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Introduction Transcriptomics revealed calcium signaling alterations

Background 5qg-linked spinal muscular atrophy (SMA), is a monogenic neuromuscular disorder Top transcriptomic pathways (IPA)
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Conclusion and Discussion

Characterization of motor neuron phenotype
v’ By targeting the zebrafish SMN1 exon 7 for CRISPR/Cas9 knockout, we generated a robust
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