Altered Atrial Remodeling in the Muscular Dystrophies
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Figure 5. Summary of Patient Clinical Data: Left Atrium (left) and Right Atrium (right). The graphs
Results: Figure 2. Cardiac Remodeling in Muscular Dystrophy Patients. According to the above show a comparison of averages between NICM and MD LA-ESV/BSA, LA-EDV/BSA, LAEF,
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Table 2. Right Atrium Measurements: MD (top) and NICM (bottom) Patient Clinical Data. Calculated
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Average, SEMs and statistics with paired Student’s t-tests: ***p<0.005, **p<0.01, *p<0.05; females: n=29
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Figure 1. Clinical Manifestation in Muscular Dystrophy Patients. Muscular
dystrophy encompasses an array of congenital disorders such as Duchenne, Becker,
Limb-Girdle, Myotonic, and Emery-Dreifuss muscular dystrophy. Although these Atrial
disorders may vary in pathophysiology, they clinically present with much similarity,
especially in regards to cardiac involvement.




