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[ Abstract] The rapid development of targeted therapy has made a revolutionary breakthrough in the treat-
ment of non-small cell lung cancer (NSCLC). Compared with radiotherapy and chemotherapy, targeted therapy
can significantly increase the five-year survival rate and improve the prognosis of NSCLC patients. In addition to
the common epidermal growth factor receptor (EGFR) mutation genes, there are many rare targets for targeted
therapy in Chinese lung cancer population, such as anaplastic lymphoma kinase (ALK) , mesenchymal to epithe-
lial transition factor (MET) , human epidermal growth factor receptor 2 (HER2) , etc. In recent years, newly de-
veloped medicines for these rare targets have been continuously updated and entered clinical use one after another
and have achieved amazing effects. This paper reviews and summarizes the latest research progress of targeted
therapy targeting ALK, MET and HER2, in order to provide a reference for the clinical treatment of NSCLC.
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it A A BRIEEAE AR SCIE Ty EER I 2 —, FRIE
BRI BT £ 78.7 JT, AET-Z163.1 1Y, AR/l
MfififE (non-small cell lung cancer, NSCLC) J&fifif )
TR, TSR AR R R, B PSR
%, WHoTiR, JREWe I NSCLC B [ 5 R4 Ry
H915%, THEH NSCLC {2 5%, UL4Ek, LR
FPHORBUS A P S, 5 2 1 X ) 722 1 b E28 90
fi (anaplastic lymphoma kinase, ALK) . [B] i3 1k
[A-F (mesenchymal to epithelial transition factor, MET) .
ANF A K F 34K 2 (human epidermal growth factor
receptor 2, HER2) 5558748 B 55 T f A& 1) 88 ) 38
SPEPIIAS T 4 NIE FAYITAL, i NSCLC ik 1
g RSO L ALK, MET, HER2 S #8582 ] 36y
JT NSCLC Ry sl REF AT

1 $XEEEHERABEBERRTNER

BT

ALK 5z s Wi i HH R B I AE 4 (echinoderm
microtubule-associated protein-like 4, EML4 ) @ &
(ALK EHE) C#EsE & NSCLC M BUR I3 K+,
EMLA-ALK il &5 £ N Fk R EUR Rl & S H 0 305
ALK %2R T D RE S R (5 5l i, £ 4% Ras/
22 4 R L E A ( mitogen-activated protein
kinase, MAPK) . 08Bt LEE- 3 B0 ( phosphatidyli-
nositol 3-kinase, PI3K) /&FEH I B ( protein kinase
B, Akt). Janus B{/f (Janus-activated kinase, JAK) /

5o T S SR BTG T (singal transducers and acti-
vators of transcriprion, STAT) , {E k40 s 58 . 4k
A A A g T FR B g LB T EML4-ALK
AR BHTE R R 5. 1%, EREAERKEFZIE (ep-
idermal growth factor receptor, EGFR) FI Kirsten J i
TRIJRE i 70 JE R R JR Y ( Kirsten rat sarcoma viral on-
cogene homolog, KRAS) 372k BF A= AU %) fili figt Jea A B v
B0 30% ~ 4298 BF R EMLA-ALK fill 4 35 D BH 44
) ALK fRI 254 3 247 R (alectinib) | %
e (ceritinib) . i FfthiE ( brigatinib ) | FHRE R
(lorlatinib) ,

1.1 alectinib

alectinib 7] BHLIT ALK [ 35 P4 17 & 5T MR /B H
BRTEMT SR W], iR R B AIE TR 2 R He 7%,
alectinib X} ALK # HBH T NSCLC B # (45 & ik
MEMBE) YWEARERAEFIRIET . 2020 43
[ I R IR 242> (American Society of Clinical Oncology

ASCO) 3B T ALEX WF 52 i S A %o 3t
AT 303 B ) ALK FHE FH P NSCLC B, %
1= 1REHLAS 20 343 94 % alectinib (600 mgx2 K/d,
n=152) B crizotinib (250 mgx2 ¥K/d, n=151) i
J7 . BLRT ALEX 58 87, M crizotinib, ALK HEHE
FHPERY NSCLC /3% (HE AR 22 &)
alectinib A J7 BE ff H: JC #F B A= 77 3] ( progression-free
survival, PFS) i IE R L0 . PG R BN, alec-
tinib 41 I crizotinib 41 v {3 Fifi 15 B[R] 43 531 hy 48.2.,
23.3 1A, crizotinib AH N EATFH (median overall
survival, mOS) K 57.4 ™H, 5 FAEAFFR N 45.5%),
F AN 28 i FE 22 B [A] ( median duration of response,
mDOR) 4 10.8 1 H ; alectinib 1 mOS FHaA5 A hi i
(Bt e i, Fom A kB g K iy ARt ) | 5
R AER N 62.5% (HR=0.67, 95% CI. 0.46 ~
0.98, P=0.0376), mDOR ~28.1 1 H (HR=0.45,
95% Cl: 0.47~0.68, P=0.035), 7FHLAETE i
BryEE R, alectinib ZLFET- XU L crizotinib 21 P& AR
42% (HR=0.58, 95% CI. 0.34~1.00); K2k TCHk
MR EBRE Y, alectinib ZHAE T K F crizotinib 4[4
i 24% (HR=0.76, 95% CI: 0.45~1.26), 44tk
JE, BT S HARFM (adverse event, AE)
B, 3~4 G AE KA FAE crizotinib 4 H H (32.0%
1 56.7%) ., &7~ alectinib B FTE F AKX 4 cr-
izotinib A7 J5 B M e Bt 24 (1 g 300/ 55 RS 1 ALK
HEBHYE A NSCLC 5%, XTI R E IR A%, HA
ARENZ e, CHETRE —BUETENIRIT A
ALK JEPH 2848 NSCLC M 259, HHi, ALEX #f
FEIW alectinib ZH A HE mOS 46 A% Jy 37%, M
PORF, mOS RA FIREREIT 10 4F, BWRE ALK HHE
PR NSCLC [ I RB I 5 Mg 2L 47, s ALEX
W95 SEEHR SR .
1.2 ceritinib

ceritinib J& T4 4t ALK 145 , J& crizotinib VEl
IP IR NSO B 245 5 ik B2 2 —, EE D
IR O E, BRAEMFIE KRB, ceritinib — ZIR T
ALK T HEBHPE I ) NSCLC HA 8y s,  ELXF
R IR B Y 2020 4F 5 28 H, T
EZ 25 B4 5 ( National Medical Products Ad-
ministration, NMPA) 1EZUHEHE ceritinib HL24 I F ALK
HHEBH M 1 J5 350 W 197 55 % 7% 1 NSCLC 3 1 — £
7. ASCEND-4 BF5E £ W], M TH MALST, 457
ALK SEHEPH P 8] NSCLC 835 ceritinib (750 mg, %%
HEMRH) —£&3A97, mPFS BEHERK (16.6 A 8.1
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ANH, HR=0.55, 95% CI. 0.42~0.73, P<0.001)!"'
f£ ASCEND-4 WFFT 038R I, BFGEEIT I T ML, JF
HehR%s B 1 8] ASCEND- 8 A 5%, B £ PP Al ceritinib
450 mg Fifi’E il 5 750 mg Z5 IR YT ALK S HEH
PEMI NSCLC I9T7 30 I e a1 25 W3 g 24 4%
RN, MXTTF 750 mg 25 fE 4L, 450 mg BEA 4 H
PR I 2 Wk Bt () 48 T A (AUC, ,,,) H5m
4.0% , B R 25 e ( maximum concentration C,..)
P 3%, AL AH X R R W B E = (100% b
83.7%) . IBEVIIIE] 14.3 N H , Zphsr PR ZE 5
254 450 mg BEZE L mPFS AR5 H], 750 mg 25 16
2H mPFS 2 12.2 N H , %I, ceritinib 450 mg
BER A IETE KRl 47.7%, B> 45.5%, WX it
22.7%, W&¥G 22.7%, ceritinib 750 mg =5 [ 41 I 15
64. 4% , Mil> 62.2%, "Rt 42.2% , HEHE 31. 1%, 2
7 ceritinib 450 mg % Ik H]— 21697 ALK 324 FH 7
M) NSCLC BABFITa, HR ML,
1.3 brigatinib

brigatinib IRJE T A% ALK #3150, 32 B4 X}
ALK 4% it 25975 | B crizotinib i 25 5 80 ALK —¥K
2% ) NSCLC, H: X F1174C. L1196M. SI206R
E1210K, F1245C A}z G1269S 78 75 ¥4 B ff 14 317 1
YEFH, fAXF L1198F . S1206C/Y JR &2y, REAEWFIY
8t brigatinib FI FIRY7 crizotinib ¥EIRPE NSCLC &
FIARAFECAF 9 PFS,  FLGF i P o kL A 4 o) 6 R 45
F10T 2020 4F ASCO 238 T %25 % ALK 503497
Jer ik I ALK S HE P M 0 NSCLC #7240 11139
BRI A BT 12.4 A~ H, BEAE alectinib 35
JPJE (WA T crizotinib 697 $1)  #E JE (Y 1 1
NSCLC /& (n=47) NH] brigatinib 577 19 % WL 2% it
#  (objective response rate, ORR) 4 30%, P+l
& (disease control rate, DCR) 4 79% , mDOR } 6. 1
AH, mPFS 7.3 4 H 5 Hb 8 0l 5 5 4% 1 &
Frh, SN ORR N 25%, DCR N 88%, [#iN mPFS
HiEF|, #IR brigatinib 1] ] F alectinib % crizotinib
fif 25 NSCLC 697, HEAEIF 173,
1.4 lorlatinib

lorlatinib J& 7585 =X ALK #4157, #FFE LM lor-
latinib FJ T B 2z IR I 0 161 036 77 S8 A Y ALK
FHEPHE/ROST 225 () NSCLC 1897, H W %E 7% i
FOR HA By 85 2020 4E ASCO A T —
PEAR lorlatinib XF ALK i 2 2 39 Bl 00 4 59036 97 I A0
PR PN R B NSCLC BB (n=22) Jrakny T
WESEEER . BN ORR 7 59% , DCR ik 95%; A7
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1 AR 5 P4 G 3 Je 2B AE 56 0R 81% . I\ B A Ok
%, lorlatinib JA¥7 k%% % NSCLC B9J7 R &, ASCO
INAAG T — Wk 3 B s e B ss, B 6 3F i
lorlatinib {97 NSCLC M¥7 3K, ZWFR LA ALK &
HEPHPE o 143 1) (71.5%), ROS1 %75 fHAE 57 4]
(28.5%), ZHBFMAEHEZ L crizotinib . fLIT7 | Fili
PR B HAB AR 73R 97, lorlatinib 2 =2 2 2R
J7. SR, PRI E 22,1 4~ H B ALK S HE
FHME 522 B9 ORR N 46.2%, DCR N 86.2%, mDOR
8.3, mPFS H 11.8 M, mOS #AkF;, H
TGRS 1Y ORR 4 41. 7%, ROS1 S8 B i
) ORR N 47.1%, DCR & 88.2%, mDOR & 5.7 4~
A, mPFS A 7.6 A, mOS K 20.9 4, Hrpgss
e E K ORR N 37.7% ., lorlatinib 1677 0 18] ik 5% #%
HERERY B E ALK SEHEBH T 24 4] (34%), ROSI
SARIAME 8 6] (23%) ., AVETH, FIRITAHICH
1~2 9% AE " iR UL 2 8 IR B I (61% ) . &
Hil = EE M AE (43%) . KM (7%) FOA %0 B 65
(6%) , ZAFFEHER lorlatinib AU ALK T HE BH 1 i
Ry NSCLC A BFyTaL, 87T HI T ROST %72 fH%
%% # NSCLC BIIAIT .

2 HMERREENEFERERTREM

BT

MET S — Foft 4t fih s 2 1R 18 NG 1) i i PR 32 Ak, G
FEH 578 v F 3 MET/JIF 240 it 4= < I+ (hepatocyte
growth factor, HGF) {5 Tl kN, S5 1 M40
MLRIGTE | G | IRFEAEER . BRTEMFSERY], MET
GBS PR — i R M B SR B 2878, IR A PR A m)
RITI 2P — IR Eh %>, NSCLC ' ¢-MET 11y
RAPAAE R P AeE R R, IR
/R ONSCLC B % MET exonl4 BEERZE 2524 15 3% ~
4%, PR N 1% ~5%, BHET, FXF MET 5878
MZ5%, RS JE (capmatinib) | sym015, IKF|E:
J& (savolitinib) . FIHE R ( tepotinib) 1= NSCLC 1Y
TRIT PR TR
2.1 capmatinib

capmatinib &/ MET #0050, 38 £ 91 ] g
AR RN JRE 1 T U A 5l B R AR AR . BRAERF ST
FW] capmatinib A Y7 MET %E K %€ 7% NSCLC H# 1Y
ORR ] ik 47%, H % 4 B %%/, GEOMETRY
mono- 1 Z—IZ by AEREML, FFHbRZE . ZBAF
f IR PRI EG , AR MET 8782880 | VAT B BL 2%
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WK, AHBREHSEE T ARSI 1
2020 FEFEIE XS4 S  ( American Association
for Cancer Research, AACR) I, GEOMETRY mono- 1
MROAM TS 4 (L8, n=69) FPEAFI 5b
(BIIGRL, n=28) MYBFFEEE > . BABI 4 FIBASI 5b
AR HE N MET exonld BRERE A (A% [E MET
PR/ D %) MB/IVE NSCLC B, H
oS R KR . 13. 4% SOOI EE R, EE T
FY 5N H L ORR, W2 0 58 4 & 2 5 DOR,
PFS, 0S &%, ik viita] 10.2 4~ H, 69 ik
R E ) ORR M 40.6%, DOR 4 9.72 1~ H, DCR
}78.3%, mPFS Jy5.42 4 H; 28 HIRIAHIEE Y
ORR } 67.9%, DOR J 11.14 4 A, DCR N
96.4%, mPFS ) 9.69 1~ H . S5RI7FAH LM AE 2
R B KM (64.7%) . &L (35.3%) . W% 57
(29.4%) . JEIFEPIH (26.5%) . "Rt (26.5%) "),
J#F GEOMETRY mono- 1 FIWFFE 455, EEE M2
B (Food and Drug Administration, FDA) &
ILHE capmatinib 1] TR Y7 MET exonl4 BER %8 72 Y I
] NSCLC 3%,
2.2 sym015

symO15 J& 41 XF MET 9 A\ U AL i fhk, 7T i fifi
MET P i &G AR . BEAEDFSE R sym015 A
A BT NSCLC MR E T, HBA R4F 09t 2
PR 2020 4F ASCO AR IH T I PR AE 725 Bt T AR 7
NSCLC J73 b 22 4 v iy T 301G R R e 45 5280 % f
FEILAA 20 4] MET JEH 5% 19 NSCLC B4, i
MET exonl4 BEERZEAE 12§, MET ZEEP 1 (MET %
PFE DL B> 5 8 MET/7 5 e (o iRk 35 22 ki %0>2.2) 8
il symO15 74 18 mg/kg 45 1 WS 1 K, 25
H12 mg/kgtE 2 ] 1R, HABEDTIE 7.2 A,
%M (partial response, PR) 5 ff] (ORR=25%),
FasE (stable disease, SD) 11 ] (DCR=80%), ¥k
R (progressive disease, PD) 2 ], YR TG PEM
26, 10 Bl K FEZ it MET #U5E 97 % H, ORR
5 50% , DCR 4 100%, mPFS N 6.5 H ., 10 fi4
MET # ) 3697 52 1y /35, DCR 2 60%, mPFS 2
5.4, mOS #ARKE, ZarEIrm, TR E
EIET B, AR KR K 42.2%, Hh=3 %k
AN 13.3%, FeH UL AE 2955 (13.3%) FIJE
Bl (11 1%) . VL E#FFEEM, sym015 FTIRIT
MET %875 (i fZ 7308 i 80, AE AT $5, WifE &
O s R 0 DA ST

2.3 savolitinib

savolitinib & — 5 B /N T 3B B c-Met #1171
R, sz W, savolitinib HAT B¢ 4 A 471 i 33 1%
P IEIRESE R savolitinib BEA A (os-
imertinib) XF MET 28788 EGFR 1 202 18 Bt 10 il 570 3
7O NSCLC (8 3 A 5 4 (4 b e g 4 FH Y
NCT02897479 J& — il Z Hh.ts . Z BA B o 11 09 F
Y, BAE VR4S savolitinib 7E A AT Y 5 5 5 B 1k
NSCLC "7 8k, % 4k B 25K 8 24 88 . 2020
4, ASCO i T NCT02897479 BFFE 45 5. # % 2019
410 A 31 H, bk MET exonl4 Bk EK 2875 BHM:
& 874, Horr 70 Bl 52 savolitinib JAYT, HALAE %
H68.7 %, 92.9% A IV, 60.0% h&iHMBH,
24. 3% G IR, SR BRZERN B (57.1%) | i
IR (35.7%)  HAth (7.2%) ., TE2H 3Pk
(n=70) 1, ORR } 42.9%, mPFS N 6.8 ™A (H
B 50.0%) , mOS K 14.0 N H (BN 45.7%) .
AR 5 2 28 Y 1) S0 2 43 A v, o SIS R Oy HC At 1Yy
NSCLC # %% ORR & 48.8% (95% CI. 32.9% ~
64.9%), DCR H 95.1% (95% CI: 83.5% ~99.4%) ,
DOR 4 9.6 ™H (KikF]), mPFS 9.7 MH, fH
PREER R, HAR A NSCLC B & T, &3R8
BEMEER R (66.7%, 30/45), Wil LRk
31% (14/45), savolitinib 78 & B H o] WLAY YT 5%, 9%
BRI Ay il A9 B9 4 20 )R F H, ORR N 50%
(95% CI: 27.2%~72.8%), DCR 4 90% (95% CI.
68.3% ~98.8%), mPFS 2 5.5 /1~ H, DOR i & ik
B, FEXS PR/ ZIR BB E W Hr b, HiE ORR M
54.2% (95% CI: 32.8% ~74.5%), DCR } 95.8%
(95% CI: 78.9%~99.9%), DOR } 6.8 ™ H (95%
Cl: 3.8%~NR); JG#&I" ORR 4 46.0% (95% CI;
29.5%~63.1%) , DCR $991.9% (95% CI: 78.1% ~
98.3%), DOR MiAMA, MAHTHIT¥ER, &
HRIEPIA R B E 1) ORR, DCR BOMHHIL, Wl AR
o TH09A 8 il 50% (13/28) Sy fili A 988 K 9
4506 T mPFS (£ 5.6 ™H), MR EE PR
AR LU RN AR (29%, 12/42), HIEZ TALIY
/B /AR RIS LR IRYT IR &R AL 1) mPFS Gk
13.8 ™M H AT, S W AE &40 E K b
(54.3%) . Bol> (44.3%) . 2% 6 B/ 7 o i il
FHE (% 37.1%) ., WRuk (24.3%) FEE (A L AE
(22.9%), =3 % AE KRB 41. 4%, SFEIELK
AE KRN 14.3%, UL EWIFEFEWY, savolitinib 764
AP BRI A NSCLC Hr iy &l AR L8 ek ml 4%
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It HXF Tl R R RS AN R B T ARG A ROR

eAh, & EE A A E KA MET 0§l 5
savolitinib 7E MET exon 14 Bk#K 278 NSCLC B &
ARSI EN:, HAE 28 1~24, A AE
SETHWIRTT KA RBAL (14%), #on BA R
FRTE 32 P 0 A SE K Bl U ] o — A5 %R sa-
volitinib 7E MET exon 14 Bk K Z€ 48 NSCLC £ # 1)
JTRL,
2.4 tepotinib

tepotinib J&— L FENE/NI3F MET #efl50], 7EkE
S AN T I R0 vh ¥4 /s PR v 1k . B A
W5 FRW], tepotinib B G 7 AL JEXT MET & 1 Rk
5, EGFR 2878 NSCLC 3 M4t i /8 F 2 fif 52 ¢ 2
RLAF . VISION #F 58 & — T EA tepotinib 677 A £
MET #L[5] 4 57 . MET exonl4 Bk K %€ 25 Y I B/ IV 14
NSCLC £ 5 7 & 4 4k 0 g I 3091 K 3
K4 2020 4F ASCO 38 T VISION f4 1 B 53 %
. ABE T 3% KWVNER, 57% AR 99
L 20 A SR A TG A FH M, AR ARG Y (43 )
DL 256 (56 ), 4K ORR K 46.5%, DOR ik
1.1, DCR } 65.7%, mPFS J3 8.5 ), Wik
TR ZHEUEKS MET exon 14 BRER 275 B 5 % 97
TG PE 22 5, ORR 439l k 48.5% . 50%, DOR
49.9. 15.7 1A, DCR 43N 65.2% . 68.3%, It
W, ASCO KZ3FRAGE T VISION#FFE MET exon 14
BRIBSTE BRI A 45 . 51 B, LG5 b
J8 DNA ( circulating tumor DNA, ctDNA) 6 A B
MET exon 14 BKBRZEAE I BRE I 67% (34/51), M
o 24 BTKFAAR AR MR, 30 BliABIRTER, w4tk
[fil, tepotinib 5 capmatinib 251, ZRAI 5[ 3 DL I
BT BCPERTRR (3.8%), 3 M UL L AE KA RNy
27.6% , VIRIFEPEAM . RIS ECHE UL, 32.9%
R ETIE, 11.2% % KA, tepotinib IG Y7 J&
B I 0 B REAR A ik, UG P IR A A . M
LT VISION #4553, H AT 2020 4F 3 A 25 HAlt
#fE tepotinib H] T Al PIBR | MET exonl4 Bk EK 58 75 1)
Wbk & KM NSCLC HE a7,

3 HWMAEREERKEFZER 2 EEARTH
ELETT

HER2 3= B/ FL IR 40 41 5 520k 08 ) i 4E ok
LR IRL 1% ~2%1 NSCLC 5B #1E1E HER2 3% 55
AR H SO ALE Y HER2 & (30 %35 . HER2
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BLAHEFI HER2 BRI 28742, J348 HER2 A A 23R
J7 NSCLC & 7 ¥ 4%, {5 H mr s THLMERH T8 77
HER2 28758 [HYE NSCLC 1254, DS-8201 ( trastuzumab
deruxtecan, T-DXd) J&—MiByTiRZ Y HEcYr, H
PU HER2 (N URFT AN T 7Y 40 1 55 44 400 o 770 20 g,
REAG VIR IF 45 & HER2 = 22 1k Z 10334 1) i3 40
JfL, R R UM AR

I W AR B 25 - ., DS-8201 3737 HER2 %
5 NSCLC & % i ORR 35 72.7% ", fE Ik JLak I,
WFoE FH PR T 2 o0 W IR #F 58 ( DESTINY-
Lung01) . % WF98 A ¥E 42 f] HER2 it & A8 A
HER2 3835 2878 (1 4k Ik NSCLC 8 # #% 52 DS- 8201
(6.4 mg/kg, B3 1K) JGIT, HPA4ERN 63.0
% (<65 %15 59.5%) , 45. 2% PR A R G R
¥k 35 [ 7R &8 Wb 98 P /E 41 ( Eastern Cooperative
Oncology Group, ECOG) {AJ1iT4r 0~1 4, ZEEH
(90.5%) WHEZ EHLITY, 54. 8% %% i G e K A i
MHIFNRTT . WFE Y F2 B A5 Rl 57 PP 28 5L 2 1EAG
) ORR, HABZ 54145 DCR, DOR, PFS Fl% 4k,
BE20194FE 11 H 25 H, "7 FEESES 8.0 1~ H,
ORR } 61.9%, DCR 4 90.5%; mDOR A ik%] (i
flii) mPFS 2 14.0 A~ H) . &4 tJrm, AR
(42/42) P AE, Hrh=3 &5 64.3% (5259
A KN 52.4%) , WFET R (26.2%) FI3E
M (16.7%) 5 5% (11.9%) H 30245 ¥y AH 56k a) 5
G (24920 2 90), 1) 1 Zla) Btk it A 5 0
AE PRI W 25 B (59.5%), 2P 16
Bl (38.1%), HikiRYT 10 B (23.8%), MLAFFEEEH
FMW, DS-8201 7EI4Y7H HER2 ZR7E ) NSCLC %
TN ORR R A G A%, A BN TG B2
BE I — BRI IR

4 NG

B AT PR JR 45 NSCLC U5 ok T 18O,
BR# IR EGFR 2878 HL [ 3697 4k, 41X ALK, MET,
HER2 S5 UL 5842 i #E 1) 25 W) IR AN e &, L
ZFh 259 4 alectinib , ceritinib, capmatinib, sym015
SEUE T A NIRAT BT R, EET X i 265 UL S A
SPNAVFZ IR e, fdG: (1) 677 EAR
WL (2) #E—2DARVPBA BRSO s (3) i
BEIRYT; (4) SRZABmING YT RN 500 A1 A
RHEE R IARITRA, AT BE2 EHE LR
SPTEMRE AT T A E T, ELRR IR T 7T AR R 25 U i
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B, FAT, WERGYT IE 1 G A AR S P K s A
PRy R A8, AU ] BRI P 52 4 IO 1
k254,

EERE: FERATEALR, BEAL; AR
WL H 5B,
@R L
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