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Abstract

AIM: To detect the role of methylation of the 5’
CpG island located in the promoter region of the
human mutS homolog-2 (hMSH2) gene in the
pathogenesis of gastric carcinoma.

METHODS: The methylation of the hMSH?2
promoter was examined by methylation-specific
polymerase chain reaction (MSP) in 40 gastric
carcinoma specimens, 40 matched cancer-adja-
cent mucosa specimens, 14 chronic atrophic gas-
tritis (CAG) specimens, and 6 chronic superficial
gastritis (CSG) specimens.

RESULTS: The methylation of the hMSH2 pro-
moter was detected in 24 out of the 40 (60%)

gastric cancer specimens, 15 out of the 40 (37.5%)
cancer-adjacent mucosa specimens, and 5 out of
the 14 (35.7%) CAG specimens. No methylation
was detected in 6 CSG specimens. The rate of
hMSH?2 promoter methylation was significantly
higher in gastric cancer tissue than in non-carci-
noma tissue (P < 0.05). No significant differences
were detected in the rates of hMSH2 promoter
methylation among cancer-adjacent mucosa
specimens, CAG specimens and CSG specimens.
The rate of hMSH2 promoter methylation is not
correlated with the clinicopathological param-
eters of gastric cancer.

CONCLUSION: The hMSH2 promoter methyla-
tion may be a main mechanism responsible for
mismatch repair (MMR) dysfunction that is in-
volved in the development, but not the progres-
sion, of gastric cancer.
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