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Drug Year of Reason(s) for withdrawal Drug Year of Reason(s) for withdrawal

withdrawal withdrawal

R 0 g Eomm—— Torfonadine® 1008 DI, QTI prolongation

Trazolam 1991 Neuropsychiatric reactions and TdP

Terodiline® 1991 QTI prolongation and TdP Bromfenac 1008 Hepatotoxicity following

Encainide 1901 Proarrhythmic effects prolonged administration

Fipexide 1001 Hepatotoxicity Ebrotidine 1998 Hepatotoxicity

Temafloxacin 1002 Hypoglycaemia, haemolytic Sertindole® 1908 QTI prolongation and

anaemia and renal failure potential for TdP

Benzarone 1002 Hepatotoxicity Mibetradil 1998 Rhabdomyolysis |0‘:;IWISIQ DI

Remoxipride 1993 Aplastic anaemia e iy o

Alpidem 1003 Hepatotoxicity Tolcapone 1008 Hepatotoxicity

Flosequinan 1993 Excess mortality, possibly Astemizoles 1099 DI, QTI prolongation and TdP

due to arrhythmias : i i
Besich 1093 Hepatotoxid Trovafloxacin 1009 Hepatotoxicity
a_‘zgc S o_xl_aty ) Grepafloxacin® 1999 QTI prolongation and TdP
Soruvidine 1903 Myelotoxicity following DI =
Chlormezanone 1996 Hepatotoxicity and severe RS
2l reacions Ailosetron 2000 Ischaemic colitis .

Tolrestat 1906 Hepatotoxicity g W Er'.'dO]L'p"m"’"ga"""

Wi h. O Droparidol 2001 QT! prolongation and TdP

Frmaine i e Levacotyimethadol® 2001 DI, QTI prolongation and TdP

Dexfenfluramine 1993 Cardiac valvulopathy and Corlvastati 2001 Rha yolysis following DI

pulmonary hypertension

Fenfluramine 1008 Cardiac valvulopathy and v .

o i e v Hepatotoxicity, QTI prolongation and DI

a Drugs withdrawn specifically due to the risk of TdP. a Drugs withdrawn specifically due to the risk of TdP.

DI = drug interactions; QTI = QT interval; TdP = torsade de pointes. DI = drug interactions; QTI = QT interval; TdP = torsade de pointes.
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