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[ ABSTRACT]

occurs in the bifurcation and branching regions of the arteries with low shear stress (LSS).

low shear stress; atherosclerosis;  endothelial-to-mesenchymal transition; —autophagy

The process of atherosclerotic lesions is a proliferative response induced by arterial intimal injury, which
LSS regulates gene expression
and phenotype transformation by activating membrane receptors and intracellular signal transduction on cells, and plays an
important role in the occurrence and development of atherosclerosis.  This article reviews the relationship between LSS and

endothelial cell inflammation, endothelial-to-mesenchymal transition, endothelial cell autophagy and its regulatory mecha-
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nism, hoping to provide new ideas and strategies for the prevention and treatment of atherosclerosis.
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K-, it ERK/NF-kB @48 E /N s Ik 1SS
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J&%; Mahmoud %' & Il LSS 1% EndoMT 5% 5% [H
F Snail H—@EMIVE, TR HEFHE EndoMT
() — N A, Snail AT P 7 200 A A9 X S G
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miR-21 38 1:d B 7R i 0 5K ) 2 1 ) PR/ Akt i A2
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factor A,MRTF-A) 7E EndoMT i 2 H#7% . miR-31
FH T A, A TCF-B MR R B F o
(tumor necrosis factor, TNF-a ) {5 5% 5 DA 3 En-
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L B LSS SN T A WA A MAPL B85 3 HEEE
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Unc-51 AR A WEN T, LSS #IHfi] VSMC Wi 3k i
Mk, JF U5 T A R/ BT B 9 R [N R gk e it
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FERIEENG AT REL M LSS 55 VSMC RAHEE,

MAEEIBTE As 2P E AR, WF5E R B,
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Figure 1. Mechanisms of LSS-induced atherosclerosis
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