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Protective Effects of Ticagrelor on Myocardial Ischemia/Reperfusion Injury in Rats. Li Kangbo, Liu Xiaokun,Zhang Qi,et al. Depart-
ment of Cardiology ,Tangshan Worker's Hospital, North China University of Science and Technology ,Hebei 063000, China

Abstract Objective To observe the protective effects of pretreatment with ticagrelor on myocardial ischemia/reperfusion (1/R)
iniury and related mechanism in rats. Methods Thirty — two healthy SD rats were randomly divided into sham operation (SO) , myocar-
dial ischemia and reperfusion (I/R) ,and ticagrelor,ticagrelor + an adenosine antagonist CGS15943. The infarction size and the incidence
of ventricular arrhythmias were observed. The creatine phosphokinase ( CK) and lactate dehydrogenese (LDH) of serum was detected at
the end of the perfusion. The concentration of superoxide dismutase ( SOD) and malonaldehyde ( MDA) in the left ventricle was deter-
mined. Results Compared with I/R, ticagrelor significantly attenuated the myocardial infarct sizes and incidence of ventricular arrhyth-
mias and arrhythmia score (P <0.05) ,and decreased the CK and LDH. The vitality of SOD in ticagrelor group was boosted (P <0.05) ,
and the concentration of MDA in ticagrelor group was lower than that in I/R group (P <0.05), above effects of ticagrelor were partly a-
bolished by co — treatment with CGS15943. Conclusion These data provide evidence for the first time that ticagrelor can provide remark-
able protection against I/R injury in rat hearts via augmenting adenosine, which related to the anti — oxygen free radicals.

Key words Ticagrelor; Adenosine; Ischemia/reperfusion injury
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