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[ Abstract |

optosis, gene expression and tissue growth. The mechanical stress can be detected by mechanosensors on

Mechanical stress plays an important role in the cell proliferation, differentiation, ap-

vessel cells and converted into specific signaling pathways to mediate the structural and functional remod-
eling. Patterns of blood stream mechanical force may contribute to the focal distribution of atherosclerotic

lesions, It would have great influence on the prevention and treatment of atherosclerosis to illuminate their

relations and active mechanism.
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R BT Y BE (2 o BT P3SMAPK 47
il 3% SB203580 fi 5 43~ it BHL ¥ J 39 M 42 5K 1 75 3 1Y
-8 LA RO 9 5, 2R ] P38 MAPK FEATUAH N 755
(91 WL 0 45 2800 2 AE Y . GPCRs-PLC-
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