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Expressions of ATM and PI3K in human brain gliomas and their meanings
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[Abstract] Objectives To explore the expressions of ataxia—telangiectasia mutated gene (ATM) and phosphatidylinositol 3—kinase
(PI3K) in different grades of WHO grading gliomas and their meanings. Methods The expressions of ATM and PI3K mRNA were
detected by reverse transcription polymerase chain reaction in 25 samples of WHO grades | ~ I, 15 of WHO grades [l ~IV and 8 of
normal brain tissues. Results The levels of ATM and PI3K mRNA were significantly higher in WHO grades lll ~[V gliomas than those in
WHO grades | ~ Il (P<0.05), which were significantly higher than those in the normal brain tissues (P<0.05). Conclusions The levels of
PI3K and ATM mRNA expressions are significantly higher in the gliomas than those in the normal brain tissues and are positively
related to WHO grade of gliomas. It is suggested that the up—regulation of ATM and PI3K expressions may play an important role in the
pathogenesis and development of the gliomas.
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