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Supplemental Figure 2

ad "' =3Pa1 mm SKOV-3
100 4L
— I
2
£ ® P
5 a0 o & & SR I * ® Frobucol (100 pM]
- T x X 3 | 1
2 # 5 "
£ # g # P
v
‘s 404
3
20 o
0
Cortrd  Probucal  pES-si ERK-si  JHK-si  pag-si res-=i pES-si ERK-si  JHNK-=i  pagesi
b I P& B SKOV-3E
— 100 41
3 I
T ®
[
o &0 * &
* ® &
! 4 * % * 1 * - Probucol (100 p ]
i 1
g 60 L . ;
Frl -3 -] # K
g “ o
™
.E 410 <
E 0
T
L]
04l
Cortral  Probucal  p&5-si E Rk-=i JMK-=i pde-si res-=i pEa-=i ERK-=i JHE-=i p8-zi

Supplemental Figure 2 Effects of probucol p63 siRNA, ERK siRNA JNK siRNA and p38 MAPK siRNA on cellular mitogenesis in PA-1 and
SKOV-3 cells. Serum-deprived cells were treated with 10% FBS (control), probucol (100 pM), p65 siRNA (50 nM), ERK siRNA (50 nM), INK siRNA
{50 nM), p38 MAPK siENA (50 nM), non-silencing RNA (ns), probucol + p65 siRNA, probucol + ERK siRNA, probucol + ITNK siRNA, or probucol +
p38 MAPK siRNA in the presence of 10% FBS (control) for 3 d. Assayed for cell viability (a) and cell numbers (b) were performed. The fact that
knockdown of p635, ERK, JNK and p38 MAPK by specific siRNAs caused marked drop in cellular mitogenesis further implicate close relationship
between NF-«xB and ERE/INEK p3% MAPK signaling pathways in growth control. Additionally, growth inhibition was enhanced by probucol plus each
specific siRNAs in these cells. Results were expressed as the mean = SEM (n = 6). *p < 0.05 versus control; “p < 0.05 versus probucol.




