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Cardiovascular Involvement in Microscopic Polyangitis
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[ Abstract ] Microscopic polyangitis is a kind of systemic vasculltis, and mainly involved with small vessels. Previous studies had dem-

onstrated that it’ s rarely consistant with cardiovascular diseases. However, increasing studies found that there is not a relatively lower rate of

death in patients with microscopic polyangitis. Up to till, more studies should be need to confirm the prevalence, incidence, aetiology, path-

omechanism, diagnosis, and treatment in microscopic polyangitis with cardiovascular diseases.
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New Progress Between Left Main Coronary Anatomy and Left Coronary
Atherosclerosis

XU Lidong, LI Weimin
( Department of Cardiology, The First Affiliated Hospital of Harbin Medical University, Harbin 150001, Heilongjiang,
China)

[ Abstract ] Left main coronary artery refers to the left coronary artery segments before branching. Coronary anatomy is a key factor in
coronary hemodynamics and coronary atherosclerotic lesion formation. Previous studies showed that shear stress changes caused from coronary
anatomy plays an important role in the occurrence and development of coronary artery atherosclerosis in blood vessels between its high and
low wall thickness and the presence of a negative correlation. In the outer wall of the bifurcation, shear stress is closely related to the forma-
tion of atherosclerotic plaque. The length of the left main, bifurcation angle, diameter and other anatomical factors is analyzed and the left
main length, bifurcation angle, diameter and other potential hemodynamic factors and the left coronary artery partial formation of atheroscle-
rotic plaques and the left coronary artery relevance are explored. Additionally, it is important to know the length of the left main, bifurcation

angle and diameter as a risk factor for the left main coronary artery in and when acute myocardial infarction value occurs, so as to prevent
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