* ’E%H*;I * J Med Res,Feb 2012, Vol. 41 No.2

- 10618 18  Pei JJ,Gong CX,An WL, et al. Okad acid induced Inhibition of pro-

9  Varvel NH, Bhaskar K, Patil AR et al. Abeta oligomers induce neu- tein phosphatase 2A produces activation of mitogen activated protein
ronal cell cycle events in Alzheimer's disease[ J]. J Neurosci,2008 , kinses ERK1/2 MEK1/2, AND P70S6, Similar to that in Alzheimer’
4310786 - 10793 s disease[ J]. Am J Pathol, 2003 ,163:845 — 858

10 Liu K, Li L, Nisson PE, et al. Neoplastic transformation and tumori- 19 Vogel SR,Schuck T,Tro — janowski JQ et al. PP2A mRNA expression
genesis associated with sam68 protein deficiency in cultured murine fi- is quantitatively decreased in Alzheimer’s disease hippocampus [ J].
broblasts[ J]. J Biol Chem,2000,275 ;40195 — 40201 Exp Neurol,2001,168 :402 — 412

11 Titner A, Ke YD, Eersel J,et al. Brief update on different roles of tau 20 Zhu WL, Shi HS, Wang SJ, et al. Increased Cdk5/p35 activity in the
in neurodegeneration[ J]. TUBMB Life,2011,7 ;495 — 502 dentate gyrus mediates depressive — like behaviour in rats[ J]. Int J

12 Johson GV, Stoothoff WH. Tau phosphorylation in neuronal cell func- Neuropsychopharmacol ,2011,20:1 - 15
tion and dysfunction [J].J Cell Sci, 2004,117 ;5721 - 5729 21 Chakrabarty P, Ceballos — Diaz C, Beccard A, et al. IFN — gamma

13 Liu F,Grunke — bal I,Iqbal K et al. Dephosphorylation of tau by pro- promotes complement expression and attenuates amyloid plaque depo-
tein phosphatase 5: impairment in Alzheimer’s disease [ J]. J Biol sition in amyloid beta precursor protein transgenic mice[ J]. J Immu-
Chem,2005,280:1790 - 1796 nol,2010,9:5333 - 5343

14 Liu F,Grunke - bal I,Iqbal K et al. Truncation and activation of cal- 22 Alonso Adel C,Li B, Grundke — Igbal I, et al. Polymerization of hyper-
cineurin a by calpainl in Alzheimer's disease brain [ J].J Biol Chem phosphorylated tau into filaments its inhibitory activity [ J]. Proc Natl
2005 ,280:37755 — 37762 Acad Sci USA,2006,103 ;8864 — 8869

15 Lopez — Tobén A, Castro — dlvarez JF, Piedrahita D, et al. Silencing 23 Xiao A, Dai J. Axonal leakage is a key Neuropathological change in
of CDK5 as potential therapy for Alzheimer's disease[ J]. Rev Neuros- Alzheimer's disease [ J]. Acta Med Univ Sci Technol H uazhong,
€i,2011,2:143 - 152 2006,35(2) :277 - 278

16 Liu F, Grunke — bal 1,Igbal K, et al. Contributions of protein phos- 24 TG EPEE. RhoSHEAR ML E IR SRR T]. P
phatases PP1, PP2A PP2B and PP5 to the regulation of tau phosphory R K 2254 ,2006,25 (4) :27 =30
[J]. Eur J Neurosci, 2005 ,22 :1942 - 1950 25 Syring C, Drogemiiller C, Oevermann A et al. Degenerative axonopa-

17 Gilot D, Giudicelli F, Lagadic — Gossmann D, et al. Akti —1/2, an thy in a Tyrolean grey calf[ J]. J Vet Intern Med,2010,24(6) ;1519
allosteric inhibitor of Akt 1 and 2, efficiently inhibits CaMKIa activity -1523
and arylhydrocarbon receptor pathway[ J]. Chem Biol Interact,2010, (WeHE 2011 - 06 —25)
3:546 - 52 (& ;2011 - 06 -28)

MR FEARESESEENERIENGHNARER

HEE SRR s

G e TR IR 7 s T AP R 3 LR 2 —, R
L9 B RV, 24905 5 P9 BRI 9 40% ~ 50% . T % i 25 4% 25 0 2 1 % JEE B HC A i 388 B9F 5 T £
THgEE S B b A JE T R R L AR R AR MR, C R B TR B & 4 5 Rb pS3 ., Inkda/pl6
TEANIL KT 58 2 U1 AL T RMOT 3 e R A 25 05 25 2040 Ji 5 18 119 20 B 25 35 | survivin , caspase | bel -
[R5 A ARG, JA 7 R A, ELX AR M 22 R e Th 8k 2 bel — XL 45 20 i 7 M 56 5 R 51 A 0 o oL,
G B pe e I REPE AN RN F O LT 32 . 3T 30 4FR PDGFR .Cdk4 MDM2 2 41 i A= K AR E B 10 5o 2 3
I OGR4 PP — AT A T e I IR o VR LR R R R BRI A
BIH S AE i BE 2R A U0 T B0 R MR L (A4 3 RITOTERIOIRSE o B ph TR R A A A £
B BRI M R B AR AR e v PR R AL AR T 2N S B
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PR o A SCELXT JUAS B T 0% i e B9 1% 5 % 538
it e HCAR B 22 1) AT H3 45 ((cross — talking ) 5 i 5t &g
AR 20 AR W S AR Y O AR A RE R EAT AN LA

— R REESESERARTIER

1. PLK/AKT {5 5 4 Gl . (1) R A KK 5
Z Mg PLK/AKT {5 556 558 1% 1 5 gh R 5 4 1 35t
&2 W5 R T, S 18I0 e o v DL e (8 1K S i R
RIS T 5% 209 5P ORI 4540 50 DL
5510 SO R, N R H A K R 32 14 (epider-
mal growth factor receptor, EGFR) & [H %2 {7 T 44 4 {4
Tpll ~ 13, EGFR 78 P34 55 i 3 3k Ja 3% 1 e o
R EEAN S T, FEER T T SR AKRE
HE K Tpll. 2. 7pl2 i g W ¥ 51 &, B EGFR
G Je W UL FEAL LT EGFR T i R
(2) PLK/AKT {5 5 6 T3 % (4 005 MLl - 78 EGFR
I T L g A L ) W TR W A I UL - 3
i AL 1 B ( phosphatidylinostol 3 — kinase , PI,K ) ¥ 4= K
PR 7~ 85 1 AR AR 5 P A A 5 R B, PLK
EE AR AE T AR AR L R AR IR R
[, PLK AT 432y 3, Horpr 2 1 A PLIK J2: iy i Ak . 52
2 (p110 ) FIE Y5507 (p8S ) 4 Al iy 57 IR — SR A4, 1
PLK {55 5 Sl % b R 55 T D) RE . HAE ik
P B AT ORE TR I8 A RS W W TR B IS T5E LB ( phos-
phatidylinositol , PtdIns ) JUEE PR | Y 3 ik % 21 9 2 AL
3X g A A0 A A PR R DG BRI AP B A KA
THHZEEE R, R kR H BB AL, 845 T
BE SH2 5 Hy 3 e A= M G U, JF % p85/pl10 Z24E =
290 J A5 P % T I 9T () I6F X PrdIns LR 3R B 19 3 i
G HE AT HERR AL, — 20 B 22 ZOR A () 9 &R
1 [ifF ( serine/threoninekinase , AKT) {9 #§ B2 1k 7K °F , fii
M U T L i AKT T IS e K 4 R
SRR AN B TR Bl A A R g A Tl 20
12 28 1 e SR oK V- U8 25 Z2 A B0, 76 0 1 i R A
JERS R R S AR . (3) PLK/AKT 3l j# i
¥2.1) PTEN %t [F 1) 471 4 4% . PTEN ( phosphatase and
tensin homology deleted on ehromosome ten) J& T 4F %
B R L IE R S I AN RN S0 P (URS S R R NI ol F R
AT F9 ASS TR, S B PIP3 f) B R i ,
WEARIE ML 7E 3 {28 B Je w2 Ak, ATl X PT,K/ Akt
T I I 0 AT B R T 900 A A i G A A AR
MY TS . KR SR UE 5, PTEN 3 [5 X i58 J5 Jad 40 i
Y228 BT o 3 B/ . 2) miR - 21 A9 G35
YEH . % RNA ( microRNA Bf miRNA) & 21 - 25bp i

ANELAE GBS RNA G 6% 857 5 M U0 55 52 19 B A% mR-
NA 76 5 55 Ji K A8 o #0358 ] mRNA F B gt A (2
0] B A R DT 3R IR ik R SRR AR .
T, miR — 21 7 i 5 40 MR s A A i g8 240 it R
RN Ik, X miR - 21 1] DL R 4
HGEAE S R MO E S H W T, Ciafre 45 i 5 R F
ARARAR LA B S8 S5 B 40 5 40 0 2R 9 miRNA 3 3k 3% F
175007, &3 miR - 21 76 i B8 4 80 i) 3R 36 2
i Jeg A L IE W A8 Rk KOy 1.8 ~ 9.3 4% Tl 7E
52 S5 41 3 40 B 3R R A 3 R UK O L OE i 41 21
KK 1.6 £ . Croce 58 0 & B miR - 21 7 fili 4 |
SR S RN U YA Rl S N SN )
AWE I, Mo ZES: T miR - 21 il 1 845 Bel -
2 A TPM — 1 B 2 2K 100 400 4 ok 98 4 i g 9 =00 3)
miR - 128b [ 71 45 : Weiss 2 BF 57 & B, miRNA 5
Bl X2 B AR K TR P A5 5 ) AT AR — 2
(7R F o FEAE /NN AT 9 HF miR - 128b 5 EG-
FR [ 363K 7K - 2 5 A 3¢, 7 miR - 128b 77 7£ 1) LOH
B B 2 R B A K TR 32 A R T AR ) 0 A R
L JE (gefitinib) IGI7 5, AL AEFHI R 23.4 A~ H
M HE W] miR = 128b 1) K ik 7K F 5 3 68 Je 1Y It IR
SERCEYIME" o [ N IF 5T 3 0 I B ) AR
U251 . TJ861 . TJ905 . TJ899 Fil A172 £ Fh A fiki iz it £
20 98 0 2R K H4 5L OE 40 i 9% 40 i AR A9 miRNA 3£
KEAT T 43, X BL T hsa - miR - 1 hsa - miR -
124a 45 18 Fh miRNA — 30 3Rk T 8 A A 2 1E % i 41
YU 50% 7,

2. Notch {55 ¥4 5 il % : Notch FE [Fl & — Ff B Ik
PEIEAZ R, T 1919 AR 76 SRR P9 & 30, B 40 2
A R Mk 5 A ] 5 SO W G 3 % 1) — S 35 1T (not-
ches) IMif3 44 . %1%t Notch 3 i (9 BF 5% 32 %2 48 vh 75 B
REAN MR | 5 R 20 AR 1 b e 40 A 0 R R A G
Fan % Notch — 1 Notch — 2 Jf 95 B¢ 2k 1R 55 YL §6 £: 40
IR B S5 A 28 A BRI bR AN R, R B R
SRAR S M VE T, Noteh — 1 J170 il 56 £F 20 it 983 41 i 7y 334
5 ,Notch — 2 W g LA K . Xing %5 )37 JH &2 & RT
- PCR 1 T Notch — 1 78 51 {5 A~ [w] 2% i) fi Joit 983 £
HIGA L PRk, R R H IR & T IEF
Wi ZH 40, Horh Jagged — 178 11 | I 2% 22 % 40 i 96 e /> 2%
J5E S5 240 R 98 A6 A ) 3G 3k W 2 R T IR R 2 4R
B 240 B R T R T B 40 R B Y 238 5 E G 2
BRIXIF T B 257, Purow 5 5431 & M, Notch
-1 F1 EGFR mRNA 75 Ji % 14 8 Ve Jie o 96 2H 4 b iy 3k
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IRIK P 5 E A OG5 78 i o 9 40 i b, B RINAG 19 5 1
Wik Notch — 1 5 , EGFR [ 335 /K V-l F [ Hob iy
A8 AR R 4R ps3t .

3. JAK - STAT {5 5 538 % : Janus i 22 B2 i34 ¢
-E5% S F 5% Z P06 F (Janus kinase - signal
transducer and activator of transcription, JAK — STAT)
SEEMERAEN EENFESHRREZ — MR %
HERAEEFmERKHNFZ2 506G % M
B0 JAK 2 - K E B, DA E R WA
JAKI ,JAK2  JAK3 F1 Tyk2 % 4 Fp JAK FK &K 7.
STATs J& JAKs S AU JIE ), & T M B N W15 5 5% &
L P N 75005, HE 2 K BLA STATL ~7 257
GGG, FE P BE N 750 ~ 850 A2 JE R A 55, Bk
PR P M) AR AT 53 F B2 4t DA 90 ~ 115kDa, 5 B 51 (14 3)
AE X 45 AR R0, Forp SH2 2 598006 IR 145 5 10 IX 48,
AR HY SH2 55 AHN 1Y 3Z (A 45 & g T STATs #Y R 5
Pe, TAER KR, JAK - STAT (55 SRk 25
AR PER AT . Ren BF 5T K BUAK K -9 STAT3 %
IR AT DA S i S5 JRE A B 1 T, U W STAT3 7E i ot
TN K TS R I i E E M a

HH A 2R 56 09 S A9 — R, R 828005 1Y STAT3
7 JEAC 1 35 i MG328 Jie Ji 9 40 it B USTMG \T98G
U343MG ., ,A172 U251 LN - 18 ,GOS3 . D54 %4 £ f ik
BB AN R R B E ks ENE W
3B STAT3 7 fik i 5 983 1) % 3k B I 48 &y, i L A HC
o BT G5 TE AR G o FE Bk IR Y IS, De la Iglesia
A D LA 98 5 DR B TR TR T R 5K 0 2 1 WD U AR B 4tk
BN A S i R R B R — A e P AR M
STAT3 7 3 [X % R fg Bl A1 5K ) 85 (1 [R) UR 4A Sl = 1) il
W R 9 49 R G B B M AR A Y . Re ZEIA N
STAT3 75 J5¢ 5096 240 it 1) A= 4G, #7306 LA B oA A R
BERAE T, STAT3 I3 3K AT LA = B B0 83 4 i 09 12,
Ay JE R 960 400 ML £ 5 DR IR T B A TR AR B . Kong
S5 B STAT3 (1) 8006 76 8 10 R 9 AL K A% 78 ok 7 v
SRR BT, F5 BT STAT3 1 25 4 vl LA &L
(3R T B IR TR

4. Wnt/B - catenin {5 5 % 538 § . Wnt {5 5 %%
318 % (wingless and Tnt, Wnt) i 2 Y5 - 2R Wi 9 Jc 38
FEA (wingless) 1/ BRUFL IR BE K (Int = 1), P45 5
FLH5 240 ML A BG 58 L 53 Ak BTk N B AR 2 A ) A i
P o Wnt 5530 P& 32 1E 571 00 08 55, 645 40 i A
XA 5 38 1 28 3 1 R T R0 40 i M B AR S A2 IR A A R
MEPE . HAD, B & B Dkk,sFRP ., Wise , Wif — 1,

.12 -

Xenopus lerberus %5 5 Ff 24 fg A a4 985 . oo,
Dickkopf( DKK) FL N X A5 DKKI1 .2 .3 4 Fll sogey 5
Ak, DKKI %% 9 DKK1 & 1, £ 5 2 4k Lip
-5.Lip -6 Z5& 5 v M #| Wnt/B - catenin {5 5 i
o ] O 55 X B BT R A L Bk MGR3 Fil UWR7
DKKI1 7E# 5 mRNA JKF [ R R I8 S k17 T 0F
FE, 45 R % B DK 78 J5E 57 9 40 1 vk b 52 32 80K
A58 DKK 78 A e 5396 v vl BE AR Sy Jir 9 ik A ke
A o e R

WF5E FE B, Wnt5a . Wnt10b Fl Wnt13 mRNA /K%
55 R0 20 B Jeg i R RN A LR 1 O R B BT,
TE B TR R A L T, B~ catenin £ 1 YR IK KB &
it 968 5 51 4 T o i v, O EL B B~ catenin 1)
L R A A% B B Wint/ B — catenin 3 B 21 11
WG 5, il B — catenin Kk 0] B 3F Th, If A& R
JE S JRE 1 R A 5 TR B — catenin {1 T4 AT L300 1 i B
AN U 251 7R BUh AR 4, JF 02 0F 40 B /Y O
ZHAO 25 P S A B K PRS2 T IR A B -
catenin [ 3R 3k, 17 H i & I 5T 98 0% 4k R BE A 14
iR KR E T E . L, Wnt/B — catenin i 75 I8
T 96 1) e HE R e B E e Al rh R PR BRI .

5. BMPs — Smads {55 5 T8 #% . B RS KA HA
(bone morphogenetic proteins, BMPs) J& F TGF - B 41
JEL DR B SR e D R S5 b e B Al ) — R i K
PR A AR 1, o — Fh 22 D e A i A 1 R, B R AL
Vol I R A 2H 2k A R AR i Y E T 4y
Ak ;1M sma F1 mad A9 [R5 & H ( sma and mad homo-
logues , Smads ) J& 4l ] N /v & BMPs e 5% 38 95 {5 5 1)
HEAF ST VENAMINMG S, BMPs 1] 55 5 48 ]
R R S M 52 AR 5 B O VOTG SZ2 A4, T Smad s A
PR AR P M B 3 AR AR 3 R S M A0 I AR S, T
Smads & 1 FK &2 4 M — S PR Y TGF - B 32
TREAE RIS , 7T BMP (5 5 1 4 D20 M A0 e 5 A
20 ML A% N S Smads SR A, 4K T IR YR R DALY A o
WFFE R, BMPs/Smadl 5 5 (12 2 5 T Z oGV b
TR ALK, (1) BMPs 52 14 1) 28 %1 J% T g : BMPs
Rk R T ML SR 5. fERN BMPs LI A 4
Wh Bk, 5% o3 Wb 1 Y RS L LA BMP — BMP — R (kT
GG 0L TR AN F 0 22 SRR/ 75 2 R W 2 14 -
BMP [ BUAN I 852 0k . b, I 2Y A2 0 Jm 1 245 4 1% 1
RIZ A, SEAREE & 5 7T & A H S R AL i 1
WA E B A2 AR e — P B Ak T B2 AR O Ay XY
22/ 5B TR 5% B TG 1 B2 4K, DT 56 B BMPs
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AR BTSN Z AR S WIE L PR, TR 32 A 34
BMPs {5 55 F frabifi o (2) Smads i 42 (9 44 1 1 )
AE : Smads & 1 & T % s N+ TGF - B Mk, fie it
S I SR 0 R Y B Mad 3 AR ) Sma B,
JF B UG A 44 4 Smads, HET, ZEM AL SR N E &
B Smad 1 ~8 45 8 - HL 5 AR L) 2% 5 7 45
7K P8 35 B Smads ( receptor — regulated Smads, R -
Smads) . /& F /i~ & & Smads ( common — mediator
Smads, Co - Smads ) Fl 4l | # Smads ( inhibitory
Smads, | - Smads)3 25, R - Smads 35 Smad
1.2.3.5.8, 688 1 A1 52 (A B0 JF A 32 AR e 8 1Y
2AY), Hp,Smad2 3 / activin fl TGF - B | Gis BN
BATE ,Smad 1.5 .8, 1 BMPI B2 {A#% , (3)BMP -
Smads 15 518 ¥ A9 5 5 : 1 T BMPs 1E I 2L s ¥ 1k A
MVEFEES iz, A M X BMPs — Smads {5 5 5% i
AT ORS00 R AR 7R 20 TR B 0 A B P A A
JEAZ N XA 2 i B S A A AR R E M 45 1) 4
il Y Smads 1) 67 5 4E HL B TR BCAR T R
KA AL Smads , J5 # A% FE A MBS, AT BH W2
A1 R - Smad B g 1L 3 T3 R - Smads/Co -
Smad &5 WIHITE W, X TGF - B 5 5 5 T k4
R4 AVE 40 Smad 6 W] 4] BMPs {545 5 5
Smad 7 W] 1 ] TGF — B/activin Al BMPs {5 5 1% i# ,
Jf H. Smad 6 X} BMPs {55 1 il i Th i & 2 2 W1,
% 7 BH Br 2 A S 19 R - Smad B fb s 48 R -
Smads/ Co — Smad & & ¥ 1Y JE WA, 38 7T DL of 58 4
Pl BMPIL %152 /&K 5 BR — Smads (945 & &R 1L |
Smad 4 5 Smad | f&545 5 [F] IR 451 3805 S 7 -8
(Hoxe — 8 ) AH F.AF ] 4 % 3% S 4 il [R5 19 4 1 45
Z R0 3, 10 20 B A% P O R S, SR IR R
B ,Smad 6 7] H %45 G TGF — B #0IG #Af — 1 ( TAKD)
I T BMPs i 5 (9 p38 Y #I% , X BMPs ) Smads
R M ok AR EAT TR L 2) fh 32 1A BAMBI K&
BMPs BH it £ 11 A9 7 0 45 . AR BEAS O0 T, BMPs 1 i 5
BAMBI( BMP and activin membrane bound inhibitor)
33k, {H BAMBI 7E4544 | 5 TGF - g 1 B2 K1 i
SRR, A i = 0 PN VR, 78 BAMBI 8175 5 3% ik
Joi, BT 25 R T B T B 22 /05 S 1R 5 G 52 1A R 45
& WA 32 4R 52 & W R i, T X BMP — Smads {5
SR T O R A5 . AR A L Ah, 6 A7 7E Chordin
Gremlin ,Noggin , Ventroptin ¢ Follistatin 2§ [ i& & [,
[ A 7] 5 BMPs JE 8 TC 16 R 1Y 52 G 90, 38 3 58 4 P
il BMPs AR 5 A0 I 52 44 (4 45 &, 35 oo #5576 o

3) Wi R b AMSH 4 171 98 425 . AMSH ( associated mole-
cule with the SH3 domain of STAM) 7 4E T 41 g i 1Y,
BIRAEES R - Smads #l1 Co — Smads 254, {HYE BMP
PRI T , Al 5 Smad 6 B 4E45 4, T4 Smad 6 5
BMP [ #Y5Z{& Smad | i A0 5. AFH], 7 40 ] Smad 6
(15 1% i% . BMPI 2 A AT % INK A1 p38MAPK,
PR AMSH iR Ak 7K F , JE T [ A% AMSH Xf Smad 6
AR 0 2% o DR kG, i R Ak Y AMSH 1] R 3 Smads
WO BMP {5 556 5, 4) P4 58 4 H 506 07165 4
T /EH : Tobl (transducer of ErbB 2,1) #l Btg2 (B -
celltranslocation gene 2) [d] J& ¥t 1 48 & H ( APRO) %
J6, —F L[ 1 BMPs {5 5l . Yoshid 45 &
B, BMP2 7 i A 40 M rbon] PR 375 5 Tobl B DA Y 5%
%, B R/ Tobl FI AT Y Smad 1.4.5 .8 A1 H.AE
FHIFm ] BMP2 iy 4z 15 B& K e 5%, i e & & 24>
Smad 1 245G v 5, 3E W $1 ) BMPs — Smads 5 5 #% &
i % BT AL 5 [ B, Tobl S8R 5 T - Smads A7 E.AEH],
FF5 40 BB 3% AL g BMPL 2 52 {4 45 45 1M 4 4] BMPs
Gk, P, Tobl Xf BMPs {5 5 % o — il 71 [n]
W R o 1 Btg2 A 5 Smadl, Smad8 A HAEH, If
W5 BMP - Smad 4y T 09 5% & %, 5) CHIP Al
SANE 11 14 55 : CHIP ( carboxyl terminus of Hsc70 - in-
teracting protein) J&—F B A E3 77 2 1k % B2 66 05 1
ARl 73 7 AR N K3 % A 3 A TPR (the tetra-
tricopeptide repeat) Z5 438, 7] LIS 5 4 FHEAEE AR
BV, W C ORI M EA 1 AR EARSFR U - Box
gERg s, Al aE a2 & - 1R A K & 48 (ubiquitin — pro-
teasome system , UPS) 4 25 1 J57 149 [ A , DA 10 48 45 40
M B A R0 . 24 CHIP 5 Smadl I Smad4 #f
GAE I, AT A7 T V2 2R M I i, DA o
BMPs {558 0¥ K N %% 55 . SANE(Smad | antago-
nistic effector) 11 5 % £ I 8 (1 5 50 A1 8L, 7T 5
Smadl 5 & BMPI 85 fA 25 45 1 #1 il BMP — Smad {5
I B, HIEARSE I TGE - B {5 ik fe .

Z.BMP -Smads B 5ESEKENEIF
( cross — talk)

1. BMP - Smads 5 JAK - STAT {5 5 15 % [8] f% &
i+ Smadl F{5 555 5 5 4 5 WO T 3 (signal trans-

ducer and activators of transcription 3, STAT3) 4} ] /H

BMPs H1 [ If. 955 30 ] K] 7 ( leukaemia inhibitor factor,

LIF) 3% , Smadl 3006 5 % 7 A 40 MR, 72 40 A N

10 s LG KL p300 (9 T FF 3 3 4 il S U

A, IR BMPs {5 5 5 H A 45 5 8 5k, i x)
© 13 -
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Pt 225 i SO A4 A 1) AT G ST 40 B 4 Ak LA B IR 5 S 4
FH M AE B 2e R 8 2R AL N 15 1B B9 JAK - STAT {5
S #E T &£ - y(interferon, IFN - v) %] Smad
T RS RIL IH TCF - B KRGS . S AW«
B, IFN — o = TFN = B J TFN — ~y, A] 75 i J5z ;N 3800
STATL, 1% J5 1) STAT1 7] 5 Runx2 F 3454 0 &
T 40 3 ST Runx2 - BESEAT A% 8 7, S 300 Wl B 24
JfL N ) BMPs {5538 % Y ] 422 ] 4%

2. BMP - Smads 5 Notch {55 i % [H] (% & i :
BMPs 1 Notch {55 38 % [A] (1) A6 5. 5% W, 22 801E &L
% Ry T (] 4 IR R 800 < Noteh Jg& — i i85 58 52 14 R
F43 ¥, Al 5 Delta S B AR R: S PR G, DL K R Y
77 X 4 R L Notch 41 Jif Py 25 #4 35k ( NICD ) , B ik
AN ST NICD Sef i 2 40 M #% , 15 5 5% s I+ CBF
-1( X4 CSL 5% RBP - Jx) fH B AEH , 30E T 455K
I PR B U 2l , T 5 Hey A1 Hes 55 #0J: PR i) %
S, AE C2C12 20 i, BMP4 [ RE X Heyl H1 Hesl 5[4
) RIx BAFEFIEN, X f s 52& BMPs /- 2 L5
PEG I W75 25 ;Smad 1 7] 5 NICD B 445 45 3
[F]TE Heyl J P51 5% 5, PRIk, BMPs 410 4 JUL i 8 43
Lt BT B Notch (558 M2 5 ;78 C2C12 4 g
‘Bt #Eoh , TGF - B 11 Notch {55 [F) B B A7 B[R] 5%
B3 TGF — B {5 5 i [ vl 4t 1 Hesl 33k, Smad3 1] 5
NICD DABCAR AR 1) J7 =X 3 455, IR 8 5+ 5 & DNA
JEH) L) CBF — 1 2556 a5, LA i 30 R PR A 5

=5 &

JI2 S5 968 AE R A ML B R T 2 B 2 B B i
T, R Z [ I 8 K 2 R PR A [ AR T3R5, il g Jox
T 1) R AR IR PE e 50 255 e S m B s VAR OC
IX S5 22 (6] B ER B (cross — talking ) AL A B T 5
ZRIE IR AR R o DR X B A S o R DR
W 06T AR METE 2015 B E IR AR BT AL, A g 4k 3
S SRR ) B R R T X X S PR TR AT IR T Y o R
rh [ ES e R G BE PR T AR 28R 2 1E B E ER Y
() 55, A AT REAE S BT VA IT RIS Skt e . 1
Y4 A 1k, % G J5T 6 A0 AT 5 2 R I 9 A HH B O R
WA AL AR M A 1 2 A e T — LR
Bl & bR 0] BB 5 3B IR A, A R E — 20 ) A fie o
R WM 20 M A W 22 AR, A BE N RS SR YR T R RO
AR B 1) 5 PRIA T RN R AR AR UM IR IR T 25 .
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