BB 201642 % 57 B 2
Academic Journal of Second Military Medical University, Feb. 2016, Vol. 37, No. 2

Y.

hitp://www. ajsmmu. cn

« 202

A
Ay

DOI:10. 16781/j. 0258-879x. 2016. 02. 0202

REFSEFAERZAEMEEDEATRNIERNSIARER

% FL.RHENT L X
5 R RAFRAE E BB AESMEL B 200003

U] A SR AR 2 I R LR RS T B A 2 B PR 22— . T A2 A0 7R 1 e 735 A4 2 A sF ) ik 20 AR 0% 3
PR R AR AN 20 B /I 0T 55 o 3o A g S (R AR AR AH DG . A (] 2 B AR PN e R I TG LA 2L 4 A A P9 o 5 T R s 2 4
Tk, AR R T (HIP) &P st B 7 ME R EUSR A T 152 A8 HIF DA 51 & — Z2 51 08 240 ML 52 1 >k 35 o7 A7 4 P
SPEREE . HIF i@ 50 S o (HRE) 256 DR shE B K 1% s ik . BRTAIE Iy - HIF FEAE E] 88 28 i Sk v B
BTN W] BE R A K BH B HE ] AR 7 8 JR R 28 VA Ak — I PRAME A S . AR SCERIR T HIF X TR A% 20 B 47 WA
TSR E A G HIF E86Z 41 M0 1 23k DL HIF X FHEi A0 2 B A A7 B BRAC T A S 4 e S8 o A6 i) R 42

[kl HEM LR AVES B 7 B 4

[(hESEE] R681.53 [XHEtrERm] A [xEHS] 0258-879X(2016)02-0202-06

Role of hypoxia-inducible factor in regulating physiological function of nucleus pulposus cells: recent progress

HOU Yang, SHI Jian-gang” , YUAN Wen
Department of Spine Surgery, Changzheng Hospital, Second Military Medical University, Shanghai 200003, China

[Abstract] Intervertebral disc degeneration (IDD) is one of the main causes of low back pain—a common clinical problem.
Alterations of the phenotype, reduction of survival time, decline of metabolic activity, and decrease of extracellular matrix of
nucleus pulposus (NP) cells are thought associated with IDD. The intervertebral disc is the largest avascular tissue in the body,
with the most distinctive characteristic being low oxygen tension. Hypoxia-inducible factor (HIF) is a transcriptional factor
induced by the hypoxia condition to initiate a series of cellular responses, accommodating the hypoxia environment. HIF can
start transcription of target genes by binding the hypoxia response element and may play an important role in the pathological
process of IDD and serve as a crucial target for stopping progression or curing IDD. Here we summarized the roles of HIF in
regulating metabolism activity of NP cells, including expression of HIF in NP cells, and regulatory roles of HIF in phenotype,
survival, metabolism and extracellular matrix accumulation of NP cells.
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