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Abstract: The pathogenesis of idiosyncratic drug-induced liver injury (IDILI) remains unclear due to the rarity and
unpredictability of IDILI and a lack of effective in vitro and in vivo models. Recent studies have shown that human leukocyte antigen
(HLA) gene polymorphisms are significantly associated with the susceptibility to IDILI induced by various drugs. This article
systematically reviews the latest research advances in HLA gene testing for IDILI, with a focus on the association between specific
HLA gene loci and genetic susceptibility to drug-induced liver injury caused by commonly used drugs, in order to highlight the

significance of HLA gene testing in IDILI screening.
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Figure 1 Mechanism of HLA gene-mediated IDILI
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A SR A I R A
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iz B L SLCO1B1  ABCBI (1) 22 254 3 1t 5% i JIT- 41
P45 R 25 W f AR AN AN HE S S W e T 40 i P
BRL SRR M T N 2 v R R R G . [ e AN
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