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Antibody treatment of lung cancer: recent progress

F ORGE;WEE HERIFA(L FEERFFRNG2. FoFEXFRAFALIN, L 200433)
[ ZE] MommEsyr ks A, SR Tl R — 8 AN %, BT EEA 5 B 787 (1)
P2 E 53 Cetuximab ) \ABX-EGF( Panitumumab ) ,Matuzumah( EMD72000 )71 ] Z ¥k PA470( Herceptin )55 , iX ZEHr A 1 25 & I
Je A R SR T A T AR A AR A, B BT AR, 2 B TR SR A A 5 ( 2) U B Bevacizumab ) , 38 32 910 1 Fibgg 37 A= 1l 45T
Ji, ., BELTTJn 8 140758 3 A U5 R A%l 3 L SR BT Y7 98 19 H 19 5( 3 )BEC2 3F6 Fil 3F6ScFv, BATIVE a7 P B A e B 47 Ak g i vl
VA S R 5T, V5 UM SO, e PR ISE PR AT Fp itk — 2B 05 5 C 4 ) BUAMRIBRALN 3 7, W1 Y-CC49 ' 1-chTNT 1 5F11-DOX
AT LASE ) 35407 , V8 FH S A BT 0, 0D TE 5 41 4R 32451 5( 5 ) Catumaxomab( removab )Fll OKT3 x Antag2 , 1 A BURE S M 470 A mT DUIBE
5 Il A0 RN S BE RN 20, R R ATAE A o PLARIAR YT MR T LAVRAME BRI IT A 2, PLIRIRYY SR G iR Y A N T A 3L

B 0 £ 728
[ kR ] Wi 6975 Pulk
[ FESES] R34 [ XEfFRERD] A

it 988 s e T b 96 A6 DR B 1 A2, 80 % i PR ) I
WSROI C 22 e . A A TR T AT AR AL
GEITRARTT RORA MR, S/ T BRI r 59 . i
AR, BEE BRor o AR BE R B R R LA
I IE C O — AR RIS R IR A2 . PUAIRYT 18
FHAS TR SR BT AR 7 BOIR T S, e T R 2
WA R 2 —

PUAHYT IR 0 32 2R AL G 45 (1) S5
il 2 0 2 T 23, AU A e g 0 N A 5 (2 ) 4 e g
A= IS B, BR ) A8 f) A A RS 78 5 ( 3 )R 7 P
AR5 TR ACRE v A BB 2 5 (4 IR IBRAR N 731, 4L
1) % P e e 240 5 (5 ) U S A e A 3 o 258 oz 4 M 1Y
AR o ARSCN LB U5 TR il 16 S 7 AR B
Gt SR AN BRAVE— 2534

1 ZEMEARRES FRREEST

BURSS 5 e 4 M 3R 180 43, 322502 30 o BEL B )
VAR AR L0 B 000 £ 5 R T o) P 2 I, o it
G U TN R O VR AR ENA Y MR i H i . HR
WFT R T 3 2 1 02 B R B A= K R 7 32 1K epidermal
growth factor receptor, EGFR ) i Yok BT il w1897 o
EGFR B s 2 B2 & H i i vk, K S fE 5 & e
I 5ot b A = ZAE . E A U5 KB,
EGFRAE N rhisg 22 3k, JUH 2 B/ A0 i 8 nons-
mall-cell lung cancer, NSCLC ), 453 Hr A= PR ( epi-
dermal growth factor, EGF )ifiid 5 EGFR WJAH & 4EF,
A MR A R A, SRR K BEA
PRI 4T EGFR HUik 3224 P4 Z & HHi( Cetuximab,
Wikh 4 N Erbitux, Z % ) . ABX-EGF( Panitumumab ,

fh44 N Vectibix ) . Matuzumab( EMD72000 ) il ] 2 Ef B
$1( Trastuzumab , 75 fh % N Herceptin,iﬁk\%fT )o
Cetuximab J& H A e 2 19T EGFR A/ Btk & $t
R, AT BB HL S EGFR 454, 55 4+ M # EGF/TGF-a
5 EGFR 945 4. T/ 1 Wil BRI @R 45 31 4
NSCLC % /61 5 Cetuximab( 400 mg/m* ), 1 J& J5 il
PRUE AW/ RATIAYT, B 3 A 1 IR(225 mg/m”, 5 1
K, EERRES 1 K Cetuximab( 250 mg/m’ ), ¥
o 1 AL BN RE I 52 B M 5 45 1R T 2, Y B 32 25
PESN 2 KB ( 84% , Horbr 3 90 i 13% )5 25 A
BJ) 2% WoR 3 R 2 R A AR EAE T, 8 )
(26% YAPUIERONY . BEDS 19 A H 5 SR 3 50%
WAL R 5 A EEAAE RS 11 A H 1 ARR 2 AR A
3030 40% 1 16% o R =FBRAIRIT % 42
PEGF I RACR L T B S AZBER R 8. 53 40, % 35
51 NSCL.C B H Cetuximab CEEAR 2 2- T m R A
WEBERZ A ( gemcitabine ) FEAT T HCEIRYT 56 1 JA Ef ik
F 5} Cetuximab( 400 mg/rn2 ), LUJA BB ES 1 k(250
mg/m” ) G RHL AP EE S mg/(L - h), 51
) JHT 1 000 mg/m2 Iy gem(:itabine( 1 RMES K),
B3R, BREIR, FERNR RN LS
(88. 6% ). fZ Bk T 48 (34, 3% ). & J1/ 3 Bk 9 %iE
(31.4% ) ER(25.7% ) R/ FER(20% ) L/
MR 17.1% )0 XN RSN R LB (B 1 1A
Rk 3 SRR N TR K. T PRAG Y 35 111K

[EERAN] 2= R(1986-), B WA HA, AR, FENFAY
e AT RS
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i, 10 91 28. 6% VAT 43 N, 21 BRI Fe g o
PP AL E] Ry 165 d, - Y47 1% IR R 310 d. 5K
5 F P9 N S R B AR R I 3, 3 R BR
ISP A AN B RN AT LA 32, T K 24003 A B R
SR TR

ABX-EGF M9t EGFR 151 56 7 BN EME: 166, 9T
I, LN =4 . T ABX-EGF BE G hnifi A2 B/
FAAXF 19 il NSCLC 53 BT IF 40 3 AL ik47 1
1.0 mg/kg £( 6 1] ).2.0 mg/kg Z1( 7 ) % 2.5 mg/kg
H(6 1)), 5 ATES 1 R ABX-EGF Bt A br i 2 42 8/
K3 A 1R e TR, AR BRI 1.0
mg/kg ) A SEE RN 5% ),4 #I( 2 5] 2.0 mg/kg,2 1]
2.5 mg/kg VAT 21% ) A RN B
%, MK R 89% ;1.0 mg/kg 414 83% ;2.0 mg/kg 414
100% ;2.5 mg/kg 4R 83% , F W & A R KW 5 5]
B, A4H(1 6 1.0 mg/kg,3 2.0 mg/kg KN
KA R R B RN T 260k s T G ABX-EGF ., 2
YR sh 1124 K B ABX-EGF A7 7 B4R i1k, B 5 hrifE
LI/ R A B A 52 . Bk A I R L
IEAEMFRZ

Matuzumab &85 EGFR £ %454 (FHWr EGFR 7%
PR N TR AR 16, B s BE BT R. 18 i EGFR FH M1
NSCLC f#F 2t fb2E3097 (9 f ) s Hyayr (9 4 )Ja,
ST 1 IR Matuzumab( 43 100,200,400 800 mg 7]
A, B3 TS 1 R B 175 mg/m® ), R ETFN
RNEBY 1R, S5F R, R 1 2 K5 i 800 mg I
AR KM ZH &, 7 4F 800 mg A Matuzumab AY 5B #&
WA 173 KA 4 Gerpo b 4 i s 0 RE  (HAE 1 R P i
e 5300 5 1A R E R &R E . 5 Matuzumab AH
KM ECH UL R RN A 1 B 2 GO RE (14
i), AT Hofh B 7 AR RN o 2 EE LS e
(2 ) A EAECLE)) 1 B JERECL B ).
PRI 1 ). 4 Bl TR AU N, W A2
B, 29 124 o IRl R 5 S BRI R
M Matuzumab B, 18 B H A 4 4] & A [, B
1 fl5E 4 o AT DL AR AT 1 7R 800 mg Y Matuzum-
ab BRAHE 3 JAITEST 1 YORAZEE( 175 mg/m’ ) HYYT 1T
MR A W R 2 A B O R B
IR ES

Trastuzumab( Herceptin ) j& — F' A ¥ 1k it HER2
(5 EGFR 25l i 5 I i 2 R 7 VR AZ AR ) R s P e
PR, B9 SE R 25 0 A PR ( FDA )AL FI6)T
HER2 i % 35 19 7L R 9% B % . Ralph %' %F 21 4
NSCLC B # i ] Trastuzumab #47 73897 .,21 d 1 4>
JrRE, 36 AT RE . BT R EL R K S AAC cispla-
tin )75 mg/mz( 551 K ), Gemcitabine 1 250 mg/mz( 51

KN 8 K ), B & 1E 5 Trastuzumab 4 mg/ kg ( E|
K, LUGERE 1K 2 mg/kg. 459 R ,38%( 8 i ) A
BRAT BN, 1 AEAF TG 38 629% (13 9 ), 7 248 AL i ] 36
il o 25 Jy 2 e 3 25 Z A A BEAE . 3
HRBIRTT AT B T 52 P (5 2810 E — 2D 1
AT R AL T AL 259

B_E& LAl BT EGFR B9 50 1A S, i85 1 MABI-
CR62 .h-R3 . MDX-447 ,MDX-H210.2C4 454U EGFR 1Y
PUOATRYT IR T A ETERE SR Z b . R EFGR
PO TR 6 7 U T — ] Y i, (H R AL
FIHALNHE, HEA RSN R b,
PUHA R 11 537 A BT RS T i vt 7t B B4 i AT
5, N Fas P45 5 Z( Doxorubicin, DOX )X A W FH
AT DA 3 Jifi i 240 BT DOX. ARt 245 4, DTG 345 deb 2 1)
PIMRIZSE 5 55— Flks AR R A0 I B4 T Ep-
CAM/CD326 )i N R4 3K Adecatumumab, 7] L P24
PO 119 41 A 5 1) 40 i 25 /E HIC antibody depend-
ent cell mediated cytotoxicity, ADCC ), i/~ B A BEm
Yo g s e P Livingston %‘?[9] iz B, GM2., fucosyl
GM1 .globo H I polysialic acid 257 /)N 21 B i g 2H 21 40
JfL B YA R S R GA B X X S8 R T 43 I B AR T T
ERCIALIE R

2 HDEI BT A I B T R R B R ST

BAE ILAE 2 I e R AT IR A A DG B 2R
BN A K R F ( vascular endothelial growth factor,
VEGF ) L3 AE T b I8 %) 10 287 P 12 48 T, ofl 9 H: 1
A, INEOCH A A B AR . e S5 bR e K 3K VEGE,
A A 05 e 2B 2 A UM 4 % BE( microvessel
density, MVD )3 fin 52 1IEAH 3¢, 78 NSCLC H il £7 75 X
FRIERISE T HHAE KA R IR 5 VEGF 1 %3k M
K VEGE it 2 ik & HEAE T HT VEGF 1B fig
BH.IE VEGF 52 1455, DA 400 1 S g i 56098 B, BHL
W e 8 114 75 5 R W5 RN e A% 3 3, 8 BRI ) B
gt

Pt VEGF NWEALERAT DAL H41( Bevacizumab , 7 it
#h Avastin, BT LT T )2 3K 5 [F FDA #tifE BT 4F 0
RITH AL MESS e i — 26245, 1 Bevacizumab 1 7]
LA FIAYT NSCLC ZHasE o I RBFFE /R , Bevaci-
zumab FRZTEIT IR R N ARXT BN, FE R RS B
TEFE IR, D BURF A AT B, B> 808 35 A
I i A B 2L A T R g TGy 1 99
BRI RS M NSCLC &, H b in i A2 I/ RENG
J7 32 1], 4L 37 I ] Bevacizumab 15 mg/kg 1677 35 i,
Ji A Bevacizumab 7.5 mg/kg J&¥T 32 #i], 2 N 43551 N
18.8% .31.5% F1 28. 1% ; V- 5 i 3G AL [1] 43 591
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4.2.7.4 f14.3 H ;AR R 4358 14.9 17,7
1.6 A, 3o A& 245 & 1Y) Bevacizumab A 42
BB R, IE KW N B O % B
(200 mg/m”) /R4 234 A 6 mg/(L - h) BBIF T
444 5] NSCLC 4 , SUhH Bevacizumab 15 mg/kg 1677
T 434 49,3 JA 1R FEHT 6 IR A5 R ARG 300 R
8 A~ 10.4 A,

347 40 f5il NSCLC [ 4 Bevacizumab( 15 mg/kg )
51 % % Je( Erotinib, 1 i & 4 Tarceva, 5% 1 )( 150
mg/d VERAIRYT,3 A 1 k. o 8 fil( 20% )&y
NE,26 B( 65% )Pk RS E , FEA RN 25 B
Fe9% BTG R R . 31X 34 191 5 0 7 B A I IR Dy
12. 641 ¥ JeHk R AEIE N I N 6.2 A1, 64
VR A B BRI

Bevacizumab J2& 5% — F g it o (58 1T A9 470 1 48 A= 1
HIBTAAR , I R IR PR 12050 22 W] 50 ] Bevacizumab BIK
o FLA 20 2 ) 700 AT LA e A G, BEAE A 2 AR
R FE) A A A SR IS [0, A7 2 )32 A8 R RT3

3 AT R E RS

U BTARC AB2 B T RE S 5 5 B AR 5
PEPLARC AbL ) BIPLIRGE & 0 5 25 A oh, il 248 K ik 45
BBl AbL BT AT X A 55 SR PR B D g, Rk, Ab2 ]
VR P B BOE DA B S R G, OF A R abedr
Stk RS A

P/ RGP AR BPTR BEC2 AT A48 i A 4t
2 AR GD3, kPt GD3 Filky . Xt —4l/h
A0 Mo iJE( small cell lung cancer, SCLC ) 82 {#i F§ BEC2
AES TU GD3 iR SR, 0 2 R N o B R 52, R A i
JRANARL, B 7 e Oy v AT AR A i g 1) — A O R
(ELE TG R 36 2 0T A 515 45 32 i Ak 23R )T
B SCLC B th B ALIAE 1 9F 2.5 mg 1Y BEC2/BCG
VERIG A, AN TE SR o %ot BE, 10 8 P45 9, ] AL ot
WA RS HAF I o0 16. 4 A B KR4l 14,3 4
A SRS B B R AT A T R R
WU o AP RBT A 1 1A 1 B 1 bR S
Bz 5t 92 AN S 0 A TP R B RRRE IR . e SRR,
BEC2 Jf- 7K B 5 M B & PR N S ie R G0, 1A 3145 U 1Y
BUIIRERCR , P S A A TR 9T o

iz 0 4 T RAE PO AR B 3F6 MIEIN TR
FUEEHTIR 3F6Sclv ¥4 M 48l SCLC 4 ffd 5 26 1 45 5+ Bt
TS fiE 1, BE B S A 7 14 1A TR0 200 B e 88 1oz 2%, T
YE Rt SCLC 98 1 i — L R ABFSR

4 BEBES FHHREEST

Jifgeg ) S S B TR T ( radioimmunotherapy , RIT )J&

AR e A7 4 S 538 R AR S B8R40 v T 2
TR PR ZR A CSRS PEA R HE AR  J e R A eJed 241
G, I G R g A8 7% 4 e e 20 i it o AR G
LAY Bl 0 H i

CC49 JEHL NSCLC R Il i A G H 26 11 72 TAG-
72 HUR I R TIRETTR, T Wl SRR W A
FERR™Y RiC CC49, Sy [0 25 4™ Y-CC49,, 1
e 14 W 1] T AT 3O T A NSCLC.. Forero 25"
34 il NSCLC (3 HEAT T =AW BeiiayT 48— BB
FA™Y-CC49, 55 By Bl 45 BT ™ Y-CC49 A2 e I
2 TR( ethylenediamine tetraacetic acid, EDTA Yok oW
=W H Z( diethylenetriaminepentaacetic acid, DTPA ),
BB BRSBTS BEA Y-CC49. SRR, iR
REVFTEIE R AT 4 0P A 40 i s /D A1 L /1N
WE . FA™Y-CC49( 14 mBg/m® )k A A2 BERFLETE
96 h ) Y Fe K i A7 5 7t ( maximally tolerated dose,
MTD )J2 60 mg/m” JAIFRCR AN EEHAE , % A2 AP/
( human anti-mouse antibodies, HAMA )i &8 i . 27K
NIRRT R — bR

W T ARIE Y LA iR SR BE AR Y itk A BT A
ibge 4 A% A Lo A B SE REHTAR( ™ T-chTNT ) FH F3R
TP DAT T BT e 43 iR R 22 1
ki S 1-ch TNT , 16 fi128 CT A 5988 P TS 1-chT-
NT, PIEBREIRYT 5 00 SR W, BT Ik S Y 28
FH 2 B 9% VARG RN, 16 B 73% )R TEFRAE 4
BIC18% ) o 175 4 e 5 B P98 P9 T S g SR P 1
(6% ) A 5 & RN, 8 i ( 50% )4 B 73  Bi, 7 4]
(449 WRTETSE , BEA I TE 56 10 s PR S Tk B9
J A, 10 20% VA58 4 L, 1 B0 20% ) AR50
N2 BIC40% Ot sE 1 BRI aree . 45 REHT, 2
i 50 1 (8 TR S 1 A% R - AR 2 S W AT LA 2 4 Ml s i )
i SRl , ok P IR A A 3E RTAR

WA, I 58 S BETAA 25 G Al 2 25 036 7 il s L T
aZead AL, H AT LURE [ 1) 3K i gg 2H 21, IHL G g W 25 4
ROV MR AR F . G DOX 5 B S BE BT AR Y
455 SFLL-DOX Xt A it B i A2 4 it R RURS i 1t
FHIRTT AR N 52 30 2 W], 25 W xd 6 A= A< 1 0 ) 1
FHAHFES Y DOX 4215 4 ~ 8 i,

5 WEFRMEHEEST

KU S P PU A ( bispecific antibody , BSAb ) J2& 5 g
R eSS S AR [ BT R BT A, BERESS & s 40 Jid
SCRBZE B R RN A, e G 2 R0 A L T B
AR FE AR 3 5 300 BE A A B 2 5 Il A T K 07 B
LY P9 R 8 2807 2 P 1 2 e 0 e Ak , DT
R8N 2 LA SR A
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Catumaxomab( removab )23t A I Bz 40 i %6 B 407
( EpCAM )FI A T 48 ff & M HT ) CD3 1Y XUHF S PE bt
PR B PR B BT T, X 5 3k EpCAM FA i
9o FEE ISR SR PUAR YR, R 15 T 4 A 5
B 20 R A A AR R W E L AR T
N2 B R AR . 15 9 RTPEAG B NSCLC B 3%
% Catumaxomab( wg )/ ZE KA ( mg )/ B FHE 7R 5
.50 9N 2/40/332/0/155/40/455/10/557. 5/40/2,
15 A 13 AR R AN R 68 4>, Hit 55 4~ &)
2945 5,9 MR HLE T H Y, 76% BN KRR S AR
RBAAT . AFITRAT 40 mg A ZER AN T4 B f 5 ik e
55 ne At Catumaxomab 3254, 7] FHFIEYT NSCLC
o

B E B R SCLC i A K 7, e
HTPL CD3 AP B W T BEHCIK A DR S B ik
OKT3xAntag2 ™' . BFFE 8%, V5 R T 40 SCLC 21
Z 18] fIHF 22, OKT3 x Antag2 7] LLiE S ADCC &%) .
OKT3 x Antag2 7] %S T MG AL, Il ff TFN-y 7=
L i caspase-3( NI T-TE FI B8 ) %% £ 2 ADP
— B A T Poly ADP-ribose Polymerase, PARP ), 5
0 SCLC AR T- a1 ot . (RSN E R AAT 40% ~
80% 1) SCLC 4 M fig i Ml , H AT OKT3xAntag2 iEFH
Filf R

AR, T CD3 AIHT EGFR Y AU Sk Bt 4
EGFRBi F 7477 EGFR FH: A4 i , o] v IR $T EGFR
P B S TR Cetuximab /S BEFR e %) 0] 551, B o 4
) 17 5 o

6 4 &

PUARIAYT B9 B0 A T 0 B PT AT R A9 4
SRR g 5 A 3% 4 22 Tl A [ B9 2800 ) o, 48 5 7
R0 HIFEN TR D7 1 2 i il o, vl R A7 B iR
A7 i T LASRAME GEi67 B9 AN A2, BRI B9 2% Rl it 14
IRTT R BRI AAE 521 B B, FOW A Ak E s
FEARIETR . HHUHIRIT AR R R BB 35 i A
TR G A2 %05 ) 2 8] 07 i ST i 00 9 A T,
IGTAIRT T I A U T RGE A TRt — PP . S
Wt 3k A [ AL ) 8 A ik R, (LAY 7 8 IR 3 9T i
B K SR AR AR I 2 —
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