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Influence of Non-invasive Limb Ischemia Preconditioning on

Ischemic Myocardial Injury in Rabbits
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[ Abstract | Objective: To discuss effects and the possible mechanism of noninvasive limb ischemic
preconditioning on ischemic myocardial rabbits by observing the expression of heat shock protein 70 ( HSP,, ),
cyclooxygen ase-2 ( COX-2), inducible nitric oxide synthase (iNOS), tumour necrosts factor-a ( TNF-a ),
nudear factor-kB (NF-xkB) mRNA and the variation of superaxide (SOD), malondialdehyde (MDA) and nitric
oxide (NO). Method: Rabbits were randomly divided into ischemia control ( Ctr) group, non-invasive limb
ischemic preconditioning ( LIP) group, LIP + K,,, antagonist, glibenclamide, (LG) group. In ctr group any
special treatment was not performed, but the vasopressin was injected intravenously to produce myocardial ischemia
background, then epine-phrine was injected to induce arrhythmia, Double hindlimb ischemia 5 min and
reperfusion 5 min was carried out with repetitionof four times to set up a non-invasive limb ischemic preconditioning
model. Another methods and contents of observation were same as the Ctr group. The K,,, antagonist
(glibenclamide) was injected intravenously to LG group rabbits beforehand, another treatments same with the LIP
group. After that, SOD, MDA, NO levels in myocardial tissue were detected by biochemistry method; The mRNA
expression level of HSP,;, COX-2, iNOS, TNF-a and NF-kB was evaluated by RT-PCR. Result: In LIP group

[WgFA®] 20130319(011)

[(R&TE] WA DAETH A I T % [2006 1437 5)

[&— 1’E%] Bl A, AL, PRI, A W T RE AR T BIE T, Tel : 13982455657 , E-mail ;447372907 @ qq. com
[ERIEE] SRS, 4, 3002, N F 0 B I BRI B BF 55, Tel 113982768727 , E-mail : chiwpan@ yahoo. com. cn

- 287 -



19 B4 18
201349 H

Hp [ 52 86 07 5 2 2% 56

Chinese Journal of Experimental Traditional Medical Formulae

Vol. 19,No. 18
Sep. ,2013

COX-2 and iNOS expression level was significantly higher compared with the Ctr group, and TNF-o and NF-xB

expression level was significantly reduced; in LG group HSP,, and iNOS expression level was significantly reduced

compared with the LIP group, and the TNF-a and NF-xB expression level was significantly increased, and the

difference was statistically significant. SOD level in myocardial tissuein LIP group was higher than others, there was

no significant difference between Ctr and LIP group; MDA level in Cir group wasa higher than other groups; NO

level in LIP groupwas higher than others, therewas no significant difference between Cir and LG group.

Conclusion; LIP can effectively improve the ischemic myocardial injury, and the K,,, pathway may have a very

important role in its protective effects.
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