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[Abstract] Objective By literature review to retrospectively study the clinical characteristics, diagnosis and treatment
process, and prognosis of anti-melanoma differentiation associated gene S (MDAS) autoantibody-positive dermatomyositis-
associated with interstitial lung disease (ILD) treated with tofacitinib (TOF), so as to improve the understanding of the disease.
Methods Retrospectively analyze the clinical and laboratory characteristics, imaging findings and adverse reactions before and
after TOF treatment in seven patients who admitted to the First Medical Center of Chinese PLA General Hospital from January
2018 to October 2021. Thirty-six cases were found by searching databases to summarize the efficacy and safety of TOF in treating
patients with anti-MDAS autoantibody-positive dermatomyositis-associated ILD. Results Of the 7 patients, S were female and
2 were male with mean age of S0(30-64) years, the mean disease duration was 3(1-36) months, and the mean follow-up time was

12(1-35) months. Of them, 4 received previously the other immunosuppressive therapy, and 3 were newly treated. One patient died,
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and the remaining 6 patients were in relatively stable condition and maintenance treatment. One patient experienced fungal infection

in the 18th month after TOF treatment. A total of 36 cases of anti-MDAS autoantibody-positive dermatomyositis have been reported

in databases. Clinical symptoms, laboratory tests and imaging findings were all improved after TOF therapy. Opportunistic infection

occurred in 9(25%) cases after application of TOF. Conclusion Application of TOF is an effective and safe regimen in treatment of

anti-MDAS autoantibody-positive dermatomyositis-associated ILD, while attention should be paid for monitoring the opportunistic

infection during treatment.
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Baseline data and clinical features of seven patients with anti-MDAS autoantibody-positive dermatomyositis

I PR B

Z 5. K& GottronfiE |

2N

T

JE AU

IR 2 PR

] B B s R 55 42 5K HH B M ULl kg S B

x1

K
PEAT R ]
o nZk

il

TOF. $E7L8 A 5 ILD. [A] BTl ; MME. A5 22 2% i i 5

Ir] FH 14

i B 95
LT k. LW, L&

W T
I B e

Z 5. B GottronfE . HELF .

LEERENEZN
I

HLF L WU A

Tab.1

W RIAE . LT IR
Z 1. GottronfiF ., i TF. XWWHm L

Z J1. Gottronfil . MEAE

LR Z3D NIRRT i
2N

R 2T BB

Z 1. Gottronfik .
Z 11, Gottronfi .

FI A%
MDAS. Fi A0 ZIE LA e SE R 155 TAC. fb7eBi ] ;

35
1
6
6

20

14

12

ke B
H) A)
1
36
1
3

P
/8
/3

61
62
49
50
64
30
47

B AW
Gis (%)

Med J Chin PLA, Vol. 48, No. 1, January 28, 2023

50.5(19~75)%, BlViRTH7 d~24H , HAEfH] 18
AH . 36, 218 80R B, 1sEIREH R 2
PR B e RGeS R K& R |
SHITE R A TAC . 3T R A g I il 71 (R v
B . 10 E A MME] . 36f T (i kfitie ™ H i
7% 488.9%(32/36), WA B EFEM AR EE 7R
GRS, NIRRT, 3B RE R e
PERNHIFEST 1Y B E TR SS . 49, 69RIET .
Hodr, ChenZ "R BASIBIFST 44 A (4180511400 165 £ 35 1Y)
BT T RN AR ATOF Smg 29k /d, WEe ™A
i, HBEAN AT, W B E A K FEEIRTT
HI MR, WiDhRe & s HER CT e AR R IEIR YT AT
s, SR R A2 R R340 B LR AR AR
B 5 4 25 (100% vs. 78%, P=0.0363), eI
RSP % E80mg/d. CTX 0.8g/H . TOF
Smg 2WK/diGYT, Hfl g g, SEHE
ZWE K CTXIRITSHI B E M L, #ZTORRIY
M AL BIBET S, AR ZZ TOFR 8BB4 ha
6BIFET ;s LML LI, BlEVI6 A 5 A7 1 i 4451
BEMLREIGbR . MIRE . BE08. Gk
WIH T OCE ., A, 3614194 (25.0%) FE TOFHE
AW R B R R S B R i AR R R AR ML
JEG  Hod B IR AR Y 619 (16.7%) , 4 I 1 il
RSH(13.9%), FRHEEGAH](11.1%), 9 RAZ 445
(11.1%), MeTE MRE 219 (5.6%) o FHidAH A B Fi
LR RS2 (5.6%) bk B 40 R i/ 1491 (2.89% )
(#2).
3 it

MDA SR S5 4 & BT 1 PR JE WL B2 WL 4% A&
HR, R—FHIFIHIZE R SRt . A7 T 40 ik
FORNASEHERE ", BT A5 Pk o R AYTLD K G
WURHALR A, S5 RARME. R EM,
MDASHUARBH M B2 L4 & IFILD 1 2otk 8 B fifi 45
TRBGEYY, A EIE72% 0 B EE 121 H G4
TP gEB s 1 i R BBIT a1 T R
FE, DBUREINT SR, UG 2E, IR
1K31.7%~45.0%""" . A5 H FI G SL0E YT
H%, HBUEEZ, REXER—KXEE . sk
HEITHA— EAEATHCEER, HICA 2GR
ST ERGE, WM A . S R h  ER
Hl A E R CTXIAIF . A2 AP i
BEA S e 7 ™, (AR R EIAR,

MOkl Z pBF T I, T AU I AT A
DR AT 7 Lo v HoAA HEAEH, fENLA .
B AR R TR R I R BT e F
P2 0 B 36 35t T E S UMD A S AR BH 1 11 fi 35



A 2435 20234E1 A28 H  Easts: 4513l
100 50+ 1500
90- 45
— N ™
= 804 T 40- = 1000
g ~
E 701 E 354 . %
S o)
Q. 60+ O 30+ O 500
iz &
N 25
oL T T 0ol T 0-
TRYTHT BITE i RITIE TRYTHT RIT A
2.0 10 000
8000
~ 1.5 =y
= 2
B 2 6000
E 1.0 i
& g 4000
Q i ﬁ .\
0-5 2000 o
[ ]
0 0

| T
TRIT T HITIE

+
RYTHT

#IT IR

E1  MDASHIAKEM: L4 & IEILD 76 TORIAYT I )G SL e = 48 4n A8 1k

Fig.1
associated with ILD
ILD. [AE AR ; SpO,. M43 ; SpCO,. A fbMcsr It ; CK.NLERFLNT; CRP. CN#E[1; TOF L&A

Changes of laboratory indicators before and after TOF treatment for anti-MDAS autoantiboby-positive dermatomgositis-

El2 MDASHUA M LA S IFILDIEE B IAITHI(A. B, C. D)SIAIFH(E. F. G, H) B HIficTZE L

Fig.2 Changes of rash and pulmonary CT before (A, B, C, D) and after (E, F, G, H) TOF treatment for anti-MDAS autoantiboby-

positive dermatomgositis-associated with ILD

ILD. [A S PERR ;s AL EABI47E I HTOFRRT KN HTOF 285 W je iz 781k s B BN Hl47E it I TOFRRT K TOF 34~ H J fiti (8] 5%
AR s . GABISINHTOFRRT XN FHTOF 14~ H G IRl B A8 (78 4k D, H A2 TOFRT KN FHTOF 2J8 f5 i [a] i 22 14 75 1k

PR, HEZ RN IRIEPEILD, AR
(9 Kz L4 T = 8 201 MIDAS 2 2% R i o g i — 368
gy, BT PR AR IR o & T Al
JER N, M F BN F X% . TOFZ—FPiEH
Pt 28 PR U (JAK) P 1), 38 G R JAK LFIJAK 3K
Il ZFhai e N+ &+, BErc 2 TMDAS
PO BHAE B2 LR 4 IFILD AR Y7 2. MDASHLIA
P Kz WL 6 IR ILD Y & s AL i R 58 4 B W, (R

EAFIE & BL, FEILD B4 & P R PE LR B3 5
FIZM A 2 (IL) -4, IL-6HITL-107KF B & & T A fE
ILDHY R, X F 5515 52 HJAKLFIJAK3
S0y, FKULEME FTOFA] REXFMDASHLIA BH M
ILDA LY el — 00 A S F 5% 3 1 18 | MDA ST
PR BHE B WL A FFILD B WA T TORMYT 3%, 45
WK, 18018 EIETORAIT 6 H J5 2 M 1EE ,
TOFZL 61 H BFAAFE3(100%) B ik /&5 T34 4%



F2  SCERIGE TOFIAYY MDASHUA B B LSS 5 JFILD B84 1

Tab.2 Treatment of anti-MDAS autoantibody-positive dermatomyositis-associated with interstitial lung disease (ILD) with TOF reported in previous literatur
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