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Myricetin inhibits cardiac remodeling after myocardial infarction by activating AKT signal pathway
SHAO Ning ,ZHOU Mengqiao , XIONG Tao ,DENG Changjin®
(Department of Cardiology ,J]ingmen Municipal No.1 People's Hospital , ] ingmen, Hubei 448000 ,China)
[ Abstract] Objective To investigate whether myricetin can protect the cardiac remodeling after myo-
cardial infarction(MI) in mice and its possible molecular mechanism. Methods The left anterior descending
coronary artery ligation was used to establish the myocardial infarction (MI) model. C57BL/6] mice were ran-
domly divided into the control group,model group,low concentration of myricetin treatment group (100 mg *

'« d"). The myricetin treat-

kg !« d') and high concentration of myricetin treatment group (300 mg * kg~
ment groups began to treat the mice with MI for 25 d on postoperative 3 d by using the gavage method. The
death rate of mice was observed. The mice cardiac function was detected by echocardiography after 4 weeks.
The pathological staining was used to assess the myocardial infarction area. RT-PCR was used to detect the
cardiac remodeling markers. Western blot was used to detect the changed protein molecule. Results The mice
survival rate at 4 weeks after MI operation was decreased (37 %) ,the cardiac function was significantly deteri-
orated ,myocardiac hypertrophy degree was increased,the fibrosis level was increased, the cardiac inflammatory
reaction was increased,the oxidative stress level was increased;the treatment of low and high concentrations of
myricetin all could obviously increase the postoperative survival rate (low concentration group:58% ; high con-
centration group:61%) ,improved the cardiac function, decreased the myocardiac infarction area, reduced the
myocardial hypertrophy,fibrosis,inflammatory reaction and oxidative stress level;moreover which in the high
concentration myricetin treatment group was superior to that in the low concentration group;the Western blot
results showed that myricetin increased the activation of PI3K, AKT,and mTOR signaling pathway and pro-
moted the cellular survival. Conclusion Myricetin improves the cardiac remodeling after myocardial infarction
by activating the AKT signaling pathway.
[Key words] myricetin;myocardial infarction;cardiac remodeling; PI3K/AKT signaling pathway
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HAE BOR-MHO) (1) 4% 557K F- 1 25 18 im0 vk B R iy vk
JE A% Mg 25 Ak 2 35 B 2 O LR R R B BRSO
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L WU BE AR (T £ s, 20) - 56.70+2. 89" 38.90+3.25" % 41,102,117 %
O T (T s, mg) 112.21+2.32 265.45+4. 32" 187.23+5.43%# 179.34+4.34% %
LVESd(ZT=+ s, mm) 2.654+0.76 4,58+0.98" 3.6540, 43" # 3.8640.87" %
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ANP 0.3240.01 3.2440.03" 1.5540.01"# 1.074£0.02% %
BNP 0.2720.02 2.98240.01* 1.4340.03% % 1.19240.02% %
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