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Effects of Picroside Il Preconditioning on Myocardial Ischemia Reperfrusion Injure in Isolated Rats Heart. Wu Nan,Li Wenna,Lv Yan,
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Abstract
ted rats heart. Methods

Objective To investigate the effects of picroside I preconditioning on myocardial ischemia reperfrusion injure in isola-
Twentyfour rats were randomly separated into control group, low — dose picroside I preconditioning group ( LP)
and high — dose picroside Il preconditioning group( HP) . Isolated hearts were linked to Langendorff device with 30 minutes ischemia and
120 minutes reperfusion to prepare myocardial ischemia reperfusion models. Picroside Il preconditioning was induced by perfusion with
Krebs — Henseleit containing picroside I at 1pumol/L and 10wmol/L respectively before 15 minutes ischemia. The changes of cardiac
function of all groups, myocardial infarct size, SOD activity and MDA content in coronary perfusion fluid were determined. Results LP
group and HP group significantly accelerated HR, improved LVDP and +dp/dt,, , reduced myocardial infarct size, enhanced SOD activi-
ty and decreased MDA content compared with control group( P <0.05) , but no significant difference was seen between LP group and HP
group(P >0.05). Conclusion Picroside Il preconditioning attenuates myocardial ischemia reperfrusion injure, which is involved in en-
hancing the body's resistance to the oxidative stress injury.
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Effects of HBV S — ecdCD40L Fusion Gene Modification on Function of Dendritic Cells.
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The expression level of CD80,CD86 and HLA — DR on DC were detected by flow cytometry. The level of IL — 12
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Wu Jinming, Lin Chunjing, et al.

To investigate the effects of HBV S — ecdCD40L fusion gene modification on function of dendritic cells(DC).

The peripheral blood mononuclear cells (PBMCs) from healthy adults were incubated and induced into DC in presence of gran-

On the fifth day of incubation, DC were trans-

DC and the culture supernatants were harvested for

released by DC was analyzed by enzyme — linked immunosorbent assay ( ELISA) and the stimulatory capacity of DC in allogenic mixed leu-
Modification of DC with HBV S — ecdCD40L fusion gene resulted in activation

of DC with up - regulated expression of immuneologically important cell surface molecules (CD80, CD86 and HLA — DR) and pro — in-

. 49 .
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