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Our analysis of nonfluoridated urine for GHB from 17 of the City and County of San Francisco
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Sir:
We read with interest the case report by McIntyre et al. describ-

ing the death of a 22-year-old male who took moclobemide, sertra-TABLE 1—GHB Concentrations in Postmortem Blood.
line and pimozide (1). Although the authors propose that serotonin

n NaF Interval (days)* Temp. GHB (mg/L)† syndrome was the cause of death, we believe that arrhythmia due
to pimozide is a second possibility that should be seriously consi-6 yes 60 48C 19 (,5–76)
dered. Serotonin syndrome is characterized by neurologic manifes-258C 20 (9–65)

20 no 40 48C 32 (,5–77) tations and an occasionally fatal clinical picture including circula-
258C 57 (9–433) tory collapse, malignant hyperthermia, convulsions and rhabdomy-

olysis. Although we understand that legal restrictions may have* Average duration from specimen collection to analysis.
† GHB concentration expressed as average and range (parentheses). limited the data available for publication, there is little evidence
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of this symptom complex in the case history presented. Cases of by McIntyre et al. (60 ng/mL antepartum and 130 ng/mL postpar-
tum) are very likely to be cardiotoxic. The peak plasma concentra-moclobemide and sertraline induced serotonin syndrome have been
tion may actually have been higher than those reported as the timedescribed in the literature, but both drugs are rare causes of it.
of ingestion is not known. Lastly, it is notable that hallucinationOn the other hand, pimozide cardiotoxicity is common and has
and drowsiness noted in the patient are characteristics of pimozidebeen of great concern since its early development. This is because
toxicity. The possibility of sudden cardiac death due to pimozideof the ability of pimozide to prolong the electrocardiographic QT
should be considered in this case and when toxicity is observedinterval in a concentration dependent manner (2). QT interval pro-
in patients taking the drug.longation is associated with life-threatening arrhythmias of the tor-

sade de pointes types and sudden unexpected cardiac death. In References
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