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WFZERC RO (330) : Angiotensin IT (Ang II) receptor AT-1 and receptor of trypsin
(PAR-2) were observed in fibroblasts and cancer cells in intrahepatic cholangiocarcinoma
(ICC) tissue. In addition, AT-1 receptor expression was detected in ICC and hepatic
stellate cell lines. Moreover, Ang II caused proliferative potential of ICC and hepatic
stellate cells and Ang I1 increased activation of hepatic stellate cells. These reactions
were inhibited by the addition of Ang II receptor blocker (ARB). It was suggested that
local Ang II production system affect to interstitial fibrosis and proliferation of tumor

cells in ICC tissue, and that there are anti—tumor and anti—fibrotic effects in ARB.
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