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[ Abstract] Objective

binding protein 2a, PBP2a). Methods

To screen and identify the aptamers of the recombinant transpeptidase domain of PBP2a (penicillin
By using the recombinant transpeptidase domain of PBP2a as the screening target,oligonucle-
otides which were capable of specifically binding to the protein were screened by a random oligonucleotide library through the stem-
atic evolution of ligand by exponential enrichment (SELEX) technique. The ssDNA was cloned and sequenced, and the secondary
structure of aptamer clones was predicted with mfold program. Results After 11 cycles of the selection, the aptamers which were
capable of binding to PBP2a with high affinity have been selected. 40 clones from the 8 and 10 cycles were selected randomly and se-
quenced. The aptamers obtained had no obvious homology according to their sequences by the sequence alignments, and the 40
aptamers were classified to three groups according to their secondary structures. The aptamer 13 was found to be specific for the

target protein with the highest affinity. Conclusion Aptamers for the recombinant transpeptidase domain of PBP2a with high affili-

ty and specificity were successfully screened by SELEX, which lays a foundation for exploring new ways of diagnosis and treatment

of MRSA infection.
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R RS O S X 5 A AL B ssDNA §73 7% 4: dsDNA
MRS, (2 LLE 4 PBP2a B (U8 96 FLAR b . R &
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30 °C 45 min 0, 2 1B VG T EEAR AT E Auso s

1.2.4 gk 507 Bo@ BUR S5 08T £ 8,10 R0 v 15 2
i ssDNA, % PCR ¥ 1 1%, dsDNA, [l i 4l ik )5 i% pMD19-T 3§
TR A ) & Pkt 20 A~ SE R HEAT BV PCR 11 45 7€ K % 58 1
Ty i T V& R b sl B A A PR mIIN R . ARSI R 45 2R L B
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HHE R ST AR SE W 6 min, W A0 E B A T (2O B S mL KA
G UREIA 800 nmol & Bl FIR 4, #H &5 H 240 BSA HH £
AR IR E AR 4 CORAE R . B 2 KU, 15
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*1 ZRIFER ssDNA HERK PBP2a G £

i s B PBP2a i 4 & SO tRNA ¥
(ng) (pmol) (mg/L)
1 500 1 000 0.00
2 400 800 0.15
3 300 800 0. 20
4 200 600 0. 50
5 160 500 0. 80
6 100 300 1. 00
7 80 200 1. 00
8 80 200 1. 00
9 50 100 1. 00
10 50 100 1.00

11 50 100 1. 00
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