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Current clinical strategies to regenerate muscle tissue after massive tissue loss or muscular |. Confirmation of MDCC Creation by Flow Cytometry V. Dystrophin Expression in the Treated Gastrocnemius Muscle
dystrophies have not shown significant efficacy. Allogeneic stem cell therapies and Vascularized

And Confocal Microscopy After Local MB/MSC MDCC Injections
Composite Allotransplants (VCA) aiming to restore affected muscles, are challenged by limited
engraftment and rejection. Chimeric Cells (CCs), created via ex vivo fusion of donor and recipient UNSTAINED MB MSC MDCC MB/MSC
cells, represent a novel and promising therapeutic option in the field of muscle regeneration and CONTROL PKH26-PE+ PKHG7-FITC+ PKH26+/PKHE7 wt GM Mdx/scid GM vehicle Mdx/scid GM Mdx/scid GM

VCA, eliminating the need for life-long immunosuppression.
Myoblast (MB) and mesenchymal stem cells (MSC), with low immunogenic profile and regenerative
characteristics, are optimal candidates for human Muscle Derived CC (MDCC) creation.
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. To characterize human MDCC in vitro (overlapping PKH26  and
. To test the efficapy of MDCC engraftment in vivo as well as restoration of muscle function in PKH67, magnification 400, MB/MSC MDCC engraftment were observed at 7 and 90 days after MDCC delivery.
the DMD mdx/scid mice model. scale bar 20pm). Human origin of dystrophin-positive fibers were confirmed by co-localization of HLA-ABC

staining, which also excluded the involvement of revertant fibers.
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METHODS
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