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[ Abstract] Anti-thyroid drug ( ATD), radioactive iodine ( RAI) and thyroidectomy are treatment
options for Graves disease ( GD). Treatment strategies for Graves ophthalmopathy ( GO) patients include
thyroid function control, oral or intravenous corticosteroids, orbital radiotherapy or orbital decompression
surgery. However, current treatments for GD and GO are also less ideal because they target the signs and
symptoms rather than the pathogenic mechanisms. The development of treatment strategies that targeting the
thyroid-stimulating hormone receptor ( TSHR) or insulin-like growth factor 1 receptor (IGF-1R) alone or in
combination may yield effective and better tolerated treatments for GD and GO. This paper reviews the pro-
gress and limitations of the 2 methods.
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AR I RETCHEAE ( f R JT) 2l PR LW WA N e PRHTEA T 2514
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PRIk Z — . ¥ 55 KWK (CGraves disease, GD) 24 H JT 1Y
80% LA b, R R B U 482 GD 45 [m] T H T, A% 7 R J R
¥ ( Graves ophthalmopathy, GO) J&— 7 5 R AL HR BE A5 [
HLMLELEH LG LR e B R ik (2R 2R L 5%
B A B e OB PRS2 50% 11 GD i & A IFIR
HRAEAR . HATIG R EEEXT GD F GO BIIRYT I i B W HE IR
I7, AN BE DA PRI 2 1 1 2 AR e R AT ARG, B AR
Ao AU GD Sz GO K tILTI 4 £ B2, % #8412 HH R
REMZE ( thyroid-stimulating hormone, TSH) %ﬁi( TSH recep-
tor, TSHR) A5 R A K K F 1 (insulin-like growth factor 1,
IGF-1) Z M (IGF-1 receptor, IGF-1R) 7EIG97 GD I GO H1 ()

—. GD # GO WA EAk

HETIE IR 3697 GD By 5 ik F 2 A HT AR IR 259 (anti-
thyroid drug, ATD) G877 i 5 Pl ( radioactive iodine, RAI)
RITLAMREFARIGST . HUIRIR TR RAL IR YT AT BE 2 35
SUMEIFRAE T ATD 3677 WU AT BE H SR AN i Bk = 5E A1 (5L
JFEHRE S S A RSO, A IR R) 5 ) R S bR ey S 7 ml A
GARAMMAER GD, L HZEIF GO B HIF 55K
K

B~ GO R T A AR R BRI R K B
ifiy7 GD BIAEsE GO RYAEAR ; i ~ LB GO fEF m] LA
JIR B K 25 T B BRI RS R T T BUE T RR
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I7 A ERATT B XA VR YT HEAT — 1 R R
B2 A [J] 8 BE X GO #EATIRYTY . — T BENL X g
MCE R R 225 W) 0 7 B GO IR YT A 3L, X T &
JIE B G R b IX A R A ORISR A
i W oR R TS R A R MR B, K
R TR KA e 23 AR ER S 1 R YT GO e,
WA 2 Sl P8 1y R | FH R8s /N BB, 2 5 ( Te-
W B T IR R TESTR) S W h ~ R GO R TR
I7 , U — 5 B % A AT ROR T R s B
P (TRIFRBAHT) (Rituximab, RTX) 75k — 0 AW AL ik & 40
CD20 47T, AT LAV BRALA 524 B BE i) B bk B 448 i i 77
AN, WX T3 s b~ B GO B ENRARIFERNY
Salvi % ST o , M T bk Uk e e BREIRR N IR YT
RTX XF 6 shi o ~ R GO AYATT AR B 4, A K s v o
AN ARRTE 5 — TR AL BT RTX BTRYT 8RS 28
LA IR0 B e

—. TSHR #0 IGF-1R £ GD K GO I EE(EA

TSHR 1 52 815 HER AR D BE | i bR e 40 A 1 /N A
Bk, BORN 300 1) FEIR B8 2 A8 T | FFOBR R 2 BB Rl AR iE
(TR B Bl ) FF R ik 9 56 22 ol Y BR E  os vh A  2 4E
A

AR HIEJg D5 L ZURER AP LA AT LR 3] TSHR )33k, 78
N T8 35 04 R BEE 5% 2T 4 40 i A 1E 5 HIR HEE Jig 57 41 23 h TSHR
fIRFTk, MiAE GO 3 1Y HR HE A 2T 2 20 fifg v ml LA W 2% 3]
TSHR f ik 7S WA 4 1 iy S99 90F 5 25 W, TSHR $i 1A
(TSHR antibody, TRAb) £} GD &KL IER R R, &5
M GD B S H S oMk S IR PR TS ' TRAD X
A5 FEUBR AR AE0eME: H Br BT (thyroid-stimulating auto-antibody
TSAb ) FTH R i 5] 93 BH T 4 470 4 ( thyroid stimulation-blocking
antibody, TSBAb) ,J:r TSAb & GD W EEHUKH £, 5 GO
)P EEL R B 22 IR LA O, AT VR AT GO TS A SR 24545

1993 4F Weightman %7 1 96 % B IGF-1 455 167 S x5 A
ML HIE S 2T 248 240 o ) v B2 SR FPE | Bl S IGF-1R 8 72 o GO 1Y)
FoPtRZ —, IGF-1 1835 IGF-1R &5& X, 2 5%
PR A= 1 A0k B mE ARl . A g & B, 5 0 R4 AH
I, GO a5 IR BE BUEF 2 4t i v] UL IGF-1R Ay FE 3Rk, R
fifi 25 RALYAYT, 16 301 GO 3 1M 3 7 A IGF-1 7Kt B
BT RA N

1986 4F Tramontano 25" "' 14 YCAE K B IR I 40 it v % B0
T TSH A IGF-1 38 4 2 8] (O T REBX 25, 2008 4F, Tsui %"
R —Fp g, AT DURE S BT IGF-1R JF 40 ] TSHR
PG HE I Y15 544 5 TSHR Hl IGF-1R AY3LE R4
BEIESE . TSHR AT IGF-1R A LA FF AR i 240 A A0 HIR HIE B 2F
Y4 200 B 3 A SR TTE W AR, 33X 2 ol Az A AT LA g [
PR R e Ve B MO |, RIS TSH 1 IGF-1 & %1k W AE ik
GO S 1) R HIE JsC T 248 40 i - 00 375 P SO TR, T 3 P e —
T BT 4 A B RE AR, AT HE GO S8 2 IR BIE W6k 5 AR 111 5k 174 20 22
g E| 2 BFSE R TSHR M1 IGF-1R 8] 72 76 A0 B AE
{645 TSAD 75 19 GO H 2 Y I AE pl 2T 24 20 it v 175 B o IR 7
NP TSHR Ml IGF-1R /2338 GO 834 IR HIE 5% 2T 4k 41
Jd A RN

=. TSHR #1 IGF-1R #FHMFILEIRST GD #1 GO HRIER

HATEEXS GD F1 GO G I7 B X HE IR YT, 2 T 22
fiff FR T BRE RV, 7 B X6 T 908 B89 & ML, L i G
ISR 5T %) TSHR 85 IGF-1R #EATIAIF T, BT
GD il GO Z Al A2 VI Ik 2, BEAR A VA YT 7 36 & e 5 — ]
PAFIBHAYT GD F1 GO MZ5%) . AR BIRYT FE g AL 45 nT L)
] TSHR [ BT PEBT AR 3535 /N o3 DL R B D s S M e e 36
J7 % T IGF-1 7F GO &k it 2 (45 1, IGF-1R AT LA
YEN GO HYFAYTHR S [, BF & $E 1 TSHR K IGF-1R,
FM B IR T R MR T ERY R 1 P RS T Z RS
BT R VE AR AR B

1. TSHR #5HL7I7E367 GD 1 GO Hh/EH , TSHR J&
B EE IR 321K ( glycoprotein hormone receptors, GPHRs) iV
FIGE T Z —, GPHRs i A 45 #4442 1l & (luteinizing hor-
mone, LH) 214 G567 (A2 M R 0 3 52 04 S Ot ol 0 %
(follicle stimulating hormone, FSH) ZZ{A%%  #1J& F G & H
k324K (G protein-coupled receptors, GPCRs) ., TSH Fl TSAb
FEE TSHR 40 i 4b X I8 45 &, 38 i 20 i P9 255 5 082 e
TSHR R G280,/ T GPCRs (5 55 S, HmHAER
P st 5 TSHR 254 % GD #EAT T, ZAE 3 A Bk i
BT FE,

GO 83 TSHR R /5 22 15 il 34 HR IE Bl 21 2 4 g 3 A=, =
FHRHE & 44020 X2 GO KmpLImEERN K>, |
HIXTTF GO MU 2R H GO H g HRHETF-AR 73 5 R i 4 21
PEATIRAREE 3R SCHUE B, Bk TSAD J#03% 1% TSHR ] LS5
T 7 JET 24 240 R SR I 200 %) 3, DA T 0 38 A 72 114
A 4310 I U A Ak A A ) B U A L, T
UL, TSHR F5407) % T H TSHR #8036 19 GO R HIE i 2T 24 41 it
AMEER X2 GO MZiYaY7 i R I EZE IR,

(1) Hdi, Heh GD BEM B 4435 ok i A
PO R BELIT PR B i 4% 9 5C9, Hi s TSHR A4 5 36 Al Al
PL3E gl TSAb 3% TSH 5 TSHR 254, 3 —Fl TSHR FH
WP iR K1-70 WIS T 1 5 84T 7 B o vk HOIR AR IR 9
() PR 3, T2 R 3 I3 Hh g LA TR) s A ) 380 o) e ek A R
BELIT BT, DI B3 UCGIE 52 T[] — £8 % ] LA [R] B 7 7 TSAb
FITSBAb, MIARYT IS EE T X 2 TR Pl 70 i A A4
FEXFF TSHR A o6 M B3k LR B2 01, SRaii, i T
LG IR T B K 45 24, Ho = | Ak 0 5 a4 B o 2 %
I PR o RV R 280 TSAD #0375 i TSHR 7] LA 5C9 F0
K1-70 #4fil , {H2 i T3 2 Ak 5 TSHR 456 1907 A i
AR, FLAERD ] TSAD it R il Mz 252, thAh, X
FEHUR BTRTT RN 76 0 B AN B O i AN B

(2) /N F45H157) (small molecule antagonist, SMANTAG ) ,
AR WERAEFH T TSHR B SMANTAG 8% /5 3897 GD
GO MF-BL, 24 M1k, B ) SMANTAG #8725 TSHR
PSR X B AR A AL S 45 G AN 2 5 TSH Fl TSAb FF7E i o1 IX.
AIIEPESS A0 454, 2008 4F, Neumann 452 438 T 8 4~
PEEEMEFE BT TSHR Y P SMANTAG, Ho 9k 4 4% & NIDDK-
CEB-52, TEMEEUZN A% NIDDK-CEB-52 F] ##1%% TSH F
TSAb 3 1Y TSHR , 38 435 A JEAR FF bR At 200 i v 14 354 8l 7
G54, I R AR 2 454k ) 1 ( thyroperoxidase , TPO ) 3Rk (1)
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£ 1 0 TSHR 5 IGF-1R V697 GD M GO MWRAE T 2 OVE FIAIL B AR ke

Al 29 YE LI = 79
NG STININ 509 ] TSHR §% 4 HAVRIT GD M GO I EE Ttk s 245
K1-70 e A Az At oA ] R A
Kep gl (K JUA) 7 PRI
INFHEHIH NIDDK-CEB-52  #ifkl TSHR & HABIY GD K GO [k P
NCGC00161870 k424
NCGC00242595 5y FHE R R
NCGC00161856
NCGC00229600
(ANTAG2)
NCGC00242364
(ANTAG3)
Org 274179-0 HAIRIT GO MkaE ALAEAN LK T 56 0
W AT B P N S5
JikZk K ) TSHR 15k HARIT GD K GO kg k4 245
CP829 ] B ™ 2 Y e i
CP835
CP836
"A il TSHR AT 400 HATIRYY GD MW RE S 2y
ATX-GD-59 T EHT 6D B 1 Wik Kt TS G
%4 HLii 2k R AT A TR PR R T RE T A A KU
LR SR Teprotumumab Hil IGF-1R 3514 HAWBIT GO Hnkne T arken 2
(RV001,R1507) S~ G SIYINGD! T L A R
EHTF GO &z T AR 5% 3k GO RS EHLIA

] A CAS 343

T ANTAG SAFEBLTH, CAS Ml ARG S EEPFE 2, GD AR T R IT , GO S o F TR , IGF-1R [ ) 38 A K K 732 4K, Teprotumumab g

B A TTERLR  TSHR A4 HUIR IR 2 R 2 14

AL FERAS BRF ST, Neumann 25200 3 55 127 484 (14 7
007 TSHR 30 7 09 45 74 S 42, #F il i TSHR 45 it 7
NCGC00161870 2 NCGC00242595, Ji&i # 4 TSHR M 4% 4t
A, 0] ARG X 43 TSHR (9384005 A& i TSH 38 & TSAb Hill 3
T2, WO R A I R R FH ¥ BE , 18 FT S TSHR T BE
BE .

NCGC00161856 J2& 25 1 ™ # & Bl () TSHR % [1] 38 3h
P AR R, HE AT LR A TSH 33
PSR TSHR FUEA 1EE 2848 TSHR, 76 AR AR R AR 20
i, i NCGC00161856 3#E4 7137 7 AT LA [R) st Ja A% H IR i Bk
F5 1 (thyroglobulin, Tg) . TPO ., &} fll % iZ {& ( sodium iodide
symporter, NIS) Hl TSHR 4 Ff HUIR B Re S e BE A A ik,
HARIT GD K& GO My fiE, SMANTAG 75 22 41 il 350 43 9k
TSADb 475 i) TSHR, B T TSAb 5 TSHR g 4k X 45 4, i
SMANTAG [WZ5 A S AE S REIX, t TSAb & e 5 5 5% 3]
LIgE SMANTAG Btillc, AT 2, 78 30 il GD 34 i AR
FR AR A L 65% 1T LR £ TSAb 5 5 (1) TPO A 7 3%
ik, Al it A A B M Y 15 BT (antagonist, ANTAG)2
(NCGC00229600) #11*%) | ANTAG2 J&—Fh Sz 10138 sh 7,
AT DL 2R AT ANTAG2 B35BT AT LA 4 il TSAb, AT
1GYT GD,

Xf ANTAG2 i 17 i#F — 20 1y 4k 2% & i 38 15 ANTAG3
(NCGC00242364) ,ANTAG3 1] LUk PEA 4] TSHR , i %f LH
ZMFN FSH SZARTC 2 5 e Ah , ANTAG3 1T LLAE /N BRUA P

il TSHR A 3850 1 R, A2 R IE— i UE B mT LA 5800 il 4 oy
TSHR i~ SH9— Z 1 &R B9 /NGy T 29 Ae il i o Vg
TSH A3 H R AR 7 1 /N BROFR JTRE AL rf ) ANTAG3 [ 1 AT L
O] M98 907 25 AR B 2R (free thyroxine, FT,) T &, 38 7] DA
i 3 PSR AR BRI L B R (thyrotropin releasing
hormone, TRH) 24| TPO F1 NIS 23k By, 7E4 FH A
TSAb B 5T M22 A4 2 /N B SRR ) ANTAG3 1] LA
# FT, BTFE AR TPO Fi NIS FYTEE > . BRI M22 #
HE /N U R BERRZE 235 TSAb, (R J& Lk ffF 58 nf LA
WERH ANTAG3 mT LAFE A4 rh i i /) BUFF PR R T B e 1 1 iR
&, WIRYY GD,

TEARAN S B v Org 274179-0 A] L4461 H1 TSH , TSAD
M22 HIBCS Y GO HRHE 82T 4k 20 i i 48 25 | DT 300 44 G 1)
BEWT AR 531K . Neumann %5128 BF 57 W] ANTAG2 1R F TR
SRR GO RRHIE J8 £F 2 4 i, o] AR i 501k ; H ANTAG2
AT LATRL S 0l TSH, M22 4 S0 4i i or 1k, e b, i
ANTAG2 2P TSHR F5HUH], ALl 5 TSHR {6 7]
—Fft cAMP {55 K RIS AR R D2 SZARHTE (5 5, i —
L WIWFGE B, 78 A Ak 0 B BE B 21 4 40 A, ANTAG2 7T
DA TSAD 75 51035 W R R A=

AT WL TSHR ) SMANTAG HAVAYY GD I GO 1y
fit, 5 ATD AiH, SMANTAG ] LA E 42085 TSHR AE A #E 5 ik
BT, Bl [FRHEYF GD #1 GO, fdi I FH I TSHR A4t ik
FHAYT, R R b3, (5 RPTHI L, SMANTAG -5
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WA R IRIGYT , B A e MR, TSHR #5505
KRS A R T GD A GO [ FE I, /Nl i SMANTAG ] X
A5 T T s 3k S R UG B,

(3) k. Holthoff 55" s L fili H1Z& 3k A\ TSHR A 75
57 B9 T 2H I %5 B ( recombinant adenovirus expressing human
TSHR A subunit, Ad-TSHR) %3 /)N B, &5 BB Y | 9175
SR TR E BRIk A . 7E Ad-TSHR S 119/ B
HULEEE) TSHR 254 cAMP FIBHTIARS | ol (5 R R O i
T8 AR KT O shad s O I AE R R BE & AR A2
R sE e KB, IE AR DR Hi R 3 (human leuko-
cyte antigen DR3, HLA-DR3) F 3L/ INRA ALY GD #mdrfr fifi
FH T AR AT FOERIE (CP829 . CP835 .CP836) , LA%EH 1 IR
ARSI AN R IEATIR YT, E9RYT 6 9T 3~4 N A
TSHR Z5-AHUiR i3 B2 W 32 230, GD REIR I W ie38 (an
487 INFROBR AR | B AT i 3 IR R 20K L R0 Bl A
MRMESS AR EE ) o AN AT A4S ST TSHR 19 FF KT BE B R A
KIBIT GD Ik —,

ATX-GD-59 & 3£ F A TSHR 751 i 2 Ff nl i M & Al
JIK—9B-N A SD-K1 [IRAH,iX 2 FfIK7E HLA-DR3 4% JE A
GD /N R Fh BIE B 5 TSHR s Sk T 40 i e 17 il ok ik
Fl, UL, ATX-GD-59 B{IA N 5 ik B 25 oA B2 g 28 1k 20
i1 Y HLA-DR 43 EA i BER R AL ) IR AR T 4
530 40 T AL 9 XU . Jansson 2552 {1 F ATX-GD-59 YA Y7
255k N TSHR 2 ) HLA-DR3 #5504 GD #E8/NE, T 40 it
F1 TRAb g AFIFEEE N H] . 2019 4F Pearce 2853 & R TE N
AT ATX-GD-59 2 NI SHAYTY GD, IF 4T 17 1 31l Kk
Iy, 45 FRUE A L —Fh2e 4> HL 32 v R B3R 9T 5 ik e AT
HEZ AR ATX-GD-59 J@97 1Y 10 ] 5 & v, 7 B 3
FT, TR, 2o s B[R i B0 25— RO IR R 2R ( free
triiodothyronine, FT;) TR S S IR B B H L7 TRAb 7K -
Bl FT, [F25 TR AR TS K . oAy 3 i3 W JUE
ARINEE, IEY7 I 2t BT B o 2 b A 5

2. IGF-1R F5HLFI7EI6 Y7 GD #l GO Wi /ER] . IGF-1R
SRR T SRR IR 2 R SR ) — Fh S Az 1R, i i 5 1GF-
1 856 KA B RRATTEROT o 7EHRE 2T 25 20 M R B 2T 4
AT LOUAE ) IGF-1R iRk, S51E#H AL, GO B
BRI B 2T 4 21 40P IGF-1R ik, HonT BE7E GO Ak
Hid fE 5 TSHR HA P /E '™ 1993 4F Weightman
SETT L AE GO R IR NE S 2T 4 4i g v, ok 1 R 1Bt
AT 5 EARIC ) TGF-1 38 44 A, AT o IR T
IGF-1R /- {554 GO A WEIER ., AR FH NN 1 —
45y GO BT i TIRFA LRI IGF-1R S8 T GO 1)
Ko LB F AR B Z5 e 5 Z A, Ak TGF-1R
P RERIFL IGF-1R {55 197748, )i 2 il IGF-1 £ &
B SZ AR TEAL , R IGF-1R $TiA R & T8 GO Mkt G —
PPN A I WAl 55 5 W 1 S IGF-1, Al g s
S5 A GRPEERN, R NEERIE, GO Ll fEH IGF-1R
BCAAR TG J2& th IGF-1R ) 31 B A4 34 J2& 9 VR 1 1IGF-1
H,MJoE e, BET B SE TR AE ] X IGF-1R B 4EAE
AT ZIREE S I TBEET . AT IGF-1R B2 BT ( Teprotu-
mumab) (RV001, R1507) 0] LA SAMAN oA A 45 R4 35,

AHEE S BHWSZ AR TGk, 7E 2T 2E 41 /K SF- , Teprotumumab AJ L)
A 3 A ARG 40 i 2 1T IGF-1R AT TSHR 8 3 3k, 41 IGF-1 I
TSH 75 5 8 IR R 1L , NI FEAIX TSHR A1 LA 2 -
6 FI A £-8 19F 55 IGF-1R F1 TSHR 2 [8] B9 B AH T
o, dE— BRI T X Al IGF-1R BHWHEBUIATE GO YAT7 ik i
fie. Smith 255 (1l AHF 98 35 B Teprotumumab & L H K& 4f 1) %
St AR FARIE R, AHRBIR AR A1T%M. 5
X} HEZHAH EE , Teprotumumab AT DA GO i 3 28 MR I IR 1 2 &
PRI, HETR A IGF-1R #1534 Y7 GO il 2 4
TP L Aol sk G0 7 IR YT I R R R T R KT Y
Ji#: 5% 22 221K (insulin receptor, IR) A1 IGF-1R [a] B # il ; H: —
T IGF-1R 5 S e flsh W d 8L A K ek &l
P v & ¥ E AR L, A0 (] A2 R YT kS X IGF-1R 1E % 4k
HIIRERIR R, AL

R R IATE GO JRY7 if #2 i [A] B L (] TSHR 1 IGF-1R
Al LAUS A BIGY T RCE: . TSH F IGF-1 [’ GO Ji4F 4
LT A, 2 Vi [0 384 T a2 B 5 R 1) 43 6 , s 3 2 27 R
FEINRE LAEARA , 78 GO 3 TR AR AR HIE 5ig £F 4k 40 21 41 i
WA AP TSHR B¢ IGF-1R AT LA ) 355 B J5 R %) 43 0 , 7
T TSAD il A2 B SR 432 | TSHR 4591 T
IGF-1R #5407, Horp TSHR #5805 ANTAG2 1 LL5E &9 il i35
HIRIR Y /b, 7E GO AT el 21, i TSAb/M22 55 311
IGF-1R il TSHR 48 ] 5B P ARLF- 4B 7T LA 5 #23 7% TSHR, [7]
B[]l & IGF-1R {55, i 2 L) TSHR Al IGF-1R [F]BS1E A
HLSIRIT GO M H YD,

FEATR S ZH /Y /i 300 A 5, 38 o JE 4 BORE peDNA3. 1/
TSHR268 JHE7 LI S+ 10 S 307 i 2 L 25 5093 BALB/ ¢ /)y
B, AT DA ST R E 1Y GD /N RS RL7S)JS A  FE Ak
LGSRk s TR A M R e
Y1) BALB/c /MR GD 1 GO BRI FE 2 R R g8 v A%
WFE 20 224328 LA 20 B 18] 5 6 437 1 (intracellular adhesion mole-
cule 1, ICAM-1) & TSHR 1ER#E 5, Hil 45T ICAM-1 BT K2 i
PEIFBETTE B NTHE RNA (small interfering RNA | siRNA) |
siRNA 2470 ICAM-1 B4 s v S L7 /N R P, AT LU
BT MEIRYT 10 45 4L /N BUAL T FF IR IR 2 . TSAb  TSBAD #
BOGYT AT TR, TSH BIGy7 AT -7t 1697 5 /b B
J B RO PR G BT i, RTUL siRNA KBt ICAM-1 BABTst GD
£ GO BERUNRA — IR ITRCR . BRILZ AN AR RS i —
A28 L TSHR A 55 BUBLAEL TSHR FRARZEAE T RE A/
PRRE (i 2 SRR/ R N 0 TSHR PR 4 4, T8 e 4 1
(R 1 T, DT X B AL /N BB GD B GO i B3R 97 1
FHPT ) HE IR 2 1 ARG 20 R) Bk 23 Al DA 3
RAEFAAR BUAA S B AV FH RS R /N B HEA T 13 1)
TR, HAd T DU PR TR 2 B2 v ] B8 H 30 A BosE S0

M. &itFnRE

AR 220 3 24 TSHR FI IGF-1R /B MG 7 8 5
XF GD K GO AT ERA IR AR T, 12 B M & 9o WL 1 o 3
XF GD Fil GO HEATARIG , 78 4 M K S 1 sh 9 1k P A 53 rp 2 B
BT —E IR, MR TG IEYT Ok, R R
7 O PR SR B PR B, BRI A S, MR YE GD M
GO $RAIL T L, e — 2 A5 v, A fal 42 31 v 97 1 26
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