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I 340 NEFEERRFNEE NN & F A 79 NEERR , = —M % HER2 H SHIF F . Herstatin 85 HER2 1 EGFR /=&
H&5E M EGFR GO A5t R IR 5 IR — 3R Ak , BEAIK 32 7R s SR W R ALK 7, AT e B M A ) AKT 15515 38 R 55, 4F 1 B 410 1
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R AERKE T Z R RS EGFR( epidermal growth
factor receptor, M FR erbB-1, HER1 ), HER2( erbB-2 ), HER3
(erbB-3 )l HER4( erbB4 ), {132 ik F L A it
s 20 21, T A0 M 4 GE N 3 Ak b R B AR . EGFR A
HER2 1EVF 2 1 BORIR A IR LA bl ik, IR LA E TR

Pifk Herceptin € 8% FDA it TR AR RIAIT . &
ISR KB, HER2 mRNA Il T A8 v il S btk B9 432, 7= A
—Ff BT V& 4 1 W) i—Herstatin, Herstatin fE 7)1 il HER2
ik, B85 HER2 Fl EGFR Dhii 3k MU S 45 4, 1 EGFR
TR 5T VR TR R U5 SRR, AT =2 1k 1 S R W 1R 1k 7K
S Hi AKT 354k, J2 H T & LAY SE—A HER2 K2R K
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1 Herstatin B £ B 4

Herstatin J& HER2 FE K %% 5% /5 mRNA 3E #1455 3298 ml
PILE R, HER2 25 /\ N & 1 X ELA S8 (4 N 5 7 B 3037 5
“GT—AG” 5 J2 43 S 07 15 CTGA , {H Hh T 55 7 it 5 45 /W N
FFX ARG, AR HER2 A9%8 1T 28 1 MANIX Y
340 NREEFR G KBRS AN & PR 79 N E R,
JEBIRR T HER2 MIAM XS5 I 56 IV 45 #4358 25 581X % i oy Ja
4% Herstatin 354 419 R LML, KRR 4> F &
25701 50 kD, EEALIE 73 T 28 68 kDo TERGAT iR 1 ]
K% Herstatin 93235 , 38 I 44 1) HEK-293, I0SEVAN
F1 HBL100 40 sh R S /il 2], 278 Herstatin 7] GE7EJi L
RETEA—ENIIGE. =Rk HER2 1Y 8 41 i1 SKOV-
3,SKBR-3 Fil BT474 1, Herstatin ¢35 &t AR A%, #£ & L4
2. 4% Herstatin 5% 44 © € 37 19 EGFR Hl HER2 15 #3521
M2, W TG 12345 Herstatin YRR E FIL .

2 Herstatin 5 HER2 #1 EGFR 5 ¥£MA%4&

Herstatin -5 408 £ ff HER2 454, T4t HER2 [R] YAk
SR RARMIE o R 28 58 - M il 105 & 1, Herstatin 5
HER2 ZI& RSB M N 454, SEMEEHCH 14 nmol/L, T C K

WY 79 DN EILBRINEE S HER2 454, SR 50 61 nmol/L.
W B SZBGTIE ST , Herstatin B2 FE € R 35 00 79 MR ELMRIE AE 5
EGFR 454 . C Ruih) 79 MEFMR BA 454 EGFR il HER2
BT ENASRERH 1E 32 1 — S AATE 1, X HER2 5 2 15 4i L 1
ST AL TC ] ARSI . Herstatin ANfE S HER3 254747,

$ i ,EGFR Al HER3 ) SR ZE e 487 , FLHAM X 5
T 45H38 5 EGFR K HER3 JE i [l ¥R — ik a5 5 e H:
b R RS IR AR 0T HER2 ISR X 55 1T 454 R 2
5455 EGFR, HER3 JE i 5 I8 Bk, (A R4 7 HER2
A = BRI A7) . Herstatin 25 HER2 i 4h X 48 11 45
Mt , B A T REE T % K3 5 EGFR R EAEH . 118
L5347 & B, Herstatin C R ¥ 79 & JEH2 5 HER2 AHEH AE
FAJT HCARAN XA T S5 ST 58, {EATHAG FR SL 00 IE S

[}, Herstatin [ EGFR H 45 & AN il 48 6 2 4 K I T
( epidermal growth factor, EGF ) Fl1#%% fk 4= & [ F-a( transfor-
ming growth factor o, TGF-o )5 EGFR )& fl 77, Herstatin 5
EGF, TGF-a ZMIANFAAE AW AL , $&7R B 4115 EGFR 1
SEA LS ATREATR

3 Herstatin #{#] EGFR = ik Z Bk L & Z B S BL B B8
K E

JFUR I ELAZ 323K 1) Herstatin 55 41 Jifd 32 171 /) HER2 A 5.
YERJE , ATRHIE HER2 R IRAIE AL, HER2 —RIATE il i 5
Herstatin AU R LR . 24 Herstatin ¥ 15 200 nmol/L
it HER2 [ R R R8> T 90% . [AlAf, HER2 2 R4
AW TR AL K E-JRBE Herstatin ¥ B Y34 i o

X}F EGFR ¥4 ) CHO 41, Herstatin 7] #1ll ] EGF %
T EGFR AL Z 1k B 5 1 s PR B A2 1k K F-o H Her-
statin #5523k EGFR () NIH3T3 40 il , EGF #5511 EG-
FR B2 L ACF B 32 7R AL R BE AL, i EGFR WAL EZ 1A A
BRI SE IR  —
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HER3 g A, k= [ SRERRALIYRE T, B MBI 1k
WA T 5 HAl EGFR R I S il — 2 M. 24 Her-
statin %% 4 5 % 7k HER2 FI1 HER3 [#) CHO 4 3} , Herstatin
AR A% HER2 I HER3 [ S 5 — 5% {4 i) 8 i, 2 i 40 1
heregulin 5 /1) HER3 ##21K >/, HER3 5 EGFR KK 5t
S U IRA S PR 40 G BB 4 1 T B2 IR Herstatin 5
BELAT HER3 578 — R AL AT, 3X 7T B2 Herstatin #0175 iR
MR R Z —.

Herstatin Xof 52 1A 1% 52 ¥ Wl 2 14 1) 400 o 4 P o R B e —
SE BRRR S ARG X ) Ay 1 G R T 52 A i B3 ) B 2T 24 4
M K K7 2 324K ( fibroblast growth factor-2 receptor, FGF-
2ROMIRE RFEAE K FF 324K ( insulin-like growth factor re-
ceptor, IGFR AY52 1 , &% P Herstatin X} FGF-2R I IGFR ) —
RAGN 22 Uk W SRR B R AL KT IE R

4 Herstatin X7 40 i 75 575 & 1858 B9 22 1

WBiPR £ 75 B A 52 56 31F 52, A 4l 1k 19 Herstatin Ab #H
NIH3T3 400, 2448 FI #5200 nmol/L i, NTH3T3 4 fitd 72
ST B 5K 90% o FHF X Herstatin 1) HEK-293 F1 COS-
7 40 8% 9% LW ME T HER2 3 26 3Kk 59 SKOV-3 41 ity #i
NIH3T3 4 , 3 v il 3L s B AR i R AR A £

K MTT #8508 & B, HER2 #5441 CHO 40 i, i F
HER2 Y5323k , (240 M 385 2 1T 60% 5 4% 4% Herstatin
J&, CHO 4 B3 B 2R 0 2 3 R B . 7RS¥ A9 40 i 7 , Her-
statin ZER MK, T Herstatin = 21K B 40 M R AESG7E ., Kt
HER2 }¢ Herstatin 5% B-2FUME 6 (14 JBORL L 3 G 4t i, i)
FE 2P RLBE T W25 17K 00 5 0 MG A7 15 28, TS 3
HER2 33 FA M 4NAR P B-21 FURET i /K - 40 , Al 04 77 0%
RIRFE G, MAEZE K Herstatin B9 40 1T v, g-21 FL W H B K 7
MITFRET 7 45, 4 M 3E 2RI, % T & 315 EGFR (4
M2, Herstatin mﬁlﬁlﬁﬂ’ﬂfﬂ%ﬂsﬁlﬂj “,

5 Herstatin 3f EGFR 5 S5 S R &R0

EGFR ZE% i 51 7% 1 5 5 = 2238 5 MAPK 1 PI3K/
AKT 8 BRAL I . — R, EGF FE AR K PR ] I 3805 3 745 4%
Sl i, 1M 2 505 515 SR AR A9 /E AR B EE . Azios 254
NG T Herstatin X} 2 25055 KGRI, KB EGFR 13 %
ikfY NIH3T3 404 EGF W55 )5 , 7€ Herstatin 77 £ B, AKT
RYBETR L AU X BRAN MU 19 2% , AKT 15 538 % JLF- 58
B . T Herstatin X MAPK % 45 4 B 12 £k /K - ) G B 55
S0, 7E R} 635 Herstatin #1 EGFR () NIH3T3 40, EGF
175 F:JE B & EGFR . She Fl Grb2( growth factor receptor-
bound protein 2 {55 E &1, HEIR MAKP 38 R 57 21 BH T,
{H Herstatin )35 PT40HI 40 9 DNA A8 B 347l . Hersta-
tin X515 B 40 1 FH 8 22 B4 0 B A0 S S0 B AR
il FCF-2 #7% FGF2R 514 AKT B ER 1k, {40 il B
EGF Il TGF-o 753 AKT BRI .

P& LIEHRE , EGFR 37 J5 MAPK s A2 A 24 A

20BN EEAF S, BORMATFE4SRE/R , AKT 725 30
M i S AT A S T VR Sy FEE 0 SR RS,
EGFR #0371 5 25004 48 i 5 S BE i, AS & 52 MAKP 55 &
GERimil  Wide i T PBK/AKT (59 RS2 2w pra 1,
1 Herstatin /715 F , TGF-o X} MAKP £ G0 il & LABK B 40
MIFEA S I EGF X MAKP 2R SE i IR A BE LIS k4 i G
BEE, XETRM T AKT 89352 28] T 5848 S Agam .
IRWESE A AKT 7E40 MG 58 b i) 3 AR AL A4
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Herstatin 3 751 5 HER2 1 EGFR & 2 #1 )1 45 4, FH A%
EGFR 5 153 A1 T8 B[R] V5l 5 U6 3R Ak, il sz A i AL
Kok S BHIBT AKT 55 3 4%, 305 00400 o) 200 B 190 1 5 % Bt 9
TZRES1 . XT Herstatin BYBFFT H ATEANEERA U Hersta-
tin 5§ EGFR 1 HER2 BYYEI{ 53 . 5 EGFR H1 HER2 & 2l
TIEEEHIMLE Je 4 PIBK/ AKT 28 45 358 240 bl i #4125 473
Bt —2 M B, Herstatin 78 A< ¢ i 8 ¥4 77 Hh (4 18 7 1
A5 0T BE BN IZ S R R B — AT 2
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