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FHOBREMBERENE LRME L
P ABESRHARNE LR KEEREEEE
RS HERERRETREERBEAR,
TEEB W T AR GEAR, R A GR
AR R R T I 2 B AT R it YRR Y2 T
FEYT . K BB iR MR R R AR
MBHRBEWROAE, ERBITRIBHR
55 b33 & TR 25 VM 56 4 41 WL B Ak R A R
YRS T M T R AR . 5
S5 b, EL AT P 98 4 Ak K 5 R B B AR b
928 40 L 44 A TE 4 A I TR 9T SR B

1 #HEMLEFRSERNREIEST

Ttk MBS R F WA A MR R R
R G, 8T 50 %0 Y At BE M B Il s R R
A IERYLE M R E kS AL, JLF TR 184
40 i [ R (CML) 7 78 Ph e fk, fE 2
ERHMAERNSERHIRERBEHX.,
S 3 Rh A BB W R E 9T AR H B — LR i R
RRIEIT P EUR T E R,

1.1 PML/RARc Bi&ZEME AT 1986
EXELEF _ERRERSERRALK
A4 H R (ATRADIRIT 2t B4 b0 40 i & i
(APL), FF 21 T 8 15] Y4 97 B L% #9 5630 LATRA
BITAPL MBS R15 5 R 17 Bk G
B PML/RARe @i 4 EHEWEEEH. PML/
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RARe EH 5K IEMHBIE F/HEA-LTBE
BEAYHREMBBERSILEENE R,
PML/RARa & FHPML &40 #i B3 #0155 S 4
TN RE , X5 A I 40 B3 A R F A g
M B APL AL MER., ATRABZS
PML/RARe & &5 BELMH A F/HEH
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1.2 BCR/ABL @& ZFEMEMAT kit
42 60 4E4L, Nowell il Hungerford B XK & #
CML f Rtk B8, v 2 Ph fefafk,
Bk CML %, 25 % B9 B\ &k B2 40 BT (O 5%
(ALLYFIS % JLEALL 77X FPh R ik,
Ph etk B9 5 K22 SREEKGMNER,
Bl £(9;22)(q343q11), 7 i, BCR/ABL B & %
H. BCR/ABL Rl A HE AR EHBVEE
BRI BTG FR R TR AL T IS R AL Z R R,
BE S AT Z#0LH S BOA B A R
40 B S L BR8P B B s S5 A 2
BUEA 44y RS540 i = 3 m 25 fR
% 2 (Imatinib) @ 13 45 ATP %54 ABL &4
RIS AL BE RS ) s B R Y
Imatinib /£y BCR/ABL Bl& % &5 ¥R 516 J7
2 M HE¥Ryy CML . Ph JHIE ALL B TE
KT . Imatinib JE97 ¥ & CML 3% ,5 F4
¥ T 35 89% ; Imatinib BB 4L J7 AT S JLF
AW & Ph M ALL X3 MK % ELER,
HA kBB R RS FHER., MRS EEN
JTi R B 25 B A, B ST R W, Imatinib i
Y EE PRI HE ABL ##5 X & %4, BCR/
ABL B H ek ¥ gAY 1, Hfh 5 BCR/ABL X
3% B B B BRI (A0Sre IR P BILYN #E) it
FEX URAYNEKEE OCT-1 HEHIER
OO, 4 %F Imatinib Wi 25 , 55 X B 28R K
4 F (TKD 31 Dasatinib (Src 1 ABL ¥ g X0
I F Nilotinib (ABL 38 B3 41 31D w] LA
R AL A 4 K 2 ABL BB X % AR BT B
Imatinib it 25, {H Xt T315 28 45 it 25 L3,
aurora ¥ B M il 7 —— MK-0457 °] D) 3% R
T315 RRAF 25 » Fy7 308 % I KX 548 3 i —
HRAEST,

2 BEEEREESHESER

2.1 I RHBEABREAREZERERE TR
HRE MW % K83 FLT3.c-FMS.c-KIT,
PDGFa fIPDGFB, B 135 40 U SME 5 97 15 4l
MEEHE I8 . o MET, REIEERE, &
fIMRTESHMBRHRER K. H1/3 2
A % (AML) B & &2 FLT3 &4, %%

FEEEHARPIREE ATD) M S RAE A
A, FLT3-1TD JE i {5 32 {4 3 Be A 4K i —
BALFNK S B3 F % RAS.MAPK f1STATS5
EEMBEEE MY AR L —KEE
R HEFMEL, I CEBPA . PUL &0 HEj
FLT3 M3 E # Al KX By Bt .

2.2 ZE-EAEGRE ZX-EHOBEE
BRMENE AR MERY EEEE, EABE
BRENMBIBITHPSARENES. BEAk
B A4 410 4k 390 BT a2 F P R R T NF-«B, 5
VR ¥ 40 M SR B R g 4 O T TR T R A B
EAVER . MK (Velcade) B — 1 26S B H i
eI A, B RTTEIR 9T £ & ¥ B 88 (MM)
BATERRI. T KK APEX) EH
WMBERATERGITERE LN MM, It H R
Xt 13 SR kis MM SURBTE , HETA
S W] RE B HL ) B 8BS 4K A0 15T 2 B CDK
WHIE Ap2l Fip27 § B, P B 40 e JE 3
HGL S B, HER T13 5§ Akiik i
BT, 5 4h , Mateos 2125 & W& AL K
5MP FRWVMPYEIFHMAMM BF, [ Bk
KB RSN EBER I K 329 B
HIECR, 535N % BECR, 16 A A BF 477
BERMBNERFBYETMP K%, Velcade i3k
YR M I B G PR Bt IEAE SR AT
2.3 RASEREHERHFES®HT®KE RAS
HEENEEESHSERAE MR R L P
EBEEM. REEEBBMHNFTIEL
Wi RAS A Bk e 24k, 7T RAS A X
SE AL F 40 B BE , T BELIST RAS X & 22 43 BRI
A0 7R 5 SRR IR 2 R O 1R R 0 0 PR 40 i
A, B AKKIRE M FTIs A = .
SCH66336,R115777,BMS-214662, H ij ixX £&
Y LM T B KL, iF B X AML,
CML M-FREHSERE S G MDFERA W
B30 RO, AT R T ENR VB R 1 AML YA
7L BT M A I I IRPF R DA — 0 B
T PRIT 3K

2.4 JAK/STAT 5 % 5% % JAK/
STAT @ R4BEEF . AKFAFHERE
PHRNESHSER AALKTEBFE
JAK/STAT i B B R 82 8T » 2 PO s
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H#RE KM H STATL. 3.5 M 6 #5242 P B
&0, JAK/STAT @ f 3 S 8E ME N 7
EA SRR, BT L4
St A5 B & A2 B 6 T SR S, LA AT X
W LW E R R T bR AT XS T
JAK . STAT B HMHF ., HRRHEIJAK2 M)
#HIF) (AG490) 1 STAT3 # #1 #) (Piceatannol )
AT HEn MM FEE 2B A 4 % B 98 (NHL) 48 g %
ALIF 245 4 ) SRR D9

3 mmERELBEIAST

BTBEERF SR IESE T I8 BB 7E L R 4%
BT PR S P BT AR LR R 5
TEHERIATPEAESE/EN. B H#HEAR
IR M2 A DT L.

3.1 IMBENEAMEAERKIHEF AN ESE
ffa A 3 ) AR Bk A AR LR RS R A
VEGF /K Fm il &N EMRAE K, 5 IFN
ATL-2 JLRIBE T 9k B2 40 G T 380 S BT g B gt .
B §i v #| B B (Thalidomide) BE AL IF B /E N
VG E K MM MFRHEIRIT 7 k. IAERBIR K
B, VR E R A ST IR T A MM B %
HIIEYT, TR VAD HFRB A KIT T EBHE
HAIEMM BH N —LRFSHF RO, WXt T
FEETFHHEBENS®RTEMM 25 , MPT
T FRAT AR HE AR M T IR U, BRI B R S v
JBE JH (4 A7 A 0 s PR B U 52 » 7 ) B e B e B
BX B b ZE K AR VR IT XE YR B W & MM 9T Bk
F U0 F B e, vE B L fE AL B AN A M AR YR
B B 5 s, AHH s PR A R 1 T R A B
BLBUE W PRI B 33F — 25 0 DA 2

3.2 VEGF %mpEdifk LEHiiFERR &
7 FH B £ 2 2k Avastin B3, IR BRbevacizumab,
J& H AT#E 15 VEGF M Zh i A RAL i, %
E FDA2004 4 2 AE#MHEHIENBBHLE S
¥ ) —2RI6IT 259 . H Hi IE 7E 1-fli bevacizumab
e R KB MM .CML #2458 .MDS LI
R 5 % kR A NHL 8% F iR

3.3 VEGF RHZHEMEIN B REEW
R PTK787/7ZK 222584 @i B 5 MM 44
VEGF-R MATP fi; S 454, AT % VEGF 3%
S MM 4IEHE S54RI BHF 50

IL-64- 5/ MM 4 s . Haj,PTK787/
ZK222584 Bk & T & B IR 97 AML. 2% #)
CML .MM FlJE & ek dk A MDS 9 1 / 1 iifs
RO 5T IETEREAT , 0 V07 280 e PP A

3.4 EFREREAHBAHN ERE&£EEA
T T A fe S, T I B WA R 4 R IR E B I A
KEMEREMEBRAIER. MHERESE
T HF A B T30 ) I B A T A I A i R
P B . Marimastat 3¢ batimastat A RE3 &
S REABMHIT . AG3304 /Agouron {EFE
BABEREREOB 2. AL BREORH-9.4
FRERBEAR-13 MERSBEOR-14. NI
EMEYGMT-3 MK EREREOR-9 3T
MHAFERFRERSREARNS R

4 RATETEFHEBEET

PR T HLHIF R L 0 EE R bel-2 I
=¥ 5 K& A1 bax . bad .box FE - F F, LA
FOREREZERMHETHHEL JAP)HRTE
HERBE PR T/ RET R A ERE T 45
HI 38
4.1 bel-2 ZEWIL G  bel-2 2R 2 W
TREBABEATEENPORE, IRAT
B Fbel-2 REFEALFHEHE BHEKEH
M i (CLL)Y .MM 4§ 2 R T 4 i, & b 9
B M HE 6 P B T 8 bel-2 R B A T B S
Jite 78 40 ML R PR T . H ATEE X bel -2 T AT K
WAMEHY: - LERXEKTR, U
Genasense (G313 WE; F—RERFHH
PR TN F/ERH 8 BH3 &#l#) . Genasense fE
I PR i P B2 I8T T RCA R EAE R S L
A7 6P NHL .CLL MIMM K T 1 T 3 i PRk
B EUE T A ANBERIIT A . BH3 B
ABT-737, H AT IEAL T 5F il B Bt  Fofth— L8414
P T2 F mel-1.bel-x1 {2540 EEBF & 24
i,

4.2 IAPFREMEEIGT APRKRET
caspase il il & F K B, B A& o 10 & T #F
caspase3 fl caspase? FHEF A o BRI K .
IAP 3 B LA AT WG &£, BE—
BRERETSHEARAR., HRHIAP fEE
MAZEEMEHRE REDREEEM, T
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AATES 197 R AT MR T 9 TAP 3,
Ju B R4 %t XIAP #1 Survivin®!, B §7 ¥
XIAP 1 Survivin R X EZTRAY DA
L399t PRI 38 B B, BB A8 91 ) XTAP /M43 F
L& Pt Bk AR & B B, AL ie = A
FI ATRA Tt 25 APL 4 fakk## 47 COX-2 1 i 57)
EXREHRHFR, RREREHTLUES APL
40 M B T, EWL A AT BB 55 P ] Survivin Fik
ﬁ‘a‘é[%]o

5 BREERGHIERIEG

B AR ERRERE—WIUR, BRHR
I7 IR B BRARUBE A5, T SR P A S PR AR B
AEHREER . O WY . REER R
FHERME, A EERITHEERR N
M. HERAHTEROECLTEY.
5.1 PLCD33 BHEMWHEMIEIT Mylotarg B
i, 1 CD33 B.H; (HuM195) 45 4 Calicheamicin
MR, B4 AR BT, Calicheamicin & —F#
M E, TS HDNA £ 4 % $CD33"
FMET . AML 8% A B AMCD33 KikFE
#3390 % ,Mylotarg 841 F2000 4E 3% HFDA
MEATHITER>OSNER SHEER T
AML, 1/1#MKRABLEREH 142 HE%
AML 2# B CR %3k 30% ;12 il 4 AML i
CR %R 27%, F i 42 CR Bt A 7.6 A, F
BRRMNEEEL M FOEREELE
SRR, DA RIME R RFEL,
5.2 HLCD20 M EIRYy MZEHHH
(Rituximab) 2 A — B & M ¥Hi CD20 B &
Hifk, 1997 4% E FDA #t ¥ Rituximab T
CD20" W& & s 15 tE 16 ¥ B 41 NHL , X
RENEMERTRERITH ARG E., H
YU DL R AT - DU KR ) SR B R B FE A
0 R A 3 T A 40 B A 1 5% S B A A
THATHEER. BE-EHRLRA,
Rituximab BRSSP EN — R F R A TIRIT
NHL W73 h F ST . GELA T # s R oF
454 37 7 Rituximab B4 CHOP (R-CHOP)
7 RAENWRE K B 4 gtk NHL (DLBCL) #4
BE—RIREEBIT AL, R B Min TR K
# % 7 Rituximab B4 LT EER B H (<60

ZOFER.

CD20 #3i5 T 35% B A ALL & 55% Ph [

MR ALL 1 100% 8 BB B & ALL, % H
Anderson & iE BF 35 & 0 W i Rituximab B¢ &
B R K ALL L ¥7 7 % (Hyper-CVAD) ¥4 57
CD20*B9 ALL., Thomas &R H FRFTEIG
7 ALL L3 %4 J% Burkitt ¥ E 38 ,CR & H89%,
—ETLREFEILE Y.
5.3 HCDS2 LM IGST FIRAH
(Alemtuzumab/ Campath 1H) 24X CD52 &)
PRI REYLAR,CD52 B—FIEH KT AIB #E 4
MR R IXMHUR . PR B4 R M — A FDA #Hh
X p53 TIREBR R M B MR F IR IT G R &Y.
Je bk 17p B 10 CLL B B p53 TIRE, X
FARERTIE MR Z Y (AT BRAST RS
1 R Rituximab)IRIT R 25 . B FOABIE AR
Sk 5 A A FluCam FRERITHECLL &
EREFBHH R, HH FRBHAEER
CLL 3 I & B 8 b iR L B A B B i 2%
it ZABRIEH T FRBGLESIT S ERER
R L B PR T A D B R BA 5T TT DA 30T R A
N B R AL, M H B W E R R BT,
Campath 1H [E %4k FH3E 597 T-ALL ,Dearden
2034045 38 F Campath 1H 347 39 i T-ALL,CR
EH60%,

BZ HEAMIMBREGHERKFER
L RABER , VF 2 41 30 A B 38 A 38 )36
THYBRH- PR, BEAITAILIERE
X 58 280 A 2K T R A0 S SR i e R 4 A
YEFE , Wi W IE B AR 40 MR A R E AR R K
3R A R IR T RO . IR T R
PRN. P #0587 7% M VB0 B B TR IT R
B 2 T Rt s R e R L R B S 4L EE
8 ) 245 0 W R 2 R0 R L I VR R R M R
W EIRIT B N B2 YT 3 A B T — /> F7 ¥
R
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