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Level of MLH1 pomoter methylation and its clinical meanings in meningiomas
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[Abstract] Objective To establish a method to determine mut L. momologl (MLH1) promoter methylation level in the
meningiomas and analyze the relationship between MLH1 methylation level and meningioma invasiveness. Methods DNA was extracted
from 64 samples of the meningiomas, of which, 26 were invasive meningiomas and 38 non-invasive ones, and the methylation
modification of DNA was performed according to instruction book. The standard methylation MLH1 DNA was diluted by
non-methylation MLH1 DNA in different proportion of 100%, 50%, 25%, 12.5% and 1% to establish the standard methylation sensitive
high resolution melting curve. MLH1 promoter methylation level was determined quantitatively by the method of MS-HRM method in all
the invasive meningiomas and non invasive meningiomas. The relationship of MLH1 promoter methylation level with meningioma
invasiveness was analyzed. Result MLH1 promoter methylation level was significantly higher in the invasive meningiomas than that in
the non invasive meningiomas (P<0.01). Conclusion The present result suggests that MLH1 promoter methylation level may play an
important role in the pathogenesis of the invasiveness of the meningiomas.
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