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A 60-year-old man suffering from depression, hypertension and newly diagnosed diabetes died suddenly at his home. The same morning he had visited his doctor complaining of hallucinations. Treatment with citalopram was restarted. The man had stopped taking this medication 3 weeks earlier owing to adverse effects. A forensic autopsy was performed but the cause of death couldn’t be established by initial gross examination. Microscopic examination showed a slight diffuse myocardial fibrosis as sole finding. The toxicology screening of femoral blood showed inconclusive glucose values, a therapeutic level of dextropropoxyphene, a somewhat raised level of citalopram (2.8 µg/g) and a therapeutic level of desmethylcitalopram with a raised parent to metabolite ratio (P/M) of 14. The man’s wife was adamant that he couldn’t have ingested more than the two tablets of citalopram that she’d given him the same morning, since she dispensed his medicines. She claimed that her husband had experienced pressure over the chest with a “bubbling sensation around the heart” for the past week. Just before he died he complained of cold sweats. The clinical picture is strongly suggestive of a heart condition rather than citalopram intoxication. Prolonged QT-interval has been reported when citalopram is taken in overdose. Diabetes is also known to give QT-prolongation as well as cisapride, especially in higher concentrations. This drug was also being prescribed at the time. Cisapride is not included in the screening for toxic substances. Dextropropoxyphene is known to inhibit CYP3A4, the same enzyme involved in cisapride metabolism. Did the man die from an arrhythmia due to QT-prolongation caused by several concealed coexisting factors? Was it citalopram intoxication? Why was citalopram elevated? Did the man actually take a suicidal overdose or did his wife poison him? Was his CYP2C19 enzyme inactive, which has been reported in 3% of Caucasians, resulting in poor metabolism of citalopram?
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