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Baﬁig research for innovative therapy of liver fibrosis by novel Galectin-3
inhibitor
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From our study of M2BPGi in liver cirrhosis, co-activation between hepatic
stellate cells and Kupffer cells is considered to be important for the progression of liver
fibrosis. So we examined the effect of novel galectin-3 inhibitor. In the cell proliferation assay,
novel galectin-3 inhibitor for hepatic stellate cells showed the suppressive effect in a dose
dependent manner. Moreover, in the western blotting, novel galectin-3 inhibitor suppressed the
expression of o -SMA which is a activation marker for stellate cells. Thus, novel galectin-3
inhibitor has a suppressive effect for the activation of hepatic stellate cells. On the other hand,
this novel galectin-3 inhibitor has been confirmed to be effective also in the in vivo xenograft
TPde' with fibrosis, this new drug are expected to be applied for the liver fibrosis model in the

uture.
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