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Research progress on the role of toll like receptor in immunological injury of patients with chronic hepa-
titis B
YANG Xin, YANG Daokun
( Department of Infectious Disease ,the Affiliated First Hospital of Xinxiang Medical University , Wethut 453100, Henan Province ,
China)
Abstract: Hepatitis B virus (HBV) infection is a worldwide health problem,and it is also the main cause of chronic
liver disease in China. At present,the greatest goal of antiviral treatment of chronic hepatitis B (CHB) is to achieve clinical
functional cure,but antiviral treatment can’t completely eradicate covalently closed circular DNA from hepatocytes. The patients
with HBV infection are mainly characterized by abnormal immune function, which makes it difficult to clear the virus in
patients. Toll-like receptors (TLRs) are related to immunological injury in patients with HBV infection. TLRs play a key role
in the immune clearance of HBV DNA , which provides a corresponding theoretical basis for antiviral immunotherapy of HBV
infection. This paper mainly reviews the role of TLRs in the development and antiviral immunotherapy of CHB,so as to provide

a theoretical basis for developing more effective antiviral treatment.
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