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methods was used to detect the affinity between the aptamer and HCV-NS2 protein. The binding capacity of aptamers to

Abstract: Objective To identify the aptamer of the non-structural protein NS2 of hepatitis C virus. Methods
HCV positive sera and the binding capacity of aptamers to HCV positive sera diluted in different proportions were detected
and compared with HCV negative sera. Results A2, A3 and A4 were obtained. The
absorbance values of four aptamers with HCV-NS2 protein were A1:0.263, A2:0.515, A3:0.427, and A4:0.339, which
were significantly higher than those of negative control (P<0.001). All of the four aptamers had high affinity with HCV-NS2

Four aptamer sequences Al,

protein; among which, A2 had the highest affinity with HCV-NS2 protein. The binding absorbances of aptamer A2 with sera
of 10 HCV positive donors (P1-P10) from different sources were 0.157, 0.145, 0.165, 0.140, 0.241, 0.129, 0.137,
0.222, 0.138 and 0.136, respectively, which were higher than those of negative sera (P<0.001). The binding absorbances
of aptamer A2 with 1:0, 1:1 and 1:2 diluted HCV positive sera were 0.223, 0.151 and 0.093, respectively, which were
significantly higher than those with negative serum (P<0.001) , and showing a dose - dependent manner. Conclusion
According to the results of functional identification, aptamer of HCV-NS2 had application value.
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