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Methylation status of hMLH1 and hMSH2 promoter in gastric cancer

FANG Dian-chun, LUO Yuanhui, LIU Wei-wen (Department of Gastroenterology, Southwest Hospital, Third Military Medical University, Chongging 400038 China)

Abstract: Objective To correlate the methylation status of hMIH1 and hMSH2 promoter with micmwsatellite instability in gastiic carcinomas.
Methods Methylation of h(MILH1 and htMSH2 promoter was measured with methylationspecific PCR; MSIwas analyzed by PCR-based methods. Re-
sults  No methylation of h(MIH1 and hMSH2 promoter was found in 10 cases of normal gasiric mucosa. Sixty-eight cases of sporadic gastric carcino-
ma were studied for methylation of h(MLHI and hMSH?2 promoter and MSI. Methylation of ?M ITH1 promoter was detected in 11(16.2 %) gastiic can-
cer. By using five micwsatellite markers MSTin at least one locus was detected in 17 of 68 (25%) of the tunors analyzed. Methylation frequence
of A(MIH1 in MSFH C=2loci n=28) was significantly higher than that in MSF-L (only one locus #n=9) or MSS (tumor lacking MSI or stable,
n=>51 (P<0.01~0.001), but no difference was found between MSI-1. and MSS groups ( P~ 0.05). Conclusion Methylation of hMTHI pro-
moter is involved in the MSI pathway but not related to the LOH pathway in gastric carcinogenesis.
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