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1. [XC®IC

BEi Y v~F (RA) [ZEDFT 2R EITSOEIRZE (K& SHRIRIE, MXE ke ), HIEMEmER
(interstitial lung disease ; ILD), MfsiRZs, mAEHA (Wi EiE) 72 E2IEICHES. T RA-
ILD i35V v~ FHEDOBRIRL RA O % AIRICRE R A RT3 72, RA-ILD (Zx7 2 il %

Th 5. RA-ILD O4FITIARRII I IR EMEM %% (idiopathic interstitial pneumonias ; IIPs)
IZHEL 5. ILD ISR T 2l OFGE & U CHEETTHERRME(L 2 11 5 B MM 2 (progressive fibrosing
ILD ; PF-ILD) 237EH & T4, PF-ILD [FIEMICITHA TIER 7= ) 2 A4 72K L, W< D00
WHNEG END. FERMEMRAMEE (idiopathic pulmonary fibrosing ; IPF) (% PF-ILD O{UFRAE AR T
oo, TRAFHMIL 3~4 FLE, EHEEICRET 2RICTHR AR THS. RAJILD O T PF-
ILD %23 2EA41% 26~40% L M5 S V2, IPF L[ERRICTFHR AR EEZ LN TS, LOLARND,

20 - TNETITAIMEDH HI1RFEK S
35 L TR, BRSNS
30 L LIRS TEDONEETHD.
25 | RA-ILD (2B 2 mREE & &
20 L D, BOEDOWNZERETT 5.
15
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5 L
0 c ; BH MR EE
& \\@“ a;\,\“% & : CTD ; connective tissue disease
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X 1. FHRBICBIT A5 ETHEORME LA T 2 BEOESE (%) CER1 Xv)

2. RAILD Q4 E&EB

RA-ILD OBEIZEX VT 1, MEIFIEOKEIZLVIED . RN L#RCITR 5%, @ fiae
CT (high-resolution CT ; HRCT) *ﬁﬁ’(“ 3 10~30%, &4 8 BAL TR TIER 50% & ST b
SRR CIIMHB LA B B & LT T 2R SV L b5 4%, ILD ICxf LT3 HRCT Mt
DERbLAHTHY, TEN iﬁﬂ;ﬁ WEfT 9% 2 ENEE L. RAILD O 43 HH 13 Rr 36 Mk IR M i 2%

(ITPs) DJREEHHA, X% — 2% U C UIP (usual interstitial pneumonia ; i 7 % V&M 2%) ,
NSIP ( nonspecific interstitial pneumonia ; I %F 5 % fi] & M ffi % ) , RB-ILD ( respiratory
bronchiolitis-ILD ; W il 58 3 &K & £F 5 M E PYEMi %% &), DIP (desquamative interstitial
pneumonia ; H| FfEME & RIS ), OP (orgamzmg pneumonia ; # & LfiZ%k), DAD (diffuse
alveolar damage ; OVF AMERGURES) 72 L2 bivsd . Fef#dm L v i% UIP, NSIP (&4, OP,
DAD FaM/fHAaMEIcaE I D5 9. RAILD CTIIRRKE B4R, ABRERIITHOND Z &



3472<, HRCT E{g LV BWrsid Z L%,

2. ILD OB (5CHK 4 X 0 &%)
NSIP /<% —
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UIP /"% —
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() HBIMERE HLE, (k) B, (+) 30 H T A&, (<) air bronchogram % £ 5 consolidation, (=) reversed halo sign

# 1. RA-ILD ©43%8 (OCHR 6 L 0 &%)

Hafss N T R & v
ey | WA IR Ry
(30 A 5 AR LI e B A AT K
*TB 29 *TB #fEbrn
Jiiisgn) ] -
;grﬁ T H T AR < MBI Definite UIP Probable UIP hﬁfgﬁ“e B
KA M AT (fe7E) (EIEL ) (UTP H.1)
Indeterminate for | Indeterminate for

T BT AR >R UIP NSIP/UIP UIP NSIP/UIP

B IOV (W BT A7) (W BT A L) NSIP
‘\“ N MEZN
e ST OV E A A NSIP/UIP
*TB; traction bronchiectasis or traction bronchiolectasis
RA-ILD T/ UIP, NSIP ®iEfEH %<, IPF 7088 DICUE U= 0 RE ST % 0. Definite

UIP IZOMIEE T, MESEA O M, OWRA GEISIMKRESHLREZE MEDRVWEAE L) O 25
Zii7= 3 D, probable UIP [ZMZ 7z L, @OEHNILRWAS, FIIVERESHLRZES & D,
indeterminate for UIP (% UIP 235 2 o9 WS KHEE, NSIP/UIP (ZRMER &IN5,

B IX UIP 25ty <, Hi T NSIP, OP 2B S 415723 DAD 13 Cdh 5. UIP 1X IPF & [FAlkk
THRARTH Y, AAMETRIEEKR 34, 5HEEFR30~40%L HESN TS D, £72 UIP &
Non-UIP |2, HEMEREOMEN <, SYEFHEOMBKR S EV 9. OP ITIRELMEZR b NS P&

R A3, DAD [FIEIZARR TH 5. DAD (ZIFIEMR TP oM EgE, JBYssiss, AR ENEEN
5. FERAICHIE L 2 5 DIZ PFILD ThH v, ETIEOM OB, FFRBEREDIRT, FERIENR O L




3.

MHEHID. EATHOERE LTI 24 » A OFHIHIRIZHB W TO %FVC (Forced vital capacity) @
10%LL EOIE T (FAXAIZ8{E &), @ marginal decline (%FVC fHxZE(LE 5%LL E 10%A0M) DB IZIX
HREER, TEHG EORME(EZ L, XIF%DLeo DX T (%DLco DFEXIZEL & 15%LL L), @ MUk
BRI B & T (G L2 B RIER O W E NEAL, L EOWT AT Z ERRE SN TND 9,
RA-ILD O P ARK 1L LTHME, @, JEEGE (DLeo) 1K F, JRNLZ2#RME{L, HRCT T UIP /X%

—, RMEEERENRHITONDS.

RA-ILD O REA

RA-ILD DFEJEA 1 =A L%, RA OBIEHNERZAT 5 b MIPkiF-0s e 812 K0 &0Ee)ile
R OBEN I Z D L REMIEATEM LI N D Z EBIAE . FURRIEKIC L 0 MR SR
BEEE Y 1% (inducible bronchus-associated lymphoid tissue ; iBALT) 2k S15 10, K
K ABALT (JUHYE 72 STt 3 2Pz & L CTEI< 23, RA R E DA CREREB TIIRIEDHERL Y ¥
~ M R (RF), $t CCP #ifk (ACPA) DPEAIZED > TL 5. ACPA OFURMME E W EE T
ILD Z%JE L9 < W, ACPA [T CREAINA DA LT, ILD OJFKECHMER 7 Th 5 rREMEN
AR EN TS, F72 IBALT I (3 AhAE AL OB BIZ2 S v, iBALT 7% ILD OJF BRI
KEBELTWDZENBEZ LN TWD. FMIOMITIEX, FREMMUIRERLICY 7 v—hEide T
MpEe~ 7 v 77— EOmEMEanEL S TGF B (transforming growth factor 8), PDGF
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X 3. RAIZB T LN TomERIE (CCEk 10 L V)

(platelet-derived growth factor), VEGF (vascular
endothelial growth factor), FGF (fibroblast growth
factor) PEAIIND. ZIVOIEEHESMIEIZIER LR
ML O H LA E &2 Bed= LT 2 Al fkiE SRl ~ o &
B 2R, MR KE SRR R A~ R Y 7 R

(extracellular matrix ; ECM) #43Wid 5. SWDATL
L ECM OiFIILAE 2 E X 5 & ik V€7 Y
T U LICE D, ZOBREN S HITHEEE
& AR MEE TR M (b o B Oy — T 2 TERL L, Al
HRMEIL 2 AR STV R AVRE STV D 1219

1T RA-UIP & IPF/UIP OZEENFEHmIN TN D.
RA-UIP TIX IPF (2, fRMEEFRIRI A D72 <, IR
PO ZFFD U N URNE DT RS2 -~ D AR AE Al el 2 1
WAL, MREXRZMHED ZEPERHI TV D.
RIE 2 D7 IPF/UIP Cld/NED RO Fila o fE i 2>
HIAE D DXL, RA-UIP TIEEE LR O RIE
DFFE L, RMXOE Ol E A E S, hellig
B2 BT 2T N IRE SN Tn5 9. RA TIER
B IYERIE, MRAE XROEPRE <, YD focus &
o TWNWHZ %L, RA-UIP &2 diz,
KA IE DORIEMEMIEEIZE S IRETH 5 2 E 3
DEFENDZEPHERSNLTWD. 2D X RGE,
B OGRS RA-UIP ~OHERTHICEE TH 5.



4. EEHFEEA

5.

HayFEK & LT HLA-DR shared epitope, PTPN22, PAD4, SUB¥SR LT A0 DA 1A
E,Tmf7%L®L@%W£&kﬂﬁ%hfwé

b N OKGERSRIZIZ W A F >0 MUCSAC & MUCSB 0 2 AN IZITHE®E v, AP E)
NWTWn5. 11 %éﬁ‘.éé{z!: p15 MUC5B promoter fEIHIZ IPF (2B 595 %M rs35705950 23 Sz
1B . HARA® IPF (2T 5 MFHClE rs35705950 (IHE A% Ff> T o7=h (IPF, NSIP,
HS=3.4%, 1.7%, 0.8%), KA1 > A (IPF, NSIP, HS=33.1%, 27.4%, 4.3%) |Zlt~% &Ko7z 16,
RA-ILD 12817 % MUC5B promoter %! rs35705950 (2B LC, HA (FIEK KT, [ENLIRGAEAEFER
JIERE) @ 797 i, HHED 1,025 B R SN cREIEOMIETIE, AAANB LOHEAD rs35705950
I% confidence interval K& < THEENGOLNT 10, 7 V7 R AR TIL MUCSB (3AE TlEAawn e
EZbHBNTWD

Telomere DOMEREREITMPUSE I T HEHEZGIESE I L, —#HO S F I F lifasfEE ORI & /e

. ERAESE 1L telomere DFEENBIHE T LK LAENKEETH 5. TERT (telomerase reverse
transcrlptase) , RTEL1 (regulator of telomere elongation helicase 1), PARN (Poly(A)-specific
ribonuclease) |ZZFRD&H 5 RA-ILD TlX, telomere DE & DMEF NIZHARTEHWNZ L5 TV D,
T, 7 %GR RPAS-UMADI fEI D% rs12702634 78 CT #i#% CT? RA-UIP, probable UIP & #A
BALThY, MM & BHACERE LTV D AlRetE dd & 4v72 19 . RPA3 (replication protein A3)
1% telomerase {EPE & FHIE T2 Z L2 LV telomere R IZE > T 5.

# 2. RA-ILD I[ZB#ET D@ +A R Ok 13 K v )

EfsF 7= 5 B

HLA-DRBI1 shared epitope ILD Y 27 {&TF
HLA-DQB1 *03:01 SUE SCPRRIE, MiKED Y X7 ER

HLA HLA-DQB1 *03:02 S XYRRIE, SO Y A 7K
HLA-DR2 ] o
(HLA-DRB1*15 & HLA-DRB1*16) ILD ® Y 27 L5

PTPN22 rs2476601 obliterative bronchiolitis ® Y % 7 |5

IPFOVU X7

MUC5HB rs35705950 G>T RA-ILD & O (77 ALIAN)

SFTPC ¢.180G>A, p.Met60Ile OVE AP SEE YRR L o B
¢.218T>C, p.Ile73Thr 2 AU Rt B b R R O RERE E

¢.900C>G, p.Ser300Arg
¢.2695T>C,p.Phe899Leu
RTEL1 ¢.2824G>A, p.Asp942Asn
¢.2875C>T, p.His959Tyr
¢.2890T>C, p.Phe964Leu
¢.1234C>T, p.His412Tyr
TERT ¢.2383-2A>G

¢.3323C>T, p.Pro1108Leu

telomere DEL#EIZ BE1A
FAHETO RA-ILD BIED Y 27

telomere D FHEIZ BEIR
EAETO RA-ILD BIED Y 27

ILDD<—Hh—

ILD olijE~—5—& LT KL-6, SP-D NHWOLND. WFIX R OECNZ LY E5F - FROR
MR Ee %, KL-6 (3R - FRRELICRE BELTWD &%&iéhflﬂé SP-D, CCL-18 & kfzlL7-
T TCIE KL-6 1% ROC Hiff T2 & L COEHMEN R <, #E17 RA-ILD B CIXAEICHEE TH -
7219, —JF, SP-DITHEIEEDHEIZEHTHY, 200ng/ml ui IEITPHRARTHD. KL6 1% SP-D &
MABEDED Z LICL 0 I LIZBKOREEN ERDA, REZHE ERIFREIEEED 5TV RN,



SPD (ng/mL)

SR TIX KL-6, APERFICIT SP-D 2MRBh o, 1RGOz #&z>. LarL KL-6, SP-D A%
EHRHLRWEELHY, Hicla~e—h—RHHEIN TS 20, FKIFTA NF7 7 1> (SFN) 78 DAD &
O FEFIMENEE & ORI, tMOMEE L OMBNCAHATH D Z R EINTZ. DAD TIHEEER
1 (p53) KIFMI/RT AR b — A% LT SFN 2SHIfR/MT i S5 ATREMEDS RIB X T D 20,

4. RA-ILD IZ¥1) % KL-6, SP-D, CCL-18 ®fzt (5Cik 19 £ V)

A B C
80+ * 500+ * 5000+ sk %k %k %k
. 400 ) - 4000 ) A ; SP-D
1 s .37 - B ; CCL-18
e - ?D 3004 E 3000+ -
40 ~ " £ § C 5 KL'G
.E::. ;E. g 2004 é 2000 . ::.
204 Seeen’, --:=:.- 1004 seeeves :2;;:: 10004 ..:;;- . -;-E.-- D ; ROC lﬁﬂ;ﬁ;‘i
o, un® NI T Sant .
= o T == - E; RAILD GEfrd b - 72
RA RA-ILD RA RA-ILD RA RA-ILD .
i L) k1T % KL-6 D
E
z A
:ﬁ T:-' 3000} °
5
2 2000 . ‘L
1000+ 4_[.; °
9 2 100 -‘:pecific‘;nty 80 100 No progression progression
# 3. RA-ILD O~ —F—fFdl (ST 20 £ 0 &%)
EAIREN * Rare variants in the genes upregulated in
+ Rheumatoid factors (RF) acute exacerbation of IPF
+ IgArheumatoid factors (IgA RF) + HLA DR2 alleles
+ Anti-citrullinated protein antibodies(CCP)  Shared epitope alleles (protective)
+ Circulating secretory IgA anti-citrullinated « HLA-A*31:01
protein antibodies * hsa-miR-214-5p and hsa-miR-7-5p
* Anti-carbamylated protein antibodies * Long non-coding RNAs
+ Anti-citrullinated alpha-enolase peptide-1 VLAV
antibodies ¢ Matrix metalloproteinase7, C-C motif
* Anti-citrullinated heat shock protein 90 chemokine ligand 18
antibodies *  Matrix metalloproteinase7, C-X-C motif
+ Anti-malondialdehyde-acetaldehyde chemokine ligand 10
antibodies + Krebs von den lungen-6 (KL-6)
+ Anti-major histocompatibility complex class + Surfactant protein-D (SP-D)
I chain-related gene A antibodies * Interleukin-18
BET « Interleukin-13
« 1$35705950 in MUC5B gene * Soluble programmed death-ligand 1
+ rs12702634 in the RPA3-UMAD1 gene Z DA
* Rare variants in the genes responsible for *  Amino acid
IPF * Decanoic acid, morpholine, and glycerol
* Rare variants of the MUC5B gene * Platelet/lymphocyte ratio




RA-ILD OFFfiiEMaEs Lk, HRCT 4, Ait¥AEM A (spirometry), EBNMIAGE (6 A7),
KL-6, SpO2 72 L X viThbihsd. MAOHE L L CRE, FEIED ILD ThiuIME gk, HRCT &
TIX6~12 » HIZ 1], KL-6(%3» HIZ 1A, SpO2 ITWENZY EEZ LD 2. itkiEmt, &
HHARE (6 MAMT) 1L 3~12 7 HENEID LR TWDER, BRERKNSLETH Y, FERIRNELE &
DOHHELHEBFICAND E BV, 12 5 H THEHED 10%LL D FVC K T & %W % 15%LL 1o DLco & F
NTHARESbND. AARIZEIT S 1IPs OFEELE G CIX LR OBIIRMEESE 5 EE PaO2 & A1T
KFoD Sp02 LV EIEE [ 2 HIVICAHE S TS 3. L LA S RA BEICBIT 2 EENARE (6 4y
BIAT) (ZBIEERICR B SN D o), T—ANS I —ATRFNTILERD D, HKDFE TR EE
ThHDITARTIEIRTHY, BEOFRICTEICHZET H5MNENDH L. 7272 LEna TIXES Tz
BN ELHDDOTEACHRNETERT 5 & BV,

# 4. PF-ILD OB (OCiHR 22 L 0 &)

BIE SR SE FHIE
JEM | EEER RV VER QOL D5 T HA[m] 0> A 1y
filigre | 12 » AREO PRI FVC O | 12 » AREO TRl FVC O | 12 » A RO T3 FVC O 23 10%
FRAx DI %A DIy 5%LA_E 10% Al Lk
HRCT | MiO#HE LAY 10% A0, fili OFRHEAL DS 10% 8 Z, Jiti DRRHEIL DS 10% 748 2
X CT DR UIP & | X% UIP RfEE HRCT TIEIE, Ty UIP,
R—E SOTIF PR ¢ UIP il e
BERE | IR RE AR A fitikg e 2T JitiFRERR A
HEENNARE  6~12 » A | EENMIAGE 3~6 » A% | EEAE 3~6 » H#
(6-MWT) (6-MWT) (6-MWT)
HRCT 12 % H g HRCT 6~12 » H4F | HRCT 6~12 » H#g
B | REE oIk R HEHE R
A f FHAR 2T 5 e — WG & L CHURMEIL IR TE 2 st
G NN TR S Pk TN O fikiee
A 72 JF R D 169 P L IE OB Z G | Y ~E U 7 —2 a3 v
(G PnilwE) iUy TF— g W OB OME, 7
6-MWT ; 6 5f54T

6. AR

Bk RA-ILD O CiRERIG: & 725 D% NSIP, OP Th-7-. NSIP TR DA, 2701 F&
GEIMHIF TR ENEFTE S, @E L F=Y 1 (PSL) 0.5~1.0mg/kg/H THIEL, 2~4 BHIZ
5mg/ H 3O 5. fElAliiy 7 arir7 7 I K 1~2mgkg/H, 7 v ARV 2~3mg/kg/H,
&7 v LA 0.056~0.075mg/kg/ H B HWHLS. OP 1 PSLO.5mg/kg/ H % 2~4 H#% 5%, Wij
T, WWIESIEL R0 BAFTH Y, OP 1 RA-ILD o Cldfkb TR EIFE 25 2 . —J5 UIP
LD LIRFIRGUETH Y, FEERIIIEmRIEDRIEI TOT, boXOHEESROBRICETTLHZ L
NEWEFITH 72, L LPHRIICE UIP OF 8RR CEEESCAMEMEOERNSH 0, AKX
LV IRENPLERIFETH 5.

B, #HELICBHD S TGF 8, PDGF, FGF ZZ&ERIIERT IR0 F vy v —BHEAI=
FHZTPEHTED L1220, MIfFShTW5, =0T X =713 omsl, W5, sk
FEHIE~OE s 2 [HE L, PO LER IC@ <. =o 7 ¥ =7 EEHLFESE MR INBUILD &
B) 1X RA (89 fiIl) o MBREUE, IRAMERS AR 4 & e PF-ILD |Z%F L CTiThoh7z. ILD OH#EAT
FEMER -9 R 663 6 (HAAN 108 41) %, =7 X =7 150mg 1 H 2 [M#&EHEE 7T B AREECS
3T, 52 %D FVC DA RE G Lic. BFREHEE (663 #) Tld=r7 ¥ =7#% FVC B =x
—80.8ml/4E, 77 AREHEL—187.81ml/4E (p<0.001) TH Y, F#Z HRCT T UIP /¥ —> RH LI



Nintedanib, overall
o population
E 504 T . 2 TUTeSTSg==—==—====== —=
° Nintedanib, UIP-like 1 T T=m==o o _
@ 1 fibrotic pattern
Sé -100 "
: E i t Placebo, overall
g’ < -150- | population
£ = l
v T
s
S 200 Placebo, UIP-like |
= fibrotic pattern |
_250 T T T T T T 1
0 2 4 6 12 24 36 52
Week
No. of Patients
Overall population
Nintedanib 332 326 320 322 314 298 285 265
Placebo 331 325 326 325 320 311 296 274
Patients with UIP-like fibrotic
pattern
Nintedanib 206 203 200 199 193 180 171 160
Placebo 206 202 202 201 197 190 176 162

XK 5. ILDICXT A= T X =704 (CCHk 24 L V)

LR (412 1) IcB U 2R TCIE=r 7 X =7 BT —82.9ml/4E, 7T AR — 211.1ml/ 4
(p<0.001) 720, =7 X =71% FVC FHMBLREGRITHH L, SHOETEZMZ D Z &0
RENT 2. =T X =70F 2015 FRHFEVENFHEE (IPF), 2019 2 PEIREEICFE S ILD, 2020
4 PF-ILD (ARG & 72> 7=, BIfE RA-ILD I2bEATE 2RETH D2, BEITEMTH .
2023 4F 1 A HI/E 150mg 1 7 7/ 5966.4 F, 100mg 1577/ 39824 & m4ETHS. 1 HFEHE
1% 300mg X% 200mg THLHDT, +o7eitl L RENLIEL > T 5. 7 ERENER & LTI,
iFpgRerEE, B, ERENRESINATND.

7. SHEE
RA-ILD OEMEIEDORBIRIT 1 T 2.8%, 5F T 11% & HE S, FriZ UIP /% — U TOFRBLHE
DESEERLETHD 29, —HIETHE 1 » AUNICEHRICHEITL, BLWERIGE 225 2 0%
V. HRCT #METIIEEF® ILD (AT, WEMEICT O I T A@Ear Y V7 —va URBIE ST
Z. RRE LTI RS Z G TeYE, LY v~ T3, bR A, &85 0E, S8 - ]F
KHE, KRBPEENRBZ LN TWD. #EHlE L TLARE, =a—FEvAF 2%k (PCP), ¥4 bk
AT v T ANV EOREYGE, FEAWEMEE R ERHIT oM.

% 5. IPF AM¥EO TR Gk 3 L)

IPF OfEHIC, 15 AUNORBT, O»o6@DT R TCRALNDHAEE [RAMEE] L343
O IR R oD HE 5
©® HRCT 7B GBI L+ 5= 2B U0 0T 2l - BiME
@ BRMEEEDEOK T (A5 T PaO2 10mmHg L1 |)
2 B O 2R IR, &, BEVEREE, ERC LA E RIS
%#%&frE (1) CRP, LDH » k&

(2) KL-6, SP-D, SP-AZYn &




6. ILD OGO A =X 5 (TR 26 £ 0 L)

rJwhi—
. B
.
WEEmREE | . ﬁg;zm mEEE
DHETT ° |+ DMARDs <H7AT7— (M1/M2)
| == il
J
W
IL-8, CXCL1ZEE D
LRERmERE | | ZEMM DR PR RS E 1A

|ﬁmm6%ﬁm|

JUL
I TNF, IL-1B8, IL-6, IL-12, IL-15 and IL-23
Jos7—+ EMEEFR N0

J

= 7 BRERFEMEE
fmtaELEE A
247 R EE

~
+ ILD+DAD

SMEHEEOMF IR A O Y v A —IC XV EE I N EEMaOEE SN M1~ 77—V &
» IL-8 X° CXCL1 72 & DALZMEK TR W S, HHEROBEECTEE LN R Z & s, fin
Tru77—8, EEEBE, NO 22 EMEA SIS EE SN D, FRHCmE RS - NGO
PE(L 2N & 2 EEREOIETE L, M B RIETTHE, 7 4 7'V ORGHIEER M S, ARk OB E
LEEETLESEIRENMEES N TS, ZORIC M2 v 7 17 7 —PIHIRIES T2 4 LT M1
~7u7 7= L, MREEICHTEEREE AR LTS T ERMLATND 26,

B CTIEIAT v A K7L 2R (mPSL 500mg~1000mg/H, 3 HE) 26\ TAT v A KKERE,
MR A NSNS, RIEEIC XL VIFE, AN LMPRGE IR BN EHRA (NPPV) RIENTTD
AN, HRETHHZ LB E0.

8. ILD &6f RA MAK.

ILD &0f RA 12T 6 v~FHEOBIRICIIWNEIZELLHZ ENZ . A ML H—|
(MTX) 135F Tk RA-TLD O¥EIZIIES LAaVWE EZ b, &EO ILD I[C3EREICHREGT5 2L
INTE D, PEIELLEO ILD (Zx L Cidb Spw. UM cE RIXRE MRS, BT S o it
e, XX OIS 2 BF I L OXERER G L SnTwd. BRY U~F5a0 MTX 2T
A R4 Tl Pa02<70 Torr, %VC<80% DHasfEEdE:, Fifg Cm O RE MRS L Tk E
s, BEOMEMEMAICH L TE, P s 3 » AAERER, RER, BGITRZEET52
LLoTnD., L7V I RIZEERMEELZXT2R8HY, BoThsd., 7V ALT7 7Y
DULRVEMEMIZE, EIERAN S LoD Z NS D LEHE S, B, K, WRIR, UL IA
DOIERZHERD S D ON BTG 2 IET 5. 4 77T RHRE, KK, UL R S o R
ICHEEL, BENRO ONGESIESCOICES 2P IET 5. 7 0 U A A XEE MRS REORIE
RSB MM &2 G 0F LT 5 -BE CIXREMER R DB 2 alREME N o 0 HEICE G- L 503, EEh
RTIETL LAEHESND Z ENLW. Z7 0l AR IREFKREHE ILD Ti& ILD OREICHV b,



BROMEP IR SN D.

EWFRIRAIO R T TNF [HERIE ILD OFJE, XITHEO U X 7 K7 CTh 2 flaetEA i ST
W5 20, —J5, TNF FHFEANIH =72 ILD OFIELZ MG oWt H 5 29, Ll MTX % 0f
AT&ERNZ ENREL, AMMEICENTTL 5. £z INF BEEANCE L T, WEEEORAR - HEFf
21X TNFa 23 HTH Y, TNF BEAZENT 5 & /it IR E (NTM), EEEYE,
PCP 7 E A ZFNEMEERYYE O PR, HEOMLRNE E D Z ENMbN TR Y, BEFMEERN S 25512
FICHEBEBINMLE L IND.

WA TETAZET R, VYR TRHNEND ZENLN. K TIEY VF <7D RA KT
L IE7R . IL-6 FLEANLFE NN OFIEORIERSCBAED H 2 5613 EIIBET L2 L0 dD
L EDFLHPH D05, ORI, JAK FHEA S BVEMEMM R OBEE « G003 H 256 I3 HE R
HNERINAD, ARICHEIELZ LTV EB 6N TVS 29,

9. BhVIC

RA-ILD o TiX UIP X IIPs &L [Afkx S TH AR THD. 72 RA BIROFEYRELHIRINLS Z
ENLZL. SHLICAMEEARIET 5 L LWERICR D Z PRSI ND. Lo LEURRHELRIED B
i, FMHOMELH LD, 4% RAICHLTHD LT DBANIENY, THROULEICORNDLZ &
DHIFFE NS, &iE ILD OZEICB W TE oI L 2 EFWMRET (multidisciplinary discussion ;
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