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el |- 5138 (ground glass attenuation area | GGA),

(SRR (high attenuation area? HAA), #6050
FH (honeycombing : HCMB) 122\ T, &4 (24
YD CT MO Rw il 7z, £ OFNET i

die g b F T, ACEMWAER % @ Y, HRCT Wif§ i-,

WY A8 (normal atenuation arca!NAA), GGA,
HAA T&H 4 LGS e i s, £
L 100mm? DR (region of interest. Roi) %
SHREE L, FOCTHi Y A 75 L 0#[H55

% Ueiod CT Al % 257 U7z (K% fiid sk R oo
wHN) . L, GCA M X b ATV &
L, HAA [RMEILAE & O &SuBUs & LAz, NAA
L0 AALOEE YL (Low attenvation area: LAA) 1T, &
A4 9 éi LA

512, WEE ﬁl I35 Fi> HRCT WMif% %, A5 A
AQ&(%MMM YZa T —AL
NERO CT N Y 7 2 VAT L7, FL—2
T OB, KM L~V XY SO B L O
I LI - E e 7

% 72, HRCT Wi{% o T 72 Sl BT o A7 il % v\
TOTMUSL TR - 72, 2O CT Wi B i
ISAYIZ I FOV 2 S 80 S ML L By & ’E}bﬁfﬁ
ERZ NV EDHTHBIETH S, Riga I
BT, (FOVMm/S12)2mm2 451 &7 LIl
NOMTHRTHY, ZHIZAT A ZE (10mm) %
FTLTI A LLOER T RO/ 2 E i)
SHENCHE THAT £ AWONIGREe A 7T
ARG L7 CTH A L, Shdnisd
Mg i (TLC-ct) 2 3MIL 72, ¥ 512 LAA, NAA,
GGA, HAA DEML CTHE ALl L, T

L LAA-ct, NAA-ct, GAA-ct, HAA-ct {ml} & L7-.

72, BAUEOFEBOM GO E, Mg
DM & T A& (TLC predicted) O It % 8
L, 15N %LAA, %BNAA, %GGA, %HAA =
L7:. T-ill4iis s, Rossier @l (B i36.2
— (0,06 XEHD] X HLE (mD), % 286 —(0.06
XAREDE X HE (ml) %IV,

35O B, CTRATH B 1 » A RIICER
MASHEAT S 41, MFA-20C LT CHAES T
30 2 DT, SP-A, SP-D, KL-6 X% E&
L7: i iiism)s s CTEI GBI &
BRI S OMBERIER & 58 L7z, AHB AR
LT L 7o, dERTFERY4MESE L2, Peason's correlation
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coefficient % Hlvr, p=0.05 KD & & AN H b
E L7

w R

35 9600 HRCT filj % & JCAZE 0 & du 7z Ml fl
NP BERERR A L o Nl A & OB 1 1 (R
Y. GBI B (r=0.934, p<0.0001) %
il&, IPF B BT HRCT N W lisfi ol
Wl EN i THL I AR S,

IPF DS RED CT WA & E5td 2 i2h iz,
9, IR RR (NAA) O CT AN 2 2W T
Ml L7z & 24, NAA 138 43-940 Hounsficld unit

(HU) ~=750HU {25747 L7, LAA @ CT fiildiiz,
NAA @ CT filiorAi & U, —940HU { T LUF & gl d
LI EDTE, ZONIERENE T g - Lf s
T~ N7 LAA O M S ZIERETH - 7o,
GGA i3, ~750HU ~—400HU {2 /3 fi & 7% L, HAA
{d,—400HU LN | @ 47 i & 7R L 7-. HCMB
'3, —1024HU ~ OHU 3 £ TOILEIZ D 72 5 5
TR L, BT —600HU LLF & R L 7s, TREE

AT AEE L, HCMB 2930E & B LR A 5
RO THLEIOTHY, CTH LT LAA &
HAAWZHIS4 2, L2 b, #hFho CT sk
%, LAA Tid-940HU EL T, NAA % -940HU ~-750HU,
GGA #—750HU ~—400HU, HAA % —400HU 2L 1- &
REEL?. R L2 B Y, FOV 25 HRCT %
M, BLOEWEMSOBFEEOEINATET
FY, FNFROHEME FORMIEME R LIITRT
fli NE LW 5 & IPFIBH T, NAABRE LT
Tk L — T, TOMOMHEOFERKILVTRY
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FT1 HLMEENFE~—H— L OB

7ZEh/z%?, HRCT # A L&, GGA & HCMB

Healthy

DAY DR ZE 3ERIZTITai Lz s

volunteers(n=>5} TR (n=35) :- 6, HCMB U)B:ﬁ‘ l‘) a)ﬁfjiﬁ k %’Jﬂl\f%—? -
LAA-ct(ml) 142.9:67.8 257.5:199.1 B3 EELCHUEMETALR -
NAA-ct({ml) 4105,2+341.7 2696.9=839.8 745, GGA DIEA ) DR+ & IiE~ —
GGA-gt(ml) 367.62:65.1 913.8+261.5
HAA-ct (ml) 120.6420.5 270.8+105.6 - BICHEE AR HD SR
whole lung volume(ml) 4615.7+399.7 3868.2::942.8 & I, GGA & SP-A &£ DS RL BHT
hol, THEHiZ, BMET—H—DE
LAA/pred.TLC(%) 2.51:4:1.17 5.004:3.69 e
NBA//pred.TLC(%) 72.07 +4.80 53.024+15.11 pﬂi?%ﬁi%ﬁifﬂf%éﬁ‘, %K%E!‘J’Cliﬁ)é
GGA/pred. TLC{ %) 6.44+1.01 18.18:5.41 HHHIh>oHh S,
EBA/pred.TLC(%) 2.1140.33 5.36:42.03

LAL, ZALE THEAT S Mz RO

HEIMEMIZSH 0, FriZ GGA BREAE L (LT
Wi,
MEFWEE BT, FhEFLOFEED
SP-A 94.5 + 54.8ng/ml, SP-D 341.6 + 256.6ng/mi,
KL-6 10325 & 663.8U/ml &, W ¥ d cut off HD
2L L FRL Twi,
OFIEBMFE b — LK CT L DY
BT K 2, 3 127”7, GGA EF# LM LT,
SP-A DHHPEEORE R IEHE (r=0537, p=
0.0018) Z L7z, fhd~— A — I 3FE L AR
FHERS Do/ (H2)., T HAABRIIMLT
iX, SP-D #%r =0.332 (p=0.0728) & [LERY BT 22 B
RERLZD, HETEMICEETE R 2 -72(1 3).
LAA ML TiE, WihomiE~—r— & b2
MR E R E o,

z B

Mg~ —H —AEHEEBE ISR TEIE LT,
HHREBH L TEVEHBEEFESEL b O L
HEARMIZEETHL, FhUIma, RS,
BERERES L UTHOHE L MFRE LA OREIC
DT MR THIE, v—h—LLT®
BENEHR IS LG TS, gHFEELE, 7
T2 SP-A, SP-D 8 & FKL-6 #FIiiF TEvAEE
EFHARTHAZEFRGELTEAY, $12,
1iL{% SP-D iEEEATEVEFIT L, WIREEREATE BAY
TEAALLT I EZRLAT. ZOMEMIE, SP-
AR KL-6ZidA 63, M SP-D A LN SHEE
WMTho7. EHERREDERIIODNTY, T
B R TS 20800 0EERBBEIFR W

it d  F THHMIZITTDRZLDOTH

D, HIEERIIRPRFBRE s R NS L. £
2C, Sl BHRFMEES L S dd 512, CT
Hx eIl g A ek d 2R A xdTv, BT
REERMF LN, SRR E L7235 EHT
i3, HRCT [if§ % o iC 8 & - eiAfk, [k
Rt oS E Lo THV BB =
0.934, p<0.0001) /R L7z, L7doT, KR
BEOHE LEFIZIPF BBV TH, HRCT ¥
HOWIHBERBOIEMZHEP TR THLEEZ LN
5.

CTEOR T RIUBHI A L E~—h— &
BBV, RAFEHTREZLEGCGABTRED
MRTHLH, ZOHNIL, GGA (KB SNDHE
A PREALAD, MMM E A~ e R &
BIRE, | BEEOSEMNB K, [NENLE#
He{L B (fibroblastic foci) %, VW14 IPF D FIAR
ETHLEEILONTWENGT, EHEGIE, &
HOFHEREZ Y TLHLET, CheitkoR
W DFE L REEM OREIEN L CICEEIL L -
TLLEEZTVD, #OBSITH LS EOK
ARREEETH L, M SP-A S GGA AHHIE
HEEELRZ EOMBAERLAZ EIX, SP-A 2l
MiE~—7 - L HFEGIT DAL BB 2
95, 4%, GGA ORMT 2 EEOHBEZ
EoI L, EdEb L SP-ALEREHETS
DPERHLPIZTELEND S,

—%, HAABRIIH L TiE, wihomiEv—
H— & b HREFEMIICEE Tl - 7205, SP-D A
r=0.332 (p=0.0728) & BRI R 2EE L.
HAA ([ S R 5 mBARNE L, HERLD Eo
RSB, MRER, HOMBE T3 2 L i
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FEEMZEEF BT, B DML KL-6 (8 & FHROMB TR Lz, SRIEWBREOM
HARTF 3N, R 1245 11 BORF S THFES 2 VIZIE AR S 1 T 2 55 5605 VR0t %2
(P) 31 & BEUSM (CVD-IP) 16 I TH 5. LY KL-6 i BTl LA, W2
HKL-6fHIL, IPH T 1024 U/ml, CVD- 1P T 732 U/ml T 1, IP B THIE IS D - 72, Kaplan-
Meier iE 2 & B0 T, IPHEE CVD-IPHOBIZIIEEZ T4 {, WHEESDETKLS
HAY 800 Uiml & 0 & fF SRWE 2T 4 &, RWERTH BT MR PR - 72, MZEO
MLty KL-6 1A UP 5 X U CVD-IP = & & - ME A 520 F kM F- & 7 2 0 g AR S 7.

Serum marker for idiopathic interstitial pneumonia and interstitial pneumonia associated
with collagen vascular disease

Nobuoki Kohno, Keiichi Kondo, Keiko Hiyama

Second Department of Internal Medicine, Hiroshima University School of Medicine.

The relationship between the level of serum KL-6 at diagnosis and the prognosis was investigated in
patients with interstitial pneumonia. A total of 47 patients, including 31 patients with idiopathic
interstitial pneumonia (IIP) and 16 patients with interstitial pneumonia associated with collagen vascular
disease (CVD-IP}, whose serum at diagnosis was stored and the outcome at November 2000 was known,
were enrolled in this study. The level of the serum KL-6 was measured by Kohno method. The mean
serum KL-6 levels at diagnosis were 1024 U/ml in 1IP and 732 U/ml in CVD-IP, showing a significant
difference. Kaplan-Meier survival analysis showed no significant difference between the patients with
IIP and CVD-IP in their prognosis, while the overall patients with the KL-6 levels higher than 800 U/ml
showed significantly poor prognosis than those showing lower KL-6 levels. The level of serum KL-6
at diagnosis may become a useful prognostic factor for patients with interstitial pneumonia, including
both TP and CVD-IP.
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iFLC&IC

PSS E AN 2 (P) O T R0 {G RO (362
5w (CVD-TP) & e L TA R Ta H4%, W#HiZ
BUWTHEHTH-70, BECBVWTLART
HLEE L LTHEEL, FOHNEFHG T
W4 Lo EdREETHS. FIT, BEMERD
T—H—THDHKL6THPTREFE L2
HESAMITAZE2HME L, AWETEOR
BAMW S b i, A7g  EReqBiimH L
EORILRESEOREIIBOTH A LREL &
AHZEPHifEE G,

HEREHE

P & CVD-IP 3 (2300 T, i e S fL )%
51135 00 KL-6 i % 5 WPV ClE L7, it
GO MFEAAF S, FH12F 11 JORET
Hogidh B ATER X ATV D 1P 31 Bl &
CVD-IP l6 il & 72, CVD-IP (&, {2148 v~
Fol, &Lt A 2 B, =attz) 7
7 b= FA N, KR SRS 46, = —
T RETE 2L AT SRR 1 BITH o
72, AF AT Kaplan-Meier #: TIT v, TH %4
2RO KL6 D1 b ZHEE R L7,

KL-6 (TR ICAD R T b M~ — 7 —
Th Y, WEMMRICETET 2 2 L
LATH Y, FEEMNOR SN2 b 0T
v, Fo, HIRELAKT ARG, MASEES
NN L ST T 48 — (R~ OELRE = U L7z,

B R

VIR FT I H, BEEYRETIE, P31 f &
CVD-IP 16 BIDMIZ, Fiy, 4, BN EE
Bihhote, R2IIRT LI, WBEEKL-6 DIE
i3, WP T 1484 U/ml, CVD-IP T 881 U/ml
T, NP 253 %2R L72 (P=0.042). 23 2580H
IR O fedr o 7o Bl HAERFL B 16 #
HY, 95 UP T 13 H &2 LI h A S 7205,

1P CVD-IP  p value

Age (@) 63+13 59414 0.3197
M:F 18:13 5:11 0.1246

B (B) 4635  62+30 0.1295

F+2 HBEKL-6 i L oL

mp CVD-IP

(N=31) (N=16 PVl

KL-6 (U/ml) 14841024 881732 0.0420

Dead (%) 13(41.9) 3(188) 0.1934
F3 4Lm
Type KL-6 tHE XA
(U/ml) 9:))
Ip 1420 103 SEHE
1P 725 87 LC (small)
1P 945 59 E1 |
1P 3550 49 SHNE
CVD-IP 800 44 B 2%
CVD-IP 1850 39 B
1P 1600 38 B
Iip 840 22 LC (adeno)
1P 510 20 AMI
CVD-IP 1430 18 SrHNE
1P 1200 16 aurinE
IIP 725 5 2HisE
[P 990 5 ftieE
1P 700 3 SHi8E
1P 1030 2 LC (sq)
105 2380 1 2w

IR RF R
*  OVE AMENDEEATEREE  WHER T
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P 3 7 FUASEHIEE, 3 BIANGEC, Mk, St
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Kaplan-Meier 7 (2 KEETHTYH, IP &
cwnPfhaﬁum®6n Ao 7z (B ). 1P
& CVD-IP &6 THIEEO KL-6 12 £ ¥ 800 U/ml
L LT 2R3 THESY 5 &, 800 U/ml ki

DEHTHBIEFRNREVEVIFRFELNL
(B42).
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. - 1 cvor
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1
- B R
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1 Kaplan-Meier i542 & 5455 ME 0 H RS 25 (1IP) & 18509578
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BE - ER

LB DB BT, IP I CVD-IP I L A
ROMEMEH o W EEThdh ol EiZD2nT
i, TR A AR TH S ST
Shiz, Lo Lads, ko KL-6 fHiZ % &
AREIHMLTE Y, MEENEDTEOTHIC
FRTHbEEZ BN

EDRINE TR BEMEMEICL BT B
[ZonWTE, KELMETHL, R, 5
BEFIMAE (2 & 5 K EERLKEORITELE TH
BN 9 & MERIAR S 13 E T (ol BRI,
SHMEZITICEA S, SAOBIIBWT,
rmmarmkwwwﬂ% BHTLESHRT

. T PENT % amﬁ%%mai&w_a,m

m W%+ﬁ%@ﬁ% b LI OB

T—Twﬁﬁfﬁw,m% Bdhhotzl b &

, EEEROEDOHG A GRECEZFZLNL

_& AAEHR, HRA S AR AR Do A
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KL-6 i MUCH & F ViR Ay o8y as0g
M7 KL-6 A [ B PR 220 b, EEtE R L
LTHMTHALEDHMENEHHL 7. A3 A
F=3 ZOFHREATTHHHE "L 0P O 2NEINE
24T 25 0 4 F20 Ao By sioai
THbLEDHEPEHL, SAEFKAE, IPB LY
CVD-IP X §O:-MHAEMRICB VT, WM
i KL-6 i L TROMBLHETL, PERTFELT
HEMTHHAEEMERLA. 4EIDRKRFTIX, T
BASTDHH v bF THIT 800 Uml TH o7, 4
REFE LML, FIMHALEDLITETH S,
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ApSETEM RS (IPF) DMFRARTE T~ b 78— T type2 (Th2) 75144 L Tuvr 2 & DA

&b, JEA T IPF AT, Th2 S5¥MIZ 5884 2 ST2 SO T M (sST2) A il L, o\
oW TR L 7. [xf‘éﬁ Fiikh] P49 G, 5 & ARio~<[[ % 64 0] [4em ] (S) 50 i,
PRI (AE) 14 1a]], 5% (HC) 200 . mi&rl sST2 % ELISA f@uum [#5 %] sSsT2 ﬁf ,

AETFC SR HC I LTS L LA #8720, STE HO BN ES e b - 1o,
sST2 (cut off fili :1.33ng/ml} OVEEHT AE 1 71.49% TR IZIL LA SICTIBRTh o 72, 8517,
sST2 id LDH, CRP, WfIPERL T 2 4 — B LIEOKHIY &880, iS0EE, SP-A, KL-6 & Ok
e e dp o fo0 DR ] RS ST2 filitd 1PF %252 WO Il i M 455 % BEI L C v A w0
WY, AR T O ST2 B O F AWV Ch L. SO ST2 FR DWW TS ED
gl

The Increase in Serum Soluble ST2 Protein on Acute Exacerbation
of Idiopathic Pulmonary Fibrosis

Katsuhisa Oshikawa ,Shunji Tajima, Shoji Ghno, and Yukihiko Sugiyama

jviston of Puhnonary Medicine. Departinent of Medicine, Jichi Medicad Schoal, Tockigi, Japan

The human ST2 gene can be specifically induced by growth stimulation in fibroblastic cells, and ST2
protein is expressed preferentially in helper T cell type-2 (Th2) cells. Recently, it has been reported
that the inflammatory response in idiopathic pulmonary fibrosis (IPF) is thought to be associated ¢losely
with Th2 type immune response. The objective of this study is fo measure the serum soluble ST2 protein

(ST2) levels in patients with IPF and to evaluate its relevance in pathogenesis of IPF. Forty-nine
patients with IPF and 200 healthy control volunteers (group HC) were enrolied in this study. Among IPF
patients, 50 events were on stable state {group S) and 14 events were on acute exacerbation {group
AE). The serum ST2 levels were measured by an enzyme-linked immunosorbent assay. The serum
levels of ST2 in group S did not differ from that in group HC, while the serum levels of ST2 in group
AE were significantly higher than that in group S or group HC (p < 0.001: group AE versus group of
S or HC). When the cut-off values of serum ST?2 are set at 1.33 ng/ml, the positive rate of serum ST2
in group S or AE was 8% or 71.4%, respectively. Furthermore, the serum ST2 statistically correlated
with lactate dehydrogenase (r = 0.35, p = 0.005), C-reactive protein (r = 0,50, p < 0.001} and neutrophil
elastase (r = 0.75, p < 0.001). These findings suggest that since association between Th2 cytokine
and the fibro-inflammatory process may be limited to the lung in IPF, serum ST2 levels may not reflect
Th2-related inflammation in pulmonary fibrosis. Further analysis should be required to detect ST2
expression in the lung tissue histologically.
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T/, BEE2008 (HCH) 2 6RBLAMET
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TilE L HERET L7, & 512, IPFIERIT sST2
i AWM o mskE, FhRr7 Ay —F
(NE) ', LDH, CRP, SP-A'®, KL-67 & OB
BIfR % BEEHFOY IO L 72, R T I0M £ 1idE
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Characteristics Patients No. Admission No.

Sex
Male 28 36
Female 21 28

Diagnosis
VATS 20 27
Autopsy 4
Transbronchial biopsy 25 32

Reasons for admission
Further examination 27
Acute exacerbation 14
Bacterial pneumonia 11
Induction of HOT 9
Heart failure 2
Pneumothorax I

Complication
Bronchial asthma 3 4
Renal failure | |

Therapy befere admission
Use of steroid therapy 2 4

Cause of death
Acute exacerbation of [PF l
AE of IPF after VATS
Bacterial Pneumnonia
Heart failure

-‘NI‘\J&

« p<0.0081

Serum ST2 (ng/mi)

IPE-AE IPF-S HC

1 HEEOMET ST RIS .
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B, BHHEEBECHEVWTELS LAFRO S
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p=0.0047

FEREVENGARHEIE (S B D MY ST2 41151421 O ded)
FRiZ, LDH, CRP, NE * ORIZIEDOHM % 528
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Nonspecific Interstitial Pneumonia D ERFIYZE(L & L RN

MlooFw—" W M ER O A e
Yr JeH)

Nonspecific Interstitial Pneunionia (NSIP) % cellular pattern & fibrosing pattern (255 L i {1 58
O ERIR AR O 5 I 20 A5 (b % #5555 L 72, Fibrosing pattern (X MLiE 1 LDH A% flfl AR L7,
Cellular pattern TiZ HRCT T E,mund glass opacity = B B IIEESH /2. NSIP ZiEHEILTEIE R <,
HRCT £ groung glass & consolidation O3L24% AT A TEITHA L7z (p<0001). LA L
fibrosing pattern @ 1\ FE(L AT L honeycombmg, bronchiectasis % {28 A {3 9 . Cellular
pattern OV LBV AR O BORFEH £ 70300 Md b . 2 MIATRIINZETR MR L 7oas, o
ORI 2 2% 18 (BOOP 255} & £ THLANY1Z fibrosing NSIP L3517 L 72, NSIP (s S AT L
VBRIV b OAILED ‘—“'-%“-ivbi"ﬁfﬂ-‘t P& LA LT S A b D L2 Bt F 70 NSIP
BB L@ E 210, # L ERLBALENT. Sk, BlA ML, IR
o CREM T RE I ﬁd%ﬂvﬂ%#%é

Nonspecific Interstitial Pneumonia: Clinical courses of 14 patients

Yoshikazu Inoue', Torw Arai®, Masanori Akira"?, Satoru Yamamoto®
Mitsunori Sakatani?

Netional Kinki-Clueer Hospitad for Chest Diseases

I Depariment af Diffise Lty Diseases and Respiratory Failure,  Clinical Research Center
2. Department of Internai Medicine

. Departmenr of Radiology

4. Departmenr of Pathology

Non-specific Interstitial Pneumonia (NSIP) has been proposed to be a subtype of idiopathic interstitial
pneumonias, while encompasses heterogeneous status. Little has been reported about long term follow
up. To clarify the characteristics of NSIP, we compared cellular NSIP (n = 4) and fibrosing NSIP

(n =10}, and described the changes of clinical findings and HRCT findings. Serum LDH level in
fibrosing pattern were significantly higher than celiular pattern. CT grade of ground glass opacity in
cellular pattern was significantly larger than fibrosing pattern. 12 patients were treated with
glucocorticoid or immunosuppressive agent, and all patients responded, though two patients worsened
and died. CT grade of ground glass opacity and consolidation significantly improved after the therapy.
Honeycombing appeared during the long follow-up period. We conclude patients with NSIP show
variable manifestations. They may significantly recover after treatment. However many patients have
some persistent fibrosing abnormalities on the CT scan including bronchiectasis and end stage

honeycomb lung.
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Nonspecific interstitial pneumonia (NSIP) (2 #5#21Y
WO EARE S BV IZIRFRAT & B b AL D [RE N
RTHHV, B REOREIZ LD
Katzenstein & 12 & 1) 320 group" & %\ i Travis &
WLk 20o08y — 2V I ER, SR WE
DAEENTVLWRERS S 2, WICEETIEF—
BEOILEH B R T NSIP & UIP A°[RIRF (238
HENLFOHRE YL H D NSIP 2 KAHMELITS
v L L A% 6 BAEE AT i ORF S8 B R %A R~

(IIPs) HEE T 2 H A AF— F A 2 b TNSIP

Thh, RKETHETHOIPs H 4 REEFTH 4
B EHINATETSH S V.

Ao 2 e THFSEME NSIP L 21T L R BB 2
72 14 42 2 v T Travis 5 O 75 ¥ 12 {4 cellular
patter (CNSIP) & fibrosing pattern (FNSIP) @ 2 -2
ALY 2 LTR o MEE CT (HRCT) OBi%
Ll & L2 RRAR AT R ORERF M2 L 12 2 THERS
AT 7z,

HERETE

R B CEB L 1 P ERBE B R
FESEYE NSIP 3 14 6 (CNSIP 4 $1 & ENSIP 10 fi])
oW THIEBI & RS Ok, CRP, LDH
%, BHRMEE A A (AaDO:), HliféaeMA (%VC,
%FVC, FEV4%, %DLco), HRCT T H.OZ{L &R
7t L7z  HRCT 39 513D ground glass, (2) consolidation,
(3 bronchiectasis, (@} bronchiolectasis, (3 intralobular
line, & interlobular line, (@ honeycoming @ 7% 17 kL
DD HTMFEOEE (%) HRdA. &4 DH A,
Jods B F 6 Wit R R AL L, 0% T grade 0,
5% A i 4 grade 1, 5-24% % grade 2, 25-49% %
grade3, 50-74% % grade 4, 75% Ll b % grade 5 {2

(] 37 S T e e YL 3G Bt
1. BRERAFgE £ o & — S AT A B

2. MF

3. WeEra At

4, I

% ONF AVENIBCEAFEEE e

SELT.

RSB BT RIMEILH, S LERY
FEAT & A7z 2 Bl D THRIRAT R & SFH B O K]
A L& ET L7,

= R

(1) CNSIP & FNSIP O fH T#FE kL 56 (48-
62), 56 (19-68) |median (min-max)| 7%, M
LDH i3 320(290-395} & 462 (323-690) IU/L (P<0.05),
I KL-6 13 514 (392-636) & 954 (240-2600)

(Uml), [EZMkER RO ) » 35Kt 68

(5.2-479) ¥ 18.8 (2-71) %, CD4/CD8 It i3 0.74

(0.22-1.29) & 0.58(0.2-2.02) TH - 7z, £72 AaDOy,
24 {(11-41) * 26.5 (15-44) torr, %VC i3 78 (62-
92) & 74 (36-98) %, %DLco i3 54 (48-56) & 54

(20-78) % T & - 7. CNSIP i FNSIP {2 [t~ ground
glass DPT RAVE EIZ3E8 H 7z (HRCT grade).
CNSIP (3451, FNSIP I 80% DEFTA7TOA I,
SIEHIHR O BEIRIYT bR, BB -7, CNSIP
IHFELCIE 0 ), ENSIP 1L 2 . RS & B Ry
@ HRCT (%D ZEAL T ground glass & consolidation @
JATYH (HRCT grade) (3AHF &4 L7 (Figure I,
p<0.001). FNSIP T4 honeycombing, bronchiectasis

Table. Characteristics and initial findings of the patients with NSIP.

NSIP
Celiular pattern Fibrosing pattern

N{F/M} 4 (4/0) 10 (6/4)
Age {median{range)}(yrs) 56 (48-62) 56 (19-68)
Follow up period {Months) 42 (18-44) 26 (13-110)
Dead 1] 2
Steroid therapy 4 8
Immunosuppressive 1 5
Response to the therapy 4/4 8/8
LDH{IUL) 320 {290-395) 462 (323-690)"
AaDO;(torr) 24 (11-41) 26.57 (15-44)
%VC (%) 78 (62-92) 4 (36-98)
FEV1.0%{%) 85 (83-85) 93 (73-98)
%DLco{%) 54 {4B-56) 54 (20-78)
HRCT grade

Ground glass 3 (34)y 2 (-4

Consolodation 1 (0-3) 2 (04

Bronchiectasis 0 (-1 1 (-3

Bronchiolectasis 0 (o-1 1 (0-2)

Intralobular lines 1.5 (1-3) 1 (1-3)

Interlobuiar lines 1 (02 1 (0-2)

Central 25 (2-3) 2 (0-3)

Paripheral 2 (1-3 1.5 (0-3)

Honeycombing 0 (00 0 (©-0)

{median (imin-max},* p<0.05}
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Nonspecific Interstitial Pneumonia @ #2HE(Y

Ground glass Consolidation Honeycombing
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Figure 1 NSIP #°4 ¢ HRCT Jif L O#f ﬂrHJg’cft WEEEE (First) & dEI%HY (Last) T, ground glass, consolidation 935454 (HRCT
grade) (ZFTEIZ M L7z (pe0om). O & AHUL NSIP, cellular pattern, @ & #ll#% 12 NSIP, fibrposing paitern ) {8 % 754
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Clinical features in subjects with chronic bird fancier's lung
who failed steroid Therapy

Yoshio Ohtani', Shigeki Saiki’, Yuki Sumi’, Takeshi Umino',
Naohiko Inase', Shuji Miyake', Yasuyuki Yoshizawa’

[, The Pulmonary Medicine, Tokve Medical and Dental Universite,  Tokve Japan
2. Department of Diagnostic Patholagy, St Likes International Hospital,  Tolkve Japan

The efficacy of steroid administration was limited in patients with chronic bird fancier's lung (BFL),
although most of the patients with chronic BFL received treatment with steroid. To identify the clinical
features in patients with chronic BFL who failed 10 respond to steroid therapy, 29 patients with chronic
BFIL. were categorized into 3 groups according to the outcome of the steroid therapy ; improved,
unchanged, or deteriorated. The clinical characteristics including age, scx, onset, smoking history,
bird exposure period, laboratory dada, pulmonary function tests, imaging findings, bronchoalveolar
lavage (BAL), and histopathological findings were compared among the 3 groups. Fourteen patients
were improved, 7 patients were unchanged, and the remaining 8 patients were deteriorated. Patients
with deterioration had a insidious onset. The percentage of predicted diffusing capacity of the lungs for
carbon monoxide (%DLco)} and of BAL lymphocytes in detericrated group were lower than those in
other 2 groups. Patients with chronic BFL who have these findings should be on the alternatives other
than steroid therapy alone, such as the combined therapy of steroid and cytotexic agents. Those patients
who experience progressive deterioration despite the optimal medical management are candidates for

the lung transplantation.
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