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[ Abstract ]

growth factor receptor tyrosine kinase inhibitors ( EGFR-TKIs) ,

Lung cancer is the cancer with the highest mortality in the world. With the advent of a series of epidermal

some advanced non-small cell lung cancer patients with epi-

dermal growth factor receptor sensitive mutation get better survival benefits. However, drug resistance is still inevitable. This

article reviews the research progress of resistance mechanisms and treatment strategies of the third generation EGFR-TKIs, so

as to provide experience for clinical practice.
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Fo 24 REBE S (40 IPASS | NEJOO2 | OPTI-
MAL . LUX-Lung3 #ll LUX-Lungb %) {#if555— . — %
PR A TR 52 A % 2 TR VK 40 7 5 ( epidermal
growth factor receptor tyrosine kinase inhibitors , EGFR-
TKIs ) B — £G5B A K 732 A& (epidermal
growth factor receptor, EGFR ) £ Ji&% 28 2% I 4 /)N 41 iy
fifidig (non-small cell lung cancer, NSCLC ) [ %5 i 24
Yy, A8 e ZAT5 AS BT g A H o BT 24 [R) R, O
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T7T90M Z878 2 M W0 38 i v U 2 T 58 e 22 ) it 24
GEAR BRI G AR R i DA A B e A IR 5 =
f{ EGFR-TKIs, AURA3 fiJf55* 455 R WA B e
TERIAIT AR TTOOM S8R I F A L TEHE R A A
1 ( progression-free survival , PFS) %} FbAZ 45 & 40 X 25
VEIT N 10.1 4 H vs 4.4 D H, B (overall sur-
vival,08) 4 26.8 I~ H vs 22.5 4~ H, 1 FLURA Il
W R R A R e — LRIR T b i —
X EGFR-TKIs (FHER S JEI% & e ) 1677 7 & e 3
B M EGFR 2745 1 NSCLC, L PFS & 3% % K
(18.9 4~H vs 10.2 /4~H),0S Ny 38.6 1~ A wvs
3.8 N o BARWIFE R Bos i T B A B e i
e, {H fe AT TG AT Sk St o B 24 [ R
UEAER B 1 5% = A EGFR-TKIs % it ¥ £,
A1 : Nazartinib ( EGF816 ), Olmutinib ( HM61713 ) ,
Naquotinib ( ASP8273 ) , Osimertinib ( ¥ 75 % Jg ),
W74002, Roceletinib ¢ {H4 FDA J B % 245 5 &%
B e R HE Y A B A e H WZ4002 Al
Roceletinib J& H A 3EA FE SAb T 24 1FH R
JF 1% EGFR-TKIs , #04% 3 32 2 DU 75 85 Je R 20 = AR
EGFR-TKIs UM 25 Yt 4740 K428 . EGFR-TKIs
AR 2 BILAR 20 52 %, AT S 25§00 JRg R R R P 5 o
PE, KA 432 EGFR AH G HE T 25 Ll : EGFR %€
A5 T790M J /b a ik 2k (EGFR 4714 s EGFR EAH 1
it 245 #1341 . 18] BT 2% FZ %% 1k ( mesenchymal-epithelial
transition, MET) | A &z 4= KK 73244 2 (human ep-
idermal growth factor receptor 2, HER2) ##% RAS %
A8 BRAF G728 | W TR 1ok JUL P2 -3 -5 Il 5 /2% W9t R it 11
k1 25l (phosphatase and tensin homolog,
PTEN) 2% 4T 4 4 g A= K H 532 14 (fibroblast
erowth factor receptor, FGFR) i (i 5% 4 i = i 5%
A& 240 JET 0 5 PR i 2 0 i PR il 5\ Bel -2 A B
11 G2 250 MG HET A (aurora kinase A, AUR-
KA) (305 | Sre 18 B 0S5 8 G &R VAXL B3
AACHERE R AR R BUE R H A B2k 2 (EPH
receptor A2 , EPHA2 ) 38 ik 45, BUAE iR HLHI K&
FASIRIT RS WF S FEAATER R, iR AT
1 EGFR 8 X 4 it 25 41 B 36 57 3R B A 3%
i 5
1.1 EGFREBEXRYZ
1.1.1 C797S £% EGFR %5 20 54 T 797 fif
F By 22 PR e 2 BRI T A 5 SO AR I
PR C797S R4S, PRAPMSLEG 1 ML EE 2 CT97S %8

AR NI EGFR R 40l 2 K W % & T
WZ4002 (5T R AR . BB Ve N —23h
JTIF, CT97S SAF ISR N 7% ALK T MET 3" 3
FREF —RRTR G AL ;T X — 2 fa P R A B Je s
JE BB R TR N B & B CT97S 28 A% B 2R & T i
LA B, H 14% . g & B T790M
I C797S {37 B 7 [A] W) iif 25 8 [7], & 2 3A )7 g 2%
1) 24 T790M 5 C797S A 245 ¥ B 37 T ] —
SERE LI, 55— . = EGFR-TKIs B4 ak i 24 fii
FJGAK , i F AT EAERF 5T A9 45 PO 4% EGFR-TKIs' ™
ATREXTILRAE A R2) 2 TT90M 15 C797S Ay Ju 5K
LR RIS FAS ) A0 3L IR B, % 2F =48 EGFR-TKIs
i 24, 1 %) 565 — . =X EGFR-TKIs Bk 4 fiff F U,
NSCLC /)5 A ( L858 R/ T790M/ C797S Z87F ) WAk
Shszaet ™ @R EATOAS (45 PR AZ H A I3 45 04
TP A AT LA 805 1E EGFR — 34k, {H
S EAIO45 574 22 1 s gr e A FH I &R | Rl I i
P B AR S AT T B — 2P W SR S5 e A, A SC
R A A o B Je (ALK A4 5 ) A L858R/
T790M/ C797S 78 A5 M 1

1.1.2 AZERLRE

1.1.2.1 L1718 &4 L718 ¥ }:Av T EGFR {45
PR ) ATP 285 & 0 i b, i sk ] & A L718Q
L718V WP AL , 5 48 1 7 A= vl DL 3045 (8] 45 44 A%
St R B A R A B e 5 EGFR Ay 4 &, SCHR R
T 0 TU % AR L i o R A fe
WAFEIRIT 13 DA G B L718Q %48, H. EG-
FR/T790M/L7180Q X i TKIs fif 24, {H 24 Sy W A
TRRP L718Q %755 T790M AN [ i Hy B , D 3of BEL 75
B 75 AEER e ARk B e AR X U, 3 A, LT18
FRILGBIE R ZHEOL T IEAFEAE CT97 5872, X
PR L718 2878 L EUK TR 25 WL 7] RE b Sr AP e R o
H AT A SCHikes th L718 5848 7E T790M 5878 1 2K Y
RN, Al AEXT S5 — A% TKIs Mgk .

1.1.2.2 G796 R4 G796 A A1+E G796D/S/R
SRR, iR, Ou 25N I BIF ST S — U A R A
BRIRIGTT T 25 )5 i BL GT96S/R Hif #5748 , I K W
G796 i T WA e 53 N7, 24 L718 5%t ak G796
B et A ) T (3 PP A i 5 L7 2 ) 1
F ATy FRIL RIE B « B K = HHIR” MOAVE F IR, M
T SR 7585 e 5 U i 435 A 3 &5 A R, I 2 33K
M2y, Zheng 25" (UBFFE & BT G796D 2675, h 5%
SRR R E A BN, B R G796
BRI I M B 25 FNER 7 5 JE 1Y A - 3R 1 R A i,
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1.1.2.3 1792 %748  Chen %" By #F 5% B /R
L792F/H/Y 58745 A] 5% 1 B8 7 2% Je R Bh 1 iy A
e, FE T BL7 R e = AR T 250, IR 1792 2848
5 C797S 1y i 25 AL 2 A AHRLAE . T Zhang
2200 U] A g A Sh 4y BIBE ST T LT92H L) K%
G796R 5278 , 25 | /R X Wi FP 5742 5 L858 R/ T790M
VIR Z72 , Joie EAI045 H2ifJE EAI045 574
ZE YA E T BT R (AR A B e 57 %
HPUIHCA T, L792H S48 (R 9 50% A= 4 0 ]
WA AT TG, BRI Z A0, Z 00 SR A2 B sp 2 2 AL
S Z A ) 8 AR 2 MG A IS , (R 5 A 88, 4TS
e B R I A B I PR S Bk 55
1.1.2.4 G724 2845 G724S 245" % A 4E EGFR
PR ATP 255 30 P, 38 1 el 28 28 450 45 3 3K
EGFR-TKIs ifif 24, 45 SCHRFHA ™, Bl 25 Je 75 (R 4
WA T G724S A R R A e ik, Hh
B 12 58 728 1) LA R Wi, 38 75 6T i 245 #1141 - e o
LW IRA B

B T B R 5 W58 A8, VBO2F! | P794S
F795C!2) | L747P) | G719A . S7681'%) | V834L,
C620W H870R P56 L") 4 Huth 4% i, 8 745 45 A %
SCHRARIA -
1.2 T790M &/ s} ik 5k

Le 2 B oe R BL T T7T90M {2k 5 44 B4 (55
B 25ALE AN R o 24 58 AR B B, T 25 B 3
BRI R AR EGFR A 38 [H 5 117 75 28 78 O/ B 1055 191
o T 25 ) 32 B F B O EGFR = 4 2845 uY 52 5 (5
SIS . Niederst 257 #2124 T790M 275 i 2k
i, 25— X EGFR-TKIs n] G4 58 & #9750 1M
Oxnard 25 AN T790M Ze74% ol 2k A 7 ok 25 -
YO 55 —48% EGFR-TKIs 8%, 11 I G J2& 58 S+ PR 1 25
KA AR IS, T3 58, 848 i 25 ) 8] 5 i
HLIR AR DG . RO 25 A1 5 T790M k25 A5 ¢,
T 25 5 EGFR =958 47 3¢, WF5E48 i T7T90M
SIS AE B A . 24 T790M 58 A8 il %
HAEA HAREAZ B, 40 i 35 25 ) Pl e & —FIR T
T
1.3 EGFR ¥t

EGFR ¥ ¥ HLHI 5 T T 24 J§ EGFR-ex19del 4§
PP DL ok, i A7 EGFR B A= R 8545 5 [
P Kim 5% AT 9¢ & BUIE A B e AT e
P42 EGF mRNA (338340 8 %, i HAE

H1975 4iigh ECF Fik /K29 g 1A A fr) 4. 5
B, A AR JE P R 250k . B 2 AR R R IR
TAREAEIRY T IIE) HAEE A, ol S 25460 EGF
AL, LA St 1 A HH B 25 1 IR BT 7

3

2 EGFR JFEHH XM 29 ML 6 5238 Fr 3R R ot
Rtk
2.1 MET#1 HER 2 §-1&

Papadimitrakopoulou 2l 4E 2018 4F % 2 1 SCik
Hhdg il MET §7 152 BB JE —2iR)7 e 48 — i
WL 25HLH, &7 b 19% , HER2 934 5 1 5% ;1
7F FLAURA #F5¢"* o ,MET F1 HER2 #3843 5] /5 iif
LRI 15% 2% o ARNARSEI B 7R se 2 e | ith
ZIRAHT T-DM1 B2 S WA e BaR)e 5
MET #4537 PF02341066 B SGX523 Bk & ; K&
FHBAT RS R R B fd A E— i B B MET 4
BEARL . S35 2019 4EAE AACR AE2s B TD
391 TATTON 55 19 2 AW 5 BA S 1 v 11 45 1 |
N BER R B G IR AR Je 7R 445 =X EGFR-TKIs
A7 0 MET 4R EGFR 4¢3 NSCLC 1 1
SR TR (R MR A BT IMIR  8. EE X
IG5 2219 11 ) SAVANNAH i JR BF 58 1 75 i
Fro BRIl 22 2k B PTEAT HER2 2878 1)
Jiti s KBS RSO R, EL B 32 2 JR B 5 P 22 B ]
SEZE HER2 45 309 i o
2.2 RAS =TT BRAF =%

RAS/RAF/MEK/ERK & EGFR B % [ T Jif i
Pz HOR A 5878 B WG 10T L) 2 EGFR-
TKIs iiif 25, Eberlein 2‘?[35: X B 75 B Je i 25 19 PCY
Hl/ 5 NCI-H1975 2 )i 2 47 e 25 Bl A, % 30
MBS AIE RAS 3 #5988 55 K [F] 549 ( neuroblasto-
ma RAS viral oncogene homolog, NRAS) E63K 58 7% ,
By AR B NRAS K RS 4 98 9 7598 25 ) (Kirsten rat
Aarcoma viral oncogene homolog, KRAS) $£ 1 % 11 3¢
s [F)i & LR AR JE 5 selumetinib (MEK 451 )
WG {6l Y AT DA SEE 22 5 B Ak T 245 % 1Y) % 4= . FLAURA
WF5E" v @ 7R BRAF 2875 (% fiit 25 HL 1 1 3% . BF
S0 K BLR A B R 2 )5, BRAF V60OE il 5
Enorafenib (LGX818) L J. 4 5 Je B & fif AT mT 410 il
T} 245 240 B F4 4 P4 T 1L, 15, LGX818 2yl 2% .
2.3 PIK3CA 323 PTEN fi%k

AURA F1 FLAURA #2832 §IF3E PIK3CA 58745
ARSI 25 LT 22—, & A BT 24 28 748 K3
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£14% . E545K | E453K . E542K  R88() . N345K . E418K
1 HI047R, Hop DL E545K e BAREM: , R AMHE N
49 802023381 PIK3CA €48 ] 5 HER2 \MET L
K EGFR 855875 [l it B, {5 24 [R] B 77 A2 i) 28 1
PFS 4%, R 22 Bl f5 I 2 . PTEN JEH AT LA i)
JA$ PI3K/AKT {5553 [, 4 H ) B 3t 2k iof ] i o
#m PIP-3 [ W fR BENLEZ-(3,4,5)- =8 MR |, T3
AKT 3 BB | e P AR T 21, To 256 iy 3236
LR B K B - AL Y Bl A 3G BE P BT ARy
(PPAR ) 3#2h 7 a] DL 3% Jin PTEN [) 3¢ 3k 3F 41 1
AKT {30 (1755 PTEN SR (240 3 Wi, AT X+
e e MRPE LA ST, D PPARy #4505 m]
DA /D55 =A% EGER-TKI i 25 /9 & A= o

2.4 FGFR{zEi@%

Kim 252 3of 8 75 5 J Tt 245 114 H 3 g 20 4 3ok
PRI, LA 3 R Y FGFR1 3 18 FHmt: il 2T 24 20
A & A T (fibroblast growth factor, FGF2) mRNA
(IR BN 5 [RIRE 78 2 57 A9 AH B () HCC4006AR1-2
YA (T47 ~T749 SILFR B FLXT B 755 Je T 245 2 1)
NSCLC 4fififd) H, t1, % 3 FGFR1 1 FGF2mRNA ik
IRV F AN ; BLAb , 3 B2 i FR 30 HE Xk B
FGFR1 #1517 (PD173074 1 BGJ398) [k, 4%
1M, FGF2 [ #h 7857 7 EGFR 2845 (1) NSCLC 4 fifg
W%t A8 Je B it 25k
2.5 HpRBEEAREBTREARERE
2.5.1 kA4 Lee %5 21 il EG-
FR 5745 BUli g v e URF & 25 A0 1) 4 983, FE X
AR [R) A [ g R A e 2 2R A T 0, 45 SR R
HHAE X I B 21 B 988 3% A ( retinoblastomal , RB1 ) Al
P53 584 I 55 /0N A0 I At g 1) B A 56, I AE T
R LRI LA Ak ok, H IR 8211 Bm RNA S8
RA AL Z BRERA S 70 /NN 55 A6 2 3P R
AL o Ham 25 PRy (4538 o W3 40 AR 08 | L 755
JEIRYT I il B i A kg /0N 200 e i 3 1 L M R L 7
S RATIA T A RENMTRIT S, I B B 46/
ELEE DRI 7 J 7R 3K 1 44 BB I B RBL () &
Ko X—EMGZATME5IE A, 3R RATH 2t
— B BIF 5% oK T 4y B A7 L RO 25 MLl Roca
SR RCT W R R 24 EGFR-TKIs Y477 5 H 3
it 58988 L A 91, 43 BT S 7 5 i 858 96 22 9 1 o 7
WK 115 A H e Wi fa A 2B A0 3.5
NH o B MARAIRIT AL A S0 0E .
2.5.2 k& 18 Ji 48 ke %5 4L (epithelial mesenchymal
transition, EMT) EMT 28 292 0E 2% EGFR-

TKIs T 258U 2 — , 7 F = 1 £ 28 T 7 40 %
225 1 E-cadherin %5 {1 o /b 5031 45 | 18] 5 bR 30 9 %
TR S ME N, EMT {45 TKIs fif 24 i 4L K 2
L) e TR B 5 Bk TGF-B . 20 i IR 1~ 4%
IS EMT 200 30 2 52) 15538 B 5 EMT ¢
NS B 2, 40 SRC A5 5 3 % . Notch {5 53 [ |
Hedgehog {553 #% . Hippo 55 #% . IGFIR {5 5if
B%AE53) W Is AL I EMT 320t 24, 4. DNA H
HAb HE A BFE1B10% . Weng &1 BT 57 % B
JMF3086 ( ZH & 1 i £ It Ak Bl A 3-8 3E-3-H 3 i —
P ARt A IS i it SO 410 i) 590 ) FT DA 3 B EMT R &2
AR e R o BEAh, — SR AR RE T, 40 s A
T PO ARFEIA T AR i R [H) 72 5T 2R 78 1) 4t
U
2.6 HERAHERMNTRIET RIEMRER

AURA3 fil FLAURA BF5 44 € % W] 40 i J] 190 3
DAL Ay el A 2 TR JE T 24 AL o o i — b, LR AR Y
YRy Bk 11% 12% , 43, 3% CCND1/2 , CCNE1 ,
CDK4/6 §3 % CDKN2A (i 5. #F58 BoR
> 44 i S SO A PR e AR s, PFS B, X Bk 4.4 4 H
vs 18.8 1~ H o
2.7 HEEEREREBTREMRER

AURA3 [FLAURA HF5¢ 3¢ B 800 5 F @l 6 7T Rg
JE AR AR ) A SR A i 25 WL, 40 50k« FG-
FR3-TACC3 3 [A i & . NTRKI-TPM3 3 [A fill & .
RET-ERC1 2 [H il & . SPTBN1-ALK A il 4.
HMNEL 4 B B0 L R LA O A 35T CeDCs-
RET. NCOA4-RET. TRIM24-RET. GOPC-ROSI .
AGAP3-BRAF . ARMC10-BRAF . DOCK4-BRAF _ Eps15-
BRAF .GHR-BRAF . AGK-BRAF . ESYT2-BRAF _SALL2-
BRAF PLEKHA7-ALK . EMIA-ALK . EGFR-FGFRI %,
Piotrowska 25" (B 5% B R 75 %k J8 5 BLU-667
(Ret 1] 550 ) B & ff 1 7T DAAE — 8 #2 b e Ik
CCDC6-RET iAKWy i 242 Offifin 2517 45
M EMLA-ALK JE R Rl 45 ), B8 75 8 e 5 v e
JE WA B F AT DAREZR 9533 1 0 e
2.8 BIMBRKRSEMRIEIT REMRIHE

Bel-2 REZE 11 fRi#K BIM, J& Bel-2 B 5
B —F . BF9E R BAR R 5 K7 (19 BIM 1] i 28 48 1)
i 98 20 BL R A X EGFR-TKIs (UM , 17 BIM &
Bk ZSEN AT S HEOR A BRI 2. HFRE Y
PC-O 4 fifs Z O ik 5% 41 88 11 2% & 1k Ak It 410 1] 751 -
vorinostat 55 BL75 5 JE I A fifi I nT AR T BT 25 B
il o H AT IEFE T J& Z B Bel-2 /N #0571 19 oF
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%%, 407 . ABT-199 ( venotclax ) . ABT-737 . ABT-263
(navitoclax)
2.9 AURKA By#iE & RIS Rt R
WG — 2 22 IR/ 5 AR L Je 45
) 0 A J S Y B L, T3 A BLC SRR
H AURKA ] fig i DNA 852 AT/ M AL K
TS SR 1) & A e gk g . AURKA W] DLUg L 1 i
JEMIIE SR S 2K DI E E 2 ( Xenopus kinesin-like
protein 2, XKLP2) [ # [a] £ [ ( targeting protein for
XKLP2,TPX2) {1933 F ik % 15, 3 — 2 5 2 EGFR-
TKIs 1§ 25, Shah % 1y B 5486 th, i R P oh,
AURKA 1) 75 5 B 75 45 JE Wk f FH X ] A5 32 4
JRLJR T, PRI AR A PR T 25 20 M Y 2R, i — 2P
IPRFR R, 55 T 24 A ROPL ) 7T BB by SR A5 1 T
2240 i A R A AL AR A4 T LB Y EGFR %%
B3| EGFR Fl AURKA, j 1fif 5 #6 8 EGFR (1% )1 il
X— KRB R TPX2 51 7] LLE N EGFR-TKIs F
AURKA | FIBEA 107 EGFR 58748 84 fili i 978 £ &
IR A bR S
2.10 Src BEHESBERRIATT RBMRIRE
Ichihara 25" Ff] PC-9/BRel 40 & #E4TRF 5%,
BERIW] , Sre RS (SFK) JE A i YEST A9
B P EUR AR R T 251 s B R I IE] ] SFK/
FAK #1 EGFR 7] §&—FlA RTHYT EGFR 2872 i
TR o TET R EAERIRYT I A R, BRA& e
IR VPR JE IR A IR LRI ] iR A K 5 T d A
BH o Seguin 257 LB A E avp3 Al IE K
B % -kras 5 Y) 32 EGFR-TKIs iy 2}y, {H H Fi# &
RSB PAES S
2.11  AXL By3E RIGTT R Rt R
AXL 2 — Tl 52 1A% R N , BIF 5 R I AL 1Y
AXL 5 EGFR \HER3 7Ei%5 5 758 JE i 2 1 J7 i £
FEAHOGHE . 7€ EGFR 2875 NSLCL 41 i, i i 3%
I AXL-AKT ffi, & 8 SPRY4 fifi 15 X} 82 758 Jé 7= 2k
i 254 , E ik — 3 % (4 B DO ML o N T A . (ELAF
g8 RIS AXL A5 5 BA B Je AR IR YT 1) 1 i
32 W Bk 5 {6l A 3 o e 98 40 g X EGFR-TKIs 11
TR, AT Bl e e R/ NI S S AR 1 A= 1 o
2.12 FHHEEENNERGT REHARER
TESREIE A E Warburg R0, RIVR 22 B0 4 25
BRI N R A B o SR, H T2 R BN R
SiE 200 L e P P A AN AL S — R ATP 7 A
SMRESERBILT , T2 R AT 5 T 200 it J80 0 BT A0 5 Y 4%
o BFFEERB, AR 8 T LA R0 il fe an g v

FIRDRRE PR A , SR TT 244 P 40 L o DL 5 e = A i 2 I
| 2338 33 SE AL B R 1L ( oxidative phosphorylation , Ox-
Phos ) IR A= AR BCAE &, I 40 i % OxPhos 4111 il 7] 1Y)
FURPESE I, PR SR S2 3052, OxPhos 114l 7 5
BT SR IR e P AT DA SE % B o T 2 1 1) A
(EFE— 25 A AR P S 56 U 4 2K DI, X i s iR Rl B
i AT RETE X — i R R
2.13 EPHA2 3 RiZEHHEEEHINERIBTT
RERTARER

EPHA2 J& T % 1A % Z IR 18 Jit ( receptor tyrosine
kinase, RTK) "z R Y55, EPH RTK 5 T (A 45
BJ5, BB WS Z MR U 15 5 0l B%, £ 55 RAS/
MAPK ,PI3K/AKT %1 RHO/RAC, EPHA2 7£ EGFR
FEAE T il P ik, IR AE EGFR-TKIs Az g A4
it 2% 1) EGFRL858R + T790M %% A5 7l 4 fify v i — 2
P, AT R 9 2R 1 . EPHA2 f /N340
il 77 ALW- 11 -41-27 BEfE A R4 R AT 58 7 25 JE Tiif 245 40
AR A X —S08 ™ SRR EPHA2 1] BE R
“hy TKI TR 24 I8 (4 RUR YT HE o

3 B %

% =X EGFR-TKIs i} 25 WL & A Fr i 5, (5
DA AE AR RIS 24 1), A7F 5 3 A ik 24 B il
PG AL R A BT 2557 0 BRAR H RITBE X 25 i
LB A i R % e PR AR 5C 25 M3 F 5, {EL IR G AL
IR ANTEAE , R EURH I 25 )5 N — P riar
W JOAREDT 56 o PRLBE SR SN B FH 25 I L L <5
P 22 AP A T 2 BIL AT AR A g 1= 2 f) SR 2
FEI7 1), LAY B i i S ke 5 BRI G
J7 M

fEEAER: A 2 3 6 5 X T A RE 0 it
XS B R AT AR B 4 R B9 P
Fob B AR T BB A A R AL R, T
BRHE,

SRT G A AT 5 05 R B o o
B 4 (ONKI) 301 3% K 38 5 kA 1 5 4 o
$ATHBA

T 2 R T4 X R B A, A5 TR E
.
RUSIRTE: 4 1 420 78 2 Bt
ML K A E G A H A F T
XA H L
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