2005 4 23 2 Chinl Infect Dis _April 2005 Vol 23 No?

PcDNA3- HBV

HBV pcDNA3- HBV HBV
pcDNA3- HBV pcDNA3 DNA (GFP) DNA pEGFPN1 9 1
, , 72 h,
(RT-PCR) HBV S1 TNFa (IL)-B mRNA , GFP
KB(NFKB) , Griess NO
,ocDNA3-HBV  pcDNA3 GFP ,
pcDNAS3- HBV S1 mRNA B-actin ,bcDNA3- HBV
TNFa IL-B mRNA (P<0.01) ;pcDNA3 HBV
NFKB RelA ,
(pcDNA3Z HBV 125.05;pcDNA3 203.88) ;pcDNA3 HBV
NO pcDNA3 ( 15.0+£0.6,45.0+1.3,P<0.01)
pcDNA3- HBV NFKB ,TNFoi IL-B mRNA NO
HBV

’ 1

Bfects on macrophages activity trangected transiently with pcD NA3- HBV GAOLi-fen, SUN Wen
sheng, MA Churrhong, et al. Institute of Immunology, Medical School , Shandong University,
Jinan 250012, China
Corresponding author : SUN Wenrsheng, Email :wsw @sdu. edu. cn
Abgract  Objective To explore the mechanism of immune tolerance in chronic B hepatitis, the
efects of HBV infection on the functions of macrophages and related mechanism of signal transduction
by transfectionin vitro were studied. Methods Peritoneal macrophages of mice were isolated regularly
and cultured, trandected transently with pcDNA3- HBV or pcDNA3 plasmid DNA and cultured under
the stimulation of L PS. After 72 h, RT- PCR was performed to detect the expression of PreSL, TNF
O or IL-B mRNA. To detect the expresson of NFKB RelA protein by FCM , and the level of nitric
oxide in cultura supernatant was measured with Griess reaction. Results After being transected with
pcDNA3 HBV ,peritoneal macrophages had the expresson of PreS1 mRNA , but have lower level of
TNFa IL-B mRNA and transcriptional factor NFK B, compared with pcDNA3-transected control
group ; the level of nitric oxide in pcDNA3- HBV group was also decreased. Conclusions  Transent
trandection of pcDNA3- HBV could decrease the f unction of macrophages directly by inhibiting NFK B
activity and effector molecules production, which may be one of the mechanisms of immune tolerance
in chronic B hepatitis.
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