Galectin-1 ameliorates disease pathology in two mouse models of Duchenne Muscular Dystrophy
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Introduction:  Duchenne muscular dystrophy is a fatal neuromuscular disease. Galectin-1 is found in many tissues including skeletal muscle and is a modifier of immune response, muscle repair, vascular/neural outgrowth, and apoptosis. Previous work shows mdx mice treated with recombinant mouse Galectin-1 exhibited reduced muscle pathology and improved muscle function. Objectives:  In this study we show recombinant human Galectin-1 (rHsGal1) increases critical sarcolemmal proteins in DMD patient myotubes. Systemic delivery of rHsGal1 in mdx mice increased muscle strength, reduced disease pathology and enhanced skeletal muscle vasculature. Methods:  To explore the mechanism(s) by which Galectin-1 protein therapy prevents muscle disease progression, we treated mdx and mdx/utr-/- mice with rHsGal1. Results: Our preliminary studies show rHsGal1 treatment increased the size, strength and mobility of mdx/utr-/- mice. Conclusions:  Together our results demonstrate that Galectin-1 therapy acts through interactions with α7β1 integrin to stabilize the sarcolemma and has therapeutic value in treatment of DMD. 
