R E AR AMIEFR 435 2022 4F 04 H 28 H 4 20 55 2 8] Chin J ECC Vol.20 No.2 April 28, 2022 107

FealorsT -

DOI; 10.13498/].cnki.chin.j.ecc.2022.02.11

TR AR S IR T DR 7E 22 0 2R VAU R E
o3 A7 RO LA TS v i 4E

AE A, X 28 7 3R | K &M, T I

[WZE].BH  BHITEEFE(Cur) W/ DR ESNIKS 4575 U O IR R FVE L SHTEE BT K7 (SIR) T 55
RS, Ak B S g AR (TAC) 1 O NES 56 R 38K, 75 S0 UIR B, C57/BL6 /N FU3E 48 HEEHL N 4
H(FH 12 2) ABFARY (Sham) \ TAC BIL] (TAC) | Cur BEA TAC 41 (TAC+Cur) LA K Cur F1 SIRTT #1357 EX527 4k 2
TAC 21 ( TAC+Cur+EX527) o LI/NFGCOHETE /R L O WLAN A 8 B L 2F 4 AR B LA R0 WLEH 2 b B R IR ( ANP ) AT i
FARK (BNP) (25 VE R0 UIC TR RE BE PP HE 5 5 DL ZE S 5 14340 ( LVEF ) S Rl 46 55738 (LVES) PEH 0 IE T RE ; S B A
W U 2R b S8 RE AR O P IR SR BE T (TNF) —a A R (IL) =18 F1 IL-6 LA KC LR SIRT1 F1 2 BeAL 3 5% K T ( FOXO1)
(Ac-FOXO1) ik, LR Al Sham HAH L, TAC .0 FH &t/ 1A AR O LA MRS i ir AR L 2F 4k Ak A2 8 LU S ANP AT BNP
ISR 1 B B4 | R LVEF 1 LVFS {2 B 5 A O L TNF- IL- 18 1 IL—6 FY723k 2588 ;.0 JJLrf SIRTL (43 34 B
W FEAR  Ac—FOXO1 Ay IR W80 ;177 TAC+Cur 2H 7T b 25 3000 I 32 55/ K 5 LU A 2O JUL 200 i A 48 T R 28 2 A AR 1 D) &
ANP 1 BNP B33k, JE34 00 LVEF #1 LVFS {8 B A% TNF-o IL- 1B A1 IL-6 By ik, [ % SIRT1 B9k, I T Ac-
FOXO01 ik ;1M EX527 BEFHLET Cur Xt TAC UK EE/ER, £  Cur REMIEER/N BUTE 7 S i 51 A9 O WLAR B, HAAE FHAIL ] 45
TR AE I N AN SIRTL 558 5%,

[ KR ZREOWUIRE; DUBRE BRI T RAE RN ; Bah kS 478 5 /DR
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[ Abstract] ;: Objective To investigate the effect of curcumin (Cur) on pressure overload—induced cardiac hypertrophy in mice
and determine the role of SIRT1 signaling. Methods Cardiac hypertrophy model using minimally invasive transverse aortic constriction
(TAC) surgery was generated. Forty—eight C57/BL6 mice were randomly divided into 4 groups (n=12): the sham group (Sham),
the TAC group (TAC), Cur combined with TAC group (TAC+Cur) , as well as Cur and the SIRT1 inhibitor EX527 co-treatment with
TAC group (TAC+Cur+EX527). The heart weight/body weight ratio, myocardial cell cross—sectional area, fibrosis and the expressions
of ANP and BNP in myocardial tissue were the biomarkers of cardiac hypertrophy. Cardiac function including left ventricular ejection
fraction (LVEF) and left ventricular fractional shortening (LVFS) were measured by echocardiography. The protein expressions of TNF
—-a, IL-1B, IL-6, SIRTI and acetylated FOXO1 ( Ac=FOXO1) were determined by western blot. Results Compared with the sham
group, the heart weight/body weight ratio, myocardial cell cross—sectional area, fibrosis, and the expressions of ANP and BNP were
significantly increased in the TAC group, while LVEF and LVFS values were notably decreased. In addition, the expressions of TNF—
a, IL-1B, and IL-6 were markedly elevated in the TAC group. Moreover, the expression of SIRT1 was significantly decreased and the
expression of Ac—FOXO1 was remarkably increased in the TAC group. As expected, the heart weight/body weight ratio, myocardial

cross—sectional area, fibrosis, the expressions of ANP and BNP were decreased while LVEF and LVFS values were increased in the
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TAC+Cur group. The protein expressions of TNF-a, IL-18, and IL-6 were also decreased in the TAC+Cur group. Meanwhile, the

expression of SIRT1 was up—regulated, while the expression of Ac=FOXO1 was down-regulated. However, EX527 could block these

protective effects of Cur. Conclusion Cur could reduce pressure overload—induced cardiac hypertrophy by inflammatory inhibition and

SIRT1 signaling activation.
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