Depression

These notes are based on the book.  I did not copy the DSM IV criteria since its too long and takes too much time.  It can be found for depression on pages 266-268 of the green psych book.  Sorry.  The statistics in the book are different from the ones given in lecture.  I made a judgment call for which ones to go with and used those for these notes.  Based on Dr. Frank’s email I would look at class notes for the lecture material and these summaries for the book info.  Enjoy!






Depression (chapter 20, p.  275-281)

DSM IV lists all the symptoms of depression.  You need at least 5 of those during 2 weeks to diagnose somebody with MDD.  Symptoms are a little different for kids.  You have to rule out all other reasons for those feelings such as other psych conditions, medical illness or substance abuse as well as normal grief.  Symptoms have to represent a change from normal status and cause an impairment in daily function.

Major Depression (MDD): some general points

a) It is the most commonly missed diagnosis in general clinical practice.  The number and severity of somatic symptoms increases with severity of depression.  Severity of depressive symptoms depends on severity of disorder.  Most severe cases present with psychotic features such as paranoia, delusions and hallucinations.  These patients have more psychomotor disturbances (agitation and retardation) and respond poorly to antidepressants.

b) Depression occurs at any age and may present with masked symptoms, especially in kids.  Beware of pseudodementia in the elderly (clinically identical to senile dementia, but resolves with medications).

c) Depression can present independently; with associated somatic symptoms that follow the onset of depression, or due to a medical condition (pancreatic cancer).

d) The prevalence for depression is about 15 % and can be up to 25 % in women.

e) There maybe a genetic component to depression based on the twins studies. The risk of depression is 2-3 times greater for 1st degree relatives than in general population.  It’s greater for dizygotic twins and even greater for monozygotic twins. 

f) Up to 20 % of people with acute depression will develop chronic illness and 15 % of people with depression for more than 1 month with commit suicide.

There is great variation in the initial presentation of depression.  It can strike at any age, with the average of 30-40, but the earlier onset is a risk factor for recurrence.  Also, history of 2-3 previous episodes predisposes to recurrence.  It usually follows a stressful event, but not always.  Symptoms can develop gradually or more dramatically over a short time period.  Symptoms can go away gradually by themselves, or persist for years if untreated.  

- Depression may be associated with development of heart disease and death post MI. 

DDX:

1. Depression due to medical condition such as Cushing’s syndrome, hypothyroidism, pancreatic and lung cancers, stroke.

2. Dementia vs. pseudodementia in the elderly.

3. Seasonal Affective Disorder, which is onset of mood disturbances in the fall and winter due to decreased sunlight or pineal melatonin dysfunction.

4. Schizophrenia may present with some depressive symptoms.  Usually, Depressive Disorder NOS is added to the diagnosis on Axis I.  

5. Dysthymic or cyclothymic disorders can present with depressive features, but the intensity and duration of the symptoms are reduced.

6. Bipolar Disorder, especially bipolar II (mostly depressed type)

7. Normal grief (although symptoms are identical, they are less severe and don’t last as long)

8. Substance induced, comorbid with substance abuse.

9. Comorbid with Anxiety

Mechanism of Depression:


Biologically,

  
Basically, the exact mechanism is not known but it is related to the monoamine imbalance: low serotonin, low Norepi, high Ach, low DA.  These are just hypothesis and it is thought that al these dysregulations in neurotransmitters are connected.

       Depletion in tyrosine or tryptophan (precursors for the neurotransmitters) has also been associated with depression.


 Dysregulation of the Hypothalamic-pituitary Axis and oversecretion of cortisol has been noted in some depressed patients.


 Sleep studies show decreased time from onset of sleep and REM (REM latency), increased REM density, decreased stage 4 sleep, which is the deep sleep.                                                

        Psychosocially,


   Depressed people are unable to accept the biological basis for their disease and believe that surrounding psychosocial stressors alone are responsible for their illness.  Feelings of guilt, self-doubt, worthlessness lead to damaged relationships, social isolation, and progression of the affective illness.  This may in turn lead to development of some depressive personality traits, which do not really affect the symptom profile, but predict a worse outcome.  It is important to note cognitive distortions, which are negative interpretation of experience or negative evaluation of self with pessimism about the future.  Also, one theory is based on the idea of “learned helplessness” where one simply believes that no escape is possible and makes no further attempts to help him/herself.

Treatment:

Use antidepressants!  It’s noted that ADs are underprescribed and that poor response is due to inadequate dosage.   SSRIs have replaced the TCAs and MAO Inhibitors are used in atypical depression with weight gain, anxiety, and hypersomnia.  Lithium can also be helpful as a mood stabilizer.  For depression with psychotic features use an antipsychotic agent.  ECT can also be considered here and in cases of Depression where drugs don’t work.   

Therapy! Cognitive therapy for cognitive distortions is very effective.  Most effective outcome is seen in combination of medications and psychotherapy.  But drugs alone work better than therapy alone.    

                                                    Dysthymia     

Dysthymia is also known as “neurotic depression”.  It is characterized by chronic feelings of inadequacy, self-denigration in an overdramatized manner.  These patients overreact to the stressors, blame others for their problems as much as they blame themselves, can’t maintain a relationship, and often abuse alcohol and drugs.  They experience loss of pleasure or interest in any activities, but the symptoms are less severe to meet the criteria for the MDD.  Also, patients complain of having feelings of depression since childhood, on and off, and had sought treatment many times.  Once again, the major distinguishing feature of Dysthymia from MDD is the decreased severity and increased chronicity of the symptoms.  There is no ongoing interference with daily function.

Dysthymia is more prevalent in women just like MDD and the mechanism is similar to MDD.  The treatment is mostly cognitive therapy and in some cases medications such are added.  

                                                  Suicide       (p. 540-543)                                                                                                                                                                                                                                                                                                                        

Suicide: suicidal ideations as well as an attempt are considered as an emergency situation.

Statistically, there are 30, 000 suicides per year in the US, which is the 9th major cause of death. (attempts are 8 times more frequent than successes)

It is
 3rd leading cause of death in 15-24 year olds

 5th leading cause of death for kids (5-14) and 25-44 year olds. 

Who succeeds more:  Basically SAD PERSONS (please check notes for more info)


Men (due to use of more violent methods like guns, hanging, jumping and drowning), older than 45, single, divorced, widowed, isolated, lonely, unemployed, retired, unstable mental condition (anxiety, depression, substance abuse), Protestants (more likely than Catholics or Jews), foreign born immigrants.

Women are less likely to succeed due to use of less violent means like cutting, poisoning, CO inhalation.

It is important to assess the risk of potential suicide.  This includes:

1) Is there a plan? (making a will, changing insurance policy, deciding on a method, time, place)

2) Were there previous suicide attempts?

3) How do you usually cope with stress?
4) What are the social and economic circumstances? Now and in the past with previous attempts if any.  Do you have somebody to talk to, turn to for support?

5) How do you feel now? Angry, Anxious, Depressed? Psychotic? Do you hear voices telling you to harm yourself? (command hallucinations).

6) Ask about somatic manifestations of depression.

Clues to suicide: these are often seen in people contemplating suicide.  It is striking that most people who attempt suicide, have been seen by a physician several months prior to attempt and have signaled about their intent.


1) Verbal : like ‘its too much to bear”, and even “how do u leave your body to science?”


2) Behavioral: like putting affairs in order


3) Situational: these are basically life stressors such as fatal illness, job loss, death of a loved one


4) Syndromic: due to depression, psychosis, or as a means of defiance and fleeing threat to self-esteem.

If suicide is suspected, the physician should directly ask about the patient’s thinking process: 


1)Transient thoughts about dying (they’ll miss me when I am gone).  These are mostly insignificant unless the patient is an adolescent.


2)Sustained thoughts about dying and recurrent wishes of death


3)Frustrated feelings and impulsive behavior due to little hope for help and support.


4)Court of last resort such as feelings that suicide is the only escape from the unpleasant situation.


5)Logical decision to die: Simply why not now? These thoughts pose the greatest risk of suicide.

Suicide prevention:
It is important to recognize that almost all suicidal behavior  stems from feelings of isolation and anguish.  Once again, it is important to assess the patient’s support system and impulse control mechanisms.  Some high-risk individuals require hospitalization.  Others may need other interventions like therapy or support groups.  Once hospitalized, make sure patients have no access to any means to commit suicide (sharp objects, ropes, window access).  Specific management techniques are really case based and depend on underlying diagnosis such as depression or schizophrenia.  Treatment includes various forms of psychotherapy and ECT.

Suicide in Adolescents:  the number of attempts has increased significantly in the last 60 years.  This maybe due to the changes seen in child-rearing practices as well as rise in divorce rates (significant association).  Other factors connected to adolescent suicide include antisocial behavior and substance abuse.  Adolescents are more impulsive than adults and less likely suffer from depression than suicidal adults.  Beware of the symptoms that sometimes precede suicide attempt such as social withdrawal, bizarre ideas, and decline in academic performance as well as signal the onset of schizophrenia.

Mood Disorders

Chapter 20

HELPFUL FLOW CHART FOR DIAGNOSIS ON PAGES 269 AND 270.  I didn’t include the DSM IV requirements specifically because I would be recreating the table in Chapter twenty.  The important DSM IV clinical symptoms were discussed throughout the chapter and I have included those in the outline.  If you want me to.. I’ll go back and incorporate it.  Looking at the DSM IV along with that flow chart makes the criteria easier to follow.

General:

· The distinguishing characteristic of these mood disorders is a primary pervasive disturbance in mood.

· Mood-emotional state that may affect all aspects of the individual’s life.

· A diagnosis of one of these is only appropriate when the mood disturbance is not secondary to some other physical or psychological state.

· If the mood disturbance is secondary to something else, like a stressful life event, a diagnosis of adjustment disorder with depressed mood is warranted.

· Major mood disorders are also classified based on if the patient has had a manic episode.

· If present ( Bipolar I disorder which is further subdivided based on the most recent mood (manic, depressed or mixed).

· If not present ( Major depressive disorder

· Clothymic disorder- patients whose symptoms resemble those of bipolar disorder but are neither severe enough nor of sufficient duration to meet the criteria for diagnosis of bipolar disorder or major depressive disorder.  

· Dysthymic disorder- includes patients who historically were classified as suffering from depressive neurosis.

· Bipolar NOS and Depressive disorder NO are reserved for those who do not precisely meet any of the criteria. Of the above.

Bipolar Disorder, Symptoms and signs:

· One essential criterion for Bipolar I is past or present history of a manic disorder.

· Manic episodes- predominantly elevated, expansive or irritable mood. 

· Abundant resources of energy, engage in multiple activities and ventures.

· Euphoria, although can also get dysphoria.  Euphoria is usually infectious making it easier for them to get people to agree to their plans (exceptionally easy for them to get loans or gifts).

· Newly discovered or dramatically enhanced interest in religious or sexual experience quality.

· Buying sprees and improvident business ventures.

· Hypergraphia and fascination with music.

· Patients are difficult to interpret and have difficulty interpreting others.

· When milder, can be unassociated with marked impairment in function and ( Bipolar II disorder.

· Get more sever later in the natural history of the disorder and may be characterized by paranoia and irritability rather than euphoria and grandiosity.

· In severe cases can present as a state of Catatonia- the patient appears “willfully” unresponsive, often assuming a fixed posture and appearing mute except for occasional houts or gutual sounds.

Natural History, Manic Disorder:

· Speed of onset, severity and duration of the manic episode vary greatly in different people depending on genetic and other factors which are not clearly understood.

· Descriptions of past manic episodes are the best source of information about future episodes.

· In many people the onset of a manic episode will be abrupt:


· Classically: over a period of days or in some cases hours, in early morning hours, noted either as earl morning awakening or inability to fall asleep.  Increases in psychomotor activity, increased energy and elevated mood, with manic speech and thought disorder occurring later.

· Some have a more progressive onset (weeks).

· In some cases the manic episodes appear to be self-limiting with days, weeks or months.

· Chronic mania has been described and may remain stable at different levels f severity.

· 15 to 20% of manic patients respond inadequately to the medication.  Even with treatment, patients who present with rapidly alternating episodes of mania and depression or mixed states are more likely to remain ill for an extended period of time than patient who is purely manic.

Natural History, Bipolar:

· Peak age of onset is between 20 and 25.  Onset after 60 is rare.

· In children and adolescent is usually misdiagnosed, hence these numbers might be skewed.

· Differentiation of childhood bipolar disorder from ADD is particularly difficult.

Differential diagnosis:

· Manic symptoms occur in association with known organic disorders (a mood disorder due to a general medical condition.

· Causal agents include drugs, metabolic disturbances, infections, neoplastic disease and epilepsy.

· In those presenting with prominent delusions and hallucinations, the differential diagnosis is likely to include schizophrenia, paranoid type.

· Differentiation then is based on the clinical course or on family history, level of premorbid adjustment, history of manic symptoms or a prior response to treatment.

· Diagnosis of schizoaffective disorder is for cases in which the clinician is unable to choose between manic episode and schizophrenia.

Prognosis:

· Original thought was that bipolar illness, in contrast to schizophrenia, usually has a good prognosis. Later research has validated this, however, it is not as good as previously thought.

· Up to 20% of patients respond inadequately to medication and must endure chronic recurrent symptoms.

· The phases of bipolar illness may differ in their responsiveness to treatment.  


· Some have complete remission of acute manic symptoms and benefit from prophylactic medication, but continue to have unmodified or attenuated depressive episodes, with suicide being a big risk.

· The best predictor of cycle frequency and treatment response is the personal and family psychiatric history (can differ from 48 hours to so long that you can’t call it a cycle anymore).

· Most Bipolar patients will experience another episode within 2-4 years.

· Those with rapid cycle respond less to lithium.

· For any given patient, the cycles become shorter s time goes on.

· The prognosis depends on the frequency and duration of individual episodes and the response to medication.

· Patience compliance is always a concern, because with mildly bipolar patients, they might be able to function adequately during a period in which they have most of the symptoms of a manic episode.

Epidemiology:

· Lifetime risk of bipolar disorder is about 1-2%.

· Concordance is 65%-85% in monozygotic twins and 20% in dizygotic twins.

· Family link is tighter in bipolar than major depressive.

· Adoptive studies show that the biological link is stronger than in the adoptive environment.

Etiology and Pathogenesis:

Biochemical Factors-

· Specific changes in rain monoamine neurotransmitter metabolism and receptor function appear to be the most likely mechanisms.

· The catecholamine hypothesis suggested that catecholamine deficiency was associated wit motor retardation and depression, where as catecholamine excess could result in excitement and euphoria (now regarded as too simplistic).

· Changes in dopaminergic function, GABAerigic regulation and adrenergic-cholinergic system imbalance have been reported during manic episodes.

· Neuroimaging studies have documented a number of abnormalities, including changes in amygdale, thalamus, hippocampus, and prefrontal cortex volume and increased white matter lesions in subcortical areas.

· Studies of mechanism of action of lithium have pointed to the important regulatory functions of second messenger systems, particularly the phosphatidylinositol cycle, as well as modulation f glutamate activity.

· Electrolyte disturbances have also been found in patients and may e due to a defect of cellular membrane function.

· Sodium retention and potassium and water excretion increase during depression ad decrease during manic intervals.

· About ½ of both bipolar and unipolar depressed patients show evidence of any or all of the following:  increased adrenal gulcocorticoid action, decreased thyroid stimulating hormone response to thyrotropin-releasing hormone, decreased basal prolactin levels and decreased growth hormone response to insulin challenge.

Psychosocial Factors:

· No evidence that psychosocial factors cause bipolar disorder, although some life stressors may precipitate or even be necessary for expression of symptomatology in milder bipolar syndromes.

Treatment:

Biomedical therapies:

· depends on the specific form of behavioral disorder at presentation

· Lithium carbonate or divalproex represents the preferred initial intervention for the acute manic state ( 65075% response.

· Rebound depression following resolution of manic episode is not uncommon.

· Response to lithium appears to improve as duration of treatment continues.

· Avoid chronic (okay for acute) use of narcoleptics because to risk of tardive dyskinseia.

· For those who do not respond satisfactorily to lithium of divalproex, the anticonvulsant drugs carbamazepine, lamotrine or gabapentin may be tried.

·  Treatment resistance may require combination therapy.

· Treatment of the depressive phase is difficult, because its treatment may precipitate mania or result in more rapid cycling.

Psychosocial therapies:

· almost always recommended, but its nature and extent will depend on the degree of disruption of family and financial situations, the baseline character of the patient and the response to somatic treatment.

Cyclothymiacs disorder:

Signs and symptoms-

· Manic and depressive states not of sufficient severity or duration to meat the criteria for Bipolar disorder or major depression.

· Symptoms must persist for at least 2 years. And have no psychotic component.

· Most consider it an attenuated form of bipolar (rather than a personality disorder)

· Short cycles of depression and hypomania that can get as severe as in those other disorders.

· Difficult to ascertain any regular pattern of mood switching and patients will commonly describe mood changes that come and go spontaneously over the course of hours or days.

· Usually extroverted sociable individuals who appear self-assured, energetic and often impulsive.

· Described s “stimulus-seeking” ( involved in daring hobbies. Promiscuity and drug abuse as well as a repeated romantic disasters.

Natural History:

· Age of onset of symptoms at early to late adolescents.

· About 1/3 will experience an intensification of symptoms during a 2 year follow-up ( mania, hypomania or major depression.

· Treatment of depression will lead t hypomania in 40-50% of patients.

Differential Diagnosis:

· A chaotic life history with poor interpersonal relationships(borderline personality.

· Many had difficulties in ego development and in achieving an integrated sense of self due to mood swings at critical times in development.

Prognosis:

· Depends on estimates of quality, quantity and frequency of mood change and effect of such changes on the patient and his/her social and professional world.

Epidemiology:

· More common in women and is apt to be a family history of mood disorder and “mood spectrum” problems such as alcohol abuse and antisocial personality.

Treatment:

· Even with successful drug treatment, many patients will benefit fro psychotherapy that focuses on interpersonal relationships and self-image.

SORRY EVERYONE.. I WAS HALF WAY THROUGH DEPRESSION WHEN I REALIZED SOMEONE ELSE HAD IT.. SINCE I DID SOME OF THE WORK HERE IT IS ANYWAYS.  SORRY FOR THE REPITITION.

Major Depression:

· Most prevalent, but commonly undiagnosed and untreated.  

Symptoms and signs:

· Prominent psychomotor retardation and anhedonia from to se o evidence psychomotor activation, guilt, anxiety and occasionally, delusional thinking.

· Occurs at an age and can present with primary symptoms that do not involve obvious mood change.

· Difficult to diagnose in children because cognitive and linguistic developmental stages that occur.

· “Psuedodementia” has been applied to a state clinically identical to irreversible senile dementia, but that resolves with antidepressant treatment.

· “Masked depressing” a condition in which there is no apparent mood change the course of illness, prognosis and response to treatment are the same as those associated with classical major depression.

· One of the most commonly missed diagnosis in general medical clinic

· Can be associated with a primary disorder such as an endocrinopathy, neoplasm, or viral infection (mood disorder due to a general medial condition

Natural History:

· great variation in the clinical presentation and course of major depression.

· Can occur at any age, but average age at onset is between 30 and 40.

· The earlier the age of onset the higher the chance that there will be a recurrence.

· Symptoms develop gradually or more dramatically due to causes of stress.

· If untreated may resolve or remain chronically for years.

· Mean duration for an episode is about 20 weeks.

· Prognosis worsens with increased severity of symptoms at onset, less acute onset and occurrence of the acute episode superimposed on an underlying state of chronic depression.

· Interval between episodes becomes shorter as the individual ages.

· Chronic depression is associated with major decrements in functional abilities and results in significant societal burden.

Differential diagnosis:

· Occurs with a number of different disease states: pancreatic and bronchogenic carcinoma, hypothyroidism, Cushing’s syndrome, and cerebrobasculr disease.

· Seasonal mood disorder- depression occurs in association with seasonal change.

· Schizophrenia commonly presents with significant depressive symptoms, either during the acute phase or shortly following resolution of psychotic symptoms.

· Differentiate by considering aspects of the patient’s premorbid history and a family history of psychiatric disorder.

· In dysthymic and cyclothymic disorders, aspects of depressive disorders occur, but not with sufficient intensity or duration. But major depression can occur superimposed on these.

· Bipolar disorder, mixed type also has features of this

· Grief Syndromes lead to behavioral and psychological changes identical to this.

Prognosis:

· Depends on patient’s age at onset, the number of pervious episodes and the response to somatic and psychosocial treatment.

Epidemiology:

· Difficult to assess because of differences in diagnostic procedures and criteria.

· 12-20% of those experiencing an acute episode develop a chronic depressive syndrome and up to 15% of those who have depression for more than one mot commit suicide.

Etiology and Pathogenesis:

Biochemical factors:

· Most cases of recurrent major depression have some biological basis.

· Risk rate among first degree relatives of individuals suffering from major

Psych consultation

I.  Definition: Consultation Psychiatry is the “Practical application of psychiatric knowledge and techniques to the care of medical patients in a general hospital.”  Broader than psychosomatic medicine… requires knowledge of general psychiatry AND medicine.  Provides management of psychiatric/emotional problems of medical and surgical patients.  Contributes to the economic efficiency of a hospital by decreasing length of stay, etc.

II. The Need for Consultation

A. 26% of medical outpatients and a large proportion of medical inpatients have psychiatric illness (anxiety, depression and organic mental disorder most common).  Psychiatric patients have many comorbid medical problems.

B. Due to use of screening tools, we now know that many med/surg patients have cognitive impairments although this incidence is most likely higher than actually captured by the brief screening tools. 

C. Unfortunately, only a small percentage of med/surg patients are evaluated by a psychiatric consultant.  This may be due to the belief that (1) the psychiatric symptoms are appropriate for a given condition (i.e., depression in cancer), (2) belief that the consultant may have nothing new to offer or that he/she may upset the patient, (3) failure to recognize psychiatric sx.

D. Eight Common Clinical Problems for which Psychiatric Consultation is Indicated:

1. Cognitive disorders (delirium and dementia)

2. Depression

3. Patient management problems

4. Symptoms of obscure origin

5. Pain

6. Substance abuse

7. Management of med/surg patients with major psychiatric disorders

8. Forensic issues

III. Consultation Procedure

A. Some insurance companies won’t pay w/o a written order from the referring physician.

B. Often in practice the patient is not informed of the referral, although it would be ideal to do so.

C. The consultant must define the reason(s) for the consultation (the “chief complaint” of the referring physician regarding the patient) and gather information from the medical staff and medical records.  Next the consultant interviews the patient, first making it clear that he/she is a psychiatrist.  A mental status exam is performed as part of the interview.

D. The consultant then formulates a differential diagnosis and discusses his/her assessment with the medical staff.

E. The Consultation Note: Should be brief and be labeled as a “psychiatric consultation.”  Discretion is very important… omit superfluous information that would be embarrassing to the patient or would lead to inappropriate labeling of the patient.  Should include mental status exam and working and differential diagnosis.  Recommendations should be stated as specifically as possible.  Documentation is very important for insurance reimbursement.

F. Follow up exam to evaluate progress.

IV. Psychiatric Consultation: Remember, despite the psychologically traumatic nature of most medical catastrophes, people adjust surprisingly well.

1. Delirium, dementia, and disorders secondary to a medical cause

a. Many hospital patients have another underlying medical disorder that presents as a psychological problem or noncompliant behavior. A medical cause should always be considered first.

b. Visual hallucinations are more common in organic mental disorders (e.g., delirium) than in schizophrenia.

c. It is not uncommon for psychiatric consultants to mistakenly ascribe obvious organic delirium to some psychogenic cause.

d. Assessment of language and other higher functioning is important for detecting aphasia (loss of language ability), apraxia (loss of ability to perform purposeful movements), and agnosia (sensing objects without being able to interpret their meaning).

e. Medical problems that can present as psychiatric sx: drug toxicity/withdrawal (most common offenders: CNS depressants or stimulants, cimetidine, levodopa, corticosteroids, antihypertensives and cholinergic agents), metabolic derangements, vascular compromise, intracranial tumors, neuronal degeneration.

f. Review labs and tests.

g. In the hospital, most cases of delirium are partially or entirely reversible.

h. Neuroleptics in small doses many be useful in treating agitation (they are better than benzos).  Also environmental changes to minimize confusion are helpful (e.g. calendars, nightlights…)

2. Depression

a. Most common reason for psychiatric consult but still under-recognized and under-treated.  Often under-treated in patients who have cancer because the treating physican believes that depression is an “understandable” reaction to the diagnosis.  However, should be treated!  Antidepressants can be helpful.

b. Depression can be OVER-DIAGNOSED in patients who are actually having side-effects from medications or trouble sleeping due to pain, trouble eating due to nausea, trouble with concentration due to theophylline, trouble with fatigue due to anemia.

c. TCAs can be used cautiously in patients with cardiac problems, delirium/dementia patients (careful – they can cause orthostatic hypotension).

d. MAOIs have many drug interactions.

e. Psychostimulants may be helpful (methylphenidate) in mobilizing elderly medical inpatients.

f. Evaluation and documentation of suicidal potential a large role of consultant.

3. Patient management problems

a. The consultant is not a replacement for security personnel.

b. Consultant may be called to help with (1) an agitated, disruptive patient, (2) a tx noncompliant patient (leaving hospital against medical advice), (3) a patient who has personality problems that interfere with medical treatment (excessive demands, seduction, paranoia).

c. Metabolic imbalance, drug withdrawal/toxicity are common causes of agitation

d. benzos and neuroleptics can be helpful

e. The consultant may need to offer guidelines regarding legal implications of treating such patients.

f. A brief psychiatric intervention may be helpful to identify a patient’s specific anxieties regarding his/her illness and/or hospitalization.  Personal control is often a big issue and conceding patients as much control as possible can prevent power struggles with staff.

g. Uncontrolled schizophrenia and bipolar disorder can contribute to patient management problems.

h. Interventions often address biological, personality and social system issues.

4. Sx of obscure origin

a. Consultation is often prompted by frustration on the part of the primary clinician.

b. Conversion disorder is often suspected by the primary clinician.  Hypnosis and amobarbital interviews may be useful to evaluate this possibility.  Long-term follow-up of these patients suggests that 25% have a medical disorder that accounts for their symptoms.

c. Depression and schizophrenia often lead to physical complaints.

d. Other possibilities are somatization disorder (Briquet’s Syndrome), factitious disorder, Munchausen’s syndrome.  Recognition can allow treatment to focus on psychological issues instead of invasive diagnostic efforts.

e. Possible medical disorders: systemic lupus erythematosus , multiple sclerosis, seizures, dementia.  Sometimes antipsychotics are used to treat psychotic sx even if they are due to an underlying medical condition.

f. Two Concepts to keep in mind: (1) Secondary Gain: the idea that all illnesses confer some degree of sympathy or exemption from social expectation.  The consultant should help to prevent secondary gain from impeding recovery. (2) Histrionic personality disorder: these patients prevent their symptoms in a less than believable fashion, but they are NOT more likely to have a conversion disorder than other patients.  This is hard to sort out in a brief interview.

5. Pain

a. Depression, schizophrenia, somatoform and facticious disorders may lead to increased preoccupation with pain and louder complaints.

b. Psychosocial factors, unresolved mourning and cultural factors may play a role in refractory pain.  Also secondary gain should be considered.

c. Iatrogenic “addiction” to pain medication is relatively rare.  DON’T undertreat.  Many cases of refractory pain are actually resolved by adequate dosing.

d. Opioids, NSAIDs, TCAs, supportive psychotherapy, guided imagery and hypnosis can be helpful.

e. Some people experience a reduction in pain when given a placebo pill and this effect has been shown to be reversed by naloxone.  This demonstrates that placebos act, in part, via psychological mechanism.

6. Substance abuse

a. Narcotics abusers do not tolerate pain well and can be quite demanding.  Methadone can be used to block withdrawal symptoms.  

b. Withdrawal from alcohol or sedatives is more life-threatening than withdrawal from narcotics.

c. Patients with alcohol-related medical problems account for up to 25% of hospital admissions but this problem is poorly evaluated and treated.  A full history of alcohol use and attempts at quitting , blackouts and delirium should be taken.  Referral to treatment should be vigorously pursued.

7. Management of med/surg patients with major psychiatric disorders

a. Drug interactions (with psychotropic drugs) and management of side effects are big issues.

b. Psychotic patients need to have their misperceptions corrected (e.g., the antibiotic is treating their pneumonia, not poisoning them).

8. Forensic issues

a. Consultant is often asked to make a judgement about competence of a patient to refuse consent to a medical or surgical procedure.  Part of this involves the determination of whether the patient has a psychiatric or cognitive disorder that impairs judgement.

b. Competence: ability to give informed consent… to understand the nature, benefits, and risks of treatment and the consequences of refusing it.  The standard varies with the risk-benefit ratio of the procedure.  Ex., a patient with moderate organic mental disorder may be competent to consent to a CT scan but not for surgery.  It is a judicial decision but often based on a psychiatric opinon.

c. Court permission is usually required before a patient’s medical condition can be treated without consent (apart from life-saving measures).

d. Commitment is NOT a possible recourse unless the patient is suicidal or homicidal due to a mental disorder.  This means actually suicidal, not just refusing medical treatment.

e. Laws vary from state-to-state.

V. Psychiatric Consultation Team: Consultation psychiatrists work alone and in conjunction with other mental health professionals.  As with any group, power struggles can arise.
Schizophrenia

1) Symptoms

a) 3 symptom clusters

i) positive- caused by too much dopamine in nucleus accumbens

(1) hallucinations-false perceptions in absence of external stimulus (usually auditory but can involve all senses)

(2) ideas of reference-events not related to patient invested with a personal significance

(3) delusions-false beliefs often involving severe misinterpretations of perceptions or experiences

(a) persecutory-belief that he/she is being watched, followed, or plotted against

(b) grandiose-belief that he/she has special powers, influence, or wealth

(c) somatic-belief that something is rotting inside his/her body

ii) negative-caused by too little dopamine in frontal cortex

(1) affective flattening (apathy)-absence of interest in environment around them, lack of social interest

(2) inappropriate affect- laughing hysterically over a loss

(3) alogia-inability to speak

(4) avolition and apathy-loss of motivation to succeed or accomplish goals

(5) anhedonia-inability to experience pleasure

(6) asociality-inability to integrate into society

(7) Poor self care

iii) cognitive (disordered thinking)

(1) lack of attention (inablility to focus)

(2) impaired information processing

(a) word salad-completely incoherent speech

(b) clang associations-rhyming all the words they say

(c) neologisms-making up words

(d) loose associations (derailment)-sounds of words remind patient of something unrelated, patient cannot maintain consistent train of thought

(e) memory impairment- familiar with an event but cannot recall when or where it took place, severely impaired short-term memory

(i) it is important to note that schizophrenics perform poorly on mental status exams requiring conscious awareness (verbal fluency, short-term memory, working memory) but are no worse that the general population in implicit learning (grammar, vocabulary, spatial skills)

2) Subtypes

a) Catatonic- unusual habits and mannerisms

i) Sit or stand in unusual postitions

ii) Allow another person to move their arms and legs into different positions- waxy flexibility 

iii) Sit without moving for long periods of time

iv) Have episodes of extreme and purposless activity

b) Paranoid

i) Preoccupation with one or more fixed delusions

ii) No disorganization of speech or inappropriate affect

c) Disorganized

i) Disorganized speech (neologisms, word salad, clang speech)

ii) Disorganized behavior that is not catatonic

iii) Severe social impairment

d) Residual

i) No acute phase symptoms but have had at least on schizophrenic episode in the past

ii) Continuation of negative symptoms or attenuated form of acute phase symptoms

e) Undifferentiated

i) Grossly disorganized behavior, hallucinations, incoherence, or prominent delusions

ii) Criteria for disorganized, paranoid, or catatonic subtypes not met

3) Differential diagnosis

a) Psychiatric disorders

i) Mania

ii) Depression with psychosis

iii) Pervasive developmental disorders-autism, mental retardation

iv) OCD

v) Dissociative disorders

vi) Personality disorders

b) Medical disorders

i) Intoxications

ii) Metabolic encephalopathies

iii) Epilepsy

iv) Degenerative dementias

v) Space occupying lesions-tumor, stroke

4) Diagnosis

a) Thorough medical history and physical exam

b) Mental health assessment

i) Verbal screening tests

ii) Personality evaluation

iii) Rule out bipolar disorder, depression, alcohol and drug abuse

c) Blood tests- rule out metabolic disturbances (thyroid), intoxication

d) Lumbar puncture- rule out meningitis, encephalitis

e) EEG

f) Brain imaging

i) CT and MRI- enlarged lateral and third ventricles and decreased size of frontal and temporal lobes

ii) Functional neuroimaging

(1) Decreased activity of dorso-lateral prefrontal cortex at rest and during executive function tasks- do not metabolize glucose or use oxygen as well as normal brains do

(2) Decreased activity of anterior cingulate cortex at rest and during psychological tasks

(3) Wisconsin card sort test- schizophrenic frontal cortex stays at normal level (low perfusion)

g) DSM IV criteria

i) Hallucinations, delusions, disorganized thought process, disorganized or catatonic behavior, negative symptoms, decline in function, symptoms present 6 months, and exclusion of medical disorders

(1) If a patient has at least two symptoms for a significant amount of time over the course of one month or if the patient has bizarre delusions or hallucinations in the absence of the other symptoms a diagnosis of schizophrenia can be made.

(2) Characteristic presentation is gradual withdrawal from people, activities, and social contacts

5) Epidemiology

a) 1.0% of the earth’s population has schizophrenia

b) Men and women equally affected

c) Presents in late adolescents or early adulthood (men 15-24 and women 25-34)

d) Occurs in all cultures and social classes

e) Patients with schizophrenia account for 40% of occupied hospital beds

6) Prognosis and outcome-predictors of good prognosis

a) Good premorbid adjustment- developed normally as a child, no obstetrical complications during delivery, on developmental delays

b) Female- due to later onset of symptoms and possible protective effects of estrogen

c) No family history of schizophrenia

d) Later age of onset

e) Acute onset- positive symptoms are usually acute and easier to treat

f) Presence of affective symptoms- patient’s social functioning was adequate before illness

g) Married

h) Employment

7) Treatment-all from the book

a) ECT

i) Controls acute symptoms, reduces length of hospital stay, and prolongs remission

ii) Used after pharmacotherapy has failed to treat severe psychosis, if there is severe suicidality, or life-threatening catatonia

b) Psychosocial

i) Acute phase- reduce acute symptoms, prevent harm, and develop treatment alliance

ii) Stabilization phase-minimize stress, enhance adaptation to life, educate patient and family about early signs of relapse

iii) Stable phase- minimize risk of relapse and optimize functioning

iv) It is important to establish an alliance with both the patient and the family.

c) Drugs

i) Typical neuroleptics-good for positive symptoms except fixed delusions

(1) Block dopamine receptor

(2) Side effects associated with binding at other receptors

(3) If not effective in 2-4 weeks try another drug

(4) Low-potency

(a) Greater sedative and hypotensive properties

(b) Greater risk of malignant hyperthermia and obesity

(c) Inherently anticholinergic

(5) High-potency

(a) Little inherent anticholinergic activity-EPS and dystonia

(b) More likely to produce neuroepileptic malignant syndrome (fever, delirium, autonomic dysfunction, muscle rigidity, 20% mortality if untreated)

(6) Ex: fluphenazine, haloperidol, chlorpromazine (acute attacks)

ii) Atypical neuroleptics

(1) Ex: risperidone, olanzapine, quetiapine,clozapine (agranulocytosis)

(2) Good for both positive and negative symptoms with fewer side effects (lower EPS)

(3) Increased incidence of weight gain

iii) Adjunct drugs


(a) Anticholinergic agents- treat EPS

(b) Diphenhydramine- treat dystonias

(c) Propranol- akathisia

(d) Other psychoactive drugs in case of neuroleptic resistant syndrome

(i) Lithium, carbamazapine, valproate as mood stabilizers

(ii) Benzodiazepines to calm anxiety and induce sleep

(iii) Antidepressants

iv) Drug dosage-use lower doses except in acute exacerbations of psychosis as higher doses may lead to tardive dykinesia

(1) Dosage strategies

(a) Low dose- minimum constant dose to prevent relapse

(b) Targeted symptom- close monitoring by treatment team and use of meds. only for specific symptoms

(c) Drug holidays- drug not taken for 1-2 days per week- seems to decrease compliance

v) Duration of drug treatment

(a) After acute episode drugs should be given for at least 6-9 months to prevent relapse

d) Combination therapy highly advised for all patients with schizophrenia

(a) Medication

(b) Psychotherapy

(c) Work with the family (build a support system)

e) Purpose of treatment:

(a) Improve thought disorder

(b) Improve affect

(c) Decrease susceptibility to transient psychotic symptoms

(d) Realistic setting of personal ambitions

(e) Ability to take credit for personal accomplishments

(f) Improvements in social judgment

f) Outcome of psychoses at 10 years

i) 25% completely recover

ii) 25% improved and relatively independent

iii) 25% improved but require extensive support

iv) 15% unimproved and hospitalized

v) 10% dead (suicide and other increased risks)

8) Genetic factors in schizophrenia

a) 50% relative risk between identical twins

b) Third degree relative same risk as general population (2%)

c) About 10% for dizygotic twins, first degree relative, or parents

d) Gene overlap between bipolar disorder and schizophrenia include chromosome 10, 13, 18, 22

e) Genes explain 80% of predisposition for schizophrenia while environmental factors (obstetric complications, maternal viral infection, social stressors) contribute other 20%

9) Etiological theories

a) Reduced neuropil hypothesis-reduced cortical gray matter and neuronal size

i) Decreased synaptic complexity

ii) Decreased neuronal size and increased neuronal density

b) Dopaminergic system

i) Too much dopamine in nucleus accumbens, too little dopamine in frontal cortex-mesocorticolimbic pathway

c) Other

i) Reduced cortical inhibitory neurons-GABA

ii) Abnormal migration and disarray of hippocampal and entorhinal neurons

iii) Reduced astroglia or oligodendrocytes (determines nutrient concentration in the neuron)

iv) Additional pathology in the thalamus, cerebellum, and striatum

10) Schizophrenia and suicide

a) 20-50% of patients with schizophrenia attempt suicide (10% succeed) 

b) Increased risk:

i) Within first 5 years of onset

ii) During first 6 months after hospitalization

iii) Following an acute psychotic episode

Chapter 22: Somatoform Disorders

The essential feature of somatoform disorders is the presence of symptoms that suggest a somatic (or bodily) disorder.  The physical findings and laboratory studies cannot account for the symptoms, and there must be positive evidence (or a strong presumption) that the symptoms have a psychological origin.

There are five subtypes of somatoform disorders: body dysmorphic disorder, somatization disorder, conversion disorder, somatoform pain disorder, and hypochondriasis.

SOMATIZATION DISORDER
Signs and Symptoms

· characterized by multiple physical symptoms that recur over a period of several years 
· symptoms are unrelated to an identifiable physical disorder, or grossly in excess of physical findings

· diagnosis cannot be made unless symptoms occur in contexts other than panic attacks and unless symptoms have been severe enough to drive the patient to attempt self-medication with drugs other than asprin, to seek medical attention, or to make lifestyle changes

· the disorder is commonly co-existent with PTSD and dissociative disorders; histrionic personality disorder, mixed personality disorder, and antisocial personality disorder may also be present

· patients often have occupational, social, and marital problems

· the most frequent complaints are of being “sickly” with pain, psychosexual problems, and symptoms associated with neurological, gastrointestinal, and reproductive systems
Natural History

· pattern of multiple, recurrent symptoms begins most often during the teen years, but by definition always before the age of 30

· this is a chronic disorder, and spontaneous remissions rarely occur

· it is unusual for a year to pass without the patient seeking medical attention

· because patients are often seen my multiple physicians, each procedure or treatment may have its own set of adverse reactions

· there is also a risk of substance abuse (when suicide occurs, it is often in conjunction with substance abuse)

Differential Diagnosis

· includes somatic disorders that present with vague or multiple somatic symptoms (such as multiple sclerosis, SLE, hyperparathyroidism, porphyria)

· it’s important to remember that somatization disorder usually begins before age 30; vague somatic symptoms occurring after this age are most likely due to somatic disease

Prognosis

· without treatment, prognosis is poor

· lifelong seeking of medical attention may result in impaired social functioning, in addition to iatrogenic complications

Epidemiology

· lifetime prevalence in a primary care setting may be 1.5-3.5%

· families of individuals with somatization disorder may have higher rates of alcohol abuse, antisocial personality disorder, ADHD

· high rates of childhood maltreatment, particularly sexual abuse, are reported in patients with this disorder

Etiology and Pathogenesis

· no conclusive evidence of a genetic basis for the disorder

· traumatic experiences may be “remembered” as somatoform symptoms

· individuals with histories of abuse may be more likely to perceive normal body sensations as noxious or painful

· interactions with the medical care system may represent a way to repair a subjectively experienced “bad” body related to having been abused

· this may also represent one of the few benign interpersonal relationships that occurred during childhood

· this may also represent a pathological identification with a medically ill parent, immature efforts to deal with dependency needs, or maladaptive resolution of intrapsychic conflicts over anger or sexuality

Treatment
· consolidating the patient’s care under a single physician helps limit unnecessary consultation and testing

· referral to a behavioral medicine clinic may be appropriate (where medical and psychiatric staff work together)

· when organic factors have been ruled out (in a given encounter) the physician should attempt to provide the patient with an explanatory model of how physical symptoms can arise in response to psychological stressors

· younger age, continued employment and work satisfaction, absence of symptom-contingent work compensation, and the ability to accept the contribution of psychological factors to symptoms are associated with a better response to treatment

CONVERSION DISORDER

Signs and Symptoms

· characterized by the loss or alteration of physical functioning that suggest a physical disorder, but is apparently an expression of psychological conflict or need

· symptoms are not under voluntary control and cannot be explained by a physical disorder or know pathophysiological mechanism

· most commonly present as suggestive of neurological disease of the sensory or motor systems (e.g. paresis, paralysis, aphonia, seizures, blindness or anesthesia)

· the autonomic nervous system or endocrine system may be involved (e.g. vomiting or pseudocyesis)

· diagnosis of conversion disorder is NOT made when the physical alteration is limited to pain or to a disturbance in sexual functioning, or when the symptoms occur as one component of somatization disorder

Natural History

· most likely to appear in adolescence or early adulthood

· may be one episode, or episodes may occur over a lifetime

· onset of symptoms is abrupt and in the context of psychosocial stress

· duration is usually short, and resolution is rapid

· occasionally, a patient with chronic neurological disorder may develop symptoms without physical evidence of active disease (“learned” the conversion symptom from previous experience with the illness)

· the disorder can place the patient at risk for the costs and complications of unnecessary medical or surgical treatment

· predisposing factors for conversion disorder include: exposure to others with physical symptoms, severe psychosocial stress, histrionic and dependent personality disorders

· history of trauma, abuse, and dissociation have been strongly associated with conversion symptoms, especially pseudoseizures

Differential Diagnosis

· includes somatic disease, perhaps multiple sclerosis

· conversion disorder is suggested when the somatic symptom does not conform to an actual known somatic disorder, or does not correspond to the anatomy of the nervous system

· diagnosis of conversion disorder should not be made unless there is clear evidence that the symptom serves a psychological function

· common in patients with dissociative identity disorder, and occasionally occurs in patients with schizophrenia

Prognosis

· many symptoms resolve over a period of days to months without treatment

· some symptoms may persist for years in spite of intense efforts at treatment

Epidemiology

· reported frequently in male psychiatric battlefield casualties in every war since WWI

· usually appears nowadays in patients seen in non-psychiatric settings and in military personnel

Etiology and Pathogenesis

· mental energy associated with urge or wish, which would normally push a sexual or aggressive urge into conscious experience, is converted into a somatic symptom

· this allows the individual to remain unaware of the unacceptable idea and at the same time permits symbolic expression of it

· protection from experiencing the unacceptable idea is “primary gain”

· conversion symptom elicits responses from others that gratify needs that were not involved in the original symptom production (for example sympathy), which is called “secondary gain”

· so, the source of the symptom is primary gain, and once the symptom is established, both primary gain and secondary gain serve to maintain the symptom

Treatment
· acute conversion disorder often treated with a combination of psychotherapy, hypnotherapy, and/or narcosynthesis

· long-term psychotherapy and pharmacologic interventions are indicated to treat other co-morbid disorders such as PTSD

· family or marital therapy may be indicated to deal with the factors that often perpetuate conversion disorder

· symptoms that do not respond to acute interventions are treated with long-term psychotherapy

· patients with long-standing conversion symptoms often have a poor prognosis

· no evidence for the effectiveness of somatic therapy

SOMATOFORM PAIN DISORDER
Signs and Symptoms

· major complain is preoccupation with pain of at least 6 months duration in the absence of, or in gross excess of, explanatory physical findings

· evidence of a psychological factor that might be causing the pain is not necessary for a diagnosis

Natural History

· repeated visits to doctors for diagnosis or relief of pain

· complaints of anxiety and depression are common but not the predominant symptom

· increased incidence of conversion symptoms

· may begin at any age, but usually starts in adolescence or early adulthood

· begins suddenly and increases in severity over days to weeks

· may resolve spontaneously without treatment, or may become chronic despite treatment

Differential Diagnosis

· atherosclerotic coronary artery disease and lumbar disc disease

· dramatic presentation of physical pain out of proportion to physical findings is not sufficient for diagnosis, since the manner of expressing pain may reflect individual personality traits or cultural factors

Prognosis

· frequently a variable course with chronicity

· better prognosis in individuals who continue to participate in regularly scheduled activities, and who do not let pain become a dominant aspect of their lives

Epidemiology

· more common in women than men

· increased familial incidence of painful injuries or illnesses, suggesting that symptomatology may be learned or may result from identification with an ill family member

· depression and alcohol abuse may be common in families of these patients

· history of childhood sexual abuse has been found to be more common in patients with chronic pelvic pain, fibromyalgia, refractory headaches, and chronic back pain

Etiology and Pathogenesis

· pain is thought to be of psychological origin

· temporal relationship exists between the presumed environmental stimulus and pain

· the pain enables the person to avoid a noxious activity

· the pain enables the person to obtain added support from the environment

· patients may be less able to experience and verbalize emotions directly; emotions are directly translated into physical pain rather than being expressed in other ways

Treatment
· multidisciplinary approach is most often helpful

· physician should attempt to establish a supportive relationship with the patient that helps to prevent unnecessary medical and surgical procedures and treatments

· use of sedative and anti-anxiety agents should be minimized, if possible

· use of opiates should be limited since definition of an end point in their use is difficult

· most patients should be given a trial of antidepressant medication in the dosages used to treat a major depressive episode

· family treatment is indicated since the patient’s syndrome often dominates family relationships and maladaptive family patterns may lead to poorer outcome

HYPOCHONDRIASIS

A “hypochondriac” is a person who complains about minor physical problems, worries unrealistically about serious illness, persistently seeks professional care, and consumes multiple over-the-counter remedies.  The term includes elements of somatization disorder and hypochondriasis.

Signs and Symptoms

· fear of having (or the belief that one has) a serious physical disease; the fear is based on an actual benign symptoms or signs or normal physiological sensations

· fear exists despite the absence of evidence of physical disorder to account for the belief (including medical reassurance)

· interferes with social or occupational functioning

· usually involves multiple organ systems simultaneously or in succession

Natural History

· anxiety, depression, and compulsive personality traits are commonly associated with the disorder

· usually beings in adolescence, but may not begin until the fourth decade for men, or the fifth decade for women

· usually chronic

· tendency to seek treatment from many different physicians increases the risk of unnecessary medical or surgical treatments with their associated costs and complications

Differential Diagnosis

· includes actual serious somatic disease

· the belief that somatic disease exists does not have the rigidly fixed quality of a true delusion, and the possibility that the feared disease does not exist will often be entertained

· differentiation from somatization disorder is based on multiple physical symptoms rather than on the fear of having a specific disease

Prognosis

· chronic disorder with poor prognosis

Epidemiology

· occurs with equal frequency in men and women

Etiology and Pathogenesis

· origin in maladaptive attempts to cope with unmet psychological needs or unconscious psychological conflicts, but there is no agreement about the specific psychological mechanisms involved

· symptoms may result from a serious deficit in the ability of the patient to maintain a “sense of the self” as well maintained or put-together

· profound inability to name and express emotions, and the preoccupation with physical symptoms may be related to this inability

Treatment
· most patients resistant to the idea of psychiatric treatment

· no evidence that somatic treatments are effective

· physician must be able to accept the patient’s fears and complaints and recognize that they are manifestations of a chronic psychiatric disorder, that they serve an important psychological function, and that they will continue indefinitely

· physician should have fixed, regular appointments of unvarying duration, and should continue to respond in appropriate ways to physical complaints or true disease while avoiding unnecessary diagnostic or therapeutic procedures

BODY DYSMORPHIC DISORDER

Body dysmorphic disorder may be better understood as an  obsessive-compulsive disorder.  The disorder involves a preoccupation with an imagined defect in appearance in a person whose actual appearance is unremarkable. If a slight abnormality is present, the individual’s concern is out of proportion to the defect.  

Typically, patients will focus on skin wrinkles, blemishes, facial hair, or the shape of the nose, mouth or jaw.  However, medical intervention and/or reconstructive plastic surgery almost never resolve these patients’ preoccupations, and additional pursuit of medical and/or surgical interventions usually follow. (Think Michael Jackson and the nose jobs).

Patients will usually seek reassurance about their appearance, but are rarely relieved.  Many patients are severely impaired and unable to function in a normal capacity.

Patients may respond to antidepressants with antiobsessive efficacy, especially clomipramine and fluvoxamine.

Chapter 6: Neurochemistry in Psychiatry

Pages 78-80 discuss the basic mechanisms of neurotransmission in the brain (i.e. presynaptic release of NT, which binds to receptors postsynaptically, etc).  Since this is all a review of the things we learned in Neuro last year, it didn’t seem necessary to type it all up.

DOPAMINE

Involved in the mediation of motivation, arousal, and the reinforcement-reward system.  Also involved in the pathogenesis of schizophrenia and Parkinson’s.  Implicated as the final common pathway in addictions and novelty-seeking behavior. 

Synthesis and Degradation

· synthesized from the amino acid tyrosine

· rate limiting enzyme is tyrosine hydroxylase

· metabolized by monoamine oxidase (preferentially by MAO-B) and COMT to homovanillic acid (HVA)

· HVA levels in blood and CSF can provide an indirect measure of dopamine levels

· activity in the synapse is also terminated by reuptake into presynaptic neuron by a  selective dopamine transporter

Dopaminergic Pathways

· nigrostriatal

· cell bodies in the substantia nigra project to the striatum (caudate nucleus and putamen)

· involved in initiation and coordination of muscle movement

· patients with increased abnormal movements (Huntington’s chorea and Tourette’s syndrome) appear to have relative excess of dopamine and deficiency of acetylcholine in this pathway

· patients with difficulty initiation voluntary movements (Parkinson’s disease) have a reverse imbalance

· mesolimbic and mesocortical pathways

· cell bodies in the substantia nigra project to the limbic system (nucleus acumbens, amygdala, and piriform cortex) or the cortex (medial prefrontal, cingulate, and entorhinal areas)

· considered to be the reward center of the brain, and may mediate addictive effects of drugs

· involved with emotions and complex behaviors

· schizophrenia may be related to excess dopamine or hypersensitivity in these pathways

· tuberoinfundibular

· cell bodies in the acuate nuclei and periventricular area project to the hypothalamus and posterior pituitary

· pathway mediates the release of prolactin

· medullary paraventricular

· cell bodies in the motor nucleus of the vagus nerve and the nucleus tractus solitarii
· pathway may be involved in the control of food intake
· incertohypothalamic

· project from dorsal and posterior hypothalamus and the lateral septal nuclei

· role is unknown

Dopamine Receptors

· G-protein coupled receptors

· Defined as D1-like or D2-like depending upon activity on adenylate cyclase

· D1-like receptors (D1 and D5) increase the activity of adenylate cyclase, while D2-like receptors (D2, D3, and D4) either inhibit or have no effect on the activity of adenylate cyclase

· D1 Receptor

· found extensitvely and exclusively on postsynaptic receptors

· D2 Receptor

· found both pre- and post-synaptically

· rich in nigral and striatal regions

· D3 Receptor

· has a particularly high affinity for dopamine

· found predominantly in the nucleus acumbens

· D4 Receptor

· found primarily in the frontal cortex

· a selective increase in the D4 receptor subtype has been demonstrated in the brains of schizophrenic patients, 

· D5 Receptor

· has 10-fold higher affinity for dopamine

· found primarily in limbic regions of the brain

Dopamine and Psychiatric Illness

· patients with schizophrenia have excess activity of the dopamine system, particularly the D2 receptors in the mesolimbic and mesocortical pathways

· dopamine has been found to be low in some depressed patients, and high in some manic patients

Dopamine and Psychiatric Medications

· anti-psychotic drugs are potent antagonists of dopamine receptors

· tardive dyskinesia seems to develop when chronic dopamine blockade by antipsychotic drugs causes postsynaptic dopamine receptor hypersensitivity

NOREPINEPHRINE

Plays a major role in regulation of mood, anxiety, and vigilance or arousal.

Synthesis and Degradation

· synthesized from tyrosine

· converted from dopamine by dopamine--hydroxylase

· terminated by reuptake into the pre-synaptic neuron

Noradrenergic Pathways

· primarily found in the locus ceruleus (in the upper pons), where they project to the cerebral cortex, thalamic nuclei, and limbic system

· also found as the lateral tegmental neurons loosely scattered within the ventral tegmental fields; may be an important source of NE fibers to the basal forebrain, hypothalamus, and amygdale

Noradrenergic Receptors

· G-protein coupled receptors

· 1 receptors are coupled to phospholipase C

· 2 receptors inhibit cAMP production

·  receptors stimulate cAMP

Norepinephrine and Psychiatric Illness

· disequilibrium may be related to depression and mania

· also involved in panic disorder

SEROTONIN

Plays a key role in mood, perception of pain, and basic activities such as feeding, the sleep-wake cycle, motor activity, sexual behavior, and temperature regulation.  Also involved in presynaptic regulation of the release of other transmitters, and affects many endocrine functions including prolactin, cortisol, growth hormone, and possibly B-endorphin release.

Synthesis and Degradation

· synthesized from tryptophan

· regulated by concentration of available tryptophan

· metabolized by MAO (preferentially MAO-A)

· only 1-2% of serotonin is found in the brain; it cannot cross the BBB

Serotonergic Pathways

· neurons are concentrated in the area of the median and dorsal raphe nuclei, caudal locus ceruleus, area postrema, and interpeduncular area

· they project to the thalamus, hypothalamus, and basal ganglia

· descending fibers from this system innervate the spinal cord and modulate sensitivity to pain input

Serotonerergic Receptors

· all except 5-HT3 receptors are G-protein coupled receptors

· 5-HT1 receptors are negatively coupled to adenylate cyclase

· 5-HT1A: postsynaptic receptors localized within the hippocampus; agonists decrease anxiety and aggression in animal studies; receptors thought to be involved in sexual behavior

· 5-HT1B: presynaptic autoreceptors located most densely in the substantia nigra and globus pallidus; inhibit serotonin release by negative feedback mechanism

· 5-HT1D: autoreceptors that inhibit serotonin release or postsynaptic receptors in the striatum

· 5-HT2 receptors are coupled to phospholipase C; postsynaptic in the hippocampus, frontal cortex, and spinal cord

· associated with psychotic symptoms

· down-regulation of 5-HT2 receptors after anti-depressant therapy

· 5-HT3 receptors are ligand-gated ion channels

· found in the CNS in the entorhinal cortex and the area postrema; also found in peripheral neurons

· inhibit the release of ACh in the cortex but increase the release of dopamine in the striatal and mesolimbic system

Serotonin and Psychiatric Illness

· involved in regulation of mood, anxiety, and aggression

· low levels of serotonin correlate with increased depression, aggression, suicide, and impulsivity

· low levels can destabilize many neurotransmitter systems

Acetylcholine

Modulates arousal, learning, memory, rapid eye movemet sleep, pain perception, and thirst.  Main neurotransmitter for the parasympathetic nervous system.

Synthesis and Degradation

· synthesized from choline and acetyl co-A by choline acetyltransferase

· synthesis regulated by amount of available choline

· rapidly metabolized within the synaptic cleft by acetylcholinesterase without requiring initial reuptake

· half of the choline produced by this mechanism is taken back up into the presynaptic neuron

Cholinergic Pathways

· neurons originate in the reticular formation and project to the thalamus, hypothalamus, hippocampus, and neocortex

· a specific concentration of cholinergic cells in the nucleus basalis projects to the cerebral cortex

Cholinergic Receptors
· muscarinic receptors are G-protein coupled

· nicotinic receptors are ion-channels ; they’re important in attention and cognition

Acetylcholine and Psychiatric Illnesses

· plays important role in learning and memory; derangements in the cholinergic system are associated with Alzheimer’s dementia (specific destruction of cholinergic neurons in the nucleus basalis)

· dementia in general is associated with a decrease in concentrations of ACh in the temporal neocortex, hippocampus, and amygdale

· dopamine and acetylcholine share a dynamic balance in the nigrostriatal pathway involved in the initiation and coordination of muscle movement

Acetylcholine and Psychiatric Medications

· TCAs, MAOIs have effects at muscarinic receptors; associated with side effects (can be treated with anti-muscarinics)

-Aminobutyric Acid

Most common inhibitory amino acid neurotransmitter, present in 60% of synapses in the CNS.  Crucial to the moment-to-moment interactions of neurons. Important in anxiety, seizures, and in the action of benzodiazepines, barbiturates, and alcohol.

Synthesis and Degradation

· synthesized from glutamic acid by glutamic acid decarboxylase

· metabolized to succinic acid by GABA transaminase

· synthesis and breakdown enzymes require pyridoxal phosphate as a cofactor for activity

GABA Pathways

· do not occur in discrete pathways

· widely distributed throughout the brain

· high concentrations in inhibitory interneurons in the substantia nigra, globus pallidus, hypothalamus, and cerebral and cerebellar cortices

GABA Receptors
· GABAA receptor is ligand-gated ion channel that opens chloride channel (causing hyperpolarization)

· GABAB receptor present in lower levels in CNS; is a G-protein coupled receptor

GABA and Psychiatric Illness

· most abundant neurotransmitter in the brain; coexists in neurons with a wide range of neurotransmitters

· direct role in anxiety disorders and alcoholism

· also implicated in schizophrenia, Huntington’s disease, Parkinson’s disease, epilepsy, tardive dyskinesia, and senile dementia

GABA and Psychiatric Medications

· benzodiazepines, barbiturates, and alcohol are all agonists at GABAA receptor

· inhibit arousal, anxiety, memory, coordination, seizures, and respiration

GLUTAMATE

Major excitatory neuron in the CNS.  Although it occurs at particularly high concentrations in the brain, it is not easy to estimate how much of this is functioning as neurotransmitter, and how much is serving other metabolic roles.

Synthesis and Degradation

· can be synthesized from 2-oxoglutarate and aspartate by aspartate aminotransferase

· can be synthesized from glutamine by phosphate-activated glutaminases

· can also be synthesized from 2-oxoglutarate by ornithine aminotransferase

· synthesis can be regulated by the accumulation of precursors such as glutamine, or by end-product inhibition

Glutaminergic Pathways

· widely distributed throughout the CNS, particularly in the hippocampus and cerebral cortex

Glutamate Receptors

· both G-protein coupled and ion-channel receptors; glutamate is an agonist at all these receptors

· G-protein receptors are divided into 3 groups – Group I is linked to phospholipase C, while Groups II and III are negatively coupled to adenylate cyclase

· ion-channel receptors are classified as NMDA or non-NMDA

· NMDA receptor has been implicated in diverse processes such as memory acquisition, developmental plasticity, epilepsy, and ischemic brain injury

Glutamate and Psychiatric Illness

· in normal brain, the NMDA receptor mediates long-term potentiation, an increase in synaptic efficiency that underlies memory and learning

· NMDA hyperfunction causes cell damage by hypoglycemia, hypoxia, and seizures

· NMDA hypofunction causes hallucinations and dissociation from reality

The rest of the chapter is on psychoneuroendocrinology, which I don’t think we ever covered in class.  If anyone finds reference to this part, let me know, and I’d be happy to type the rest up.

EATING DISORDERS – CHAPTER 26 – 10.30.03

INTRODUCTION

Disorders covered in this chapter:

I. Anorexia Nervosa

II. Bulimia

III. Obesity

Eating disorders are behavioral syndromes, not necessarily illnesses.

People who suffer from eating disorders manifest a broad spectrum of psychological, biological, and sociocultural characteristics.

To successfully treat, you need:

I. A thorough history, including eating behavior and body image

II. A comprehensive psychiatric assessment

III. Complete medical evaluation

ANOREXIA NERVOSA

Symptoms and Signs

Variety of methods used to lose weight:

(Rreduce caloric intake

( Incessant exercise, hyperactivity, even when their bodies are almost wasted

( Some patients alternate fasting with bulimia: episodes of uncontrolled gorging without awareness of hunger of satiation and usually followed by self-induced vomiting

(Huge quantities of laxatives

(Diet pills and diuretics

(Note that not all patients employ all of these strategies

Two types of anorexia: binge eating/purging type and restricting type

(Binge eating/purging: patients who engage in binge eating and purging behavior

(Restricting type: patients who simply starve themselves

Eating Behaviors:

(Diet is either monotonous or eccentric

(Patients may hoard food or hide it around the house

(Despite lack of eating, patients are usually obsessively preoccupied with food and cooking

(Obsessive about measuring portions

(Ritualistic about how to prepare, eat, and clean up after a meal

(Patients are often secretive and sometimes lie whatever it takes to keep their food habits secret

(May be associated with kleptomania and stealing, especially in patients who have episodes of bulimia

Emotional and Psychological Manifestations:

(Unrelenting pursuit of thinness is the manifestation of an underlying psychological struggle to maintain a sense of personal autonomy and self-control

(Outwardly, patients seem defiant and independent and insist that they can take care of themselves

(Underneath, patients feel a paralyzing sense of helplessness and ineffectiveness – control over eating and body size are the only mechanisms through which they can have a sense of autonomy and mastery

(Have a lack of confidence in basic self-control

(Misperception of body cues – inability to differentiate their own feelings from other people’s needs

(Disturbed body image – patients see themselves as grotesquely fat even when exceedingly thin

(Patients tend to mistrust themselves – fear they will give in to overwhelming impulses (i.e. gorge themselves into obesity)

(View things in terms of absolutes and polar opposites – patients think that behavior is either all good or all bad, they are either completely in control or totally out of control (i.e. gaining an ounce would be as horrifying as gaining 100 pounds)

(Self-mistrust and view of the world in absolutes reinforces the need to maintain rigid control over what is and is not eaten

(Patients worry about becoming adults and facing loneliness or entering the world of interpersonal and sexual relationships

(Desperate for contact and also afraid and mistrustful of relationships; frequently avoid sexuality

(Low self-esteem
Psychiatric Comorbidity
Mood disorders:

(2/3 of patients with anorexia nervosa and ¾ of patients who meet diagnostic criteria for both anorexia and bulimia are also diagnosed with at least one mood disorder on presentation

(Patients with anorexia nervosa commonly co-diagnosed with at least one of the following at intake:

(Major depression (up to 60% of patients with anorexia nervosa)

(Anxiety disorders, including:

(OCD (most common)

(Generalized anxiety disorder

(Phobias

(Panic disorder

(Lifetime risk of affective disorder in anorexia nervosa patients is 84%-98%.

Personality disorders:

(Diagnosed in 20-80% of anorexia nervosa patients

(Lifetime risk of alcohol, amphetamine, and other substance abuse problems

(Restricting type of anorexia: 

(Tend to exhibit Cluster C (anxious) personality disorders – such as avoidant, dependent, and compulsive

(Sometimes also exhibit Cluster A (odd) disorders – paranoid and schizoid

(Binging/purging type of anorexia:

(Cluster B (dramatic) – borderline, histrionic, narcissistic

Psychiatric Symptoms:

(Produced by starvation

(Dysphasia

(Anxiety

(Obsessiveness

(Hyperactivity

Medical Complications:

(Weight loss of at least 15% of the baseline or ideal body weight is necessary to establish the diagnosis of anorexia nervosa

(Physical signs due to weight loss, malnutrition, generalized stress

(Amenorrhea (no period) or oligomenorrhea (very little period) in women

(Prolonged amenorrhea can lead to osteoporosis in women

(Anorexia with premenarcheal onset usually results in short stature and delayed breast development

(Epigastric distress, prolonged gastric emptying time

(Vomiting, constipation, cold intolerance, headache, polyuria, sleep disturbances

(Emaciation, edema, lanugo (soft hair that usually covers mammalian fetuses and disappears on humans after birth), dehydration, low BP, bradycardia, arrhythmias, diminished cardiac mass, infantile uterus (not all of these are seen in all patients)

(Males with anorexia frequently have hemorrhoids and decreased libido

(Lab findings

	(abnormal vasopressin secretion

(prepubertal plasma levels of follicle-stimulating hormone and luteinizing hormone

(diminished response to gonadotropin releasing hormone

(estrogen at menopausal levels

(males may have low testosterone

(circadian rhythm of plasma cortisol disrupted

(diminished growth hormone response to normal stimulants (i.e. insulin-induced hypoglycemia)

(glucose tolerance test curves may be flat

(self induced vomiting may produced metabolic hypokalemic alkalosis
	(plasma levels of thyroid hormone (triiodothyronine) disturbed

(blood urea nitrogen and creatinine may be elevated, renal insufficiency or failure possible

(leukopenia, thrombocytopenia, anemia
(low erythrocyte sedimentation rate

(reduced plasma fibrinogen levels

(hypercholesterolemia, hypomagnesemia

(hypophosphatemia is an ominous sign associated with rapid decompensation

(electrocardiogram may show flat or inverted T waves, ST depression, and increased intervals 




(Refeeding edema – when severe can increase risk of Congestive Heart Failure

(Death occurs in 10-22% of patients is caused by:

(Starvation 

(Complications, including pneumonia/infections, cardiac arrhythmia, congestive heart failure, renal failure

(Suicide

Natural History:

(Onset usually follows new life situations in which patient feels inadequate or unable to cope

(New situations can include biological (i.e. onset of puberty), psychological (i.e. stages of adolescence), or social (i.e. entering high school or college)

(Can also follow breakup of a relationship or death of a friend

(Patients usually start at normal weight or slightly overweight

(Dieting initially encouraged by friends and family; patient usually receives praise for the initial weight loss and takes pleasure in his/her achievement

(After original weight loss goal is attained, a new one is always set

(This is for “insurance” to offset future weight gains

(Weight loss and the pursuit of thinness becomes the objective

(Patients usually come to medical attention because of complications (amenorrhea, edema, constipation, etc.), not because of weight loss

(Patients may present at emergency because complications of diet pills and diuretics may cause dehydration, fluid and electrolyte imbalances and may be severe

(Course of anorexia is variable – 

(Can be single episode with complete recovery 

(Multiple episodes spanning many years

(A single episode that is chronic and unremitting

Differential Diagnosis:

(Must distinguish weight loss due to anorexia from weight loss due to other medical complications (i.e. TB, hypothalamic disease, endocrinopathies, etc.)

(Thorough history, physical exam, lab studies are usually enough to diagnose non-anorexia nervosa causes of weight loss

(Also, patients with non-anorexia nervosa problems do not present with the dread of fatness, unrelenting pursuit of thinness, and hyperactivity that characterize anorexia

(Depressive disorder and certain Schizophrenic disorders are characterized by peculiar eating habits prompted by delusions about food

(But, these patients lack preoccupations with caloric intake, body shape and size, hyperactivity

(Somatization disorder may manifest weight fluctuations, vomiting, peculiar food habits, but weight loss is not severe and amenorrhea for >3 months is unusual

Prognosis:

(Lots of variability

(40% completely recovered at follow up

(30% improved

(20% remain unimproved or severely impaired

(Mortality rate as high as 22% with suicide reported in 2-5% of chronic cases

(Comorbidity with depression, anxiety, agoraphobia is common at follow-up

(Complete recovery in less than 2 years is very unusual

	Indicators of Favorable Prognosis
-Good premorbid level of psychosocial adjustment

-Early age at onset

-Less extreme weight loss

-Less denial of illness at presentation


	Indicators of Unfavorable Prognosis
-Poor premorbid level of psychosocial adjustment

-Low socioeconomic status

-Extreme weight loss

-Greater denial of illness

-Presence of bulimia, vomiting, laxative abuse


See illustrative case on page 380
Epidemiology:

(0.7-2.1% in the U.S. and Western Europe

(Males are 10-15% of patients with anorexia nervosa

Etiology and Pathogenesis:

Biological Factors: 

(Possible hypothalamic-endocrine origin (suggested by the number of hormonal changes discussed in Medical Complications section)

(All changes seem to be secondary to the effects of starvation, weight loss, malnutrition, and stress – no evidence of primary hypothalamic dysfunction has been adduced in any cases
(Increased risk for the disorder in biological siblings of patients with anorexia nervosa

(Also are cultural factors 

(Therefore, clinical features result from interacting biological and psychological factors

Psychological Factors:

(Several psychological theories

1. Avoidance of sexuality – self-starvation is a rejection of the wish to be pregnant (for more, see page 380)

2. Impaired mother-child relationship – characteristic struggle for autonomy is viewed as a manifestation of the failure to master conflicts associated with the process of separation and individuation.

(Cognitive and perceptual deficits associated with anorexia (i.e. distorted body image) can arise from impairments in early childhood – for example, repeated invalidation of a child’s perceptions by overly intrusive parents who “know too well” what a child thinks, feels, and needs can result in development of a sense of personal mistrust characteristic of patients with this disorder

3. Anorexia nervosa may be the result of dysfunctional family interactions

Cultural Factors:

(Predominantly in upper-class families

(Exaggeration of class values that emphasize youth and thinness as virtues

(Feminist theory – male dominant culture prevents women from ever being comfortable with their bodies and disempowers them.

(When asked about their shape and size, studies show that women respond disparagingly “my hips are too big” and men respond about their performance “I can run 10 miles and lift 200 pounds”

(Women tend to view their bodies as farther from their ideal weight than they actually are; men see themselves as closer

(These differences may explain why anorexia is seen 9 times more often in women than in men

Treatment:

1. Assess and treat medical complications of starvation

2. Decide whether hospitalization is necessary

3. Complete laboratory investigation

4. Restore nutritional balance

5. Diagnose and treat psychiatric morbidity

6. Identify and treat underlying ideas, attitudes, and psychological conflicts

7. Assess the family

8. Provide ongoing support

(Lasting recovery only occurs when treatment of starvation complications is used in conjunction with psychotherapy to address the underlying psychological conflicts.

DSM – IV – Diagnostic Criteria for Anorexia Nervosa
1. Refusal to maintain body weight at or above a minimally normal weight for age and height (i.e. less than 85% of expected body weight)

2. Intense fear of gaining weight or becoming fat, even though underweight

3. Disturbance in the way in which one’s body weight or shape is experienced; undue influence of body weight or shape on self-evaluation, or denial of the seriousness of the current low body weight

4. In postmenarcheal females, amenorrhea, i.e. the absence of at least three consecutive menstrual cycles (A woman is considered to have amenorrhea if her periods occur only following hormone, e.g. estrogen, administration)

Specify type:

Restricting type: During episode of anorexia, patient does not regularly engage in binge eating or purging behavior

Binge eating/purging type: During the episode of anorexia, patient regularly engages in binge eating or purging behavior

BULIMIA NERVOSA
Symptoms and Signs:

(Episodic, uncontrolled gorging of large quantities of food in short periods of time

(Patients are aware of their disordered eating habits and can distinguish them from simple overeating

(They are usually unaware of hunger during binges and do not stop eating when satiated

(They express fear of not being able to stop eating voluntarily and repot that binges end only when nausea or abdominal pain becomes severe, when they are interrupted or fall asleep, or when they induce vomiting

(Binges usually preceded by depressive moods in which patient feels sad, lonely, empty, and isolated, or by anxiety states with overwhelming tension

(These feelings are usually relieved during binging but, afterwards, patients report return of depressive mood with disparaging self-criticism and feelings of guilty

(Binges usually occur in secret and may last from a few minutes to several hours

(Frequency of binges ranges from occasional (2-3 times a month) to many times a day

(Self-induced vomiting is very common but is not essential for the diagnosis

(Some bulimics maintain normal weight by alternating binges with long periods of fasting, and many exercise excessively (these patients known as “exercise bulimics”)

(Some patients use diuretics and/or laxatives and/or rumination may occur

(Patients are usually self conscious about their behavior and concerned about their physical appearance

(Self-esteem is overly dependent on perception of body size and shape

(Many patients experience weight fluctuations – from slightly underweight to slightly overweight

(Other symptoms include

(Edema of hands and feet

(Headache

(Sore throat

(Painless or painful swelling of parotid and salivary glands

(Erosion of tooth enamel and severe caries (cavities)

(Feelings of fullness

(Abdominal pain, lethargy, fatigue

(Light-headedness, dizziness, syncope, and seizures may occur if vomiting is severe

(Menstrual irregularities are common but amenorrhea is usually not sustained

Psychiatric Comorbidity:

(High association of affective disorders (lifetime rates >80%)

(Major depression is most common – can precede, follow, or coincide with bulimia

(Anxiety disorders occur in nearly 60% of cases (i.e. generalized anxiety disorder, panic disorder, OCD)

(Significant lifetime risk for alcohol and substance abuse; may also be concurrent with their eating disorder

(Personality disorders are common among bulimic patients

(Dramatic personality disorders (Cluster B) including borderline personality are most common

(Cluster C (anxious) personality disorders are sometimes seen (i.e. avoidant personality disorder)

Medical Complications:

(Most serious are the cardiovascular effects of fluid and electrolyte imbalance.

(Life-threatening cardiac arrhythmias

(Orthostatic hypotension – dizziness, insomnia, fatigue

(Dental caries and erosion of tooth enamel

(Gastritis and esophagitis

(Benign enlargement of parotid and salivary glands occurs in about 25% of patients

(Skin lesion on back of hand is a frequent sign of active behavior (self-induced vomiting)

Natural History:

(Usually begins in adolescence or young adulthood in individuals consciously trying to stay slim

(Onset often follows changes in living situation: e.g. leaving home, starting college, changing jobs, etc.

(Course is usually chronic and patients often engage in behavior for years before seeking treatment

(Chronicity may be punctuated by brief remissions in which the behavior is absent or frequency and severity of the symptoms are reduced

Differential Diagnosis:

(If patient also satisfies the diagnostic criteria for schizophrenia or anorexia nervosa, that should be the diagnosis

(Severe weight loss does not occur in bulimia and amenorrhea is unusual

(Need to rule out neurological disease, including:

(Epileptic-equivalent seizures

(CNS tumors

Prognosis:

(A chronic illness with multiple periods of relapse and remission

(Significant improvement following brief psychotherapy and/or the administration of medication

(Definition of recovery varies

See page 384 for an illustrative case
Epidemiology:

(1-3% of adult young females in the U.S. meet diagnostic criteria for bulimia

(Up to 40% of young adults engage in episodic binge eating but do not meet diagnostic criteria

(Bulimia occurs in 0.2% of adolescent boys and young adult males

Etiology and Pathogenesis:

(Cause is unknown

(Strong association between bulimia and affective disorders together with the tendency of bulimic behavior to respond to antidepressant mediation has led to the hypothesis that the disorder is the result of imbalance in the dopamine, NE, serotonin systems in the brain

(Some evidence suggests that neuropeptides such as cholecystokinin, which regulate appetite and satiety in the brain, may be abnormal in patients with bulimia; evidence is not conclusive

(Psychodynamic theories say: symbolic nature of eating binges represents gratification of sexual and aggressive wishes

Treatment:

1. Evaluate and treat the medical complications associated with bulimia nervosa

2. Ascertain the mechanism of purging

3. Hospitalize when necessary

4. Diagnose and treat comorbidity

5. Identify and address psychological and cognitive underpinnings of bulimic behavior

DSM-IV – Diagnostic Criteria for Bulimia Nervosa

1. Recurrent episodes of binge eating.  An episode of binge eating is characterized by both of the following:

a.   Eating, in a discrete period of time (e.g. within a two hour period), an amount of food that is definitely larger than most people would eat during a similar period of time under similar circumstances

b. a sense of lack of control over eating during the episode (e.g. a feeling that one cannot stop eating or control what or how much one is eating)

2. Recurrent inappropriate compensatory behavior to prevent weight gain, such as self-induced vomiting; misuse of laxatives, diuretics, or other medications; fasting; or excessive exercise
3. The binge eating and inappropriate compensatory behaviors both occur, on average, at least twice a week for 3 months

PICA & RUMINATION DISORDER OF INFANCY
(Pica = persistent (>1 month) ingestion of non-nutritive substances inappropriate for developmental age and unacceptable as cultural practice

(For example: toddlers who eat paint chips, pregnant women who eat starch and clay, severely retarded children and adults who eat feces, and anxious adults who chew fingernails or pencils

(Rumination = rare syndrome of infancy in which swallowed food is repeatedly returned to the mouth, pleasurably sucked on or rechewed, and then swallowed again

(Rumination disorder is apparently caused by severe physical and emotional neglect since it readily responds to stimulation of caretakers

(Rumination behavior has also been reported in adults where it is usually associated with stress, such as acute medical illness or surgery

OBESITY
(Simple obesity is not included among the eating disorders in the DSM-IV

Symptoms and Signs:

(A subgroup of obese patients manifest emotionally based patterns of overeating

(25-50% of participants in weight control programs report severe problems with binge eating (women 1.5 times more likely to report this pattern than men)

(Eating binges are related to emotional stresses and these individuals are more likely than nonbingers to have coexisting psychiatric disorders

(DSM-IV established research criteria for diagnosing these individuals as having binge-eating disorder.  This diagnosis is differentiated from bulimia by the absence of compensatory behavior such as purging, fasting, excessive exercising

(As many as 1/3 of these patients have severe disparagement of body image – they view their bodies as grotesque and feel that others view them with hostility and contempt

(These patients also manifest low self-esteem and a negative self-concept

Psychiatric Comorbidity:

(50% of obese individuals engage in recurrent binge eating

(Approximately ¼ of obese binge eaters meet the diagnostic criteria for major depression compared with <5% of nonbingers

(Social phobia, anxiety disorders, drug and alcohol problems can also been seen in obese binge eaters

Medical Complications:

(It’s estimated that the following are attributable to obesity

>90% of cases of Type II Diabetes

70% of Gallstones

60-70% of Coronary Artery Disease

11% of Breast Cancers

10% of colon cancers

(Excess weight: low back pain, aggravation of osteoarthritis, huge calluses on feet and heels

(May be associated with amenorrhea and other menstrual disturbances

(Impaired heat loss and increased sweating due to low ratio of body surface area to body mass

(In massively obese people, pressure of fatty tissue on thorax combined with pressure of intrabdominal fat on diaphragm may reduce respiratory capacity and produce dyspnea on exertion

Natural History:

(Can begin in childhood, adolescence, or adulthood

(Amounts of body fat also increase with age even when weight remains constant

(Obesity is second only to cigarette smoking as the leading cause of preventable death in U.S.

Differential Diagnosis:

(Body mass index (BMI) calculated by dividing weight in kilograms by height in m2 is the standard for determining obesity

(BMI under 25 is considered normal

(BMI of 25-30 is considered low to moderate health risk

(BMI of >30 is diagnostic for obesity

(In assessing obesity, clinician must rule out medical illnesses such as hypothyroidism

Prognosis:

(Prognosis for short-term weight loss has improved

(Long-term prognosis for losing excess weight and keeping it off remains poor

(Estimated that if an obese child does not achieve nearly normal weight by the end of adolescence, the odds against doing so later are 28:1

(Morbidity and mortality rates for obese individuals increase in direct proportion to increases in BMI

Epidemiology:

(34% of adults in the U.S. are obese

(Prevalence increases with age up to age 50, then falls sharply in accordance with increased mortality rate

(Obesity more common in women and among minorities and low-income populations

(Children with obese parents are more likely to be obese – 2 obese parents imparts a greater likelihood for the child to be obese than if only 1 parent is obese

(Genetic and environmental factors play a role

Etiology:

(One theory says that each individual has a biological “set point” for his/her body weight, as evidenced by the fact that people who agree to increase or decrease their weights for experimental purposes generally return to their starting weights when allowed to eat freely.

(This theory suggests that many obese individuals may be dieting in opposition to biological factors that make dieting far more difficult for them than for other people

(Weight grain can occur as a result of an increase in either the number or the size of fat cells

(Fat cells of adults with juvenile-onset obesity may be about the same size as those of abnormal-weight persons, but there may be up to 5 times as many

(Persons with adult-onset obesity may have a normal number of larger-than-normal fat cells

(Fat cells once formed do not disappear (darnit!), so fat cell number may determine the lower limit of weight for persons who by dieting have worked to reduce cell size to normal

(Definition of obesity may be culturally determined

(Since 1943, revisions in standard height and weight charts have steadily lowered the ideal weights for women

(The ideal weight for an average 5 foot 4 inch woman in 1943 was approximately 130 pounds

(In 1980, it was less than 120 pounds

(Ideal weights for men have also gone down, but not as much

(These revisions have not been based on morbidity and mortality but on measurements of heights and weights of 25-year-old graduate students.

(These standards reflect the fashion trends of the youthful, affluent college populations

(If the 1980 standards for ideal weights are accepted, and if obesity is defined as weight at least 20% above ideal, then the average American woman is by definition obese, and the average American man is on the verge of obesity

Treatment:

1. Assess and treat medical complications of obesity

2. Assess diet and exercise habits

3. Diagnose and treat psychiatric comorbidity

4. Identify psychological and cognitive underpinnings of obesity

5. Consider antiobesity medications

6. Consider surgical procedures as a last resort

Note that there are no DSM-IV diagnostic criteria for obesity

