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[ Abstract)Objective ; To analyze the development process of pathogenesis of type 2 diabetes mellitus(T2DM) and its research hotspots
and frontiers of research. Methods : The web of science was searched for articles published during 2008-2015 and studies related to
the pathogenesis of T2DM were selected. Data were analyzed by CiteSpasce Ill. Results :In recent years,study on pathogenesis of
T2DM shows a developing trend obviously. Core academic groups are mainly distributed in the United States, China,Japan, England,
Germany and other countries with high prevalence. Focus of the study revolves around insulin resistance and islet cell function dis—
order, including genetic susceptibility, obesity, inflammation, gut microbiota disruption, and diabetes complications. Conclusion ; In

countries with high prevalence of T2DM, the mechanism research have been attached great importance. And in recently,the insulin
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the fields of mechanism study.
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2010  beta cell apoptosis B AT 20
2010  endocrine pancreas PN G310 7
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2010  oxidative phosphorylation FbEmRL 6
2011  nitric—oxide —S LA 27
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2011  genetic predisposition A% Sy ik 7
2012 coronary artery disease TR B kR 21
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2012 linkage disequilibrium N ) 8
2012 arterioscler thromb vasc biol Sk FERHAL, 8
2012 small interfering RNA /N RNA 7
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2013  sleeve gastrectomy HAR B YIBRTFA 11
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2013 impaired glucose metabolism B Lig 245 9
2014  DNA-methylation DNA- H XAk 20
2014  renal function (= Zfi 12
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2014  chronic inflammation T8 PERIE 9
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2014  gut microbiome WY 4
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