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Effect of chronic HBV infection on the expression of apoptosis molecules in

peripheral blood mononuclear cells and its correlation with immune function
LIU Jia
( Department of Infectious Diseases , The Ninth Hospital of Xi'an City ,Xi'an ,Shaanxi 710054 ,China)

Abstract: Objective To study the effect of chronic HBV infection on the expression of apoptosis molecules in peripheral blood mono-
nuclear cells and its correlation with immune function. Methods 76 cases of chronic hepatitis B (CHB) patients and 54 healthy vol-
unteers were separately enrolled in CHB group and control group. Serum was collected and apoptosismolecules contents were deter-
mined, peripheral blood mononuclear cells were collected and apoptosismolecules expression and immune cells contents were deter-
mined. Results  Fas,Fasl, Caspase-3, Caspase-6, Caspase-8 contents in serum and Fas, FasL, Caspase-3, Caspase-6, Caspase-8 mR-
NA contents in peripheral blood mononuclear cells of CHB group were significantly higher than control group ;percentage of CD3 + CD4
+T cells,CD3 + CD8 + T cells,CD16 + CD56 + NK cells in the peripheral blood and ratio of CD4 +/CD8 + of CHB group were signif-
icantly lower than control group; Fas, Fasl., Caspase-3 , Caspase-6 , Caspase-8 mRNA contents in peripheral blood mononuclear cells were
negatively correlated with percentage of CD3 + CD4 + T cells,CD3 + CD8 + T cells, CD16 + CD56 + NK cells. Conclusions  Chronic
HBYV infection can increase the expression of apoptotic molecules in peripheral blood mononuclear cells, and then cause the apoptosis of
T lymphocytes and NK cells, the inhibition of cellular immune response and non-specific immune response.
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W, 5 FE A0 T 0 e A A B A 0 L, 0
J5 —80 CHRAF,
1.3 IgRERENAZE  BUERA, R B
B (70 &) %8 Fas | FasL , Caspase-3 , Caspase-
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pOpilsEi:] 54 24.58 +3.58 33.48 £3.59 32.59 +£5.48 48.79 £7.80 37.69 £4.92
CHB 4 76 109.52 +12.38 83.95+9.38 214.58 +£32.49 479.65 +65.29 368.61 £51.39
tfH 22.581 16.473 41.382 74.581 65.329
P1{H <0.05 <0.05 <0.05 <0.05 <0.05
®2 WAZREFIIEFMENZAEPETS FH mRNA SELLE/ (pmol - L' 7 +5)
2151 1555 Fas FasL Caspase-3 Caspase-6 Caspase-8
Xf R ZH 54 1.09 £0.13 0.95+0.11 1.03 £0.17 0.92 +0.12 1.13 £0.20
CHB 4 76 3.38 £0.41 2.97 £0.32 5.49+£0.73 4.29 £0.55 2.28 £0.39
t{H 22.382 16.584 35.591 29.358 11.392
P{H <0.05 <0.05 <0.05 <0.05 <0.05
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pagiieEai| 54 40.14 +5.58 25.68 +3.19 1.56 £0.19 20.36 +3.31
CHB 41 76 27.94 +3.42 22.14 +£3.32 1.26 0. 16 12.14 £2.18

ol 7.068 5.684 6.029 8.695

P <0.05 <0.05 <0.05 <0.05
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