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TE 56 {51 SRy 8 HIF-1a 28 R IBBH PR 53. 6% (30/56) , o™ — 726 i, + 711 ], “ + + 712 {4,
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Expressions of hypoxia inducible factor-1« and vascular endothelial growth
factor in nasopharyngeal carcinoma and their clinical significances

XIANG Yuan-di, ZHANG Bi-bo, WU Juan, LEI Lan-yin, WANG Chen-rong
( Department of Otolaryngology, the First Hospital of Wuhan City, Wuhan 430022, China)

Abstract: Objective To detect the expressions of hypoxia-inducible factor-loe (HIF-1ot) and vascular endothelial
growth factor ( VEGF) in nasopharyngeal carcinoma ( NPC) tissues, and to investigate their relationships and clinical
significances. Methods  Immunohistochemistry was used to detect the expression levels of HIF-la and VEGF in 56
specimens of NPC and 18 of normal nasal mucosal tissue. The relationships between expression of HIF-1a and that of
VEGF, their expressions and clinicopathological features of NPC were analyzed. Results In NPC, the positive rate of HIF-
la was 53.6% (30/56) , including “ + 7 in 11 cases,“ + +” in 12 and “ + + +” in 7. The positive rate of VEGF was
67.9% (38/56) including “ +” in 17 cases, “ + +” in 13, and “ + + +” in 8. The positive rates of HIF-1a and VEGF
in normal nasal mucosa were 22.2% (4/18) and 27.8% (5/18), respectively. In NPC, the expressions of HIF-1a and
VEGF expression had no correlation with patients’ age, gender and differentiation degree of tumor(all P >0.05) , but were
correlated with clinical stage, T stage and lymphatic metastasis of tumor(all P <0.05). Spearman analysis showed that
HIF-1a expression was positively correlated with that of VEGF in NPC. Conclusion HIF-l1a and VEGF are over-
expressed in NPC. Their positively correlated over-expressions may have a synergistic effect on the neovascularization of
NPC.

Key words : Hypoxia-inducible factor-1a; vascular endothelial growth factor; Nasopharyngeal neoplasm; Immunohis-

tochemistry; Clinical significance
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H, HIF-1a Y8R R IKKF 22 5 5 B VR AR I |
IMAERERETCAR S (P >0.05) , TS5 1 R 2331\ T 73

HME LB BAMENE(P <0.05) (£2).
VEGF 8 F3RIK KPR AF 5 88 Ik AR 73 31T 73 4%
AR HAT AN OCE (P <0.05) , 1M -5
P ARl MR TR (K 3) .

R2 HIF-la EARES B RRBEAEC R BI(% ) ]

R I |$§“§Eﬁ§# P
P
L: 47 21(37.5) 26(46.4) 0. 867
E°s 9 5(8.9) 4(7.1)
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