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Abstract: Objective To investigate the expression and significance of PTEN and mTOR proteins in
IDH1 genotype-mutant and wild-type glioblastoma in P13K/Akt/mTOR signaling pathway. Methods Fifty-
two post-operative tissue specimens (including 10 cases of IDH1 mutant type glioblastoma and 42 cases of
IDH1 wild type glioblastoma) from patients with glioblastoma were determined by immunohistochemical meth-
od so as to detect the expression and correlation of PTEN and mTOR proteins in these two different genotyping
glioblastomas.  Results The expression rates of PTEN protein in IDH1 mutant and wild-type glioblastoma
were 20.00% (2/10) and 73.81% (31/42) respectively. The expression rates of mTOR protein were 70. 00%
(7/10) and 35.71% (15/42) respectively. The expression of PTEN and mTOR protein in glioblastoma with
two genotypes of IDH1 were significantly different ( P <{0.01 or P <{0.05). There was a negative correlation
between the expression of PTEN and mTOR (» = —0. 724, P <<0. 01). Conclusion The expressions of
PTEN and mTOR in the PI3K/AKT/mTOR signal transduction pathway are respectively decreased and in-

creased in IDH1 mutant and wild-type glioblastoma, and the PTEN expression has negative correlation with

mTOR expression, suggesting that PTEN and mTOR play an important role in the regulation of molecular
pathways of IDH1 mutant and wild type glioblastoma.
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