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[Abstract ] Anti-synthetase syndrome (ASyS) is a subtype of idiopathic inflammatory myopathy
characterized by multi-organ involvement, including the lungs, skin, skeletal muscles, and joints, as well as the
presence of anti-aminoacyl-tRNA synthetase antibodies in the serum. ASyS is a heterogeneous autoimmune
disease, marked by complex clinical manifestations, significant therapeutic challenges, frequent relapses, and
poor long-term prognosis. However, in China, there is a notable deficiency in the recognition regarding the
early diagnosis, risk factor assessment, treatment, and long-term management of ASyS. This consensus was
developed by experts in rheumatology and respiratory medicine, who reviewed current evidence and considered
the characteristics of the Chinese population. It summarizes the epidemiology, pathogenesis, clinical features,
diagnostic criteria, and therapeutic strategies of ASyS, and proposes twelve recommendations addressing twelve
clinical questions, aiming to provide guidance for standardized clinical practice.
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oA B 2 A AE (anti-synthetase syndrome,
ASyS) J& 8 K 9 1 WL (idiopathic inflammatory
myopathy , IIM) ) —Fift il PREZY | B0 fili | Bk
BN R EZRE X R, MIF AT AB
iz RNA (tRNA) & B (aminoacyl-tRNA synthetase,
ARSYHLA, [8] T iliPehis (interstitial lung disease,
ILD) & R ZHUE & B DL im R R B, JUHAE T
MR R R ARG, IRIRITWME, A E kR, %
Foba i KINAYT . HETFR I i PR B A X Bm
A2 3B XA, a7 A PR IR
FAEARE

BT E  R S AR X ASyS fIRLTEALIZIA,
A GR AL ZH 20 24 [ KD 2 R Wi 2 1
%, B ASyS SURRFEIT RS LH AV, I 45
A FE AHER B R A HE TSR B
IREEAE SR AR RS2
1 HIAHENTESEARIEE

ARIEH o H AU B B IR S e B ke, k&
ASyS AT E R RARIT, T 2025 4F 2 3N,
T 2025 4 11 AR, FLRHIT AR i RGE %
JERL R 5 e ERE R S AEIE PR R R, 1 IR
HRRERI 73 N B S 58 GEE PP IR . R
SIS T AR SCH 5 A B AR S ARG
AR o . ASERIER TR C S5 T3 OF
7 [ B 52 B AR 5 7 AL & (http 2 /www.
guidelines-registry.cn) 58 i {F W, F M5 N
PREPARE-2022CN800, LA A 138 07 1
RUAEHL AR (A B AEH LI HT T
Y N [ T AE T e ARI2 T A PR S
(2022 )Y, IS IR DAL R g SIS (RIGHT)
RS 45 H o AR BE RGBSRl R S i R}
SEIG IR BRI, L K 2 5 XA S e M2y i %l
NG o P DU ] B AR By = 184
GSEIL A ASyS B E A

TEARE AR B DA A A ] [ PN A
RIR I DR [E N 2200 KR S0 5 BFEE il JE A
12 PRI, UESEPEA 24 AHE T30 X BR 45
Jay 18 Jer DU s K At 45 49 Ak 19 5 ) 0F i PR i) 2 fige
¥y , 7£ MEDLINE (via PubMed) .Embase . CENTRAL
(via Cochrane Library) %U#E 4624 2025 4F 7
JVLAH & R AR O SCHR, K38 h i 2 2
5 "antisynthetase syndrome"F/1"anti-aminoacyl-tRNA

synthetase antibodies", FHICHE I H H BRI R,

MARGLE ZEA T FEHLA RIS (RCT) (BRI
WEFE IR BRBTFE o 1) 3 91 S 2 B ik ffs . Bl
J&, R 2011 fRA-EER SRR R 2l o A &
XS R LIRS AP 2 (R 1) s S HER B L
TRVEAL HIT X (GRADE ) Xof #7758 B
o790 (3R 2) o R Tk Z BLHEUEDS A1 DR R] 4K
WL RER U T L F IR HER S0 R
U5 325K (good practice statement, GPS), 7E I
fili b SR ZR A5 R B I i T PR A 3% &
AR R S WP e B W, JF i 2 F R
FEL T, Te 1 W] 5% = 80% A ik iR
2 HIORE

2.1 WATIRSERAE RN A AL

ASyS Wk Z AT FEEE, IR AT
BAEE Orphanet H 7R ASyS B9 BRI B %
K (1~9)/10 TN, ESMIBAIIRIFE IR ASyS 215
IIM SR E I 119%~39%), 5l 3 [ — T RAE A BA
GIBFGE Wi — ik 33%%, ASyS HZ WL F4
PE, B b2k 3:7; BOA] FARATAEMS K (HZ2 I
F 40~60 % .

ASyS i PR AR EAIL S A B, A TR
IR RIS R | B SHUiAR LS s Rl g2
55 ASyS Ko, MU AR ASyS #9385 SR FE A
W JCHGE |, BRSE ATEIIBIETESE N ASyS 514 JCHK Ak
PRl =3 A T HLA XIS g iy by 2b s
55 1Y) e 5 2 i SR M AT R ASyS i AH OC Y B
BERER 0, AU E A A 20 (RNA 5
(Jo-1)ZE F1 4 CSTBL/GFIAENE HEBLIE IR 95 (NOD)
FESZIA/INGL, AT 51 S 2 IR FR LA B AL, $i2
AP LA RES 5 ASyS ALl >, & A
WFFEHRIRPT Jo-1 FUATT REIE LA T LA N Bz 4t
THREREAG 2 5 WL L5 AT, ASyS bl
TR Y6 K Z A e AR 3 T 1) 55, A0 4G NK 41
MIZHRE™ TR RGeS
2.2 ImRFHIE

IR B 1:ASyS B IRMIERRIEZT 4

EEENL 1.ILD 2 ASyS & WAk KR
N AUREAXEZEE—RU, BoBEERREH
AT R AREFHESE ILD (rapidly progressive
interstitial lung disease, RP-ILD), Hftt R EIE
EZ#H L ITF AF /A%  Gottron FiE F0/3% [ FH
%X R . F1E I % (Raynaud’'s phenomenon,

RP)ZE(EREER .3, HFRE 8),
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s Mo S HTHEAT A BEHLIIRE e A R Lik
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LW SR8 E AR R BRI EN JEELERTTY, SRR -0 BT, s ST AL
HERTE R E LA AT B AR BT AT S BRI R S5 AR
TR R G LR IR 5 W
il XEEAEBAIIDFTE R R GE AR BASIESY BRSBTS BBEHLIR SR o 9] 2 50 0 - %) B T
Lk Xif B4 W, BURBTE R S
BAFIHIF5E
{ER g S T X BEILR TS B8 n-of-1 3 BEALIRIG SRR BER AEBENLX BRAFU B 58 IR 51 o - xf BEBIE BE AL Aot 2
BRGLE MEPEDT VI FT, B SRR
WILBNGRI TG XBEHLAR IR GLR AR, NI B (BRI ) & ARBEHLX RSB SEBE o35 2550 o Bl —x R i ALl S 2
£ S IR BT AR ZR SRR AEERT TS UIESE (BRI R 5, S s R
GELEIR  BEXT BT BRI R[] A R RRHERR I
R n-of-1 155, SR MfEH I H R
WHERIEEIEDTTE SRR VTR E])
FIBNEITE X REHURTEE n-of-1 1 FENLIKIREL CRroRIN )2k AR BETLX BABA S BT 55/ o B 2351 o 1% AT B T-AL it Fr) 41 2
& KRG LRk REFHBENEDTE BV (G M) 5, B0 s BB
feft, EBHEDRHRR
fEF I RMfEHERE
SR R BETIIN )
fii 5 XIS M R Gesrid  FEbLiA% Ak BE LT HEBA BT 527 ) 2R 51 i 49— 0ok BEBTE BT AL i B
BEVIIITE 5, 8D RS IR

T PP RIER B ARSI (R (BrS TR PICO S HRHERE K LB 5 Y PLICO ARVERC) AR/ NI R ol AR A0

HERPA T PICO . AHE T R 25 )5 s n-of- 1 FRE BRI IE
T2 MEERE S X

i ety P8

SRR SRR RAIXNIZHETE R LA AR R A5 O ORI R T AT S AR BE 2 R 22 BB 2= v A1 B4 LB TP S0 0 R i
HEFE R

SffErE SRR RAD AR 15O PR 000 FLSC A T REHET AN B, (L7 7E — & AR TTRENE . NLZA AR FH L
FIT ERRREA, SRR SR A (0 (O 7 EA T B AL ) e o

FROANEOL  FELL T RRANT O T ARSI UEE L o RETE AR PR (B BOXT ) « (1) T T A 200 16 B A iy sl AR S P AR R RS SR A

TEAERYGE 5 (2) T BRI AT R AR 4 OFE IR BEATG (RS2 B AORHR BT 5 (3) 1 BURDGS BT T REFBEAE Y (R AR —J7
HRRAR Bt KU A SRR (4) AR 1 BORDOGH AEREta ) BEORE 24, FL— 77 0 St RS, 0 B AR T R R 7 5 (5) 3R 2 A

WIBRAYTEOL B IFAAE e FOREPE R R R &5 )

ILD 2 ASyS s WIRI, "] 3T 0%, il
fol . 35 BIRSESAEIR . TLD 18 ASyS Hh R 4R R
67%~100%"", AN K (29 30%~50%) , 55 L
KA T B, AT RBU S, 50
P& PR BCTCAEIR 0 HH 2 209%~40% F8. 45 1Y
ILD £ 34 RP-ILD 1781 BB 15 43 ¥ CT (high-
resolution computed tomography , HRCT)#:#x LAE4F

SV BT PER 4 (non-specific interstitial pneumonia,
NSIP) g W, HKCH LA (organizing
pneumonia, OP) TR A& AYfili 7 (NSIP+OP) , .45 1% /1>
B3 B A L 308 A [ o P i 8 e

29 25%~T70%11) ASyS & {ERFE b ] H IR
o2 I RE B A DB T IR B
A HT TR ASyS SR WY B IRERBL, & A

1N o
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21 20%~ 50952, £ T F-A] LI ASyS ME—F
BRI, e AT B R R el B & B B
HELREEIR™, A6, 2 25%~50%11) ASyS & 1]
H B 7 LR FE 95 920 4 FE Gottron fiE |
Gottron 32 | [n] [HZ |V “FAESE

WLIE 1t j2 ASyS B UWLIEEIR , 29 409%~90%
(1) ASyS B ] H DU I v B S5 LG g 3162241
THN,—FR5r ASyS B AR WARLTC ) i
PRAER, (E AT B 3 LR S (CK) T s, 3R
IR WL FIAS HL TR AL e

AT AE ASyS HRALH WL, 7E AR TR A 5T BA
Hirp R Az M 209%~80% 16182 —TF 258 S5 T
T 3 445 5] ASyS B, 62% M BEH RTR , H
37% M E RIS, FATRERE H R PR e 2
KR, W] LURAR P 9200 B0 ASyS 5 ] Hh
A B OGS RFAKI IR M TT 48 DAIIRAT Y 56
WRER I BRI B, AT 2 X
9 R (rtheumatoid arthritis, RA) R B, J # 1= 12
ﬂSIRA[MS:O

2 TR ) [ B 22 O BRS A 52 S, RP 1)
RHEFN 37%~51%2 ) Hr 17%894T Jo-1 Prik
FRPER R DL RPN B IR, B2 KT RN
ASyS HE KA RP AR AT HE >

I PR B3 2. ASyS %0 Tl PR 3R B A IR Lk

HEEE I 2. ASyS 2 I H I K 3k T 6 35 Ka iz
Ak sk E OERE ONRK FEEES
(EEER .4, HHFRE . R),

2 10%~44%11 ASyS B A A HM AR
— G BB BFIE 7N, 11919 Jo-1 78 5 5 Al 219% 1
4k Jo-1 BTG IF i Sl ik & = (PAH) 2 (H AR &
PRt Sk e AL, 2504k & F 1ILD, 24 6%~26%
() ASyS HE A IF B T R MEDS 2 JEE FOK g%,
KRN BATEC DR Y & A R ) 10%~
5093 3+35) {0 ZHBTCIG IAREIR , 7] 288 75 0 ) [ 5%
JB CT S8R KB, O LARIE ASyS FHXS 2 LI
FERAE , — IO A R B S 7, ASyS B
DWLR I R A2 R 3%, I R 3R TOAE IR | &
PEEL MO T s e, A HGE ASyS BEGIE
CAERR | AH— IR A Rl 7 BA S I S P g
{14) 97 25 5 3 N g 1) i S T 25 57

&R IERE 3. ASyS B iE FFiRIE F4FIE

HEZE I 3. ASyS BN iEF4FME AT ARS i
PR, E MBI R T Jo-1 HiH S EE tRNA & HES

(EJ) . #n7 &Et tRNA & R Es (PL-7) L A = EL
tRNA S AE (PL-12) 5k, 1 Jo-1 HifkiB BRI
U EERFRENEBX(EBER .4, HEFRE.5).
ALRRIEXTZHT ASyS BEEEEME (IEEEFER.
4, HEFRE GR),

H i i 3E BT ARS HTAAA 4T Jo-1 PL-7 PL-
12 EJ,0J KS . Zo Ha $itif&5E 24 . Hrb HT Jo-1 $iT
TTE ASyS i WL, HYORPT EJ ik 31 PL-7
PUARFIHT PL-12 HTld, i HABST ARS $UiAE I,
AP /N T 1961000 BT Jo- 1 U] E A Ik
B, BRFTENAPT Jo-1 K TV-1 sl AR S 5 1h
SIFEFHSEP Fi4h, ASyS AU PUIRPAPER: H
U, A A2 AL M ST AR ASORE B . 36 AT BT SSA
PUAFIPE Ro52 FiABHM:

SIS KA AT UL CK IE# 8 a2 BOR B
CK T8, JAEahr CRP ESR WA E R 85

HHE U A 26012 ASyS Wik Z —,
FLAE I PRAEARAS BB i) s 2 vh T R LTS A A B T
ASyS W2 W, EAMOBITE R, R R AN IR AL 2
Pt Jo-1 HUAPAYE ASyS BT E R I A6 3=
LHLMAEMNE AW (major histocompatibility
complex, MHC)- II 2& 73~ 72 JJL 40 Jif JE | 3% 3k Xf
ASyS MW BAT—E R B, IR EDFE RN ASyS
LIS R BHRAE S B 2 RS R | W P e o of ]
22 4 RN MLAE T [ SR 122 10 F) S Y Rz JUL AR A P
AIE, o AT SRR S R B, A LA AR |
JULPN R L7 TR P 8 P A0 MR 1 A B
4 MHC- 1 285> FAENLANMIE b ieik i
2.3 LA

IR B) 4. J{AIZHT ASyS

EEFEL4. BAE AT ERCHRESR
2010 £/ Connor #x/4 2011 £ 1) Solomon FR#E ;
2025 £ ASyS E FRMEAIRE T ASyS FEJIRiE
R ERER .2, EFRE ),

ASyS Il RFBUHAT S B, F 58 A BALA
18% 1 S EAE AT R IRILAE | 51T R ANHER 2 2R
MY 5ERE —IRAE) IS R LA ILD 1k
AR 509%™, 45 ASyS WIS Wk FIXE,  H R
I 2= 2010 4R Connors FrifE 440 F1 2011
£ Solomon ARUESI( WL 3) 2025 4F i EPR LK
MR R 02y | PATZR LS AR BT Y
ASyS 732 Wik HE  (classification criteria for anti-
synthetase syndrome, CLASS)Ii H | iz F 2 b5 fE Tk
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AR T ASyS HIMREGE 7 FArR i | i H AN [A]
F IR T A FEALE ), 2532 Wibr i i 2 6
JE SRS R B W g i — 2D I

PR 817 5. ASyS G{A #1TIh R B

HEEEN 5. ASyS EERENRRME, Mtz
NINHIERADE %, AEH ARS EREER
SMFNIRRRE (GERSER 4, EFRE. ),

Z I TR L T A EHT ARS HUR i I R R¢
fE, $1 Jo-1 PFLiARPHERY ASyS e i E T F |
PRSI R ILD H IR NSIP 2880 J5Y7RUR:
KGR S 2 &Y, Bt PL-7 PLik Pt PL-12
U PR P B LR H DL, 45 5 B RP-ILDY
Bt EJ PUIRBAMER ASyS JLF-# 491 TLD, 2 40%
AL ILD Ry ME—FREL1 H1 O HUARFHME £ 3
A 173 nf HEE RP-ILD, LA 32 2% UL, 35553 o ™
FWLRTC S5, e kI 5 61 (50% ) 35 B
3z 2100, 509470 KS PR BHME 85 R B PE
ILD, LA 32 /0 LY AH T REAS i S i e s 7t
225, 25 BRI EISCTF AR ARS SR MG RS
LSS AH ]

BRI A — 0 ASyS KAEAS A S AfF 57 3 e R 2
SEATRE ASyS B3 4l 3 Bl PR 2 U8, RP-ILD
R KRR LR TR R AL RP-ILD U5 ey
PR i A E G TLD, ESR & CRP T4 B
CK G F AT 2Bz WLAR TR 26 5 il i 330y
R LR W B2 92 WLTE T3 ESR B CRP W] 4% B 7t
L CK Fhin T RIS Z BN &, # T F M
RP %% WL, 17 ILD %44, JC ESR .CRP } CK Fti&

SR AT S , AN [RDIG DR 22 TR A4 i A 55 3 %
MBS AEAE D 25
24 RIT SR

H I, 5CT ASyS HUIRYT R/ & i i A Ik =
2R , 2 BORIE TR S s BT . AN
FE PR IERE BT RN AT 25 SR IRYTOR
W 1 2% PG LB R e, BT R AT DT E

I FRIEIRE 6 ASyS FRAn{al 57 FA ¥ K i &=

HEFE 6.ASyS WAIRIBIT ARKE T&
RGN EREERELHENELEN 3T FRES
B, IEERAREREE(BY TERRERH
2)<05mg-kg?-d";f BEEEE BIERE
BRi%ZE 0.5~1.0 mg-keg'-d, ReEEEE IR
PR REE AT GERER 4, HFRE R,

Wl 2 S 22 ASyS JRYT AT 5T PR 5
RN A BERE L SRR R SR B
JETTE . — O TR TR B, iR 55 R
TF . BENREERE ILD A E, al <05
mg kg d IR JE MR AE RGN S B PO R TR
X T AR A0 S L TC T A W PR /s
FUH LD, FECT R R TR (0.5~1.0 mg kg™ -d!
RICPASSEROR ) B e il RNE 7 2e
0 3 R 5 0 Y A S AR A i S EE
AW T DARR sl Bz Bl s o ia Ty (nHiik
JE #500~1 000 mg/d, #EZE3 ) FE)5T 1.0
mg-kgd™ IR JE ARG i — BRI B B2
R IRIT AR 4~6 G W, T E
I TG 3 BE 5

R3 ASyS BISZL iR

20104F Connors FrifE

20114 Solomon FiifE

20254F CLASS T H ({5007 )

S-S UM WA 2025 FHRE AR H (BB «
B R PE PG AT 13T ARS Fi ik
W TR I — 451 L 2R 2.1LD
LERIENLR (DILD (BRAMEA ) 3NN F
2. KR (2) RAELIR Gl /& Bohan/Peter FRifE) 4.ANA
3.ILD 2K ERIE: SHEITF
4 I (BRAMHABE ) (HRFTR 6. KT 3
SHETTF (2)FHIG THRIENE
6.2 WG (I /£ Bohan/Peter FrifE) 3O TF 8.51 SSA/Ro-52 ik
W RS A2 A T BRI 1 AT 9. ML
2 AU R 10 REMERER A A
11.PAH

T ASyS: HUE BUARZE B AE ; 1LD : [A] B PERIPO ; CLASS : 5L IEE & L 2 WTARIE ; T ARS HUIA TZE (RNA & BUIBILIR  ANA ST

POk PAH il gy ks i
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PR iE) &% 7. ASyS = n{a] iz F % & 30 1 51

EEEN 7.ASyS AT BEHNEEBR R
WEBRAREINHET, X8R hERE TEE
HE R UM R B & Rk (MTX) B e 15 04 55 55
EBEREE M SIF (CN) , W FEERE , HHEER
RMEBE S CNI 3% 2= & B s (MMF) 25 8% Bt
BZ(CYC) ERER .4, HEFRE . R),

H AT Bt = RCT BT HLE A [R] S ge 41 i 70 %o
ASyS ISR JAERE I PRS2 Fh 45 22 R FEBE Bz ot
WEIEA CNILMMF .CYC BRMRIERS (AZA )5 MTX
R,

MTX FHF ASyS iGI7 IIAIFTE AR XS A/ ) T3
EEXT ASyS LA 32 R IFE B/ ,MTX 5 AZA
FEWLI 80 (CK T R KM Rz T8 2 s i T 22 57
TGt S, A —TFIR 3REH MTX {06 4/9
i ASyS FEE 1T R (L FATB RS ) A
FERESE,

— T [ JE5 P AF 9 %, ASyS-TLD 8 2 1 4 2
IR IAY T AR FEES AZA 5 MMF Y545 Bh T i
WIReek®, 1697 36 S H G, AZA 400 R i 2= 4k

SRR, A R F R B3 T MMF 41(33%
55 14%) 1) EAERA =5 @K MMF 7E R ASyS-
ILD B—£RIGI7 259, T AZA ¥ 3E i stk
TR P MMF 38 5 X S TR AURAS B35
AT — T 2 O SRR B ST — 2 R, MME 7]
M3 ASyS-1LD HE Y CT WE4> CEIIBGE 2 43) %),

i FHBY CNI A $E3R 4125 A (eyclosporine, CsA)
A HE] (tacrolimus, TAC) , EHFIESE ] 1E R
ASyS-ILD 1GYT AR ), —T5i Meta 43 H73L
94N 27 THFSE 553 B IIM & (i ASyS 5
45%) G5 R CsA I TAC 1E18E ILD B g
ARSI 81%F1 86% ,AZA Hg 649%™ —IFi/ME:
AE XL Jo-1 HUIARPHPE B E IR CsA fig
BEUGENGIRE, JEaRER e R a8 2
2.5 mg/d fH 75%I1) B ETEAF I CsA J5 L ILD 22
PRI 5 —Ti% T TAC JGJ7 [IM M AHE ILD
(HH 60% K ASyS-ILD) [ RGIEM L5 H w43
A 89%FH 81% I f8# FH 1 i i+ o5 FiHE & 43
tb (FVC%) Fl— S AL iR S0 b W HE & 5 L
(DLCO% ) A4-5fe e s g1 el

CYC =% HF HEAE ILD 5f RP-ILD H 3 5,
2015 4 —T R G LERPEAL T CYC 3397 IM-ILD
(Horp 55% K49T Jo-1 HLARPHTE ASyS) T RL, R

FVC%H1 DLCO% %% K28 34 111 = 10% 5% M %5 HRCT
PEAT I LR T K = 10% 11 58 4 EL 5153 51 R 58%
64% 167%™, F —IEFXT ASyS [ [l EPERTF 7T .
7, CYC 5% B4 (rituximab, RTX)JAYY 6
A& 2 4109 ILD Joik J 245 85%F1 92% , %
SHGEEE X,

Il PR (81 &5 8 ASyS Hh 3 {aT iz A £E 491 1 7 = /)
SFEBEZA

EEELS. W TFREFEE BENELNE
&, AEENAEYHFS /NG FHREZE, BTN
FAME RTX(ERER .3, EFRE . §5) 1 JAK
MEF GEIRER 4, HFRE.55)  HibEE IL-1
FE A IL-6R MFIF B AL EERESR. 4,
WHEFRE.59),

RTX A 55 o Athy G2 10 il 700366 & FH T BT P sl
ST ASyS Tl — TN A 112 5] ASyS-
ILD 5 A9 s, 34 B2 T RTX 697
(hAigyr ik 52 > H) BEE, HFVC% |
DLCO% & CT 38348 53 M 20 24% 17%
349%™, E—IRERXTHMEATE ASyS BYFFIbRAE 1T 1
Ifs AR 56 Y, 90% i F RTX () 52 & TLD A2 5E sk
U — I [l B ST R BEA RTXRYT IR
T AER R Bl A 3 AR,

AR, At A= 4l 5 A 224 T IR P
ASyS FAHIE ILD BIIGYT o JAK 5% o3 MR
PE ASyS-ILD A5 &% 730 (5 Z 500k 58 >k H o B4R 5
FEEPERFSY  — U 11 R 55T S IL-1R F590
FUBTHE i 24 7 BIXEATE ASyS AR, A%
fiRiE @R IL-6R H I FEER ST AT BE R XETR TR
ASyS-ILD B 1t e™ . B N IRA DHF0R IL-6R
P00 FH F 8 AAEARAS 1 ASySP, FE—THg A
81|24 ZZFIGY Y TCRU ASyS-ILD g v | T i i 3t
SN VR 700 ] L PG 3t T ek i Tl R, AR
33— T P4 B PG 55 97 ASyS-ILD ) RCT 2
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