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Analysis Of Genetic Factors Triggering Drug Allergy By Antiepileptic Therapy
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3.4.5. Kunming Jinyu Medical Laboratory, Kunming, Yunnan 650500
Abstract : Inorder to understand the genetic mechanism of anaphylaxis with the antiepileptic drug oxcarbazepine,
a case of anaphylaxis was studied. PCR-SBT and MassARRAY were used to detect the alleles
of HLA-A*24:02, HLA-B*13:01, HLA-B*51:01, CYP3A5*3 heterozygous variation, and ABCB1
rs1045642 G heterozygous variation. These results suggest that the cumulative effect of multiple
drug metabolism-related variants may be a genetic factor in patients with antiepileptic drug
oxcarbamazepine allergy. Therefore, in clinical practice, doctors should fully consider the genetic
background of patients, combined with the specific situation of patients, to develop personalized
treatment plans, in order to achieve clinical rational drug use.
Keywords : antiepileptic drugs; drug allergy; genetic factors; clinical rational drug use
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