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Elucidation of a novel inhibition mechanism of hepatic stellate cells activation
- significance of hepatic stellate cell adhesion and its application to the
treatment of liver fibrosis
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small GTPase Cdc42

Chronic activation of hepatic stellate cell is the main cause of hepatic
fibrosis. Hepatic stellate cells directly adhere to hepatocytes via microprocesses in the liver and
suppress activation through their adhesion. Therefore, the microprocesses of hepatic stellate
cells are considered to be an important structure in the regulation of hepatic stellate cells
activation. In this study, we aimed to elucidate the proteins constituting the microprocessor of
hepatic stellate cells and the mechanism of their formation. We found that the microprocesses of

hepatic stellate cells are a filopodia-like structure and its formation is regulated by the
activation of Cdc42, one of the small GTPases.
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