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1 BUhFReEFEFMCMEANEHER
KIhgE

TN G o K 24 £F (minichromosome maintenance,
MCM) & 2 S5 2 WK AR A ) 3 15 45 A% LB W)
H—H AR mERTIHELR. 20 A 80
P ARAE 7 346 TR T B TR % AR AR D A 9 AR IR ORI
MCM K, 24 N1IEE4H 10 > MCM K % %
PRI, SR 51 2 (0] BAT e B RIJE N, MCM
FRFA — A KL 200 A IR TR B 20 A i =
P57 B g g M I, % 45 R SRR O MCML &
(MCM box), HHEH 2 4~ ATPase 345 & )F (motif):
S P IR Walk A & Walk B. K[ ) MCM
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TEZE Y AR AL

HAZA0HH MCM & R DL MCM2~7 S &
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MCM /S EEE G+ MCM4. MCM6. MCM7
BRI B = AR A A BRI DNA A el i& vk,
R A 24 3 3 MCM2, MCM5. MCM3 1] fig i
SRR O AR A L

A, 1% 5O RO E L 3 MCMI1. MCMS,
MCM9 F1 MCM10. MCM1 J& T MADS box # 3%
7 K, 5 LA 4 R A0 BAE FH 25 5 [\ R
DNA 751, 7R 44 4 135 20N R F- 55 c-fos LI
YN 45 4 TRl F (serum response element, SRF; c-fos
serum response element-binding transcription factor),
Z BN A SR, LT ) SRF 22 4608 T e .
MCM2 2 Fi #% @ 4% & CCNL1. BM28. CDCLI,
A RGP I AT RETE SV RE I 1 s R B0 AR
R, MCM7 W #% Bk 4 CDC47 (cell division cycle
47), E R 5 R MCM2 = B[RRI 300 2
MCM2 # 17 B 7T 8. MCMS8 #% ik N /& B 57 F
MCM2~7 E &Y R AFE ATP EE Al DNA f# he ik
P, wLLE 3 DNA & 5. MCM9 & 7E i 7
MCM2~8 R R I, H BB E A 7%
i . MCMI10 o] f& 45 X E 4 H, BEw LL@ i
MCM2. 6 5 MCM E&M4i&, M blE#ES 3
05 45 510

Fig. 1 The binding sequence of MCM complex
1 MCM E8¥M%&IF

2 MCM EBFRSEEIEE

21 MCM £H5 DNA &l

WHAr &, MCM E A2 EH TR &9
(pre-RO) 1] —#& 4y, £ HAZ A il DNA & il #2 4k
RFEZEH. EIEEAMA, R e ik 5 )
SR BT R e RN, TR, Lk
EARSRMNEI TS 246, ZEARARKN

“H R IR B A K (origin recognition complex,

ORC). —HEHIEL ik ORC bxid, 74h2 Mo
¥, B CDC6 1 CDT1 W5 R%H Ak, B
B, %N CDC6-ORC M EHAEM, LL=MWEmR iR
H(ATP)BERE I 7 AL 2 /N Rk MCM &)%)
HHIELE 5. ORC-CDC6-CDT1-MCM & & ¥k
HREHATE G, SHE A4S DNA 44
Ji, DNA A Fae Syt AT &l sk, 7RI
MCM %5 [ ) mRNA 7K B8 7 48 i & 3 48 4 i 24
A7, MCM & H W RIAFE G/S Fiml ki mig, X4
N GO IR A3 k. FEZE, MCM RIEfIK
PR EARRA H, XA T DNA & il 755 kA
JH R A A AT 1 R (B 2)9.

: BV RGBGE

il B 2R RGURE
B MCM B 64 3 BA7E DNA L MCM & &%

Fig. 2 The mechanism of replicating license system
participating in DNA replication
2 EFIFAR%ES S DNA EHBERLE

Britz Ak, BHEEFATEHEN MCM ZK% Al AN
RZ5 7 DNA FIEHIELM, ZXMHENE LR
PAMEE: a. MCM & A HER K, @it
EMEHIRG SR EME; b, 280 MCM &
GRS EEG R b, A5 DNA & #iI67 s fE
—Ahr 0 BeAh, AFEFMCM a5 2 S
5MpEZEDRNEA M EER, X8hEES
S5, JaiEE., RESSAEETED, f
02 5O KA R R RE ISR, R
MCM & [F7E 2 P AR 385 30 g 1 rh 4oy v 282 A £
FHMEWTIESE, MCM B & ¥)7E DNA $ifiJ5 5
N\ [ 7(importin7), & A tE18 ASF1 I E
PR fi#t JiE I DNA 45 & 5 1 3(chromodomain helicase
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DNA binding protein 3) i) #H B./E i & 3) & AL 4619,
XELARAY AR B MCM R 147 7 A (1) Tl 8 A
ZEAMIE M, L& MCM Z4Y15 H2AX 13t
SELL N, X T IE 5L 2 S AR B DNA 45
fAifhr. XK MCM HH S5 DNA $ifh )5 it 4
o J5R E I,

22 MCM EHMHEEERASF

IRZ 7y 7 i) LE B MCM B &R 45 6 i &
FEAER, BIun7E DNA Hiliis, MCM &EAa<h5
ECLH R AR B A A UL T = 4 B2k AT .
Ak, MCM 2 [a) B 47 76 A B R 51, 6 o
MCM6 ] L5 MCM2. MCM4. MCM7. orcll.
orcl2l. orcl4l #H B /E H , 1 MCM3 ] L 5
MCM5. MCM7. orc5l. orcdl Z5&1. ILANE 5T
R, EEEEER, MCM7 5 MCMI & AR 2
B G LGS S AE MCMT 22 S 307 B, AT
XF MCM7 B [A] (1) 5% s 47 1 #2019, Hubbi Z8 U
R, MCM7 EA HESKARE ST T
Ji A T SR IA I — S B i )[Rl F HIF-1(hypoxia
inducible factor-)AH B.AEH , FF F 75 HIF-1a ¥
PE. MCM7 ] {2 3 HIF-la 1 HIF-2o BE MR, 10
MCM3 DL AR # K 4 Bk i 56 ¥ 55 40 1 77 5040 il
HIF-la R ABOE S WD 6E. BRIt 24, MCM2
A MCMS & (A A4 HIF-1 s, k2,
YA P SR BE AR — e FE R B mT i 4 MCM2~7
IZRIE. AHGESRTEN M HCT116 4/ 5
i, RS [E N R MCM2~7 ) mRNA J &
AR, Bz s, HERZE MCM Kk 7
Al A E AR TIRIEEEEM . TR
Rb & H R IEA 4 p107 A pl130 Al L5 MCM7 &
H4ia, A DNA ZH0. thahd i & H s
C1t#r5 MCM7 B#:454, @ik RACKI 52 ™
HEZM DNA ZHIVFrIiEsl, F¢5 8040 i e
S WAM = . A BE T R UL 40 e R A &R G
E/Cdk2 #1 B/Cdk1 0] L@ i i i 4k MCM7 LA 5
YA . 7 AME IRIERRIE I bR A K R T 52
(epithelial growth factor receptor) 1] DA i g 1t Lyn,
pS6Lyn (1] p56 [ 2, 4R J5 X L6 [A] Y 2 1 o3 7 30—
R MCM7, FF34 02 5 H A MCM & E 1)
ghidr, MIMEHE DNA & A4 i hE e,

W E B APKA)- 4 55 5 AKAP9S {7 T4
Mtz , FESIRZETRLS S, BFag REY
AKAP95 £ DNA S il BI/EH &8 MCM2 #2413
0. G SRAEAH MR B A — 5 1) AKAPYS 24y

BEAE MCM2 (135 14 5 BH# DNA &, thah, Bk
AKAPIS (1] C A bty £ 48 45 44 23 PRI 52 il A2 4R 1R 2
2, BN PKA 456 4 MIRA A Gl 8 S #14H
F A% () DNA &1, i PKA #0157 AT LSz &
HI IR AG T AE ZE K09, STAT 1o A& — Rl BLE T3
K y(IFN-y) 1 K7, MCMS KP4k 5 18
IT STAT1a Y43 ) TIFN-y 5% 5% [ B 28 1k AH 5% .
Zhang 5 58 % I STAT1a A1 MCMS5 7E {4 P 4h
BIAFAEAHEAE R, JF BAEARSME BAE 75 2 Ser727
MwEiR i, AR E R RMAED BN S
DNA 5 il 1 44 8 57 (1) fif 5 A MCM 52566 & % A
A HIECR, HA LAGKFEH MCM 8K 2
1EAH2KI9, HBOI1 (human acetylase binding to ORCI;
i KAT7 1 MYST2), ‘B & —F H4 Z ik
B, FLTE T 2 Bl A M B AR AR 4k, 7R GU/S
WA B oK, FE4RSN HBOI A Z WAk JE 4L 2R (e
Yy, +% Geminin. MCM2 F1 Cdc6. HF 7¢iF B,
HBO!1 "] LUl Cdtl 54 3 DNA & il s S F I
1E MCM & &P 3RO I 72 R ¥ 55 0 AN 0] /b IR 1
., JFHELRIEES MCM FIERN KT 2 IE RS0,

3 MCM ZKikFAphE

31 MCM EHEREDHFERIE

MCM & [R5 RE, fealeid®RiE,
Z NI A A8 AV RE A L. i A i
shfgde . MGRER . FLERE. AR, BR
. BHUE. B AR E SRR RE. MCM X
TR R R I S 3R L8 ORIV 22 T A i 8 1 2 )
PREY. MCM2 & /b 5K 5t 40 M Je « B 20 e
EEBPIRAN M . . FUEUE . K B 4k e
. D IR A BRI A FhrE. MCM3
S B GV 1) FOR IR FL SR P AR E . MCM4
J2 AR /NG F I (3G B AR . MCMS 2 O S
FUET B MRS 1 TG b E Y. A0 R R R
MCM6 & [ 7K~ 1] B 2 — g i i A8 4 % b &
Y. MCM7 W] Be & 45 B s« /)N 4 i id i #0101
FE R A I T TR b ). (ERARE. B
PR RI 1 s S DR 4 s (O T AT, A L T
BAGH . SR A BRI, MCM7 Rk 2% i
BN, X EE MCM7 %15 5% s i & 4
FURBAR, M MCMT7 RiZEFERRTEAR.
1 fis 5% PR 41 i s B8 5 = ik MCML7, 5 2R A7 i )
SAAAEC. TR H i 2 R R 4 A A R
B MCM7 38 5 & MR 12 22 MR A G, A
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AT B E TS FIWT R 22—, 2 il 8
MR, 5 MCM2 il Ki-67 fHtk, MCM7 7E
JIige B TS VAt P A B A ] S ST ) TS R R
3.1.1 il

Toyokawa %538 it 5F 331 5] /N 20 fifd it i 17)
Br AR S5 W e 2 2R kAT S H S 2 g, H
MCM7 F¢ PRI 5 RKIL, H 196 41(61.1%)
MCM7 KX BH T 135 51(38.9%) R IEFAME, (HE
B AL AR, @ E U R MCMT &R
B5 5. EMEALEE. HIREERE . Mg
VIBRJE B 5 S AEA7 3G AR R BIA DG PE . 7E4H Mo sk
g6 eb, iR 40 I R B MCM7 2R R R IE KT B3
TR A0 & . 8T siRNA HF 53 MRk MCM7
S5, SRR A P 1Y B R ) b S A, (RN IR 2
J 2R BRI A A /NS Ak, MCM6 R E . 5 9E
/INGHH i AR AR AR AR O, R R TR IR ZEM —
A E AR,
3.1.2 EFRGME

ERF RS, KO- FMEEMERT
MCM7 ZE R 3, 60% 112 2% 14 11 41 i i 35
MCM7 & . Ren S50 i IIff PR 52 K I 68 191 =
Fik MCM7 HIHT 5 IR iE B & A 52 Bl ik E
K, MAE 57 BHKFEIE MCMT & 1 7618
K. FIRHATHIRE 788 K& B R 35 MCM [T
am TR . E4ERSEEed,  Shi 55215 i A
pENTR-siMCM7 Al siRNA #F 7 ¥ i £ PC3
Dul45 401 & HH i) MCM7 £ik G RIL, —&# 2
N AN . (AL S, siRNA F44
JE B EE 1d AT LA 30% FI 40 3h 5E, (H 8d J5
WA 20%; pENTR-siMCM7 5 %5 5 5 2 Hb 410 ] 184
FERIVER, 55 8d Ja 73 ml #0 ] 49% 1 2 fitg 3 5 .
FEAA A S50 AT TR T R PR AE T 51 R 1 2 B
B, RILAE DU145 418 &R F pENTR- siMCM7
AEFR )N BB /NP3 R R T 2.2 1%, RIS
IR B 31.5%(5/16) R B 2] 12.5%(2/16), T {E
PC3 41l & ied KN R F% 1 2.8 i, B R
25%(4/16) | %% 6.25%(1/16). IXLEHFRFH, ¥
WEOERIE MCMT 5B S K. JREiR 226
e, MRS AEE 2 IEA X, Dudderidge
SRR 5T R AL A i RR A R MCMLS 3Rk 1
B, MCMS B [ 7E 1 Z1 i 2858 PRBRS: ) Hh sk
PN 82%, RN 73%~93%. L HEM JR W+
MCMS F s I AT e 2 o — P g o . YRR R0 G 61 1Y)
2 W BT 2 BR R R 1 7 VAP Majid PR I,

MCM2 fE R %) b £ £ m Rk, H
microRNA-1296 & % T iff; 7E PC3 4Hfrh, #
miR-1296 4= L MCM2 mRNA F18 (45, 1 Hid
FEIk M 5] MCM2 mRNA AH K (7 5 35 PR AK.
Rk, J@ 3 miRNA 5 537 T 1 2o 55 8 mT g2 va
I7 R0 5 B 1 — FhoE BLIR T ik Ak, MCM2
2 WA e TS A R — Ao &

75 90 9 3@ T Kruskal-Wallis £ % 8 75
MCM3 1A 39 055 2H 2327 0% P R B 388 n A7 76 43 5%
P, MCM3 5 MCM7 £ ik 2 1E A 6. k4
MCM2 FI MCMS5 ik ik 5 g 73 BAAH OGP, i T
XS ICE, NiZ% RE MCM 2 [ 1E A U0 S 1 5
P &4 AN

fEFENBES, Li %R I MCM7 M Ki-67
TE e 40 Az h Rk g B 2, H MCM7 # Ki-67
FKIERIEMK. MCM7 RIE S5 H L 205 90f B
CEUSAFAE AR O, 04k R s R R AR JR
) MCM7 FIEBAK. £ MCM7 &Rk 1) 15 MR
i B PR BN EF R, Ak
MCM7 12 75 P IR B TS R 7. Ki-67 3R
SRR, BEMELHEME. Kk
HEW MCM7 1EVEA 7 57 P4 5 g 39 58 A 25 s
[ L Ki-67 BT EERIA G R MHER. Kato 55I7E
B8 e iR R B MCM2 Al MCM3 )28 74 76 18 5
W B & T oW, 5 Ki-67 RIEEYIMK. T
B R A b &k B MCM AT Ki-67 32182 UM
K. A, FETENEES, MCM2 Hil MCM3 1
KEBZERTEFHEETFEARBE. MCM2 5
Ki-67 A TER 59, MCM3 5 Ki-67 #iA LW &
M. X R IR MCM2 fil MCM3 IR H
P L TE AN A B A G B . SR
TEF 5 WIEE S, MCM FIRIA 5 41 a3 5 2 18] 1)
MRS ERfFEZE R, KWUEHIVFTRAETE
P IS AT REAEAE S
3.1.3 MZ RS

Ji2 5 BF 401 o 984 (glioblastoma multiforme) & £ £
2 8 1 R R 2 —, AR N L
XA ZE 2 SR, Erkan 25258 i %5 IV ¢ GBM 4
SR R R RIS S IR E A RA S, K
GBM ] MCM FK G f% 72 )R IE KA & B E M L
W, Hd iR E R MCMT, RiEKF KR IE
WM 16 £, RIEWEINKILA MCM2 Fil MCMS5
#FH, H MCM3. MCM4. MCM6 & [ F ik A
HIERHLZHME. 7o, BUER )RR RAE S
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IT AN 20 22 T A0 PR R AR R AT ELAS, R IR T Y
MCM EH RTINS, XHERHEUAEN
GradelV () — MM AED# b EW. TR,
SiRNA /5 F R MCM7 ()33 5 2 AR 40 i fr)
WhE, H5IEEMILKRA TR 50%, IFHAERME
LA SR A7 /) B e 5S4, 2 /D 4101 80% 114 i 9
A HIk MCM7 7 BE & GBM ) — AN g 7E
TRYT AT

HE RESH F R (MB) A2 L B X A0 28 3R 40 A i
DL E) S i RE . Lau S50P0@ T 5 1 40 M &6 B K
W, AL ARS, MCM2. MCM3,
MCMS5 Fl MCM7 ()% K1 #8535 g s, 1
MCM2 Fl MCM3 (154 55 /K~ Fl 8 B B R IE #RA AR
A — 2. IR R I MCM3 =ik 5 B
K 242 77 R A % . £ mRNA /K °F, MCM2 Al
MCM3 1572 —F I+ &, H MCM4. 5. 6. 75
IEH A RA LA R KR . FERAFREK
F, 91.3%(21 #1))L#E MB FIFTA K18 )k A\ MB
#d FRIE MCM7. {H A2 1E 45 45 41 23086 2 1% MB Al
IE% MB 1, MCM FKIRHIREEA X . @i
siRNA Ffflk MCM2. 3. 7 X152 BEMH| MB
IR AR TR ZREE ), i siRNA i
MCM3 [P35 2 8 40 i FELT E G1 I I PRI 4E i
JIE A A BIRIE. AT MCM2 Fil MCM7
HUEAF4H M PR E G2/M #AF FiRgi i A8 E e A
Fik. WA, AHEFPIFKH, MCMI10 /£ MB 4f
J bl SRR, IF H R A MCM10 J5 24
Y BE T, 75T,
3.1.4 HAIERE

R AL MCM7 & m ERIEN, HERIA
KPS EFFE . YR AR kAN
TR, (HEMIE SRR IR MR K
NS 1RZERE . LI AFP K R IEA 60, g
HEM AR MR, v AR HE ORI MCMT
ik, ABLEIEF A ST S R A 2.
ST MCM7 J5 R85 [H W 4 i 8 39, 3% 0 40 i
FT, JRREMSIEA R K. Bk, MCM7
A Re N FHE VR TT B L . REFEE Ok
E B AT DABE = e A e A AR AR 3. A ORER R
$ir AF J2 4 35 10 ) MCM7 78 T8 40 i % oh i 3%
k. Bk, AT RAHED R R e B A B T R R a2
MCM7 FH VI8 B35 B B BT6 I SRR S, X e
WL, MCM7 XJ e Bk AR FUR SR A 4 2%
HBEMEA, HEAPRMAEE. SAETARE

By, MCM2 WRIE 5 M E K. MK, H
72 L Ki-67 SRR 40 i 3 B b 2 B4

EREET, Choy Z5PIWF 7L KL MCM4 ik
Sk B (> 70%), IF H7E e 2
TEVE I AR . A MCM4 AT MCM7 %Kik 5 &4
Jegs AR T A8 K Ki-67. Bmil FI4HAEJE I 1 E
FKIEEEM. HFREIEHEN MCM4 F1 MCM7 1]
VB 93 A8 VAl 1) B UK (1) 38 FE AR 4. Keane
SRS 72 45 g JIE AR RR A TE N A I MCMS A4
E VP K, R B MCMS A6 031 24 i 9gg f) 3R 4805
T T AHIT R (55.6% vs 25.0%). 4 IEHE I MCMS
AJ B8R bR HESH B AE - 1R 7K T B8 s 1 fige JIE A S
R dE bR . BT AR, MCM2 M6 74
B o [N N LSRR 2 R e (W B bR &, FEAE
LT VI8 HH 2 re R IA BT,

3.1.5 HAthME

Rodins Z5P8%F 56 151 ' ik it I8 26 (3% W 4t s
36 Bl FORLANRSE 7 B, SRR S B AT
g 8 BHEATRL I, 345 £ 4 i FH T MCM2 1
okl AR R R B B AR RIS, KIS
YHHLH MCM2 KA EOE S BHS A B8 . I
A AR E TR 5 MCM2 RIS, K10
bR MCM2 A5 5.

g BWHIE, AT & FlCBYE R e 3 ' 2R,
HOFIMEH S IrA 27 W RIAN MCM &EH, H
PR (B 3).

3.2 MCM ER7EME LY % R HERHI

T A R 5 IR A AN R e R R E R R I B D
K. MCM2~7 E-E YRR AE K FE VAR (R4 2
R 2H e M A A8 AR . SR T A L R R
MCM I (5 i e #0085 DR — 380 Al o B2 R 0A (5
o ik Rl — 250 # 5 JiiE KR AH OGP, MCM R Rk
S R RASAANTE 2. B AT PR T RE AR R
a.  FH T4 S B P 2 R CDK 2T, A
JRATT DLTE S AR S MCM B &4k k454, M
117 5 B H A W 7 4R = I8 MCML. 7EIX R i
T, MCM A& HESURN, (HEIH13 40 i b T #F
SRR, b, H— Mgt R E I RA A
BRWEEIREA, @S DNA JEIEH ZHRIEm
Gt R A FRE M, WM SRER R . BLAME
Pt B BRI 50 R B MCM. 5848 (R 38 22 fff sl 4 5| ik e
R LK. DNA i e BRI A, i FLE sE 47
I/ MCM B HRIL 2 50 L2 SEF AR
R, TR AR R I MCM 55 2842 75 b 8
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I] MCM4. MCM7
.
fif [ s
MCM6. MCM7 ——T MCM3. MCMS
y b K.
- i
H MCM2. MCM7
MCM2. MCM3. MCMS. /\)
MCM7. MCM8. MCM9 G—
(A JIE MCM3. MCMS. MCM7
\ FE MCM2. MCM5. MCM7

(2N
MCM2. MCM5. MCM7

Jiki
MCM6. MCM7

"E

Fig. 3 The distribution of dysregulated MCM protein in tumors*”
B3 ZEREHRIEA MCM ZEEHSFIHRW

HOR LR LI . X R MCM RAMES 5 T
R, AR L EARMLHIE A 2 R B A

BIERIFE R, MCM7 JE R 4 e 51 a5
— el BLR O 2 Fh D g R R (BL4E p21. E2F1L.
BIM Fl pTEN)Z % ] miRNA #%. MCM7 FH# A
30 miRNA 808 7 7 O 15 AR A1 5256 F 5 P s 77l
HAR A IMIER, LTS 5EE)E 3.
MCM7 & HBEAE N BUR(E S0, WikHR %2
AE 5, DB A2 R 0 E 2 B A B o B
PRI 5 BE 2 I8 {5 5 70— B O B B 1,

AT RDL, MCMS 5& DNA & fill ¥ v FE K (1)
JRBREAH 4y, B M I A i A P AR I S 4 45
AP E B B D1 AIEGE Rb & ABERRIL. 41
Ji FE 3 2 1 D1/ MCMS8 B A 2 9% 40 Jifi ' Rb
BERR AL ANEN S JHFr L FHFHY . Kk, MCMS8 nJ g
TENFRRE R e P G AE . 4, @A R
MCM 5 [ ) 4 B PR 4 45 L3053 34T meta 4347,
FEXF MCMS8 B T4 52, BRI 17 DN ANFEEMR R

TAH MCMS. [AIF, 78 2 P N S0 g vh %
Bl MCMS i EE %15, Rb I#ERR 1L 5 MCMS (1) 7K
P, FHL b, RIE MCMS & S EEER (L4l
Mot S L E G N, 1 MCMS8 B fik 2 53K
o 20 M PR 2B K . MICMI8 Rt 8 63k W] g 7 A
PIANJE SR I I Rb 431 i R A0 R 2 37 41 33
GHA G, FRR P AR R H Y U 3 HE RN AR (1)
DNA &4, Kk, MCMS {535 RIAATRER 5 Kk
e R AR A R 2 — 2,

4 MCM EEHGEHHBEEHRIER

4.1 BIKLEN

BN BCRER 2 IEYE R, MCM FRAE M
PR R AR R R R T R M, H T HARL
KA T — EAR RIS ALY MCM2~7 ik
ghby, AT T XD ThREE 7T DL K DA
PEAE A s R B 2 it B R R T B
OBE, Li S5O0 IR EERE G1 % i A4
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Fig. 4 Crystal structure and three-dimensional space conception of eukaryotic MCM2-7 complex?
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Abstract
pre-replication complex to initiate DNA replication. Individual MCM proteins also help to regulate transcription,

Minichromosome maintenance (MCM) proteins are key elements that function as a part of the

chromatin remodeling and check point responses. Recent studies indicated that MCM expression is abnormal in
many tumors (prostate cancer, endometrial cancer, ovarian cancer, liver cancer, lung cancer, glioblastoma,
medulloblastoma, etc.), and is associated with the abilities of proliferation, invasion, metastasis in tumor. Clinical
studies have shown that MCM proteins are indicators of tumor proliferation and poor prognosis, and are also
identified as potential targets for new treatments of cancers. With the discovery of the crystal structure of the MCM
protein complex, the underlying mechanism of MCMs, especially those in the tumors, will be further elucidated. It
will also help to develop novel small specific molecule inhibitors for targeting MCMs.

Key words minichromosome maintenance proteins, DNA replication, genomicinstability, tumor, small molecule
inhibitors
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