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P MPVTEKDLAEDAPWKK|IQQNTFTRWCNEHLKCVNKR . IGNLQTDLSDGLRLIALLEVLSQKRMYRKYHQRPTFRQMOLENVSVALEFLDRESIKLVS IDSKAIVDGNLKLILGLVWTLILHYS
1o MMNNSGYSDAGLGLGDETD. . . . EMPSTEKDLAEDAPWKKIQONTFTRWCNEHLKCVGKR . LTDLQRDLSDGLRLIALLEVLSQKRMYRKFHPRPNFROMKLENVSVALEFLEREHIKLVS IDSKAIMDGNLKLILGLIWTLILHYS
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KDDPIGNINLAMEIAEKHLDIPKMLDAEDIVNTPKPDERAIMTYVSCFYHAFAGAEQAE 263
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Supplementary Note. Protein sequence alignment of selected human ABDs.

ABDs of FLNa (UniProt Accession Code 021333), FLNb (075369), FLNc (Q14315), a-actinin 1 (ACTN1 P12814), ACTN2 (P35609),

ACTN3 (Q08043), ACTN4 (043707), B-llI-spectrin (SPTN2 015020), dystrophin (DMD P11532), utrophin (UTRO P46939) were

aligned using MultAlint. F-actin-interacting regions in FLNa are bolded and boxed (red = ABS-N, green = ABS2’, blue = ABS2).

Secondary structure a-helical elements from FLNa are shown above the alignment as o’s and are labeled with the corresponding CH

domain and helix letter identifier. The consensus sequence indicates high conservation (>90%, upper-case amino acid code

abbreviation), low conservation (50-90%, lower-case abbreviation), or molecular group conservation (! =lorV,$=LorM, % =F or

Y, #=N, D, Q, or E). Highlighted residues indicate disease-associated point mutations at this position: magenta = PVNH*!, blue =

OPDSD!> Y yellow = Larsen syndrome, atelosteogenesis | and Il and Boomerang dysplasia disorders!®23, orange = distal and

cardiomyopathies?*2°, grey = macrothrombocytopenia®®, maroon = focal segmental glomerulosclerosis®*=3, black = spinocerebellar

ataxia type 5%, green = Duchenne’s muscular dystrophy®>®, purple = Becker muscular dystrophy
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