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[ Abstract] Objective To study the patterns of expression of T-cell immunoglobulin and mucin
domain-containing molecule 3 (Tim-3) and programmed deathl (PD-1) on HBV specific CD8" T cells in
chronic hepatitis B virus infection patients (CHB) . Ivestigate the correlation between Tim-3 and PD-1 and
production of interferon gamma (IFN-y) and its clinical meanings. Methods The expression of Tim-3 and
PD-1 on HBV specific CD8" T cells in 78 major histocompatibility complex-2 (HLA-A2) positive HBV
patients with different clinical types were detected by flow cytometry. The level of IFN-y in the supernatant
of culture of peripheral blood mononuclear cell (PBMC) were detected by double antibody sandwich ELISA.
Results In chronic HBV infection patients, 58% of HBV-specific CD8" T cells are Tim-3"/PD-1" cells, 24%
are Tim-3/PD-1" cells. The ratio of Tim-37PD-1" cells was 16% and the Tim-3"/PD-1" cells are the lowest with
2%. The proportion of Tim-3/PD-1" HBV-specific CD8" T cells increased consistent with the clinical severity.
The ratio of Tim-3"/PD-1" HBV-specific CD8" T cells is (33.93 + 10.80)% in the inactive HBsAg carriers.
The ratio of Tim-3"/PD-1" cells in mild and moderate chronic hepatitis patients are (52.05 £ 18.68)%, (59.66
+ 19.25)% are Tim-3"/PD-1" cells in severe hepatitis, and (68.72 + 17.21)% are Tim-3"/PD-1" cells in hepatic
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failure, which is the highest. Compared with inactive HBsAg carriers, P = 0.007, 0.009, 0.000. Compare

hepatic failure and mild and moderate chronic hepatitis, P = 0.018. The percentage of Tim-3"/PD-1" HBV-specific

CDS8" T cells negatively correlate with the level of IFN-y in culture supernatant. Conclusions sCo-expression of

Tim-3 and PD-1 on HBV-specific CD8" T cells is the main pattern in HBV patients. High expression of Tim-

3 and PD-1 may negatively control the production of IFN-y, which may influence the outcomes and disease

progression in chronic HBV infection.
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