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o), 4 X B 18 il N O =K A0 LR A I NK 40 L3R 1 PD - 1. Tim - 3 383K, %80 € 1 PCR &Il HBV - DNA £, ELISA ¥ £ Il
AN ¥ WK . giit & A PD - 1 I Tim -3 E/ﬁ%_%,Mx%zﬂgn,%fmﬁﬁﬁ‘%%m%ﬁo &% CHB.LC.HCC
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Expression and Meaning of PD -1, Tim -3 on NK in HBV Related Liver Disease. = Zhao Xiaoyu, Zhou Ni, Tang Yongzhi, et al. De-
partment of Infectious Disease, Taizhou Hospital Affiliated to Wenzhou Medical University, Zhejiang 317000, China

Abstract Objective To quantitative analysis the expression variation of PD - 1, Tim -3 on HBV - related liver disease patients
peripheral blood NK cell. To investigate the correlation of serum HBV — DNA loads and the expression of PD -1, Tim -3 . Methods
All of 92 subjects including 30 CHB, 24 LC, 20 HCC and 18 healthy adults were enrolled in present study. The expression of PD —1 and
Tim -3 were detected by flow cytometry. The quantity of HBV — DNA were obtained by fluorescence quantitative PCR, and the concentra-
tions of cytokines were assayed by enzyme linked immunosorbent assay( ELISA ). The expression of PD — 1, Tim —3 in each group, was
Calculated and compared the differences, analyzed its correlation with disease progression. Results In group of CHB, LC, HCC, expres-
sion of PD — 1 and Tim - 3 on peripheral blood NK cell were 34.46% +7.31% , 59.09% =+ 12.35% , 61.49% = 15.26% and
19.18% +6.05% ,28.64% +11.20% ,31.24% =+ 11.85% respectively, which were higher than control group (P <0.01). Group of
LC and HCC were higher than CHB group (P <0.01), but no significant difference were found between LLC and HCC group. In the group
of CHB, the expression of PD =1 and HBV - DNA loads was negatively correlated( R = —0.437, P =0.033). Compared with the group
of control, the concentration of TNF — « and IFN — vy decreased in the group of CHB, LC, HCC 0.66 £0.63, 0.75 £0.66, 0.85 +0.71
and 1.76 +0.88, 1.83 +1.23, 1.60 +0.53, (P <0.01). Conclusion The expression of PD =1, Tim —3 on NK cell were increased
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in HBV —related liver disease patients, and the increased expression of PD — 1 was negatively correlated with serum HBV — DNA loads.

Concentration of TNF — «,IFN — v were decreased in HBV related liver disease patients.

Key words Hepatitis B virus ; Natural killer cell ; Programmed death — 1;T cell immunoglobulin — and mucin — domain - containing
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