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Effects of ginsenoside Rb1 on expression of NF-k B and iNOs in\lung. tissue of rats with ventilator-induced lung injury SHAN
Yuanlu, WANG Liangrong, YE Yuzhu, et al. Department of Anesthesiology, the First Affiliated Hospital of Wenzhou Medical University,
Wenzhou 325035, China

[ Abstract ] Objective To investigate the effects of ginsenoside Rb1 on expression of NF-kB and iNOs in lung tissue of
rats with ventilator—induced lung injury.  Methods Thirty SD rats were randomly divided into 3 group:sham operation group
(C group), ventilator—induced lung injury group (VILI“group) and ginsenoside Rb1 pretreatment group (Rb1 group). The lung
injury was induced by mechanical ventilation with-a high tidal volume of 40 mi/kg for 4 h. The Rb1 group was given 40 mg/kg
ginsenoside Rb1 by tail vein injection:30'min before mechanical ventilation. The other two groups were given equal volume of
normal saline. After 4h of mechanical ventilation, the pathological changes of lung tissue and lung wet/dry weight ratio (W/D) were
observed. The brochoalveolarlavage fluid (BALF) was collected, TNF-a and IL-6 in BALF were determined by ELISA; the
concentration of nitric joxide (NO). was measured by nitrate reductase method. The expressions of iINOs mMRNA and NF-«B
protein in lung tissue were determined by RT-PCR and Western blot, respectively. Results Compared with group C, the
pathological damage of lung tissue in VILI group was severe, the W/D of lung was increased significantly, the concentrations of
TNF- o, IL-6-and NO.in BALF were increased, the expression of iNOs mRNA and NF-«B protein in lung tissue was increased.
Compared with VILI group, the pathological damage of lung tissue was attenuated in Rb1 group, the W/D of lung was decreased,
the concentrations of TNF- o, IL-6 and NO in BALF were decreased, the expression of iINOs mRNA and NF-«B protein in lung
tissue was also decreased. Conclusion Ginsenoside Rb1 can down-regulate the expression of NF-kB and iNOs in the inflam—
matory.pathway, decrease the concentrations of pro—inflammatory factors TNF-«, IL-6 and NO, and attenuate the lung injury in
rats with ventilator—induced lung injury.
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synthase
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