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Inhibition of Cell Growth inMalignant Mesothelioma Cel |s and Reduces
Growth of Mesothelioma /n Vivo.
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EGFR 13fila o BfliEFERR L4, 1D contact inhibition IZBH5 L TWAH EBZ BN TS, TO—FT
EGFR & p185cmen (LUF erbB2) D[RIFFR BT ORECIZBIRT D, ik, erbB2 Ofifast K 2 A 1% EGFR %
erbB2 OEEEZ T2 Z ENHEINTND, 2T, 2D erbBe Ofiffast KA A > % H T, EGFR & erbBs %
[RIFREFEEL LT 2 B e vh Sz AR | B A B R S A S D DB B8 LT, E72. ARNICI W CEME
JaRsE b B2 B O YA 2 B C & 52 8 ) BRI LT,
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EGFR & erbB2 # [ARpFREL L T2 B A B ik OC-MMT37 Z#efi L7z, F£7=, Z® 0C-MTD)37 IZ
pl85emen DS N X A & EH 7= stable transfectant Tdh 25 OC-MT)37/Nex & #3r L7-, Z OMHEE
B L7236, OC-(MT)37/Nex (3 OC-(MT)37 & Hr~Hifa oD %5 FEIRAE T Contact inhibition 288 A &7z, Z DA
FECIE p27 ° Rb EEDORHANE LK F L TWA2, erbB2 OHINES KA 14 OYERZI LT p21 12 & 2 5
G OB AR S iz, F£72, flow cytometry THARE BT, G2M HIOIKF 258072, Z OEMEH s
FIEMRR TH D OC-MT)37 12 EGFR O F n v > ¥+ —PHEATHSH AGI1478 %2 {EH & TH Contact
inhibition |[ZFHFE CT&E 2o 72,

wIZ OC-MDI37 & OC-(MT)37/Nex DOz X — K~ 7 ADK FIZEANL, K FEROMI A B LI,
0C-MT)37 2B S 72 FHEEIE OC-(MT)37/Nex /5D 6 D & e~ BT AMICHA L, EEORKE S LA
BELZEO- (P<0.001) .
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EGFR & erbB2 % [RIFFFEHL L T 5 BN Mo o 57 AEAAEARIZ erbB2 OIS K A A VEER S S Z LIk » T,
Z ORI A ERE LRSS . Wb D Contact inhibition ZEA L7-, Z 0#EHI%L. ErbB2 OMask K 2 1 1%
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EGFR < erbB2 @ cell growth <> transformation OFEEE % #1795 23 EGFR 3B 592 L& 2 51 T2 Contact
inhibition OBEREIZ DWW TITENHI L 72\ 2 & 3RIE S 417z, 2@ Contact inhibition (22Tl erbB2 Offash K A
A Y OERZEI LT p21 12 X 2 5 s OB AR 1, flow cytometry T MR EICB VT, G2/M #id
ETE2RDI,

X—= R U 2% HWZB IR TH EGFR & erbB2 % FIRFEEL L T2 BN B2 IEHIRLIZ erbB2 OIS B
AL HEENT D2 LT Ko TEBHHAEMH AR, 2D Z &iE, 4% 20 erbB2 Offifash K A1 278 EGFR <
erbB2 & % —74 b & LIc iy FAERNIRIRIE & 72 1) 5 D F[RetE &2 R_e 7 5,
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EGFR & erbB2 ORIEFHBUTF(LICEAG T2 Z L RPEMTHRBRRTHDL I LR ENHFEINTH Y, EGFR &
erbB2 % [FFF I HL4 298 12% L CORBROIFEITBRMICEE TH D, 7 AR MEARREREOFINE SN TV 5
PEf R R i S C EGFR & erbB2 ORIFFFELL TE Y | ARRIGRIENMZE A ETFE LR, ZOWFETIT
erbB2 Offifask K A A 53 EGFR R° erbB2 L 26325 2 LI L - Tlllasi 2l 42 2 £ #FH L <, EGFR &
erbB2 % [FIIRFAE B~ 2 M s rh B2 R AR AR 1Z erbB2 OMIASS R A A 2 238 A U | A SEEESE O ] <o0E T LT
V% contact inhibition OFEAZ] 52 Lz, F72, invivo THIEEHEIHOME| 2RO, LLELY | erbB2 D
HifEsE B A A 1% EGFR & erbB2 % FIRFFEBLS 288125 L TR HIfF T & 4% OO FIERTBIED /REME &2
RLTZZ LIFERES. PUEEIET IO EE XS,

— 556 —





