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Data are means + SE

# < 0.05 v.s other group.
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AptamerfERENTE 5 2H 1+ 5 M AP EITOHEREER

aptamer(Operontt i)
#1(AGE2-aptamer), 56mer, Mw=17209.9
CCGAAACCAGACCACCCCACCAAGGCCACTCGGTCGAACCGCCAACACTCACCCCA
#17(Control-aptamer), 56mer, Mw=17239.3
GTTATCTGTCATAGGAACAGTCAGACTCAGCGTCGCAGTTCAGGGCACTTTAGCAC
EERICEERTT, BEERYTI2&Yaptamer NP IZBITLTVWEINELDEEE T2
A, THICRYEYTHY . REERFEICBITLTM
#1E#17DEFES &I T et Oprimers 5% &1 (Genosys#h)
AGE2-aptamer Forward primer: CCGAAACCAGACCACCCCACCA (22mer, Tm=75.9°C)
AGE2-aptamer Reverse primer:TGGGGTGAGTGTTGGCGGTTC (21mer, Tm=73.5°C)
Control aptamer Forward primer;:CTGTCATAGGAACAGTCAGACTCAGCGTCG (30mer, Tm=74.4°C)
Control aptamer_Reverse primer:GTGCTAAGTGCCCTGAACTGCGA (24mer, Tm=72.0°C)

Y] i H Hi

M:50bp ladder
I. &% 5.C57BL/6)
IL. 0.03uM AGE2-aptamerf¥ 5-1% 3wk

50bp— I 0.3uM AGE2-aptamer$® 5-#% 3wk

IV. 3uM AGE2-aptamer{% 5-# 3wk
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