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Thiopurine S—methyltransferase polymorphisms increase thiopurine toxicity in Asian patients with inflammatory bowel disease: A
meta—analysis DONG Xianwen, HUANG Sha, HUANG Shiliang, et al. Department of Gastroenterology, Lihuili Hospital of Ningbo
Medical Center, Ningbo 315040, China

[ Abstract ] Objective To investigate the\association of thiopurine S—methyltransferase (TPMT) polymorphisms and
thiopurine toxicity in Asian patients with inflammatory bowel diseases(IBD). Methods Electronic databases for articles that
compared the frequencies of TPMT polymorphisms among thiopurines—tolerant and —intolerant adult Asian IBD patients were
searched. The key words of thiopurine S—methyltransferase, inflammatory bowel disease/ulcerative colitis/Crohn's disease and
thiopurine/azathioprine/6—mercaptopurine were used for search. The publication bias was assessed through visual inspection of
funnel plot. The odds ratio (QR) of TMPT mutation in intolerant patients was compared with tolerant patients. A meta—analysis was
performed by Revman 5.0.- Results Nine studies with a total of 2 127 patients with IBD were identified. The thiopurines—induced
total adverse disease rate’ (ADR) (OR=10.12, 95%CI:2.01~50.94, P<0.01) and bone marrow toxicity(OR=6.21, 95%CI.1.93~20.01,
P<0.01) in TPMT mutation patients were significantly higher than those in non—-TPMT mutation patients. The thiopurines—induced
hepatotoxicity-developed in 7 IBD patients, who were all of TPMT wild-type. Conclusion TPMT polymorphisms are associated
with thiopurines-induced total ADR and bone marrow toxicity in Asian IBD patients, the clinical application of TPMT genotype
screening before thiopurines drug therapy need to be further studied.
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