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=V T EN, FleRPBABRINBEE SN2 oH D, —H, Ihbo7ueTrA 3 —8idEhE
N UEBBEEND Z LI K VIE LT D720, RNA T2 HWT U Vb7 a5 A %
FT—BEHETDRNA T T X~ — 12 ER L, 0 FEERAISE & LCTH LW DS AU BRI
EHIDOBFEZ 5 L CX7-, ABFFETlE, SELEX 1% VT DNA-PKes DV U gfb. 7 5 A % —i
PAZHKET D RNA 774 ~—OfER 2 A=, T b ORy| 2 kit — 27 = 2 TR,
DNA-PKcs & FRNICIRFET 5 ThH A 5 RNA i 2 EEE SR L=, 246 % U208 Mifar
WCRNT U RT 27 v ay DTS E A G L. EORRBAREZEZEIESE 550
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WFFE R SR DOBEEE (3530) : It is well known that blocking protein kinases related to DNA repair
machinery such as DNA-PKcs, ATM, or ATR enhance sensitivity to ionizing radiation (IR).
From this point of view, we expect that tumor cell sensitivity against radiotherapy is
enhanced by exploiting this mechanism. Protein kinases related to DNA repair machinery
are activated by being phosphorylated. Therefore we attempted making the RNA
engineering technology, and will develop new radiation sensitization medicine as a
molecular target drug for cancer. In this experiment, we are making RNA aptamers
against phosphorylated site of DNA-PKcs by SELEX. In this research, we produced RNA
aptamers specific to DNA-PKcs phosphorylation site. Furtheremore their specific template
sequences were analyzed by next-generation sequencing technology, and some that may
recognize DNA-PKcs specifically were focused. U20S cells are transfected with the RNA
molecules, we tested whether can increase sensitivity of radiation. In conclusion, we found
some RNA molecules that enhance sensitivity of radiation for U20S cells.
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