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Biotherapy Progress in the Treatment for Non-small

Cell Lung Cancer

ZHANG Man,TAO Xiu-juan
(Liaoning Cancer Hospital , Shenyang 110042, China)

Abstract: Lung cancer is the leading cause of malignancy-related death. The incidence
rate is still rising in most countries,especially in the developed and developing countries.
Lung cancer can be divided into two categories: non-small cell lung cancer (NSCLC) and
small cell lung cancer (SCLC). NSCLC accounted for about 85% of the total incidence of
lung cancer.For the certain limitations of conventional treatment,the clinical response was
unsatisfactory. In recent years,biological treatment including targeting therapy,dendritic
cells, tumor vaccine(DC tumor vaccine) in the clinical research and applications of NSCLC
made gratifying progress. In this article the progress in biological treatment for NSCLC is
reviewed.

Key words: non-small cell lung cancer;immunotherapy; lung vaccine ;targeting therapy ;
monocolonal antibody
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/N1 i 95 (non-small cell lung cancer, NSCLC) F1 /)N
41l fifg fili 95 (small cell lung cancer,SCLC) P K28, H 1 o ok e E M AR S I
i, NSCLC 49 i il i i 2 A R 1) 85% ., NSCLC H iif
AITRUTA A7 B £ e B ad s s b 4k P % A iR JT (adoptive cellular im-
PRI G A TR R KB RUR R AT T munotherapy , ACI) & 45 45 Jif J8 £ 35 i 19 1) B a8 W] Fh
BT KRR T AL BOT SIFRERE g e 45 S bW B 00 e e RO NG, B
MO FLE, HIUR RN, KA IEETERRA g yoser a2 i S 5000 010, 1502 69
2 . J’Eﬁzﬂé ,ﬂ“lj?.? E‘Jﬁﬂ,fi?ﬁi\ﬁ¥$ﬂmféﬁ§c% ACI 245 [ 88 5 05 4l i (natural killer cells, NK) i
TARBIRW, HASFHENENORZHELED Jed = i PR R EL 40 I (tumor-infiltrating lymphocytes,
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killer, LAK) 4 it [ 7175 5 09 2% 13 40 B2 (eytokine-in-
duced killer cells, CIK) A 2R 4} (dendritic cells,
DC) F4ifife =gt T B4 (eytotoxic T lympho-
cytes,CTL) 1 B #kCLAH LSS o & A AT AN 488
Z AL CIK A1 DC,

CIK 4 1) A 475 498 B B P AR T P i
ATEIG T ) Z2 H i 24 1 I8 240 e ] A ORI 4 i
BEPE 2590 0T TE R B T I A0 I R, B R
ARIEIRIT I E DT S IR B R T NSCLC 1Y
ARIGIRIT , R EZHF R B 007 80 s 22 0,
A B8 ] T it e i s RO AR T, RE AR S TR
TE R CIK 20 M A7 i Jes 1A 3 1306 7 166 01 e 7 A8 2%
{18 20 e o e ROV S50 XoF T e s R A7 97 R0 A
ANRFREN, A, REA SR & 1 A A T
N ARAG 2D BRI AL o A KU S R
Jr ik Hi R LAK A1 CIK 20, s il /s BB Y, 25
T LAK 1 CIK 400 if 97 . 45 3R W, CIK 41 Jil %f
Lewi’s i /)N BRIA 7 A 2L, A48 16 PR32 T LAK, CIK
TR AR B A oK Pt T LAK 4, B
BIFZW 5 RN CIK 5 DC L1537, w4 8045
il JoIE B 7% B ol CIK 41 LA B8 g 8 8 8 T 1

2 HERETFIETT

20 if PR 3 2 P LR 1) B g2 200 i R Al S i 4
JL S ORI G WA, EIRYT IR Jy T AN (H AT LLAE Sy fe
8 2N A R 5 5 368 Ao A B 9 A0 D =2 TR A 3 A R R
TR A A S DA S 20 P e e DB 5 T EL AT DA
NP NE o T EAEAE T T B0, DA 42 2E i e
ANRE A PR T, S 0 e A e 3t R S 1 B
P 0TI 52 0 i IR 18 i A R K R T IR 1 400 i
K FAT 40 i A Z (interleukin , IL) | 21 40 8 A= Wit &
(erythropoietin, EPO) . T4t & (interferon , IFN) . i 8 ¥R
HEPHF (tumor necrosis factor, TNF) FI4E 7% il 34 A -+
(colony-stimulating factor,CSF) 4§,
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(7 a7 W L N . B L o W || K = NS
{14 07 FH A 4 s TPk T 24 4 %) A FH 590 2 DT 2K 3] 5
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3.1 TK #0&5

EGFR TK #1E 697 40 85 LK FF & T[R4
SeME TK #0625 9 10 5) 5 ¥ (iressa , gefitinib) 5§ %
Hl  (tarceva,erlotinib) M8l 3¢ 44 (conmana,icotinib)
S5 EMIARAT LLSE S e M 25 & EGFR % 20 IR 4 1 X
B ATP 854 07 05, FHIWF EGFR A~ S 4n i (5 5 1%
S, DT AR A K S AR

4k 5 i Vb AR AT RAF IR IR Z e (R4 1
IPASS {560 ), T ¥ 8 Je iF 5% vh o & o 1 T i R
XK BR.21°) S A J5 #E47 (B8 KAL) TRUST 055
(R ECE 3 A0 ¥ R T HAE ] NSCLC —~ = 4%
BT R E TR, 7E A5 UG DR 50 4 2 43
Bras e o otk B9 R & EGFR 2848 1 i &
W I8 B 8 3K 25 FH AT B S | Koras 2878 58 3 13 FHT 3%
RAE R F R ARERIRY T D e e B T
WAFRYYT AL, EURTAC #5872 2007 446 #4719
— IR A BEAL . 2 o TG RS, DF 9T 7
EGFR 272 1) BEAE AR 4252 1 4k y7 i e 5] NSCLC A&
Hrp, 2N LB e 17 R XS i B
JE A T AR YT 4L (3 VG b Y5+ 11 8 22 DG At BRI 4 )
iR N, ST, LAY YLEEIE K EGFR %
A1 NSCLC 57 TG i Jié A= 47 (PFS) 5 ZE 08 3 — 1%
(9.7 H vs 5240 H) . SFrMELIFHLL, L e
il 1% 1 300 o8 AR 0 R Ak XU | 6 R 4 639%(0OR=0.37,
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P<0.0001), Joi% e % 45 Z /i i NSCLC #f
FERAL, XIS NG E T K5 EGFR 2 75 5848
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X Sk Hb A Y UL 28 3k AT 2R T e it g B Y
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I, AN T3 AR R e, 3R e 2 i o s i Jre 0 i
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45 HE A K 2 BRI i A K G E Y,
— BB B 1 20 0 R ET A O A A A
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TeG1 P, i1 10 il A JE i 3 N A K B
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ASCO £ | Wozniak 55 415 1 1] AIRES KA
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e ARG 25 5, DA BT IR A AN R R 0 B R B
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P92 HLPT (cetuximab) J& £ X0 2 2 A K I+ 32
& (epidermal growth factor receptor, EGFR) R 5. 7 [
Pk, A Al BEFE K 0] NSCLC s (L EAe ), 75 H:
Z it TG R 1,52 1] EGFR 2 ik FHAE Y
BE ] C225 3697, F BN KRN AL 45 23 0 RS R
B R Z T B ST S A, 2 4% R HE
L MBIV B2 A Je 92 | /215 2 EGFR #E iR I7
ARRIEPEAS BRI, B8 3k 4 R A IR 97 SR AT
RELFU4 . S&TF €225 My 230 1 300 AR 3K 56 119 285 2R A
1A FH L7 30 BAR TR 202 IR K T 50
HE RIS B (TTP) , {5 57 A= A7 3 6 18 3% 25 5 78 MD
Anderson IR 0 #E4 T RO —T00 1T 00 R 56 | PEHY
T C225 BRG Z VU AZREIR YT DL S B Al 0 1k 7
HEAF i 2y 3 A H N HEJE 1Y 47 B NSCLC & & 5k
fif 25 ) EGFR FHAE (4 e 07 8 5 150 25 R WoR B
HAERCFEN 28%, WIETRER (stable disease,SD)
KB 66% , Hor 1 658 4 G A, bR 2 b 44 S R
K21 Pirker S50 LR T A0Y7 + V8 2 BT 5 Al
17 iR EGFR B e NSCLC & 17 28, 1
I B 22 vl R ORE AG TI0T I R 6 L, AR 2
Z AT b W s IV A | 4 2027 a5 40 i 27 JiF 52
EGFR ik FHYE A ] NSCLC 3 (=18 #)#% 1:1
14 LU A9 Bt AL 42 37 AL 7 + 78 2 7 PRt sl s Ak 7, B
TP I R o BN IT T 22 0 dE v, B ER TS b
R B, HA R SRR+ 09 2 A R
P feyr B AR (A 1.3 4
A vs 10.1 2~ H ;56T KUK H R 0.871,95%CI:0.762~
0.996, P=0.044) , 74 Z & BHUAHC I EZR RFMFN
PR FE R V2 BHUERA  A0 T ok i
NSCLC & # $EHE T — B a7 AR ws
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