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Abstract

Lung cancer is a malignant tumor with high incidence rate and mortality rate. Clinically, treatment
means, like surgery, radiotherapy, chemotherapy treatment, etc. are used. However, it had to ad-
mit that, besides the considerable effect for patients with early lung cancer and patients with good
physique, the rising space of the treatment effect relatively limited. Lung cancer molecular target-
ing therapy, compared with traditional surgery, radiotherapy and chemotherapy, due to its spe-
cific binding to the specific target of tumor cells, precisely attacking tumor cells without harm to
the normal cells, has got the advantage of less toxic side effect. This new treatment modality im-
proves patients’ life quality. This paper reviewed the research progress of drug treatment to lung
cancer biological target.
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1. 818

JI e 2 ThE 0 B PN o DL PR I g, AR T L o B A i AR o) 30% A A [1]. LA, BE
Frb o TGN K, SRS RHEME, FSEMK, Wm0 % 20 B R E I K A% 2],
R E HarERe hile B E 4 50 6, FivhE] 2025 FEFEHTIZH 100 Ji0 i B (3], Hd
80%~85% JyIE/INgH fitd fifi 75 (Non-Small Cell Lung Cancer, NSCLC) [4].

I ARG T 242 ) it 0 e 89 it e e ek e A 280000 7 4, ARLIDR] v B0 ) B — FECTS Ak - W A
W ARG IR A B FEARTY 2%, U 1/3 4 1) NSCLC B ml AT HIA T R[5]. H4RIEUT . 1hiT K%
VR IT T IR A LIRS R 1 22, Y KR 200 B 4D [ B S LA 1) T A 3 i — e i, AT 51
FEIARKM[6]. 69T TBEARTEAWIR I, AR ) AR 2 AP T R A IRIE E A, BlO SRR E &%k
MR 55 —Ar, H 5 FLEAEZANRT 5% [7] PRIk S Fe PR — Pt 5o it R0 (A 2 6 TT 7 ISR,
T PR [R) VR T T BT OB TR, VRIT RO B L . EE AR TIEAERE NS NSCLC SR [F)AYT
2T T3 PR A an T 25k

2. i B R I A

Jif 8 LB R B R A R A K R R A . IR A T I R R BE T, R E
RIkE] 1~2 mm Ja, FHICHAENEERGRACE TR, MRE IR PoRanR ae ™ L A A 5, I
B TR G IR, AT I AR A > BT B A S ARG . AR B R R B
A RBMER A 0 EEKIER . DUMR M A RRIR T 250 3 ELAEE DA T, oS
i ER

2.1. DX EH(Bevacizumab)

TR G R — R EA R N TR DL, AT S N A KN ek s A, BIES VEGF 532k
TE P9 B 40 B3R T AE LA A &1 2006 45 10 H 56 1/ 56 [ FDA vtk B TeAE v6 97 AT 2 a2 (8]
TUREREEPTERZGIEYT NSCLC ZURAT , (H 25 ST 7 RBCA AT B2 58 =T 1R Y7 2R [9] . Johnson
E[L0]MBE T, BENLXEL PC 7% 5 PC J7 S E DRI PCB 77 % — 4R 7 NSCLC. PCB 75
ZEWINT PC 77 % - Reck SE[11]3EAT I — I 5 PO AL I A 7 SR 6 G 2 ) B DUAR B i 97 NSCLC | 11
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SRR SE S . 1ZSRU R WX HEFR Y] NSCLC 4 U fhs I TR 77 S 156 £ DUAR B 470 vl J 25418 ey TG ik e A A7 90
AN AT R - Heist SE[12]HEAT 10— 002 HoC (R BB EA L 55 52 i 2840 DU Lt = 251k 59T 4F NSCLC
HTBETE 1SR 70 . X IUATIEVERT S5 10 R W BRI . 5556 fh ZEBR S HE 1) VR T 25 DR B TR T 2 1R 1Y
BEREI NSCLC J7 2, ARV AN . 5 £RESF[13] MR R IR 7T, DUt PC J5 RIEHA
7RISR NSCLC Befg A B m A REE . AL B A7 IANB Bt eI A], AT EE 8048 PC 77 REIE &
Ho

2.2. INEANEMFIZBE, Endostar)

BURE 1412 TR B W )40 e 1L ) BB a1 va 97 8 25, 5T ERE/E NSCLC 17 &, o
NCCN H' NSCLC i R Be i ma B RRWON o 32 ZE0d ik B AR A B2 4 o i 28 o 4o of A P8 B AR K IR 14
(AR R, HAA BT I IRYT 288, AT G KR A3 A A A 15] o A7 P8 [16]7E I AR e R B
VEGF S AE fibr s CD34 R m R ISR, A BT 808 s, 14 VEGF B CD34 fik#ik, X
S 151 0 0L TR SR MG BR VP AN 2 S R

3. EGFR i & B8 B Es 5157

EGFR 2 5 3k R A 771, SEAL T 4RIRIE o EGFR S 1 4 A2 A6 RH DL T S IR Tk iy 2 1 21
i, 4> %)E EGFR/c-ErbB1/EGFR1, c-ErbB2/HER2, c-ErbB3/HER3, c-ErbB4/HER4. HHI7E[17]£ M,
7E NSCLC 13 j A K A1 52 AR (EGFR) I BH £ R 1A 24 53.1%~69.7%. 1fiid i1 EGFR #ik 53 NSCLC
X AT 250 (VB 55) AN U [ 18]

3.1, VTR BRAER BRI (TKY)

3.1.1. HIEB B (Gefitinib)

HAEB B NE N OR EGFR-TKI, & THZ4I7 . U7 BUSER AT 5 T 8CR FEAS B 21 e 8 2%
T S S G S /I 200 e g £, JE 3 S ok o ] e R L7 TR S 0 1 e R 4 A A K R R i R T
PR LE[19] G IR LI 45 3, FHARB R 2 IRIT I NSCLC 1A 30254, %) i 7 58 384Ty vl BUAS 350 23k
Ho KirS Z[20]0F 7t 5 468 JE =2k =2k L LyRYT NSCLC H, S5 A8 2 1 [m i 1tk Ak 72 S ok AN IR 25
Ve SR e BRI A SR Bl S A A AR i [21] . Seqiust ZE[22]3ET 1A K EGFR R
A 5 AR R VR T B NSCLC Jr k2 I bt BUREMERF 7T, SR ER, FHAE BRI
77 R AT I AE EGFR KR4 NSCLC MRYT —A X . Zhu Z5 23] 78R W 19 S AR 1 R
GRRTRATBH ALK T 21 SHMNR T AR R, PRI R B JE W67 T 3R ZAR
EGFR K RARIG LM A 2 EGFR ik

3.1.2. Bi&& Fe(Erlotinib)

JEZ B et —Fh | BR B AR K RS2 AR I S BRI A1) 7). Akelrey S5 [2413EAT 0 — BUEAL [ 2 & Je
HF—2i0I7 23 s ik 1K RAIT 1) NSCLC BB HIT 2. 45 B /R KM NSCLC &3 14 A7
W, HEEE B B R A ik ] NSCLC f9—£83f77 . Costa 25[2513H4T (I EIBIERT 70 R B, HAEERFE
DR BEA L X2, XA B 250 NSCLC Bt u® & e K2t 2y, B A G v Mt
251 . Shepherd Z5£[26]3E47 [ R B BEHLG BRI S (BR21 R 56) o A /AR 34, %25 T 2004 4 11
9t 3 E HEv F 97 32T RS B3 NSCLC, F:F 2007 4EE NE N i35[27]. BAETRENHE
BE RS — AT AYEA VEIT R NSCLC, RIUFFARIINIT 2, Fr AL BE A FH 2628
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3.2. BmfEiF

FEE B (Cetuximab, C225)

PHZ R — HAM A RIKE EGFR M il diik, LA ER TS EGFR 456 . CHIESN
NSCLC. Sk 35 i Jars M1 45 i i 25 22 PR3 45 %[ 29] « Belain 25 [30153E4T 1 — W04 % A0 I06-2 22 VU s ZE A I
HrRyv R NSCLC Z 90 11 IR, 451 Bon i % & RpuEc & 2 V0 A 28 s 77 1697 3k R 1
NSCLC EA &R (A Rt A al i 32 (AN BB o iPrker Z5[31]3E4T 1 — T P4 2 By — 23R 77 1 FE 20
NSCLC a8, TR 1 8em A 8% .

4. ZEBRGATT
4.1. &hIEfE(Sorafenib)

RHLAEJE =& — PR B 5 4% SAHI5R], n] DARH W 22 SR/ 05 S IR G (RAF ) . VEGFR-2,
VEGFR-3. PDGFR-A. c-Kit 1 Fit-3 [32]. Stewar 2£[33]i#k4T 7 & AR BEAE 2 # JE 1597 NSCLCH Wil
KRBT, 255 Won 2 PR [l 250 BT EUER T 80 (1A 2% . Escape A FT[34] HLL T PC 7 RELHEX A
ZhrAEJe FHF NSCLC 11— Zia T IR IARIT 28, 45 H &KL NSCLC £ 11) OR. PFS. OS JFREAEA
AR A RO, H6w R H B2 A6y I PFS, OS $ B K T aifkyr 4, $nim Bl
REH A E G RN ARBIRIT . IR 9 T3 Sk s ivva 7, st B, HmSE.

4.2. €FF2% Fe(Sunitinib, SU11248)

EPIRE B —Fh DRI /N o7 B SRR VB A 11 77), 2 AT O 2 A P B R e 22 T R T LR 2 2
—, BT BRI ME[35]. Socinsik HEAT T —IIET B B B IRIT A NSCLC 2 b 1 IR IR
BRI, 45 R DR e B2 ia T R IR N NSCLC 5 HAh O AE ISR M 259097 SO, A B S B
1E6[36]. — 550 1T G R BG B, 278 8 JE 2ELI¥ I A 2 A% 22 0 00 i 13 F 2 A2 JH AN oy (87 A A7 300 B 6 v Tt
HRZH, ViOIET e B e BAF PR AR [37]. IR LB T . B & R R R AT

4.3. FLiEf B (Vandetanib, ZD6474)

JUAEA 8 & —Fh & B AR R AL S, D TR /N 31 B 2 B U A 1) 70 (TR, mT [ B4 FH T
96 4 i 3 Rz 2B K TR T S2 AR (EGFR) L P R AR KR 7 32 K (VEG-FR) )2 RET B Z BRI [38] . 24 A 5%
[391%F NSCLC HI4r Hrff 7eiE B, N4t B v 7 e NSCLC 3% 7T LA B 5 (et JR A A7 41, 12
o IR R A A R W R, TR AE SRR B T RE AT — 2 R . Natale Z5[40]%F 168 41l
NSCLC B3 347 N JB A HE B Je I 00 k38 R I, LA A Je 20 B 2 s K Te e it Je 2B A7 3 . B Al
e PR b R T e . HOR e 55

5. IMNEERE

e ¥R ) T A — AU R AR IR T T i, DR A R T B2 B R M BRAE T R, (HR AR A R
HHEE] UL DR R R 25T 0T, BRI U TR e SRR R A . Sy AN 2R T BN ] A
B A A, WORIRE T 7 TR ZGMRIT o GFAEA S B COT R TIIALTT 25 AL 1A 1Y AL
2k A A 255, ON IR IMARTR AR T I BOR ey, BN N BARIE D 2R B e 5 AR
o2 T B BT T IR G T T 58, DABUS AR T ROk . ARMEREE T KRB 55 AR Ryt & TAFE
HIANTSS J1 BRI IE, B ERE A6 YT SR IR I6 YT 2577 T FE 7 8 2 BUS B R R S ke
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