356 fih ZEZE e K r 24,2022 ,44(4) http ;//aammt. tmmu. edu. cn

DOI:10. 16016/j. 2097-0927. 202107159

—SH1ERE 1 Prohibitin 2 155% S A 5 40 A Lk A B I

oOR' P R L EREY 400038 TP, R4 EE K (B S AEEE K B B R N TR
SRR B SR DA

(HWZE] HIY B AR XTI N R AR A B W2, IR Prohibitin 2 FE I A1y
YER. Jitk JHARTRIWEE(0,0. 1,1,10,100 wmol/L) — &7 4 28 A& 3 JBF i K 1M A&7 A B2 41 i ( human
umbilical vein endothelial cells, HUVECs) 12 h J& , =X 4 i A F1%% 9% 53585 W MitoTracker® Deep Red
( MTDR) % 5¢88 % , RT-PCR Fll Western blot 43 | #53 Prohibitin 2 mRNA % HZE (1 355k . FH &ngs Wil &b 1
HUVECs 1 h J& , FE A AR B — A2 A0 31 12 h 5 10 wmol/ L SR B AL 18] AR (ZoRiiAR B Wik
7)) AL 6 b, 340 ARG I 2R 4 [ 1% . %5 F] control siRNA I Prohibitin 2 siRNA #44¢ HUVECs
&, A MR AR 12 h, A RS I 240 b ik A g, 85R SR -EHHER (0 pmol/L)
AEFEAHEL, =0. 1 pumol/ L 2 25 A B i 25 WA I 457 P9 K2 0 i MTDR 265 1 5 [R]B , — g ifg E Ak
FE AT B S0 Prohibitin 2 mRNA 4K [ 263K /K (P<0. 05) 5 24 DA S0M: FiAL B A B A Sh g )S , 5
AR AFEA L, =10 pumol/L g 2 AL FE T LA i S 4 0 i A5 PN Rz AN MR AR A W, S5 ERIE AR
) FARNERV AR —3 (P<0.05) . 5 control siRNA ZbFRZIAA L, LA siRNA % L0 ER Prohibitin 2 f5 =
LR XTEORA FERF AR T A6 (P<0.05) . 8518 & Mi R 7T iE i 4% Prohibitin 2 1%
SER I A PN R A L SR 1

[REER ] N —E R ; Prohibitin 2 ; ZEk7 4 F 1

[HEESZES] R285.5; R322.12; R329.25 [ CEkHRER] A

Dihydromyricetin induces mitophagy by regulating Prohibitin 2 pathway in vascular

endothelial cells
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[ Abstract ]|  Objective  To observe the effects of dihydromyricetin on mitophagy in vascular
endothelial cells, and to clarify the underlying role of Prohibitin 2 in the process. Methods After human
umbilical vein endothelial cells (HUVECs) were treated with different concentrations of dihydromyricetin (0,
0.1, 1, 10, 100 pmol/L) for 12 h, intensity of MitoTracker® Deep Red ( MTDR, a widely used
mitochondria-selective probe) was determined for mitochondrial staining by fluorescence microscopy and flow
cytometry, and the expression of Prohibitin 2 at mRNA and protein levels as determined by qRT-PCR and
Western blotting, respectively. Furthermore, after treatment with of without control/Prohibitin 2 siRNA,
HUVECs were incubated with dihydromyricetin for 12 h or carbonyl cyanide 3-chlorophenyl hydrazone
(CCCP) for 6 h in the presence of the lysosomal blocker chloroquine, and then subjected to flow cytometry
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analysis to determine mitophagy.

Results As

compared with the non-dihydromyricetin group,

dihydromyricetin ( = 0. lpumol/L) treatment markedly decreased MTDR fluorescence levels ( P<0.05), and

meanwhile, the treatment significantly increased the mRNA and protein levels of Prohibitin 2 (P<0. 05).

After pretreated with chloroquine, dihydromyricetin ( =10 wmol/L) significantly enhanced mitophagy in
HUVECs, which was consistent with the effect of CCCP ( P<0.05). After Prohibitin 2 siRNA transfection,
mitophagy induced by dihydromyricetin was significantly suppressed when compared with the control siRNA

treatment group (P<0.05). Conclusion Dihydromyricetin enhances mitophagy in vascular endothelial cells by

regulating Prohibitin 2.
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