PSYCHOACTIVE SUBSTANCE DEPENDENCE SYNDROME

Dependence syndrome
Dependence is a compulsion to take a psychoactive substance and is caused by repeated administrations.  It refers to exhibition of need for continued intake of a substance and development of withdrawal symptoms if the substance is not taken.  It thus requires physiological dependence evidenced by tolerance or withdrawal.

Tolerance means that marked amounts of the substance are required to achieve a desired effect or there is markedly diminished effect with regular use of the same dose.

Withdrawal means a substance-specific syndrome follows cessation or reduction in the intake of a substance that was previously used by the individual to reduce physiological state of intoxication.

Forms of Dependence

(i) Physical dependence:  when specific group of symptoms occur after an individual stops taking the drug.  These withdrawal signs and symptoms have a well defined course, are unpleasant and prevented by further drug intake.  

(ii) Psychological dependence:  When a craving for a drug occurs in order to re-experience its psychic effects or avoid the discomfort of its absence.  It results in drug seeking behaviour.

The substances which produce both physical and psychological dependence include: opiates, barbiturates, alcohol, stimulants, cannabis, hallucinogens.  Opiates produce strong physical dependence, cocaine does not produce physical dependence while cannabis produce low physical dependence.  Dependence is diagnosed if 3 or more of the following features are present:

· Strong desire and sense of compulsion to take the substance

· Difficulty in controlling the substance taking behaviour i.e. onset, termination or levels of care.

· Physiological withdrawal state when substance use ceases or reduces as evidenced by withdrawal syndrome or use of the substance to relieve or avoid withdrawal symptoms (except for cocaine).

· Evidence of tolerance i.e. increased doses of substance required to achieve effects originally produced by lower doses.

· Progressive neglect of alternative pleasures or interest because of the psychoactive substance use, increased time needed to obtain, take the substance or recovered from its effects.  Detriment to individual and society.  

· Persistent substance use despite overly harmful consequences e.g. liver damage in alcoholism, impaired cognition due to drug use.

Dependency syndrome may further be specified by: 

· Currently abstinent, but in protected environment e.g. hospital, prison.

· Currently on clinically supervised maintenance or replacement regime

· (Controlled dependence) e.g. methadone, nicotine, gum etc.

· Currently abstinent but receiving treatment with blocking agents e.g. naloxone or disulfuram.

· Currently using the substance

· Continuous use, episodic use or currently using the substance.

Predisposing Factors (Triad)

(a)
Personality characteristics and experiences of the individuals:

e.g. social nonconformity, low self-esteem, depressive feelings, curiosity, sensation seeking, low frustration tolerance, impulsivity, need for immediate gratification, low religiosity, hostility, concern with personal autonomy, antisocial personality traits, presence of various psychiatric disorders e.g. depression, anxiety neurosis, etc.

(b)
Immediate socio-cultural millieu

e.g. problems within the family, peer pressure, unemployment, low socio-economic status, abundance of information about drug effects or sources, abuse of socially acceptable drugs, laxed legal systems.

(c)
Characteristics of a drug

e.g. pharmaco-dynamic esp. for stimulants, amount of frequency (those needed in less quantity),  routes of administration (injected or inhaled), readily available an affordable, public acceptance of the drug.

GENERAL MANAGEMENT OF DEPENDENCE SYNDROME

(a)
Adequate History Taking


· Signs and symptoms, and the complications of the substances.

(b)
Laboratory investigations

· Serum and cerine levels of a drug, and positive response to antidotes.

(c)
  Treatment

· Hospitalization if there is chronic iv use, concurrent addition to other drugs, serious medical or psychiatric problems, severe impairment of psychosocial functions lack of family support and failure of outpatient services.

· Withdrawal of drug, detoxification, administration of vitamins and pain killers, supportive and family psychotherapy, and rehabilitation through day care centres.

· Success of treatment depends on good premorbid personality, not identifiable stresses, no psychiatric problems, newly and highly motivated addict, and intake of one drug in lesser doses and good family support. 

(d) Role of parents/Family

· Accept the truth and take immediate remedial steps if child is on drugs 

(e)
Follow-up  

· To avoid relapses due to poor follow-up, over or latent psychiatric illnesses, poor rehabilitation services, easy availability of the drug, continuous peer pressure.  Should watch out on these.

(f)
Prevention:

(i) Parent/Family

· Provide children with a secure, stable home environment

· Keep the children occupied; provide opportunities for sports and hobbies.

· Keep children informed of the hazards of drug addiction and how to stay away from places and people that can influence them.

(ii)
Community

· Education to students, community etc on hazards drug abuse through posters, notices and messages in the society, notice boards of residential buildings, in celebrations/festivals.

· Indulgence should be avoided or discouraged and that freedom is not misused in colleges/campuses.

(iii)
Legal control   

· Law enforcement agents at all levels should be committed and more vigilant (police, judiciary).
ALCOHOL ABUSE

INTRODUCTION

Alcoholism refers to excessive consumption of alcohol related disability, problem drinking and alcohol dependence.  Alcohol is the most widely used intoxicants all over the world.  There are seven essential elements in the alcohol dependence.

Syndrome, i.e.

· The feeling of being compelled to drink

· A stereotyped pattern of drinking

· Primary of drinking over other activities

· Altered tolerance to alcohol.

· Repeated withdrawal symptoms.

· Relief drinking

· Reinstatement after abstinence leading to rapid recurrence of dependence 

CAGE QUESTIONNAIRE FOR DIAGNOSIS OF ALCOHOLICS

(i) Have you had a desire to cut down your amount of alcohol consumption?

(ii) Do you get ANGRY when criticized?

(iii) Do you feel Guilty about your alcohol taking behaviour?

(iv) Have you found yourself needing an eye opener to calm yourself?

JELLINEKS FIVE TYPES OF ALCOHOLISM

(-
Excessive inappropriate drinking, no loss of control, presence of the ability to abstain.

( -
Excessive inappropriate drinking, no clear physical or psychological dependence, physical complications present (cirrhosis, neuritis, gastritis etc)

  -
Malignant alcoholism - physical dependences tolerance, loss of control, progressive course.

( -
Inability to abstain but quality can be controlled, tolerance, and withdrawal symptoms; common in wine drinkers.

E-
Intermittent or spree drinking, convention drinking, dipsomania or compulsive drinking.

COMPLICATIONS OF ALCOHOL ABUSE

(a)
Physical complications

· Liver damage - hepatitis, cirrhosis, fatty infiltration, hepatoma

· Gastritis, peptic ulcer, oesophageal varices and gastric carcinoma

· Acute and chronic pancreatitis

· Neuropsychiatric disorders - peripheral neuropathy epilepsy, cerebellar degeneration; also optic atrophy, central positive myelimesis.

Marchaipara - Bignamii syndrome (widespread degeneration of the corpus callosum, optic tracts and cerebullar pedundes - dysarouria, abassia, epilepsy, marked impairement of consciousness, dementia and birth paragero).

· Anaemia, myopathy, episode hypoglycaemia, haemochromatosis, cardiomyopathy.

· Poor appetite and/or nutritional deficiencies (protein of vitamins esp. 8)

· General neglect leading to increased susceptibility to infectious e.g. TB

· Damage to foetus - fetal alcohol syndrome.

(b)
Psychiatric complications

· Intoxication phenomenon:  Pathological drunkenness, memory blackouts or short-term amnesia.

· Withdrawal phenomena:  Delirium tremens including clouding of consciousness, disorientation, impairment of recent memory, insomnia, perceptual disturbances, severe restlessness of agitation.

· Nutritional (chronic) disorders – Kasakov’s psychosis, Wernicke’s, encephalopathy, and alcoholic dementia.

· Associated disorder - affective disorder, suicidal behaviour, impaired psychosexual function, pathological jealousy, alcoholic hallucinosis.

(c)
SOCIAL COMPLICATIONS

· Marital and family tension - Divorce, separation, socially isolated battered wives, depressed and anxious spouses, emotional and behavioural disorders among children.

· Work - lower job grades, repeated dismissals, unemployment 

· Road traffic accident

· Crime - especially petty offences, fraud, sexual offences, crimes of violence e.g. murder.

· Financial constraints and losses.
AETIOLOGY OF ALCOHOL ABUSE AND DEPENDENCE
GENETIC FACTORS

Family history of excessive drinking and dependence develop at an earlier age and more severely especially in men.  Studies indicate genetic aetiology but do not confirm the true nature.

BIOCHEMICAL FACTORS

The suggested biochemical factors include abnormalities in alcohol dehydrogenase or in neunetransmitter mechanisms.

LEARNING FACTORS
Children often tend to follow their parents' drinking patterns.  Aslo learning processes contribute to the development of alcohol dependence through the repeated experience of withdrawal symptoms.

PERSONALITY FACTORS

Alcohol problems are associated with chronic anxiety, a pervading sense of inferiority, or self-indulgent tendencies.  The personality increases the vulnerability to casual factors.

PSYCHIATRIC DISORDER

Some patients with depressive disorders take to alcohol in the mistaken hope that it will archive low mood.  At risk are also those with anxiety, brain disease or schizophrenia.

SOCIETAL FACTORS

Rates related to the general level of alcohol consumption in the society.  The determinants of the average level of drinking within a society are economic control i.e. the price of alcohols formal control i.e. the licensing laws and the informal controls i.e. customs and moral beliefs in the society that determine who should drink.

POPULATION CHARACTERISTICS

· Sex - higher ratio in male than females although problem drinking has increased substantially in females.

· Age - the heaviest drinkers are men in heir late teens or early twenties.  Adolescent drinking is on the increase.

· Occupation - increased risk among occupational groups who have access to alcohol, executives of salesmen who entertain on expense accounts, actors and entertainers, seamen, journalists and doctors.
MANAGEMENT OF ALCOHOL ABUSE AND DEPENDENCE

1. Assessment

Should include a full drinking history and an appraisal of current medical, psychological, and social problems.

Involve both the husband and wife to obtain additional information and to give a spouse a chance to unburden feelings.

2. Laboratory Tests
· Gamma-glutamyl-transpeptidase (GGT) - The level is raised in both men and women, whether or not there is demonstrable live damage.

· Mean corpuscular volume (MCV) - raised above normal in alcohol dependence people and especially in women than men.  It also takes several weeks to return to normal after abstinence.

· Blood alcohol concentration:  A high concentration does not distinguish between an isolated episode of heavy drinking and chronic abuse.  Can be appreciated for 24 hours after a drinking episode due to slow elimination from the body.
3. Withdrawal from Alcohol
It is an important first stage in treatment, which should be carried, out carefully, at home in less severe cases and while admitted to hospital in those with severe withdrawal symptoms. Sedative drugs are generally given to reduce withdrawal symptoms, the most preferred being chlormethiazole or chlordiazepoxide. Chlormethiazole should not be given to patients who may continue to take alcohol, since the combination may cause fatal respiratory expression.  If convulsions occur, large closes of chlordiazepoxide may be used.

Other measures include:

· Vitamin supplements especially thiamine

· Glucose or a high carbohydrate diet

· Magnesium infusions

· Daily checks on the patient's temperature, pulse, blood pressure, hydration status, level of consciousness and orientation.
4. Informing the Patient

Information about the effects of heavy drinking should be given, and relate to the specific problems of the individual patient, both the problems that have occurred already and those that are likely to develop if drinking continues.

5. Psychotherapy

· Group therapy - regular meetings attended by patients and one or more members of staff.  They work out other ways of coping with their problems and as well gain confidence whilst members of the group jointly strive to reorganize their lives without alcohol. 

· Supportive therapy:  Individual psychology support provided b a psychiatrist or social worker. This helps patients to cope with problems in days to day living without drinking to excess. 

· Behaviour therapy: This tackles he drinking behaviour itself rather than underlying psychological problems. Can be shown films of themselves when drank, taught to drink without galping rapidly, and shown how to identify stimuli to drinking and find other ways of dealing with them. 

6. Medication 

A part from management of withdrawal symptoms drugs treatment plays only a small part in the management of exercise drinking. 

Disulfiram (antabuse) is sometimes prescribed as a deterrent to impulsive drinking. Acts by blocking the oxidation of alcohol so that acetaldelhyde accumulates, and if the patient drinks alcohol he experiences: 

Unpleasant flushing of the face, headache, chocking sensation, rapid pulse, and feelings of anxiety. 

The side effects include risk of cardiac irregularities and cardis vascular collapse; in the absence of alcohol – metallic tastes in the mouth, dermatitis, peripheral neuropathy, urinary frequency, impotence. Treatment should not be stated until 12 hours after last ingestion of alcohol, and patient warned on the first day about the dangers of drinking alcohol while taking the drugs. 

Citrated calcium carbimide:  used in the same way, and comparatively its more rapidly absorbed and bocreted, induces  a milder reaction with alcohol and has fewer side effects. 

7. Prevention of alcohol dependence 

Involves introducing social changes likely to affect drinking patterns in the population as a whole. 

Consumption of alcohol in a population might be reduced by focus methods: 

i) The pricing of alcoholic beverages – putting up the prices 

ii) Advertising – controlling or abolishing the advertising of alcoholic drinks, although where little evidence that it could work 

iii) Controls on sale – limiting hours or banning sales in supermarkets 

iv) Health education – about alcohol abuse, and the associated effects.

ABUSE OF PSYCHOACTIVE SUBSTANCES 
Epidemiology 

Rates are high in disadvantages areas of large cities, and at risk are adolescents, particularly a round school leaving age. 

There is a high proportion of unemployed with stable relationships and disorganized lives. 

Young drugs abusers who are in employment take drugs as passing phase .

CAUSES OF DRUGS ABUSE AND DEPENDENCE 

There is no single cause of drug abuse, and its generally argued that three factors are importance i.e.:

· Availability of drugs 

· A vulnerable personality and 

· Social pressures 

People can become dependent on drugs by three routes; by taking drugs prescribed by doctors, by taking rugs that can be bought legally without description, and by taking drugs that can be obtained only from illicit sources (street drugs). 

Not all abusers become dependant on drugs and the causes of dependence are pharmacological and psychological. Pharmacological dependence develops quickly with opiates and more slowly with anxiolytics, and doses not appear to occur with cannabis and hallucinogens. They involves changes in receptors on synapses. Psychological factors may operate through conditioning. Some of the symptoms of withdrawal are conditioned responses, established during previous episodes of withdrawal. Some drugs also have reinforcing effects of their own eg opiates. 

OPIOIDS 

Introduction
This group of drugs includes morphine, heroin, codeine, and synthetic analgesics such as pethidine, methadone and dipipanone. Also meperldine. The medical use of the drugs is mainly for their powerful analgesic actions, and are abused for their enphoriant effects. The effects of opioids acting via different receptor include:

· Mu receptors :  analgesia, euphoria, sedation, miosis, hypothermia, bradycardia, respiratory depression, increase in prolactin ad growth hormone release, it’s the classical morphine receptor and drugs working here include heroin, meperidine, and methadone.

· Delta receptors – neuromediator effect; where endogenous enkephabins work 

· Koppa receptors – analgesia, respiratory depression, no euphoria, and drugs working have include puentazocine, butirphonol. 

· Sigma receptor – not known effects but phenycline works here 

· Epioid receptors – neuromediator effects; for endorphins and endogenous peptides. 

Tolerance and dependence 

Tolerance development for most opioids leading to increasing dosage. Its quick for sedation, depression, analgesia and mood elevation, and most of constipation are most resistant to tolerance. 

Chronic dependence may be dodgy about the subject with no  other visible sign of drug intake a part from constricted pupils. Cross tolerance is also. Common opioids have a high capacity to induce dependence early and severely although the degree is related to potency, deviation and amount taken. Several hypothesis have been postulated for deviation and amount taken. Several hypothesis have been postulated for dependance included: 

· Lack of endogenous opiod peptide homeostasis

· Disprution of balance between endogenour opiods and contraopiod ligands such as ACTH. 

· Exogenous opiod intake result to a decreased action of endogenous opiod receptors in locus ceruleans, the main source of norepinephorne adrenergic interaction of the limbic system, cerebellar and cerebral cortical 

Withdrawal symptoms 

Rarely threaten the life of someone in reasonable health though they cause great distress and so drive the person to seek further supplies. Include: intense cravings for the drug, lack of sleep, restlessness, pain in muscles and jointsm running nose and eyes, sweating abdominal cramps, vomiting  and diarrhoea, piloerection, dilated pupils, raised pulse rate and disturbances of temperatures control. These features usually being about 6 hours after the last dose, reach a peak after 36-48 hours and them wane. 

Management 

Planned withdrawal (detoxification)

The speed of withdrawal should be discussed with the patient to establish a timetable which is neither do rapid that the patient will collaborate, nor protracted that the state of dependence is perpetuated. 

Much personal contact is needed to reassure the patient. Symptomatic treatment is given for more unpleasant withdrawal effects, and this involves: 

· Diphenoxylate with or without atrophine in combination with an anxiolytic-lypnoic eg chloromethiazine or a benzodiazepine given for 3 days. 

· Other drugs are propranolol, thioridezine, and clonidine 

When the daily dose of heroin is high, it may be necessary to prescribe an opioid, reducing the dose gradually. This is done most effectively if heroin is replaced by methadone, which has a nerve gradual action. This is given in liquid form per oral, does of 20 – 70mg per day depending on usual consumption. 

Maintenance therapy

For heroin dependence, methadone is prescribed as a liquid preparation formulated to discourage patient patients to inject it. Doses of 20 – 70mg per day. It has an addition risk bad detoxification is simpler. Leva alpha acetylmehadol (LAAM) and Bupre-norphne are longer acting and are used in a similar way to methadone but at reduced frequencies.  

Therapeutic community methods 

Aim at producing abstinence by affecting a substantial change in the patients attitude and behaviour. Group therapy and communal living are combined in an attempt to produce greater personal awareness, more concern for others, and better social skills. 

CANNABIS 

Introduction 

Cannabis is derived from the plant ‘cannabis sativa’. It’s consumed either as the dried vegetative parts in the form of marijuana (or grass) or as the resin secreted by the flowering tops of the female plant. Also called bang, ganja, hashish, marijuana or charas contacts several pharmacological active substances of which the most powerful psychoactive member is decra-1-tetrahydrocannabinos (8-THC).

CLINICAL PRESENTATION 

The effects of the drug vary with the dose, the person’s expectations and mood, and the social setting. Users usually describe themselves as high, but like alcohol, it seems to exaggerate the preexisting mood whether depression or exhilaration. 

Users report an increased enjoyment of aesthetic experiences and distortion of perception of time and space. There may be reddening of eyes, dry mouth, tachycardia, irritation of respiratory tract and coughing. Though withdrawal was been reported, the evidence for such a syndrome if not conclusive. Physical dependence doses not seem to occur but psychological dependence may occur.  No serious adverse effects have been proved among intermittent use. There is no positive evidence of teratogenicity, and inhaled smoke is potentially carcinogenic through imitation of the respiratory tract. 

MANAGEMENT 

Withdrawal agitation may require diazepam 

Reassurance and supportive therapy through behaviour change and family therapy

STIMULANT DRUGS 

Introductions 

These drugs include amphetamine, related substances such as phenmetrazine, are methylphemidate, and fenfluramine. Cocaine which has similar effects is considered separately. Amphetamines have been largely abandoned in medial practice, a part from their use of the hyperkinetic syndrome of childhood and for narcolepsy. Feryhiramine is used in the treatment of obesity. 

Clinical presentation

Features include an immediate euphoric effect on mood, over talkativeness, overactivity, insomnia, dryness of lips, mouth and nose, and anorexia. The pupils dilate, pulse ratio increases, and blood pressure rises large doses may result in cardiac arrhythmias and circulatory collapse.  Prolonged high disease may result in repetitive stereotypical behaviour e.g. repeated tidying; paranoid psychosis with persecutory delusions, auditory and visual hallucinations, and aggressive behavior. Tolerance is not marked and the withdrawal symptoms is not severe consisting of low mood and energy. Psychological dependence can develop quickly and may be recognized from a history of overactivity and high spirits alternating with inactivity and depression. 

MANAGEMENT 

· Urine sample for analysis as soon as possible before administration of drugs as they interfere with the assay of amphetamine 

· Prevention depends on restriction of the drugs and careful prescribing 

· Treatment of over dose:  

· Acute doses require sedation and management of hyperpyrexia and cardiac arrhythmias. 

· Antipsychotics are required to control florid symptoms e.g. flupenthixol 

· Gradual withdrawal of the drug coupled with supportive interviews constitutes treatment a part from management of acute conditions. 

COCAINE 

Introduction 

Cocaine is a central nervous stimulant with effects similar to those of emphetamines (described above). It causes strong dependence (psychological). It’s used by injection, smoking, and sniffing into the nostrils. Sniffing at times causes perforation of the nasal septum. In free basing chemically pare cocaine as extracted from street drug to produce a more powerful effect. Use increased dramatically when the free based form (track) become available as a street drug which unlike the salt, it can be smoked giving a raped effect and less inconveniences. 

Clinical presentation 

These effects are due to inhibition of inhibition of neuronal dopamine reuptake as well as that of noradranaline and s-hydroxytryatamine. Clinical picture is of excitation, dilated pupils, tremulousness and sometimes dizziness. In high doses it can cause seizure and death from cardiac and respiratory arrest. Psychological effects a part from excitement, include confusion and depression, and paranoid psychosis may occur. Fornication (coccain bug) a feeling of insects crawling under the skin is experienced sometimes, and can also occur with amphetamine use. Complications of cocaine use include nasal septum necrosis, oral numbness, malnutrition and intravenous  use effects such as endocarditis, hepatitis, septicaemia, HIV/AIDS, vasculitis, seizures and cardiac arrhythmias. Withdrawal symptoms include fatigue, insomnia or hypersomnia, agitation, anxiety, irritability, depression. Physical dependence does not develop. A cocaine metabolite is deposited in hair and analysed is diagnostic even in neonates. 

MANAGEMENT 

· Overdose by administration of amylnitrate antidote; diazepam, propranolol for agitation and haloperidol for psychosis. 

· Withdrawal by administration of anutriptyline or imipramine, and mazindol 

· Psychotherapy including reassurance, behavioral and supportive therapy

ANXIOLYTIC, SEDATIVE AND HYPNOTIC DRUGS 

Introduction 

Include barbiturates benzodiazepines and chloral hydrates. The most frequently abused are now the benzodiazepines although most serious problems are presented by barbiturates. Other drugs currently abused include chlormethiazole and glutethimide. Barbiturates are taken by mouth, usually by the middle – aged or elderly and who began taking the drug because it had been prescribed a hypnotic. In recent years, younger people have been suing barbiturates intravenously by dissolving capsules especially the short acting barbiturates. 

Clinical presentation 

Tolerance to barbiturates develops less rapidly but when it does, it present a particular danger in that tolerance to the sedating effect occurs to a greater extent than it does to the depressant affects on vial centers, so increasing the risk of inadvertent fatal overdose. The abuses may appear drunk, with slurred speech and incoherent; dullness and drowsiness, depression and nystagmus occur. Younger IV users tend to be unkempt and dirty, appear malnourished and blood levels are only useful in acute poisoning. 

Withdrawal sleep, anorexia and nausea, progress to vomiting, hypotension, pyrexia, major seizures, disorientation and hallucinations benzodiazepines in prolonged use lead to tolerance and dependence with a characteristic withdrawal syndrome including irritability, anxiety, sleep disturbance, increased perceptual sensitivity, and somatic symptoms such as tremor, sweating, palpitations, headache and muscle pain. Dependence results from prolonged medical use and also availability of drugs as treat drugs because of their euphoriant effects. 

MANAGEMENT 

· Withdrawal – gradual combined with supportive counseling 

· Maintenance therapy for barbiturates by replacement with a benzodiazepine 

· Anxiety management for patients who cannot give up on the drugs easily.

SOLVENT ABUSE 

Introduction 

Most of the young people known to abuse solvents do so as a group activity and only a few are solitary abusers. The substances abused are mainly solvents and adhesions (hence the name glue sniffing) but also include many others such as petrol, cleaning fluid, aerosol of all kinds, agents used in fire extinguishers and butane. Adhesive containing toluene and active are among the most frequently abuse is often associated with taking of other illicit drugs or with tobacco or alcohol consumption. The method of ingestion depend on the substance and include inhalation from tops of bottles, bear cans, cloths held over the mouth plastic bags and sprays

Clinical presentation 

If abuse is regular, psychological dependence can develop but physical withdrawal symptoms are rare. With sustained use over 6-12 months, tolerance can develop. The clinical effects are similar to those of alcohol consumption. The CNS is first stimulated then depressed. The stages of intoxication are similar to those of alcohol: euphoria, blurring of vision, slurring of speech, in-coordination, staggering gait, nausea and vomiting, and coma. Compared with alcohol intoxication, solvent intoxication develops and wares rapidly, within a few minutes, or up to 2 hours. Certain substances are neurotoxic e.g. peripheral neuropathy from hexacarbon can be fatal from direct effective of the solvent and also from trauma, asphyxia or inhalation of stomach contents. 

The diagnosis is through; glue on hands face or clothes, chemical small of breath, rapid onset of warning of intoxication, disorientation is space of time and a suggestive facial rash (glue-suffers rash) cause by repeated inhalation from a bottle.
Management 

No specific treatment of solvent abuse but through family and individuals therapy in behaviour and advocacy via a strong publicity campaign against solvent abuse.
NICOTINE 

Introduction 
Nicotine is the only pharmacologically active substance in tobacco smoke apart from carcinogenic tars and carbon monoxide. Nicotine at cellular level acts on nicotinic acetylcholine receptor opening channels and causing neuronal to citation, and as well in the autonomic ganglia and neuromuscular synapse. At spinal level, it inhibits spinal reflexes causing skeletal muscle relaxation. Nicotine is obtained from cigarette smoke via lung absorption, and from pipe or agar smoke via mouth and nasopharynx for it less acidic. 

Clinical Presentation 
Intoxication results in mild anxiety, subtle guilt, abdominal pain, respiratory symptoms, nausea, vomiting diarrhoea, excessive, headache, mental confusion, palpitations and sensory disturbances. Physical complications include emphysema, bronchogenic carcinoma, peptic ulcers, liver cancer, heart diseases and cancer of the oropharynx. Psychological complications are anxiety, depression, dementia, increased drug metabolism and insomnia.  Withdrawal symptoms include irritability, restlessness, sleep disturbances, headache, impaired concentration, anxiety, increased appetite, decreased pulse rate, reduced performance, muscle cramps and weight gain. Tolerance and dependence develop, and especially through receptor down regulation in combination with psychosocial factors and environmental stresses. 

Management 

· Psychotherapy 

· For intoxication – obtain accurate information: reassure patient and administer caffeinated drinks to increase concretion. 

· During withdrawal – behavioural therapy involving techniques, hypnosis aversion and occasionally nicotine gums and sprays are indicated. 

CAFEEINE 

Introduction 

Caffeine is found in the nuts of cola plant, cola flavored soft drinks and most important in coffee and tea which account for more than 90% of the total caffeine consumption. A cup of instance coffee or tea contains 5-10mg caffeine, while filter coffee contains twice or much. It constitutes methylxantines together with theophyllines.

Clinical Presentation 
Intoxication results in restlessness, nervousness, excitement, insomnia, flushed face, diuresis, muscle twitching; rambling flow of thoughts and of speech, tachycardia, cardiac arrhythmias, agitation and inexhaustibility.  The various complication are gastritis, peptic ulcer, haematemesis, diarrhoea fever, cardiac or renal damage, restless legs syndrome, fibrocystic disease the breast and impaired fetal development.  Withdrawal symptoms include generalized weakness, lethargy, headache, drowsiness, rhinorrhoea, disinclination to work, irritability, depression, nausea and vomiting. 

Management 

· Psychotherapy 

· Behavioural therapy including social skills 

· For intoxication – reassurance, family therapy and drugs such as propranold and benzodiazepines. 

· Withdrawal – use of decaffeinated beverages, anxiolytics and behaviours modification.

