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Abstract

AIM: To investigate the expression of transcrip-
tion factor Sp3 and vascular endothelial growth
factor (VEGF) in hepatocellular carcinoma (HCC)
and their correlation.

METHODS: Immunohistochemical method was
used to detect the expression of Sp3 and VEGF
in 111 cases of HCC and tumor-adjacent liver
tissue. The correlations between Sp3 and VEGF
expression, and between these two indices and
clinicopathologic characteristics of HCC were
analyzed.

www.wjgnet.com

RESULTS: The positive rate of moderate or
strong Sp3 expression in HCC was significantly
higher than that in tumor-adjacent liver tissue
(82.9% wvs 29.7%, P = 0.000). There is a positive
correlation between Sp3 and VEGF expression in
HCC (r = 0.352, P = 0.000). Both Sp3 and VEGF
expression was related with tumor differentia-
tion. In addition, expression of Sp3 was related
with tumor size, and expression of VEGF was
related with TNM stage. The prognosis of cases
with high Sp3 expression was poorer than those
with low Sp3 expression (P = 0.041).

CONCLUSION: Sp3 is expected to be an index
for diagnosis of HCC. Combined detection of
Sp3 and VEGF expression may be used to evalu-
ate the malignant degree of HCC.
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Sp37E LA ARSI ZU T 0RIE; B: Sp3rEl AR ks ITL4HL NI #RR; C: Sp3TEHCCHI#GK; D: VEGF{EHCCHIY

KiK.

R 1 Sp3fEHCCRE=EATRLAPHIFRIALL R
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84.1%, SRBHIEAR 431.8%, T TNM I - 11 K
HCC(H: LR 444.8 % 13.4%, K3).
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T 1 2 11 4 2 4 © 8
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3-44 1 5 17 20 2 5 23 13

TNMZHA
[ =1 2 10 32 23 4.006  0.255 7 30 21 9 22.199 0.000
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