Hang et al. Nature Supplementary Figure 1

Myosin Heavy Chain (MHC) expression changes under different pathophysiological conditions
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Embryos lacking myocardial Brg1 die at E11.5-E12.5

a Sm220Cre;R26R  E9.0 b Sm22aCre; Brg1f/+ % C Sm22aCre; grglF/F
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E8.5 0.25 0.29 (N= 7)
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Sm22a.Cre; BrgIF/F embryonlc myocardlum fails to proliferate
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Sm220.Cre; Brg1f/F embryos have normal cardiac jelly and
vascular patternat E11.5
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Sm22a.Cre; Brg 1F/F mutants have ectopic expression of p57kip2
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Regulation of BMP10, p57kip2 and cell proliferation by Brg1 in the myocardium

a Mef2cCre; Brg1F/+ Brg 1§ b Mef2cCre; Brg1£/F Brg1 g Mef2cCre Brg”:/+ ::':‘; . :ht _BrdU h Mef2cCre Brgl e _,1- \I‘B“r'dU
; ot SO R, T e g R

ET0aen RV

0 iMef2cCre; BrgIF/+ §
-’T‘m""” W

YR, MIFT W 37 = _;."\_ -8, THae _ea TONSALDAPNG] DASWSITRRND G
te MefZCCre Brg7F/+~ "‘ P57 'f Mef2cCre; Brg1F/Fiy S p57

av o“c
gfo o
‘- TN =Y
N v

: ‘!‘:;‘:‘ “ ‘_\ R‘W .:.".
2 .l i E‘I é‘ﬁ;‘"% "»’g‘#

’ $e8 ".
’5" : 2 'S ",. g, 'Q?.;'\ >
'a“ v ,u\ 4' ‘e -~ 2 M3 .'. “‘:" ‘.‘
d '0%:*1 i .':\.. Ch W P A
g b ‘ iy ‘a u’. » ) & :;:: . ot ’:' ‘:.‘.'.:‘ l‘:n‘."
b . ::‘ § e R : o'.""«. #’ .).“
"¥.',:’ *.‘: 3”‘ '4‘\ “,ss L AN “:".1.
[ - » . ¢ -
LA IR
3 . ~ - - - - - .
‘\i":-\.“.:'o‘o"'; [ * & 3 *\* ' ‘1:
N "w‘ e . S SRRt if
=N

e S5F — 1,-"* 7

-
E10.5 RY v efil83¥ LV E105 RV o _ Fose LV



d BMPI10 promoter sequence alignment
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b ChIP of BMP10 promoter C  ChIP of BMP10 promoter
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Brg1 commands parallel pathways to regulate myocardial proliferation and differentiation

a Sm22aCre,‘ Brg1F/+ . b sm22aCre; Brg1F/F
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Brg1 |s reqwred for cardiac hypertrophy, fibrosis and MHC switches in adult mice
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PARP1 ChlIP analysis, expression and co-IP with HDAC
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a Control individuals with normal hearts b Cardiac MR C 30 IVSd
Age Gender Diagnosis 1IVSd (cm) p=0.007
38 M Normal relative of a HCM patient 0.96 25
42 F Normal relative of a HCM patient 0.88
44 M Normal relative of a HCM patient 0.83 20
49 M Normal relative of a HCM patient 1.1 20 7
20 M Normal athlete 1.0
31 M Heart transplant donor 1.1

Patients with hypertrophic cardiomyopathy (HCM)

Age Gender Diagnosis Tissue Source 1VSd (cm)
38 F HCM Surgical myectomy 2.5
48 M HCM Surgical myectomy 2.1
39 M HCM Heart transplantation 1.7
35 M HCM Surgical myectomy 1.6

d Derivation of the inflection point for Fig.5b
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€@ Derivation of the inflection point for Fig. 5c
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