[ Broc ML 2 2022 4F 5 %5 49 545 381 Int J Cardiovasc Dis, May. 2022, Vol. 49, No.3

- Bl 5T

Wit B 2R IE L B UOBRAE B % B e O L
RESE o 028 FE A

BRel EF BEX

[#ZE] B3R HEF (Que) s («SiE) B o £ EMAERN ZAAH . Fik:
HIRBCARKER R A SARZL . Que 28, WWEAS EFIER T 1 (Sirtl ) #9475 EX527
éﬂ Que+EX527 48, #4110 X, HI 10 R K KX ABRF R4, Z\ﬁLﬁﬁﬁ%%kﬁF

e K R sh ) R A6AR . SRR BAK, FAM -4 (HE) FEME KR s LA RTY

%7, Masson % & UL 5 K R WULA LR 4F 240, R4S Kok 2645 B ARie K ( TUNEL ) #ml k»\
3 Lgm Bt B T, Western blot 4m K K-S ML 2R P Sirtl &8 . ATEGRAEEG A,
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Quercetin alleviates ventricular remodeling after myocardial infarction by up regulating
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[ Abstract] Objective: To investigate the effect and mechanism of quercetin (Que)

on ventricular remodeling after myocardial infarction (MI). Methods: The MI rat model was
established and randomly divided into model group (MI group), Que group, EX527 (Sirtl
inhibitor) group and Que+EXS527 group, with 10 rats in each group. The other 10 rats were set
as sham operation group. Each group was treated with corresponding drugs, the hemodynamic
indexes and cardiac quality parameters of the rats were detected. Morphology of rat myocardium
was observed by HE staining, and the fibrosis of rat myocardium was observed by Masson
staining. The apoptosis of rat cardiomyocytes was detected by TUNEL staining, and the expression
levels of Sirtl protein, apoptotic protein and autophagy protein in rat myocardium were detected
by western blot. Results: Compared with sham group, the maximal left ventricular pressure
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increase rate during systolic period (+dp/dtmax) and the maximal decrease rate during diastolic period
(—dp/dtmax), left ventricular systolic pressure (LVSP), mean arterial pressure (MAP) in MI group
were significantly decreased, while the left ventricular end diastolic pressure (LVEDP), heart mass
index (HMI) and left ventricular mass index (LVMI) in MI group were significantly increased. There
were obvious pathological damage and a large number of collagen fiber hyperplasia in myocardial
tissue in MI group. The level of apoptosis index (Al), and the expression levels of caspase-3, Bax and
p62 of myocardial tissue in MI group were significantly increased, and the expression levels of Bcl-2,
Sirtl, LC3-II / LC3-I and Beclin-1 of myocardial tissue in MI group were significantly decreased (all
P<<0.05). Compared with MI group, + dp/dtmax, LVSP, MAP in Que group were significantly
decreased, while LVEDP, HMI and LVMI in Que group were significantly increased. Myocardial
pathological injury and collagen fiber proliferation were significantly decreased in Que group.The level
of Al, and the expression levels of caspase-3, Bax and p62 protein in Que group were significantly
decreased, and the expression levels of Bcl-2, Sirtl, LC3-1I / LC3-I and Beclin-1 protein in Que group
were significantly increased (all P<<0.05). EX527 significantly inhibited the improvement of Que on MI
rats and reversed the regulation of Que on apoptotic protein and autophagy protein in MI rats (P<<0.05).
Conclusion: Que promotes autophagy and inhibits cardiomyocyte apoptosis by up-regulating Sirtl

expression to reduce ventricular remodeling after MI in rats.
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A TNUEL JZ ¥ #& 50 pL, 37 ‘CH¥FE 60 min, JIA
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LVSP. MAP., LVEDP #J Jt & 3% 25 1k; 5 Que 4
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22 QueH &KX RCAE CIER A%
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F1 FHAROERMNTE ZEIREE (=10

215 +dp/dtmax/mmHg * s —dp/dtmax/mmHg * s’ LVSP/mmHg LVEDP/mmHg MAP/mmHg
IFARA 1157.62£116.41 563.15+£55.40 104.29411.64 4.69+1.05 118.56£12.30
Y i 542.58456.94" 345.27+36.71" 74.63+8.42" 26.39+4.76" 86.37+£8.19"
Queffl 859.35+86.477 426.38+40.467 93.15+9.36 13.834+2.58% 106.25+10.65?
EX52741 557.19+56.44 341.79£36.55 73.81£8.29 27.33+4.52 88.15+8.54
Que+EX5274 712.53+73.28% 382.50+38.76" 81.52+8.65% 18.36+3.12% 95.614+9.519

T SETFARAE, VP<0.05; SIS, ©P<0.05; H5Quetiir, PP<0.05

F2 BEXROEROBRRESHLILE (n=10)

215 HMI/mg * g LVMI/mg * g
fBeFARA 2.3540.36 2.0840.19
DAHZH 4.38+0.44" 3.4240.31"
Quedl 2.9540.30? 2.6540.25?
EX52740 4334045 3.37+0.33
Que+EX5274H 3.31+0.33% 2.97+0.30”

E: ST ARMANRE, "P<0.05; SoMAKE, PP<
0.05; FQue# ItAr, PP<0.05
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B, Que 4 KFEUONIAZT Al J caspase-3. Bax 1
HARIBKCE B EEL, Bel-2 iR ARILKF
BETE (P17<0.05), EX527 A K RO HLAS
Al J caspase-3. Bax. Bcl-2 [ H kKT

Ry
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rFARLL Que4] EX52741 Que+EX52741
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205 Al/% caspase-3 Bax Bcl-2
BFARL4 4.68+0.65 0.12+0.01 0.160.02 0.98+0.10
Y ik | 31.5743.10" 0.7340.07" 0.64+0.06" 0.3240.03"
Quef 13.06+1.15% 0.2340.02? 0.25+0.02% 0.60+0.06”
EX52741 30.8743.02 0.70+0.07 0.65+0.06 0.34-0.03
Que+EX52741 19.74+2.219 0.3540.03 0.30+0.03% 0.4240.04

T SEPARAE, PP<0.05; HOEHILE, PP<0.05; 5Qued L#, PP<0.05
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T4 BAAROCEROILALASIrHIZEAREEBREARIEKFELLE (n=10)

251 Sirtl LC3-II/LC3-1 Beclin-1 p62
BFARA 0.8940.09 0.7240.07 0.9740.10 0.14£0.01
ML 0.35+0.03" 0.32£0.03" 0.39£0.04" 0.71£0.07"
Queffl 0.68+0.07? 0.53+0.05? 0.7740.08" 0.25+0.03?
EX52741 0.37£0.04 0.31£0.03 0.40£0.04 0.69%0.07
Que+EX5274H 0.5740.06"” 0.43+0.04% 0.61+0.06” 0.4240.04%

TE: SIRTFAR4IE, “P<0.05; HOM4LE, PP<0.05; 5Quedlltik, PP<0.05
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O IEE. Hou &5 "R, A0 LGN A — RS &R
PR K i 1 R Y A0 P S K T A
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BT LR AR, R BRI 5 LC3 M EAE
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FE Sirt] T A [ EAANE TR0 LS



[ BrCe LA 425 2022 4F 5 45 49 555 3 11

Int J Cardiovasc Dis, May. 2022, Vol. 49, No.3

* 163 -

AWFGR RN, Que W3 F IR B ILAZ

i Sirtl (A, $E78 Que AI AR T Sirtl

RAR ORI ER] . BRI, ABEFERH] Sirt] $i0 ]

M EXS27 FHLOAUR R, 45 AL, EX527 W&
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