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The Insulin-like Growth Factor 1 Receptor Induces Physiological Heart Growth via the
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Protective effects of exercise and phosphoinositide 3-kinase(p110A) signaling in dilated and
hypertrophic cardiomyopathy. Proceedings of the National Academy of Sciences of the United States 3.3 269
of America, 2007, 104, 612-617.
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