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[Abstract] Lung cancer has the highest morbidity and mortality among malignant tumors worldwidely. Targeted
therapy related to non-small cell lung cancer (NSCLC) is the research hotspot in recent year. The emergence of epidermal
growth factor receptor-tyrosine kinase inhibitors (EGFR-TKIs) has brought a huge change in the treatment of patients
with EGFR mutation. The patients with EGFR exon20 insertion are specific cohort in NSCLC. Reviewing the clinical

researches to EGFR exon20 insertion mutation positive NSCLC, as well as summarizing character, testing methods and
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treatment, will provide a help for clinical application, bringing more benefits for patients at the same time.
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TEABRIG BN, il e 2 duc i UL i P o, T
HEWERT FREm AT EERE, 2018445k
Jits 96t 3B 98 BB v 1k 209 T7 A, il g i ARG BE TSN
Bomik17e6 3, PR /N4 it ( non-small
cell lung cancer, NSCLC ) FE it B A A e g v o 4
KREZH (80% ) P, REAERKKEFZIK (epidermal
growth factor receptor, EGFR ) F:[H 878 2 i T A,
TR IR FE N 2 — B, a7 EGFREE I R 72 8K
NSCLC/EH B w b, 75 W& AFEd Jomin g
NBEF 435 030%-50%F110%-20% 77, M 20044F FF
i, NSCLCIYEGFRZ%AE JX EGF R 2 R I it 100 il 571

PEFHAL: 200240 13, BRSSP BEERE (A0 ) 5 200030 I
E, BESCEICAMR R E RS, FisgiE s (SOR, kA,
FH) (EIAEE . 5K4F, E-mail: zhwei2002@hotmail.com; #Hi5 5,

E-mail: hanxkyy@aliyun.com ) I:I I:I I:I

(EGFR-tyrosine kinase inhibitors, EGFR-TKIs ) Z
] ) 6 R LB o), B 25 B, A
NSCLC IR YT U R BRI ) 4 it i 7% 1k
SRy T i ) 3X — S B Y i i

FEHE W EGFRIEN R ZEMNSCLCEE T, &
UL 22728 1980 B F I B 2k 5848 ((exon 19 deletions,
19del ) , HIKE215ME TR (L8SSR) . &
PN R EEGFRIVA MRS, 5 T EGFRIEN RAZ Y
80%-90%"°1, 12052 ¥4 A%E7% (exon 20 insertion
mutation, ex20ins mutation ) A R F19del &2
L8S8R, HAAEGFREL P 4%-12%"", HEGFR
ex20ins 228 I MG HT — H ARE X — “UEGFR-TKIsi{
&, JEEGFRZEZL vp g i W Y HE U S A8 214 [T
ex20ins 5 A% [ N FE I IR T 2 H 1T PR B A= 7 I R A 28
PP TAT IR Y — JROME
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1.1 @5t EGFRIEH 75 Yk b iy284-k
AR, Hp205 48 77 55 3 E762-K823 1%
EHEAAER, HPh i HE762-M766 % 5 MR A4 i
() C- M2 JiE LA Kt A767-V774% I BR AN R FR04) (4]
1) . MIECOSMIC v8oUsIH (%4 #2 /8 , 2040t
T g WL A A S AE AL L WD 770 _N771insX, H
WIEV769_D770insX, XHE/R T C-1E 7 R 454 n]
fiEJEex20ins RAEMH WAL E (F2) o C-12JE KX IH
Zitg S RO EAL R E ALK, MR B A %
AR LA DY, ERiessERIBITE, A RMA
ML 60Fh Sl HE I EGER ex20ins B, 7EH WIS i
# WA EGFR ex20ins# X yD770 N771>ASVDN .
N771_P772>SVDNPHIN771_H773dupNPH,
ex20ins A 509107 FEAR Z I RABTE A, &R
Rk 3763 764insFQEA., 763 _764insFQEAJE H Hi
K Mex20ins 58 748 HL 1 B S AR 4 24 (FEGFR 205k
FAHARAZ R 6%, JEX—fREGFR-TKIs (fREAY)
NI . JBikE ) —CEGFR-TKIs (fLEZ5Y
BB . KR ) AU AR
1.2 7454 EGFRAE—RIF 4 B A& AKL &
(R ML A0 DXL B R DX e XN 2 T B C R i
Bt T S X A EGFRIEN o, il 19del Al
L8SSREEAS 23 | e il X A4 5 i 22, W REGFRR G
R E M, 22 m 3E RS AR 9200 Ex20ins
AL U R AEAT763 Y764insFQEAR T, i AR
FQEAW C-MEE MNAK W8l , B 1 B3-aCH K
B, REI7S9MAR . MR3-aCIH 198K RAT Y
2 E, 1759ATE S5 L8S8RAIL861 QLR AL,
HILEHK, A763 Y764insFQEAAM It T HAL K EGFR
ex20ins 845, HARL8S8RAI19del™, KA EGFR
A763_Y764insFQEAZR AL B i | —REGFR-TKIE 1%
BleJa, XG> g2 f# (partial response, PR) J74K
s, iR T H 5 MR F AR F A
Rl

EGFR 204 & F 1 A 2848 1y Hofth 25 A, 4o
D770 N771insNPG, 13 J1 2 M i 58 v
D770_N771insNPGZE A8 14 15 Bf £ RIEGFRA 2L 1 25
AR MBMEA T . R MIEEGER, JFHKA
i PRI XS AT P S5 F . B3 fin % EGFR-TKI

MR . H3D kg n 1, KT %ﬁﬁ D ﬁﬁﬁlﬂl{%?&”’i*ﬂ@?ﬂ%%,

GEA T4, TR TE - BRTE 1 2K i T B 1 3% 35 R o R T
THF % . IWEEHIKTE , EGFR ex20ins 875 1R 5 % 4k
B SRR 5 B A R AR sl 3X AT R 24T EGER
ex20ins % A8 F8 3 X — “fREGFR-TKIs A U 1 Ji [

2 WNTEE

BERS i g AR S 8 1) 3R 9T 0 T IR T Br 2 A 2
FEL IR R B T IEORA . S R A EEEE ML (real-
time polymerase chain reaction, real-time PCR ) . Sanger{ll]
¥, 4 b (immunohistochemistry, IHC ) | %y 5
74258 ( fluorescence in situ hybridization, FISH ) . 248
P HEBEA R4 (amplification refractory mutation system,
ARMS ) A1 ACELEM A ( next-generation sequencing,
NGS) . Hrr, B FEGFR 205h 2 ¥4 A 28748 i I
Ji: . Sangeril] ¥ (1 TR HE 242092, real-time PCRIY
R TR A 196124, T ARMS T FINGS HJ LG 2] fr) 5637
FERAR AR 220.1% 2526, A763 Y764insFQEAJE H i
Hlex20ins 245 1, PEIA N X EGFR-TKIsHURR [ 28 4%
1M Y 5 728 1 L AR 2 AR R RS e PR TR T SR 1) S B 22

ARMS VLA I AR AR S By, AR S AT A
b, ASERRE R, 2 H TN T O8N TZ B EGFRIE
PRI 9 A8 A ARG I H A o (ELHC ™ 38 il T A 51 40 S X
MIAR VT, PR BEAS I AR AR O AR Y
RASLKIY , AREX RN R LRI HFTIRE . MNGSHE
Xof 4 B DR 21 90 Bl N O R TR AR A0 i, R AR BRI RS
ALY DR S, R R IR R A RARL,  H UK
‘@%E%?Sangerfw}?, (A I 5 1] [ N7 25 5 98 E I 4%
( National Comprehensive Cancer Network, NCCN ) 8
A NG S HI Ay HEFE RS I A

TH CH FI BT A 558 1 23 BT 9y e A7 40 Fr, BAAAR
o ARSI R S B, (E R T AR S BRI, FTAG I H 2E
ARSI AR XA BR , H R R E 2202 T ] AR P i
JE8 B4 ( anaplastic lymphoma kinase, ALK ) JE K 41
JeROSIHEH F 4L (A . FISHZ FH 45 DAkl
VLR 3G Je Je I EE Al , I 2 ] T c-METH 1 %8
AR ALKSE[R E 2 S ROS 1 K F 4 (1 Gl

3 JRITREE

B BT S
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P772_H773insPR

>10 “H773_V774insH

>15 H773_V774insPH

>30
V774_C775insHV

B 1 EGFREZ{RZEHI. EGFREF205N B F RN R ER R E MBART LR, HIERKRETFCOSMICv89"! (https://cancer.sanger.ac.uk/cosmic) , EIHETR

RTHEHZHIEEFLZENSCLC. adenocarcinomas. EGFR20insertionif ik FHE A S K F10895R T %A,

Fig 1 Structure of EGFR, amino acids encoded by EGFR exon 20 and common types of insertion mutation. Data can be accessed on COSMIC v89!'*!
(https://cancer.sanger.ac.uk/cosmic) . Mutation types whose sample size was over 10 were the results after filtering for NSCLC adenocarcinomas

harboring exon 20 insertions.

n=410
28.29%

25.85%
20.24%
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1.22%
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- - [ | —

A763_Y764insX Y764 _V765insX V765_M766insX A767_S768insX S768_V769insX V769_D770insX D770_N771insX N771_P772insX P772_H773insX H773_V774insX V774_C775insX
2 EGFR20MEFARMBRAENREINZE, HIERACOSMICv891! (https://cancer.sanger.ac.uk/cosmic) , Z£NSCLC. EGFR20insertion &in-
framemutationf#iE 5315 (n=410) , B—BA L SREBA LRSI AX, SEBRREEEMAT632|C775,
Fig 2 EGFR exon 20 insertion mutation frequency at different amino acid positions. Mutation frequency distribution was calculated using
COSMICv891™! (https://cancer.sanger.ac.uk/cosmic) after filtering for NSCLC, adenocarcinomas harboring 20insertion and in-framemutation (n=410).

Different insertion mutations occurring at the same amino acid ﬁlition were collected as insX across a span of amino acids from A763 to C775.
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g, —1t. “REGFR-TKIsEEGFR ex20ins %% 2% 1) Hi
FHAA R BRI I7 R0 . X T4 EGFR ex20ins 5848
B, BRITFREE M RAE A (A763_Y764insFQEA )
Xf— AR TRIsBHUE, & Z NEGFR-TKIsTif 25 %
A5, PRI PR E AR P B 36 97 SR LUSH 28 Oy BE Al Y
WA G AT, — M TRIsWAE N HEFE 25
. AR, FEEMRAWRA, FXEGFR
ex20ins R EMIBIT AW E A, WMPEFEE .
Luminespib FI TAK-788 %11 2 24 W #f i A HH Iz 119 e IR
W (£1) .

3.1 1bJ7 T EGFR ex20ins 8 ENSCLCH H X —
RTRIsABUR, F 2 A2 0T iRYT o b — AU TKIs
R L2, BMZEAEH (objective response rate, ORR )
H58%-63%, JoiHEREAAFI (progression-free survival,
PFS) H6.3M A, MANCCNFERE Y, Bk
20 B il g R, ALK DR B R LR
EGFREUBANE B 53015 100 R M1 20 B R 7 PR A T - e A4 1

= 1§33/ AR AT R EGFRE E 205N B FH#E N R PR IR IR R 36
Tab 1 Clinical trials in EGFR exon 20 insertion positive NSCLC

( programmed cell deathligand 1, PD-L1 ) FRik<1%z¥ 1
DUARRFIGE , #PHERE LLUEAZE Jy Bl i) W2 35 AT A Ry
—ZIRIT TR
3.2 TKRIsHZGRYT DL AEEJE (Gefitinib) | JE I
B Je (Erlotinib ) NALFEM —ICEGFR-TKIs, Dhn[if
PR IE X, SATPSE F P45 S EGFR, MM
YE FHTE S 4 19del B L8 S8RAYNSCLC EGFRZR AL Pk
I H, ORRNG62.1%-84.6%, PSFH9.21H-10.84"
H. MHEEM T, HiFex20ins AW EE, JLEXT——
FUAEGFR-TKIsTH 2y, ZZff# % (response rate, RR) Jy
0%-11%, PESA2/~H-34~H B33l

PPk 8 (Afatinib ) | i85 78 & B
( Dacomitinib ) N FEH “fCEGFR-TKIs, LIAH
WM A TR S0 S EGFRAZ MR R MR sk I (C797)
it . EMANANEAZH X TEGER 205
Il A8 0 I DR S5 56 B TR R oR Bk R Je TE 4
W EGFR ex20ins A8 B H W7 BOF A, UA8.7%

Drugs Clinical trial ID (s) Targeting Phase Key results
Gefitinib/Erlotinib®2”! Retrospective analysis of clinical EGFR PFS<3 months (n=11, 25) RR
studies 8%-25%
Erlotinib+Cetuximab! NCT00895362 EGFR I D770>GY patient with 24.2+
months PFS
AfatinibB4 NCT00525148 NCT00949650 EGFR/HER2/HER4 Il RR 8.7%, n=23, mPFS 2.7 months,
NCT01121393 mOS 9.2 months
Afatinib+Cetuximab NCT03727724 EGFR ] Preliminary report, 3 out of 4 EGFR
ex20ins with PR, 5.4 months PFS,
ongoing
Dacomitinibt! NCT00225121 EGFR/HER2/HER4 | PR for 1 patient with D770delinsGY
NCT03414814 EGFR Il mPFS 3.5 months (1.6 months-not
Osimertinib!3841
reached), OS 12 months rate 56.3%
Tarloxotinib!62 NCT03805841 EGFR/HER2 Il Ongoing
Luminespib (AUY922) &5 NCT01854034 Hsp90 Il ORR 17% (n=29), mPFS 2.9 months
(95%Cl: 1.4-5.6) , mOS 13 months
(95%Cl: 4.9-19.5)
NCT02716116 EGFR/HER2 ex 20 ins I/ ORR 43%, n=28, mPFS 7.3 months,
TAK-788¢!
ing
Poziotinib® NCT03066206 EGFR/HER2 Il 8-week ORR 58° n 50, mPFS 5.6
NCT04044170 months (abstract)
NCT03318939
CLN-081531 NCT04036682 EGFR I/lla Ongoing
DzZD900854 NCT03974022 EGFR/HER2 I/l Ongoing
JNJ-3721561 NCT02609776 EGFR/cMet I 6/20 pts with Exon20ins had
NCT02609776 best timepoint response of PR (3

confirmed) (abstract)

Data can be accessed on https://clinicaltrials.gov/after filtering for exon 20 insertion. PFS: progression-free survival; PR: partial response; RR:

00O 00 0O O
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response rate; ex20ins: exon 20 insertion.
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2.7 HB A LRI ( median
9.2~ H 1y Hh 57 B A A
I 35 5 4% Jg 1)
G R, WA 16 B H TR PRIT AL (n=6) .
DI 2 ( Osimertinib ) MU FE M =fCEGER-
TKIs, £ X NSCLCH —fLEGFR-TKIsIif 25 % 48
T790ME#H , HHIEH S5 EGFRAYC7974b 24 5 ik 5%
SO Es A, Wl LB R IE A R SR E A
fiff B (protein kinase B, PKB ) Fl4H itd 7y 5 &5 11 38 1§
( extracellular signal-regulated kinase, ERK ) )z
fhBol, FEMRAM LI, B A B JE7E#E Y EGFR ex20ins
SRR I 20 LRk v, I A R e A A R S
FHC BT VL B JE RS 59 45 & 1 o 78 R S5 P G A 58 7R
i, BARETEL60 mg/dMF &, BoRt T —Em
PR 7 2L 0>37390, FEBA B/ NEEAR [ g ol dig
6N HTEGER ex20ins AR B &M HBAEE 5, M
JEI5 5] T, ORR 100%, mPESH6.2 0 H . Hillt
AL, BRI N —E TR, BT
FEAR BTN, JP R T i — o8 R & . i DL
Fo B e VE MHET EGFR ex20ins B & 1697 T B IO TR I A
% (NCT03414814 ) HHEHIE, mPFSH3.51 /]
(1.6 A-Kik3) , 1ERAELHFR (overall survival,
0S8 ) }56.3%, HHEIWFRABAED AT H .
3.3 TKIsEKAPHZ E 450 EGFR-TKIsIK G792
Pt (Cetuximab ) SIFEAIITHIRIT FEZ—. HH
M FIEGFR-TKIsH] Ho, EGFR-TKIsHI P % H B
FY A 2o , n] DL 8D JEC b 34 E Bl 2 L AR Y
EGFR, #F1fi7E 47 L8S8R/T790MIJL ¥ 5 JE i 24 iy /)N
B 5 1R F 58 2 R MR IR 12, B B R kG
ZE PR IE R T, 1B D770>GYEAR T
3.SAEPESI), i AR BT VA B JE KA T 2 BRI R i
B i AR R A AR, AT EGER 2091
THEA R B EH P 3HI B PRIT A, mPFSHS.4 4>
Ao M FangESHGE M NEH, BAHEB KRG %
B HHL IR EGFR ex20ins2EA8NSCLCA %L, HTf
ZBEPFSK TSN H . HEHIE, XSk RECR A2
7N T TKIsIR A 6 2 B4 W EGFR ex20ins %878 H AT —
SERRL T, AE A R Al R A B2 56 G SR K
I7RUE B AFE 22 5T B — 2 I R KR R % o
3.4 WFER WHEFEJ (Poziotinib, AT H N
HM781-36B ) , —fikEEME SEGFRAMHER2A A i

IRR (n=23) ,
progress-free survival, mPFS ),

#] ( median overall survival, mOS ) 34,

THM781-36BMRITIE J1, KIHM781-36B1E%
Pl EGEFRFITHER2 MK i 14 i 958 5 Fl £% A 485 78 vp I R Ab
R RSN i R, N T
17 H B ST R JE T I R 58 ( NCT03066206 )
FIN IS IR . ez, RS 3D AR B
AR, RI205 0+ 19548 2 T 254545 IX A 5 T
KN, i%ﬁﬁl@?%T%%ﬂi&MWﬂﬂéﬂ%ﬂE’Jééf/é, M i 5%
B WA AR N . RIEHLF SR, Wk
TRAR R A IEﬂlﬁﬂﬁﬁﬁfﬁﬁ Hur, 555 mi
I AR g, A OB e ), 8 JE I A ORR AT S8 %
(95%CI: 40.9-73.0 ) , FhHFaHl% ( disease control
rate, DCR) 590% ( 95%CI: 76.3-97.2 ) , mPESH5.6
AMNH (95%CI: 5.06-NA ) .
3.5 Luminespib Luminespib & — i #K v & 1190 BH i
A OIS HAUY922 ) o ARG 1902 —Fli4r 7 f1:
8, YRR B A ST S R M P e 0 A
M, R A 35 OK Sl b 98 e A R G 1) 32 R R 8 1 B
grel, FEFLIERIBE A5 4RI, PR v 28 1 BELI 570 AT
1 #UR e FH 90 K F ARG, FEfREGFR ex20ins
KT ES @Y, %EIHEFHAMMT . Luminespib
AT I R I 50 25 SR SO R B ORR I 17% (n=29) ,
XA LG T BT VA R JE BT AT R 198.7% RR, & W] i 3K 45
B, HREEEMPESHN2.91MH, OSh134 H g
LuminespibfE Ifi IR IAIT 11 BE 15 A B 3 O B R IR 9T
Btk W — ARG IR o
3.6 TAK-788 TAK-788 (i & HAP32788) #ikif N
WREPEEH F20400 i+ 4f AR 21K (LFEEGFRA
HER2 ) BRI, i8S Ba/F3Z B AR XT AP32788 11
TEHEPEAL . AP32788REII I EGFR Y 14F 58 A8 S 71 It
HER2M 6 5 A8 A, 7 H A7 b i T/ T s R I
¥ (NCT02716116 ) , TAK-788 /5 T A4k 9y
B FE280 B TP AR BT RGE A PRI B CE A 1401,
ORR}43%, mPFS 7.3/ 521,
3.7 #HMTKIs CLN-081 (5 HTAS6417) & —F
AR EGERINGI A, £ XFEGER ex20ins R4S . FEA
AN Ba/F3AN IR LB, CLN-081R 3 H A kb F 1
AL, XFEGFR ex20ins B3R (A6 o 5 AR € (1) i 98
#ﬁ*@*ﬁf&ﬂ‘“%?tﬁ CLN-081 /9 i ] {5 45 ifr 9 ]
IR, /I B RIS ( NCT04036682) IE
et

DZD9008 N4 X EGFR 2 HER2 ex20ins % 2%

e 285 5 B9 BE I R o), ZEAR AN 5T P, ﬁ ﬁﬁh Eﬁﬂﬁ lﬁ . DZD90087E # JKEGFR L858R .
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Exonl9del, L858R/T790M, 4% FllExon20insaf % IL%
R A AR, DR B EE (50% inhibitory
concentration, ICSO) 1 nmol/L-22 nmol/L | &g 1k
FEGFR, M 7E 2% 15 BF A= BUEGFR Y [ 20 it v 8 45 i
ML EGFRIGVE 455, 1C, >80 nmol/L. fEAH Y
BRI A A DA B KR EE (50% growth inhibition
concentration, GISO) 1 nmol/L-60 nmol/L, ik T 4
W EGFR ex20ins %8 28 AN [m] 268 #Y 1) Jiv o8 40 Jif 1) 3 58 7
CDX X PDXAEHI Hh | DZD90084 F 1 1| fab 4 i 1k Jih
AR R B, D MIm IR R 45, WA 2l R
KRR E, HECH G /T I PR 58 F 72 17
(NCT03974022 ) -

3.8 JNJ-372 JNJ-372, —Hi R EGFR-cMETH 51 X
PriARs), nyRH W & M K 4k & P EGFRAEAZ (A FI cMET
18 o JNJ-37238 10 BT C 32 AR 45 Gk il Bes . Ll
ok A 52 s R LR TS, SRR R B A Fe B A TR
M 1) 4 B A ) 28 L B PEVE T (antibody-dependent
cell-mediated cytotoxicity, ADCC ) X i Jed 24 it k47 4%
o RSN SRR SL IS, 5 —fCEGFR-TKI
G, BUSRRZ e n Mg iHIR . BRI 0Y SE
R B O RS L R A L DR 1 Bl
R s 657 2,041 ALY EGER ex20ins 28748 1 &
Hrh, BRI AETTRCN PR, B 2 HE— 2 B R E
o EEAEAE I RIS 1 1T

3.9 WEEIRIT WIEIRITTENSCLCEFH il 17 iyl IR
IRk AN i 17, MAENCCNIER (v5.2019)
PD-L1>1% FH.EGFR ., ALK EE# A 014 H 3 H 7 ff
FHIATE A ER B PT ( Pembrolizumab ) &7 . [HIE
i T O& T EGFRAR B 52 48 £ 35 10 A T A0 oK DL i W o
Yamada %8 SSIR [B] PR A 52 H, #5497 EGFREE L 58 78 Jiy
N R BUREAZM 25 )5, i HPD-1/PD-L13Z KM
TR R G a0 58 AR s N B fUR 5% A8 s A 3R
EEE R (BIEHE R ES7% vs 7%, P<0.01) . {HLEEFM
it Z £t XTEGFR ex20ins 28 48 Y 0 58 VA 97 I I R 5%
PD-1/PD-L1Z K FIX} EGFR ex20ins 8748 H ¥ J& 75
REHT SR AH b AT BR M 3k 25, X757 EakE— 20 iy IR
AR

EGFR-TKIsM 258 tEk B TIEW AL hwT
EGFRIGBE I, @mjfEGFR?eﬂ”{E@ﬁﬁ }ﬁéﬁ”

X EGERA il 77 (9 B0 3 5, A5 TRIs i H A i
RS2 o AR Z5 8 TR, EGFR ex20ins 5848
AT F 2 M UK R AE (19del FIL8S8R ) , i B 1%
WTHIE79 -l F— T AREGFR-TKIs X} ex20ins 78 2% [
PEREVE IR AS Ry, 1G24 ) Tk RE A R 1 B A s A BR
i, AR 25 W A M Y R BR R B A AR B, Xk
VI 2 I R 285 3 AR 1 it R 22— Leost] - il 35 8 55 - Je
TAK-788 FNJNJ-372 55 24 9y (1) ) 5 1l PR X 9% i 2R 47
i EGFR ex20insHINSCLC B F1EIGTT | A e 3 2k
KMz, B3 HMmPES, JHEF&Es.6 N
HmPFS, TAK-788 7.31J [mPFS, #{Hil /R4 EGFR
ex20ins 5748 (W HT % H s MR B FE o (H R, 32 Rl
24 W {8 FH A i 8 [ A0 2 AR e T L5 S OQE Y, axX gk
Il S R R s n R 25 5848, it 25 iy BL I K
DT R S , IX A JE E R B . TEEGFR ex20ins %
A RAR g AT AE IR TE X | MR NE S IR A X,
HA o . AT B 98 728 7 a6 245 ) () U@k 7T g
ANTAL, DR X 7 B 2 AR A Rk — 2 TR,
WA B T 250 W0 & AN ARIE YT o B XTEGFR
ex20BF R A WITR A, & 1 25 XHZ T WR AR 2
VI B, bR R B 2k 4

2 F XM
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