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Relationship between immune function of T cells in peripheral blood and
expression of hepatitis C virus in patients with chronic hepatitis C”
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To explore the relationship between the immune function of T cells in peripheral blood with the virus
Peripheral blood
T lymphocytes subpopulation, HCV-RNA and HCV core antigen (HCV-cAg) in 63 healthy people undergoing the physical exami-

[Abstract] Objective
replication and hepatitis C virus(HCV)-cAg expression in the patients with chronic hepatitis CCCHC). Methods

nation (control group) and 85 cases of CHC(CHC group) were analyzed by the flow cytometry,real-time PCR and ELISA,respec-
tively. Results The percentages of total T cells, T4 cells, T8 cells, double negative T cells (DNT) and double positive T cells
(DPT) in the CHC group were (67. 37210, 43) % ,(37. 112-10. 28) %, (21. 6348. 87) %, (7. 804 4. 57) % and (0. 2040. 29) %,
respectively, the absolute contents were in turn (0. 70£0. 44) X 10° /L, (0. 37 0. 22) X 10 /L, (0. 22+0. 17) X 10° /L, (0. 08 =
0.06) X 10°/L and (0.19%0. 68) X 10" /L, respectively. The ratio of T4/T8 was (2. 18 = 1. 26) %. The results indicated that the
percentage of T8 cells in the CHC patients was decreased obviously(P<C0. 01), which resulted in the ratio of T4/T8 raising(P<<
0. 05) ;smeanwhile, the absolute contents of the total T cells, T4 cells, T8 cells and DNT were all decreased obviously (P<C0. 05);
moreover, the percentage of T4 cells and DNT in the patients with HCV-RNA positive and HCV-cAg positive was significantly in-
creased (P<C0. 05). Conclusion When HCV replicating in the patients with CHC, the T lymphocyte subpopulation has obvious ab-
normity. The low immune function or immune tolerance of T cells may be the important cause of recurrence and uncurability of
CHC.
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20 (10° ~10° copy/mL) . X & ZH Hy [H) 4 R K6 A b I 52 9
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(EDTA-K) 8 (LB RME) RERF T2 2
mL, 57 BURG 56 5 SR BT & 35 = B i X 4l AR . SSC/FSC #17]
WRELGIAE ., 4> B 8 T 4 (CD3T) . T4 4 i (CD3T CD4™ ), T8
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2 % R
2.1 PRAXIRAMNH M T AR KB A S5X At

B, CHCYlE¥& T8 éfﬂﬂ@tb%fﬂﬂﬁm/l‘<})<o 01),T4/T8 It
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{E%Eaﬁ/}w<0.m>,ﬁ£i€ 1.2,

*x 1 FAMRIIFM T AT EAFE LR (TEs, %)
21 ) n BT 20 T4 20 ff T8 #Hjfu T4/T8 DNT DPT
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HCV-cAg A4 65  67.71+10.54 36.78410. 59 21.42+9, 25" 2.1821. 38b 7.46+4.21 0.2240.32
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IK#% 41 17 0. 840, 56 0. 4840, 32bed 0.2340, 174 0.08+0. 08¢ 0.51+0. 14
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M REEEAIGES 5 CHC W& 4 &R, 53540
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