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ABSTRACT RESULTS
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RESULTS

SGT-003 RESTORES THE DAPC

The DAPC serves as a scaffold that localizes nNOS to the sarcolemma,
enabling nitric oxide—dependent signaling as a major downstream

. . . Data cutoff of September 29, 2025. Solid Biosciences data on file. Double stain immunofluorescence
functional consequence of DAPC mtegrlty analyses were performed to assess microdystrophin and eMHC. Representative images from the same
participant are shown.

Figure 4. SGT-003 microdystrophin uniquely restores
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WT N=3/group, mdx Vehicle N=9/group, mdx 7E13 vg/kg N=10/group. One way ANOVA with multiple
comparisons performed, asterisk p<0.05. Microdystrophin-5: microdystrophin construct used in SGT-003.
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