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Psychiatry 10 Questions (215 to 224)

215.
All of the following are part of the treatment of Lithium toxicity, except:

1.
Treating dehydration.


2.
Ingestion of polystyrene sulfonate.


3.
Hemodialysis.


4.
Using an antagonist.

Answer

4.
Using an antagonist.
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Lithium, an alkali metal like sodium and potassium, appears to act by substituting for endogenous cations, thereby intefering with cell membrane ion transport and excitability, adenylate cyclase activation, neurotransmitter (norepinephrine) release, and Na+, K+-ATPase activity. It is available as the carbonate salt in pill form and as the liquid citrate salt. These preparations contain 8 mmol (meq) of lithium per 300 mg and 5 mL, respectively.

Lithium is absorbed slowly, with peak serum levels occurring 2 to 4 h after ingestion (later with overdosage and with sustained-release preparations). Lithium is not bound to plasma proteins. It has an initial volume of distribution of 0.3 to 0.4 L/kg body weight and a final one of 0.7 to 1 L/kg. Therapeutic serum levels are 0.6 to 1.2 mmol/L. An increase in the postdistribution lithium level of 1 to 1.5 mmol/L for each mmol/kg ingested can be predicted following acute overdose. Levels obtained prior to complete distribution will be higher than those in tissue and not correlate with clinical effects. Elimination is primarily (95%) by renal excretion (glomerular filtration with significant reabsorption in the proximal tubule). Renal excretion is increased by diuresis and urinary alkalinization and decreased by hypovolemia and hyponatremia. The serum half-life ranges from 18 to 36 h and can be prolonged in patients with chronic intoxication
Explanation

· Gastric lavage and whole-bowel irrigation are the procedures of choice for gastrointestinal decontamination. Whole-bowel irrigation is preferred for sustained-release formulations because intact pills will not fit through a lavage tube. Endoscopy should be considered if a concretion is suspected (persistently high or rising drug levels 2 or more days following ingestion). Activated charcoal does not adsorb lithium. 
· Experimentally, oral administration of the ion-exchange resin sodium polystyrene sulfonate (Kayexalate) can bind lithium, prevent its absorption, and enhance its elimination, but the clinical effectiveness of this therapy is unproven. 
· Supportive therapy includes standard treatments for seizures, CNS depression, hypotension, and arrhythmias. 
· Symptomatic patients should be given an intravenous saline bolus and infusion to correct dehydration, to achieve a normal urine output, and to replace fluid losses in those with diabetes insipidus. Although diuresis can enhance renal excretion of lithium, there is little evidence that this therapy is more effective than simply maintaining a normal urine output. 
· Hemodialysis, however, is highly effective in enhancing lithium elimination. It is recommended for patients with coma, seizures, and severe, persistent or progressive confusion, CNS depression, or movement disorders; lesser toxicity in the presence of renal failure; and when the peak lithium level exceeds 8 mmol/L following acute overdose (because of the likelihood of severe postdistribution toxicity). Because of slow redistribution, drug levels typically rise following dialysis. Dialysis should be repeated until the postredistribution level is <1 mmol/L. Despite dialysis, clinical recovery may take days to weeks. There is no conclusive evidence that dialysis decreases the incidence of permanent sequelae
Comments

Since lithium is not detected by routine screening tests, a serum level must be requested specifically. Because of slow absorption and distribution, serial drug levels should be obtained following acute overdosage. 
Tips

In chronic poisoning, severe toxicity may occur at serum levels of 3 to 4 mmol/L. Following acute overdose, only mild effects may be present despite serum levels that rise to 8 mmol/L. As distribution occurs and levels fall, progressive toxicity may ensue
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All are side effects of Clozapine except:

1.
Granulocytopenia.


2.
Seizures.


3.
Sedation.


4.
Extrapyramidal side effects

Answer


4.
Extrapyramidal side effects
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The most common side effects of Clozapine are 
1. Sedation

2. Dizziness

3. Syncope

4. Tachycardia

5. Electrocardiogram (ECG) Changes

6. Nausea

7. Vomiting

Explanation

1. Leucopenia, granulocytopenia, agranulocytosis and fever occur in about 1 percent of patients.

2. The risk of seizures is  about 4 % in patients taking dosages above 600 mg a day
3. Sedation is a common side effect

4. Extrapyramidal side effects are more prominent with high potency drugs like fluphenazine, Haloperidol, pimozide etc and are least with thioridazine, clozapine, olanzapine and low doses of risperidone

Comments

Myocarditis and cardiomyopathy are also reported with Clozapine
Tips

Clozapine has only weak D2 blocking action
217.
Pavlov’s experiment is an example of:


1.
Operant conditioning.


2.
Classical conditioning.


3.
Learned helplessness.


4.
Modelling.

Answer


2.
Classical conditioning.
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Classical conditioning (also Pavlovian conditioning or respondent conditioning) is a type of associative learning found in animals. These associations are formed by pairing two stimuli--what Ivan Pavlov described as the learning of conditioned behavior-- to condition an animal to give a certain response. The simplest form of classical conditioning is reminiscent of what Aristotle would have called the law of contiguity which states that: "When two things commonly occur together, the appearance of one will bring the other to mind."
Explanation

The most famous example of classical conditioning involved the salivary conditioning of Pavlov's dogs. Pavlov's dogs naturally salivated to food. Pavlov therefore called the one-to-one correlation between the unconditioned stimulus (food) and the unconditioned response (salivation) an unconditional reflex. If a tone (generated by a tuning fork, for example) was reliably sounded for a few seconds before food, however, the tone eventually came to elicit salivation even when the tone was presented without the food. Because the one-to-one correlation between the conditioned stimulus (tone) and the conditioned response (salivation) involved learning, Pavlov referred to this relationship as a "conditional reflex". The conditional reflex (food-related behaviour elicited by a stimulus that has been reliably paired with food) is said to be developed through classical conditioning.

The origins of the two reflexes are different. The food (unconditional stimulus) [UCS] causing salivation (unconditional response) [UCR] reflex has its origins in the evolution of the species. The tone (conditional stimulus) [CS] causing salivation (conditional response) [CR] reflex has its origins in the experience of the individual animal.
In such experiments, the subject initially shows weak or no response to a conditioned stimulus (CS, e.g. a tone), but a measurable unconditioned response (UR, e.g. saliva production) to a unconditioned stimulus (US, e.g. food). In the course of the training, the CS is repeatedly presented together with the US; eventually the subject forms an association between the US and the CS. In a subsequent test-phase, the subject will show the conditioned response (CR, e.g. saliva production) to the CS alone, if such an association has been established and memorized. Such "Pavlovian" conditioning is opposed to instrumental or "operant conditioning", where producing a CR controls the US presentations.

Comments

Operant conditioning is a type of conditioning developed by Skinner in which an experimenter waits for the target response (head scratching) to be conditioned to occur (emitted) spontaneously, immediately after which the organism is given a reinforcer reward; after this procedure is repeated many times, the frequency of emission of the targeted response will have significantly increased over its pre-experiment base rate.

It is a condition where producing a CR controls the US presentations. We use the term "operant conditioning" to describe one type of associative learning in which there is a contingency between the response and the presentation of the reinforcer. This situation resembles most closely the classic experiments from Skinner, where he trained rats and pigeons to press a lever in order to obtain a food reward. In such experiments, the subject is able to generate certain motor-output, (the response R, e.g. running around, cleaning, resting, pressing the lever). The experimentator choses a suited output (e.g. pressing the lever) to pair it with an unconditioned stimulus (US, e.g. a food reward). Often a discriminative stimulus (SD, e.g. a light) is present, when the R-US contingency is true. After a training period, the subject will show the conditioned response (CS, e.g. touching the trigger) even in absence of the US, if the R-US association has been memorized. Such instrumental or operant conditioning is opposed to Pavlovian or "classical conditioning", where producing a response has no effect on US presentations.  
Tips

Modeling, In learning theory, is the acquiring and learning of a new skill by observing and imitating that behaviour being performed by another individual. Modeling in behaviour modification, is a treatment procedure whereby the therapist or another significant person presents (models) the target behaviour which the learner is to imitate and make part of his repertoire.
218.
Bright light treatment has been found to be most effective in treatment of :


1.
Anorexia Nervosa.


2.
Seasonal Affective Disorder.


3.
Schizophrenia.


4.
Obsessive Compulsive Disorder.

Answer


2.
Seasonal Affective Disorder.
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Seasonal affective disorder, or SAD, also known as winter depression is an affective, or mood disorder. Most SAD sufferers experience normal mental health throughout most of the year, but experience depressive symptoms in the winter. SAD is rare, if existent at all in the tropics, but is measurably present at latitudes of 30°N (or S) and higher.
Explanation

Full-spectrum bulbs, "light boxes" and "sunlight lamps" can be purchased as specialty lighting products for those suffering from SAD. These light boxes are many times brighter than regular indoor lighting and should be administered with guidance from a psychiatrist. Natural sunlight is considered to be the best source of light. 

The most validated of the light therapies is the use of a bright light box at a dose of 10,000 lux for 30-60 minutes daily. The eyes should remain open during this time, but not directly staring at the lights. The best time to administer the therapy is currently in debate. However, some find that daily morning therapies work well. The antidepressant effect of light therapy, like antidepressant medications, may take several weeks to take full effect. Some improvement should be noted within a week. Light therapy should be continued until natural daily light exposure becomes sufficient, usually during spring.

Medication is a more recent treatment and selective serotonin reuptake inhibitors (SSRIs) have proven effective in treating SAD. Examples of these antidepressants are fluoxetine (Prozac), sertraline (Zoloft, Lustral), or paroxetine (Paxil). 

Several controlled studies have shown dawn simulation to be as effective as bright lights in treating SAD, with fewer side effects and greater convenience. A specialized control device called a dawn simulator gradually brightens ordinary bedside lights during the hour before the patient awakens.
Comments

Connections between human mood, as well as energy levels, and the seasons are well-documented, even in healthy individuals. Particularly in high latitudes (50°N or S) it is common for people to experience lower energy levels during the winter. Colds and flu also peak during this time, and most people get less outdoor exercise than in the summer.

Winter depression (or winter blues) is a common slump in the mood of Scandinavians. Doctors estimate that about 20% of all Swedes are affected, and it seems to be hereditary. It was first described by the 6th century Goth scholar Jordanes in his Getica where he described the inhabitants of Scandza (Scandinavia). In the USA the diagnosis of seasonal affective disorder was first proposed by Norman E. Rosenthal, MD on the basis of a depressive syndrome the native of sunny South Africa experienced during his first winter of his graduate training in New York. Rosenthal has estimated that the prevalence of SAD in the adult US population is between 1.4 percent (in Florida) and 9.7 percent (in New Hampshire).

Seasonal mood variations are believed to be related mostly to daylight, not temperature. For this reason, SAD is prevalent even in mid-latitude places with mild winters, such as Seattle. Prolonged periods of overcast weather can also exacerbate SAD. Normal "winter blues" can usually be dampened or extinguished by exercise and increased outdoor activity, particularly on sunny days, resulting in increased solar exposure. SAD, however, is a more serious disorder, sometimes triggering dysthymia or clinical depression. It may require hospitalization.

Tips

Various etiologies have been suggested. One possibility is that SAD is related to a lack of serotonin and that exposure to full-spectrum artificial light may improve the condition by stimulating serotonin production, although this has been disputed. Another theory is that melatonin produced in the pineal gland is the primary cause, since there are direct connections between the retina and the pineal gland. Some studies show that melatonin levels do not appear to differ between those with and without SAD. However, mice incapable of synthesizing melatonin appear to express "depression-like" behaviors and melatonin receptor ligands produce antidepressant-like effect in mice. Light therapy appears to be effective in treating SAD, but the exact mechanism of the effect is still unknown.
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The most common side effect reported with treatment with haloperidol is :


1.
Hypotension.


2.
Akathisia.


3.
Dryness of mouth.


4.
Tic disorder.

Answer


2.
Akathisia.
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Haloperidol is a neuroleptic  and a conventional butyrophenone antipsychotic drug. Due to its strong central antidopaminergic action, it is classified as a highly potent neuroleptic. It is approximately 50 times more potent than chlorpromazine on a weight basis (50mg chlorpromazine are equivalent to 1mg haloperidol). Haloperidol possesses a strong activity against delusions and hallucinations, most likely due to an effective dopaminergic receptor blockage in the mesocortex and the limbic system of the brain. 
Explanation

· It blocks the dopaminergic action in the nigrostriatal pathways, which is the probable reason for the high frequency of extrapyramidal-motoric side-effects (dystonias, akathisia, pseudoparkinsonism). 
· It has minor antihistaminic and anticholinergic properties, therefore cardiovascular and anticholinergic side-effects such as hypotension, dry mouth, constipation, etc., are seen quite infrequently, compared to less potent neuroleptics such as chlorpromazine. Haloperidol also has sedative properties and displays a strong action against psychomotor agitation, due to a specific action in the limbic system. It therefore is an effective treatment for mania and states of agitation. Additionally, it can be given as an adjuvant in the therapy of severe chronic pain.
· The most effective Pharmacological approach for Tic is with Haloperidol
Comments

The peripheral antidopaminergic effects of haloperidol account for its strong antiemetic activity. There, it acts at the CTZ (Chemical Trigger Zone). Haloperidol is useful to treat severe forms of nausea/emesis such as those resulting from chemotherapy. The peripheral effects lead also to a relaxation of the gastric sphincter muscle and an increased release of the hormone prolactin, with the possible emergence of breast enlargement and secretion of milk (lactation) in both sexes.

Tips

Neuroleptic malignant syndrome (NMS) is a significant possible side effect. Haloperidol and fluphenazine are the two drugs which cause NMS most often
220.
Mutism and akinesis in a person, who appears awake and even alert, is best described as :


1.
Twilight State.


2.
Oneroid state.


3.
Stupor.


4.
Delirium.

Answer


3.
Stupor.

Reference
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As per Ahuja, Stupor is a common condition which presents at the emergency services. It is defines a s clinical syndrome of akinesis and mutism but with relative preservation of conscious awareness
Explanation


1.
Twilight State is disturbed consciousness with hallucinations.


2.
Oneroid state refers to a dreamlike state in which the patients may be deeply perplexed and not fully oriented in time and place 

3.
Stupor is as defined above.


4.
Delirium is a bewildered, restless, confused, disoriented reaction associated with fear and hallucinations.

Comments

Stupor defines lesser degrees of unarousability in which the patient can be awakened only by vigorous stimuli, accompanied by motor behavior that leads to avoidance of uncomfortable or aggravating stimuli. Drowsiness, which is familiar to all persons, simulates light sleep and is characterized by easy arousal and the persistence of alertness for brief periods. Drowsiness and stupor are usually attended by some degree of confusion

Tips

Certain other clinical states are prone to be misinterpreted as stupor or coma. 
· Akinetic mutism refers to a partially or fully awake patient who is able to form impressions and think but remains immobile and mute, particularly when unstimulated. The condition may result from damage in the regions of the medial thalamic nuclei, the frontal lobes (particularly situated deeply or on the orbitofrontal surfaces), or from hydrocephalus. 
· The term abulia is used to describe a mental and physical slowness and lack of impulse to activity that is in essence a mild form of akinetic mutism, with the same anatomic origins. 
· Catatonia is a curious hypomobile and mute syndrome associated with a major psychosis. In the typical form patients appear awake with eyes open but make no voluntary or responsive movements, although they blink spontaneously, swallow, and may not appear distressed. As often, the eyes are half-open as if the patient is in a fog or light sleep. There are signs that indicate voluntary attempts to appear less than fully responsive, though it may take some ingenuity on the part of the examiner to demonstrate these. Eyelid elevation is actively resisted, blinking occurs in response to a visual threat, and the eyes move concomitantly with head rotation, all signs belying a brain lesion. It is characteristic but not invariable for the limbs to retain the posture, no matter how bizarre, in which they have been placed by the examiner ("waxy flexibility," or catalepsy.) Upon recovery, such patients have some memory of events that occurred during their catatonic stupor. The appearance is superficially similar to akinetic mutism, but clinical evidence of brain damage is lacking.

· The locked-in state describes a pseudocoma in which an awake patient has no means of producing speech or volitional limb, face, and pharyngeal movements in order to indicate that he or she is awake, but vertical eye movements and lid elevation remain unimpaired, thus allowing the patient to signal. Such individuals have written entire treatises using Morse code. Infarction or hemorrhage of the ventral pons, which transects all descending corticospinal and corticobulbar pathways, is the usual cause. 
· A similar awake but deefferented state occurs as a result of total paralysis of the musculature in severe cases of Guillain-Barre syndrome, critical illness neuropathy, and pharmacologic neuromuscular blockade.
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Loosening of association is an example of :


1.
Formal thought disorder.


2.
Schneiderian first rank symptoms.


3.
Perseveration.


4.
Concrete thinking.

Answer


1.
Formal thought disorder.
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Eugen Bleuler’s Fundamental Symptoms of Schizophrenia (Also called as the 4 A’s of Bleuler) are
1. Ambivalence

a. A severe inability to decide for or against

2. Autism


a. Withdrawal into self

3. Affect Disturbances

a. Inappropriate affect

4. Association Disturbances

a. Loosening of Associations

b. Thought disorders

Explanation

Self Explanatory
Comments

Loosening of associations is given 2 points in New Haven Schizophrenic Index
Tips

Eugen Bleuler, one of the most influential psychologists of his time, made difficulties for himself by being attracted to both the theories of Sigmund Freud (1856-1939) and Wilhelm Max Wundt (1832-1920), striving to unify somehow the teachings of the two, despite the fact that the differences were much greater than what united them. Bleuler is best known today for his introduction of the term schizophrenia – in 1908 - to describe the disorder previously known as dementia praecox, from the Latin meaning prematurely out of one's mind, a name given by Emil Kraepelin; and for his study of schizophrenics.
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Intense nihilism, somatization and agitation in old age are the hallmark symptoms of:


1.
Involutional melancholia.


2.
Aty[pical depression.


3.
Somatized depression


4.
Depressive stupor.

Answer


1.
Involutional melancholia.

Reference
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Melancholia (μελαγχολια) was described as a distinct disease as early as the fifth and fourth centuries BC in the Hippocratic writings. It was characterized by "aversion to food, despondency, sleeplessness, irritability, restlessness," as well as the statement that "Grief and fear, when lingering, provoke melancholia". It is now generally believed that melancholia was the same phenomenon as what is now called clinical depression.
Explanation

As per Jane, Involutional Melancholia is a mood disorder characterized by profound sadness and often occurring in late middle age sometimes accompanied by paranoia and with agitated depression in a person of climacteric age.  
Comments

The name melancholia comes from the old medical theory of the four humours: disease being caused by an imbalance in one or other of the four basic bodily fluids, or humours. Personality types were similarly determined by the dominant humour in a particular person. Melancholia was caused by an excess of black bile; hence the name, which means 'black bile' (Greek μελας, melas, "black", + χολη, kholé, "bile") a person whose constitution tended to have a preponderance of black bile had a melancholic disposition.
Tips

During the early 17th century, a curious cultural and literary cult of melancholia arose in England. It was believed that the passing of the dazzling culture of Elizabethan England after the death of Queen Elizabeth I, together with religious uncertainties caused by the English Reformation and a greater attention being paid to issues of sin, damnation, and salvation, led to this cultural mood.
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Rivastigmine and Donepezil are drugs used predominantly in the management of:


1.
Depression.


2.
Dissociation.


3.
Delusions.


4.
Dementia.

Answer


4.
Dementia.

Reference

Kaplan and Saddock’s Synopsis of Psychiatry 9th Edition Page 1043
Quality

Reader

Status

Repeat

QTDF

Most Books

Discussion

· Rivastigmine tartrate inhibits cholinesterase and butyrylcholinesterase and is designed for symptomatic treatment of early- to middle-stage Alzheimer's disease and Dementia with Lewy bodies. 
· Donepezil is a centrally acting reversible acetyl cholinesterase inhibitor. Its main therapeutic use is in the treatment of Alzheimer's disease where it is used to increase cortical acetylcholine. It is well absorbed in the gut with an oral bioavailability of 100% and easily crosses the blood-brain barrier. Because it has a half life of about 70 hours, it can be taken once a day. Initial dose is 5 mg per day, which can be increased to 10 mg per day after an adjustment period of at least 4 weeks.
Explanation

Self Explanatory
Comments

Donepezil is sometimes used in combination with Memantine, a new agent for Alzheimer's disease which is in the same chemical class. The response to both together is superior to either alone.

Tips

Donepezil has been tested in other disorders which cause dementia including Lewy body dementia and Vascular dementia, but it is not currently approved for these indications.
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All of the following are associated with better prognosis in schizophrenia, except :

1.
Late onset.


2.
Married.


3.
Negative symptoms.


4.
Acute onset.

Answer


3.
Negative symptoms.
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	S.No
	Indicators of Good prognosis in Schizophrenia 
	Indicators of Poor prognosis in Schizophrenia

	1
	Acute Onset
	Insidious Onset

	2
	Onset after age 35 - 40
	Onset before 20 years of age

	3
	Presence of Precipitating stressor
	Absence of Stressor

	4
	Good premorbid adjustment
	Poor premorbid adjustment

	5
	Catatonic sub type ( Paranoid subtype has an intermediate prognosis)
	Disorganised, simple, undifferentiated or chronic catatonic subtypes

	6
	Short duration less than 6 months
	Chronic course (> 2 years)

	7
	Presence of Depression
	Absence of depression

	8
	Predominance of Positive symptoms
	Predominance of negative symptoms

	9
	Family History of Mood disorder
	Family History of Schizophrenia

	10
	First Episode
	Past History of Schizophrenia

	11
	Pyknic (fat) Physique
	Asthenic (thin) physique

	12
	Female Sex
	Male sex

	13
	Good Social support
	Poor Social Support

	14
	Presence of confusion, disorientation or perplexity in the acute phase
	Flat or blunted affect

	15
	Proper treatment, good treatment compliance and good response to treatment
	Absence of proper treatment or poor response to treatment

	16
	Outpatient treatment
	Institutionalization (long term hospitalization)

	17
	Normal Cranial CT Scan
	Evidence of Ventricular enlargement on Cranial CT Scan


Explanation

Predominance of Negative symptoms in Schizophrenia indicate poor prognosis. Other indicators of poor prognosis as per Louis Criteria are
1. Never Married

2. Poor premorbid social adjustment or work history

3. Positive Family History
4. Absence of Alcohol or other substance abuse within one year of onset

5. Onset before age 40

Comments

Schizophrenia causes two types of symptoms: negative and positive. Negative symptoms relate to those abilities or personality traits that are "lost" with schizophrenia. Negative symptoms usually occur first and may still be present during periods of remission as the disease progresses. 
Tips 
Positive symptoms include 
· delusions, 
· auditory hallucinations and 
· thought disorder and are typically regarded as manifestations of psychosis.
Negative symptoms generally include:

· Avolition-Apathy or lack of motivation.

· Affective flattening or Blunting

· Attentional impairment

· Self-neglect, such as not bathing.

· Anhedonia (inability to experience pleasure)

· Asociality (Social Withdrawal)

· Alogia (lack of speech output)

· Reduced or inappropriate emotion, such as becoming angry with strangers.

· Inability to experience pleasure.

· Loss of motivation to complete goals or tasks.

· Problems focusing or paying attention.

· Not being able to show facial expressions, even when happy or upset.

· Not talking or making only short statements. This is not the same as refusing to talk.

· Not being able to start or to continue to do tasks. The person may need to be encouraged to do most tasks that other people do on their own, such as eating, bathing, or grooming.

