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[Abstract] DNA double-strand break repair pathway is one of DNA damage repair pathways. DNA
repair genes can repair DNA damage, maintain the integrity of the genetic information and inhibit the forma-
tion of tumors. There are two mechanisms—non-homologous end joining and homologous recombination to
repair DNA double-strand break. In this review, an overview of important repair proteins of non-homologous

end joining and homologous recombination pathways was introduced.
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DNA 3 &5H3L(DNA double-strand breaks,DSBs)
F& SR HE DNA 737 [ B9 SR SR 7E A X o B BOHE SR 4K
MRIEAL R R AE RTINS, RARAETERERLGK
F E&UHEE DNA iz —. WHMBEE R
KBRS 5HBRBEE B DNA, DiERE
VIR R B EA R IRZH DNA RAGE
R ARMBEESAEERER, WARETEHR
R MM R, Hit, F#hK DSBs (BE7E4
FrEYRRERES T ERE T EEZNIEM.

HETE A MMYLH S5 DSBs KIER, —F
RAEREER 55 ZEHE  (non-homologous end joining,
NHEDBEHLH], HHLH EZET DNA EE
VEFI# kT34 R) DNA WU EHTEERR; H—FE
[A] Y5 2 20 (homologous recombination , HR M&E L&,
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AL 3 2 2 A F DNA FF 31 18] 59 =) 38 44 5 IR 5
DSBs, T A 3% B % A E 4 A & A B E 73 L7 51
¥R, NHEJ #1 HR X Fif DSBsf& & #LHI#R 2
ZMEEEASYS, 3L RNME TR, 3t
[ 43 40 M B PR 4 AR e 1

1 DSBs B){EEHLH

1.1 NHEJ #EFHLHI

NHE] i@ 1 DNA % 855 1 B AE RS W m
DNA XU%EHIEZREX, ZWFL3NY40H DSBs 1
HEBE AN, NHE] FEEZENEFEFT,
HAE A DNA WRAENRENEEY, EHE
% H: DNA Wi, ®HERMEBRES#E, R DSBs
PORBEAKER . B & 5049 NHE) & 7% 8 5 #h i
e, EHIRFHI] LAKE . NHE] W REEHE3E B b
e, XFEE A RERTHRE. HEXTR
A PRI F A EIL AR, BRI
B AT HEH ANLESES DNA BOFS b, DA E N
HE, NHE] FRA e, ®Hah /& DNA
fEASEL, XFIERESAEN TR, F
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AEMHBE 52
1.2 HR HYERNLH

HR B EBFE R R B FF EAMICN, AR
W RKEEMA DNA o+ FHEMERG, R4
19 DNA BRI XS AZ T BR 17 57) A 250 S A R) =
RARML. 7E40TE . WERN(AFBES S, HR BIEHHE
Hi#9 DSBs BER 130

HR B FRITRFFFUR IR TAA R G o s fh | R PR
GRS DNA ERFSI, BHEOL T HR @S
PIASERE S TR 2 B Y, HR ERPLH
5343 % . (ODNA Hithii siiim LA s, Q%
RAMBE S K; @Holliday a4 M1 55 i
B, HR IBHREMEBEONSS, 15 Rads,
Rad52. Rad54. i&f&PEFLARIEF IR SLE 5 AL A 1
(hereditary breast and ovarian cancer susceptibility gene,
BRCA1). BRCA2. Rad51 [AI%#)(Rad51b.Rad51c
M Rad51d), X SHERER L HAMERE 2 (X ray repair
cross complementing gene 2, XRCC2), XRCC3#1 MRN
E4 1k (H Mrell. Nbsl F1 Rad50 3 /N 41,
MEFRBEE &K%, BT LREES S5 HR K
BH, BAKES SR 3hH 0 R0 F40 R A S A
M4rF, 1135 DNA WEBEESRE, MBHMEY
TS EE O 8 28 28 B N (ataxia telangiectasia mutated,
ATM) . EHMEY KT KRB RN Rad3 #
FHEH (ATM and Rad3-related, ATR )l DNA #KifiZE
F##F (DNA-dependent protein kinase, DNA-PK) .

2 B5NHE] BEHNEQR

2.1 DNA-PK

DNA-Pk R—MERZE R | FEREH B,
BT BEEBLALEE-3 EEEMEMRIK, &2 5 NHE] &
EWBREENIEEA. DNA-PK 1 3 MERSA
i, 41—~ DNA-PK #{b I & (DNA-PK cataly-
tic subunit, DNA-PKcs) M1 %4~ DNA &£ & W5, B
Ku70/Ku80 5 B {Akm,
2.1.1 DNA-PKecs

DNA-PKcs f2 NHE] # B EEMELOR T, §
FLMZNETES (0 P53, W40 E
H4% )RR, X, 6. EAF DNA KiEE
B ERY, DNA-PKes BB B #:5 DSBs Hiithist
HEE DNA K4S, BIEA BWLER/HE
FREETEYE, WA4 B SBiRRML, MMEmEBEINEE

Yo FRIM SR AL, A8 R v RSN R T LA
B XU DNA WK, 52/ NHEJ 8% . DNA-
PKes B S#MRAILRZEQENM T DNA 510 S A
XM E B TR
2.1.2  Ku70/Ku80

Ku EEHMAFRRET— B HREREE EK
WREFE:, S A SRR EE WM ER
B, FTZHEETHAIDAREN. Ku EAH
Ku70/Ku80 7 —R{KH K, 2 DNA-PK WA s, F
EIRERZS 5 NHE] BEVLHIE K DSBs, Ku &
HEEIRE 455 T DNA B34l , #3F DNA-
PKes 4+ F5 DNA 454, Ku 5 DSBs W& & 3HATE
BEHMEARETF, 7 NHE] 9, BiERFERNIF
%45 DSBsK i, HAEHREANG R 5HKE
BEZZEM, HAh, Ku ARG mAL S AR E
GIEREA V (D) BHMREREERERSET
BEhREFEEFEA.

XRCCS EEZW R Kus0 EH, xrs-5. xrs-6
1 XR-V15B ¥} XRCCS HABEMMER ., BHAR
£, xrs-5 Ml xrs-6 A MR B THLZ 445 Ku80 1Y
XRCCS #[H, DSBs MR RESBAK, HILRHTE
B T 448 Ku80 cDNA 42 3] xrs-5 Fl xrs-6 40
MIRRIG, xrs-S GMERERS Mt RZERER V(D))
HHBERNRENEINMIE, xrs-6 405 XH4E 8 7Y i
A8 IR,
2.2 XRCC4

XRCC4 EHR—FEBRED, REATL
REEEBVERATERESGY, 7 NHE] $#
DNA-PK 54, £ 5 DSBs 5", XRCC4 [ 5k
B B/ BUEAS 40 B B T DSBs A IERR RS & 1 53X
FERGFET:, [FIBSERFA4EAE R A SRk, e
AR EMAGEEEREE V(D)) EAZMEER,
FHZEE R PET DSBs & 5 68 /1 B X & 5T
BRI XR-1 =AM, REM 40 FK1S DSBs &
B IReH B HoAR A U,
2.3 XRCC7

XRCC7 EF R M F DSBs 5 EE, HHpmB
=¥ P350 B, & DNA-PK AR Ha, &
NHE]J Hiie & EEAEHY, SUSRMMERIN V3, scid,
irs20, SX9. XR-Cl KA K XR-C2 %K DNA B 5
BREG TR BLH N B AR U, SRR E
R, XRCCT BE X Gl fa 40 i R R 0 X%
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Wi EEMERIRED V(D)) BEHBRRKE, HiTX
N B H DSBs 18R 5 F 58 5T BURL S A 46 i
HijE, H DSBs NEHEE R K BERM, g
S Z R B RE .

3 85 HRESEMNEAR

3.1 Rad51

/B Rad51 25 2 7EFLSh W 40 i &2 TR
F— A HRAHXER, BEX LT AR RadS1 &
H(HsRad51), HsRad51 5E2fE Rad51 0 FIE MR
15 83%, SKMHHFTFHE RecA B AWEIEMEE 55%.,
HsRad51 REZEXL N K uGJE AL 5B FE Rad51 F1 RecA
HAMRMREARRLZROBWE, HUSES
DNA 73 ¥ . 7E A4} DSBs 19 HR & &
Rad51 EHFE[E4E Rad51 1 5 4 RadS1 Rl &%)
(XRCC2, XRCC3. Rad51b, Rad5lc Hl Rad51d)]
B3 HR B EH A TSR ANRE Y, &
L& R AR 7% DNA B4R E N, RadS1 &
HRIKKF RN R e R R EREE, 3
e R (RGN R R B A A R

Rad51 2L LA DNA 3k 5 525 1 5] U8
DNA JHEREEFATHE B 5 5 B 00 KB/, 24 DNA
PR 38T, RadS1 AR XE, i
Rad52 513 T, 5 DNA ZBWALES, BRE
& F DNA 3’ 3ifY Rad51 BB %, RadS1 BEH
L2 R— AR IR RS, ML TR
B, {EZH DNA B3 A [R] VR AH ok Yy £8 {4 i /) VB
FRolr, FERGEEWTRERAL, 2R MIRE DNA
REETER—1 D 5 L, LAFITF DNA
WA ER AR, BJ5 WA HEE > A& F
HHETE Rad51c-XRCC3 B, Rad51c BIVEF T HE,
3.2 XRCC2

XRCC2 2 HR BE B H RecA/Rad51 i —
MR H RS, HIhAER R Rad51 530
L) DNA £ 30, XRCC2 5 RadS1b. RadSlec.
Rad51d 5 2IE MW E &Y 5 548 DNA I WL 4%
DNA #4%, {24 Rad51 15 DNA B SUEKT BN 15
e Rad51-DNA 422 % AL, /£ HR BE 1R
B B R AR,

XRCC2 FRIBK P AT REAK HR B E W Ew
AR5 HA E B R %1% K DNA G2 & 2 fH
B, IREEANARE, SR s

A FIR SR, XRCC2 EHMFB KT 5B OE
F Rad 51 P4 8tfG, T3 DNA RGBAEG B
2, I B & W3 AR m AR A fa kR 48
MR, FRAEI, SRARMIEHRAEL, XRCC2
FHR KK R4 53 DSBs 5| £/ HR B &
THEEREML 100 2%, (HYF K XRCC2 M FRE:
Pja, HBEERESNRT = EHEE A K F,

33 XRCC3

XRCC3 B 2MiFLsh4 P EZE K DNA BE 3¢
W, £25 DSBs Wit i P REEMRH., £
DNA B 3 H, XRCC3 5 DNA B4
454250 Rad51 A0 EA S SRR R,
XRCC3 M IWE SRR AR E L FEEM . Wi
IR XRCC3 H: H 4% KL FBEEEF Rad51 RERE
H, EEENAREE LREFETEENIEA,
XRCC3 #:F BREE A Z irs1SF XF 27 DNA #1455
EHBUBRNER, BEARNBIERRENE, £
NRBERBERETE, YAHKE XRCC3 ki
G irs1SF A0HUJ5 , W7 LUK S8 5TRT DNA Z8BER
TR VSR S BIBF A RK Y, 4RRRA N BRI E
A Rad51 B9800 5,

34 BRCAIl

BRCA1 2 FHE i 30 B F AR BRI Sa e 4 By 48—
A5 R LIRS A0 S A X A BB . BRCA1
B ORI R TR ST 4 AR A o
RGN B E B, B 5S4 R Th
REMTEOMELSS, S54RAY. ZENER
. PR R . DNA BRGBE . B RIEN
MANHIIR T2 R 24 P2 ThRE,

BRCA1 EH BB M) 5HAM DNA BER G
MHEAEMNZ S DNA MR, Sl s
ML H ¥ REZKFEAN S DNA WHRGBE., 4
DNA KA, & %ch DNA Bl E a8
MHH R EBHES, B ATM-ATR-GINE [ 244
%, 1/E BRCAl M5 T, SMBERARE Sk,
R E ML BB E A HHATE R . Kb SR
BRCA1 H H & & 447 5| & BRCA1-BRCA2-Rad51-
WA B KA M B 4 D2 B P %4k . BRCAI-
Rad50-Mre!1-NSB1(NSB1 KN [EEEHBE E LK)
PGER{A . BRCA1-MSH2-MSH6(MSH % DNA 48 fip
BEEARK) =R BRCA1-Bloom &4 EH
W
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DNA #i#55/5, BRCA1, BRCA2 F1 Rad51 [FlRE
£ 2 DNA SAER AL HITIBE . MR BRCAL,
1 BRCA2 #1 Rad51 B{ A RETE R B E #1T7 DNA #1
e 5 . 7€ BRCAl EEFAHKR MMM, H&
¥ 'S DNA #i#5i/5, BRCA1-Rad50-Mrel1-NSB1 3
FEEREEERE,

4 RE

HYI1K DSBs B 2 w4 ar B E 5T UK
#lo EidXt DSBs 18 ZEBHLHI BB, B
DNA iR EAAKB AR, FE T AMNXT
DNA R HLH RINEERIINIR. TRABFR DNA B8
HEAWMTEARRFE WA MEER P REER, &
BF#—2 THRERNRESBMEZE LR
B, GRERIGS T IREE SRR R

$ % X W
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