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A B AP IEEGE /N B, SR 5 TE SR HUE) B 2 g
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Ko AL mAb 95% 1))y 51 5 A& M AR TR, ki i
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WL E4 BEL VT T fifr e 200 e 2F 4+ 7 A A5 50
P& mAb AT 54 ORI P R 2R 455 W B mAb
FrsE ARG ) B O£ o T/ B mAD Ay
B PRE AT LA E PRI , B AN 0 2 A R A
PEMBEAL S . mAb W8 /] DL 5 259G AL B 45 & o
Yl 5 v B R 2597 1= (antibody-directed enzyme pro-
drug therapy ) R F 22 Gt 25 T TG PERIALI 7 25, AR 41
FRES GHUARIRR S WO O PR A0 S AR 2, mAD
SEA Y SRS R INR FUAZS &8
TRA A B RE BT R RETRT T O 1%
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mAb #RA KRRV RS o 1 mADb fih & 9 2R
BN OIBLE] B AE TSR . 7 E RS
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i DL LR P PR R YRS O A TR SRS B
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NR PR 732K 2 (HER2) i P 1) N4 mAb,,
FDA i AR mAb I FiBI7 240258 1 AMbJr
SPFEIF H HER2 3o B2 Rk e B vEFL b, 55 %
IoBEE TR TR o Il 2 At iR T
ZRVIEYT IS I R FLRE . i Zskpbtian] 5
VFZARIT 25 IRl T , A A 352 ( vinorelbine ) , 7
Pt 1 ( gemcitabine ) , & 35 {ih 1% ( capecitabine ) , £ 74
{th € (docetaxel ) KR TEL W) BR T HA — mAb
AN RSO A, i 22 sk TR B il #i A (14% ) St
JIERETE (10% ) | Az 7 1 D o A T T A EAR 25 rh ok F R
HEES R X PR XU, 25 PR R 32 TR S
A7 24788 e 79 ) B BT g T 4 =

2.2 i CD33 Hpfk

IR B Bk K B ( gemtuzumab ozogamicin,,
Mylotag) , & N JEALHY Ted mAb, 1 #2457 2 CD33,
90% P RL AN Y 1 1M ( AML) B F I 40 i 2 i
A CD33 L3k, FDA HEUES 2B AP MK BT
1BYT CD33 Rk FHPE 28 1 IR Kk AR TE 60 % LU
b ANE ST AN AR T R . R RITRL,
T LR MOK Bk n] 54 25 A L 2
. & ( daunorubicin) , Bal## g ( cytarabine ) , Fi AT
% (fludarabine ) B{F 1% ( ciclosporin)

W RBR AR B0 5 CD33 454, B AT 40 i
RS B ARL G IS , SR ORI R, e
THHMIA N, 30 DNA RUEMT L, 6 A AL 50 2K 0 B
MY R RN, R T, 98% 1Y &
BHNIE SR A BEII S, PR K i, 3% ~
15% B 53 2 1 BT JO L ZE PR 09
2.3 i CD52 Fpfk

Bl 2 Bk B4 (alemtuzumab ) J& A JEAL mAb, JG 77
FRAESZ B 412 M bk T 40 0 11 1 5 ( B-CLL) | %o
T A0 PEZh R A0 B s A B PR . B2k
PR TALT A B 40 JF7E B-CLL =3k
iKY CD52, FDA CHbHE & Lefb a7 IF H b ik
WEIRYTT R WY B-CLL A8 35 foff I B 22 Bk B 40, B 22
TREAATONT L6 K B B8 P AT P O 7 0 I B A L 45 )
RO E S TI6YT B-CLL, ARV 6%
)R8 LD I A0 s, B RE AR AN R, 43% 1Y
HIUBSTTAAE . T3 A, I i Al B 22 Bk BT
Je B E A R R OIR O o T I B BN,
AT R DL R B . B I M AR
2, I RGO RE
2.4  $Hr CD20 P

SAEHAER) 3 A4~ CD20 HiAA « A1) 2 H BT (rit-
uximab , Rituxan ) , Zf 3 BT (ibritumomab tiuxetan,
Zevalin) }z 4 P4 55 B4 ( tositumomab , Baexxar) #%"' I
FricHE s BT,

2.4.1 FlzEEHT

FDA $EHER] 285 BRHTIR T 5 & 1) A AR 40
gAY B A0 iR FE 4k 9 (NHL) 504 ik
7 NHL () —£ 2y, 5 IR ROt +
ZRWE + KEF + ke Je (CHOP) y7 LBk &
i il A HHE A 28 B S IR + KR
B+ IR JERN Je (CVP) BB G 7 I 46 I8
B NHL J 434 NHL f)—£8254)

R IR 5 R R, F 2 4 B 4 5 CHOP Ik
B FRAR G, JCH IS X Toik K &2 KGR IR T Y
AR . WA 2 AR RH 70% e KT
Hph ] CHOP(59% ) . —J7 i, F| %5 B4 Y BT
Ji e % M R RedE ik ADCC 1 CDC, 5 CD22 431
SR b K A N S RS, SR T S — Oy
22 BAHTHT IR A A 3 5 S A AR 1) 52 A
TSI o b, WA IR R I, Rl i)
LM AU caspase [ 20 S 00 T30 % . B 2
FAGTRY ™ EAN RSO AT IR I i 2 B A B ™ E R B
N IR ISR o i VR 5 20 T 0 W T DARBARR S g v
LA MER R AIIE RAE . A2 H BPTIE A FEUH I
A BB o
2.4.2 BHEERH

BB UM S LY, th— > B A
B mAb 5 tiuxetan BEGW)LE G M RAFALR
B0 COY) ARic AT A 1 I ARC AR R
i, 22 FDA #HEMERYES | AU e e hu )
TR R KNG AN A AR e IEn) B
0 NHL LUK A 28 B A I g i 2 NHL,
BP B BTN DR T L2 95 i R ) SR A PR T (EL B
& I R R KA P55 o RS By T vk
FAEW AR 55 1 W2 T2 A 4y
A AR, 55 2 Y e IRy T R &

B T mAb H ULIAS R SORE AR, B P s B T
SRR SRS o I B 5 it Ay kA 4k
KRR H XU, i AML F-E BEH AR 58 25 Ak
2.4.3 FEVHEHL

FEVE S RHTR/NE ymAD 57T 92544, FDA
BHIHEHE TR YT CD20 FHPEJE %Y NHL, ffi 5 1R
PHIRYT IS B R BN FH A 28 bt R R 5
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AN IR R i 1 AL i 5 AL ) CD20 FHPE NHL, H
FEAERBLEI N ADCC F1 CDC, 5 % 55 g 2
o, BERIFRI IR YT I ik R P e . BRI
TBIT A KN, 71% () 83 H B 20 g ek A
2.5 HrEMAERKETF 2T

Bale, A 2 NP AR K B 22 4 (anti-EGFR)
mAb B FIRTFIRE , V5 21 BT (cetuximab ) FI
AJR AL ( panitumumab ) . 4 25% ~ 80% (145 H 7 6
HEH EGFR 131k, EGFR RIEAZ I, HA B BRI
FEGE , AT K A E K P o Fi EGF,
2.5.1 VHZHE R

V9% B —ia mAb, % EGFR H A i i
wPEPE, FDA HLER FIRIr BB NS EWE. ©
Xof Sk S5 R 200 98 B AF /)N 41 B it g8 ( NSCLC)
HVET,2006 4 3 H Btk F T30 97 Sk 30308 e o
VEZE BT FDA HELEREE 1 A TR 77 Sk HE8
JERE W TCIE TR B AR A AEIT 3 TE %
HAPUE 5 R E R B M
R A, 335 IR 0T B Ak i 700 i) Uk . P
T BB A 5 T S TR U A ) R R AR B (ge-
fitinib) & FH 597 NSCLC.,

90% (W B FAEERS 1 RAF FHR 2 & AR Sl RO, e
H1 3% R BN o ABRIE S KA O BRI R 15
2.5.2 et

MR BPTIAR S P9 Z P8 BT TR, B 1458
S NI mAb, /EHF EGFR JA Y7 SEAR MR, 4n
fili B K4 B AR R A B . ek
(B WA RO A B ER R . BB kA
IS5 700 AT 56, 55 1 ek e 2 vkl A ) ik #)
2.5 mg - kg R PR E 1525 4 R R 2 b
%o MBS A AT 2 W an B T R R L R
S5-FEIRMEIE | Ok DU S R A T A2 P AR AT
2.6  PLmiE W EAERKKE A

M55 W B K B F (VEGE ) SZ 4238 97 I8 1)
SCAF RS , DR I 45 %% B VEGF 385K J M &2 %
FASE . DR BT (bevacizumab ) J& A A BT A 1Y
mAb, 5 VEGF g5 5 BHIKr 5 4 K2 4 il | VEGF 3Z {4,
T LA A B, 5% VEGF I 1F P e 440 if 43 24 J% 1t
EEBEBERER . DRBRHURHEER AT 5 5-50UR
mENE A IR YT R B M2 B, S8 yr 4
Y45 3R 0 L A5 sk 52 & 1 NSCLC 548 A2
& TAITEERS I HER2 BAPEZL IR 10— 259 .

BR T mAb % ULAGAS BSOS, DUAR BRTIA AT &

Bl ke KA O R RS i XU o A
ZR I BRAEE i LU /R 25 B 20E i 20 L
H T S PRI LS AN RORON o p T ) 0 i
FSORZR Gk B o B 28 £ 45 35 A ROV, FDA
FHE A G N UL S, 18 o 7 A A R
MR S 7 AT L3 2o TR 4 45 T e i 7 e 3 b
Heo OMEREVE L DUABABT A RSO

3 HTARAE
3.1 WHFErER TS

BR T _EHA 49 9 4> mAb Sb, i KR 9 mADb
IEAERFTE R, IR 1,

&1 EFEETIER B EE

KT 1E R AR AT REIRYT T it

pertuzumab ( Omnitarg) HER R4 FLIE, 5750 IR, 09 8505
i) M NSCLC

ipilimumab CTLA4 T U B g, B RS B

R, AN, B2 AR

9 B 7L s
oregovomab( OvaRex) ~ CA125,HER1  Df §iJ&
Z ik
lexatumumab TRAIL 3244 2 5 40 it fifr s Ko P 9

matuzumab EGFR AT 52 91 S (D R M IR
R ) | IBERIE , NSCLC

edrecolomab EpCAM 45 H e

catumaxomab EpCAM Sk FgEs

tocilizumab IL-6 2 i g

epratuzumab CD22 NHL

inotuzumab ozogamicin  CD22 NHL

galiximab CD80 NHL

siplizumab CD2 NHL

XmAb2513 CD30 NHL

SGN-40 CD40 NHL

3.2 mAb RIFIIILL

HATA 207 IE 0] T 5 mAb 1361734
R RAACT SAER TR mAb Bk, BHEE
IETEWFTE mAb 55 G I 35 K & A A 06 6, A
B it REFT X B AN Z AR mAb.
3.2.1 Gy

RAWFFERY], SR mAb #RZFXT T 240
S S A Al 4 52 1A 7 F——CTLA4 . BT R B,
TE—4E R F W CTLA Al IO MR IR AL . il
Bk BL ik A EHXF CD25 Rl 4-1BB 1) mAb, i
CD-25 mAb [ RERAFEWANHIYE T 400, /EHT T 4-

(555 457 30)
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JNBHWT VEGF {5 538 i nT DL i g3 DC ZhBe finxt
I 92 24 L P 2 TS T el R S e e 245 1)
%o IR 1S 51 )i g £ 2 i WL 8¢ R ], VEGF
B BHE3E 22 DC A A9 43550, AFX 200 B S 580 S
25 IV 75 290 b K 249 G B S R ), o 3 e S 1 s
SR T 40N A TE B A T R A
AR X IEMELL NS S, B, IR R
PRI R T, 20 B VEGF 881036 77 % i AiF 18 4
B REDIRERISZ A, 355 VEGF $E 136 77 F i 783t 93
TBIT 25 W BT R 28R
3.7 #5¥i VEGF F1( &) EPC i
VEGF #3677 BIVE ML Z — 7l Ge e H5 ik
Y7 SR 135 A% B 1 S L2 1) VEGE 2635 i,
FEZ R RCIRAS T CUIG A K pH 38 % ) VEGF
Fik L. ZIRFGE LB, ALTT REOT 51 A 4%
BEPENI AT 55 VEGE 23K 7K 38 fin, i3 Fl 72 35 4
BRI B VEGF #E a6 7 H5 41, VEGF S0 3477 1 )
—VEFHHL AT B8 2 30 0 40 B B2 4 5 30 6 HPC (184
iAo IS 45 40 B B BE VR AE BA EPC Tt i) firh I
M RGN GHE, X — P g F 2 VEGF
A3, 1 VEGE B8] 36 57 W A] BH BT Z S 2

4 Z5iE

Ko B PRATAFZE X VEGF #E[a3697 259 A
FAPLTIAR T ZRMER , SR, 38 43 1 PRAE 55 i T X
LRI AN I PR AR . B RN Z — g =
RPAITROR AR S . #5 EifE — D EHER AL
e S EBTAR SN B S0 I B VEGE $8 [a)3G
SR RILE . Be Ak, VEGE B8 1a) 25 4 i) i P Hp 2k
BFIR) 4, EL I R R 5 WS BN 25 W Tf 32 , BT LA iR il
WRBELF 2 F R EENREGH %, B
Hi, 298 20 2300 VEGF $21m) 259 (141l AR50 178
&, FRrLREDLIA SRR X VEGE {5 538 i
[ FELE 53T TG EHE ™ (off-target) RN, A M HE K
M) TKL B T RESAEF T 202 5 g A= R Al
KA B R T RE S B # . S 2, VEGF S m)iGy7
A AL 19 2% T4 182 200 7 i PRAJE 5 P 45 31 B34,
T DA T 45 SR 00 AT AR A 20 TE A i S, DA 400 1)
W] VEGF 8 ] 36 7 % o988 S I 8 2H SR B 1) 52
M) , AT S G- b A 45 HAB P AR T

(4% [ : Ellis LM, Hicklin DJ. VEGF-targeted therapy:

mechanisms of anti-tumour activity[ J|. Nat Rev Cancer, 2008,

8(8):579 -591. )

(4% 453 50)
IBB 1) mAb AR T 410 S B 98 355 41 i i 4
Mo CLEIA 2 DAME 7T LS mAb BE 5l
F:H 90 @A 2 12 (interleukin-12, IL-12) % IL-2,
IL-12 S Z BRSBTS, L2 5 28 BTk,
FCAE AP 2 i NK A H1 ADCC %%
3.2.2 ggfLeile

Fe 24k Foylla 13515 2 FEPE 2 R P A 2
PRI UE A NHL (9 3e 5EAl . NHL 3519 FeyR
I a PR AU 2 s SR FARST  F) %8 Bt sl k5 07
R o
3.3 ZrikEEAGUE

N B ARBUAR SR 2 se e Y, WP 2 [
MIBTE RO R S . B RIEOR I & e fliAs Az 77 xf
RN AR EATURR ST RE, £
e, BT A S 1) 5 (i R s 1B R 3 0 22 fie e
A AT I A o A S Y Rt i ) mAD B
ARE. HHET, V207 AR 1) 2 SOk i A A
W IR RS E) FDA RO
3.4 gkyiik

KBTS BAR 5305 4E5 5 B8 1 PTA b

Ry o faT B, AR PR i — A E B ] AR X 21
SR SRR R RS RO R LR UAE T LR
BRI, GG PRI L, 2K BT IR
HABRBUN Al v PR R LA L 5 4l |
SRR R A BETE I, T LR 7 R R R
% DLIBEAE T R A S L b 200 B e A 2
PIRARAAR . Roovers 45 L 2 Fifi i EGFR 4§ 5
PEAUORBUAR  JF LB R R LB EGF 5 EGFR 4%
AT HEh A

4 #ig

BT mAb —LERTREAIA AN, X—HT I HARE
FEMG PR EUESE T E R M. mAb B9 RF 6T
THEAE B EA T — AR B Bk £, HAE SR J7
1T ARG AT 2590 S R 51 F7 o Ay BUBT B mAb
REASEI XS B 2 bR SR (I AT SRR 7 B e 1
Stk

(%4%i% B : Harding TA, Gallati C, Horlacher M, et al.
Monoclonal antibodies in oncological malignancies: current sta-
tus and future directions [ J]. Drug Fut, 2008, 33 (4).361-

369. )





