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KB (R ARER, WL 23 430060)

8 Z A R X R K N 2 AR (EGFR) RN A P i A K X F 32 f (VEGFR) 19 24
Py CLIRATH I PR A 25, 3020 1 0 AU 33 S8 14 7 24500 2 A e A 1 08 o Bt 3 3 o i 35 A
PIAR S WM 0 HHEAT A A B i 25 1) 1607 H SO S O AR I PR AR i o SCRE XA
/N2 L 928 2 00 L 16 6 T 24 0 B RIT 9 10 TR AL 1) 24 ) B IR SR T B AT ER A
SRR AR/ B AT TR S I ) ) 5 C-MET 4000 551

FESES R7342 XEHRIRAE A

Ak /N 40 Bl fifi % (non-small cell lung cancer,
NSCLC) H i —Ziay7 23 TR E Y
HREIRYT, BB BR300 5 A2 W P Ml 278
B A< 7 i 1 55 25 W) 0 R L JH o AN [+ [ 580 1
RIS R, (HRC A B0 L AR
A MBI RCRIF IC I DO, SR AT AL B AE K
SR LR AR I R] R AR B O R RE R RS
KIEAE

AR, T EW R A NS R 2 2 1 e il
T AN T it 1) A 2B e | R ZBFEREHLGIA T
TR T, BT Iz AR 1Y — R G4 8 W 2459
W B 2L A T RN A, an DA B g B e
AR IE S WeHh, iy 40 i rb H A S A5 5 0 i )
FINE ] LUEE X BT TESE A, IR R A KA 1
Z A& (insulin-like growth factor 1 receptor,IGF-1R) .
PI3K/Akt/mTOR \MET # 8 . & A B A HEH L L
ftfb % (histone deacetylase, HDAC) FI#AK i 25
(heat-shock protein, HSP)%% A< 3t A ¢ NSCLC 4=
YIAE 1R T BT T E A — 2R3k

1 % %0 ([ B = B8 B HD F 7 (tyrosine
kinase inhibitor, TKI)

i 938 s 8 JEE S PR A, AU R A R — 15 5
A S ) B — R T R AR AT T A 110 P e o

Y& H #:2012-07-26
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AATBERY o LAAE 22 B0V 20 M v A A 5 B Vs 19
Bz KK 52 1K (epidermal growth factor receptor,
EGFR) {553 % 4 6] ,EGFR 5 H & EGF 45 & )5
BB, ALK I F o (transforming growth
factor-ao, TGFa) FEIRIEIMIF i — 20 1 145 PN Rz A
KA ¥ (vascular endothelial growth factor, VEGF) 1
Fik, X — UL EGFR {5 5 i #% i i A
VEGF M2 5 1 e #9484 A= i #, AE XS TKI
PR ARAT VR 25 (Y R E R Y, TR AR AR AN HOBE T
EGFR %L1y VEGFR {55l #% 138 B 0 . 28 10
TKI J& 5 A8 16 97 18— 1254, HEm AF X EGFR
I VEGFR {55 i@ #% th Z 45 54518 > T#9 TKI &
HUEWT AT LE NSCLC #9367 U RLAFI 728
1.1 FLiEfRE

JLFE A JE  (vandetanib) J& — Fh #€ £ 4 41 %)
VEGFR EFGR 1 RET i % iR it 1) 22 1) TKI i
PR A1 9 & B 50k 4 T 300mg ML FE At JE B2
100mg JLEEA JE 5 107 25 1y (15 2 (8 P 49 AT fe fiek g
THIR e iy — 00 I 90 PRI be s 1 TG 5] 2 1 3G
B Z VTR S BRI i 197 AL, K B 100mg JL
T8 Ath, JE B A 22 V8 M FE 48 300mg 19 BX A7 804,
BT T UG RIS, Hh S 100mg FL7E fly
Je+Z VUMb 38 5 2 V4 fih 38+ 2 St 0 6 8 2 57 i b
IGIT I NSCLC 835 197 28, JLEE At J& 41 o ik i A A7
M (progression free survival , PFS) X I8 41 9 K 26%
(4 1~H vs 3.2 1~ H ,HR=0.79,95%CI 4 0.70~0.90),
NUFEMLE . 2 P BEER & FH 24555 22 74 il 28 5 il )
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B b TR AR TR T, A R T 9 £
HAER & AR A KA T8 #R K T 300mg
FUAEA JE B — 73 197 80, ZEST LU & 8 Je 16 7
xR ZEPHYR H AR AL SCRFIR YT (best supportive
care , BSC) Ay X HE - ZEST W 55 14 4 89 4% 32 3o P i
JEIRYT I NSCLC BB, Hi & LA e 41 5 ik
e PFS Jo2Eo, LB JE 5 )u % & Jé XF NSCLC
BT RCA Y . ZEPHYR YR A9 EGFR-TKI 1677 2K
W) NSCLC 4, 55 X HFA 7 A L PRS FR,
& LI (overall response rate, ORR) #F 47 B i 2t 3%
(HR=0.63,95%CI }j 0.54~0.74;2.6% vs 0.7%) ,{H }
H: FEWF 8] (overall survival , OS)ZIA X 5 .

12 #FRERE

#F Je & JE (Sunitnib ) & —F 1 ik 22 #8 7] TKI, 7]
LAl VEGFR ., it /N 5 2B & B 7 32 14 (platelet-
derived growth factor receptor,PDGFR)a ,PDGFR{ .
KIT RET 1 Flt-3, & # T 968 F05 J [A] Jox 44
JERRIT o E I I Rk g v, 63 191142 32 ok 40
FAE AT NSCLC #2327 &F e B e A
7 (50mg/d, ESE 45 2 4 JafE2hy 2 /), Horb 7 Bl s
BT oA 18 B E PR AR E | 1 AEAE AR R 202%",
&7 8 Je 25387 NSCLC WY Rt 7E % — T Wil
PRARE IR A5 2 THESE 47 Bl &R 28T e B e
1BIT (37.5mg/d , ELELG 2y 4 JE5 25 2 Ji) e, 11 il
BRI BR R R AR AR 38.4%°,

& e & e 5 Hofth TKI A5 36 97 il 98 19 11 IR it
¥ IEAEVEAT . 960 9] NSCLC & % #i e L/ i 2= Wi
4,2 A e B e+ B e 5 eIk B e+ &
IBIT AL OS N 9 H (FF e JE+E i e vs
8.5 ™ H (JEikE e +% 5 ) (HR=0.922,95%CI
0.797~1.067), BAREF E B e 5Ieik B e B G 1R )7 IF
WA ME OS, H2 ] DL 3 1L K PRS 3R 45 00 47 (1)
BWA R, B3 R ERZYAR B e A
TRITH T R ARG I
1.3 EHIER

RHiHEJE (sorafenib ) & —Ff 1 ik Z #8 [] TKI, 7]
DLW il 22 2 R S5 22 W2 S b-Raf . c-Raf K i 22 R ¥
fifi 5% 4% VEGFR-1 . VEGFR-2 VEGFR-3 % & HidEJe
i 3 B 30 ) Ras/Raf/MEK/ERK 3 # 5% i fit 8 1)
A I RMZA G T e il A o kA

IT 19 1 PR 3 36 7R 6 & hr 3 Je B b H 2538 97
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NSCLC, & AE 52 452 F AL AE e i 8 35 v, 30 1
BE A TR RE, P PFS S 2.7 A H L
£ 0S h 6.7 N H AR Z1E 3~4 9, H 2 7
PERT LA AZ IR 97 8RR e — 300 I PR 3 55
H, RPEE R 54097 256 AR YT NSCLC,
926 il NSCLC & BEBENL 0 A 4 (RPLAFIE+5
ElE) M B4l (LRIFI+EZE), 02 0ShAH
10.7 A~ H B 41 10.6 1~ H (HR=1.15,95%CI & 0.94~
1.41), W8I0 & B0 £ ZIEAGFE bR OS w38 T3k i
A IRIGgEE ok T R B, 2 A IR YT I B
BAVET- A B 41Kk (HR=1.85,95%CI & 1.22~
2.81), EEESRAAECEKAIARIT NSCLC Jf A H
BIERIE RS, RPFER SHBUEYWHKSIBIT
NSCLC, & & AL 73 WA A7 4l (RPFEJE +3%
VG L -+ B ) FOAL T 26 (55 PO AR + 0050 ) ,ORR 43
SIS LT 4L 55.6% , fRIT A 41.7%, W4l
PFS FHfii OS AHIT , A R0 Al i 37, 76 3% — IIfi PR
A R PR S BE G AT R R M AL T 4H T IR B
25 PFS 1 0S8

FALAE e 5 HAh 4 7 80 w25 9 Bk 5 IR 9T
NSCLC iyl R IR 50 C7E R 7, 75— 1 31l R 40
T RS2 IRYT Y 50 BB s m AR E 50
BICHEAIRIT  AEH 6 R Jop e ik 2 RN 74%
50% 1) B ARAS T B R e IR A . &ML PFS
5 AH A0S 109 A R TRFIER S
JEWEE R WA IR TT A ROE  AE S — I 11 9 R
I, 168 i) NSCLC [ # g BENL A AP, &R i
FER+ LI B R AR IT R E I8 B Je + 2 Rt 4
i PFS KA IRITAL 3.38 I H vs XFIE4L 1.94 4
H (HR=0.86,95%CI 4 060~1.22) ,ORR } 8% vs 11%
B AR PFS F1 ORR 7E 4L 2 [B)3& A B 2200, (22
XF T EGFR $PAE R R -3, 2 AR 7 1 i AL
PFS 24 3.38 1 X B2 K 1.77 41,08 28 8 41~ H
vs 454N . REAEE 5k B e AR T A
EGFR ¥R NSCLC B3 k4512, Rk e pin
J7 5B e+ R P AEJE B A - 2% NSCLC B 1
Jra, UL RJE B e+ R b AE e B A FH 25397
NSCLC 9 I i R 36 #R e 647 v
14 HfttZ#m@ TKI

BIBW-2992 J& [ il 1) T 336 P i 24 12 8 1 410+
F o &4 TT90M R 245 1) EGFR H: A % 45 — 1%
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EGFR #3500 35 A8 Je | Jo i & e i 25, 4% 1 BIBW-
2992 X fE F ik 5 EGFR W T 25 Sc AR A1 9k A B
R R 78 BIBW-2992 f T 11l PRI 56 v,
TS [ g 2 P A E R ATE 40% ., 25T 32
PER G A RN 2R JeE 7T M w T s

XL647 ] 41l €2 4% EGFR Her-2 \VEGFR % £
Tl 2 55 Jiligg & AE 5 00078 A B0 T SRR B 2 AR i
PRI o, X 32+ R85 Je A e i 25 JE 1 b 9
A0 ARATS A I AR R AE T . AR T I R g
XL647 7l & 300mg/d AT i 52, 7E 41 4] & % o X% 15
) 48 T B ONE 1 )RR A AR AR o R, T
If PR 3 56 48 5% &2 & NSCLC i & % 7 EGFR 1y
T790M 75 53 1fif Xof JI. 365 5 Je it 24 1 /B 3, % LAl A
XL647 16I7 ™, TR 3%(90%CL Hy 0~14%) ;
XFTFAFAE TT90M 28 53 (1 (8 3, 67 % /8345 K A T PR
e, MITETC T790M 72 5 1Y f8 35 152 523097 Ja , 14%
P i JE . X647 WG IRIG T R 14T 7 B3k — 0 b
LRI

BMS-690514 4[] £ X} EGFR .Her-2 . VEGFR-1 .
Flt-3, 38 i 99 ) 52 /K98 (% VEGFR 1 EGFR 15 5
Y SN N VA o S 1| K= O < o 2 1707 S
H1, BMS-690514 HTJE SR, AN B R AT T 32, & T
BMS-690514 58 1% % J& %t NSCLC J7 4 e ity 11 3
I RIS IEFEHEA T, BSR4 20k JE 1% 8 e o
EE eI I EGFR 728 5 7 R % XF BMS-690514 [
SN,

BIBF-1120 1 24 F il 22 $18 1) 1% 2 1R V5 It 4100+
#, EEE VEGFR . PDGFR Al FGFR , & 41 it 18
1173 FGF #4076 FGFR 15 %3l i 1fii X VEGFR #1l 1
FT 2z, i BIBF-1120 [ >4 0] DL [H] 5} B W7 VEGFR
1 FGFR P 2% {5 5 3 [ 1 X it 2 VEGFR 4 41 751 1)
JREE AT AT A5, AR PR T S AR 8 v BIBF-1120 S
sCEBG R M . ZVE M TR S AN M BRI 2 3 AT
7 PR Bt sz S T I RS R NSCLC A
%7 BIBF-1120 5 85 56 it 2E 9k &5 1R 97 it 52 R 4F
50% 1) fBE AR T g i R, AR E2A
FE0 JETE Kt 5 A w1 I PRt
5 & L, BIBF-1120 XJ i 3 5% 7% NSCLC & J7 4L
U, 73 BRI PFS 8 6.9 A, H 7 0S N
2194 H o 46%1) B # AT T Bt A 1 61 &
BRI, BIBF-1120 Bl FH 25 % NSCLC
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PFS .08 HY5M4 75 5 2 1 Rt 36 A3 52
2 C-Met $] &l 57

C-Met i fith — %5 2 il 22 PR B I 32 1k, L S5 C A
J 20 A K R 25 A ) il & 2 R R4k, k) Bl
TR S B A B . Met 1219 15 i ik 96 400 it
AR RZEUSNETE B K E R, ZF0EN
Jifrgg v A e LT SR . 60%~80% 1) NSCLC &
FEAE C-Met B3 BE BT, 209% 47 75 3 [H i 728 S 1
Met A LLid i 4 EGFR i (9 15 = 38 8% BTG PI3K/
Akt, LB A5 Mg X 1) EGFR 9 259 7 A= i
25 O A NUESE , B0+ 3R 8 e sl Je i 2 Je it 24 1)
H AT B NSCLC 40 M, 775 Met JEP ™15 i 3
AT EGFR (9 T790M ZE A7 7, 7R Met 3£
P HTE NSCLC 35 3R AT VLR 2 v nl e K 44 4E FH 1S

b Tl R R 5 By BB Met 30 ) AL 4
ARQ197 .,AMG102 ,MP470 MK-2461 MGCD265 . PF-
02341066 ,PF-04217903 XL-184 %, Hiiknh £
I 1) Y % ST D 7R L ARQ197 Ay 5 1) Met
M SRR 25, 1 3 PRICES: v FH T % S 440988
MRYY , [ R IGIRAR 25, H UL AR B R ol 9%
95 . BRI | AIK A Be S A v e A0 ek 2 0
ARQ197 5Ju &% Je A6 7 NSCLC M3 17 3L
22 1B PRI IE 52 ™, 67 i 835 B AL 73 il 2=
BRAIRIT 4 (ARQI97+JE 3% B Je ) A2 Bl 41 (%8 8t
FI+EE ) . BRAIRIT A7 PFS 28 3.8 ™ H vs
LREF4 2.3 A~ H (HR=0.81,95%CI 4 0.57~1.16),
Bk — 2043 b K R B IR IT A AFTE K-ras 72 5% 1) &
# PFS 335 W% ,ARQ197 WM AJF AR A R
R AR BT DI R0 1 45 58, ARQ197
HIE# A JEBA 167 NSCLC 1 T 399 11 PR 3 56 1F 78
PEATY B Al BE TG BER B EGFR 8 5 K-ras
A S 2 R S BIRAIRIT IR AN, A
FX B PR X A IR T YT AR S I IR A B
25 Je T — /5 im

3 BEWREBRBEEMHIF

T R W HEH  (mammalian target of ra-
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pamycin, mTOR ) f& — Pl €8 2 12 5 24 2 V1 , 2 40 Jifd
g AR SO E R A O T R, R
T AR R M LA 2 VG B 5L w) A ] i 97 A
F I RIS FE 1T, H SR mTOR ZEVF 2 4 ) R i
W R LR (R R R AR R TR 2 R
AN RN EBEAASEIC ) R AR % BT S
A RE | R OB | e A R RIE B AR X SN
RS0 AT FEA 24 Ja B 23 i 2

I PR AT 2 56, mTOR 300 46 5] 4% 2 5% =] 31 il
NSCLC 4 jfd 52 M far 98 /N BB 9 A= G, BLXS 3 R e
it 25 % NSCLC 21 il R 4754 250CR 2, #2878 mTOR #1041
RT3 e e A FA YT NSCLC, 7E T/ 113G AR
grf, mTOR #0413 R B T RAFAPURae 1, 15
48 NSCLC S8 3 3 A% 1 5 00 e e 11 104 B < 0 Jieb 9
Y IF R 2 7E — o I i R e v AR 4 52 ) H R A
7RG 2 s AT (1 ) B AT IS 3 AR R iRYT
(2 )y NSCLC &, B D IRIK4ESEw) 10mg/d
LA it R O R A2 R R & ZE . ORR Ry
120 7.1% vs 2 241 2.3% , %1 45i PFS }y 2.6 ™ H vs 2.7
A ARESE R 5 AR e BG T 253R 97 NSCLC &
BB 62 1] 8 AN 8 )RR A AR AR o R i, JLh 3
BIAFAE EGFR 7% 5,2 BIAFTE K-ras 7% 5 0 J 35 4R 15
TR GRS AR YL E] 5 255 R TT NSCLC /%
2 PRI 1 35 IE

B mTOR MR E W% . 55 A Z 30
VIR F RS2, B B 7 5T X mTOR 4L 47, fg
g [a] B4 ) mTORC1 .mTORC2, 1fi % mTORC2 1)
HlKE 2352 0 Akt 36 46, 38 52 PI3K/Akt 3 B X i e 40
Ji 184 5 77 A= SR, 40 BEZ235 EX147, 3% 26 5 A
mTOR 1 7] 350 X6F i 96 1) 245 2585 LA e ML AA o I Tif 32 15 #50
TEAE 4532 1l PRI 146 56

4 HEBEXZERALEHEIF

0 H & & Wt ik B (histone deacetylases,
HDACs) 445 2H 85 1 22 2 R o 1 2 2 1) £ e fk | H:
A8 0% S AR K it e 2R e R i a T AR D IE AR AR
Fh, HDAC 10 500 388 s £ 4 26 1 e 2 2 T A T
g BRI R 2R3k AR BT R B, HDAC 0 i 570 A AU AR
AT etk 0 i oA HE 26 38 1 ii——p53 -1
A HSP 55 19 1% A0 AR B 100 5% el ik 988 19 & A= i
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K, HBRAE VT HDAC #0528 W B R
N BB %2 B0 JETE K EFE I R
5y By HDAC #1155 €. 95 : pivanex \C1-994 | fR 37
Wifth (vorinostat ) M1 Eb 7] fihl (panobinostat ) 45

IT 30911 PR 56 7,16 9] NSCLC #3252 T4k
SE L 400mg/d TGYT, AR S Ul AR R 7 AR & AT
g 0N, R X NSCLC 3R Y7 4R 45 T 5 A AE iR
I7 24 W AFT R 0 2 R 300 200 AR S v At 5 Al AR T
R 2P EE & G IT NSCLC 1
Nl PR30 1 AE AT 27 A — 30T 1 39 PR e v 280 R
B, SEAZEERVR S A A AR T IR NSCLC B3 .
94 Bl 4y MRS AL (RS 2B S
b ) F1 2 AL (R B+ SR AZ B+ R ) AR ST i A
I PFS.0S B LA A BTt &K, 47 PFS Ko7
wifth 2l 6.0 ™ H vs LRI 4.1 A~ H, i 0S
13.0 ™ H vs 9.7 M, 258 B OB AE AR 37 15 At 25
BN L, ARSI SR AT A R B AR R B G
TBIT SR IE AR B B, X B AN IR A —
FE IR, XF NSCLC 3697 B W i 25 9 ) i | 25 2
J5 AT B — A g8 I >

5 EEBBEANH F

115 44 K (bortezomib ) J& — Fl G Bl 1) 15 36 6 1
(9 26S TR £6 2 ORI R) 8 TR A A A
14 1 5 D) RE & 45 10 52 M 41 B P 2 1 A0 S0k 25 R 4
JL A5 3 AL

AT 09— T 39000 PR 2 B, W A K Bk ) 24 %
NSCLC £ F- A A 38 B, 1 H 5 1 y7 245 1 AR 1) 24
YIS 259677 NSCLC s, T AR 65
BEVE T 008 e ok 5 5 0 At /R A0 3 [R)IA T e
NSCLC M7 5L, s OS 2y 11 S H 1 AR AF R 2
SELETE RO BN 4T% M 19% , T da R N 68% .,
=N N A A S 1| AN TR A R e i TR
A o 3 I AR 6 UE B R A K 5 7 Vb I /R TG
A HZ 15 NSCLC B E A W3 A f7 4R 45, T Y
TN BRI Ry B BRI A R A oK 5 R S it 2
AR A VAT HI AT BUAS BRAE Y 2% 52 155 9] 56 1 b
HMLAMBCE 3 41, 4300k K5 56 il €+ 00 £ oK Bk B 0R
Jrel (Adl) ., KioedhZEd (B 4). MR f k4l (C
), 3 H AR R0 73% 62%H 43% ;
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£l 0S 4 8.6.12.7.7.8 I~ H ;1 fii PFS 4 4.0, 2.9 1.4
A BIRBFEX Tk 5 S i ZE AR
ST LA A2, (AR BCAIR T AL R G SE it ZE 4T
RARAG 2 IR IR 2E . MR K 5 T8 B R iR T
NSCLC ¥7 % HE — i 11 93 R 50 v ik 52, 5 JE i 4%
JE R 2GR LG, BIRAAOK BT I AT (45
A 3 0 DR AR £ B W A oK 5 R R DL AR B
FLEIAYY NSCLC C Zimad T A R B Bt , 78 1 1A i
PRI Hh 4 R A 7803 BRI A R A I IR
A P R TR K TR VR (R R I PR U A
R 25 %) NSCLC (B F IR RIRZE A K, VRIT
I (40 245 AN W s B B A K R T 5 el b 2 e AT
A BRI Je KT R X AT IR T B — L AR R

6 #WMiZEF B ZEFELEFEE

65% 1) W 39 it s S8 o3 R AR B RS I AR
T R BT R IRE S b 2 T e AR s
S — ZR G R AR o AR < 3827 U i eg 24
5EBENAEE S IRAEAEAIBAE R, XA BAE
Foa BUE R, R AR LA RV P B 3 s R VR
R 535 55 B NE A A 8 ) ¥ P A B S e B L
A B

B AT A B, R AR S B B Y B AL v 4
MR R G0 4% T d L ny I PE R 4l A% I «B
Z R AL ] F BE 3£ (receptor activator for nuclear
factor-kB ligand , RANKL) J2& il J83 $K 3E A - B AR K
W B — B3, 22 FR R E A0 e 3 0 i e A RANK )
S FRIR T MR T 1 AZ R . RANKL Xl B 240 i
AR IR T TG 2 X EE S 5E I8 Il
% (osteoprotegerin,OPG) == 2 iy il & 4 ffg 7= 4 | &
RANKL Byl PEE I Z 44, 7T 5 RANKL 454 FH 1k 3
UIRem AR i IR i s i I B

I PR T 3 56 % B, RANK 8% RANKL % DA i 2%
/N B A T ™ A B R A A B sz B
MR OPG PR Y /)N BN Jo e = 1 40 i 2 it
WK . 7EAE FRAS T  RANKL Hl OPG AR X -7 4L [
WA E R EALRE, AMEMNEESNEERELE
IS, 33K b fale b 1) -5 56 AR AT, RANKL AR 22
0B W BRI R BOR B KA . BT E R
fEm B R A KK FUEIEER | Ak
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745, I e 20 B 1 S B O S R LA S R T 7
MAETG S5, oh s BT B T A R R B AL )
M EAPEDG IR (B 1), feli A BFFEUESE , RANKL 38 7]
YE R I T S # 1k RANK A2 1R (5 b 78 40 i i
BEG,

RANKL 5 RANK
25 4 Al 0k W A i
1% 3

1 OPG 5 RANKL % & # I #5 & 40 i

I R AT 50 O RS2, FAL A OPG 3@ 1 11 il
RANKL Iy e {45 52 55 2l ) il 9 B e B o v 20 7 1
Wl R 5 | B OPG AR S s 30461 1 S2 A8 Y
W R A, B, EA N OPG fE NPT LLE S
BUA ™ A= fio ik, KM, O R 25 15 o 5 1 4
M, MIT R, ko IR R — MR BT RANKL $t
&, k5 RANKL FF 5 PE45 4 1 B4 RANKL 5
RANK A 5AEH 78 I K1k 55 7, 10 000 4344
R M . LI SR EE Y R A T KR FE R
TBYT KRR R T IR TR R
PAREACE  IERRAR T B B B e k2 2R

7 HSP9O #P &l 57

HSPOO 201 Jif 5T P4 3% BR 1) 43 FF1AR, a5 3
b5 B £ AR 2 11 HSP70 HSP60 %5 1B 1 2 11 2 A 1K
YEHR TR, (i UF 8 1 m A r 8 R e A7
e R AR S 5 Y B R 2 A R,
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QR PR R 32 A e s TR 145 CHSPOO 32 (AR HE e
G AT AR TR AR D R Y B AR
A, (i HSPOO 28 A e 25 W) 1 R BB HE . 268
— 7~ HSP9O 1 il 71 J& #% /K 1% %5 & (gledanamycin ) ,
FOA B RN A 4 — 2ok PR G W T 0 Kt |
5 ISk R, BRI S50 2 | (H 2 R Y I 2
P FITE W A P R A 2 33 1 i s BR ) 1 A E Il
PR N . A HSPOO 410 il 57 B 35 55 3K (re-
taspimycin, IPI-504) 1E7E I R B B B, B b 5 R
259697 NSCLC 1 8 35 WU i PR AR 45, 76 1 ZE A
AT A TSI R g i s T A2 o JE I e 5L
HARE R IRIT I NSCLC (B35 76 ], b 8 R
XLBEATIRIT . BRI & AR N 7% , EGFR B
AR B WA SR 10% , EGFR 78 53 7 f8 3%
(B RN A%, TIAE 3 5] 47 7 18] 25 14 ik 12 98
P4 (anaplastic lymphoma kinase , ALK ) % X 5 HE %)
B, A 2 WG TG, 195 e E BT SE
60, i 85 R B X T AAAE ALK KR DR 3 2 H A s &
PRI 9 A5 1 NSCLC & & MR dT , A1 9R T5 2E 8 2 (9 Il IR
I UERH

8 MASRE

AR X NSCLC GYT 259 J2 AR 95 FEXT
B ) 25 ) B Ao AR v, AR ek 7 00 P B AR
28 A A AR R RAE S A TIRZ T Ik
— AR R TR A R AR 2 A i, RSk
J7 23R KRR ™, NSCLC £ 3 5 H R ok ™ 5 Y
AR R BTAE IEIRYY, AR G 25 R T AN R
N IRITRURM S TR . ARG AIT 2
W SRR YT 259 B R T B A A (I IR
BARABR . S5 AR B ARG S
ORI T 52 e M 4, B R b i — SR ME A
SRR M v B 8 s R B TS F AR 550+
FEAEAE S (AT BE, (4558 ] 25 W) 7 iR I 7 3 B h A7 A
MERZES KK FETF LB 250 TR Bs) 3d  38 3 43
BEARIIGE R R . 7 F ek 48 S I R 19 & 3
245, VRS AT R T RBUR

S 2% S
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