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The role of Ku protein in the development of carcinogenesis and potential strategy for
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[Abstract] The vital role of Ku protein is implement for DNA double strand break repair. Abnormal
expression of Ku protein contributes to the development of carcinogenesis. The scientist are trying to enhance

radiation-induced tumor control by inhibiting the Ku protein and have shown promising results.
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Ke EATEN BB EEZBLY, SR REVFE
IASREY Ke BENEENE: OERRE-R
%, BETHH®E; @ Ku BEARB _BAMAEK
kR, BRERESWES Ku70 1 Kug0 Bk
EFEARANER, EHBAHH MARRARH A,
HH %t DNA ) DSB B84 W &g e—
A EA (homologous recombination, HR) 1& & #IE
7] ¥R 3 % 4 (non-homologous end-joining, NHEJ) #
g, BURES, KuEBARSHALERRH
FEERAMK, NRAMY DNA BELY, Mess
BOERAREE. ¥ DNA SGHR 0, %%
R B b g 5 S D . KuBO R R Y
NHE] BH B T, BEMHBEERNESR
HTHE, BTEMAZARERAMRE DSB K5
H9 NHE] BEREFEM, K BEAXNTFERX
o iy B R 40 8 T ol AR R A S T R O T A 4,
7£E DNA BRI BH, Ku70-Ku80 R _F &k
B & WAL 2 F BT R = 4 B FLIE fF DNA JE 88
BetR o Ku70-Ku80 98 ~ B k4 & R EE# 1T DNA
&5, H L% DNA-PKes MIFE TR Z X —)
fE. XH, DNA-PKcs 1 Ku70-Ku80 R —F kA
BT DNA B R Rz B & &1k, ¥4 DNA-PKY,
Ku ZE F1A] LA DNA-PKcs 5 DNA K3 695 71 17 3%
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0 100 4%, {E2# DNA-PKes BRES, HWHAT
DNA 8%, 7 DNA BRI B+ Ku EHHEK L
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B R DNA EEY M X FHRBE L L E
& 4 MiEE e

2 KuEBEEMEREMHXER

TR A DNA B934, WAXBREALE
FERTHRE ., DSB ZHFH—F DNA H145,
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Z DSB B HWAMZ S KE DNA B, DSB HA]
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REVE, AHUBEREL, FERRERBEN
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SE . SR RG B 5 BRI Y,
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(iR

KuBARZHEZOTSIENREERE. BE
o0 M3 B3 AR AT A Ku70, Ku80 B BFH & &Rk
EBEARENE, XHEBREKBTELRE2
(cyclooxygenase-2, COX-2)HLHl. COX-2 K= I
543 % E2 (prostaglandin E2 , PGE2) W/ 4MISE T,
B LA R A AR AT ER, B

4+, PGE2 AIiES ABEM M Bel-2 ik, 1BHEM
B AR B ARAS AT A Bel-2 F Ku80
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Ku80 M IEEHALKAEE, XLHFERH, COX-2
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RNA fEiHI SRR M Ku70 BA KL, FSa-ll 44
MRS RN,
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7R Ku80 B RA T RSB E,

B, AEHRHEAMH Ku BEAEHKLE
BEBEER, ZELREEHELRARNE,
R R E I E —RFIkR. FINERSARS
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