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Soluble costimulatory molecules and HBV infection after liver transplantation”
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Abstract: Objective To explore the association of cellular immune markers and the development of hepa-
titis B recurrent after liver transplantation (LT) recipients and chronic hepatitis B ( CHB) patients.
Methods SolubleCytotoxic T Lymphocyte-Associated Antigen-4(CTLA-4),sCD28,sCD80,sCD86 and IFN-y
were measured by ELISA in patients with HBV recurrence and no recurrence after LT. Results IFN-7v signifi-
cantly decreased in hepatitis B recurrent patients (P <C0. 05). While in CHB, sCTLA-4, sCD80, sCD86 and
IFN-7v significantly increased than in the control (P<C0. 05). In the patients of CHB,sCTLA-4 was correlated
with hepatitis B virus (HBV)-DNA, sCD86 was correlated with HBeAg and HBeAb, sCD80 was correlated
with Aspertate Aminotransferase (AST) ,IFN-y was correlated with AST and y-glutamyltransferase (GGT).
Conclusion Negative co-stimulatory molecules may have more important function in the immunity of CHB.
sCTLA-4,sCD80,sCD86 and IFN-vy could be new markers for HBV infection. IFN-y could be marker for re-in-

fection after LT.
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