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[ME] By HFALLARENPV) 16 2 E2.E6 MERMNEERSBEAETFEAGE
AR URE EEMNGEEASTEIRENXRE. FE REWAEHEERSRRERL
M1 FFETIREERAEARAL RN EEEN—ERER SHARESHEHN 137 0TS
L5 B B B M R TR R 1582 £ R LR R 129 B AL HEEHNEAR,
Fil & 8 PCR 3f \F & B #IN 7% 40 Jg h 2 50 DIVA # 1T HPV16 E2 . E6 X {8 4 VILBER
BENE A% EFIA Bio-1D+ + 353 7 B2 E6 SIHAH S B, &R HPVI6 Ec MR AFER
BH TEMNEAREESHE DS H46.8% .24, 1% M2.3% , HPVI6 E2 FI#EE 45 5 036.2% .,
19.0%H0.0% ERHUFRAITFEN, FEHAEANTENHAS E2 A H450522.73% A
20.21% @R AHER N E2 HEE. PVIcEs I E2 S BRI MAS TR EE £ T E&HE
HAEETBEERTF E2(+=2.70,P=0.009) MEMLMEHNL.24, Bt TEBEEHE HPVIG
E2E6 BEANARREEANREEABTTEIRAEMBEAL ECREHMNERAETEH
BRAEVEEEFEN, N E XFANBRAATFEEST LB UELES R TEUNER.
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Analysis en the expression of human papillomavirus type 16 E2 and E6 oncogenes and disruption of E2 in
cervical cancer ' WANG Jin-tao” , DING Ling, GAO Er-sheng, CHENG Yu-ving. ‘Department of
Epidemiology, Public Health College, Shanxi Medical University, Taiyuan 030001, China

[Abstract] Objective To evaluate the roles of expression and early protein E2 and E6 load of
human papillomavirus type 16 (HPV16) on cervical cancer in order to explore the relation between
disruption of E2Z and development of cervical cancer. Methods A case-control study was conducted,
including 141 cervical cancer patients as cases who had been diagnosed by cytological approaches and
histological approaches in Shanxi province Tumor Hospital, China. Two type of controls including 137
hospital controls with hysteromyoma by cytology or histology and eligible 129 controls from 1582 healthy
women in the community who took part in community-organized physical examination with neither CIN2-3
nor invasive cancer, nor other gynecologic diseases were recruited. HPV16 EZ and E6 oncogenes were
detected by multiple polymerase chait reaction (multi-PCR). The levels of E2 and E6 were analyzed used
Bio-1D + + software provided by VILBER pattern formatter. Results The positive rates of HPV16 EG in
cancer cases {46.8% )} were significantly higher than that in hysteromyoma group (24.1% ) or healthy
contrel group (2.3% ) and accounted for 2.77 of OR(95% CI:1.66-4.63) and 36.96 of OR(95% CT;
11.22-121.71) respectively. The expressions and loads of HPV16 E6 and E2 in cases were significantly
higher than that in two control groups. Meanwhile, the expression or level of E6 was higher than that of
E2 in each group. Disruption rate of E2 was 22.73% and the ratio of E6 to E2 was 1.24 in cervical cancer
group. Conclusion The positive rates and levels of HPV16 Eb or E2 found in cervical cancer were higher
than that in hysteromyoma and healthy women. High expression of E6 and disruption of E2 might play an
important role in the development of HPV-induced cervical cancer.

[Key words] Cervical cancer; Human papillomavirus( HPV); HPV16 E2/E6 oncogenes; E2 gene
disruption
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L VEEMK, -80CIF/RE; el kg ETEM
TENABRENAGBEHHURAGA, BRATCHF
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GCA G, ¥ 3% i B 351 bp; HPV16 E6 3|41 % CTT
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