Fig 1. FoxM1 expression levels are elevated in hypertensive lungs.
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Fig 2. Constitutive knockout of SMC-specific FoxM1 causes mice die early.
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Fig 3. Constitutive knockdown of FoxM1 in SMC attenuates hypoxia-induced
vascular remodeling and PH in mice.
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Fig 4. Inducible knockout of FoxML1 reverses existing vessel remodeling in hypoxic mice.
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Fig 5. Overexpression of FoxM1 increases hypoxia-induced RV hypertrophy and vessel

remodeling.
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Fig 6. Knockdown of FoxM1 does not affect hypoxia-induced HIF activation.
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Fig 7. Loss of FoxM1 in SMC decreases PASMC proliferation.

Migration

pPIalys||20 pajelbi

*%

%
\S.o
QI\Q
% $
“4,
%o
V- «Q@

%,
U,

“m N v S
©o o o o

uoljesodiooul
NpP4g aAledy

54

LDH
&
N
o

Proliferation

*k

-,
H “s

%,

74

) ) o \E.o
s} N o v

o o o
uonelsodiooul
npig aAljeRy

*%

CJ Foxm1™®

B sm-FoxM1*”

o FoxM1”
*%*

* %

\ 1 1
wn o wn

_
. . .D
1 1 0 0
s|aA9] ulajoud

aAne|ay

[

PCNA W o

FoxM1



» R
™~ ™~
NI,
S & &
FoxM1 ——
a-SMA o —
SM22a B
Actin - g =
Myocardin - —
SRF A
Actin v
X ¥
~ ™~
NI
S & &
FoxM1
L B
Smad2
Smda3
pSmad2 o
pSmad3 — —
Actin

Tubulin

Relative

Relative

Fig 8. Loss of FoxML1 increases Smad3 sighaling and SMC contractile
protein expression.
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