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Abstract: Objective To investigate the expressions of HPV16/18 DNA,Bcl-2 and Survivin mRNA in the cervical cancer
tissues and the related significance. Methods The clinical data of 179 patients with cervical cancer/ cervical intraepitheli-
al neoplasia (CIN) received treatment from May 2009 to December 2013 were collected, and based on the clinical and
pathological data,the patients were divided into cervical cancer group(n =79)and CIN group (n =69) including 14 cases
of CIN stage 1,25 cases of CIN stage Il and 30 cases of CIN stage IIl. Thirty-one specimens of normal cervical tissues in-
cluding cervical benign lesions were selected as control group. The expressions of HPV16,/18 DNA, Bcl-2 and Survivin mR-
NA in different cervical tissues were compared,and their associations with related pathological features of cervical tissues
were studied. Results There were all statistical differences in the positive expression rates of HPV16/18 DNA,Bcl-2 and
Survivin mRNA on three kinds of cervical tissues (all P <0.01) ,and the lowest and the highest positive expression rates
were all normal cervical tissues and cervical cancer tissues,respectively. There were all statistical differences in the positive
expression rates of HPV16/18 DNA,Bcl-2 and Survivin mRNA on the tissues of different CIN staging ( stages I plus I vs
stage Il ,all P <0.01) ,and the higher the stage,the higher the corresponding positive expression rate. There was no signifi-
cant relationships between the positive expression rate of Bel-2 and the type, staging of cervical cancer tissue, the growth
type of tumor (all P >0.05),but there were significant relationships between the positive expression rate of Bel-2 and

lymph node metastasis, differentiation degree of cervical cancer tissues(all P <0.01). There was no significant relation-
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ships between the positive expression rate of Survivin mRNA and tissue type of cervical cancer tissue,the growth type of

tumor(all P>0.05) ,but there were significant relationships between the positive expression rate of Survivin mRNA and

clinical staging( P <0. 05), differentiation degree (P < 0. 01), lymph node metastasis of cervical cancer tissues (P <

0.01). There were no significant relationships between the positive expression rate of HPV16/18 DNA and the type of cer-

vical cancer tissue,the growth type of tumor(all P >0.05) ,but there were significant relationships between the positive ex-

pression rate of HPV16/18 DNA and clinical staging( P <0.05) ,differentiation degree( P <0.01) ,lymph node metastasis
(P <0.01)of cervical cancer tissues. Conclusion All the expressions of Bel-2,Survivin mRNA and HPV 16/18 DNA in

cervical cancer tissues increase obviously,and this might closely be correlated with the occurrence and development of cer-

vical cancer.
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