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Polymorphism analysis of HPV16 URR gene in cervical cancer tissues
Song Chunhan ,Gao Suhua » He Xuying
(Department of Medical Microbiology and Immunology ,Jinhua Polytechnic , Zhejiang 321017 ,China)

Abstract: Objective To analyze the polymorphism of HPV16 URR gene from the cervical cancer tissues. Methods Tissue
DNA were extracted from 25 cervical cancer tissue samples and used as templates to amplify URR gene fragment by using specific
primers. PCR products were directly sequenced, or were inserted into vectors and the recombinant plasmids were sequenced. All
base sequences were analyzed by GenBank blast software to evaluate gene mutation. Results The positive rate of HPV16 in detec-
ted cervical cancer tissues was 72 % (18/25). 10 patterns of gene mutation of HPV16 URR were detected, the homology of which
were between 98. 67% — 99. 69%. Tree most frequently mutated sites were identified, which were G7520A (100. 00%),G7192T
(100.00%) and T7713G(33. 33%). Conclusion There are various mutation types and patterns in URR gene of HPV16 from cervi-

cal cancer tissues and were likely to be associated with the enhanced oncogenic potential of HPV16 and oncogenesis of cervical

cancer.
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merase chain reaction, PCR) 2% ¥ . = W% M2 B & 4% b8 % 17
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human papillomavirus 16;
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7122 T / / / / / / / / / C 16. 67
7126 A / / / G / / / / / / 22.22
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7173 / / / / / / / C / / 5.56
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7192 G T T T T T T T T T T 100. 00
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7520 G A A A A A A A A A A 100. 00
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FEFT KL HPV16 URR [ (7 7E £ Fp s AR 20, DA 5L 4

M5 A F R KRR, 18 4] HPV16 URR ¥ &4 T
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