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A Case of Amisulpride Induced QT Prolongation
Choung Ah Lee, M.D., Hyeon Soo Park, M.D., Young Gi Min, M.D., Gi Woon Kim, M.D.
Department of Emergency Medicine, Ajou University School of Medicine, Suwon, Republic of Korea
Amisulpride is a newly developed atypical antipsychotic agent effective in treating the positive and negative symp-
tom of schizophrenia. Over-dose of amisulpride can cause hypocalcemia and thus may lead to QT prolongation.
We report a case of hypocalcemia and QT prolongation. The QT prolongation was normalized after calcium supple-

ment.
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Fig. 1. Initial ECG shows QT¢ prolongation(automatically measured to 523 ms) and terminal T wave inversion in V4, V5 and V6.
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Fig. 2. ECG after calcium supplement shows normal QTc (426 ms automatically measured) and absence of T-wave inversion.
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