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Abstract : Thiopurine S-methyltransferase (TPMT) is an important and key cytoplasmic enzyme in the metabolism of thiopu-

rine drugs, whose activity can directly determine the amount of thiopurine drugs metabolized to cytotoxic 6-thioguanine nu-

cleotides and consequently influence clinical efficacy and adverse drug reactions of thiopurine drugs. In order to deepen

knowledge and role of genetic polymorphism of tpmt in the individualized thiopurine drug treatment, this present review

mainly covered the following three frequently concerned aspects,including i) whether or not to determine the activity of

TPMT priot to treatment of thiopurine drugs;ii) to genotype or to phenotype;iii) how to choose genotype methods.
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*:Given on the negative chromosomal strand, NCBI reference sequence NM_000367.2;

#:NCBI reference sequence NP_000358.1;

Pink rectangles represent exon regions that encode mRNA open reading frames sequences.

TPMT K 26 855 bp. & 9 MM T . 4 X (coding sequence, CDS)738 nt, 4 i 1 245 >4 KL BR 5% KL 40 1 78 19
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