schizophrenia (SP)

2. Schizophreniform Disorder

3. Brief Psychotic Disorder

4. Schizoaffective Disorder

5. Delusional Disorder

6. Shared Psychotic Disorder

7. Psychotic Disorder Secondary to GMC

8. Substance induced Psychosis

· Psychosis: means delusions, hallucinations, disorganized speech and behavior. Found in: 

· Mood disorders: MDD (not all the time), BPADI

· Cognitive Disorders: dementia, delirium

1. Delusions: fixed false belief. Could be bizarre or non-bizarre. Types:

· Control: believing someone is controlling you via thoughts/actions/broadcasting

· Grandiosity: believing you have a special importance 

· Guilt: pt believes he or she is responsible for something (wars, storms)

· Persecutory: Paranoia; someone is out to get them. Most common type.

· Religious: delusion involves spiritual content

· Reference: belief that random events, behaviors have an unusual significance to oneself
· Somatic: delusions regarding bodily function, sensations, appearance
2. Hallucinations: false perception occurring w/o any external stimuli

· Auditory: false perception of sound. Can come from inside or outside one’s head. 

· Visual: false perception of sight. Occipital cortex is activated w/ VH. Common with subs use

· Tactile: false perception of sensation. Phantom limb, bugs under skin. As/w subs withdrawal

· Olfactory: false perception of smell. Common in organic disorders. Usually unpleasant

· Gustatory: false perception of taste. Common in organic disorders. Usually unpleasant

3. Disorganized Speech:

· Tangential Thinking ( Loose Association (Word Salad (Incoherence)

· Includes inappropriate silliness, social acts , outbursts of emotions, hygiene
Schizophrenia (SP)

· SP Has positive symptoms, negative symptoms and cognitive dysfunctions
· Positive Symptoms: delusions, hallucinations, disorganized speech/behavior. Caused by malfunctioning, mesolimbic circuitry

· Negative Symptoms: reduced speech, interest, emotional responsiveness, and poor grooming & eye contact. Caused by malfunctioning mesocortical and prefrontal cortical circuits, and malfunctioning in nucleus accumbens reward circuits (motivation). NS are difficult to evaluate b/c they can be a drug’s SE, depression, or normal behavior.

· Cognitive Dysfunction: poor attention & working memory. Can’t execute functions, verbal memory impairment. Caused by Dorsolateral prefrontal cortex. 

· SP characteristic symptoms: 2 or more of the following for a 1 month period. One symptom is required if delusions are bizarre, hallucinations are a kept up running commentary or two voices talk
1. Delusions

2. Hallucinations

3. Disorganized speech

4. Catatonic behavior

5. Negative Symptoms

· SP has a social and occupational dysfunction

· Continuous signs persist for at least 6 months. This period must include 1 month of the 5 symptoms listed. Also, in this 6 months you have:
· Prodromal symptoms

· Residual symptoms

· They are negative symptoms, or two or more of the listed SP characteristics in an attenuated form (odd beliefs, unusual perceptual experiences)

· Subtypes of SP:

1. Paranoid: pt preoccupied w/ auditory delusions and hallucinations. Cognition is not impaired. Least severe. Read pg 213, 214 for example. 

2. Disorganized: includes disorganized speech, behavior, and flat/inappropriate affect. Most severe. Read pg 215 for example.

3. Catatonic: dominated by two of the following

a. Motoric immobility-catalepsy or stupor

b. Excessive motor activity-purposeless, not influenced by external stimuli

c. Extreme negativism: shows resistance when moved

d. Echolalia, echopraxia

e. Bizarre movements: stereotyped, inappropriate mannerism, grimacing

4. Residual: a sign of continuing evidence of disturbance, as indicated by the presence of negative symptoms or two or more SP characteristics in an attenuated form.

5. Undifferentiated: doesn’t fit the other categories
· SP associated features:

· Decreased insight, which leads to hospitalizations, depression, substance abuse, anxiety, inappropriate affect

· Leads to lower life expectancy, whether it’s SE off meds, comorbid subs use, suicide attempts, unhealthy behavior (poor nutrition), or an increase in Cardiovascular problems.

· SP pts are more apt to be homicide victims; 55% attempt suicide as well

· Course

· Onset in late teens, early adulthood. 1% prevalence

· Equal in men and women. Later onset in women, better prognosis, but more prominent sym.

· Subtle symptoms of SP begin as early as childhood, does not warranting meds

· Complete remission is uncommon. Some pts stabilize during course, others worsen. Negative Symptoms increase w/ time.

· Hypothesis: Glutamate hyperactivity causes neurodegeneration, which could explain decreased response to meds, and gives variable outcomes in SP (episodic: with or without interepisode deficits, and chronic, deteriorating)

· Prognosis:

· Good: if SP is acute, begins later, female, good interepisode function, good family history.

· Bad: relapse history, substance use, physical illness, SP family history, inadherence to meds, 

· Etiology: uknown

· Genetics: family, twin study support the genetic role in SP. More common in certain pop.

· Environment: family can help SP pt cope or increase severity by high “expressed emotions”

· Stressor: can be anything from prenatal to communal. 

· Physical exam: 

· No reliable biological marker. Brain often has enlarged 3rd ventricle and decreased cerebral size relative to control gps. In SP pts, there’s increased neuronal density w/ bad synapse density. 

· Lab: increase in CPK in Neuroleptic Malignant Syndrome. 

· NT’s:

1. Dopamine: excessive levels of DA have been implicated in SP. Mesolimbic DA pathway fits the theory of increased dopaminergic activity in SP. High DA causes positive symptoms. Decreasing DA lessens positive symptoms.  Mesocortical DA pathway does NOT fit the DA hyperactivity theory. Some believe that deficit in DA lead to cognitive dysfunction, - sym, affective sym

2. Glutamate/NMDA rec: excitatory. Normally, glu stimulate NMDA rec on GABA interneuron (inhibitory), normalizing the DA release in mesolimbic area. NMDA hypofunction and mesolimbic circuitry: GABA interneuron doesn’t shut down DA, thus producing positive symptoms. NMDA hypofunction and mesocortical circuitry: cortical brainstem glu projection communicates directly w/ mesocortical dopamine pathway (no GABA in.), and w/ NMDA rec hypofunctioning, DA decreases in the mesocortical areas leading to cognitive & neg sym

· Cultural SP:

· Individuals in developing countries have better SP prognosis
· SP is found among homeless, jails, prisons.

· Minorities should be on put on lower doses due to slower metabolism

Schizophreniform Disorder

· Same as SP in characteristic symptoms. Prodromal, active and residual phases last at least 1 month but less than 6 months. No requirement for decline in function, though it might occur

· Low prevalence, 1/3 recover, 2/3 develop schizoaffective or SP.

· Prognosis


· Good: absence of blunted or flat affect, good premorbid functioning, confusion at the height of psychotic episode, onset of psychotic symptoms are w/in 4 wks of first chg in behavior.

Schizoaffective

· mood episode: major depressive, manic, or mixed AND 

· active schizophrenia (2+/1mo: delusion, hallucinations, disorganized behavior, speech, - sym)

· the first criteria must be preceded by 2 weeks of delusions or hallucinations w/o mood symptoms

· the minimum duration of schizoaffective is 1 month
· Specifiers:

· Bipolar type: if the disturbance includes manic or a mixed episode

· Depressive type: if the disturbance only includes MDE

· Associated feats: residual and neg sym less severe than SP. SA increases risk for pure mood disorder or schizophrenia

Delusional Disorder

· 1 month of non-bizarre delusions. Functioning is not markedly impaired.
· Erotomanic: delusions that another person is in love with you

· Grandiose: delusions of inflated worth, power, knowledge, identity

· Jealous: delusions that the individual’s sexual partner is unfaithful

· Persecutory: delusions that a friend/person is being malevolently treated in some way

· Somatic: delusions that the person has a physical defect or GMC

· Mixed: delusions characteristics of more than one on of the above types. No theme predominates

· Delusional Disorder has a variable course. Onset age is middle or late adult life. 

Brief Psychotic Disorder

· Presence of 1 or more for at least 1 day but less than a month: 
· Delusions

· Hallucinations

· Disorganized Speech

· Disorganzied behavior

· Eventual return to premorbid level of functioning

· Could be Without marked stressor OR with Marked stressor (Brief reactive psychosis): sym occur shortly after and in response to events that would be markedly stressful
· With postpartum onset: if onset is within four weeks postpartum

· Happens with emotional turmoil or confusion. A rapid shift of affect. Level of impairment is severe. High chance of suicide.

Shared Psychotic Disorder

· Delusions develop in an individual in the context of a close relationship with another person, having an established delusion. The content is similar to that of the person who already has the established delusion.

· SP is most common in the primary case. Primary case is usually dominant and imposes delusions on passive individuals. Delusions can be bizarre or non-bizarre.

· Can involve more than two ppl. Behavior is usually not impaired. 
Psychotic Disorder due to GMC

· Prominent hallucinations or delusions. The disturbance is a direct physiological consequence of GMC

· Delirium is ruled out. 
· Characteristics of organic cause: atypical age of onset. Evidence connects GMC to organic cause. Neurological findings, fluctuating sensorium, cognitive decline, abnormal vitals.
· GMCs: 
· Neuro: injury, cerebrovascular, Huntington, auditory nerve injury, migraine, CNS infection
· Endocrine: thyroid problem. And parathyroid problem. Hypoadrenocorticism 
· Metabolic: hypoxia, hypercarbia, hypoglycemia, hyponatremia, hypocalcemia
· Hepatic, renal diseases, autoimmune diseases (SLE, MS)
Substance Induced Psychotic Disorder

· Prominent hallucinations and delusions. Sym develop during/within 1month of substance intoxication or withdrawal. Medication use is etiologically related

· Delirium is ruled out
· This diagnosis should be made instead of just substance intoxication when symptoms are in excess of those usually as/w intoxication or withdrawal symptoms and when the symptoms are severe enough to warrant a special clinical attention

· If symptoms precede the onset of substance use, symptoms persist for a period of time (1 month) after withdrawal, or there’s a history of recurrent non-substance related episodes, then psychotic disorder is primary cause.

· Intoxicating substances: alcohol, amphetamine, weed, cocaine, opioids. All can cause hallucinations

· Amphetamine and cocaine: persecutory delusions, distorted body image, formication (bugs crawl under skin)

· Substances responsible for withdrawal: alcohol, sedative, hypnotic, anxiolytics

· Meds responsible: steroids, anticholinergics, dopaminergic agonists, anesthetics 

DIFFERENCES: READ PAGE 244

· General treatment of SP

· Atypical antipsychotics: other than clozapine should be used as first line treatment

· Atypicals are 1st line b/c they treat the negative symptoms more effectively than typical, and lead to less SE

· SP is chronic and requires life time treatment. Adherence is an issue b/c there’s no way to predict the SE. 

· Depot meds should be considered for maintenance therapy for inadhering patients. Available for the typical: haloperidol and fluphenazine, and atypical: risperidone.

· All types of psychotherapies attempt at improving noncompliance. Some provide education, support, intervention, problem solving

· Assertive Community Treatment: offered by community helath services( a psychiatrist

· NAMI: national alliance on Mental Illness. Largest mental institute. Help mentally ill.
Anxiety Disorders (AD)

· Epidemilogy:

· Most common group of mental disorders (specific phobias and social phobias). It’s chronic, so a life prevalence of 20%/year is even worse.

· Median age starts at 11, young. 

· Higher risk in women (xpt OCD)

· Co-morbidity is COMMON. Depression and subs. use are the concomitants with ADs.
· Stress, abnormal, normal anxiety

· Stress: response to external situations

· Anxiety: internally generated response to external situations

· Abnormal anxiety: persistent, disabling anxiety in response to a specific situation or in spite of desensitization. 

· Etiology

· Neurotransmitters: 

· Serotnergic antidepressants- effective for almost all AD.

· OCD: only large amnt of serotonergic antidepressants are effective.  

· Noradrenergic antidepressants- good for panic disorder- ineffective against OCD
· Dopaminergic antidepressants-ineffective for treating AD.

· Beta-blockers: blocks many AD, ineffective at high doses. Helps in performance AD. Still used clinically (dec BP), despite studies show they are not better than placebos. 

· GABA: benzos are effective for AD. ↑ Ko for NT GABA for its binding site. Benzos rec antagonists increase anxiety.

· Genetics/env: like other psych disorders. a person’s experience, not the way they're reared

· Behavior/psychodynamics: 

· Specific phobias are learned, could respond to CBT (vulnerability is genetic h/e)

· Agoraphobia is a behavior response to panic attacks

· PTSD requires a stressor, causes prolonged psychological response to trauma

· Psychodymanic and personality factors may explain the specific phobia, obsessions...

· Treatment:

· Most antidepressants, xpt bupropion, are good for panic d, generalized anxiety disorder, social anxiety disorder, and PTSD. 

· Benzos can be abused/dependence can be dangerous

· Behavioral therapy: desensitization is effective for specific phobia, agoraphobia.

· Cognitive Therapy: helps pts re-interpret somatic symptoms as less catastrophic, GAD

· CBT: mixes both: exposure and reframing. Good for panic d, social anxiety, GAD, PTSD

Panic Disorder-panic, changes behavior

· Discrete period of intense fear and discomfort (peaks in 10min); recurrent, unexpected;

· Symptoms: 4 or more. PANICS: Palpitations (parasthesia), Abdominal distress, Nausea, Increased fear (death, lose control), Chest pain, Sweating (shortness of breath).

Agoraphobia-avoiding specific places, situations. Escape might be difficult or embarrassing; usually part of panic disorder

Social Anxiety Disorder (phobia)

· Persistent fear in social, performance situations (they may do something embarrassing). Exposure can lead to anxiety, if not a panic attack. Average age of onset is 13, w/ a life time prevalence of 13%.

· Generalized: fears in most situations. Conversations

· Non-generalized: usually related to performance phobia. Public speaking

· The person recognizes that he has SAD, either avoid it or endure it intensely

· To have SAD, the event must impair function

Specific Phobia

· Persistent fear, cued by presence or anticipation of a specific object or situation. Exposure causes anxiety, or panic attack. Children express the fear by crying. Also 13% prevelance, onset is childhood

· Animal type: fear of animals

· Natural environment: heights, storms, water

· Blood Injection: familial, vasovagal response

· Situational: airplane, elevator

· Other types: choking, vomiting, contracting illness

Generalized Anxiety Disorder: 

· Ppl abnormally anxious. Difficult to control the worry, lifetime prevalence=8%. Median age=31

· Symptoms: restlessness, fatigued, cant concentrate, irritable, muscle tension, sleep disturbance. HCASES?

· Occurs more days than not for at least 6 months
Separation Anxiety disorder: 

· Age under 18. Inappropriate, excessive anxiety due to separation from home or connected individuals. Could lead to future panic disorders or agoraphobias. Not diagnosed past the age of 18, lifetime prevalence of 5%, median age of 7. Diagnosed as panic in adulthood.

Obsessive Compulsive Disease

· Recurrent, intrusive, anxiety provoking

· 2% at age 19

· Experienced thoughts initially as senseless. Person ignores the thought even though it induces anxiety, even with suppression. 

· It reduces their anxiety

· They could take hours of the day and interfere w/ normal routine

· Not psychosis, recognize that thoughts are their own pdct. 

· PANDAS: pediatric autoimmune Neuropsychiatric Disorders Associated with streptococcus infections: childhood OCD w/ or w/o ticks triggered by group A beta hemolytic strep. 

Post Traumatic Stress Disorder

· Exposure to a traumatic event, reexperiencing the event is distressing. 50% prevalence in a disaster survivors. 

· Pt tries to avoid similar stimuli. Symptoms of increased arousal.  

· Duration is at least one month
