TREATMENT OF CARBAMAZEPINE AND CANABIS OVERDOSE
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Introduction: Due to growing carbamazepine indications and far greater availability of this drug observed over the recent years, a higher number of acute intoxications are to be expected.
Aim: We report a successful and rapid treatment outcome of a patient with a severe acute carbamazepine poisoning due to a suicide attempt, and cannabis abuse, followed by generalized seizures, which was treated with multiple doses of activated charcoal. 
Case report: A 19-year-old male was found by his brother unconscious on the floor of his apartment and vomiting. He was admitted to the Clinic about 3 hours after the ingestion of about l0 g of carbamazepine (Tegretol, 50 tablets of 200 mg), according to his elder brother. No history of seizure disorder was established from the interview with the patient’s mother, and the patient was not taking any medication at the time. On admission, the patient was in stupor, scored 6 on the Glasgow Coma Scale, with horizontal nystagmus, pulse 95 bpm, and BP 22/15 kPa.. Body temperature reached 40 °C without signs of infection. Serum carbamazepine concentration measured on admission was 182 μmol L-1 (therapeutic 17 μmol to 51 μmol L-1) 3 hours after ingestion. Urine qualitative screening for drugs of abuse was positive for cannabinoids alone. No alcohol was detected. He was detoxified with multiple doses of activated charcoal (50 g every 4 h for 48 h), adequately hydrated, and haemodynamic monitoring was also performed. At 12 h after ingestion, the patient experienced two repeated, four minute, generalised myoclonic seizures when serum carbamazepine levels peaked at 192 μmol L-1. He was successfully treated with intravenous diazepam 10 mg. Systolic pressure fell to 10 kPa after the diazepam infusion, and dopamine treatment started in the dose of 2 μg kg/min. Thirty minutes later, dopamine was discontinued, and the detoxification was continued using activated charcoal. The patient’s neurological status improved during that time, as carbamazepine serum levels declined (15o μmol L-1. We decided not to treat the patient by charcoal haemoperfusion, and multiple doses of activated charcoal were continued. The patient became responsive. Mean daily diuresis was 2800 mL. On day three from the ingestion, when the carbamazepine level declined to 30 mmol L-1, the patient’s neurological status improved completely, and his serum potassium and body temperature reached normal values. The patient was discharged 62h after ingestion, without any long-term sequel.
Conclusion: Our case of acute carbamazepine poisoning is remarkable because of the fast and favourable outcome of the treatment with multidose activated charcoal in spite of high carbamazepine serum levels. Although there is no antidote for carbamazepine poisoning supportive treatment remains the only, but usually safety option.
