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1. A psychiatric history is the result of a medical process where a clinician working in the field of mental health (usually a psychiatrist) systematically records the content of an interview with a patient. This is then combined with the mental status examination to produce a "psychiatric formulation" of the person being examined.

The history and Mental Status Examination (MSE) are the most important diagnostic tools a psychiatrist has to obtain information to make an accurate diagnosis. 

2. Mental Status Examination The mental status examination is a structured assessment of the patient's behavioral and cognitive functioning.

Appearance. Recall how the patient first appeared upon entering the office for the interview. Note whether this posture has changed. Note whether the patient appears more relaxed. Record the patient's posture and motor activity. Record the patient's dress and grooming. If nervousness was evident earlier, note whether the patient still seems nervous. Record notes on grooming and hygiene. Most of these documentations on appearance should be a mere transfer from mind to paper because mental notes of the actual observations were made when the patient was first encountered. Record whether the patient has maintained eye contact throughout the interview or if he or she has avoided eye contact as much as possible, scanning the room or staring at the floor or the ceiling.

Attitude toward the examiner. Next, record the patient's facial expressions and attitude toward the examiner. Note whether the patient appeared interested during the interview or, perhaps, if the patient appeared bored. Record whether the patient is hostile and defensive or friendly and cooperative. Note whether the patient seems guarded and whether the patient seems relaxed with the interview process or seems uncomfortable. This part of the examination is based solely on observations made by the health care professional.

Mood.The mood of the patient is defined as "sustained emotion that the patient is experiencing." Ask questions such as "How do you feel most days?" to trigger a response. Helpful answers include those that specifically describe the patient's mood, such as "depressed," "anxious," "good," and "tired." Elicited responses that are less helpful in determining a patient's mood adequately include "OK," "rough," and "don't know." These responses require further questioning for clarification.

Establishing accurate information pertaining to the length of a particular mood, if the mood has been reactive or not, and if the mood has been stable or unstable also is helpful.

Affect. A patient's affect is defined in the following terms: expansive (contagious), euthymic (normal), constricted (limited variation), blunted (minimal variation), and flat (no variation). A patient whose mood could be defined as expansive may be so cheerful and full of laughter that it is difficult to refrain from smiling while conducting the interview. A patient's affect is determined by the observations made by the interviewer during the course of the interview. The patient's affect is noted to be inappropriate no connection is clear between what the patient is saying and the emotion being expressed.
Speech. Document information on all aspects of the patient's speech, including quality, quantity, rate, and volume of speech during the interview. Paying attention to patients' responses to determine how to rate their speech is important. Some things to keep in mind during the interview are whether patients raise their voice when responding, whether the replies to questions are one-word answers or elaborative, and how fast or slow they are speaking. Record the patient's spontaneous speed in relation to open-ended questions.
Thought process. The process of thoughts can be described with the following terms: looseness of association (irrelevance), flight of ideas (change topics), racing (rapid thoughts), tangential (departure from topic with no return), circumstantial (being vague, ie, "beating around the bush"), word salad (nonsensical responses, ie, jabberwocky), derailment (extreme irrelevance), neologism (creating new words), clanging (rhyming words), punning (talking in riddles), thought blocking (speech is halted), and poverty (limited content).
Thought content. To determine whether or not a patient is experiencing hallucinations, ask some of the following questions. "Do you hear voices when no one else is around?" "Can you see things that no one else can see?" "Do you have other unexplained sensations such as smells, sounds, or feelings?"Importantly, always ask about command-type hallucinations and inquire what the patient will do in response to these commanding hallucinations. For example, ask "When the voices tell you do something, do you obey their instructions or ignore them?" Types of hallucinations include auditory (hearing things), visual (seeing things), gustatory (tasting things), tactile (feeling sensations), and olfactory (smelling things). Suicidal ideation or intent. Homicidal ideation or intent
Sensorium and cognition: Perform the Folstein Mini-Mental State Examination.

Language: Spontaneous speech may be noted. Repetition ("no, Ifs, ands, or buts") should be considered. Comprehension: Direct patient to "squeeze my fingers."

Consciousness: Levels of consciousness are determined by the interviewer and are rated as (1) coma, characterized by unresponsiveness; (2) stuporous, characterized by response to pain; (3) lethargic, characterized by drowsiness; and (4) alert, characterized by full awareness. If patients exhibit decreased levels of consciousness note the stimulus required to arouse the patient.

Orientation: To elicit responses concerning orientation, ask the patient questions, as follows. "What is your full name?" (ie, person). "Do you know where you are?" (ie, place). "What is the month, date, year, day of the week, and time?" (ie, time). "Do you know why you are here?" (ie, situation).

Concentration and attention: Ask the patient to subtract 7 from 100, then to repeat the task from that response. This is known as "serial 7s." Next, ask the patient to spell the word "world" forward and backward. Document the patient's reaction times to particular questions because this may provide valuable information in the overall evaluation.

Reading and writing: Ask the patient to write a simple sentence (noun/verb). Then, ask patient to read a sentence (eg, "Close your eyes."). This part of the MSE evaluates the patient's ability to sequence. Visuospatial ability: Have the patient draw interlocking pentagons in order to determine constructional apraxia. Have the patient "use imaginary scissors" to evaluate motor activity.

Memory: To evaluate a patient's memory, have them respond to the following prompts. "What was the name of your first grade teacher?" (ie, for remote memory). "What did you eat for dinner last night?" (ie, for recent memory). "Repeat these 3 words: 'pen,' 'chair,' 'flag.' " (ie, for immediate memory). Tell the patient to remember these words. Then, after 5 minutes, have the patient repeat the words. Orientation represents recent memory. Abstract thought: Assess the patient's ability to determine similarities. Ask the patient how 2 items are alike. For example, an apple and an orange (good response is "fruit"; poor response is "round"), a fly and a tree (good response is "alive"; poor response is "nothing"), or a train and a car (good response is "modes of transportation"). Assess the patient's ability to understand proverbs. Ask the patient the meaning of certain proverbial phrases. Examples include the following. "A bird in the hand is worth 2 in the bush" (good response is "be grateful for what you already have"; poor response is "one bird in the hand"). "Don't cry over spilled milk" (good response is "don't get upset over the little things"; poor response is "spilling milk is bad"). General fund of knowledge: Test the patient's knowledge by asking a question such as, "How many nickels are in $1.15?" or asking the patient to list the last 5 presidents of the United States or to list 5 major US cities. Obviously, a higher number of correct answers is better; however, the interviewer always should take into consideration the patient's educational background and other training in evaluating answers and assigning scores.

Intelligence: Based on the information provided by the patient throughout the interview, estimate the patient's intelligence quotient (ie, below average, average, above average).

Insight. Assess the patients' understanding of the illness. To assess patients' insight to their illness, the interviewer may ask patients if they need help or if they believe their feelings or conditions are normal. A patient's attitude toward the clinician and the illness plays an important part to developing insight into their condition and overall prognosis.
Judgment. Estimate the patient's judgment based on the history or on an imaginary scenario. To elicit responses that evaluate a patient's judgment adequately, ask the following question. "What would you do if you smelled smoke in a crowded theater?" (good response is "call 911" or "get help"; poor response is "do nothing" or "light a cigarette").
Impulsivity. Estimate the degree of the patient's impulse control. Ask the patient about doing things without thinking or planning. Ask about hobbies such as coin collecting, golf, skydiving, or rock climbing. Reliability.Estimate the patient's reliability. Determine if the patient seems reliable, unreliable, or if it is difficult to determine. This determination requires collateral information of an accurate assessment, diagnosis, and treatment.
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The answer:

1. Delirium, also known as acute confusional state, is an organically caused decline from a previously baseline level of mental function. It often varies in severity over a short period of time, and includes attentional deficits, and disorganization of behavior. It typically involves other cognitive deficits, changes in arousal (hyperactive, hypoactive, or mixed), perceptual deficits, altered sleep-wake cycle, and psychotic features such as hallucinations and delusions. Delirium itself is not a disease, but rather a set of symptoms.

The core symptoms of delirium are an impairment of level of consciousness and change in cognition that develops quickly and may fluctuate throughout the day. There must also be evidence that the disturbance in mental status is caused by a medical condition or a substance. The determined cause is then used to further classify the type of delirium that the patient is experiencing.. Other symptoms can include disorientation, thought disorder, memory problems, language disorder, sleep disturbance, delusions, mood lability, psychomotor changes (changes in rate of activity/movement), and hallucinations. There are several clinical subtypes of delirium that are based on the disorder's motoric presentation.1These subtypes of delirium are hypoactive, hyperactive, and mixed. The hypoactive subtype occurs in patients who appear apathetic, lethargic, and unaware. Given the quiet and withdrawn nature of their delirium, coupled with the lack of agitation, these patients' delirious states are often overlooked. Patients presenting with "failure to thrive," for example, are often found to have hypoactive delirium on close examination in the emergency department (ED). In contrast, clinicians rarely have trouble identifying the behavioral components of the hyperactive subtype of delirium, which is associated with restlessness, hallucinations, delusions, combativeness, and wandering. Patients with the hyperactive subtype of delirium may present a danger to themselves or others if the agitation is severe. In the mixed subtype of delirium, the presentation may vary throughout the day, with alternating periods of hyperactivity and hypoactivity.
2. The most common precipitants of a delirium episode are medications, infections, end-organ dysfunction (ie, cardiopulmonary, renal, or hepatic), electrolyte/metabolic derangement, and CNS disorders. Medications are commonly implicated in the development of delirium. A significant number of medications can cause a delirious state. However, certain medication classes are more notorious offenders than others. For example, narcotics, psychotropics, and medications with anticholinergic properties are common causative agents.34 Some medications that are not traditionally thought of as anticholinergic, such as digoxin and histamine2 receptor antagonists, possess anticholinergic activity and may contribute to the development of delirium.35
Infections as serious as sepsis or as varied as urinary tract infections, pneumonia, meningitis, and HIV infection may lead to delirium. Organ system dysfunction, such as pulmonary failure causing hypoxia, hepatic failure leading to hepatic encephalopathy, and renal failure resulting in uremia, may contribute to the occurrence of delirium as well. 

Other causes of delirium are endocrinopathies, such as hypoglycemia and thyroid perturbations, and metabolic derangements, such as hyponatremia or hypocalcemia. When metabolic derangements are involved, it is often the acuity of the change in electrolyte levels, rather than absolute levels, that represents the greatest risk of development of delirium.1 Seizures, cerebrovascular accidents (ischemic or hemorrhage), traumatic brain injuries, subdural hematomas, brain tumors (primary or metastases), and vasculitic insults are all examples of CNS pathology that may lead to a patient presenting to the ED secondary to a delirious state.

The environment is rarely, if ever, the only precipitant to the development of delirium. Therefore, the descriptive terms once often used to describe delirium, such as ICU psychosis, are inappropriate. Such terms imply that the environment alone is responsible for the altered mental state. This flawed assumption may lead to the opinion that no further evaluation is required--a hazardous presumption because delirium is often the presenting syndrome for a wide variety of potentially dangerous medical conditions and therefore necessitates an appropriate medical evaluation.

3. The primary goal of symptomatic management is ensuring the safety of the patient and those around him or her. Symptomatic management of delirium consists of environmental manipulation and psychopharmacologic therapy. 
Antipsychotic medications. Antipsychotic medications, which exhibit dopamine antagonism, are the cornerstone of symptomatic delirium treatment and often help ameliorate the symptoms of delirium even before the underlying cause of delirium is identified and corrected (Table 7). Toward that end, antipsychotic medications can help calm delirious patients and improve cognition.51 Both hypoactive and hyperactive subtypes of delirium have been effectively managed with antipsychotics.52
Antipsychotics have been shown to be superior to benzodiazepines in delirium not caused by alcohol or sedative-hypnotic withdrawal.51 Determination of the type and dose of antipsychotic medication to be used depends on multiple factors, including the patient's age, route of medication administration, degree of agitation, clinical setting, and risk of adverse effects.33 Regardless of which antipsychotic or dose is used, it is imperative to monitor patients closely for response and adverse effects. Once the delirium has cleared, a gradual tapering off of the antipsychotic medication should be initiatied.

Typical antipsychotics. Historically, the high-potency typical antipsychotic haloperidol is the medication most often chosen for the symptomatic management of delirium.53,54 It has the desirable characteristics of being virtually devoid of anticholinergic effects, hypotensive properties, cardiotoxicity, and respiratory suppression. In addition, haloperidol may be administered orally, intramuscularly, or intravenously, although the intravenous route is not approved by the FDA.

Intravenous haloperidol is twice as potent as oral haloperidol.55 Despite this increased potency, intravenous haloperidol is associated with few of the extrapyramidal adverse effects that often complicate the use of oral or intramuscular haloperidol.56 Haloperidol's safety and effectiveness, even in very large doses, in seriously ill patients with delirium of varied causes is well represented in the literature.57-59The low-potency typical antipsychotics, such as chlorpromazine, are associated with hypotension and anticholinergic adverse effects, which make them suboptimal in the treatment of delirium. Atypical antipsychotics. The atypical antipsychotics have also been used to manage the psychiatric symptoms of delirium.60-64 The improved neurological tolerability of atypical antipsychotics led to their increased use across disciplines and diagnoses. A review of the literature by Schwartz and Masand65suggests that the atypical antipsychotics are effective and well tolerated in the treatment of patients with delirium. However, this conclusion was recognized by the authors to be limited by the fact that the literature to date consists mostly of case reports, small case series, and a few open-label prospective trials

Benzodiazepines. Management of alcohol-withdrawal and sedative-hypnotic-withdrawal delirium states requires the use of benzodiazepines.69 Delirium associated with seizure activity is also appropriately managed with benzodiazepines. In addition, benzodiazepines may augment the effects of high-potency typical antipsychotics in patients with severe refractory delirium, thereby reducing the total dose of antipsychotic required and improving tolerability.70 Lorazepam has several advantages over other benzodiazepines in the ED setting in that it has a rapid onset of action, a short duration of action, and a lack of active metabolites.
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1. Dementia is progressive deterioration in intellectual function and other cognitive skills, leading to a decline in the ability to perform activities of daily living. Diagnosis is by history and physical examination. Potentially reversible causes of cognitive impairment (eg, drugs, delirium, depression) should be excluded. Treatment is with general measures and usually a cholinesterase inhibitor, memantine, or both. Dementia is characterized by cognitive decline and a normal sensorium (ie, delirium is absent). The prevalence of dementia doubles every 5 yr after age 60 until about age 90. Dementia affects only 1% of people aged 60 to 64 but 30 to 50% of those > 85. In the US, about 4 to 5 million people are affected. Dementia is the leading cause of institutionalization among the elderly; prevalence among elderly nursing home residents is estimated to be 60 to 80%.
Dementia differs from age-related memory loss, which is much milder, is not substantially progressive, and does not significantly impair function. In people with age-related memory loss, cognitive performance is essentially unimpaired, but they may require extra time and encouragement. They learn new information and recall previously learned information but do so less efficiently. Daily functioning remains unaffected. People with this condition are often more concerned about it than are family members; reassurance and coping strategies are helpful. In mild cognitive impairment, memory or another aspect of cognition is impaired (not merely slowed) but not severely enough to interfere with daily functioning. Up to 50% of patients with mild cognitive impairment that affects memory develop dementia within 3 yr. Currently, there is no clear way to predict which patients will develop dementia.
2. Symptoms can be divided into mild (early), moderate, and severe (late). Personality and behavior changes may develop during any stage. Depression affects up to 40% of patients with dementia, usually when dementia is mild or moderate, and may cause vegetative symptoms (eg, withdrawal, anorexia, weight loss, insomnia). Depression can aggravate disability in dementia; distinguishing between cause and effect is often difficult. Many people who develop dementia lose weight before other symptoms appear. Some experts hypothesize that weight loss may result from impairment of appetite or metabolic control centers in the brain. Motor and other focal neurologic deficits occur at different stages, depending on the type of dementia; they occur early in vascular dementia and late in Alzheimer's disease. The incidence of seizures increases throughout the course of dementia. Psychosis (hallucinations, delusions, or paranoia) occurs in about 25% of patients with dementia. Mild dementia: Short-term memory is impaired, as is language function, especially word finding. Aphasia (impaired ability to comprehend or use language), agnosia (impaired ability to identify objects despite intact sensory function), and apraxia (impaired ability to perform previously learned motor activities despite intact motor function) can develop. Executive function (eg, ability to plan, organize, and sequence) is impaired. Apathy is common. As a result, patients function less well. Patients may forget the name of a recent dinner guest or get lost on the way to the store. They may have progressive difficulty with formerly mastered complex activities (eg, driving) and moderately complex daily activities (instrumental activities of daily living; eg, handling finances, preparing meals, housekeeping). Patients are less likely to take the initiative. They have difficulty following directions. Emotional lability is common. Patients may be irritable, hostile, and agitated. Although mild dementia may not compromise sociability, family members may report that patients are not acting like themselves or are doing uncharacteristic things (eg, a miserly widower gives thousands of dollars to a questionable charity). Poor judgment is common. Patients with mild dementia can usually compensate reasonably well and follow established routines at home. Difficulty often results from disruption of routine or a change in surroundings. For example, an elderly parent who visits a child's unfamiliar home may become disoriented or manifest behavioral symptoms and functional disability, which do not occur in more familiar surroundings. Moderate dementia: The ability to perform simple daily activities (basic activities of daily living; eg, bathing, dressing, toileting) becomes impaired. Patients cannot learn new information. Normal environmental and social cues for time and place do not register, increasing disorientation. Because patients cannot effectively use these cues, they may become lost even in familiar surroundings (eg, they cannot find their bedroom or bathroom). Patients remain ambulatory but are at increased risk of falls and accidents due to confusion and poor judgment. Personality changes may progress. Patients may become irritable, anxious, self-centered, inflexible, or angry more easily, or they may become more passive, with a flat affect, depression, indecisiveness, lack of spontaneity, or general withdrawal from social situations. Psychotic symptoms may occur. Significant paranoia (eg, specific, often persecutory delusions; generalized suspicion) occurs in about 25% of patients. The most common delusions are beliefs that people are stealing and that a spouse is unfaithful. One particularly poignant delusion results from loss of self-recognition in mirrors; some patients with this delusion worry that strangers have entered the home, but others enjoy the "visitor's" company. Patients often misidentify other people at this point (eg, thinking their husband is their father or their daughter is their wife). Behavior disorders may develop. Wandering can be a significant problem, particularly if patients are trying to return to familiar surroundings that no longer exist. Patients may become physically aggressive or agitated or act in sexually inappropriate ways. Sleep patterns are often disorganized. Severe: Eventually, patients cannot perform the most basic activities (eg, eating, walking) and become totally dependent on other people. Memory for recent and remote events is completely lost, and patients may be unable to recognize even close family members. The ability to walk is variably affected in different dementias but is usually lost in the late stages; patients may become unable to move even while in bed. Patients may become incontinent. Reflex motor function (eg, ability to swallow) is lost, putting patients at risk of dehydration, undernutrition, and aspiration (which increases risk of pneumonia). The combination of immobility and undernutrition increases risk of pressure ulcers. Eventually, patients become mute. Total functional dependence usually requires that patients be placed in a nursing home or that similar support be implemented in the home. Conscientious nursing care may delay complications (eg, dehydration, undernutrition, aspiration, pressure ulcers). Because many patients cannot describe symptoms to a physician and because elderly patients often have no febrile or leukocytic response to infection, health care practitioners must rely on experience and acumen to detect infections whenever patients appear ill. End-stage dementia results in coma and death, usually due to infection originating in the respiratory tract, skin, or urinary tract. Dementia should be distinguished from cognitive changes due to depression (so-called dementia of depression), which resolves when depression is treated. If patients have dementia and depression, cognitive deficits persist after mood improves. Depressed elderly patients may experience cognitive decline, but unlike patients with dementia, they tend to exaggerate their memory loss and rarely forget important current events or personal matters. Decline is usually more gradual than that in dementia. Neurologic examination is normal except for signs of psychomotor slowing. When tested, patients with depression make little effort to respond, but those with dementia often try hard but respond incorrectly. Every elderly patient with a cognitive problem should be evaluated with a full mood assessment, including a symptom review (using the SIG E CAPS [Sleep, Interest, Guilt, Energy, Concentration, Appetite, Psychomotor, Suicide] evaluation) and a standardized instrument such as the Geriatric Depression Scale short form.
3. Drugs: Eliminating or limiting drugs with CNS activity often improves function. Sedating and anticholinergic drugs, which tend to worsen dementia, should be avoided. The cholinesterase inhibitors donepezil, rivastigmine, and galantamine are somewhat effective in delaying the progression of Alzheimer's disease and dementia with Lewy bodies and may be useful in other forms of dementia. These drugs inhibit acetylcholinesterase, increasing the acetylcholine level in the brain. Memantine, an NMDA (N-methyl-D-aspartate) antagonist, may help defer progression of moderate to severe dementia and can be used with a cholinesterase inhibitor.
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1. Mania, also known as manic syndrome, is a state of abnormally elevated arousal, affect, and energy level, or "a state of heightened overall activation with enhanced affective expression together with lability of affect."[1] Although mania is often conceived as a "mirror image" to depression, the heightened mood can be either euphoric or irritable; indeed, as the mania intensifies, irritability can be more pronounced and result in violence, or anxiety.

The symptoms of mania include heightened mood (either euphoric or irritable); flight of ideas and pressure of speech; and increased energy, decreased need for sleep, and hyperactivity. They are most plainly evident in fully developed hypomanic states; in full-blown mania, however, they undergo progressively severe exacerbations and become more and more obscured by other signs and symptoms, such as delusions and fragmentation of behavior.

2. A variety of symptoms are possible during a manic episode. At least three of the following symptoms need to be present before the diagnosis can be made: 
· an inflated, expansive, grandiose (and possibly delusional) sense of self 

· reduced sleep needs compared to normal

· pressured speech (talking so fast the words don't have time to get out the mouth) 

· subjective sensation of racing thoughts (often called a "flight of ideas")

· distraction or derailment of thought occurring significantly more often than normal

· an increase in goal-directed activity (purposeful behavior), or physical agitation 

· a marked increase in participation in risky but pleasurable behavior (such as unprotected sex, gambling, unrestrained shopping, etc.) 

Manic episodes typically do not come on all at once. Rather, there is a progression of manic symptoms that occurs over a period of time. During an early manic phase of a bipolar condition, a person may become highly energetic, have a million ideas, become very talkative, stay up all night, feel sexually and generally potent, and become very productive. As the manic episode progresses and gains in strength, manic individuals tend to lose their inhibitions and whatever judgment they might normally have, and pursue one or more ill-advised and risky, but immediately pleasurable courses of behavior. Severely manic people may become sexually promiscuous, for instance, leading their becoming pregnant (or impregnating someone else) or becoming infected with a sexually transmitted disease. They may spend impulsively on shopping, travel, gambling, or drugs, causing massive credit card debts, and leaving a trail of bounced checks and large cash withdrawals from the ATM in their wake. In their enthusiasm to socialize, manic people may chatter on and on about things that are inappropriate to share with strangers, (e.g. personal beliefs, sexual experiences, etc.) They may also display inappropriate anger, or agitation, and even lash out and become violent in some cases. For example, a manic individual in a bar might pick a fight with little provocation. In the most severe cases of mania, hallucinations, delusions, and outright psychosis occur, further complicating the situation. The inappropriate and out-of-control behavior characteristic of people experiencing a manic episode makes the costs associated with mania sometimes devastatingly high.
DSM-IV diagnostic criteria for manic episode
A. A distinct period of abnormally and persistent elevated, expansive, or irritable mood, lasting at least 1 week (or any duration if hospitalization is necessary)
B. During the period of mood disturbance, three (or more) of the following symptoms have persisted (four if the mood is only irritable) and have been present to a significant degree:
1. Inflated self-esteem or grandiosity

2. Decreased need for sleep (e.g., feels rested after only 3 hours of sleep)

3. More talkative than usual or pressure to keep talking

4. Flight of ideas or subjective experience that thoughts are racing

5. Distractibility (i.e., attention too easily drawn to unimportant or irrelevant external stimuli)

6. Increase in goal-directed activity (either socially, at work or school, or sexually) or psychomotor agitation

7. Excessive involvement in pleasurable activities that have a high potential for painful consequences (e.g., engaging in unrestrained buying sprees, sexual indiscretions, or foolish business investments)

C. The symptoms do not meet criteria for a mixed episode.
D. The mood disturbance is sufficiently severe to cause marked impairment in
occupational functioning or in usual social activities or relationships with others, or to
necessitate hospitalization to prevent harm to self or others, or there are psychotic
features.
E. The symptoms are not due to the direct physiological effects of a substance (e.g., a drug of abuse, a medication, or other treatment) or a general medical condition (e.g., hyperthyroidism).
Note: Manic episodes that are clearly caused by somatic antidepressant treatment (e.g., medication, electroconvulsive therapy, light therapy) should not count toward a diagnosis of bipolar I disorder.
3. Before beginning treatment for mania, careful differential diagnosis must be performed to rule out secondary causes.

The acute treatment of a manic episode of bipolar disorder involves the utilization of either a mood stabilizer (valproate, lithium, or carbamazepine) or an atypical antipsychotic (olanzapine, quetiapine, risperidone, or aripiprazole). Although hypomanic episodes may respond to a mood stabilizer alone, full-blown episodes are treated with an atypical antipsychotic (often in conjunction with a mood stabilizer, as these tend to produce the most rapid improvement). 

When the manic behaviours have gone, long-term treatment then focuses on prophylactic treatment to try to stabilize the patient's mood, typically through a combination of pharmacotherapy and psychotherapy. The likelihood of having a relapse is very high for those who have experienced two or more episodes of mania or depression. While medication for bipolar disorder is important to manage symptoms of mania and depression, studies show relying on medications alone is not the most effective method of treatment. Medication is most effective when used in combination with other bipolar disorder treatments, including psychotherapy, self-help coping strategies, and healthy lifestyle choices. 

Lithium is the classic mood stabilizer to prevent further manic and depressive episodes. A systematic review found that long term lithium treatment substantially reduces the risk of bipolar manic relapse, by 42%. Anticonvulsants such as valproate, oxcarbazepine and carbamazepine are also used for prophylaxis. More recent drug solutions include lamotrigine, which is another anticonvulsant. Clonazepam (Klonopin) is also used. Sometimes atypical antipsychotics are used in combination with the previous mentioned medications as well, including olanzapine (Zyprexa) which helps treat hallucinations or delusions, Asenapine (Saphris, Sycrest), aripiprazole(Abilify), risperidone, ziprasidone, and clozapine which is often used for people who do not respond to lithium or anticonvulsants.

Verapamil, a calcium-channel blocker, is useful in the treatment of hypomania and in those cases where lithium and mood stabilizers are contraindicated or ineffective. Verapamil is effective for both short-term and long-term treatment. 

Antidepressant monotherapy is not recommended for the treatment of depression in patients with bipolar disorders I or II, and no benefit has been demonstrated by combining antidepressants with mood stabilizers in these patients
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The answer:
1. Schizophrenia is a brain disease that interferes with normal brain functioning. It causes affected people to exhibit odd and often highly irrational or disorganized behavior. Because the brain is the organ in the body where thinking, feeling and understanding of the world takes place (where consciousness exists), a brain disease like schizophrenia alters thinking, feeling, understanding and consciousness itself in affected persons, changing their lives for the worse. People affected with schizophrenia have difficulty thinking coherently, interacting with others normally, carrying out responsibilities and expressing emotions appropriately. Even simple everyday tasks like personal hygiene can become unmanageable and neglected. The disease can thus impact every aspect of affected people's work, family, and social life. Though not affected directly, family members also frequently become distressed and overwhelmed by the difficulties involved in providing care and in coming to terms with the transformation of their loved one into a patient with a serious chronic illness. 
2. DSM-IV subtypes of schizophrenia
	Subtype
	Criteria
	Associated features

	Paranoid
 
	 

A. Preoccupation with one or more delusions or frequent
auditory hallucinations
B. None of the following is prominent: disorganized speech, dis
organized or catatonic behavior, or flat or inappropriate affect

	Often associated with unfocused anger, anxiety, argumentativeness, or violence 
Stilted, formal quality or extreme intensity of interpersonalinteractions may be seen
 

	Catatonic
	The clinical picture is dominated by at least two of the following:
A. Motoric immobility as evidenced by catalepsy or stupor
B. Excessive motor activity (that is apparently purposeless and not influenced by extreme stimuli)
C. Extreme negativism (an apparently motiveless resistance to all instructions or maintenance of a rigid posture against attempts to be moved) or mutism
D. Peculiarities of voluntary movements as evidenced by posturing, stereotyped movements, prominent mannerisms, or prominent grimacing
E. Echolalia or echopraxia
 
	Marked psychomotor disturbance present (stupor of agitation), and unusual motor disturbances may be present
May need medical supervision due to malnutrition, exhaustion, hyperpyrexia, or self-injury
Interviewing patient while he or she is under the influence of amobarbital sodium ("Amytal interview") may be helpful diagnostically
 

	Disorganized  
	A. All of the following are prominent:
1. Disorganized speech
2. Disorganized behavior
3. Flat or inappropriate affect
B. Does not meet criteria for catatonic type
 
	Silly and childlike behavior is common
Associated with extreme social impairment, poor premorbid functioning, and poor long-term functioning
 

	Undifferentiated
 
	Symptoms meeting criterion Aa are present, but the criteria are not met for paranoid, catatonic, or disorganized types
 
	Probably the most common presentation in clinical practice
 

	Residual
 
	A. Absence of prominent delusions, hallucinations, dis organized speech, and grossly disorganized or catatonic behavior
B. There is continuing evidence of the disturbance as indicated by the presence of negative symptoms or two or more symptoms listed in criterion A for schizophrenia present in an attenuated form
 
	Active-phase symptoms (i.e., psychotic symptoms) are not present, but patient still exhibits emotional blunting, eccentric behavior, illogical thinking, and mild loosening of associations
 


Paranoid Type. Paranoid schizophrenia is characterized by prominent delusions and (usually auditory) hallucinations that wax and wane across recurrent psychotic episodes. Multiple delusions may be present but generally all will share a coherent theme (e.g., delusions may be persecutory or grandiose, or religious in nature, etc.) There may be command hallucinations that drive patients to complete odd or bizarre goals. Affected individuals tend to be anxious, frightened, angry, aloof, and argumentative; they may have a superior and patronizing manner and formal or extremely intense interpersonal interactions. The combination of delusions and anger can lead to violence towards self and/or others, although this is not a common occurrence (See Stigma and Violence, above). Individuals newly diagnosed with paranoid schizophrenia tend to show little to no impairment on brain scans and psychologically tests. Provided they receive prompt proper medical treatment, their prognosis can be good. Some substantial number of individuals with paranoid schizophrenia are able to work (although not in high-stress occupations) and retain the capacity for independent living. 
Disorganized Type (Hebephrenic). The characteristics of this type of schizophrenia are disorganized speech, and flat or inappropriate affect. Historically, this type was called "hebephrenic". Disorganized speech may include silliness and laughter that are unrelated to the topic of conversation. Disorganized behaviors limit these patients' ability to sustain goal-oriented activities, often including personal hygiene. People with this type of schizophrenia typically score poorly on a variety of neuropsychological and cognitive tests and show more signs of brain damage on brain scans. This subtype also tends to strike earlier in life rather than later, and then to sustain a continuous, unremitting course. Catatonic Type. Catatonic schizophrenia patients demonstrate disturbed movement, somatic (body) and language symptoms. They sometimes strike odd (and probably uncomfortable) poses, and then hold those poses for hours. They may be mute during these episodes, refusing to speak, and/or make odd facial expressions. They may resist attempts to change their positions. At other times they may move about quite freely, demonstrating seemingly purposeless and undirected motor activity, or imitating other people's movements. When not mute, they may speak by echoing phrases that others have spoken to them. Whether out of neglect or excitement, patients may end up harming themselves (e.g., through malnutrition, exhaustion, hyperpyrexia, or self-inflicted injury). Undifferentiated Type. This classification is used when patients display definite positive and negative symptoms of schizophrenia, but none of their symptoms dominates their presentation, allowing their classification into either paranoid, disorganized, or catatonic categories. 
Residual Type. This type of schizophrenia is diagnosed in patients who have had prior psychotic episodes (one or more) warranting the diagnosis of schizophrenia, but who also do not currently display strong positive symptoms (e.g., hallucinations, delusions). Mild disorganized speech, eccentric behavior, flat affect, or poverty of speech may be present, however. The residual state may be sustained for years, or patients may end up with new episodes of psychosis.
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The answer:
1. Schizophrenia is a brain disease that interferes with normal brain functioning. It causes affected people to exhibit odd and often highly irrational or disorganized behavior. Because the brain is the organ in the body where thinking, feeling and understanding of the world takes place (where consciousness exists), a brain disease like schizophrenia alters thinking, feeling, understanding and consciousness itself in affected persons, changing their lives for the worse. People affected with schizophrenia have difficulty thinking coherently, interacting with others normally, carrying out responsibilities and expressing emotions appropriately. Even simple everyday tasks like personal hygiene can become unmanageable and neglected. The disease can thus impact every aspect of affected people's work, family, and social life. Though not affected directly, family members also frequently become distressed and overwhelmed by the difficulties involved in providing care and in coming to terms with the transformation of their loved one into a patient with a serious chronic illness. 
2. Typical stages of schizophrenia

	Stage
	Typical features

	Prodromal

	lnsidious onset over months or years; subtle behavior changes including social vithdrawal, work impairment, inappropriate affect, avolition, and strange ideation.

	Active phase

	Psychotic symptoms develop including hallucinations, delusions, or (disorganized speech and behavior. These florid symptoms are alarming and lead to medical intervention. Acute-phase symptoms may reemerge during the residual phase ("acute exacerbation").


	Residual phase
	Active-phase symptoms are absent or no longer prominent. There is role impairment, negative symptoms, or attenuated positive symptoms


3. Although there is no cure for schizophrenia, it is successfully treatable with a combination of antipsychotic medications and supportive counseling. Though both therapy modalities are important, medication is the more important means of therapy; the only therapy that can effectively reduce acute symptoms. Psychosocial therapies delivered in isolation from antipsychotic medicine will not help schizophrenic patients all that much. 

The efficacy of antipsychotic drugs is well-established. These medications can make symptoms milder, shorten the course of an episode, and increase the time between psychotic episodes. These drugs are not perfect tools, however. Studies show that while approximately 70% of patients improve while on these drugs, about 25% show only minimal improvement and about 5% actually deteriorate. 

Antipsychotic or neuroleptic medications affect brain chemicals called neurotransmitters that enable communication between the nerve cells making up the brain. Schizophrenia symptoms (at least positive ones) appear to result from problems with multiple neurotransmitter systems, including dopamine, serotonin and glutamate, and the antipsychotic medicines appear to correct or minimize these problems (see "Evidence That Schizophrenia is a Brain Disease" above).

Although antipsychotic medications are effective in treating schizophrenia, not all medications are equal, and there is no single best treatment protocol. Different patients respond best to different types and dosages of medicine. The potential for side effects must be factored in too, as antipsychotic medicines have numerous side effects (some quite serious in nature - see discussion below). Medicine and dosage must be individually determined and balanced for each patient being treated. These kinds of medication determinations take time to get right and can only be made by a psychiatrist or allied medical professional working under the supervision of a psychiatrist. An antipsychotic medication can take weeks or even months to start working at full strength, so patience on the part of the clinician and patient is required. 

Typical and Atypical Medicine Generations 

Antipsychotics are divided into two categories: first-generation, also known as "typical" drugs, and second-generation, also known as "atypical" drugs and dopamine partial agonists. Typical antipsychotics are so-called because they were the first family of drugs discovered to have antipsychotic properties. Some examples of "typical" antipsychotic medications are: chlorpromazine, fluphenazine, haloperidol, molindone, thiothixene, thoridazine, trifluoperazine, and loxapine. Atypical antipsychotic drugs were developed later on and named to distinguish them from the earlier drugs. Some examples of "atypical" antipsychotic medications include: clozapine, olanzapine, risperidone, quetiapine, ziprasidone, and aripiprazole. The distinction in these drug category names also reflects differences in how they were thought to work. Typical medications were originally thought to work primarily by affecting dopamine, while atypical drugs were thought to work through other neurotransmitter systems. Recent research suggests that all of these drugs mainly affect dopamine systems, however. 
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The answer:
1. Schizophrenia is a brain disease that interferes with normal brain functioning. It causes affected people to exhibit odd and often highly irrational or disorganized behavior. Because the brain is the organ in the body where thinking, feeling and understanding of the world takes place (where consciousness exists), a brain disease like schizophrenia alters thinking, feeling, understanding and consciousness itself in affected persons, changing their lives for the worse. People affected with schizophrenia have difficulty thinking coherently, interacting with others normally, carrying out responsibilities and expressing emotions appropriately. Even simple everyday tasks like personal hygiene can become unmanageable and neglected. The disease can thus impact every aspect of affected people's work, family, and social life. Though not affected directly, family members also frequently become distressed and overwhelmed by the difficulties involved in providing care and in coming to terms with the transformation of their loved one into a patient with a serious chronic illness. 

2. Negative Symptoms: Affective Flattening, Alogia, and Avolition 

"Affect" refers to emotional expression. Affective flattening, distinguished by a restricted range of expressed emotions, is a fairly common negative symptom among some schizophrenia patients. Patients with affective flattening show relatively immobile and unresponsive facial expressions, often accompanied by poor eye contact and little body language or movement. 

Alogia refers to difficulty with speaking. In some schizophrenic patients, alogia manifests as reduced total speech output, and reduced verbal fluency (the ease with which words are chosen). Patients displaying alogia struggle to give brief answers to questions, for example. 

Avolition describes a loss of motivation; the will or desire to participate in activities or to do things. Some schizophrenic patients show avolition in that they will sit still for long periods of time, seemingly indifferent to their surroundings, and without displaying any interest in work or social activities. In extreme cases, this behavior becomes catatonia (as described above).

3. Although there is no cure for schizophrenia, it is successfully treatable with a combination of antipsychotic medications and supportive counseling. Though both therapy modalities are important, medication is the more important means of therapy; the only therapy that can effectively reduce acute symptoms. Psychosocial therapies delivered in isolation from antipsychotic medicine will not help schizophrenic patients all that much. 

The efficacy of antipsychotic drugs is well-established. These medications can make symptoms milder, shorten the course of an episode, and increase the time between psychotic episodes. These drugs are not perfect tools, however. Studies show that while approximately 70% of patients improve while on these drugs, about 25% show only minimal improvement and about 5% actually deteriorate. 

Antipsychotic or neuroleptic medications affect brain chemicals called neurotransmitters that enable communication between the nerve cells making up the brain. Schizophrenia symptoms (at least positive ones) appear to result from problems with multiple neurotransmitter systems, including dopamine, serotonin and glutamate, and the antipsychotic medicines appear to correct or minimize these problems (see "Evidence That Schizophrenia is a Brain Disease" above).

Although antipsychotic medications are effective in treating schizophrenia, not all medications are equal, and there is no single best treatment protocol. Different patients respond best to different types and dosages of medicine. The potential for side effects must be factored in too, as antipsychotic medicines have numerous side effects (some quite serious in nature - see discussion below). Medicine and dosage must be individually determined and balanced for each patient being treated. These kinds of medication determinations take time to get right and can only be made by a psychiatrist or allied medical professional working under the supervision of a psychiatrist. An antipsychotic medication can take weeks or even months to start working at full strength, so patience on the part of the clinician and patient is required. 

Typical and Atypical Medicine Generations 

Antipsychotics are divided into two categories: first-generation, also known as "typical" drugs, and second-generation, also known as "atypical" drugs and dopamine partial agonists. Typical antipsychotics are so-called because they were the first family of drugs discovered to have antipsychotic properties. Some examples of "typical" antipsychotic medications are: chlorpromazine, fluphenazine, haloperidol, molindone, thiothixene, thoridazine, trifluoperazine, and loxapine. Atypical antipsychotic drugs were developed later on and named to distinguish them from the earlier drugs. Some examples of "atypical" antipsychotic medications include: clozapine, olanzapine, risperidone, quetiapine, ziprasidone, and aripiprazole. The distinction in these drug category names also reflects differences in how they were thought to work. Typical medications were originally thought to work primarily by affecting dopamine, while atypical drugs were thought to work through other neurotransmitter systems. Recent research suggests that all of these drugs mainly affect dopamine systems, however. 
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The answer:
1. Schizophrenia is a brain disease that interferes with normal brain functioning. It causes affected people to exhibit odd and often highly irrational or disorganized behavior. Because the brain is the organ in the body where thinking, feeling and understanding of the world takes place (where consciousness exists), a brain disease like schizophrenia alters thinking, feeling, understanding and consciousness itself in affected persons, changing their lives for the worse. People affected with schizophrenia have difficulty thinking coherently, interacting with others normally, carrying out responsibilities and expressing emotions appropriately. Even simple everyday tasks like personal hygiene can become unmanageable and neglected. The disease can thus impact every aspect of affected people's work, family, and social life. Though not affected directly, family members also frequently become distressed and overwhelmed by the difficulties involved in providing care and in coming to terms with the transformation of their loved one into a patient with a serious chronic illness.
2. Positive Symptoms: The Disorganized Dimension 

Disorganized thinking becomes apparent in patients' speech patterns as schizophrenia progresses. Affected people lose their train of thought during conversations, make loose associations of topics (tangentially jumping from one topic to another apparently at random, or on the barest of associations), and give answers to unrelated questions. Speech may be highly circumstantial, meaning that affected people may speak continuously, providing numerous irrelevant details and never getting to the point. Occasionally, speech is so disorganized that it becomes a completely jumbled "word salad" devoid of discernible meaning despite being full of words. 
Disorganized behavior may range from simple problems sustaining goal-directed self-care behaviors such as personal hygiene to unpredictable and bizarre socially inappropriate outbursts. For example, people may not dress according to the weather, (i.e., they may wear a heavy coat in the middle of summer), they may wear odd or inappropriate makeup, they may shout at people for no apparent reason, or they may mutter to themselves continuously, etc. They may even strip off their clothing and run naked through the streets, while chewing on road kill. Most anything is possible.

Catatonic motor behaviors are a type of disturbed behavior (and a negative as opposed to a positive symptom) that sometimes occurs when schizophrenia goes untreated. In catatonia, peoples' reaction to their surroundings becomes remarkably decreased. They may assume a rigid, uncomfortable looking posture and then not move for hours or days, resisting efforts to move them. Catatonic patients may also display "waxy flexibility", meaning that they allow themselves to be moved into new positions, but do not move on their own. Most of the time, this is not an act or a show but rather a genuine and unpremeditated symptom of the illness that patients cannot help. Catatonia is observed with less frequency today than in past years due to advances in treating schizophrenia. 

 3. Although there is no cure for schizophrenia, it is successfully treatable with a combination of antipsychotic medications and supportive counseling. Though both therapy modalities are important, medication is the more important means of therapy; the only therapy that can effectively reduce acute symptoms. Psychosocial therapies delivered in isolation from antipsychotic medicine will not help schizophrenic patients all that much. 

The efficacy of antipsychotic drugs is well-established. These medications can make symptoms milder, shorten the course of an episode, and increase the time between psychotic episodes. These drugs are not perfect tools, however. Studies show that while approximately 70% of patients improve while on these drugs, about 25% show only minimal improvement and about 5% actually deteriorate. 

Antipsychotic or neuroleptic medications affect brain chemicals called neurotransmitters that enable communication between the nerve cells making up the brain. Schizophrenia symptoms (at least positive ones) appear to result from problems with multiple neurotransmitter systems, including dopamine, serotonin and glutamate, and the antipsychotic medicines appear to correct or minimize these problems (see "Evidence That Schizophrenia is a Brain Disease" above).

Although antipsychotic medications are effective in treating schizophrenia, not all medications are equal, and there is no single best treatment protocol. Different patients respond best to different types and dosages of medicine. The potential for side effects must be factored in too, as antipsychotic medicines have numerous side effects (some quite serious in nature - see discussion below). Medicine and dosage must be individually determined and balanced for each patient being treated. These kinds of medication determinations take time to get right and can only be made by a psychiatrist or allied medical professional working under the supervision of a psychiatrist. An antipsychotic medication can take weeks or even months to start working at full strength, so patience on the part of the clinician and patient is required. 

Typical and Atypical Medicine Generations 

Antipsychotics are divided into two categories: first-generation, also known as "typical" drugs, and second-generation, also known as "atypical" drugs and dopamine partial agonists. Typical antipsychotics are so-called because they were the first family of drugs discovered to have antipsychotic properties. Some examples of "typical" antipsychotic medications are: chlorpromazine, fluphenazine, haloperidol, molindone, thiothixene, thoridazine, trifluoperazine, and loxapine. Atypical antipsychotic drugs were developed later on and named to distinguish them from the earlier drugs. Some examples of "atypical" antipsychotic medications include: clozapine, olanzapine, risperidone, quetiapine, ziprasidone, and aripiprazole. The distinction in these drug category names also reflects differences in how they were thought to work. Typical medications were originally thought to work primarily by affecting dopamine, while atypical drugs were thought to work through other neurotransmitter systems. Recent research suggests that all of these drugs mainly affect dopamine systems, however. 
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The answer:
1. Schizophrenia is a brain disease that interferes with normal brain functioning. It causes affected people to exhibit odd and often highly irrational or disorganized behavior. Because the brain is the organ in the body where thinking, feeling and understanding of the world takes place (where consciousness exists), a brain disease like schizophrenia alters thinking, feeling, understanding and consciousness itself in affected persons, changing their lives for the worse. People affected with schizophrenia have difficulty thinking coherently, interacting with others normally, carrying out responsibilities and expressing emotions appropriately. Even simple everyday tasks like personal hygiene can become unmanageable and neglected. The disease can thus impact every aspect of affected people's work, family, and social life. Though not affected directly, family members also frequently become distressed and overwhelmed by the difficulties involved in providing care and in coming to terms with the transformation of their loved one into a patient with a serious chronic illness.
2. Catatonic Type. Catatonic schizophrenia patients demonstrate disturbed movement, somatic (body) and language symptoms. They sometimes strike odd (and probably uncomfortable) poses, and then hold those poses for hours. They may be mute during these episodes, refusing to speak, and/or make odd facial expressions. They may resist attempts to change their positions. At other times they may move about quite freely, demonstrating seemingly purposeless and undirected motor activity, or imitating other people's movements. When not mute, they may speak by echoing phrases that others have spoken to them. Whether out of neglect or excitement, patients may end up harming themselves (e.g., through malnutrition, exhaustion, hyperpyrexia, or self-inflicted injury).

3.Schizophrenia is a condition that lasts throughout life, although the catatonic symptoms may not persist. Patients with schizophrenia require treatment on a permanent basis; even when symptoms seem to have disappeared and the patient believes they are better. Treatment is essentially the same for all forms of schizophrenia. 

Methods vary depending on a number of factors, including the severity and types of symptoms, the health of the patient, and their age.

Medications. Benzodiazepines - this class of drugs act as tranquilizers and are most commonly used for catatonic schizophrenia. The drug is fast acting and may be administered intravenously (injected into a vein). There is a risk of dependency if used for a long time. The patient may have to take this medication for several days or weeks.

Barbiturates - these drugs are referred to as depressants or sedatives. They suppress the central nervous system. Their effects range from mild sedation to total anesthesia. Barbiturates rapidly relieve the symptoms of catatonia. If used for a long time, there is a risk of dependency. This drug is used to treat catatonic schizophrenia less often than barbiturates.

Antidepressants and mood-stabilizing drugs - people with catatonic schizophrenia often have other mental health problems, such as depression.

Other treatments. ECT (electroconvulsive therapy) - this is a procedure in which an electric current is sent through the brain to produce controlled seizures (convulsions). ECT is used for catatonic patients who have not responded to medications or other treatments. Side effects can include short-term memory loss. 

Hospitalization - this may be necessary during severe episodes. Patients are safer in a hospital setting; they are more likely to get proper nutrition, sleep, and hygiene, as well as the right treatment. 

Psychotherapy - for patients with catatonic schizophrenia, medications are the main part of treatment; however, psychotherapy can be useful, but if symptoms are severe, psychotherapy may not be appropriate. 

Social and vocational skills training - this may help the patient live independently - a vital part of recovery for the patient. The therapist can help the patient learn good hygiene, prepare nutritional meals, and have better communication. There may also be support in finding work, housing, and joining self-help groups. 

Compliance (adherence) - compliance or adherence in medicine means taking the medication at the right times and the right doses. Unfortunately, lack of compliance is a major problem for patients with schizophrenia. Patients can stop taking their medication for long periods, significantly interfering with their lives and the lives of the people around them
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The answer:
1.Obsessive-compulsive disorder (OCD) is characterized by persistent and recurring thoughts, urges, or images (obsessions) that lead to repetitive behaviors or mental acts (compulsions). Since obsessions are experienced as intrusive and involuntary as well as undesirable and unpleasurable, they generally cause anxiety or distress. While compulsive actions are generally not experienced as pleasurable, their performance may provide relief from the distress and anxiety caused by an obsession. At the same time, however, compulsions are, like the obsessions that trigger them, uncontrollable as well as time-consuming and therefore cause distress and impairment of function. Comorbidity with anxiety, mood, and tic disorders is common. Therapy typically involves cognitive behavioral therapy (CBT) and selective serotonin reuptake inhibitors (SSRIs).
2. The etiology of OCD is multifactorial. Factors that have been associated with OCD development include:

Genetic: familial transmission (high concordance rate of 0.57 in monozygotic twins) 

Neurobiological: abnormalities in the orbitofrontal cortex, anterior cingulate cortex, and striatum
Serotonin level imbalance may play a role.

Infection: pediatric autoimmune neuropsychiatric disorder associated with streptococcal infections (PANDAS)

Psychological trauma
3. Diagnostic criteria (according to the DSM-5)

Obsessions and/or compulsions

Obsessions (e.g., thoughts about contamination, harm, or symmetry) defined by both: 

Recurrent/persistent, intrusive thoughts, or urges that cause anxiety or distress

Attempts to suppress these thoughts or urges

Compulsions (e.g., repeatedly washing hands, opening and closing a door multiple times, or rearranging objects on a desk) defined by both: 

Repetitive behaviors or mental actions (e.g., counting, repeating words) that the individual feels compelled to perform, in order to relieve anxiety brought upon by the obsessions.

These behaviors or mental actions may be performed in an attempt to prevent some perceived dreaded event, though they tend to be excessive and not connected in any realistic way to the event.

Time-consuming (E.g., ≥ 1 hour/day), or result in significant distress/impairment (school, work)

Not due to substance-use disorders or another medical condition

Not due to another mental disorder (e.g., anxiety disorders, eating disorders)

4. A combination of pharmacotherapy and psychotherapy has been proven effective in the treatment of OCD. Cognitive-behavioral therapy (CBT). Cognitive therapy techniques. Exposure therapy.
Pharmacotherapy. Antidepressants: SSRIs are the preferred treatment (e.g., sertraline, paroxetine, fluoxetine, fluvoxamine).

Alternatively, tricyclic antidepressants with serotonergic action (e.g., clomipramine)

Atypical antipsychotics (e.g., quetiapine)
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The answer:
1. Delusions represent an abnormality in content of thought. They are false beliefs that cannot be explained on the basis of the subject's cultural background. Al​though delusions are sometimes defined as fixed false beliefs, in their mildest form delusions may persist only for weeks to months, and the subject may question her beliefs or doubt them. The subject's behavior may or may not be influenced by her delusions. The assessment of the severity of individual delusions and of the global severity or delusional thinking should take into account their persistence, their complexity, the extent to which the subject acts on them, the extent to which the subject doubts them, and the extent to which the beliefs deviate from the ones that psychiatrically normal people might have.
2. Persecutory delusions. People with persecutory delusions believe that they are being conspired against or persecuted in some way. Common manifestations include the belief that one is being followed, that one's mail is being opened, that one's room or of​fice is bugged, that the telephone is tapped, or that police, government of​ficials, neighbors, or fellow workers are harassing the subject. Persecutory delusions are sometimes relatively iso​lated or fragmented, but sometimes the person has a complex system of delusions involving both a wide range of forms of persecution and a belief that there is a well-designed conspir​acy behind them: for example, that the patient's house is bugged and that she is being followed because the gov​ernment wrongly considers her a se cret agent of a foreign government. This delusion may be so complex that it explains almost everything that happens to her.

Delusions of jealousy. The patient believes that his mate is having an at-fair with someone. Miscellaneous bits of information are construed as "evi​dence." The person usually goes to great effort to prove the existence of the affair, searching for hair in the bedclothes, the odor of shaving lotion or smoke on clothing, or receipts or checks indicating a gift has been bought for the lover. Elaborate plans are often made to trap the two to​gether.

Delusions of sin or guilt. The pa​tient believes that she has committed some terrible sin or done something unforgivable. Sometimes the patient is excessively or inappropriately pre​occupied with things she did wrong as a child, such as masturbating. Some​times the patient feels responsible for causing some disastrous event, such as a fire or accident, with which she in fact has no connection. Sometimes these delusions have a religious flavor, involving the belief that the sin is un​pardonable and that the subject will suffer eternal punishment from God. Sometimes the patient simply be​lieves that she deserves punishment by society. The patient may spend a good deal of time confessing these sins to whoever will listen.

Grandiose delusions. The patient believes that he has special powers or abilities. He may think he is actually some famous person, such as a rock star, Napoleon, or Christ. He may be​lieve he is writing some definitive book, composing a great piece of music, or developing some wonderful new invention. The patient is often suspicious that someone is trying to steal his ideas, and he may become quite irritated if his abilities are doubted.

Religious delusions. The patient is preoccupied with false beliefs of a re​ligious nature. Sometimes these exist within the context of a conventional religious system, such as beliefs about the Second Coming, the Anti-Christ, or possession by the Devil. At other times, they may involve an entirely new religious system or a pastiche of beliefs from a variety of religions, par​ticularly Eastern religions, such as ideas about reincarnation or Nirvana. Religious delusions may be combined with grandiose delusions (if the sub​ject considers herself a religious leader), delusions of guilt, or delusions of being controlled. Religious delu​sions must be outside the range of be​liefs considered normal for the patient's cultural and religious back​ground.

Somatic delusions. The patient be​lieves that somehow his body is dis​eased, abnormal, or changed. For example, he may believe that his stomach or brain is rotting, that his hands have become enlarged, or that his facial features are unusual (dys-morphophobia). Sometimes somatic delusions are accompanied by tactile or other hallucinations, and when this occurs, both should be considered to be present. (For example, the patient believes that he has ball bearings roll​ing about in his head, placed there by a dentist who filled his teeth, and can actually hear them clanking against one another.)

Ideas and delusions of reference.
The patient believes that insignifi​cant remarks, statements, or events refer to her or have some special meaning for her. For example, the pa​tient walks into a room, sees people laughing, and suspects that they were just talking about her and laughing at her. Sometimes items read in the paper, heard on the radio, or seen on TV are considered to be special mes​sages to the subject. In the case of ideas of reference, the patient is suspi​cious, but recognizes that her idea may be erroneous. When the patient actu​ally believes that the statements or events refer to her, this is considered a delusion of reference.

Delusions of being controlled.   

The patient has a subjective experience that his feelings or actions are con​trolled by some outside force. The central requirement for this type of delusion is an actual strong subjective experience of being controlled. It does not include simple beliefs or ideas, such as that the subject is acting as an agent of God or that friends or parents are trying to coerce him into some​thing. Rather, the patient must de​scribe, for example, that his body has been occupied by some alien force that is making it move in peculiar ways, or that messages are being sent to his brain by radio waves and caus​ing him to experience particular feel​ings that he recognizes are not his own.

Delusions of mind reading. The pa​tient believes that people can read her mind or know her thoughts. This is different from thought broadcasting (see below) in that it is a belief with​out a percept. That is, the patient sub​jectively experiences and recognizes that others know her thoughts, but she does not think that they can be heard out loud.
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Question card #12
Topic: Personality disorders
1. Definition of Personality Disorders
2. Borderline Personality Disorder (BPD)
The answer:
1. Personality disorders (PD) are a class of mental disorders characterized by enduring maladaptive patterns of behavior, cognition, and inner experience, exhibited across many contexts and deviating from those accepted by the individual's culture. These patterns develop early, are inflexible, and are associated with significant distress or disability. The definitions may vary somewhat, according to source. Official criteria for diagnosing personality disorders are listed in the Diagnostic and Statistical Manual of Mental Disorders (DSM) and the fifth chapter of the International Classification of Diseases (ICD).

Personality, defined psychologically, is the set of enduring behavioral and mental traits that distinguish individual humans. Hence, personality disorders are defined by experiences and behaviors that differ from social norms and expectations. Those diagnosed with a personality disorder may experience difficulties in cognition, emotiveness, interpersonal functioning, or impulse control. In general, personality disorders are diagnosed in 40–60% of psychiatric patients, making them the most frequent of psychiatric diagnoses. 

Personality disorders are characterized by an enduring collection of behavioral patterns often associated with considerable personal, social, and occupational disruption. Personality disorders are also inflexible and pervasive across many situations, largely due to the fact that such behavior may be ego-syntonic (i.e. the patterns are consistent with the ego integrity of the individual) and are therefore perceived to be appropriate by that individual. This behavior can result in maladaptive coping skills and may lead to personal problems that induce extreme anxiety, distress, or depression. These behaviour patterns are typically recognized in adolescence, the beginning of adulthood or sometimes even childhood and often have a pervasive negative impact on the quality of life. 

Many issues occur with classifying a personality disorder. Because the theory and diagnosis of personality disorders occur within prevailing cultural expectations, their validity is contested by some experts on the basis of inevitable subjectivity. They argue that the theory and diagnosis of personality disorders are based strictly on social, or even sociopolitical and economic considerations.
In DSM-5, any personality disorder diagnosis must meet the following criteria:[11]
An enduring pattern of inner experience and behavior that deviates markedly from the expectations of the individual’s culture. This pattern is manifested in two (or more) of the following areas:

Cognition (i.e., ways of perceiving and interpreting self, other people, and events).

Affectivity (i.e., the range, intensity, lability, and appropriateness of emotional response).

Interpersonal functioning.

Impulse control.

The enduring pattern is inflexible and pervasive across a broad range of personal and social situations.

The enduring pattern leads to clinically significant distress or impairment in social, occupational, or other important areas of functioning.

The pattern is stable and of long duration, and its onset can be traced back at least to adolescence or early adulthood.

The enduring pattern is not better explained as a manifestation or consequence of another mental disorder.

The enduring pattern is not attributable to the physiological effects of a substance (e.g., a drug of abuse, a medication) or another medical condition (e.g., head trauma).

2. Borderline Personality Disorder (BPD) is a developmental syndrome that is superficially similar to bipolar disorder in terms of symptoms. Individuals with BPD are vulnerable to mood swings not because there are necessarily differences with their brain chemistry, but instead because they possess rather fragile, developmentally-delayed and under-developed emotional coping skills. Such people have a tendency to view relationship partners in a very high contrast, highly idealistic manner. Partners may be good or they may be bad, but they are generally not represented as possessing both qualities at once. As perceptions of a partner's actions and intentions shift in the borderline person's mind, so too do the moods of the person with BPD. 
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Question card #13
Topic: Antipsychotic drugs
1. Antipsychotic drugs
2. Side effects
3. Neuroleptic malignant syndrome 
The answer:
1. Antipsychotics are a heterogeneous group of substances used primarily to treat schizophrenia, mania, delusions, and states of agitation. The term neuroleptics was formerly used interchangeably with antipsychotics because early antipsychotic drugs induced apathy, quiescence, and reduced psychomotor activity, but newer antipsychotic drugs no longer have these effects. The antipsychotic effect of first-generation (typical) antipsychotics (lead compound: haloperidol) is based on D2 antagonism, while second-generation antipsychotics (atypical) interact with several receptors (e.g., D2, D3, D4, 5-HT). Extrapyramidal symptoms, which include acute dystonia, akathisia, and tardive dyskinesia, are the most common side effect of first-generation antipsychotics. Metabolic side effects (e.g., weight gain, insulin resistance), on the other hand, are more typical of second-generationantipsychotics. A potential side effect of both first-generation and second-generation antipsychotics is neuroleptic malignant syndrome, which presents with fever, hypertension, rigor, tremor, and psychopathological symptoms.
First-generation antipsychotics (FGA)

Mechanism of action: antagonism at the D2 receptor  

High-potency antipsychotics are dopamine-specific antagonists and have a strong antipsychotic effect even in relatively low doses.

Low-potency antipsychotics are antidopaminergic, antihistaminergic, and anticholinergic (primarily sedative).

In comparison to butyrophenones (e.g., melperone, benperidol, pipamperone), phenothiazines (e.g., chlorpromazine, levomepromazine, perphenazine) are not only sedative and antihistaminergic but may also have autonomic, anticholinergic side effects.

Second-generation antipsychotics (SGA)

Definition: substances with antipsychotic effects that have significantly fewer motor side effects and a smaller increase in prolactin levels compared to typical antipsychotics
Mechanism of action

5HT2A receptor antagonism and D2 receptor antagonism (less pronounced than that of typical antipsychotics) but also interaction with several other receptors (i.e., D3, D4, α-adrenergic, and H1 receptors)

The greater affinity to 5HT2A receptors and the reduced D2 receptor antagonism, along with the interaction with other receptors, decreases the likelihood of extrapyramidal effects.

Commonsubstances: clozapine, olanzapine, risperidone, quetiapine, amisulpride, ziprasidone, aripiprazole

2. Nonspecific side effects:
Hyperprolactinemia (Dopamine inhibits the release of prolactin via the D2 receptor and the tuberoinfundibular pathway. Therefore, dopamine antagonists increase the effects of prolactin, which may lead to galactorrhea.)

In men: gynecomastia, galactorrhea, hypogonadotropic hypogonadism (erectile dysfunction, reduced libido, infertility)

In women: galactorrhea, hypogonadotropic hypogonadism (amenorrhea, reduced libido, infertility)

Prolonged QT interval
Anticholinergic effects (e.g., dry mouth, mydriasis, constipation, and tachycardia)

Sympatholytic effect (e.g., orthostatic intolerance)

Metabolic effects (usually weight gain, occasionally loss of appetite and weight loss)

Hypothermia/hyperthermia: fluphenazine may disrupt thermoregulation; patients receiving antipsychotics should avoid extreme temperatures

Extrapyramidal symptoms (EPS)

All antipsychotics that interact with the D2 receptor may cause EPS, but the probability of this side effect is significantly higher with high-potencyantipsychotics. 

First-generation high-potency antipsychotics: D2 antagonism → EPS
Second-generation antipsychotics: weaker D2 antagonism → less frequently EPS
Metoclopramide, although not an antipsychotic, may also cause extrapyramidal symptoms.

Treatment 

In case of EPS (or in case of patient wish if longterm antipsyochotic therapy is likely), a typical antipsychotic can be replaced with an atypical (2ndgeneration) antipsychotic

In case of severe dyskinesia, tetrabenazine can be given

3. Neuroleptic malignant syndrome (NMS)

Description: life-threatening neurological disorder usually associated with antipsychotics

Etiology: Reaction to antipsychotic drugs (especially high-potency antipsychotics such as haloperidol), other agents that affect the CNS (e.g. carbamazepine, lithium, venlafaxine), or certain antiemetics (e.g., metoclopramide, promethazine)

The underlying mechanism is not well understood. A connection between NMS and the duration of therapy or therapeutic dose has not been established.

Pathophysiology: Central D2 receptor blockade in the nigrostriatal pathway
Clinical features: onset usually within 2 weeks of the first dose

Psychiatric symptoms: reduced vigilance, stupor, mental confusion, mutism

Vegetative symptoms: high fever, tachycardia, tachypnea, diaphoresis

Extrapyramidal symptoms: akinesia, tremor, rigor

· Diagnostics

· ↑↑ Creatinine kinase

· ↑ Transaminases
· Leukocytosis
· Metabolic acidosis
· Myoglobinuria

Treatment

Discontinuation of the antipsychotic drug!

Supportive measures (e.g., ICU care)

Pharmacotherapy 

First line: Dantrolene (ryanodine receptor antagonist): prevents the release of calcium from the sarcoplasmic reticulum of striated muscle → reduced muscular activity

Alternatives: bromocriptine, apomorphine, or amantadine
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Topic: Depression
1. Major depressive disorder. Etiology

2. Diagnostic criteria

3. Treatment

The answer:
1. Major depressive disorder (MDD) is an episodic mood disorder primarily characterized by depressed mood and anhedonia that lasts for at least 2 weeks. Females are diagnosed more often than men. The peak age of onset is in the 20s. The etiology is multifactorial, including both biological and psychological factors. Reduced levels of neurotransmitters (serotonin, noradrenaline, dopamine) are believed to be the pathophysiological basis in most cases. Additional symptoms of MDD include sleep disturbances, loss of appetite, and suicidal thoughts. Various subtypes include atypical depression (e.g., weight gain, and increased appetite), psychotic depression (e.g., hallucinations and delusions), and peripartum depression(occurring during or shortly after pregnancy). In elderly patients, it may also present with memory loss and resemble dementia, which is referred to as pseudodementia. Treatment is multifaceted and often requires pharmacotherapy, psychotherapy, and lifestyle changes. First-line treatment mainly consists of SSRIs (e.g., citalopram) and SNRIs (e.g., venlafaxine).

The consensus today is that depression is influenced by genetic, neurobiological, socio-psychological, and environmental factors. The most clinically relevant contributing factor appears to be a decrease in monoamine levels. 

Biological factors 

Monoamine hypothesis: Most antidepressants work by inhibiting the reuptake of monoamines (e.g., serotonin, noradrenaline, dopamine). This indicates that a lack of these substances plays a major role in the pathophysiology of depression (and other mood disorders). 

Genetic vulnerability 

Increased levels of stress hormones (and dysfunction of the hypothalamus-pituitary axis)

Psychological factors: traumatic and stressful experiences, personality factors (e.g., learned helplessness)

Comorbidities: MDD is associated with a wide range of comorbidities, such as neurodegenerative diseases (e.g., Alzheimer disaese), chronic inflammatory diseases (e.g., systemic lupus erythematosus or inflammatory bowel disease) or other psychiatric disorders (e.g., panic disorder).

	Diagnostic criteria for major depressive disorder (DSM-V)

	A
	≥ 5 symptoms, for at least 2 weeks, with at least one of the symptoms being depressed mood or anhedonia
Depressed mood present most of the day, almost every day

Sleep disturbance (insomnia or hypersomnia)

Loss of interest or anhedonia
Feelings of worthlessness or guilt

Fatigue or loss of energy

Diminished concentration, ability to think, or make decisions (→ Pseudodementia)

Weight change due to appetite change

Psychomotor changes

Suicidal ideation

	B
	Clinically significant distress or impaired functioning in important areas of life (e.g., work, school)

	C
	Not due to the effects of psychoactive substances or organic disease

	D
	Not due to another psychiatric disorder

	E
	No history of a manic or hypomanic episode


The criteria A to C constitute a major depressive episode. Major depressive disorder also includes the following two criteria: the symptoms are not better explained by another psychiatric disorder AND no history of a manic or hypomanic episode.
Pseudodementia: See “Differential diagnosis of subtypes of dementia”

Pediatric depression: classical symptoms of major depressive disorder (e.g., depressed mood, loss of energy) may be less marked and often resemble attention deficit hyperactivity disorder (difficulties concentrating, memory impairment, restlessness, aggression)

“SIG E CAPS”: Sleep (insomnia or hypersomnia), Interest loss (anhedonia), Guilt (low self-esteem), Energy (low energy or fatigue), Concentration (poor concentration or difficulty making decisions), Appetite (decreased appetite or overeating), Psychomotor agitation or retardation, and Suicidality.

3. Therapeutic principles

Most drugs have comparable efficacy but differ in regards to their side effects.

Take > 4 weeks to take effect

Always start with the lowest dose and increase in small steps. 

Single episode: continue medication for ≥ 6 months

Multiple episodes: continue medication for ≥ 2 years

If the patient is in remission: continue antidepressants for at least 4–9 months. 

Tapering of medication over 6–8 weeks

Avoids relapse of depression

Also prevents antidepressant discontinuation syndrome: flu-like symptoms, nausea, insomnia, hyperarousal, and sensory disturbances 

First-line: SSRIs
Other options 

SNRIs
Atypical antidepressants
Bupropion: lowers seizure threshold, less sexual dysfunction compared to SSRIs, and can also treat tobacco dependence

Mirtazapine: significant weight gain

TCA and MAO inhibitors: more dangerous in overdose and more side effects than SSRIs
Treatment-resistant depression: Switch to a different drug from the same class or to a different drug from a different class. 

Suicidal patients: Lithium should be combined with an antidepressant as prophylaxis to prevent recurrence. 

Palliative patients: Psychostimulants (e.g., methylphenidate) are effective for the urgent treatment of depressive symptoms in terminally ill adults with a short life expectancy or severe symptoms. 

SSRIs can be introduced concurrently in patients with an anticipated life expectancy of several months.

MAO inhibitors should not be combined with SSRIs/SNRIs or tricyclic antidepressants, as this may cause serotonin syndrome.
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Topic: Anxiety disorders.
1. Definition

2. General anxiety disorder

3. Panic disorder. Social anxiety disorder. Specific phobias. Agoraphobia

Answer:
1. Anxiety disorders cover a broad spectrum of conditions characterized by excessive and persistent fear (an emotional response to imminent threats), anxiety (the anticipation of a future threat), worry (apprehensive expectation), and/or avoidance behavior. The etiology of anxiety disorders is multifactorial and may involve genetic, developmental, environmental, neurobiological, cognitive, and psychosocial factors. Therapy typically consists of a combination of pharmacotherapy, especially selective serotonin reuptake inhibitors (SSRIs), and psychotherapy, especially cognitive-behavioraltherapy (CBT).  

Risk and prognostic factors: Female sex: Higher rates of anxiety disorders are seen in women.

Neurobiological factors

Disorders of the serotonin system → treatment with SSRIs
Disorders of GABAergic inhibitory transmission

Substance use (= substance/medication-induced anxiety disorder)

Environmental and developmental factors

Stress

Smoking (risk factor for panic disorder and panic attacks)

Psychological trauma, esp. during childhood

2. Definition: prolonged and excessive anxiety that is either unspecific or revolves around certain themes (e.g., health, work); not focused on a single specific fear

Epidemiology
Most common anxiety disorder among the elderly population

Lifetime prevalence: 5–10%

♀ > ♂ (2:1)

Symptoms

Prolonged (≥ 6 months, occurring more days than not) and excessive anxiety

Anxiety causes clinically significant distress

Not caused by substance use, medication, or underlying medical condition

Fatigue and muscle tension

Restlessness and irritability

Sleep disturbances and difficulty concentrating

Treatment

First-line: psychotherapy, pharmacotherapy, or both 

CBT
SNRI/SSRIs
Buspirone

Buspirone requires consistent, daily intake for at least two weeks due to a delayed onset of action

Benzodiazepines can be used until SSRIs take effect but should never be used for long-term management, as they increase the risk of benzodiazepine dependence. 

Antipsychotics only for refractory cases

Differential diagnosis

Panic disorder: Panic attacks may also occur in GAD. 

Panic symptoms in GAD are generally precipitated by the uncontrolled escalation of anxiety/worry rather than occurring spontaneously or acutely in specific situations as in panic disorder.

Depressive disorders 

Individuals with GAD tend to be more concerned with the future; individuals with depressive disorders are more past-oriented.

Mood swings and suicidal ideation are uncommon in GAD.

Social anxiety disorder: Patients with GAD are usually comfortable in social situations and not particularly disturbed by the evaluation by others.

3.Panic disorder. Definition: recurrent spontaneous panic attacks without a known trigger

Epidemiology
Lifetime prevalence: approx. 5%

Most common in patients of age 20–30

♀ > ♂ (2:1)

Associations

Depression

Bipolar disorder
Agoraphobia
Substance use

Symptoms

Episodes of intense fear and discomfort

Fear of dying

Sympathetic overstimulation (sweating, palpitations)

Panic attacks that last for several minutes

Also: paraesthesias, abdominal pain, nausea, light-headedness, chest pain, shortness of breath, choking sensation

Treatment

CBT
SSRIs
Benzodiazepines may be used until SSRIs take effect.

In children, diagnosis of panic disorder requires that anxiety occurs in peer settings and not just in interaction with adults!

Social anxiety disorder. Definition: pronounced anxiety of social situations that may involve scrutiny by others and lasts ≥ 6 months

Epidemiology:

One of the most common mental disorders

Lifetime prevalence: approx. 5–10%

Peak incidence: adolescence and early adulthood

♀ > ♂ (2:1)

Sub-types

SAD: Fear/anxiety out of proportion to a social situation where one may be scrutinized by others (e.g., meeting new people at a party, eating in public, using public restrooms) 

Performance-only SAD: symptoms of fear/anxiety restricted only to public speaking or performing in front of crowds

Symptoms

Blushing, palpitations, sweating during a social interaction

Anticipatory anxiety 

Anxiety driven by fear of embarrassment and others noticing the reaction

Avoidance of the aforementioned triggers 

In children: refusing to speak at a social event, crying/throwing a tantrum, clinging to the care giver 

Treatment

Cognitive behavioral therapy: for SAD and performance-only SAD 

Pharmacotherapy for SAD 

First line pharmacotherapy: SSRI/SNRI
No/partial response to SSRI and no history of a substance use disorder: clonazepam (long-acting benzodiazepine) 

No/partial response to SSRI and a history of a substance abuse disorder: phenelzine (monoamine-oxidase inhibitors) 

Pharmacotherapy for performance-only SAD: propranolol (beta blockers) or clonazepam on an as-needed basis; taken 30–60 minutes before an anxiety-causing event

Specific phobias. Definition: persistent and intense fears of one or more specific situations or objects (phobic stimuli); always occur during encounters with the phobic stimulus, but may already surge in its anticipation
Epidemiology
Lifetime prevalence: approx. 5–10%

Average age of onset depends on the specific phobia (e.g., animal phobias more commonly develop in early childhood)

♀ > ♂ (2:1) 

Common phobias

Animal: spiders (arachnophobia), insects (entomophobia), dogs (cynophobia)

Natural environment: heights (acrophobia), storms (astraphobia)

Blood-injection-injury: blood (hematophobia), needles (blenophobia), dental procedures (odontophobia), fear of injury (traumatophobia)

Situational: enclosed places (claustrophobia), flying (aviophobia)

Treatment: 

First-line: CBT
Alternative: benzodiazepine or SSRI 

Agoraphobia. Definition: inordinate fear or anxiety of being in situations that are perceived as difficult to escape from, or situations in which it might be difficult to seek help

Epidemiology
♀ > ♂ (2:1)

Age of onset: < 35 years (60–70% of cases)

Clinical features

Fear, anxiety, or even panic attacks over a period of ≥ 6 months in ≥ 2 of the following 5 situations: 

Using public transportation

Being in open spaces

Being in enclosed places

Standing in line or being in a crowd

Being outside of the home alone

Active avoidance of these settings unless a companion is present

Some patients can have a comorbid panic disorder
Treatment

Cognitive behavioral therapy
SSRIs
If a patient meets the criteria for panic disorder and agoraphobia, both conditions should be diagnosed.
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Question card #16
Topic: Bipolar mood disorders
1. Symptoms during a manic episode, and how many should be present for a diagnose.
2. Definition of bipolar disorders, meaning of “up states” and “down states”
Answer:

1. A variety of symptoms are possible during a manic episode. At least three of the following symptoms need to be present before the diagnosis can be made: 

- an inflated, expansive, grandiose (and possibly delusional) sense of self 
- reduced sleep needs compared to normal 
- pressured speech (talking so fast the words don't have time to get out the mouth) 
- subjective sensation of racing thoughts (often called a "flight of ideas") 
- distraction or derailment of thought occurring significantly more often than normal 
- an increase in goal-directed activity (purposeful behavior), or physical agitation 
- a marked increase in participation in risky but pleasurable behavior (such as unprotected sex, gambling, unrestrained shopping, etc.) 

Manic episodes typically do not come on all at once. Rather, there is a progression of manic symptoms that occurs over a period of time. During an early manic phase of a bipolar condition, a person may become highly energetic, have a million ideas, become very talkative, stay up all night, feel sexually and generally potent, and become very productive. As the manic episode progresses and gains in strength, manic individuals tend to lose their inhibitions and whatever judgment they might normally have, and pursue one or more ill-advised and risky, but immediately pleasurable courses of behavior. Severely manic people may become sexually promiscuous, for instance, leading their becoming pregnant (or impregnating someone else) or becoming infected with a sexually transmitted disease. They may spend impulsively on shopping, travel, gambling, or drugs, causing massive credit card debts.
DSM-IV diagnostic criteria for major depressive episode
A.
Five (or more) of the following symptoms have been present during the same 2-week period and represent a change from previous functioning; at least one of the symptoms is either 1) depressed mood, or 2) loss of interest or pleasure.
Note: Do not include symptoms that are clearly due to a general medical condition, or mood-incongruent delusions or hallucinations.
1. Depressed mood most of the day, nearly every day, as indicated either by subjective account (e.g., feels sad or empty) or observation by others (e.g., appears tearful)

Note: In children and adolescents, can be irritable mood.
0. Markedly diminished interest or pleasure in all, or almost all, activities most of the day nearly every day (as indicated by either subjective account or observation made by
others)
1. Significant weight loss when not dieting or weight gain (e.g., a change of more than 5% of body weight in a month), or decrease or increase in appetite nearly every day
Note: In children, consider failure to make expected weight gains.
0. Insomnia or hypersomnia nearly every day
1. Psychomotor agitation or retardation nearly every day (observable by others, not merely subjective feelings of restlessness or being slowed down)
2. Fatigue or loss of energy nearly every day
3. Feelings of worthlessness or excessive or inappropriate guilt (which may be delusional) nearly every day (not merely self-reproach or guilt about being sick)
4. Diminished ability to think or concentrate, or indecisiveness, nearly every day (either by subjective account or as observed by others)
5. Recurrent thoughts of death (not just fear of dying), recurrent suicidal ideation without specific plan, or a suicide attempt or a specific plan for committing suicide
B.
The symptoms do not meet criteria for a mixed episode.
C.
The symptoms cause clinically significant distress or impairment in social, occupational, or other important areas of functioning.
D.
The symptoms are not due to the direct physiological effects of a substance (e.g., a drug of abuse, a medication) or a general medical condition (e.g., hyperthyroidism).
E.
The symptoms are not better accounted for by bereavement, i.e., after the loss of a loved one, the symptoms persist for longer than 2 months or are characterized by marked functional impairment, morbid preoccupation with worthlessness, suicidal ideation, psychotic symptoms, or psychomotor retardation.
2) definition of bipolar disorders, meaning of “up states” and “down states”
Bipolar Disorder (also known as Manic-Depression, or sometimes Bipolar Affective Disorder), is a category of serious mood disorder that causes people to swing between extreme, severe and typically sustained mood states which deeply affect their energy levels, attitudes, behavior and general ability to function. Bipolar mood swings can damage relationships, impair job or school performance, and even result in suicide. Family and friends as well as affected people often become frustrated and upset over the severity of bipolar mood swings. 

Bipolar moods swing between 'up' states and 'down' states. Bipolar 'up' states are called Mania, while bipolar 'down' states are called Depression. Mania is characterized by a euphoric (joyful, energetic) mood, hyper-activity, a positive, expansive outlook on life, an inflated sense of self-esteem or grandiosity (a hyper-inflated sense of self-esteem), and a sense that most anything is possible. When in a manic state, bipolar people tend to demonstrate a decreased need for sleep, racing thoughts, rapid speech (wherein the words won't come out fast enough to keep up with their racing thoughts) and heightened distractibility. Manic individuals typically show poor judgment and impulsivity, and are prone to engaging in risky or dangerous behaviors and activities. 
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What is a mood stabilizer? Although there is no generally accepted definition, a mood stabilizer can be defined as a medication that can treat either phase of bipolar disorder while not inducing or worsening the other phase. More conservatively, however, a mood stabilizer can be defined as an agent that can both treat and prevent both manic and depressive episodes. By this definition only lithium qualifies as a true mood stabilizer.(Bauer and Mitchner, 2004)
Lithium (as a salt) has been used as a homeopathic treatment for gout and other disorders since the 1800’s. Its calming effect on animals, and subsequently on manic patients, was first described in the 1940s.(Cade, 1949) In the brain, lithium inhibits inositol phosphatases that dephosphorylate inositol phosphates that are generated by the stimulation of G proteins in neuronal membranes activated by a neurotransmitter. This inhibition interferes with inositol regeneration and leads to its depletion in neurons, ultimately leading to decreased neuronal activity.(Nestler, Hyman et al. 2009) Lithium also inhibits protein kinases, glycogen synthase kinase-3beta, and adenylyl cyclase,(Bachmann, Schloesser et al. 2005; Lenox and Hahn 2000) and may increase the uptake of the excitatory neurotransmitter glutamate thereby reducing glutamate activity at the neuronal synapse.(Shaldubina, Agam et al. 2001) Lithium also appears to have neuroprotective properties and may promote neurogenesis.(Chuang, 2005; Chen and Manji, 2006; Bearden, Thompson et al. 2007; Nunes, Forlenza et al. 2007; Fornai, Longone et al. 2008)

Lithium is effective in both manic and depressive episodes associated with bipolar disorder, as well as for long-term maintenance. It is also the only mood stabilizer with anti-suicidal effect.(Baldessarini, Tondo et al. 1999; Cipriani, Pretty et al. 2005) Lithium works particularly well in patients who have a strong family history of bipolar disorder.(Alda, 1999)

A target therapeutic serum level of 0.6-0.75mEq/L is recommended for the treatment of bipolar depression and prophylaxis against depressive relapses.(Kleindienst, Severus et al. 2007; Kleindienst, Severus et al. 2005; Severus, Kleindienst et al. 2008) Serum levels of 0.75-1.2mEQ/L may be more effective for the treatment of mania. Serum levels higher than 1.2mEq/L are associated with significant lithium toxicity.

Lithium side effects usually increase with higher serum doses but can occur at any dose. These may include nausea, vomiting, diarrhea, tremor, thirst, polyuria, acne, weight gain, and a benign leukocytosis. Over the long run, lithium can cause hypothyroidism in up to 20% of patients(Johnston and Eagles 1999) (which can be treated with thyroid hormone replacement), and worsening renal function in 20% of patients (Lepkifker, Sverdlik et al. 2004) (which usually necessitates lithium discontinuation). Because of the many complexities of lithium use, access to references such as the Lithium Encyclopedia for Clinical Practice is recommended.(Jefferson, Greist et al. 1987)

Physicians should be aware that the anti-manic effects of lithium (and other mood stabilizers, such as valproate and carbamazepine, discussed below) may not be achieved until 7-10 days after a therapeutic dose has been established. In the interim, sedative medications such as antipsychotics and benzodiazepines may be needed when the patient is acutely manic. Once the patient is stabilized, these adjunctive medications can often be tapered and lithium continued as monotherapy.

Valproate (along with carbamazepine and lamotrigine discussed below) is an anticonvulsant with mood stabilizing properties. It is postulated that it exerts its effect via enhancement of GABA transmission.(Johannessen, 2000) Despite decades of clinical experience with lithium, valproate has become the most widely used mood stabilizer in the United States. This is primarily due to its ease of use and effectiveness in the treatment of mania. Valproate is not very effective in the treatment of bipolar depression, but has efficacy in the treatment of manic and mixed episodes (Bowden, Brugger et al. 1994; Freeman, Clothier et al. 1992) Although serum levels of 50-125 mcg/mL are generally considered to be within the therapeutic range (a range based on anticonvulsant data), the best results in acute mania may occur with levels of greater than 90 mcg/mL.(Allen, Hirschfeld et al. 2006) Side effects in adults include liver enzyme elevations (usually benign and transient, but not always), weight gain, and possible thrombocytopenia and platelet dysfunction. Because of the latter, bleeding time should be measured prior to surgery even if the platelet count is normal.(De Berardis, Campanella et al. 2003; Gerstner, Teich et al. 2006) Valproate is highly protein-bound: concurrent use with warfarin can displace and increase the free fraction of warfarin and increase prothrombin time.

The use of valproate is problematic in women of child bearing age. It is associated with a high risk of teratogenic effects (i.e., neural tube defects).(Cohen, 2007; Viguera, Koukopoulos et al. 2007) Valproate may also play a role in the development of polycystic ovary syndrome.(Joffe, Cohen et al. 2006; O'Donovan, Kusumakar et al. 2002) 

Many clinicians recommend the use of alternative medications, such as lithium in young bipolar women. Lithium can cause Ebstein's anomaly, an anomaly in the fetal tricuspid valve, at up to 3 times the baseline risk. Previously, this risk was thought to be much higher. For a more complete discussion of pregnancy risks of psychiatric medications, see the 2008 Practice Bulletin of the American College of Obstetrics and Gynecology.(ACOG, 2008)

Carbamazepine is an anticonvulsant that can enhance Na+ channel inactivation, thereby blocking action potentials and repetitive neuronal firing. It is also thought to inhibit a process known as kindling—a process whereby repeated subthreshold electrical stimuli can lead to the development of spontaneous seizures. Hypothetically, subthreshold environmental stimuli or prior manias can similarly kindle the development and frequency of further manias.(Rosenbaum, Arana et al. 2005)

Carbamazepine has efficacy in the treatment of manic (Weisler, Kalali et al. 2004; Weisler, Keck et al. 2005), but probably not depressive,(Ansari and Osser, 2009) episodes associated with bipolar disorder. Serum levels of 4-12 mcg/mL are considered to be therapeutic. Side effects such as dizziness, ataxia and gastrointestinal symptoms prohibit the use of loading strategies. Thrombocytopenia, leukopenia, hyponatremia, and dangerous rash may also develop with carbamazepine therapy. Another factor that significantly limits treatment with carbamazepine, especially in severe mania when concurrent antipsychotics may be necessary, is its propensity to induce multiple hepatic enzymes (e.g., CYP1A2, CYP2C9, CYP2C19, CYP3A4). It can therefore increase the metabolism of other concurrently administered drugs and render them less effective. (Notably, the antiepileptic drugs phenobarbital, phenytoin, and primidone also have similarly broad hepatic enzyme induction capacities.)(Perucca 2006) Teratogenic effects of carbamazepine are comparable in severity to those of valproate.(Cohen, 2007; Viguera, Koukopoulos et al. 2007)

Oxcarbazepine, an analog of carbamazepine, may also have efficacy in the treatment of acute mania.(Ghaemi, Berv et al. 2003; Pratoomsri, Yatham et al. 2006) Serum levels do not need to be checked, and there is less enzyme induction with oxcarbazepine, thereby reducing the risk of drug-drug interactions. Hyponatremia, however, remains a concern.(Ortenzi, Paggi et al. 2008) 

Lamotrigine is an anticonvulsant that may inhibit the release of the excitatory amino acid glutamate, but its mechanism of action is not fully known. In bipolar disorder it is often used (but not FDA approved) for the treatment of bipolar depression. However, 4 out of 5 studies failed to show separation from placebo.(Calabrese, Bowden et al. 1999; Calabrese, Huffman et al. 2008) Nevertheless, it appears to be effective as maintenance therapy for depressive episodes in bipolar disorder.(Bowden, Calabrese et al. 2003; Calabrese, Bowden et al. 2003) Although lamotrigine is generally well-tolerated, there is a 0.1% risk of dangerous rash (i.e., toxic epidermal necrolysis—Stevens-Johnson syndrome). Gradual titration is required to decrease the risk of rash. If rash develops, lamotrigine should be discontinued. Lamotrigine so far seems relatively safe in pregnancy.(ACOG, 2008)
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1. Antidepressants are drugs used primarily for the treatment of major depressive disorder, although they are indicated in many other neuropsychiatric conditions as well. There are many different classes of antidepressants, including selective serotonin reuptake inhibitors (SSRIs), selective serotonin-norepinephrine reuptake inhibitors (SSNRIs), monoamine oxidase inhibitors (MAOIs), and tricyclic antidepressants (TCAs). Most of these drugs work by increasing the levels of serotonin, norepinephrine, or dopamine within the synaptic cleft. Due to their efficacy and favorable side effect profile, SSRIs are the first-line treatment for the vast majority of patients with depression. MAOIs and TCAs are similarly efficacious but are rarely used today due to their large number of potentially severe adverse effects.
Tricyclic antidepressants (TCAs) are so named because there are three rings in the chemical structure of these medications. They are used to treat depression, fibromyalgia, some types of anxiety, and they can help control chronic pain.

Monoamine oxidase inhibitors (MAOIs). This type of antidepressant was commonly prescribed before the introduction of SSRIs and SNRIs. It inhibits the action of monoamine oxidase, a brain enzyme. Monoamine oxidase helps break down neurotransmitters, such as serotonin.

If less serotonin is broken down, there will be more circulating serotonin. In theory, this leads to more stabilized moods and less anxiety.

Noradrenaline and specific serotoninergic antidepressants (NASSAs)

These are used to treat anxiety disorders, some personality disorders, and depression.

2. Serotonin and noradrenaline reuptake inhibitors (SNRIs) are used to treat major depression, mood disorders, and possibly but less commonly attention deficit hyperactivity disorder (ADHD), obsessive-compulsive disorder (OCD), anxiety disorders, menopausal symptoms, fibromyalgia, and chronic neuropathic pain.

SNRIs raise levels of serotonin and norepinephrine, two neurotransmitters in the brain that play a key role in stabilizing mood.

Examples include duloxetine (Cymbalta), venlafaxine (Effexor) and desvenlafaxine (Pristiq).

Selective serotonin reuptake inhibitors (SSRIs) are the most commonly prescribed antidepressants. They are effective in treating depression, and they have fewer side effects than the other antidepressants.

SSRIs block the reuptake, or absorption, of serotonin in the brain. This makes it easier for the brain cells to receive and send messages, resulting in better and more stable moods.

They are called "selective" because they mainly seem to affect serotonin, and not the other neurotransmitters.

SSRIs and SNRIs may have the following side effects:

· hypoglycemia, or low blood sugar

· low sodium

· nausea

· rash

· dry mouth
· constipation or diarrhea
· weight loss

· sweating

· tremor

· sedation

· sexual dysfunction

· insomnia
· headache
· dizziness

· anxiety and agitation

· abnormal thinking

Tricyclics may have the following side effects:

· seizures

· insomnia

· anxiety

· arrhythmia, or irregular heartbeat

· hypertension
· rash

· nausea and vomiting

· abdominal cramps

· weight loss

· constipation

· urinary retention

· increased pressure on the eye

· sexual dysfunction

Monoamine oxidase inhibitors (MAOIs) side effects include:

· blurred vision

· rash

· seizures

· edema
· weight loss or weight gain

· sexual dysfunction

· diarrhea, nausea, and constipation

· anxiety

· insomnia and drowsiness

· headache

· dizziness

· arrhythmia, or irregular heart rhythm

· fainting or feeling faint when standing up

· hypertension, or high blood pressure
Possible side effects of Noradrenaline and specific serotoninergic antidepressants (NASSAs)

 include:

· constipation

· dry mouth

· weight gain

· drowsiness and sedation

· blurred vision

· dizziness

More serious adverse reactions include seizures, white blood cell reduction, fainting, and allergic reactions.
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Antianxiety and sedative medications are drugs primarily used to reduce anxiety and chronic overarousal, and to facilitate sleep. These medications are widely prescribed, both to persons with a psychiatric disorder and to those in distress but without a specific psychiatric disorder. Antianxiety and sedative drugs are used with a variety of different psychiatric disorders, usually in combination with other medications. 
Different Types of Medications 
Antianxiety and sedative medications can be divided into two broad classes of drugs: Antianxiety medications and sedative-hypnotics (the term hypnotic refers to sleep inducing). All of these drugs have clinical effects on both reducing anxiety and causing sedation, although antianxiety drugs have the most specific effect on anxiety. Unlike many other medications for psychiatric disorders, the effects of these drugs are quite rapid and require only one to two hours to take effect. These different types of medication are described below. 
Antianxiety Medications 
The most common type of antianxiety drugs is the chemical class of benzodiazepines. In addition to relieving severe symptoms of anxiety, these drugs also relax the muscles and cause mild sedation. Many different types of benzodiazepines exist. Another common antianxiety medication is Buspar (buspirone), which is in a different chemical class from the benzodiazepines. Antidepressant medications are sometimes also used for the treatment of anxiety, such as obsessive compulsive disorder. Antidepressant medications are described in a separate handout. 
The clinical effects of the different types of benzodiazepines on anxiety are the same. However, the drugs differ in how long they remain in the body (measured by how long it takes for the body to excrete half of the drug-the drug's half-life). Some benzodiazepines remain in the body for relatively brief periods of time (such as Xanax, with a half life of twelve hours), while others remain much longer (such as Valium, with a half-life of sixty hours). 
Some individuals, as the benzodiazepine level in their body declines, being to experience an increase in anxiety called rebound anxiety. In some cases this anxiety can be quite severe and frightening. This is more common for the short acting than long acting drugs. If the person taking the benzodiazepine notices an increase in anxiety before the next dosage, the physician should be consulted. Sometimes the person will be switched from a short acting to a long acting benzodiazepine or buspirone to prevent rebound anxiety. 
Sedative-Hypnotic Medications 
Sedative-hypnotic drugs are used in the treatment of agitation and to facilitate sleep. Similar to antianxiety drugs, the most commonly used sedative-hypnotic drugs are the benzodiazepines. A different type of sedative-hypnotic drugs is chloral hydrate. Antihistamines are also use sometimes as sedative-hypnotic drugs. The most common types of these drugs are listed in the following chart. 
Side Effects of Antianxiety and Sedative-Hypnotic Drugs 
The most common side effect of these drugs is sedation and fatigue (except Buspar). With the long acting benzodiazepines, the sedation can persist for more that a day after the drug has been taken. Because of the sedating effects, the intake of alcohol should be limited to not more than one drink per week, and appropriate cautions should be exercised when driving. The benzodiazepines can also affect memory and other cognitive abilities. 
Importance of Regular Medication 
Taking medication on a regular basis can prevent fluctuations in symptoms that are due to changes over time in the amount of the drug in the body. It can be helpful to take medication at the same time each day so that it is part of the person's daily routine. It is also important for the person to meet regularly with his or her physician to have symptoms checked, discuss side effects, and have adjustments in medication made when necessary. 
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1. The Diagnostic and Statistical Manual of Mental Disorders (DSM–5) is the product of more than 10 years of effort by hundreds of international experts in all aspects of mental health. Their dedication and hard work have yielded an authoritative volume that defines and classifies mental disorders in order to improve diagnoses, treatment, and research.
The DSM-5 was published on May 18, 2013, superseding the DSM-IV-TR, which was published in 2000. The development of the new edition began with a conference in 1999 and proceeded with the formation of a Task Force in 2007, which developed and field-tested a variety of new classifications. In most respects, the DSM-5 is not greatly modified from the DSM-IV-TR; however, some significant differences exist between them. Notable changes in the DSM-5 include the reconceptualization of Asperger syndrome from a distinct disorder to an autism spectrum disorder; the elimination of subtypes of schizophrenia; the deletion of the "bereavement exclusion" for depressive disorders; the renaming of gender identity disorder to gender dysphoria, along with a revised treatment plan; the inclusion of binge eating disorder as a discrete eating disorder; the renaming and reconceptualization of paraphilias to paraphilic disorders; the removal of the axis system; and the splitting of disorders not otherwise specified into other specified disorders and unspecified disorders. In addition, the DSM-5 is the first DSM to use an Arabic numeral instead of a Roman numeral in its title, as well as the first "living document" version of a DSM.
2. The DSM is non-theoretical and focused mostly on describing symptoms as well as statistics concerning which gender is most affected by the illness, the typical age of onset, the effects of treatment and common treatment approaches
 Mental health professionals use the manual to determine and help communicate a patient's diagnosis after an evaluation. Hospitals, clinics, and insurance companies in the US may require a DSM diagnosis for all patients treated. The DSM can be used clinically, or to categorize patients using diagnostic criteria for research purposes. Studies done on specific disorders often recruit patients whose symptoms match the criteria listed in the DSM for that disorder. An international survey of psychiatrists in sixty-six countries compared the use of the ICD-10 and DSM-IV. It found the former was more often used for clinical diagnosis while the latter was more valued for research.
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1. Alzheimer's disease is a primary progressive dementia characterized by neuritic plaques and neurofibrillary tangles. It is the most common form of dementia in the elderly. Diagnosis is by history, physical and mental status examinations, and exclusion of other causes. Treatment can include supportive measures, a cholinesterase inhibitor, and memantine. Alzheimer's disease (AD) is the most common form of dementia among the elderly, accounting for about 2/3 of cases. AD becomes increasingly common with aging. It is characterized by an excessive number of senile plaques and neurofibrillary tangles. Plaques consist of neurites (axons or dendrites), astrocytes, and microglial cells around an amyloid core; tangles consist of paired helical filaments that contain a form of tau protein. Plaques and tangles also occur in normal aging but to a much lesser extent than in AD. The degree of dementia correlates better with the number of neurofibrillary tangles than with the number of plaques. Cerebral atrophy eventually occurs; however, atrophy is not strongly correlated with clinical severity. Patients with AD may have concomitant cerebrovascular disease and manifestations of vascular dementia, and many patients with cortical Lewy bodies also have manifestations of AD.
2. The natural history varies depending on the cause of dementia. However, typically, intellectual and other cognitive functions decline inexorably over 2 to 10 yr. Although the decline occurs in a continuum, symptoms can be divided into mild (early), moderate, and severe (late). Personality and behavior changes may develop during any stage. Depression affects up to 40% of patients with dementia, usually when dementia is mild or moderate, and may cause vegetative symptoms (eg, withdrawal, anorexia, weight loss, insomnia). Depression can aggravate disability in dementia; distinguishing between cause and effect is often difficult.

Many people who develop dementia lose weight before other symptoms appear. Some experts hypothesize that weight loss may result from impairment of appetite or metabolic control centers in the brain.

Motor and other focal neurologic deficits occur at different stages, depending on the type of dementia; they occur early in vascular dementia and late in Alzheimer's disease. The incidence of seizures increases throughout the course of dementia. Psychosis (hallucinations, delusions, or paranoia) occurs in about 25% of patients with dementia.

Mild dementia: Short-term memory is impaired, as is language function, especially word finding. Aphasia (impaired ability to comprehend or use language), agnosia (impaired ability to identify objects despite intact sensory function), and apraxia (impaired ability to perform previously learned motor activities despite intact motor function) can develop. Executive function (eg, ability to plan, organize, and sequence) is impaired. Apathy is common. As a result, patients function less well. Patients may forget the name of a recent dinner guest or get lost on the way to the store. They may have progressive difficulty with formerly mastered complex activities (eg, driving) and moderately complex daily activities (instrumental activities of daily living; eg, handling finances, preparing meals, housekeeping). Patients are less likely to take the initiative. They have difficulty following directions.

Emotional lability is common. Patients may be irritable, hostile, and agitated.

Although mild dementia may not compromise sociability, family members may report that patients are not acting like themselves or are doing uncharacteristic things (eg, a miserly widower gives thousands of dollars to a questionable charity). Poor judgment is common.

Patients with mild dementia can usually compensate reasonably well and follow established routines at home. Difficulty often results from disruption of routine or a change in surroundings. For example, an elderly parent who visits a child's unfamiliar home may become disoriented or manifest behavioral symptoms and functional disability, which do not occur in more familiar surroundings.

Moderate dementia: The ability to perform simple daily activities (basic activities of daily living; eg, bathing, dressing, toileting) becomes impaired. Patients cannot learn new information.

Normal environmental and social cues for time and place do not register, increasing disorientation. Because patients cannot effectively use these cues, they may become lost even in familiar surroundings (eg, they cannot find their bedroom or bathroom). Patients remain ambulatory but are at increased risk of falls and accidents due to confusion and poor judgment.

Personality changes may progress. Patients may become irritable, anxious, self-centered, inflexible, or angry more easily, or they may become more passive, with a flat affect, depression, indecisiveness, lack of spontaneity, or general withdrawal from social situations.

Psychotic symptoms may occur. Significant paranoia (eg, specific, often persecutory delusions; generalized suspicion) occurs in about 25% of patients. The most common delusions are beliefs that people are stealing and that a spouse is unfaithful. One particularly poignant delusion results from loss of self-recognition in mirrors; some patients with this delusion worry that strangers have entered the home, but others enjoy the "visitor's" company. Patients often misidentify other people at this point (eg, thinking their husband is their father or their daughter is their wife).

Behavior disorders may develop. Wandering can be a significant problem, particularly if patients are trying to return to familiar surroundings that no longer exist. Patients may become physically aggressive or agitated or act in sexually inappropriate ways. Sleep patterns are often disorganized.

Severe: Eventually, patients cannot perform the most basic activities (eg, eating, walking) and become totally dependent on other people. Memory for recent and remote events is completely lost, and patients may be unable to recognize even close family members. The ability to walk is variably affected in different dementias but is usually lost in the late stages; patients may become unable to move even while in bed. Patients may become incontinent. Reflex motor function (eg, ability to swallow) is lost, putting patients at risk of dehydration, undernutrition, and aspiration (which increases risk of pneumonia). The combination of immobility and undernutrition increases risk of pressure ulcers. Eventually, patients become mute.

Total functional dependence usually requires that patients be placed in a nursing home or that similar support be implemented in the home. Conscientious nursing care may delay complications (eg, dehydration, undernutrition, aspiration, pressure ulcers). Because many patients cannot describe symptoms to a physician and because elderly patients often have no febrile or leukocytic response to infection, health care practitioners must rely on experience and acumen to detect infections whenever patients appear ill.

End-stage dementia results in coma and death, usually due to infection originating in the respiratory tract, skin, or urinary tract.
Diagnosis
Dementia should be distinguished from cognitive changes due to depression (so-called dementia of depression), which resolves when depression is treated. If patients have dementia and depression, cognitive deficits persist after mood improves. Depressed elderly patients may experience cognitive decline, but unlike patients with dementia, they tend to exaggerate their memory loss and rarely forget important current events or personal matters. Decline is usually more gradual than that in dementia. Neurologic examination is normal except for signs of psychomotor slowing. When tested, patients with depression make little effort to respond, but those with dementia often try hard but respond incorrectly. Every elderly patient with a cognitive problem should be evaluated with a full mood assessment, including a symptom review (using the SIG E CAPS [Sleep, Interest, Guilt, Energy, Concentration, Appetite, Psychomotor, Suicide] evaluation) and a standardized instrument such as the Geriatric Depression Scale short form.

3. Treatment
Drugs: Eliminating or limiting drugs with CNS activity often improves function. Sedating and anticholinergic drugs, which tend to worsen dementia, should be avoided.

The cholinesterase inhibitors donepezil, rivastigmine, and galantamine are somewhat effective in delaying the progression of Alzheimer's disease and dementia with Lewy bodies and may be useful in other forms of dementia. These drugs inhibit acetylcholinesterase, increasing the acetylcholine level in the brain. Memantine, an NMDA (N-methyl-D-aspartate) antagonist, may help defer progression of moderate to severe dementia and can be used with a cholinesterase inhibitor (see Table 40-3).
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1. Hallucinations represent an abnormality in perception. They are false perceptions occurring in the absence of some identifiable external stimulus. They may he experienced in any of the sensory modalities, including hearing, touch, taste, smell, and vision. True hallucinations should be distinguished from illusions (which involve a misperception of an external stimulus), hypnagogic and hyp-nopompic experiences (which occur when a patient is falling asleep and waking up, respectively), or normal thought processes that are exceptionally vivid. If the hallucinations have a religious quality, they should be judged within the context of what is normal for the patient's social and cultural background. The patient should always be requested to describe the hallucination in detail. The term pseudohallucinations refers to hallucinations that the patient reports but that have no identifiable percept (e.g., the patient "sees things that aren't there," but is unable to describe any actual specific perceptions). Pseudohallucinations are more fully discussed in Chapter 13.

Auditory hallucinations. The pa​tient has reported voices, noises, or sounds. The most common auditory hallucinations involve hearing voices speaking to the patient or calling her names. The voices may he male or fe​male, familiar or unfamiliar, and criti​cal or complimentary. Typically, patients with schizophrenia experi​ence the voices as unpleasant and negative. Hallucinations involving sounds other than voices, such as noises or music, should be considered less characteristic and less severe.

Voices commenting. These halluci​nations involve hearing a voice that makes a running commentary on the patient's behavior or thought as it oc​curs.

Voices conversing. These hallucina​tions involve hearing two or more voices talking with one another, usu​ally discussing something about the patient.

Somatic or tactile hallucinations.
These hallucinations involve experi​encing peculiar physical sensations in the body. They include burning sensa​tions, tingling, and perceptions that the body has changed in shape or size.

Olfactory hallucinations. The pa​tient experiences unusual smells that are typically quite unpleasant. Some​times the patient may believe that he himself smells. This belief should be considered a hallucination if the pa tient can actually smell the odor him​self, hut should be considered a delu​sion it he believes that only others can smell the odor.

Visual hallucinations .The patient sees shapes or people that are not ac​tually present. Sometimes these are shapes or colors, but most typically they are figures of people or human​like objects. They may also be charac​ters of a religious nature, such as the Devil or Christ. As always, visual hallucinations involving religious themes should be judged within the context of the patient's cultural back​ground.
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1. The amnestic syndrome is characterized by disorientation particularly in time, impairment of immediate recall, loss of recent memory, retroactive loss of remote memory of varying extent and a tendency to confabulation. Minor variations from the typical picture may occur, however. Confabulations, for instance, may be absent during the whole course of the disease or may disappear with progressive deterioration. The retroactive loss of remote memories may be absent in the beginning of the disease only to become more apparent as it pro- gresses. 

The characteristic feature common to the amnestic syndrome of different etiology is the impaired immediate recall and the loss of recent memories "of the person as a whole". Partial memories on the other hand are usually preserved. 

Changes in the emotional sphere are found in all cases suffering from an amnestic syndrome. Some patients are anxious or depressed, others euphoric. Many become indifferent or apathetic particularly when the amnestic syndrome lasts for some time and increases in intensity. 

The course the syndrome takes with an individual patient depends on the nature and. course of the underlying pathological condition. Three main types may easily be differentiated in this respectw. 

The first group includes many alcoholics and senile patients in whom the syndrome develops gradually, taking a chronic course without much change in symptomatology until the patient dies or, as sometimes occurs, improves. 

2. Alcoholic Korsakoff syndrome (AKS), Korsakoff syndrome is an amnestic disorder caused by thiamine (vitamin B1)deficiency associated with prolonged ingestion of alcohol. There is a similar condition seen in non-alcoholic Korsakoff syndrome. The syndrome and psychosis are named after Sergei Korsakoff, the Russian neuropsychiatrist who discovered it during the late 19th century.

This neurological disorder is caused by a lack of thiamine in the brain, and is also exacerbated by the neurotoxic effects of alcohol. When Wernicke encephalopathy accompanies alcoholic Korsakoff syndrome the combination is called Wernicke–Korsakoff syndrome; however, a recognized episode of Wernicke encephalopathy is not always obvious.
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1. Mental retardation - A weakness of the intellect or, rather, feeblemindedness. This infirmity of the intellect may be inherited or acquired as the result of brain damage that generally has its roots in infancy; oligophrenia can also be caused by inherited metabolic anomalies. Depending on the severity of oligophrenia, serious disturbances of the thinking and speaking process may manifest themselves. There are usually four degrees of differentiation: retardation, debility (slightly feebleminded), imbecility (demi-feeblemindedness) and idiocy.
A mental condition that is characterised by a significantly low IQ
Subnormal intellectual functioning which originates during the developmental period. This has multiple potential etiologies, including genetic defects and perinatal insults. Intelligence quotient (IQ) scores are commonly used to determine whether an individual is mentally retarded. IQ scores between 70 and 79 are in the borderline mentally retarded range. Scores below 67 are in the retarded range. (Joynt, Clinical Neurology, 1992, Ch55, p28) 
Source - Diseases Database
lack of normal development of intellectual capacities
The list of signs and symptoms mentioned in various sources for Mental Retardation includes the 2 symptoms listed below: 
Mental disturbance 
Behavioural difficulties 
Mental retardation: Treatment 
(Professional Guide to Diseases (Eighth Edition)) 
Effective management requires an interdisciplinary team approach, which continues to assist the patient and his family on primary, secondary, and tertiary levels. A primary goal is to develop the patient’s strengths. Another major goal is the development of social adaptive skills. 
Children who are mentally retarded require special education and training, ideally beginning in infancy. An individualized, effective education program can optimize the quality of life for even the profoundly retarded. 
The prognosis for people who are mentally retarded is related more to timing and aggressive treatment, personal motivation, training opportunities, and associated conditions than to the degree of mental retardation itself. With good support systems, many people who are mentally retarded become productive members of society. Successful management leads to independent functioning and occupational skills for some and a sheltered environment for others.
The American Association on Mental Retardation (AAMR) defines mental retardation as “significantly subaverage general intellectual function existing concurrently with deficits in adaptive behavior manifesting itself during the developmental period (before age 18).” Retardation commonly is accompanied by other physical and emotional disorders that may constitute disabilities in themselves. Mental retardation places a significant burden on patients and their families, resulting in stress, frustration, and family problems. 
Causes and incidence 
A specific cause is identifiable in only about 25% of people who are mentally retarded, and, of these, only 10% have the potential for cure. (See Causes of mental retardation.) In the remaining 75%, predisposing factors, such as deficient prenatal or perinatal care, inadequate nutrition, poor social environment, and poor child-rearing practices, contribute significantly to mental retardation. 
Prenatal screening for genetic defects (such as Tay-Sachs disease) and counseling for familles at risk for specific defects have reduced the incidence of genetically transmitted mental retardation. 
An estimated 1% to 3% of the population is mentally retarded, demonstrating an IQ below 70 and associated difficulty in carrying out tasks required for personal independence. 
Signs and symptoms 
The observable effects of mental retardation are deviations from normal adaptive behaviors, ranging from learning disabilities and uncontrollable behavior to severe cognitive and motor skill impairment. The earlier a child’s adaptive deficit is recognized and he’s placed in a special learning program, the more likely he is to achieve age-appropriate adaptive behaviors. If the patient is older, review his adaptation to his environment. 
The family of a patient who’s mentally retarded may report many problems stemming from frustration, fear, and exhaustion. These problems, such as financial difficulties, abuse, and divorce, can compromise the child’s care. Physical examination may reveal signs of abuse or neglect. 
People who are mentally retarded may exhibit signs and symptoms of other disorders, such as cleft lip, congenital heart defects, and cerebral palsy as well as a lowered resistance to infection. 
Diagnosis 
CONFIRMING DIAGNOSIS A score of less than 70 on a standardized IQ test confirms the diagnosis of mental retardation. 
The IQ test primarily predicts school performance and must be supplemented by other diagnostic evaluations. 
For example, the Adaptive Behavior Scale deals with behaviors important to activities of daily living. This test evaluates self-help skills (toileting and eating), physical and social development, language, socialization, and time and number concepts. It also examines inappropriate behaviors, such as violent or destructive acts, withdrawal, and self-abusive or sexually aberrant behavior. 
Age-appropriate adaptive behaviors are assessed by using developmental screening tests such as the Denver Developmental Screening test. These tests compare the subject’s functional level with the normal level for the same chronologic age. The greater the discrepancy between chronologic and developmental age, the more severe the retardation. In most European and North American cultures, the Vineland Social Maturity Scale, a tool used to determine social competence, is recommended for use when appropriate. 
In children, the functional level is based on sensorimotor skills, self-help skills, and socialization. In adolescents and adults, it’s based on academic skills, reasoning and judgment skills, and social skills. 
Treatment 
Effective management requires an interdisciplinary team approach, which continues to assist the patient and his family on primary, secondary, and tertiary levels. A primary goal is to develop the patient’s strengths. Another major goal is the development of social adaptive skills. 
Children who are mentally retarded require special education and training, ideally beginning in infancy. An individualized, effective education program can optimize the quality of life for even the profoundly retarded. 
The prognosis for people who are mentally retarded is related more to timing and aggressive treatment, personal motivation, training opportunities, and associated conditions than to the degree of mental retardation itself. With good support systems, many people who are mentally retarded become productive members of society. Successful management leads to independent functioning and occupational skills for some and a sheltered environment for others. 
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Dementia is progressive deterioration in intellectual function and other cognitive skills, leading to a decline in the ability to perform activities of daily living. Diagnosis is by history and physical examination. Potentially reversible causes of cognitive impairment (eg, drugs, delirium, Phobic disorders Phobic disorders) should be excluded. Treatment is with general measures and usually a cholinesterase inhibitor, memantine, or both.

Dementia is characterized by cognitive decline and a normal sensorium (ie, delirium is absent). The prevalence of dementia doubles every 5 yr after age 60 until about age 90. Dementia affects only 1% of people aged 60 to 64 but 30 to 50% of those > 85. In the US, about 4 to 5 million people are affected. Dementia is the leading cause of institutionalization among the elderly; prevalence among elderly nursing home residents is estimated to be 60 to 80%.

Dementia differs from age-related memory loss, which is much milder, is not substantially progressive, and does not significantly impair function. In people with age-related memory loss, cognitive performance is essentially unimpaired, but they may require extra time and encouragement. They learn new information and recall previously learned information but do so less efficiently. Daily functioning remains unaffected. People with this condition are often more concerned about it than are family members; reassurance and coping strategies are helpful.

In mild cognitive impairment, memory or another aspect of cognition is impaired (not merely slowed) but not severely enough to interfere with daily functioning. Up to 50% of patients with mild cognitive impairment that affects memory develop dementia within 3 yr. Currently, there is no clear way to predict which patients will develop dementia.

Etiology

Causes (see Table 40-1) are difficult to differentiate because definitions and clinical criteria for diagnosis of many causes are imprecise; causes can be confirmed by postmortem pathologic examination, which is not usually done. Also, mixed dementias (eg, Alzheimer's disease plus vascular dementia) are common.

Alzheimer's disease is the most common type; it accounts for about 2/3 of cases of established dementia. Vascular dementia is probably the next most common type, and dementia with Lewy bodies may account for many cases.

Symptoms and Signs

The natural history varies depending on the cause of dementia. However, typically, intellectual and other cognitive functions decline inexorably over 2 to 10 yr. Although the decline occurs in a continuum, symptoms can be divided into mild (early), moderate, and severe (late). Personality and behavior changes may develop during any stage. Depression affects up to 40% of patients with dementia, usually when dementia is mild or moderate, and may cause vegetative symptoms (eg, withdrawal, anorexia, weight loss, insomnia). Depression can aggravate disability in dementia; distinguishing between cause and effect is often difficult.

Many people who develop dementia lose weight before other symptoms appear. Some experts hypothesize that weight loss may result from impairment of appetite or metabolic control centers in the brain.

Motor and other focal neurologic deficits occur at different stages, depending on the type of dementia; they occur early in vascular dementia and late in Alzheimer's disease. The incidence of seizures increases throughout the course of dementia. Psychosis (hallucinations, delusions, or paranoia) occurs in about 25% of patients with dementia.

Mild dementia: Short-term memory is impaired, as is language function, especially word finding. Aphasia (impaired ability to comprehend or use language), agnosia (impaired ability to identify objects despite intact sensory function), and apraxia (impaired ability to perform previously learned motor activities despite intact motor function) can develop. Executive function (eg, ability to plan, organize, and sequence) is impaired. Apathy is common. As a result, patients function less well. Patients may forget the name of a recent dinner guest or get lost on the way to the store. They may have progressive difficulty with formerly mastered complex activities (eg, driving) and moderately complex daily activities (instrumental activities of daily living; eg, handling finances, preparing meals, housekeeping). Patients are less likely to take the initiative. They have difficulty following directions.

Emotional lability is common. Patients may be irritable, hostile, and agitated.

Although mild dementia may not compromise sociability, family members may report that patients are not acting like themselves or are doing uncharacteristic things (eg, a miserly widower gives thousands of dollars to a questionable charity). Poor judgment is common.

Patients with mild dementia can usually compensate reasonably well and follow established routines at home. Difficulty often results from disruption of routine or a change in surroundings. For example, an elderly parent who visits a child's unfamiliar home may become disoriented or manifest behavioral symptoms and functional disability, which do not occur in more familiar surroundings.

Moderate dementia: The ability to perform simple daily activities (basic activities of daily living; eg, bathing, dressing, toileting) becomes impaired. Patients cannot learn new information.

Normal environmental and social cues for time and place do not register, increasing disorientation. Because patients cannot effectively use these cues, they may become lost even in familiar surroundings (eg, they cannot find their bedroom or bathroom). Patients remain ambulatory but are at increased risk of falls and accidents due to confusion and poor judgment.

Personality changes may progress. Patients may become irritable, anxious, self-centered, inflexible, or angry more easily, or they may become more passive, with a flat affect, depression, indecisiveness, lack of spontaneity, or general withdrawal from social situations.

Psychotic symptoms may occur. Significant paranoia (eg, specific, often persecutory delusions; generalized suspicion) occurs in about 25% of patients. The most common delusions are beliefs that people are stealing and that a spouse is unfaithful. One particularly poignant delusion results from loss of self-recognition in mirrors; some patients with this delusion worry that strangers have entered the home, but others enjoy the "visitor's" company. Patients often misidentify other people at this point (eg, thinking their husband is their father or their daughter is their wife).

Behavior disorders may develop. Wandering can be a significant problem, particularly if patients are trying to return to familiar surroundings that no longer exist. Patients may become physically aggressive or agitated or act in sexually inappropriate ways. Sleep patterns are often disorganized.

Severe: Eventually, patients cannot perform the most basic activities (eg, eating, walking) and become totally dependent on other people. Memory for recent and remote events is completely lost, and patients may be unable to recognize even close family members. The ability to walk is variably affected in different dementias but is usually lost in the late stages; patients may become unable to move even while in bed. Patients may become incontinent. Reflex motor function (eg, ability to swallow) is lost, putting patients at risk of dehydration, undernutrition, and aspiration (which increases risk of pneumonia). The combination of immobility and undernutrition increases risk of pressure ulcers. Eventually, patients become mute.

Total functional dependence usually requires that patients be placed in a nursing home or that similar support be implemented in the home. Conscientious nursing care may delay complications (eg, dehydration, undernutrition, aspiration, pressure ulcers). Because many patients cannot describe symptoms to a physician and because elderly patients often have no febrile or leukocytic response to infection, health care practitioners must rely on experience and acumen to detect infections whenever patients appear ill.

End-stage dementia results in coma and death, usually due to infection originating in the respiratory tract, skin, or urinary tract.

Diagnosis
Dementia should be distinguished from cognitive changes due to depression (so-called dementia of depression), which resolves when depression is treated. If patients have dementia and depression, cognitive deficits persist after mood improves. Depressed elderly patients may experience cognitive decline, but unlike patients with dementia, they tend to exaggerate their memory loss and rarely forget important current events or personal matters. Decline is usually more gradual than that in dementia. Neurologic examination is normal except for signs of psychomotor slowing. When tested, patients with depression make little effort to respond, but those with dementia often try hard but respond incorrectly. Every elderly patient with a cognitive problem should be evaluated with a full mood assessment, including a symptom review (using the SIG E CAPS [Sleep, Interest, Guilt, Energy, Concentration, Appetite, Psychomotor, Suicide] evaluation) and a standardized instrument such as the Geriatric Depression Scale short form.

Primary Dementias

Primary dementias include Alzheimer's disease, frontotemporal dementia (including the Pick's disease variant), and mixed dementias that have a component of Alzheimer's disease.

Alzheimer's disease

Alzheimer's disease is a primary progressive dementia characterized by neuritic plaques and neurofibrillary tangles. It is the most common form of dementia in the elderly. Diagnosis is by history, physical and mental status examinations, and exclusion of other causes. Treatment can include supportive measures, a cholinesterase inhibitor, and memantine.

Geriatric Essentials

The 4 allele of apolipoprotein E is a strong risk factor for Alzheimer's disease, but genetic screening for the 4 allele is usually unwarranted.

Onset is insidious, and progression is typically continuous.

Alzheimer's disease (AD) is the most common form of dementia among the elderly, accounting for about 2/3 of cases. AD becomes increasingly common with aging. It is characterized by an excessive number of senile plaques and neurofibrillary tangles. Plaques consist of neurites (axons or dendrites), astrocytes, and microglial cells around an amyloid core; tangles consist of paired helical filaments that contain a form of tau protein. Plaques and tangles also occur in normal aging but to a much lesser extent than in AD. The degree of dementia correlates better with the number of neurofibrillary tangles than with the number of plaques. Cerebral atrophy eventually occurs; however, atrophy is not strongly correlated with clinical severity. Patients with AD may have concomitant cerebrovascular disease and manifestations of vascular dementia, and many patients with cortical Lewy bodies also have manifestations of AD.

Biochemically, the process may begin with abnormal cleavage of the amyloid precursor protein by a -secretase (at the amino end) and a -secretase (at the carboxy end), producing an A42 protein. This protein accumulates as amyloid in the core of neuritic plaques. The relationship of amyloid to neurofibrillary tangles is controversial. Inflammation, excitotoxic neurotransmitters, and possibly apoptosis cause secondary damage.

Most cases of AD are sporadic and occur after age 60. However, in about 5%, the pattern of inheritance is autosomal dominant; in most of these cases, onset is before age 60. Autosomal dominant mutations can involve the amyloid precursor protein gene, the presenilin 1 gene, or the presenilin 2 gene. The 4 allele of apolipoprotein E (apo E) also appears to be an important risk factor, particularly for onset somewhat later than that of autosomal dominant AD. The 2 allele of apo E appears relatively protective. For example, 4 homozygotes have a > 50% risk of developing AD by age 70, but people with 23 alleles have only a 12 to 14% risk by age 90. The overall risk of developing AD is increased for people with a first-degree relative who had AD, and the younger the age at which the relative developed AD, the higher the risk.

Symptoms

Symptoms may or may not be similar to those of other forms of dementia. Deficits tend to be broad, involving multiple areas of the brain. However, the most common and characteristic early symptom in AD is impaired short-term memory. Patients repeatedly ask the same questions, often after only a few minutes, or they forget where belongings were placed. Word finding becomes difficult; patients may forget a specific word and use an elaborate circumlocution to compensate (eg, a necktie may be called "that thing around the neck"). Besides memory, at least one of the following is almost always significantly impaired: language, visual processing, ability to execute skilled motor activities (not because of weakness), abstract reasoning, or ability to concentrate. Sociability is usually unaffected early in AD, but some patients become increasingly apathetic, irritable, or agitated. Cognitive changes and behavior disorders correlate poorly with each other and reflect different aspects of brain dysfunction. Focal neurologic deficits (eg, weakness, sensory loss, exaggerated reflexes, Babinski's sign, visual field defects, pseudobulbar palsy, incontinence), which are usually symmetric, occur late.

Onset is gradual, although it is not always reported as such by family members. Usually, deterioration is also gradual. The various deficits may progress at different rates. In general, life expectancy for patients who can no longer walk is about 6 months.
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1. Antipsychotics are divided into two categories: first-generation, also known as "typical" drugs, and second-generation, also known as "atypical" drugs and dopamine partial agonists. Typical antipsychotics are so-called because they were the first family of drugs discovered to have antipsychotic properties. Some examples of "typical" antipsychotic medications are: chlorpromazine, fluphenazine, haloperidol, molindone, thiothixene, thoridazine, trifluoperazine, and loxapine. Atypical antipsychotic drugs were developed later on and named to distinguish them from the earlier drugs. Some examples of "atypical" antipsychotic medications include: clozapine, olanzapine, risperidone, quetiapine, ziprasidone, and aripiprazole. The distinction in these drug category names also reflects differences in how they were thought to work. Typical medications were originally thought to work primarily by affecting dopamine, while atypical drugs were thought to work through other neurotransmitter systems. Recent research suggests that all of these drugs mainly affect dopamine systems, however. 
2. Disulfiram, one of the earliest treatments developed for addictive disorders, acts by producing unpleasant physical effects if alcohol is concurrently consumed. It disrupts ethanol metabolism by irreversibly inhibiting aldehyde dehydrogenase, thereby leading to a significant accumulation of ethanol metabolite acetaldehyde which is associated with severely unpleasant adverse effects (and cardiac stress). Although there is no evidence that it helps maintain abstinence over the long run, it may be useful as a disincentive to ethanol use in the short term.(Suh, Pettinati et al. 2006) It retains its effect on aldehyde dehydrogenase for up to 2 weeks, so even if the patient stops taking disulfiram and plans to drink, there may be time to reconsider and enlist other supportive mechanisms to maintain sobriety before it loses effectiveness. Ultimately however, most patients who wish to drink do so by discontinuing disulfiram, and many drink while still on it, placing themselves at severe risk. Therefore, like all pharmacotherapies for ethanol dependence, external supports (such as family supervision of medication adherence) and nonpharmacological therapies (such as ongoing counseling and behavioral therapies) are needed for continued effectiveness.(Lingford-Hughes, Welch et al. 2004; Hughes and Cook, 1997) Notably, however, a recent randomized comparison of disulfiram, acamprosate and naltrexone (discussed below) in 243 patients, all of whom received brief cognitive-behavioral psychotherapy, showed disulfiram to be more advantageous than the other agents.(Laaksonen, Koski-Jannes et al. 2008)

Patients who are beginning disulfiram treatment should be informed of possible medication interactions and the need for avoidance of alcohol in foods (e.g., sauces) and topical preparations (e.g., perfumes). Disulfiram is not recommended for patients with cardiac disease, significant liver disease, peripheral neuropathy or psychosis.

Acamprosate may increase the number of abstinence days and decrease overall alcohol consumption long-term in alcohol dependent patients.(Boothby and Doering, 2005; Sass, Soyka et al. 1996; Whitworth, Fischer et al. 1996; Mann, Lehert et al. 2004; Kranzler and Van Kirk, 2001) Its mechanism of action is unclear although it is thought to involve the enhancement of GABA transmission and possibly the antagonism of the excitatory neurotransmitter glutamate.(Littleton and Zieglgansberger, 2003) It is generally well-tolerated, with mild GI symptoms as the most commonly seen adverse effects. It is renally excreted and may be administered to patients with liver disease. Recent evidence from a large multicenter study, however, has shed doubt on the effectiveness of acamprosate (Anton, O'Malley et al. 2006)—see below.

Naltrexone is an opioid receptor antagonist. Alcohol can increase the release of endogenous opioids in the brain which may contribute to its euphoric effects. Naltrexone may reduce this opioid-mediated aspect of alcohol's reinforcing properties, and modestly reduce alcohol use in dependent patients.(Anton, 2008; Srisurapanont and Jarusuraisin, 2005) It appears to be most beneficial in severe alcoholics.(Pettinati, O'Brien et al. 2006) A long-acting (i.e., every 4 weeks) injectable preparation is also available.(Garbutt, Kranzler et al. 2005; O'Malley, Garbutt et al. 2007) Naltrexone may cause mild GI symptoms and an infrequent transaminitis that requires monitoring. Patients on naltrexone must not be given opiates for pain management: overdose and death can result from the high opiate doses needed to override the effect of naltrexone.

Some studies have suggested superior efficacy of naltrexone as compared to acamprosate.(Anton, O'Malley et al. 2006; Morley, Teesson et al. 2006; Rubio, Jimenez-Arriero et al. 2001) The recent U.S. government-sponsored COMBINE study which compared naltrexone vs. acamprosate vs. the combination of the two, all combined with medical management (i.e., brief meetings with a healthcare provider modeled on a primary care setting), found naltrexone to be more effective than acamprosate. It also found that the meetings with a healthcare provider increased the likelihood of abstinence.(Anton, O'Malley et al. 2006) It should be noted that the dose of naltrexone used was twice the usual maximum dose (100 mg/day vs. 50 mg/day). Individuals with a specific polymorphism of the mu-opioid receptor gene (OPRM1), i.e., individuals with an Asp40 allele—coding for a receptor with increased beta-endorphin binding and activity(Bond, LaForge et al. 1998)—may be more likely to respond to naltrexone.(Anton, Oroszi et al. 2008) 

Off-label use of naltrexone may also be considered in opioid dependent patients—where higher doses are usually needed—if there are significant external supports and motivation to ensure adherence to this medication.(Kirchmayer, Davoli et al. 2003) Highly motivated addicted physicians and other professionals are examples of patients who may benefit from naltrexone treatment for opiate dependency.(Ling and Wesson, 1984; Washton, Gold et al. 1984)

