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Abstract: As one of the most important element of DNA mismatch repair system, hMLH1
gene correlates to the carcinogenesis and progression of variety of malignant tumors. Ac-
cording to the recent research results,the deregulation of hMLHI gene might take part in
the carcinogenesis of head and neck squamous cell carcinoma,and is also correlated to
the differentiation ,number of lesion and lymph invasion. Traditionally,the loss of hMLHI
gene was considered to be correlate to the carcinogenesis,lymph invasion, BRAF mutation
of papillary thyroid carcinoma. However,the latest results show that the up-regulation or
mislocalisation of hMLHI protein correlates to the lymph and vein invasion of papillary
thyroid carcinoma and the more invasive type of thyroid cancer. These results suggest the
dual character of hMLHI gene. This article review the research progression of hMLHI
gene in head and neck squamous cell carcinoma and thyroid carcinoma in the recent years.
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hMLH1 # [ J& A 2% DNA &5/ & 2 (DNA mis-
match repair system MMR ) £ ¢ 1) 5 2220 855, %
BESZERUE S hMLH1 1 [R]J8 9) MutL F) JH 43 fi# ATP
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Liu &5 B3 i g9 4l 1k W 3k 46 5F 5 4 PCR
(MSP) i T 62 {51 3k 291 9o vh hMLHT J& H 3R 3K 5
FE 37 H AL B S & B, 26% (16/62 ) Sk 2 5 I
i hMLHI 2 A 85 ,92% (12/13) #  # ik B
KA B hMLHI J5 3§47 176 W 364k, 77% (17/22)
A B IR A AE B AR e A Ak 25 1
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