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B 1959 % Cohen Z 8 K & L% K 4 K B F (epidermal
growth factor, EGF) LA, B 4 4h 2 3 %4 R B4 K B F i AT
TIrEZmms, 8 80 FREMBEEREFRZENHRT L
BLCAANT RERI S . EGF J2 57 4 o 5] 55 40 fig hy —
HREBIME 3N, AW EGF 2 53 N EE B R
WREEZR, T ZEET AKRAHAN AN, REEK
K F 314 (epidermal growth factor receptor, EGFR) J& — ff ¥#
Y, EBEAREOMEEEN, EGF S84 -8 EGFR
FHTNSE SR RS — R SEMEAK EE HrEX
Ml R, #_If'{ SR R AR, K BN RER
EHEKETFREZAERREPNRESHES T EHBRE
AL I H S BRRENISE BRXRFY, T RE &
LW GRIT E A IR MR . IR RE R EE KA
TFRHESZEMES#FRE, it M4 MR EGF MK
HRIRY), TR R IR TP R, AR LR &
FYERPCRBREH L. KU EGF REZ Kk 5%
R R RAE—LRIR .

1 REEKEFREZGHERIG

1.1 EGF##% R

EGF 43 &4 6000Da, REHRRENEAZ —.fE
IR EARS  EEOBNBEABMHENL. EGF A2
MABER. EA—MEKRET, & EEMBEERIFSHER
MMAIRA 27 BER AR A E M e,
RERINRIBCRE A KA , SR LB E B4 F YAl
o RERSE b R R I B S W KB DNA AR 5
PGE, #1 PG, fEFI#E L, 02 B R A i 70 3L AR B IR i 10
BE . FETELRE IR A 40 MR DNA & B, M I 3% b i
Wkt AR,

1.2 EGFR #4 /

EGFR JiZTFHET I MMM L, & —Fh s ips
ELHBES, > T8 170kDa, EBARS—REH S erb -
BEEE =4 P68* P AL, A N R IFEE K ¢ - erbB
- 1B RIETY, AR E RIS, GRS TS M B A
b, EMMA R PR EEAR.
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1.3 EGF & EGFR &4 B fu#)

EGF B4 50w 23 i 55 EGFR % 6 i ™ &, EGF
LS EGFRE S BET R BB REBEONE. 25
ZHRBEMEBEARYHE L, S —RINESES, KEH
BOSAIME DNA A B MA £ B EEYERN . EGF &
EGFR BB 4000 3% 4 0 (@ 35 3 i RiE 2. PRS- S8R
IESE— RIS AL E EGF 9 B 70, X i i
£ EGFR i3 %3%. Murphy>- %85 %8 EGFR #3#53 A
SRR M 2 MR MRS X R A
AREF-ZHRERKETRETRERMABILTKREER
AR .

2 EGF REZGERBEPHRE

ZEK ENIMFEF A X BREELS Y EGF & EGFR
BYFRIE AP R, EGFR 7 1E & BEAR 40 47 Fi v g 4 o
TR B IR IR , RTS8 1 B A % e
H%FET'-EP EGFR I EREA(EGF . TGF -« %) ¥ £ik. K
RIS SR PR L A T 67 (RIS S 12 B
RELARVKE A 12 AR & 16 Bl IE® MR AP TGFa,
EGFR 1 P°' & (#2315, 45 R 875 TGF - o« #1 EGFR ZE A
BRAIE A (98 P B AR A 2R 4 P Rk BN R 4 B 83% (107
12481) 75% (912 ), HILFRIKHE N 75% , M IEH PR A S
H TGF — o fl EGFR RiEFHMERZ A 12% 6% , METFE
BEXEFH(P<0.01),7EBEEEP TGF - R 1 EGFR By £
RPREER S HH 57% 64% , SIEREAE A A48 1 BRAG &
T 22 57 T B, LA 9 (AN SR 3 A 918 1 J AR 2% 2
PR ATR T, EGFR it R A EBB SN R T
%, SRR IER % . Yamanaka ' SE7E 25 ] pEARIE 1Y
5T R BAR S8 41 4R Y EGF F1 EGFR Ye & FH M %4y 51 R
72% .36% , M IEAPE FE 4 5 B AR b K & B EGF fil EGFR
MBS . SHMIREA -2 . N EREENTER
BA. EGF . EGFR 7ER &7 B MR I vp F0 {2 8 B RY 38 4 o 18
PR A P A KRR (41.7% ~82.4% ), ifif iE & fE

HARRIRHFRILS, TEEE A EGFR ¥ EGF A & E %
M, —HEREESE AR AR, R MR
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B (M s 3 A A KSR, 5 R R SR
He e — A A ML A I K 38, ATTTES FCIBR M98, O 184 s o 200 D
K1E2 S EE . FHA AR EGF.EGFR *] 1E 4 8 By
R AR IS TG B -

3 EGF.EGFRMIERZSHRBREREFIFMERM
BHIXE

EGF .EGFR 55 8 5 R T 5 & & fi f ok
NEX. SRS FESR KEEEBHMHEEHERS
. B%B2%¥#FHA N EGF.EGFR Wit Ra 5B BTG XA
W) A AR LR AR, PR MR R A A 1k
2 EMBES. DREER BUGE. BITHAS %3t 42 f
FB A% (¢ Bloom pr#EITHA A GOMM A B, T R 5 M %
BIBAMER DR H22.2% . 77.8% . H B EE S EGFREH
B IR R E(TL 4% B TREBHG33.3%) : 5
s34k I 98 EGFR BHH:ZE R 30% K70 L iR % EGFR FHHE =R
H61.3%. XY EGFRAMBERESLE EHES . 54
RS TS 2. 5 A3 % FI A Northernblot J7 ¥ 45 ll
27 FIEEAR S R EGF mRNA ik, A HZE<2em MR
BARRARIE , EGFmRNA ik 24 B, Wi 24 53 e WA B A
EGF mRNA 5% K 66.7% 2 & T R B R E. KE
SR IEF 33.3%, 1 . NVEI#H 88.3% . ERHMHELEHER
FHRA%  BREERBEE 8. 4% TNM AT THE
EGFR RiEZEH 40% , MBAE 7 82.4% . RUIBEREHL
EGF mRNA 3k 5 B0 895 3 20 0 16 IR 53 39 B A bl =) 35
HELEHEBE BEHE, H H EGF X EGFR i #£ik 5 g
REBFRMIRAT G AL FEYAL, S RAEETHHEE T EGF
K EGFR kMM A #2728 EGF mRNA ik o] fE  B
BEEHEBERNTREARNER. BRSO AE LR
-8 (A AR HTEARRM A, I EGF.EGFR Bt
FIRAREMES IEM BAR B MOTUG .« TRAEMK- 'O 2% 5 BUBE IR 0%
Sir4L4 EGF .EGFR FATE 2 & & T 184t 4, & EGF.
EGFR §it 5 5 BREE /7L EH 56, EGF .EGFR 941
HARRA B T R A M AL, SR AR RN RO ik
BHEBMERS AL X . KRD--S05REEEERRIG
PR3 ( #2 Klopper $2 H B FRAE L 212 43 9%, F& Hermreck 45
HEWE R 718 EGFR 15158, £ B EGFR 5 B i 952 40
MR, SA8A X FAEERMHRE. Bk
EGF .EGFR Wi 5 516 R 73 88 B 4 R Z Bl 36 RARER
— BT REE AR BB 5T & R A R 40 3 5 AR EAR — B
HsR MR A X, RE EGF . EGFR Wit Rk B &
HEVE KT RR AR J J F e B R TS T b Tl — 3
TEHr . 82 BEGF .EGFR 7E£E AR LRI A 1158 14 BRAR 4 TR
MRS R A SBREEN AL KREXREY . R BEEFM
RN BB R BB AR (H I G R BB B A

B LUK I A Sl B 3% A (948 4 B IR 4% A9 EGF EGFR, %
YIBET LB E T RAAEENRRE L -

4 ¥BmF EGF.EGFR HBEREB AT IR

X} EGF .EGFR IR AR C LRI — BT
Bip. HPS—SEZTRZEER NI TEAEMHAR. ©
EGF EGFR K B3 & [6] 34 JT : Overholser > % % FI #1 —
EGFR # R REHIE IMC- C225 5 5 - FU B H., # A
BRI EGFR, 85 FHIESE IMC — €225 A 55240 il o A
BRMA K BRI MIRTE. BREEgHE S
SRR PC - 7 AR AN R B RS AR, 3
WMEFIHT - EGF iR e d BRI M A 1S, BUm 414k
Ik AR S BALEM AR R KT OR XL
BiBRAYT R RE- Y- S HE T R X EGFR M EE R LB, &
Y NI MR PC — 7 40 A, BHT TGFa— EGFR B
WP HE B A | B AR R A M 38 5 . @ EGF .EGFR R4
FIEHEHLH . Kobari-'>- % F EGFR B & 34 85 40 ) 7] BS6
HEAM ) % 3% A9 R AR B2 40 M8 MiaPaCa — 2 S %0 87 % , B B 3E
KM E 4 F8. Blanco ' % R A EGF M35 PC1 5
EGF %4 EGFR, AT BH 1k EGFR & ¥E 70 40 Mo 38 4 , B 7E 6
ME R R R SRR . & AR, Mok i 2 B L Ia Bt
FRM, 3 EGF EGFR REF 5% S R4 . ITME MtF
S EGF .EGFR M1 47, i i3 # A 3 3% % EGFR, 5 FIM
Wi EGF H3$0% 40 M A 22 7 R B9 B B9, o7 LA 30 5 Ak A 2 40 g
BYIETE GEBNAYT B BOX BT RN 1 o TR BB B,
Il PRIz FH 1 A — 5 BB B (B 00 BR AR A B3R T TTRE T — &0
Wi 1E .

5 EGF.EGFR 7ER&IR%E B i A o /Y 9] =B

MR R A R R OT RE R Fm R R A s I
HRE AKEFREZERNSS5SEHA SHRE &5
RIBFEEFARS R, EGF.EGFR EBEERETR S RES
MR LB T HTM L, EERELA L KEFITHEEL
BEEIEA. X EGF .EGFR IR AW T Al fE B B 118
AR A A KB ULH . KW EGF .EGFR X4 Hr B i2 B,
RIS ERRT F R MEEEN A A, (HIEKKG
W5 15 4 i — S 9E , B EGF EGFR 7TEM 3 & 815, 77
TET ML/NMR P AR B E (R I R 3 XA R 1L Wi Bh
B, K2 BORGE 7635 3R ALY s SE 36 B BRI PR Rz A
EFH—-EFH.
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