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Abstract

Rheumatoid arthritis (RA) is a systemic autoimmune disease characterized pathologically by chronic
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synovitis, pannus formation, and destruction of bones and joints. Rheumatoid arthritis-associated in-
terstitial lung disease (RA-ILD) represents the most common form of pulmonary involvement in RA.
In its early stages, ILD is primarily characterized by interstitial inflammation, which progresses to
pulmonary fibrosis in advanced phases, ultimately leading to respiratory failure and even death, sig-
nificantly impacting patient morbidity and mortality risks. Due to its insidious onset, early identifica-
tion of risk factors is of great importance for preventing this complication. This article reviews recent
advances in the study of risk factors associated with RA-ILD.
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1. 5|8

PR IETT R — Bl AR FRIE SORENE 2 15 ROV FER B H S i BRoSi i E S, 4 40%H)
RA BFEF IS AR, WM. O BIE. R, B ERRELNEE. Hrh, i
el RN L —, 1M ILD XRMMHRIFAE i = H I —2K[1]. RA-ILD B A B 3 A FE TRi2
PERTSE TR AR v 98 5 S (R R 47 44k, ZHE3% B rT R Ik EL A A . 2E 3 440 i AR g T A T 9 1]
PEERAMEAETBEFE P ZE IR . BFALR B, RA-ILD B3 5 SFAEFRAUN 69.71%, WEMLT KT
# A 18] 54 il 975 (theumatoid arthritis associated non Interstitial lung disease, RA-nonILD) & #[2]. K,
T % RA-ILD Hfafa e 256 B T RO fa B, Sy DA T

2. RA-ILD A O%A4F4E
2.1. SFi
Lai W 7K, RA-ILD B35 1 FHER & TAEHE ILD 1 RA 35 . RA-ILD IF KT 50~69 % A

HE JORFRGEOR, B ILD R EE,  SEPEA N RA-ILD ISR IR (2], SRR 15 K AMY
BRI R TR A, e E K AR RET0 T B 3L R (e 1 4L 3R -

2.2. M5

JUE L RA IRIRZRLINBAER 3 f5%, H 5 RA B35 k4 ILD 1Y USR5 m o 22 TR FE e sk,
PR RA-ILD I H B GRE . M0IiZE— 30 Mate 22 HT(GIN 15 5 SCHR)E, JE & 42 RA-ILD f
LA EL(OR) M 1,78 XAl 22 7 T e 5B RAK T WSR2 R R K [3].

2.3. IRESE

MR H AT B B8 LT T3 RA-ILD fafa Rz, SIHRAEMEEEVIM . WO fe it 75 3 i
10 b R A AR IR A B R, (et N RAC BR 2R AR, I & B fe e 3R L S S e i 52 57 7
Kronzer Z5RF 50K I, SRIFRAAEL > 25 @AM EE ILD KM EE, WFEL 30 B KR A% R4
RA-ILD KUSHE N 6 1% [4]. WRAMHIE T8 A RTINS A 42 4 o BhAh, JLAIA 5558 et — SR AL R 2
BN AR S5 N AT e A i S I e e S

DOI: 10.12677/acm.2025.15103038 2512 Il PR 2 2 3t


https://doi.org/10.12677/acm.2025.15103038
http://creativecommons.org/licenses/by/4.0/

ERM, WHT

3. RA-ILD 5 RA EFRBEZIE . HRIE
3.1. ERIEEHE

HRRIESIE 5 RA-ILD HIR A% PIAH . DAS28 (Disease Activity Score in 28 joints)Se&: H i [E Fr 2
T, @i a RA BEFCER, SIEFRARSERITA RA WG ISR . BRIBSEHE TR,
RA-ILD 2H #3511 C J2 3 5% 4 (C-reactive protein, CRP) £L. 41 il I/{ F% 3 (erythrocyte sedimentation rate, ESR)+
DAS28 V5 B K < 45 %034 = F RA-nonILD 4. HWFFLE/R, DAS28 M 1 4547, ILD [ -
Tt 35%. Sparks 253G, TEERIIESEEE RA-ILD KRN 2 £5[5]. X552 Bl VE R4 5 KRE bR
&, DR TG B e A B SORE AKX B ILD MR A5 R & CE 5,

3.2. iR

Z WAL — 3K, RA FFES IR ILD X 2 IEM S, Gochuico BR %R, THFEE K& RA &
& ZUHE T K ILD HfEk R . RA RIS, $Ensam K12 EE N ] . —Ti%E: T RA-ILD KR
IR, RA B AR ARIA 10 48, 20 42 [ 30 A0, o ILD i RARAIR 250 5N 3.5% 6.3% LA 7.7%,
H—D UL RA R, FL4kk ILD RIATREMERCK[2].

4. RA-ILD HHXH R =aHR,. BIEER
4.1. B

H S PiA 2 RA BRI EEAYIREY, 2 80%1) RA BHAMEH ST &, HAPfH Lais
2R R T (RE) IR N BR KU (HT CCP Hidk). Gudrun 25K I, & FEHSLR %% 10 RA BF 1R
BBl RS P BT CCP JURIR RS, $RmiX B PUARTT REAET N & . Li S8 ABFFE R, RF BHPECLH
IgM B2 ILD RJERIfEKF R . Correia %#iiE, $iT CCP Hiiki% L ILD FIRMBHFZIEFL, & H.
R 9 38 B2 2EL P R R 20 BN 10.3% - 8.82%- 4.92%A1 1.90% [6]. Natalini 55} 2328 44 1B (% AW
KW, 591 CCP JuikMIMEZiX# AL, BT CCP P i B BH M B3 i 58 ILD (M AR B vy, 7E 7 Bk
FELAE R, RF 4 KT 90 TU/ml 5 ILD KU M7 AH [ 7]

4.2. RAEFERF

RA-ILD VAFEAT MM 2F A0 A S RENRAAE,  SORELE H R B R G E R . CRP 2 S i 2 4
RAETG BN IIFERR, TSR, i MR CRP A /E N FN RA-ILD K3 nitbr &4, {5 CRP #2
INEMEA G IRE, FRZ 2RI R, FrRtERZE. KL-6 2&—Fff MUC-1 A, WHRIETENEI
R b R AN e HT, M R R A Az A, T b iy T S g A, A T3 KL-6 1)
SIUAYEIN, X VPR RA 3SR TN AT B B S, BRI KIL-6 A VEA 9 i A Al 41 4 A0 T2 5 F
AR EEAREY . W4 BRI KL-6 KF A, 5 RA 4L, RA-ILD 41 KL-6 9 & 7+
fh. Natalia Z50F 70 KB, HoAth & AEHEFR, W0 IL-1a. IL-6. IL-18. MCP-1/CCL2. MIPIbeta (CCL4)F1 SDF-
la fE7E RA-ILD B3 vl & T AVEE ILD 1) RA #35(8].

4.3. MEIREY

Ji BT Ao 2547 32 B i R 24 L L e 4 A e 52 e 8 £ 2R RSORIRE TR E T A D B, R PP S
IR )T A AR R B . — WURMEARZ RO TR, BRI EYIPUR CA125 (CA125)F1 CA19-
9. JEMPUE(CEA) AT AE A%y A Ml 41 4 4t (idiopathic pulmonary fibrosis, IPF) £ 21 5z #5145 (1 AE P br £ o
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FYEARIE BoR, G H L% (CTD)M % ILD B th CA19-9 [RiAME N, H.5 —%4bi 3 #bE /1(DLCO)
B, AR 50 5] RA BF BT 28, RA-ILD 1M CA19-9. CA125 }2 CEA /KFEEHE
T RA-no-ILD #41. Sargin &0 5K, CA125 Fhms RA B3 KA ILD RGN 6 f5 485597,

4.4. BIEHAE

BHET 5 L Z AR RA KRR it E EEAEH L LA A (A 40 i Pt )57 (human leukocyte antigen,
HLA)ZE[K. MUC5B. SFTPC. RTEL1 Al TERX HJFKik5 RA-ILD #YIAHK. AW FEERH, HLA-
DRBI1%#10:01:01. HLA-DQB1*04:01:01. HLA-DRB1%*04:05:01 1 HLA-DPB1*02:01:02 5 RA 5 Jg{: i i
ARG, HAFEHTIX LR PN (1) &5 Bt CCP 4k & RF KB . Austin Z88 70K, MUC5B 135705950 )5 3))
TS ILD KA ARSI 2 A5 AH5[10].

5. RA-ILD BUIGFRIEIR . SR FUF1E
5.1. IFRAER

RA-ILD &2 R, TR Z A, 24 RA-ILD B DA ERAEIRARRR , 1XZ) 26.6% (1) 3 LA
ILD N RAEIR . RA-ILD FE 3 L R TR R 6, 955 WP R PR S Rz i, (EUAS /D SRS TR B IR, BbAk,
KATFER T BE FBUG BN Z IR, M 55 57 28 B IR R (PRER o« PR BAERE AU I, 29 57.6%[1 RA-ILD
HAEWL TLD I TEWEIRGERE IR S AL, 43.7% H BB S (I IRGERE IR, I 18.9% ) B A ] B 57
W ILD AR orb, R UL PR E R T B JE MRS . AR R DL ILD ARTEIR 2 Velero M5 3 B
#%, 5 SMOLEN B R—F. XRYEURIAEIRTF A, #WNi2 KE RA-ILD #&[5].

5.2. EAGFIFE

F43 HE% CT (HRCT) &2 W1 RA-ILD (W& AnitE. HRTAF TR, RA-ILD (13 EEAR SRR IE G T B B
TSR 5S,  SoA% 7 2570 DA S 70 ) o M il 28 (UTP) B s WL e OR SR &5 98 &, UIP %Y RA-ILD 5
61.0%, AEREF R BEM(NSIP) & 26.2%, HLALPENT 2 (OP) i 2.8%. EHNAMIF TR, UIP BLEHE
NSIP BHE I TEHE, B RAESDMEIME, HXHE KBS ERTT RSAE. Chen) SR FIRH, £ 44%
TEMPIGEREIR 1) RA R 7E HRCT Lol RILNIGPR AT ILD (pILD) S [ 5 575 (ILA) [11]. — FLHBLI &
P PR R, R Lk AR, DRk, HRCT #HT R IR BT RA-ILD & 2. J897
VSIS

il Dy RERs & (PFT) Al {E 2y RA-ILD i Wl S Bt vy (0 B 240 Bh T, a4l it i < D) R A DR T
g, A ALEIGRAE RS AR SRR B T R0 A . ILD 3 R I B 18 S D R B g A v B o e
P#f. ChaiD 250K 8, RA-ILD A NG EFEVC). H—FHIFIER(FEV]). —AIbBikE
£ (DLCO) I ifi S B (TLC)F T 71 70 L B 3 [ 12]. R PFT #A AR IHE RA-ILD SefBuski) Iy ik,
SR, E—TRFFE T, 4 80%M RA B W ELE] DLCO FF:, R 5%~15%[1) f 7 ilis &l g v 2o
PR B S Re kRS, HLER ILD 4b, HoAd s pom th ol B UmThaE S5, Rk, PFT X ILD HJiZ Wi =
P, WORHERME N RA-ILD B % IEPRAl T B .

6. ERBIRMIED

0 5 5 BT X 25 (DMARDs) K 25 U #54£ 4F DMARDs. “E4) DMARDs (bDMARDs)Fl# i)
DMARDs (tDMARDs). #7-ifFRH, XEAYIERTT RA IR 1] fe 275 K BN E ILD. HHMNZY)
11 R AR A (MITX) AR S8 B8 ER 7 #0177 (TNF-0 $055)) 5 ILD FIKR A7 . MTX & RA JBITIH
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Figure 1. Screening and monitoring pathway for patients at risk of RA-ILD
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—# %4, Hironao 55 A4l MTX H g RA-ILD 2 HEINEA G, JA0M, WA ER, MTX HAk
i RA-ILD MK, HZEFREER ILD MK . TNF-a /& —FiKUE T A% w0 i i o 4e o e 7, & nl b
S EE I Al b R A0 B TR G A AL U B R, IE 5 AR R T A AR A ELAE 2 5 il AT
PR R RE, (HILFE RA-ILD A /E AL AN IR . B HRIEFR TNF-a #0157 7] 58 53 RA-ILD
PugeEEE, H W. G. Dixon MU EKE, TNF-a 1697 /5% 61 RA-ILD £ FIFET-F[6]. JAK #i
AR A . BEE R IE R IZ M T RA 69T . Vincenzo LRI, 29 90%[) RA-ILD &
A JAK #H1FI7E 5 48 HRCT %A L ILD #t i, HEWEHIA FVC 85, 55 Tardella 2 —51[13].
R D HR 945 25 4 H TAK 01 700 AT -5 DRk gt Fae 1) RO 12 s 2 A 0%, (LT i =2 DR A i s A 40 =
Ffo HA98 DMARDs X} ILD KU RS G4, — ELAf2 RA-ILD, &2 B k3 24 8] 57 14 il 4 (UTP)
R, N A BT 4 2 n Je ik Je A st Ak Je i, X S8 254 CE S v SESZ I DR T

7. RE

£R LRk, RA-ILD i falbs HLTUE 22, 53R e fa b N S it A R0 T2 o5 T R oR B . 2
TR 2 EkE, 7T RA B#HRKINE R K 20 R E S IOLIE 1), vt B RA-ILD
AL I AL I AR SR, ARRBETERT M E LU R 7 1) TR ATIEYE RBASIBE T Bl R
fib s ZEbREP(U0 KL-6+ H S PUE) St 5 N2 (W MUCSB HLA FE[AAY), 7 RS Aff ) XU Tt
BRI, JCHE BRI DA - ABE (IR  ZE DA - 211 i) o R4 R L B &R 5 2) IR AR TF DMARDSs
5 ILD RS RIRALA A B A E O 5 29T R 205k, ISR Z50 (0 JAK I
M2z PO RA-ILD A4 #ER L SEME R e, JENImRH 25k SR ftm ZUniEds; 3) #HEshet
XL 250 1E RA-ILD A 2 ) v B B LR RS, IR0, eV BOE Y N AIE, R
RRES BRI e T R, DUOYISGE B KIS .
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