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]
I -
i 4

.l_ 1

N~
r T T T T T 2
= 0
o 1B O 1 O v OoOMm
M AN N v« ~ T4
sHuun aAnleal sisoydody »

~ g ~
< = <
m 2 an}
T : o
Iz b2 ._Q.v
20 | 3
N4
2 o
O noz 0 002 0
W Jaquinp 18D Jaquinp 18D
>
T
) =] m
Z 5 3
T g <
(7]
”w.. <
< Z
”l-l“: D
002 0 002 0
Jaquinp 18D Jaquinp 180
<C

DNA

DNA

.
—

KLF2

T
N~ N
o o o o
I o < = WL i
(@) - mx
(jo;3u09 Jo 9%,) L c
s||@2 aAnisod npg H %
T T T
o o o o
(qV] ] <
N
(1043u09 JO %)
[BAIAINS BANEIDY
N~
o =
< * om
a L
"
c
O
H )
(7]
w I T T
L o o o o
N o0} <
N
(1o43u09 jo %)
S W m W [BAIAINS BANE[DY
Q m < m
@ = B L
»n )
+



Fig. S10. FBW7 knockdown affected the cell proliferation and survival. (A). FBW7 knockdown affected
the cell death in HUVECs. HUVECs were transfected with siRNA as indicated. The cells were stained with PI
and analyzed by FACS. Quantification were from four independent experiments. Data are the mean + SEM,
** P < 0.01. (B). KLF2 knockdown rescued the inhibitory effect of FBW7 on the proliferation of HUVECs
measured by Edu assay. (C). Quantification of cell proliferation from experiments performed as in B. *, P <
0.05; NS indicates no significance between two groups.(D). Overexpression of KLF2 had a similar effect on
the proliferation of HUVECs as FBW7 knockdown. Cell survival was measured using a MTT assay.*, P <

0.05; **, P < 0.01.
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