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The change of NK or NKT cells in the peripheral blood of patients with HBV-associated acute-on-chronic liver failure”
Peng Hui' ,Chang Lin* ,Wang Lei® ,Chen Min*"
(1. Department o f Clinical Laboratory ,Second A f filiated Hospital ,Chongqing Medical University ,Chongqging 400010,
China;?2. Institute for Viral Hepatitis , Key Laboratory of Molecular Biology for Infectious Diseases ,
Ministry of Education ,Chongqing Medical University ,Chongqing 400016 ,China)

Abstract: Objective To investigate the change in the proportion of NK or NKT cells in the peripheral blood of patients with
HBV associated acute-on-chronic liver failure(HBV-ACLF). Methods the frequency of NK or NKT cells in the blood of 25 healthy
controls(HC) ,40 patients with chronic hepatitis BC(CHB) and 26 HBV-ACLF patients was detected by flow cytometry. The differ-
ences in the proportion of NK and NKT cells among the three groups were analyzed by SPSS software and the correlation was ana-
lyzed between the frequence of NK or NKT cells and HBV markers and the level of liver function. Results the proportion of NK
cells in HC,CHB,or HBV-ACLF group was (15.0+6.0)%,(11.4+6.8)%, (8. 9+6.7) %respectively,and the difference be-
tween the HBV-ACLF group and HC or CHB group was statistically significant(P<Z0. 05). And for the NKT cells,its frequence in
the HC, CHB, or HBV-ACLF group was (1. 94+1.3)%, (4. 34+3.7)%, (5. 4+8.6)% respectively, and there was significant
difference between the HBV-ACLF group and HC group(P<C0. 05). Conclusion The proportion of NK cells in HBV-ACLF has a
significant decline, while NKT cells has a significant increases. it indicate that NK or NKT cells might be play a certain role in the
HBV-ACLF development process.

Key words: kills cells,natural; NKT;acute-on-chronic liver failure;hepatitis B virus
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