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THE IN VITRO STUDY OF HUMAN OSTEOSARCOMA CELL LINE
TRANSFECTED BY RECOMBINANT WILD-TYPE p53 PLASMID

Zhu Quansheng  Qiu Jushi Zhao Guogiang Wang Yalan Liang Huizhen Zhang Meng

(1  Department of Pathology, Sun Yat-sen University of Medical Sciences, Guangzhou, 510089
2 Department of Pathology, Chongqing University of medical sciences)

Abstract Objective: Exogenous wild-type p53 gene was transfected into human osteosarcoma cell line to
investigate the toles of p53 protein in inducing apoptosis. Methods: DN A transfection techniques were used to
introduce recombinant wild-type p53 plasmid, PM 47, into human osteosarcoma cell line HOS-8603. PCR was
used to monitor the stability of PM 47 in the tumor cells. Under the induction of 1 #mol/ L. dexamethasone,
imm unohistochemical method was used to detect the overexpression of exogenous wild-type p53 protein.
M orphologic features of apoptotic tumor cells were observed under phase contrast microscope. The apoptotic
tumor cells were labelled in situ and counted. Results: Exogenous wild-type p53 gene was transfected into
hum an osteosarcoma cell line successfully. After shifting to selective medium for 2 weeks, individual gpt " cell
colonies were isolated. Exogenous wild-type p53 gene was verified in the osteosarcoma cell line and could be
transmitted to daugher cells through polymerase chain reaction amplifing the sixth exon of p53 gene. The
overexpression of p53 protein in transfected tumor cells was detected by immunohistochemical method under the
induction of dexamethasone for 8 hours and a series of morphological features of apoptosis were observed.
Apoptotic rates in transfected tumor cells approximately accounted for 90 percent. Conclusion: After inducing
overexpression of exogenous wild-type p53 gene in transfected osteosarcoma cell line, the tumor cells
demonstrated apoptosis. This provided experimental clues for gene therapy of patients with osteosarcoma.
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Fig. 3 Expression of p53 protein in transfected tumor
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Fig. 4 Apoptotic osteosarcoma cells contrast microscope< 100

o

o

o

[==1 ECFACTTITCCY -y

- RS PP cr ey

1l CENEFEDE cen= -7
| ] oD (==Ll L]
. EFspIoeECErs Sphares

180 bp DNA

TUNELX 100

Fig. 5 Apoptotic tumor cells detected by in situ cell death
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