RNA Binding Proteins Regulate Alternative Splicing Networks During Postnatal Atrial Development
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Alternative splicing RBP Analysis Pipeline Differentially expressed RBPs are candidate regulators of alternative splicing in atria development
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Fig. 1 (a) Differentially expressed genes between P4.5 and P90 were compared to a panel of established RBPs. The differentially expressed RBPs known to control
splicing (shown in blue and orange) were further analyzed by western blotting and qPCR. (b) Gene ontology analysis of alternatively spliced events between P4.5 and

“ ~ P28, revealing a role in atria functions. Filter conditions: count > 3; *P-Value = 0.05 (vertical dashed line). (c) Correlation between RNA-seq and RT-PCR change in

Isoform 1 Isoform 2 percent spliced in (PSI) values of events between P4.5 and P28.
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