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(Immunomodulatory Treatment in Interstitial Lung Disease)
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lsataaduiaasa@iTioa (interstitial lung disease)
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Immunomodulatory therapies
‘luﬂa@ﬁ'umﬂ%mﬂ%nLﬂﬁuugﬁﬁuﬁmﬂu
ﬂﬁ%’ﬂﬁ:ﬂ%é’ﬂlﬂsﬂﬂa@'éumas’aal,%ﬂaéiu6] wantnie
anlsadaaiduisfianfialinsuanng (idiopathic
pulmonary fibrosis; IPF) Uﬂﬁﬁﬂ’]ﬂﬂuﬂﬁ]i}ﬁ'u
e corticosteroids, mycophenolate mofetil (MMF),
azathioprine (AZA), methotrexate (MTX), cyclophos-
phamide (CYC), rituximab (RTX), tocilizumab,

cyclosporin WL tacrolimus

Corticosteroids

Corticosteroids aaﬂrmﬁmm@mié'maumu
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(hypersensitivity pneumonitis) lsadaadniauaiiadle
S‘ﬂuﬂaga (eosinophilic pneumonia) XAAURKAIFANTT
1481 corticosteroids @an1n Tnazlifiwentaain
nadnda®® gnTuauLana19eddIsINTAINT 8
corticosteroids luszasfiuanarsiuveslsnlonduinas
adiuadiadiagu Teyan1sdnwideundalud
w.a. 2561 lugtanliadaadniaundlifinsialud
WIR® (non-fibrotic hypersensitivity pneumonitis)
WU corticosteroids ﬁaﬂLﬁumw?maaﬁa@ (forced
vital capacity; FVC) laag1eiituaan ueldiing
fAaN1IAKIVY diffusing capacity for carbon monoxide;
DLCO® 1umm:ﬁiiﬂﬂaﬂﬁmaugmuﬁuﬁﬁ@ﬁL‘fl'u,
WIH® (fibrotic hypersensitivity pneumonitis) AT b
corticosteroids 3z ldiaunTan lAwerfan1nwdaa
niuganwidale adnslsfiana corticosteroid &9
ununlumsszaemsadinlsalugiousnfifimseniin
151577

§1%3U connective tissue disease-associated
ILD (CTD-ILD) n15}b4 corticosteroids ﬁﬁd‘*ﬁaga
ﬂi:%ﬂ%mmeﬁﬂMLLa:ﬂTagaNmﬁﬂumama:
daulnainazliluszozinandu Lifin 3 @Wenuasly
iauﬁumﬂ%ugﬁ@fuﬁu%ﬁméu fnarzaanisideunsa
mlwsussanwdanfidu imﬁv'wi’ﬂﬁmmﬁzuu'é‘ue]
fudy uwannenssnmnlsavanduinafafiioaly
;jﬂnl systemic rheumatic disease las American
College of Rheumatology (ACR)/American College of
Chest Physicians (ACCP) WM corticosteroids
umsShmanduusn luszozan ldifis 3 deu lag
Aonldaruanuuusszeslsa wazldesniiulu
5@ systemic sclerosis-related ILD (SSc-ILD) Tainuziin
1% corticosteroids 1Hasaniinaauidoslunisiia
scleroderma renal crisis®"°

Iug}”ﬂaﬂ“?iﬁmiﬁﬁL‘%waﬂsﬂﬂaﬂ'ﬁuma%ﬁﬁ%m
(acute exacerbation of ILD) ANT M corticosteroids
Iu"uu’]mjd (¥1NN31 1 UN./NN. Yad prednisolone)
luglaol3a non-IPF ILD wuindinaswEnSnefia
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(adjusted hazard ratio 0.221) LRZEITZRONIL TNV DY
Fve e TuaneNni3le corticosteroids Iuﬁgﬂ’m
IPF i1y dayan1sdnsdaiides SRRRY R
ANUTUINTALIN NITIADITIADINI T AN AN B TS
Aohorwndslosiuazinmbuno 9ly®

AIANBIMUUIATITALTIaANU (systematic
review and meta-analysis) ANSLT corticosteroids
lugaulsadaanstia (fibrotic lung disease) Wuin

N13L% corticosteroids NWaLAy FVC b wel bWy
NaLURunL a9l uiduadaaIINITRETI a9 lsAaNY
ﬁagamsﬁﬂmﬁwmﬁqmmwﬁw ﬁaﬂaga UGEUZL N
DOHIRERY heterogeneity §
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Mycophenolate mofetil

Mycophenolate mofetil (MMF) u prodrug
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ﬁ]:gmﬁawlmwmmﬁumsaaﬂQﬂﬁ mycophenolic

¢ 3 o . .
acid (MPA) @93zaangndlasmsdudsianlos inosine
monophosphate dehydrogenase (IMPDH) NIUU LY
IMPDH 32a@n13&LAIIER guanosine triphosphate
(GTP) waz deoxyguanosine triphosphate (dGTP)
FINAMANITULIGI VDI TRARARY Laslanie T cells
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Wz B cells DIWINWINTLUIWNIT de novo nucleic acid
synthesis 8814871 UN158319 DNA nalnit3 s
NANT=NU A8 ATIADNITNIINBUAZANTLANIIUINY B
T cells W8z B cells NMIAAITWIBLALNITNIN IV D
T cells uaz B cells FI88ANTADUAHDINWNTANIY
ARAUNE 1w N1InaURKaINIABITEINLAITONLRL
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AUNTTONLRY LT interleukin-2 (IL-2) W& interferon
gamma (IFN-y) §94N8WN1TABURUBIRBLOLALI
Tuszuupfiduiuanas™”

MMF fdayanisdnuiiialsz@nTninuas
AMNUaaaAuna laoianizls CTD-ILD 3nnA1s@ne
scleroderma lung study Il (SLS II) uil w.a. 2559
L‘ﬂuﬂ’]iﬁmﬂ’m&]ﬁauLLUUEjNL‘]J%FJ‘]JL“?]il‘]ﬁ:%’j’]dﬂ’]ﬂﬁ
MMF tJuian 2 Tiisuny CYC siasudsenmuidn

= v v = = 1 s
1187 1 Jenudronislweiviaanan 1 U wudinssnm
AILENNIFBITRAFINITOLAN FVC LasRINITNAADINT
LRAINIIRIAIEI LA LU LANEIIN % WeieN MMF JNaT9
WWyINtaunin wananieunigadrhaiinilinis
N32N8v89708 lIANAINEUSIFAaN RGBT AW
HG) B@gy (high-resolution computed tomography; HRCT)
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MMF defiunuinlulsadeadniauniilaifiu
shatIaTIlasni1lw MMF v ldziu1snaauwiasn
corticosteroids aavl,ﬁ LRZDI1AZLNY FVC waz DLCO
ld uddayadslitarau luginlialonduinaiad
WeandanuRadn@uwuy usual interstitial pneumonia
(UIP) "3l# MMF sunsaasanssanindaala MMF
5auwzﬁuwmﬂ1u‘[mﬂamﬁm;umaﬂdwﬁawﬁuﬁu”

N7 MMF F8lwaanisld corticosteroids Lo
Fudusnfifiunuinidu steroid sparing agent lugtla
CTD-ILD 37ANITANHINUINRINITORATY WAL
prednisolone 371N 20 an.tdu 5 un. BAYNLTN MMF
9-12 LAan'"

MMF fdayadiuanudasadsianinidaiiey
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Cyclophosphamide

Cyclophosphamide (CYC) Lﬂummju alkylating

Ao v [ .
agent AXN5TE19n1192919 198 cyclophosphamide
Wussasdu desgnnazdulusisniolasianlssd

= { { FS =
cytochrome P450 ludu iNatfauduansaangninan
|@un phosphoramide mustard 815H&INNTOFTIINUDE
TaauanuALdue laslawi1ziu guanine base 4K
1#1Ai@ interstrand W&z intrastrand DNA cross-linking
M lArIuALduia ls1INITaLYNBaNINAULNNIAAT
18049 (replication) PIDUFAI0EN (transcription) &
dwﬂﬁmaﬁwqﬂmmﬂaﬁaLLa:Liﬁ;jm:mumi
. dg' o A o

apoptosis $8N31N% CYC SINNANANIINIUVBITZUL
nidunn T an1zNIINANIINI9IUUY B cells Uaz
T cells HIUNIZUIBNITIULINITHUIAILASNITN S
SENE DR NG HLTS

cyc fidayanislduininfigalulia SSc-ILD
NNNTAN®T Scleroderma Lung Study-I (SLS-I) T

= A = \
W.4. 2549 MIAN MR UNITNARDIULFULATAIVAN
AIBPINRAN (randomized, placebo-controlled) lag
NAFOUNAVBIOT CYC TRASUUTENIUdan1INnI191%
vodtaauaza1msludiioln SSc-ILD 9113 145 1
6 6 =4 1 =
A0 13 gqudnsuwng wan1sAnwIwuIniaing
wand1slasiadoludl FVC sendnanguidanilasu
£1 CYC uaznguillaiuemaanfifosas 2.53 (p < 0.03)
BAINISNBI 12 1@ean a9 bsnedlulanuuandns
aelvpadnludl DLCO szninangy™ uanainii
v e - ¥ .

Iuﬂgu‘nvl,@ CYC Ha1n13LAhauanad AMNUANTDI
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lun1sUfianaTastzaniuanas uazaInvlaaasd
ntdRunadln HRCT wasansulszniuen CYc
Wwaan 1 8 wudianeWaila (fibrosis) N3aadaeng
a o o Qs 1 dl v tﬂl = = =
uummmysl,uﬂgmvl,mummaﬂ WardSouneuny
nguflaiuen CcYc* nsfinm SLs-Il lud w.a. 2559
wWIsuiey CYC Ay MMF IungﬂaU SSc-ILD Wu3n
g: a =1 a a = 1 Q 1 =
INIFITRANUILENT AW NBULYINAY e MMF &
NaT19LAgItasNIN™
MINUMIBBLIRTUIZUULALNITIATITRBANY
anw1dseanTanwas CYC lmjﬂw CTD- ILD Wu1dn
mu‘i%’slmulmy'ﬁdLﬂuﬂﬁﬂgmqmmW@h NANNTANE
wRAILALAKIN CYC RIU1IDLAN FVC RaIn133nn e
d’ v iﬂ' = Qs 1 ] 1
Taawadasauas 2.8 WalNauAUsInaan wa luwaneaid
AuN3en MMF @1 DLCO liianuuandsnm aanns
Wwilau@auanitas tWatiouny MMF 8a3 013 R8T
AN NTia wazannisleliuand1aiu®
= =< v £ CZ .
ummﬂmuuwaumﬂugﬂm non-specific
interstitial pneumonia fifiaan13yuustlinavauas
1 Q tﬂ' 1 v
@an1ISNEID% WUIIMIIH CYC 8N3N50AIFNITOAN
Yoa'ld?® n1sdnulul w.a. 2560 Wui1A13hH CYC
Iurﬂ”ﬂiﬂ interstitial pneumonia with autoimmune
feature (IPAF) N hinauauadfnan1ssn=dun 18130
Win FVC 11 6 1iaw laadeiidoaany?
13k cYC lwnnizasuveslsataaduiaas
FALTER (acute exacerbation) INNNNTANEIVUIALAN
LRZMTANBILUUTaUASI WUIIHaaNTIA N T wsinan
= 1 % =;d £ L%
'Nvl,uwaﬂgmmqmmwmﬂwaamuuagumﬂ‘ﬁ CYC
1un135n191 acute exacerbation?
cyc uathudnsninyldavon da nanalanszan
LRZLANAMNIREIGaNITAAL T Faunzunlwenilasnn
NYGaLTe Pneumocystis jirovecii 18628 wanaind
m3li eYC Tuamags viu mslilasls pulse regimen
213N T 19 mesna saunUMsIARITUN ML EIWa
LNBRARNNLFIGaNITIAA hemorrhagic cystitis Waz
bladder cancer® pjﬂmﬁvl,@i”%'u CYC @784a5790aau
aMIuazaTIINIResluannduszus
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Azathioprine
Azathioprine Ldua1sasdunignilfouidn
6-mercaptopurine (6-MP) lus19ne sstwunuvalas
o v A s 6
2849 6-MP =VNARINUNINUTINTZUIBNITIILATICH
purines Ttiluasdisznausfvas DNA Uz RNA
HASWTADNIAYANIULIGITBNTAN lalanzias
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de oA X
UARAUNG wonani
gnTaan1IanNLEUanaY
msﬁﬂmuuuﬂ”auﬂﬁﬂugﬂm SSc-ILD t¥®
7 2008 LLa:msﬁﬂMLLumjmﬂ%ﬂuLﬁsm FAST trial
WUINANSIE azathioprine 81315DLANNNTVINIUL D

30-31

Yaaldisgasnisanm gaun1s@nslugion
CTD-ILD ﬁm‘sﬁﬂmﬁau%&‘ﬂmjﬂm 56 A% WLIN
mjuﬁ"l,éf%fu azathioprine 3888z 27 ﬁaa%q@muﬁaamn
ianatafissannislden diasdniasas 66 fnda
sansalgenldaaiiios wuinmansnassussonwlaa
Talug2912871M155N B 1ase 34 1den lagdan FVC
LNa1N 62% 1w 65% predicted® LiiolFuufinuiiy
srfiadn laun MMF finnsnslugiae fibrotic
CTD-ILD wuifidssantawlunisSnmanssanin
UaalddAsuyiniw wan15ht azathioprine Aok
ﬁwaLﬁmoauﬁﬂﬁgﬂaﬂﬁawqﬂmmﬂﬂdﬂ“

Azathioprine ﬁﬂrl,“ﬁ'l,ﬂumﬁﬂﬁﬁﬁﬁé‘uﬁ 2 (second
line therapy) Iurﬂ”ﬂﬁﬂ sarcoidosis INNNTANHILLL
Founasbull w.a. 2556 1WSsuiisunnsly azathioprine
iU methotrexate 114 second line therapy Wu3181
vasaswiiafilszansawlunisiin FVC uaz DLCO
WUy LLa:gi:ﬁJazlifamuﬁna@mﬂ"f prednisolone
adle LL@'I}E"]J’JEJ“?I'VL@T%U azathioprine fiati@n13nives
mMs@aLgannnnin®

Azathioprine in13ldlugaslsadaadniay
Qﬁ"hl,ﬁu‘*nﬁﬂL%a%fdﬁmiﬁﬂmwudﬂ azathioprine
gnsauiin FVC lanasanniBunsinm 12 1dauuas
24 1dou® wananidfisnnsdnsnuInsEn

lsadaadniaunilifinsfiaisasaday azathioprine
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%38 MMF 8141350ANAT DLCO WaZRINITOAN
YUIAL corticosteroids NADITRI b
Y A v =4 d’ v & = 4
u,mwzmlagamsﬂﬂmmmmlﬂmunaﬂsﬂwu
284 azathioprine uansANEEIWlna Sediaudsnan
ﬁamﬂ‘ﬁmﬂ%fugﬁ@juﬁwnﬁ@ﬁuiam‘ﬁsl PINMINUNIN
mu'i%’zlashaLflmzuuwud']"l,sjﬁﬁayaﬁmﬂwm:
18NN azathioprine JUszlumiinilianinenaan
A a di 1 s 37
#I0UNTRADUBEITALIN
Y a . . A @ A
NaT19LA8IUad azathioprine Nwu'ldlas Ao
AINNINIZUUNIILABDIAIT NTLANVDIAL AW Ly
qu uazniInalanszan guasdiulngarunsali
leatniaaads wda13TN13NTRAAINNISIAANS
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Methotrexate

&
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Methotrexate (MTX) Lugnidnnsaengnrin
wanenaln Tagnalnniseangnsnan® leun

1. msﬁ’uga dihydrofolate reductase (DHFR)
goduewladdddnlun1siuiou dihydrofolate
11w tetrahydrofolate (THF) ‘ﬁ'ﬁmmﬁﬂﬁmﬂum:mumi
§310312% DNA, RNA uazldséiu n3vna THF sinldg
msﬁ‘u5’0L'ﬁzyLLa:LLﬂdé’amaaLmaﬁﬁ@@ha6] AU
B cells az T cells

2. NMIAANIINING purines W8z pyrimidines

[%
[

AINATUHINTULNAILAZ NI WVDILTAR LaBlanz
VTRANTA NN
3. N138U89 AICAR Transformylase (AICAR-T)

° v . 2 A va &
mimmwa:aumaa adenosine GITGNQMEIZJU@]L‘IJH

°

]
o

anti-inflammatory mediator ¥ lW&IN1I08ANSENLEL
e

4. maufimsfaanzilUsauuas DNA #9ua
I oaa AN suU96157 11U Lradusse anyvinany

MTX #5189 wirnldiianiizdeadniay
(pneumonitis) WazWINALaa @ (pulmonary fibrosis)®
eflanunnslunslludiholiadanduneiaditoa
wintsteyanisaneludaatunudn MTx la'ld

PN A a a ¢ a a
Wiy NLEsslunITIAalsadanduiaasafiiBas N1y
2 @ ' o ¢ Aa .
ﬁﬂmnqumamamﬂi:mm@umiﬂﬂugmzJT,:iﬂ
Todniaujuiaaud (rheumatoid arthritis, RA)
N7 30,000 A% WUININTAMNLFYINLANNT W09
TsatanduiaasadiToa wIian1zszuunIsauriela
v dl dl v Qs Q v 1
RULRAINLNYITINUNITTNBIGIY MTX ladn
SATLFTUITNANT (hazard ratio) §1%5U ILD Was
ma:s:‘uumsmUI%ﬁuLﬁaaagﬁ 1.00 w8y 0.54
o > lﬁl g v & 1 Y L2 =1 dl
ANNAIAY mﬂmmmmmwgﬂm RA 9:0aNULHLS
@an13Lia ILD gaﬂdﬂﬂi:mmﬁﬂﬂ LANIISNBIAEY
MTX W ldRuanuigesaana® n1s@nswuuns
ﬁﬂmua:mjumuqﬂug’?ﬂm 1,083 A% NUANMNFNWNUT
VBIRUIERININITIASU MTX AUn13tAa RA-ILD lag
A19AIIRIBANLTFIUTUUAD (pooled adjusted
odds ratio) iU 0.43 Gauaaadngfils MTX Tlanma

L@ RA-ILD %asniun ba'lals wanaindk nisiia ILD

u
o

fasntrasadradveaayludiofldsunsinmeae
MTX*? uaﬂmﬂﬁﬁdﬁmsﬁﬂmLl,uuwmﬂgluﬁwudﬁ
N9 MTX 13aulasnuanuLlFuINaaaduaInITLie
RA-ILD Tvy wazszaztiainuininnannisinassy
4 e o 4, . . -
TIrUUaRUUWIAANIN MTX a1adinailasnunisiie
TsaianduaasadiTuaninninazna biiaduasy®

MTX Hunuinlunissnen RA-ILD ag1dnin
NMTANVINLINEINITDRANITONLEU LG LRZFINITD
FeaanNITRAaIUIFNIInANUaale laadnazldsay
nu mﬂ%ﬁugﬁé’uﬁ’u%ﬁ@ﬁmﬂu combination therapy™***°

§%SU sarcoidosis MTX D8t T N3 UwINIg
g e aa . Y _
‘ﬂaadﬂuﬂi:aﬂﬁmwgwmmnmﬂﬁ prednisone
lumsanudaunaiall w.a. 2556 N 145 578
AlaSun13SnEd1y MTX waz 55 31uNbasu AZA
wui1aud84n131E prednisolone aaatlunisainga
AN UBNINNH A1 FVC waz DLCO HLANT

1 A o o Qs 33 di = = = =<

adlngaay® wazilatisunusnaanin1sdnu

1 =3 1 = I
LLuuquﬂ@aawm@Laﬂwmwamwﬂmmuvlﬂlu
AANLABINK*e

%

MTX JNaT19LA8IARaINnaly NINIuny
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vwapuaz liiusuiaen gaefldiy MTX dad
NIATIVAAATNATNIIRY DALAZATIVNITNIII U DS
Yoo uszes 579NI037930001NANNLTNTULRD A
Atawlrdautduszo: N1IAANATIIALINIITIUY
wivlanvlanaslaltonamwataunii 15 un./Au 81013
d‘g & a o a 6
'ﬂmmumuﬂﬂwmmﬂﬁq@m winamslsalanduiaas
a@%sauﬂmuumﬁﬂﬁ%q@m MTX*

Rituximab
Rituximab (RTX) #1330 1wlunga monocional
: . o .
antibody fisangnalasnsduiuluiana CD20 Tauaas
X Y - [
auuiuAI28d B cells NauvuUnfuazunufifiaia

AaUn@ (malignant B cells) nalnn1saangndved RTX

2
o A

JadIw 1) miﬂi:ﬁu antibody-dependent cellular
cytotoxicity (ADCC) lag Fc fragment 983 RTX
223UNY Fc receptor U%L%ﬂ§gﬁiwﬁu LT1 natural
. & & A A A , 9 &
killer cells uaziastiaiionv11Thadn g FInaliioas
a Y = 1 =Y o d’ I
nidunuldauaInsaniane B cells Atduiinane
2) ﬂﬁﬂi:@j’u complement-dependent cytotoxicity
(cbC) lasiiia RTX JuAyU CD20 TNITUIZULY
ABUWALUUG (complement) ABNNRLUUAITHTIITNTU
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lugftlap CTD-ILD 91193 49 au lasdrulnajidugile
15a RA-ILD ( $a8az 61.2) WUIINIISnEas RTX
81U1305NB132AU DLCO Uazs1u15aLANaN FVC e
uwananhgisdalanniinsnddniadnee® &
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RTX fiTeyan1s@nutsnaawiidlugion
SSc-ILD lasfinmaassuvugauidTouiiioy (open-
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lunsld RTX Wisunu cye uian 6 Ldau wuin
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yasgussanndoald Tagianiz FVC Adduann -10.3
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rescue therapy lugﬂj ﬂmju anti-synthetase syndrome
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Nl ITHLIINAzHaININIAAY INNNNTANBILU L
é’am@mﬁmﬂumwguﬁ%‘m (multicenter observational
study) WUINRIWIDLAN FVC uaz DLCO maa;jﬂwvl,@i”
LLa:gi:ﬂwﬂ'izmm 173 mmmﬂqmmﬂﬁaaﬂs‘fmu
16* Tungugithonizmisuvesladaaduinefadigua
(acute exacerbation) ﬁiwmu;jﬂ’m (case report)
wudmsld RTX lugthengult onvszniliannisuas
MWTIENTIENGTWIA
RTX laonaldfadnilusnianutaaadauas
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| R 21 o = &
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% di 1 R 6 d’
v\ﬁq(ﬂmssﬂmmaammmmsmﬂwwaﬂsmm Tuwned
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a g U lﬁj ] v dl v >
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Aunislden (infusion-related reaction) lag
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WU L% NS TaNININNITUWNEN (anaphylactic shock)
WRNMZAIBlAAN LN L UNEY (ARDS) LEHAH Li30
WU Y wananRIINgwmsiAalsatanan
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Tocilizumab

Tocilizumab L‘flumsl,uﬂéj&l monoclonal antibody
aanqwﬁmmﬁmm:ﬁuéﬂ interleukin-6 receptor
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ﬁﬁ‘l_l‘ﬂlnﬂlu innate WLz adaptive immunity lag
Lﬁlmﬁ’adﬁumwﬁm B cells, T cells, macrophage L8
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MsAnBuUUguNanadTzosi 3 114 SSc-ILD
J2ULUIN WUIIMITWA tocilizumab &N1TRSNENTEAU
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nguiildTuonasnifiefanaly 48 §lad (Feuas
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Cyclosporin A

Cyclosporin A (CsA) Lﬂumﬂ%fugﬁ@i&lﬁuﬁﬁ
nmyanlglunaisnsdl lasawizlugila oY
Uanaisalons CsA fmsaengniiiunenasnaln
Iefun Fuffsnisrinanpes T cells lag CsA vimeidl
Fufv cyclophilin Gadnlusanly T cells 1ialfia
N1ITUN cyclosporin-cyclophilin complex ﬁ]:ﬁuga
MIuUdtawlas calcineurin®

Calcineurin tJwawlzdadnludunmagssygios
ﬁmﬁﬁvl,ﬂ;jmwa@l interleukin-2 (IL-2) s‘f%al,ﬂuéhﬂﬁzifu
ATULNEILRZNNTYIwad T cells N3TUHI IL-2
9RANINIZGW cellular immunity mlAnsaauaned
nlgunuanas waNINHTIfINade dendritic cells
LRe macrophages I@Umm@miﬂ‘izﬁumad T cells
H1WN1IAANTILRAIDANUDY antigen presenting
molecule %aNINNNAGIUANTUTUYTGUA® CsA Hai
ansaanssniay lagiinannsaansais cytokines
3hae19 e Bnaqs®

m3lg CsA ludtholsadanduwaatafidoadfl
ﬁagavl,&imﬂﬁﬂ ﬁ]’]ﬂﬂ’]i‘ﬂ‘]ﬂ]’)uﬁﬂ’aUI‘E@]UE@]@%L@B%
aaL%UaﬁvL&iﬂﬁummq (unknown etiology ILD) PIUWIU
10 318 WUI CsA 213dUsednTan lasianne
Iu;&”ﬂwﬁﬁé’ﬂﬂmz lymphocytic infiltration #1281 3 18
finsmeuanasfiade CsA PWIAF lumm:ﬁ;jﬂwﬁ
&5 CsA 2w1aa13207L prednisone NNAKDINIT
Aduuazdn FVC aiu™

fvrwaunisldlugiae idiopathic chronic
fibrosing interstitial pneumonia (iCFIP) INNNTANE
Hilap 33 1978 ICFIP Wuitm3snsnaas CsA vinle
1 FVC uaz DLCO aduadnadinadnlutasam
2 ¥ uazandnIInTLEeNa289NIYIw eIl aanas
Suld csa ™2

finsiianzidaundavesgiis CTD-ILD wila
Wfla n5ld CsA 390 prednisone ARGl
#1 FVC, DLCO LLazqmmw%%I@mmﬁ%uaU'N:TJ'
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Tacrolimus

Tacrolimus Lﬂumlumju calcineurin inhibitor
lasazdunuldsdunmeluaadnisonin FKBP-12 (FK506
Binding Protein-12) LN complex JERINNUILAL
11J5@uit complex 284 tacrolimus-FKBP 2z £uia1ais s
AA . . 2« ea o o
N8I calcineurin phosphatase snoLiJuLauvlsmmmmy
@an1InIzgu T cells N3IUEY calcineurin A
ldaansanszqunsssdygindu T cells ld danaaa
NMIANNIIWIBUAZAANITNIUDY T cells wanan
ENRINAAANIIFTIY cytokines THAG19 S Bnaag™

Tacrolimus fiTayauaziununlusnmlsadea
a 6 a A 1 a 6 a A
Bwaaiadifua lanlanzngulinlanduinaiafidoa
mnbansuitadniaulinnusunglugng (diopathic
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inflammatory myositis-associated interstitial lung
disease; [IM-ILD) §n135AN®IRRINITINIINARUNY (post
marketing surveillance)Iuﬂ‘;:mﬂzﬁﬂu Lﬁﬂ@ﬂi:ﬁﬂ%mw
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