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Abstract: With the deepening acknowledge on the relation between tumour driver genomes and clinical treatment,
NSCLC therapy has revolutionary changed. So this kind of patients could survive more comfortably. The treatment
mode changed from chemotherapy to the combining treatment of genotype-oriented and chemotherapy. Meanwhile,
the clinical researches of maintenance treatment, second-line treatment, immunochemistry (especialy the antibody)
treatment carried out vibrantly. The author expounds and analyzes the current situation and progress in NSCLC treat-
ments.
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OB B MR KSR R S I R DG R AR, R v Ak / 4t B it (non-smal | cell lung cancer, NSCL C) (¥
RITIE R AE T e, B WA B G IR T e & 0T i B R R 3 S AT R
JriEal. SUbRIN, 4ERRIGIT . Z2IBYT . A CRe R PUR) T ISR FUTEER . VEE BRS04 T Bk
NSCLC 597 BURFEEJE .

SR NI T

1. 5|18 receptor, HER1 8k EGFR)%45 . ALK 5 f & y7 2 1l
Febr. KA LR NSCLC 1% &6 55 B R Y (1) /Ny 71k
G EYUA. R UEZTR. ERRGITREA R
EITR R H RN, AR B 2 A
JT(IT) . G4y e R AL s A 17 1 (overall survival,
A . 0974 H~9 H, 1 FHAF%H 31%~43%, RUEHZH

RS AR /N4 B i (non-small cell lung cancer,
NSCLC)#;5111Ib B IV NSCLC. NSCLC %K%, A
R 3 e A= KA 7 32 44 (human epidermal growth factor
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(objective response rates, ORR) N 20%~40%.

2. ¥1[6) EGFR ZFE RELHEERY /5 F1L
AR A EGFR FREE1EZRT NSCLC B
—L%aTT

#n) EGFR 524K Y I E IR WG /N 7 T & 1)
(tyrosine kinases inhibitor, TKI) L35 35 JE & JE Al
Je EFE SRR e, 15 EGFR &R I
Bt &5 A 035, 20 PHIT EGFR @B 1S 1k,
SORBHNERE AN MG TE . R A R

EGFR 447 ;SR % , {H EGFR %L [K] 19 412 T-5t
el 21 Ah BT EAR(LBS8R) R AL 5 TKI J7 2 5% I
PR EAFAEAR A NRE, Wi 4. AU ER DA RTE
W, R EGFR RGP R R m, ALK
EGFR TKI Ao BIA1ANTR M B DL AT FR A0
60%% EGFR R4F, 96%[1MRAA#H 2 19, 21 #ME Fif
AERAR

2.1. —&&387T

EE K& FDA Rz i & Cftti & 4% B 8Ue i
B ZH T EGFR It K i b M 58 48 ) 5% 5
NSCLC ) —Zi697

=K ZEZ F 05 (IPASS, West Japan
Oncology Group, North-East Japan Study Group 3t34)
TR T HAEE e — gy A, — A KR EE L
LHREE(OPTIMAL, EURTAC I E K T JEI& & e —
LeyhyT AN, TR Fe AR 4 NSCLC 43 T4 — 2k
B R 875 JE#: )& ORR ik 50%~90%',

1217 {5 IPASS {36 N 2H & 34°8 EGFR 275 34
NFE RO B AT ORI i B i), — 2k
fFHEFEEG R, 5RAMEZERSMITAILE, #
75 T ORR(43% vs 32%; HR 0.74, 95% ClI 0.65~0.85)
FIIEK: 7 JC it i A A7 1 [H] (progress-free survival, PFS)
(PFSHR 0.74, 95% Cl 0.65~0.85); EGFR ZR4F# %2
FHJE(PFSHR 048, 9.5 A vs6.3 H); EGFR TLRAF
HIT M EZ(PFS1.5 A vs6.5 A, HR 2.85), {HARRELE
K OS. FEHEFIIHY 2105 FIHF 76 AR TN,
EGFR RAZZ Ny 17%, Jui& & J6 — 4k 77 113 4l EGFR
RAF ) PFS14 F 1 ORR 71%, 19 S48 T-HkkH
ST T 21 ST L858R RAF# . NEJGSG 002 fll
First-SIGNAL i 75t 3 KF IPASS 5045 R . JRig & e

1EME I NSCLC —2Ri67T, [RIFEIRAF ALK PFS A
FEE RR AR . OPTIMAL 5045 R RLi& B 8 PFS
(13.1vs4.6 H, HR0.16, 95% CI 0.10~0.26), RR (83%
Vs 36%) .

TR RN, EGFR TKI ESAE I E RN
1k, EGFR TKI B & A AR 24097 F T — 2k
57, TIHIWFSH) ORR. PFS. OS JCH & 2 767, fp
k% TKI BURE, WAEKAAA.

Herbst RS ¥4/ T 274 # k-ras fil EGFR %47,
EGFR AR 13%, EGFR 484 H % IE% e olJuik
BRIRIT I A PFS 1 OS W L FEK:; EGFR %A%
HlwERe + TR AT PFS K%, B
AR EGFR BT RE S e + (TG PFS
HIEKFaH; k-ras ®RARK 21%, JLFHHIIE EGFR
PAREE T, kras RABF S, JEiEEE + (T4l
by b, PRS BH 547 50 RN AE A7 25 B 2 PRI

Afatinib v 248 TKI, ASAT 0] TKs, RR 56%,
AT RR 22%. PFS11.1 H, Tifksr 6.9 HY, TKI
i 25 s %, {fFH Afatinib 1528

2.2. TK| $355897

Cappuzzo %5 SATURN AR 72 i ] NSCLC —
LRIT IR B R RRIT, BREAHEEK
PFS(HR 0.71); EGFR RAFH A H L& B e 4EFEiaTT
J&, FET a2 90%.

2.3. Z%587T

FEH FDA KR C kit H R e sl uis & e f
MU T B R 1 NSCLC (1 —2G)7 . —4R M
EE Baeig B e e B K AAF, TG R Z
PEARFEAHIT, R T AR S HRRYT: FE & AEAE
Wit/ FFE K . Maruyama 2008 4FF1 INTEREST X3
Y RrZEE R (EFIER Bs)eis e, Doc 1) OS 435k
7.6 A. 80 H). [ FDA #itvi AE% e i TEREH
AEIEE B AR AN, T 1692
ISEL #ff 78 AR KA 2H 7 A Je i) OS aikt, (HAEARM
RE A OSH % 5+(8.9 A vs 6.1 H); TN OSH
Z5(9.5 H vs 55 H). 24kak 3 2kiRy7 HIEi& & e
731 111 BRE T, S5 BRI, ORR B 51(9%
vs<1%); OSHHEIEK (6.7 H vs4.7 H); EIREH Z Ik
Ay KTEEET 70 9 BERYT S /N T 70 8 &
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JTROHE . XHeis B R H e BN 25, PiEM L
e, hATHEA A, Karasss 11 WiRFs, H3IEHRE
TR ek 8, ORR 10%~29.2%.

3 RMERES ALK MEEBEM NSCLC
H—ZiaTT 45

V') A% 12 bk B2 988 384 g (anaplastic lymphoma kinase,
ALK)E & 3L %, KA 10 AR 52 M 2 JE (Crizotinib) ¥4
JTH 3R 55%; 1. 2 SELELFR N 74%. 54%1117,
ARG ERE A . 2 4% E R fE v, 3E
WSR2 2 T L o G N i i R ) A g V2
RNFEALZAZ (FISH). R TSATM {5550k, $Hifk
8 A I e AATIERIE T

4. IF EGFR Z&%F, JF EML4-ALK A& EE
=, RABRESWHITIER—%iBTT

1) HZERNFERPIPR AT 4 JA RS
IT (LA GG S5 SRR T SR 24T L,
BSR4 A 7 I KA A7 M . 8555t FEAS
Tl FEREFRIEAE R . TS Bom i
HUNFEREST , BREON RS T 83 AR50 ST
Fatem. ZEN, WHHE—LMT 0S, T2tk
JT . LW RIE A AT NSCLC. # F 7 RGN +
KFamie, I + S0, S + e, i +
B ihE, WET + PRLERE, N + Z7hfhEE.

2) i M ZE4ERRGYT R LK NSCLC (1) OS.

—#h53 NSCLC —£iG Y7 A Bt e & & 4E #F
1697 . PARAMOUNT W 7T X— A T + 538
it ZE IR BPRIE WG, SOy RS il ZE Ak B4t R
ZEZRHTEHE, TEEEK OS £ 16.9 H (ZEFIH
14.0 /> A, AT e IR % B 24 4k S 4 FR IR T
FIEK KPS A JJ 9740 KT 80 73 &3 1) OS.

3) ZIfhIE LRIy T RECCE AR AR TS & .

—ZRIETT a1 R R AR IR O =
LIRYT, HIRIT R BZ0RYT (O 1A BOER). 275
fhZE AT IG AT, RS, w2k
/I

5 NMXBEMBESARXKTEARRISEX
M NSCLC —ZkiRTTiem PFS#1 0S

NBREALR S B, DR GUR & HHSR 9 A Atk
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Jritm i A MR EfE, £E FDA Ot
11 FH T AR - PS 0~1. JoRg I #2152 % NSCLC
fl—2I697 (2B ZRiFdE) M. 76 AVAIL %t D4k
PiR B LK OS K5 KB £5 1 B

TEIRIT R, HARB RBEIE B RS IR
s AR T B2 B L 45 AN — B Hainsworth %% 2008
Y 636 fliERZ(Juig e + DUREhT)E e E e
B JHEESE: OS ik (9.3 H vs9.2 ), {H PFS
1 ORR B Wi 403

6. EGFR &®Z4HLFAMY NSCLC, BZEHE
MMEREKEFZEEITHAWLTT, 17
ERER, EFREKTHREFRIE

AT E AT B/ EA L, YN RS, Ak
MR, 78 FLEX iR36 A BMS-099 A I it
Z# 5 EGFR 5 k-ras IR K &

75 2 Fi JE (panitumumab) 5 57 FE Fi i 1935 1
5 EGFR f4bX 454, f# EGFR ANAgiGfk. 1125 11T
W FLEX a5 Bon P 2 H A I = (NVB + i)y —
23697 EGFR 25 [ 34 (i NSCLC, OSHA 3 4E K- (11.3
H vs10.1 H), ORR B F+5(36% vs 29%), {H PFS
TZEHEIH 4.8 A). (HE BMS-09IHR K 676 i
—HIRITININTEZE =R + B2, PRSAI OS
Tz e TRV 257 AR 418, 76 11 11 IR
FR R MR L EGFR SE[K] FISH BHH: A2 T WL VG % ¥
JTRERARS, (#E + 17)i6I7 EGFR FISH [k
EEAM: ) ORR 4354 45%5 26%. 12 ~H PFS i
20%%5 3%. OS N 15 A5 7 H.

7. HitiaTT

1) Wifers: WRZERIRK. Fik. KPSTE fil
SN REAFAEBUANFAE L LRSI OB R AL R A
R PN 32 154 . #7r EGFR
WRAE R, WA e snis & e

2) MiMEFERE: MM AE TR 2, AP A7 3]
2934 i RT A/SE N AL B A .
UEHER ], RALHE R B 7 52 R 136 77 7T g
Ao

3) YT REMBURATT BEIRERAEAR .
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8. SLUSARTT

BFX; NSCLC #E )R 7 KA FT 45 FAH TP R,
iR 4k 84T 2 LTI 7L .

1) RASEHRLFRITIRIRZ . £ 20%~25%
)25 [ il s S M0 ME KRAS /48, 0 tE KRAS
RAFH GATIHE S . KRAS 9828 i it JL i B Je
SR S, 55 il KRAS 7%, RHIAIEAZEALT
RR 23%; TMLITECEBis e RR 8%, OS B Z(HR
2.1).

2) ROSL 7% S BRIt ) oo e 5 e o i UK
ALK 1 ROS i 2 & 5l 45 1 1 v B2 [R5 . 8 471
(57%)ROSL 7 fi # A% FH s e & J8 J5 A 4K

3) #] HER2 1477 : #H-Z Bk 241 % HER2 ANJAtk
gL, AT NSCLC FFFE 4 A —5. A e 240
il EGFR 1 HER2 (1] TKs /N3 T4 &4, 1597 NSCLC
ORI . WIVA, HER2 & AAMERILM NSCLC
i 25k + 78 3 A TR 7 2 N3k ak .

4) B[ B A K R -1 AR (IGFIR) (1 B 5
B giik: CP-751871(Figitumumab)BE 4 AE4E & IGFIR.
CP-751871 597 3 NSCLC 156 5] 11 I 5t &7, fn
H CP-751871 ZE(¥MEE + R4H)/E ORR M ETH&E
(54% vs 429%6)1*2; 219%6(20 151/97 1) 5. A= 7™ . i i REE -

5) ] 41 ff KT S2 AR N TR S (B B B
JEAIF 5 JE )% NSCLC 1 AN IR -

6) p53 HEFAYT: FHI T WA EoR: 9Bl
RAE NSCLC p53 H:[K T4 (1 iRg b, JR i 55465
iy B AR Y pb3 kK W e S B iE . 3 IR kL PR,
3 ifiRE Kt SD o I8 A T ST I iR B A A pB3 kA iR
TREREUAIRTT + AR YT 24 1511 H NSCLC kA,
17 % SD, 24 PR. Z )5 1 Z&iRJ7 i NSCLCII
RN, 2 (R + B E(E + K&
TR)HE, EPE NS IR RN T 0B A B p53 B,
5 H B AR S ps3 JE A iRk b, 4 A L
P53 FERIVAYT M i b o FH T8 B3 B 1) v 2 SR P A
KA R MNATAR, p53 3R G YT B R B

7) HE ARG R0 K) LI SR A
KEZGIETT A NSCLC &35 2. 114 45147]36 NSCLC,
E(MEK + GEB + K44 BE, ke HmE
YK 14, ORR23%, OSI11 A, 11 2 AR5
N AT%F1 19%. 75— 11 158 155 i 52 76 56 25 . Bl

Bk, Sk + TXT LL#, ORR 1 OS AHL.
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