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Research on effect and action mechanism of Panax Notoginseng saponins Rbl on acute respiratory
failure rats L/ Yi-lan, DAl Fu-lin, ZHANG Jie-gen, et al. Oncology department, Zhuozhou city hospital ,
Hebei, Zhuozhou 072750, China

[ Abstract] Objective To research about the function and funcition mechanism of Panax Notogin-
seng saponins Rbl on the mitochondrial of lung of acute respiratory failure rats. Methods Wistar rats
were randomly divided into 4 groups, including control group, respiratory failure model group, Rbl Treat-
ment Group 1 (low dose group of Smg/kg), Rbl Treatment Group 2 (high dose group of 10 mg/kg).
There were 10 rats in each group. The lipopolysaccharide (LPS) was injected through the lingual. vein to
duplicate the acute respiratory failure model of rats. 3h after the acute respiratory failure of rats, the lungs
of the rats were quickly removed. After blending with the homogenizer, the low temperature differential
centrifugation was used to extract the mitochondria in the lung tissue, and the membrane fluidity of mito-
chondria was determined. The fluorescence polarization method was used to detect the potential of mito-
chondrial membrane of the lung membrane fluidity. RT-PCR was used to determine the change of expression
of mRNA in Cytochrome Oxidase II. Secretory phospholipase A2 (sPLA2) activity was tested by labeled
E. coli membrane with*"oleic acid as substrate to determine the change of the activity of secretory phos-
pholipase A2 of respiratory failure rats. Results Acute respiratory failure model of rats lung mitochondria
decreased. The gene expression of cytochrome oxidase ]I was enhanced, and reached the peak after 2h. The
membrane fluidity and the micro viscosity of membrane decreased. The activity of secretory phospholipase
A2 was enhanced after 1h, and reached the peak after Sh. After the treatment with Panax Notoginseng sap-
onins Rbl of Smg/kg, the expression of mRNA of cytochrome oxidase Il could be inhibited. 10 mg/kg of
Rb1 has statistical significance compared with the model group. Conclusion The high dose group of Pa-
nax Notoginseng saponins Rbl has significant protective effect on the respiratory failure rats.

[ Key words] Panax Notoginseng saponins Rbl; Respiratory failure; Membrane fluidity; Cy-
tochrome oxidase Il ;  Secretory phospholipase A2
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