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TR

JT4F, Zinc Finger Nucleases (ZFNs), Transcription Activator-Like Effector Nucleases (TALENSs),
Clustered Regularly Interspaced Short Palindromic Repeats (CRISPR)/CRISPR-associated proteins
(Cas) E\Vio7z7 ) LiR&EY —VORSIZL Y, WHIEMETOr /) ARENELSER L. 2
NHOY =ik, 7/ LA OFFERY 2 %% - Bk L, DNABRGZFH T2 LTy a0% %
WHEIZ T 4. DNAEHOME IS U THE O DNA BERE SR L, ZOBE T/ AR5
AT HZ b, 7/ Ai%lE, o0& % DNABEENZFH L CERWIZT /) & 2%
THHAMTH 5.

AETlE, RENZ DNABERE L, 7/ 2fE Y —VIZ X > THE S LD DNA HEEMEE
BHE AL CT /) A2 0T A OWTHFT 5.

¥—7— K :DNAWIE, 7/ &fit, CRISPR/Cas9, =v 71—+, #IZFIHHE.

Abstract

Recent developments in genome editing tools, such as Zinc Finger Nucleases (ZFNs),
Transcription Activator-Like Effector Nucleases (TALENSs), and Clustered Regularly Interspaced
Short Palindromic Repeats (CRISPR)/CRISPR-associated proteins (Cas), have facilitated the
widespread application of genome editing in mammalian cells. These tools recognize and target
specific sequences in the genome, inducing DNA damage, which enables genome modification.
Depending on the type of DNA damage, specific DNA repair mechanisms are activated, which can
result in changes to the genome sequence. Genome editing harnesses these DNA repair mechanisms
to intentionally modify the genome.

This review provides an overview of the major DNA repair mechanisms and explains how DNA
damage induced by genome editing tools is repaired through these mechanisms to achieve genome
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modifications.
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FE & DNA BEREBOLE

IXvyFEE
(mismatch repair: MMR)

DNA #HEMEETIE, 77=Y (A) &F3
> D, F7=Y (G kv vy (O B
HR 2T 5 L)1, FEHIIXZLETF R
HMEXKAEA LT L. DNAFRY 25 —FI2iF
WIERRED D> TBY, Eo/zX 7 LA F K
RV Y (A ol M E SIS I SRS (S By
L, NGRS 7 LA F FaMfHman-%
FHESHEITST L DD B, DX BIGE,
MMR BREDMEEI L, I A~ v F% & DNA
BO—ERDHI D ELS N, DNA R 25 —FIZ
LVEHZIZA 7 LAF RPN ENDLZ & T,
IAR Y FOMBIEENSY (M 1a). & L MMR
AIEREIZHERE L 22854, DNA #H &l s
Ay S ALy i NG DR vy (i) D s [
LRPEET L ERDY,

MMR 2B85-9 % £ 2 #5121, MLHL,
MSH2, MSH6, PMS2 7 &5 5. 2 b i
PR, #EEEIERY K- AKEHE
(Lynch JEfEHRE) OEKE L TIL <SS Tw
357

RAT Y FRRAE LY, BTRoX
7 VEF FEBIELRL Tde b4, MMR
(&, HEELERRIC BT & SRR = X B 5
HIEIZEoT, oz X 7 L F FaERL
BIET 5. OB, HrEsdsilsr i Rassi R
B (VA —BIZLBEEPRTET) THDHI L
MWFERPD E L THHSINDS.

BEREEE
(Base Excision Repair: BER)

DNAEZEIZ HE I b BG 23 5.
RSB T I 7 ALI3EI 5L, Bl IECA
7 fbsns ey 7 (U) 122163 5.
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COEALDMBIE S e\, DNA R Z &
T C:G i A TI A AT IS A B3 2 ] etk
b, [, ADPCREFFF T 2
e s &, ATIEND G:C I 122
RIDZENDHL. BAMRIIBIT20E7 07
V) VBRTF- OW RTINS R A B AT B IR
R 2 2 (somatic hypermutation) (%, #T
KoL EAET 722 TH Y, Activa-
tion-Induced (Cytidine) Deaminase (AID)
12X 5 COL7 3 /1t% error-prone DNA 7R
VAT —HIZE o TEH L DFIRERDHEA SN
Y. 2ok kAR Z &, DNAK
HOLAHERIE BER I X D IBE s Y.
BER OB1E 70+ 2 Tld, 48 L-EHE)
TR 7)) AT Tl o TS, T
Y)YV (AP) VA MRS NS, Bz,
U 2°DNA FIZHIR L 7234, 79 2V -DNA
7V ar7—+¥ (UNG) »Ehzfiil, U
2R 5. 20, APY A MIAP TV F
X7 VLT7—HIZLVEEEND. TOEETR
HBL/AXZ7 VAT FIZDNAKRY X7 —E|Z
Lo THDH LN, wFEMWIZDNAY #— I
LkoT=vr (R VAF FHO) VLK
MRHATE S L WIREE) 2 s h s (K
1b). BALIBER 7V F VLRI LT
BER 75H§8E L, DNA OZetkasfiisns®.

DNA —A$HEIHT
(double-strand break: DSB) {&18

DNA — AR OFEME L, Ao % 550
CLTHHET A ETIEMICBETE 5.
MMR, BER, % 7 L %+ F F#15# (NER) 7
D57 B DNA BHEIEREDS, 1RG5 % brZs
L, #5818 % 2|2 DNA KR £ 5 —Y¥TltY| %
BT HEVIIFO A Z XL ZFHL T
L. LaL, \EERS#HZ: EI2E > TDNAD
TSR IR L7, DX AT
ZAALTIHBETE 2. DSB DBEIZIE,
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MMR (%, RFEEOIRENIEET 2 DNASHIZBWT, oo X 7 LA F FER#ET

5 ETHRET 5. ZOBEERE T,

IAR YT EEELTWAE X7 LT FEFT

%, TOEMOX 7 LEFF R —FIZKEEEIN, FO%, DNAKY X7 —FIiZLo

TIELWIEEERSI Gl S 5.

—75, BERIX, Bi7 3 /1b, BRMUIEGS, TIVFRVALES, BTV L, BE) 3V~

b7 &2 & % DNA#G 2 BET 5.

C OIEERETIE, 8 L AR R A L2 R

&N, AIC apurinic/apyrimidinic (AP) 4 F2ER SN 5. D%, APHA D
AVPBEEINDYER, BX 7 LEF FOBRESNZ ETBEIMTONISGELRH 5.

DTFOZODFEL AN = A LDFIHENS.
1. DSBinzE# D24 <CHE

ZoFEzE, IFHEEERE S (non-homol-
ogous end joining: NHE]), alternative end
joining (Alt-EJ), single-strand annealing (SSA)
LENEENS, AILE] B X OVSSA X, Fwv
MY RS A2 &b, 4 Z70kED
T — MRS A (microhomology-mediated
end joining: MME]) & LN 5. 2 b D
IE15HME T, DNA R EDb N2 BYIE
WAEMET D EIETE R,
2. fkPesrthEeHRICHWSEE

ZAUEAHFERL 2. (homologous recombina-
tion: HR) &I, fREFFEAERTNICH SN T
(RVAR (1773 ER e N il Rl D 1 2 s oS
T, A ERECEET 2 2 e TE Y.

7%+B, MMEJ & HRiZHIZcHAEQ T — % F)
3 %72, homology-directed repair (HDR)
Lisrshs bbb LT T, DSBS
I OWTH )DL LKHIHT 5.

NHEJ & MMEJ

NHE]J i&, DSB 58128\ T b kD
BHECFH SN B CTH 5. NHE] T,
DSBiim7aty 72 &h), X7 L4 T
RORELZOMMENRZN T DD
(K2a). 72721, %3 LLEEIME) DIFT
37 <, WAL A B/ NR O3 A L IS IERE LS
BEINLZELLHD.

NHE]J 1, #MHE M DSB D515 7517 T/ <,
Es 7)) R THIRSBEROEEIZBIT
%V (D) J recombination ®®FE T4 L 5N

TR KRS 134(3), 2025,
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¥ 'I"l"l"l“ll'l"l"l'l : “rlt'” |‘ i
s

¥ 'I"l'l‘l'l‘l“l“l‘l"l"l‘"‘l"l"l"l‘ ¥
ANANE 5
&%

2 NHEJ & MMEJ
NHE]J &, DSB #B18§ 2 TELFEHKD 1 2TH Y, 51185 T DNA
KL OBA 7 VA F FRBRET BN MENRLEZEx3HL. L,
DNA Rig/5Ebc > TR Y, BEOZOOBEMO 7Oty v 7R,
YA 2id, NHEJ C3IEREIZDSBAMBE S22 20334, —7, MME]
1%, DNA KA B0 AL, bEh 2R oM (v 7 oxEn Y —)
%ﬂﬁﬁ LCDNAS###a T 2BERKTH L. ZOBEARETIE, Lk

W RRALFEPELT 5.

K% DSB O3 CTO ERE L EH T R-T. V
(D) J recombination (281} 5 NHE]J Tlx
Artemis”, Cernunnos (XLF)¥, LIG4”,
DNA-PKcs'" 7 EDQ5THUHATH Y, Fhb
DEEIG R E Esr1d: 2 RS A R
BEASIEDRRK &L, — T, LIG4E &
IZFRRET 5 XRCC4 DAL, RIEALEE|X
BCS2WEAbHLEMESRTVEY,
MME] T, DSB iz &6 A8, Mo
BERECY (A 7 BhEn D) % F
M3 5. MME] CTlZ, 13& A DA, B
RIS 5 (X 2D).

H R

124 % DNABELHREIBHECTH 5. X
T S’EE i ® DNA $512 5T, MRE11 »° T
YR2xZLT7—XE LTHEREL, DNASH LI
Zv IR AND. ZDORK, = 7RI
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[~ DNA 7% ) 3A ¥ 715 DNA end resection
DHEATS B, Z DR, 3 Ko — A
DNA (ssDNA) 2SR S 5.

RAD51 1%, X7 L4V — 2455 DNA % f#
XA ssDNA K EXNE, 715X
NIRORE 2 TEH S 5. 2 0 RAD51-ssDNA
T AT A ML, liRG RN O E 2 BA
REERL, MHMEINCT == VT 5. it T
DNA K Y %5 — ¥ A DNA SO %47\,
RIEL TW7-ELH & IEREI TS T 5. F DGR,

B IEeBE s DL (X3).
DSB (2319 2 I0&

DSB 1812251 N BRI, TR ERAL O
P & o 7 IR ERRE S T““@“Z; DSB @
Ko 1 32 12 MRE11-RADS0-NBS1 (MRN) #
HBRICE W ITbILs. ATM I PI3 % - — B
) ALV FF—ETHY), DSB L
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TN TR AT ARNINAN
NIRRT RN TRRNNNERTNNRANIL . |

X3 HR

HR T, 4 DSB Wi T3 Kiix > DNA — jiiéf)‘fﬁﬂjj—éi’)
. BEIL ssDNA?ﬁ’l?ﬁi’Hi

A (end resection) 23fThHILA. KIZ

ARSI A (strand invasion) L, M#EI 2B 7
DNV—T7HEPEREINS.

Ttk de 5018 & ORI

s ARARMAAMAEONE -
RTLLL T
¥ Pl 'I"I"l"'l“l‘"l"l"l‘
G J al
£
3 uumlun;.m;um;um 5

H LRIV

T % 3
TTRTRTTTITIRTY " Ty
H G TP 1 1

End resection ' 3 =

— ihRe sk

‘?5 AR B

Arryres

— R RESME

Z, DNA DI
551K DNA —-

— VT B ET, BB E
7(@{72 DNAKRY 27 —¥|Z &

% DNA iR T, ?Ef%DNAﬁ\%%bﬂtEﬂﬁﬂlﬁi&ﬁfbﬁﬁ ETLEND. ilﬁiiﬁi%rc

53R 133515 DNA ORI ALY & 564
DNA MBS .

DXIVFV—LANIHFIET AL A b H2AX
1) Yfbd 5 (M4). 2o »EEfL H2AX
(y H2AX) 1% DSB EBIZIEAS Y, $REHA %
BESFIORTEELZENE 25, 25,
yH2AX %, 74 A7 7% —¥TdhbPPAR
PP4 12X YY) CERfb &, H2AX 12 AW (X
4).

#2 T, RNF8 % RNF168 72 E D2V FF >
E3 ) =¥ & E&EOHEEO K T2 DSB 8124
s b0 H—FiE £/ 2EFF
{b%> Lys63-linked L ¥ ¥ 7 » $ DI & A L
T, 53BP1%° BRCA1 & \» - 7= DNA 1575 il
5@ DSB BAEZ it 5919 Z0#\iET,
IV FF AMLER I X T MLEEE TH D
OTUB1 % OTUB2 I L > CHiffis b, Hik
91213, OTUB2 i€ F bz i 517
—77, OTUB1 I ZWELAYIC E2 Bk % I3 %

WERFEL T 5720, HR TIEIER ICE WG

B IR e B 2475 (1 4).

DSBIS&IZ BT b FF btk —
(%, DNA end resection DFl#HITH 4. =D
7’0t A3 DNA BRSO BRI L L Th
Y, end resection 23173 % & NHE] 23]
ENb. —FH T, end resection ASHEZ 5 7T
TUL HR IZFG S e v,

DNA Kim2sHl W A F N 7z1% 9 —2D
PI3 ¥F—EHt) v AL =0 FF—¥ThH
% ATR 2815MAL3 4. ATR XY ¥ BRILAKAERY
Y77 LT, DSBIREDE 5%
BERs A e B

ATM & ATR 1%, DNAEBISEIZBIT M
FaJEIAT = v 7 RA ¥ bOTFHALIC BN TH
DR E 2R 729, ATM & ATR X, 21
ZICHK2, CHK1 %V (k3462 &T, fl
JaE M ofEIEZ5 | &# 2 L, DNAMBED S T

TR KRS 134(3), 2025,



148 o H

Wi ~%

4 DSBIZHT HI0E
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Ub

end resection » ’P‘ﬂﬁ
ER

1

DSB 23584 &, ) VbR YR F ML E AT SH L 7)) v 72 X o T DNA end resection

AHIE S, DSBIEERIROBERI;ITHOIL. 512

7 RA Y AL S S,

T 5 F CORMZERT A (K4). 2L,
ATM & ATR X7/ 2 ZEDOR#EIZBNT
EELFESEE L CRET 5.

DSB ¥R U =7/ LiR&E

77 MREE Y — )V & LT, ZFNs, TALENS,
CRISPR/Cas ™MUENTH L. TNHD Y —)b
&, WIENLEFED T LEH &AL, R
Be#) 12 DSB % %64 & ¥ 5. ZFNs & TALENs

(X% 287 BARDSEERIECY & EHERERR T 5. —
ﬁ(mmmm%/xTAfu 774 F RNA
I L CREMECA % #2595 (X1 5a).
7/Aﬁ%/*w#ﬂﬁwhﬁﬁﬁéb
DNA D8I & B A 1) 3 S A, ey
NHEJ % MMEJ |2 & » TAEPEA IS,
C ORI BT HEEIFRCAITH D, Eﬁ:ﬁ?
B E LT, YT+t 7RI
W, BCLUA #{rF Ot #ﬁbﬂfwé”

BRI o Bt B £ O MRS HEE R B % A
i K+ — DNA (7°J A 3 F%° single-strand ol-
igodeoxynucleotide: ssODN) % 77/ At —
WV [AFFIZE AT 52 &C, DSB® HR (F7-
[ HDR) BHEEZFEL, FH—BH%ZT/ A
IZIEFEICHL AR Z EDSHRETH A, L L,
HR O #HE 131% <, NHEJ %° MME]J (2 X 514
EPERING T2, IR LERIEA S
N5V A7 05, F72, CRISPR/Cas ¥ A

TR KRS 134(3), 2025

, ATM X° ATR |2 & o> THIfE R F = »

T LW AEYI (A7 7 =5y ML)
IZBWTH NHEJ ®* MME] |2 & % H/MER
LD RN D 5.

Zy IR\ LiRES

DSB 2RI L7277 AREIC LY, #tm
K EOBEFIIANT OEAWAREZEANT 5
&, o7 LIV THE D) D& 8 LT
D, D) —HOT LIVIZIAFRI BRI,
HIYOMBIAE SN RN LD\, ZOiE
RS A72012, =v 7% DSB OfE:E L
THWA FEPEZ SNz, 21X, Tandem
Nick (TN) %> Single Nicks in the Target Gene
and Donor Plasmid (SNGD) % Hwitid
HEBIRER I AT DA R 2 FEofill
ERTE %% (M 6a,b). = 7id, Cas9 ¥ >
ISTDRAI LT =X KA 2 O— % Jif s

7225 BAR (Cas9™'™ % Cas9™ ™ 7 &) & Hw
THETE5 (H5b).

= 7 EEBEESEL LT, HEGEA
oMMz 2 RHET L HELH 5 (K
6c). = @ T, NICER # (a method for
correcting heterozygous mutations that em-
ploys multiple nicks induced by Cas9 nickase
and a homologous chromosome as an endoge-
nous repair template) &FHIAIL, 45 —7F v
FBEOA 7 =7y MIBIT L HWIVEES
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a PAM b | Cas9 Nickase

RuwC (NGG) D10A

5 ACTGTTGTCGCCCTCGA ACTCGG 3 5 ACTGTTGTCGCCCTC;A?(}{@ 3
¥ I 3 I
ACUGUUGUCGCCCUCGAACU ACUGUUGUCGCCCUCGAACU
LEVULELEELLEEELLL L] ﬁ LEVULEETELLTELTEL L
TGACAACAGCGGGAGCT TGAGCC TGACAACAGCGGGAGCT TGAGCC 35
spCas9 HNH . |
crRNA tracrRNA sgRNA

K5 Cas9t=vHh—¥
Streptococcus pyogenes Cas9 (spCas9) 1%, crRNA 3 X OF tracrRNA 72> SAERL &b 74 F RNA & AR %
JEHY 5. WIZEH & TlE, orRNA & tracrRNA %@l & S 72 H—D (1 F RNA (single-guide RNA, sgRNA)
LFHE NS, spCas9 D PAM & 5 -NGG-3' T V), ZNAHHER) DNA BLH DRI L/EE 72 5. PAM @
B EICHFEET 5820 X 7 LA F RORHIDS, F A FRNA O 5 KHEY] & & ilEME % #5284, spCas9
22250X 7 L7 —ERFAA Y (RwvC BLUHNH) 12X o T2 DNASHIZUIRZ Nz, #Re L
TDSB%#5|&#EZF. —J7, Cas9 D2 2DX 7 LT =B R AL D) BF e kil S48 REK (FREN
726 E LT DI0A Z %% H340A ) 1, DSB Cld el =v 7 258385 =y h—Y & L THRET 5.

. AN .
HILERE kr_ssz2sp 4/ LEERN ZRTLL RS G
BZYY #HBED=—v 2 h=vs BENE=Zy Y HELF=Z S
T mm—— = S
A AR
Skt eﬂ m L ——
DNA - 1)
KF— & T77RIF Eiili
\ l By AR E A
BEER
— v
BEERL L ONRBYT / LiRE -
e

(H8) ~FOEAGEROBE
FH—Fy VER AT Ry FEROREHEENEL
%6 TN #:, SNGD & NICER i

a.TN#:, b.SNGD#:. 7/ L TIAINOMAIL=Zy 7R ESHELIET, ') A-TTA3
FROMIEZ ZFHEL, 7 AREERITIFE A0 7=y MBS indel BT EAEFEL 2
720, NTFOEAMEROBAICEN THA. o NICERE, ~AFO#EAMERIZB VT, BREY) %
EOERT VIR A FRNA &, R U#ET FOMORY 2 58i# 35 714 FRNAZ = v I —+
L BHICHIRBISE AT A2 LT, MEG AR THIEMIEZ 25555, 2T, Cas) (KA
L72BROEERHEEDNAD S Y 04 V7 7L —2ar EOHMIWEREIDIZS WD
EMEICAT UAUEREBIET L2 TE 5. (EHEAT - PHIE—H EEOH WA 292 4 575

429,430 < — Y O & —HSLEY . &S TR )

FEAETESETIL, AT OEREHARZE . . .
) Base editor (BE) & prime editor (PE)

CRISPR/Cas9 # &Mz & L7-7 ) LfweE Y —

TORFEREE 134(3), 2025
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Wiz, BERPENERELTWE. 25D
&mi L OKEELRT ) MREERIZT 5.
E (21 C:G 153kt % T:A HEHnh o254 %
/%V/BE«Bm“aATm%ﬁ%Gcm
HH &3 577 = BE (ABE)® %% 5.
CBE X Cas" ™ —=v h—E LI F VU FT
3 J —+¥ (APOBEC & %\ IZAID), BL W
UNG A ety — (UGl %Eh& L7288
78 Th A CBE BEMEINIAHET S L,
A4 RRNAZST =— )L LT\ \» DNA 85D
CHBL7 I /7fbsh, UILEHREN S, UG
X UNG 2L 2 Uodliz % L, BERIZ &

LIBEEZIHIT 5. S 512, A4 FRNADT
:
Cytidine D10A

deaminase e

5 3
S 3

5 AGTUTTGTCGCCCTCGAACTCGG
3'm TCAGAACAGCGGGAGCT TGAGCCm

A
5 AGTUTTGTCGCCCTCGAACTCGG
3' m_ TGAGCC m

at

5 AGTUTTGTCGCCCTCGAACTCGG
- JIIT TCAAAACAGCGGGAGCTTGAGCCm

s
B8 R
A

5 AGTTTTGTCGCCCTCGAACTCGG
- JIIIT TCAAAACAGCGGGAGCTTGAGCC JIT

7 BE & PE

CBE Tl Cas9™™ |2 APOBEC ® AID % £ D77 3 F—+¥, B X OUGI P RLA L Tw

E—RE 3

——)VL7: DNA #4812 Cas9""™ 5= 7 % 582k
Edh. = 7 HE8E L 72 DNA #4813 MMR (2
LD DNASH L iRk s, UG I A~y
BT XTIy —) ViR
(dGMP) ZEFD X 7 LA F F& & HIZHY
%#,IWA%U}?—%’iDF%#&T
7= Uk (AAMP) |[ZE &R 55,
Z OIREET DNA L - Mg aiThin s &,
C:G 3520 & TA RIS DOMREDERK S
nz® (¥ 7a).

ABE Tl&, TadA-like deaminase (TadA) %
EOEEMLP T T 7T IS —EE LTHH
ENTwWA, ABEWE, AR RFHF2 (X

AGUCUUGUCGCCCUCGAACU

PELIELLELLLLEL L]
TCAGAACAGCGGGAGCTTGAGCC

IIIHIIIHIIIHIIIH
GGAGCTTGAGCC:

5. ZOfRE

VAT LTI, A FRNADHKEG L TWZRWDNASO CA37 7 I F—HIZE ) UILH7 I /fbsh

5. [FAEEC

, Cas9™™ |24 4 N RNA %% & LT\ 5% DNA $412

v I RBESE, TOZv NG EE

¢ DNA 812 MMR #3538 5%, MMRIZX D), UPA LWET 5 L) IBHEIR, 0%, DNAER.
M 2T, C:G Hadenhid TA B~ & s n 5.

PE T3 Cas9™ |2 RT 5@l 4A LT 5
FIFH &5, Cas9™ 13 pegRNA 754

H: 1072 DNA #5875 pegRNA L f&T 5. ZO#EEIC
., RT3 pegRNA 123D W THi 727 DNAEAI 2 &4 5. 2k

AENS.

TURFEEREE 134(3), 2025.

L CDVATATIE, $BR A K RNA TdH 5 pegRNA #°
AL TWARWHEO DNA #HI2=
£, pegRNA OFELHIAMERE DR & L THH &

v I RN, TORE, =voH

D, BEWERLLIC B Y ORI A3 E
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JVFVRELTETT /v oEA 7)1
7 3 24bL, W7 3 /7fbEnTwiv DNA
BHIC= v 7 %8 AT 4. I AT &)
1t GCHRHI N E AR s D »

PE 14 Cas9™" 10z 5 8% (RT) %G
S/ vy THD. PEIZIE, pegRNA
EWVI) NI A FRNAZ FIH T 5. pe-
gRNA X, sgRNA 23 HNZIERE S, fR4E
W% % & L% (Reverse Transcription Tem-
plate: RTT) & Cas9™ 2335842 =y 7 D
3" K i (ZAHA Y 22 Bl %)) (Primer Binding Site:
PBS) % & A TWw5. PBSIE Cas9™™ O1EH
WX DFEAET LT SRS 0> ssDNA &
7 Z—)b %5, pegRNA &7 =— )V L7z#51%
RTO7I4~—& L THREL, RTTIZRTIZ
Lo TG ENG, ZOL) B TuEAIZK
D, BWET 2 AREIER SIS Y.

72721, PEZHW7/=7 7 LiREE, =v o
234 - 72 DNASH TIN5 7285, MMR 12
LD ITORFNIREENTLE) Zevdb. 2
DRI 2L LT, FIF Y b AA
74 7@ MLH1 % FJH L T MMR % i3
5 &, PEIZL D7/ ARERFENN LTS 2
EhHE SN TWD Y

X

1) Thomas A Kunkel, Dorothy A Erie. DNA mismatch
repair. Annu Rev Biochem, 74: 681-710, 2005.

2) Asad Umar, C Richard Boland, Jonathan P
Terdiman, Sapna Syngal, Albert de la Chapelle, Josef
Riischoff, Richard Fishel, Noralane M Lindor,
Lawrence ] Burgart, Richard Hamelin, Stanley R
Hamilton, Robert A Hiatt, Jeremy Jass, Annika
Lindblom, Henry T Lynch, Paivi Peltomaki, Scott D
Ramsey, Miguel A Rodriguez-Bigas, Hans F A Vasen,
Ernest T Hawk, J Carl Barrett, Andrew N Freedman,
Sudhir Srivastava. Revised Bethesda Guidelines for
hereditary nonpolyposis colorectal cancer (Lynch
syndrome) and microsatellite instability. ] Natl Can-
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