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Genotyping analysis of human papillomavirus infection

in cervix uteri among 116 441 census women
JIN Long-mei,ZHANG Xiao-hua,XIAO Li-ping,ZHANG Lin-lin, YANG Hui-bin,ZHANG Lei
( Department of Obstetrics and Gynecology ,Minhang District Maternal and Child Health Hospital ,Shanghai 201102 ,China)

[ Abstract] Objective:To investigate human papillomavirus( HPV) infection in cervix uteri among 116 441 census women in Minhang
District of Shanghai,analyze HPV genotype, characteristic of age distribution and distribution characteristic of HPV genotype in women
with cervical lesion. Methods : HPV genotyping was performed by high throughput sequencing technology to test 14 high-risk types of
HPV and 2 low-risk types of HPV. Results: A total number of 115 463 cases were successfully detected, the infection rate of HPV and
high-risk HPV was 11. 18% and 10. 93% , respectively. The highest infection rate was 15. 90% founded in <25 years old group.
Multiple infections were mainly found in >60 years old women. The top five of infection rate in general population was HPV52 /HPV58 |
HPV16,HPV68 and HPV18. The rate of multiple infections was 21. 02% , there were six kinds of infections at most. There were 208
cases of cervical cancer and precancerous lesion,in which 97.60% with HPV infection. All of the cervical cancer and CINII cases were
infected by high-risk HPV ,the top five of infection rate was HPV16 ,HPV52  HPV58 ;HPV18 and HPV31. HPV16 was the first one and
the rate of infection improved with the increasing grade of cervical lesion. Conclusions ; Continued infection by HPV16 ,HPV52 /HPV58
and HPV18 is the leading cause of cervical precancerous lesion and cervical cancer in women in Minhang District. HPV16 has the
strongest carcinogenicity. After gynecological census, close follow-up and management of HPV16 ,HPV52 /HPV58 and HPV18 infection
are needed, it is especially necessary to pay attention to elderly women with HPV16 multiple infections.
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Expressions of Sox4 and E-cadherin in cervical squamous cell carcinoma

and their clinical significance
WANG Bang'? ,HE Yu'
(1. Department of Gynaecology and Obstetrics, The First Affiliated Hospital of Bengbu Medical College ,
Bengbu Anhui 233004 ;2. Department of Gynaecology and Obstetrics , Huaibei People's Hospital , Huaibei Anhui 235000 , China )

[ Abstract] Objective:To investigate the expression levels of SRY-related HMG-hox 4 (Sox4 ) and epithelial-mesenchymal transition
related protein E-cadherin in cervical squamous cell carcinoma( CSCC) ,and their clinical significance. Methods ; The expression levels
of Sox4 and E-cadherin proteins in CSCC group( 160 cases) and control group(28 cases) were detected by S-P immunohistochemical
method, and the relationships between which and clinicopathological parameters were analyzed. Results: The positive rate of Sox4 in
observation group ( 63. 75% ) was higher than that in control group (39.29% ) (P < 0. 05). The positive rate of E-cadherin in
observation group(35% ) was lower than that in control group (64.29% ) (P <0.05). The expression level of Sox4 was negatively
correlated with E-cadherin( P <0.01) ,closely related to the tumor diameter,lymph node metastasis, parametrial infiltration and FIGO
stage(P <0.05 to P <0.01), and unrelated to the age of patients (P > 0. 05). Conclusions: Sox4 may promote the occurrence,
development, invasion and metastasis of CSCC by down-regulating the E-cadherin protein. The combined detection of Sox4 and
E-cadherin can provide the reference in early diagnosis,treatment and predicting the prognosis of patients with CSCC.

[ Key words] womb neoplasms ; Sox4 ; E-cadherin ; epithelial-mesenchymal transition
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