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PRI I, 40 K0 N DR B8 (AR 43 128 e 1B S T K
T=o AHRVIR 22 (L IX AP/ DNA K A I,
A H ST S A I 2 SN T 5 BOVU £ A sl 22 15 44
IS FK 9 mitotic catastrophe®. {HALAT“#F NN
mitotic catastrophe A& ~Fh 4 At B, 1 BB
— AN AL R A, AR T R AEER
WEEIE IR MMAET P, A AIAA, mitotic
catastrophe &~ o 1~ 4H B 453 177 R0 48 i J) SO A £
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PRSI BG UE 5 24 1H , mitotic catastrophe ) A 4 /252 F1| %
T o 20 B T CRDRS O R, A0 R A A R
W OB R R G K i UL DNA B0 75 %
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%% 5% mitotic catastrophe {117 56, HEj M ik,
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totic catastrophe 3 S84 i 2% R & FFF1E, B AK
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Jfi A 2 mitotic catastrophe [F1i 2, cyclinB1/Cdk1
KA N A% I EL e O, T LA Bk A
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AN LA IS AT I o3 AT TR, 32 L 4 S 497
TEATAT S IR HE DR 4 0 et [ AR A sl B 11 S T / O3
BB LS FE o IX S SEDR (A7) 7 48 sl i 1) A8 A i
2 AN RS R 7 AU o R R TR, A AR AIE
T A1 JET R G R e AR 5 E R, R )RR
SRR AT 2 G B VE T o 40 A B SRS A
RUTTRERS A R, I DNA S5 K 2 (DN A
structure checkpoint) FlZjHE/AK) 7 &i(spindle
checkpoint), { ¢ F 212 Hi DNA $ifji sk DNA 5 HIA
SEAER, A T YA LS IR 15 K . mitotic
catastrophe [ A A Ly 31X P B AR (PAG 7% AT A(C G %
VIR B & o
2.1 DNA 5345 52 5 mitotic catastrophe

I DNA KRG, A7 G A0 M A i i 0,
FELIE A7 AT 4000 1) DNA B, I8k G i 1 Rt A%: £ EA%
RN s (XA T g, Ab P Az
147 ATM(ataxia telangiectasia mutated) fll ATR (ataxia
telangiectasia related) ™. 1X P Rt 73 m st sr A 7L
IhAE, fefs FLHE U2 0 DNA, ATM 45 ATR i51L
J5i, 5 5453845 1 il Chk1(checkpiont kinase 1) il Chk2
(checkpiont kinase2), Chk1 F1 Chk2 1} &N 1 B4,
P AR G NS S U0 ARG
Chk1 A1 Chk2 7] LL{#i Cdc25A ) Ser123 {7 i iR 1k,
B i 42 FE A A 10 R 1Tl AR 1) B0, 1) Cde25A
(R K 23 A8 CDK2 7 A AR AR B, AT A5 40 i TG
PEIEN S 1, B I G /S WHBHA . G, AT BI04 7
KA T 2 G IS 2 204175, Chkl AT Chk2
IG5 A Cde25B/C 1A Ser {7 fIREIR AL, IXLEHE
FEAL IR LG 73 14-3-30 A 1 505 1 b4 R AR
7, Y5 14-3-30 45 73 i Cdc25B/C ¥ 1 B i v P 4
Fh, RIS ST an b ) 2 A, 4 3L HeyclinB1-
Cdk 1(Cdc2) 73 25, MR AN RE R & 14, 48 i ekt
A M #00, WESEIEY], /5 DNA $if4)5,14-3-36 fig
DCAE AN AT AT 22 5 54T fse 1 A0 M F) SR 3OE R, oy L 3G
iK1 p53 e R Sk 45, 1 14-3-30 B R 4 P
T Gy W, 5 24 mitotic catastrophe!'?!,

DNA 25 K K5 7% 1L Fl mitotic catastrophe .2 [A] 47 %
VIR &R o 29W00E T B A% (R 208 B GL/M TG
0 R R R IE AL RERS AL 1F DNA 145 15 5 11 mi-
totic catastrophe, IX#EAL[K U1 ATM. ATR. Chkl.
Chk2. PIk-1(-2. -3). Pinl fil 14-3-3¢c 2§41, )

Ak, AEAINE A 7L mitotic catastrophe [ RL R T, IS A %%
FIRZA cyclinB1 /KL TF, WAl [501 ps3 B4
FGEALR Y /N GUVR I LT 20 A0 W SRR 9 A 4t i 2R 4418
T G, BB . 58488 pS3 AN | eyelinB1 ik /K
T iE, AT A 1 mitotic catastrophe, [ A
TIpS3 41 cyclinB 1 43R B A7 W W Ak FLITAT 4R
/DA B 2 mitotic catastrophe!'™. Bl Az 25 4k #E
14-3-36 BRI HCT 116 25k AN 5 4 A e AH EE
Chk2 135 £ 52 FFM, 11 Cdk 1/eyclinB FF 4T (kA 41
33 NAT 2257 544, de 2% 1512 mitotic catastrophe ',
I AT IO IE, pS3 Bl AR AR £R 15 51
mitotic catastrophe S JIAEUEK, JX g KA VAR £ vl DA
i p53 Serl5 Bl AL, JUEImEGT p21 A1k, A M7t
A M B2 A7 slfr MIH R HA A 3o P e 40t 40 4 e
LMY, Sm AR S, A DNA AZIANSE 42 TR A
O ATE AT 2253 2400, AN 23 455305 4101 1 22 93 44 RLI,
Chk2 ) Thr68 177 i iR 1L, cyclinB/Cdk 1 K 58K I %,
AN Bl sk pS 3 MM IR & AR A AR el A
Chk2 ({351, cyclinB/Cdk 1 F5F 432300, #5040 f ik A
Iy %4y, 4 Bl ik mitotic catastrophe [ 2UET .
DNA £ G 75 2056 T DNA 540 25415 F (1) mi-
totic catastrophe AT HIHFE M H] . DNA 254G 7 1
A f, - - BUBAZ 2122450711 DNA gt 23 BH W7 41
A R RE I A AL, an R 1 J A
ST R A T PRS2 A A M, 2 A0 A0 AR A AT HL
SN, Bt T mitotic catastrophe 1)k 4,
2.2 455EKIEE 5 5 mitotic catastrophe
GIERAARRS P 2 ATAT FARE LI A e AR ST
A 22 N B R 4, SR T QAR R
A7 DA QR e A4 53 5 RTINS 5 ) 1, D) RE T
(97 EREAAAD, 15 ACEE R REAS I LY AN AL XS 1 4 8 A4
FHEBE LA BT 2203 24, 27D, 7 LR S
sl D) RE SR S 30 AR ) s (AR S H ANEROE , T
RN G EEAR R K  Sa  pRE R E
mitotic catastrophe! 7. 4l /i DNA i J5 i€ i3 5)
DNA £ R K 1% AT sl AR 787 0, 15 A 4 i ) 3Y1 R vy
MR TR EE FARAN K JE DRI Z I B 1, an SRR AR
FEEEATT W SL 1 Go/M I, 23 0 B v R Bk
G,/M Wi¥547 1f) mitotic catastrophe!'! . 174} 1& 25 H
PRBERCAS 1% o5 5755 (1) 40 OGS 24549) Taxol 175 & 1) 41 B 4E
TGO, 35 2R ) N2 (0 G0 R I R o
LA, PR hNuf2 7 ES A A AT 22 73 24 i 391 RH ¥
TSR A A EAE L IX R W YT HEAKD 1% 550OFT mitotic

Lt AR, H KB AR R
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catastrophe [T (774G B I HK R0, F Rt — P RySE
6 UEH 2 HH 7 AR A W D BEXS T DNA 3145 294
75 A& 1 mitotic catastrophe f& 420K . DNA #1524
YIER T BubR1 5 Mad2 PR 41 B, 5S040 fwdk 25
PR Y 45, B % mitotic catastrophe X B JG
2253 ZP R A2

Mitotic catastrophe & [H T 22 57 44 5 & 548 il
F ST [R) FRY BELVTT 76 A7 22 53 24 3 10 45 A (1) -— T 4 Ffw O
LB, ALt i 1 &7 Pl AR 2 (AT A 22 70 40
MR RELE, R HINYEARE AT, 4
1% 31 DNA 44 J5 AN Re 1IF 8 8 shA B e, H 23
PSR IAT IR TE AR BE A AR sk 2 A5 AR 40 g, 35 m 1
BAEAREYE . 2 P 145 22 73 4 BH i B 4408
AR R AR T R A AT, AR TR ST

3 Mitotic catastrophe FLAT- A X F

DNA KA 0710, 0S40 H AN GeA 2 BH Wy 48
PR I AR 2 B SO AR ) e 70 8, IR EETE E R
TR N R R Lk R R TE
J8 5 5 A4 AT R A 3 8 B 26l . T 48 Y mitotic ca-
tastrophe 1E 4 FhFE T HLE] A LUE X FHIEIEH 40
FIA AL T, AR T4 fruif£ 522 ' . Mitotic catas-
trophe F4H IRE LT RT LA, MR TTERS
SERRIE A Gt )E R RIA S . MBRSE4E. A
B A AU ) Bl T PR 22 2 R VB S A B HR VT P T
(G

1R 2P0 25 ) B FE DNA U0 25 W) N1 e FH Ik 24
YER AT 5142 mitotic catastrophe TS, X #9410
P A TR B OG 2R LU, B TR 2 A K —3X
HgE . A AIA A mitotic catastrophe A~ &t —FF H
I B AET 5, A& mitotic catastrophe 41 ffl
BRI T R e PR T . WA S SR mitotic
catastrophe f 24 HI LR TP LA FURRAE, i)
B LR L B & c(cytochrome ¢, Cyt ¢)
P HE K ¥ (apoptosis inducing factor, AIF).
caspase IS A8 —LLS 0 T 2 b A B 0 i
M 57 51 B Bax fEMEL 11 mitotic catastrophe™ f) A&
A, T S SCEEAZ AT RR AN Bel-2 1Rk < 1
mitotic catastrophe® [P A4, WAITEY, 4l
(LA 22 5y 24 IHBET A T caspase 1 H0 RN 25 F A4
it ple, HAEIL L K W] mitotic catastrophe &5
caspase-2 AIRMVELL A ¢, Mt RNA T-33H
caspase-2 PH W&k ko A 58 3% 4 7] LA mitotic

catastrophe, 4l fdp] A7 SUH 2 K A AT IR 3541, [F]
FE[), 7515 S DNA 5147 & 2E 1) mitotic catastrophe ]
BEAY eh I T 0T BT SR R A AR AN B I A 123
X SIG RS #FUE B T V8 T2 7E $44T mitotic catastro-
phe & EEPFIEH.

B T 1 S UIE B8 B 32 HF mitotic catastrophe S —
G YA b N O O N = WO £, = R & =1 ) 57
Fl mitotic catastrophe. 50 umol/L {KFLyrH1ERH T
HeLa 4013 h J5, thELZ i sy [ SRR A,
#4F mitotic catastrophe, 96 h Ji5 774 F 41 B th A 2E
T, 2 Ry 4 B B 15 T 5- BURMERE T B R A
FRIFIZET e, KR FE 5] mitotic catastrophe, =K
e SRR G/S BIlHA, BEfE &R,
Park 526V T AE th SO — WA, b AT 43 70 A
VR FE B 25 2 A0 £ Huh-7 40 M0, A SARIR JE 299055
KA B & 4 mitotic catastrophe, A FRFIERN 41k
FEIE S SR A R A BRI T 58 AR . 4 F
HLHEIFI 9T B, caspase FINW G 15 = 18 B a0
JNK. p38 HI NF-kB 1N 7F 40 o A A= 8 T i i 72 4
BE, Cdk1 F Cdk2 76 K £ mitotic catastrophe 141
FRLER AT (L OR) B 8, T A A 1) T 1 4 i X P A
WS EZ T R, 108 Cdk1 R Cdk2 X TR BE R
57 5 X 4l Y mitotic catastrophe ¥ A2 A5 B E 1 1
#AE

Witz 2 S0 88 R IF A e — 3L R A AT e
AN (] FR) 448 2 730 ot T AR [ O8] 3 (R 35 | R AS TR A
IR FiAh, MWAEIMSER g R, AT LA
2%} T mitotic catastrophe [ 4id H-4E# A A= 7E 40 A
JEI AR [R)—B HA, 40 Nitta 25200 8¢ 3] ] mitotic catas-
trophe & 40 B FH A 75 7 18, Bk R 1 I RAE 5, K
A 1] fy R B BH 7 175 &% miitotic catastrophe, 41 ff HE] %2
PR B 24 BE T 1 Park “5:2904) %2 21| 1] mitotic catastro-
phe & —MNECH KBS FEO R), LR OAKHN
Ja A, BT R AR R R R 2 A, XA
MEARBTZZH MM RA T iEEd Cdkl M
Cdk2 AHRIIE 5 B HE 5 R ML AET

H1 %K, mitotic catastrophe J2: & 241 %2 2 Fh (5
SIS A AR T AR, [ R R TR
fh A M ZE T B # DR .

4 ING

2 P JE 002 ey — R A A R 0 1 i
FEREAT RN AT AR, 225 DNA #ifk & s Al g ik

TR AR 2 ST /R A R e, (8 SC i B S E R
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2R ARy i a0 0 M PR SRS A DR B R, A I G
R 20 M G €0 R 2 R R PR AL R W P R A )

EH, R S 9 fustr *JLFE'JLﬁmf}JHﬁ%o 4 DNA
2 B0 BT R S R ROR, Al el i - RAIAE
BT AN I A R, W GY/S IR A . Gy
M SRS A e R0 &7 AR AR, 2 55, 5 40 P S A iy, R4
I DNA AT S, WRH ST ELRE R, M
HUE S shAET i, Ho b gl A7 0 S ACE W48 71 1) mi-
totic catastrophe.
AR A M R R . 4 e
AR RSB R 0 i U R AR R A — SR )
AT S . LA A R E R, IR 4
JHa R A ST A A 300 60 S G R BERE . G,
S+ Gy/M I M AT AR £ SIS #A 7T BB DNA
ZRT . DNA Kl 18 5l S (044 75 Fe B2 () 48 i
HEON A0 B SR A, S oA I R AE R B AR AR e M
A5 200 Wi A% o e A0 PR 4 ] R O R AR A Y
S, 00 A0 B 40 B S RS A s5U ) R, DNA 47
P23 EXAR G AR BE S , 0 A0 e 2 45417 H 07 U DNA
HATH A, RS AROENE . T HIEA DNA
6T PER AR S IR AE S 5, 185 B MO I ] 45
PR 22 43 4P 1, DR ] DUE i R s F A% 2459)
A5 41 {0 J A% 75 L5 [EC mitotic catastrophe, fix 2%
T2 o AE Tk B IR VR T I H .
R R B 22 1 S 6 E 4 B 22 1) S FF mitotic catas-
trophe & — PR A L ZE T TE R, {H A mitotic

catastrophe F1ILAth 4 B 48 17 8 AR A7 70 45 % D) (K BK
% . Mitotic catastrophe 1] E & “F4HFE FIA E mitotic
catastrophe i 4 {7 5 188 i 00 o 20t — 2D A, X6 mi-
totic catastrophe [FJER AWFFTA DNA 5145 2549) 5
55T B BT 245 00K 5 VAT Iogg e 416 17 S A3
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Abstract

Cell death is an important physiology and pathology phenomenon to the multi-cellular organisms.

The cell death can be categorized into necrosis and programmed cell death (PCD). PCDs include apoptosis, autoph-
agic cell death and mitotic catastrophe, each with different morphological changes and biochemical mechanistic
pathways. The mitotic catastrophe was most recently recognized and described, and it characterizes as a cell death
occurred during mitosis due to abnormal mitotic progress, usually accompanying with abnormal cell cycle check-
point and genomic or spindle lesion. Herein we review the related molecular mechanisms regulating the mitotic

catastrophe.
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