LB 4481 38 V> T Bronchiolocentric fibrosis % 5 L 72 EH] O B PR BLEE MR F

Table 3  Recent reports related to bronchiolocentric or centrilobular fibrosis

(2) (3) (G
Yousem , 2002 Carvalho®®), C_)hurg , 2004 Fukuoka® 2005
Bronchiolocentric 2002 Airway-centered ) ;
) o - . " Peribronchiolar Our cases
interstitial Centrilobular interstitial .
; ' . ; ) metaplasia
pneumonia fibrosis fibrosis
Case N.o. 10 12 12 15 7
Sex, 2:8 6:6 4:8 2:13 6:1
Male:female
Mean age, yr 46 58 54 57 63
S’:‘(’(';'r)‘g 4/10 (40) 4/10 (40) 3/12 (25) 5/15 (33) 417 (57)
(o]
Environment
exposure, - - 7/12 (58) 2/15 (14) 2/7 (28)
n (%)
CvD - - RA: 1 RA: 1, MCTD: 1 Autoantibody: 2
Autoantibody: 2
Radiological  Bilateral lower lobe  Infiltration in lower Reticulonodular Normal in 5 of 12 Lower lobe
findings predominantly lobe and opacities along cases, Mosaic and subpleural
subpleural area, S redominantl
sometimes bronchovascular attenuation: 3 p Y
unilateral bundle in 5 of § cases
Other - Bronchial - PBM was only UIP-like
histological epithelium maﬂlor'ﬁndmgs, attern in 4
S - an0 imited to p
findings necrosis 92%, peribronchial area cases
Foreign bodies
42%
Pulmonary Restrictive Restrictive Restrictive Obstructive: 3 Restrictive: 3
function Restrictive: 5 Normal: 4
test Normal: 2
Prognosis Deteriorated in 5 of 9 unknown Deteriorated in 5 of All cases are alive Deteriorated in
cases, and 3 cases 10 cases, and 4 in 2.4 years, and 2 of 7 cases,
died in 48 months cases died symptoms and 1 case
improved in 5 died in 40
cases months

Definition of abbreviations : CVD = collagen vascular disease, RA = rheumatoid arthritis,
MCTD = mixed connective tissue disease, PBM = peribronchial metaplasia,

UIP = usual interstitial pneumonia

Hotzh, Bor2BEBEOEMHIIRD LN
Mo, 25226 (Case 5, 6) 3 ABED A THIH
EHYEL, KREIMBEYEETL Y /3R EO
ERMERD S NI D BN KA D LA,
Yoshizawa” & DR EIIH 2 S THIICES %
o7z, BE % 1IPs OF 7z AR L LTMA 52X
EPEDOFEEE, eIl 7B R A EE WA
JBIER, WEEmm s, M &R BRI L:
EFOER LM DVPLETH D EEZR LN,

A4 L, iEBRAKICBWTBF 22 L 1IPs
EHEZ ONBIER A ME L7z, £ OB 332
760 (2.1%) LIEFIHTH D TRIZILBHREET
HbEEZLNZD, FTHRARTH DL EVHMEK
THRELAONL O, 4HRITEERSEH—
L7 BBI COMEPEENS.
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1) American Thoracic Society/European Respiratory
Society International Multidisciplinary Consensus
Classification of the Idiopathic Interstitial
Pneumonias. This joint statement of the American
Thoracic Society (ATS), and the European
Respiratory Society (ERS) was adopted by the ATS
board of directors, June 2001 and by the ERS
Executive Committee, June2001. Am J Respir Crit
Care Med 2002; 165: 277-304

2) Yousem SA, Dacic S.
Bronchiolocentric  Interstitial
Pathol 2002; 15: 1148-1153.

3) Carvalho M, Kairalla RA, Capelozzi VL et al.

Centrilobular Fibrosis: A Novel Histological Pattern

Idiopathic

Pneumonia. Mod

of Idiopathic Interstitial Pneumonia. Pathol Res
Pract 2002; 198: 577-583.
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4) Churg A, Myers J, Suarez T et al. Airway-
centered Interstitial Fibrosis; A Distinct Form of
Aggressive Diffuse Lung Disease. Am J Surg Pathol
2004; 28: 62-68.

5) Fukuoka J, Franks TJ, Colby TV et al.
Peribronchiolar Metaplasia: A Common Histologic
Lesion in Diffuse Lung Disease and Rere Cause of

Interstitial Lung Disease. Am J Surg Pathol 2005;

29: 948-954.
6) Hayakawa H, Shirai M, Sato S et al.
Clinicopathological Features of Chronic

Hypersensitivity Pneumonitis. Respirology 2002; 7:
359-364.

7) Yoshizawa Y, Ohtani Y, Hayakawa H ez al.
Chronic Hypersensitivity Pneumonitis in Japan: A
Nationwide epidemiologic survey 1999; 103: 315-
320.




UIP JHIRZE ("others") # 2 L |
ZF a4 FCUEE %R0 - R R B M2 3 HlORRET
WA R OBEHE OFH =N OEFTF B —ER

GA R Ak B OWE WRIE ZA
MR

UIP EBU%ZE ("others”) # 2L, A7 0A N5 L) HRCT FrROUE % 807z 3 Bl E
LR S L OYEHESIMRE 217072, 360& b HRCT 12 CHIIEE T % .0 C Sk
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FROME Do, AT OA FRIGHERLHERT 2 61%, TREMEMMETH 5 et
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Clinical study with three cases of steroid-effective interstitial pneumonia
of UIP-like pattern ("others")

Tetsuji Kawamura', Yoshirou Mochizuki', Yasuharu Nakahara', Shin Sasaki',
Hiroaki Tsukamoto', Mayumi Tetsuichirou', Tomoko Miyagawa', Hideaki Okada',
Youichirou Kobashi®

1 Department of internal medicine, NHO Himeji Medical Center
2 Department of Pathology, Tenri Hospital

We examined three cases of steroid-effective interstitial pneumonia of UIP-like pattern ("others™) .
HRCT findings of all cases showed subpleural honeycomb-like cysts and GGO around the cysts, and
GGO diminished after steroid therapy. Biopsy tissue pathologically showed not only centrilobular
fibrosis but also organizing pneumonia or nonspecific interstitial pneumonia. These pathologic findings
and good response to steroid reactivity suggested that our three cases were secondary interstitial
pneumonia, but we couldn't identify the cause of disease. Some cases of interstitial pneumonia which
shows pathologically "others" may be secondary interstitial pneumonia (e. g. inhalation, drug, collagen

disease), and so further examination is necessary.



PN O T BB & B L2294 2 O ¥+ A5 04 Bk A 5 UM N 7R F b3 A7 4 S B 2 B

EA=LY

INFE ThivbiL, UIP ([ZEELT 5 AV NEER.L
TR MEAL 24 9 FEB % UIP ZELIRZE (“others”) & R
L, 8%z CT&7. “others” 121215 BH TR
KPBERHTHLAONEHEEATSH Y, IIPs/
“others” X IPF/UIP & &7 ARG % 25 % W §E
WhAdH L., GHbLbNLHOIILIT D “others” 2L, A
FO4 FHE5I2L ) HRCTTR OQE L O3
BB LR B & OB 2 T o 20T
WET 5.

WA

REEEE Y & — 2BV TR A % 1T\,
IRELZEATIZ “others” # 2 L7ZEFIOF T, A780 A
F#% 512 & ) HRCT Rt A7- 3 BIICE L T,
WEPRBIMRET 24T o 72, RBBTICE LTI 4
N —REOBSICEE LTFUERE 2 RUE L 72,

IR LS

FEGI T 265 4 H %, TEREE

AR | 62 SF JEA AR I MU B N e . 64 TP,
W - DOE (HJ-2) CTHES#, IPF %\ CTHis.
BRTERE | 57 ; IBHE, 64 o /NMAEZE - HEIRH.
HESERFE BRI 30 K X022 ~ 64 . K 15 4E.
Ry MAFER L.

BEFRE © /NFHK38 (+), fine crackles (+)
MRRE  WBC 16200 (Eos 4.4%), CRP 0.69, KL-6
634

Fit8RE © % VC 105.3, %DLco:58.9, SpO:297%
BALF : Neu4, Lym 2, Eos 3, M® 91

ERATR (X 1) I EAME R Il TR SR o #
R, HRCT TIRMEE T2 6NBIZAY AL L9
WA A B EEBO GGO, MIRELRD 5.
BIEAAR . (M2) ElES2 DL —rRIET, R°BL
TR B S IE AN ILAS 5 25, ISR T &
I, PENZER S D W ERAELIRE DR 25 o TH DS

1 NHO lEEERERYE - 7 —E
2 KX A OMEATR R
*  WFFEHE

Nb., ZOEGEFRIIKRT S5 & RENICEHEEL
JRED A SN, FHOMEE S BEEE L, NiE
EERO~s0 7y —TbAbN5. (K3)
S DN —RIGT, WEOMBIEDYULEZ - 728
LB ESERICA SN, ZORNMIICESR
NI A A S B, — & UIP pattern (27T V275,
AL BRIl O FERELITE N E 2 A D A
b, EEIEY 7% UIP pattern & 3£ 7% 5.

BRIRASE (K 4) (3T Jid OP BT L 2 £ 9 “others”
T&H D, prednisolone 60mg/ H & 0 Figh, ik L 72
& Z A, HRCT Lt % 328, %DLco b 59% 705
89% LT L 7-.
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SR HI8 4E 2 A X 0 BE4%WLHk - DOE (HI-2)
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BREAERE 51 F ~&IRIME T RN AR,
HSEE | Never smoker. #R5%E 13 4F. Xy MAF
7 L.

BRFRER - /NFIR$R (—), fine crackles ()
IMEHRE : WBC 5600 (Eos 0.9%), CRP 0.32, KL-6
907

FHBLEE @ % VC 76.2, %DLco:75.0, Pa0: 88.5
BALF : TCC 2.9X10%ml, Eos 5, Neu 1, Ly 58
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RES A b FALN, NEEMTIEIOE AN
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MTOEAMBICRED AL NS ETORFEN L &
AT, BIHKRT A E, BB SIFEEOMK
MR OME, ) v NERkE EORIEMEORET
JRELTBY, MiEICR) — 7RO KIEARRHE
ILRZEDROLNE, FLBREORBERES % \»
B/NERREOREDS A 5N 5. M LHREIN
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SERIZE (M)  WEMRIEIZEE LWL
“others” T& 1), prednisolone 40mg/ H & U B#A,
W L7-& 2%, HRCT LEiELZ D, %BVC L 72
75 8512, %DLco b 75% D5 84% 1ELE L 7.

FEBI 3 @66 ¥ HM, TTARL
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IR Cws, PNERRBREORE, 7200
JEDREIE#LD Ao, BUHORETHLH I LW
RIBEENG, ETIE 1%KL T, Mgk
DOREEDT IR NTB Y, —EOH I THM
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EHEENG, FTE 2% AL DT,
KB R BHLIRETH 7%, BROMEE I
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1) American Thoracic Society/European Respiratory

Society International Multidisciplinary Consensus

Classification of

the Idiopathic Interstitial

Pneumonias. Am J Respir Crit Care Med. 2002,
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[BM] 7 LA~ o1 ¥ iSEFENREE % 4 U 5 RERMBPURFTH 5. — AR IEHRE DAL O 58K
T LTS SNE I NS\, SH 7LV~ iz kb B b BEWNE 3 G
FREERL, BR58, KL-6 OfR, HEROREENIRIZOWTHRE L. [WR] 4T
2006 4EIC T LA~ A 2y EES S NEBE MY &0 L7230 BRI ENRENR D F UHH, &
3 /==, yolk sac tumor T o7z, [ER] BIERT 7 L A~ 1 ¥ ¥ O#Kx5 &2 82mg/body,
160mg/body, 400 mg/body T&H o 7z, 3EFI & bEMEFEDOFERIZZ L, BHRLD BRIFTH o 7.
I B E_EILERE R T R OV CT R EMR ORI THER I N7z, BRI 3 E &
H NSIP /8% — »Td - 72, BAL, TBLB % fT\* BALF TIZ&EH & b 1) > /S ERERL T CD4/8
I 2REBITERT LTz KL-61dWInd IEFEHBENTH - 72, T W EB NI £ 1L £ N fibrosis,
OP, organizing DAD DFT R T » 7z, EFIL 2 EGICHEAF 1o ERRBIZE L, 1EMIAT
04 MG FTWEENgELRO . [BR] 7L A~ v v HE6Icon T, fERomE
I ARTHIEMILE 721, ERPEZETRVERERIN VI ELEZONLLDEY
097 CTIEIC L ARERMVPERE L ZEZ b,

Clinical analysis of 3 cases with interstitial pneumonia induced by bleomycin.

Aya Kamada, Hiroaki Takemasa, Sakae Fujimoto, Yoshiki Ishii

Department of Pulmonary Medicine and Clinical Immunology, Dokkyo Medical University School of Medicine

RATIONALE: Bleomycin is a representative anticancer drug causing lung injury and lung fibrosis.
Generally it is often used for the cancer patients other than lung.

METHODS: We experienced three cases with bleomycin-induced interstitial pneumonia and reviewed
the clinical matters such as total dose of bleomycin, change of KL-6 level, CT findings and pathological
findings.

RESULT: Three patients developed interstitial pneumonia after combination chemotherapy containing
bleomycin in our hospital. The primary tumors were Hodgkin's disease, seminoma, yolk sac tumor,
respectively. The total dose of bleomycin used before onset was 82mg/body, 160mg/body, and 400
mg/body, respectively. The symptoms such as cough were little in all cases, and the oxygenation was
good. They were discovered by the interstitial shadow in chest CT. CT finding of 3 cases was an NSIP
pattern. BAL findings revealed lymphocytes predominance. KL-6 levels in all cases were within normal
limits. The pathological findings by TBLB were lung fibrosis, organizing pneumonia, and organizing
DAD. All of three patients were followed up after quit of bleomycin. And one patient was received
steroid therapy. All patients were improved.

CONCLUSION: Bleomycin-induced lung injury could be developed by even lower dose than that of

previously reported. Chest CT should be taken regularly to detect the onset of lung injury early.
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XU I

TUL AT IGEERIEMEE L £ U5 EN
PEAITH L. —FIIIBEIE ORI LS
ENBZENGV. SRT VAT YAFERAL
B b BEMEMEIEMNZERL, #&k5E,
KL-6 OHERE, W% ORBF R A2 DWW TRET
L7,

NRETE

WERITHEBET 2006 FEI2T LA YA Ly ERGS
NRIE MG 7 % A 0F L7z 3 ER. # N oJEFNIC
st LTS, MIEEAEEAM, S8 28 TR O REE,
BIEIZDWTEME L 7.

m R

EG 158 B
o RIEEMEE (yolk sac tumor)
F R SRR R
HIREE © R 18 FE 4 A TR oMLY, EEXS.
JEER CT LR EEIEE RS S L7z, FIEAERIET &
U yolk sac tumor & BB S 7z, ZF D720 FA LY
(bR B A I B BEWR SRS & 2 o 720 [A4F
5 H7*5 BEP i & L C BLM 30mg/body (day2,
9, 16) /VP-16 100mg/m2 (dayl-5) /CDDP 20mg/m’
(dayl-5) % 3 I — AM{T S N7z, wHEFRIE SD
THY, FE A4 2— 2B LFEEE I
JREBEVABLE B o7z, OB, BEFIERIFRIA
HesH Y, BES CT FiIRIERE 2 RO 72720 B~
fAA-S N7z, BLM O#EiE5 = 270mg TH > 7.
B &P R, . BP 120/60mmHg, HR 70bpm, BT 36.6T,
Sp0:97%, lung wheeze (—) / crackle (—), heart
murmur (—) regular, ext. . edema (—)
2 BT B . WBC 6300p] (Neu 69.9%, Eo 4.6%,
Mo 6.7%, Ly 18.6%), RBC 347 J3 /ul, Hb 11.1g/dl,
Ht 34.5 %, Plt 12.7 J /ul, AST 20 TU/l, ALT 15
IU/l, LDH 196 IU/l, ALP 202 IU/I, BUN 16mg/dl,
Cre 0.92mg/dl, Na 143mEq/l, K 4mEq/l, CI 103mEq/l,

BHERAE P05 - 7 LV F PR
* WEHHE

Glu 90mg/dl, CRP 0.25mg/dl, KL-6228U/ml, ABG
(room air) pH 7.40, PCO. 45.0Torr, PO. 104Torr,
HCOs 27.7nmol/l, Sa0: 97.9%
M-I KR BB M A © VC 3.27L, % VC 93.9%, FEVio
2.66L, FEVi¢% 83.45%, %DLCo/VA 80.5%
g R (Fig. 1) . &R Xp Tl&, A FIHEL D
MR A2 RO 7z, WECT T, BTFEZ FLIC
airspace consolidation % 5.8 organized pneumonia
iR EZEZ LN,
FAELHRTT I BALFM 4 30.9%, Neu0.7%, Ly
54.0%, Eo 13.2%, CD4/8 0.56, 7L <A v %
Fva7: DLST 3BT H o 72,
JRIRAARFT R, (Fig. 2) | TBLB T/& & L7 kAT R
T, Ja W ge & i & B 1k % 78 ¥ organizing
pneumonia DFTR. Td - 7.
DEDHERIY TLd~A Y VIl EBliEES
FEo TTVAXA Yy HESFERT TV Ko
40mg/ HFGBAME L 72, FRARAEIR, BRI IZeE
TROFEBRIFTH L.

G 2 76 5% it

% B malignant lymphoma (7K ¥ ¥ > J%) stage Il
F O MEEEEE

R PR 18 4F 1 AEsHE ) »/SEilERR,
* FFRICHRIMEANEHR A S Lz, /&) > /38
BRIV ARYF Y EE BT, ABUD R L
LT7 FY 7Y ¥1Imghbody, 74 ~A4
Tmg/body, BEEEY 7 T AT dmg/body, ¥ WV
/N v 260mg/body (- TILFEE Z 5T 4 0 — Aty
L7z, [A4E 9 BALSEEE B IS s Ak ABE L7z,
FCHBEERIZ %2 o R B H I RE1T L
7= MR CT S Tl O B H MR & R S
LR S L7z, BLM DR 5 & 13 S6mg T
&7z,

B 1RPT R, . BP 140/60mmHg, HR 86bpm, BT 37.6TC,
Sp0O297%, lung wheeze (—) / crackle (—), heart
murmur {(—), ext. edema (—)

BAS T R © WBC 480011 (Neu 62.1%, Eo 15.9%,
Mo 10.9%, Ly 10.5%), RBC 323 J3 /ul, Hb 9.9g/dl,
Ht 31.2%, Pt 17.9 J5 /ul, AST 19 TU/, ALT 14 U/,
LDH 148 IU/l, ALP 117 IU/l, BUN 16mg/dl, Cre
0.92mg/dl, Na 143mEq/l, K 4mEq/l, Cl 103mEq/l, Glu
90mg/dl, CRP 0.25mg/dl, KL-6 381U/ml
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0 CT LRBIRER Y v RER SR, 5P
BEP #% i & L T BLM 30mg/body (day2, 9, 16)
/VP-16 180mg/m® (day1-5), CDDP 36mg/m* (dayl-
5)§idT. # D 6 HIZ BEP 2 2 — A H « BLM
30mg/body (day2) /VP-16 100mg/ m? (day1-5) /
CDDP 20mg/ m? (day1-5) C, 7 A |2 BEP £ 3 O —
Z B % BLM 30mg/body (day2, 9, 16) / VP-16
130mg/body (day1-5) ~ CDDP  26mg/body (day1-5)
THATE Nz, 8 A2 4 2— AH BB TABRERE
SRR R 8 % 3R 2, W08 CT Rk & fadi
X, SRR & 7 o 72 BLM O 5-& 13 120mg
THo7e.

B {RFT A BP 130/68mmHg, HR 90bpm, BT 36.5C,
Sp0: 98%, lung wheeze (—) ./ crackle (—), heart

edema (—)

A B
=5

murmur (-), ext.
2P R © WBC 4800u1 (Neu 62.1%, Eo 15.9%,

Mo 10.9%, Ly 10.5%), RBC 323 J7 /ul, Hb 9.9g/dl,
Ht 31.2%, Plt 17.9 /5 /ul, AST 19 1U/l, ALT 14 IU/,
LDH 117 IU/I, ALP 148 IU/I, BUN 20mg/dl, Cre
1.05mg/dl, Na 141mEq/l, K 4.6mEq/l, Cl 104mEq/l,
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Glu 89mg/dl, CRP 0.1mg/dl, KL-6 296U/ml, ABG
(room air) pH 7.440, PCO: 40.7Torr, PO, 117.0 Torr,
HCO: 27.2nmol/l, Sa0: 99.3%
I AR REM AT . VC 3.47L, % VC 90.6%, FEVi0 3.20L,
FEV10% 95.55%, %DLCo/VA 69.1%
Wi (Fig5) @ B9EE Xp i, T e 1248
REF 23D, ME CT T, TEI T B 5
JE T 12 reticular shadow % 52%, NSIP % /R_Ig2-4 A Ff
REZEz b7z,
R[EHRA BAIF Tld, M ¢ 28.5%, Neu 0.7%,
Ly 65.0% Eo 5.0%, CD4/8 0.34, BALF H1!) > /SEk
& BLM % i\ 37 DLST (X% TH - /.
IRERAAET R (Fig 6) (' TBLB 12 & A BlifL ik m AT R
TUE =B FIETE AL % 2%, organizing diffuse
alveolar damage D1 % £ L 7.
DEOMEBEHERLI) T LI ~A L I2 L Bk
ELBWLEAFIEO ) ZREBE L/ Z A
FRAEE, BEE IS EERNTHD.

Fig.4 Jefl2 sEFE

EUMABE D P HRUELHIR LT A 7 0 AR v+ A5 04 FEELR S IIN 72502 AT 4 VI AFREIC T 2 BRI

5 =

TL AT AT DI E O S E R IR
20% &b, 1%VFEICED. FRERIL, BEE
HS-857450U LLEA S FZICHEML 550U B Eo
B2 7ERIOTEIT 10% & Sh b, 4@
BR L 72 3ERNE, 270mg, 56mg, 120mg &\ i
DIFEF S IR & THRIE L T 7z R 1 LIS,
HEERSIZEALEL, CTREICTER SN
bDThHHIERERTLE, PERETEREL
TH CTHREZTLEWVEBHENT, BEZBRY
BT ) BICEEL LERSSHIRL T ER S %
WORh LNz M LIE~ — 7 —Td 5 KL-
61, WFNOEFTLRELRST, REIRR
WKBUBAEHE IV D EEZ SN T2,
DLco 403 L bS8 L 13E 2 oMb ho /.
TLA AL U ERGEMICBWTIZERNIZCT
BEZTV, MEEORELY FIICHRmL, B
SHLWIEDPEETHLEEZ LN,

TULATA T L BB MK CT &
HOIRIE T IZBRE L 7oL A & S b 28, 4
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]38R L 72 3 FEFIOMES CT Br B b L L T 7,
F 77, BHEPTRIC oW T, TBLB T& & L7k
ThY, HRIEH S D DO organizing DAD, OP X
fibrosis DHTR SR SN, LR REEZEL TV,
RIS T, 7L d A vz e AL
AN T\, fFE o B 23 LT
FRZLITLIERWS N TB Y fiEEDSEICIE
FHEESLELEZ NI
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1) Sleijfer S: Bleomycin-induced pneumonitis. Chest
120: 617-24, 2001.

2) Ishii Y, Fujimoto S, Fukuda T: Gefitinib prevents
bleomycin-induced lung fibrosis in mice. Am J
Respir Crit Care Med 174: 550-556, 2006.
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2F £ BR OFH sl - NN TS
TRl HE 0 HE

121 B E S A 2% (BAR) T, BEEEOHABTZ LT AR TOLEAED bV IdEE:
DYEERSE (BAOKETE, M- AR - BRCOBEOFES &) 12X ) IRk AL 5 T e
VdhbH. WMHE - MIBERFELHS I L CHEERTRCTH 2 PUE AR %479 BICBRE T B
IR ENE 21727, KB % PDE (pigeon dropping extracts) THufE L HLINTE & EHL. #5484 1oG
TEz EAF AL 1 RBUEE TR L7z, 30803 1992 LIS R TR S BB
BEEMERi 2 74 BlD 5 5, BREERE - MEE1T) S TEZ 166, MEEEEFEE 4
%, BIFBREZ4HTHY, BEHAHEREICBWTZTY Y 79— TIUE L -RERREN
DEEZRF O BEEYUE % antigen-capture ELISA 312 THlE L 72,

BB EREE B R O IEREEEFAET R ORBICB VW TIE, BEENERE L
ZAONBMEERICHN, BEEFNRERS CHFEL TV, JUBRENE B e L2BRisis
DEFZFRRL, BREH B EEYUREHE OF % 5 L 7.

Measurement of bird-related antigen
in patients' indoor and outdoor environment

Jin Kuramochi, Yasunori Miyazaki, Koji Takayama, Yoshio Ohtani
Naohiko Inase, Yasuyuki Yoshizawa

Department of Integrated Pulmonology, Tokyo Medical and Dental University

In chronic bird-related hypersensitivity pneumonitis (HP), indirect and unrecognized antigen
exposure to the bird-related antigens including pigeons bred in neighbors and a flock of pigeons in the
park, shrine and railway station may be responsible for the development or deterioration of chronic bird-
related HP. To assess this indirect and/or unrecognized exposure, we have developed a method to detect
the amount of avian-related antigens at home and neighborhood environments. We obtained samples by
collecting air from various environments with high volume air-sampler (HV-500F) and dust samples
collected with domestic electronic vacuum cleaner in house. We performed antigen-capture ELISA
using catalyzed reporter deposition methods for the pigeon antigens. We could detect bird-related
antigens in environments of patients with bird-related HP and asymptomatic bird breeders. The bird
related antigens was not detected in environments of healthy controls without birds. This method may
be useful to avoid the antigen exposure indoors and outdoors in patients with bird-related HP and

possible patients with bird-related HP.
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Bk B B E B I 2 TIRIED BEE 272 <
ELMEABEBREDS L VIIWEREICLVRED 5
VIREALT BEBOBESEHRAINL V. £/, 18
T (280 i A A 2% Ve S B R R A & D )
HHREZEETH Y, FOBWITIZFEM 2 ETE
B2z, BE BEOBRERNEVLEETHS.
181 B R R EN A, SRIOB SRR TR
RGO E A 2 B0 56013 35% AR Y,
BAEOBHEN L OHMBREL ST TWEY
AL EE D S ORISR MR T ORBERA
TEARTTERDZEDBERBIIOBRDDHEN
M B, —7, 1B BB 5 & BT E
%, BELIRLEELZ CIIWMELRPUERETS
D REPEMEFNREONZIT) I LT,
ELIENTEEELME L TRBEWEHEICH) M
Lo TELEEZONL. T, MiHBEST
BIZBWTEFORRKNE L THE~NOHRZETH S
DO REGeIe O RN LRRICE 5 00 & &Y
%9 2 CHREROBEEGRE O ER T ML
THIEREETHSL. £2T, BEAMOKRK
CEEThOERY AL L CERETBEETEE
DWEEITo 7.

PUNE

1992 4E LR IC RN THIT S 7z BB A sk
g 74 BIFk, BREEFRE - WEEATH) LA TEL
16 Bz z, EEFEEERER 44, SEEHE
NBBEDFLVEEZONARER 4KIIOVTE

BEAER, VU IV E T o7, (tablel)

)RR

> 7 JLEREY

INAFRY 2 — AT T 75— HV-500F (S FE
FHER A ROT v EMIBME Y T AT 1
JU# — Model T60A20 110mm (EF¥ AL v 7) %

HAWTHREROLTH 7)) ¥ 7 efro7z. 3R
RRERER Y RATFRERT
*  riERFSER

Baserh B B U E D B4

Ly I 740y —Z LML, Ca, Mg A
&) VEERRE AR 15ml (2R L 6 IFMLL EEiRIZ
THE L 9 L7z, Acrodisc 25mm Syringe Filter (w/0.45
pm Supor Membrane, PALL Gelman Laboratory, Ann
Arbor, USA) 12Tl L7214, —20CIZ TIRFFL
7. F7, BENERENRREEIC TR ZE
wE FRRICERL, —20C ICTRELTZ.

MILEOEHE EE A F U ER

H1%5 4 H X XD New Zealand White rabbit {2
PDE J OB & % & @ incomplete Freund's adjuvant
% 3 Oz T (#1E . PDE300mg, 2:81% 2 [0 H
/ 538% 3 [@H : 100mg) L72. PDE & 8 :8%%,
12 384 \2 PDE (24§ B HUffii o -5 % FERRER, $1
M %I L —80C TH4F L 72. ImmunoPure
(ProteinA) IgG Purification Kit (PIERCE
Biotechnology, Inc., Rockford, USA) % F\»T IgG
5> T & ¥ 8%, — ¥ 13 Biotin Labeling Kit-NH2
(DOJINDO MOLECULAR TECHNOLOGIES, INC.,
Kumamoto, Japan) |2 CE 4 F VIE#%1T o 7.

antigen-capture ELISA

965 7 L ;b (Immulon 2HB Flat Bottom
Microtiter Plates, Thermo Labsystem, Waltham, USA)
12 Na;CO3/NaHCO; /8 v 7 7 — (pH9.6) THM L 72
SoIE R I K ONHLIILTE @ 1gG 437 100p)/well % —Hff
4°C CEMIL L. 7L — % 3 [ 0.05%Tween20
Iy RS (PBST) 12T L 0.5% BSA in
PBSTween250ul/well 12T 37C T 1EH7a v ¥ >~
7 %47y, PBSTIZCT T L — b % 3 [AREE, A%
¥ — FHIAER O 72012 L 72 PDE
(1077~ 10 2mg/ml) &MWL 72 ¥ Tz &
100ul/well A, 1B 37C CTHEELZ. 7L —
N % PBST T 6 [EIPEIF#2, 0.5% BSA &7 PBST T
HIRL 724 F VERPUR T AN 305 37C T
BEL, 5127 — % PBST T 6 [HAIEE#, HE
L7z VECTASTAIN ELITE ABC ¥ v I (Vector Lab.
Burlingame, USA) 100ul % 7 = JVIZ ANLEIRIZT
304 B & L 72. PBST T 6 [0l #t ¥ %, Catalyzed
Signal Amplification % (ELAST ELISA Amplification
System ( PerkinElmer Life Sciences, Inc. Boston,
USA)) % v CRUC DR % 4TV, 1212 PBST T
6 [AlE# 1%, o-phenylenediamine  dihydrochloride (2




FREE LG MEE O T Bl %

EIE LA 2 0 AR v+ AT a4 N

LOWIIN 7 RFN Y AT A WAL T % BRI

1 T B S I S B 2 =
BE RN MR DRSS B3 0 BBEE oD & RS B
HP 63 M L= ARG 1005 DIEFIZBNWTH, RENERSZE
64 M ECRIK Gb D BBIEHE OWE % 4T >
iy ﬁ i?ﬁﬁﬁ% VB 75 DB L, Y o
2 S BB N -
4 F  ECRAE D;:wmw%%“f%%”&%
6 F A3 1PEEN DRFRE 2. Curtis 5 D5k
2 F %ﬁ?%%ﬂﬁﬁ%&%) TRETH T v 78 (T ~ 8m’)
65 M BRI A3 7 <, direct competitive ELISA
81 M %@~7/&J%J%w%% EOLZDOBEDATHTHY , K
77 F JEICERSE DEERA~DIEHIZREE TS - 729,
65 FREICBTR Lo L, SEbivb Sl 725k
52 F o OEEICRMRE TENARY) 22— 7
61 F o REC SRR =% w22 &, %7 sandwich
0 F Avs ! S (5 ELISA, Avidin-Biotin system,

:z 15{ ;?):&;(?iijéﬁ Catalyzed Signal Amplification £ %
B b2 Eizk b, Lo X b
AB 58 F vavrAe2ETHE SERIENTE B s TB Y EEEAD

50 M B SFEENTHE - ’

34 M MWIWENF L TEHEE R L E 2 D
MR AT SHEOHRICBVTIXEOEAT
C 50 M BoWEL FdHAHADZ L, WEAFEOM
54 F  B~OBRHERL H - #EOFE - SBERHOEHO
33 M BAORERL Bz S0 AFEREOERR, BEA
32 M B~0RHERL DEE 3 5 B mE) S _ LRt

HP : hypersensitivity pneumonitis AB : asymptomatic breeder

THBEH, 490nm (& THSEE 2 HIE L7,

HERABASFOBHENEEOHZE CIEEHE
OB EE (HP B, n=6) B X OEEREE
ﬁﬁ%ﬁ(mﬁin=4)m%ﬁ%ﬁﬁ(cﬁ,n

=4) L) D ERPEHENFEEIIZ VEMIZH -
72 (K1).

KENEZRFTOBHEEFUREDOHIZE CTIEEME

WG/ (HP B, n=16) IAZITEEHE
(CHE, n=4) X)L EBENFEEEE (RS
iz, BREERESFEETERN (ABE, n=4) T
HP # & R I B RETE D L7 (K 2).

©+ control &E’ﬁﬁiéé’;aﬁﬁﬁg
DEEL GO BERE 5
iTwv, HP# - AB#f - CEIC /HE

LBl Z 7o 72, METORR, BEEBREED W

EEZONLEEE (CHE) TRERERE R
IFMHBENT 25 2 8, EREP L VLD
D, BEEBHRMEMAEER (HPH) & MERE
BEREEE (ABH) OFREMNELRB X OREFIC

BEREOBBEETESFEL TWb I LATRE
Sz, BB RN R OB W BRI -
PUR LRI TO BREVREENE ST 2 & T,
FHN LB EEOREIC R ) 25 2 L0 HifF s
N7z, S RIOME T35 BE BT 4 B 5 (Hp
FE) 2BV THIRE#EDORE ICD W CIdRE %
ToTHBLT, BRER CHEEEL 51247
hfw&wf%th?@L%ﬁotﬁbkﬁﬂm
AT o TENEENTEDY, % &0 FEAN 72 M

HET O TWFETH A,

£
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Acute exacerbation of idiopathic pulmonary fibrosis:
role of Chlamydophila pneumoniae infection as its trigger

Hiromi Tomioka !, Hironobu Iwasaki ?

1 Department of Respiratory Medicine, Kobe Nishi City Hospital
2 Department of Respiratory Medicine, Nishi-Kobe Medical Center

Aim: Some patients with idiopathic pulmonary fibrosis (IPF) experience acute exacerbation during their
clinical course. However, the actual trigger of such exacerbation remains to be elucidated.
Chlamydophila prneumoniae infection can cause exacerbation of asthma or COPD. A prospective study
was conducted to investigate the possible role of C. preumoniae infection in triggering acute
exacerbation of IPF.

Methods: The study population consisted of a consecutive series of 27 IPF patients (18 males, mean
age 71 years) who fulfilled the criteria for acute exacerbation. Sputum and blood cultures and acute
and convalescent serology for C. Preumoniae IgG and IgA (ELISA) were performed.

Results: Of the 27 study patients, 15 had a C. Preumoniae IgG index of 1.10-2.99 (positive) and 3
had a C. Pneumoniae IgG index of >2.99 (strongly positive) at presentation of acute exacerbation. In
addition, 15 subjects had a C. Pneumoniae IgA index of 1.10-2.99 (positive) and 6 subjects had a
C. Pneumoniae IgA index of >2.99 (strongly positive) . These episodes of acute exacerbation had a fatal
outcome in 15 subjects (mortality 56%) despite supportive care that included high-dose corticosteroid
therapy and oxygen supplementation. Two of the 15 subjects (13%) for whom paired sera were tested
exhibited a significant rise in antibody response (change in index of 1.90 for C. preumoniae IgG and 1.
54 for IgA, respectively) indicating either acute or reactivated infection with C. preumoniae.
Conclusions: This first prospective assessment suggests that infection with C. preumoniae can trigger
acute exacerbation of IPF.
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