AR IBMP 2y 13 A X 1 REVS T 47
E7 G =g NP5 B (SN E 1S I s RE e N 2 2
o 2 5 M e T (1 5 3 T A I R A
AR Z A, NTRBLE: e i 6 Smad4

JPS AR w4 g B U, LS A T 453
45 Fir s 1 T BEVE L1 9%-50% , i g A0 B A8
HiE. HAEE50%1JPSHHE G+ K& ILSmad4 Al
BMPRIAJEDR A R Fgls X584, S BMPfE 5

LB 52 B o IX AU I BMPAE 5 06 7 i b e 4 i
AR B - R DG BE K I S YRR, T BMPAE 5 i
RECRIEEIPSIR A MG o H AT, a4 0 40 i
W Smad ik H I BERRAL K1, KILLIT0% 1 45 e
Joi 191 T BMPAE 5 A& S TG A ARG I, 33l Ay Jie g o i)
& i B IR RS Wi R A1 T K FaAx

BRIk 2K, AN M I IR O 2 S Tl ik AR S
TGF-B 55406, MAEBMPIE 5. #FE SR LR
4E (juvenile polyposis syndrome, JPS) &—Ff
WG AR B, 2 W T L AE DR, BE T
S5 LI H AT 50-200/ KL AL, SR A K R R £
i, SEEMERAERE, WEBANE L.

JRUEBMPAE S B AL SR IR A H - L2300 AR 4 39 5 S8 b R4 G BEAE L, (A RBMPAE 5 AL 45
3 (1) CIE AL h B 1) AR (AT AF I WY . Schwarte 25 AT FHRR BUVE b s 8y, 75 45 e R e e s 4 Jfd
R AR IA Smad4 HENS AT R BRARI A P B AR IR 7 1k, 3 i i/ i R 2 2 I i e (0 A 8, S 2040 e
RO . DL, T Smad4 RIBMPE 5 I i R 501 R U 5 IR L 2B B nT AR DA S0 e £ o
BTk RAWTIUNIE b B RGT 57 AR BEHLHI T e 0 B IEPIm I6 T S0 — AN it S8 s

FXHEE:
1. Hardwick JC, Kodach LL, Offerhaus GJ, van den Brink GR. Bone morphogenetic protein signalling in colorectal cancer. Nature Reviews Cancer.
2008 Oct; 8(10): 806-812.

SBEESHMER

ey
onk

AR, AT SR8 F — 2o S M o 1 00 RI T IRE o AR TR S, IXRIORT 7 VR BB AR 47 b
DX 3 T i 4t LR e 0 6, AT R TR S MR SRR A, AN IR T AN . AEIX eI T, 2T
PIFFUE I T IR PR N P AR 5o IXARER I, T I TR R A KR A3 o BT AR 0 (5 5 i, T AR BR T
FEIE R . R T FRATDRE (A7 A G — T SR A T I L — SRR U, b DL B I SN IR R £
AN VIR s b ] AR

c-sreFE R B — MR LI I LR . 19764, BishopfiVarmus& B, srclfIFEK ™4 —1~60 kDalt]
R A, BG AN, SN EABUE N T Sredk (AR — R . 78 H AT A0 ML R T, ok
P73 0 R VN . AE A0 B T DE R AR ARG B e R DRI A Sl A o 2 R R R AR SRR B
SEWOG S, A0 R K 2 P EUM R R AR . R A1 AT Il B IR OGBS, FRATT AT LA
Vet AR 290 F T Va7
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3 BREEM A RES X 8BTS
Y AR w/S B S
NG FILEY
Imatinib (Gleevec) STI-571 Abl. PDGFR. c-Kit

Gefitinib (Iressa)

ZD-1839

EGFR

Erlotinib (Tarceva)

OSI-774/CP358774

EGFR

Sorafenib (Nexavar)

BAY 43-9006

VEGFR. PDGFR. FLT3. c-Kit. B-raf.
Raf-1

Sunitinib (Sutent)

SU11248

VEGFR. PDGFR. FLT3. c-Kit

& 4

Trastuzumab (Herceptin)

ErbB2 (HER-2/neu)

Cetuximab (Erbitux)

EGFR

Bevacizumab (Avastin)

VEGF

HIEFRIE: Nature

W% 2 R 4 5% /& (receptor tyrosine kinases,
RTKs) s die . — bl o I 55 JHi 9 A A4 AH 5 1R Ul
Wk AR 7 ECARAR S &, T2 R Tl A 3 T B
[ Y — 2R B S U5 SR AR ORI e AT M P 1) T g 45
Ry dal, Bt S WO T U A A B B S, R A
OB B A A K . AP XTRTKS R b 25440 05, Al LA
T TR T RAE N 258, XY FEH X RTK
T A B 52 AR AR G B pT AR, B B X RT K s 0
S B AN i R R 1 1 O = A 2 58 S PN B S
%k (vascular endothelial growth factor receptor,
VEGFR) ZJ&/E HAriEsiin 2 M= R i . £
Je 20 i v, P R TR S A O I I ] A P )
KAF 518 2% 53 5 EMAPKFIPI3K-AKT-m TOR{E 5 1l
P, WS BSR40 R A M
TEBMPET SV 2 EEM AR ks o X
SESaE— HRA RS, S TR, Bk
XRPIBGERT T HERE M R A A HEAEH . FRATIEAE
LR AL R BT A G A R B AR O BB AL, e T 500
Z R IO, SOt T R R TR
ZITTE R . 124 Jgik, R B Y 8 Fh P 24
YOS (R3) , WIS I 1000 1) 254
IEAR T IR RIS B B, X 28 CL e Ab T & 5 S BE i
P I 2 BT R R 2 R E LR I

R @

\Th'."' 2 H.u..- - @

@/ ,,

f \ o
koo B W

E15 A RERHEZR (RTK) HiEH
ESEEREEYFINGE
El K ®iE: Nature
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El16 Z5¥IPD318088HI HIMEK LIHEE I R T =
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AR 2 1O T 25 R R R, FRATT AT LB o A A
WO T 29T R O B —ANATPS &
R AW v M VA B U R PR A A N it Bt DO
7550 AR 22 A 1 3R S TR O S A P T R AT P 4
XASATPEE AL R, LA S0 G M i 8O) (s
16) o KZHMEEIIATP S O A7 AR5 s, TRk i
KNG FAMEI R B A2 A 8O .
EATR NI BCR BAA R A e S, A BRI BRI
SR . %fp38 MAPK (mitogen-activated protein
kinase) [RIAFF 7T A AR e 1 (1 a4 1) 7 B2 1 77— o
F R . XIS SE RAE M, RIS ITATP S &
7 R ) E SRR IR AR N 20 L, R BRI S AR (R
FePE, E I B A R ATP S & R . B2 40 R
DS AR A, T SO SR S 7 32 3 28] ) 40 ) 7 A
B AT e e vk o BB A R 8 22 0 o Ak 285 ) 11 3R
15, IXB R A R R /N 2 A R R 2 5 R
R B RE YT . HAT, X PR SR I 115 2 1175
T A 77 228 B I NI AR BB B, AN H B np i
s

B IR, AATERILT /Ny P& i
TR P S R HLEL . SEET, AR I EEMEK
(MAPK kinase) {141 7IPD98059FIU01265FF il
50 A ATP A & AL R ST ELOEE (R A R, T vl et
A7 X S MEKLFIMEK2AH HAEFH o« 3% R0 397 16 25
B NAVR KA &, BT BB T IRTFIATPL &
P, BRI M iy 7R ko il SEEMEK 1 45
B I Cl-1040 5 1¥ 25 i 45 /) E S 57 Cl- 10409
WA LG BIMEKLIATPSS G475, i e 455 1EATP4S

i
bl
PN
=

21

HAL R . BT MBEMEKL 454 T C1-1040
ST S, A ATP G L
HMEKLIEH 454, M AEMEKT 2% 25 3 3
PEo 5 BRI 2 AR R P AL, X
ACI-1040 1) &5 & A il A RARH AR U, M
(LNt B Ve L RPa R

X S g A, kg FRATT 5 AT R S 2 B
MAPK{E 5 10 2% 1 25 ) 2 it 1T — MR 4 i 18
P o SR PEAI H) 50 BR) 97 JE eA RAR vT A, O
AN e L 45 A7 AR ARLAA: A W 400 ol 350 1 7
k. BATDAAT, Bl WO % R) 45 44 R RN BT
G, FAI R PR 07 108 7 VA g o AR AT BT AN 4R

AR 22 98 0 A& HH T4 TS D[R] I 58 AR
G, T AR T A B AT e AR S P 1 it 410 71
F RN, 5075 AT — Tl 25 W) e 0% ] I 40 o1 22
ANV RO 1, AT IA 21 S A 3 VR T Ak
Ho JUHAER, JiE T 508 i A H] 2 M2 1)
ARG RIGTT IR . AE 2, HAT3RA T
TG T S A IR A 2 ) BRI AN R DLV
WA AL 245 49 1) 201 5 i 0 o) e e g ™ A e R T
o BEAEFHIREAE YR, ATTRIL— &R
FIVEL X 2 AN HE ST AR . Nexavar (X
Frsorafenib, WX HFR “RivdEB” ) 2%
a2y 2R (FDAY fItiErss — A4~
IS8 22 Vg A R, I 24 P S T R A
U I B IR 28 PRI 52 A o IX LB 52
ARG RAFSING . I P Rz AR K N7 52 44213
(VEGFR-2. VEGFR-3) L\ ifil /MR AT 2R 2E
KN4k B (platelet-derived growth factor
receptor- B, PDGFR-8 ) %%, "CAILEM AN
Y ) S T I AR O R T T A G
.

2005412, sorafenibff ki 1015 ¥ 1
WIT Y, A5 EFDAPR S REAE, X2 EE
FDA AR AL E 1 28 — A6y B I 254
20064F, EEFDA% it i sorafenib T #%
B Mk MIR 9T« 20074, % [H I PR i 8T 2
4 (American Society of Clinical Oncology,
ASCO) IR 2 s, s £ I
sorafenib 5 S AA TG W & 144 %, 1X3]10.9
He Behb, GRS RiEEW], sorafenib
R FIR e S A Y L I B N
TG e e B 3 . B U ARl ) I
RAREATIAEHEAT



4 gy BLEh www.lifeomics.com

B T /N AW LSRR R S R U, T A RRE AT i . R — N3RS S5 [E FDA
HEHE (12 7697 FUIYE R R 2 I Herceptin, %2990 20 R PTHER2 B e BE PR, B 1 FH B0 A2 FLIR
Joi 40 S b 1R 2% e AR KR 32 4K ErbB2 (HER-2/neu) . Kk, Herceptinff) 32 %5 i AR & i B R A HER2
FLIRE B, iZ ABEL Y BT FLIE 5 (1920~30%. (EF[E, Herceptintl CLiEAT I RIR S, IF4k b [H
FO B B R AR N B 2 B, R E AN CRREET” o AT, BB 2 PR IE AL TR R
B .

P S I G DR L e i ohe R AR AR IR H 25 5 Dl TN B DG . fEd 25 LA, AR 22
T Ay A 5 R 24 (OE 0 2 R, sorafenibAIHerceptin ) b i TG AR 2 e A5 5 30 1 1 43 130 1) VA I 1 HLRR
Mo FRATTARAS , e A 5 0 B R 29 HE A (R R AIIETT B g N R B R B i FF R 1) R R T

R

1. Sebolt-Leopold JS, English JM. Mechanisms of drug inhibition of signalling molecules. Nature. 2006 May 25; 441(7092): 457-462.

EERRET

JLIYGYT (gene therapy) A I Zr 3 AEW 5 7 ik N 1E 5 3 IR A i 7 4 F A DRE i — 5 Uy X
PANAFLA S s 2, LAY TERE D AR sl B sl R4 I6 T AR T, Tk B T B (K — R LA E B 24 B
PR RERIEAIE L THEDH B AHRRAE— SSRGS BT T8, FEDRYT IS4l i 3= 270 Pk
I PRANMOA A TE AN o BT AT AN M SE G Ty, DG RE S RS 8 A% S T 32 BRI . PR, H T (1 6k
DA OB TR 41 .

FAE - JLAERT, Ml £ 199049 H
14H, FEEEL BAGFIRE (NIHD [HW.
French Andersonfd %% A\ 3R UE S A 2R
Py s BB — 4 L DR VR T I R e (&
17) « X445 /N % Ashanthi DeSilva
BAAEBERA R LS E (severe
combined immunodeficiency, SCID) . i
A P S R AR Bk /b i i 208 (Adenosine
Deaminase, ADA) , Zfi 4l iy Py i 5 I
KEME, FETHEM T BT

BEZER A RS, AR 5 5 Sl
1 B RN B G o BB I R B A 0 1)

NGB B A T Y AE T, A8 ME N E17 (%) Anderson {104 #jAshanti DeSilva.
BIEAE, BIAE—3 % WIS K, X Ttk (H) EREBITIE17% B RYAshanti DeSilva

Ui R 4T . B LAAshanthi— B ik & E K ki&: Science
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