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Effects of ginkgo biloba extraction combined with edaravone on expression of NO and NOS in

Qi deficient and blood stasis type of rat brain tissue with cerebral ischemia reperfusion injury
HOU Xi' LIANG Feng' LI Aidian' WANG Can' DAI Tijun® GUI Chang—qing’
(1. Medical Function Department Anhui College of Chinese Traditional Medicine Wuhu Anhui 241000;
2. Department of Anesthesia Xuzhou Medical College Xuzhou Jiangsu 221002;
3. Functional Laboratory Wannan Medical College Wuhu Anhui 241000 China)

Abstract Objective: To observe the effects of ginkgo blades extraction( EGb) combined with edaravone( ED) on expressions of NO
and NOS in Qi deficient and blood stasis type of rat brain tissue with cerebral ischemia reperfusion injury. Methods: Rats model with Qi
deficient and blood stasis were reproduced by hunger fatigue and highfat diet. Then the suture method was used to block up the middle
cerebral artery for 2 hours followed by 72 hours” reperfusion therapy. The expressions of NO and NOS in brain tissue were evaluated on
the rats model treated with EGb ED and EGb combined with ED respectively. Results: Compared with model group EGb and ED all
decreased the levels of NO/iNOS and TNOS in Qi deficient and blood stasis type of rat brain tissues with cerebral ischemia reperfusion
injury and the injuries to neurons( P <0.01) . The effect was significant especially in group of EGb combinied with ED( P <0.01) .
Conclusions: EGb associated ED can obviously inhibit the levels of NO in in Qi deficient and blood stasis type of rat brain tissues with
cerebral ischemia reperfusion injury and the mechanism of it may be through reducing the expression of iNOS and TNOS proteins in
brain tissue to remove the free radicals reduce nerve cell damages and protect brain tissue.
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Inhibition of phosphatidylinositol 3-kinase pathway attenuated the cardioprotection of

ethanol postconditioning in isolated rat hearts
HU Jundeng' WANG Xiao-mei’ YE Hong-wei’ JIANG Cuirong’ JIANG Li-na’ GAO Qin’> LI Zheng-hong’
(1. Department of Respiratory Medicine The First Affiliated Hospital of Bengbu Medical College Bengbu Anhui 233004,
2. Department of Physiology 3. Department of Pathophysiology Bengbu Medical College Bengbu Anhui 233030 China)

Abstract Objective: To investigate whether the cardioprotection of ethanol postconditioning can be attenuated by inhibition of
phosphatidylinositol -3 kinase( PI3K) pathway in isolated rat hearts subjected to ischemia and reperfusion. Methods: Hearts isolated
from male Sprague-Dawley rats were perfused on a langendorff apparatus and subjected to 30 minutes of regional ischemia( occlusion of
left anterior descending artery) followed by 120 minutes of reperfusion. The ventricular hemodynamic parameters and lactate
dehydrogenase ( LDH) release during reperfusion were measured. Results: In contrast to ischemia and reperfusion ethanol
postconditioning improved the recovery of left ventricular developed pressure maximal rise/fall rate of left ventricular pressure rate
pressure product and reduced LDH release during reperfusion( P <0.01) . Administration of PI3K inhibitor wortmannin attenuated the
effect of ethanol postconditioning the recovery of hemodynamic parameters were inhibited( P <0.05 - P <0.01) LDH release was
increased( P < 0. 01) . Conclusions: These findings indicate that inhibition of PI3K pathway can attenuate the cardioprotection of
ethanol postconditioning.
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