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Role of coronary microvascular dysfunction in the pathogenesis
of diabetes mellitus—induced cardiomyopathy

Wang Yuquan, Hu Houyuan

Department of Cardiology s Southwest Hospital s Third Military Medical University)

[Abstract JCoronary microvascular dysfunction :MD} *a research focus in the field of cardiovascular disease in recent years’ mainly
refers to the structural and functional abnormality that happened in the coronary micro—vessels’ of which the diameter is less than 300
pm. One of the main reasons for CMD includes the type 2 diabetes mellitus '{‘ZDM} . At the same time’ T2DM is the basic reason of
diabetes mellitus—related cardiomyopathy ﬁMCM}. The pathogenesis progressing from T2DM to DMCM is complicated. Studies show
that there are different levels of CMD in patients with T2DM or DMCM and the pathogenetic mechanism of CMD is complex. CMD
may not only be the main reason for T2DM induced CMD and the progressing from T2DM to DMCM :ils continuous development may
be the main cause of the progressive deterioration of pro-T2DM-T2DM-DMCM disease chain’ and even the main cause of the DMCM-
induced heart failure. Therefore’ it is very important to detect earlier’ to evaluate and to treat of CMD for the delayed development of

CMD and DMCM in patients with T2DM.
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