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[ Abstract]  Objective To investigate the current status and significance of gene detection of allopuri-
nol-induced drug eruptions. Methods In this study, we reported the genotype of two patients with allopurinol-
induced drug eruptions. Relevant literatures were searched from PubMed, CNKI and Wanfang databases using
the keywords of “allopurinol” and “cutaneous adverse reaction” or “drug eruption” and “gene” . The suscep-
tible genes of allopurinol-induced drug eruptions were collected and analyzed. Results Two patients diagnosed
with gout presented with cutaneous adverse reaction after administration of allopurinol to lower the serum level of
uric acid. One patient suffered from systemic extensive erythema and papule and carried HLA-B * 5801. The
susceptible gene loci of 151634776, rs3117583, 1s9263726, 19263733, 19267445 were heterozygous. The
susceptible gene locus of rs3117583 was heterozygous. The other patient had local papule carried a risk allele of
rs3117583 which was heterozygous. Literature review reported 3 studies of the genotype of severe and mild allo-
purinol-induced cutaneous adverse reactions. Polymerase chain reaction-sequence specific primer or polymerase
chain reaction-sequence based typing was used to detected the carrying rate of HLA-B * 5801. It was revealed
that the carrying rate of HLA-B % 5801 in patients with severe allopurinol-induced cutaneous adverse reactions
was 92.5% and 57. 1% for those with mild cutaneous adverse reactions. Conclusions At present, gene de-
tection of HLA-B 5801 is recommended mainly for patients with severe allopurinol-induced cutaneous adverse
reactions, whereas mild cutaneous adverse reactions and other susceptibility genes remain to be elucidated.
Therefore, multiple susceptibility gene loci should be integrated to comprehensively detect the severe and mild
allopurinol-induced cutaneous adverse reactions.
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