+ 370 - RAEMAT R 2 E 2005 £ 5 A% 26 3% S Chin J Epidemiol, May 2005, Vol.26,No. 5

-l PR AT IS =4 -

N IRPEME R 5 AR W R
£ B SV & A i o R AR B 5

IeMm BHARA EIE FHaEX TH

[(RE] BN FIH.ZERENEFIBRENERRRS AL LBEREHPY)HHRER,
FiE SRAMJS 3N PCR f1 ELISA 3% ,%¢ 141 BIEBUEM 129 2B R\ L#4T T HPVs . HPV16 M —
B(E)NERP)SENNE. £8 =EIUE4 HPVs fl HPV16 MRS HIHN75.2% F46.8%,
BERBTRENEE;LEFE MPHEHRENNRALAR T BA, EZREZITERL HIIR
E, KPS BB EERNBRMER; E, 5 HPVs XA EEHMREAA, BRI ¥EL, &t
HPV B 452 HPVI6 R EEFRMAETEEEER, AREBESEN AR TH N ESE R E
B fE B s B K SE A R HPV BT E SR M R AT R A B REM.

[%@R] EFE; ALLERE,; AEEERE; hRER

Analysis on synergistic action between estrogen, progesterone and human papillomaviruses in cervical
cancer WANG Jin-tao” , GAO Er-sheng, CHENG Yu-ying, YAN Jian-wen, DING Ling.
*Department of Epidemiology, Public Health College, Shanxi Medical University, Taiyuan 030001,
China

[Abstract] Objective
cancer and the synergistic action between estrogen, progesterone and human papillomaviruses (HPV ).
Methods Hoted-start polymerase chain reaction (HS-PCR) was used to detect HPVs, HPV16 and ELISA
was used to assay E, and P on 141 cases with cervical cancer and on 129 healthy controls. Results Positive
rates of HPVs and HPV16 were 75.2% and 46.8% respectively in cervical cancer group, significantly
higher than that in controls. Levels of estrogen and progesterone in case group were significantly higher
than that in controls and a dose-responded relationship between the levels of estrogen and cervical cancer was
revealed. Estrogen and HPV showed an additive interaction in the development of cervical cancer.
Conclusion HPV16 infection played a principal role in the development of cervical cancer. The high levels
of entogenous estrogen could increase the risk of cervical cancer and might serve as a cofactor in the
development of HPV-induced cervical cancer.
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To explore the effects of estrogen (E,) and progesterone (P) on cervical
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