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Fig. 1 Effect of RNAi-STK15 on STK15 mRNA expression
1: Control; 2: pGPU6-STK15-1; 3: PGPU6-STK15-2.
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Fig. 2 Effect of RNAi-STK15 on STK15 protein expression
1: Control; 2: pGPU6-STK15-1; 3: PGPU6-STK15-2
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(13).



474

R,

%.

RNATHLSTK15 2R A S A 4B a0 8 T BU0a

2.5
-+ Control

24 -=- pGPU6-STK15-1

-+ pGPU6-STK15-2
g 15

~

14
0.5
0

t/day

3 RNAI-STK153tSW4804h i 15 ) 2 M
Fig.3 Effect of RNAi-STK15 on SW480 cell proliferation
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Fig. 4 Effect of RNAI-STK15 on SW480 cell apoptosis

1: Control; 2: pGPU6-STK15-1; 3: PGPU6-STK15-2.
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