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The role of GFX in muscle disorders and treating myopathy
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We have reported that apoptotic cells-derived growth factor (called GFX)
regulated vascular smooth muscle cell proliferation and neointimal formation in response to injury.
Cardiotoxin(CTX) was injected into the left gastrocnemius muscle of mice. We observed injured muscle

had increased GFX gene and protein expressions. GFX blocking with its neutralizing antibody
accelerated CTX related muscle changes in microstructure and performance. The amounts of proteins or
mRNAs for p-Akt, p-mTOR and p-p38MAPK, Pax7, and MyoD and the numbers of CD34+/integrin-a 7+ MuSCs
and proliferating cells in the muscles and bone-marrow were reduced by GFX depletion; and these
changes were improved by the treatment with mouse recombinant GFX(r-GFX). Finally, we observed that
r-GFX also ameliorated muscle changes in microstructure and performance. These findings suggest that
apoptosis-driven expression of GFX is thus a novel target for the treatment of apoptosis-based

muscle disorder.
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