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[Abstract] The pathogenesis of liver failure is extremely complex. In recent years, the role of chemokines
in viral hepatitis has been widely concerned. A large number of studies have confirmed that the abnormal expression
of chemokines is closely related to the process of viral hepatitis and other types of hepatitis. Interferon—inducible
protein—10 (IP-10) is a good indicator of the specificity and sensitivity of inflammatory liver injury. In this paper, IP-10
in different types of liver injury in the pathogenesis of research progress were reviewed to provide valuable indicators for

clinical diagnosis, treatment strategy and prognosis evaluation of liver injury.
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