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[ Abstract ] N°-methyladenosine is one of the most prevalent mRNA modification in eukaryotes. The regulation of
this pervasive mark is a dynamic and reversible process. m°A RNA methylation is catalyzed by m°A writers, removed by m°A
erasers and recognized by m°A readers, thereby regulating multiple RNA processes including alternative splicing, nuclear ex-
port, degradation and translation. Accumulated evidence suggests that m°A modification plays a crucial role in the pathogenic
mechanism and malignant progression in non-small cell lung cancer (NSCLC), including cell survival, proliferation, migra-
tion, invasion, tumor metastasis and drug resistance. Moreover, the expression of m’A and its related proteins are dysregulated
in clinical samples and circulating tumor cells (CTCs) of lung cancer patients, indicating that m°A modification may serve as
a novel potential biomarker for the diagnosis and prognosis of lung cancer. In this review, by summarizing a great number of
recent reports related to m*A’s function and its modulators, we aim to provide a new insight on the early diagnosis and drug de-
velopment in NSCLC therapy.
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JIT i A2 4 TR L A 4 38 RN AE T 38 1 e Ut | %o
N 2 {5 R A 14 B AR R B R P IR . A ek
s SHRBIE SR 45 BT I G R R A 20174 2 BB 1
it S 511 2922007, IR AT 9 19112919077 i [ S i
UL AT AR B s 201 SRR E 294 78 T 191 & it
], FE T = ik63 TN o FRIRH LR3I, fifidig 322
53 2R /N2 R it s RN /N e, b8 S 96 ) A AR/
At A N A e ) e 2 R SRR — 2R £
KR MZ BN S 5N HE 2 #2, FrLIR AR/
24 L it s RO B0 ML 8y R R e R ) [ A

AR R, mSAB I AESEAE & A R Rk 45 4
AAEACHIVEN . me A EFERNARIIREES (A) 2555

(6) AT LRy 3E L (m) B0, B FRmA, 1HH &4

TEmRNA., IncRNA, circRNA, snRNA, tRNAFIrRNAZ L
FIRNAH, IR, me AR s B SRR,
o ] - H B FE 3 P 5 RRmSACH (R=G/A, H=A/C/U)
b, XS F M ERNARIZ UTR , &30 Tl
KA, RIRNARTA R 8742 | 3 R oAb 3 . A
e I R S B S evE S ER Ik ol (Y M N S
HXm AT IR, B IR T FAH G HE A4 L L AE
FHO7 = AE /N i i o e o J R 2R 2 T Re L S gt
Xme A T A YT 55 7 T AFSE i J, R AR/ N4
JHa iR ) A R R B AR SRR, X Rl /N g ) 12
W AR TR IR

1 mARRXEBERER N INEE

m AR BB M foe P R TR BECRNAF R, tRNAK A=
mC AF A5 A7 B T 44 =B S5 R RS E 1, 12
T R IERCRE), Bl 5 R A m AR AL AE mRNAR R e 5
AL, PRI, R R 22 O 92 DG TE T mRNA R me AR 3
FIE M meARB M= —Fh SR IR 7 2, ZmeAR g
FEFL T (mCA writers) Al EFFEALESF (mCA erasers) [FL[H]
P, REAS B m AU B 1 (mOA readers) BEFPEIE IR HILS
A, I S e PR L R ) 3
1.1 mCA writers mC°A writers, ‘2f8m A R E S
Yy, BeWS b S- AR H A A iR (S-adenosyl methionine,
SAM) HYH FE LA 22 IR IS 55 6 i AU T I mOA writers
FfIFEMETIL3 . METTL14, WTAP, KIAA1429 (VIRMA) |
RBM1S5, HAKAI, ZC3H13 (KIAA0853) FIMETTL16%%,
Knuckles %5 77E /NG T4l bt 238 TMETTL3,
Eéi‘ﬁﬁiTAP-Lc-Ms&ﬂiﬁﬁ%ﬁ”ﬁ%SMETTmﬁEﬁ% E{ﬁ

HH. 458K fEmE & (500 mmol/L) FYEMEAT
METTL3/METTLI4E 5, #r4 AmSA-METTLE & ¥);
TEMRFER A5 (350 mmol/L) FUEBAS EIWTAP/KIAA1429/
RBM15/ZC3H13/HAKAIZ &), fiv4 HmeA-METTLAH
EAEEGY.

1.1.1 m°A-METTLEASY mA-METTLESY) T EA4E
METTL3AIMETTL14# . METTL3Z i P4 & B AYmeA
BB E Gz —, B WIS RRE T B
138 3 25 R TN AT DN A SE AL /T M ET TL3 ) D e =
H LA RS TG AR DG Je 1A 55 0 R M ET TL3RE S Al
R FIMETTLIAE SR RIKE &), MIMETTL14
HBAESRNAZE G, (HA B AIG P B8 E METTL3/
METIL145 & Yt R (L FERN AR mO A i

1.1.2 m*A-METTLAHIRCEHE G mA-METTLAHSCHE
AW FE R LEHIWTAP, KIAA1429, RBMI1S,
ZC3HI3MHAKAH B 55 ML E G Y. RNAGT
P FWTAPRIFHE A H A H R R i E v, R AR 3k
HHASFmCA-METTLE G W) i BIAZBLEE |, TS e
mSAEHE ALY, Bl IS O BIFIE & EKIA A 1429880 1545
S5WTAPEE 4, 51 5$METTL3/METTL14/WTAPE & ¥)2h
A THIRNAMS UTRAZ LS T, & A s %
PER AR, PRI, 7R 20 BN IR KIA A 14291 R85,
mC AR LA KO 2 B B T R 03, S5 S g e IR S, 53k
EFIRBMIS, HAKAIL, ZC3HI3EAEM SWTAPLS &, thiE
METTL3/METTL14/WTAP A YIRITER E 07 o

1.1.3 METI'L16 METTL1652 7 —E A AN P mo A 3
RS, SMETTL3[RIAR, nfLIZ5 4 FU6 snRNA, F3(U6
FE43 N A ARIERS 2 A= mO AR S ARAE M, MITTRZ I UG snRNP
STmRNARAAYET4:05, METTL16W A L) B S mRNAR]
1RgE4A, Bltn, H5SAMA MEEMAT2A 3 UTRAY—MESTA
RUEEE, TESAMAE L Bk = FYFOLT, o T 45 i [A]
M 22 5, FEMAT2ARY A A2 5545, IMTA 5 4N SAM &
HEARRARD,

FIH M Hela 4 fE 2025 I me A RS S )
FEAFEIAN A5y, /3 FREAR/N5 5230 kDa. 200 kDa
1875 kDal¥, m*A-METTLE & W& F200 kDadl 4y, {Hi&
METTL3/METTL14 7R —RIKE 5 T8RN 120
kDa, £k 200 kDa, m°A-METTLAIEE I E S YR T 875
kDaZf147, {HJEWTAP/KIAA1429/RBM15/ZC3H13/HAKAI
BEW T8 K/NZIN600 kDa, LI fik T875 kDa, M)
SRA RN E AV Im AR SE B BRE S VIR, 25
rrﬁEF' ?iﬁd%ﬁﬁ%%, Tt — R ARRT,
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1.2 m°A erasers m°A erasers, BImeAZEHI IV, GEMS R4
AIRNAMImSAR FEARIE M HRTI L B T P FhmeA 25 HI 2
ARt , F A5 ARIDI T A S IE A G HE 1 (fat mass and obesity-
associated protein, FTO) FlalkB[A]J 1S (alkB homolog S,
ALKBHS) .
1.2.1 FTO FTORS — M K MM meA L AL, 7E40
M EARFTO MY FRIX REBIE MImRNARImOA K-, AHIZ,
1 FIRFTONY, M mRNAMmCAKF-3Z EHH], FTORE
TAZHE, X 5 meAP SRR 5 W) A AR U7, moA S
AL B TOM & B, AR TmoAIB I & —Fh shZS ] i

SR, FTONE A mSA 2 LAV il A7 7F — S il
20114, Jia% 58 & SRFTOMVERIE Y2 me A& ii; 2017
4, Mauer 55T T INFTO R Y & mOA I M, H81H
FTOMIEY R mCAmIE M, M SE T m R NA R RS 14 FEH
Ve TEREIS FIBETED, SufE T TFTOME mPAHIm Am
R i, ZILFTO M m s 1 32 FTO B e 1 52
M), 7640 A% T FTOME b me ARy 2 FBE AL, 176 20 i
FIETOR] LARIBH S meA FImeAm ) = AL AL . AHEEmeAfE
i, mCAmfEMIAYRNATINESE , 7E4H LN RUIRFTOG ANGE
M mSAmE M RNAMZRIL, X—A VLA FTO 3 2858 i
- FmoAB IR RNAR R K AEEH
1.2.2 ALKBHS ALKBHS/&Z % M A B HmoA L AL
fiti, J& TFe Fla- I —FRUIS AR £ R I 4A R, REfs T
mSAHIEARA S N- R AR FH AT “#2BR " mRNA
ImeAR 3L 1k, ALKBHS T BB 7EAZ OBE, A H 2 AL
ARG PR mRNA Y A% 4 1 20

HAT & B m AL T A AL FTOMALKBHS Y& T
AIRBZE %, HJ& Z 8 X m A 1 i 48 B VR FH 2 AH B0 57
i), AR, FTOMALKBHS 3 55 M AR AN A%, 7240
JHL 5 b R AR, i D20 B P m RNA F m O A i A ]
PR, J& A AATE AT 40 BT 1 moA L AL, 1)
o H Z IR R T
1.3 m°A readers m°A readers, HImeATH BT, BEMEILLEME
PUNSERNAMm AH IE LB, HEIM S 5RNAR B4
R B o
1.3.1 YTHZEEEH HATm AR R 518 O RERT 5T L
AWM () 2 Y TH 25 R B8 58 I i 5%, 456 7 o T 240 B o 1)
YTHDF1, YTHDF2, YTHDF3, YTHD C2HIE N T4 i A%
(YTHDCI, HJREi Y THES Pk B R BIF45 AmeA
BN . YTHDFL S meAMB I s 25 5 )5, #5554 ki

AT, v ARG 2Y; Y THDFR2 2 fi P 4 Y m AT
S Z—, BPUONm AR AN 25, #EMiFHSECCR4-NOT
JI B R I 52 A B HR SP12/R Nase P/MRPE S, Mk
RNAF B R Ak AP +2224  YTHDF3 H] 5 YTHDF1 [
FIVE e Em A mRNABHZE, MYTHDE3 5 YTHDE2/H
PRV E S F B MBI HERNA K A FEfRE) . YTHDCLY
mSABMNLAZE G )R, Befgil i 5 574K F SRSF3HISRSF10
158 GrPEgs &, M RRNARTAR R AT A8 35 42 RN A A
AT RERO Y THD C2RE 5 £ e # B R ) B AR A A
RNA IR A2,
1.3.2 haRNPsEBZEGEM SmeAB it Y hnRNPsH
FEE A IEHNRNPA2BI, HNRNPCFHIHNRNPG,
RNAZESHE FIHNRNPA2BIA] IS N meAB i RNA
G, M RIERMAT AR B4, [FRT, HNRNPA2BILAERS 5
miRNAWI G A ImeANL 255, TR SEmiRNAGLAL
U A Y FIDGCRS, (e miRNARI GG, SEATE—25 1)
YL T, B S BT R B, RNAK A meAH JE 01
M Je v LA 1 — 2 R s, 84 me AU B (PR
PUNIEEE A me AR S AR A5, TR G2 K AR U 1
RNAZEH, SRS RIE, X R moATF

(mCA-switch) o 38 i FRARZE R4 34T 1A A5 B A TR IR S
HNRNPA2BUF A SmoAR IEALAT s 45 5 B /K 148,
AT RS R FHmSATF AL R B m S AR 7 1752 Wi ER
FIHNRNPC/GXmSAMB iU 45 A -t e, 8 i
mATF ML H] S SHEmRNAR AN T a0,
1.3.3 Hifth ERELA N FEIF3AREHE % AImRNA SUTR
I meAB I s 255, HEL43SARE &1, ihhE
T4 A AR L Y 2 1 BHIEDY . IGF2BP1. IGF2BP2Al
IGE2BP3 R HIES Am A i 255, I mRNAM AR E
PE, R LB,

SR, meATH I FIERNAT GOSN B B dh &

T EBEAEA.

2 meAfE IS AfE

FURIT, mOAMB I £ E A A2 i Ji& v e /T ALl
TR LED) AT TR IR Z— o FEIIRRI A2 A A J v,
mCAMB A #5328 AL B FE AT . mOARH G HE R A Y 5
W, BENS T ECR/ NI BN TR | 1RAR Fes
F 255 . PRI, RIS me AR VA 7E A F /DN 20 s g o 1) 24
FIIRE, S mOAMB A A R DA 508, o IR/ A i

UG TEIF3A R A5, ﬁi&%ﬁi%ﬂ@@ﬂﬁgﬁ%ﬁﬁ ﬂﬁf?ﬁﬁﬁﬂ,ﬂﬁiﬁ%ﬁx A LR S AR ARG 7

www.lungca.org



* 964 - ] il e 2 5 20204F 11 H 5523455118 Chin J Lung Cancer, November 2020, Vol.23, No.11

PRI
2.1 mOAME S5 R H B g J2 — o e it B 40 i %
P AR T TR B g e 00 e P e 5 A e P e
o354 TR E AL T IR R SR

5T LRI me AR AL FEMET TL3 AL T FH B RS ity
AW B, METTL346A R/ U IR IG5
BEfY), METTL3 2P b AR IR EE 42 IRV INRTR:
HREEES, UWIMETTL3E R I & & MR &
FEEYAVER . METTL37E M . B 5 . LR g A o
G L PR R A Ik 1 H, $3S0CS287, HBXIPLY
FISNATIPIEEMRNA K A H AL, DT 18145 oI 1) 1
Ji& o FEAR/INA AR Sl e I PRAE AR, METTL3RYR IR 2 2
LR, RS MR N | IR LG RS R v e A5 S TEAH
Ko METTL3REMS M { Hippo {5 5 8 B A% RV K FYAP
e mS AF A A, f2 0 B, A0l /)N At e it s 11
HFEFIFER 0 A, METTL3O45177, 211, 212 H12150
AR IR I LR AESUMOKIE i, W& il me AR 3L 5%
FEMEE M, T B R SE PR 3R 1 e 2R, A IR /NA
i i f S BRI  ERE AR 0, AT HiAE > E Y, METTL3
AT FH B ARG PR A4 E ], RV B SR AR K
K52 44 (epidermal growth factor receptor, EGFR) %ﬂHippo
155 18 B (07 SR 1 T P TAZ B me AR R A B A S 455 )
APPSR IEIN TEIF3H, /S EITEGFRHITAZ
PR IG 5 Z2RANERRTERL, 2 2A i it 2 e P e
HIGH | IR 28 AL, AT HESE A SIR I, miR-33aF
miR-600 A LR [ MET TL 317 490 1) S /)N 240 e i 4 £ 34
B

mCAVUIEE Y THDFUE /N it 88 1 RAE A< R 2
JRUBR R R o AR/ INAH HfL 98 200 B IR Y THDF 1
Rk, RO G /G WIBH A, 40 B A
CDK2. CDK4filcyclin D1RYFHPERCFE AR FEAL, W&l
i Je 2 J6 4 A JE B 4], Sheng ZE WY % B Y THDF2 7
Ak /N0 B it 2 2 e Rk A, A o R B 4 A i R S
WP HEBE6-PGD 3 UTRAY P IEALAL s, 12k H:
PE, I 2 A A S R IR AR A, A AR /N2 i e
(R S TR R AL SR

mCA L A B F T O Y 22 A 78 /N4t i s 2 21 A
M FR Y I, BRI ER " 22 RALEEUSP7 mRNAHY
mCAEH, SRR E M, (1 S i J 200 1% P 3 g s,
TMimeA 2 R A ALK BH S I A] LU ] 2H 28 43 e 2 (1 il )
il -7 (metallopeptidase inhibitor 3, TIMP3) , F#{IKTIMP3

Ji 1), USP7 mRNAMImCAH EAIE M B FTO“ #4255 A
PEREI, SRTTIMP3 mRNA I meAMS iP5 fase
FAARG, FRATTHH I AS ) 5 [ mO AR W 4 2B R AL IS, S 3850 %
Je PR O 22 S B LR O R A m S ATRUB R 1 T e
PO, TR BUE 7 R R] . me AT AT e #
P, BURE 5 FHLR RIS S 01— AR R
2.2 mABMG SIS | 2 ELAS i A JRe 30 e 1014
Gy R AR, R R B AT R E A AN PR
Z—, P hmC A 55 il 12 28 S B i) 6 R T
TTRALGT

AR A0 MET T L3R A me AF SEFE RS BTG
FHJUNB mRNAK EmSAMBA, AR E M, IfifER
SRR FARIFR T H N5, S 550K F -8

(transforming growth factor-B, TGF-B) 175 511 _I 5z 4 fifd- 8]

FEIREAL (epithelial-mesenchymal transition, EMT) [ % /=,
AR A s A B ) ST % A 2200 7 it ik e A% ok R o,
METTL3# 38 7] LUE FmiR-143-3p W1 5% A% HEmoA
B, TN miR-143-3p I TR, 38 A 0 ] 1454 B3
Tl FVASHL, BT IMAE N K A I FVEGEAR i1
FH, 75 A A BT B, A1 2 Al s 40 L P 9 2L 45 2 S R
B AL

Liu &5 SUBIF5 A AR Il 95 v, v 38 38 B mOA 25 F A
AL BFFT O i “48 55 " HEIMZE1 mRNA I mOAME i, 1
TINECRS e P, (e 20 i 6 9 40 B ) PR 0 . ST RS AR 28
55 —mSA Z F AL i A LK BH S 75 [B] #c1: fk 4 A B I 1) i
Prgm M 2R i R, 2D R ALK BH Sif iF
BRI FE R FOXM1 mRNA A&, {2 EFOXM1HY
Pk, IS 55 Ml i 40 B vy M AR AN 42 2 090 S 0 1 — T
FEAE R IR moA L LA ALK BH S 7EIE /N fili gz v
FRW N, HIERFR R SRR A A W S R OG s 7N
Tt 26 Tk ALK BHSBEAS BH 41 i 40 L 3 5 A%,
X4 RS H IR SRR S, IS 405G 5207
A A 7 ARG, BARBLRA 5 i — 2P 0T
Ut, mOAME i 7E IR A= 2 v ) R D RE TR B R AL B
TEYN . AT A 58 AT
2.3 mCAMEM A2 T 24 2 5 UM R VR TR B O
FRRZR AR R, 225005 T LA 2l Rt TR
ARG 2500 50 FHLH, AT LA S ERf 11 G 25 F v
R 2542 AR . mOAME A G B e Ml Tt 24 v
KIFEEER.

Shi & IR 5 & B AE AR /)N 4 M i 98 v s 2 8 10

mRNAFEENE, ﬁﬁ?fﬂﬁﬂvﬁtﬁﬁfﬁﬁﬂli/l\éﬁﬂﬂ?ﬁ <Ji YTHDﬁ‘E@ﬁﬁ?ﬂiﬂEﬂméA@’fﬂi HYKEAP1 mRNA, {1 i
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KEAPLER IR IR, S0 Ui 20 A AT 07 S oy H ) DG g
HF#% I FE2H1 5 A F2 (nuclear factor-E2-related factor 2,
NREF2) i A, /v S 23 ARRICIZR B TTER, N
TN T ALY UM . mC AR S AL RS EMET TL3 R R,
REAS 12 = il R RE 20 L A S 49X B Jes 25 W) QA BBURR ), {1
SEEARDLHIAT A WA TE

T I Meng S SR ZIFIHT 1 AE /N0 M i i Hhrm S A 1
S RER e 2R OC R - AATUART VA2 Je Uk At L iRy
Xif B8, S TR LE B3R T2 I 25 40 ik R A B 2 B R TR R A
mCABE, M BB AR FL R Sk 1l kA= T oA  d 5
KT Re s S, Ao 22 S5 3R 8 1 DR 32 B AR TE 4 it )
Y, MmO A Ui Y JE DR L T IE8 A 40 A R T, T
AR/ N g 7 £ BT SR TR 241
2.4 mCABMISEIZE LG Mo Z st
W, meAMB A IVE 2T 25903697 R 40 T i e
S Fhrby. W52 BRI HLC-ESI-MS/MS J5 A8 Il fifi
P PRMIE AR A B (circulating tumor cell, CTC) 4fiffd 5k
CTCHI M FE R mOe A I 175 LI 2 B, CTCH M ) %% {4
mC A AT MY, X K BICT CLH A I mC A 1
VAT AR it i (9 TC A2 W7 0 AR B9 T ) 2371
NG il g 7 10 B Bt S AFF 6 4K A8 1 B8 m S A A AH DG 2R
FIE 2R B, T A Bme AMS 1K I AE 75 VR L2 i
F5H5r . Zhang H A A XF T CG ABE 4 509 191 il [ Jids £
FRA B mOARHSCHE R IR 04T 7004, ZBLYTHDF1,
YTHDF2MIMETTL3WFRAH I i, JEH kil
SRR NTCE R A AR B S TEAR DG, AT HE I 2 58 )
P i AT BB IR T S A AE AR I Linf5E 0% 13
A mOARH S ER ISR R AT — Bt RIS, AR
TSR R T WA, XL R ETEARIS L AL iR RN
S AL T A A W 25 R 38 0 R IR Tk AT R
BH, S AH G I PRI 119 22 55 T AR M A 83 e 340 A6 5 105 19
PEHIBRIE,

3 SXmeAEIREVEREATTIER

FOIBAG F AL IR I K A A i Bz Wity A
BEENIEM, 20 DNAF I A0 i ok 41 5 (15 1 il
(R 245 AL TR IR 6T 7. DNAHT AL i
7| Azacitidine FllDecitabine B\ AJ 552 [ B 24 i W BH45 L))

(Food and Drug Administration, FDA ) #lt#fE, 1 F T A HEh
A S CR B IG AR YT, 20 3 2 SR AL R R 57
Chidamide 48 HE 0 24 B 8 1Ry (China Food and

Drug Administration, CFDA) Ly FANE Tk EL eI Ry
1RYT, HHATChidamidef X3 /N4 i 98 A s PR S5 36 2
PEATILBBL, 3 JLAE, DmSAE i MA% .0 N 25 B 38 1636
FFE BN 2GR FEAR B S . AL FTOMHI
#|. METTL3-14/WTAPI 7 FIIE A 125

3.1 FTOMHIF] meAZHIEALFIFTO R A . ilides | L
AR A5 2 b R A R b S LIRS I =, FE 2
Jeg v ek, S TR SO G BRI, RSB T3
T B G BETOIMHIF, S fs Sebit e 25 W) T A 24
FE T HEEA

AR R A ETOMMI I R R, KR 2 —FP K
SR, ATLAS RNATE B E5 B FTOW AL s, AIHRHEL T
FTOX B & A me A IR NAY 25 ALV, [T K 3
TRt ] LA 2 FP Ak i ALK BH 2 1935 1, 356 B R 182 -
AESe R AL I FTO RN, AR FR s Ak
FRAR /N i e 2 AP C-9 . H460MIAS49), REMSHH I
T AR A5 1 M s R TR e T, R 3R T R A R A
JAS R p5 o /INBR BT R S E K B R RE A% LA ] N
A %) 7 I R A P R B . Z T A5 (69 3 )
TR B TR b /N4 L it o 40 L 2R GL.C 4 B S B th A — 5 A4 1
YER, AT LA St & A o (R i TR SR R /K i kA
2, I HT MR R 3 1 I 2 A BRI,

B I, BIF 5 2 3 Aok v A e 2 'l e A 000 7 O 1 1)
HIFTOSALKBHSIHPEAZ5Y), & MAREIADT R ZAMATE
% R R S I ETO Ay 25 FH SR AR G 1k, IR HL LAY
FEMH 7 X VR A0 P9 AR m S AE i K, 1T XFALKBHS
[ ZRIE PG PETFA A 520 €0, Demertzi®5 RIS A BT
J g 0 B AR AS49XT MA R BUBHERAIG , P EEmHI 2 (50%
inhibitory concentration, IC_| ) H139 ymol/L, —LEMASJRL
BYIN AS4OAIAYIC, (E T A [ 2225 pmol /L-40 pmol /L,
ERAEE YRGB AU BEA SR v, i LAaE— 2D X MA
PTG, W9 R IAMAA AL L A ) K KA T T X FAS49
AL BB TE , 1C (FALH0.43 pmol /L, I T
I s 240 B AR AS 49X MAA ML) L & 0 ) SR (), MA
Bi A )2 753 s M FTOTG M 5k & ¥ E T, MAFL & %t
Jit it s R A RS B BT TG P AT W, G Rt — DR

WS BTN T R AT o S P R [ 28 T iR X BT O 17 i
), EEXT RS M HEA TGS T RS AL, B AT
/N TGS WIFB23 M HOR TR AT M FB23 2 RE S 5 Sk
BRI FTO, 5T & BUAE 2ERE R I, FRIRATAEY)
FB23- 20 16 1 Z L T EB23, gt St FTO 2%

dﬂ %ﬂﬁ@“ﬁ&, A G, DL 2R A0 A T B
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