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Abstract Objective: To explore interaction and mechanism between Hippo-YAP signaling pathway and auto-
phagy in phenotypic transition of vascular smooth muscle cells(VSMCs). Methods: D To construct phenotypic
transition model of mouse VSMCs, the 4th to 8th generations of VSMCs were treated with angiotensin [ (Ang
I, 1X10 "mol/L) for 24 hours, and the control group was treated with DMSO. @ Western Blot and qRT-PCR
were used to detect the expression of YAP., OPN, «-SMA, autophagy-related markers 1.LC3. P62 and Beclinl. ©®
siRNA was constructed to knock down YAP and Beclinl, respectively. The plasmid was constructed to overex-
press YAP. WB and qRT-PCR were used to verify the expression changes of cach gene. Results; (DCompared to
the control group, the expression of a-SMA was significantly down-regulated, While the expression of OPN was
up-regulated. YAP and autophagy-related markers L.LC3 Il .Beclinl were up-regulated, and the expression of P62
was down-regulated after Ang [l treatment. There were statistical differences at protein and mRNA levels. @
Compared to the control group, YAP's protein and mRNA in VSMCs were significantly down-regulated after YAP
siRNA transfection. After YAP overexpression, YAP was significantly up-regulated. @ Compared to the Ang Il
group, the phenotypic transition and the up-regulation of autophagy-related markers were significantly inhibited in

the group treated with both Angll and YAP siRNA. While in the YAP overexpression group, phenotypic transi-

EARB w EHBRTEEALAAB (No:2022YFS0275) s % EA K F W B E R L4418 35 & 4 (No:19085)
' E ALK CF MR B BE & E AR (WO L 646000)
BAEVEH 4P X E-mail : zhongwu2876 @sina. com

WS L], IR 2822, 2022,23(12) :870-877. DOI:10. 13201 /j. issn. 1009-5918. 2022. 12. 013.

IR XA FERE.EFHF 5. Hippo- YAP 5 538 Bl id Beclinl J4% A 12 5 il 4 41 U120 M 35 54 5% e v L




512

X F] 55, Hippo-Y AP {5 %5 il il i Beclinl 4% B W2 5 L4 FH ILAU I R BV ey ML DF .« 871 »

tion and up-regulation of autophagy-related markers were further enhanced. @ Compared to the Ang [ treat

group. the phenotypic transition and the up-regulation of autophagy-related markers were inhibited in the group

treated with both Angll and Beclinl siRNA, while the expression of YAP in the two groups was no statistical

difference. Conclusion: The expression of autophagy-related markers and YAP were up-regulated in VSMCs dur-

ing phenotypic transitioning, and YAP may promote autophagy by upreglute the expression of Beclinl and ulti-

mately accelerate phenotypic transition.
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