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The effect of endemic fluorosis caused by coal burning on the expression of hMLH1 and MGMT mRNA"
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[Abstract] Objective To discuss the impact of endemic fluorosis caused by coal burning on the DNA repair gene human mis-
match repair gene(hMLH1) and O(6)-methylguanine-DNA methyltransferase(MGMT) mRNA level in blood. Methods Forty-five
villagers selected from Bijie area of Guizhou Province were divided into three groups as the low-dose fluoride group, the middle-dose
fluoride group,the high-dose fluoride group based on the severity of dental and skeletal fluorosis,and each group with 15 cases. Fif-
teen villagers from the non-fluorosis area of Bijie area were selected as control group. The MGMT and hMLH1 mRNA were quanti-
The mRNA expression level of MGMT, MLH1 mRNA from the pa-
tients in fluorosis region decreased compared to control group(P<C0. 05) ,and had a positive correlation with the severity of fluoro-

The reduction of MGMT and hMLH1 mRNA

tated with the real-time quantitative PCR technology. Results

sis, which was significantly different in group comparison(P<C0. 05). Conclusion
may play an important role in the mechanism of DNA injury and repair, which may be related to DNA damage arose from fluoride
caused by coal burning.
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