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Abstract: Objective To explore the effects of exogenous p53 gene on chemosensitivity ¢f human ovarian

cancer cell line SKOV-3. Methods human wild-type p53 gene eukaryotic exprzssion vector was introduced

into SKOV-3 cells by lipofectin-mediated gene transfection and the expression of 533 gene in them was de-

tected by Northern blot and Western blot. The effects ¢f cisplatin to the transfected cells was observed by

colony formation and apoptosis. Results The :xogenous p53 gene was expressed effectively in the cells. The

expression on p53 gene enhanced tie suppression ot cisplatin on colony formation and the apoptosis intro-

duced by it. Conclusian Exogenaus wild-type p53 gene can enhance the sensitivety of human ovarian cancer

cells to cisplatin, The combination of p53 gene therapy with chemotherapy may be more effective in cancer

treatment.
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1.2 #fpaskRIiEF ASREEA B SKOV-3 3k
BEFEE ATCC f.0. HMAKHE p53 XH &
Bk 5EHE, ABER F p53 mRNA, X ps3 BEA XK
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2.1 HRLTERNHTEREE RERBTMH SK-
OV-3 MANZ G418 fitk 8d G & FET-. BiFIFik
2 R g s 4K (pcDNA3) K #4# p53 B B &
(pcDNA-pS) WA MR KB E R, 5l B H
SKOV-3-vect Jx SKOV-3-p53. Northern blot &R
SKOV-3-p53 & p53mRNA F ik, i SKOV-3-vect
WjJX. Western blot 878 A Y p53 HH A
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40 B B8] Ch) Opg/ml 0. 5pg/ml lpg/ml 3ug/ml
SKQOV-3 24 111.7%6.7 65.01+4.4 34.0%x2.0 10.0+1.0
18 56.0+2.0 23.3+2.1 2.0+1.0
SKQV-3-vect 24 102.3+6.8 60.3+4.0 26.3+3.2 8.3%£1.5
48 50.3+1.5 17.7£1.5 1.74+0.6
SKOV-3-p53 24 63.014.6* 15.04+3.0x 6.7£0. 6 0
48 10.04+1. 9% . 0£LCx 0
n=3 » P<C0.01
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RS SR ERET, Wk 2.
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SKOV-3-vect 8.1940.93 15.38+1.12
SKOV-3-p53 21,424+0.58» 40.10+0.41 =
n=3 * P<C0.01
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