BB R DO BIZTFREL T T 7 7 4 L OfENT & BRRIGH

ol MR RET B )l A mE w0 HMORR
MmO KTME—R #E B4 Wl R

AR 2 IHEEMEICBT 28 FHREEMD 2 2B, BEAM»OME L
mRNAZ W T~ A 7 a7 LA L L D2MENEEFRBMT 21T o7, 20 L ¢, BEM%EM%E
OEBICEBTNEREZ RBE 20 RIE L, FIZRERENS TR 2~ — b — 2 FE
T5 Z AR BRARRET AW ST R RV E MR (IPF/UIPYTIER, FERFRAME
PEIT 28 (NSIPY4SE ], @ VEBBIERIZ (CHP)JEG O B DO EBRE L T~ a7 LA
EHAITL, 9200 OREMINEFICBW CIEFEMICE L TE L -ULICRR L7+ 585
FTHEZZHEE L. IO ORE FHEEFIIE, HEEMROBEEFIFER RIS TE
D, WREROMIHICAMNRERTH D EEZXMT L. 61, BB EFEBFICEE DWwE
HZza— NI BB TFRZEEENTRY, BEEMEOFEER~—0—5H 5V ITIREEN &
0O BEIRTEEZLN, FORB%E Real-time PCRIEIC L VR L7, #iZ, UIP & NSIP,
UIP & CHP I T2 T A% — T %17\, UIP & CHP Bl CRIUCER LB L B FREARIE L.
INOLEEFHIIENENOREOERFIREE TR LWL EEX LM, EBRZEICRITS
BLEle~—h—Efilc/e v 5 2R S 5 EBbihd

Analysis of gene expression profile in interstitial pneumonias

Masaya Taniwaki, Noboru Hattori, Nobuhisa Ishikawa, Atushi Takano, Kouji Yoshioka,

Sonosuke Tanaka, Shinichirou Ooshimo, Kousuke Hamai, and Nobuoki Kohno

Department of Molecular and Internal Medicine, Graduate School of Biomedical Sciences, Hiroshima University

To reveal the genetic characteristics of interstitial pneumonias, genome wide microarray analysis was
performed using mRNA extracted from lung specimens of various interstitial pneumonias. Seven cases with
usual interstitial pneumonia (IPF/UIP), 4 cases with non specific interstitial pneumonia (NSIP), and 9 cases
with chronic hypersensitivity pneumonia (CHP) were included, and all cases were clinicopathologically
diagnosed. Comparing with the expression patterns in normal lungs, many genes up—regulated in the lungs
of interstitial pneumonias were identified. Among them, a decent number of genes coding membrane
proteins and secreted proteins, which may become a promising marker or therapeutic target in interstitial
pneumonia, were included. Elevated expression in a number of these genes was confirmed by the Real-time
PCR method. Next, the gene cluster comparison analyses were performed between UIP and NSIP, or CHP,

and the cluster that admitted the difference in expression between UIP and CHP was identified.
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=

WM, & AZHFRHESE (UIP/IPF) XA T 12
AR, BRI EOIREETT-o T, AFHIR
PN 2554 & THARDKBTH S (1,2). L
L, BVEMEMARO S TR AT W EIZIE
EAPIINTWARNEA). £, FOHE, M
B L E AR, (WEWER VRN E LD
TUAX—ERETH D, [EEREENTEI (CHP)
& BERAG AN UIP/IPF S AT 2B TH Y (4), AU
FEDRGRBIZE DT,

R MR 25 D2 Wi L OV A M B o7
W, BEMR%OS TR mEEE AL, HF5F
B AT, FiBW~ — b —, TRRERS 1
FRIETHZEAMBERME Lz, 2ok, HE
PRI T B~ A 7 a7 LA RO EENER
TRBEHTZIT o T2

MREFE

2003 4 7> £ 2008 4F F TUIT IR & K ¥ B T VATS
ftiZE A AT U7z, B g se (CHP)9 SEBT,
RE TV PG ZE (UIP)TER, JEREAYRIE MM
(NSIPYEFI & x5 & L, Z e o fi ik X
DmRNAZHH L7006, w4707 L AIldD
940000 = 1253 2 AEFRAE R T T BLIRT & i
1TL7=. = br—/ Lt LTI, normal lung polyA
RNA % v Tz,

<A 7 a¥ LA EMORITEX fUZAME L TITWY,
FPELNRBER XV ER LRELRFLELT,
oy bow )b b bl U 20 E B 9 RE G LA BT 10 £F
LLEOFE LA &R 58 10008 51 12EH L.
THHREB EABIRTOEENSEZ, the NIH
DAVID online tools (http://david.abec.nciferf.gov/
home.jsp) & FIVNTITV, FTJE T 5 pathway Ot &
PANTHER Classification System (http://www.pantherdb.
org/) & AW TITo 2.

£/, BULRELTCWA#EEBFDI L, NAAA
VI T A Y AL Lo T, WS ST b
Z BN DRI EE 5T O RNA LV TORBLE,

LB RKFRFB TR
COOVE APERTE A A ARARTAEEE R

Real time PCR L% VWV CHERE L 7z,
E5Z,UIP & CHP, UIP & NSIPHITH 7 7 A M —
fi#AT % M.Eisen {Z & % Cluster 38 X U8 TreeView D Y 7
k& AV TIT o 7= (http://rana.lbl.gov/eisen/).

S

1) B8R ER T ORERERY SR

Biological processiZ L » TH¥ET A &, LWIHIC
cell communication, multicellular organismal process,
cell surface receptor linked signal transduction,
G-protein coupled receptor protein signaling pathway,
proteolysis, ion transport, biological adhesion, cell
adhesion, cell-cell signaling, cation transport{ZJj&3"
LB TNENoT2 (K1),

Cellular localization {2 X » T/ T 5 &, %
U IE 1T plasma membrane, plasma membrane part,
extracellular region, extracellular region part, intrinsic
to plasma membrane, integral to plasma membrane,
extracellular space, proteinaceous extracellular matrix,
extracellular matrix, chromosome, pericentric region{”
BT BT BED -T2 (1K2).

Molecular function{Z & - THET 5 &, ZWIE
[ ion binding, metal ion binding, cation binding,
transition metal ion binding, zinc ion binding,
transmembrane receptor activity, receptor binding,
peptidase activity, rhodopsin-like receptor activity,
endopeptidase activity (ZJ8 T BB FNRED o7 (
3).

2) B EFHE G DR T D Pathway

% v JIHE & Wat signaling pathway, Interleukin
signaling pathway, TGF-beta signaling pathway,
Metabotropic glutamate receptor group III pathway,
Heterotrimeric G-protein signaling pathway—Gq alpha
and Go, Angiogenesis, lonotropic glutamate receptor
pathway, Inflammation mediated by chemokine and
cytokine signaling pathway, GABA-B_receptor_
II_signaling, Endogenous cannabinoid_signaling,
Endothelin signaling pathway (ZJ& 3 % B {E 713 %h> >
o (4.

3) Real time PCRIZ X B~ 7 17 LA @ validation

VR T W CIER il U TREL LA %
B, W, s 8T e a— T 5 T RO 5
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cation transport ;
cell-cell signaling |

cell adhesion ]

Fisher’s exact score, p<0.05

biological adhesion

ion transport

G-protein coupled receptor protein signaling pathway

cell surface receptor linked signal transduction

I
proteolysis N
I

multicellular organismal process [EEENGEGEG_—

cell communication GGG

0 50 100 150

{Genes)
1 Functional classification of up—regulated genes: Bioligical process

chromosome, pericentric region J_
extracellular matrix J’—
proteinaceous extraceilular matrix __ Fisher’s exact score, p<0.05

extracellular space

integral to plasma membrane

intrinsic to plasma membrane

extracellular region part —

extracellular region _

plasma membrane part

plasma membrane IEEEGEEEERENNEG_G
i T T T T

0 20 40 60 80 100

{Genes)
2 Functional classification of up—regulated genes: Cellular localization

endopeptidase activity —
rhodopsin-like receptor activity j—
peptidase activity T
receptor binding M.

transmembrane receptor activity —
zinc ion binding —
transition metal ion binding  EEEEG——

cation binding |

metal ion binding —
ion binding  ———

Fisher’s exact score, p<0.05

0 20 40 60 80 100 120

(Genes)

I3 Functional classification of up—regulated genes: Molecular function
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Pathway

genes

Whnt signaling pathway

Interleukin signaling pathway

[TGF-beta signaling pathway

Metabotropic glutamate receptor group 1l pathway

Heterotrimeric G-protein signaling pathway-Gq alpha and Go alpha mediated pathway

Metabotropic glutamate receptor group 1l pathway

IAlzheimer disease-presenilin pathway

Thyrotropin-releasing hormone receptor signaling pathway

Cadherin signaling pathway

Heterotrimeric G-protein signaling pathway-Gi alpha and Gs alpha mediated pathway

Angiogenesis

lonotropic giutamate receptor pathway

Inflammation mediated by chemokine and cytokine signaling pathway

GABA-B_receptor_lI_signaling

Endogenous_cannabinoid_signaling

Endothelin signaling pathway

WIiW W i w w w kWU B oo (| N | N

4 Pathways of up-regulated genes

SEP1 SEP2  SEP3

= case
case2
B case3d
cased
¥ caseb
caseb

= normal lung mix

SEP4  SEPS

5 Validation of up-regulated 5 genes coding membrane or secreted proteins by Real time PCR

BEFICHLT, w4707 LAICHWETERO
RNA 55 RT-PCR(real time) Z#E{T L, RNA L~UbL
TOREBL LA %R LI (1K95).
4) U T A B —fENT

UIP & CHP X 2186 BB FIC L » THiT bl
(K6). F7-, UIP & NSIP 32525112 & »TH
U BENAEMEFRDA, BRI T o
7= (7).

zZ %

MIEMEMRI ST 5~A 7 a7 LA K B8N
BRI L - C, BB EF&E T ORH,
L SN TV ATRENED & 5 pathway O FEEH % %0
DG, TR oIk, FEMEMEROSFFIREL R
LTHY, 5%, 2N HEIE T, pathway DFFFTIZ X -
TR, BMi~— D —OBEENTETHSL L EX
bivd.
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__UIP(7)

2186 genes

CHP(9)

MEMHRE ORI TRET 07 7 A L O L BRRIGH

| Up-regulated gene
Down-regulated gene

Up-regulated genes in UIP

Up-regulated genes in CHP

6 Hierarchical clustering analysis: UIP vs CHP

FTT—] I I I l I l B Up-regulated gene

NSIP 3

UIP(7)

252 genes

own-regulated gene

7 Hierarchical clustering analysis: UIP vs NSIP

SEO~wA 70T bAIZE>T, FROMEITE
BEEFREEGE LN, B, SWF 7 RV
RO<v—H—& LTORREMNE L BRERNE LToH
REMEOmEFBZMOTEBY, B, HSWws /37 Uso
BRI TR E LTEZX TS, HICZEOM
TN RTED O BRIER ST & LTI, s w8

IR L, BT AT Uiz, S5k, PRk
v~ﬁ~kbfﬂ$A@8@%%%ﬁb =nbH
FiMJEZIICHWIZWEEZTWD. 61, TRF

RSy 72k LTS, siRNARIE D FEAMc L 5
PR 7p SN L AR Z RIGH T & 5 X 5 &t
HTN TFETHD.

7 T AL — RISV TIE, UIP & CHP 431 9
HEGTFEEEGRO . ThbBBIRFOTIC L -
T, UIP & CHP D4y FFHFHEBOEE, B LU
B—H—DOFBENRETH L EE X TWAH, UIP
ENSIPIIBREIZ 7 5 A X —THT b0 7253,
—MT A EETLHEELTHS D, HfRICER
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U & AMEIREOIRREIZ BT 5
P S AT 0D B B IR -2 0D T 7%

Kbk CER & BT OB
FOET A HEET W Y

R PERVE MEI R OB RFT ORI IEZ BERAICHE T 2 2 £43, BB EHEEETH D
N, DEXNRERECHARIEEENRH Y, HICINOL2EL L TERMEERHY 5 5.
TR T GBI B O — SR & I EI S B EHEE S, RIE TR OE S
FEMLH92b0E LTHEBEND. 22T, OEAMEMEE, BCRRIMER BN 2 521
LT, MERULHEIE(EBC) 2L, ZOE/ATHEME T, FHICHREF2R0E LT, R
BUIAEZREMPTHELAEME Lz, BERT VT 4 7 ROUOE AMERREEEIZBNT,
WA DO HHEBRSORKRD L &, [FE %15 T R-tube(Respiratory Research Co,Charlottesville,VA)
BRWT, FREHRETERIRETT 72, RO ELISA O FRRIBE L0, @It aTaEr
MUSTag % (Synthera Technologies, Tokyo,Japan) % i\ > C EBC N DR E Y b A A o RHEFEIA 1
ARE L, MEREEZREIWERE O E FICHRTF Lo, REEE, Mo bo—b
EMZME L. &Y A R b A e SR TEEHE BHEPT RO R EERE, KL-6fEk &L oM
o, Ok AERIERE <ICUPsIZE1) 2 EBC OB R HIE O R MM &L ERIZONT
WEt U=, £ NSIPIES] - S@EIERiZ CHig - B RAER OUEED EBC DR FICKBLS D AEH &
R, EBCORFE=H— L LToRENTHRINT

Airway growth factor expression measured by means of MUSTag
method in exhaled breath condensate is useful tool for patients with

interstial lung disease.

Ohji Ohbayashi!, Toshiyuki Kogane', Hikari Koyama',

Tadashi Koyama?, Yasuhiro Yamanouchi®, Hajime Takizwa'

‘Department of Internal Medicine Mizonokuchi Hospital Teikyo University School of Medicine, Japan

Tokyo university school of Medicine Japan

Background: Measurement of inflammatory condition in exhaled breath condensate(EBC)is an easy and
noninvasive diagnostic method. Therefore, the aim of this study was to estimate airway growth factor
expression by means of MUSTag method in exhaled breath condensate.

Methods: In 16 patients with interstial lung disease and 13healthy non—smoker subjects,5 healthy smoker
subjects,IL~1a, IL-8,EGF,bFGF, HGF, and VEGF were measured in EBC by means of MUSTag method.
Results: For IPF patients ,basic FGF score was higher than non-smoker. For the interstial lung disease
patients ,both HGF and basic FGF had correlation to KL-6 and LDH score. The stastical significances
were observed.

Conculusion : The levels of basic FGF was elevated in EBC patients with interstial lung disease. These
markers may suggest the control of the disease in those of patients with interstial lung disease. We
experienced the case of NSIP, according to improvement of symptom and VC score, VEGF,HGF and FGF

level were controlled at same time.
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A IRED

R YL I ¢ D Jili J= i > 99 i 2 BRR PR R
THZ L, DECREER LEETH LR, JE
XNHEBRECHAERIIEEERH Y, Wb
ZE L U CAMBERDY 5 5. MREHETIER
EWBIRO—MPFR LR SN D & H#HEE S
M, BOOLCEHIRMOZEBRL I D20 E LT
HHIND., REMKGE - EBOHEOMAZ
W, TR REIIC R LKOE - i b EEERE S5 2
ERRD THEETHD. EkETH, KE - Mok
EDOFEMIEIC L, SRR (SER A O RE 8
TABHBEBENZHNDZERERTH DN,
frd CTHMAERE S, NEOHEN#ELWZE, -
& ZRE TR TS 2B TH Y, ik
AP LWV TH D, FEBHEEIUI LB IEER
BThHD. ETRERENPATRETHD.

Lt HENDREME S IIHREA T, BVIRL
BREMTZD LI eBEETH D, EH7=725%
HEDRHME, THESECIREIZ L ARE OIS, IR
DE=H — JRFEORKE, U T A LIZERN
Bond Lt Tthsd. HESNHIREEIER
T AGHT, FEREHRIEDAEETH D,

W, RIS XD BRI AT RE TR AT
2, MY LOBENFETH S, BRI
5~ 104 LEWERTHD.

FIT, CEAMEMEE, FrICrrRrEmE Mm%
ERBIZLT, MRIRMEIR(EBC) ZHML, T0F
BT HEHMEAE T, FRCWEER 2 RE LT, FHEBI
B AEREMATAHZLE2EMNE L. £/2EBC
sample |2 & ¥ [RIAKIE 7ML, JERENIZHED
EREB L OEROE=Z — 21T Z N ELDLHD
ThD.

| BB

MR OB UL OBt
EBC sample DA kA 2« $HAR T O WE
EBC sample DL A b L A<= —H—DOHE
2 ¢ VY MENR oo B35 O EBC % 5Tl
3R (L ER - SRR, B X UVAE

bR RURIE HR B U AR
LR ZR R
tOOVE AR BB S AR R 0

(ENA7xz= Ky - NACHIEZR E)ICHE S R
DFFA
FROFEATT ) LA E L, WET L

B. AR5

PERD ELISA D TIRIEEE L 0, 10" ~ 102 DR
BEF TR ATHE 72 MUSTag % (Synthera Technologies,
Tokyo, Japan) # Hlv 5 Z & 1Z LV, EBCAHDME:
YA bIA v EBRHAREE Lz, BEFEERACET S
MEHZ K - C, EBCOREL, B L & HIcH
sz k.

FEZEBCEIUE, MREEICEKFELRNZ &N
ooz,

MUSTag {% ClE, &% A TIiXIL-1a, IL-8, EGF,
VEGFIZHHEEU T oH AL WA, — kT
MUSTag ¥ CiX, FGF, HGF X% A T & HlE 7l fe
Tholz. £, s/ flr o7 —&ZIZB\T
i, BREESRICER SN2V R ERbnolz.

SEOBRERRIC LY, RSB EERI,
SoMTEYlEE LN,

IOESEFEANOREBET—H 2L LI, ARIT
EBCH DY A Fl1A PEIZDOWVTMUST ag ik
YA M A AREETY, JEEE & LT
IL-1a, IL-8, EGF, FGF, HGF, VEGF #HIFHE & L
7o. R-tubelZ K A FERERFEIR OEELEZ 1TV, R-tube
Z AT 5 53 PO MR BRI A BRI L 72

YErzZholUPsaxtg l L, BWTEA S
B TR BGRAE RIS 4 IRSUE R HE U 7o, i
WM 1361 (F 12 - &1 - FEHR38.8), (B
JEESEI(H S5 - 4Em32.5 LIPI6HI (B 15, 1, 4
767.2), IPF14 6, other2 . = O E—HF T,
BB ORFERZETr .

c# R

e A VLTI 2 O MR AR 2 B H L A FERL 1
RYA M IADRENFRTHDLZ ENGho
To. WEFE, FRUEMER, WEAE OO T
DEBEVROD, —EOBMmAE A, ZhiL, B
T O EE N — T, WEBRETLBkICE
B HEmRH 0, MEMAMEEE <FrRPEMEME
fifige <M B & 79 % 012 VEGF, HGF, basic FGF D13
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BIHANRD Y, FeREREMENREE TL Y EBT
BIEMED 3 O EEAMAEE < B <R gV E M
KOMEIZEL 25 B0 E LTIL-1Ra, IL-8, EGF T
BHotz. SEIOBERTIHEE IR 2 4R ICE
D, JEBE D o — L LW b a LR R
TN Z BT U, B PR MR 28 0 PSR TR
R UHSTER TR Y A b A ORIED ATHE
Thol-. BEEHICEWTEEIC L HH B RAETRE
Wi, IPFHBRFE CIHEEF IS E VW ED 2
Z17=. basicFGF |3t JEMUEE IZ L ~HEISE D>
7= WEME & AR BREEOMBIICOWTE, IPFT
I3 HGF,FGF, & KL-6,LDH & OB F - FIEDH
Bi% b 7-. HGFFGFIT%VC & ADHHEAZ RO 7.
HEER 2 EotE L —B L C, EBCHIEMHH
YFHLEOERDTEY, RWEDHROBEERVE
% Al tEDS @ L.

D.E =

EEICRE - BERE Rk, WRE, YRR
W PR B (BB ORKE b Sh
LmEHV YR EEAIT A ERTHEND. Z
O A DR RIS 2 3N, R 0O EBC O
HMELMLETHD.

SOERSEIC IR PR AFEL TR & F
RERTEHMENEGER SND. [EICIEE O
IENTEEL TH Y, MR IR CELITAS 54
A, ZOBICHBRE T 2 T D I & TR
kR E L & DICHRAMNCE SN D.

ST 100% 0 WRE TH O HHIEN D LK &
7%, 7 L SN TR b AKERN BT
5.
P> TR . EBC & IX50E bRl % [0l
WL, ZOGHMEE KT HHELEVIRZDZ
LINTED.

& AMWE BT, KEASELIRIZ 2R D AV T
72 B 9%, ” Reynolds’ number” (RN=2r V /pmr, V: &
VOREE, r RENR)IC IV REY, 200000 ETEL
WEhdLIhd.

Tibh, KUEMNEICHE U CRIEEAEVIE
CELIRMIAE LT R 5.

KREE TRAEOBEBEOFMMBIEFICRE S
720 REEILIK T4 5729, Reynolds number |X

OFE APENIEROBREIZ I PR EHER T OBMEAFAE0ER

2000LAF &0, BiiEed. D, EBCIC
i, TRMEKEOERE KB L TOIRWATREEDR &
4. LOERLL S, (ERCOPD,RE X NWE L E
TEBCHHIE &, ZoO@WENRELW. —HTIPFT
D EBCHGFEFI AR+ THD.

BRI A O E AENERE A TOEBC O E N
BREREILH TS, BIEA MLV AT—0—,
H202 and 8-isoprostane {Z EBC HC k5 U EAEEFE
McH A E O®RENRHD.

E.#& i

HEOE Z A, EBCERICHTZY, golden standard
R EZ RV E D, (Bur Respir J. 2005
Sep;26(3):523-48.)

H202 and 8-isoprostane |{ZEBCH T L H L Tw
7=. UL?2>UPFTHE, pO2 or BALF Hffifadi & OF &
BRHBEIERD R T. T bEEA L ADOH
ERATH Z & C, EIEENMICA M etk #
HE XN TV5. (Exhaled markers of oxidative stress in
idiopathic pulmonary fibrosis. Eur J Clin Invest.2006.
May;36(5);362-7)

NSIP, HEpEF A, Aligk - COPD, others 72 & nik
IR Z L ANE T, K EOEETEBCD
BEERET S, AT AR, GEIHEIH, BRIEHE
$ eV T = N EOIRERHIE, 1B
BB ECE L, AR oA
< — N —DRIER, &~ —H — B EEAHE DT,
AMMEODBWIN AR S 25 P RET 2 ET 5.

S KR O ST A b A ORI
HTCIE, (MED, WRIESMEEE32K 15 20094)
MCP-1 O RAEMIANEE % #E, VEGF DT
EPEANA CH D RS EE S, EEREEE
AU RS R A RBT 5 B 2 7. IL-Tra l3HRHE(LIN
BE % R UIL-1 O R RE BAE LRRIEEA
ERETLLEND. FBERBEREGY veTFO
anakinra & U CHRARIGH SN T 5. TR AR
OWTE, PEHECHATHLARERHD. 5%
a2, BMAEEEE Y, EBCT—F LD
FAR % LR Lo & B2 D,
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F.{#RERIEER

FracsH e L

G. IRFEE

Takizawa H,Ito K,Umeda A:lncreased expression of
transforming growth factor—betal in small airway
epithelium from tabacco smokers and patients with
chronic obstructivepulmonary

disease;Am J Respir Crit Care Med.2001;163(6):1476-83
Takizawa H:Bronchial epithelial cells in allergic
reactions.:Curr Drug Targets Inflamm Allergy.2005
4(3):305-1

EHEA, NMUOMY, KKRER, Bifws, &M
Fa, AR, WS SOl Lo ERIC X S
HAMEMZ 20 0 FERR20E5H 108 F179EA
AR S s B AU S (RO

KHREF, /MUY, KHEE, #E 44 IPGA

MR EOBWE - HEHCH>WT  SERR20E6 H 12 B
0P BART LLF—F(FREHEERE ) BHY
AT IVH

EEEA, DOy, KHER], Bz, &M
Fo, MR Z, WA, BFH = L7 Y —iC
KD EAIMENGSE - SERL2047 A 19 B 8 125 8] H AN
SR NREE 2 ()

RIEF], AMUOD, = UIE, [LNEEZ, K
[GRE

PEELL EOSRE SR EBHICBIT 2TV T A A
N ORFRAVE FYE & & OKIERIER B FAE T 23
DORFER208 11 A278 ES8EIHAT L L ¥ —
FEKEFIR RS CR)
FrSEPERRVEVEM ¢ & RAE S R B E (] O &5 Y BE
RAHEDER P21 A28 H  H32E H A
MR NS 2 (UR)

AT, RMER, EILE, WNEZ, /Dl O
D, WM ML OO0 BHEMNIER, JF
XD FE small airway disease: H AFE  FEVLSRIE
fERE 1 603-6 2008 4F
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R FEVENTRRHERE 12 J6 1T 2 HOKEREE 2 B O Holg
BE bl GHE Bt KB BT W Bk Sk B AW

[BA9) B3t iBtHERE (idiopathic pulmonary fibrosis; IPF) ¢ H >k B FE 4548 C At 4 788 S e fil
WBILT, BRAERAREEROICT S,
(ki3 L OFE] 876 R CTYRHC ABE L7Z IPF B 40 (i, AFOEEE Y TIEND
KEOBEREESE? Tmild TH T ABEO=120]) &, FTIEEE CTH Y 725 5 moderate & 5 VM T
severe TH > 7= BEE(LOF) O 2BEIZ/0 T, BR, W8, THRELBEBRHNLE. SOICAREE
fﬁlfﬁ\’)sevele“(&)otCE%(Mﬂ)}:0)2%§$Kob\f%@Tﬁj’%élttiﬁiﬁ%‘q‘{,f;_
[ 8] Ao EIEE 1 22 T 381 2 K E o EIEE 1Y mild/moderate/severe: 12/4/6 1 CaeE A3 38
N, —FF, BEAEE Illf@%ﬂ + moderate/severe: 2/7 5, IVED 7T b severe & #)
EE, WEHIRO LN o7z, MR FEIT ARE (M/F: 936, 722+ 6.8m%), BHE (M/F
821, 72.0+5.1%%), CEE (M/F: 6/04], 71.2 =+ 6.45%) CIBHBICEMOETA LN o7,
BEIE, ABEICEE_THEIZ Lowest Sp0: (91.6 £ 3.8% vs 87.7 & 3.3%, P=0.02) MK fE, 1SpO: (4.2
+2.7% vs 8.2+ 4.1%, P=0.01)72% &, %DLco (63.5 %+ 12.8% vs 39.8 £ 15.4%, P=0.0008) MEAE TH -
7~ SHICCEEE, ABRIZHE~CHEIZ Hugh-Jones score (1.8 £ 0.6 vs 2.8 = 0.4, P=0.004), &
I HE N ENIRIE (27.4 + 6.6 mmHg vs 39.7 = 13.6 mmHg, P=0.02), /1SpO: (4.2 &= 2.7% vs 8.3 == 3.7%,
P=0.01), Borg scale (2.2 + 1.8 vs 4.5 = 2.7, P=0.04), GGO score (7.7 = 2.1 vs 12.6 == 3.5, P=0.003)
N & E, %FVC (83.8 = 10.0% vs 62.3 * 14.0%, P=0. 001) %DLco (63.5 = 12.8% vs 30.6 £ 9.5%,
P<O000D) BB CTH o7, ABLBHOTHRICABRZITRD LN -7), CHTITAREIC
LU THBICTEBARTH 72 (240162 vs 153 £ 11.5 H ; P=0.04).
[%;ﬁﬁ) AFROBEREE TEICH Y 3 DIEGI O Iz, KES ﬁi@rb —HEMLEZ<EENTEDY,
L1, BEEONEBEOCHENRLELEZOND.

Comparison of the clinical features in idiopathic pulmonary fibrosis
by the disease severity between Japan and U.S.A.

Keishi Sugino, Takafumi Ito, Yoko Muramatsu, Keita Sato, Susumu Sakamoto and Sakae Homma

Department of Respiratory Medicine, Toho University Omori Medical Center, Tokyo, Japan

Objectives: The aim of this study was to compare the clinical characteristics in idiopathic pulmonary fibrosis (IPF)
according to the disease severity between the criteria of the Japanese Respiratory Society (JRS) and U.S.A.
Patients and Methods: We conducted a retrospective study of 40 patients with IPF between June 2003
and June 2009. We classified the patients into 3 groups as follows; Group A (disease severity of stage [ by
JRS corresponding to mild by U.S.A., n=12), group B (disease severity of stage I by JRS corresponding
to moderate or severe by U.S.A., n=10), and group C (severity of stage I by JRS corresponding to severe
by U.S.A., n=6).We compared demographic, spirometric, 6-min walk test (6MWT), estimated systolic
pulmonary arterial pressure (esPAP), and survival rates in each groups.

Results: The disease severity of stage I by JRS criteria consisted of the following grade by U.S.A.
criteria; mild, 12 cases; moderate, 4 cases; severe, 6 cases, whereas the disease severity of stage Il (n=9)
corresponded to 2 cases of moderate and 7 cases of severe, and that of stage IV (n=7) was severe in all.
The mean age was not significantly different between group A (9 males, 3 females; 72.216.8 yrs), group
B (8 males, 2 females; 72.0£5.1 yrs), and group C (6 males; 71.26.4 yrs), respectively. Group B
showed more severe impairments in 6-minute walking test (6MWT) and pulmonary function than those
in group A as follows; lowest SpO, during 6MWT (91.6£3.8% vs 87.7£3.3%; P=0.02), ASpO, during
OMWT (4.2:+2.7% vs 8.2+4.1%; P=0.01), and percentage of predicted diffusing capacity of the lung
for carbon monoxide (%DLco) (63.5£12.8% vs 39.8+15.4%, P=0.0008). Group C revealed more severe
impairments in Hugh—Jones score, 6MWT, pulmonary function, chest CT fibrosis score, and esPAP than
those in group A as follows; Hugh-Jones score (1.8£0.6 vs 2.8=0.4, P=0.004), /ISpO, during 6MWT
(4.2£2.7% vs 8.3+3.7%; P=0.01), Borg scale during 6MWT (2.2+ 1.8 vs 4.5+2.7, P=0.04), percentage
of predicted forced vital capacity (%FVC) (83.8£10.0% vs 62.3+14.0%, P=0.001), %DLco (63.5112.8%
vs 30.629.5%, P<0.0001), and chest CT fibrosis score (ground glass opacity score) (7.71£2.1 vs 12.6 3.5,
p=0.003). Survival rate in group C was significantly worse than that in group A.

Conclusions: This study demonstrated that the disease severity of stage I according to JRS criteria included
moderate or severe grade by U.S.A. criteria. We should make a revision of the disease severity in IPF by
adding the results of pulmonary function such as %FVC and/or %DLco.
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il

AR, R & ME B BR HE JE (idiopathic pulmonary
fibrosis; IPF) 1%, #:0 ¥ HifsE & B 2 AHETRE
OFEFR L U TR EIT L T EEES LT
BV, AR TIX2004 FITAT S TREFEVERTENE
ffide BWEIREDOFGI& | VIO &, HRCT
TS, MEE T EMICEIE OB mm A5 10 mm
ROENREEDNEE > B OFT NS S,
D50l B, ORMRZRREE, @3 » HE Lofl,
@A OREZE O 4HH P I3EE L 2oy
W, MiAHEITb2a< & LI IPF & L CHERR
ZWrans. £72, IPFTIE, ZERFEOBIRIL T 2
WIEFTCH-ThH, HIEROMELNE, R
DIRTHREETHD Z o n, RO EIRM T A
72 5 ONT 6 43 IR TRABRIZ 81T 5 desaturation DA 4
EHAGAALEEEESENMES SRT0W5E. —F,
FHICBE LT, 65 MM THER T desaturation & & 72
THEFI Y, e KEX ) OABTRRBEDN B OERF Y
T, —EOBEHE (6~12 ¥ A) TFVC<%DLco
DL CTOEER® Ve FIFTFHARTHDL 2 &
DEESNTER, SHIICEATHE, MahEe
SHEAR LD IPFIEFAICBOWTH TRBARETHS &
THHREPEAEIND I ST R oYY Ll
N6, KRHOBEREE ST T, BEIEEE CHIER
desaturation D FENB b T 5T, THRARD
HIEFN BB ENTWVD. £ THE, %FVCR
%DLco 2N B JE X T 5 K[E O EAEKE 4758 & A
O HIE A CRBE A SR HIEFNCE LT, ERERHY

Table I Disease Severity in IPF by JRS Classification

Frifzn & ONTAIRIC F6 1T 2 BUIR 0 BAE FE /3 B OO RRE
RERPLNCT D

MERBLVFE

200346 A 725200946 1 £ TO 6 FEMIZ, HF
{ZABE L2 IPF B 40 0 2 b 51T, H AR D BIEEE
AYHEY (Table 1) TIEEDOKE D EIEE S EE? (Table
) CTmild TH-T- AR L, EEEIETHY 2R L
moderate & 5 \MI severe T > - BEE D 2 BEIT /31T
T, BRIR, B8, T % retrospective (Z FLEGIRFS L 7=,
SOICABEEEEEIE ) Dsevere CTh o CHEL
D2FC DN T b AR ICHERE L=, ek, B
PRAYIPF O W I D WD TR A A OV A
iR B FCPEES 4 2 W BRIl HE U2 I L 2. g
ATRACBI L i, Mo fi%E = & (2 honeycombing
(HC) & ground glass opacity (GGO) DFEE 2 #fifi{b L
fREt L7z, i?’_ﬂﬁ ETHSHBIE LA, RN
BE2AOREIZ L o7, FFRERER A I3 CHEST
#H D Chestac-33 A L, JLEEEIT 1 BIFERET
JE Uz, HEENHEHIMEIARIE (estimated systolic
pulmonary arterial pressure; esPAP) DHIE L, {5
HOT 3 AFIT 2 N T ik fig B O & I &
AWTiThbh, ZHEEO esPAP 23 35mmHg % ¥ X
5 b D& MiE ) (pulmonary arterial hypertension;
PH) &3l L7, 28ER 0 Ll I I student t-test,
Mann-Whitney U 7€ % F \, 28 M O HEZ
Pearson DFHEMREN & V=, F 72 4EFF T Kaplan-
MeieriE TR L, #OHEZEMREICIL log rank test

Table 2 Disease Severity in IPF by U.S.A.

Classification

v %FVC < 65%

v" Desaturation with exertion
(SpO2 < 88% on room air)

v %DLco < 50%

O Mild impairment=none of the 3 features
[1 Moderate impairment=any one of the feature
0O Severe impairment=2 or 3 of the features

. . SpO2 during a 6-minute
Disease severity Pa0O; at rest pLr2 &

walk test

| 80 Torr <

909 ified

11 70 Torr < and < 80 Torr Less than 90%, classified as
stage HI
L han 909 assi

0 60 Torr <and <70 Torr | ¢S than 90%, classified as
stage IV

v <60 Torr Measurement is not required

FORARZEE I o 4 — KRB SN
ONE AR IRIC BT 5 AERKEE WIS
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Table 3 Comparison of Disease Severity Classification in IPF between
Japan and U.S.A.

(n=40)
Japan
USA I I 111 v
mild 12 1 0 0
moderate 4 0 2 0
severe 6 1 7 7

Table 4 Patient Characteristics

RO, BT EERETORL, AEE
KR 5% AN & L. ZRISHEHRT Y 7 b3 Stat
View®5.0 ( K [E SAS Institute Inc.) 2 L 7-.

]

R

200346 H 2 5200946 4 £ TO6HFERMIZ, X
BHZ ABE L7ZIPFRF X 4060 5 B, RIEOESE
EE T 22 B 31T 5 K [E 0O B IE B 1 mild/moderate/
severe: 12/4/6 1 C, ABEDS 1261, BEEDS 101 (45.5%),
CEEN 641 (273%) CRBEV R D L. —J7, &H
SEFE 1 FE @ 9 fFilld moderate/severe: 2/7 ], IVED7
Bl severe & HIE S, TEEEHIRD LA
oo (Table 3). MBEFHRTIE, MBI, F#iTAH
(M/F: 9341, 72.2+6.85%), B (M/F: 821, 72.0
+515%), CEE(M/F:6/0%1, 712+ 645%) TAITH

Group A (n=12) | Group B (n=10) | Group C (n=6) P value
Age 72.2%+6.38 72.0k5.1 71.2x6.4 N.S.
Sex (Male/Female) 9/3 8/2 6/0 N.S.
Smoking Index 467611 503%365 550%409 N.S.

( Cuifg‘]’f;;‘:)glﬁe‘f}geyver) 2/1/3 4/4/2 2/3/1 N.S.
DOE (Hugh-Jones) 1.8%0.6 233038 2.84+04 0.004*
Pa0; at rest (Torr) 87.0£7.38 93.0t93 88.3%58 N.S.

A-aDOs 13.6%6.8 7.0+10.1 9.9+8.5 N.S.
KL-6 (U/ml) 1138%754 1453%549 1472£559 N.S.
SP-D (ng/ml) 256%160 244%142 293%158 N.S.

(*Group A vs Group C)

HIRD oo, S HICHYERE, smoking index, ZCHH
Ry D B R i B 5 4 T, G S R o 2 3 4y IR,
KL-6, SP-DIZHZETHLNRH-T2, BRRAER
TIE, FIERIFR A ABRZ LS TCHETHED
987> 7= (Hugh-Jones I/II/IILJE : 3/8/1451 vs 0/1/5 3,
p=0.004) (Table 4).

ABEEBHOKE TIE, WREREREICBY
T, %FVC (83.9 = 10.0% vs 81.5 & 28.1%,P=0.79),
%DLco (63.5 1+ 12.8% vs 39.8 = 15.4%, p=0.0008) T,
%DLco 28 BHE CHEIZIE T LTz, 6441
BrCld, BRECHBEIZAIK SpO MK < (91.6 £3.8%
vs 87.7%3.3%, p=0.02), ASpO:AEM-o7-(4.2xE
2.7% vs 82+4.1%, p=0.01). JECT Tix, BHT
HE I ground glass opacity (GGO) 3% < @B Lz
(7.7 2.1 vs 10.9 3.8, p=0.02), honeycombing (HC)
W Iehr oz, F 7z, esPAPIZAETRRD b el o
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Figure 1: Survival curve in 2 groups of IPF patients. Solid line; group A (severity of stage T corresponding to mild, n=12), Dotted line;
group C (severity of stage I corresponding to severe, n=6). Survival rate in group C was significantly decreased than that in
group A (24.0 = 16.2 months vs. 15.3 &= 11.5 months; P=0.04).
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Figure 2: Correlation coefficients between lowest SpO: and %FVC (A), and %DLco (B).( (A): r=0.47; p=0.003, (B): r=0.44; p=0.004).

7= (27.4 = 6.6 mmHg vs 33.9 * 13.8 mmHg, P=0.16).

TR CHREMFIICAREITRED bR » T
2N, BHETTRAROHEMIZH T 240+ 162 ]
vs 17.0 = 10.9 /1 ; P=0.08).

WAZ ABEL CREOIES T, MR REREIZ BV,
T, %FVC (83.8 4 10.0% vs 62.3 = 14.0%, P=0.001),
%DLco (63.5+ 12.8% vs 30.6 = 9.5%, P<0.0001) 73,
WTRLCHETHERICIET LW, 6 MA&RTT
BT, CHTHREILASPO: D@ < 4.2 £2.7%
vs 8.3 +3.7%, p=0.01), Borg scale bmn->7-(2.2+
1.8 vs 4.5+2.7, p=0.04). M4 CT TiX, CHTH
BlIZGCGONREZLLBO LN (1721 vs 126 £
3.5, p=0.003), HCIZ # X/ d o7z, F 7=, esPAP
HCHETAHAERIZE T2 274+ 6.6 mmHg vs 39.7
+ 13.6 mmHg, P=0.02). THIXCHETHEL T
BRBEBTH -7 240 162H vs 153 11.5H;

P=0.04) (Figure 1). HAERE 1 OREHIAY moderate 35
& U'severe & ¥ S 7= B L & L TIX, moderate
D 4450 2 G 1T I O desaturation A FEAE L, 7%
D D 2611% %DLco<50% T& - 7=. &I severe D 6
il o 4 B 1 X %FVC<65%+%DLco<50%, 4% 9 @ 2 fi
I LA THE @ desaturation+%DLco<50% T - 7=, #*
1T If @ desaturation & FFIHERE & D BATRIZEB W T
1%, Lowest SpO: & %FVC, %DLco ® MIZITH K
72 IE OB MRFE O B (1=0.47, p=0.003, r=0.44,
p=0.004) (Figure 2). % Z T, fﬁx#@iﬂ’“lf‘
1THE O desaturation D FH ERZ 0T 5 &, ﬁﬁf#
RO LN T2N, ‘ﬁfTﬁOD desaturation & % V>
FX%FVC<65% OH I /50 5 &, AFEHECH
HENRBD LN 256+ 193H vs 181101 4 ;
P=0.02) (Figure 3).
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Figure 3: Survival curve in 2 groups of IPF patients with stage | (n=22). Solid line; severity of stage I with Sp02>90% and
%FVC>65 (n=8), Dotted line; severity of stage I with SpO2<90% or %FVC<65 (n=14). There was significant
difference between 2 groups in survival rate (25.6 = 19.3 months vs. 18.1 & 10.1 months; P=0.02).

£ £

WTHE, 643 IR 1T3A5R C desaturation (Sp02<88%)
TR, BRSSO BATIEREDN EVE B
Wz T, 6~12 » H OBEHECFVCH 10% L |,
%DLco 2% 15% LA B3 258610 P 22 SIXTHRAR
THHIEPH LN R TEL., EHIZHRET
i, M@ iESCEME 2 5 IPFREMIC BV TH T
MARTHD ETHHMEPHAIND LIk
7299 LENRoTINLE DRI A-F—%H
WAHZEIZE T, SRR ER T 5 IPFOEIE
JE&TEDIVIEMICFEM L TS LERH D &E
AHNhb. LoLBds, REOBEEESETHE,
HEEFE 1 -C 9 VBT desaturation DA EA R bIL TR
59, TRAROEEMNFRINATWD. 22T
A A, %FVCRL%DLco MEFEIN TV HKEOHE
SiE E Sy $E & AR O BAEPE 53 FH CAEBE A 3R 0 DIEHIC
LR LEE DA, EEEIEOEFOPIZE
JEFIARI0% bEENTEY, TOTHLART
HoloZ b, RIS 2BROEEE D
RIS LN E otz i, EERBEORE
FEREICBT 2 EREROEICEN TS, HIE
FEIHB EOIVECE YT DEAPPIREND D
THY, SEOFBROLHICHEEL NETHY 22
N5, B FPRESREIR N & R EGNC G ST
WRWORBIRTH S, I HICTHRERIZBNTHR
W, FBHEERITHHEN T = = R OFIERR
SN2, BRIFRAT CrE B BAE 2 BT,

BHREAER, FVCEE, EEEAFHMOERSE
DIECEDENERRBEINTND. 22T, KR
FCIIHMR O BREE SO T~ T OEIEE T TR
@ desaturation 3 5 WO E %FVC<65% OF LA ERE L
TREEZTHZLICEY, THREIDEIRML
FoE G e EIEEICEET D2 ENAREThH o7, Bh
FozZ kb, BIEROOLITODEIEESEHOR
MCTHLHEBED ) ZTLV@E»>ERANTH
AZEEEHLOD, AT 2= ROk RoEn
R SN DPHRIEHEO LV BYHL0E AL AN
ELIEERERAZITOND LI, IPFIZRT
HEMEEHEREOUELITI ZENEEND.
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H &9 : ATS-ERS 02consensus classification %, LIPI3Y o738k & B A lREE ~EE U /- ae
LEZRSINT. BERLIP L2 SN b OD£ <1, diffuse lymphoid hyperplasia (DLH) & Bl
VEDEH/RL ootz AWEO BINEH BICHI L LIPOCT B2 M52 L THD.

*fg & A

ABMERTHEROZEE TR EINTISHOLIP %2 %4 & L 7. ATS/ERS consensus
classification (296 - CHEIRFIT 5 &, 6 5] (Aot 48, B2 01, SEHHE# 5458 IXLIP, 7% 0 O 9] (£«
PES B, BYE1H, FHFEHES59m) IZDLH Th o 7.

fE

THEEHEAT D454 (n=5) & ¥t (n=2) IZLIPOA TR 6NT-. FEia, ERBEEIRE, KEX
M FIE, NEEFOMERLIRE Y DLH(% %, n=7, 8,8, 9) DI MNLIP (%% n=2,1,0,2) L ¥V %<
RN (p<0.01). 707 AEITLFNRONT.

/e o =7s N
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ATS-ERS02 (i LA LIP O CTEHROFEIZI THEEMNO TV H T AE TH Y, cellular NSIP &
OEJNRIEE 725D,

CT findings of lymphocytic interstitial pneumonia revisited.

Takeshi Johkoh, M.D., Ph.D.

Department of Radiology, Kinki Central Hospital of Mutual Aid and Association of Public School Teachers

OBIJECTIVES: ATS/ERS international Multidisciplinary consensus classification of the idiopathic interstitial
pneumonias (ATS-ERS consensus classification) defined lymphocytic interstitial pneumonia (LIP) as the
diseases with extensive alveolar septal infiltration of mature lymphocytes, and excluded the cases with
predominant involvement to other interstitium than alveolar septa as diffuse lymphoid hyperplasia (DLH).
The objective of this study was to describe CT findings of LIP diagnosed with the definition of ATS/ERS
consensus classification.

Patients and Methods

Fifteen cases, which were previously diagnosed as LIP by surgical biopsy, were enrolled in this study. Based
on the definition of ATS/ERS consensus classification, six cases were finally diagnosed as LIP (4 female,
2male, mean age; 54 years old) and remaining 9 (8 female, Imale, mean age; 59 years old) were diagnosed
as DLH. CT findings of LIP were compared with those of DHD.

Results

Lower lobe predominance and honeycombing was seen just in the cases with LIP (n=5, and 2, respectively)
and not found in those with DLH. Cyst, thickening of interlobular septa, thickening of bronchovascular
bundles, and centrilobular nodules were significantly more common in the patients with DLH (n=7, 8, 8, and
9, respectively) than in those with LIP (n=2,1,0, and 2 respectively) (Mann—Whitney U test, p<0.01). Areas
with ground—glass attenuation were seen in all patients.

Conclusion:

Many cases previously diagnosed as LIP were classified as diffuse lymphoid hyperplasia. Characteristic CT
findings of LIP were lower lobe predominance and areas with ground-glass attenuation.
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Lymphocytic interstitial pneumonia (LIP) I%, TH %
LIREZAICER SN REA TH Y (1), BRIE
PRUT IR R S, SRR TH S, LIP T LIEL
BRI O X 9 72 A R ES AIDS 2 & Tk
FRAEHED (2). 49 Licbow HIZ LY, LIP IS
AL polyclonal 72 U 7 RAMAEDS DB EIZ O E A
HIZBET D2 b0 EERE ST (1). Liebow b1,
FRAE N Je 3 % VB & iR EE I R > Tidk 67,
/NEERIREER R M B2 8 Vb 5 KR O RE
LEEnR T,

2002 FITFE R ST RN B o0 R E PRl 2% (2 B
9"% ATS-ERS consensus report TILLIP A3{E2kD U
Vo BGEERTR B BT 5 L OB AN 1L T,
MO 1 THD &) concept DG, fiifEkz
BEAOMILIZER EERDO L DITRD Z & & L©3).
ZOEIICLIPERERTDH I &ITLY, HELIPIC
EENLTWIZWDW B IR E ~OHURE A EIR
L, MARREE~ORM L RS2 L O, WED
4 ¢ B diffuse lymphoid hyperplasia(DLH) & L T
Kl &h %z leofe. 2D LITLIHI
D20024FED LIP D#HEHE 4, 5), DLHZEHH O
THY, BRFOMNENEEZRE L. £ 2 TR
® EIE, ATS-ERS02 consensus classification D E

FELALIPOCTR%, DLHE Ot x @ L TH
@ﬁ#é_afﬁa

B. iR 5%

ww%#%mw%?ifmﬂﬂmkﬁmibu
AT OB WT EUETLIP & 2 S N7 IE G208 3 ik (2
RO, ZO15F OMERFT K% 2002 4125
KENFFERALHAOHEMEMRICE T 5 ATS-ERS
BB LT, BIEDLIP O MWriknE
WCEBT A0 E S hEmRET L. AEIOLIP OfEEE
BHEEI S TOERICB W ClllaREO R o
MED0% L ENfiluRETH LI bD L L. €
OFEF6 FIZLIP L 2Er S, Y D9 #lIIDLH &
LT LIPBERA U=, LIP6HID 5 &, 4Bilid &tk

consensus report

H

SRR AL B A T T R - O R
OV FE AR EIC B3 D AN EEE DFE

THY, 20EBETH Y, FHERBII4ETH-
7. 263 FEREAHTHY, 7Y 3F1ILSjogren
SEFEREZ AP L Tz, 9l DLHO 9 5, 84
HETHRY 1PIEBETH Y, FHIFEmMSIKTH -
7. 2FRERARBEC, 4 flidSjogren EEERER Y 2
i Castleman 5 % & 0F L T /e,

2 44 O W B 2 Wi 55 P 23 il @ thin-—section CT
A0S U CRI U7z, 3B W TERRE O thin-
section CT 2 %bi’b i CEMli S 7. BTl
EREAWEOARBICL o1, 2AOBEFIT, T
Ao A%, MK, §B{L INEMBEEED R | KB X

MEROIE, K, LGB OF®EE LN &
MIECT CFMli Lz, Z 0%, &#OCT TORTRO
2 b S 7.

FEHFAATICNE, SO MO RO F o
B FHAMIZ i T kappa R EDS V&4, LIP & DHL @
% SR T R oo HBUEE OO ORI IT D A 2 Felk
ENAVSBNT.

C.iREBER

RUL2ADFTEE O ROIRY 5 OHEME %R
T, WEOFRORY Hidx=0. 6-1 & BEF e FEME
A Y

F2ZWEICTIZRIT S LIP & DLHOCTRETR®

®1. FEEROBRE

CT findings kappa-values
GGA 1
Consolidation 0.85

Cyst 0.72

Septal thickening 0.86
Thickening of 0.73
bronchovascular bundles

Centrilobular nodules 0.60
Honeycombing 1

#2. YHRICTHTA

CT findings LIP (n=6) DLH (n=9) p-values
Lower pred. 5 0 0.0008
GGA 6 9 1
Consolidation 3 3 0.13
Cyst 3 7 0.37
Septal thickening 1 8 0.02
Bronchovascular 0 8 0.004
Thickening
Centrilobular nedules 2 9 0.2
Honeycombing 1 0 0.8
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(lymphocytic interstitial pneumonia(LIP)) @ CT Fr kL

Wah,

B2 THEHIEIIUA > TRIBICT O T RERIENY |
BEMAA LIS,
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BHRILE & W o 7onvbp 2 IKFZHEOIBE A5 Z
ERZ. TEo TH LWVl i C2 i S h/- LIP
{¥ nonspecific interstitial pneumoma(NSIP) ZHEEE L,
U L SERTRPERG R & VM R IC By S
ZELIBRTID(3).

ZOWRITIII DO RERBRER DD, T2
DOWRITHAMEFIETHL L. WIZ, EFHENE
72 7evs . BHRIZLIP & cellular NSIP % #5514 2 &
EEIHNENTHD. 200290 ATS-ERS consensus
report {2, LARTIZLIP & 2W &L EF oz
fEiL cellular NSIP & W3 2 J5 584 72 ‘60)75)&)5
EEHEHENTWAH (). £, LIP & cellular NSIP
% fifa k@ ~ 0 MHa O & CilkRl 3 5 - gL
HZEBRETHAS.
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