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Myocardial Infarction
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Myocardial Infarction
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Myocardial Infarction

Cardiac Remodeling
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Alterations in Protein Kinase Activities
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Parameters of internal dimensions (cm)
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A. Ejection fraction: C. Cardiac output:
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B. Fractional shortening: D. Heart rate:
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nmol Ca%*/mg/min
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Sarcoplasmic reticulm
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Sarcolemma

A. Mg?*-ATPase
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Relative protein content
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B. PLB:
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B. LV ACE activity
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nmol Ca?*/mg
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C. SR Ca**stimulated ATPase activity
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- Uptake:
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