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HWE EEEAEAMEEY EENA NS, S5RFERNANTEE Set, B9 A ASEFIMx. FEEANTR
AW . A SCiie T RVR EA R, EHR RecA/Rads] [KIFE FHALHI LA X Rad51 35 & I XT Rads1 A#% M Rad51 &
SHEMAMBEFRREESE S FIREN . N2 EEEASHRM B, Ka R TR FTRE L RRN T .

X8R FEEYL, RacA, Radsl, Radsl ET&EA, MY
ZRSES  Q51, Q341

[7] 75 £ 2H (homologous recombination, HR)/&7H
[ 58 G €00 A s ok G €0 AR (R A A5 L ) A . 7
TR 4 2 S 1) [ 95 = 20 3 38R B PSR A 1) R e £
IREEATFE R R A AT e, S8k AR g AL 22 RE
[F, HAbRUE T [RIVE G R B IE R 73 5. AEAR A
Mg 22 5 34 rh,  [R) R 25 41 45 XUBE B 24 (DNA double-
strand breaks, DSBs) /& %% [A] 52 I DNA Fl45 38 1 &
HIXAELMEE, Hifs DNA FIE S [E) 5 5 41 h8
PSSR A ) kL, R+ R R 2 I A E 0. DNA
5 AR B W) aE o 4 A JE DNA R i i
(non-homologous DNA end-joining ) /7 & &, {HIL
BE A B AT RAC. FEEABE 5
DNA & Wz LA, & —PNEREDT X
RO, 2P, AN EEEMH ., B
g RadS1 A 223 (1 Y Rad51 25 1 e B AF:

1 FEIREHEERIIE

WAECETHER T FIEEHNEARS . ERc
gy, TR B ZH AT e R T OUBE i R 12 B AR 5
(double-strand break-repair, DSBR), 1E it fe,
DNA XU 8% Wr ¢ ) 3 A 5 &= 4 & . A
MRE11-RADS50-NBS1 (MRN) & & ¥ & 5t 45 4 5
DNA XM 2, %76 IR CtIP #{ CDK i %
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WG 456 B W 8, R 5’ —3' 77 13 DNA 8 i
T, MRN 1 CtP &1F, 74 50~100 #% 1 B i)
3'-OH = H ¥4 DNA(single strand DNA, ssDNA) 23,
ATM #ll# CUP #1 MRE11 i& £, {2k 3'-OH %
ssDNA JE M. )5 B EXO1(5’'—3’exonuclease) il
BLM (helicase) -DNA2 {44 7™ 4 b E A FE 1) 3-OH
7t ssDNA, 41/ RecA/Rad51 7E ssDNA &
BB FEIRZF4E 22, I 5] 5 DNA SRR N [F) VR XU
i, JE R D ¥ (displacement loop, D-loop), 7E D
A, DNA R&HE ARYE AN DNA SRR, 78
3'-OH L5 5 DNA. XUEERT 155 — 4> 3'-OH R
i ssDNA, @i iR k4% D F4fi3k, DNA &/, &
1, JEH 2 /> Holliday 4514, )5, %4518 BLM-
TOP30-RMI1/2(TOPO3a:type I A DNA topoisomerases;
Rmil:OB-fold protein) fif &5 lif (resolvase) B I fil 1%
2 i hMUS81-EME1 il GEN1 438529, & 41 58 i
(K 1a). fEA L5038, [FYE 2 A] RE R BLA RUK
) 1) R 2K 2 B 1 5 (synthesis-dependent strand
SDSA), 3 3 /& X HE Wy ¢ i 58 — A

annealing,
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3'-OH R i ssDNA, FAHE D F3k, 12 Ak
Wi %L (1) 85 — 4> 37-OH Rt ssDNA £ D Ff P ZE fif
J&, 7E Topo3a-RMI1/2 fEFH FiB HH D 38, 53X
WL 25 =~ 3'-OH Z¥ HH ssDNA 1Bk, %5 —
A 37-OH H 55 BHT RS BAROM LE 1, 58 DNA XX
BRI RE S (B 1), A RAERT R DNA, DL
24 B R S ) DNA I, 7E W 28R A7 2 72 AR AN
H—> DNA XU Ko, 722 Pk ) o — i A1 A
FLH ANBE BRI DNA B 84 3 42 11 1 52 28 XL

BE, X FE R R — XUBE B a0 RE 15 T A
(break-induced replication, BIR). W% K fif f5 A
12 [R5 B e Ok % € FRARXUSE Y, B2 1] DNA i 4% 15
&, JEHUR) Holliday 5 HfiR B )5, S8 B HI XABE
(B 1oyt SR U W 3R AR AE SR Y, A i 3508 4
DIOREET 2R, XA — W R, T8 il i
i, N2 FIEEEE R G (AR XSUEE Y, B 1840 v
KL DNA 751, X4 DNA £ ¥ (rolling-loop) &
il AR e R A — R kL 1),

(@ DNAT WRIE  3OHJCMMILM WA WA, BCEHMIE AR Holidayjoin
—~ - T e N e S
(®) QDNABUR WBEITHR  3-OH RSB BEAEL A, Ak DIRREL K DNAFR
i JE
©) ﬁ&l _.\ ) ) i} ) _ _
— e — —— /— 4—1—-—-4—/—
e F i :

TUEEWTE  ShZIBEA 3'-OH R R BEA (R, BUXS, £ Holiday join fif# &

d

DNA T35 ¥ U i 2

— —

Fig. 1 Pathways of DNA double-strand break repair by homologous recombination
1 DNA WigHiREIREAIEEEN
(2) WUEEHTZZ EBIU(DSBR). (b) & MK B 138 K2 ZBE(SDSA). (c) #— WU T A 5 5 R I (BIRYE R Z i X. (d) #— MR 440 5

SR HME R ik

A AR R B A, U i 2R 5 A 7 A
HEELFY), HEESFH 08T DU R K
(single-strand annealing, SSA). {H'EA17] GEIEA T
Z Rad51 125, HILAEILRRA.

2 RecA/Rad51 EHfG

(7 98 L 2 s o i T B AR NAR L [RIVEC
X BB B, AL — B BORI B AR B A A, R
RecA/Rad51 FIREH. MWEZBIN, X —FKE
F 45 F A DR A2 AR % R <7 M. fE A8, Rad5l1

H 1 /™H R I[FJE & H (partholog)Dem1, 5 4~55 R A
JE 25 M (paralog)Rad51B. Rad51C. Rad51D. Xrcc2
A Xree3. B% B} Rad51 5% % [A] ¥ 88 © Rad54.
Rad55. Rad57. Deml 3= ZL7E Jk i 43 22 [F] 5 8 20
KA RadS1 FEDIRE, 5% R [FVRE A5/ RadS1
N FHIEVREAERE. BHAr, xR E TR O
1 RadS1 B8 LU R VESN, R 7E I8 20 24 TR IR
AP REEH, HILRBZHR I E S,
BLE — BN A, RecA/Rad51 % it 78 ssDNA
b, A TR 4E. X4~ RecA/Rad51-ssDNA
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25 M N T B 2 41 4 (presynaptic filament), &8 i Fifi
MR 3 35 58 6 R 7 (1) D B, 4l 3R X% DNA (double
strand DNA, dsDNA)Z%F 45 & T 5 6 2 245 4 S Ml
%~ DNA #4474, Rad51-ssDNA [&]J5 4 -1,
ssDNA 1 dsDNA 2 [a] /0 75 5 8 AN 42 ) B AMZ
TR, A3 15 rF, W4 EERE. $ 910
JEWEH RS 6, B BRI DUBTIE A IR =
AR () 77 sFEAT. BTG 2> 47 4k 5 9E [ U5 ) DNA
gihRAREN, REPRR, RS, #ERE
FIRBLFVE 5100, fE b4, dsDNA 5 i Bk 2 4F
e R FGE AT, dsDNA 43 1 5 21 4 4 i Ik
BOAT (2 A-T Boxh)t, (H I A G UEE DNA B
FEFEIRGE, RIS 4T 4EM UL dsDNA 2H 1 11 45 1)
FRIE 2> 41 4k (synaptic filament), IXFE 62 41 4t 45
FIRTIERTER S 204k E 2 A s R B, R AR 4R R
HARELE. FIBESLF4ER dsDNA 5, RiERE4F
LR dsSDNATE i SR, SRHE FEBE ATP KA,
HEROUEE A 1) EAMEE O AR ELEA S, W 5 3705
), BB oK, RPTIE S RUTE, B
B D 5K . a4 & DNA BV n] Kk 1
THg L%, HDHB(human DNA helicase B)gg ) 4%
4 DNA [ ZEf#H 03, ATP /K fiff 5 £ 5' %% 1Y RecA/
Rad51 fi# 5, A %K H H RecA/Rad51 £ 3" 3¢
Bc AT BE 227 4E, 49 Bh T DNA BE BT 5 28 #);
B 2P 4E N dsDNA S5 f#4 Hit A B T DNA 5 1
Bo st 542 e, DNA S ABE A8 it FE 41 2 ]
TREAS I REN, AR, RadS1 KIAME, DNA
[ Y5 (— KT 500 bp)#i K, D ¥R ssDNA
3'-OH ZEAHIE 5 R4 2 Bk vy 13

— Ui A PUEAREE, MR E SR
J8 8 40, W Srs2. RTEL (regulator of telomere
length). PARI. FBHI F1 RECQLS5 (helicase). Srs2
& SF-1(superfamily-1) 42 g i / %A BE R ik & A,
B C ui S5 H3I(Z) 400 N2 FERR) A RadS1 P3R5
A HAEF, Hil¥ Rad51 ) ATPase 35 1, ATP
KRS 3 RadS1 ¥k DNA 25468, 0 [H) )6 &
2109, FBHI (F-box DNA helicase 1)t +& 42 Ji fiff ,
Swis-Sfrl WG AT 47 4, FBHIBIAE, [FIHTE
Swis-Sfrl i = I, R Ik 2 £F 2 1) R DR 417 ) i A8 #6
SL, T EEAS e )R BT AR fE . B FBHI-SKP1
WOz, 5T PR IEEE TG OC.  ) ANE N e i
S ], FBHI & E3 £ 4 M SCF™ & &%) SCF
(SKP1-CULI1-FBH1) )4 43, # % DNA #iiz 3,
454 Rad51, 53 Rad51 #% SCF 7£ K58/64 i piiz

Fib, AHEEFIS DNA 454, #IRIIAETER Rads]
LF4ETE DNA B fr B i, ZHBRE A4 AT
ssDNA [ [#) Rad51, A A 24 ) [F] 5 210719
Swis-Sfrl E &Y R e th i HIE ¥, @it Sfrl i C
Ui 45 IR RadS1 AF4EAH AR, A& S5 DNA
FEAEH, {# ssSDNA B8 L HE 51 8 16 B T 2F 2 4l
R BRIEFENLE R, B T R NR S HERC
o 1920, BRGI #& Swi/Snf ATPase W B 7, #l
Rad52 #HHAEH, BRGI1-Rad52 & &4 RADS1
B4 ssDNA ) RPA, JB3)HEE A(ZR,

3 BRCA2 ¥t Rad51 BYiATS

A BRCA2 5 3 418 MK, H#HA 84
H 5 451 (BRC repeat), 2564, HRM 6
A E S HRE AT R ) RadS1 AHEAEH, {HE
SRAMFRFEAGER2, HA N2, BRC5~8 X
Bt BRC1~4 X By B A 22 € Rads1 404k, #E
7)) #4158 2 . BRC Repeat i 1T £ Ht (BRC4 Ny
FHTA)5 /5 Rad51 B4R & KB(FTTA) A HAE
F>1, JZ A% BRC repeat 5 RadS1 #H T [8] [ (1) 45 44,
8¢ Rad51 U F 5 — AN Ft i 5 F—4 Rad51 40+
RE. HAHBRBE AR ER, % BRCA2 FE
1k, BRCA2 Hl Rad51 AMBARIY HAT A, ##7RE
12 164 Wy B AR BAE FHR. David £ 2 #1578 HU
LS 3 DNA B #lE R, w2 M BRCA2 454
f) Rad51 Z5 [ #HABEHE®. BRCA2 it 5HTHEK
SAHAE AR A 4E 451 . BRCA2 [ N 3 Al
RPA #1 H {E . BRCA2 K C i [X 1 (C-terminal
region of BRCA2, CTRB)fgHl 5 % 1) Rad51 #H
HAEH, 45476 Rad51 W 544 a) g S 4b, B
CDK(cyclin A-CDK2)B 24k, S3291, BEIIX —4H
HAEH, 1M Cyclin D1 {£iF BRCA2-Rad51 #H B 1
i, FERS A f B ER AL ). 7E BRCA2 i C ¥
B 5 4~ 3 (OB/1/2/3. Tower domain Al Helical
domain) 14 Bt DNA 45 & 45 #)38 . L 1E helical
domain 1 OBI1 [6] ¥ 7 [fi /1 5 BRCA2 #l DSS1 K
FHEAEA. DSS1 2 — AWML M1 £ Dige Mk
H, FETEZANE4MF. DSS1 HiES RPAT0 T
FEH B E X A BAEH, 8119 DSS1-BRCA2 # 7]
RPA, DSSI #i{j ssDNA, Al ssDNA 3% 4+ 5 RPA
") OB1/2 f#HEHAFH, #5559 RPA #l ssDNA 145 &,
o Rad51 # #e RPAR, HEFGH13, BRCA2 )
£/~ BRC repeat fll Rad51 454, 1fi CTRB 45 & 5
%1k Rad51, BRCA2 @il CTD DNA &4 36 P K&



2016; 43 (12)

BAXR, &: RIREHIELARLE Rad51 HIEE

* 1157 »

BRCA2 5 DSS1 #HEAEA, 5] BRCA2 454 EIXL
BE - BB L AL 1 ssDNA (I dsDNA) |,
Rad51 454 ssDNA(FTiH Rad51 7F ssDNA _E I Al
# (nucleation))®>*. @ 1$ 5 DSS1 5 RPA #H H{E

BRCA2 BRC repeats

F1, RadSl # 4t RPA, 3} Rad51 7 ssDNA |3
e RS BT e 4R 4E( 2). fE H 4lifb i) 4= K BRCA2,
7~ DSS1 #5) Rad51 £ ssDNA 2L,

BEAC R, D YR . BRCA2

ATV A
2o Ago2 : Rad51C
— ) L e
RPA Xree3 t FENARZ, BXS : Xrec3
o : Rad52
: RPA
1 Ago2
Shu. : DSSI1
Rad55/57(D (. :CyeDI
L] l‘a — @ :Hor2-Mndi
I ' :Rad51B
MR EEY  Rad55/5 .
i : Shu complex
—W T Q) : Rad55/57
ad> HopZ—Mndlb - x  Radss

Fig. 2 Both BRCA2 and Rad51 paralogs and their roles as HR mediators
2 BRCA2 #1 Rad51 [FliR & B *f Rad51 B9iT

Jeyasekharan %5 P94 45 DSS1 45 & 7£ BRCA2
F, & 7 BRCA2 %155, £ BRCA2 [ C
Wi 5 N¥A5 5, L BRCA2-DSS1 ] A A% .
Rad51 fl BRCA2 # BRC repeat #H ELA/ER], fEd T
Rad51 M 55 . Rad51 SE R0 FRERK,
ANREANZ, BART DL, JEH BRCA2 45 &,
BRCA2 # 4 | Rad51 B H %155, Rad51 # &
fE 1% M . Rad51C 2 7] # B Rad51 A% L 1M
hCAS/CSEIL R B #% 5 RadS1 A EA/EF, S+
Rad51 #% i /K 710,

HoAth 43740 PALB2 it Rad51C F1 BRCA2 #H
HAEH, A PALB2- Rad51C-BRCA2-Rad51 &
EMAE R T RadS1, 33T 5 48 i iy (7)) 25 20 o
FE#1, PALB2 WD40 domain 5875, K S SRS,

4 p53 5 Rads1
p33 HXEINAE, DNA #i%is, RdtE,

s e EmR S E A, SEET. p53 5 RadS1 8
3l J Rad51 & EAH BAEFH T H Rad51 Rik, 4
il Rad51 Z&MC, i EH 2™, Esashi 25315 Ui,
S AL P S 3 CDK At 5 ) BRCA2 ¥ # b
S3291 WAL BEAIK, AIREERR 1k 1Y) BRCA2 A1 Rad5S1
MEAER, RIEA. F5% 309 DNA
s ATM, ATM F {55 2 W k2. — %
ATM 815 S4E 845 p53, S8 p21 #E 3B, p21
M # CDK [ 4 85 7% 1 (cyclin A-CDK2); % — %
ATM # B2 1k 3% CHK2, CHK2 % #2 1k CDC25,
CDC25 P sl [NEE T MusT, k2% CDC25 IR i
i CDK % PESRAL. 7 2% 28 f X #6530 CDK 1%
BRCA2 # 5L ui S3291 Wk, 40 E AR R4S
Wr % () DNA. 45 8 58 &2 78 Rad51 i 3214 {2 ik
p21 MIFREGHEEL ps3 848), AP dmiu e TR T

p53 A5 RadS1 AHEAEA, #M EAS, fie
HCMV A 1IE72 #1 p53 WA EAEH . 7E1E% HEF
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YR HCMV &35e, TE72 A p53 WA HAFEH, fi
3A0 p53 K EAE ) RadS1 R, 5 B9 75 4
WMEMANER. M TISG 4L, KAL) p53 Al
Rad51 /EF, IE72 F1 Rad51 YEFS, EEZH 3| e.

5 Rad51 FiEZEB* Rad51 B9iAT

Rad51 H 2 15 R [FJ§ & M (paralogue), ‘£
X RadS1 A T{EMH (K 2)02%. Rad51C o] GEF#
#* Rad51 o Fiz &1k, U DNABE 4K 5,
RadS1 A #72 Ak FEARM. Xree3 5o € AL 1E ssDNA
., Radsl i@ i Al Xree3 tH HAEH, W5l B H
Rad51 #| ssDNA I, [FH Xree3 ##t Rad51C, LA
A 750 Rad51 456 2] ssDNA |, X—idFEAT
e R A A E AL ENEHE 2.
BRCA2-Rad51 ' ] Rad51 W] G & Mg 74 45 & %
ssDNA 7,

Rad51B/C E & ¥t DNA 4 & 6 /1,
Rad51C {3 XU 5% DNA /5 f#, #EZ) Rad51 AT
BEHic xh (& 2), BCDX2(Rad51/B/C/D, XRCC2) ,
CX3(Rad51C, XRCC3)E &5 pi Bk 4 4k 13%
iS5ttt (HEAIn 2 5 A MG N DNA
5, BCDX2 5 IR i SRS EHC, 1M
CX3 i % % RadS1 £F 4k (£ 37 W& B DNA
o T4 Mrel 1 [FfiR)7E HU i 5 1 5 ) A5 i 2 )
HOR A .

Rad55/57 JE AR € ME &), A5 ssDNA K
Rads51 M54 6871, #Bh RadS1 B4 E] ssDNA L,
7 AR RPA K30 Rad55/57 W4 Srs2 9% 1,
fif % Srs2 X Rad51 £F4ETE st i), H#EZN Rad51
4 R™; Shu B A W (F £~ Shul/2-Csm2-
Psy3: AN SWSI-SWSAPI)H ] Shu2/SWSI1 /2
Rad51 3% % [A V5 %) . Csm2 F1 Rad51 5 Rad55-
Rad57 #RREAH HAEH, {H Csm2 Al RadS1 FI{E K
#iF Rad5S, 1Al Radss fI1FE 7T Radsl, B
Rad55 #f Bt Csm2 1 Rad51. Shu & & ¥ i i
Csm2-Psy3 # 55 4 B 5 20 {7 1 ssDNA I, it
Rad55-Rad57 5 Rad51 #HEAEH, Rad55-Rad57 5
Rad52 M1 EAEF, {2k Rad51 £F kgl Shae,
g [7] Y5 40 59 (B 2). PCNA (proliferating cell
nuclear antigen, PCNA)J¥ & [F]JH = R4k, 53]
[R5 2 /£ DNA |, 47C DNA #5/5 i PCNA #
INZ FZFES T (SUMOYE 1, ZE4E Srs2, 1l [F] 5
F; /F DNA $if5 47 55, PCNA # Rad5-Ubcl3-
Mms2 E2-E3 & &W1E K63 232 R4 1&1i 5 (K164

#% Rad6-Rad18 H.yi &b )5), i) TLS (translesion
DNA synthesis), %4 Shu & &%, #RJ5 Radss-
Rad57 ifijd Csm2-Rad55 #HHAER, #E3) RadS1 7&
A K DNA 85 F JE B Rad51-ssDNA £ 4 .
Rad51-ssDNA £ 4ELL HR {7730, BEATHERI R 1M
VIR, DI Ok G € FRLAA N BEAR & ik DNA, &%
o7 ERAR A A S, T DA R AR 3R AT A e
2 i Shu & & ¥ ( SWS-1- RIP-1 RFS-1) g )& />
Rad51 M ssDNA fi# 5, =& Rad51-ssDNA £F 45K X
BRI, EHAE A S T4, ik AR
REFEA b,

M BF Rad52 Y N 3ify 45 44 38048 & 58 T8 OHOIR 55
B, 11 MR ORI ER,  URA P 43 AT R PR A D
EWEIER, it ssDNA 4540, 5 7=
RARK) RPA KM BEAEA; 1 C 45 Rads1
MHEAERH. IXFE 3'-OH %t ssDNA — HJE R, 8
I RPA 454, 45419 RPA A1 E HI) RPA A LA
HAZH#, Rad52 Al RPA AHEAER, #i#] 7 RPA 1
4. Rad52 Fl RadS1 MHEAEA, 8 Rad51 54
#] ssDNA |, Rad51 ##t Rad52 il RPA, Radsl
A1 ssDNA JE R T BE 22 41 4k, 1E ssSDNA £ 247 14,
Rad52 7% A 4 Rad51 Z£4E 3| ssDNA |, 15582
Rad52-RPA-ssDNA 45 #4 , B § Bt 2 4F 48 4
Rad52-RPA-ssDNA H W, fEUGA7 &%, Rad52 @it
Al Rad51 M EAEH, TERTEAE 442 FIE K Rad52
i, RPA 454 33X FEH Rad52 I, JE i RPA
. Rad52-RPA ££7] LAHE Bh ssDNA N2, Fare 4
FT B 4 £ 45 5 e ok 1 XU BE DNA Fb 1) 3F . Ah
BE, AR T XU W 25 BE 1 3R 5 R kB
(K 2). Ak, A Rad52 5 % 152 4t B Ho A K] 7k
A7 BT E

MM Hl A8 AT A 7 R4
Napl FKEEHZHED ST HE, 4B Rads4
FHEAEAE, B HL, HI¥ Rad54 N F A% /ME
Y. MIMAEFE Rad51/Rad54 45 K [F] Y5 54107
Rad54 ] N i 5 ssDNA &5 547 55, C 44 dsDNA
45447 55 Rads4 #1 ssDNA I HJ Rad51 A8 B/ H
if, J% % Rad54-Rad51-ssDNA 4544, HgE NIR I,
Rad54 ffi3k dsDNA, F4547EE 1 dsDNA &5 &1
£, A dsDNA-Rad54-Rad51-ssDNA BE£x4E 1.
dsDNA 73 B, —4%55 5 ssDNA H Ak, TR I
B DNA, 74— 2% 4E B #b 8E 45 & % Rad54 1)
sSDNA Z5407 5. Rad54 SUBEMCAF) ATP BEIE 1,
3l Rad54 M ssDNA A iy 3’ —5'J7 [l s s M
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W 3" >S5 i3, B D MK 2).
73— i1, Rad54 %BRXUEE DNA 1 Rad51, B
1 Rad51 &5 dsDNA dEFF R 456, T i 2k A
HAFE™.

6 HithEB* Rad51 BYIET

HOP2-MND1 JEA IR — 4K, 5 Rad51 AHE
EH, 5% RadS1 MR B4, S0 S 1) REE,
IR 7E = ADP 261 T, Rad51-ssDNA £f 4 [ 2
SE A DA R AR S 45 & ssDNA, 171 78 [7) Y5 48 22 510 56
454 dsDNA, P 1k 9E A U5 ssDNA ) &5 & S5 10,
HOP2-MNDI1 # 3 ) C ufi A~ [[] X 3 5 ssDNA K&
Rad51 M HAEH, #id 5 ssDNA FIfERH,
Rad51-ssDNA HATHC 247 4E, N i dsDNA 45 545
PEiES, n45A dsDNA R RIJEAE %R . s s
2R 4k K D A IE (A 2).

DSB 17 55 A BT fig & AR I B s, 7R AR WUk
RNA, £ Ago2/Dicer il LJ5, 7= diRNA(DSB-
induced small RNAs), ‘& Al Argonaute (Ago2) #H 5%
Ik, Ago2 Al Rad51 t#HEHAEHEE &Y, B
diRNA 5 DSB 4t DNA H. b, {1 Rad51 47|
ssDNA (& 2), GEMIN2, — MR/ NMEAd:
MIRAMKHEA, A RadSl H M EAEH,
1| Rad51-ssDNA K73 E5, 3 Rad51 7 ssDNA
EtiET A

CAF-1 (chromatin assembly factor 1) A& 24 & A
H3-H4 7% THE4E, CAF-1 i i #5 51 RecQ helicase
Rgh1(BLM [FYE 2 #4611 D S g4k, #E3) Rads1
T B4 DNA Sl AR V)4, 4 CAF-1 1T
o AR ThRERT, HEShALE ARELE D K&
HH) DNA b, TR /ME, BAZ Rghl B &1E
Y, AR D 3 R PCNA, it 5 Rghl M H
ER, FHERITIRE, Ml Rghl () D Mg
TP,

7 & i

[ 9050 L £ A 4 A P A A B, O R I
P e SRR R L, PR T T R A4
WAHMAET, DNA 324020 W), A 225 22nf
FHEEAEEWZH DNA, LL5E K DNA #) 5 &
HAIE R 2L, BN, FVEEA SR
R R 2 FEvE . B4k, &K BL Rads1 AT
F AW BRCA2 RASFZIN RadS1 G HE, S8R,
Rad51 it & iA mhfit 77 Ak BRCA2 i 2 % [H] 5 5 4 1

FLmgeson i RadS1T131P 2848 S I FA FEIEIRSY,
FA & [ 7] f8 38 i Brca2/PALB2 5 Wi [ Y5 5 21 i
T2, 8 A% Brea2 1 Rad5S1 [H]f98 R7F24 T K
D6, U 7 M SR, (H I R A ) iE 1
SR ki S O IR AT 7/ e S T2 e LN == s 7
RVF % RadS1 B4z B8 A) 42 40 1) 551 B BfF 7 DA 3 iRy it
JE RO B I R0 54, miRNA
MiR-506 i i #8 [7] Rad51 $)11 [F] Y5 25 41 386 5 Ak 7 24
VIR BUBPET. w] L EYE A 5 N R R E )
BEZ%. RIEEHHTRKIALSR— B AT
W, ORI TRIRN AT T/, (AT
NFEMRE AW AR A R, i hsEF
TEREFE R Brea2. $2E [ p53 K 5% A& [R5 &5 0
Rads1 B9 7. i R BLH 0 & B a0 Ago2.
GEMIN2 Al CAF-1 %} Rad51 ZHRERIE T, EXF T
I CX3 A1 Shu E &Y% Rad51 FIThEEIA™T, DLK
FERFEAMLCAT N, A AT g S5 AH S ) 715 2
YREES, S BT RSE B Z RN T . AT
DLHEE, RS T B R E 2 A
HHAZS 5T Rads1 3G, & A S &m0
ik . SUMO M. 2 2= AL VR4 8 5E 2 (11
A, AT EE R DNA A SN 75 T an HAh 2%
MEEE ., SHl 5% RE S RIEEHMC. THExT
AR EHARATE T, — A T A

KB RecA JEE 72 A Rad51 JE K 1 H 2 [F]
PRFER, RAER ORAFIY, I CINAS B AL R
RecA [H]. HAZ FAZ AW H RadS1 [A) K 55 B AR
Yy Rads1 [E]F 40 AR . K B RecA FRIATE
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Abstract
maintenance of genome integrity and stability and closely relative to the human health. In recent years, there is a
great progress in this field. Here, we recapitulated four models of HR repair for DNA double-strand break, the

mechanism for recombinase RacA/Rad51 action, and the regulation of Rad51 by Rad51 mediators involved in the

Homologous recombination (HR) is an important biological activity in the cells, indispensable for the

process of Rad51 nuclear localization, Rad51 binding to ssDNA, homologous DNA pairing, strand invasion and
exchange. It is helpful to profoundly understand the HR.
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