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RNA interfere DNA repair improve the radiosensitivity of tumor cells
MR, P LR RAA FI (AR FHBSLER MR, #d #M 421002)
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DNA Kr%d o fRmis e 58425, 4 DNA #it
tils . S ARRHBERGEHTEE " BE R
TEAHEBE WEVREE . MR BEE
SRR T O 4 0 32 B DNA BURE 7
( DNA double stranded breaks, DSB ), ¥ & By i& 45 3
FLRREEWT 45 5 A5 L DNA (K58 G
( DNA dependent protein kinase, DNA-PK )& F )9
[ P& P R % % $% ( non-homologous end joining,
NHEJ )& 5, Ft DAL 3% 02 o0 6 41 i 455 7 5K 0E 28 48
( ataxia capillaries expansion mutations, ATM ) F£[H &
F A9 [A) Y5 2H 22 ( homologous recombination, HR )&
57!, NHEJ 7E AN 40 i (¢ DSB & & e 24
MM, 25 NHE] B4 M F 25 Ko Rk,
DNA-PK ) f#£ 1k W % ( DNA-PK catalytic subunit,
DNA-PKcs ), Artemis . XRCC4 25157 3o 75 ] A8 4%
A MU G DSB B, Ku80 I Ku70 . 843 71
IR A, 153245 DNA RIm&s &, #% DNA-
PKes, 515 XRCC4 #1 DNA 4L IV AU A1k 5
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i, SE B AN HR B W K A
ATM Rad51.DNA #2145, & DNA HAS 18 52 07
7 SRR IEIN T DNA W 2R S , 5 R A
DNA 3’ R, i SEHIENR A 7 746 R 2R E
FF P4 DNA BBERIFE AT BRCA2 S542HE Rad51 &
BN F 5 P EE DNA 255 B & H 22, Rad51 5]
%A A 2P [FE DNA BiFR Tk DNA £5 /Y1
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TR ik R 2 5 il ) ) 0 0 B2 S AR, 5 XU
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3.1 RNA Fik Ku & & 5T 05 808 69 %ol
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KU W7 24 5 1 (16 21", 5 DNA-PKes 3t [ 28 1
DNA-PK' "' Shintani 2 2 % 1 JF 6l 588 40 Jfd ik 79
Ku80 fYZRIBATHEAT AT , & BAS [ st S e 1)
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A M 00518 52 68 7 W REALC, T o8 ke 200 e X s S
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Ku70-4 Wi ¥ 7 51 422 6 i siRNA J5 20 00 i Y &2
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L2 L S B A T 2 R [ 1 D 1 R 6 B
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QLS EAT T Ku70 ZE B siRNA BETT, 0 2k H
TR 5 R B 2 A Ku70-siRNA, #5463 shRNA
Y Ku70 () RNA T 302K, 55 Y% Hela 4/
et XoF S 2 BRSSO O B R R (P <
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3.2 RNA T3t DNA-PKes %538 SR M 49 % v
DNA-PKes WFR N DNA 1AL 11, J& PI3K %
W, AR TR0 i A ) U8 R 46 2 b B R
VER®' . BP9 ) 2 W], DNA-PKes (955 534 i ] fiE
R E SR RN 22— M, K35 DNA-
PKes HY3k S0 iR 6 0y B 40870, IR 38 DNA-
PKes IS0 R 41 B8 A 5 0T 5 8 1 B A A 1
FERS L EXT RS R R R S A
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3.3 RNA T3 ATM 3k SH8 R P 8 % v
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HOATM EE sk M R ik HR BB B &kt
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H AR R 0T AR S BUR P 2 RRE G, AR A BE
P i R A0 i Y DNA 005, i Hes 42, 51
DNA BURE Wt 2446 5 Bt K 40 B ) 1A 5 AR T8 2, DA
HERAE IE B 40 A0 T, BRIk ) oy s A B Y.
VRS il S X ATM Z A% BRI ATM 23k,
BT il R A1 e X S YR T B BRI . Zou
SO ST I BRI ATM R SCEEAZ IR [ ATM
(R IR A , 0 6 R S5 5 0 A A A il 2R 24 Sy i 240
JL BRI 1A%, B S T Sk S0 9 200 X B 4k
AR RO . [RIARE , DR DU AR 5 0 5 [N 8
B miRNA oligo J7¥41 A4 T miRNA Juk B HoA 4y
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F14) 248 B4 B 7

AN, B DAN-PKes . Ku70/80 ATM %5 3% DNA
R OHE B L SR A Ah B AFE K 5 DNA &
A2 AF DG %) S5 R R PR BB % 5 i 200 L % e S Rk
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W] Rad51 MRERESE et LNCaP 40, 255 Rad51
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PR BN E RS N T 40% ~70% . Artemis 42 H Bij
WFSE BT T NHEJ 1852 507, XU 2% B yg 40
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(AR P , B A1) Artemis FiE 6% 3 5 988 Xof Tk ST 174
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