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Table 1 Expression of HPV DNA,C-myc and E2F1 in differ-

ent cervical tissues

FHAE R (00)
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HPV DNA C-myc E2F1
Normal cervical group 20 5.0 0.0 5.0
CIN I group 20 15.0 10.0 25.0
CIN II = Il group 30 53.3 36.7 66.7
Cervical squamous 30 80. 0 0.0 90. 0

cell carcinoma group

CINII group

Cervical squamous cell carcinoma group

B 1 CIN I B Sk 40 Mg HPV16/18 A7 238 25 (45 5 (40 X))
Fig.1 In situ hybridization staining results of HPV16/18 in CIN [[[ and cervical squamous cell carcinoma (40 X )
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K2 C-myc E2F1 e HA L 4 (A 45 R (20 XD
Fig.2 Immunohistochemical staining results of C-myc and E2F1 (20 X)
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Table 2 Relationship between HPV DNA,C-myc, E2F1 and clinicopathology in cervical squamous cell carcinoma

W s 5 g HPVDNA pooo G, By
Clinicopathological parameters Cases (+) (=) (+) (=) (+) (-)
FIGO stage 1 20 17 3 0.372 16 4 1. 000 17 3 0.532
I 10 7 3 8 2 10 0
Differentiatd I -1 17 13 4 0.672 11 6 0.024" 15 2 1. 000
degree
| 13 11 2 13 0 12 1
Lymphatic Negative 11 8 3 0. 641 7 4 0. 156 9 2 0.272
metastasis
Positive 19 16 3 17 2 18 1

Note: Fisher exact probability method is used for significance level, © P<C0. 05
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Research on Combined Detection of HPV DNA and C-myc Gene
and E2F1 Protein in Cervical Squamous Cell Carcinoma

YIN Yan,WEI Yeping, MAI Hong,ZHANG Liying
(The Second Affiliated Hospital of Guangxi Medical University, Nanning , Guangxi,530007, China)

Abstract: In order to investigate the expression of high-risk Human Papilloma Virus (HPV) DNA,C-myc
gene and E2F1 protein in the evolving process of cervical squamous cell carcinoma and the correlation with
the clinicopathological features of cervical squamous cell carcinoma, paraffin specimens of cervical tissue from
biopsy and surgical resection in the Second Affiliated Hospital of Guangxi Medical University were selected.
Normal cervical tissues were used as the control group,and Cervical Intraepithelial Neoplasia (CIN) grade
I .0 — Il and cervical squamous cell carcinoma tissues were used as the experimental group. High-risk HPV
(16,18,31,33,35,39) DNA was detected by in situ hybridization, and the expression of C-myc gene and
E2F1 protein in different tissues was detected by immunohistochemistry. The results showed that the positive
expression rates of HPV DNA,C-myc gene and E2F1 protein significantly increased with the aggravation of
cervical lesions (P<C0. 05). There were positive correlations between HPV DNA and C-myc gene, HPV DNA
and E2F1 protein,C-myc gene and E2F1 protein (P <C0. 05). In cervical squamous cell carcinoma,the expres-
sion of C-myc gene increased with the decrease of tumor differentiation (P <C0. 05). In conclusion, high-risk
HPV,C-myc gene and E2F1 protein are closely related to the occurrence of cervical squamous cell carcinoma,
and combined detection and timely intervention are conducive to the prevention of cervical cancer.

Key words: cervical squamous cell carcinoma; CIN; HPV;C-myc gene; E2F1
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