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The effect of lidocaine post-treatment on TNF-o and NF-xB

in rabbits with myocardial ischemia reperfusion injury

WANG You, ZHU Suhong . WANG Jianli, LIN Na, WANG Baosheng
(School of Basic Sciences,Jining Medical University, Jining 272067 ,China)

Abstract: Objective To investigate the protective effects of lidocaine post-treatment on TNF-a and NF-«B in
rabbits with myocardial ischemia reperfusion injury. Methods Eighteen rabbits were randomly divided into 3
groups,sham operation group.ischemic reperfusion group and lidocaine group. The left ventricular branch (LVB)
of rabbits was ligated for 40minutes, then the ligation was removed. Afer 120 minutes the level of plasma TNF-a
was measured, meanwhile the degree of NF-kB was detected with immumohistochemical staining and Western blot.
Results Compared with those of ischemic reperfusion group, the concentration of TNF-awas decreased in lidocaine
group ( P<<0.01). The expression of NF-kB was inhibited by lidocaine too. Conclusion The results demonstrated

that lidocaine could protect cardiac function,inhibit inflammatory response and attenuate reperfusion injury in is-

chemic heart.
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