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The Effects of Antisense Oligoxydeonucleotides Targeting the mRNA of Ki67
Gene on the Proliferation and Apoptosis of Human Renal Carcinoma Cells

ZHENG Jun-nian, SUN Xiao-qing, CHEN Jia-cun, CAI Wei-qi, LI Wang, LIU ]un—jie( Department of Urolo-
gy, Affiliated Hospital of Xuzhou Medical College, Xuzhou 221002, China )

[ Abstract ] Objective: To investigate the effects of antisense oligoxydeonucleotides of Ki67 gene( Ki67-ASODNs ) on
the proliferation and apoptosis of human renal carcinoma cell line 786-0 cells. Methods: Human renal carcinoma cell line
786-0 cells were treated with Ki67-ASODNs ( 10, 40 wmol/L ). The Ki67 expression of 786-0 cells was detected by immu-
nohistochemical technique and Western blot respectively. The proliferation of 786-0 cells was studied by cell growth curves
and H-TdR uptade assay. The apoptosis of 786-0 cells was detected by TUNEL assay. Results: The Ki67 expression
rates of 786-0 cells treated by Ki67-ASODNs (29.9 £0.4, 24.5 + 1.2 )were lower than that of the control group( P <
0.01 ). The Ki67 protein quantity rates of 786-0 cells treated by Ki67-ASODNs ( 82.1 +2.2, 66.6 +4.2 )were reduced
markedly( P <0.01 ). The *H-thymidine incorporation rates of 786-0 cells treated by Ki67-ASODNs( 44.5 +4.4, 34,5 +
3.2 ) were lower than that of the control group( P <0.01 ). The apoptosis rates of 786-0 cells treated by Ki67-ASODNs
(12.7 +0.5, 23.1 £2. 1 )were higher than that of the control group( 9.3 £2.0; P <0.01 ). Conclusions: Antisense ol-
igoxydeonucleotides of Ki67 could inhibit the proliferation and induce apoptosis by blocking Ki67 expression of human re-
nal carcinoma 786-0 cells.

[ Key words ] renal cell carcinoma; Ki67 gene; antisense oligoxydeonucleotide ; apoptosis

C OB, BT AT ORGSR SRR A R B R L A g L R
IRTT R IRAS A NG 5, A b3 U0 75 28 SR iR 7 X B 98 ) R DL ARG . Sk e, FRATT A Kie7 IR e X
Trike SR AT 2 ( antisense oligoxydeonucleotids, FERZATIRACBE N B 9 786-0 4l L 2 , AiF 5% X 5 9 4
ASODNs )REZ 18 i 3 il Jib 92 35 (R 3 35 % #% H0 b Jeg 4k A e R T H B

M, HETE A +4F ASODNs #E A I RILE: . Ki67 K

g}#@iﬁ*ﬁ%% ' %1}‘%}?5{7\&5)@,&&'}%%@&%% [E€WB ] LI BA TR EIHIE( H2000153 )

Rk, B S HME RAEE OIMOE  TENE [em) dsir 1066 ), 95, IORRAA. BIEGE, SR
ORI SUIAT H HLIE R TR OB 2 B Ki6T I X W S5




- 184 -

tE MR AT AR 2004 Sep; 11(3)

1 HREE

1.1 ZHf bk
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Tab. 1 The effects of Ki67-ASODNSs on the Ki67

expression of human renal carcinoma 786-0 cells

Immunohischemistry ~ Western blot

Groups Ki67 expression Ki67 protein
positive rate( % ) quantity rate( % )

Control 33.4+0.8 100.0

Lipid 32.3 £0.8% 99.0+1.34

RODNs 32.9+1.8% 99.6 +0.6*
ASODNs( 1.0umol/L) 32.6+1.1* 96.5+1.9*
ASODNSs( 10. Owmol/L) 29.9 +0.4*" 82.1+2.2""
ASODNSs( 40. Owmol/L) 24.5 +1.2*" 66.6 £4.2""

A P >0.05 vs control group; # P <0.01 vs control group;
* P <0.01 vs each other
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Fig. 1 The effects of Ki67-ASODNs on the Ki67 protein expression of human renal carcinoma 786-0 cells
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WeBE A 10, 40 pmol/L ) ASODNs A & 25 410 il '
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Fig. 2 The effects of Ki67-ASODNs on the growth

curves of human renal carcinoma
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PV R TR ASODNs( P <0.01 ), i 1 pmol/L
ASODNs 5 RODNs X} 786-0 4fl Jifi ()" H-TdR # A I
(P >0.05,%2),
2.4 Ki67-ASODNs X} A B i 786-0 2 A it 3 7= 1) 5% 1
WIZ 9 10,40 pmol/L fJ ASODNs AIfiE #E ' ¥ 786
OZ0 M 98 T, EL i e ASODNs B A FH R 1% ok &2
ASODNs( P <0.01 ),1fii 1 wmol/L. ASODNs 5 RODNs X
786-0 AIEM P T-JCR M P >0.05,3% 3 ),
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Tab. 2 The effect of Ki67-ASODNs on the * H-thymidine

incorporation of human renal carcinoma 786-0 cells

3 H-thymidine

Groups cpm incorporation rate
(%)
Control 13296.7 £923.6 100
Lipid 13098.0 +1558.3% 99.0 +8.94
RODNs 13046.3 +382.6% 98.1+1.6*
ASODNs( 1.0 pmol/L) 12978.3 +458.5% 97.6 +2.8%

ASODNs( 10.0 pmol/L)  5912.3 +119.4%* 44.5 +1.2*"

ASODNs( 40.0 wmol/L)  4597.0 +162.2%* 34.5 +1.4%"

A P >0.05 vs control group; # P <0.01 vs control group;
* P <0.01 vs each other

£33 Kio7 R XBEREFERI A ERE 786-0 48EHE T HIR200
Tab. 3 The effect of Ki67-ASODNSs on the apoptosis

of human renal

Groups Apoptosis rate( % )
Control 9.3£1.0
Lipid 9.7+1.0%
RODNs 9.9+1.6%
ASODNs( 1.0 pmol/L ) 10.6 £1.24
ASODNs( 10.0 pmol/L) 12.7 £0.5%"
ASODNs( 40.0 pmol/L) 23.0+2. 1%

A P >0.05 vs control group; # P <0.01 vs control group;
* P <0.01 vs each other
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