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Correlation among p53, PTEN, IDH with HIF-1a in glioma
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Abstract: Gliomas are the most common tumors in the central nervous system. Application of molecular biology
techniques to gliomas revealed that the abnormal expression of one or more genes was implicated in glioma
formation and progression. Hypoxia is a common phenomenon in gliomas. Hypoxia-inducible factor-1 o (HIF-1a)
is the key transcription factor to mediate adaptation to hypoxia by regulating the HIF-1a-induced transcription of
genes, such as glycolysis, angiogenesis, proliferation and metastasis. To clarify the relationship between the novel

molecular genetic alterations and HIF-1a in glioma will provide reference for the management of individuals with

gliomas. This paper reviewed the recent progress among p53, PTEN, IDH with HIF-1a in gliomas.
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WNERFEBE, AIWRE= 2.5%, IR FREIRE
7 0.5%~2.5% 2 [8], TV %5 )5 Bk 20 A 8 ) b+ =
FEBAE, FIRE< 0.1%", B4EIHE ST -1a (hypoxia
inducible factor-1a, HIF-10) /&5 5 B & 4 55 F e
TN OB R T SRR — R R
JE /7, {8 REA8 4R m HIF-10a 35 12 1R e 5 988 36t D] 5 A
FRAVE AT REB AR Tk, BIXIREERIE Ty, et
H &5 K447, Zhong % ¥ 7 FLERE Xt 9 ] 2 G
o RE 200 i 988 L R 4 R 3R AT S 9% A o B K
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AERAE S F KT 1 (hypoxia-inducible factor 1, HIF-1).
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HIF-1B JE R 54k, TR RIS, ARG R4
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WA, A I PIBK 5 B
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T2 BY B S AR 7R B, BRI B 51 RS R 4T
HIF-1o /KT, pS3 & F g4+ p300, i HIF-1a
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