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Abstract

Objective: Exploring the clinical characteristics and prognostic factors of imaging progression in pa-
tients with antisynthetase syndrome (ASS) complicated with interstitial lung disease (ILD). Methods:
Collect demographic, clinical, serological, imaging, and pulmonary function data of 111 hospitalized
patients diagnosed with ASS-ILD. Within one year (at least six months) of follow-up, patients were di-
vided into three groups based on changes in high-resolution CT (HRCT) imaging: improvement group,
stable group, and deterioration group. Using chi square test and Fisher’s exact probability method to
compare the differences in clinical characteristics of ASS-ILD patients with different levels of anti ami-
noacyl tRNA synthetase (ARS) antibody positivity, and applying univariate cumulative logistic regres-
sion analysis to evaluate the correlation factors of imaging changes. Results: (1) Among 111 ASS-ILD
patients, 70 were positive for anti-Jo-1 antibodies, 17 were positive for anti-PL-7 antibodies, 15 were
positive for anti-E] antibodies, and 9 were positive for anti-PL-12 antibodies. Gottron papules is the
most common manifestation of skin lesions in ASS-ILD patients. The most common initial symptom in
ASS-ILD patients is dyspnea. Arthritis is the most common initial symptom in the anti-Jo-1 antibody
positive group. The respiratory distress in the anti-PL-12 antibody positive group was significantly
higher than that in other subgroups (P = 0.024). The incidence of cough as the initial symptom was
significantly higher in the anti-PL-12 and anti-E]J antibody groups than in other subgroups (P = 0.000).
(2) Comparison of serological characteristics among different subgroups of ASS-ILD patients. Baseline
data before treatment showed a significant decrease in the number of CD16 + CD56 + (NK) cells in the
anti-PL-7 and anti-PL-12 antibody subgroups, with statistical differences (P < 0.01). (3) The most com-
mon ILD type of ASS-ILD is NSIP-OP type (42 cases, 37.83%). The incidence of NSIP in the anti-PL-7 and
anti-E] antibody subgroups was significantly higher than that in the anti-Jo-1 and anti-PL-12 antibody
subgroups (P < 0.01). The incidence of RP-ILD was highest in the anti-PL-12 antibody subgroup, but
there was no significant difference between the subgroups (P = 0.075). (4) In terms of imaging progress,
the initial number of CD3-CD19+cells significantly increased in the worsening group of ASS-ILD pa-
tients, while the initial dose of glucocorticoids was higher in the improving group of patients. Statistical
data shows that the initial number of B lymphocyte cells (OR = 1.0013, P = 0.014) and the initial dosage
of glucocorticoids (OR = 0.9603, P = 0.04) are correlated with the imaging outcome of ILD. Conclusions:
The clinical characteristics of ASS-ILD patients with different subtypes of antisynthetase antibodies are
different. The increase in B lymphocyte cell levels and early high-dose glucocorticoid enhanced therapy
may be independent risk factors for imaging deterioration in ASS-ILD patients. Early high-dose gluco-
corticoid enhanced therapy may effectively improve the imaging prognosis of ILD.
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Pu A 2R A i (antisynthetase syndrome, ASS)/E—FE P B & e PEB, FLRFE & A7 75 P =
tRNA & KB /A (aminoacyl-tRNA synthetase, ASA). #$PENLIF . [A]5T Ml (interstitial, ILD). 875 %
KX FBHEMBEAETF(1]. RE ASS B3 EAMUIRIGARRIL, HEEEM 7RI, AFEHT ASA Hifk
f) ASS B3 B A FERIIGREFE2] [3]. Al W2 REE, @RIV ILD [4]. 1E ASS B#& 1,
ILD BIRELE 63%% 100%.2 18], AN TG FEZEPGE R ER[2][5]. ANFEPT ASA FiikBH MR ASS-ILD
BERIGREFAE . 5206 EARbR IG5 7 TH Al BEAFE 22 5% . FEIRIRIZWiAIIGIT R, ASS-ILD Fi2 Wik [a]
ANE, BT T RAMIE, ANFEEE ASS-ILD BE W HUGAE—EMER . RS ILD (1)) E R %
VAR H B T fERCI ASS-ILD Filja R RI R . HAT, KT ASS-ILD HISAR 2= U5 A 1S (it 72 1R
Ao W, ABFR ARG TR RN G REFAE, PRI AR IR VT R A4k, TR ASS-ILD
TEA BRI
2. BREF®
2.1. IR

ABFFGIN 2016 4 1 H & 2023 4F 12 H TPt Mg e BRI EME Beffi2 v ASS-ILD ) 83 . ASS
ARHE Solomon £ A\ H HIARHUEIZ T [6] .

RIS T FH BRI R R G BB T S HL 2 2 (R G MU 2022-84) ik
2.2. IGRMLIEE iR
2.2.1. GRS

BT I R B AR 2 MONBE BIFF U616 T BT SRAS 16, BT B 3 2452 1 VEGH A5 S0 1) AR RS A 7 o
MIF T TSR N I G i 2 B AR 2 W AR RS . VRS, RIS I AR BRI . S5 KL k. 1%
. PRI R, R HEBLR BT F),

2.2.2. SERERIE

AR MG e bs, BIEIMLEAMHGB). LR AMLDH). VIREEH(CK). C XN H(CRP).
A RIEEKEAIgG. IgA. IgM 1 IgE). kAR 2. FiAZPiIAR(ANA). BT Ro52 HLiAFIHT ASA
ETN LN
2.3. HBFEHEB

(]SS — X ILD 2 Wi 1 4F (AL, B)RE TR 343 1) HRCT B (Z)E 1.0 B¢ 1.5 mm). id3%hf
Vi) . HERR VAT RTS8 = HRCT BG83 . B 5 5L I0 U B EE A a7 PFL it HRCT
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B, FFIRYE 2013 436 E R} 2723 [7]H Fleischner PhoxiZ2Wibr#E[S]0F ILD 4328 - B4 (8] 51 14 il 2 (usual
interstitial pneumonia, UIP). EHE 54 A J5i 14 fitf % (fibrotic non-specific interstitial pneumonia, NSIP). #L{L %
Jiifi 4% (organizing pneumonia, OP) 455 % (8] 5T MM 28 - HUAL LT 2 (NSIP-OP) AP ik g Y ILD (rapidly
progressive, RP-ILD)o FA HARL AU BRI ) ILD B HEBRFESS, CLHEZ5W0A SR it o A PEMs . A58
RNV 255 o BAIZ WA 0 g 3 v ARG i 2 I W HEBRAE AR . BEVT) CT EHR S Sl R #E47 L
B VAR B o ARHETBURRHE A Akira S NIR )77, I ELE CT VP4l , ILD %% A4 o NI |
FaE ML [8]. HRCT EHEH & ILD Y [ i) A AN ie se SO SR ILD BB 270 10% )34 N =g/,
TS E W 5E SCN/NT 10%9384K

2.4. FHINREFTRY

Jii i i (pulmonary function, PFT)#4f €45 FH /) fifi i & (forced vital capacity, FVC)Fl— %L ke H &
(diffusion capacity of the lung for carbon, DLCO). #{E PA 1173 H 7= T 1 W Af o R ) 4308 < Th RE PR b
SR N BN T TRME R 80% .

25. GtFERE

IERAMESEAL R VSFEME + brlEZEERR, IR T7 2 70 T (ANOVA)YEAT LU . BA = oA (1)
AR B LA A B (DY Az [ B, 8 A28 Wilcoxon 1656 7E 55412 [AIHEAT EL A o SR 2 B Fisher
RGO L 2 8 I i 22 57 o L BAAR 8 Logistic [BIJ 437, DAPEA AR B 5 AR 2 [ (AR o Bl
JEiEHE P E/ANT 0.1 AR T Z R80T G RERNRHLOR). EKHHR). £95%E (5 X [8(CT)
M PAH. Githm XN P<0.05. Frfagiit s Hr4f8 A Stata (14.0 hit; StataCorp LLC, College Station,
TX, USA)#1T.

3. 458
3.1. ASS-ILD & I 4 BY I FRFFAE RO EL 35

3.1.1. AOiH

TELNANRTFEN) 111 44 ASS-ILD B, 70 £4(63.1%)Pt Jo-1 FUAFHYE, 17 4(15.3%)$T PL-7 HLikFH
P, 15 £(13.5%)Pt EJ BUAFHYE, 9 £4(8.1%)$T PL-12 FiLfkBHIE . FIRRER N 57.0£10.6 &, KZH
BE NG & =27:84), WHNOGITEREZ HEAMER R W& 1.

3.1.2. IEEFRFHERELE

S3HT ASS-ILD BR#FHIMIAAER . 76 111 ] ASS-ILD B, 28 151(25.23%)#2 Wr % RIENLE
(polymyositis, PM), A7 Jo-1 Fiik 19 91, it PL-7 HLiRLL 4 1, i pL-12 41 1 %1, 4 ET 41 4 %, 47
151(42.34%) 4 12 W7l 52 L 9% (dermatomyositis, DM), A7t Jo-1 Hiifk4l 29 9, ¥t PL-7 ikl 12 6, 1t
PL-12 HitfA4H 3 4], #1 EJ Hifkdd 3 5. fEXTHFTEH, DM EHE ML E, HHEm H2(8/47, 17.02%).
PERAE(11/47,23.4%) V JEE(12/47,25.53%) 35 [RIZ(40/47, 85.11%) A K ik i5t925(2/47, 4.26%) . =155 K
¥ ASS-ILD fB 3 7 A8 e i R B . 7548 ASS-ILD B35 A Pifh sl 2 Fi A H 0 2 . ASS-ILD i
HBCH LR B RCRE R AR P IR X (31.53%), FEURAZ TG 48.(29.73%)~ MWK (20.63%) FIVLTE 71/ (19.09%) -
KT RAEHT Jo-1 HUAARBHPEL 58 W B AR, AH PR RE PR A S 2w o 8k P 7 AR IR« it
RSN, U PL-12 P IR R 2 A 26 18 25 1 T AR ZH (P = 0.024) . $t PL-12 HLiE AT ET Pk
[ — PRI W A A A B 3 v T A 4H.(P = 0.000) . ILEE 1.
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Table 1. Comparison of demographic and clinical features of patients with ASS-ILD
1. ASS-ILD BEMA OFMIGRFFELLER

=111 Jol,n=70 PL7,n=17 PL12,n=9 El,n=15 P
R () 57+£10.64 5636+1031  57.59+1329  57.22+991 59.2+9.94 0.552
L, n (%) 84 (75.68) 54 (77.14) 12 (70.59) 7(77.78) 11 (73.33) 0.930
JRFE(H) 6 (2, 17)" 6 (2,24) 6(1,5) 2(1,5) 12 (4, 48) 0.236

I PRAFFAE
K%, n(%) 33 (29.73) 26 (37.14) 4(23.53) 0 (0) 3 (20.00) 0.083
MR R, n (%)  35(31.53) 18 (25.71) 5(29.41) 7(77.78) 5(33.33) 0.024"
W, n (%) 34 (30.63) 11 (15.71) 6 (35.29) 7(77.78) 10 (66.67) 0.000"
WMTES/WIE, n (%) 21 (19.09) 16 (23.19) 1(5.88) 1(11.11) 3 (20.00) 0.439
HTF, n%) 10 (9.01) 5(7.14) 3 (17.65) 0 (0) 2 (13.33) 0.400
FHiHRE, n (%) 3 (2.70) 1(1.43) 1 (5.88) 0 (0) 1(6.67) 0.307
R, n (%) 8(7.21) 6 (8.57) 0(0) 1(11.11) 1(6.67) 0.584

*P <0.05.

3.1.3. SEE =EHRFRAVELES

ASS-ILD F 3 [ L7 SR LU AN 55 2 BTs o Va7 1 ISR 263040 7w, BT PL-12 201 1gG (P=0.006).

Table 2. Comparison of serological features of patients with ASS-ILD

%R 2. ASS-ILD BE IEFIFMERIELEE

Jol, PL7, PL12, EJ, Pvalue
n=111 n=70 n=17 n=9 n=15 val
ANA, n (%) 103 (92.79) 65 (92.86) 16 (94.12) 9 (100) 13 (86.67) 0.805
Anti-Ro52a,n (%) 53 (74.65) 26 (86.67) 10 (58.82) 8 (88.89) 9 (60.00) 0.066
IgG (g/L) 145+4.4 13.5+3.6" 16.7+4.9 17.5+2.4" 153+6.2 0.006*
IgE (IU/mL)  26.1(15.0,49.1)  15(15,34)"  37.1(25.3,139.1) 38.8(27.1,68.8)" 18.1(15.0,81.3) 0.027"
s 424.5 (74.3,
WIEZBBF(U/L) 270 (67, 1121) 1400.3) 388 (63.5,689) 62 (46, 181.5) 88 (54,703.3)  0.072
ol T At 320 (250.3,
IR ARE(U/L) 311 (242, 459) 542.8) 314 (241,395) 343 (258.5,385) 256 (208,369)  0.266
197.3 (108.7, 193.5 (107.9, 470.2 (361.3, 262.4 (97.9,
B H (ng/ml) 382) 278.6) 180.9 (69.9, 399) 2264.7) 483.4) 0.060
PaO:; (mmHg)  77.5(70.8, 85.8) 78 (71, 89) 77.5(72.8,89.4) 67.2(62.8,82.8) 81.3(65.6,84.6) 0.427
CD4 + T itk =4 567 (328.5, 323.5 (267.5, 597.5 (368,
i (cells/ul) 503 (343.5, 730) 501 (364.5, 757) 978.8) 526.8) 809.5) 0.187
CDS8 + T k241 326 (213.5, 269.5 (156.8, 359.5(278.3,
i cells/ul) 482.5) 385 (236, 504) 450.5) 237 (1105, 564) 604.5) 0.307
B k40 160.5 (51.5,
(cells/ul) 180 (107.5,296) 171 (126.5,271) 219.5 (46, 460.3) 217 (105.3, 346) 969.5) 0.832
134.5 (61.8 279.5 (228 R
Q ) )
NK Ziff(cells/ul) 194 (122,315.5) 176 (122,303) 178 (89.8, 328) 236.5) 377.3) 0.003
*P<0.05.
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FIIgE (P = 0.027)/K P FHABWA, Z5HEARIE L. $LPL-7 Myt PL-12 /) NK 41 ia %= 0 3%
W, BEGHFE L(P<0.01). ANA FIHi Ro52 Hiflk. CK. CRP FMILIF kA A 1 BH K7 LA W64
I3 HET6 3 %5 (P> 0.05) .

3.14. HRFHEBBLLE

B H LK) ASS-ILD 287 & NSIP-OP (42 %, 37.83%), H:ikj& NSIP (38 fil, 34.23%)A1 OP (25 1,
22.52%), UIP HIRAEFIRMEQ H, 1.80%), Hith ILD 2:A40HE NSIP + UIP M NSIP + OP + UIP. AN[H
ASS-ILD W4 [A] ILD {53 FAFE— L 72 55 (42 3). TEPL Jo-1 PUIAPHIEL H, NSIP-OP & & WL ILD 2K
RI32 B, 45.71%), HIKHE OP (16 %, 22.83%), NSIP (15, 21.43%). TEDHT pL-12 FrARFH L4+ R
TRPAMZE R, e WL ILD 28412 NSIP-OP (5 #il, 55.56%), XA NSIP (2 i, 22.22%)#1 OP (2 ).
SR, TEHT PL-7 HUARFIHL BT HUARFATESH, NSIP 25 LAY ILD 282, JL k& OP 1 NSIP-OP. 4 PL-
7 AP ET 41 NSIP 1) & A4 82 5 T4 Jo-1 FIPi PL-12 44(P<0.01). 2R, i Jo-1 ZHAIPHT PL-12 4+
NSIP-OP R A Z & T4H1 PL-7 44A040 BJ 4H(P < 0.05). &4H A Hoftlh ILD KAV LS it 2 F(P < 0.05).
ILD E# A 13 #(11.71%) & E RP-ILD, #ii PL-12 41ff) RP-ILD kAT & mE, HIKEH Jo-1 41, HES
TR ZERP =0.075). WL 3.

Table 3. Comparison of imaging features of patients with ASS-ILD
3 3. ASS-ILD BE G FHERI LI

Jol PL7 PL12 EJ

n=11 n=170 n=17 n=9 n=15 P

NSIP, n (%) 35 (31.53) 15 (21.43) 9 (52.94)" 2(22.22) 9 (60)* 0.005"
OP, n (%) 25 (22.52) 16 (22.83) 4(23.53) 2(22.22) 3 (20) 1

NSIP + OP, n (%) 43 (38.74) 32 (45.71) 3 (17.65)" 5 (55.56)" 3 (20) 0.046"
UIP, n (%) 2 (1.80) 2 (2.86) 0 (0) 0(0) 0(0) 1

NSIP + UIP, n (%) 4 (3.60) 4(5.71) 0 (0) 0(0) 0(0) 0.845
NSIP + OP + UIP,n (%) 1 (0.90) 1(1.43) 0 (0) 0(0) 0(0) 1

BT (A 9.64 (6,12)"  9.4(6,12) 11 (10, 12) 9.75 (8, 11) 9.4 (8, 12)

*P < 0.05.

3.2. BFERNTEERSH

FLXF 111 44 ASS-ILD & HAT THEY, 86 44 BEH (L 53 441 Jo-1 HiikZH. 10 & 41 PL-7 Pk
9 Pt PL-12 JUIRLHAN 14 ZH0 BT PUARLDE | SN (EAFAERL B)IRTE TIRITRIANGYT 51 HRCT g
Hdi . 0EBEVIRE], $T Jo-1 HUARMBT PL-7 Bk Ny 11 AN H, $it PL-12 $iLikdh 9.75 M H, bt EJ
Pk N 9.4 N H

FRIE TLD Fifi 15 1A 8] 1) §AA% 22201, B 5538 o0 = 4 P55 2,49 o)A 4127 B R4k 2. (10 1)
U2 R, 32 11(32/53, 60.38%) AL Jo-1 HLiAIE4L, 3 191(3/10, 30%) A$T PL-7 HULAIE4L, 6 151(6/9, 66.67%)
NPT PL-12 Hiikm 4, 8 51(8/14, 87.14) A9T EI Piik WL . AL 9 $1(9/53, 11.11%) M4t Jo-1 HLARTEA,
1 B9%0 PL-12 2H. A FHHAR & logistic [B1VA 40 AR VPAL R AN B R AR 2 5 UG AR 2 [ AH G . Bl S
W PAE < 0.1 FIARHTZEENITCR 4). KT REH, Tl ASS-ILD E# 1 B k4
JORT AR B E HEM(OR = 1.0013, P = 0.014), i cCE 20 58 25 10E B2 BRI R Y146 771 & 5 =1(OR = 0.9603, P
=0.04), 5 HRCT g4 BAHIE. FLE PFT (FVC%A DLCO%) AN ) ILD 7028 FANE (5T ASA Fidk
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Table 4. Analysis on the prognostic factors of imaging progress in patients with ASS-ILD
4. ASS-ILD BERGFHRNFEE RS

- HARE T ZAF AT
M L EGH faE e WAr Py -
(n=286) (n=49) n=27) (n=10) OR i~ 0‘ P OR i~ °‘ P
H 15 X [H] & f fF X 8] fa
0.0296~
ANA, n (%) 81(94.19) 48(97.96) 25(92.59)  8(80)  0.1672 5,y 0.043
, . 0.2938~
FLRO-52",n (%)  42(75)  22(75.86) 14(73.68)  6(75)  0.9286 o 0.900
o s Bt 307 (241.8, 319(254, 292 (224, 317.5 0.9969~
LR AR TU/L) 391.5) 504) 362)  (231.8,457) 0.9990 7 o1 0-362
s 188.5 (62.8, 190 (62.0, 364 (68, 112.5(31.5, 0.9997~
WL R (TU/L) 1055.5) 1394.5) 1040) 1223.0) 10000 7 g3 0-994
189.3 (92.2, 193.7 (109, 135.5 (64.8 195.2 0.9997~
R A (ng/ml) 341.0) 372.7) 305.7) (121.2,  1.0002 7" 00" 0.458
1379.0)
77(70.8, 76.7(67.4, 77.5(72.4, 78.0(71.0, 0.9601~
PaOz (mmHe) 85.6) 90.6) 85.0) g53) 09925 | gp59 0634
B ik EL 40, 177 (107,  147(84,  262(165, 273 (235.5, 1.0000~ . 1.0003~ .
(cells/ul) 292) 224.9) 948) 825) L0010 7y 19 00467 10013 7y 5555 0.014
194 (121 190.5 222(72, 156 (127 0.9949
4 > 5 s . ~
NK 4 fid(cells/ul) 311 (121.5, 249) 493.3) 0.9988 "~ 0.556
333.5)
WILRIRIT IR B FA T 0.9486~ . 0.9239~ .
e (mg/d) 50 (40,60) 60 (50,60) 50 (30,60) 50 (40,50) 0.9728 ";'gooc” 0.0327 0.9603 " "ol 0.040
*P <0.05.
4. g

TE 2017 SRR KI5 B 2 A0 58 B G 22 2 2 b, ASS B IHZE 85 HAh 2 MU A S [R50« 5
HoA R IENUBAHLL, ASS 455 K4 ILD. ILD &5 ASS BEME KK, IREZBIRIZFRZ[9].
ASS 1 ILD RIE IR &, 2 FEERFETRF[10] [11]. ARG T ASS-ILD (R EHREA R/, = 545
BEEBARIBEVT 5 00T ARIRWETEX ASS-ILD HIIGIRFFIE . SR 545 R fals I & g A7 2 1i . REr[E
[T

JeRT AT L], ASS-ILD 7E & L 5Oy Wl4]. FEPER 70 A A2 W s ke T T, JRATH 2
L5 LAHTH ASS BEFUARML. 55 WL B AR A2 R R R DR M, (LR Z R e Pk o R AR 02 LAY,
MWLRAE SR HIITE T2 W) e 6 TP R G852 RIGImPR I,  JUH IS A RLAAE G B R AR A 1) 22
A, B TT, LB S ASS-ILD L& iR, B AR AR, WlUF/ALE 1, ARRER
PP ARS PUARITHE . ANFPL ASA WA ASS-ILD Z [BfF7E—LEZ [ 12]. XA 4T T ASS-
ILD S FBARINIR. SR = MR SR, B T A FIPT ARS PUiRBHE ASS-ILD %5 A 2 8] ff) 2 5
PLiE—30 T fi# ASS-ILD B IMEDL . ASS-ILD A [R]E B A I PR 2 IR IR 27 7 THD 1 3 0Lt — 7 1) 57t ol
PE o WP PR HE AN T2 A d i L BIRTARRER, BEJG /2 00T 48, X5 el it 5t — 2 12]. KT R 2P0 Jo-1 4T
PRBA P R A WREAR, DRI TR ILD BI5GT5 8 8, NyE R A ASS. fE#1 PL-7. PL-12 F1 EJ
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YR 5

PUABHYER B3, 1A ASS-ILD 1 &R I PR E IR 1 &R AR 2R B . Rk, T2 AR A ILD 1)
B, fERE ILD R AN BE 240 ASS 12 W

WER R IAITRT, ¥1PL-12 HUEBATE R CD4 + T W40, CD8 + T bk EL4H Mo F1 NK 2 it () 30
AR AARLE B35 . ST, B KA AR s, RP-ILD R A S T HAMWAH, 52 AT
BR—2[2] [12]-[14]. RN, BEHFFRKRIL, HT SSA/Ro FUABH LK) ASS-ILD [ 5 Fr i 5 9 28 5 )™ =,
VBT AR BRAR[15]. RATREHE EoR, 74.5%) ASS-ILD #3435t Ro52 FudkFate:, (H AR KBIX ILD #i/5
IEEIT . BT Ro52 PUMAHN ASS AT 2 75 23 5 00 7™ 5 1) it e s 75 220t — P it 7t

ASS I ILD WI545 24287 35 NSIP, FHi 432 NSIP-OP [16]. AHFF 45 5%, NSIP-OP /& ASS-
ILD "R W ILD 2878, HUE NSIP. NSIP-OP RU/E HARJE K A8t ILD F AR 0L, 24 HRCT ##
75 NSIP-OP i, FATNZFHPL ARS Prik ke -

AW~ T ASS-ILD &35 HRCT FMGUBAL TS fE S R 2 . K IL CD3-CD19-+4H il fri 4] 46 %5 =2 A1
B R TR PTG ) B 5 G gt ARG . [FII, X TS kI, o R B2 2 i, 6T
BT B kBN BCR (3 4R 2 ASS-ILD SBAL ST B R &, XA 2 6 B R EANiA
ST HMEVR T ASS-ILD $fit 1 5t SR, IXIURI FE %A LU RCRt 1s 45 oS ik A 2. B bk IS 4H B e X
TR B AR R AR . ORI T R, TR B 4NN H TR 2 AR T A S
PEBIR[17] [18]. Marie 25 N[19]#3E, 7 ZMEIEYE ASS-ILD HFERE 2 M2 B HIRTX)AIT G 12
A, KL FVC/DLCO ¥4, ILD ™E R N4 E . —IUnl st 5o, 24 4] ASS fEHEEE ILD &
FAERZ RTXRITE AL 52 4 A BV 515 21035 [20] o X NI AT 2Ria 7 METG 1 ASS-ILD #2441 LAt .
AK, CD3-CDI19+5 A 2 8] ()56 7 5 Bl i Mg Ik A f ok gt — B i

I FA TR R . B 5, WHFh AR Jo-1 P2l B & B AR, IR TR AR = AT,
KK EY KFEAE. HIK, ILD FIiZWiEh = A0 . T A AN REIBERT 78, $= FVC% Atk
L 0 STV A 0 ) B 7 28
5. B4

[ =]

FATHIBE TER BT, BRI R XEAIZ A ASS-ILD 835 HYE AR, ANFHT ASA HUAR V2 ) NK 46
JERCEAAE R E R . B kA B A0 B B B R 1 5 ASS-ILD S8 A AL, /& ASS-ILD
B SERER ZR o 1 fif ASS & ILD Jl ARk Fi R T PR 200 T 5 30045 BV T 700 A s s 28 5
o AR, TEHE P IATHETE R AT, LS LA € ASS-ILD KHIBAL R KR, FFEARRIEAT
I PRI IE

E&H
M & TR TR H (2023YD029).
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