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Mechanism and Large Vascular Injury Effect of Insulin Clearance Decrease

CAI Peng, WANG Xukai

( Department of Cardiology , Daping Hospital of The Third Military University , Chongqing 400042 , China)

[ Abstract ] The number of patients with large vascular injuries like coronary heart disease is gradually increasing. A large number of

clinical studies demonstrate the diseases such as obesity, type 2 diabetes and non-alcoholic fatty liver disease are closely related to the occur-

rence and development of large vascular injury diseases. The commonality of these large vascular injury diseases is not only insulin resist-

ance, however insulin clearance changes also appear to be closely associated with the lesion of large vessels.
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Research Progress of Interventional Therapy in Patients with ST-elevation
Myocardial Infarction and Multivessel Disease

ZHAO Jindong, DONG Pingshuan
( Department of Cardiology , The First Affiliated Hospital of Henan University of Science and Technology , Luoyang 471003,
Henan , China)

[ Abstract ] In-patients with ST-elevation myocardial infarction and multi-vessel disease, guidelines recommend infarct-related artery
only intervention during primary percutaneous coronary intervention. But many studies show that non-infarct-related artery revascularization
during primary percutaneous coronary intervention for ST-segment elevation myocardial infarction has lower major adverse cardiovascular e-
vents and greater clinical prognosis.

[ Key words ] Acute myocardial infarction ; Percutaneous coronary intervention ; Complete revascularization ; Herapeutic strategics
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