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Figure 2 a) SMARCE mRNA isoforms. b) Schematic of cBAF complex and function?.

Genetic mutations to SMARCE and other BAF proteins can cause Coffin-Siris syndrome and

Figure 8 a) Western blot stained for Smarcel, samples include H9 1-6, ASL-25 1-3, and ASL-45 1-3.
Smarcel band appears at 55 kDa. b) Western blot stained for GAPDH, GAPDH appears at 36 kDa. c¢)

Smarcel band expression i1s normalized to their respective GAPDH band expression, deletion lines are then
compared to the control lines.

1soform deletion line to the H9 control line in undifferentiated human
embryonic stem cells.

implicated in meningioma Bl Constitutive AC k n OWI e d g emen tS
Meninges (layers of the brain) [ ] Alternative
:::: mater R mm—— oy L aGding EXORS bl 3 We thank Chris Stoddard for generating the SMARCE DL
ol Gene e sz == . | This project is supported by NIGMS grant R35GM138319

Pia mater—

Arachnoid mater - ﬁﬁwﬂ

Olfactory groove — Do

Figure 5 ) Phenotypic outcome of Coffin-Siris syndrome!.

Figure 6 ) Depiction of meningioma3.

Figure 9: Schematic explaining the difference between short read and long read RNA-
Sequencing®.
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