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[ Abstract] Objective To explore the protective effect and mechanism of triiodothyronine ( T3 ) pretreatment on the heart after
myocardial infarction (MI) . Methods To divide 24 mice into 4 groups randomly: Sham, MI, MI+T3 and MI+T3 +PI3K/AKT inhibitor
LY294002 ( MI+T3+LY294002 ) group, and 6 animals in each group. Acute MI was induced by ligating the left anterior descending coronary
artery in mice. Pretreatment was injected intraperitoneally three days before operation. The first two groups were given normal saline , the third
group was given T3[2 pg/ (100 g « d) ] ,and the fourth group was given T3+LY294002[2 mg/ (100 g - d) ]. Cardiac ultrasound was used to
detect cardiac function in mice four weeks after operation, H&E staining method was used to observe the pathological changes of myocardial
tissue , ELISA was used to detect the level of inflammatory factors IL-6 and TNF-« in the tissue around the infarct border,and Western blotting
was used to detect the expression changes of apoptosis-related proteins Cleaved caspase-3,Bax,Bcl-2 and pathway-related proteins T/p-PI3K
and T/p-AKT in myocardial tissue. Results  Compared with the Sham group, the left ventricular ejection fraction ( LVEF) , fractional
shortening(FS) , Bel-2 protein level in the MI group decreased significantly, the left ventricular end-systolic dimension ( LVESD ) , left
ventricular end-diastolic dimension( LVEDD) , heart/body weight ratio, and 1L-6, TNF-a, Bax, Cleaved caspase-3, p-PI3K, p-AKT levels in
myocardial tissue increased significantly ( P<0.05), and myocardial structure was severely damaged with inflammatory cell infiltration.
Compared with MI group, LVEF | FS | the protein levels of Bel-2,p-PI3K and p-AKT increased in the MI+T3 group. LVESD,LVEDD,IL-6 and

TNF-a in myocardial tissue and the protein levels of Bax and Cleaved caspase-3 were decreased (P <0.05). The degree of myocardial
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structural damage was reduced with reduced inflammatory cell infiltration. Compared with the MI+T3 group, LVEF, FS, protein levels of Bel-2,
p-PI3K and p-AKT in the MI+T3+LY294002 group decreased significantly,and LVESD, LVEDD,IL-6 and TNF-a in myocardial tissue and

protein levels of Bax and Cleaved caspase-3 increased ( P<0.05). The degree of damage to myocardial structure increased with increased

inflammatory cell infiltration. Conclusion Triiodothyronine can play the role of anti-myocardial fibrosis, anti-inflammatory damage and anti-

apoptosis through PI3K-AKT signaling pathway to protect the myocardium after infarction.

[ Key words] Triiodothyronine ; Myocardial infarction ; Inflammation ; Apoptosis ; PI3K-AKT signaling pathway
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