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Specific homoral immune response in mice induced by HBV preS2-S gene DNA immunization

BA Yue', Z1 Xiao-yuan®, ZHANG Nan®, XIONG Jun’, ZHANG Shu-zhong®, LI Wen-lin®, LI Jian-xiu, WU Yi-ming', HU
Yi-ping?® (1. Department of Environmental Health,College of Public Health, Zhengzhou University, Zhengzhou 450052, Chi-
nas2. Department of Cell Biology, College of Basic Medical Sciences,Second Military Medical University. Shanghai 200433 )

[ABSTRACT] Objective: To construct HBV preS2-S gene expression vector and evaluate its efficacy for inducing humoral 1m-

mune response in mice. Methods: The PBR322-HBV2. 0 (adr subtype) plasmids. which contains 2 copies of HBV genomic
DNA, were used as template and HBV S2-S fragment was extended by PCR. The target gene was subcloned into pcDNA3. 0
vector and transfected into 7721 cells. The serum anti-HBsAg antibody of DNA-mediated mice was deteced by ELISA after im-
munization of the plasmid through intramuscular administration. Results: The pcDNASZ-5 expression vector was constructed
successfully and expressed preS2-S protein effectively in 7721 cell line. The level of anti-HBsAg antibody, which was detected
firstly 1 week after the injection of the pcDNAS2-S expression vector, increased to a peak (161.3 mIU/ml ) at 4 weeks in the
group treated with bupivacaine and to 133. 7 mIU/ml at 5 weeks in the group without bupivacaine treatment. Conclusion: The
pcDNAS2-S expression vector can be expressed effectively and it can induce the humoral immune response 1n mice,
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Restoration of baroreflex function by ketanserin is not blood pressure dependent in conscious freely moving rats

Fu YJ, Shu H, Miao CY, Wang MW, Su DF(Department of Pharmacology.School of Pharmacy, Second Military Medical U-
niversity, Shanghai 200433, China)

L ABSTRACT | Objective: Since the end of the 1980s, the pathological importance of baroreflex function has attracted the at-
tention of many investigators. In our previous studies, it was found that ketanserin lowered blood pressure ( BP), decreased BP
variability and enhanced baroreflex sensitivity (BRS)., The present work was designed to test the hypothesis that the restora-
tion of BRS by ketanserin i1s not dependent on BP level in conscious rats. Design and methods: Spontaneously hypertensive rats
(SHR) aged 8-12 months were used. Blood pressure was recorded for 60 min and BRS was determined separately before and af-
ter intragastric administration of ketanserin, with four doses. In a second experiment, 10-week-old Sprague-Dawley rats were
used for preparing a myocardial infarction (MI) model by ligating the coronary artery. MI rats were treated with ketanserin for
> weeks, with two doses. At the end of the treatment. BP and BRS of the MI rats were studied in conscious state, In addition,
the ettects of ketanserin on BRS in Sprague-Dawley rats with normal BRS and the effects of prazosin and ritanserin on BRS in
SHR were also observed. Results: It was found that ketanserin significantly decreased BP and improved BRS in the conscious
SHR. The decrease in BP was dose-dependent but the improvement of BRS was not, At the smallest dose (0. 3 mg/kg) . ketan-
serin did not lower BP but enhanced BRS. In MI rats, the treatment with ketanserin did not significantly decrease BP, but it
improved BRS at both doses administered (0.6 and 10 mg/kg). Ketanserin [ 3 and 10 mg/kg, intragastric (i. g. ) | did not af-
fect BRS in SD rats with normal BRS. Prazosin and ritanserin did not enhance BRS in SHR when administered intravenously.
Ritanserin markedly and prazosin slightly enhanced BRS in SHR following intracerebroventricular administration. Conclusion.

The restoration ot baroretlex function by ketanserin is not BP dependent and this effect is mediated by central 5-HT2A recep-

tor,
] Hypertens ,2004,22(6):1165-1172]]
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