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Effects of angiotensin II on reorganization of focal adhesion and actin cytoskeleton in

vascular smooth muscle cells
JING Taos HE Guo-xiang LIU Jiarrpingg WANG Geng WU Hao, Wang Hai-dong (Department of Cardiology, Southweast Hospital, Third Military Medical
University, Chongqing 400038 China)

Abstract Objiective  To investigate the role and cytobiologic mechanisms of Angiotensn Il (Angll ) and its receptors in the migration of rat
smooth musde cells. Methods  VSMCs isolated from aoitic media of Wistar rats and cultured by the modified explant method were adopted. The
dynamic assemble and disassemble of focal adheson (FA) and reorganization of the actin cytoskeleton of VSMCs were studied by immunocytochemistry
and fluormcytochemistiy techniques after treated with Angll. The effects of both AT|R antagonist (CV-11974) and AT,R antagonist (PD123319) on
the same parameters were also obsewved. Results Treatment with Angll for 30 min resulted in a substantial increase in the number of stress fibers
and rearangement of these stuctures into ordered parallel arrays ( < 0.01). There was a corresponding increase in the number and size of vin-
culimrpositive FA associated with the ends of actin filaments. These stuctural changes were retained and further enhanced in the cells treated with an-
giotensin [ for 24 hours. Reorganization of FA and actin cytoskeleton were significantly irhibited in CV-11974 pretreated group ( < 0.01). No
sigrificant change was found in the PD123319 group. There was no significant difference between addition of CV-11974 and PD123319 and addition
of CV-11974 alone (p>> 0.05). Conclusion The dynamic assemble and disassemble of FA and reorganization of actin cytoskeleton may be involved
in Angll -induced VSMC migration. and mediated by ATR.
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Fig1 Expresson of vincuin— positive FA in VSMCs (SABCX 400)
A:AngIl (1077 mol/ L) 24 h group. Intemse granular staimning of vinculin-positive FA in ctoplasm; B: CV-11974(10" "mol/ L) group.

G ranubr staiming of vinculin-positive FA decreased in intensity, and -quantity in cytoplasm
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Fig 2 Fluorocytochemical staining of F-actin in VSMC ’
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