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Effects of Galantamine on Serum CK-MB activity, TNF-a Level and IL-6
Level of Rats with Myocardial Ischemia and Reperfusion Injury
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[ Abstract] Objective: To explore the effect of galantamine on serum CK-MB activity, TNF-o level
and 1L-6 level of rats with MIRI. ethods: Fifty male SD rats were randomly divided into 5 groups (n =
10) : group A (sham operation) , group B (ischemia/reperfusion, I/R) , group C ( galantamine + 1/
R), group D (atropine + galantamine + I/R) , group E (bilateral cervical vagotomy + galantamine + I/
R). The rat ischemia/reperfusion injury model was established by ligation of left anterior coronary de-
scending branch (LAD) for 30 min followed by reperfusion for 120 min. Group A (sham operation) ,
eroup B (ischemia/reperfusion, I/R ) were injected with physiological saline 30 min before model
building (2 mL/kg) while other groups were injected with galantamine (4 mg/kg). Group D was in-
jected with atropine 45 min before model building (4 mg/kg) besides galantamine injection and in
group E bilateral cervical vagotomy of rats were cut off besides galantamine injection. 120 min after

reperfusion, serum CK-MB activity, TNF-a and IL-6 level were measured. The myocardial tissue was
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collected to make HE staining, and the myocardial structure was observed under optical microscope.
Results: Compared with group A (sham operation ) , the serum CK-MB activity, serum levels of TNF-
o and IL-6 were significantly increased in group B(I/R), P <0.05, suggesting that I/R model was
successfully constructed. Compared with group B(I/R), the serum CK-MB activity, serum levels of
TNF-a and IL-6 in group C ( galantamine + I/R) were significantly decreased (P <0.05). Compared
with group C ( galantamine + I/R) , the serum CK-MB activity, serum levels of TNF-a and IL-6 in
eroup D (atropine + galantamine + I/R) and group E (bilateral cervical vagotomy + galantamine + 1/
R) were increased significantly (P <0.05). Under 400 x optical microscope, cardiac muscle fibers
arranged neatly in group A (sham operation) while myocardial structure was in disorder, and merone-
crobiosis and inflammatory cell infiltration could be seen in group B(I/R). In group C ( galantamine +
I/R), cardiac muscle fibers arranged neatly, and hydroncus and inflammatory cell infiltration could be
seen to some extent while in group D and group E myocardial structure was in disorder, and myocardial
edema and inflammatory cell infiltration in interstitial space could be seen. Conclusion: Galantamine
may attenuate the myocardial I/R injury by inhibiting the production of inflammatory cytokines through
cholinergic anti-inflammatory pathway.
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The cardiac muscle fiber structure in each group

Fig. 1
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