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Abstract

According to the abnormal molecules or genes involved in the occurrence of the tumor, the drugs
targeting these specific molecules and gene targets are designed, which are targeted to the tumor
cells. This method of treatment is known as the molecular targeted therapy of tumor. At present,
molecular targeted agents are used to treat breast cancer, non-small cell lung cancer, colorectal
cancer, lymphoma, leukemia and other malignant tumors. The curative effect of these malignant
tumors has been improved significantly. Molecular targeted agents for the treatment of malignant
tumors will be described in this review.
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SHERE U RN ESE . B IREEREE DA AR E K773 SE0EUE KvG T B MR i 2 T
KR —LRR
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1. 518

SRR O i e N S — AT, BEE R ATROR I H B 5 AT e e ) 2B MR 1 3
LR R SRR, ORISR ORI L, BOE. BURER. TR MR A th U
HRTA NS 7k TRV, RIEWIT. BUT. SRZYIRIT RI0 e aEaTT . Sz m T 5
DUMRIZLAUASE &, (EREB LR R, (R K, %I A4S0 A BRI TR 3, O
A SRR R
2. ABREREERTT

FUIRIE & 2V ) B IEhT, HORRHREF T, JHa TR, 5 FAELERIL 50%~60%, (HE
K% 50%. HER-2 7E 20%~30% 1) 7L i hid ik, i RBHAEMRARE R, WlfGidkRR, A7RE
SRR, R A TS AN R FEFR[1].

(1) mhZZBRE s BEpIAOR — RN TR T, FonT DU A/ T HER-2 SZ/4RBH I HER-2 JE Rk, %
gy DL 2 Mo L s 2 R ) 355, 5 MR A st T, B AT R MANE 2. 1998 4,
ZERFGUTE SeHSE B S A28 B R (FDA) I E B3 R E BRI 9 HER-2 BH 1 e 7L i i — 2696977 [ 2] -
HAT, 2k b Ottt T FLIRE A 4l B A AL B v FLIRE 197697 - Rugo %5 [3]%) 1023 5] HER-2 FH
PR R M FU I S5 — 2 S ik e I S T 22 R BT R S8CEAT T X B A b, I R 45 SRAIE SEX HER-2
PR R AL I BT S, B —2R 1y + MRyt T RN, 75 =iy Hemt B4k S G
i Z BR R PTATIAR O] DARRAR AL T RS o 7 B il 22 Bk BB G A0 T 1R 4 Bh V6 o7 I PR IR B B 7R B, HER-2
H 4 7L i £t P R 2 DA I il 22 BR BT IR T TR 3R A AE R BIALYT 1, 5 T B 111 PRI S8 (HERA [4].
NSABP B-31 [5]. NCCTG N9831 [6]. BCIRGOO06 [7]. FinHerl5 [8])¥) &~ 2Bk A HUIE AL )T BE R KR
75 HER-2 BH 35 1 PFS (Bt B AA7 )1 OS (B AEAFH), BRI 46%~52% 15 KR . -2k
PUBIT AMEREAE HER-2 FH: A4)7A FLJe 88 5 R RS T B4 39%~52%, 4AE &3 2 HER-2 fHME R KA
S B AR AF I R O HER-2 PHE B AT B 2R . BRI 2 (A 78 s fl 2 BR s e S T
HER-2 BHPEFLIR A o 4l Bh AN F PR FL I LR AT BRI BIG YT . TR A A HAE R R E
R EE LT LA BE I PFS A1 OS. (H2 M 2Bk pi T HOONE R e, 8, et
LA R R SAR PR T2 R

(2) WHZERRYURET T HER-2 MU AME MR T4 BRI e BB, T RH I HER-2 1 Ak R AL A
5 H A 52 R R S R R AR I BELIRT FLAH ¢ U5 S m . | AN 1 I R [O1ESE, MHZERBI A
B S5 AR R R, 25 T I HER-2 A L s 558 o) il 32 B A 245 10]

(3) FLMAE JE A —Fh IRV /N 432 B AR K TR 7 IS e BRI g 0 1) 771, vT W] 55 HER-1 AT HER-2 )i
P X ATP A7 551 25 £ AT 3 A 52 4 (1) T U B B B B A, AT Uk iR 1 A2 4 . 2007 4 4 FDA it
#EF T HER-2 PR BEAE i 22 Bk S PUim 24 i e SRR 4 RS M LI . 22 IOURE 78 S b A J8 B 25767 iR T 3L
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Jidee i A% [ L1196 TT R VEFUIR (121697 HER-2 PR 05 R AN 7L [13] B B A A2 RE [ 14116 & R BE
[ 1516 A 2 BR BT [16] 4 R fi B B 2 HO3R S . B TS O R R RN, BB 2 ML, Arblf:
WA JeiaIT I B R s et . BRI RS . R 1 Lo e il 2 Bk Bt 25 1) HER-2 PH M B A 1R I
IR T 5

(4) PIBK/AKY/MTOR 1E 94 i 4 25 20 a3 5 A A 0 TR 105 5 B, 55 R (T Ji e e 3 DITAH G
[FIFE PISK/AKYMTOR 8 % 75 7L i Fi I8 T B Ji A iy K83 T 24 VTR R 1 R 3 B B o sk I
P 2 T LA 00 ) 7L A PR P 3, (L LV g 2 RN R Pk B ) 1 LR R Y87 R R L FH [ 17 ] PR
WHFL[181HHE R B, K4ESLAIME ) 5 —3% mTOR HIHIFHI AT LAkl 2 M 7L i 4u M iy 5,  Hagt—200 1
SRR 10 RIS PR I8 [ 1O 1HF S e B S0 7L i R o M L s A8 3 2 LA R YR R

(5) T-DML & — Pl BRI BUAAR- 29V IR R, % il 22 R bt 5 — P T v 200 ff A K 32 B R i A
M F 2590 DML AHEE &, 5 SV AROKE 25 W03 B R ) A g 46 /s, SEZEP HEE . 2013 4E FDA
CHEAEZ 2 R TT HER-2 BHPE MG HHZL I B (0 254, —TBEAL 3 300 E BRAR 78 EMILIA 328 991 43
HER2 P55 8% 1 LR 234 3252 T-DM1 #1245 DFS il OS S48 T-Rila s Je Bt & K B, A ¥ %N HER-2
I 2 . H 7L I PR A o — 2R9R T 2500

3. /MRt ER A TT

Fitiee: R TR R AN SR, 8 o il BB R BN 2 8 1 R, BIEFEARGT, &850
I7 2 LB NRTT TBG ERIRYT RCRIF AN A /N ATE A S 15%, AN 29 3E/ Nl i fififE (NSCLC) .
BTSSR ER, 80% LA -y v (5] i SR A e 28 B BRI MR (R R B (R, 9F B 97% e ik e R B A
B, R R R DRI A O RE 1R 25 M0 ORI NSCLC a7 s B . IRIR |, R A KN 7324k
(epithelial growth factor receptor, EGFR)FI K #1445 & B K 4(echinoderm micmtubule-associated
protein-like 4, EML4) 5[] 28 ik B )87 i i (anaplastic lymphoma kinase, ALK)fi &3 Kl /& H Al i 1697
. EIEWHLH, EGFR S 54021k, AIEMBHLF R AR, S5 MR E K EM
TR [20] o F [ i — I FE[21128 B, 7E NSCLC 13 Be B K B 752 A (EGFR) H B 14 2635 % A 53.1%~69.7%.
Hid =) EGFR FKIiAEAE 7R NSCLC % & FLAL T 25 W) (51 55) AN UK [22] . 53— 4] PIONEER it
FIEE RN, 51A% A WIIATA T 1 V. 7 6 0 it e 26 5 BT EGFR J& (R 1) RAZ (23], AHLE 75 J7 W S it
Jidae BB AN (5 17% [24]. B UG [ Fr e 0 el s A 3, R VAT T SR AT R AT EGFR BRI R AR
JRT A U L

(1) /MBS BB S FI(TK) & — L BHHEH T EGFR 24k, 5 ATP St 4+ 45 & EGFR FEE 25
Pk, IR RREGRERR AL, TS TG 5155, A2 MR rmsIER . REAMAEEFESE.
Jei e, BB e, IPASS W R4 RE R, F EGFR HRNGURRA M B Eh, HIEEE &k
JTHEF PFS BIEKTITH, AREIL 79%LL F; 1] EGFR JE RIRUR R AL B PEH WIAH [ [25]. A&
JEREIR B e Z MAFIERZ Xt 2, $onml AT e & by H A8 B4 NSCLC &3, Hur
FEAE IR IR = ZEIEYT B AR IE B R M AR B IR T NSCLC YT 3R %%
VEIAT IR L, RSN, R E A S AER R R E TR 2 EGFR Jk N U T AL Y BB A AL i
., HARBRASHR R4 B EN PFS. OS H % 5[26].

(2) ALK &Pl 5 R A 2R E 2 R . H AT e 70 [27]45 B 2R ALK 2 5 R0 2 Fhil A 35 K
5 2 Fh g 0 R AR B UIAR DG o Rl B 1 R TR BT DA A i AR K ST R A B R 7, A R T e 4 e ) A=
K%, EMLA-ALK fl& B TE NSCLC H BRI ZRZ)0h 3%~5%, FaMEE e 2 2k —1/ N+ ALK
AT c-Met XUHE A5 1 ARFMHIF, @ H0H] EMIA-ALK @A 2, FHIE ALK B IX 55 s, A2 5us
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M. PROFILEIOOS W9, ZMLEARZN 60%, H{7 PFS K 8.1 MH, H%atRIiF[28]. EML4-ALK
Rl 3 BRE S X T EGFR Al K-RAS RAZ T A I HTAL 2, BT MLER EASE T LA b, A sk £ Je vf
RE2x HSRIGYT IR RN 24 1) NSCLC &3 .
(3) MORERZ (1) ALK PHIER) NSCLC B3 i FH e B Je 1~2 45 Py H G se e B Je i 24 sl s it

H AR RG0S R RO WL, T2 F By ALK a3 08N . 55 8 (Ceritinib)
PEJ93E AR I ALK P S R T 400 o 75100 WG 30 £ 8 v BV 1, ik EML4-ALK. NPM-ALK Fiti &
A A FEIE A, Befs e iRoa e Je i 257, o7 LIMENA ALK BHPER S L oM Je i fi 5AS Be
Z I NSCLC BEMIEYT . TEIRIRATIAY Y, 5 Bl ALK FIFUMRBUER & & B i 20 f.
i Je Xt ALK PHTE NSCLC i s, BAME, Rt Bmimtenyii e . Taiiia Lz =
fth ALK IR, 1250 TIX KM B i A7 2 H T AR s MR Je 25 R0 i B AR 24

4. LEHEREREETT

TEH E E R JECRAGR T B RS T 28006, RAEiT 10 J5 B b T 45 e,
HIET 3B N, T 2/3 (R FH K O MBS s k8%, MRS 3 5 R4 A7 % <10%, wnfi
A RS R VRS B i A DTS R AR AR R R, I ARSI A TR M B A AT IR T R AR T I
S L R AR AT . BRI 245 AL HE SR B AR K IRl - 52 44 (epidermal growth factor receptor, EGFR)#I
77 A0 I A% A Bz A K R (vascular endothelial growth factor, VEGF)4i4i| 71 . Hdt EGFR #1712 B4 0T
IELARZG%) . 60%~80%%4: H I 4 F ik EGFR, 1 EGFR SEAF T ARIE[29]. &1t 31 45 B e
SRR 2 DR L. P28 ht. e Ot TR

(1) PEZERHUERN EGFR AARAW), % bl 53R B A K K 1 32 AR (EGFR) H 4 M X 38y S 14: 25
Ay ff EGFR 3RIA N R, i3k i B DA i el BRUBAEB FR Ak S AH AR I N 5 5 5 508458 #0I EGFR {55 %
) RAS/IRAFIMEK/ERK 5 PISK/PTEN/AKT {5518 B SRl i 8 0 e (1) A= A 39 B [30] . 7E B 45
B AN & S RIRTTI A — B A R . BT 24— 83697 W B B 1 BRI AR
FOAESE PG 2 E LS FOLFIRI (K97 20 248 T FOLFIRI 46.9% vs 38.7% [31]. 5% Fy0iAIT I 2L
PESZIL R HE R K-RAS RS MIREM, K-RAS JEFURASA 2 KA, FAERRRARR ., B4R KRAS
K52 FIEE) EGFR 5 S s, AN, K-RAS L THEIHEWIRE, A% Bl EGFR S 501, Ktk
BPAE S EGFR #5H0FIFHWT T EGFR 15 55 %, (HRALH) K-RAS A2 T5s8 n] DUE Fiif(E 5351k, i
Je 4t T DLk i AN AR K [32] . DR R AT P A A K-RAS JE A [ 23 A4 g L EGFR VAT 3R EE, %
AR B R EE . TeesEsk, CRFEM CRYSTAL. OPUS Fl CELIM ZBEHLHT 7T Eon, K-RAS JE[X %
A2 3G PG 2 PTG ST R 3R A TE K, 7E 2009 438 I PRI 2 23 (ASCO) L 5 ¥ (1) CELIM i 7t ik
—B R T KRAS BRI AT LB EGFR 097 13k a5. 2007 4 K 2008 4F 2 WL I AR 7 ) [ s 14
ST, PE% T BT EE JE BTG B 2 B A AT AN K-RAS JE PR 7 A 8 1) &8 ¥ Wi B8
K-RAS 2 O 38— A4 BRI L R T I E 2 Fhr &Y. HATTERRE S AL E K, K-RAS ZEH K
M 28 A K e B 1R T R A A H AR A, K-RAS 5 RIS I AT DAS % 6 9T EGFR ) 259G 7 A
RO K e J % SRR NIRRT, R 2] RAF TS « SR K-RAS i AT DU i 1% 4
DRI ERPIR A T 21908 N 0 2R e 8 RIS, R Rl B3 dm VR 97 (U HE £ « 2 N RFE ARG RIS AL T K-RAS
AR PG % BT AR, 9 dn— S50 BRI PR 78 [33]7E K-RAS B AE R v, Al HER
JYAREL, i VG2 B TR T AT O S A AR (9.5 A vs 4.8 AR EAAAIGB.7 A vs 1.9 A). 1
K-RAS RAZR B35 v, 182 8 Bhiya T AN Al SCREVG T 2 IR AR A7 (4.5 H vs 4.6 H)ATTGE AR A7
(BN 18 A)YEREZER. H— 1 MIKKIRL(OPUS i56) [34], 1T IHZE MPTBEA FOLFOX —2i697
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H K-RAS K RAZ 577 U % & . 337 5l EGFR FHE IR VRS B m)ia B3, 233 #ilkill K-RAS
TR Frh 134 51(58%) AEF A=Y, 99 f1](42%) Ay 58 1, B A= 7Y K 35 7 2 AU & FOLFOX (1 3R
PFS 7308 61%F1 7.7 M H, BH FOLFOX 75 %53 4 37%M1 7.2 H 5 K-RAS H: K 548 Y J 3 75 2% 7 §
P A FOLFOX HIAE 23 1 PFS 435Ik 33%A1 5.5 AN H, i H FOLFOX J5 %4050 49%F1 8.6 N H . i%
WF7E st KRAS B A= 7 £ % — 28 76 28 i & FOLFOX AT RESRTS R AFAIIT 2%, 1 K-RAS RAZ A
SN G2 PR W7 Rk . NCCN B4t : 1) FrE B vs e B E MG K-RAS LK
RA; 2) HAT K-RAS B4 T B 3% 4 i@ 35% %2 EGFR HIHIIF, 407828 B PG e st (a5 s 2 ek 51k
JTRE)IRTT o MR e S ANREEAT K-RAS ZEA I B8 K-RAS J& R A8 Y 88 35 1 58 N5 S8 i
BN A KT (VEGF) 25 DU B HTiR Y7 [35] -

(2 NfREHT—FEAMATEL . NRIRAPT VEGF [T EATTA, DR HHILE A VEGF sl
W I 5 A S R S N . E 45 EL e v 294 50% LA _E B3 R 1Y) VEGF 2632 1 M: T 76 1E 7 45 B b
JEE b R A0 R A R B Lok o K I R E0 IR ST DR R PTERA S b AT 259 e oo e 1 25 B
e EE TS, JFH OS Al PFS LT stk mb by 7 254, DURSRPLH T7 . U BPuiayT RILE
(RS A K e £, TSR REAE WS B e (1097 2% [36] [37]

(3) HiA&ARJE AR EE — AL SE T F FI89T mCRC (R4 R M B A 45 B e ) (K0 /N 431 22 B 571, R
T OB 2 RREIR YT, B AT S 7 U kR i AEVR T mCRC 3%, Sk AR BifITfE
5 T REEUASAE A7 3R 2, X T K-RAS L[N AR R BB 2, Bk R R pliE sE R A PO « I TE 1.
[ 10 A PR 70 35 m s R IR V& 1%, H AR %38 Sunakawa S5 [383BIESE T %k JE J& /£ . % mCRC
S TR 2 AT T S AN R

5. IMAMEAEEEETT

I e 988 o 2 Tt SR R B R 75 A, AR ADFSET R 2 H . WRMBIROT . AT A RE
WIRAK IR A, SRR, HXEBEHRAS TR, R4, #hHiaTT APL, EZ1EIEST
NHL, B5#E¥aI7 CML ¥HEUE T 2R3

(1) TR %3 £HR B LRI S T4 BRGS0 ia )T APL BHAX, £l APL Z2f#% 90% L I, Bl
S B AL BRI FEE S 4 B IR E G Al ALTT A 85% AR 16 2. 20 1H40 90 AFARFRE IfiL itk 2% 5K ML AS,05
BZGRIT SR APL 3K13 85%IMZEfR%, VLML 90%. H R4t FIR(ATRA) SHI(ATO)B & RIT1E
N SPE RGP RS TE I T R, MR FIAH] 90% LA b W IE N APL B SRR T I —
225y, 14 APL TG AR 3E, CR ZECIAH] 90% LA b, 2B iR [39].

(2) 1997 4 FDA #3527 #4F 41 CD20 Bt J5 1) B v B 44 2 A T~ CD20 BH PR B 4 /il NHL 17697,
RREE K MIERIRIE R, FEB LA NITHBERIL 90%LL b, HEH SAF KA RN TG &
BN, AFRRIM R A T DU R-CHOP 7 ik ai, FI % bt B BRI R Fi 2 — MIn T #FFE[40]90 N
KH 18 ANMEZK. 172 MIFFLHALT 824 4l DLBCL i3 . XL B H FHL#Z 6 N7 F2 CHOP ¢ R-CHOP
Ji FRIRIT JE I CR 43710 68%F1 86%, 3 4 EFS 43712 59%F1 79%, 3 4 OS # Ny 84%F1 93%. UL
FLE—PUESE T R 2 BPURIRTT A3 = CHOP J7 25N BURME IR H « & BN LR i 78 20 (GELA)
XF 399 ] 60~80 % 1€ 4] DLBCL HB# T T 8 AN Ji # CHOP 5 R-CHOP (B HLI RIS . 45 Rk
I, R-CHOP #4115 CHOP ZH#fitl, CR B4 (76% vs 63%); R-CHOP 4 5 4E/E47% 58%, i CHOP
4N 45% [41]. 10 SEMIBEVTSE R R, R-CHOP 4H 10 42477 43.5%, i CHOP 411X 27.6%, R-CHOP
Az PFS W1 4.8 4, 1 CHOP 44V N 1.2 4E. T 80 % UL _E M i 45 i, ok AN L )i ¢
AT T 2 1R IR G, N R-mini CHOP (1|22 8 BT IE A I 77 2 f CHOP) 7 1697 1 153
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B8, ALEER Y 83 %, AR SR A AEAF DN 29 N H L 2 SR I AEA RN 59% [42]. A% 5 By £ CHOP,
R Sk 255 S N A S L R 5 A R AR A, A 2 FEE B[R] [43] 0 RIS B 240 H bk E 988 1) 50 2% T ik 3] 95%

[44]. 4EZERBPURT ACAIRMDL CD20 HHT, HA 90%~95%M APtk e sl. HAKERIN45E CD20
MIRE ST, AEFARAE 0 4E 2R RPUTC R A2 FR ke 2 7 NS, RGP T B 1 =i,
FEfTJRE /N B A R ) T R ARG, P B Im PR SE e IEAE AT o BRI BHAE A N TR AL EE ) 4t
CD20 Hyufk, HATHI CD20 454 %N, 5 CD20 £ A5, nIHus. Mk, FRErishE B difte
vy, AREFR[ASRAEIE I CLL i NAERSZ 158 1 IR BUZOR Bttt o, B diifus H B ey 23%,
55 8 YT JG N FRAK 92%,  H BT 3 B TR T I8 bk EL 4 R i (CLL)

(3) 1@ MERLAN ML I LI (CML) A2 fo i LI BE S A v g, A RRETE ph Jefathk 1(9; 22)(q34; qll)
e B1% BCR-ABL &8 . R EER I 01577 (TKI) /24X BCR-ABL fili 2 [ RS S MR S8 96 T 24
Yo B E R (IMWE NS — R T IR AR R TKI. 2001 4F— 5 F brBEHLIETA G R IR (RIS) LLFEY IM VA
JTHIE CML B HIART 2, 45 RN IM 582 MR #2215 97%, B4 st % 5 SRR 221k 89%,
S8 A I AL S LR FRIE 82%, T ETCFHAFEAF(EFS)R 81%, kBT (PFS)H 93% [46]. 4T IM [#)
LT R, 2008 4E[E BR_E E A 1A IM 400 mg/d v CML 18R — 23697 T &, TR A E#EFFE N CML
M EZRITIESE, allo-HSCT HAECN CML —£RIRT HIESE, CML BIRITIEN T 70 TR a7 B4R [47].
HHE CML 18HE B IM BT RS- 2R 2R 97.54%, Hodh 58 4 IV - 2R 86.50%, 12 ™ A 5E4x4ii
L SRR 2R T0%, SREAE Py O iRIEAETT, S5 EAMOYT RS, 785 HSCT 97 R,
B R AT TR T 280[47] o — WUHTHE PR 72 [48] L T #I & CML 12 1 3 &35 5252 IM 1 allo-HSCT ([7] e
HLA 4 A& 2L DRG0 A2 ) 45 5, 45 5578 IM 410 allo-HSCT 41 6 4F T 70 i3k it A= 17 (PFS) %43
WA 96%AF1 78%, 6 4EAETE(OS)HR AN A 99%F1 79%, Ktk TKI 78 CML 18 M B 4 /E ik,
F HATEZ CML s, 28 ik X TKI 58 allo-HSCT B 5t EL %, allo-SCT w] LAt vA i
WHINLSs, BN AR TKIAE NS %k LU % allo-HSCT, IXFEL4h s R e IR T T R [49] -

SRR ZGYITEFUE . i . S B R USRI TSR A T B
B S s B I TS o ORI 22 1) BB 1) 2540 I AE AR o R S FH 22 bR b, B FELIRA G, SR
PELF, AR RMNBE AT, SRR N 2. EME IR A SRR A2
K25 WE RN EYESRE, SAMREASREARME, S5MREK, WE. FEdRENSHES
TR T AL, A I e il i — AN R AR MR R AR e, B — B 259 &) P 2 2 1
WAL MR R A R Z S HUMIR 2, RS VAR [ AT IR YT R R B R 29 S R S T . R
B 25008 R R 2 B OB, R OREEETE . IBaEErE. BT E. W aE k. A IE B SO
WHRIEIA BV TT B B[R] HEEAS RSN ek 28 e AR 2 4 5 T 98 10 B A
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