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UBPP>! Function as an essential mediator of muscle remodeling®™°, both
in atrophic50 states and exercise training. (E1, E2, E3) E1.Activating enzyme
E2. Conjugating
E3. Ligase

By Michael B. reid DEP. Of physiology, university of Kentucky, Lexington
exercise induce alterations in skeletal muscle gene expression. Activation of
AMP-activated protein kinase (AMPK) and Ca — Calmodulin — Dependent
protein kinase Il (CAMK 1)
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2- Hypetrophic cardiomyopathy11

3- Restrictive cardiomyopathy10
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1- Telomere regulating protein.‘m'48
2- Telomere reverse transcriptase gene expression profile.
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4- Insulin like growth factor | 4548

5- Increased in glucose transferase 4 protein.
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1- Atrial neutrouretic peptide (ANP)

2- Telomere assay

3- Cardiac muscle biopsy48

4- Glucose transferase 4 protein (GLUT4P)
5- Homocystein level®
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