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In the present study, we investigated the relation of chemokine for the vascular
invasion of primary liver tumor. First, expression of CXCR2 is estimated by immunohistochemical staining
in hepatocellular carcinoma (HCC) with vascular_invasion using human specimens.

Expression of several chemokine was measured using ELISA in vitro. Accumulation of myeloid derived
suppressor cells (MDSC) was examined immunohistochemically in human samples of HCC. As a result, CXCR2
expression was observed in tumor thrombi than original tumor. CXCL1, 5, 8 were markedly expressed in HCC
cell line in vitro. Accumulation of MDSC was confirmed in tumor with vascular invasion compared with
tumor without vascular invasion. Our results suggested that chemokine network have a crucial role in the

vascular invasion oh HCC.
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