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[Abstract]  Objective To investigate the association between cutaneous adverse drug reactions
(CADRs) caused by antiepileptic drugs and HLA -B*1502 allele. = Methods In 31 epileptic patients
presented to the Epilepsy Clinic of the Second Affiliated Hospital of Guangzhou Medical College
between January 2007 and May 2008, 13 had CADR to carbanazepine (CBZ) including 6 with
Stevens-Johnson syndrome (SJS) and 7 with mild maculopapular exanthema (MPE); 15 were
CBZ-tolerant, and 3 had lamotrigine (LTG)-induced MPE. All the patients underwent examinations using
polymerase chain reaction with sequence specific primers to analyze HLA -B*1502 allele frequencies,
with 30 healthy subjects without a history of using CBZ or LTG as the control. Results HLA-B*1502
allele frequency was 100% (6/6) in patients with CBZ-SJS, 57% (4/7) in patients with CBZ-induced MPE,
and 33% (1/3) in patients with LTG-induced MPE. The frequency was 7% (1/15) in CBZ-tolerant patients
and 10% (3/30) in the control subjects. Compared with the CBZ-tolerant patients and the control subjects,
the patients with CBZ-induced SJS and MPE had significantly increased HLA —-B*1502 allele frequency
(P<0.05). Conclusions HLA-B*1502 allele is associated with CADRs to CBZ in epileptic patients.
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