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Effect of stretch stress on vascular remodeling--from perspective of vascular smooth muscle: recent progress
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[Abstract| Vascular remodeling is both the initiating factor and final destination in various cardiovascular diseases.
Different extents of vascular remodeling participate in the pathophysiology progress of atherosclerosis, hypertension and
coronary artery stenting. Stretch stress is a biomechanical force generated by pulsatile blood flow. Abnormal stretch stress acts
on smooth muscle cell can result in events such as atherosclerosis and in-stent restenosis, etc. The purpose of this review is to
summarize the effects of stretch stress on vascular remodeling from the perspective of vascular smooth muscle cells, in order to

provide insights into the research of atherosclerosis and hypertension as well as the development of next generation of

bioresorbable vascular scaffold.
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FEAEPALBE A [R] 4 ot LIS B i) K B VSMCs, H A
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AR R A A5 P ¥ UL IR T2 10 0 1 i i A% AT
2 F#EIR Notchl Hl Notch3 (K357, I HA I}
[ HCHiPE - Noteh3 33K FEARIS n T Bax Jf AR T
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B 1 (Nox-1) 2 I 1) 1 14 4 7 (ROS) i 38 i
Jiang %57 B J 9 S 56t 58 7 AL NE AR BT 340
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SN ML VO A o B I A i A I
FRYREEARS I 78 70 B g R T L) 48 /N R A8 1 B
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AR AR HPE A SRS T S BRI 7 A 19 42 5K 0 ) 25 )
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