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Expression of tumor-associated macrophage in the tissue of hepatocellular carcinoma and the correlation with
vascular endothelial growth factor. HU Peng, WANG Wei—xing, WANG Peng, DENG Wen—hong, YU Jia. Department of
General Surgery, Renmin Hospital of Wuhan University, Wuhan 430060, Hubei, CHINA

[Abstract] Objective To investigate the expression of tumor-associated macrophages in hepatocellular carci-
noma and its correlation with vascular endothelial growth factor (VEGF). Methods Ninety-five samples of hepatocel-
lular carcinoma tissue collected from the patients undergoing hepatectomy from January 2010 to January 2014 in our
hospital were detected by double immunohistochemical staining. The expression of CD163 (TAMs marker) and VEGF
in hepatocellular carcinoma were detected by immunohistochemistry. Then TAMs count and the positive expression
of VEGF were analyzed under light microscope, and their relationship with clinical pathological parameters were anal-
zyed. Results The average infiltration of TAMs was (38.39+22.13) in hepatocellular carcinoma of stage I ~ I,
(48.95425.32) in hepatocellular carcinoma of stage I~IV (P<0.05), which was (37.41+22.48) in the patients without
distant metastasis and (47.56+£26.45) in the patients with distant metastasis (P<0.05). VEGF was moderately ex-
pressed in hepatocellular carcinoma, and the expression intensity was positively correlated with TAMs count (r=
0.782, P<0.05). Conclusion The expression of TAMs in the hepatocellular carcinoma has close relationship with
the invasion and metastasis of hepatocellular carcinoma as well as staging, and it is positively correlated with expres-
sion of VEGF. The expression of TAMs and VEGF can be used to predict the malignant degree of tumor, and as an adju-
vant therapy of liver cancer and potential targets to improve the prognosis.
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