R EARMLRL®
wcjd@wijgnet.com

9

UL A LAY 2007529H188; 15(26): 2847-2851
ISSN 1009-3079 CN 14-1260/R

& Jk 2.5 CLINICAL PRACTICE

HIF- 1o R HEAIEERPTENEBERRIZNBEEXERZEN

& RRIE R X

&, KT, O, £’

hEL, BRBE, T8, PEEAKFEWE AT EREEIA T
T 110004

KT, PEEAKRFWESWERMKIA LT ELME T
110032

BIRAEE: JNEL, 110004, i3 TBRRBHAEX =1536S, O
EENASZIWERRERSIEIMY. sunweii@hotmail.com
EB1E: 024-83955063 {EE: 024-23929897

IWFSEEA: 2007-05-20 (BOEER: 2007-09-01

Expression and significance
of hypoxia-inducible factor-1a
and its regulator phosphatase
and tensin homolog deleted
in chromosome 10 in gastric
cancer

Wei Sun, Dan-Dan Zhang, Lin Guo, Qiang Wang

Wei Sun, Lin Guo, Qiang Wang, Department of General
Surgery, Shengjing Hospital of China Medical University,
Shenyang 110004, Liaoning Province, China

Dan-Dan Zhang, Department of Thoracic Surgery, the
Fourth Affiliated Hospital of China Medical University,
Shenyang 110032, Liaoning Province, China
Correspondence to: Dr. Wei Sun, Department of General
Surgery, Shengjing Hospital of China Medical University,
36 Sanhao Street, Heping District, Shenyang 110004, Liao-
ning Province, China. sunweii@hotmail.com

Received: 2007-05-20 Revised: 2007-09-01

Abstract

AIM: To study the expression of hypoxia-
inducible factor-lo. (HIF-1a) and its regulator
phosphatase and tensin homolog deleted in
chromosome 10 (PTEN) in gastric cancer and
their relationship with tumor angiogenesis and
clinicopathologic features.

METHODS: Immunohistochemistry was per-
formed to detect the expression of HIF-1a and
its regulator PTEN in 54 cases of gastric cancer.
The relationships among the expression of HIF-
1o and PTEN, tumor angiogenesis and clinico-
pathologic features of patients were analyzed.

RESULTS: The positive expression rate of HIF-

lo in gastric cancer (74.07%) was significantly
higher than that in normal gastric tissue (0%,
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P < 0.01); the expression of HIF-1a in gastric
cancer was significantly associated with TNM
stage (P < 0.05), invasive depth (P < 0.01) and
lymph-node metastasis (P < 0.05); the positive
expression rate of PTEN in gastric cancers was
low (51.9%), and reduced with increased inva-
sive depth (38.5% vs 86.7%, P < 0.01) and clinical
stage (28.6% vs 76.9%, P < 0.01), reduced histo-
logical differentiation (22.2% vs 70.6%, 63.2%,
P <0.01) and the occurrence of lymphatic (28.0%
vs 72.4%, P < 0.01) and long distance metastases
(16.7% vs 61.9%, P < 0.05). There was a negative
correlation between the expression of HIF-1a
and PTEN (r =-0.41, P < 0.05).

CONCLUSION: HIF-1a and its regulator PTEN
play a very important role in the development
of gastric cancer and could be useful factors in
the diagnosis of gastric cancer and estimation of
prognosis.

Key Words: Hypoxia-inducible factor-1a; Phos-
phatase and tensin homolog deleted in chromo-
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