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Abstract: Atherosclerosis (AS) is a complex chronic disorder and the pathological basis of many cardiocerebrovascular

diseases. Its pathogenesis is mainly related to inflammation, lipid deposition, oxidative stress and so on. Currently, the

commonly used drugs include lipid-lowering, anti-inflammatory and antioxidant drugs. This article reviews the advances on the

pathogenesis and treatment of AS.
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Advances on susceptibility genes of gestational diabetes mellitus
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Foshan 528300, China)

Abstract: Gestational diabetes mellitus (GDM) is caused by the interaction of genetics, environment and lifestyle, and

is extremely harmful to the health of mothers and infants. It has a similar genetic background to type 2 diabetes mellitus. This

article reviews the advances on genetic genes and their polymorphisms of GDM, so as to provide a basis for early prediction

and intervention of GDM.
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