DOT :10. 160167. 1000 5404. 2002. (5. (D8
24 5 Vol. 24 No. 5

516 2002 5 ACTA ACADEMIAE MEDICINAE MILITARIS TERTIAE May. 2002

45 1000-5404(2002)05-0516-05

HPV16E7

T L, & Ak ( . 400038)

: HIW HPV16E7(human papillomavirus 16 E7)
WaRrS HPV16E7 pLXSN , HPV 16E7 .

, . . HE R

HPV16E7 , 50 ,PCR RT-PCR HPV16E7 ,
) . . .S
ghit HPV16E7 , 50
; ; HPV16E7 ;
: R329.2; R373.9; R394 : A

Transformation of human articular chondrocytes with retroviral vector mediated hu-

man papillomavirus tyel6 E7 gene and growth features of transformed cells
HE Qing-yi, I Qrhong (Department of Orthopedics, Southwest Hospital, Third Military M edical Univesity, Chongging 400038, China)

Abstract: Objective To investigate the role of human papilomavirus type 16 E7 (HPVI6E7) gene in the transformation of human articular
chondrocytes (HACs) and to explore the growth characteristics of transformed chondmwceytes in comparison with nomal ones. Methods HACs were
transfected with retroviral vector pLXSN containing HPV16E7 gene. The integration of HPV16E7 with host genome and its transcription were
checked. The growth chamctenstics of transformed and normal chondrocytes were obsewed with growth curve and seum dependent test as well as
electron micwscopy and cell cyce. Results HPVI16E7-transformed HACs clones which able to be cultured in vitro for long tem were isolated and
expanded. Until now, 50 passages of transformed cells have been achieved. The integration of HPV16E7 gene with host genome and its trans cription
were confirned with PCR and RT-PCR. The growth rate and nuclear-cytoplasmic ratio was higher in transformed chondwcytes than nomal ones.
More cells in S phase were seen in transformed chondrocyte culture than in that of nommal. Both of these cell types depended on blood serum to reach
confluence. Conclusion HACs with HPV16E7 gene integration possess high ability in proliferation and can suwive for a long period in vitro with
subculture of 50 passages.
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Fig3 Fusiform transformed chondrocytes in regular arrangement
and showing growth contact inhibition (IM>< 100)
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Fig4 RT-PCR of HPV16E7-transformed HACs
M: GeneRulerTM 1 kb DNA marker; 1— 3: mRNA bands of the 20th, and
two 30th passage transformed chondrocytes. Positive band is 300 bp (HPV
16E7); 4 5. mRNA bands of nomal chondrogytes and negative control
without AMV enzyme
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Fig5 Growth curves of normal chondrocytes at the 3rd passage
and the transformed chondrocytes at the 20th passage
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Fig 6 Serum dependent test for normal chondrocytes at the 3rd
passage (A) and the transformed ones at the 20th passage(B)
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Fig 7 Normal chondrocytes at the 3rd passage with lower nuclear—
cytoplasmic ratio and undeveloped rough endoplasmic reticu

lum and mitochondria (Arrow) (TEMX 3 000)
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Fig8 HPVI6ET transformed chondrocytes at the 20th pasage with
higher nuclear-cytoplasmic ratio. clear double nucleoli con-
taining normal chromatin rich rough endoplasmic reticu un
and developed mitochondria (Arrow) (TEMX 3 000)
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