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Detection of DNA damage in peripheral blood lymphocytes of HBV-infected patients with single-cell gel elec-
trophoresis HUANG Jin-mei,ZENG Xiao-yun,QIU Xiao-qiang. Pubilc Health College of Guangxi Medical Universi-
ty , Nanning 530021, China

[ Abstract] Objective To explore the relationship between the hepatitis B virus and DNA damage, and ex-
plore DNA damage situation around the different mode of infection of HBV-infected patients. Methods  Single-cell
gel electrophoresis (SCGE) technique was adopted in measuring DNA damage in peripheral blood lymphocytes of
controls, different models of chronic HBV-infected patients and the comet analysis software was used for analyzing the
results. The degree of DNA damage was judged by the comet tail length (tail extent) , the percentage of the comet tail
DNA (Tail% DNA), the comet tail of inertia (tail inertia), olive tail moment. Results There were significantly
differences between infection of HBV and DNA damage( P <0. 05) ,and also significantly differences between the dif-
ferent mode of infection of HBV-infected patients( P <0.05) after the SCGE . There were a few comet tail images in
lymphocytes of xiaosanyang group and obviously comet tail images in lymphocytes of dasanyang group . The tail extent
, tail % DNA in lymphocytes of chronic hepatitis B patients were aggravated significantly than in lymphocytes of con-
trols (P <0.05) ,and there were significantly differences between the tail extent , tail % DNA, tail inertia of the dif-
ferent mode of infection in HBV-infected patients( P <0.05). Conclusion Hepatitis B virus is likely to be the main
cause of resulting DNA damage in peripheral blood lymphocytes. And different mode of infection of HBV-infected pa-
tients have the different damage situation.
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CFIHF 98 % 7% (hepatitis B virus, HBV ) &L £
TSRS 2 UM A S R 0 JE A e, HE S
TFEERIEA 3.5 /2 N HBV, K> HBV #5447
HARAE PN AR, HBV YR Ky 8% ~15% , T
FEJE HBV By ZbIX " T HBV J2—Fhl
FEAY TS B R TR B , BRI — Rz MR . R
TARAUHFARN AL, 30 v] LUAE A2 23 4n &1 J) o ik B
Yifeh & B, HBV DNA 781X SEZ0 fg v rl gE LU &
Y Y R sR A B AR e, AN HBV
DNA [WAFAE, v] 1 L R \DNA #6405, 3 F 4t
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PEE , i DNA Wik el 5 128

1.3.4 HZMMdE Yk fEHJE 25 VT 300 mA
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JFE4F (Olive Tail Moment) °) DNA Wr&ispg% 00
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