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Rituximab HJ{E HHIE SRz HIE

WA E , B LR, Ram FE ( EFEFHAFRAMIAEZHFFI, % 100071)
[# ZE] Rituximab 2—Fa%AETFIEE DT £ EE R AHZ5Y, EF mAEH T CD20 5, 2@ 3 ADCC.CDC 1 #%

SRR AN, 46K 2 BRI AR ISR ADCC A7 — e B 0 BB | FUSRIE Ve T Fo BRI 5 Fe Z IR0, CDC
AT A Rituximab 75 PP A G300 T BERLA R TR IRTAI LR T CDC 0 OB KR ARIF, 3F-5 Rituximab 5916 7 RLA
5. CDC HHREEZ AT 28 T30 . Rituximab B9 EUBER0N 32 B 5 S0 145 Rituximab 738 2 SCHM 50 20 b B 4 32
fE G AN K25 TR AT T 3 Rivuximab 977 004 — 5 FE . BRI NBAT Rivuximab (975 2 50402 47 1.
550 5 LA R RT3 5 2 e 2 W B2 A7 45 R 245 56 3T Ritusimab 19 7F FELLIE 5 H026 HLI 355 S 2

ﬁ}l“%o

[ %8817 ] Rituximab; #REIR; AEEA 4K EAVLEE; SLZ5HLEE

[ hFESZEESE ] R979.1; R733

1997 4F, 3¢ [ 63 i 2 S A PR At ofiE T 26— TR R
I P2 W) —Rituximab, & 8 AL FI697 2 K& UL
B AR % 4 Ik 1098 ( Non-Hodgkin's lymphoma, NHL ). Rit-
uximab JEFEER TR A R A B ICRE A, 3 A 1gGl Ml
TEE X B BRIERTAZ X, %8 m /R AT B bk EL 40 i 3R 18 A9 CD20
i Rituximab Fl CD20 $LJR 45 & LU, 51 & — R II/EH,
B B IR A

CD20 iR EIA T 95% DL 1) B bk I8 40 AN 1E % 19 B
P e A7 =i v 1 w1 A8 B 211 A o 1 e 0
IR EIEH A S, CD20 M4 A 2 X, W
BIEIAY7 205 7 BT A5 2635 CD20 114 3k T 9% 40 i A iE 3 B 21
JiL, b B AN EIAS 32 50, I RERS 4k 2L BT F 4 B 41
TE, [RES, TR0 A% B4 I 200 i fi 0% 40k 25 4 5 15 % B9 S0 738 By 0 A
AL €D20 7 B 4IMIE I Y 2K AR R RS FE S PibUiA LS
B LRSI SMAL, X OIE THERR B ge & —t:
Stk

1 Rituximab BJ{ER#HIE

BAEIA , Rituximab A4F FHALEE 3 26065 . BT
MM EEVEA( antibody-dependent cell cytotoxity, ADCC ); M
AR ) 40 it B complementa-dependent cytotoxity, CDC );
LIRS CD20 7 74565 R /Y BHESO , AR 4R K,
O AN R LA KT
L1 PO i 40 i s E

ADCC 1 Rituximab %4718 20l b A9 75 I 2 9 218
IOUESE >0 R LA 22 itk L 968 200 M b A B2 ) R
BB IR L2 R 42, A Rituximab 1658 5500 20, %
PR K 22 B AN AR AT ADCC A5 7 AS 258 14 SRRk

ADCC itk Fe B 5 AR T FeR LR A%, EATHY
HKHIEE ADCC BT S .

[ X#fFriRaS ] A

N IgGl Fe BEEAT B8 I # % ADCC 1 CDC B9 H
FeyR( 5 IgG 456 ) MMBAH S& P AE 1 o 254 i e V6 L 19 ¢
BTy o AR , Bk Fe 2R/, 232 CD20* A
iy 240 e A AR I AR DR b BB 2 K SE T, FeyR 77
JURPZEH, Clynen %> B 75 & B, Xt T4 P ) ADCC, FeyR
I B( CD32 ) &l 4 1Y, FeyR I ( CD16 ) & 2 &y P i, H.
FeyR I B 95%5 FeyRIL A& M. Bt FeyR 1B 19/
TR ADCC B AH B, B/D FeyR /) BRSO A
Fe TR —FE X A A A . X 30T, S
AWVE IR T HA5 & 132K, L, BAE R HUA Fe B B
i1 T456 FeyRMNIMAZMHIPER FeyR B, Rituximab 51
A2 ADCC MIPE R Z 0 T BUR MY 1gG1 e, A 1gG1 456
FeyRITAYRE S 558 . 5341, FeyRIMa HA 480, R 158
PLAEEERR T LLRRN AR F ), Wl LUES R V), Vil
() FeyRMa 5 1gG1 HSEM S T F RS

BRI SLEG fE 7R ADCC 2 Rituximab % 0 40 B A JH
HELL 5y AFRIX S S Ty SR ABATAE — & MR B - A AT A
SR IR B B 0 25000 200 5 5 6 >R FH ) 20012 40 L/ 408 4 L L
T TR SR O s TER M B h A AMA L 1 2
T A B 8% 348 58 305007 4 L 9 35 P o
1.2 AMARI Y 40 M 24

Manches 25 *1HF58IA} CDC 2 Rituximab 7£ 1 P 5% 43 i
AR AL TR B R B A I U 5 1
CEL 98 200 B oA 1 i, O BB 08 9 R U4k 2 98 ( follicular lymphoma,
FL ) E40 g 4k L ( mantle cell lymphoma, MCL ) | 5/ {& 7 K
20 AP 9K B2 988 diffuse large cell lymphoma, DLCL ) 7Ntk B 40
Bk % ( small lymphocytic lymphoma, SLL )ARAS 4% 7 1], 3
FHARSMEES , AER Rituximab A% 05 40 M 09 7E ML, 58
SrALEE T ADCC.CDC 8 T 01 I 20 L 1) 7 Wi £ FHAE. Rit-
uximab AL R FOEH . R E I, T 2R
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JEEAMIXT ADCC | Rituximab 3 |3 A9 U8 T AR 5 09 5 W AE
R BUBHEA ], B, BT T CDC A BURAE R AR A
T T 2K 780 B 9 L 988 440 B % CDC ) 50U M 551 PR AR GE Ritux-
imab JRYT AR RZER A NHL 098 50358 Bk FL XT T CDC ()
TR F e, G R IR 97 A 0% A f 8 s MCL il DLCL )24
255 SLL A% ( Rituximab %} HILF 58 2650 ). KAl ATIA
4,CDC /& Rituximab 7EAK PN 2805 I i B BALH . Go-
lay 2 UEAT RO SEIARIESE T X — B ko MATLA 4 6] FL A1 1
151 Burkitt K ELRF L IEH B AN, B A BUEATXE AD-
CC AR A% CDC B BEUERAE - 57, IA T CDC 1R
[Fi] S 1o 5 11 RS RF  AH G

PIAS/IN R B BT AMA TR 35 26 1 ( complemeat regula-
tory pratein, CRP)7E CDC " A9 T ZAE . H o )i M 19
CD55,CD59 XFF CDC H.A7 58 15 7B F , 20 5% BEL g7 b 477
FIZhRE , W40 B X T CDC Ay SOk @ 3% 58 fm . {H& CDss,
CD39 (14235 7K -5l RT3 AT SR BE &R
1.3 Rituximab & 3E4F

Rituximab % ¥ B 12 3% 038 FH A0 ML L 6 535 ELUT 40 e J0 0
T DNA A B e A% 0 B Ik 22 20 R 28 IO TG 22/ 9 R
ARG . S RAMEAN G W SR T T
PR B AR FA RS,

PAT R AN P 2w R ARG X TR s RS
RS AEEE L. EARPREIERRLG , W2 X EE R
XA AR 7 4R S 1 K L A0 B, K 5 e R G R
25, LIRS T B SR B S0 2 o ELRS bR LR 0 T A e £
WRGYT, FEL bel2 FE DR 23K, DT 900 ik 1 94k L4 400 i 11
T~. Rituximab 5 CD20 $R 456 LUG , AT bel-2 B3RIA,
51 &1, Rituximab 51 & A T-MIREJI3 T 1FS 1 BL, ik
SRR E B R A TR AR T . — TSR S5 IE
B, 7E 7 ¥R41M0 & ', Rituximab 51 4 SR T, R4 HIEH ,
Rituximab B 345 bk E4 98 41 B X F0 7 2595 1A 104 0 1~ 1
EZ,I-%[IQ:O

FEI CL A0 A 2 T, A7 E 8 — i p 45 i R L 3T Ay 1
R IX I, R OA B raft)” o A7 S B I EL4H IR H 1O AF B
L5 AR TG 5%, CD20 )5 & 5 4) 5 i
7E B 4 F 10, — H. 5 Rituximab 454 L5, {8 1 53 4 v 5]
“HE7 b CD20 AR T E AL E RIS R E 51 S
A5k R BE T CDS5 [R5k, 58 CDC ARG,

2 Rituximab S EEHAWEAWVIERR

Rituximab 5697 25 98¢ F 2 BUS R4 09 IR R BCR, 5
CHOP 15 FH 9 BR W 5 40 38 [ Gt Ml 1B R 28 Pk L 1
HIET S, WA K CHOP 1% 44> 5 Rituximab 43 3 X
AL, UBE DB FEER ML . 4558 k3, AR S
Rituximab B A WMAIVER , & BB R T CDC M T B %
IR EVER  (HJEHIES T ADCC fEf . X2 R 0 b 28K P B
AN AR A TR . R A I PR 2 I R e, R R
A Y LA

W5 E UL FL 40k Karpasd22 MIFFEXT4, WEL T JL
FLSTE74) 5 Rituximab B6 I IUROCR . 4558 & B, Bk ho i
5 Rituximab HAG RN . ATRERIMLIE 2 FUATIIERENS T
P8 CD55 i35, H50 CDC AR,

Flieger % * ') JOK-1 45 8 #k CD20 * 4 AR X4, 0F
5 T 40 T 1L-2, GM-CSF, IFN-o 1 IL-12 %} Rituximab 3%
A e R e, B AR PR A S 56 IE B 1 38 20 il R 1 Y %
ADCC AR HEEM (A4 R E I, AL 1L-2 BERE R Ritux-
imab BFAGE T, T E B 4 PR VR . X o] RS N
LA Rituximab V28308 T I KB E W ADCC, {H7Z,1L-2
RER M U PE B A0 A3 5, X L IR PR 94 7 BF L T RO
TFN-oc 7T 1701 94 B 200 f 346 2, I RS S 56 8 2830F B & FE 4R 1597
oA . (B Golay % 0 B A BE, LA B kL 40 &
BT 2% 1 IS E i A}, TL-2 19 %8 13 Ab B AT fi Rit-
uximab XFFIE 1A R 27% F 4% 43 96 E 67%
57% .

3 it Rituximab BT 2541 IBFH 5T

R AT Rituximab BT Z 0 fE S 2 MEER L. &
SEEANZETY , ORIRIZETY Ik T 98 A U X Rituximab f SIS
PR ZES . KB FL X} Rituximab AR A % 50% ,
M & SLL RAT 15% W )i, ] GE K2 SLL 41 A 2% 1 1Y
CD20 Bt FRis B, WA, i T 0820 K B i CD20 4t
JREAEAE , LA ST AR 648, (15 Rituximab 38 ARG
AR 0o S b JRg 20 T Ak P S 57 o 8 440 7
F I AE IR AU 5 I B A Tk LA R E BR R . R
BURSERUI T A TR DU s 7 Rk w i, Wbk 18
B AL 2 i AR B K (B2 SR A T
SHICAT RERR A B4 R A GifE - . 48 =, A Rituximab
Hifd T A7 25X Rituximab BYSF8CUA BT . Z /i
it A BT AT 2 kAT I B R 1 AR A L sz
R AT 20 s A 8232 R AR, 1T X Rituximab
BRI O] R o SRR L B B, T R IR R Ay T 2 s 4
TR IR AU SE LR, HAT PTG 0% ok g8 200 A 14 5 o ==
TR BT BB JE AT AT IR T OARIE F W S sl
fig, 53 ADCC 251155 .

“HRAFVENN 257 WAEF S A KE . B IRIAYT X Rituximab
M 7 L 414 £ 5 PR YR 322 Rituximab JRY7 IR, BT 40% 1
BT R AN I R, PR A R 1) AR R R AR
B 1] (Y B i o ARLX X — R B HLEE I R IE B = A5 © .

ST 25 IS %5, Mitchell 2501 5% 7= 28 B 25 9 R
(e s T O O 20V QPG i i = 3 B LA = |
B UEEK A Rituximab; X F CD20 T 2 A K AL A
Feakd AN 3 S AN R T CD20 B ek % F
o PERO N AN TG T B AT TR ), 380 i R AN 4 g
PRI P 5 6 22/ 9 S I R 1A T I T e T 2 (o P R
PR /B 0], AR AR B 1538 5 X5 T bel-2 i BE R IR,
fifi FHEFST bel-2 B L2 s X T A MARIE 32 23,
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$0 (0] 35 Fr 7 £ & B JE /N 40 B A 722 o B9 Il R R AR

[ %]

, AL FR (R RFHEZERMNBAFA, R

100083 )

X T A2 ) UG ST/ 00 A 988 (S 38 o T A A0 B SO i R D5 TS T e (SRR T, (E 28 28 A A S 1 2 IR A

FARLIE AN BEE XS NSCLC 70 TAE W) =# TR A ML T % , ©F 2 JLARE 24 64 A2 il 551, it PRI 38 0 5 2 o i BT T2 % 1)
NSCLC 7 TARGE AT , AR SCHLIX L6 3 25 i RWF S A T 2508

[ &3 ] AR/hamfahiig; #iEyr; A
[FEEHES] R734.2 [ TEk#RIRAS ] A

3t % 11 JE /S 41 Bt i 95 ( non-small cell lung cancer,
NSCLC )—ZbRifEva 7 N & #1280 R AbyT , R 303
BIT PO AEFFIIN 4.5 ~ 5 D H AR R A Kok %
SER DT WA T It Se a7 A8 A5 A0 56 1 2 @ 1R
WAHRHE . PR, 75 2 —FloB 1Y A 2800 St 32 M 4 i0ih
JE ARG T K NSCLC

BEH X NSCLC 7r T A WA TR A T i, E0F R JLA BT
BRI AWl IR RIS B & WoR BN TER N . &
SR IX ST Z ) TR YT B 1 NSCLC 191l IR A 58 HEA T

1 REAEKEFZU( epidermal growth factor receptor,

0 e g g g e e e e g g e L L L n e e e

EFXT CD55/CD59 Byt 44 s {1 98034 H i T 9% CD55/CD59
3K X1 F FeyR M a A7 76 B P FPIE Y, @S BT FeyR T
a( 158 {7 F)BYHiiA,

BRSO RIS T Rituximab 48 F AT 68 B9 76 I HLIE,
{HAEAR N, Rituximab & #ERMVE L8R 2 & PV E LR G 45
SR T X B I B IR 2 4 KA H S2 0 ; Rituximab X F4F
FE AV B A A S AL, AR A 3 da i A 0 s a2 A T T
05 W PRANMATKE Rituximab -5 4097 2590 K 40 i B 74 B A
i, LAIR B AAA 7 R, 302 () AR A R — 20 A 5T
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7~ ZD1839 S5WF kYT S fEEEE + ANk = K + 41 )BX
AN e AR T — 2R 0T R (B A kI 2 B
PE AR HERE ZD1839 FH T —ZR ATy, AT /E ) — 4kl
W 19 NSCLC #E IAYT .

0SI-774( erlotinib, “tarceva” ): Il il FRIAE B, 56
AT 25 1 R B NSCLC S 3RYT7 12 S 6 BiI( 11% )
OYRAH 19 B 349% )ik, BRI N B A A ik
HIEEPE 44 B BT 8 RO J2 9% . 6 AT SO N Y R
BB, sV R O —Fh 2

2 InE A A

B A B B AE T BEL LR B 4 g 1 & T . VEGR
BHZ M Rk 5 NSCLC REA M AR TG A &, VEGF 5
BIIZARE BURIRIT HT SR LSBT VEGE R A2 AR 1 B 5
FEPUIR AN VEGF 2 (R B 2 R s il v ¢

HT VEGF PA 7% % $L 14 ( bevacizumab,
VEGF ): I 0 Bl AL I A 38 6 465 SR L 3% 11700 & 300 40 i Bt
VEGF 2145 £ 5 1) SO 258 T B v i A A2 ] L L 54 46 28 2
6 191 HH BT 7™ Eh A 2 A 4 B o, R 4 sE T R
— 3 W T R

e A& 5N N | KEga sy il i bl K
2 PFE 1 bR £ 3 2 AR 146 RO K TR B % (77 8,
P=0.07 )%,

‘ o .
“auastin”, anti-

®1 FH/EZE 1 VEGF fLikigsT

R H NSCLC /) 1 # pEalit e
T/C 25 31 14.6 0
T/C +anti-VEGF7.5" 22 25 11.6 2
T/C +anti-VEGF15** 32 51 17.7 4

OR: BTNV, T. MR C. B4, « SE, B LI
VEGF $i14( 7.5 mg/kg ): B3 B 1 Ko = = HEBE, RHIK
Hi VEGF Hi&( 15me/kg ): 553 i 1 1K,

3 MmEFEEEBTH

ML mAIT B A7E TR BUA A9 B8 1003, B 1k e
P K

ZD6126 : 454 T Il 9 Bz 4 M- 28 b i, 30 45 R
FERTZ IR, IEAESEATIY T 8RB R fE
JHA AR A IR R S D R R, 5
25 B0 G, 50T A U RE L 9T SOR R i — B R

H=[1,9]
= o

ZAM7T( combretastain A4 phosphate, CA4P ) J&— Ffi fif

R, KIS CA4P IS, 2N TRMERE IR B 20, BE AN
AN S0 R 455 R A T 2, MR RgE. 1 I
FRIRES 7% 2 JEIAYY 5 NSCLC B M A 34% 4/, i
K52 FH R 50 ~60 mg/m? , B A B BEIN ], 058 190 155
T BRI LT A5 R 20 A KA 2 0 S5 e
BEIBUTHDREER. BREAI T LR .

4 EREREBEIDEF

FilidE 5T, Ras J2— P EHE AL, OS2 E A%
JEFEAEH i Ras 5B TN, 2 59 155 0tk 5.
B JURNL JE BE % RS B 1 ( farnesyl transferase inhibi-
tors, FTIs )7E G AR

Lonafarnib ( Sarasar, SCH66336 )& —Fh A 11 IR 1§ P 18
FTI, 1 #13806 B R 400 mg 4 H 2 ¥ R H 3050 2 B 4 4 2
PE——WE 7 RN K Z 7,1 5 LT RS VA YT % B NSCLC
BF PR T 14 A A, SCH66336 + %542 F (11X 56 7% , LA
T 2323 VR TT Y 22 B 7 Bl F2 0 NSCLC B ik )
PRI 120 RS WOAEY i LR 1A P 1) 25 0 e S5 KT 52 51
J& SCH66336 100 mg & H 2 I M EAZEE 175 mg/m* 7 3 JA
gl

Tipifarnib( Zarnestra, R115777 )J& &5 —Fh H AT 01 IR 1%
4 FTT, =2 70 B ) 2 B B o) i Y v B v
2P, Tipifarnib $24579 1T 42 i85 p BORH BE Ik
F| CR 8 PR ,{H 7 4l 16% )3 SD g6 A LU E, difid:
AR 7.7 AR R 2.7 Ao 7E 83% B il
L JE IR B 2. R RUE I NSCLC (3 % B
2 Tipifarnib F 347 A i 52 , (R PRYT AL/ Tipifamib 5 %
RAERRA N T WG AR 56 24 B E A 19 B Bz it
1I7 . HBITIE 1 F1EE] CR,4 B PR,6 ] SD. XMRE 4
5 4 7l NSCLC 8, o 1 B3k %) PRV iF— 28 i 5% IE
FEHAT

5 MR A retinoids EERILHIA

FRABTE A PR A0 ) B A K Ak, it S5
2 IR AR B 2 R 2 AR R B2 X 24K RXR &5 &
B R 2R 5K SR S LR .

Bexarotene( Targretin, LGD1069 )54 T RXRs, % 8 41 i
e NIR49S A L B A A U3 FE 35 1 . Bexaro-
tene =650 mg/m’ 5 I BB IHLT 2 A L AR E
YE BRI A ] S L 2004 4F ASCO A FARIE T
Bexarotene 5 Z R LIT 245 WA U B M VE A, 9F Bl 2
2T 25 8 -1, AT TR 36 e SR A2 1 it R B AR A P T 24
ATLAREAI EGFR FIERIFRIK, 5 ZD1839 A 1 [R]41 il b g7 1
A SEE/ R RE TR BoR, TWAFRT 7.5
MNHCKR3.91MH,P=0.04),6 N H IR RN 66% ( BE
KN 27% ,P=0.003 ), A AAE 12.7 S ACKRAL 9.2 4~
A )5 T LRGSR BT ) SaiE N 5 I 5 1w 4 A/ A sk = 40/
LA EERE S N I BF 28 9 46 45 3 S 7R Bexarotene AJ LA BGH0
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NSCLC & WA A7 30, fcJa 45 K 78 2005 455 — & 45

[]}E[ 13-15 ]
6 EREI&IT

40% ~70% I NSCLC f71F p53 HEF 5% . HT P53 &
FEA ZRE R, MR G 2L A T 1 3 ps3 B IE MR
g

1996 4F- Roth 45 ' " 55/ i T 8 NSCLC % Hh AT
WG SR -p53 I M B ARIA YT IE TR MAYT K 4
P, IR AR B T p53 23k g i T 2R 46 . Bl S
FHARHS T BRIRERVE N B ARG & 2k Boy7 380, MR AH O R g
SRR T

JTE— R T p53 EHEIT ST BB IRYT
FUITAK . Nemunaitis 25" 78 24 FI#EH7 G BE p53 LAY B
H(T5% FHAAZEMIZY )P EAT T pS3 He A % e 5 A A 1
HMBET , 851 Bon 17 BkE s 2 A DL 2 B8 22 it
5 Wk, ETOMrE R 14% B4 251k, 7% F T2 0, 79%
JAT- OB . 16 4)R)ER 3 & 1) NSCLC 835 47 p53 %
Y ST IAIAIT TR RR IR > BoR 19% HY i
H B3 ~4 BT TR BT O GH O B IR ) .
G973 A SR AT SO, TR R 13 SR E LS B
(38% )SEAZefi,2 B 15% VB T2f, 1 Bilfa (8% )M 5
Bl 38% )it s 1 A AEF RN 65% , 1 F L RAF N
45.5% . 11 FER A 8 I 73% ) Jg WP, Frd 2k Wy i
otk AR IR YT M R AR . X AN 45 SR o R A
T pS3 FEFIGTT AT LR e b S HOT A B

# 1, T8RRI T B2 BmR ps3 BRAIF & et
Kps S BT BERBEAR G R0 F— HAIESE

4 HESREZE

TE NSCLC ZZRIG 97 i = A 2L AR Y7 S 45, 1 A= ) il
FIE 28t B S I RN o 3K 835 1Y) 25 49 5 1% B R T
A BAT B/ N 3 v R AR AT e . R I PR T S2 M i 1S
TRTCARIAR FH FArEiRy Tt 2505 2 & B AT &
BN BRI ER AR A, ARAEYIRYT 32 Z P R Z
AL A R LA O SR AR Y — 1k MR RN S R e
BUAR TS 77 A T X B A i A 28 DR 7 R AR I 5 () R, il
SR AR A R T — SR
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