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Correlativity of IDH1 mutation with MGMT promoter methylation and P53 and TERT mutations in gliomas
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[Abstract] Objective To explore the relationship of isocitrate dehydrogenase (IDH1) mutation with O6-alkylguanine DNA
alkyltransferase (MGMT) promter methylation status and P53 and telomerase reverse transcriptase (TERT) mutations in gliomas.
Methods The status of MGMT promoter methylation was determined by PCR—fluorescence probe and IDH1, P53 and TERT mutations
were detected by capillary electrophoresis in 72 specimens of gliomas. The relationship of IDH1 mutation with MGMT promoter
methylation and P53 and TERT mutations was statistically analyzed. Results The rates of IDH1, P53 and TERT promoter mutations were
28.2%, 41.4% and 50% respectively in 72 specimens of gliomas, in which the positive rates of MGMT promoter methylation was 47.2%.
The IDH1 mutation was significantly related positively with MGMT promoter methylation (P<0.01). The significantly positive
relationship was also observed between MGMT promoter methylation and P53 mutation (P<0.05) in the primary gliomas and between
MGMT promoter methylation and TERT mutation (P<0.05) in wild—type IDH1 gliomas. Conclusions It is suggested that complex
interactions may exist among IDH1 mutation, MGMT promoter methylation and P53 and TERT mutations. Further study of their
mechanism should be performed for future exploring the targeted therapy of the gliomas.
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