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Abstract

Methods

Objective To investigate the effect of mitochondrial changes on cardiac structure and function in type 1 diabetic mice.
(DMice experiment ; twenty 8 weeks old female C57/BL6J mice were randomly divided into two groups. Ten mice received
STZ treatment to induce type 1 diabetes, and the other ten untreated mice served as control group. Cardiac function was analyzed by echo-
cardiography, Cardiomyocyte morphological changes were observed by HE staining. Mitochondrial changes were examined by transmission
electron microscope. The expression of TFAM, PGC - 1« of myocardium were detected by Western blot. (2)Cell experiment: neonatal mice
cardiomyocytes were cultured with glucose in different concentrations (5mmol/L, 33mmol/L) for 48h. Cardiomyocyte morphological chan-
ges were observed by HE staining. Mitochondrial changes were examined by transmission electron microscope. The expression of TFAM,
PGC - 1a of myocardium were detected by Western blot. Results (D Cardiac function of Type I DM mice decreased while LVHW/BW ,
IVSD,LVPWD increased. Mitochondria swelled with raptured cristae. Expression of TFAM, PGC - 1« of myocardium decreased. ) High

glucose cultured cardiomyocytes showed hypertrophy and swollen mitochondria with raptured cristae, expression of TFAM, PGC - la of

myocardium decreased. Conclusion Changes of Myocardial mitochondria relate to heart structure and function of type I diabetic mice.
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Abstract

Zhang Bofang, Guo Xin, Chen Jing,et al. Department of Cardiology, Renmin Hospital of Wu-
Objective To explore the effect of KDM3A on the proliferation, migration and inflammation state of VSMCs under the

circumstance of high concentrate insulin. Methods Primary VSMCs were isolated from thoracic aorta of Sprague — Dawley rats. VSMCs
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