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Liver has been well known to regenerate in response to injury as shown in
two-thirds hepatectomy in rodents. It should be noted that regeneration following liver resection
reflects compensative hyperplasia of cells, which is virtually proliferation and differentiation of
hepatocytes. In this process, sinusoidal remodelling is important, because hepatocyte function
cannot be maintained without blood flow that is formed by sinusoidal endothelial cells. In the
present study, proliferation and migration of sinusoidal endothelial cells have been suggested to be

crucial in liver regeneration.
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