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[ Abstract)Objective . To investigate the relationship between the mechanism of AMP-activated—protein—kinase (AMPK ) —mediated
myocardial mitochondrial autophagy and tuberous sclerosis complex—2(TSC2) in diabetic rats. Methods: Thirty adult male SD rats
were randomly divided into control group,model group,and model group + AMPK agonist AICAR group(AICAR group). The diabetic
rat model was established by intraperitoneal injection of streptozotocin. Rats in the AICAR group were subcutaneously injected with
AICAR for 12 weeks. Cardiac function of all rats was measured by echocardiography, including left ventricular end—diastolic volume
(LVEDV),left ventricular end—-systolic volume (LVESV) ,left ventricular ejection fraction (LVEF) ,heart rate (HR),peak velocity of
early diastolic flow(E),peak velocity of late diastolic flow(A),and E/A. The myocardial tissue was taken to detect the binding levels
of AMPK and TSC2 by immunoprecipitation and the expression levels of AMPK,TSC2,p-TSC2,LC3-1I ,L.C3- I ,Beclin-1 and P62
were detected by Western blot. Results: The levels of LVEDV ,LVEF | E and E/A in AICAR group were higher than those in the model
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TSC2 protein in AICAR group were higher than those in the
model group (0.71 £0.06 vs. 0.36 +0.09,P=0.003;0.80 + 0.02
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vs. 0.40 £ 0.05,P=0.017). The binding level of AICAR group was higher than that in the model group(0.49 +0.09 vs. 0.23 +0.03,
P=0.002) ,and the level of p-TSC2 protein in AICAR group was higher than that in the model group(1.48 +0.07 vs. 0.92 +0.07,
P=0.029). The levels of LC3—II/LC3- 1 ,Beclin-1 and P62 in AICAR group were higher than those in model group (P<0.05).

Conclusion ; The mechanism of AMPK-mediated myocardial mitochondrial autophagy in diabetic rats may be related to its phos—

phorylation to TSC2.
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