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Abstract: Objective To research the intribution of 23 genotypes of human papillomavirus(HPV) which was well known as the
HPV DNA was extracted
from cervical tissue samples of 47 cervical adenocarcinoma patients,normal cervical tissue samples of 100 healthy people were col-
lected at the same time. 23 types of HPV genotypes were detected by PCR and gene chips technique. Results The total HPV posi-
tive rate was 93. 6% (44/47). The rate of HPV type 16 and/or HPV type 18 infection was 85. 1% (40/47). The rate of single type
HPYV infection was 27. 7% (13/47) ,in which HPV type 16 was predominant, with the infection rate of 14. 9% (7/47). The rate of
mixed-infection was 66 % (31/47). There were 6 cases of mixed infection of HPV type 16 and HPV type 18, with the infection rate

major cause of cervical cancer in human and its clinical significance in cervical adenocarcinoma. Methods

of 19.4%(6/31) ,which was the predominant mixed infection types. Conclusion HPV infection appears to be a major risk factor

for cervical adenocarcinoma. The predominant genotypes were HPV type 16 and HPV type 18 in cervical adenocarcinoma. PCR
combined with gene chip technique can detect multiple HPV genotypes in cervical tissue samples with high sensitivity and specifici-
ty,which is useful in the diagnosis of HPV genotype.
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