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Inhibition of KIAA1456 on subcutaneous xenografts of

human epithelial ovarian carcinoma in nude mice
Gao Yanhong,Wang Jia,Zhang Yingfeng
(Department of Obstetrics and Gynecology , University—Town Hospital ,Chongqing Medical University)
[ Abstract)Objective : To investigate the effect of KIAA1456 on the growth of subcutaneous xenografts of human epithelial ovarian
cancer cell line HO-8910PM in nude mice. Methods : Fifteen SPF female BALB/c—nu nude mice were randomly divided into three
groups : blank group(PM) ,negative control group[PM(NC)],experimental group[PM(KIAA1456)]. The human ovarian cancer cell line
HO8910PM , the negative control group HO8910PM (NC) and the cell line HO8910PM over expression KIAA1456[HO8910PM
(KIAA1456)] were inoculated respectively into subcutaneous of each group to establish subcutaneous xenografts model in nude mice.
After the tumor was successfully formed,the PBS buffer, venous fluid LV-NC and LV-KIAA1456 were respectively intratumoral
injected in three groups for every four days. The nude mice were killed at the 28th day. The tumor growth curve was drawn and the
tumor inhibition rate was calculated. The expression level of KIAA1456 mRNA and protein in xenografts was detected by Real-time
fluorogenic quantitative PCR and Western blot. The expression of ki—-67 and PCNA was detected by immunohistochemistry. Results .
The expression of KIAA1456 in the HO8910PM (KTAA1456) xenografts group was significantly higher than that in the negative con—
trol group and blank control group(P=0.000). The volume of subcutaneous xenografts in HO8910PM (KIAA1456) group was signifi—
cantly smaller than that in the negative control group and blank control group(P=0.000). The expression of ki—67 and PCNA in the
HO8910PM(KTAA1456) group was significantly lower than that in the negative control group and the blank control group,with statis—
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pression of KIAA1456 inhibits the growth of human epithelial
ovarian cancer cell HO8910PM in nude mice subcutaneously,
which is expected to be a new target for oncogene therapy.
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planted tumor;gene therapy
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Tab.1 Comparison of weights and volume of subcutaneous

tumors in nude mice in three groups

bl AR (mm?) Bt (g) AR (%)
PM4l 914.048 £ 94.674  0.725 +0.025
PM(NC)4H 902.335+33.661 0.753 +0.033

PM(KIAA1456)4] 458.223 +39.336* 0.493 + 0.025" 34.437/32.192
FAH 69.592 104.181

P 0.000 0.000
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Fig.1 Growth curve and volume of xenograft in three groups
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0.024) , I HEALAE R R, 929604 KIAA 1456 mRNA A%
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ZH R B P Xk B 2H 2 ] A ) ik 2% 5 (P=1.000) , L3R 2 B
24,

*2 RABEEASR KIAA1456 mRNA T1E B RAIRIE
Tab.2 Expression of KIAA1456 mRNA and protein in

subcutaneous tumors in nude mice in three groups

a5 KIAA1456 mRNA FHX} KIAAL4S6 e i
ik (27280)

PMZH 1.000 + 0.000 5.338 +3.435

PM(NC)ZH 1.526 +0.493 5.596 = 3.908

PM(KIAA1456)4 1332.574 + 605.167" 16.590 + 1.887"

H/F {4 0.024 12.122

P{H 7.448 0.008

 ra, 5728 U BTG B X B4 L, P=0.024 5 b 55 45 (1 0 4L

e BT B2 e, P=0.008



— 706 —

BERERKZFIR 2018 £5 43 55 5 H5 ( Journal of Chongging Medical University 2018.Vol.43 No.5 )

i3 Western blot #:1 , Ll GAPDH £ 2, K F Im—

age—lab B E BRI KIAA1456 PITE [ R 5K T, %
2 R 7S G REAE B X BR AL 5 S0 B0 20 KTIAA 1456 35 #
573k 5.338 +3.435.5.596 +3.908 Fl 16.590 + 1.887,
S RSB L (F=12.122, P=0.008) , W% HL AR 45 3 R
TLYZ KIAA1456 £ [ 3B 25 % I8 2 A B 14 X R 2 B
ST (P=0.08) , 155 {4 X NB2E A BH 1 5ok W8 20 2 e Y50 A A
25 (P=1.000), W5 2 X 2B,

101
H;u
7 a
® 81
-DL_<‘ —~
E & 6
< ==
z K
T4
o 2
T 72
p
S 0 . ] -
PM PM(NC)  PM(KIAA1456)

a: 573 P B2 R B X HE2H U, P=0.024
A. RT-PCR I FAEYE KIAA1456 mRNA 357KF

-‘. KIAA1456 (51 kD)
“- GAPDH (36 kD)

PM PM(NC) PM(KIAA1456)

B. Western blot Kl £ 4#78 KIAA 1456 & |11 F357K -
E 2 &ABEEALRKIAA1456 mRNA FIEERIIRIE
Fig.2 Expression of KIAA1456 mRNA and protein in

subcutaneous tumors in nude mice in three groups
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Fig.3 HE analysis and immunohistochemical analysis of ki-67
and PCNA in three groups ( 400 x )
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