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Figure 2 Quantitative analysis of the binding acitivity and the priming activity of the

SEL EX-derived apatmers The results are given as means+ SD from three independent

experiments, each determined in duplicate
A. The relative binding value (RBV) of aptamers: the invitro direct binding activity of wt & for Pproteinisdefinedas1,

RBV isthe ratio of the direct binding activities between aptamer & and wt & ;B. The relative priming value (RPV) of
aptamers: the invitro priming activity of wt & isdefined as1, RPV isthe ratio of the priming activities between aptamer
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Figure 3 Secondary structure analysis of the 9 round SELEX-selected aptamers
A. 12% denatured PAGE for nuclease probing of wt, S1 and S2. —@indicates RNAse A cleavage site; —-» indicates
RNase T1 cleavage sites; —indicates CL3 cleavage site;B. According to the results of the in vitro priming assay,
all aptamers are divided into two classes,Classe I and II. Classe I includes those aptamers with positive priming ac-
tivities, and classe Il negative priming activities. Structure analysis indicates that all aptamers of class I contain

bulge element but those of classe II lack it.
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An Undamaged Bulge in€ is Essential for Initiating Priming of DHBV Reverse
Transcriptase

HU Kang-hong"? ,FENG Hui' L1 Hui'
(1 State Key L aboratory of Virology, Wuhan Institute of Virology, Chinese Academy of Sciences, Wuhan 430071, China;
2 Institute of Molecular and Cellular Anatomy, University of Regensburg, Regensburg, D-93053, Germany)

Abstract :Previoudy , we have established an€ library and selected out a seriesof RNA aptamers with high-
er afinity to P protein based on the invitro Systematic Evolution of Ligands by Exponential Enrichment
(SEL EX) in duck hepatitisB virus (DHBV) system Inorder to study the structural elementswithin thee
that is essential for initiating priming of HBV reverse transcriptase (P protein) , all selected aptamers were
subjected to invitro priming assay and RNA secondary structure probing Wefound that all those aptam-
ers supporting priming had an undamaged bulge, while those lacking of the bulge no more support prinr
ing Our results suggest an undamaged bulge within & isindigpensable for initiating priming of P protein
Key words: DHBYV ;reverse transcriptase§ ;bulge
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