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Abstract Objective To study the effect of human ghrelin on morphosis and cardiomyocytes apoptosis in heart failure (HF) rats
derived from acute myocardial infarction (AMI) , so as to explore the cardioprotective activity mechanism of growth hormone releasing —
peptides( GHRPs). Methods Under the monitoring of the electrocardiogram ( ECG) by the multichannel physiological signal collection
management system to confirm successfully permanent ligation the left anterior descending coronary artery (LAD) to set up AMI model and
then by ultrasound B system to rule out the rats without HF or to make the sham group rats which merely pass through the stylolite beneeth
LAD; HF model group rats accept three weeks human ghrelin through tail vein injection, using HE stain technique to analyze the changes
of morphosis , the cardiomyocytes apoptosis in HF rats were assessed by terminal deoxynucleotidyl transferase — mediated dUTP nick end
labeling(TUNEL). Results TUNEL staining results showed that the cardiomyocytes in rats after permanent LAD ligation aligned ex-
tremely irregularly, granular degeneration,swelling, much karyopyknosis and severe interstitial fibrosis, inflammatory cell infiltrate , while in
human ghrelin intervention rats, cardiaomyocytes aligned irregularly, swelling and granular degeneration also could be found but without
typical karyopyknosis or severe interstitial fibrosis. The cardiomyocytes apoptotic index in HF group rats is significantly higher than that in
ghrelin intervention group rats( P <0.05). Conclusion Extrinsic human ghrelin exerted the cardioprotective activities by reducing the
cardiomyocytes apoptosis and inhabitting the cardiac remodeling.
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