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Cip/Kip Z% 1% B 8 4% B 3 ——p57Kip2 B Rt e
P57Kip2: A distinctive member of Cip/Kip family

RWI 2k F R FH( APEFR REKAE, =@ L9 650031)

[ Z]1  p5TKip2 J& T 40 R st s B ) P97 eyelin dependent kinases inhibitor, CDKI )Cip/Kip 2% 1 il 51 Z — , CKI
BETE 4 M b 5 40 it ) 3 2 AR I B 8( cycelin dependent kinase , CDK )48 & 4 L% o4, i VA B2 4 i ) 4] . 5 R H e A
B, pSTKip2 FELSH LA HAFRTE . pSTKip2 Wit ZFHLHI S 5 MR n & 4L RFERER L, Cip/Kip & H REFEA R
KA Rho/ ROCK/LIM/ coffilin 1553 B 1 2 5 M 0918 1L AR 22 FNEE 8 (B TEAS [R] (9 20 B 057 AR, p57Kip2 78I
HIIRZE TR P W . pSTKip2 7E4RME /b AT L th B AR, pSTKip2 (938 57 5 (40 A AR 43 b Fnad i 44 g
T b, pS7Kip2 76240 M PR T A A F 0/ vl LA SR i 67 RS a5 . 2 TRERY pSTKip2 BT BliC Bk A+ A PEs e R
o) FH Ak A8 25 ZBEE AT microRNA (WA 52 5 IMEIE BN 241 #8230k pS7Kip2 78 LL B JLANJ7 T BT o2 1 Je

M—E5k
[ SRR ] ROl i 57 5 e 5 p57Kip2
[ FESZES ] R730.2 [ XEkEREBRRS ] A

e 2 L A 6 O R S 5 A %) 20 e
A o I AR R AR L R R I R B R
T, 3K 2 PR fh 240 ) B B 1 eyeling) | 40 AR B0 2
P 3 2 38 B ( cyclin dependent kinase, CDK ) il
CDK 4141 ¥ CDK inhibitor, CKI )4 . Cyclin 5
CDK Lk eyelin-CDK & 54 i IE X A #EVEH L CKI g
TP S CDK 256 3 S 1, DA T 9] 240 i S
M. CKI 43} W 2% INK4 ( inhibitors of CDK4 ) Fll
Cip/Kip ( CDK interacting protein/kinase inhibition
protein ) % . I # f $§ pl6Inkda. pl5Inkdb .,
pl8Inkdc Hl pl9Inkdd, J5 # f1 45 p21Cipl | p27Kipl
M pSTKip2., Ef1FE @I LS A cyclinD \E A B
CDK W& &Y, M5 Yt Rb 8 H E R P107
F1 P130 25 Y BERR L AE T, E2F BRI R Re BTk, il
AN f A A G,

pS7Kip2 1 F AU AR 11p15. 5, pSTKip2 )3
AR A B S R SRR A A E AL SURE R
pS7Kip2 (13576 WG | AR 10 RS 1) 200 it J) 36 B
BEW IR U s ) e IG T BB R RiA M
TERGAE I — BB 38 B QT IR AR BN REAG
B BEERAE B L O i Bl BRAR SR AL iR
5 TR0 R R, pSTKip2 il it 7E G,-S. G,-M
Ji) H1 A At v 5K 114 D B R 4 A R T 4 5 R 4k
1 pS7Kip2 A A S — AR RE N B A
FEFEW p5TKip2 ML AL 15 5 I 4
2R, S 5 RIE R, H pSTKip2 7618 iy
YERA IE AR B UEDE , 72 545 5L T, pSTKip2 H

[ XEHS ]

1007-385X( 2011 )05-0574-07

AREFEFMVEH . 5 HAh CKI A L, pS7Kip2 £ 45
F A RRERE IR L B R TR VR, 5
HAegnhsfb T T8 -t B mEAE, (5
X} p57Kip2 & A A5 B B 2 1 O . A S
p57Kip2 7ELL F LA J7 T A5 i SR i — 273 .

1 p57Kip2 EAWE

pS7Kip2 1 316 MR IERAL I 3 ) RE Ik
(1), £ 1 p57Kip2 & cyelin-CDK #114]
X, {H 2 75 &8 43 D1 -Jgk 27 A 9E ( Beckwith-Wiedemann
Syndrome , BWS ) 3 Y 58745 s 7 IX S A AR, 3k i3
HITE cyclin-CDK X3 LLSMEY PAPA X QT XA H
LEIhE

Cip/Kip 5 50 W 53 7 28 Sk vt IX Bl 2L A AH >
KA R , 1% XS ED 2 cyelin A1 CDK 454 X 8l 41
i<, p5S7Kip2 % IX ik A 45—~ 310 R JiE 45 14
B, JE M H eyelin A/CDK2 Fl eyclin E/CDK2 5
1, 1% X A e 455 I cyclin E/CDK3 | cyclin
D2/CDK4 5 . {HXF eyelin B/CDK1 D2/
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CDK6 & & Wil VE AN ., ILAk , pS7Kip2 11 cy-
clin-CDK 11 il X F1iZ% 26 11 #9712 R BB i AT 07
PAPA & X : p5S7Kip2 4544 T4 & — Al & iR- N
R IR # &2 ( proline-alanine, PAPA ) X 45 & #H
WA 22453 4 )5 5C B P mitogen-activated pro-
teinkinase, MAP ) # 2 1k {7 5, p21Cipl Al
p27Kipl L5 A PAPA Xk, HEi PAPA 2544
T pS7Kip2 45 (4 25 1 8] FH B AE FH B 1, 5% i 5]
p37Kip2 N HIEN CKI fThEE S, 1k4h, p57Kip2
HO X 5 LIM -1 ( LIM-1 ) 7 F B St X
Z 5 MR AT

p53Kip2
A B C  PAPATH[X DNLSE 316
CDKAWfX QTIHAER
p27Kipl
A B C NLS E 198
CDRAIRIX  QTIAREX
A B C NLS 164
CDK A= PCNAZ &K

B 1 p57Kip2 # Cip/Kip K& 544
A cyclin Z54 X 3B: CDK 454X ;C: 310 helix region;
D: PCNA 454 X ;E: CDK BEERALAZ A5 NLS: g sl

F2 K35 . pS7Kip2 1 p27Kipl , A5 p21Cipl ,
HBELAT AL 1) 72 FL v 17 A, BEFRAE QT X i X5
WALFE = A5 R 3k . A% 2 A7 15 5 ( nuclear localization
signal ,NLS ) . — ™ 3% 78 2 g #% 0> H0 J5( proliferating
cell nuclear antigen, PCNA )54 X35 . CDK & L7
AL BRI GBI P S AE pSTKip2 Al p27Kipl 5 B
PRESF T p21Cipl JoiZ X3k, p57Kip2 B PCNA 454
X HE5 PCNA FEHT, 73 BIFE ARG R P 52 56 v R BE
1k DNA B AT S Wy HE AL, NLS 5 p27Kipl
1 p57Kip2 BYAZ N BML BT R IA A O, i KIAH
p57Kip2 K IR N 3R, (HTE A Fh2H 2 g i 4
i & B pSTKip2 Rl T, an & i 3k
NG R TP, LR SR R i A R s
BWS Jk Bl H A pSTKip2 8 A 78 M o HE R, 17 NLS
Bt Sl AT R AR BT Cips
Kip Z 5t 5 I8 (4= 28 T 78 A ¢, p27Kipl 1
NLS( RKRPAT J¥%1 )5 p57Kip2 #J NLS( KRKR J%
H )AL, p27Kipl @it Akt BEER L NLS 3%,
i p27Kipl N TR mh, BA R R A D hg, O H
p27Kipl &E {7 T f it J2: it 90 A A R A AR e
p57Kip2 B QT DX AHA BERR 17 o5, , (HIA A UE SE W iR

FRBES i H: QT X 2k 28 pS7Kip2 & M AY I 40 il &
i, JREIL, — 25 IA N, pSTKip2 7E 40 He 2 i
g NS RE S e o N [ e R G

2 pS7Kip2 EiEREEMEHRHIER

2.1 p57Kip2 5t eg & &

pS7Kip2 7EMIE A ML 3G s R B R EE R
YEH, pS7Kip2 Gt = F 2800 S AT M 309 A i Jeg 44 A
BB, I FELL R 4558  eyclin D/CDK6 B
H7 Rb BTG VE, E2F BBk, E2F 1 24 56
BE SR , ARG 5 ; eyelin E/CDK2 A5 22 005 12
HE G, WIFT S WA FEAR ; cyclin A/CDK2 A 45223476
BN T cyclin A B PR BEAR A HE A S 10700 it
A AE— LI FL B W 9 2 B Ak 0% 48 L, pS7Kip2
LA CDKs 25 TN I endocycle )\ Tt 22
Oy RARNAnERE A 2 E At A s
i | T g P9 T pSTKip2 36k U /b [R) i £E A
PCNA {133 3235, UM p57Kip2 5 ik g 19 % 4=
kA K,
2.2 pSTKip2 Fo it 93 6945 % A4S

i 9Ra A9 4R 28 TN B 5 40 M A S RS R 9 S AT
5, Horf Rho R EE RN T, #Fs >
B Rho Ml CKls £77E £ S 15 75 : Rho 38 fif 2 il
CKIs [i% shf1 gk ik, [ B CKls i PE P Rho i #%
LR A, AT BB FR] 3 452 00 6 %) 448 0 60 P 98 200 i 1)
. pSTKip2 7EMIG & B 145 B B3 & w3k ik,
KW pSTKip2 EE BT RS 5 TARER . &
Schwann 4Hfg T, pS7Kip2 FakIs /v K 41 i 28 )
kAR IR E WLEh B 1 i 22, U i e 502
I, p57Kip2 K ZEIEH B CKIs IREK SR MM AL T
SR R RN R . B ST BOR 2 RO i
Jod P ek B K OF pSTKip2 BYFEIA S5 B A4 1 AR
Ko AE M 85 R 41 B 8 ( squamous cell carcinoma,
SCC ), Jifdgd R /In 8 W IR 4 193 Fn &2 % R A
pS7Kip2 ik 9 A A G, Wk 45 1 i R B
p37Kip2 MM IEA X pSTKip2 PHIELL SCC &
(5 4EAEFE AR L pSTKip2 MIvE4L B BB & 2 it
AN TE RIS IR T pSTKip2 (033K B E w0, 4h
PR At Fe 3k pS7Kip2 14 W0 T BH S 400 6] i 5] B 98 40 1Y)
BRI AR RE S

Wiag ATk, /EA CKls B, Cip/Kip HHBEEAR
6] 7K SF-4 4 Rho/ROCK/ LIM/ coffilin 15 538 J% 1]
SR B L R B RS, A kO,
p57Kip2 AEVEFHIF IR LIM-1 fIRERR AT coffilin 25
T, LS R AN M A RS . DARTCAESE P p21
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p27 7T AE T A3 AT Rho KR4S A, P82 L3k
BN ST YEIE B v LAHED, p57Kip2 19 15 3)
ARSI £ i 2 57 7 98 4 P Jg A B 1 3 A% vh A o B4R
F o SR, pSTKip2 5% T A2 3 il 140 J2 412 1 i s 4t i
(2 28 AEG 7 3045 41, L5 h Cip/Kip 2 182>
TSR ALY 0, FBUT R | 2A 208 R R g
FERBE T 22 g Ah, LIM-1 1E R pS7Kip2 B9850
O3 A A 2 A A ey 0 ) 152 28 AN A% Bk T
RIR B AR MIEREE , W5 R, LIMK-1 A9 3% sh 38 i
PEA e =2 28 1 B 14, [ B & pS7Kip2 H BLAE
MBS, BRI T RE AR TG . LA Ui 7ER
I) A 40 M 72 o2 AR 9% R, pS7Kip2 7 B I 114 12 28 A
FERS T OB f (o

2.3 p57Kip2 f£AF 5% A = P 444 A

pS7Kip2 7 Mg A 2 28 2 00 1 40 A 37 7 i e
TN [R) A 20 B 2 55 R 8 4 0 . FERRSIE LT,
pS7Kip2 REAERE T s A2 0 T B - i s 1 kO
T, AN A% P 0 bR A b, pSTKp2 i
TYMYE T B W WA R AR SRR A T eyelin-CDK i
AR AR . pSTKip2 23R B2 19/ Bl E2F1 4K
B AR T3 FERLR AN AR b N T
CDK #il4%) BMS387032 7 % st /K i i pS7Kip2
TE E2F1 MM T 0kl 4 g8 v, pSTKip2 1 41 i
PR AV FH 32 HoAth A5 5 3 % AN 3% DR 1 1
4N pS7Kip2 19 QT X AELE A W S s & FAE I — A
PUR TR INK/SAPK 38 B 40 i 97, BH 1- 40 i 98 7=
FEM IR 40 i T Kruppel # P 4( Kruppel-like fac-
tord, KLF4 ) |3 p57Kip2 i NK/SAPK i g >,
AN, ZE RS 40 L rf p57 Kip2 3 3o 55 3% 3 26 b A
fie i Bax . caspase-9 | caspase-3 T Ak, AT i 2P
TR 2 ( staurosporine )55 N B T- AR . 7E
JiIeg (G R Bl pSTKip2 B4 5 i 4 B9 24 4
PRIH 3508 , I L5 S8 A BT 24 R AL 25 1 T o
AR AE (1) pSTKip2 &K1 i [ e 4 L F £ 6 7 2%
YU, QAR ARFTIATT BB R BUA N
pSTKip2 R 40 B B 25 B S Ay T . &
FROR TR A4S 25 H SRR L 2 S BRAEA 1
FaE p73p Wit Tk ¥ T pSTKip2 MRk, 1
p73B BRI T, p5TKip2 LB B 5 U0 4 i 1)
FET, R p5TKip2 25 Tz Y,

K, pS7Kip2 S & Az v i) — A B L A
p37Kip2 7E4H ML T (8 VR FH AV AT LA Ry b i
ST TR R VR BUME 25 TR AR R
B AR BRRLON , PTG MR IR A e e T AR
L FhBUIIRE 25 R0 . QA AT A , BRI IR Y

MBS T R P — A SRR, 2 T
p37Kip2 FEJH T 4RI i 42 b i P8 454, 1 AT
L B A s 200 A %ot 245 40 1) R DR B I A ML
TE pSTKip2 kT I8 B Jioeg 248 e b R 2 AT Ry 9 1
TRAR T B T e 240 it Xt 245 4y ) BRI, 7R e 40
JiHr B R pSTKip2 BT RE A bR Bk R, 4 R
R A U o

3 p57Kip2 HAEHLE

3.1 FPitEABLAMEk FTEMALEHEE GG
JRAE pSTKip2 7E 4 M SR v 4R b g A
EMRIBEEEARIERE ., M pS7Kip2 A T
FEVFZ NSOENEIE A REE . Jin 252 fGE7EA
HI e+ 2= 51 it b B2 8 ( prostato-intraepithe-
lial neoplasia, PIN ) pS7Kip2 1)k F 143 ik 77
E,Algar /—va:‘F{ u] TE fiE 2 JLAE b 982 ( vhabdoid tumor,
RT)HIBFFE P & B p57Kip2 B9 T ¥ 2 3% 3 19 L ) 5
SRR A K B BN T, RS AR pSTKip2
AT DI 22 N 28 30 g 1k 57 33 05 TR, 04
FLAR i 55 AT R AR . BLEL KB pSTKip2 (2848
UL U B A At B SR B S R R 45 BIL A fil
p57Kip2 Rk Ak 75, HRAH FEE T I £
FHHLHIE p5S7Kip2 FEIRFITNRESH .
3.1.1 R EXRE LA ML pSTKip2 B—1
fEF 11pl5. 5 EME XA ERE SE A, 7 S AE R 4 A
F BRSO L F IR I T K A S XU . B
- loss of imprinting, LOI ) &% 151 2 N2 i
KB ADHEZLMR JBEIOE IR R L . iR L
FlOLZE AR, 045 Wilm 78 B b B B SR AR -1
JULPAJRE LA B BT 0T, s 8 456 B pS7Kip2 A9 LOI
Sl & A . 78 11pl5.5 | 450 000 ~ 500 000
bp FIVEE PIALFE N pS7 B H19 ZAERic 3£, LOI
I R ] s 53 M 12 DX 38T e e R A A A PR ] ) e
(i IGF . H19 ., p57 £ ENC W', 1 LOT £k
('loss of heterozygosity , LOH ), 7E AZSEIH 11p15.5
J& LOH B & 57 5., 19% B9 3% e pS7Kip2 & 4
LOH. LOH ¥ & ¥AE Wilm 84 . JFF VR 40 i 928 | 51 &2
s e AL AR
3.1.2 DNA ¥R A% EHBME DNA HILLF
S OIEEEEE ISTYNE e O VR g
M, BE 3 pS7Kip2 BE Y UL BR. ik 9 An g v
p37Kip2 i H AR 53 R B FP A~ CpG e H
FEAV NG SR 4h X 3 Ak, A 30 10 S A X R
DNA 5 AL DL S B 1 & S kA 5 R R 2k
WA YRR Eh T X P SR & B AE T
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JriE FLIR Sk SR R A R i v e S
20 LM 1 I N R L B B T S Y DNA PR
160, SNF2 5 i 51 bk B FE BR 5 A € B Lsh
( lymphoid specific helicase, Lsh ), 43 574 fr) a8 1o 3
flal 25 Ak X pSTKip2 H& R ERCIR 245 1Y 82, (8]
PERTE pSTKip2 MK IeAh, p5T7 I BT H 3k
AR AT BEAE D 8 B 1Y AR 2 b ik, 7R AR
PR IRIEME I B 20 1 100 £ 2%, pSTKip2 HI
A8 L TC W A R A AR AA IO HL R b B
LA

20 VB i 30 5 AR AR A AR Y Bk 1% Ty 2
i p57Kip2 ZEMIE A il b AR . A
AL RS T#( enhancer of zeste homolog 2, EZH2 ) fE ]
A H H3K27 — B FEAk( histone H3 lysine 27 tri-
methylation , H3K27me3 ) #ll il p57Kip2, 2= Z WAL 47
#1155 histone deacetylase inhibitor, HDACi VE Spl Tk
FHATAS T EE p57Kip2 BYF B K2, 1E 7L
G HDACE W15 3R p57Kip2 AR k7K, I H.,
[l i & 35 EZH2 M1 pS7Kip2 B BE $2 75 R 3% Y i
JE R AERESOULRE R RTORIBFSE T, Algar 2534
AH,SMARCB1( SWI/SNF related , matrix associated ,
actin dependent regulator of chromatin, subfamily b,
member 1 )il 3341 pS7Kip2 )5 shF4H 8 1 H3 .
H4 AR5 S p5TKip2 M3k , 310l e i 4 4
IXBERFFE B, W] RS RO Tl A HDACGH 2hs
NG 5 1 RABT T HE L .

HARBIF S /N3 13 0] pSTKip2 16 7R
FAFALE AR+ & B, pSTKip2 I 81X 3%
TR A A PRSI AT REAS & AL PR 2 3% 1Y J5L A, pS7Kip2
T 98 2 S BIL A i 7 30 e PR3 o 0 9 i PRI ) 4
A RECRAN ] (4 20 M P45
3.2 microRNAs *f p57Kip2 #9784=

microRNAs( miRNAs ) 7 — 28 4 4 i /N RNAs,
it /Iy RNAs 38 1 0L mRNA B 15 sl 5 40
mRNA F B Ao 18 4% 2 N 1 3R 35 . miRNAs i i A
[Fi) 368 5 - ik R AT i B R R B R 2 5 MR ) &
JE S, BT W], miRNAs B4 AR T pSTKip2
mRNA 37 JE§E 5% Xy /b P57 i [ 1 3 3 1M 412 2F 4
U3 58, miRNAs 1E pS7Kip2 2 ik i 1% 5 % 0%
CDK2 i i Jifyfd 40 L G, /S Wie 4. B Hif ik 55 75 i
AU A D AR e FUIR B R AR e
ML | 22 JE T 988 2 M P miR-25 . miR-92b , miR-
221, miR-222 43 5| & 2 6] 4 5 pSTKip2 HY 3K
KA HOC K B R 4 4, pSTKip2 3 )
miR-221/222 Al miR-25 19 1 42 8 3L I, iF {0 45

p27Kipl'*), miR221,222 ¥ #% 4E FH F p57Kip2 F
p27Kipl mRNA 1 3’ JEFE 5% IX, fiff miR221/222 7E4H
b5 pS7Kip2 Fl p27Kipl BUFEIARTM K, B 5
T I IR A o
3.3 BBt Aeiz EAL

EAS R A, —Se B ST e i e 40 e £
HYFEAN PSTKip2 B R FI KA AR SR G T A 2
mRNA , X Ut AR RS S R B i 18 . PSTKip2 H i
ZWERRAGAT A5, 38 I R Ak R B FL T RE RN A, 4n
P57Kip2 Z iR b5 5 cyclin-CDK FH A& H
JBT A S A i L B A1 i AR A
A R B RaE PR R 40 M E A7 & R AR
P57Kip2 7EZH AP 097K 5212 28 A0 8 1 i A% 7Y 1A
5 78 Skp2-/-40M8rh PSTKip2 5 1 A 52 BH7E 20 Jfd
PUHERR T3 35 WT Skp2 {2 #F P5S7Kip2 & 1 HY %
fift . {HE PSTKip2 &5 [ Y B i o e & A= 7E Skp2-/-
MEFs 4114 G, 1 G, 4, vl Bk A B ik iz
JAFE PSTKip2 ik, —Fl F-box & 11 FBL12 JE A
SCFFBLI2 E &Y, 78 TGF-p Hill T L iR b4 #i
(997 2R A PSTKip2 2 1, PSTKip2 5 & R 310 Wk
MRk & 5 FBL12 fE 0y 8 % — 20, JF H )2 Skpl/
Cull/F-box-type E3 17 Zi%E#: 5 41&( Skpl/Cull/
F-box-type E3 ubiquitin ligase complex, SCF-Skp2 )4
FHNZ RACIT LT 0 LERINEEE cyclinE-CDK2 /Y
S 500 Ok Z (g R WA AR R AR
2 E B AE PSTKip2 B 1% A ke B 8 AR
R0 A8 BF % &R R, Cksl-Skp2 ¥ 1% i A0
P57Kip2 & 112 2 ARG 0 55 g 1 5 8t A i s
AR,
3.4 HEAiBIEALE

LR S R R A pSTKip2 FEik, 15 53 Rk
5| /) PSTKip2 U fig R AT 5 B R B B
PS7Kip2 FIAER T 5 e s 4 il A ) B4 A S A
MyoD Notch/Hes1 .BMP2 .BMP6 . IGF2 4%, M\ ifii 5 fi#
AN I R N RN A S 1
KRR RA K

TR X 25l IR 1 43T HE ) IR YT 25 A I
PRAR, A W58 & B, /N F CDK #4) BMS-
387032( SNS-032 )7£ E2F1 /-5 N 1 p57Kip2
e sk, OF H E2F1 B 4/EH T p57Kip2 (0E 3+
X, %55 pSTKip2 B9¥% 5%, 1M pS7Kip2 J& E2F1 A%
SRR — NI, BOE pSTKip2 5 E2F1 Z [
B R R BILE

YA, B BESE S R I, N2 pSTKip2 R Eh T b
Ji# 5 000 bp AF7E—A™ a1 BEORSF BOWE He BT R & ot
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4 glucocorticoid response element, GRE ) H % 5 ¥
KRS S 5 pSTKip2 HIFRIK. ik M
pS7Kip2 FE[HJE p53 KRG p73B il p63 Fi A
THEREER T BTER pSTKip2 AT E p738 A S
MR 0>, BB AE p73B A% T, p5S7Kip2 A {2 i
FAT-MOFERT . T FL AT DUE i AR ps3 ik,

TGF-B( transforming growth factor-B )i [ [} 2
ASTEVE 22 % 1 40 v o — > 2 A 3R [ 1 R
p57Kip2 il it TGF-B 38 %2 5 i . H I . B =R
R OF- T LR ) & R A, R B ) 3
B, E47 .bHLH %% 5 F1EH T p5S7Kip2 2 H %S
HARBG R K w2 4 i 5 05

4 p57Kip2 FZEAaS 1L

NI GE 5 73T B4 T e e A A L R R B R G
4 Ll A IR 7 - A i R ) e B
MR B R . pSTKip2 7EVF 2 4 s fhid #2 rh 2o
HEAE ], EA R B A 2L, A 6] (1915 53 6 8 4
p57Kip2 Bk, M 4 : Notch/Hes 3 B 75 Fi AR A4
B M i A4 /N B 1 43 A b 4R pSTKip2 1Y 3R
5L MyoD HA p73 ki 5 ik S pSTKip2 #
KIBE NS GIVER ™. CCAAT/ M3k 454 2B 1
B( CCAAT-enhancer binding protein-beta, C/EBP )
FLARIE pSTKip2 fie 5K 3G 5 1] 28K 7 AL %
Ast62] - BMP-2 Fl BMP-6 45 p57Kip2 (% Fi% S
255 BT 4455 AR 28R 3K . Sox (- Sry-related
high mobility group box )FEKZKIE) 12 S5 H IR
RE HWRE MaERrRRE K REZAHR
B HIE R, TR RUAE Bl b, Sox17 B9 R B NG| T
p57Kip2 .p21Cip Fl p15 By A, (H Sox17 J& 7538 i
CDKIs 5 SR B ML 75 o — LR

Hedgehog( Hh ) {553t B 7E W i (Y 1E # & &
EEAER EE M. EAERBIE ) &3, Hh
5 1 T BETE A ZH 2 b RO, DT A R
KA E AR, 7R3 A R B pSTKip2
I3 T Shh A9 4l 534k, pSTKip2 T 55 (4 3 5
2 IR H 4 SR 40, Shh A8 4542 400 i o AL Y 1
Mo XATRER pSTKip2 2 5k & M5 AL Z —.
TEMZE 2G5 g, pS7Kip2 & CTIP2( COUP-TF-in-
teracting protein 2 ), bHLH( basic Helix-Loop-Helix )
5 S DR T 1Y R A AT R 0 4 AR
A2, pSTKip2 1Y I8 S5 1 1l 20 AN 73 Al A i 2
BT JSUA 96

£ EFTIA, Cip/Kip F 5 AU 40 i 5
SLBM Y, 1T ELAE A0 B R SR A AR A, B R

oA A B S ) AR B A At )y TR 473 16
VR, S L6 77 TR AT FE A WINIDT4f , 7645 T ik L6 28
H B PR AR LR A AR 2 AR 2w LA
fEisE, CDKIs T REME Sy — > 05 J1 5 1 4] 240 i 144
AR B T A AR 3l

(£ % X Wk ]
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