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Advances in the treatment of autoimmune myositis ZHAO Bing, YAN Chuanzhu. (Department of Neurology, Qilu
Hospital of Shandong University , Qingdao 266035, China )

Abstract: Autoimmune myositis (AIM) is a group of autoimmune diseases that primarily affect muscle fibers, often
accompanied by the involvement of multiple organs such as the skin,lungs, and joints. It is the most common treatable skel-
etal muscle disease in adults. Although most patients with AIM can achieve remission with traditional immunosuppressive
therapies, their quality of life can be heavily reduced due to drug-related adverse effects and the high relapse rate and high
disability rate of the disease. With the deepening understanding of the immunopathological mechanisms of AIM, various

biologics targeting different components of these mechanisms have brought new hope for patients with AIM. This article re-
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views the advances in the treatment of AIM.
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H & 522 P LR (autoimmune myositis, AIM ) /&
—HUNASZ B R =, AT TR I B ik il F G 46
Z Ay E 3 20 A B RPETEL | S MR LAY )
RIT BB . BT IR IR R A Brhrik il
FIPLIA o R 03 4R 2 H K AIM 2850 2 B UL
& (dermatomyositis, DM) ., 5 £ A 5 19 IR 58 M L
(immune-mediated necrotizing myopathy, IMNM) | £
& AMEALR (polymyositis, PM) \FT & W BEHT A 25 G AE
(antisynthetase syndrome, ASS) A3 AR LR (inclu-
sion body myositis, IBM) %5 JLAN A2 K [A] 3IF 7Y
B ATM TE I PR O AL PR i 3R A AN R RRAE
P Hon] BEAFAEAS ) (9 S e s BEAILA o R, AT
B ATM X 250697 0 BB X 05 IR AN AR T .
FT9 5 W9 TR L AIML I R 5 A%, SR %, 2
20%~60% W) IR #H 201 1IREEZRIE KD, 3
SBR[ J5T 1 il 995 (interstitial lung dis-
ease, ILD) | [ SRR ER BT 1A 1) S8 0 % 8 L 25 ) e i
TBIT KA, BURR MIE TR m . UL EEIR AIM
HIGYT HATTISR T8 1 PREME . A SCHE LA J5
X AIM B3R 7 I R AT (R Jo S 4

1 WERRMERTT

W B2 SR (LA FRIFRIECR ) & AIM A AR YT 7
Ry IERL 28 AIM B E RS R R R T

Interstitial lung disease;

Immunosuppressant;  Biologics;  Treatment

BERIGIT , A R0 25 SR 7 I TR | B 1
PRIUG B 2% 5 B it 18/ H UG THIR 4 THRIAR
7 1 R T RERCR AN

BETERF ST R, 23k Je FAH) 4677 5 <30 mg/d B,
AIM S35 R I PR -5 R B B AR T 78 JE A 50~60 mg/d
(7 5207 R R ] 45 5] s A SR I B R 1K
R 5 2885 1 IRId U5 58, Bes /D U S AR SCRIE Ty
AR IE HAT B TR B AIM SR 20 4F 19 H& MA2E A7
S HETMER BRI EG R — R DIRER e (3055
R R JE AR ) 1 mg/ (kg d) , 25 i 60 mg/d
— AN AT 80 mg/d” . K HH % JE JE (intrave-
nous methylprednisolone, IVMP) i 5 74 J7 76 AIM Hr
AIIEDE R D, — T A 7 A PR e i 90 e i AL
T 73 ILD F5 s R 1 5 F A AIML AR o Rl ) —
T 0] PRI 5T A B, IV MP B G 308 AN ke 5
AP ERE A (intravenous immunoglobulin, IVIG) %5 H.
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ALl IVIG 3 1 R 25 901677 9 AIM R E AEIRYT )5 1
AR A T 0 98 GRS

G AIM I 8 TER AT 4~6 i 5 LR
(creatine kinase , CK) JF4f F B, L1 FF 4R VR &2, LA
A DA e R e . E AT AR TR
W e — 5 58, B T 5 AR AR AL
W, SRR LAS IR IT 4~8 JER G I g IS R
U8 W 32 A Y R 1Y 209%0~25% , 18 W I 2 5~
10 mg/d, B A A DT 64 o KN K
BRI RSN F2 B BT AL R R L i
R BB A, N AR K A A AR AR D AR
SRR R VIR . A FRAS R, DA EER W] 45 T B
FRMIRIT . TR AIM B E L R m H
B ONRE ST A, A F I ER ) B
B, AT 2 B R TG 9T 0 [ n HA fY  92E i
f_ﬁ”%ﬂ[m.lz,lz]o

AIM 1 £85I R BRI 104 ] s iy AR 2l
AR 2 R AR 1 ARIR DT R K A S P TR
o W IR | o R R AL A AT XU .
A HAMFEA5H] 1 000~1 200 mg, [f] if #b 78 4k 4E %
D,800~1 200 TU, 47135 25 52485 Z D, 7KF 30 ng/ml
(75 nmol/L) LA F-"* o % T 8 B2 - Jr i i s 5t XU
e R P IERRIR G T2, Uk IR Eh o — 2 T 24,
FESLMAAR T AT AR

2 AEFEREREANHIF

BN ATME Hh i FH B B2 40 T 500 47 20 B 2P 245
Py RIS R B R AT AR SR RS . AT 2 AR
P40 DNA Y5 5T 5 el 94k 4 200 A 3
B, A0 45 B MER4 (methotrexate , MTX) MRS (aza-
thioprine, AZA) . 75 By R fig (mycophenolate mofetil
MMF) AL (cyclophosphamide, CTX) ; J&5 45 19 32
BN PRAE 0 A 400 0 0 R W TR Tl 1 T 2 R S M
T bk CL A AL A TG AL S B AN At B A R R
A(cyclosporine A, CsA) RNt FE 5 E] (tacrolimus, Tac)!'%,

AR G A o ) ) T A o AR B S AR IS T
RAE PR AR LA R . BEAE 25
B AF 5 46 SR W, RO R S MTX 50 AZA 1Y
AIMRYT I AR TR se sl R & A
FIT BRI T B 25 Ty ik B R 9IRS . MTX
AIREDL T AZA HZ A5 & ILD IRV , O 2
B IR TLD & e XU Y B 5 7 2016 4R 1Yy
— IR ADAE R LR 1) 22 RO BEAILG BRI SR 45
TR BE B A MTX 5 CsA VR N WIER AT 746, 38
BRSO A T3k B R 22 A A TR 5 B
BRI Z BB RERAFERIE MRS CsA 4
T s R VAT B R TR TR T 2 A SRR e JXURS: ]
T D | RSP E I N T R A 0 A S TV N 7y
EVNASE Z RN AIM B F I EIKE Tac 55 H
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PR AR LU T A B TR0 9 2 A DT 38 245 IR i 45
Jai02t fe i A — 30 Meta 43 T HIESE T Tac ¥ 7 AIM
()22 A P R RO , FLXE ko3 & 91 TLD B35 A il 2y
REA 2 ' MMF YENERGIR 7 78 AIM H Y A 201k
INTE Z WU 58 h 4% LATESE , 3 2 T 5 /0 4F DM LA
FAEAT T M B 95 ) f 2 CTX — i T
155 5 FE B H ME VA PE AT, fFA PR HF R 1 TLD 2%
BIFRGAEMAE R OB E O T I CTX 1 R
PEAE T, HRTEE 22 5% FH W bk ob by vkt

JRUE B Z A% I I RSB0 AR, X T
W A IIER £ 0 ATM B3, 3000 FH e e 4 i
A F TR 098 A2 TR BT
(IR 2 I A e g 2 12 U A 22 L PR i vh
O 8 AU HERE X T IMNM 1 28 25 Ho 2 410 il
TR PR R 5 247 1 A A8 A5 TR R e /N i ) 33
RAFHRIT NGRS E 24E DL BIFS TR
TR Y et RN

3 EBREREST

B BRAR 2 AT LIRS DM R 1) 32 22 sl mE— A9 ifs
PRI o 2 Bz RS AR L A e 53 Bl L ARy BR ) 3
I 97 PG SRy A D5 2R A e A 0 ) (At v
B ) B 5 S R O ) (S O3 SR A R R A — B
] A5 B G2 i AHJE HR 4 DM AR 1) B ik 400 5
AT TG T B RGN RIEIEIE T
¥4 (hydroxychloroquine , HCQ) A PA{ii 75% A9 DM
S 0 B PR IR AT LU0 5 I T HCQ B by 7 e AR
BN BE S R A B2 9% (0] W T 12%~319% HY A ) R
I e DL S LR B, A B 2 5 DR R A T
s LAt AR G 1) S e L 7 L BR AZA X T DM
SR ) R R IR TT RO AT REASBRAH DASR > MTX
MME DL K% 5% ] ol 1% 16410 1] 550 329 W AR Ay £ A it [
PE 9% DM R T INAYT o

IVIG AT IR 7 1A 00 [ 14 Bz 15k 46 35 1) DML A&
o I Z e AL BRI RIS (ProDERM ) HESE
T IVIG 7€ DM B3 i & Pk KA RerER" . BlJs T
KFEAR B HEIESE , DM B35 7E IVIG 1697 I A R ™
PR Y R R A B AT DAA B s

FI) 2B 25T (rituximab, RTX) 0] TH02E W40
B JE 700 RN IVIG IR 7 B8R AR I v Rz Ik 4
E[ DM B E ™, B WIS s, RTX AT 67%~
72% W ME 36 PE DM AR 3 A KRR E R 3R 1S BT
B,

I8! F 4 & (type 1 interferon, IFN-1) {5 5 & £
TALTE DM (1 K L vh A 4% 56 T 2E/EHT . JAK 41D
il 790 388 28 41 ] Janus Y6 I BELIBT IFN-1 945 515 5,
HAE DM AP H B2 ™ 25
NG JAK I ) (PGB e G RR e P T e 4
X AR AN DM B 7 [ 4 e 5 34 B Y



XS AR 2025 4E 5 )] 42k s

B4, AR WLTE 7 (R RE TR 5 3 R B 2 i JAK A
il 750 Ak 07 A R SRR B0 I A R R Il A BE
DA R SE 1 %) g DR 25

4 KETHELHETT

BEAL R U AT I B5 SR TR T B2 Bk L T 45
SRZH LY AR LRGN UL PR SR UL, AT AR
YL Tl T ARLE ST ATM A —Ffomit [ A4 11 R
T, WL T2 40% 1975 /D 4F DM I 20% 4 8 DM
H L LA NXP-2 HUA BH M ) BB 35 e i DL
T AESAR AT AR 1 S, TR AT DL I e 2%
FEIET S RN RAE R R R A S R
Al BE S AR A5 A0 B0 PR 2, (H L 5L A TR R pL il
WA RE R, AR A S R R T R il
W iE X TR R b B R E L. X T E LA
G4k, R E T I Bk = B A 2L 25 ) AR T R
LA S22 R R N R RS .

SURHE I 58 PIT LA 38 2o 55 i 05 AR, g 410 61 45 S5 17
L, [T AT LA ) s 40 3% 4 R i 9 i PR 1
o OB Ry (32 B AT FE 171 AR B 46 Bl i 8 0 e Jik
SRR B RR ) VR A i B IA TT A KR S Ak b R i IR
IR )2 BB G il 2R 3K 50%~100% , 56 4= 52 fift
RIRFIA33% 0%,

AR BRRR N AT LAk AT R AE A, R B AE
Sk — Pl S - EE A 5], AT LAY D AN T S A LA
A0 B8 SRy S e A A R A ) ik ek DML AR 3 1
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LD

5 A B R DA T LA o 2R AR 1)
- A2 A, /0 ML PN B K DL R A T kAR
B kA (OE X VAII AW S S (= DA B LN T8 e
7 B2 AR O3 22 i 3 N 0%~64% , LA [

AR AN ET AT KT S O iE

LA, 240 1 i s JAK i 500w LA DM
ST B R A5 A0 B e e 2 L 3X O DML RS
B2 RS ARG YT TR 1R Ay B0

HMEHITBR AT RE AT R bR PR R A5 Ak T B K
td7 MR RO Dy Re Rt (HITAE T A 5B A7 1Y)
P ALERE S AT ARYIBR . T H, FAREAL A A
AR R FEIEIE AL R IR S5 I AORE DL R R Kk
GRS T ARIBTT B

5 AIM&FILD KIiBFTF

AIM 835 & JF ILD I m] SR B Ry 2tk I 2 P A
PSR . <L F R AE 1A H N Bk
A7V o A Wy AT SRS I DR R B, () s sy 3 e
CT /s £F A A ik 3, R oA DR gk i@ 1) TLD (rapidly
progressive ILD, RP-ILD) "¢, Ji e 1~2 4~ H Rl &
PR B T 3 & g v o ILD JCH JE RP-
ILD 2 AIM R HSE T — N E 2R R Il R S ik
L TLD BRI AR i 52 s 4 FR 1) B i 28 722 114
JREBE PUAKRILL B E A A ESANER
el va T T %2 (UL 1)

RN B G EVEITL A A 18] 5 e it 5

B | e

— TSRS HK

(H.2k)
JTERL

| !
pTTmmm T B A 15 1k
: | . : .
i FR e A b i e HE ARkt
5 —Fh A | ' I
| ; L A 1 anti-MDA-5HiAA(+) anti-MDA-5HL14(-)
! anti-MDA-SHTIA(+) anti-MDA-5$i44(-) BRanti-ASSHIA(+) Hanti-ASSHA((-)
b [y v v
e TR gt mgrae REREIECE | LM EERER ot 1y 5

FlZ Byt FEEE e, MK EH. IVIGE

VO 1 Q2R RSS2 587 S RP-ILD (4 583, w] LS 2 =007 1k A b AE RIS, 2R 5 nl LU R 22 5 Bt A5 AR W il 51
VL] 2: ZFP R (AFI>60 %, Sa0,<95% , CRP>1 mg/dl, #k 2K 17K F->500 ng/ml, KL-6=1 000 ng/ml) 0] & 235 0 £ 4 VAT A SO KL 70 o
VLA 3 3K vh b 16 A CNIs (1 28 T B S (755543 anti-MDA-5 PUIAR BHM: AR Pst ik e A 1LD [ 34 B 0 s | R 4R SR 445 e 28
VLI 4. %8 anti-MDA-5 HUABI M, #843 RP-ILD (W B #7645 TR IEE CNIsTRY7 JC I L BGERT | vl B IR CTX R bk o i a7 o
T & 8 A 22 B R A 157 (calcineurin inhibitors , CNIs , A5 A 52 50w MR ZE A) 5c 8 1T, IRBE R IR o] 12 5 #H Uk Je e i ik o s 2R
WL FT CNIs 3 R 25 B A7 75 48 s QIR JE AR LIRS 1 mg/ (kg d) Bk L s $CNTs e H JH , BRBATHE M M85 BA TR 16 I v 16 1] o
1 BN E B e LS IR0 il 5 1) 97 2 1L
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X T vk FLJCHE R B TR R4 T AR IR )
AL 7/ e 1 (e g1 P i R o s S
FHUR ASS TR BT MDA HLKME: , 1T LLSE2h T 2
TR AN BZGIRYT , IR U DI ACRE R i T B
B RAZ B AR A 5 X F& IF P ASS B MDA-5 it
PRBA M, IS T 3 IR T W [RIE in F — Fh G i
NI (CNIs Fe B % H , MMF .CTX IR AT 3 F ) o

X T4t MDA-5 B BAPE G RP-ILD 3, vl e
IVMP #3657 18 [ B o — G 28 300 ) 771 ( CNTs e
HHE ], CTX AR AT 8 F) o 1 XS F4T MDA-S it B
PERY RP-ILD 1 8, o o e 2 =7 287 (ke
A Jpk i + CNIs+CTX B ik o )7 1 2% & fe m]
DA AR £ 3 A P %) 48 1 DR 7 BBt MDAS LA 2
P BB I A AR, AT LAAE R I 28 B n R RO
LT BT MDAS B FHPE ) AIM-TLD B, an R[]
& 9F 24 FiUE AR SR R (R E A iY>60 %/
Sa0,<95%, CRP>1 mg/dl, k& 17K *F->500 mg/dl, i
WAL BESE PR -621 000 U/ml) , $#&781% B Z W A 1l g
KR RP-ILD, B R gh« =B 27450

XFF ok ARG R T E A ILD B L BR T
IVMP #hif A7 LASE AT LIIAYF W RN 45 T RTX 3R
7, J5 B E ATM B HoAh ) 25 4 40 200 A1 DG A9 TLD
oA SOPE B gt Z TR ST RS L kA, ok
22 (R BE S , JAK S 3R FE vk B A B A i R AE
R FIRIT, AT LA R A T K B KT, el iR
0 BE R S CT R, R E AR E AT
AR50 VG AT B 4 AIM-ILD (1 BB 3 4R 25
{0 HAE AIM A7 ¢ TLD b i I BIF 9 A B, o] LAAE N
AIM-ILD S F IR Ir" ., HREENE, £
Fh G BE NI AIR YT, B T AU B 2 385, 1
HER R TG o B2 A5 2 A BR IHPE S5 % Lk 1 i
L RS T ORI T IR iR . B
21 5 2 SR 4 o i ] S5 41 4 b R 2 R L A%
PR A I 8 0% 135 B I 92 W, S IR s Ui #7697 -
X T ML AR R XU i i R, IR AT % 8 4T 1 IR
A 1R/, B3 2 Frdx3 dYJE SRR FH 1A
A W R EC il 96 7 UYL Be Ak, 2014 4R 4L EF
Ye AL 259 e 358 e A 95 95 1R FDA L FH T 12 k4% &
P TLD B35 BI6 T, (H L 225 W) 7E ATM AH & (1 TLD
rh A N FH B A R B AR RS R ANTE R L B H ATASE R
AR AIM A SE (1 TLD fi 18

6 MERMEAIMBETT

XFFXEARTE AIM, B = — % — R
FE LT AR R B A 1) 2 56 AN R 5% Hh B AR o, —
el R IR A [ =1 mg/(kg+d) T IR Z /D 6~8
PLE IR TVIG B 2= /0 2 Bl 2800 1 4 28 41 il
FGIT 34 H LLE A ASRE 35 21 B BR JULR PEAN A
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JR B 5¥ (International Myositis Assessment and Clini-
cal Studies , IMACS ) 5 S A9 %2 B ol b vfE , WA R
JEMETAPE AIM2 X FHETR M AIM B35 FRE N ek
2 B LI FTREAR , B 20 % B A 2t R 1 S L
R SE R M5 [ L 3 2 i ™ S W LI 0 403 )5 18 52 2%
8 ol A8 A2 R XE (R4 o iR i) fir sl Beah | 38 ny 7
BB E A I E BN LA S AIM B2 W7 &
MIEM . EA M CK WLRAZRE WL B R, o2
A A UL PR R R RS RRS T B T B ik
oL,

DAt HMGCR st SRPHUAAR FH M L1 IMNM
BAE NIRRT s E P, 8 5 & e METR M
AIMU003 -SSP FiE A Y IMNM H 2 (78%~100% ) 4
T TG W R AE G 2 R LB Y R B A
S R, 6T 2 W A e T A E A TMINML B
L ERIRIRIT BV S T KA R A —Fh s
PRI, B RTX 8% IVIG #4715 S8 70,

RTX A i SRP o4 BH - ) 583505 1 I ik 3
{HYE HMGCR Hu A FHAE B3 B RCR I AN i oo,
2014 45 () —3 RTX IR YT XEIR P ASS W TR AR 21T
W PR AR 56 25 51 b, 70% B9 5 L T vl A4S 31 ik
FL80 2017 4F 1y — I [m] JA M 9 5] 2R B BF 5T B
81. 8% XEIR T DM & & 78 RTX BT Ja WL vl 45 LA
e DL BB A R R RTX [ AT DLk 3
ASS HI DM &35 I HLTC F1 AR

RTX BT AIM L5855 2k 375 mg/(m*+ ¥R (7
JA LR, 4L 4 ) 5L 750 mg/(m? R X2 IR (e KA
I Lg/k, TR B 2 JE)) 5 JRRe RURS: 3 119 ATML R 3 mT 231K
47 %8 (500 mg/ARk x2 ¥, ] B 2 i, 5% 100 mg/ (K -
Ji) LA . AiEFIK T RTX T, 0. 3%~37%
1) £ T AR AR B g7 WA LR AT AR B RTX
T 1 h 25T Wik JE#A 100 mg & bk 577 L BT 30 min 45
TR BB 2E i 25 4 LAyl D i R R Y kA
J FH RTX iz 5 35 94k B4 41 B S ¥ (CD19/CD20/CD27/
CD4/CD8) LA K N AP ER 2 1 7K1 (TgGM/IgA ) A
AR 3 H K LUE RS A 4 s X IR R &
F IMAE - S B2 B () B T LA T IVIG 3 BhiRy T 7
HH T RTX A5 G e il 4 ml g 22 21 A (st a]
Tl A AR N RTX A9 2 H DA A7

IVIG AT DIE by T A 28 B A 1 ATM B B8 R
I R 2 o/ (kg ) RREE3~6 1 H 77, ILAh  Hi
Jok 9 5 CTX | i 3 B 4t AT DAAE S X 36 1 R &
AIM BRI INIATT ™o JAK 36 57 32 2 1700t [
PERZ 20 DM B3, % T A BB % [R] i 2l 3% DM %
I HILIRRE AR | FHOCHIF TR 45 S 4518 i A gg — 13307

Al 7RSS 1) 25 T 9K S 40 6 5 1 0 6 1) B L
- (abatacep) , IL-1 22 1& 3 Ho 5 BT K (1 W &



XS AR 2025 4E 5 )] 42k s

(anakinra) , 1L-2a 32 4% 19 B0 5 B B 44 24 F1) & PR BT
(basiliximab) , A\JEALEF X} TL-6 5244 (1) B 58 B HTARFE
R HPT (tocilizumab) , B4 1) 4> A JEAL IFNa 558 [
PUAA VG 2 K BT (sifalimumab) |, BR3 2R 46 7 o S0
70 2 5 A1) A4 (infliximab ) Bl 35 AR #4571 (adalim-
umab) AKHF PG (etanercept) 55 34 A iz i H F 223K
IRITXEIR M AT, {H i T B 8 D, L D17 A0

O e 2y
AREHE T

7 SEURFAMHELEA AIM BEHBTT

LT iR TR LA AIM AR 3 YR, 5 B RS 5
AIM B 16 sl A G L SO FLI L e 4. R
B G 0 B 19 RN 1] 2R A 4 45 E o 45 AR i
N R TR e AN iR TT (ZE YT R >37 ) A TE) ,
A LR A 32 3 B S A s i), L iR LG BH I S50y
FERSSY BB B R (U e AT IR JE TR ) vl 480G
FEACI, T ARG LA P B 16 1 25 0 B R 2 109
FARAE B, LI Lok IR 80 mg/kg R JEAS , B2 L
TN B 25 1k B TT RE AR 10 pg/ke, IR T 2ILA
B A AT O RA R Y 1095 koM AE Z 3 R L)
fiff FH VR JE A B U JE A AR R A 2 4 1Y

R 1 22 390 [m] o P A9F 5% 45 51 s L T8 9T ) Y
HCQ (200~400 mg/d) /AN HE AT AT A K14 4E ik 45 Js
XF2E0A G LSRR SE A 2L oI AN KA
Al T2 RO L ) R R O 2 R AR
FIHEAY AZA[ <2 mg/ (kg d) IAIE L 2= a2 ms XU 5
AZA AR 6-57 3L I8 31 351 FL I FE A 22 LR Y
B & AN R BRI R A9 19%[ <0. 008 mg/(kg+d) ],k
T R A LI 68 FH AZA SR AR 22 4 (5083 BRAE X
i H A M A B B G ST Y R B, B SR
A7 CsA[2~6 mg/(kg-d) JIRYT FEARIG i JL T
T AR AR E LR RS 5 R JC I HERR T 05 B 5%
TCIETEAN CsA XL =2 Y, CsA ZEZLTHH 43
WL B N el R IR AR R FH Cs A X3 LAY 4
Y R G IFANTE B S R 0888 FE RIS S
F DA K HA 1 B S8 B WS 5 v & B, 201 1
Tac F-2A< B 5 4 Jin 3t 7= s i LI T 178 JRURS: 5 Tac 3 1o
REFUMRFRIE A LR P 9 5 A IS, 230 R 2L 401 7
FH At 58 5 ] 2 AR X 22 4 016 TVIG A e 3L 30 1
FHE) 44 B an i O s (A T, iR
FL R N IVIG X227 40 iR Ll B B el LA &
T AN L SR 081 L YA i e S g IR

MTX (SF-H55 8 10 mg/ &) AT & 1 hn G )L A 2%
T R4 R R 09 & AR R (H A A 34 A NS
MTX (CF250 5 15 mg/JE) B9 136 122 13 3t 7= sl 5
KW T A 9 05 A B S 3 7 MTX AN 52 i 58 1
HEF RS, B ERE IR MTX (<30 mg/fE) I, d1 A
HENRE 2R KR LI A XU ™, CTX 2 AT By

- 391 -

(PR B 2P R LSO VR o AR A T R 19
LR YR HEFE R CTX S8 MMF -EAG W A 4 5
WREAE FH SO 2 01 5 Rl 2540 80 T 22 it 52
it FE MMF 11 f8 N 2 /D 78 %2 2201 6 J&] 15 H %
21808 PEAE RIS S B AR BRI e 25 SR, R R
PR ME R MM X R L B i A R 52 mg 0 7
— A A ER 2GR R I TP AR R A R R
K ZHP A 32 RTX R IT 1 Ve Sk 1 2R G950
B IR LAE R 0 & A RN 2. 2%, i A LT &
A M R VR R G S R (R Uk 2 4 A s 2 B 4
HUFEUE 55 ) | (H X B B LA 2 A IR A 1R ke
F T R B RTX 8 i RN R4S sy, —
I 22 2 D 64 A5 RTX,

8 AIMEBERERERT

TR 22 IR HE 2 I, ) BRIG T TE AIM A
A A — I NREA KT B 5T 45 R
N A UGN AT AT A 4R ATM R LA
FIAE EACEHTRE J1 20k LET 4 51 98 F1 B 41 i 4 A K
[\ i A REAR A PR LLF 4EfL e bk, —I0
B 15 Bl 3 AIM R ST IR S8, Ji KT BH I 25 F
ANSHETINAIM BB 0 LR B 7K 7, IR 252 i L
A s A S A% 3 30 RN L PR 9 L vl 7 9% 0 M V2 v
JEPST S AIM B TE 2509697 0 TR B LAGE X4 1 )
FYEYT AT LS B 28 2 e = L s H W AR T
iag , 1/ P ) e FH 2R 3805 FH 16 B L IR 22 4
R HA A 3 ] LA = B 40 0 ) 35 P PR
JEH AIM B E Y EE AT £ LA Az s A
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