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Immune Response——The Double-edged Sword of the Treatment
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Abstract: Human immune responses to HBV  (Hepatitis B virus, HBV) infection are quite complex. During
the pathological process, specific T-lymphocytes and cytokines are the main effectors. On the one hand, they
can clear virus of HBV and the infected cells, which are helpful for the cure of the hepatic injury. On the
other hand, the immune responses ignite local inflammation and the healthy cells of liver would be damaged.
The two sides of immune responses and the key cells and molecules in the process are it reviewed, aimed to
set basis for the elimination of hepatic injury in the treatment of HBV by the immunotherapy.
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