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ABSTRACT: There have been quite a lot of research progress complex cellular and molecular link on liver fibrosis .Recent data
indicate that the recovery process is terminated of fibrogenic processes and fiber decomposition pathways may allow the reversal of
advanced fibrosis and even cirrhosis. Therefore, efforts have been made to better elucidate the cellular and molecular mechanisms are
involved in liver fibrosis. Activation of hepatic stellate cells (HSC) remains a central event in fibrosis, complemented by other sources of
matrix-producing cells, including portal fibroblasts, fibrocytes and bone marrow-derived myofibroblasts. These cells converge in a
complex interaction with neighboring cells to provoke scarring in response to persistent injury. Defining the interaction of different cell
types, revealing the effects of cytokines on these cells and characterizing the regulatory mechanisms that control gene expression in
activated HSCs will enable the discovery of new therapeutic targets. Moreover, the characterization of different pathways associated with
different etiologies aid in the development of disease-specific therapies. This article outlines recent advances regarding the cellular and
molecular mechanisms involved in liver fibrosis that may be translated into future therapies. The pathogenesis of liver fibrosis associated
with alcoholic liver disease, non-alcoholic fatty liver disease and viral hepatitis are also discussed to emphasize the various mechanisms
involved in liver fibrosis.
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