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Fas expression and apoptosis of peripheral blood lymphocytes in patients with chronic
hepatitis B and its significance

LI Ling, GU Chang*hai, I Xin, YAN Jie, LIU Jun (Research Ingitute for Infectious Disease of Chinese PLA, Southwest Hospital, Third Mifitary Medical Univer-
sity, Chongqing 400038, China)

Abastract: Objective To study the sgnificance of AICD in the pathogenesis of hepatitis B. Methods The peripheral blood mononuclear
cells (PBMC) were isolated from 30 patients with hepatitis B and 12 healthy blood donors. The expression of Fas was assayed with flow cytometry.
The peripheral blood mononuclear cells were isolated from 20 patients with hepatitis B and 10 healthy blood donos. Then the PBMC were cul tured
with PHA-P for 72 hours in vitro. The apoptosis of the PBMC was stained with PI and assayed with flow cytometry. Results The expression rate of
Fas of PBMC in chronic hepatitis B [ (53. 314 14. 53) %] was significantly higher than that in healthy blood donors [ (39. 32+ 11. 28) %,
P<0.03 and chronic severe hepatitis B [ (37.93+15. 89) %, P<C0.01] . The apoptosis rate of PBMC in chronic hepatitis B [ (30. 57 &
13.43) %] was significantly higher than that in healthy blood donors [ (11.45+5.27) %, P<0.01] and in chwnic severe hepatitis B [ (13. 59 +
6.44) %, P<0.01]. The apoptoss rate of PBMC in HBeAg(+ ) patients was significantly higher than that in healthy blood donors [ (29. 50 &
12.25 % vs (11.45+5.27) %, P<0.01] . Conclusion These results show that the increase of Fas expression of PBMC can be induced in hep-
atitis B infection. AICD of Fas positive lymphocytes may be induced by Fas/ Fasl.. AICD may be an important mechanisn in the formation of immune
tolerance in HBV chronic infection.
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Tab1 Comparison of Fas expression rate among normal control,
chronic hepatitis B and chronic severe hepatitis B group

n Fas(%0)
Control 12 39.32411.28
Chronic hepatitis B 16 53.31+14.53 4
Chronic severe hepatitis B 14 37.93415.89
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Tab2 Comparison of Fas expression rate among normal control,
HBeAg(+) and HBeAg(— ) hepatitis B group

n Fas (%)
Control 12 39.32+11.28
HBeAg (-+) hepatitis B 11 43.66114.25
HBeAg (—) hepaiitis B 19 47.56+18.38
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Tab3 Comparison of PBMC apoptosis rate among normal control
, chronic hepatitis B and chronic severe hepatitis B group

n Apoptosis (%)
Control 10 11.45+5.27
Chronic hepatitis B 14 30.57+13.43 *2
Chronic severe hepatitis B 6 13.59+6.44
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Tab 4 Comparison of PBMC apoptosis rate among normal

control HBeAg(+) and HBeAg(— ) hepatitis B group

n Apoptosis (%0)
Control 10 11.45+5.27
HBeAg (-F ) hepatitis B 9 29.50+12.25 "
HBeAg (— Dhepatits B 11 22.19+15.15
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