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Expressions of HIF-1¢ and VEGF-C in Colon Carcinoma and Their Clinical Implication
LI Lin-hai' , GAO Qing® , WANG Yong-zhan? . CHEN Min®

1. Department of Gastroenterology . Three Gorge Central Hospital , Chongqging 404000, China;2. De-
partment of Gastroenterology, The First Af filiated Hospital , Chongqing Medical University ;3. De-
partment of Internal Medicine , Chongqing Cancer Hospital

Abstract: Objective  To investigate the expression of hypoxia inducible factor-1a (HIF-1q) and vascular
endothelial growth factor C (VEGF-C) in colon carcinoma, and to evaluate its clinical implication. Meth-
ods Immunohistochemistry (SP) was used to detect the expression of HIF-1¢ and VEGF-C in 45 tissues
of colon carcinoma. The relationship between the expression of HIF-1q and VEGF-C and the clinicopath-
ological parameters was analyzed. Results In 45 cases, the positive rate of HIF-1¢ was 66. 7%. And the
positive rate of HIF-1¢ in colon cancer tissue expression with lymph node metastasis was higher than that
without lymph node metastasis (84. 2% wvs. 53.8%). The positive rate of VEGF-C was 53.3% in colon
carcinoma. The positive rate of VEGF-C expression with lymph node metastasis and that without lymph
node metastasis was 73. 7% and 38. 5% respectively. The expression of HIF-1¢ and VEGF-C was closely
correlated with lymph node metastasis and the depth of tumor invasion, but no relationship with tumor
size, sex and age. The positive expression of HIF-1¢ was consistent with the positive expression of
VEGF-C. Conclusion The expression of HIF-1q and VEGF-C is correlated with lymph node metastasis
in colon carcinoma.
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a: The positive expression of HIF-1q¢ in colon cancer tissue,and it is
mainly localized in the cytoplasm of cells; b; The expression of
VEGF-C in colon cancer with immunohistochemistry, which is main-
ly localized in the cytoplasm of cells
1 HIF-le. VEGF-C 7£ 45 i 7% H #9 PR 4 2R 34 (SP X 200)
Figure 1 The expression of HIF-1o. and VEGF-C

in colon cancer with immunohistochemistry (SP < 200)
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Table 1 Relationship between the expression of HIF-1a.,

VEGF-C and clinicopathological parameters in colon cancer

HIF-1a expression VEGF-C expression

Item — —
Positive P Positive P

Age(years)

=60 24 15 13

<60 21 15 0.526 1 0. 905
Gender

Male 27 17 14

Female 18 13 0.519 10 0. 807
Tumor size

<4cm 25 15 14

>4em 20 15 0.289 10 0. 688
Depth of tumor invasion

T1~T2 9 3 2

T3~T4 36 27 0.018 22 0. 036
Lymph node metastasis

Positive 19 16 14

Negative 26 14 0.033 10 0.019
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Table 2 The relationship between the expression of
VEGF-C and HIF-1q in colon cancer

VEGF-C positive ~ VEGF-C negative

HIF-1a positive 20 10

HIF-1a negative 4 11
r= 0.378,P<70.05
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