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Investigate the mechanism of angiotensin II induced aortic dissection

based on G protein signaling modulator 2 knockout
Wang Qinggong Xue Yaping Sun Haixia Cao Ning
( Cardiovascular Ultrasound Room Qinghai Provincial People’s Hospital Xining 810007)

Abstract Objective To investigate the role of G protein signal regulator 2 ( RGS2) in regulating the formation of
angiotensin [[ ( Ang I ) 4nduced aortic dissection. Methods C57BL/6 mice were divided into 3 groups: control
group (n=10) AngIl group (n =20) Angll + sh-RGS2 group ( n =20) . The Ang [l group and Ang [ + sh-
RGS2 group established an aortic dissection model. The incidence of aortic dissection was evaluated in vivo and the
phenotypic transformation of VSMC was evaluated in vitro and in vivo. Results Knockdown of RGS2 largely coun—
teracted Ang [l <induced inhibition of «SMA ACTA2 and MYHI1 and suppressed Ang Il <induced SPP1 and Vim-
entin in VSMC. The incidence of aortic dissection in Ang Il group and Ang Il + sh-RGS2 group were 45% (9/20)

and 10% (2/20) respectively. Fewer elastic lamina thickening aortic rupture and aortic wall collagen fiber con—
tent were observed in Ang I + sh-RGS2 group compared to Ang [[ group. In addition compared with the Ang I

group the maximum diameter of the aorta in the Ang Il +sh-RGS2 group was significantly reduced ( P <0.05) . In
addition the ACTA2 and MYHI11 proteins in the aorta of the Ang [l + sh-RGS2 group were significantly higher than
those in the Ang Il group ( P <0.01) while the RGS2 SPP1 and Vimentin proteins significantly decreased ( P <

0.01) . Conclusion Knockdown of RGS2 inhibits the transformation of Ang Il “induced VSMC from a contractile
phenotype to a synthetic phenotype thereby reducing the incidence of aortic dissection formation.
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