328 FTREF 2024 F 2 A% 5365 34

vt
. gﬁﬂ s - doi:10. 3969/j. issn. 1671-8348. 2024. 03. 002
MK E % https://link. cnki. net/urlid/50. 1097. R. 20231120. 1148. 002(2023-11-20)

WEENAROCNERSECEEEHRENHFE

¥ od .k MO BT EHE MR
Q. EPNFTPFEERS oF AH, @ F N 646000;2. BHEFRFWE ER S o€ AF,
Wl W 646000;3. BHEA K F S B EFHLH, @I #F N 646000)

(FE] BH #HiH# R E (Que) st kK A s AR (MD G s F & % 69 4 37 48 JA Zoxt K 0 m e B F b 53 3
W F-a( TNF-) Fe & Z0 oA~ Z-6(1L-6) 89 % m ., Fik ¥ 30 2 SD #H X LA AR F K4 (Sham 42) |
MI 485 Que 48, A4 % 10 R, MIARKR AL AW HE I HELEA,Sham AR FH R LI, Que 442 M1 5 T
DM E 100 mg e kg "o d B, BA28AE.TACHEHE S LHHR FIFHECIELEMF 4, L (Mas-
son) # &M & s PLLF AR B L ELISA MR XK R g M8 3R F TNF-o #= IL-6 K-, e AR F 3 & THC)
) os JE 248 F TNF- #2 11-6 R A K-F, Z58R  MI 2048 Sham 28 £ £ % A M A2 (LVESY) & £ S % 4F
RAHAE ST (LVEDW I K, A9 T4t 5 (LVEF) & £ £ 480K 4% £ (LVFS) T, £ %8 LA A2
BEIt& P R AR P TNF-o fo 1L-6 A K-FI &, 2 F A %t 5 & L (P<<0.05);Que 415 Ml 4
LVESv %4 Jv,LVEF & LVFS LJt, £ 5 JULF A2 E TR PR P B oS IR 8 P TNF-o fo 1L-6 & & K
PR, ZF AL FEL(P<0.05), i Que THEXREXAMIBGASCE TR, AWH Tas LRy
K yE o B -F TNF-o 42 11-6 898348 %,

[EAE] Mk £; SR EETB;WBIRLE F-o; 8 @A %6

(hEEHSEE] R54 [XEkFRIRE] A [XEHE] 1671-8348(2024)03-0328-05

Study on the ameliorating mechanism of quercetin on left ventricular

remodeling after myocardial infarction in rats”
LUO Jian',ZHU Bin'" ,LIU Yingcai’ \FAN Xinrong® .WEI Yan®
(1. Department of Cardiology sLuzhou Hospital of Traditional Chinese Medicine s Luzhou ,Sichuan
646000,China ;2. Department of Cardiology ,The Affiliated Hospital of Southwest Medical
University s Luzhou ,Sichuan 646000,China ;3. Institute of Cardiovascular Research ,
Southwest Medical University ,Luzhou ,Sichuan 646000,China)

[Abstract] Objective To investigate the protective effect of quercetin (Que) on ventricular remodeling
in rats with myocardial infarction (MI) and its effect on inflammatory cytokines tumor necrosis factor-a
(TNF-a) and interleukin-6 (IL-6). Methods A total of 30 SD male rats were randomly divided into the Sham
operation group (Sham group) , MI group and Que group,10 rats in each group. The MI group was modeled by
ligation of the left anterior descending branch,the Sham group was only punctured without ligation,and the
Que group was fed with quercetin 100 mg * kg ' « d ' after MI. After 28 days of feeding, cardiac color Doppler
ultrasound was used to evaluate cardiac structure and function. Masson staining was used to determine the de-
gree of myocardial fibrosis. ELISA was used to observe the levels of TNF-a and IL.-6 in blood circulation of
rats. Immunohistochemical staining (IHC) was used to detect the expression levels of TNF-a and 1L-6 in heart
tissue. Results Compared with the Sham group, the left ventricular end-systolic volume (LVESv) and left
ventricular end-diastolic volume (LVEDv) were increased. the left ventricular ejection fraction (LVEF) and
left ventricular fractional shortening (LVFS) were decreased,the degree of left ventricular myocardial fibrosis
was increased,and the expression levels of TNF-a and 11.-6 in the circulation and heart tissues were increased
in the MI group,and the differences were statistically significant (P <C0. 05). Compared with the MI group,
LVESvwas decreased, LVEF and LVFS were increased, the degree of left ventricular myocardial fibrosis was
decreased,and the expression levels of TNF-a and II.-6 in circulation and heart tissue were decreased in the

Que group,and the differences were statistically significant (P<C0. 05). Conclusion Que can significantly im-
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prove left ventricular remodeling after MI in rats,and its mechanism may be related to the reduction of the re-

lease of inflammatory cytokines TNF-a and I1.-6.
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