Substance Abuse and Dependence, Alcohol and Opiates

Substance abuse: a maladaptive pattern of sub use leading to impairment or distress, manifested by one or more of the following, within a 12 month period:

1. Recurrent sub use results in failure to fulfill major role obligations at work, school, or home

2. Recurrent use in hazardous situations

3. Recurrent substance related legal problems

4. Continued use despite persistent social or IP problems exacerbated by the substance 

5. Arguments w/ spouse about consequences of intoxication

Substance dependence: a maladaptive pattern of substance use leading to impairment or distress, manifested by three or more of the following, occurring within a 12 month period:

1. Tolerance- need more to achieve same high; diminished affect of the same use

2. Withdrawal- show withdrawal symptoms; or using other sub to relieve withdrawal,
3. Sub is taken in larger amnts or over a longer period of time than was intended

4. Unsuccessful efforts to cut down, control use

5. Spends a long time in: obtaining the sub, using the substance, or recovering from its effects

6. Life activities are given up because of the substance
7. Continued use despite knowledge of having a problem caused by the substance
*Note: There can be dependence on a substance without tolerance or withdrawal. 

Poly-substance Dependence: repeated sub use from 3 categories (not nicotine, caffeine), and as a group meets criteria for dependence for a period of > 12 months. EX: Pt could be tolerant to alcohol, but spends lots of time looking for coke
Epidemiology-

· Majority of abuse, dependence (Ab/dep) are derived from alcohol use. 

· Men have a higher risk for sub disorder

· Rates of use among races are similar. 

· Highest prevalence is among 18-22 yrs of age. 

· Gateway drugs (nicotine, marijuana and inhalants) lead to future use of amphetamines, coke, and opioids.
Etiology of sub ab/dep-

· Genetic predisposition-higher concordance among monozygotics for alcohol dependance than dizygotics. 

· DA rec abnormalities-increases likelihood for alcohol dependence. 

· Environmental factors: school, socioeconomics, stress, sexual abuse, peers, students, nurses, army(USE
· 76% of male sub ab and 65% of female sub ab have a second psychiatric diagnosis
· Mood and anxiety disorders.
· Most secondary diagnoses are other sub-related disorders, 

Tx- All PCPs are expected to know how to tx sub intoxications, withdrawal, OD

There’s currently pharmacological tx for alcohol and opiate dependence
ALCOHOL:-
· Most common sub used & abused

· 10%women, 20% men abuse alcohol. 3% women, 5% men depend on alcohol

· Causes 75% of car accidents, 50% of homicide, 25% of suicide
	Gender
	Moderate drinking
	At risk drinking
	Heavy drinking

	Male
	<2 drinks per day
	> 4 a day; >14/wk
	>5a day; >15/wk

	Female
	<1 drink per day
	>4  a day; >7/wk
	>4 a day; >8/wk


· A standard drink: 12oz beer or wine cooler; 5oz wine; 1.5oz of 80 proof distilled spirits.

· The >, < in the table mean: equal to or greater than/less than; for the rest of the tables as well
Intoxication:

· Blood Alcohol Conc (BAC): quantifies how much alcohol the person drunk. W/ non-tolerant ppl:

· .05%-thought/judgment loosened

· .1%- voluntary movement becomes clumsy

· .2%- function of motor area of brain is depressed. Emotional behavior affected

· .3%- confusion and stupor

· .4-.5%- Coma

NOTE: BAC effects depend on the pt’s tolerance to alcohol

· In MI, the limit for driving is .08%
	Alcohol intoxication
	Behavioral
	physical

	Mild
	Decreased anxiety, attention; euphoria; impaired judgment
	Ataxia, clumsiness, flushed face, somnolence, slurred speech, memory impairment, nystagmus

	Severe
	Aggression, blackout, irritability, social withdrawal, labile mood
	Psychomotor retardation


· Blackout: short term memory impairment. Consolidation block in the hippocampus and temporal lobe.

Screening-

· Problem: denial of illness (common with dependants on alcohol). 

· CAGE: doesn’t ask about amount, but about behavioral effects of pt’s drinking. 2 or more affirmative answers or the last one by itself indicates abuse. A score of 4+ is dependence. NOT DIAGNOSTIC, just a screening instrument. For diagnosis, you need quantity, frequency, pattern of drinking, and impairment of functioning. CAGE doesn’t always perform well with students, pregnant women, and white women

· C: cut down

· A: annoyed by criticism-can identify someone in denial.

· G: guilty about drinking

· E: Eye opener
Withdrawal- behavioral and physical effect of alcohol withdrawal

	Behavior
	Physical (bold: will show up on exams)

	Agitation, anxiety, cravings, hallucinations, illusions
	Autonomic hyperactivity: increased heart rate and BP, diaphoresis, nausea, psychomotor agitation, seizure, tremor, vomit, and insomnia


· CIWA ratings- determines protocol for managing sx withdrawal. Monitors the heavy drinkers more closely
· Withdrawal may last hours to days. Classic presentation: 

· 6-8hrs: tremulousness

· 8-12hrs: perceptual disturbance-visual hallucinations

· 12-24hrs: seizures

· 72hrs: delirium tremens (DSM) - impairment in attention, concentration. Fluctuating consciousness (alert(sedate), fluctuating course (pt appears coherent at one time, disoriented later). Also as/w tremor, autonomic hyperactivity, seizures, etc. DT has high mortality: 20% die. Pt is more like to develop them in the future. 
· A protracted withdrawal- which includes anxiety & insomnia can last for weeks. But still, expect variations. 
· Further morbidities:

1. Wernicke’s Encephalopathy/Korsakoff’s syndrome: vitamins deficiencies due to excessive alcohol. As/w pathology in mammillary bodies

a. Wernicke’s Encephalopathy: thiamine deficiency. Sx: ataxia, confusion, ocular abnormalities (lateral gaze palsy), vestibular dysfunction. Can be reversed w/ thiamine supplements
b. Korsakoff’s Syndrome: un-tx’d WE. Sx: anterograde amnesia, short term memory deficits, confabulations. Few recover. 

2. Alcohol Induced Psychotic Disorder: occur during intoxication or withdrawal, and are auditory.  Last less than 1wk. differentiated from DT by a CLEAR sensorium. Chronic alcoholics.

Medical complications affected by alcohol

1. Liver: 

a. Steatosis (fatty deposits). 1st stage of disease. Reverses w/ abstinence. Occurs w/ heavy drinking for a few days. 

b. Hepatitis: inflammation occurs w/ prolonged use.  Sx: nausea, vomiting, decreased appetite, spider angioma, increased bleeding time. Can’t be reversed.

c. Cirrhosis: fibrosis. Generalized weakness, fatigue, anorexia.

2. Acute pancreatitis( hospitalization rq’d. More common than liver disease.( Insufficiency & cancer. 

3. GI: Esophagitis( esophageal varicies, gastritis( gastric ulcers. Malabsorption of Vits B by stomach
4. Cardiovascular: 

a. Light drinking is cardio protective

b. Heavy: hypertension, ischemic heart disease. Fcn can be recovered by early dx & abstinence.

c. Prolonged, excessive: non-ischemic dilated cardiomyopathy

5. Cognition: Heavy drinking (>30/wk) cause verbal slur, frontal lobe  & working memory dysfcn
6. Cancer: increased risk for breast, colon, esophageal, larynx, liver, rectal, oropharyngeal.

7. Fetal Alcohol syndrome: Sx- small head, epicanthal folds, flat midface, smooth philtrum, underdeveloped jaw, small eye openings, short nose, thin upper lip, low nasal bridge, growth retardation in utero. Others: Short stature, limb and heart defects.

8. Others: peripheral neuropathy, renal dysfcn, osteoporosis.

9. Sleep difficulties. Not a medical complication. More than 2 drinks negatively affect sleep patterns.

Lab abnormalities

· Elevated AST, ALT. AST/ALT ratio is increased. Mnemonic: a drunk falls on their “ASs” 

· Elevated gamma glutamyl transpeptidase (GGT)

· Elevated mean corpuscular volume (MCV)(macrocytic anemia.

· Elevated carbohydrate deficient transferring (CDT)

· Elevated uric acid and triglycerides

Tx for alcohol intoxication/OD

· Keep pt from harm. If pt is agitated, calm them. Due to respiratory depression, be cautious when prescribing benzos to someone intoxicated. OD can be fatal, needs medical stabilization (IV fluids)

Tx for dependence:

Behavioral therapies

· Can be extrapolated to pts with other sub ab. ABSTINENCE IS KEY FOR ALL OF THEM. The following all result in sig. improvements 

1. Motivational Enhancement Therapy: brief, non-confrontational. Doctor seeks to increase pt commitment to reducing drug use by telling them about the harms. Emphasis is placed on eliciting self-motivational commitment to change. The theory behind MET is that intrinsic motivation is necessary of instigating change. 4 stages of readiness: 

1 Precontemplation-not considering change

2 Contemplation-ambivalent, weighing pros, cons

3 Determination/preparation- pt considering options for change

4 Action

2. Twelve step programs (Alcoholic Anonymous): provides guiding principles for recovery of all addicts.

· Admitting addiction, searching for strength, examining past errors, making amends, creating new code of behavior, & helping others
3. CBT for sub dep: help pts recognize situations they’re likely to use, avoid those situations, & better coping with problems as/w sub usage.

Pharm tx of alcohol dependence. 

1. Disulfiram (antabuse): competitively inhibits aldehyde dehyrogenase. Leads to toxic accumulation of acetaldehyde. Leads to flushing, nausea, vomiting, & physical discomfort. May not be more effective than placebo, likely due to non-compliance.
2. Naltrexone (Revia): opioid antagonist affects subjective experience of alcohol. Pt can’t achieve the same buzz, thus reducing reward response. Helps reduce craving in dep. alcoholics. Revia blocks the endogenous opioids that alcohol releases that reinforce drinking. 
3. Acamprosate (Campral): newest drug for alcohol dep. Affects glu/GABA NTs. Excreted by the kidneys (good for liver disease pts).
Pharm tx of alcohol withdrawal

· CIWA protocol used for withdrawal sx monitoring. 

· 1st line tx is benzos. 
· Should not use PRNs meds in morbidly dependent pts w/ complications trying to withdraw. 
· They require standing doses of benzos to alleviate the withdrawal sx. Taper, D/C once stable. 
· Repeated withdrawal increases the risk develop permanent cognitive decline.  

· Repeated episodes of alcohol withdrawal may also cause future withdrawal episodes to be more severe. 

· CIWA bases meds based on objective signs and symptoms. Ex: an alcohol ab/dep pt comes in and requests benzos for his “alcohol withdrawal”. Write orders only for objective findings such as hypertension, tachycardia, vomiting, diaphoresis. 

· Seizures related to alcohol withdrawal are managed with benzos, but anti-seizure meds can be used as well. 
	Lorazepam               PROS                                                                                    CONS

	-Metabolized easier in liver than chlordiazpoxide (so better for pts with liver dysfunction). 

-Can be given sublingually, orally, IM, and IV 
	Short half life- must be given every 2 hrs (frequent)

	Chlordiazepoxide

	Long half life, will taper with time
	-Can accumulate in pts with liver dysfunction

-Only available in oral form


OPIATES

· Men are more likely to have opiate abuse, ratio is 3 to 1. 

· Majority of ab/dep are not tx’d. 

· Little difference among ethnicities, race among users.

· Ppl with lower socioeconomics are likely to use.

· Heroin is most common opiate used due to its high lipid solubility (better high, crosses BBB more easily)

Intoxication

· Oral, intranasal, subcutaneous, intravenous routes. Best high is thru IV

	Bevavioral
	Physical-pupillary constriction is on exam

	Apathy, euphoria, feeling of warmth, impaired attention, sense of wellbeing, impaired judgment, perceptual disturbances, mood chg
	Constipation, pupillary constriction, respiratory depression, dry mouth, slurred speech, facial flushing, psychomotor agitation


Withdrawal:

	Behavioral
	Physical-notice excretions-diaphoresis, diarrhea, lacrimation, rhinorrhea, vomiting 

	Depression, irritability, restlessness
	Pupillary constriction, diaphoresis, hypertension, vomiting, piloerection, insomnia, temp dysregulation, rhinorrhea


· Withdrawal sx: begin 6-8 hrs after last dose, peak during second or third day, subside in a week to 10 days. 

· Subacute protracted withdrawal: lasts several weeks.

· Sub withdrawal is not fatal like alcoholism, 

Overdose:

· OD in opiates is fatal by poisoning. Die due to respiratory depression. Signs: bradycardia, coma, hypotension, hypothermia, miosis, respiratory depression, 

· When presented with the clinical triad of respiratory depression, pinpoint pupils and coma, think opioid overdose 
· Naloxone: used for opiate OD, an opiate antagonist. May precipitate severe withdrawal. 

· Medical management: IV fluid, cardio and respiratory support

Complications of opiate use

· Contaminated needles- Endocarditis, hepatitis, HIV, pulmonary embolus, septicemia, skin infection

Tx for opiate dependence/withdrawal:


Behavioral therapies: narcotics anonymous available for pts who abuse opiates & cocaine


Pharm Tx of opiate Dependance: 
1. Acute management: detox pt from opiate or maintain them on opiate agonists
· Establish a methadone dose and a buprenorphine dose so the pt is not experiencing sx of withdrawal followed by a taper. Then, manage the pt symptomatically

2. Long term management: tx w/ an opiate agonist while receiving psychosocial support. 

· Methadone: opiate agonist, pt must test negatively for drugs during screening to be given methadone once daily. Ideally, they are tapered off, but some stay on it for the rest of their lives. Yes it’s addictive, but it lowers HIV spread, crime. Methadone can be ground up then injected IV.
· Suboxone (buprenorphine & naloxone): partial agonist mixed w/ antagonist. Bup occupies the opiate rec but doesn’t cause the full high (partial agonist). Not as addictive, taken sublingually. If ground up (more high potency), naloxone becomes activated prevents euphoria.
· Naltrexone: like naloxone, an opiate antagonist. Blocks euphoria prevents pts from drug seeking. Compliance issues!

3. Education about needle exchange

Sedative, Hypnotics, Anxiolytics- less commonly abused

· Includes benzodiazepines, barbiturates, and barbiturates-like substances.

· All drugs in this class are cross tolerant- eg. if yo azz be tolerant to alcohol, u be tolerant to benzos as well
· If alcohol is used w/ these drugs, effects are additive. 
· All drugs have a primary effect on GABA.
· Withdrawal from this category can be fatal, like alcohol. 
	Intoxication
	Withdrawal
	Overdose

	Behavioral

Disinhibition/inappropriate behavior

Judgment impairment

Mood lability

Physical

Gait abnormalities

In-coordination

Slurred speech
	Behavior:

Illusions, psychomotor agitation, Rebound anxiety, hallucinations

Physical 

Autonomic hyperactivity, coarse tremor, insomnia, Grand mal seizures, nausea or vomiting
	Benzos

Large margin of safety unless mixed with alcohol. Tx OD w/ flumazenil, a benzos antagonist

Barbiturates

Cardiovascular collapse, respiratory depression. tx OD w/ medical support, charcoal, or gastric lavage!


Tx benzos dependence

To prevent seizures gradually reduce amount( d/c. if pt is taking a short half life, agent (alprazolam), then it’s helpful to begin a long half-life agent like clonazepam at an equivalent dose and then taper. Agents w/ short half life have ups/downs (cravings).
Tx barbiturate dependence


Like benzos, but w/ a long half life agent

Marijuana

· Most used substance world wide

· It’s an analgesic, anticonvulsant, decreases nauseas and ocular pressure (glaucoma), increases appetite and hypnosis

· Psychoactive substance is THC. 

· Hashish is the most potent form 

· Mary J can be smoked or ingested (oral ingestion is less potent)

· Tolerance can be developed, but dependence is not strong. Animals don’t self administer Mary J

· Can remain the urine for up to 1 month. 
· Tx OD: abstinence and psychosocial support

Hallucinagens

· Beside hallucinogens, the subs produce a loss of intact reality and expanded consciousness. 
· Ex: Natural: psilocybin, mescaline. Lysergic Acid Diethylamide (LSD) is synthetically produced
· LSD works on the serotonergic system as a partial agonist at post synaptic receptors. Tolerance for LSD is fast (4days of use).
Intoxication
	Behavioral
	Physical 

	Paranoid ideation, perceptual changes, anxiety, depression, ideas of reference, “losing” one’s mind, impaired judgment
	Blurred vision, diaphoresis, in-coordination, pupillary dilation, tremors


· Pt should be put in a calm environment. Benzos should be given for anxiety,antipsychotics for hallucination

· Hallucinogen Persisting Perceptual Disorder:  unique. Sx are triggered by stress, sensory deprivation, or other subs. 

· Re-appearing disturbances after cessation: geometric shapes, vivid colors flashes, movement in the periphery, which cause impairment in functioning or distress

Dissociative Drugs: phenycycline (PCP) and Ketamine

· Distort perceptions of sight & sound & produce feelings of dissociation from the environment and self.

· Both 1st used as anesthesics, ketamine still is used for that purpose

· They work on NMDA receptors, alter glutamate transmission. 

· Dextromethorphan, a cough medicine, when taken in high doses can produce PCP effect. 

· Tx is supportive supportive, a calm environment. Give benzos for anxiety, and antipsychotics for hallucinations
Intoxication
	Behavioral
	Physical

	Assaultive behavior, belligerence, impulsivity, psychomotor agitation, impaired judgment
	Nystagmus (horizontal, vertical), ataxia, dysarthia, muscle rigidity, numbness, diminished response to pain, seizure


Amphetamine 

· 1st used as nasal de-congester, and anti-asthmatic. Now limited to ADHD and narcolepsy

· Class names used for amphetamine- psychostimulants, sympathomimetics, stimulants

· Specific names: dextroamphetamine (Dexedrine), Methamphetamine (Desoxyn), Methyphenidate (Ritaline), and Mixed dextroemphetamine-amphetmine salt (Adderall)

· Street names: ice, crystal, crystal meth, and speed

· Amphetamine like substances: ephedrine, pseudoephedrine (OTC drugs). Abuse of pseudoephedrine (sudafed) is monitored

· Gender ratio is 1:1

· Most common age gp is 18-25, then 12-17. 

· Can be snorted, orally ingested, or IV. 

· Amphetamines release catecholamines (dopamine) from presynaptic terminals. This is called the reward circuit pathway

· Designed amphetamines, like MDMA, release catechols and serotonin. Serotonin is the reason for hallucin.

Intoxications- Improve well being(euphoria. Initial doses lead to improved attention/performance, feel less tired
	Behavioral
	Physical

	Anger, irritability, hallucinations, interpersonal sensitivity, impaired judgment. paranoid delusions, improved attention, heightened pain threshold
	Arrhythmias, grinding teeth, Blood pressure change, Chest Pain, pupilary dilation, weight loss, diaphoresis, psychomotor agitation, respiratory depression


Withdrawal sx peak 2-4 days after last use, resolve w/in a wk. depression is the most serious withdrawal sx.
	Behavior
	Physical

	Depression, increased appetite, fatigue, lethargy, hypersomnia, nightmares, anxiety
	Headache, sweating, stomach cramps, insatiable hunger, psychomotor agitation


Medical complications: CVD-transient ischemic attacks, stroke; ischemic colitis, MI, seizures, severe hypertension

IV use may transmit HIV. A pregnant woman on crystal has low birth baby, small head, & age/growth retardation

Tx: help pt remain abstinent (powerful cravings). Inpatient setting may be required if pt has delirium, psychosis, suicide ideation. Use of anti-psychotics for paranoia, hallucinations. Use of benzos for anxiety, agitation. Antidepressants for depressive sx. There’s no specific drug for amphetamine abuse that decreases cravings. Pt may need psychotherapy tx to help w/ abstinence such as MET, CBT, narcotics anonymous. Pay attention to history of pt and motives. 

Cocaine

· An alkaloid that grows in South America. 

· Vasoconstrictive, analgesic( first used as an anesthetic. 

· Powder is snorted; dissolved in water then IV. 

· Crack: ready-to-smoke amounts called rocks. Makes crackling noise when it’s smoked. More addictive (respiratory), immediate euphoria

· 2x as common in men. All socioeconomics use this drug

· Competitively blocks reuptake of dopamine by the dopamine transporter, thus increases concentration of dopamine in synaptic cleft, and increases dopamine activation of dopamine receptors. Coke also blocks serotonin and NE reuptake. 

· Intoxication/withdrawal: same as amphetamine sx. Look up at table

· Medical complications: 2/3 of complications occur w/in 1 hr of use. Like amphetamines. Life threatening danger of use is during intoxication instead of withdrawal
1. Cerebrovascular effects: nonhemorrhagic cerebral infarction is most common due to vasoconstriction. Other associated attacks are transient ischemic attacks, hemorrhagic infarctions, spinal cord hemorrhages, 

2. Respiratory effects: lung damage and bronchial damage in cocaine smoking

3. Nasal effects: inflammation, congestion, bleeding, swelling, ulceration, and perforation of nasal septa.

4. Neurological effects: cocaine is the substance of abuse most commonly associated with seizures, mostly in heavy after heavy doses or pts w/ a history of epilepsy. Seizures are usually single events, though multiple seizures or status epilepticus are possible. Coke use also causes dystonia, tics, and migrane headaches.

5. Cardiac Affects: MI, arrhythmias most common. Cardiomyopathy is in the long term use. 

6. Death: can also occur from speedballs-combo of coke and opioids. 

· IV use can lead to emboli, infections (skin infections, and transmission of HIV, and Hep C)

· Tx: similar to amphetamines. Most addicts don’t come voluntarily. No specific drugs for cocaine, treat Sx instead. 
Personality Disorders





 


Definitions:

1. Personality trait: long standing patterns of perceiving, relating to, and thinking about the environment and oneself, exhibited in a wide range of important and personal contexts. 

2. Personality Disorders: when the above traits become inflexible and maladaptive, and they impair function or cause distress

Characteristics of PD

1. Stable over time- difficult to diagnose in times of crisis

2. Dx is made by looking at traits and long term functioning since early adulthood. 

3. Depression and anxiety are common

4. Defense mechanism:

a. Autoplastic: you feel that you need to do something different as a pt

b. Alloplastic: the world needs to change; you’re normal.

5. Character deficits are ego-syntonic (normal for you)

6. Groupings: Clusters

A. Odd, eccentric: paranoid, schizoid, and schizotypal 

B. Dramatic, emotional, erratic: histrionic, narcissistic, antisocial, borderline personality

C. Anxious, fearful: avoidant, dependent, OCD

7. DSM criteria

a. A pattern of inner experience and behavior that markedly deviates from what is seen by others. Manifested in 2 or more areas

i. Cognitions: ways of perceiving self, others,

ii. Affectivity: range and appropriateness of emotional response

iii. Interpersonal functioning

iv. Impulse control

b. The pattern is inflexible abroad a variety of situations. 

c. The pattern leads to distress, impair function

d. The pattern is stable- back to early adulthood/adolescence 

e. Not due to another mental disorder

f. Not due to substance use or a medical condition

8. Etiology-Biological (genetics, injury, encephalitis) and psychosocial history (family problems, developmental trauma, bad IP Relations)

9. Prognosis: stable over time. Antisocial, borderline improve. OCD and schizotypal remain stable

10. Tx/management: Focus is to understand the person and work with their traits, not to change their personality. Pt are highly resistant to tx due to their lack of motivation to change

Reactions to Illness





 

Introduction to sexual and sleep disorders
Sexual functioning

· Regulation is not well understood, but includes CNS, PNS, and endocrine glands

· Sexual response cycle: desire (libido), excitement, orgasm, and resolution
· Men: one orgasm per cycle, women more than one. Differ by freq. and intensity

· Depression decreases libido most frequently (mental illness)
· Erectile dysfunction: present in diabetics and cardiovascular illness; hypothyroidism causes decreased  libido
· Substances:

· Alcohol: long term use( impotence, testicular atrophy; women( HSDD

· Amphetamines: acute( intensified orgasm. Chronic( inhibited sexual activity

· Coke: acute( increased libido; chronic( impotence

· Ecstasy: increased desire, erectile failure, orgasmic delay

· Meds also cause sexual dys-functioning

· Sexual Dysfunction: a disturbance in the sexual response cycle or by pain as/w intercourse

· Prevalence: more in women. As/w increased age, marriage, smoking. More likely in physically/emotionally unfit. As/w negative experiences in sexual relationships-rape.

1. Sexual desire disorder: 
a. Hypoactive desire disorder: deficiencies in fantasies/desire for sex! Depends on context of person’s life. Causes IP difficulty/distress. Accounted by Axis I, not due to sub abuse/GMC.

2. Sexual Arousal disorder: 

a. Female sexual arousal disorder: inability to attain adequate lubrication-swelling response of sexual excitement. Causes IP difficulty/distress. Accounted by Axis I, not due to sub abuse/GMC

3. Male erectile disorder: inability to maintain adequate erection. Causes IP difficulty/distress. Accounted by Axis I, not due to sub abuse/GMC 
4. Orgasmic disorder:

a. Female O.D.: delay/absence of orgasm. Women have variable stimulation needs that trigger orgasm. Diagnosis depends on age, sexual experience, and adequacy she receives. Causes IP difficulty/distress. Accounted by Axis I, not due to sub abuse/GMC 
b. Male OD, aka. Inhibited male orgasm: delay/absence of orgasm following normal sexual excitement taking account the sexual age and intensity of sex. Causes IP difficulty/distress. Accounted by Axis I, not due to sub abuse/GMC 
c. Premature ejaculation: Persistent ejaculation w/ minimal sexual stimulation (before the person wishes to). Take age and intensity into account. Causes distress to pt. not due to substance abuse

5. Paraphilias: love beyond the usual. Psycho-sexual disorders that cause impairment, distress due to intense sexual urges/fantasies involving unusual behavior. Predominant in males, xpt masochism. Co-morbid w/ sub abuse, mood disorders. 3 Types

a. Involves non human objects

b. Humiliating the other partner

c. Children/nonconsenting persons

· Exhibitionism: 6mo period of recurring arousing fantasies, sexual urges of exposing one’s genitals to an unsuspecting stranger. Causes distress/ IP difficulties to pt.

· Fetishism: 6mo period of sexual urges to involve nonliving objects in sex. Causes distress to pt and IP difficulties. Ex: vibrators, female undergarments, cross dressing (transvestic fetishism)

· Frotteurism: 6 mo period of sexual urges to touch/rub non-consenting ppl. Causes distress to pt.

· Pedophilia: 6 mo period of intense fantasies, urges to have sex w/ a child, 13 yrs or younger, causes marked distress to pt. the pt must be at least 16 yrs and 5 yrs older than child. DOESN’T include a person in late adolescence sexing w/ 12/13 yr old. Specify pt: 1. Attracted to males/female/both, 2. Incest, 3. Exclusive type (only children for ex)
· Masochism: 6 mo period of urges of being in real not simulated act of being humiliated, beaten, bound, or suffer. Urges cause distress to pt. 

· Sexual Sadism: 6 mo period of urges to act (real, not simulated) in which the beating, including humiliation, of a person in sex is stimulating. The person may have acted on these urges w/ a non-consenting person or the sexual urges/fantasies causes marked distress/IP difficulty. 

· Transvestic fetishism: 6 mo period of urges in hetero male involving cross dressing. Causes distress.

· Voyeurism: 6 mo period of arousing fantasies involving the act of observing an unsuspecting person who is naked disrobing or during sex. The act is un-consented, act/fantasies cause distress. 

· Tx of sexual dysfunction

· Initial and mainstay-psychotherapy (sex therapy/CBT)

· Techniques: squeeze technique or stop/start technique in premature ejaculation

· Improve healthy life style via weight loss, exercise, cut cigs, drugs.

· Pharm tx of female/male hypoactive sexual desire: 

1. Hormones to females: androgens decrease in women after Menopause. Giving testosterone (T) to women after oophorectomy increases their sexual functioning and well being. Risks: hirsutism, deep voice, enlarged clitoris, breast cancer (?). 

2. Non-Hormonal to females: no benefit off phosphodiesterase-5 inhibitors. Use of bupropion in non-depressed women w/ FHSDD (better than placebo, no sig. tho)

3. Hormones to males: T replacement as it decreases w/ age. Should be done only in hypogonadism. Goal: restore normal physiological level. 

· Pharm tx of female sexual arousal disorder:

1. Hormones to females (creams, vaginal rings): scarce evidence of efficacy, despite widespread use. Useful in post-MP urogenital atrophy. Used daily recommended. Rings are better (steady flow). Lubricants: petroleum, water, silicone, fruit-based; suppositories, vaginal moisturizers.

· Pharm tx of male erectile disorder:

1. Phosphodiesterease-5 terminates cGMP, thus relaxing muscles of penis. Inhibiting PDE-5(improves erection time. Use: sildenafil, tadalafil, vardenafil. 

2. Intraurethral alprostadil

3. Intracorporeal injections of papaverive, papaverine+prostaglandin, PGE-1, or triple mix. 

4. Non-pharm tx: mechanical: vacuum pumps, constriction rings (also used w/ pumps, intracorporeal alprostadil); surgical intervention (penile prosthesis, vascular surgery)

· Pharm tx of premature ejaculation:

1. Serotonergic anti-depressants: clomipramine, fluoxetine, paroxetine, sertraline. PRNs, or 1x daily. Anti-depressants are usually well tolerated. Local preparations: using lidocaine on penis???? 

· Pharm tx of paraphilias

1. SSRI and clomipramine (TCA)

2. Anti-psychotics

3. Anti-androgens and other hormonal preparations (medroxyprogesterone acetate)

4. Always try to combine psychotherapy and pharmacotherpay

5. Usually involves legal issues(tx’d by specialists in specialized institutions.

Sleep

· Balance b/w processes S and C, homeostatic and circadian arousal processes

· Rem is independent of S and C

· Physiology in sleep: decreased muscle tone, respiration, heart rate, BP, and body temp; REM sleep: increased variability in heart rate, BP, and respiration

· Deprived sleep leads to cognitive impairment; leads to death

· Questioning pt on sleep: pg 392 second slide. 

· Evaluating the pt thru:

· Sleep diary/sleep log, lab procedures like polysomnography (night sleep recordings), multiple sleep latency test (quantifying the nature/degree of daytime sleep), and actigraphy (long term body activity).

· Insomnia: transient (several days) and short term (several weeks); at times of stress or anticipation; illness; or due to jet lag

· Chronic Insmonia: no apparent primary cause, many causes likely. 

· As a doc: make sure the pt is not just a short sleeper, not due to bad sleeping habits; figure out if the insomnia is REM or non-REM related

· Dx of insomnia: 

· Step 1: do history/physical exam suggest medical disorder? If yes(evaluate it ASAP

· Step 2: is there evidence to anxiety, panic attacks, depression( if yes, evaluate as psych disorder

· Step 3: does pt use sedatives, alcohol, drugs in excess( if yes, then sub-abuse/insomnia
· Step 4: is sleep normal, but at wrong time? ( if yes, evaluate melanin rhythm problem
· Step 5: kicking/uncomfortable feeling in legs in sleep( if yes, periodic leg movement disorder or restless leg syndrome

· Step 6: does pt respond to tx for insomnia( if yes, tx for primary insomnia, if no, refer to sleep center.

· DSM Primary Insomnia:

a. Main complaint: difficulty maintaining, initiating sleep for 1 month. Or non-restorative sleep 

b. Sleep disturbance causes distress or impairment in functioning

c. Isn’t due to narcolepsy, breathing related prob, circadian rhythm sleep disorder, or  parasomnia

d. The sleep disturbance doesn’t occur during the course of another mental disorder

e. Not due to sub abuse, GMC

Tx of chronic insomnia disorders: 

· More than one cause can lead to chronic insomnia; similar to depression as it wanes and waxes, long term existence and treatment

· Sleep Hygiene: regular sleep time, right environment, avoid coffee/alcohol.

· Behavioral therapy-CBT, sleep restrictions (especially for elders)

· Pharms: Benzos: triazolam, quazepam, estazolam, temazepam, flurazepam; non-benzos: zolpidem, zaleplon, ramelteon; others: sodium oxyburate (for narcolepsy only), TCA (amptriptyline, doxepin), trazadone, thalidomide;

· Use the lowest effective dose and shortest duration

· Perform periodic evaluations

· Don’t prescribe long term hypnotics w/op an adequate trial of CBT

Excessive Daytime Sleepiness: differentiate from fatigue; persistent drowsiness during the day, sleep attack; caused by apnea, narcolepsy, insufficient sleep, hypersomnia. Tx by recording sleep, or tx the underlying cause (depression)

Narcolepsy: the tetrad: excessive daytime sleepiness, cataplexy, hypnagogic hallucinations, sleep paralysis; give stiumulants to tx daytime sleepiness; TCAs-anticataplectic. Sodium oxyburate

Parasomnia: Non-REM:sleep terror, sleepwalking, sleeptalking; REM related- REM sleep behavior, nightmares

Factitious, Malingering, and Conversion
Conversion Disorder: converting an emotional conflict to a physical sx. Called “functional” b/c sx serves a fcn. Has a primary and secondary gains

· Primary gain: internal. Reducing anxiety by containing unacceptable impulses.

· Secondary gain: external. Try to get attention, sympathy, relief of unpleasant task.

· One or more sx affects voluntary motor or sensory fcn( suggests a neurological or other GMC. 

· Psychlogical factors are also as/w the sx b/c the exacerbation of the sx is preceded by conflicts (ex: try to punch ur dad, but it’s socially unacceptable, so u get shoulder numbness)

· The deficit produced is not intentional or feigned
· The sx cannot be fully explained by a GMC or by the effects of a substance, or as culturally sanctioned behavior/experience (ex: men scream in pain as their wives try to give quiet birth).

· The deficit causes clinically significant distress in fcning( warrants medical evaluation

· Sx is not limited to just pain or sexual dysfcn, does not occur exclusively in somatization disorder, and is not better accounted for by another disorder.

Factitious Disorder (aka. Munchasuen’s Syndrome): pt’s sx’s are determined by primary gain, internal. The goal is to occupy the pt’s role, regress and be cared for. To embarrass the doctor.

· The pts are usually medically related. Prior conflicted relations w/ a physician. (doc’s wife)

· Also, done by hospital/EMS personnel, child of divorced physician, failed med school entry
· Pt will usually undergo any tests or procedures. 

· They’ll make themselves sick: wound picking, contamination, add blood/sugar[sucrose] to urine
· They will be defensive: “I know it sounds crazy, but I hope the test is positive”. And if the test is negative “what are you going to do next, doc?” or “I hope I don’t need an operation”

· They will also escalate the sx until they seem obviously fake. So they get discovered and get released from hospital. Doctor ends up being embarrassed for not catching on to the trick. 
Malingering: Plain old faking (intentional). The goal is external: avoiding criminal responsibility or military service, gain insurance benefits. Pts are uncooperative/defensive. They resist psych consultations. 

· They refuse collateral history. 

· Many “I don’t know” answers.

· Sx are over-specified and exaggerated. Marked discrepancy b/w the person’s claims and findings.

· Pts are usually discovered, not diagnosed

· May represent adaptive behavior: feigning an illness while a captive of the enemy during wartime

· The pt could be sent by an attorney to the clinician for examination “Medicolegal context”

· Presence of Antisocial Personality Disorder

· MADISON: Multiplicity, Authenticity, Denial, Interpersonal, Singular, “Only you can help me” Nothing helps.

Somatization Disorder: Multiple somatic complaints in multiple systems (4 pain, 2 GI, 1 sexual, 1 pseudoneurological) all of which can’t be explaned by a GMC or due to sub abuse, and if there’s a GMC the complaints are usually excessive! No physical basis or objective signs. Readily diagnosed as SD, docs feel that they can’t tx the pt constructively

· Not intentionally produced

· Usually genitor-urinary problems. More in females than males

· Early onset in 20-30’s. 

· They end up w/ high health care costs: 6x more than mean

· They’re vulnerable to iatrogenic complications

· Tx: take good history, proper physical exam, do no test/give no meds w/o objective finding; assure pt there’s nothing serious (avoid saying it’s all in ur head). Schedule follow up “well visits”(saves $$$

Hypochondriasis- conviction of illness w/o objective basis or misinterpreted sx. Duration of distress must be 6 months or more.  Pt is suspicious of doctor, as if doctor damaged them in some way. 

· Like in somatization, the pt can’t be reassured

· They change doctors frequently.

· Like a delusion, although DSM says no delusion present
· As a doc: make the pt prove his illness by proper signs and sx, they end up proving they’re NOT ill. 

· They accuse doctors of “protecting one another”

Panic Attack-sudden onset of PANICS-palpitations, abdominal distress, nausea, increased fear, chest pain, sweating. 

Panic Disorder: recurrent panic attacks occurring in episodes (w/o agoraphobia) and it corresponds to Freud’s original concept of anxiety neurosis. Onset of disorder is sudden, lasts mins-hrs; can have somatic and psychic sx. Happens in pts w/ heart problems. More in females (3:1). 25% of all psych sx in general. 
· Agoraphobia-anxiety of places/situations from which escape might be difficult(lead to panic attack

· 25% have hypochondriasis comorbidities
· MDD comorbidity: 30-40% have panic attacks, 75% of MDD have moderate anxiety. Pts w/ Panic Disorder and MDD have more severe episodes. 

· Panic Index: logistic regression consisting of the sx of somatic anxiety, phobia, indecisiveness, feelings of inadequacy. Scores on this index allowed proper classification o f pts to either Panic Disorder or MDD w/ high reliability

Psychodynamic model of panic Disorder: pts described themselves as shy, fearful kids back in the day. Their parents were angry and controlling. pts also indicated discomfort w/ aggression. Most described feelings of low self esteem. Their spouses were passive, non-aggressive. Frustration preceded the attack. 

· Inborn neurophysiological irritability predisposes to early fearfulness

· Lactate Hypothesis: chronically anxious pts had decreased exercise tolerance, postulates that these subjects have abnormal lactate metabolism. IV administration of sodium lactate (a potent respiratory stimulant) elicits panic attacks in 50-70% of individuals. The degree of hyperventilation determines who gets a panic attack. 

· Respiratory Hypothesis: hyperventilation of room air makes panic attack. As/w decrement of pCO2 in body. Inhalation of pCO2 provokes panic attacks as well. 

· Neuroadrenergic hypothesis: locus ceruleus neuroadrenergic activity and anxiety like behaviors relationship. Panic Disorder pts were hyper-reactive to anxiogenic effects of an a2 antagonist. 

· Serotonin dysfcn in Panic Disorder: m-chlorophenylpiperazine (m-CPP), an 5-HT agonist, administration provoked a panic attack. Interpreted as indicating postsynaptic 5-HT receptor supersensitivity in Panic Disorder

Pharmacotherapy of PD:

· Antidepressants: STANDARD FOR PD. reduce frequency of panic attack, sx of agoraphobia, and dec fcnal impairments. SSRIs, Imipramine, Phenelzine. 

· SSRIs- newer agents have less SE than TCAs. Addiction is limited due to SE (nausea, diarrhea, jitteriness, sexual dysfcn (depends on dosage). use same dosage as in depression. maintain dose for 6-9mo w/ cognitive therapy. 

· Benzos: alprazolam (SE sedative, impaired recall), clonazepam(effective in PD. Long term use is addictive, dependent (maintained 4mg/day of alprazolam)

· REMEMBER: DO NO HARM

Eating Disorders


ADHD
 


Disruptive Behavior Disorders

· ODD Etiology:

· Arises from biopsychosocial compilation-complex mix of risk and protective factors. 

· Biological: Genetics: familial clustering of ADHD, DBD, sub abuse and mood disorders (MD); temperamental factors

· Psychosocial factors: common in children w/ insecure attachments; Social learning begins when parents enforce their own will

· Social Factors: poverty, lack of structure, community violence all contribute; others- coercive parenting, lack of parental supervision

· ODD Clinical Feats

· Behavior is directed at authority figure. 

· Behavior starts at home, later displayed in school(interferes w/ IP relations

· Refusal leads to poor school ethics as they refuse to participate

· ODD is diagnosed as:

· Conduct disorder (which can’t co-occur w/ ODD), ADHD (ODD occurs w/ 50% of ADHD), Psychotic d., MR, mood/anxiety d, 

· Course/Prognosis: 

· Begins b/f 8yrs; average at 6yrs. Gradual, starting in the home. 

· ODD could progress to CD

· Leads to elevated sub use and mood disorders as well.

· Prognosis depends on family fcning, and development of co-morbidities. 

· CD Etiology: 

· Genetic and environment play a role (twins studies; adoptive parent w/ ASPD or CD or sibling w/ CD increase likelihood of CD)

· Risk factors: poverty, crowded conditions, poor family fcning, high crime neighborhoods

· Protective factors: psychological factors such as anxiety, tendency to withdraw from stimulation and better impulse control protect against aggressions and delinquency.

· CD is DD’d as:

· Mood d, adjustment d, sub abuse, prodromal psychosis, ODD (can’t co-occur), ADHD (frequently morbid)

· Course/Prognosis:

· Persistent or limited to adolescence

· There’s known continuity b/w CD and adult ASPD (DSM requires dx of CD by age of 15 to Dx ASPD)

· Most pts w/ CD don’t develop ASPD

· Prognosis: Poorer prognosis for those w/ sx appearing at a young age, increased in number, increased in frequency, or w/ more comorbidities.

· Tx of CD

· Evidence based psychosocial tx: parent management training, problem solving skills training (PSST), and Multisystemic Therapy (MST)

· MST: only tx that has shown long term reduction in arrest

· Tx psychiatric comorbidities w/ meds  such as atypical antipsychotics and mood stabilizers: could help w/ aggression

Read slide 2 pg 480!!!!!



Tic Disorders






· Tics- Clinical feats:

· Irresistible usually, but suppressed for some time.

· Children may be unaware of tics

· Feeling of relief a/f tic

· Need to make a complex tic-until it’s just right

· Decreases during sleep and effortful activity

· Increases during stress time

· Tics-Associated feats

· 80% are co-diagnosed w/ one additional mental/neurodevelopmental problem

· Comorbidities w/ ADHD and OCD are common; as well as learning disabilities, depression and anxiety

· Course:

· Begins as motor tics at age 5-7yrs(rostrocaudal progression

· Phonic tics develop w/ motor tics at 8-15yrs…can’t  have phonic w/o motor 

· Complexity of tic increases w/ age

· Read pg 490

Pediatric Mood Disorders

PEDIATRIC MOOD DISORDERS

Read pg 494 first slide

	
	CLINICAL PRESENTATION


	EPIDEMIOLOGY/ETIOLOGY
	CO-MORBIDITIES
	TREATMENT

	MAJOR DEPRESSIVE DISORDER
SIGECAPS
	Remember SIG E CAPS
PRESCHOOL: sad, cry a lot, limited verbal communication, psychomotor retardation, disinterest in others and toys

SCHOOL AGE: can describe feeling depressed and sad, can’t concentrate, poor performance in school, irritable, cry a lot, somatic complaints, and suicidal thoughts 

ADOLESCENTS: like adult depression, anhedonia, hopelessness, psychomotor retardation, suicidal thoughts, lack of attention to friends, poor school performance, and substance use
-Sx don’t meet criteria for mixed episode

-Sx cause distress/impaired fcn

-Not due sub use/GMC; nor bereavement

-Children can’t describe their moods well. They have more somatic complaints, & more irritability
	-0.3% of preschoolers (MDD and dysthymia)

-1 to 2% of school age children (MDD and dysthymia)

-5% of adolescents (MDD), 3.3% of adolescents (dysthymia)

-15 to 20% with depressive disorder are under 20 years of age

-Female: male ratio 2:1 in adolescence, but equal in childhood
	-VERY common: 90%

· Dysthymia: 30-80%

“Double Depression”

· Anxiety Disorders: 60%- GAD, SAD

· DBD-10-80%

· Sub Abuse

· ADHD

· Somatic complaints
	-For best results use pharm + psych interventions

-Pharm Invtns: limited benefit over placebo<12yrs

· SSRIs( fluoxetine only approved antidepressant for >8 yr; effective for MDD

· NSRIs( no NRSI approved for children <18 

· Atypical Antidepressants( bupropion not approved for children <18

· TCAs( very rarely used, ineffective

· Widespread “off label” use of antidepressants 

· Tx for 8-10 wks to determining efficacy 

· High rate of relapse, anti-dep tx may be lifelong

· Monitor weekly for first 1-2 months, because of risk of suicide (most often in first month) 

· Most often seen in youth with a mixed affective picture (irritability w/ depression) and history of self-harm thoughts 

-Psychotherapy: CBT, IP, fam, & gp therapies

-Course: 7-9mo dep(70% recover by 1 yr. 

-Recurrence: 40% at 2 yrs; 72% at 5yrs

-persistent dep RF: fam MDD, comorbid, bad events

	
	
	ETIOLOGY: 
-Bio-50% twin concordance; Sleep abnormalities; Neuroendocrine (no suppression to hypothalamic axis, blunted response to GH); chg in vol. of thalamic circuit; dysreg of NE, DA, 5-HT;

-Psych: abuse, sexual ID, bad events, dysfcnal attitude

-Social: Parenting issues, peers, poverty
	

	DYSTHYMIA
HCASES
	-depressed mood for 2yrs (irritability in teens, children, 1yr): greater than 2 of the following:

1. bad appetite, 2.insomnia, 3.fatigue, 4. Low self-esteem, 5. Poor conc. 6. Hoplessness.

-no sx free period of >2mo
-No MDE w/in 2 yrs (1yr kids)

-No mania, mixed,hypomania, or cyclothymia

-Sx doesn’t occur alongside psychosis

-Sx not due to sub abuse, GMC;cause distress
	-low prevalence in children

-8% in adolescence 

-onset during school yrs

-Mean episode length =4yrs


	-Could be precursor to MDD.

-early onset(increased risk for comor/w MDD, bipolar, and sub abuse

Associated feats: GAD, SAD, ADHD; 50% have another psych d.
	Tx is similar to MDD



	Anaclictic Dep.

Aka “Hospitalism”
	-infants attached to their caregiver, suddenly separated and placed in hospitals/institutions

-depressed, withdrawn, vulnerable to illness
	
	
	Recover when mother returned or surrogate mothering is available

	BIPOLAR DISORDER
DIGFAST
	-depression precedes mania usually

-mixed episodes predominate

-Remember DIG FAST (Rd 502 last slide;  Read pg 503; slide 1, 2 pg 504) REVIEW
PRESCHOOL: unmanageable, violent, and temper tantrums. Irritability higher than euphoria, hypersexual, nightmares. Chronic, non-episodic and rapid cycling. Begins at 1yr

SCHOOL AGE: pressure speech, irritability higher than euphoria, racing thoughts, grandiosity, increased motor activity, increased goal directed activity, increased involvement in pleasurable/painful activities, hypersexual, decreased need for sleep, chronic non-episodic rapid cycling

ADOLESCENTS: early adolescents’ clinical presentation is similar to school age children. Late adolescents present similar to adults.

-20-40% of depressed adolescents will develop BPI disorder w/in 5 yrs.  
	-Lifetime prevalence of BPD is 1%

-Lifetime prevalence of sub threshold BPD is 5%

-Male: female ratio is higher in preadolescents 

-Male: female ratio equal in adolescents 
	-ALWAYS co-morbid: 100%
· ADHD: 30-90%

· Anxiety: 40-60%

· Conduct D: 40-60%

· Sub Abuse: 15-40%

· Eating D, ODD
	-For best results: use pharm + psych interventions

-Pharm Interventions:

· Lithium( approved for children >12 

· Resperidone( approved for BPDI >10 yrs old

· Aripiprazole( approved for BPDI >10 yrs old

· AED’s(off label use; valproic, carbamazepine

· Antidepressants are associated with “manic switching,” particularly SSRIs/NSRIs, bupropion not as much 

· High relapse rate;

· Acute stabilization(1-2yrs trial

· Combo therapy: >50% of cases; augment w/ mood stabilizer, stimulant for ADHD, antidep for anxiety, depression

-Psychological Interventions:

· Stress management, sleep hygiene
· Group, Family  psychotherapy
· Diet watch
· School interventions

	
	
	ETIOLOGY: 
-Bio: 

Genetic: 65% concordance in monozygotic studies

Neuro: Inc vol of ventricles, dec amygdala size 

NTs: dysreg of NE, Dopamine, Serotonin, glutamate

-Social:

Stress, poverty, abuse, neglect

3 predictors of bipolarity:

1. Symptoms cluster: rapid onset, psychosis, psychomotor agitation

2. Family history

3. Treatment emergent hypomania
	

	Bipolar NOS
	-rapid cycling b/w manic and depressive sx

-recurrent hypomanic episodes w/o depression

-it’s NOS, if doc cant determine if it’s primary or secondary or if it’s due to sub use or GMC
	
	

	Cyclothymia
	Onset is in adolescence often

Rarely diagnosed clinically

Precursor to pediatric BPD

Tx is similar to pediatric BPD
	
	


Suicide:

· 3rd leading cause of adolescents and young adult deaths

· More likely in young males

· American Indian/Alaskan natives males have the highest suicide rate

· Females are more likely to attempt suicide than males

· There’s no difference in suicide rates b/w pediatric BPD subtypes

PEDIATRIC MOOD DISORDERS


Pediatric Anxiety and Psychotic Disorders
PEDIATRIC ANXIETY DISORDERS

Most common disorders among children/adolescents. Can impair self esteem, social relations, academic performance. Diagnosis increases the likelihood of further psychopathology
	
	CRITERA AND CLINICAL PRESENTATION
	COURSE AND 

OUTCOME

	SEPARATION ANXIETY DISORDER (SAD)
	-Excessive anxiety concerning separation from home or attachment figures beyond that which is developmentally appropriate 

· Fear that harm will come to themselves or attachment figures when separated
· During separation, patients shows distress, somatic complaints
· Nightmares with themes of separation
· Following parents, refusing to sleep alone 
· Refusing to attend school or go places without parents 
-Duration of disturbance is at least 4 weeks
-Onset is before the age of 18

-Disturbance causes significant distress or impairment in functioning

-Not due to other Axis I disorders

-Co-morbidities: GAD, specific phobias, ADHD, social phobias
	-Course: 

· Prevalence is 4% in children/adolescents

· Onset is typically 7-9 years of age

· May develop after a life stress

-Outcome:

· Can be short-lived or chronic

· Highest remission rate of all anxiety disorders (96%)

· Increased risk of anxiety/depression as adults

	SELECTIVE MUTISM (SM)

Aka. Elective mutism
	-Persistent failure to speak in specific social situations despite speaking in others-could interfere w/ childhood achievements

· Children may be excessively shy socially isolated, withdrawn, clingy, compulsive
· Teasing/scapegoating by peers
· Usually normal language skills
-Lasts >1 month (not limited to first month of school)

-Not solely due to decreased knowledge or comfort with spoken language required

-Disturbance causes clinically significant distress or impairment in functioning

-Not due to other Axis I disorders
	-Course: 

· Rare

· Onset before 5 years of age

· Girls>Boys

· Almost always comorbid with other anxiety disorders (usually social phobia) 

-Outcome:

· May persist for a few months or years 

· May become chronic if associated with social phobia

	GENERAL ANXIETY DISORDER (GAD)
	-Excessive anxiety and worry about a number of events/activities occurring most days for at least 6 months
· Performance in academics or sports

· Health of significant persons

· Family matters

· World issues or catastrophic events

· Focus may shift from one to the other

· May be perfectionists and require excessive reassurance

-Child has difficulty controlling worry 

-One of the following symptoms (vs 3 in adults):

· Restlessness
· Being easily fatigued
· Difficulty concentrating
· Irritable
· Muscle tension
· Sleep disturbance
-Causes life distress/impairment in functioning

-Not due to other Axis I disorders, substance abuse, or GMC
	-Course: 

· Prevalence 1.6 to 5.1%

· Genetic component

· Comorbid with mood d., SAD, social phobia, and OCD 

-Outcome:

· Usually chronic

· Childhood onset GAD may be related to greater psychopathology later in life 

	PANIC DISORDER (PD) WITH OR WITHOUT AGORPAHOPHIBA 
	-Recurrent, unexpected panic attacks- abrupt episodes of intense anxiety w/ emotional physical sx.

· Palpitations, pounding heart, increased HR

· Sweating, trembling, shaking

· Feeling of choking, SOB, chest pain, abdominal distress, nausea, chills, hot flushes

· Dizzy, lightheaded, faint

· Derealization or depersonalization

· Fear of losing control

· Fear of dying

· Parestehsiais (numbing or tingling sensation)

-Panic attacks followed by at least 1 month of persistent concern about having another PA- concerned w/ the attack implications

-Not due to other Axis I disorders, substance abuse, or GMC 

-May occur with or without agoraphobia- Avoidance of places in which escape would be difficult/embarrassing 
	 -Course:

· Onset between ages 15-19

· Girls>Boys

· Early onset is as/w having family member with PD
· Course often waxing and waning 

· Often comorbid with SAD
-Outcome:

· Variable(waxing and waning



	SPECIFIC PHOBIAS 
	-Marked persistent fear of circumscribed objects/situations

· Animal type

· Natural environment type (heights, storms, water)

· Blood-injection-injury type

· Situational type (airplanes, elevators, enclosed places)
-Exposure to phobic stimulus provokes immediate anxiety response- Crying, tantrums, freezing, clinging

-Child does not recognize that this fear is excessive/unreasonable (vs in adults recognizes the fear is unreasonable) 

-Phobic stimulus is avoided or endured with dread 

-Interferes significantly with daily function or causes marked distress 

-If individual is under 18, the symptoms must persist for at least 6 months 
-Not due to other than Axis I disorders, substance abuse, or GMC

	-Course:

· Traumatic events, unexpected panic attacks, observation of others, fears/trauma, or informational transmission may predispose children to specific phobias 

-Outcome:

· Phobias that persist into adulthood remit only infrequently 



	SOCIAL PHOBIA (SOCIAL ANXIETY DISORDER) 
	-Marked persistent fear of social or performance situations- fear of humiliation or embarrassment

-Exposure to situation provokes immediate anxiety response- Crying, tantrums, freezing, clinging

-Child does not recognize that this fear is excessive/unreasonable (adults recognizes the fear is unreasonable) 

-Social situation is avoided or endured with dread 

-Causes marked distress 

-If individual is under 18, the symptoms must persist for at least 6 months and must occur in peer settings

-Not due to other Axis I disorders, substance abuse, or GMC

-If another disorder is present, fear is not limited to concern about the social impact

-Transient social anxiety is common in childhood/adolescence 

-Children w/ social phobias have difficulties initiating/maintaining relations
	-Course:

· Onset is usually in mid-teens

· May abruptly follow humiliation experience or may have insidious onset

· Occurs more frequently in those with family members with social phobia

· Often comorbid with other anxiety disorders 

-Outcome:

· Usually chronic

· May be at risk for later depression and sub abuse 

	POSTTRAUMATIC STRESS DISORDER (PTSD)
	-Development of characteristic symptoms following exposure to an extreme trauma

-Response involves intense fear, helplessness, or horror; expressed in children as disorganized or agitated behavior
-Re-experiencing of the of the traumatic event in children

· May manifest repetitive play including themes/aspects of trauma
· Recurrent distressing dreams (may be frightening dreams without recognizable content) 

· Acting or feeling as if the traumatic event were recurring (hallucinations, illusions, flashbacks) 
-Persistent avoidance of associated stimuli and numbing of general responsiveness 

-Increased arousal 

-TEENS/OLDER CHILDREN: avoid thoughts linked to trauma; unable to recall certain aspects; problem concentrating

-YOUNGER CHILDREN: less likely to have emotional avoidance; can’t report sx; repetitive play; somatization; nightmares; aggressive behavior is initiated

-Symptoms cause significant distress or impairment

-Symptoms present for >1 month
-Symptoms <1 months are diagnosed as Acute Stress Disorder
· Symptoms must occur within 4 weeks of traumatic even and resolve within a work week period
	-Course:

· Genetic vulnerability

· Risk factors prior to trauma: poor social support, adverse life events, parental poverty, poor family function, female gender, younger age, poor health, history of maltreatment, h/o mental illness, family h/o of mental illness 

· Risk factors associated with trauma: degree of exposure, parent and child’s sense of danger

· Risk factors after trauma: lack of social support, continued negative life event, parental reactions, lack of intervention



	PEDIATRIC AUTOIMMUNE NEUROPSYCHIATRIC DISORDERS ASSOCIATED WITH STREPTOCOCCAL INFECTIONS (PANDAS)
	-Increased rate of SAD, impulsivity, hyperactivity, enuresis, and deterioration in handwriting
	-Etiology: 

· Circulation autoimmune antibodies that cross-react with neuronal structures, particular basal ganglia

-Course:

· Risk factors: OCD, tics, prepubertal onset, abrupt onset, exacerbations associated with strep infections, exacerbations associated with neurological abnormalities

 


	OBSESSIVE COMPULSIVE DISORDER (OCD)


	-Recurrent obsession or compulsions

· Washing rituals

· Checking and ordering rituals

· Obsessions about dirt and germs

· Fears of loved ones becoming ill

· Exactness or symmetry

· Religiosity 

-Children may NOT recognize that symptoms are excessive and unreasonable (adults recognize that symptoms are unreasonable) 

-Interferes significantly with daily function or causes marked distress or impairment-sx are time consuming

· Schoolwork may decline because of impaired concentration

-Not due to other Axis I disorders, substance abuse, or GMC

-High incidence of OCD in children w/ Tourrette’s syndrome. Also as/w learning disorders, DBD, depression, PDD

-Imaging: Impaired prefrontal lobe functioning; impaired cortico-striato-thalamo-cortical circuitry.
	-Course:

· Prevalence is 1 to 4%

· Males have earlier age of onset

· Genetic component

· High prevalence of subclincial OCD in childhood

-Outcome:

· Substantial number may achieve remission

· Continued symptoms associated with earlier age of onset, longer duration pre-treatment, and inpatient treatment

· Children may maintain academic and extracurricular functioning 


PEDIATRIC ANXIETY DISORDER TREATMENTS 



PEDIATRIC PSYCHOTIC DISORDERS

Rare onset prior to 13 yrs; a 5yr old that talks to an imaginary friend; a 7yr old that believes in Santa Claus
	
	CRITERA AND CLINICAL PRESENTATION
	COURSE AND OUTCOME
	TREATMENT

	SCHIZOPHRENIA
	-Characteristic positive and negative symptoms present for a significant portion of a 1 month pd. 

· Delusions (less elaborate in children) 
· Hallucinations (visual more common in children) 
· Disorganized speech
· Grossly disorganized or catatonic behavior
· Negative symptoms
-Continuous signs last for at least 6 months
-Children w Childhood Onset SP appear to have higher rates of early language, social and motor abnormalities vs adult onset
-Disturbance causes distress or impairment in functioning

-Not better accounted for by Schizoaffective disorder or a mood disorder with psychotic features

-Not due to a substance abuse or GMC
-Prominent delusions/hallucinations must be present for >1 month if PDD is present  
-Imaging: Increased lateral ventricular and basal ganglia (due to meds) volume, decreased gray matter volume
	-Course: 

· Pattern of cognitive decline is similar to adults with the disorder

· Possible familiar-genetic connection between schizophrenia and autism

· Comorbidities include depression, OCD, GAD, and ADHD 

· Genetic component (22q11) 

-Outcome:

-Earlier onset(poorer prognosis
-Symptoms <1 month is diagnosed as Brief Psychotic Disorder

-Symptoms 1-6 months is diagnosed as Schizophreniform Disorder
-Schizoaffective only in adults
	-Frequently resistant to treatment

-Atypical antipsychotics are 1st line 

-Clozapine may have greatest efficacy, but its use is limited to patients with severe schizophrenia, because of toxicity and side effects 




-Child abuse: pt has inconsistent history, multiple fractures on x-ray, bruising, circular burns, hemorrhages on eye exam. Admit child to safety, inform CPS  

Delirium

 

Dementia






Drugs for ADHD

Drugs for ADHD
General info

· Large support for pharm tx, but most of time, psych therapy is added on.

· Overuse, underuse of pharm causes risks.

· Drugs are frowned upon socially , risk for abuse, costly, problem w/ law

· Stages: re-assess drugs anniversaries or by follow up 

1. Dose titration-optimize dose due to weight, clinical response, tolerability, and “coverage”

2. Maintenance- routine monitoring

3. Termination

Stimulants- 1st line; xpt if pt has hx of sub abuse, BPADI/II, active psychotic disorder

· Methylphenidate: (Ritalin, methylin); immediate release; dexmethylphenidate (enantiomer)

· Goal: .3-.6mg/kg reduces sx

· Other forms: ER, LA

· Transdermal Methylphenidate: patch worn ~9 hrs. apply to hip region 2hr b/f desired effect. Could cause sensitivity upon contact(concern for oral form. Proper disposal is a concern 

· Amphetamine-Containing Compounds:

· Dextroamphetamine (Dexedrine)

· Mixed amphetamine salts (adderall)

· Lisdexamfetamine-only activated thru GI. Inc ADR rates. No real therapeutic advantage

· Each should be tried b/f declaring stimulants useless


· Stimulants begin working as they get absorbed

· Well tolerated usually; SE: GI probs, insomnia, irritability, & tics: adjust dosage. Long term SE: growth delay-“catch up” growth. Some will have mood changes

· DDI:MOAI: separate by 2 wks to avoid hypertension; TCAs: additive NE transmission

· Sudden Cardiac deaths in pediatrics. Obtain EKG in children. Evaluate children for CV problems b/f prescribing stimulants

Non-Stimulants-failure to both stimulants(atomoxetine, bupropion (2nd line). TCAs-3rd line due to SE. Clonadine, guanfacine-last line due to lack of efficacy

· Atomoxetine (strattera): inhibits NE reuptake. Efficacy is questioned (less responsive than stim.)

· 1st line if pt can’t has hx of sub abuse, anxiety, insomnia (cant use stimulants). 

· 2nd line  if intolerance or lack of response

· Metabolized by 2D6 isoenzyme: increased w/ TCAs, paroxetine, fluoxetine

· SE: GI, CNS, BP chgs, doesn’t exacerbate tics. Liver injury

· Increased risk for suicidal ideation

· Can d/c w/o tapering

· Bupropion (Wellbutrin): NE dopamine reuptake inhibitor (NDRI); used for depression, smoking cessation

· Useful in pts w/ hx of sub abuse, intolerance to stimulants

· SE: nervousness, rash, insomnia, GI, seizure risk

· TCAs: imipramine, desipramine, nortriptyline, doxepin (NIDAD)

· Toxic-2nd,3rd line

· Children SE: dry mouth, constipation, tachycardia, EKG changes

· Anticholenergic rebound if not tapered

· Alpha-agonists: Clonidine, Guanfacine;

· Used as adjunct, or last line

· Not good in monotherapy

· SE: Very sedative

· Used with methylphenidate which lessen severity of tics

· Taper to avoid hypertension

Emergency Psychiatry

Emergency Psychiatry

Suicide

· 11th cause of death: 10/100,000ppl

· Ask pt if he ever thought of hurting him/herself(13.5% of Americans do; 
Suicidal Risk Factors

· Static: variables that are stable and that the provider is unable to change

· Male: 4x higher suicide than females

· Single: increased risk
· Age: increasing age increases risk; common problems: medical illness, bereavement
· >85yrs: have the highest suicide rate: 17/100,000
· Race: Caucasian and Native Americans highest suicide rates
· Prior Attempts: the biggest risk factor. 10-15% go on to kill themselves. 
· Family History of Suicide: increases odds by 4x
· Dynamic: tx aggressively
· Acute Suicidality: 50% of pts will tell their loved ones they will kill themselves prior attempt
· Most have contact w/ HCWs prior to attempt

· They report vague suicidality

· Having a firearm, lack of support

· Fears of harming family

· History of cultural and religious beliefs

· Psychiatric Risk Factors: psych disorders are as/w the majority of retrospective studied suicides

· Majority of pts today are not being tx’d for their psych illness

· 95% of completed suicides had psychiatric disorders;

· Medical: physicians are responsible to diagnose suicidal pts 

· Physical disease is an independent risk factor for suicide

· Cancer: after 1st yr dx: 15x increased risk

· CRF/Dialysis: Relative Risk 10x the population

· AIDS: 7x the population risk

· Increased RF: Chronic terminal illness, pain, disfigurement, agitated delirium

· Biological/Genetic: 

· Low levels of serotonin in CSF in autopsies.

· Persons with family history of suicide are at increased risk

Psychosocial stressors leading to Suicide

· Usually a last straw; tough to pin point

· Survey: ppl <65 yrs ID’d relationship, legal problems; ppl>65 ID’d health, bereavement problems

· Attemptors: young, females, married and use pills

· Completers: older, male, single, use violent methods

Warning Signs

· Less Concerning: hoplessnes, anger, reckless, vengeful, increased alcohol use, no purpose in life

· More Concerning: direct threats to harm/kill oneself, talking and actively looking for ways to do so

Schizophrenia and Suicide

· Rate of suicide is 5-10%

· Occurs early in course of illness

· Correlations: command hallucinations and suicide (limited data); academic achievement prior to dx and suicide increases risk

MDD and Suicide

· Risk: Inpatients: 15%; outpatient: less. w/ alcohol, the risk increases 5-10x

· Suicide rates increase during the 1st year of dx and shortly after inpatient discharge

BPAD and Suicide

· 20% of BPAD die by suicide

Personality Disorders and Suicide

· 30-60% of suicides had potentially diagnosable PD at the time of death

Substance abuse/dependence and suicide

· Suicide rate in alcoholic dependence is 7%. Increased by intoxication

Mnemonic SADPERSONS for Suicidals: 

· Sex, Age, Depression, Previous Attempts, Ethanol, Rational thinking loss, Social Support lacking, Organized plan, No spouse, Sickness

Tx

· Ask specific questions

· Collaborate w/ family, friends, spouse

· HOPE: ban them from Golden Gate Bridge. 

· Manage violence: past violence increases risk for further violence. Always stand b/w the pt and the door. 

· Managing Agitation: 

· Anxiety/Mild agitation: behavioral interventions, benzos, anti-psychotics. 

· Severe agitation: try physical restraints if behavioral interventions fail. Involuntary meds

· Involuntary Commitment-can be signed by anyone over 18

· Allows a patient to be brought in for evaluation

· The pt is examined for the next 24hrs

· A court hearing must be allowed w/in 72 hrs

· Involuntary commitment is allowed if the pt is mentally ill, and is at serious risk for harming someone. Has made serious threats to others, unable to take care of their basic physical needs. 

· Tarasoff Duty to Warn: phyisician’s protecting duty to the intended victim against the pt’s danger either by calling the intended victim of police

· Refusing Tx:

· Due to religion, finance, psychopathology)

· Pt may fail to comprehend tx (eg. dementia)

· ALWAYS OBTAIN A PSYCH CONSULT

· Involuntary Lifesaving:

· Pt’s legal status is such that others can make decisions

· Pt doesn’t understand the illness or tx due to cognitive dysfcn

· Pt is self destructed/mentally ill and involuntary tx has already been authorized

Pervasive Developmental Disorders

PERVASISVE DEVELOPMENTAL DISORDERS

All PDDs are neuropsychiatric, characterized by a triad of sx: 1.) Impaired social relatedness, 2.) Impaired communication, 3.) Restrictive/Repetitive behaviors, patterns and interests 
	
	DSM IV CRITERIA
	CLINICAL FEATURES
	ETIOLOGY
	TREATMENT/PROGNOSIS

	AUTISM
	-Impairments in social interaxn:
· Impaired use of nonverbal behaviors
· Failure to develop peer relationships
· Lacks spontaneous seeking to share enjoyment, interests
· Lack of social or emotional reciprocity
· Lack a social smile
· Lacks anticipatory posture for being picked
· Poor eye contact
· Impaired attachment behavior
· Can’t differentiate primary caregiver
· Difficulty inferring the feelings of others
· Can’t develop sexual relations as adults
-Impairments in communication 

· Delay in or lack of development of spoken language
· Can’t sustain conversation w/ adequate speech
· Stereotyped or repetitive language usage
· Lacks make believe play or social imitative play
· Babies can emit noises like clicks repeatedly
· May say more than understand: use a word and not using it again. 
· Pronoun reversal 
· Can’t put meaningful sentences together despite large vocabs
· May never develop useful speech
-Restricted, stereotyped behavior 

· Preoccupation with stereotyped patterns of interest that are abnormal either in intensity or focus
· Compulsive adherence to specific nonfunctional routines
· Stereotyped repetitive motor mannerisms
· Persistent preoccupation w/ parts of objects
	-Onset within first year of life 
Associated features:

-instability of mood, affect-difficult to interpret as autistic children can’t express their thoughts. 

-hyper/hyporesponsive to stimuli

-hyperkinesis, aggression, temper tantrums

-self-injurious behavior

-inattention, insomnia, eating problems, enuresis

-higher than expected URIs

-GI sx

-50% are MR

-display splinter fcn or islets of precocity
	-Genetic

· Genetically vulnerable

· As/w fragile X syndrome, tuberous sclerosis
Environmental 

· No sig in child rearing differences

Biological 

· High rates of MR/seizures suggest a biological basis
	-Prognosis: 

· Life long course 

· Good: normal IQ and development of communicative language by age 5

· Sx may decrease over time, but self-mutilation, aggression and regression may develop

· Ritualistic and repetitive behaviors show less improvement over time

· Seizures may develop in late childhood and adolescence & negatively affect prognosis

-Treatment goals

· Increase socially acceptable and pro-social behavior

· Decrease odd behavioral sx

· Improve verbal/nonverbal communication

-Parental support and counseling

-Language remediation

-Structured classroom setting

-Applied behavior analysis

-Occupational/physical therapy, sensory integration therapy

-Pharmacological:

· Targets specific symptoms

· Stimulants (methylphenidate, amphetamine)

· SSRIs (fluoxetine, fluvoxamine)

· Antipsychotics (risperidone)

· Alpha-Agonist (clonodine, guanfacine) 



	
	
	Differential Diagnosis
	

	
	
	· Childhood Onset Schizophrenia: rare in children; thought disorder w/ hallucinations/delusions; deterioration in fcn; lower as/w MR and seizures

· MR w/ Behavioral Sx: MR children usually relate to adults and other children according to mental age, use language to communicate usually don’t have splinter functions

· Language Disorders: less significant MR; absence of autistic behaviors, stereotypes, ritual activities; usually demonstrate imaginative play

· Congenital Deafness or Sever Hearing Impairment-deaf infants typically babble normally until gradually tapering and stopping at 6-12 mo; respond only to oloud sounds; relate to parents and seek affection; audiogram or auditory-evoked potentials demonstrate hearing loss
· Psychosocial deprivation-improve rapidly when placed in a favorable and enriched environment
	

	RETT DISORDER

Pg 454 last slide-course
	Normal development/growth/social interaction in 1st 5 mos

· Apparently normal prenatal and perinatal development

· Apparently normal psychomotor development 
· Normal head circumference at birth

-All of the following between 6 and 2 years:

· Deceleration of head growth

· Loss of previous acquired purposeful hand movements, and development of stereotyped hand movements (wringing)

· Loss of social engagement early in the course

· Poorly coordinated gait or trunk movement

· Impairment of expressive and receptive language

· Severe psychomotor retardation 
	Associated features:

-seizures in up to 75% of children

Disorganized EEGs w/epileptiform discharges in almost all young children

-Irregular respiration

-Scoliosis

-Muscle wasting

History:

-Andreas Rett described the syndrome in girls who develop normally for 6 mo, followed by severe deterioration

-lethal in males in utero
	-Genetic defect in MECP2 (regulator gene on X chromosome) 

-MECP2 codes for the synthesis of methyl cytosine binding protein 2(needed for brain development

-de vovo mutation usually


	-Supportive/symptomatic treatments:

· Meds for breathing irregularities/motor difficulties.

· Anti-convulsants to control seizures

· Monitor for scoliosis and heart abnormalities

· PT/OT, special equipment, nutritional support

-Prognosis:

· Increased risk for sudden death 

· Most individuals live well up to old age

· Rare disorder-so long term life expectancy prognosis is unknown

	ASPERGER’S
ASPERGER’S
	-Qualitative impairment in social interaction like autism

-Restricted, repetitive, stereotyped patterns of behavior, interests, and activities as described for autism

-Disturbance causes significant impairment in functioning

-NO significant general delay in language 

-NO significant delay in cognitive development or development of age-appropriate self help skills, adaptive behavior, and curiosity about the environment
History:

-Hans Asperger described a syndrome named autistic psychopathy, in which pts w/ normal intelligence demonstrated a qualitative impairment in reciprocal social interaction and behavioral oddities w/o language delays. So similar to autism, w/ similar etiological contributors. 
	-Social:

· Significant social impairment (often socially isolated)

· Often are interested in social interaction

· Difficulty engaging socially with others due to a one-sided eccentric social style
· Engage in long-winded conversations about topics of special interests 

· “Professorial” and “pedantic” style often characterizes style of social interaction 

· Behavioral rigidity-attempt to apply rigid rules to social interactions. 

· Tends to intellectualize emotions

-Communication:

· Vocabulary and syntax are intact

· Problems with social use of language

· Peculiar parsody (musical aspects of speech)

· restricted intonation pattern

· Failure to modulate volume 
· Often little censoring of speech content

-Associated Features

· MR is occasionally observed

· Variable cognitive functioning,-scores highly on verbal skills (vocabulary) w/ non-verbal weaknesses (visual motor/visual spatial)

· Motor clumsiness

· Overactive, inattentive
	 
	-Tx target specific deficits and sx (like autistics)

· Educational

· Speech and language

· Behavioral interventions

· OT/PT

· Social skills interventions

-Pharmacological tx: to target sx as in autism

-Prognosis: 

· Additional problems may be present, with depression being the most frequent comorbidity in adolescents and adults  

· Adolescents and adults also at an increased risk of psychosis, particularly schizophrenia 

· Good prognosis as/w normal IQ and high level social skills

· Generally better chance for adult independence compared to autistic youth. 

	CHILDHOOD DISINTEGRATIVE DISORDER
	Very rare; males more than females.
-Apparently normal development for at least:

· The first two years as manifested by presence of age-appropriate verbal and non-verbal communication, social relationships, play, and adaptive behavior

-Clinically significant loss of previously acquired skills 

-Qualitative social impairment

-Qualities communication impairment

-Restricted, repetitive, and stereotyped patterns of behavior, interests, and activities 

-Not better accounted for by another PDD or SP
	Associated features:

-nonspecific neurological sign/sx. As/w Landau-Kleffner syndrome, neurolipidoses, Angelman syndrome, mitochondrial deficits, metachromatic leukodystrophy, etc/

-Increase in EEG abnormalities/seizures

History 

-Aka Heller’s Syndrome/disintegrative psychosis

-deterioration in intellectual, social and language function occurring over months in previously normal 3, 4 yr olds

-following deterioration, children resemble those w/ autistic disorder
	Unknown etiology, but as/w other neurological conditions

-High rates of EEG abnormalities

-Seizure disorders are observed

-Associated with various GMC or neurological conditions 
	-Tx is symptomatic and mirrors that for autism:

-Behavioral/educational interventions

-Help child relearn basic skills

-Pharmacological help to tx specific symptoms 

-Treatment of associated neurologic disorder or GMC

-Prognosis:

· Appears to be worse than autism

· In most cases, the deterioration plateaus w/ no further loss of skills and minimal recovery. 

· Life expectancy normal 

	PERVASIVE DEVELOPMENTAL DISORDER, NOS

(PDD-NOS)
	-Refers to residual category for individuals with difficulties suggestive of an autism spectrum diagnosis 

-Pts don’t meet criteria for a specific PDD, SP, avoidant/schizotypal personality disorders-“atypical autism”

-Some problem should be present socially-
	-imapired communication w/ stereotyped behavior, interests, activities. 

-Exhibit unusual sensitive and atypical affective responses

-Better cognitive and language abilities 
	
	-Interventions are those appropriate to individuals with autism

-Prognosis:

· Usually better prognosis than autism. They have better language skills and more self aware


Read summaries pg 458 and 459
PERSONALITY DISORDERS GROUPINGS





AVOIDANT PERSONALITY DISORDER:


-Preoccupied with being criticized or rejected in social situations


-Feelings of inadequacy (inhibited from IP relations)


-Avoids social or occupational situations


-Reserved in intimate relationships for fear of being shamed


-Views self as socially inept, personally unappealing, inferior


-Reluctant to take risks and try new things as they may prove to be embarrassing 


 


MANAGEMENT:


-Low-key approach emphasizing friendliness, availability and respect





CLUSTER A





CLUSTER C





DEPENDENT PERSONALITY DISORDER:


-Can’t make decisions w/o advice 


-Needs others to assume responsibility


-Can’t express disagreement 


-Volunteer to do things unpleasant in order to get other people to like them


-Helpless when alone


- Fear of abandonment


 


MANAGEMENT:


-Illness provides secondary gain in the form of caretaking and attention


-Overly compliant


-Be firm and realistic


-Watch for burnout negative counter-transference





SCHIZOTYPAL PERSONALITY DISORDER:


-Ideas of reference


-excessive social anxiety


-Odd beliefs/magical thinking


-Unusual perceptual experiences (bodily illusions)


-Eccentric


-Odd thinking, metaphorical speech


-No close friends


-Inappropriate or constricted affect


-Suspicious/ paranoid 


 


MANAGEMENT:


-Similar to Schizoid (private)


-Assist with reality orientation 





*differs from SP: no hallucinations, fixed false beliefs, and is constant





PARANOID PERSONALITY DISORDER:


-Suspicions to be deceived, or harmed by others


-Questions other ppl’s loyalty


-Reads hidden threatening messages into events


-Doesn’t confide in others-belief that info will be used against them later


-Bears grudges; unforgiving


-Gets angry quickly 


-Suspicions of fidelity regarding partner





MANAGEMENT:


-Need to take time to build a trusting relationship


-Anticipate noncompliance








CLUSTER B





BORDERLINE PERSONALITY DISORDER:


-Unstable/intense IP relations 


-Impulsive, unstable affect


-Can’t control anger


-Suicidal, self-mutilating 


-Disturbed Identity


-chronic emptiness, boredom


-Fear of abandonment


 


MANAGEMENT:


-All classes of psychotropic can be tried- tailor combo!


-Must tolerate anger and instability


-splitting of staff





HISTRIONIC PERSONALITY DISORDER:


-Easily influenced by others, insecure inside


-Inappropriately sexually seductive


-Uses physical appearance to draw attention 


-Self-dramatization and exaggerated emotions


-Considers relationships to be more intimate than they are


-Excessively impressionistic speech, which lacks detail 


 


MANAGEMENT:


-May appear hypochondriacal-excessively occupied


-Stay professional as to not be misinterpreted 








NARCISSITIC DISORDER:


-Arrogant 


-Interpersonally exploitative


-Grandiose sense of self-importance


-Believe their problems are unique and can only be understood by special people 


-Fantasies of unlimited success, beauty, power, love, brilliance


-Sense of entitlement


-Requires excessive admiration


-Lacks empathy


-envious





MANAGEMENT:


-Acknowledge this patient’s sense of self-importance and include the pt in decision making as appropriate 








ANTISOCIAL PERSONALITY DISORDER:


-Can’t conform to norms, laws


-Deceitful


-Can’t plan ahead, irresponsible


-Irritable, aggressive (physical fights)


-Disregard for safety


-Lack of remorse


-Conduct Disorder (b/f age 15)


 


MANAGEMENT:


-Physicians feel manipulated


-Firm, no-nonsense approach that conveys an awareness of patient’s potential for manipulation





SCHIZOID PERSONALITY DISORDER:


-Does not desire/enjoy close relationships


-Chooses solitary activities


-Takes pleasure in few activities


-No sexual interest


-Indifferent to praise or criticism


-No close friends


-Displays emotional coldness, flat affect


 


MANAGEMENT:


-Respect their privacy


-Focus on technical aspects


-Avoid overly close, personal relationship








OBSESSIVE COMPULSIVE PERSONALITY DISORDER:


-Perfectionism that interferes with task completion


-Preoccupation with detail, lists, organization to the extent that major point of activity is lost


-Need to be in control 


-Excessive devotion to work, exclusion of leisure and friends


-Rigidity and stubbornness


-Miserly spending and inability to discard worn out worthless things


-Inflexibility about matters of morality, ethics





MANAGEMENT:


-Include patient in decision making as much as possible so they feel like they have control  





REACTIONS TO ILLNESSES DEPENDING ON PERSONALITY TYPES





PSYCHOLOGICAL REACTIONS TO ILLNESS





DISEASE Vs ILLNESS





GOOD COPING





BAD COPING





COPING WITH ILLNESS





Dependent: regress a lot, fear of being helpless


Compulsive: scared to lose control, become rigid, need more information


Histrionic: scared that no one will like them, will demand attention, and exaggerate


Masochistic: will want to stay sick and enjoy the pain


Paranoid: suspicious, noncompliant, blame others


Narcissistic: scared but may not articulate fear, maybe be demanding, deserve the best


Schizoid: timid, withdrawn. Leave hospital





DISEASE


-Pathological condition of the body that presents as a group of sx


-discussions of disease analyze body functions





ILLNESS


-Experience of living with a disease


-focus: Psychosocial reactions to the body’s breakdown





Problem solving behavior to bring about relief, reward, and psychological equilibrium








Nature and severity of illness


Meaning of illness/hospitalization to pt 


Patient’s personality


Pt’s defense mechanism 


Pt’s past experience with illness


Pt’s past relation w/ PCP/nurses





Dependent: set limits


Compulsive: give them control


Histrionic: stay professional and distant 


Masochistic: discharge ASAP


Paranoid: get them to trust you to induce compliance


Narcissistic: kiss up to use this advantage to induce compliance


Schizoid: treat professionally and discharge ASAP





-Rehearse and deliver calmly


-Be brief- 3 sentences or less


-Encourage further dialogue


-Reassure of continue attention and care





Pain control and comfort


Maintain family/social functions


Resolution of conflict


Achievement of final goals


Competent medical care


Honest, compassionate doctor- patient relationship with good communication 





Abandonment


Pain


Shortness of breath





FEARS





Denial


Anger


Bargaining


Depression


Acceptance (may never get here)





STAGES OF DYING-Kubler Ross





Excessive self-expectation 


Inflexible standards


Reluctance to compromise 


Rigid in outlook


Firm adherence to preconception


Inability to focus on relevant problems


Passive


Impulsive judgment and behavior


Denial 





Optimistic about mastering problems


Practical in emphasizing immediate problems


Resourceful (has plan B)


Aware of consequences


Open to suggestions


Aware of limitations 


Turn to trusted experts 





Denial


Regression


Control by knowing-reading about the disease


Anxiety – Strain’s 7 basic fears


       1 Fear of threat to basic integrity


              2 Fear or strangers


              3 Fear of separation from loved ones


              4 Fear of loss of love and approval


              5 Fear of loss or injury of body parts


              6 Fear of reactivation of feelings of guilt


              7 Fear of loss of control (bowel)


Anger


Depression 





COMMON REACTIONS TO ILLNESS





FACTORS EFFECTING REACTION TO ILLNESS





TREATMENT GOALS





MANAGEMENT SUGGESTIONS FOR PERSONALITLY TYPES





BERAKING THE BAD NEWS





THE DYING PATIENT





-Depression and anxiety: AN: 2/3 have depression and 1/3 have OCD (often predates anorexia)


-Alcohol and drug abuse: 40% BN and 15% AN


-75% have personality disorders: Avoidant and OCD in AN, and Avoidant and Borderline in BN


-Bulimic patients: impulsive, stealing, self-harm, suicidality, substance abuse, sexual promiscuity


-Anorexic patients: lack of sexual interest; BN pts-sexual conflicts and promiscuity and disturbance in intimacy 


-Higher rates of childhood sexual abuse, physical neglect, adult rape/molestation, and aggravated assault 





AFFECTS OF DRUGS





TREATMENT


-Initial:


Hospitalization necessary


Multidisciplinary approach- psychiatry, medicine, cardiology, dietary


Contingency management (feeding tube, IV)


Refeeding (rapid refeeding could be dangerous) 


-After Weight Restoration: 


Supportive therapy:  psychoedcuation, CBT, family therapy


DO NOT give Bupropion (Wellbutrin, Zyban) because of high seizure risk


Pharmacology: no specific meds that improve core sx. 


Cyproheptadine (antihistamine- may increase appetite, not routinely used)








RISK FACTORS





COURSE AND 


PROGNOSIS


-Suicide rate 55% higher than in general population


-Mortality rate 10% (highest in psychiatry) 


Good prognosis:


-Younger patients treated promptly do better 


-Concurrent histrionic PD has better outcome


-Good parent child relationship improves outcome


-close to ideal body weight at discharge


-exercising/dieting to lose weight


Poor Prognosis


-Concurrent OCD has worse outcome 


-Lower initial weight, associated chronic illness, and alcohol/drug use is worse 





SUBTYPES





-Purging Type: regular self-induced vomiting or misuse of laxatives/ diuretics/enemas (vs AN purging type- not necessarily weight loss, no amenorrhea)





-Non-Purging Type: other inappropriate compensatory behaviors (fasting, excessive exercise) 





CRITERIA 





-Recurrent binge eating (excessive amounts of food with a sense of lack of control)


-Recurrent inappropriate compensatory behavior to prevent weight gain (self vomiting, laxative, diuretics, enemas, other meds, fasting, excessive exercise)


-Binging and compensatory behavior average at least 2x per week for 3 months


-Distorted body image


-Problems not due to an episode of AN








-Female gender- common in western countries, whites, middle/upper class females


-Pear shaped body, high body mass index


-Negative feelings about own body at puberty


-Family history of eating disorder


-Anorexics likely to be anxious, inhibited, controlled, obsessive compulsive, families were overly controlled, organized, and have weight concerned parent


-Bulimics tend to be under controlled, mood labile, families were chaotic, conflicted, and critical 





COMORBIDITIES





-Weight Loss:


Stimulants: methylphenidate (can be abused, relatively contraindicated)


Bupropion


Thyroxine (T4)


Fluoxetine (and other SSRIs)


-Weight Gain: 


Antipsychotics


Antidepressants (TCAs)


Mood stabilizers (Lithium, Valproic Acid) 








TREATMENT





-Can be managed as outpatient with, unlike AN:


Supportive therapy, psychoeducation


CBT


Family therapy


Fluoxetine is FDA approved(dec binging/purging


DO NOT give Bupropion (Wellbutrin, Zyban) because of high seizure risk





COURSE AND


 PROGNOSIS





-Patients often show chronic fluctuating course 


-High rate of relapse (2/3 of recovered relapse) 


-Lower mortality and incapacitation than AN


-Adolescent onset better than late onset


-Co morbid OCD and childhood obesity, sub abuse are negative factors


-Substance abuse and laxative use may predict suicide attempts








ANOREXIA NERVOSA





EATING DISORDERS





BULIMIA


 NERVOSA





CRITERIA 





-Refusal to maintain weight above minimally normal age/height (weight<85% of expected) 


-Intense fear of weight gain or becoming fat even though underweight


-Disturbed view of own weight/shape or denial of seriousness of low weight


-Amenorrhea (at least 3 cycles) in post-menarchal females 








MEDICAL 


COMPLICATIONS








SUBTYPES





-Restricting Type: person restricts own eating, do not regularly binge-eat or purge





-Binge-Eating/Purging Type: person regularly engages in binge-eating or purging (self-induced vomiting, laxatives, diuretics, enemas)





*can alternate between the subtypes at different periods of illness





MEDICAL


 COMPLICATIONS











-Most common childhood neurobehavioral disorder


-Affects 5-12% of children


-2:1 or 3-5:1 boys:girls


-Inappropriate hyperactivity, impulsivity, inattention


-Impairment in executive function/self-regulation


-Sx are present by age 3, Diagnosed in school. 


-First described as having hyperactive syndrome or minimal brain damage




















EPIDEMIOLOGY/HISTORY





COURSE





ADHD








-60% continue to be symptomatic into teens and adulthood (Prognosis: severity and tx in childhood determine persistence) 


-Manifestations change over time 


-Males with significant ADHD more likely to develop adult poly-substance abuse, antisocial behavior, and injuries; Girls have higher rates of unwed pregnancy














-Infants may be more active, sleep less, more sensitive to stimuli


-Emotional lability is common


-Unable to delay gratification


-May develop negative self concept


Associated feats: co-morbid w/ oppositional defiant disorder, conduct disorder, sub abuse, mood disorders, anxiety disorder, learning & language disability


Differential Diagnosis: difficult to discern b/f age 3; distractibility manifests w/ anxiety; hypoactivity is as/w depression; also dx as conduct disorder, learning disorder;





DISORDER CLASSIFICATION





(AND(





3. Symptoms present in two or more settings (school + home)


4. Clear evidence of significant impairment in functioning


5. Symptoms do not occur exclusively in PDD, schizophrenia or other psychotic disorder and are not better accounted for by another mental disorder such as mood, anxiety, dissociate, personality disorders 


6. Symptoms present in some forms before the age of 7





2. Six or more symptoms of hyperactivity-impulsivity persisting for at least 6 months to a degree that is maladaptive and inconsistent with developmental level: 


HYPERACTIVITIY


-Fidgets with hands, feet (squirms in seat)


-Leaves seat when “remain seated” is expected


-Runs about in situations where it is inappropriate 


-Difficult engaging in leisure activities quietly and is often “on the go”


-Talks excessively 


IMPULSIVITY


-Blurts out answers before questions have been completed


-Has difficulty awaiting turn


-Interrupts or intrudes on others 











-Unknown largely


-Non genetic NEUROBIOLOGY:


Peri-natal stress and low birth weight


Traumatic brain injury


Maternal smoking, other toxins like lead, alcohol


Neuroimaging:


Reduced cortical white and gray matter volume


Decreased frontal and temporal lobe volume relative to siblings


Functional Imaging:


Differences in brain activation of the caudate, frontal lobes and anterior cingulate during tasks requiring inhibitory control


-Genetic:


Heritability in twins is 76%


1st degree bio-relatives at high risk to develop ADHD 


Markers on 7 chromosomes have been ID’d to be as/w ADHD























SUBTYPES





STIMULANTS


First line


Short, long term acting forms available. Dosed daily. Effective for all ages.


Improves inattention, impulsivity, hyperactivity, noncompliance, aggression level, social interaction, & academic productivity. 


Does not improve athletic skills, academic achievement, intelligence, positive social skills


Selection of dose should be based on patient weight, tolerability, and “coverage” that matches individual patient needs 


Side Effects: appetite suppression, sleep disturbance, irritability, headaches, tics, growth suppression, sudden cardiac death


Precautions: check history of heart problems before use, monitor BP during tx. Do EKG


First type: Methylphenidate (Ritalin) 


Second type: Amphetamine-Containing Salts (Aderall) 





-Psychotherapy: sit in front row, untimed tests, daily report cards, planners; help parents manage co-occurring ODD/CD; social skills training


-Multimodal tx Study (MTA)-7-9yr olds w/ combined ADHD given meds, behavioral therapy, combo med/beh tx, and control gps-a/f 14 mo, med seems superior to behavior management; behavior therapy is acceptable for those not wanting to use meds. Combo therapy is good for co-morbid pts





TREATMENT





NON-STIMULANTS


SnRIs (Atomoxetine 


Buproprion( adjunctive use in ADHD 


TCAs( Imapramine; effective at adequate doses, limited by sudden death reports…needs monitoring


A 2-adrenergic agonists (Clonidine, Guanfacine) ( reduces hyperactivity and hyper-arousal, but don’t impact attention. effective in hyperactivity symptoms, not in inattention symptoms. Helpful in presence of co-morbic tics. 


Use non-stimulant meds when: stimulants show unsatisfactory response, pt can’t tolerate stimulants, co-morbid conditions, and risk for stimulant abuse.


  


  














(OR(





1. Six or more symptoms of inattention persisting for at least 6 months to a degree that is maladaptive and inconsistent with developmental level: 


INATTENTION


-Careless mistakes in schoolwork and other activities  


-Difficulty sustaining attention in tasks


-Does not seem to listen when spoken to


-Does not follow instructions, fails to finish schoolwork


-Difficulty organizing tasks and activities


-Dislikes being involved in tasks requiring sustained mental effort


-Often loses things necessary for tasks or activities


-Easily distracted


-Forgetful 








Clinical Feats





ETIOLOGIES





-ADHD Combined Type: Inattentive and Hyperactive: impulsive criteria met for the last 6 months. Common in school-aged children.


-ADHD Predominantly Inattentive Type: Inattentive criteria only met for the lasts 6 months. Common in middle school/high school groups


-ADHD Predominantly Hyperactive-Impulsive Type: Hyperactive-Impulsive criteria only met for the last 6 months. Common in preschool children. ↓ w/ age


-ADHD, NOS: disorders with prominent symptoms of inattention or hyperactivity-impulsivity but ADHD criteria not met 











Co-morbidities 


ADHD (10x increase)


MDD (7x)


Substance abuse (4x in teens) 


ADHD+ODD( progress to CD


ADHD+CD( earlier and more severe sx with worse outcomes





-DBD Symptom appearance


Earlier for ODD


Stubbornness: 3-5


Defiance/tantrums: 5


Argumentativeness: 6


Lying: 8


Bulling: 9


Stealing: 12 


-Outcomes in adulthood:


Substance abuse


MDD


Psychosis


Suicidal behaviors


Delinquency


Educational difficulties


Teen pregnancy 


Adult antisocial personality disorder 








-A behavior in which the basic rights of others or major age appropriate societal norms or rules are violated. More common in males, but becomes less discrepant w/ older age. Onset at any age, but typically begins in late childhood and early adolescence. More in blacks (cultural prob).   


-The disturbance causes significant impairment in social, academic, and occupational functioning; if age 18 or older, criteria must not be met for antisocial PD


-3 or more of the following criteria in the past 12 months w/ 1 criteria w/in the past 6 months


Aggression to people and/or animals


Destruction of property


Deceitfulness or theft


Serious violation of rules


-Subtypes:


Childhood Onset- onset of one criteria prior to age 10 


Adolescent Onset- absence of any criteria prior to age 10








SOCIAL RISK FACTORS





Poverty


As/w deviant peers and siblings


Peer rejection


Hx of victimization/being bullied


Disadvantaged, high crime hoods


Intense exposure to violence 








INDVIDUAL RISK FACTORS





Below average IQ


Difficult temperamanet 


Aggression


Impulsivity, hyperactivity inattention


Language impairment


Reading problems 








CONDUCT 


DISORDER





INTERVENTIONS





-Oppositional, negativistic, hostile, and defiant behavior, developmentally normal in early childhood (terrible twos) and adolescence (autonomy). More in males. Lasts at least 6 months, during which 4 or more of the following are present (met only if behavior is more frequent than typical for respective age): 


1 Quickly loses temper; argues w/adults; actively defies adults’ requests or rules 


2 Deliberately annoys people; touchy or easily annoyed by others


3 Blames others for mistakes 


4 Spiteful or vindictive


Behaviors is more frequent than typical for comparable age


Disturbance causes sig impairment in social, academic, or occupational fcn


Behavior does not occur exclusively during the course of psychotic or MD


Criteria is not met for conduct disorder or anti-social PD





OPPOSITIONAL DEFIANT DISORDER





BIOLOGICAL RISK FACTORS





Genetic


Low birth weight


Perinatal complications


Brain injury or disease


Male sex 








FAMILY RISK FACTORS





Parental antisocial behavior or substance abuse


Domestic violence


Single parent, divorce


Mal-tx or neglect


Parent-child conflict


Lack of parental supervision


Excessive parental control 


Maternal depression/anxiety


Early motherhood








DIAGNOSTIC CRITERIA AND INTERVENTIONS





RISK 


FACTORS





COURSE AND OUTCOME





DISRUPTIVE BEHAVIOR DISORDERS 








-Tx co-morbid disorders w/antipsychotics, mood stabilizers, and stimulants. Meds are not mainstay for ODD


First line: structured psychosocial treatment (multimodal)


-Early treatment most effective and must involve parent and must emphasize enhanced association with better functioning peers


-Psychosocial therapies are EFFECTIVE in ODD


1. Parent Management training: positive re-enforcements, time outs, reward system


2. Collaborative Problem Solving: improve the parent’s understanding of child characteristics that lead to ODD





TREATMENT





-TRANSIENT TICS:


Common in childhood


4-24% on school-aged children


Predominantly motor tics


-ALL TICS:


Male: female ratio is 2:1


Boys~6% and girls~3%


-TOURRETE’S DISORDER:


Drastic variations in prevalence (.03%-3%)


Increased prevalence with onset of puberty


More common in males 

















-Onset usually simple, transient motor tics (usually blinking) at ages 5-7


-Over time, rostrocaudal progression


-Phonic tics usually appear later (8-15)


-Most with motor don’t have phonic


-Complexity evolves with age


-Majority of TS patients diagnosed at age 11 














COURSE





EPIDEMIOLOGY





TIC DISORDER,


NOS





-Disorders characterized by tics that do not meet the criteria for a specific Tic Disorder (i.e. the tics lasting less than 4 weeks with onset after the age 18)








ETIOLOGIES





-POST-INFECTIOUS AUTOIMMUNE MECHAMISMS:


Group A Beta Hemolytic Streptococci (GABHS)( can trigger immune-mediated disease in genetically predisposed individuals


Syndenham’s Chorea( shares common anatomic targets with TS, ADHD, and OCD; pts w/ SC commonly display symptoms of all three


-PSYCHOLOGICAL FACTORS:


Due to increased psychosocial stress


Tics are aggravated by sleeplessness and fatigue


Can be a vicious cycle (child is often punished or humiliated by adults for tics( child actively attempts to suppress( further stress)
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-NEUROSURGICAL INTERVENTIONS:


Reserved for adults with intractable tics


- INTEREVNETIONS:


Habit Reversal Training (HRT: 


1. Awareness training (response description, detection and early warning procedure) and 


2. Competing response practice (produces physiological incompatible response to the urge)


-STEREOTACTIV DEEP BRAIN STIMULATION-controlled clinical studies needed.


-PSYCHOEDUCATION:


Child, family, teachers, peers








DISORDER CLASSIFICATION





DEFINITIONS AND TYPES





TIC DISORDERS








-Tics: sudden, repetitive movements, gestures or phonic production that typically mimic some aspect of normal behavior


Brief


Occur in bouts


Characterized by anatomical location, number, frequency, duration, forcefulness, and complexity


Premonitory urges that follow with relief


-Types:


Motor( 


-Simple: eye blink, nose twitch, jerk, shrug


-Complex: gestures, movements (can appear to be purposeful) 


Phonic( 


  -Simple: cough, grunt, through clearing, sniff


  -Complex: protracted/meaningful utterances, protracted throat clearing, syllables words, phrases


Palilalia: repeating own words


Echolalia: repeating others’ words


Coprolalia: obscenities (rare)











-NEUROANATOMIC FACTORS:


Strong evidence for basal ganglia involvement


Corticostriatal thalamocortical (CTSC) abn.


-NEUROIMAGING


Reduced caudate volume. 


Larger prefrontal cortical volume


PET( hypo-metabolism in ventral striatum. 


-GENETICS:


Very high concordance rates in twins


Risk to offspring from parent (risk is higher in male offspring)


Not single gene inheritance


-NON-GENETIC FACTORS:


Adverse perinatal events increase risk by 1.5x


Severity of maternal life stress; severe nausea/vomiting in first trimester, and premature and low birth weight (esp. with parenchyma brain lesion)




















-EDUCATIONAL ACCOMODATIONS


-ADVOCACY ORGANIZAITONS


TS Association, OCD foundation, CHADD


-PHARM INTERVENTIONS:


Withheld until ticks are significant source of impairment


Successful tx of co-occurring disorders may decrease tic severity 


1. ADHD w/ nonstiumlating meds


2. OCD tx w/ SSRIs; neuroleptic augmentation are helpful


D2 receptor antagonists (haloperidol, pimozide, risperdione, olanzapine)


Alpha-2 receptor agonist (clonidine and guanficine)


Botulinum toxin for severe tics 











CHRONIC MOTOR OR VOCAL TIC DISORDER





-Single or multiple motor or vocal tics, but not both


-Tics occur many times daily, nearly every day or intermittently for more than 1 year, no tic free period of more than 3 consecutive months


-Onset before age 18


-Disturbance not due sub use or a GMC 


-Criteria have never been met for Tourette’s Disorder 








TOURETTE


 DISORDER





-Multiple motor and one or more vocal tics present at some time during illness, not necessarily concurrent


-Tics occur many times daily, nearly every day or intermittently for more than 1 year, no tic free period of more than 3 consecutive months


-Onset before age 18


-Disturbance not due sub use or a GMC 








TRANSIENT TIC DISORDER





-Single or multiple motor and/or vocal tics


-Tics occur many times daily, nearly every day for at least 4 weeks, but for no longer than 12 consecutive months


-Onset before age 18


-Disturbance not due substance or a GMC 


-Criteria have never been met for Tourette’s Disorder or Chronic Motor or Vocal Tic Disorder 








7 to 18 Months





Myelination occurs in the limbic and cortical association areas, allowing maturation of the inhibitory cortical areas. Also, inhibitory neural projections descent from prefrontal cortex to subcortical (excitatory) structures, therefore greater affect regulation


Mahler’s stage of Differentiation





3 to 6 Years





Inhibitory neural structures provide a dampening effect over excitatory structures. In addition, myelination of the frontal lobes allows the development of executive function (the ability to plan, organize, and control behavior) 





18 to 36 Months





Inhibitory and excitatory structures are developing differentially resulting in an occasional imbalance





     Inhibitory	                            Excitatory


         ANS		             Sympathetic


Prefrontal cortex	              Subcortex 





Mahler’s stages of Rapprochement and Consolidation





13 to 19 Years





Loss of cortical matter in the prefrontal and temporal cortices with an increase in white matter. Increasing recruitment of the prefrontal cortex during tasks of verbal fluency, memory, and response inhibition. Myelination and synaptic dendritic pruning in this period may be associated with turbulence and risk taking seen in teens and young adults.


Affect regulation represents dynamic and sometimes disrupted balance between: bottom up processing of rewards by the subcortical limbic regions and top down processing of cognitive control by the prefrontal cortex and the so-called “prefrontal-striatal-pallidal-thalamic circuitry)





6 to 12 Years





Increased balance between inhibitory and excitatory structures. Better able to apply executive, verbal, and cognitive skills to solve problems 





Birth to 6 Months





Babies cannot dampen their internal excitatory experiences and are largely dependent on adult caregivers to regulate their emotions


Mahler’s stage of Symbiosis 





AFFECT REGULATION:


Individual’s ability to respond to his or her life experiences with a range of socially acceptable emotions. Affect regulation progresses through child hood and adolescence. 





PSYCHOTHERAPY





-Only if


Partial response to therapy


Moderate to severe symptoms require acute intervention


Presence of co-morbidities 


-SSRIs: effective in GAD, social phobias, SAD


-Benzodiazepines are not indicated


-Clomipramine (TCA) effective in OCD


-Clonidine and Guanfacine in PTSD





-Tx w/psychotherapy if mild


-Family support


-Illness education


-CBT


Proven efficacy


Includes modeling, relaxation skills, training, homework, contingency management, exposure therapy





PHARMACOTHERAPY





PREVENTION





Treat dehydration


Limit immobility and physical restraints


Avoid indwelling catheters (UTI risk)


Correct sleep deprivation


Limit sedative-hypnotic, anti-cholinergics, narcotics, and other psychoactive medications





Dementia/Delirum:


Dementia onset is slow; cognitive decline in dementia is stable over time, and does NOT fluctuate; pts w/ dementia are alert


Schizophrenia/Delirum


SP pts don’t have changes in consciousness





Delirium due to GMC or multiple conditions( 50% are multi-factorial 


Substance Intoxication Delirium( sx develop during substance intoxication when they’re in excess of those usually as/w intox


Substance Induced Delirium( only if medication use is the cause of delirium 


Substance Withdrawal Delirium( symptoms develop during or shortly after a withdrawal syndrome. Sx’s are in excess of those usually associated with withdrawal 


Delirium NOS( does not meet other criteria 





-Delirium is common in hospitalized pts and is the most common clinical syndrome seen by consulting psychiatrists in hospitals; pg 546, S2


-Presence of delirium is a poor prognostic sign


-Morbidity: increased length of hospital stay, more post surgical complication, poor functional recovery, increased nursing home placement, and cognitive decline


-Mortality: one-month mortality rate=14%, six-month mortality rate=22.9%





More vulnerable in some pts w/


Less cerebral reserve (because of stroke, etc.)


Elderly or very young 


Preexisting brain damage


Anti-cholinergics


Lorezepam (benzos)


Low albumin (malnutrition)


Sensory impairment


History of delirium


*No personality disorders or psychological variables (depression, anxiety) as/w delirium


*There’s an elevated risk of cardiovascular morbidity, mortality, and infection in elderly w/ dementia who are tx’d w/ atypicals





MANAGEMENT





ENVIRONMENTAL 


MANAGEMENT


-Should occur whenever possible


-Orient with clocks, calendars, and familiar objects


-Keep some light on at night to help with reorientation


-Return glasses and hearing aids


-Provide adequate supervision 





Language disturbance( comprehension/pdcn


Perceptual disturbance( difficulty discriminating sensory input; illusions and hallucinations may occur, paranoid delusions 


Abnormalities in arousal 


Hyperactive (agitated, often w/ sub withd.)


Hypoactive- low arousal; confused w/ dep.


Mixed


Disturbance of sleep/wake cycle( sleep fragmented, sleep-wake cycles reversed, nightmares continue as hallucinations when awake, exacerbation of symptoms at bedtime (sundowning) 


Affective lability( exhibit anxiety, panic, fear, anger, sadness, and apathy (steroid induced: euphoria, always 2o to depression) 











Prodrome for several days before full criteria is met (anxiety, restlessness, irritability, distractibility, sleep disturbances) 


Temporal course( abrupt onset and fluctuation in sx severity w/ lucid intervals in b/w


Cognitive impairment


A. Attention deficits: can’t focus (trial-making test)


B. Memory impairment-can’t register, recall, retain


C. Disorientation: time, place, and person (often time is lost, rarely loses orientation to self) 


D. Viscuoconstructional impairment: unable to copy design (interlocking pentagons, clock-drawing) 


Prefrontal executive function( difficulty with abstraction, sequential thinking, verbal fluency, and judgment


Thought disturbance( disorganized thoughts ranging from tangential thinking to incoherence


*Tests like trailmaking and clock drawing aren’t valid delirium screens. They just point out sp. deficits








-All diseases that cause delirium result in a similar pattern of psychiatric symptoms


-CNS Diseases: epilepsy, infection, tumor, vascular disorders, stroke


-Systemic Illnesses: cardiac, renal, or hepatic failure


-UTIs very common cause of delirium in elderly


-Intoxication and withdrawal from substance, both illegal and prescription 





DELIRIUM aka


Acute confusional state, metabolic encephalopathy, “ICU” psychosis





 -Environmental stressors can contribute to severity of delirium


-Neurotransmitter abnormalities include:


Decreased ACh


Increased Dopamine


Melatonin dysfunction (?)


-Oxygen involvement:


Changes in measures of oxygenation (hematocrit, hemoglobin, and pulse oximetry) are associated with delirium


Delirium at PaO2 of 35-45mmHg


-Neuroantomical Axis:


No single neuroanatomic locus for delirium


-Delirium associated with alcohol withdrawal (delirium tremens) connecting to hyperactivity of locus ceruleus and elevated NE





-A disturbance of consciousness (reduced awareness of env.) with impairments in attention 


-A change in cognition or the development of perceptual disturbances not explained by preexisting dementia


-Disturbance develops over a short period of time and tends to fluctuate


-There is evidence that the disturbance results from the physiological consequences of a GMC





PROGNOSIS 





SUBTYPES





CLINICAL FEATURES





TREATMENT


Primary goal is to treat the underlying condition





RISK 


FACTORS





ETIOLOGY AND PATHOLOGY





GMC ASSOCIATED WITH DELIRIUM  





DIAGNOSTIC 


CRITERIA 





-Baseline neuroimaging 


CT head and MRI to r/o CNS pathology


Greater diagnostic accuracy at an early stage


Non invasive method for detecting cortical damage


Helps when diagnosis is not clear


localize dementia to certain type, decides kind of tx


Can be used to study changes with time  


May discover other reversible causes of dementia 


-Genetic Testing-pg 576


Not recommended for routine diagnostic purposes or in asx pts


Recommended when hereditary dementia (Huntington’s) is suspected or when there is a family history of dementia 


APO-E4 protein found in many cases in Alzheimer’s and Frontotemporal dementia 


All Alzheimer’s cases <35yrs








-Number of Americans over 65 is increasing and will continue to increase


-For every five years from 65 onward, the prevalence of Alzheimer’s or dementia doubles


-By the time one gets to be >85, 32% prevalence of Alzheimer’s or dementia   


-Today ~4 million American’s have Alzheimer’s


-In 2040 >14 million Americans will have Alzheimer’s 


ETIOLOGY:


Focal neurological problems


Early behavioral abnormalities


Parkinsonian features


Young age (<50)


Three or more 1st degree relatives w/ dementia





DIAGNOSTIC


 CRITERIA 





EPIDEMIOLOGY/ETIOLOGY





-Differential diagnosis of memory impairment: 


Normal aging


Mild cognitive impairments


Only memory impairments, no higher cortical impairments


ADLs are intact


Transitional stage to dementia


6-25% will develop dementia w/in 1 year


Depression 


Symptoms often present like a pseudo dementia; resolves w/ tx; precursor to dementia 


Delirium: may coexist w/ dementia.


Amnesic syndromes 


Usually in younger patients, could be because of thymine deficiency


Aphasia








-History 


Caregivers, family members


Rate of onset of cognitive impairment


-Neurological and general physical exam


-MMSE or MOCA mental status exams


-Functional assessment


-Laboratory assessment


Complete blood count


Metabolic panel


Liver function


Thyroid studies (hypothyroidism & dementia) 


Syphilis serology (neurosyphilis can present as dementia)


Vitamin B12 and folate levels


Homocysteine and Methylmalonic acid (homocysteine may be Alzheimer’s and cerebrovascular disease risk factor) 








-Acquired syndrome of decline in memory AND


-At least one other cognitive function:


Aphasia( language disturbance (trouble remember names, finding the right words)


Apraxia( impaired ability to carry out motor activities, despite intact motor function


Agnosia( failure to recognize or identify objects despite intact sensory function 


Disturbances in executive functioning( planning organizing, sequencing, abstracting (usually in late, severe dementia)


-Cognitive deficits cause significant impairment in social or occupational fcning


-Significant decline from previous levels of functioning


-Occur in the absence of delirium  





-Differential diagnosis of subtypes of dementia:


Vascular Dementia: abrupt onset, stepwise deterioration, progressive gait disorder, prominent aphasia, EPS 


Frontotemporal Dementia: prominent behavioral changes, prominent aphasia, profound apathy


Lewy Body Dementia: hallucinations and delusions, fluctuations in cognitive abilities and consciousness 








ASSESSMENT AND INVESTIGATION  





DIFFERENTIAL DIAGNOSIS





DEMENTIA





PHARMACOLOGICAL


MANAGEMENT


-Antipsychotics in low does and on a short-term basis (may cause QT prolongation, must do baseline EKG)


Haloperidol (Haldol) is 1st line b/c its available in oral, IM, IV


Atypical anti-psychotics: limited evidence suggests Risperidone and Olanzapine (IM, dissolvable wafer) has less adverse events 


-Benzodiazepines can be used in low doses as an adjunct to antipsychotics; use as primary tx in delirium 2o to benzos, alcohol withdrawal 


 





DETECTING DEMENTIA





-Diagnosis made based on GMC/neuropsychiatric evaluation: If dx is unclear, consult specialist, do neuropsych testing, consider functional imaging studies, repeat assessment in 3-6mo


-Neuropsychological Testing: Helps ID focal deficits, and narrow dx. Measures changes over time and response to treatment. Do if bedside assessment fails to dx dementia vs normal aging





ALZHEIMER’S DISEASE





-EPIDEMIOLOGY:


Most common cause of dementia (65%)


-COURSE AND PROGNOSIS: p573 2nd S


Begins with cognitive symptoms, then loss of ADLs, then behavioral problems


Life expectance is 8-10 years


-MECHANISM OF ACTION AND PATHOLOGY:


Deposition of abnormal proteins: beta-Amyloid Precursor Protein (APP) is cleaved by secretases into amyloid protein, aggregates into insoluble amyloid plaques, usually found along cortical memory pathways. This accounts for the memory loss.


Neurofibrillary tangles (abnormal tau) also result in deposition and aggregation of abnormal proteins in cerebral cortex 


Insoluble aggregates choke neurons by interfering w/ glc transport(neuronal death


Results in reduced activity of by choline acetyltransferase(less ACh


Reduced number of cholinergic neurons (particularly in basal forebrain)


-CLINICAL FEATURES: 


Non-reversible dementia 


Impairment in cognition, ADL, and behavior


Decline of function 


-RISK FACTORS-pg 575 3rd slide








CHOLINESTERASE INHIBITORS





-MOA: delay intrasynaptic ACh degradation 


-Improve memory and attention


-Efficacy in Alzheimer disease of mild/moderate severity


Benefits for behavior, ADLs and caregiver burden





LEWY BODY DEMENTIA


-CLINICAL FEATURES:


Confusion


Decreased attention span


Fluctuating cognition


Visual hallucinations


Motor features of Parkinsonism 


Neuroleptic Sensitivity


Lewy Bodies in cerebral cortex








VASCULAR DEMENTIA


History of Strokes


Focal Neurological findings


Neuroimaging: infarcts


Classic sudden onset w/ stepwise progression 


Gait disorders and parkinsonism


Stroke prevention w/ CVS risk factors





FRONTOTEMPORAL DEMENIA 





-COURSE AND PROGNOSIS:


Neuroimaging shows focal atrophy


PET: hypo-perfusion b/f structural changes


-CLINICAL FEATURES:


Changes in behavior-disinhibition 


Speech and language changes -aphasia


Visuospatial functioning is intact 


-SUBTYPES:


Pick’s disease-most common cause


FTD associated with MND


Familial FTD (chromosome 17)


FTD with corticobasal degeneration


Progressive supranuclear palsy











TACRINE 





DONEPEZIL











GALANTAMINE














RIVASTIGMINE








CONCOMITANT INSOMNIA











CONCOMITANT PSYCHOSIS











CONCOMITANT DEPRESSION











TYPES





TREATMENT





DEMENTIA





-Goal of therapy: delay symptom progression and preserve functional abilities 


 





NMDA ANTAGONISTS: MEMANTINE














