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Drug and Alcohol Withdrawal

 Regular use of drugs which act on receptors in the central nervous system 
resulting in the development of a withdrawal syndrome when the drug is 
discontinued.

 seen with a number of compounds including

 ethanol,

 nicotine,

 caffeine,

 opioids,

 benzodiazepines,

 barbiturates

 selective serotonin re-uptake inhibitors (SSRIs).



Mechanisms of withdrawal

 Mechanisms of neuroadaptation to chronic exposure to ethanol and 

benzodiazepines include:

 Altered gene expression of the GABAA receptor.

 Post-translational modification via receptor subunit phosphorylation.

 Receptor endocytosis.

 Modification of receptor subtypes



Acute Alcohol Withdrawal

 24% of adults in UK drink excessively and alcohol-

related problems are a major cause of morbidity and 

mortality

 abrupt reduction in alcohol intake in a person with 

alcohol dependence may lead to the development of an 

acute alcohol withdrawal syndrome.



Clinical Features of Alcohol withdrawal 

 Uncomplicated Alcohol Withdrawal

 autonomic hyperactivity

 arise 6 hrs after cessation of alcohol intake

 symptoms generally peak between 12 and 30 hrs

 subside by 48 hrs

 anxiety, tremor, sweating, tachycardia, hypertension, and psychomotor 

agitation

 Assessment of symptoms of acute alcohol withdrawal may be done using the 

revised Clinical Institute Withdrawal Assessment for Alcohol scale (CIWA-A)



Complicated Alcohol Withdrawal

 Symptoms start 2-5 days after cessation of drinking and may last for up to 2 

weeks

 Alcohol withdrawal seizures (Tonic-Clonic seizure) in 10% of patients within 

12-48 hrs

 Auditory hallucinations in about 25% (Alcoholic hallucinosis)

 Delirium tremens (DTs) occur in <5% of patients 

 If untreated, it will associated with a mortality rate of 10-15%

 The manifestations are much more severe: tremor, sweating, tachycardia, 

hypertension, agitation, confusion, hallucinations, hyperpyrexia, 

ketoacidosis, and may lead to cardiovascular collapse.



Wernicke–Korsakoff Syndrome

 encephalopathy results from degenerative changes due to thiamine 

deficiency

 It comprises a triad of:

 Ophthalmoplegia (nystagmus, 6th nerve palsy)

 Cerebellar ataxia (affecting trunk and lower extremities mainly)

 Confusion (apathy, disorientation, memory impairment)

 May lead to Korsakoff’s psychosis that is characterized by profound retrograde 

and anterograde amnesia but with relatively preserved intellectual ability 

such that the patient often confabulates to mask their memory impairment

 risk factors of developing Wernicke-Korsakoff syndrome include:

 Alcohol-related liver disease.

 Acute alcohol withdrawal.

 Malnourishment.

 Hospitalization for acute illness.



Management of Alcohol Withdrawal

1. Nurse in a well-lit and reassuring environment

2. Give prophylactic thiamine to all patients 

 parenteral thiamine for at least 5 days in patients with Wernicke’s encephalopathy

3. Check Blood glocuse to exclude hypoglycemia

 administration of dextrose may precipitate Wernicke’s encephalopathy in severely 

thiamine-deficient individuals

4. Exclude other organic causes for clinical features, e.g., infection, subdural 

hematoma, hepatic encephalopathy

 Recurrent seizures may be treated with long-acting benzodiazepines (e.g., 

diazepam or chlordiazepoxide or Carbamazepine



Benzodiazepine Withdrawal

 The mechanisms and clinical features of benzodiazepine withdrawal are very 

similar to those of acute alcohol withdrawal

 Short-acting benzodiazepines tend to be associated with increased risk of 

habituation

 treat with long-acting benzodiazepines



Opiate Withdrawal

 Chronic opioid use leads to:

 Down-regulation of the mu-receptor subtypes which is responsible for the physical 

symptoms of opioid withdrawal.

 Adaptive neuronal changes in the limbic system affecting the dopaminergic reward 

pathway which is responsible for the psychological dependence

 Clinical Features

 Autonomic: sweating, yawning, sneezing, piloerection, rhinorrhea, flushing, dilated 

pupils, tremor.

 GI: vomiting, diarrhea, abdominal cramps

 A neonatal abstinence syndrome in neonates born to mothers addicted to 

opioids. 

 Presenting symptoms usually occur within the first 48-72 hrs after birth, but 

may present after 2-4 weeks in the case of methadone use.



Opiate Withdrawal

 Management

 Reassurance that symptoms are not life-threatening.

 Give paracetamol or NSAIDs for pain.

 Give loperamide for diarrhea

 short acting non-benzodiazepine hypnotic, e.g., zopiclone for insomnia.

 Pharmacological treatments for chronic dependence include opioid 

substitutes such as methadone or buprenorphine, or an α-2-adrenergic 

agonist, e.g., lofexidine.

 A partial agonist such as dihydrocodeine in doses of 60 mg may also be a 

useful interim measure. 

 Sublingual buprenorphine and clonidine have been used successfully in the 

management of neonatal abstinence syndrome.




