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ABSTRACT: Diabetes Mellitus(DM) is a frequently-occurring disease. It's seriously threatening people's health. And it is one of the
important factors to coronary heart disease. Myocardial ischemia / reperfusion (I/R) injury is a common pathological process, and how to
reduce I/R injury has been one of the international hot points. DM and I/R injury both hurt heart function, and related research demon-
strates that DM can enhance myocardial I/R injury. Studies show that ischemia preconditioning (IPC) can release myocardial I/R injury,
and anesthetic induced-preconditioning (APC) has the same protective effect as IPC. Sevoflurane is one more common inhalational anes-
thetic, and has protective effect on myocardial I/R injury, too. This paper is about the influence and mechanism of sevoflurane to diabetes
myocardial ischemia/reperfusion injury.
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