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DNA-PKcs + 5 1] DNA #i {5 1&8 E R 45, 145 s 4
J X5 BT AU . 17) DNA-PKes 3 [H ) sShRNA &
N7 55 1] % pAdeasy-shDNA-PKes FF 8 4241 ffl f5
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AT (AU AL, K S 0T AL TT IR R L,
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