iF

2L A Sl B LG U

(P EERE B A ar R AT B 2R A2 S A A 2 RS BT, i 200031. E-mail: wujr@sunm.shenc.ac.cn)
i wRANRERES T AREENTE, XECWHARCEAREGHFN DA EZERE. N
REWHR XU R FHRFHFT - EAREIMEN T, 40008 3 R 5h B LR ZIHAT T &
KA RS R. 4B B E AT B ) £ R 8RR B & B e (CDK), v e vE A
Z { (cyclin)fe i #1 JBl 3 & | 5B 40 %) ) (CKN)FEAT IR 4. 2080 Bl B e Bl 42 07 A AP B E—F
40 B 3 3 e R T Bl AR KA1 B A B R O A BEAT, SO R ——RIE 4 M R R AT B AR A
HUEL, RH SR E 0 ek R AL A BRSO Oy R A A R R B TR
WIBT o h WK FES, TEREARNBRAURASFEDARASECE NEH, EOEH, #E

%a7H B 2002568 M4 % b %K

BB Tk An e AR, X SR 1 07 XA B A S AT R AR, R — AR 4R 0 4 MR B TR R R 4

XHkial ik HARAEH

21 $48 A o R A 0 B SR 30D A e 30
B B AR L 5 B AR DNA & 045
DU, I A 22 43 2400 O 208 P 43 45 DL 43 15c 31 1 A
FACAMLN. ik, 405 DNA &S
BRI 220248V 1B), 75 M IS5 5 R S B i
R (B BRAAR  GL H, TifE SHALS A5 Al M T i
i 1) BRI Al G2 4,
1 4]y %

0 S U 4 i ] 93 RO — i R R G 2 B
AR 2 oA 5 3 2Ok B AR B 2 1180 (cyclin
dependent kinase, CDK), RJ4F5E i & 11 34 il IF 3 JF:
B TR AL 35 X4 1 B G, 3 S 2R 1 J5 P 5 T R 1
L7 (S A 40 6D 0 A B AR A T A . e e i EL 3
Yk, CDK4/CDK6 1l CDK2 X —Fift il 11 il 25
[ Rb #4781k, MR Rb X E2F (%5 sE4 i
VEF, JRsh T—Z kA S WA I SE DR (1 2235,
HESh e A S WP, Fam & B, ERIEEREAY CDK
X DNA il iGE A9 “ORC” MR Lol ok
B 1l S W15 415 DNA A9 il (re-replication)®. 7
PO B AR W B, T AR P R 1 B R A
(1) COK il # AT —Fh, 7E2F 5 IRk b & Cdc28, 7%
SR RE HUE Cde2. RN, fEZ M EZEY T, 25
AR JE I CDK WA 1F 22 Rl 1 G e M4 20 i Py
i G1 MRy £ 32 CDK2, CDK4 Fil CDK6; S HiFI
G2 WIH# T CDK2; 1fii M 10 % i CDK1(Cdc2)

ﬁ%[ﬁll
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RElm EHRBLERER RES

H 400 6 &) 3 108 45 A I AR 9 A S TR =R
Az, IR A HESh 4 R 12171 CDK (136 1 32 51
FERE BT AATABL, T CDK & M fAT 55 2 %2
2t — 2B B FR o R 0 B 11 (cycling i & 11 B 5 .
CDK HfA& LI K CDK-cyclin 2 45 1A 1 SR 4546 43 B 22
i, CDK DLSATE s0A7FE s, HAE b tpo O S5 /e
#B, M CDK HAKEAT 1EYE; M cyclin B & 338
T CDK FEAZMMAE, Mok, WK
TAHEYER COKI. e 2Esi R RE b, AR 61 57 40 i
W CDK fUA —fh——Cdc28, {H 5 & 454 1 JF
EHHA O Z L. £ GLIIN, Cdc28 5 G1 1] cyclin
CInl, CIn2 i CIn3 4§%; 7E SN, Cdc28 5 B #!
cyclin CIb5 Fil CIb6 45 /; T #E G2 A HI M H1 N, Cdc28
43915 B # cyclin Clbl, Clb2, CIb3 Fi Clb4 FHZ5 4.
EMFLSI AN, ORIRIAY CDK FEHH R ) 20 it & 19
HE AT SRS EOMES S, £ GL B,
CDK2 4 cyclin E454, CDK4 1 CDK6 5 cyclin D
g4 76 S G2 Wit CDK2 M) 5 cyclin A 454 i
7E M B}, CDK1 5 cyclin B 45418

CDK HIIEMERR T 32 cyclin @9 1F AT 46, 1532
AN EE PR S R X R BRI A AR
3 ZE 11 A U 1) 577 (cyclin-dependent kinase inhibitors,
CKN'®. fE2famefEE, BE % B 2Fh CKI: Farl 1§
Cdc28-Cln & Ay 3 1M Sicd i i #1 Cdc2s-
Clb5, 6 &AMk Ja T Ak A S k) ™, e 2
TR GL A, AR I IR ) 7] Ruml 25
G 1E Cdc2-Cdel3 B A1k I, 4Ry Cdel3 & 7R
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ik

K, PABE IR MO A L sh 4 4n i
HBAFAEAPIZE CKI, —2J2 Cip/Kip KR, B3 p21,
p27 Fl p57 3F CKI; 75— S Inkd K%k, ‘E 314 pl5,
pl6, pl8 fil p19 4 A CKI. AI—E FES HIHT G1
Wi GUS 714tk CDK2 il CDK4/6 5 cyclin f4
HAREYE; 5 —JE N R T4 CDK4/6-cyclin D &
AR S

g BArad, AT AR B — A A s
faifbE 5t cyclin fist IEEE, 5 CDK M45& 51
CDK myif&ifk; i CKI #4754, 5 CDK-cyclin &
B A AR R S . AT CDK A 4 i R
Wi <5187 B4 cyclin 7] LIgEIA &2 “3h 17, CKI
MR “RIZE" X =R T T A R S 1 T Y R
ShEEE . A ANTE KB, WKsh4n i JE Iz 7 B
SCAE LTI G A L. il CKI 3l 5 B Sk 2 41
il CDK & 13 16 M, (H 4k A9 T A & B,
Cip/Kip ZK ik #1158 B cyclin D #1 CDK &2 591 #Y
T, MIifilk% CDK4/6-cyclin D 3G 4, B,
T 200 10 JE] S0 3 1 7 %) BIK ) 2 A A 45 ) DA S 4% 4k
8 o 1) KR E AR FH A A2 vk R 22 Rk 2 4 R 30
AR5 400355 1) E B PN 2%

2 4RI A PR 4
UL DACRS =

A — AN R AR ZEIE S OLR,
— H DNA ZHI IR T, BJa ek A 225 28R,
BTGRP, L, iEEH & GL W%
L B R P 2 T HE AN E(S ). TEmERE
M, GL WA — AR, B “IFIRAT (start);
MAEFL S A GL I, £ — 5 “FFiRaa”
AL IR i, B “PRAAL” (restriction point, R
point)™.

WF5E 4 7E 20 tit2d 70 4R A b & 3, WL 3 P
ML) GL WA, fETEA —AREE MI A AL 7R A
ZHT, AN SRR KA S GE R IR AR K R ) 5
TSN B IR R (AN T R, A2k
G1l MRy iERR, A —FFRZ A GO WIAY “IRIR” IRZS.
— HANTE T Bl 1 oy 5, AR 2 N GO B [l £
Gl M, Ak LA Wiy e e, SR, o 73X A
[ S 25, PSR AR T 308 3R o, A
Wt GLIHFFUEA SHA. IXAE— AN a] A AR Ry B
Ij_i[ls].

I Sl M 52
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T AR 9T B B, IR AR B A T L] B
FEE S PER] Rb BB AR A SR, AR
i, Rb &b TARBERRAIRAS. X e 5 —Fh i s A
T E2F HiZE4, I E2F G, S8 T X EA S
BT 19— B A L R B R A REREATRL. A SRt 2
T AR AR A, ALY CDK4/6-cyclin D #4515
1k, X Rb #Ef7#ER L. B Rb X # CDK2-cyclin E
AW — L wm e S EERRIL THY Rb kTR
TRA, RS E2F 454 . Xl 15 E2F (5 5L i0s
YEFS LR, B8 T — Rk, M40
b 30 ek PR A, B HE S AN E A S . Rb Xt 54 St (1
KA R EE R . Rb v IS A 3] E2F (3%
X, M ITREIT E2F (% S0 fE /11319 it4h, Rb
AR E2F JEE SWsEa R ash T B, EEEmE
I8 B BIF ST W, Rb ik AT L i e €6 5
CER R E RS A, 4L E AL LB
(histone deacetylase) il 41 £ 1 H 3& 1k fil§ (histone
methylase), fii e ¢ T ib T 5% Ml AR A1,

SR Rb BN ke da il B o i) 22207, (2
HARHER: HAl N 7192 5. p130 &E & Rb Kk —
B, ATRARN E2F B AW, 16 Rb BRI E,
p130 #f CDK2-cyclin E & & Wit Bk, MRk
E2F?2 g Seue 4R, BRI S A 4 TR AL AT B
Z/OA PR M Rb (R Rb 1912, H T, R
At Rb f s il BR ) sk B 2> FHLBA AR R T 28, (EAS
HE—H 5.

DNA &2 {fil i Lh bR b 25 40 R I 0 s 3. Rk,
XF DNA S il FE 4y 10 47 2 4 o) 240 A J0 300 10 S B 2R 1Y
Ve F Gilbert 2 \PU% B, 40 ib F G111 F 011
w6 BB L (CHO) 4 i A% il e JTCHE B3 4 32 47 v 1k
TSN i, DNA & il 46 7 B R BEALAY, (HUnRE
b F G H I 9 CHO 41 A e 7 Frli 48 4 v A= 1,
A2 TS A e A B A P A A R 7 — B
ARFREBEHLE T . X—45 R EMH, fFEmEEZ YN
i JE A GL BArh, fE7E—1> DNA & il S ih 1
PR RATFRX A s R SR LA A7 B e e
(origin decision point, ODP)?4. j#t— iy iF5e 2 W],
A il UR A B e s T PR A5 2 A, I
filg 57 2-aminopurine U, RS H AP (L) &
PG RES 5 T X — R F #5520 AN g 4n
it 3R 4 A5 A % BT 40 B 3 5 5 DN A2 1l
EIAERIHLHRIE R Tk, B, x5 i 4G o B
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%a7H B 2002568 M4 % b %K

PRE 1B A WL PR RN e 200 ) 3018 2 o R ) 2 R
FIBIFFE 0T BE S22 Je AR J) 30 LE IR 42 1) — B 98 #4
3 i g GRS A A

IEFE KW b R p R Rt T — BRI
MaJE A DNA - & i R € {4 43 Fic o 2 1) 6 A B
3 H R Ay 20 M JE B RS 7 45 (checkpoint)?7. 3 & — 2%
TR R HUH . R A Y 200 37 A P B
F44, 40 DNA #1758, DNA & il 52, X 289835 HL I
A S g, DA K b b T A S 32 AT, RRA
& sl HERR TS, A0 ) S RT LA R i

N = DN B (i = W o T [0 s S B R e

55 LTRSS 28 (sensors), B B T G A T i 7] S
o5 2 N ERAr AL A% (signal transducers), BT T
Ji R T WS SR A 3 A — RN A
(effectors), FH &L #% 2= Hp B 240 i J 300 1 2 5 T 3
ML RS B N, SR 4 i R
R o550 3. 55 LFh 61 5 A&/ DNA A ohifs, &
& DNA #i5K6 2 5 55 2 A6 st DNA il a
FRh DNA S ilke A & 55 3 FhoR 48 YY1 1E
PR ELTS, FR R LR R 4 2 A A

1T DNA #5145 AT DL e Az 1 20 i JE 309 i A — 1~ it
M1, H DNA AL, B LAEEZ Fhgi
DNA R0 FBe. &N TAT LAFEAS [R) A4 Bk X6 45 5 7Y
DNA #5150 76 28 58 e B 20 i i) G1 Al G2 44,
DNA 45 th Z /D Rk A a5 8 A T J —F
Rad9; ¥ —f /& Rad24!®®. Rad24 5 DNA & filHF
RFC M4 4rEw i, I BE L 2 3 JE il —Fh 240
F RFC ) DNA-TF#RHE 7, fLHMEE & A HE 14
429 {12 Rad9 1l Rad24 7E4511 S W DNA #5165
AR FEZAE, Tl DNA & HIHL 2% i 5t 2o 45,
1 Polefll Dred s EAT 46 2 303U, JRATS2 6 %5 Al
KIL, D) DNA 3505 A BB IS K 2 s 1) S bz
YA A — E BRI DNA #4510 Rad9 & 1144
AW AN, x5 AR, IR DNA 45
VTG KA A 0 S P RESEAS R AIL L. 72 DNA i
PR A s5 A5 5 A% 3 ThT A AT] T A A LA I T
RA.ATM Fl ATR &M 211 57 DNA #4515 515 3 10
SRR S B AT IR AT AR R U G
fiti Chk1 1 Chk2 77 ERR AL Bimz ki Chkl Fl
Chk2 i — s HA & 15T, 1 p53 Fl cde25 AT
PRI SR 2 i, AT A AT S Pk
A E IR E AT, Wltn, G1 #1 DNA #ifm Ligli

www.scichina.com

p53 AL RANG AL, p53 W AT LA S p21 #5533 i,
p21 MM CDK (s, M 33k G1 Wik k8,
Bt R B, p53 i v] LATE 21 FEAIK cyclin B1 iy k4%
il G2 WAk 1B,

X} DNA & il ki s ke id, 7EAill DNA & il i 58
B BLE, HR O EiE L 25 DNA & A A ok iE
7. 111 DNA 4 B Pole 19 C AR i 5t Al B H AT 1550
DNA & il i 5 i ry Sh e 0. (e 25 i £, Rad12 J
[H] e — Fh e i (helicase). ‘B RgXT DNA & il iy
S SNy, S AT R Rad9 T TS KA
SHLERIY DNA S G A 00 T R R
WEER L. TEZEFH AR A, DNA & il K25 o5 10 S5 1
et Mik L/ Tel 1 38Xt RadS3 34 BEA TR AL 2. 7%
ki) Rad53 # il LAl LIEfR1E 2 5 DNA Z il & M
JRUN DNA A8, ML Il S iafr. #hd b
bR TS L AR SR B R AT A, A T BB 1k s HERR
TR, B BF R R, Y 2FR I EER) DNA & il 52
25 fint, HAIE % Rad53 B 40 DNA & 1l
SARFFSEE, i Rad53 2878 O A IS i DNA & il 3L
RAEWTEL. 18] Rad53 75 DNA & i v ki) e 31 1 4
1 DNA &2 1 Ui /5 .

TEA 2247 54100, e £o UK %) 1E 1 2 e O T 25 i
WS B TR 2205 ERIERZS 4. WF9T N DL A %
FEAN B R B, wARAMAE S G ME LSSk
205 I 1A 2B TC ARG AT 5 B 9 R — A B F ST R R
25 File A O AG AT 05 00 2 FALH AP R —
AR Mad2 & 4%, el 41 il Pds1 2 11 1) R4 g BEL 1L
SYERIIGIEG. 55— Bub2 4%, i i
cyclin K 1 10 W A (o 200 M 52 BE 7 AT 22 3 2140 6 2
A 0 G 2 R e (A B T 1) A0 B R L A R
i = F WEaE g BAHAE ], RPN E S BT ™
s 1 A R L (R 2 1) 52 4

MOk £ BRI FT R, AN R G A S e Y
22k 5 4 o 7 B R oG TR IR A A A B
B PR R B A DR, T 40 AR A S I
20 i A5 TE R PR 4 R 0 T T BT R, i
JE I AG 5 A 2 i R0k R A e 5 e & AR Y o6
FOE M0 W G IR B 4 0F 58 & 2L ) 560

I,
4 iR SGIRG TR U Y
3 B P 5 4R 0 38 T A
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JIT V8 IO ) AR 2 B SRR AR 1 R B R Ak W AL D
AL 5 45 A I VR AR TS P s T R I el AR . 7
oW N I E A R e S (O e W g L
RS 5 A FR B R LR &S . CDK 2 fr LA B A #f 3)
Y17 R TR, BT T T AT LLFE R 6] 9 R AR
XiF I M A B R HE TR ER AL, LA, CDK H B A TS
AU Z cyclin 1 CKI By, 40k 8RR 1k i) 5 =X
X} COK i PB4 T S AR 4 8 45, RIS CDK B9 AT
7 8 B R Ak LA i sl 4 ] CDK 3% 1. #£ CDK 1Y
TEPE I N A — RN “T-loop” B 45 H) . WIFFT 2,
HA Y T-loop #i#iiR ik, CDK HyIG M. A fESE
SRR, M CDK2 B i 4% m 80 ~ 300 149,
B J5 B9 KB, AN AFFE A — 284 T-loop Wi IR
B2 O, EN19FR Gk CDK i (CDK-
activating kinase, CAK)®®. %} CDK FYFy Rk 7]
LRSI CDK MRE M. 72450 e b LA — 2%
BB I, T weed FI mikl, ‘©A1% %} Cde2 FF 15
1R A BRI R AT IR L, 38X Cde2 1% 1k i1 T R

FE 20 N B R Ak 5 R B AL 2 B T —
(). dhe 28 B () 461 7 2 2 1 A wee R mik 1 5 R g
fii Cdc25 X} Cdc2 |55 15 i %24 IR 5k SE i iR AL AR 25
B hl. AN E R HEA M 122 1T, weel A1 mikl (1)
TP %, Cde25 myiE TR, # Cdc2 &5 15 1 ik 2
gk ik BRI A 8%, MIMIfE Cde2 iy e P 1
T 2 i R RS A S i LR, — T TR
B 1k weel AYREARSA; 55—y w2 it Rad3 Xt F
IiErY) Chk1 Wl AT #ERR Ak, 1 Chkl Wit — DR
fk, Cdc25, #EfRibEy Cde25 2k 2%t Cde2 #hfT L wiR
I BE; BeZME T Cde2 fOTETE, 40 s BE A
G2/M 53,

8 2 A 1 R 9y SO ASUAT v B2 T 8 R g o B
I BRSNS SRR RS B2 S (S
RE KR, K m B Rad53 L&A 2 4 FHA
Xk, WEERILAY Rad9 HAELS &7 FHA2 . Al
Rad9 7t G1 1l G2 #]1'5 Rad53 1y FHA2 454, LA 3h
X 2 A DNA S k2 o5 i) T4, 1 S AN 2R
P ) 7E i 1 )5 5 Rad53 1Y FHAL 454 LIS 3 S
WM DNA B 5 s B, A iiad, 25wk
[ Sicl #iifil Cdc28-Clb 1yi&#4; Xf Sicl 1T BEiR b
P B AR 2 AN e A SHIR) 2341, oot
¥R, Sicl & R AL L A0 K/ INA S B A Y
K. N Sicl A E 5 AERT 5 AR E LA
(CPD consensus)# iz 1k, Sicl /3R I HAMEMR; RA

808

2 Sicl B ATES 6 kak 6 LA I BEIRfL I, Sicl 4
AR, Wt R, Sicl & B AR B R —
AP GL WK A i pp S, BT, A5 BT
5 5 3 N 2R 15 R G A G R A S 3 1k
21 it SRS 2 R (R T

20 S 1 P R R R Y S — b e T g
B 2S00 B R0 A0 A A CAE . 7 5k LA 3 ol 23 (]
AR SRRz R “TRAMCEE” . — Rk, WK
200 i ) 300 3R 4 A R 1 e o A B P X R A T
UM AZ . RS AN A A 3 L R A DG R kR
TEANAAZ Y, TR I 2R P DA 200 S5 1) 200 A 1) g A
S0P\ 2 A ) 4 S5 7 i o A SR B T 0 ) 0
A E Sy 3. — AL A ) 2 B PR TR B Cdc25
WA, AEBERRILIR SR Cde25 17 e TN, IF
H T PIXt COK 1 #E47 Z:w ik i 7% CDK1, Ji3)
M HA. 4 DNA Z 2805306 T & 1% Chkl )5,
Chk1 AJ LK Cdc25 fifiefk. XAk fk Cdc2s 2k —
FRT 14-3-3 G RAD24 454 5 4,
SET MR A R CDKL AR R AL F 25 TR,
g RE G2 WY, 1vah, AR &I cyclin D-
CDK & &yt 2 325 A (4. 78 GLUIR & 17E 40
WS N AT RE I, SR AR T Hsp90 Al
Map & [ s 4 35 B, #5152 4 W ik 2 40 i
NP 75 S WART, cyclin D-CDK & & Wk i 3% 31 41
Jf 5t IF 9% vz BK &R A &R 4 R A (ubiquitin-mediated
proteolysis)!%59,

FEANME N, A 2L (SR B, Hof ik
AEE. HdA L E A RS R A B s
TX I Al 06 ZHA RS T 2 A ke AT 60 3 e AR YL 4]
WITEMEFL 40 cyclin B B i, cyclin B2 1417
T P95 R R SR LG AR |5 T eyelin B WIZEA% S Mg
Bz ZEe, I M IR 2, 1EAh, cyclin
B1 LAE S MO A kAR ZE 10, Wk iE i, S
AN 2D FH P2 cyclin 5 CDK WE &Y, —252
TEREN, 75— TERR N, ENTRE AR 7EH.

b Fe—BEmtE], AT A S (A RN A3 A
(14 4072 5 0 B L B A S A A T R B I AL,
BN EE AR RN AR FL BB AR BIERA, -
25 LE A X RE—F CUZE” ff R ST A0 R R 4 e A
TG AR,

5 4 JE s
A A AR A, F 2 EARNEE S
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B sh, A2 aE A R G AR Akt S 40 i
Wy E A BRI,
RPJEE R 5 S AR U 358, s, R 1
i E S e ey e R By B g P ]
WTETFL S YA M, cyclin A 7EM G1 WIJT IR #23k, 78

SR IR IR B e i L, IRJA TERE M I 1 A

Ifi cyclin B WIZEME S WFF4G =4, ] G2 WA %R &
BRI TEM MR (IR X RE R
T2 6 40 0 1 40 % O A L B T A 0 A R Y AR Ak,
IR T “cyclin” X—& FRICVOA. ok, 4 1
B A B S R s T A IR R O SR — B, LA
Py NI BUI 0N S <3PS o pe o i NI BUIR S STl g ) o
45 SR B4 A R B i ) 4

e 20 FE B e, 3 DR A SR A R s TR RO T X
KRS BRI, B, BEERIL T LA R £
BRI T TGP, p53 AN At R I AG A ) — Fh R 2R
FAEEA, CRESHIB I %, 24 DNA ZEIHif
iNF, P53 AT LI 22 2 1 R 0 R A 1 5 T L kv
PES ol n = 7E S HIEE G2/M 17T LU Bk Cdk2-cyclin A
Fil Cdc2/cyclin B B R fk, HIBILXT DNA HI45G, i
5 p21 71 GADDA45 H: [ fi % 4104, & i AT L) i DNA i
PR s R 20 B O ATM R ATR B2 1k
1T 4T e S0 L0500 v, R T v AP S
L% S RTE M, 410 Rb F1 E2F. Rb (B IR AL HL
PRSI RERT 1 O A VF21TE, X A4 5% E2F 1wk
FRALIE L. E2F 1373006 N GL J7E A S IR 2
K By %G 5%, A SIS, E2F 7] LRI Cdk2-cyclin A 4%
GG HE MR, S5 E2F X DNA 455 T
R I 2 22 SR 1 g 16708,

20 it ) 3 2 11 3 T R T X i b R AT 4
BG4 RIS mRNA #5525k RNA B4
fitg 1 RFEATH. RNA RAEEE T TAERUZ T L
e ST U TR R A SR A DR A A2 R i, i LA
WKW T 5% R SRR 2R F. —4N ik
AW E R IS, B3N T TFITH ) — A FE 23
T 40 A B 98 W B CDK 7/cyclin H 2 1 i &2 &
P19, CDK 7-cyclin H & &4 ¥ ) CAK f—Fif, £ %17
T 5 T 40 M R Y CDK JEA TR AL, WS &
U CDK7 EA W%t RNA B4 T R
[X 35 (carboxyl-terminal domain, CTD)# 17z k. X
— T R Ak o Bl S N R e SR o AR b R T
(promoter) b A4S 8 11 4536 BRI AE .
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2 55 2 MU JA) B A AR 4 00 B 1 B A % A
17 ki 42 (ubiquitin pathway) 5k #4719, 7E3X —i&
7w, FEREfRE D R SbRid B R 76 N
iR 5% JE (1) 7N 43 T i 22 Ik——ubiquitin, R J5 g — Fl
26S & [l A AT T LI . Bk, X
OB ) — A5 SR TR b U 0 12 45 T DA R 1) 2 1 o
FER U Tz AR, BLE & PP 01 371X — TAER
EAREAY. #—2F K SCF (Skpl-cullin-F-box-
protein complex), % — 28 M| FX & APC (anaphase-
promoting complex)!’?.

SCF L2984 G1 1 SR, i ¥ x4
HAWMZE /S Cde34, Cded, Cde53 il Skpl 4 i,
4%, Cde34 R HAZ L, TTRZ K5 & A A g .
ZEOHIELE SCF Prik BEmfsRE M i F 2 A Gl
cyclin, Clins CDK #1151 Sicl Fil Farl. il sh% SCF
fIVE F R I AT 45 cylin D il cyclin E, CDK #1151
p21, p27 Fl p57 Z:7273,

APC EZ&5 M W20l 2. 78 AR
i e O L, APC /047 104N E 847, 1T 2 5 1 B Y
APC I Hy 12 414 Bk 7. 7 M ) APC 525
5 2 DR BRI G RRTE M ORI 43 S
DL 20 M 2 R A A IE AR B G M. ZR5E I B: APC
W EI R ARAE RA M I cyclins, R 915940
HilZE A Pdsl FIZiERIAE 1 Asel 4. A4 APC
f RIS X5 A cyclin A il cyclin B 25077, et S i
) APC B AR BL, XY IR A E — &
T AR S BE, cyclin A AR fRA A T Y ok
43 E5, JF R cyclin B IREMEPT AT Tl cyclin B /Y
et fige 5 Bl € 1A ) W 9 B2 31, 2 cyclin B3 #1495
2514, cyclin B3 RYREME 2445 ) M A0 ai
%%[78].

T SR YA, TEAR AR o IR LS, A
S 3 0 5 e SR AR O, R BB T LR RS
Z IR RAE A HH VIR, i, iz
5T PR SR 4R RN B 1 B KR A . S B,
APC [ R Ak ol L B R AL 1T LR R IE T APC 976 .
B LS LT ) gk CDK-cyclin B & & Wi k.
TR e B —Fp/ Ny F R & A Sucl g5 CDK1
BEMEE IR APC IR LIRS, Wik Sucl &
I 2 Bk, APC /93 5 Cdc27 R 1k st A g
47, cyclin B A2, iR 20 Sicl &
B IR AL R B2 5 Sicd A Ra i o J& — AR 47 19 5]
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T DR, AEANML P, S ey 2 T 2 5l
TR (cross-talk), JE ML T — A5 %09 40 A 38 0 1
T 0 2 dn SR e 2 X 2 S S0 A F 9 O i B
e [N Bl 2 L B — A 4 e, IR A R R A
SIBIE TS BRI AZ o DA 250 2 ) T 200 5 300 114 23 9 2 1Y

.

Bt ATENERAE TR FESE S 39825115),
FE &R KR A X (o £ G1999053901) Fr
Bk “BAITX” KHHE.

10

11

12

13

14

15

16
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