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Relationship between glycosylated proteins levels and perioperative prognosis in T2ZDM patients with percutaneous coro-
nary intervention” LIU Li-li (Centre for Naval Aviation and Diving Medicine , Navy General Hospital , Beijing
100048, China)

[Abstract] Objective To investigate the blood glucose and glycosylated proteins levels in the patients with
coronary heart disease complicating type 2 diabetes mellitus(T2DM) treated with percutaneous coronary intervention
before operation for understanding its relationship with perioperative prognosis. Methods 165 T2DM inpatients re-
ceiving percutaneous coronary intervention were consecutively selected and divided into the observation group and the
control group according to whether appearing perioperative angina, myocardial infarction and death. The preoperative
risk factors,fasting blood glucose, glycosylated proteins of HbAlc and glycosylated serum protein(GSP) and hyper
sensitivity-C reactive protein(Hs-CRP) before operation were observed and compared between two groups. Results
There were no differences of age,gender, body mass index, history of smoking,incidences of hypertension and hyper-
lipidermia, medication, levels of HbAlc between two groups;the observation group had higher levels of fasting blood
glucose, GSP and Hs-CRP compared with the control group(P<C0. 01). The risk of complicating perioperative myo-
cardial infarction in the patients with higher GSP levels(>>220 pmol/L) was significantly increased(OR=2. 69,95 %
CI:1.32—5.48,P=0.005). Conclusion Elevated GSP level before PCI may be a risk factor of perioperative poor
prognosis in the patients with diabetes complicating coronary heart disease treated with percutaneous coronary inter-
vention,
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