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Abstract ; [ Objective ] To investigate the effect of inhibiting iASPP gene expression by RNA in-
terference on apoptosis of colorectal cancer cells. [ Methods ] Human colorectal cancer LoVo cells
were transfected with iASPP siRNA  (IASPP-siRNA group),nonsense sequence siRNA (negative
control group) or liposome alone (blank control group) for 24,48 and 72h,respectively. The ex-
pression of 1ASPP protein in three groups was detected by Western blotting; cell viability was de-
tected by CCK8 assay,cell apoptosis was detected by flow cytometry;the expression of Ki-67,
Caspase3,STAT3 and p-STAT3 proteins was detected by Western blotting. [Results ] The expres-
sion of iIASPP protein in iASPP-siRNA group (0.108+0.013) was significantly lower than that in
blank control group(0.389+0.036)(P<0.05). The cell activity in iASPP-siRNA group at 24h
(0.267+0.034) ,48h (0.495+0.067) and 72h(0.682+0.068) were significantly decreased compared
with the control group(0.385+0.042,0.688+0.074,0.977+0.097). Cell apoptosis rate(11.18%=+0.78%)
increased significantly at 48h compared with the blank control group (2.13%+0.45%)%. The ex-
pression of Ki-67 (0.126+0.018) and p-STAT3 protein (0.110+0.012) was significantly decreased
compared with the control group(0.365+0.045,0.169+0.018),and the Caspase3 protein expression
(0.197+0.020) was significantly increased compared with the control group (0.086+0.009)(all P<
0.05). There was no significant difference in protein expression of STAT3 among three groups (P>
0.05). [Conclusion ] Inhibition of iASPP expression by RNA interference can reduce the prolifera-
tion of colorectal cancer cells and induce cell apoptosis,which is associated with the down-regu-
lation of p-STAT3 and Ki-67 expression,and up-regulation of Caspase3 expression.
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Figure 1 The effect of iASPP siRNA transfection on
LoVo cells

NC iASPP-siRNA

Table 1 The effect of iASPP siRNA transfection on
LoVo cell viability (n=3)

ODs
24h 48h 72h

0.385+0.042 0.688+0.074 0.977+0.097
NC group 0.372+0.041 0.671+0.083 0.953+0.095
iASPP-siRNA group 0.267+0.034" 0.495+0.067" 0.682+0.068"
F 8.189 6.098 10.476
p 0.019 0.036 0.011
Note : Compared with blank group,”: P<0.05
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Blank
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Figure 3 The effect of iASPP siRNA transfection on
expression of Ki-67,Caspase3,STAT3,p-STAT3 protein
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Figure 2 The effect of iASPP siRNA transfection on apoptosis of LoVo cells

302

MEFE 2019 4F% 25 %% 4 3



Table 2  The relative expression of Ki-67,Caspase3,STAT3 and p-STAT3
proteins in each groups(n=3)

AT i 2 fi R BRI i 1 RS
B, KM v STAT3 Ky i 2235 5 i

Groups Ki-67 Caspase3 STAT3 p-STAT3 SAALFREE I PR A A ’ ]
Blank group 0.365+0.045 0.086+0.009 0.545+0.056 0.169+0.018 RNA T4t 45 A U7 2% 12 2 3k 7 40 61 K
NC group 0.386+0.056  0.097+0.010  0.522+0.051  0.180+0.021 p v . o s
iASPP-siRNA group  0.126+0.018" 0.197+0.020° 0.534+0.058  0.110+0.012" Fn i AL B, 0 T R B A
F 34.228 57.940 0.131 14.030  JEIUTIS AR GEAG DN 235 2R s, 10
P 0.001 0.000 0.880 0.006  {ASPP ik )5 Ki-67 £k FiH,Cas-
Note : Compared with blank group,”: P<0.05 pase3 i'é kT ,p—STAT3 %‘:2 | ’
3 1w STAT3 KT B 21k,
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Hahn .,
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KB, KT Caspase3 1R IBAK T IE # 24 I 41
21 HT R SR R K s 1 & A &R AT AR S
TS FA Y F AT R IR 2 % F8 451, STAT3 & —
ANHE S BRI A% 3G S IR 7, 55 22 0 i 988 40 6 %) 384 31
RS AT ST N R AR — MR
Fft bR vh b F BT IR AS R RS IE A9 STAT3
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