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Abstract:Objective To investigate the clinic value of thinprep cytology test (TCT) and hybrid capture2
(HC2) in the screening of cervical lesions. Methods We collected 3 865 patients from the gynecology clinic
patients of Shanghai Pudong Hospital during August 2014 to January 2015, selecting 540 patients who under-
went TCT,HC2 and colposcopy and biopsy surgery from those outpatients. We set the results of the final his-
topathologic diagnosis as the gold standard to assess the value of the two screening methods in the diagnosis of
cervical lesions. Results We set the terms of pathology results to pathological examination —=CIN | as posi-
tive, the results of TCT as ASCUS and above were the standard for biopsy,and HC2 positive as the standard
for biopsy. The sensitivity of TCT detection in the diagnosis of cervical lesions; 70. 76 % , and specificity;
36.51% , positive predictive value:46. 39 % ,negative predictive value:61. 67 % ; the sensitivity of HC2 detection
in the diagnosis of cervical lesions:94. 49% ,and specificity;44. 08 % , positive predictive value:56. 74 % ,nega-
tive predictive value:91. 16 %. If according to HPV DNA load(pg/mL) five groups were apart as follows:<C 1,
1—<C10,10—<C100,100—<C500,500—1 000, >1 000, the pathological examination results in detection rates
in each group were 8. 84 % ,44. 44 % .44. 86 % ,69. 88% ,75. 76 % ,70. 43% scompared between the groups by x
test (3" = 129. 91, P<C0. 005) , showed statistically significant. Conclusion ~The sensitivity and specificity of
HC2 alone was better than TCT alone,and in combination of the two detection methods can significantly im-
prove the detection rate of cervical lesions,and with the increase of HR-HPV DNA load of cervical lesions the
detection rate was significantly increased.
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