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B 5 3B DNA S K (MIDAS)
RENEHmALE T

FRpY EIEYY DERY KLY [EEDT
(V) R TR B B s 5 IR ) Tl e S0 . R 6505005 2 ELWIH TR2A A frRhop S HOR%BE , B2 650500)

ZE DNAXHIEJ (replication stress, RS) JE—1) 12 X DNA Z il it RS, @ H SR REEILELE HlFf, &
TR SO S A5 S O o B ik B R AU R & A AL R AR ) B LIRS R R . Al g (R 2 e A
SN 32k B MRS IR E A ), T AR W 4 (common fragile sites, CFSs) X R
IR X, EEHE BT, XXM S 2 . TENTR LI, 2453 DNA G M (mitotic
DNA repair synthesis, MiDAS) X5 F SHIWZH], 7T LLHS Bk DL il 1) X3 o A 2243 240 )5 4T3 9K Re A% LR IR &2 i ) 2F
17, b, MIiDASHRBEFR A S Hl AR o T Sthr (%) 4 35 A0 vter 6 15 1 S o R B AR EAE R AL (alternative
lengthening of telomeres, ALT), i EA 2 uibi it i ALT 1A o -MiDAS FB0H i BTS2, R4 SCHE MIiDAS 1

Je AR B AEAN [ AR AL AR T X LA S s A Aoy S A2 0 1 1 A5 2250 20158 I DNA B A T2

KEE IR, A5 BUNDNAG IR, SR
MES%S Q71

1 H25 ZEDNAEF K (mitotic DNA
repair synthesis, MiDAS) #l%|2RIEE
HTEEMWEENS

11 E#HEHFSMIDASHI A £, NmgEixERE
HE TR

LA A4 L DR 2 ) R T 2 A T At 344 5
T PR i 58 114 i DR 2H A2 71 DA R e AR L E A 43
BB A A DNA B3R, S HAPEST () DNA
2 BB, AU I SRR B, A
B 7 HE A 22 53 ZEBTATY SR AEHE B AN 58 Ak
DNA 58 525 LG, 3k e gk ol 1 5 1) 4t g
JEISERE B ML Ry 06 ] R R 35 DR 2H A
IR, SR TR AR GOR N A R 55240
) DNA SEAT W, I HL T LA shAR I i DNA & &
BL o 32 AATT3E 3 TA o DNA B AL AE A 22
Sy Z BHE 7, SR AR AR A R, 4
BB IE B s AT 225y SEBIUERE , A 2233
W ZALE AR ] 0T, AT R A — sl
FRMMEENL . (fragile sites) XIS EA MELL AT
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S 22 5y R R T I 52 R AR AR A 22 4
DNA 4 i (mitotic DNA repair synthesis,
MIDAS) . FEEBFFERIRA , AN A MiDAS &
Z A SR - RN 7 W (R S S iR E
(homologous recombination, HR) &R, I
.7 DNA B4 W4 #1 7) Aphidocolin (APH) Ak
V5 RS, BB Bl st S5 Jfa 1 A5 50 K A ol
F 1, HRIEMESE DNA SUE Wi 2L —Fh B 224U
111 HR B 538 % - Wy 2435 3 BB 2 (break-induced
replication, BIR) REMEAE I 1574 1Y &2 il S | iy B>
K ¥ DNA R #% Wy 22 (double-strand breaks,
DSBs) "1 SN GUR I, BERETHY MIDAS 5
BIR A Z M E B /E T -, 75 22 5K Ui DSBs
W A 5 A R IR 51 B9 DNA BAR AR %, ik
MiDAS 13 # Ik 2 & — F 2 8l T BIR 19 & &
AR s
1.2 MiDASHI&E &AL
1.2.1 WA A A S AIMIDAS A 2E

AR Y MIDAS & — M i T RAD52 [
POLD3 ) DNA 5 B, KB BIR RY4FAE. i
ZIIBFTR R, MIDAS (% & A4 HE R & DNA it
fiJ2 i (DNA damage response, DDR), F£%5
DNA i 112 52 1) X 7 #8 2x 2 5 £ MIDAS 1) % 4=
UK 8

ATR (ataxia telangiectasia and Rad3-related
protein, FLHF IR BN P 7K 58 48 FL K] Rad3 #H
FPGEE) B kR RS MIDAS R 224354 2 8] 1)
KEEDMAE . FERSIISMT, ARG LM
Hif, ATRAEfS/- 3 H T iF CHK1 #1 PLK1 1B AL,
i CDK1 3% P 5 4% CDK 1 10 il i WEEL 975
PR, il A AE AL S B RR PR S8 TR BH L 21 &)
Wry e (& 1a) ' 452 RSS20 AT 40 L 7E S 1
TR T 3 Z 1% DSBs Ml i 1 &2 il U, it
AR I EE B SRS (B 1b) o i e
1 DNA & & W 2 [6] 1Y fi il 58 5 358 55 DNA
(single-strand DNA, ssDNA) L&, EHlEH A
(replication protein A, RPA) #5545 2I{5 3 L I,
R E B TRAIP 5 M4 58 40 M # 4t R
(proliferating cell nuclear antigen, PCNA) %%& /i
T RPA XJ ssDNA H94545, JE i) RPA-ssDNA & 15
IRRBHS A 1 ATR ST T its A4 1 4R 55 . Bt
PAAN, b FH RIS 5 1 (topoisomerase 11
binding protein 1, TopBP1) fit 5 RPA 1E H B i&
ATRORM W DNA 5145 > i i iF5edE 7R, ATR

I FAAZ OS2 E WA RETEAS O3 0 s A 534 LA A4 Bk
WA R R, b FA R0 25 ¥ i) FANCD2
(FA complementation group D2) 7E {5 i 42 il S Ab
o e ATR FIFA RO -SWR01ER T BB
ANTE W

F52 b, FARU %) 20 Y B 6 s A A MR
PL A 22535480 (B 1), Hirh DNA fif i i
RECQS5 7EiX — i Fe K R HZAE . MIDAS )5 5
i 2P CDK 1 B4R 1k 19 RECQS 1| FH H: ATP il 175 1k
B 5 HRHIDCH RADS1 254, ZBifseii & il )ik
ssDNA L[ RADST (Il 1d), 5 BhE=i 4 52 il )
TF G2/M K #r i . CDKI A 2253 541 2 2R 4%
K7, TEE A 2200 380 5 REE IR 1L EMET, {2
i#F MUS81 (MMS and UV-sensitive protein 81) #l
SLX4 (synthetic lethal of unknown function 4) &%
P Ie e 0, i e i A ) SCAR B FANCD2 fig
7 55 45 F R 52 PR R TN D) B SLX1-SLX4, XPF-
ERCC1 Fil MUS81-EME1 3 # B DNA 45 1 i) &
P, TR, EARZSRME,
TRAIP #% CDK1 B2 1k, MM fish & UR-DNA 14 53
fift, (AR AL SEAS DNA BE Y Z 55, B MiDAS
A G PR 48 55 3] 3 26 5 ) A 58 4 Y & A E AT
MiDAS ', fiff55 &, FANCD2/E A MiDAS )&
HEP 08 AL TR AL, it 5 SRR ) SLX4
S [V IR 2R 2 1 79 52 2% DNA S5 44 47 A 3 2
T 5K MIDAS AHOC 1 22 Fh 45 14 45 S 9 VD4R 55
BN R RE . AT Ay FANCD2 /&
W WA A5 (common fragile sites, CFSs) FJp
it 7/ I 9 =X AR RIG o U B EER % N i R S TR D
{H FANCD2 Hy HARAE HIBLEITI AN 2 . SLXA4 fiE
i 3 H SUMO AH B HI S e 947 53 21 e 4 5 b 5
55 %t ki 45 & % [ TRF2 (telomeric repeat-binding
factor 2) AH B FH T 4 5 M 6 T o b 2 27
SLX4 5 FANCD2 13X 26477 i 41 5 MUS81-EME1 Y]
#5244 L= 42 DSBs (& 1d) 2/, RADS2
RESAEH] T 2 82 MR A ssDNA (Kl le), B 5
ssDNA F1 RPA AHEAE W RE T LA S 2 B 1R
ffi RADS2 fiE % 55 Bl ssDNA #E£7 [ P58 2 1R k 5]
R B 1) Gl [0 DX i ), AR TR A T G W] 54
s BBER A NFSN A (displacement loop, D-loop)
FITE W 75 AR B RADS2 /v S8 75 E— 2 iU A 5%
HEH . B DNA G 8 iy HE AL SLFIIEfE AL
W34 51 & POLD1 1 POLD3, 1 % #B5 RS J5 Y
A 225 B4HHC, {HJ2 R POLD3 fY ik 2k 23 BH A%
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MIDAS 1%, JF HRBCP L ik I DNA #E 1)
Wizt 12, 4R POLD3 A5G DNA B4 8 &2
& W) BE % fie 7E DNA M Sk 45 7 58 il MiDAS (5]
If, g).
1.2.2 0B HSCE FOIMIDASHEFER AL IR
B3 b SCR A (9 7E MiDAS & A= ot 1) 3 24
AIERTAh, AT — L6 4 1 BTRE S g MiDAS YT
PEATHEHE AR RE . 7 T RADS2 |- i () DNA fift iié il
RTELI1 (regulator of telomere elongation helicase 1)
ALY SLX4 41 55, OB RTELL 9 ATP i/ fif i i
T VERR D DNA Z 20 251 LAk 6 52 il - s 98 1) ik
FE R R, kL AL 19 Bloom ZF & 1E f# i€ B (a
complex of Bloom’ s syndrome helicase, BLM) i
REACRIAHLA MR, 5 B MiDAS 4 &G4 T B
YRS ALEMTENL T, T ssDNA ) RADS2 fig %
BHLAS 52 1 X SCHE 9 R SMARCALL Y SE4E Fil it
J& B AR SCH MRELL It/ 08 A= 5E R A, DRIIE
f5E T A2 T SR S8 B LA #EAT MIDAS B 5 P50, i

(a) ATR

CHK1

/N

WEE1 PLK1

/

CDK1

o\
B

(b) TOBBFL o ap (©)

RADSI1 RPAL PCN 5
s -3
5 NV G4 Pole

, TERRA - 5 — Q
3I— i
FANCD2 \ \ 2 3 — /\—'—
5 FANCD2

fait A2 SR B 1 X

G2MKLH i bBiMd
(2 ®
LT —_—
5 —— 3
-+
5! 3
3 5

RADS1p,,, 4

B KB, AR A0 RADS2 (k% BEAE {2
P MiDAS 9 % A, ##75 RADS2 fK##i i) MiDAS
BRI FE AT, T FANCD2 XJ F 1E & 20 fg
TN rh MIDAS 1Y & A2 AN Al Bl iy, X R
20 B T RE & N T — A O RADS2 /Y BIR #L
il B BEAE XS MIDAS BIRFFEEANR A, AATT T
FRECQ5 bR T BESHift RADS1 Z 8k, MEBEMSTERE A
£ 2253 383 5 AR B MUSS1-EME1 X 52 il v [a] 44 i
27 R S B N /s N 1 0 i < U =S O
M W 2497 e 4 = S0 B AT AR 58 4 5 4l
DNA Z5 5 AE7E , T2 i T 24975 5 1 & o o 7%
H U RIVE T 0 A G S50 7E 20 B v f B BIR AH
K MUS81 5 POLD3 J& , W% 3 Je {4 I CFSs
M FIBI D S HF T X —451e P, Bk, Yetaikss
¥ 4 £F 5 H SMC2 (structural maintenance of
chromosomes 2) Al % K7 4k B SMC5/6 (structural
maintenance of chromosomes 5/6) fEWE 5 B 4L 4, i

AYerE i E R ER ROk >, SRS

TOPBP1

Sl

SMC5/6

(©

Fig. 1 MiDAS can resist replication stress
E1 MM EHESHIMIDASER
(a) ATR-CHKIEAEFHfAMMLEIHEERE; (b) EHIEI SBEHSUS; (o) EHAZE2NDNABEGYMEEA L ; (d) BERRADSL, 1]

FIJEDSBs; (e, ) [FEME. #iZA; (g) MIDASTEM.
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= ) B i [H -F WAPL  (wings apart protein-like,
WAPL) 5T 22 53 54 gL (A AR 1) XOB 45
Fag Lot GRAIE A 200 MR T A ) % AR 2 A )
IR A7 22 53 S AH IR G 8 BRI 23 18 7, sk
PR H FAFR R A . SLHR W F] SMC2 5
WAPL i T B0A 22 53 54 i B R G £ B A LA
oy B, MUSS1 A fE #4155 1) 45 i 2 6 Y
FANCD2 &b, PFHTH MIiDAS & 24 21 4 B2,
eI IE ST & L5 PE 4 (reactive oxygen species,
ROS) BE#% 155 5 DNA i1 L B, if i 42 iff
RADS52 MIPOLD3 #1255, MMife#t BIR 7, Xz
T—Fh AT gEME, BP ROS AYFN 22 AT BB 7E K LL g iE
JAZ MIDAS [ 4k

2 REHMIDASEMEEAMTEE

W E TS, MIDAS S PR IE L R 2 58 PR Y
FEHLE, ITAEABFSE 3B T MiDAS. SRl
FAEA A MIDAS IR AR IR & R B R S 4
MIVEF o 2 22 (RIS 2 BRAE G2 0 S CHK o
IZNAEH, UR-DNA . &R FIA £ 0345 %

AR EAFAE, HERLRS SR AR 3 i 2l
o Bk TR K 2 OB fH B, dNTP
(deoxyribonucleoside triphosphate pool) A /& DA 4
£ MiDAS BIE# #E17 . X I MUS81-EMEL A/
HORUIEIE S A, W& 7E MiDAS 19 T i U]
A 2257 5405 B RHTHE DNA, 1 i DSBs IR 2R,
BB a R R EE Y XEWE Sz ET
') UR-DNA AJ i< S BUR BELPE MIDAS B K2R, X
TYEHF RS 45140 PR 2 () s o Ui AH S AN A
[R]B AATT6 MIDAS s A3t 1 L .

A 225y SR H UAEEARZ Y, IRy
MiDAS i B4 e —Fh DNA &5 i 4, /5 o 40
BIrh o RS A8CHR BN B S AL 2s o JERT A 2 1Y UR-
DNA IR BETEA 2253 2L15 2 5 i sl i e,
NGRS, fF M (anaphase bridge), i
Ja WYL A it (lagging chromosome) , A {4 Wy %4/
&k 17 & (ultra-fine anaphase bridges, UFBs) 07/
B (E2) 9 ax s g6 R S 4 (1) A ks
—EIRS Mg AT e e, H s EE A
FHE AR EEASR, A R A# R UFBs S8 (K

(@ ;
Y mEERE DNA=Z5H DN}?gﬁ?%
WEYET /b 5 I T
(APH. HU) =1 (ANTPARAZ)
AU
SHilE7 %
FANCD2
. . FMIDASHK5E
(b) MiDASKA: © R
BLM BRI HIVE
UFBs
a a
> 'S (o) (@) (o)
OX0 _ & S
W% 53BP11%E RSB

Fig. 2 Replication stress leads to defects in chromosome segregation, thereby increasing the instability of the genome
B2 SEHRENSBREESERE, NATEMERANARE M
(a) JEHEN AT . R-loops, fL~#ifR AT . DNA " ZRE5 M B M S TR 5 A AN AR REAS S S S 1 0, 3 S W LRI, TR
UR-DNAFEUH IR Y & SR REIE R 40 . (b) MiDASHY AR A RERSH BIIH IR YL SR T 43, ALIER 22 Do (o) S iR e s
MiDASHF-SEAH IR (4 SR REIE #1953 25, 1 PICHFRICIIUFBSIE (@), FANCD2, BLMMRIFLE % 2 i EUFBs LA B H M s
KRIVEHIFAIEIRG); 2. S3BPLR YL A IRFHR S B IR, AT R 2 AR E
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W= A g, BN RS, T AT REN
SEMEN KA MR LR, BT
FANCD2 722474 T UFBs 1R 3, A HiAth & 4
JT i BLM ., plk1 #H E A & A 2 ff e i (PICH)
FMIRIF1 7] L) 5E {7 4 UFBs 7%, 4 MiDAS 52 3| fH
AT, RIF1 BEWS 8% 4 55 51 FANCD2 f5ic B8 41 5
HAMF UEBs |, 43/ UFBs 8% 5 f0UA% (109 1 L) 4 4
PUARRRE o IRSEAEAT 2257 R AAS 21 73 it
() UFBs H BE ¥ 24 /F DNA #1455, 7t AR —%4
G1 # I #% £ 22 7F 53BP1 #% /& (53BP1 nuclear
bodies, 53BP1-NBs) H, LUWHTERr— 4% 4 f i 1
HREg LB E @,

3 MIiDASRE 4Frinti & SR EE YL H

3.1 ImAIEYE I RE TMIDASH & &

RV E R MELL S0 L, LT iR
ity LA PR 7 G €8 1 AS ke B8 i RN AS 3248 52 WL 9 52
M) 00 FEAR AN M A Rk AR b, S 2 e A )
Wy Tz, R RS AR i Y AN T A
i, A R SRR T 5 | e A

U7 L 3 (4 kL FH TTAGGG Je 471 (1) R B d A
FPAIE I, X & G TR BT 3 B DNA 20251
W G4 4% 1K (G-quadruplexe) HYIE % . TERRA
2 it R/ i Rr DX 2 S 1 4K B JE 4 5% RNA- (long
noncoding RNA, IncRNA), BEE-5 vk DNA 17,
FLFCXFJE B DNA © RNA 24581 (R-loop) BHIT &
B AT B2 A, dmRiAh E S Gy B R i [
P15 4= s b 0 SUBE X, T B — 9% 245 4 v o 2
(telomere loop, T-loop) F1D-loop **', fTeE HilH
EHIEEY (replisome) WA T-loop fi# A4 fiE
) 1k Yo £ R 1 A 35 4 B DNA. - T-loop Al D-loop iX
PP IRARGEHE 3 T DA — R R R Shelterin B9 22 1. 3k
EHRE SR GIFRE, RIPLt g iR AR o
AP R DSBs B, DT sk A A [ I AR i o 42
(non-homologous end joining, NHEJ) #l HR A9 &
5o IEREH TR A 1Y P8 A M R T A
TREERREE (SR 25 S 1 R A
FSE I SCHR RGO, NG T AR A, AT
REAS oo i bor A0 45 - AR B 0

e L argErh, AT T Rk 4R AL Y
s REp iy = WAee P AR e YAk 1] 0o A A 1 R A
iff 2 —Fh AT DASE R v ) RNABIHR i, 7E R 24
NI e v v R B0 RS B A0 i S ik A2 i
o BRI, TE 10%~15% M ZIAE Hh A — A

A i A7 iR 1 EE K ML A g A R A A K L
(alternative lengthening of telomeres, ALT) RZ4E+HF
sk U7 BIFSE B E ALT 40 2 b i o 2 1
MiDAS, & 3 ALT 4fi s 47 76 B8 2 19 B 14 s br
I H WS fil & MIDAS S {R UE ik A 5 il (1) 1F & i
A7, i b il BH M 09 40 i rh A1 A MIDAS 1 &
A RIS AR AT IR, % A g A A
JH DNA B4 041 5 APH A BBES RS 5, I
o i SH P 200 B Pt RE AS A MIDAS &4, FF H
71 HE R BT 0T, I R AR AN 1 it b i
(RPIRZS AT IR RS 755 (1) MiDAS 7E S Ak % A
3.2 ALTZAREImALIE K #FMIDAS

IR I, A T ditbr g BE 1 1 40 i
ALT i AR A AE B 2 MiDAS 155, I B
S HOA K i okE B9 ALT 48 i 1 78 2o 5 &
MiDAS 7K °F 5 H MiDAS 7£7E T 44 Kk £ 4k #%
A 2 R IE AR, AR AR
FETE LT S e 5 52 B RS 1Y 20 B 2 75 {681 1) 3 i -
MIDAS i % i SC SR & . ALT i b Ak 1 7K 79
MIiDAS W5 & ATEE, X—HEm ™A ems
ALT A0 K FAY RS . DSBs Kok it A 562

W 5% & B, ALT 40 i 75 ot R Ak 1= 7K SF 1
MiDAS A & A 76 DSBs Ab 30 A 4 i Ao it B 14
A, ALT 4fflumbiih J o e dn /b, ARl defit
B 25 MRIEIE B 1T . ALT 4ifAEAE TR £
() TERRA #il R-loop 55 4% 2544, 1 & ALT 41 Jfd s
i B K RS, RS W IE B 2 175 5 a8l 4
ALT RIIF) RN 1 —TffFss LB, KbReE
ST R i R-loop 1Y A VI RNaseH 1 2 530 ALT 2
JaH g RS HE N, [RIRF R ALT 36 M3 m =7, $27R
RSIESF T ALT it . 78 ALT @4 i h EH B 51 A
ALT #HOC ATRX Y& £ )57 85 3 8 (1 5 0] 1 ALT i
PR, I LK B8 D . ALT AH G PML /b A
(ALT-associated PML bodies, APBs) i/ #i1 C
W (Ccircles) KFREAL Y, 488 T ALT GRS
Ui 4 A A 5%, RSE A ALT T6PEA Bh Tk
PIRER . BRILLASL, REZECALT QA 5230
G2/M KA sSHEAT W, 4553 1 52 1 S sk B & 1) i
B DNA F 405 (5 454 22 53 24 10 1) i o s Ao 2 42 A
FEAERFZEA DDR, e T S P /sl 47 (8] %) E
41, BESE T ALT 20 M b f4 5 i A0 s A ZE i G 35
PE 520 i MIDAS B 3 50 S ALT Siphs 19 4E+F
POt T EE, FIRHMENE T ALT 4R E . I,
ALT 40 A7 A = KB RS, (45 ALT ks ik
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2 T = I N e o LR 1 UV 5 S =1 W A £
MiDAS #EF 7o b 1 i M

KT MIiDAS RS8N T il 3148 o s e
CFSs 4b ) MiDAS A ¥F 2 #H [7] 8 1, 4] 4o X}
FANCD2. SLX4 1 POLD3 75K . 5 CFSs A [d]
) J& , i kLA MIiDAS ) & A IF AR 7 22 MUSSI -
EME1 #A70)%] 1, R H A R AT A T 2
A WFFE 55 A AE R FANCD2 i 832 R A (s 5
J& . A6 At 45 44 4 9 D) g 4n XPF-ERCC1 il
SLX1/SLX4 & & W% 3Z 451 1 DNA 5E 2547 V) #I LU
3 DNA GG, AT RS2 A Re R 45 A0 i b J T A
T B T )E] 2 s Hip ) Shelterin &2 AW
Ui BT RE A A, OWUEE DNA AH ¢ Rl TRF1 Al
TRF2. POT1. TIN2. TPP1 I RAPI £ g "', 4
fiff AR 1) APHA Sk e PERS , TRF1 DL
Tl DNA f# it BLM I RTEL 1 fEf% 41 55 3 ik |
Tl R i e 57 BRIbZ AN, Sk L% TRF2
AEfS 5 BLM AR EAER Y, ALTIE RS
& #i T BLM 5 DNA2 (DNA replication helicase/
nuclease 2) AHH 1E H A5 ALT sk g9 1 5 1)
I 12 TS & BRIX Fl DNA YIIG A3 hn 2 S 380h 2
Gy R AT, A 2257 BT MIDAS 44T
[ SEhl . Ye R 4 RE 2 AW SMCS/6 1641 i JF
WA T A By Bt gl o Fomhs, B T dERRGL R
S5k, A HEAE HR o F2 v 42 F 35 41 o 8] 44 1 4
filg ', IF He Rk RAE T T Y Y. SMC5/6
524 W LT 38 1k SUMO 4 42 il 7% M i 16 39
PML /ML, A Fombr RAEF M A4, B
ALT #H 5¢ PML /MA  (ALT-associated PML bodies,
APBs) F{Z#E HR K ALT 4 g i s ZE At (04, |
SCHEE SMARCALL J&—FK 6 T ATP (1Y) DNA fi#
TER, RN Ry T LI 1k A S 5 14 52 1] S i et
HLRS. FSL b, SMARCALI W 5EN T ALT ki Jf:
M ALT %), 78 ALT H' SMARCALLI #2253 in
Ui R AR S L w0 RN s S B 0 2R
T SMARCALIL, #1 TIMELESS K H 18 & 1
TIPIN 41 W ) & & X R 9" 2 & 9 (the fork
protection complex, FPC) WHEEXTHIRS. it it
et o 6, ER ER:H TIMELESS/TIPIN A9 [F]
J5 LR Tof1/Csm3 38 ik 410 il W 284175 = 1) 52 ol it 2
B 1k v b 55 2 P A0 R R 1, FPC B R A1 7E
IS5 i 35 PR 2 PP IR S g A ) DX S A A2 L, AR OGS
EEH, 7E ALT 40 b FPC 19 T 8 2 5 B h
RAEWEFERIN, APBs L UNR-MIDAS, /R

St B AE ALT 41 it S8 45 nT B8 U5 T i b & i SR
P EREG , T TIMELESS 1 TIPIN A GE 2 i {3
sk A ) 2 ) SR Al 5. MiDAS .

1 R =

FRUAE NI R 22 b 5 B R A A 227 34 R
I — B 78 i) (] 2 11 B9 MiDAS,  {H 3¢ F i i -
MIDAS 5 VF 2 2k — L AR B i oy, o,
iR AL AN T B MUS81 AT VIE], A% A5 i HoA
A EARMUSST I TIRE? 249840 MiDAS &4
FT 5 (ISP B FE S, 3 9 BLPE MIDAS &
HESEURAMAIFET-? MIDAS &7 40 A 15548
(BRI E R A AR IR B2

BRUCLASL, FEARFEAR AR AR roUER 2 T Rk
S MIiDAS, AT RLER X MiDAS FF & — Fh it 7]
S A0 M R iR Y B, H RT i 9 & SR # T
MiDAS {13 20 X 356 PRI 930 JIr 2 B 1 RS B Jonf
2 12T ATR S A MiDAS #7114 5
XG0 R AT RE T, ATRA I 78 1 s 40 A rh iy
RS B BN BEEACE, M REARA LIS 7, il 32
i BE RS 25 5 B0 ATR Bl [ 10 98 41 i 5 i 4 At
MiDAS >k 5¢ i DNA & il "', ALT 4fi i i 5 2 1
MiDAS 7K F-fdfi A TX} ALT S 4 F:E LI 7= 4= 1 8
Z e, B, 78 G2 MEE A L2 AMiEm
APBs Zb I REGS KGN ) ALT V6 PE, %275 5 MiDAS
K7 B HATHIBIRI S, A VF 2 A 0 X 55
SFINIES7E

Z % X #
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Mitotic DNA Repair Synthesis and Its Mediated Telomere Replication”
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Abstract DNA replication stress (RS) is a term that broadly defines DNA replication disorders, and usually
refers to events that cause replication forks to slow down or stall. The excessive accumulation of replication stress
is the main driver of tumorigenesis and genome instability. Cell chromosomes constantly expose to exogenous or
endogenous replication stress in replication, telomeres and common fragile sites are some chromosome regions
that are highly sensitive to replication stress. These regions are usually difficult to completely replicate under high
replication stress. Recent studies have found that mitotic DNA repair synthesis (MiDAS) is different from S phase
replication, which can help difficult-to-replicate regions to be able to replicate after entering mitosis. Therefore,
MiDAS is also called “rescue mechanism of replication”. Since the maintenance of telomeres depends on
telomerase activity and alternative lengthening of telomeres (ALT), ALT cells have more fragility of telomeres,
and MiDAS shows high levels of activity, so this reviews the mechanism of MiDAS and how difficult-to-replicate
telomeres respond to replication stress to complete DNA synthesis during mitosis under different telomere

maintenance mechanisms.
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