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[ Abstract])
(CTL) in patients with chronic HBV infection and to evaluate its clinical value. Methods Total of 109 patients were
enrolled, including 6 cases of HLA-A, " ,12 cases of HLA-A,  without HBV infection,49 cases of HLA-A, " and 42
cases of HLA-A,  with HBV infection. HBcAg 18-27 epitope peptide- HLLA-A % 0201 pentamers and CD8 mono-
clonal antibody were designed to detect the number of specific CTL in peripheral blood by using flow cytometry. Re-
sults The detected result of specific CTL in HLA-A,
14. 40% ymedian 1. 13% ,n=20) was not statistically different with HLA-A,  non-HBV infected patients (0. 33 % —
3.90% ,median 1. 04% ,n=12,P>>0. 05) , but was significantly lower than HLA-A, ~ HBV-infected patients with an-
tiviral treatment (0. 25% —20. 30% ,median 2. 11% ,n=22,P<C0. 05). The specific CTL both in HLA-A, ~ HBV-in-
fected patients with antiviral treatment and HLA-A, ™ HBV-infected patients with no antiviral treatment (0. 20 % —
29.90% ,median 2. 22% ,n=20) were significantly higher than control group (P<C0. 01). The detected result of spe-
cific CTL in HLA-A, " HBV-infected patients with antiviral treatment (0. 14 % ~39. 22% , median 1. 33% ,n=29)
was significantly higher than control group (P<C0. 05). The number of specific CTL was increased in HLA-A, ™"
without antiviral therapy patients with serum HBV DNA less than 10° copy/mlL and ALT less than 40 TU/L(P<C
0.05,P<C0. 01). Conclusion

change of peripheral blood specific CTL by using flow cytometry,and its level could reflect differences in epitope spe-

Objective To investigate frequency change of peripheral blood specific CD8" T lymphocytes

HBV-infected patients with no antiviral treatment (0. 30 % —

HBYV antigen peptide- HLA-A % 0201 pentamers could directly detect the frequency

cificity of the immune response of T lymphocytes in patients with different clinical status of chronic HBV infection.
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1.3 Kk
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HmA HLA-A2 B3 BP0 A K R A6 AR 10 L, 16~27 C 56
JEALE 30 min, ¥, B & 5 ¢/L MG EEE.0.5 ¢/L &
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Sr L A 3 A AR X B M B
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0.5 g/L &&4.0.01 mol/L PBS %% 2 K. 10 g/L £ R H
6 5 T 4 i SR T
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215 - —
eV % E N S
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(copy/mL) 2B (%)  PRIF(%) n SEC) BB 0 D FEE SH0 PRECD
=>10° 0.38~7.82 1. 88 6 0.14~2.40 1. 442 4 0.34~6.48 1. 48 12 0.33~10. 00 1.55% 9
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WIEBS . B2 2 34~ MHC-RRE G YT 5 [F — T 412 7m
i) TCR 454 . pentamers [ tetramers A B & 3£ & 11, M
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B KR ECT UM A REE T L DR I A I 3 A A T R
CTL R Al fig R F RIR B RP B A G B RH 2z —. B
W T 20 A B 30 4 32 R AR P M B8 T 32 4R (PD-1) | 41 fifd B 4
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