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[ Abstract] Objective To investigate the protection mechanism of panax notoginseng saponins
Rb1 on mitochondria of rats with chronic obstructive pulmonary disease ( COPD). Methods 40 rats
were randomly divided into 4 groups: control group, COPD group, 10 mg/kg Rbl group and 20 mg/kg
Rb1 group. COPD rat models were established by using smoking method. Mitochondrias in rat lungs were
extracted by using hypothermal differential centrifugation method, and the activity of mitochondrial
respiratory complex [, II, I and IV in lungs was determined by using ultraviolet
spectroscopy. Pulmonary mitochondrial membrane potential ( MMP) was determined by using fluorescence
spectrophotometer. Polarization degree of mitochondrial membrane and microviscosity of membrane were
determined and calculate by using fluorescence tagging and fluorescence polarization methods. The activity
of secretory phospholipase A2 ( sPLA2) secreted by pulmonary mitochondria was tested by using
ELISA. Results The mitochondrial membrane potential and membrane fluidity were decreased, and po-
larization degree and microviscosity of mitochondrial membrane were increased in rats in COPD group. The
activity of mitochondrial respiratory complex I , Il and IV and ATP synthase were increased significantly
in rats in Rbl group (P<0.01). An increase in mitochondrial membrane potential and membrane fluidity
and a decrease in polarization degree and microviscosity of mitochondrial membrane in rats of Rbl group
was proved by biophysiology. 10 mg/kg and 20 mg/kg Rblcould inhibit the sPLA2 activity ( P<0.05,

P<0.01). Conclusion Panax notoginseng saponins Rbl could prevent and treat COPD through
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protective effect on pulmonary mitichondrial structure and function of rats.
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