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[ Abstract ] Studies suggest that low-degree chronic inflammation is a possible mechanism for atherosclerosis and type 2 diabetes.

Interleukin-22 plays an important role in the process of chronic inflammation, which can regulate the formation of atherosclerotic plaques,

inhibit B-cell oxidative stress and endoplasmic reticulum stress, restore insulin secretion, and protect regulation of glucose and lipid

metabolism. This paper focuses on the role and possible mechanism of interleukin-22 on atherosclerosis and type 2 diabetes mellitus.
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Asymmetric Dimethylarginine for High Altitude Pulmonary Hypertension

CAO Lirui' ,HE Qing'”
(1. Southwest Jiaotong University College of Medicine ,Chengdu 610036 , Sichuan , China ; 2. Southwest Jiaotong University
Affiliated Chengdu Third People’s Hospital ,Chengdu 610036 , Sichuan ,China)

[ Abstract ] High altitude pulmonary hypertension is a common complication of altitude diseases. Asymmetric dimethylarginine is an
inhibitor of nitric oxide synthase, which competes to inhibit the production of nitric oxide, induces oxidative stress, causes vascular
endothelial insufficiency, which plays an important role on the development of high altitude pulmonary hypertension. This paper starts with
the origin, metabolism and physiological function of asymmetric dimethylarginine, and gives a review of its influence on the development of
high altitude pulmonary hypertension in the plateau.
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