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CRM197, amn Inhibitor of Heparin-binding FEpidermal Growth

Factor-like Growth Factor, Can Suppress the Growth of Human

Hepatocellular Carcinoma Cells
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[ &] ETHFREMHICORTFEARARDERTH D, (WFFIEICHE L TL,
BRI & U THERILO b 2 BD7RIERENTFE LR, ~ U VigGHE EGF
HIEFER F(HB-EGF)IX, BAZRITHEEERE L LTabATnaRn, Vo7
I T EERZEERE LTOAE b, HCC I2BW Tt HB-EGF BER/IC 3
LCHY, HB-EGF A — 7 74 V#FIC L 0, HCC OHRE{E#T 5 2 &
NE N TS, CRM197 13EERY 7T I THEEOERETHY, EEAL
B LU A HB-EGE &4 U, HB-EGEF OMasEEE ZEET 5 2 L A4
LIV TNA,

[H89] HCC 1T 1 2% FERTEE L HFET S 720Ic, HCC ks LUE
B~ v ATk S, CRM197 OFEEMRE B L,

[J53:] in vitro : HCC #: Huh7 & Hep3B i2#i HB-EGF #i4(25, 50 1 g/ml) |
F 7213 CRM197(0.01, 0.1, 1, 10 pgmDZRM LT, 24 F723 48 BRIB Iz
FEMRIRIE 2 WE Uiz, RIIREE WST1 7 w2 ¥ECHEH Lz, invivo : 638

B BALB-c BEX — F~ o7 A2 Huh7 ¥ Hep3B ZHEME L. st L




CRM197 #55£0.1, 0.3, 1 mg/ke) D 4 B4y T, CRM197 %38 P ez 5
L72(2X 107 cell / mouse, n=8~9), AR EIL, SBEMRICH LT (1) EE
ol & [ER B 553G (1) BEEAF%(EERY dmm)hbREHIGD 2 EY

'C“’/ﬁ—'o 7}30
[#2] in vitro : H1 HB-EGF FiEOEFMED 50 ug/ml OFET, HuhT i
66 % (p<0.01). Hep3B iZ 65 % (p<0.01)F CHFEAHIE S/, CRM197 @

FONED 10 pg/ml 58T, Huh7 i% 46 % (p<0.01), Hep3B i3 77 % (p<

0.01)F CHEFENIH S/, invivo : CRM197 ©#REEH 1mg/ke/day D&

T, FEEARIIER L BB LT (1) Huh7 28V T 42 %, HepsB BT
39 %, (II) Huh7 1238\ T 57 %, Hep3BIZBWT 53 %E T T L7z,

[#55] HB-EGF 7 & =2 G5 CRM197 iX, HCC O#FE% in vitro

FHBE R invivo iIZRBWT, BEEICHSITL 2 & RE/z, CRM197 75 HCC (&2
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W 3R B : CRM197, an Inhibitor of Heparin-binding Epidermal Growih

Factor-like Growth Facfor, Can Suppress the Growih of Human
Hepatocellular Careinoma Cells :

TEMT 1 < PR 23 / H 20 H

[ @ X% T B B2 7 g ]
ﬁﬁ@ﬁi BRI ML FRRIEODERTR T, HFEMIGEORENRHE BENT
WD, ABFE T, B OEFEEER 2 U T, heparin-binding epidermal growth
factor (HB-EGE)EGF % &K autocrine BN BE TH A2 LICEBR LT, ZOWE

WREY =7y e T HITHRED, \%ﬁéﬁlf*ﬁ?@%ﬁ%%EE’J&’?%%&EH%@kL

mbhivTng, YT I TEROSEBRINBEGF THAZ L, BERYIFITE
FOEREKL LT CRM197 ﬁﬁ%é Z LG, AW TR, CRM197 O FFHE R
(Huh7 & Hep3B @ 2 >@fifatrz M) OHERMNFHIZIRE in vitro, in vivo THERS
L, BUTFOREER WD,

@© CRMI197 i in vitro iIZB\WTH HB-EGF il & & b IICH B A g s 2 %
L7,
® X FoUABERICEBWNTES, CRMI97 BEE MBI B2 5E L,
PLEDFSEMNG, FFARE T %Hécmww7@€%@erémn&bfwé
EERERIIHIETH Y . CRMI197 DR A AL H/FEN S,
eiZ L, UTOMEVEFR S, SBORMNEEE LA, £, EFENERICS>N
TORBIZOWT—H#RT I & &, XT3 FAXEIC—ERE0 2 s 0B H b
ETTA232EHL,
@ 2 >OFIREKD HB-EGF, EGF SR/ EORFALZRERTH - L,
@ X N7 RCHRL S L7 IS OB TR,
@ CRM197 OFEEIC OV T OMBE,

B LHXOPHELELEETH D,
(1, 20 05FLIA)



