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Excessive cell proliferation of endothelial cells as well as abnormal
angiogenesis cause hemangioma. The inhibition of angiogenesis, thus, would be a therapeutic option
of hemangioma. To data, most anti-angiogenic drugs only target vascular endothelial growth factor
(VEGF) or its receptors. In this study, making use of the exponential enrichment (SELEX), we
developed 15 single-stranded deoxyribonucleic acid (ssDNA) aptamers capable of binding to CBF1 with
high affinity (Kd; 10-300 nM), named as Apt-1 to Apt-15. Among them, Apt-3, inhibited angiogenesis
through the activation of Notch signaling in vitro. Apt-3 may contribute to the development of a
novel angiogenic inhibitor.
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[E1] (A) HUVECZF ALz E# &£ 7 vt4 (tube formation assay, n=4, *; p<0.05), NC-dA30: control aptamer,
(B) HUVECZ AL = #IRIEFE7 v £ (WST-1 assay, n=3, ™; p<0.05), NC-dA30: control aptamer,
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(2] (A) CBF1#5 &DNAY 2= — LB LUCBF120 /S 2 E D FEIRIFZELL7LY (HUVEC)., NC-dA30: control aptamer.
(B) Apt-38LFB(C L) CBF1 FRMOHEY2MmMRNAZ D 1E00¢ % (HUVEC, n=3, *; p<0.05), NC-dA30: control aptamer,
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