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2% L, MBTLVAX-—REDESH»EZ LU
Tw3, —F, AECIIREERENRETC B
WTHZFEEMBE S+ 2L, [EMiaskEsEk
bronchoalveolar lavage (BAL) i2 & 2/R5FT
X BAL# (BALF) sy & 3Kic) »os
BRICEEAR?, REFEICT 5 ) 7SRk K
IBHETEM LB LN L L, [VET L LX—
KB LBHLNTE, —F, LEHK
B ICBVTH, ERILERAIZ LD L
TLIRET R LIRELT, EZMICIIER
RIS H 2 MERMERERE & LICIVRET L L
XF—IGDIHIFrBEREELEZ LT3, Ly
LZed's, HEIRAK & 5 BERN, 5l &H<
PURIRAIC & 2@ B J 4 0 3 7 BE T
KRR S Tid v, £2°C, €LEY M F
HAWTEBXMEIDEEHKE TH 5 Mi-
cropolyspora faeni (Mf) I & 2 EBAEEE
Wil e L, PR aRiT#T2 ) &L
biz, #bftio BAL 2474V, MRANC B
LHEMRE, BEE (M) cxdd 5 Y v o35k
DI DWW T ORE 21T » 72,
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1. EBTTLVO/ER
1) MEDIER

(1) PEE L T3 Mf (B#k KCC A-0099)
% F\vC, brain heart infusion WA&EH (5
BF) 12 TS0Cl4H MiREEEFEIC L VB L,
10,000 G i= C604rfim it L ik & 408 L 7z, [\l
L 72 E RIS FRERIC TR L % 4 B YR
L 72# Cell homogenizer (Buhler) | CHEEE,
BRAEELEE L MI BUR & L7z,

(2) BREMBREAEIZ Mf H N AR &
Y KR (10mg/ml) % & Complete
Freund Adjuvant (CFA) &iE&L, ==Ly
arELizbnERAVE. BRERSHRIIME
#E o PBS 2R (5mg/ml) ZEMAL 7.

(3) ) o ERNFE(CBOCEINE BRI, Mf
HIR % 10mg/ml > ¥ T0.1% &I K i3 L
4 °C 4SRRI R 1%, 4,000G 12 T304 HIE L
L Bis % §kiz T 4 OREN, Lowly 35 CER
BEFAZE L RPMI-164012 T 1 mg/mlic 5% L
FHw7z,

2) EBREY

N—rL—FRMlEENLE Y b, KE250~3008
ZHW,

3) RIERE

7 BRI BB ME #1R0. lml 2 BLE
F EERET 5 4B (310.5ml/IE) i 4 BT
2 B#%E L7, BREREIZ Nembutal 5mg/
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ke. BW EIERRS 2 & ) BREE, BENEEE

27G) T TREMCREZERNL, BRER
5 Mf 5RO dml/TC%2 AL 72, 78, B5E
PFURF v L > D2 0WT L IBRFRERE » Rk
LTAT % -7z,
4) % group NREAEB L UF v L > Pk

group DI FEBIELMEF v L > U L 7%
O VRMENBRE L L, group @i CFA B
IR RN ANEE, group @i Mf #iE +CFA
BERIENANE. group DIZFHERIER T
bTHEF v L > P DADE, group ®iz CFA
B BIER 1 MRS » L > 2, group ®
i Mf $UR+CFA &R BWER | RFEF + L
U LREELR, %72, group DI RE
24T7% T, group @l CFA B iR i R iEL,
HEF L > U % 1 BMRTSREE 78Ik
- TAT7% -7z (Table 1).
2 . LREBUR

ENEy FMLEFOBETEOKENS BAL i
TEACEZR L DML 72 niE T, Mf #5538 -iF
#HE & L T Ouchterlony iz T4 - 72,
3 . BiR Ak BOG et

RS v L > P 24T - 72 group Tl F+ L
> 1HAM%IC, 1T b % group TIIERER
e 58M%ic BAL #MiATL 72, BAL 13
Nembutal FrEET - Blg# 0EFRIIC & 1 b
B, GRS LEMMIc CEEREX
R L 72k, Al £ AL K10mlic T 5 H,
FH50mliz T L1T% - 72. BALF Fofiias
i3 BALF %#1,500G 5 7M=L L, BMmigs
PEETDEHICHBERGERTA F 7RI

Table 1 & group DEEAE, Fr L > PHE

group 2 FrlL T
@ — —
® CFA -
©) Mf + CFA -
@ - Mf 1
® CFA Mf 1
® Mf + CFA Mf 1
@ - Mf 8 [E
CFA Mf 8 @

R

&Pk L, May-Giemsa $efa#%, 1,0000% i TReE
L7z,
4. Mf BRIZ & 3 ) > <BREEILR G

Mf FURIC AT 5 ) > BREEAL RIS, 10%
FCS jm RPMI 1640ic T ") > »<Ek %1 X 10%/mlic
L, HE (BREAEREIOLE/m) Bk
5% CO.1=T37°C 6 BHREEE L H-TdR Dup-
take 7> & DL TR % Fiv» Stimulation Index (S.
L) #3ke>7z. %72, PHA o0t 2 RS H,
PHA (304 & /ml) IINERBD&LEC 4 B RIS
#EL S. Lekoiz,
BUREE M *H-TdR uptake (dpm)
PURIEAR I *H-TdR uptake (dpm)
5. WRZEDBRBERRET

I OMBFEIRENT, KREXMH L N30
% R ) B ER AR & A E S,
Hematoxylin-Eosin ZefafZ7 % 1ER% L 400412
THREEL 72,
1) AFEWRER, SREBEHCHFEL2RED
L WiRE % score 0, E&E200umUT DAFE
#score 1, ZNLULDHZEE# score 2 & L,
1 BARFDELREF TN score DEE 21001087 4
Diz#E L granuloma score & L 72, (Fig. 1)
2) KRE#IZ, EH % score 0, BED
HIREH 5 N IBENIIBOILE% score 1,
PEEOMIERE L BEDIBNIEE % score
2, BEOMIRE L EHLMBOEE% score
3 &L 1 BER DLt E ) score DAF #1008
P N 2B L alveolitis score & L7 (Fig.
2).
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1. MEERIZ BT 2 %5t

MmiEFEERIZ Mf HUE+CFA # e
#4T% - 72 group Q@ THRMETH » 7225, KL
BN group @, CFA BMBENAD
group @, LR F + L > ¥ 1 DA group @,
B & CFA BEBERTIREF x> Y 1ED
A7 group ®TIIEMETH - 72, 7z, HURF
LY P EERNIEL T group D®iz BT,
b oL e CFA BIE# 1T bk h - 72 group
@TIFIBERRIZED S N d - 7245, CFA B
IERIE%# 1T » 72 group @ TIEHIEF + L
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> VRRAEH 4 B TR0 BB &
nr.,

2. MinkFEnRs (Fig. 3)

1) &EIZ BT 2o granuloma score T
R L-AFEEREORE R, ROENBE
group (D3.7+1.6, CFA HIEKEBAED AN
group @6.9+2.5, Mf PR +CFARZR EIED
A0 group @4.1+1.1, BERBMEZ 1T b TH
BEFxL>21RNDAD group@D4.3+2.6& 1
TNLBBFNLELIBRETERTD LN
hote. —H, Mf UR+CFARREB/ERICIT
BFxr 2% 1 HfT4h -7z group®Ti329.6+
6.3& @\ score Th ) AZFEMERELITHLN
7z. 72 CFA BRMERERYEEHE S v L ¥
% 1 [4T7% - 7z group ®T granuloma score
1315.9£5.6 &, group D@D & Lk L =& T
b o 1258, Mf HUR +CFA & & B&IED group ®
B L IRMETH -7z, F72, BIRFrL >
CEBNERLIHETRENBIEZIT b -
72 group @ T60.3+14.9, H 6oL CFA E
WEEBEY TS - 72 group @ T42.3+14.5%
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2) & group DIARADTEE#% alveolitis score

CTERLRZEDA, BRFrLV P ETELLR

= 7z group Q@@ B & i BIEZTHTHE
Fx b P % 1E45% - 72 group DTit, &4
11.7£2.3, 8.5+2.6, 11.7+3.7, 18.5+£5.8&
BETH-7., —F, Mf HE+CFA BEK
EBIBEF v L > 2% 1 BfT% -7 group ®T
13112.7+17.1% CFA BER BRIERTEF +
LY 1T - 72 group ®30.9+4.8%
WEL L THH LIV BRRI RS 5 iz,

MEF L > D2 N KL 72 group Tid, CFA
BRERBYER 1T - 72 group @ TI1394.3+
29.8%, {72 - 72 group DN57.1£10.9
R L, &0 EWIERAIERD L,

3) BALIC k aBfEELE 5 F HRATHIEOR

&

(1) BALF F#Miasis, MEF L%
T bt -7z gronp QR TEENEN, 4.2+
0.7%x10% 5.3+1.2X10% 6.1+1.0X10%% 7,
BERBELZTOLIMEF vV Y 1 MOARITE

P

N B
T.score 2 . 'Qg??
/ P RS NG

Fig. 1 MfHEOBIERICBSEF » L > ¥ #4T0 WER L2 ENEy PBRIEMELL T BT 5 i
B4 Tt &2 EE200umb FOREME (score 1) & EE200umbl ko PIFIE (score 2) #@HTC

w5, (HE ZfafEAR x400)
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-7z group @O T, £45.1+0.2X105, 6.2+
1.0X10°: N b EERDOLD - 72, —F, Mf
HUR+CFA BRERIERTEF L > 2% 1 BYT
-7z group ®TI39.8+1.4X105TH Y, group
QLB L TLRMEENEE LEmrTH &
niz. —H, BEF>Vv P 2BRIELET
2, Ho5h Lo CFA BMBRERELZITL -7
group @T38.7+15.4X 108k, 7% » T\
group @D7.0+1.1X 1082 Hik Ui i sk en
emMAES Lz (Table 2),

(2) BALF ®ffifa) > - Bk &3 group @
9.3+1.6%, group ©9.3+0.9%, group @
12.5+2.8%, group @8.4+1.3%, group ®
11.5+1.2%, group ©23.1%1.7%, group @
18.5+1.6%, group ®18.2+3.0% &, HIEF

3 5 ’
score 0) i

%fv*?@'

R

XL > ¥ EThLdh -7 group D~Q R, Mf
BIR+CFA BRERBIER T bTHREF LY
% 1 [E4T% - 72 group @® T ) > Bk A
BN EED S h - 7288, MEHE+CFA &
BRAER T L RIHEF v v P % 1 HTE
- 7z group ®@ TR EEL I >/ SERIED A
B> LMz, —F, group DO TIIPEEN
mice &FE -7,

(3) V) roEREHUC DN T L FEIBEOREF L
722 Z 5 group Q@BD® Tid ) v/ FREHK N
BINLERS LN h» - 1245, group ®D®Tit
BEL) v BREH oM RS sz (Fig.
4).

4) FRAETY > o s3Ro BOGE O HET
BALF ) > »<3ko) Mf HLRIC 5 2 2hE4b

Fig. 2 Fig. 1 &R LCERL il 81 22 DRENRBRGEE2RT. TVE Y F OEE LM
# (score 0), BENHEERED L VIZBRENIEBNILE (score 1), HRENMIEE L EENNK

FOIEE (score 2),

BEE MR & EHLRBORE (score 3). (HE #iiEhR x400)
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®Tit, S. LA#%%0.80+0.13, 0.90+0.07,
0.8240.12, 1.03+0.12+ AETH - 7227, %
DR LEEF v L > 2 24T7% - 72 group D®T
13 8. 1.%%1.20+0.28, 1.58+0.38 & iR >
2 EROPUFIZ I 2 RGHE D FUHE DRI 22 555
BHLNI, —F, B b L M HE+CFA
B RAER L7 group @Tid, S. 1.23.97+1.02
ERWRIEHERL 28, 1 EHRESF v >
#1477 - 72 group ®TI121.80+0.29TH Y,
RF v > PRIOREICHEL T 2 group DL 1
BLIES vV > P8I > SRk UG O
THRES LT,

FERic e L 72 PHA (oxf4 2 BALF 1)
2RO IGEALE L S. LT, group D2.06+
0.37, group @2.67+0.61, group ®2.21+
0.36, group @2.11+0.40, group ®1.80+
0.66, group ®3.42+0.68, group D1.52+0.19
tgroup O~QTRABLZEZBD LN -
727, CFA B IRiER Mf SRR REmR
YERMENDIRL 72 group @ Tl 5.41+1.65: %
B RGN TUHED R bz (Fig. 5).

5. Raf@4s & BALF vh ) > o eBk b
HEF vV > Y £1T4 - 72 group D~@ic B

Flg 3 %-group ‘:Bl-}—éﬂfﬁl%ﬂﬁqjy Pﬁ?ﬂtﬁ‘lﬁ%ﬁ% lﬂf, BALF EF‘ ]) 7""£kkb$& alveolitis score
& MR A NIRE % £ 4 score THRL THB ) e s - N .
Lf:. W%E‘[&fﬁ%@:owfti CFA & ’Cib?‘;ﬂ@lﬁ%x@&ﬁt mggl__%*ﬁﬁj‘l,ﬂ_ &z
e D B\ I RALE T MIIEAZENE 5, r=0.74, 1 LU T OBBRECHEELIENHE
L7z group 7, 8IZ@|E, KwWwT Mf+ B 252 e 5 1, BALF o) > o3k Mo s
CFA FfEt21E Mf WAF»L 20 fs o N

Iveolitis & TWwa 7z
growp 6 CHREELBHLOL, Wk O cols OREERRL TR EHZ LN
Z@ group 6 TELEC, KW T group (Fig. 6).

8, TOMRICED LN,
Table 2 % group ¢ BAL D#IK4 ¥
group MBS (X 109) M¢ (%) y (%) Nt (%) o (%)
) 4.2 +0.7 79.0x£2.6 9.3%£1.6 4.7+1.3 6.7 1.3
@ 5.3+ 1.2 76.3 £ 3.1 9.3x0.6 5.7x1.9 8.8£3.1
©) 6.1+1.0 78.0 £ 3.8 12.5+ 2.8 3.5%t1.3 6.0£0.4
@ 5.1+0.2 79.1+ 3.5 8.4+1.3 8.5+1.8 6.5+1.1
® 6.2+1.0 64.0 = 4.5 11.5+1.2 6.6 0.9 18.0+4.8
9.8+ 1.4 53.5 £ 3.4 23.1x1.7 7.4x£2.2 16.0+2.8
@ 7.1x1.1 35.2 £ 8.6 18.5t1.6 22.3%£7.3 24.0 6.0
38.7+15.4 49.6 6.5 18.2+£3.0 26.5 9.3 5.6£2.9
mean £ SEM
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6. laf@# & BALF ) > <8k Mf #iFic

95 RO

FIfkiC group @~@ic W, S.LTEL®
BALF #) > <3k Mf SRS 5 i &,
alveolitis score T L 2R ANEE & HEsE
EREILAEZ A, r=0.54, 1 BT omkE
THELZEOHEBE»ESH 5N, BALFH1) e
FROFERBURICHT 2 UGN TULHESS, alveolitis
DRREERRBL T EE2 s/ (Fig. 7).
7. AZFESE BALF ) >/ sBRo HaER Ufic

Mf B 33 2 /st '

EEiz group D~@I2H T granuloma
score TR L 72 WFBEMBENTEE + BALF
B vomkiER e, S LTtk L 72 BALF #
) 3Bk ME SRS AT 2 BOGH & HEFE %
BETL72E2 5, HRr=0.48, r=0.27&n
TNLEEOHERERES bk -7z,

PPZas:3:7:-

q

20F mean + SEM

1“’@@@@&@

group

* P <0.05

PP

(% 109 *
6 —P

mean + SEM

—_ N W &
T

’A%ﬁ%ﬁﬂﬁ
@ @ ® @ ® ® @ ®

aroup * P < 0.05

Fig. 4 #& group 281+ 2 BAL #H) > Bkl
Y ) o EREJFRT. ) BRI
Mf +CFA TEfE#% 1 | MfBRAF v 1L >
|7z group 6 THEICE, ERTIIF
group ¥ic CFA DAREIERD BTk
MET Mf BAF L UasENELL

group 7, S CHERICRETH 7.

% 2

EBRIAREIER I BT 5, MRTOIVE
TUAX—FGcBE L TREERERMC & 205
fa~7a 77— OEERERIGORE, i
f) > o<t ) > - SERO R BREUFIC I 5 4h351b
BB DRRETD, Bl ) > 7 SBROES B b\ idHhER
NI, FEMEIZHT 2 0B LCERR
Fr) > ROBIEBIC BT A RET R T o 1o EY
HY, KEk, AFEEMRESMmOEES
WA REBRET L 2 BEYDALNS. L Lid*
& HRRT Y - EROEYER & ABREFHIRT R 2wt
BET L - L, 46, 'Ly R
WTREMENERTEN 1 >TH 5 Mf 28

MEFURIC XS 3 RS
(s.1) lk
40
. mean + SEM
3.0
201

t.o-’:“j !—LH-L’

® @ ® ® @ ®

aroup * P < 0.05

PHAICXIT B b
(8.1)

6.0
mean + SEM
401
i ’_‘_’ ’J_’ ’J_’ ’_I_’
(D @

@
* P <0.05

group

Fig. 5 % group 23+ % BAL #) > ko
Mf ftRE e PHA Iof¥ 2 BUBHE# R
L7z, Mf #EIx$ 2k M+
CFA TRAEL 72D AD group 3 THEIR
<, K\ TMf + CFA TE4E% 1 [\ Mf
B AF x> ¥ L7z group 6 TEVRIGHE
#mL 7. PHA I3 3 KB CFA @
AREEIE M RAF v L > D REDIRL
group 8 THEICEMETH - 72,
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B L - EBRERREi L 2 EE L, Hoi
HEMFT R EMBATY >~ SEROBEIC B L TR
HEiTh - 7.
MHPRRE TIE, KRR AP R RE
BOIRTF % v > P #21T% - 72 group T D iH<
oo, FRECEYCIOBRICEEREI
N BBV ILEEEAHBL, BALIcE D EL N
7-BRATY >k FERIC S L TlRRR R
BB L B eE»RBd oz sk
TaRRR DRI (3 Ui SRR D 38 - e
REED LB EEZ Lz,

—7F, AFEEMRE ORI 5008
BEAEICL 2BRERBER2IT b THEF v L

(%)

w
=]
T

(<)
=]
T

=]
T

=
T

Lymphocyte percentage in BALF

0 50 100 150

alveolitis score

Fig. 6 Mf HUEIRAF v L > ¥ £4T7% - 72 group
4~8%—3L ¢, BAL #aph ) > o <BR HeE
& alveolitis score NHEBIZRET L 2. W
BEICIHIFELEAE (P <0.01) DN
MHEAHFEET L Z LRI NI,
(S1)
4.0 *
3.0F
2.0

0 50 100 150

alveolitis score

Fig. 7 Mf $iFRRAF ~ L >~ ¥ %4T% - 7= group
4~ 8 %—¥#EL T BAL #H ) > gkod Mf
R IoH$ 5 K (S1) & alveolitis
score DFHBIZRRET L /2. AR I3 HE
2 FEE (P <0.01) HENHEEI#EH L
nirz.

PRI group iz BWTHELESHLN
Rz ELD, BRI SIS KB LIS M 3
BT B AR TE LR O i L B9k
YRIYRIEHBES L 2 WREMEDE 2 L,

F72, WMBATY) v RO TIIBERICH
BERAEZ 1T - 72 group T, MUEF v L > UHT
iZ BALF H) > 7 SBROFRIC 1 5 ST
RHLN, BERENLTHLIFATY > 8k
PRMAEIN D Z &AL & o 72, BREHLERK
EERHEF v L2 1EfTR) Z Xk D
JBRTY > EBREH R U HE OB S 1,
BURBARIGIC & NV EEEN DR N AT 4 =
— =AU R L ) BRI ot
BROBATLIZ EEZ b, —F, iBEF ¥ L
>z k) BALF Y o SBROBUERIC T 5 K
MG L, PHA 1S53 2 RUGHED T
FRAERIEE L UREF v L > PRIBICBWT
FELELEZRELWI L LY, HEEERY
7'V H— T-cell DFEMHEALA & DIMHIEFiz &
3 ) 2 FRO BT 9% R F v L > DI
L NEL ARSI HEINGE, —H, B
BB ERIIC BALF 1) > <S5k fpRIic o
T HIFEALIGOTULE V19D S STV B,
LidisT, SENEKIFE L EELEY F D
BELLTELZ B, ERETNEERENE
Bl BT EHWENZEIC L 2L 0P BICHRETT 5
BN H B,

ENEY PEBRETNIEITE BALFRRR &
MBENFFRON LTI, BEAORE &
BALF H1) >8R IbEE L 1f BALF H1) >3
BROFEIIFICHNT 2 K nBicFELE
DB HEES 51N, BALF FrRI3MBAT O HE
PLORBLTWB EEZ LI, —F, AF
B & BALF ) »oo8kHER, BALF &)
> SEROFERBURIC 3T 2 R I (2 A8E8
WALNLr -7, BMEELIIRL) AFER
Bz i3 ) o ERDADRE Tl 2 DRER L &
2 BIZIEAFS4TH D, macrophage-monocyte
ROFEHIC DT LBETT 2 LB H L5, LB
bz, 72, 50086 CFA iRk REE
%, HMEFrL O EBR)RL ETIIMIBIL
MFiikn BB EEDH D & & L ICEENHEER
RE#RBHZ & & D, CFA 2R 5EIC#%
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SINTHBUCH T PR EE 2T T 2 & &
b2, Mf R OISR RIEER 2 LML~
TTREMEDSE 2 L7z,

BECEIE R ORI IR B RBURIC N L CE
Ho R I IR REOR B ICBER LT
WBIZEDWEXANTEY, EBREBHMEM
BRDEKIC B W TR Z DB BIEREL B 5
72HRBILIE®, PR T 7 3 217, Mf #8238 LiF'®
FT AR P R REL, BMER IR
HEZRBREEF V> T52 210N ERL
TeMEPE{ALNSE, —F, BIEBELERE
F oL PRI LI VERMRIKRE
ICBERT 5 & DBEY L BTV 5192020 4n)
OB T BEEBLUTRNBERE2SOMIE
BEHREE L CHWRZ 2L, 5200
RERREL 2B ClE M IhMEBUR ) B & 2Rz
WA Y > - FROBERFURIC IS 5 G HETTHE
HEDLN, HEFr L It VERELLA
FIEMIIRE % £ - 72 B 7o BRI R 0
FRRT R s iz, 72, BEEREE
FTlhbhhsBlreBnwlidiEFrLrrv%
MNETZEICED, HER AFEERES
LU BALF fhifmiass & v°Y) o SRR
meEEHRE. L Lid s, nEFORERE
SRR PR ST BB o SRS
THEBBRETHY, b LOHERIIIERE
PITh L WA, MiEE- TR RER
RIS Th -7, &5z, CFA Bk iRt
CBYWTREEF» L P2ENERTIEICL
N iEPICERAEKO MBR, AL ILEHRL, T
BEN, SLICRETIEMHBIBYTEEN
MaRA s L UCASEERE SRS, BALF D
Baiags L) o sREnERLZEmME & D
i BALF ) > SBROFURIC ST 5 IEHENTT
EHRRH LT,

oz, EFZBWTLRERDEE
(RN EBIC HIUTE D R LAFEEBAT S
DA TER I BEEML S RES 57 REHEL
SFEHL b oo EEZ b, i, fEkoDET

X

b

A LN 8D BRUBRSEIRER S & 2
MM ROER LR T L2 e TE, LD
BEEHERIC L DEVWETLEEZ LN, 4
BRBERBERORELFET 5 L TCERTH
pEEZONI, LPLEISL, EMoBWT
CFA I2#H 4§ % 58 ROMBE FH4T 413448
BEIZRET 2 0B H 5, ‘

&

1. A€y Mo M BEREZ BRERST
5 ric k) KbRAk r WEFIE R ) EREBH
MR ET NV EERT 52 LHTE T,

2 . EBSBEEMBRRLRY OEME L LT, Mf
YR +CFA BREREBICHEF » L %17
7, CFA B RIEEHE D RLEEF v L >
TETBERENH .

3. RBENEE L, BALF o)) s sBRIbER,
BALF th) > SBROFRICH$ 5 B & DM
ICEQMHBEL RO LN, L L edh s WEFE
R &, BALF o)) > o<3kikE, BALFH )
v SBROPUFICN T 5 KIGHE & DBEICIZAEE L
AERERERIZ RS b - 72,

4 . BALF f) >S5RS BEHRICH T 5 G
HIIBERREREEC L N TT#EL, 1 EHOAER
FrL VIt WVETERLA —F4, PHAC
45 RS PURRAERT S L UHRF v v
CURIEICBWTEIZ T h - 72,

5. b MzBiT 5 EHERERL & N, EAE
v b DEBREGBEERBI I BT 3 G
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Hypersensitivity pneumonitis is well known as an allergic respiratory disease although the
exact pathogenesis is still in controversy. An experimental animal model was established with
Micropolyspora faeni (Mf) as the antigen, and the various immunological mechanisms were
evaluated. Transtracheal challange of Mf antigen in guinea pigs sensitized with Mf antigen
showed granulomatous pneumonitis compatible with hypersensitivity pneumonitis in humans
including the precipitating antibody. The cellular responses in the lungs of animal model was
examined with bronchoalveolar lavage (BAL) and the increase of total cell count and
lymphocyte percentage were shown to correlate with the degree of alveolitis. Lymphocytes in
BAL fluid of sensitized guinea pigs were shown to respond to Mf antigen specifically.

Several characteristics of hypersensitivity pneumonitis were clearly shown in this animal
model. Although the actual pathogenesis in humans is still obscure, this model could be useful

in the evaluation of the patients with hypersensitivity pneumonitis.



