© 216« o [ il 8 2% 145201344 A 55 164 55 410

Chin J Lung Cancer, April 2013, Vol.16, No.4

DOI:10.3779/j.issn.1009-3419.2013.04.08

LRk

RN S3.57/10 07, FET-HR N4S5.57/1007, BIVEF4EHr
K BB 7007, AET 60T .

e 2 B AR ABE T A A R, X AT A A

RESMENRHE

FTok R AR RAELE BRI

EEE: W PR YT B VA WS S 4V PO N 2745 3 AR ) S SN O R S G LA W 22 2 3 ey
RGN MR AR RO R T 195545, ﬁﬁHﬁfﬁﬁiﬂ R AR B 20064F A Bk 2 . Bl B S IIR A
AR AR At ) S e AN AN B X 7 I HCHLVE T, T FLIE 23l ) — AN T g 43 IR A75 5 7 (hypoxia inducible
factor, HIF ) LI K HJHY & A 2R ¥ L ( prolyl hydroxylase domain, PHD ) FI#{ifl/K « PRIE S HEE 7= ( product of
von Hippel-Lindau gene, pVHL ) Xl i) 5 A= K Je . 22854645 . AT 2 DL RIS 5 R 2T R . B, IR
. HIF, PHDMIpVHLAHS N 70 W A A

[ sim ] IR Bl s IRAUE T IR RS A fiUR ARIE R S ™)

[ FEH XS ] R7342

Advances of Hypoxia and Lung Cancer
Xuebing L], Jiacong YOU, Qinghua ZHOU

Tianjin Key Laboratory of Lung Cancer Metastasis and Tumor Microenvironment, Tianjin Lung Cancer Institute, Tianjin Medical
University General Hospital, Tianjin 300052, China

Corresponding author: Qinghua ZHOU, E-mail: zhoughl016@yahoo.com.cn

[ Abstract ] Lung cancer is one of the malignant tumors with fastest growing rates in incidence and mortality in our
country, also with largest threat to human health and life. However, the exact mechanisms underlying lung cancer development
remain unclear. The microenvironment of tumor hypoxia was discovered in 1955, but hypoxia in lung cancer tissues had not
been successfully detected till 2006. Further studies show that hypoxia not only functions through the resistance to radio-
therapy, but also regulates lung cancer development, invasion, metastasis, chemotherapy resistance and prognosis through an
important oncogene HIF (hypoxia inducible factor), with its regulators PHD (prolyl hydroxylase domain) and pVHL (product
of von Hippel-Lindau gene). Therefore, hypoxia, HIF, PHD and pVHL should be considered as potential therapeutic targets
for lung cancer pathogenesis and progression.
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