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HBcAg - specific CD8 * T Cells Inhibit HBV Replication in vitro. Zheng Jishan,Tang Yude, He Changlun et al. Military Medicine Insti-
tute of Nanjing Military Region, Jiangsu 210002 ,China

Abstract Objective To investigate the effects of HBcAg — specific CD8 * T cells on inhibiting HBV replication in vitro, and to
search the cytokine of noncytolytic mechanisms in viral clearance. Methods By the method of coculture of HepG2. 2. 15 cell (target
cells) with HLA — A2 matched HBcAg — specific CD8 " T cell clone (effector cells) at E:T ratios of 1: 50, and monitoring HBV produc-
tion (HBsAg,HBeAg, and HBV —= DNA)in coculture supernatants at 24h,48h and 72h, the percentage of decrease in HBV replication
level was observed. Furthermore, blocking experiment with neutralizing mAbs to IFN —y was performed to evaluate the effect of this cyto-
kine. Results CD8"T clone produced high levels of IFN — yfollowing coculture with 2.2.15 cells. HBsAg,HBeAg and HBV — DNA in
coculture supernatants were significantly reduced, and the greatest effect was observed at 72h by 54.55% ,50.36% and 74.55% , respec-
tively. The reduction of HBV DNA was decreased followed by using neutralizing mAbs to IFN - y. The maximum activity of cytotoxicity of
target cells was at 24h by 15.66% . Conclusion (DHBV - specific CD8 * T cells inhibit HBV replication by cytolytic and noncytolytic
mechanisms. @ The effect of noncytolytic mechanisms is mainly mediated by IFN - .
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rHBcAg Hil 3 CD4 " T 20 ffd ™ ££ () TFN — y i3 58 #10 il
HBV &% SR ], 0 JC 240 ML o AEAS B 58 b, 3R AT
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CTL 3432 {37 ik HBc88 —96 il 38 7= 4 ) 5 HepG2. 2.
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Effect of Ginsenosides Rbl on the Prevention of Olanzapine — induced Adverse Metabolic Effects in Rats. Zheng Hui, Song Xueqin, Cai
Donglian , Lii Luxian,Feng Xiaohui,Lin Ning,Jin Di. Department of Clinical Nutrition, Chang Hai Hospital, The Second Military Medical
University, Shanghai 200433, China

Abstract Objective To investigate the effect of ginsenosides Rbl on preventing olanzapine — induced metabolism disorder in rats.
Methods Fifty female SD rats were randomly divided into 5 groups:olanzapine 2. 0mg/kg, olanzapine 2. 0mg/kg plus Ginsenosides Rbl
2.5mg/kg, olanzapine 2. 0mg/kg plus Rb1 5.0mg/kg , olanzapine 2. 0mg/kg plus Rbl 10mg/kg and control group. All drugs were ad-

ministered via the intraperitoneal route (ip). Body weight, abdominal fat, blood glucose, lipids levels and insulin sensitivity index were
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