(PBFZHAER L) 2014F 245551287
CHINA ONCOLOGY 2014 Vol.24 No.12

AT T34 2 AT IR LR RS
% v 8 A 5033

x| s MR NH"

1. 5 B RE B8 e BE e I iF o fr, &2 HR2F FIB A4 &, I 200032 ;
2. & HR==M @ M E B oy B, & H R I ESBEME %4, LI 200032

[FEZ ] PRBOT IR 8 H AN R R R st 51 e Bt J B IR AU i 0, SERBUN R ONL . 2R 4Efk
TR HEIRIEFR B AL . HHAZ AR IEFHARZM G RKAENEZRNZ —. RN, HAZHF=
Sl 2 A ST O R AR 1, 0 = % 2 - 1a(hypoxia inducible factor-lo, HIF-la). Ffb 4K B
F-B(transforming growth factor-B, TGF-B). I A B A=K K (vascular endothelial growth factor, VEGF)%% [k
Ao 4k, EIIHIF-105 5% S FANBUN . BV MRIE G . W/ RNA(microRNA, miRNA)KIE
AR5 L PR AR R TR 4003 B A R R o B2 R )i = ST S5 R TR Rl o 0 I 2H 4345475 R sz i L i
ITERIR .

(k@R ] i EWAZEL: =5

DOI: 10.3969/.issn.1007-3969.2014.12.013
RESHES: R730.7 XEMFEE: A XEHS: 1007-3639(2014)12-0956-05
Recent advances of radiation-induced hypoxia on radiation-induced normal tissue injury LIU Qi',
SUN Yong', XING Xing'?, LIU Yong"* (1.Cancer Research Institute, Fudan University Shanghai Cancer
Center; Department of Oncology, Shanghai Medical College, Fudan University, Shanghai 200032, China;
2.Department of Radiation Oncology, Fudan University Shanghai Cancer Center; Department of Oncology,
Shanghai Medical College, Fudan University, Shanghai 200032, China)
Correspondence to: LIU Yong E-mail: drliuyong@hotmail.com

[ Abstract] The dose-limiting factor of radiotherapy is injury found in normal surrounding tumor tissues. It is
characterized by inflammation, fibrotic changes, necrosis and other pathological changes. Hypoxic microenvironment
is induced in normal tissues received radiation exposure. Previous studies demonstrated radiation-induced hypoxia
increased hypoxia inducible factor-la (HIF-1a), vascular endothelial growth factor (VEGF) and transforming growth
factor-p (TGF-B) and other cytokines. They promoted radiation-induced normal tissues injury by HIF-1a signaling
pathways, oxidative stress reaction, macrophages and miRNAs. In this study, we reviewed the effect of radiation-
induced hypoxic microenvironment on normal tissues injury after radiation exposure.
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