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BRMEREER% (IP) nBERIZFRETH S
», BEOLFICAEECHAVGREEICALN
B2V, HEMMAIIBREREEICLS (RS
LMD Ehbh, BREEHFAENREICES
MELTWwBZ ey BEINTERY, EF
Crystal® s o &R & X fiti lg ¥ % & (Bron-
choalveolar lavage : BAL) iz & % BliEAriiie
B nREth» b, KEICBTT 2 BRENDERIT
HHERTH D Z EHRBEINT5, L L BAL
b DFHERBEMA I DG LR RE & BB BEE
THEILRESNBRBE» LZXRENL L OD,
iR BT 2RO BAECTEICEEL, §h
L SAoEBHRICEBHS S Twiwnw, —F
AL RBEEAERIEEICALN, ENHD
WA NIEDBH LN BV &, S HITHE
~OEEMEILY) > o8k, R, Mk
EOBBMBEFETH), FHERIEIBHLNY
WZ kN & h b, KARZ DORIB TR IEILEE L
Thve, - CAE P 2.0 & ¥ 2 EEMEM
RI2BT 2 HEMRGEE BAL 1o L D &R*K
L, f"fE, EEFRF&ELOBETREL 2.

x4 g

1. MRS E A B R ER B AR MEAE 2T
ZHEIC & 5 IIP D2l CHEE L 2SI N
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NP 18FITH Y, KEME L L TREME) 7
F1160, EERE 36, KE/HE2H, &5
) 72 b —FR 2 Bloit18FIn B B i (IP with
CD) EBlic oW TRET L 72, EEEREANBRE LT
I3 IEEREE 3060 BAL %47 - 72,
2. EENEERT (Table 1)
1) %5 & Fip
IIP fEBI D EERIE B4 9 B, 2tk 9 4, £z
thSE594 (434 ~422%) TH » /2. IP with CD
FEFIMER 1 B 8 I, ZHEL0B, SFEpdPR
18554 (9% ~784) TH -7z,
2) ImteERtE
IIP Tiz VC 2011+625ce (F¥gfE +1Z#{R
=), %VC68.6+£15.3%, %DLCO42.7+16.6
% & RERAEE, WEEEET 238072, 8
BRI A R 447 ¢id Pa0,77.0+18.0mm Hg,
PaC0,38.7+9.8mHg * (KEEZ ML A b
7z, IP with CD Tl% VC 1929+567cc, %VC
68.6+19.9%, FEV, ,%84+8.1%, %
DLCO46.9+20.8%, Bk it & 2 534 Tt PaO,
73.9+14.9mmHg, PaC0,36.9+4.3mmHg TH -
2.
3) FHEEMRDIEENE
FMiRFREEDBITIC i), FERNFLE%
EEIH & ISR X L7z, T2 b bAERAR
(347 RALAM) cEHEER, MIBXHFRR, i
PRE ENBATEILT 2 b0 2 IEEHAERI & L,
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Table 1 Subjects of bronchoalveolar lavage

Diagnosis No. of cases M/F Median age (yr)

I1P 18 9/9 59 (43-72)

IP with CD 18 8/10 55 (19-78)
Rheumatoid arthritis (RA) 11 - 6/5 57 (48-78)
Dermatomyositis (DM) 2 1/1 52 (39-65)
Progressive systemic scleroderma (PSS) 3 1/2 52 (40-57)
Systemic lupus erythematosus (SLE) 2 0/2 26 (19-45)

normal control 26 (24-33)

30 29/1

3HAUEZBL TL NS DIEBEOIIEL
EATL Wb 0 & IEEEERRES & L 72,
V] %

1. BAL nsEfilk

BAL i IIP 18fic #E~22[m], IP with CD 18
Bl HEE~24E T L7z, BAL D LI REX 7
7 4 /38— 2 3—7 (Olympus I-T10) # &%
¥EB4FAZB5ICBRAL, AEAEKE 11
50ml, 4 @], F200mEAL CHEL 2. BRL
TRREMIIAT YLV AB A Y 2 TRBLIZD
b, EILIC THIRARS % 78, BHRESR TS
L, May-Giemsa %17\, MBESHEEIT-
7.
2. T-cell ®RIE

T-cell iZPWTRTIXF v 7o y»—L—i2
STCIMBELFERLIERL 2. Zhic
Neuraminidase LB Y UfRMEk e 0 C 1 BeRE
incubation %, T+ | EEHR%E T-cell &
REL, TnEEFRL+EEL 2.
3. B-cell mEZE

FITC ZEi#ifit F & 7o 7)) vy uiEx Aw
ZEREENERICL )V ERENRE S 0T )
REHMIL% B-cell 2MEL, B-cell thE %R
7.
4. Ia (+) T-cell DFRIZE

Ortho ## % / 7 v+ —/ OKlal Hithz B
RERARIEERIC AL, 4°C, 307G H%
%% L, FITC i~ R ILiE & Kt 8%
FSETICREENICe 707 77— 2 RAL,
Ia positive cell lEF%2HH L, B-cell ks D
Z% Lo TEHECTHRENKBE:L L,

5. KM ') > -8k subpopulation

Conray-Ficoll & ikl T~ ) i i
&0 BEEERESBEL T, BAL ) > ke
BoFEIz TRETL 72,

51 L |

1. BAL ¥ #aHmras

IIP 226 331} 5 BAL b2 24+
0.98 %107, IP with CD 2461 T31.71+£1.2x 107
THNEEANENL 41+0.79 X 107/ 1< b~
IIP (P <0.005), IP with CD (P <0.05) &
LEFO®M%EES. TP with CD & IIP &
O HE T 1IP #° IP with CD ic b %d o 12
PHEETRhh -7,

2. BAL #+#ias

IIP 226 Cidftfa~72 7 7»—70.3+18.4
%, ) > <ERk21.0+14.6%, 1FHER5.0+5.4%,
FFEEER2 .24 3.4%, S TR AR fHIAEL.4+3.2
% Thotz., TN LBRANE T/
77—Y86.91+8.9%, 1) > 5k12.0+8.9%,
YFHhER0.8% £1.0%, IFERER0.3+0.4% TH Y,
) >ogk (P <0.001), #H#3k (P<0.01), &
Bk (P<0.02) DZNENEELBEMIRD
L7z, IP with CD 24BI T3~ 27w 77 —9
71.7+24.3%, ) > 3BR22.0+22.7%, IFrhER
3.9+4.6%, IFEEER1.913.4%, IFHEEEK - B
WEAHAR0.511.7% CERERASRIC BN, 1) »o9
B (P <0.05), #FHEk (P <0.001), {83k (P <
0.05) DEFE LHMA AL, IPwithCD &
IIP mE Tz MR FEZIRD LN
-~ 7 (Fig.1).
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Fig. 1 Comparison of differential cell counts of BAL with IIP, IP with CD and normal control. In IIP

and IP with CD, increasing of total cell counts, neutrophil, eosinophil, lymphocyte was shown,

when compared with nomal control.

3. BAL # ) > »<Ek subpopulation

IIP 1280Cix T-cell 83.4+8.7%, B-cell
5.2+3.5%, IP with CD 11#ic 8\>TiZ T-cell
87.5+5.0%, B-cell4.9+3.1%TH» Y, fEEA
*tE ) T-cell 73.6+12.9%, B-cell 8.6+5.3%
EHBETHE,NIPICBNT T-cellDEE(P <
0.02) n#Ems AL, B-cell TXEE (P<
0.05) DA H A bz, [P with CD T3 T-cell
NEFENHEM (P <0.001), B-cel nFFE (P
0.05) DESH»ALNT: (Fig. 2).
4 BAL #e Ia (+) T-cell

Ia (+) T-cell (3 IIP 6 %I Ti212.0+14.1%
XL, BERANMBT.016.0%TH ) HiEE %«
HIEETH - 72, IP with CD 6 I TIi37.6+3.4
%THNEEANBICHRZBEZALN -1

(Fig. 3).
5. ##A5l BAL ¥ Mfamia ot

1) RO FEL [IP FEEE LB T
122.06£0.91X10°TH H IIP iE&#A 8 Bl

2.55+1.09 X 10"iz lb~iE BN HIc BV TRM %K
oM A LTz, F72 IP with CD FEiEEh#A
8B TIE1.57+1.27X10°TH N IP with CD %
BhHA 8 B1132.0£1.34 X107 & {EBYARIC BN ]
rh LN,

2) BAL w9 Hlas STl IIP JEiE8HHI14
BIT~w7077—277.6£15.1%, ') > <8k
16.5+13.8%, HFH¥k3.5+4.1%, iFEEER2.2+
3.2%, HPEEEK - IEHEHNE0.2£0.6% 5L,
EBH8Bln=s 07 7—57.6+£18.8%,
> o¥ER28.8+13.2%, HFHERT.5+£6.7%, iFER
Bk2.0+3.9%, HFEEEK - MEiGMAE3.414.8%
THY, EEHC) > Bk, BFPER, STEEBR-
FEsRIE D SRS L, - /7v 77—
Y OMNB LR A Lz, IP with CD ¥
EEHA8HITIE~7 27 7—280.9+12.2%,

) > o¥8R14.1£15.9%, §F$ER4.24+5.2%, #F
BRER0.8+1.2%, FFHE 23k R #EAR0.02+0.05
%TH " IP with CD EBHI S Blic BT =7
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o~y —62.9£28.4%, ) >~ /¥ER27.9+25.9
%, IFHEk4.9+5.0%, IFER¥K3.8+5.1%, #F
FEEEK - AERHING 0 %ic BB Tix ) > o
BR, HFPER, HEEROMmME, w7uT7r—Y
DN LWL H A L7z (Table 2).

B O#

#N81.6+9.9%,4.5£3.0%ic  bRXWTNY -
HoLrhERBO L -7z, IP with CD T
JEiE EhHE 4 B T T-cell 86.9+£5.5%, B-cell
6.0£4.0%ThH D FEBH 4 BINZTNENET.2+
6.4%, 4.112. 7%, RII VAL, LER

3) BAL # ) > 78k subpopulation NKR

%ﬂ’
IIP FEiEEIRA 8 > T-cell (384.5+8.5%,
B-cell (35.5+3.8%Th ), ERIM4ANEN %)
40
(0<002) o T-cell
p <0,
I p<ooon) | * B-cell .
(p < 0.05)
(%> l > {p < 0.05) '
100~ o ®
8 t§: o _J
o
: - - 8 &
g @ 8 _zg)o_ £
«© @ © =
=] o
a o
2 ¥ - 20f
3 ° oo T
“ 50t 5
3 —
g . .
s
: ; . .
A : ° °
[ J
: . —+- .
N ¥ .
e " IP with CD normal control ° °
(n=12) (n=11) (n=27) L .
1P IP with CD normal contorol
(h=6) (n=86) (n=T7)

Fig. 2 Comparison of lymphocyte subpopula-
tion of BAL with IIP, IP with CD and
normal control. IIP and IP with CD
showed higher T-cell ratio than normal
control.

Fig. 3 Ia (+) T-cell of BAL
Only IIP showed increasing of la (+)
T-cell

Table 2 Comparison of cellular components in BALF of active and nonactive stage

Cellular IIP IP with CD
components Active Nonactive Active Nonactive
in BALF (n=18) (n=14) (n=18) (n=18)
Total cell (X107) 2.55+1.09 2.06+0.91 2.0x1.34 1.57+1.27
Differential cell
count (%)
Macrophage 57.6+18.8 77.6+15.1 62.9+28.4 80.9+12.2
Lymphocyte 28.8+13.2 16.5+13.8 27.9+25.9 14.1+15.9
Neutrophil 7.5£6.7 3.5%4.1 4.9+5.0 4.2+5.2
Eosinophil 2.0£3.9 2.2t£3.2 3.8%£5.1 0.8+£1.2
Basophil/Mast cell 3.4%£4.8 0.2+0.6 0 0.02+0.05
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Rohid -7 (Table 3a), LaLontsE
BicHE T 5 & 1P TIIIFEEIE 8 #IT T-cell
2.88+2.45X10% B-cell 0.13+0.14 X105 T&
N, IGEIHA 4 BITIRZENFN9.42+4.12 X108,
0.42+0.3X10°TH Y, IBENI TS T-cell, B-cell
¥y ALz, IP with CD Tl IEiGEIR
4|7 T-cell 1£3.60+5.62X10% B-cell %
0.28+0.45X10°TH» Y, EEHA 4 Bl E NN
5.991+6.60X10% 0.20+£0.27X108& X5 &,
EEVHAT T-cell nigmssR o507z (Table 3
b).
6. 27uA F#5r BAL HPHEIES

1) BAL #idfiagid IIP Tz x5 o4
FIEREH, HBVIIAT oS FRERINDZT
oA F (=) B (R (=) B 16fliciTbni:
BAL Ti3#Mia%2.35£1.06X10"TH N, =

Table 3 Comparison of lymphocyte subpopula-
tion in BALF of active and nonactive

stage
a)
IIP IP with CD
Lymphocyte
subpopulation ~ Active Nonactdve Active Nonactive
(n=14) (n=8) (n=4) (n=4)
T-cell (%) 81.6+9.9 84.5+8.5 87.2+6.4 86.9+5.5
B-cell (%) 4.5+3.0 5.5+3.8 4.1+2.7 6.0+4.0
b)
1P IP with CD
Lymphocyte

subpopulation Active Nonactive Active Nonactive
(n=4) (n=8) (n=14) (n=4)

T-cell (X109 9.42+4.12 2.88+2.45 5.99+6.60 3.60+5.62
B-cell (X10° 0.42+0.3 0.13+0.14 0.20%+0.27 0.28+0.45

Fu4 FEdiz BAL #47-7227 94 F(+)
B(X (+)B) 65 TIRRMIME1.94+0.73%
107 2 (+) BETeAHiL, IPwithCD T X
(—) BE9%2.24+0.98%107, & (+) H7#
1.71+1.20X10"¢ R (+) HTReLhdr» 72
DRICEBERBO LN L 72,

2) BAL Mg E iz [IP o2 (—)
BI6FT27a77—370.6+18.6%, Y >/
Bk21.0+13.9%, F 4 3k4.3+5.7%, HFEREK
2.7+£3.8%, HFIEEEK - IEMHHIE1.1+£2.9%,
2 (+) B6BITIZe7u77—69.5£21.3
%, ) >2¥ER20.9+7.6%, HFHHERG6.8+4.7%,
YFERER0.8+1.5%, AR EIR- ILHHENE2.1+£4.2
% L iFEEERkAT R (+) EETHRAMEMmERL L.
IP with CD T3z (—) #9BTersu7 7
—64.2+25.7%, 1> /Bk25.5+20.7%, IF
HER6.1+5.1%, IFERER3.7T+4.8%, IFHEEER-
MEwHEAR0.4+£0.7%, —H R (+) B7HlTC~
7a7p—y81.7+22.5%, ') > -5£15.1+23.6
%, MHEK2.6+4.1%, IFEEER0.5+0.7%, IF
AR - BIEHAE0.04+0.08%TH D X (+)
BT »o3ER, HFEK, MERBR, IHEXEIK - B
WHIREATR (=) B LN LA L Tz (Table
4).

3) A7uAf F#&5 & BAL @bl -8k

subpopulation

OP iz 2 (=) 9%l T-cell 83.9+8.5
%, B-cell 4.1+3.0%IcxL, & (+) B34
Tit T-cell 82.6+11.2%, B-cell 7.8+3.5% T
& -7z, IP withCD Ti2 2 (—) B 5 #lo T-cell

Table 4 Comparison of cellular components in BALF of steroids treated patients and not treated paients

Cellular IP with CD
components Steroid (+) Steroid (—) Steroid (+) Steroid (—)
in BALF (n=86) (n=16) (n=7) (n=9)
Total cell (X107 1.94+0.73 2.35£1.06 1.71+ 1.20 2.241+0.98
Differential cell
count (%)
Macrophage 69.5+21.3 70.6+18.6 81.7+22.5 64.2+£25.7
Lymphocyte 20.9+7.6 21.0£13.9 15.1+23.6 25.5+20.7
Neutrophil 6.81+4.7 4.3£5.7 2.6x4.1 6.1+5.1
Eosinophil 0.8+1.5 2.7+3.8 0.5+0.7 3.7+4.8
Basophil/Mast cell 2.1+4.2 1.1+2.9 0.0410.08 0.4+0.7
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88.1+5.9%, B-cell 4.5+2.5%icxtL 2 (+)
B 3BTIE T-cell 85.2+5.1%, B-cell 6.0£5.7
%THN, IIP & IPwithCD Wiy 2 (+)
BT T-cell AT Mm% EBH72,
7. KM 1) > 2Bk subpopulation

IIP 8%l T-cell 1£69.5+4.8%, B-cell i1
22.5£9.3%, IP with CD 11#Tix T-cell
68.7+8.2%, B-cell 23.6+10.2% & R AXHER
7 T-cell 66.0+9.7%, B-cell 18.9£6.0%iz
~NC T-cell, B-cell & 4L TWHFEN
ETR Loz,
8. KM Ia (+) T-cell

Ia (+) T-cell 4%1T2.7+3.6%, MHEAN
FB5.7+9.4% & 1P TRREENER D -7z,
IP with CD 7#0i35.0£5.3% T4 ) ERAN
BLERRDLUD -T2,
9. BAL ##ifamsm RIS

(Table 5)

1) 6 1EsH IP TH Y
Predonisolone 15mg/day#& 5D Rijkic BT 5
BAL FrR# e L 72. BAL W rhigMmiasz 1
EE3.9%107%*5 2 M E2.5X 10"~k &AL, M
fa=7 v 77— HEII5T.5%H 546.3%, IF
FERDHERIF12.6%556.5% & I FEL L
fz. ) »oSERILERIZ29.5% 0 546. 7% & Wm L
Tz, L L S Tl £ 21.16 X107,
1ISX107ERETH - 7=,

2) fE#1 2 i3 Predonisolone 5 1 1k #%iz &
MHEL &L, BILIEESL HIEH~H
fTLizeEZ o2 1P TH D, Mz 1mH
H0.54x107, 2@H2.6X107& 8L Tv» 3,
w707 7— Y HE394% > 553.7% L FHAIZ
WAL, iz ) o ERIERIE4.0% 5 530.9%~
EERL, EETH0.22X10%0° 51.4X10'~ &

% H

B %

BmL Tz, IFPEREEERIZ2.0% 2 54.6%,
IFERERILER Y 0 %20 50.4%, FHEERER- AL
REEEE D 0 %22 510.6%~ & T AR
H LNz,

3) #6133 RA 12 & % IP with CD 6T
# %, Predonisolone 30mg/ 51z X 1) ftikse,
WA AT RIZSEEL, HEEEIS L IEEEIRAIC
BTl EEZEZz b7, ST 1 M EL.4X
107, 2MEIE0.81 X107 & {EBEYEIC ML Tyvaiz,
M E T 1 BIHIEe 2707 7—227.1%,
Y > oER45.8%, HFHER1L.4%, BFERER14.0%,
MR R AL, 7% CH ), 2HHEIZ<7
a7 r—U82.7%, V) > o3ER17.0%, HHRBR0.2
%, HERER 0%, HEEIK-IEHMER0.1% & i
BIATY) > o<ER, HPHRER, GFERRR, SFIREEK -
e EmL Tz, ENEIcBWT Y,
BN ) Bk, IR, HEREROBMLEE
LYoy (AR

% o

IIP BEMEZ y-7 0 7)) > BLURES o
7 o, RA BT, HiHK, HmEEe
RATEERICEERR & L000, B E R TII RIEER
HOVIRBEARTRETLZ Lick N IP K
POREVBRTE B Z 957, RENRER
FrLTREREOBS M T®ENS, L
LIS EEECHEBEERRICB Y
THHBLTCELNIEEFRRTH N, IIP IFF
RE BRE LIS 2w, 1P i2 81T 555§
ThdI b, TORENAENLTRE R
BT 370 3RREMcBIT 2 REERETT 2
PEHH 5. FE BAL oBRIC & ) BN
BWTHST 285, H5vidmltERs 2
ST B2 EHMEEIC R ), 2D BAL #id )

Table 5 Changes of cellular components in BALF in the clinical course

X . Disease Total cell Macrophage Lymphocyte Neutrophil Eosinophil  Basophil/Mast cell
Case Sex Age Diagnosis A
activity  counts(x107) (%)
1 F 56 e Active 3.93 57.5 29.5 12.6 0.4 [1}
Active 2.47 46.3 46.7 6.5 0.5 0
2 F 54 1P Nonactive 0.54 94.0 4.0 2.0 0 0
Active 2.57 53.7 30.9 4.6 0.4 10.5
3 M 73 [P withCD Active 1.4 27.1 45.8 11.4 14.0 1.7
Nonactive 0.81 82.7 17.0 0.2 0 0.1
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R RS B Bl OF i RAB RGBSR o ML dk
REZ LA RBT A EXBHL2ICEINTEDY,
IIP DR A MM R E N T AR B IE
BATICHVWLN T 5,

IIP o> BAL ¥ OISR Tl R AN
ICHRBEIC B THEROHMZ B, IFPEk
BERE LTHEEIR, ) oo BRFBR L ENb
R TH - 12, BIERHC L R iFhR,
BFERER, ) > o SERAEM L Tz, TIP & BIRIR
ftio> BAL ¥ #iaEs ) e Tit IIP I B\
TR & 0 FhEROBIMHRLREEICA L
NRrEENETR LD -2, ZOKKIR
Reynolds &%, Haslam &'9, 22/ &'V R
LI L Tz, 5 IIP & BIERM &
DRIz iZ BAL BHPMBEERSICED e o722
¢ b Haslam 5'"W0#EHE&E & —B L Twiz, L
L 7c4%¢ Reynolds & 95 ko i SE#{E
ICBWT3B.3I%EEELN5.0%, B LW 8
BICHNTHEERTH 72, THRNRELIE
Bz BT 2FRHRD B WIEHHADENICEL BT &
PHEEI NI, BRI s L TR TR
D3R EEGI TIIIFHIRDHEIM L T 5 L DR
HFoay s snsg, [IP o BAL #EFiciFs
moEMT 28FI2 DT, Crystal 523 un-
known agent iZ & D BRI N HEHHAESY
ik Ner7a7p—UHRlE3 N, FhekEl
#HRF (NCF) »*EE£I N, MBATCiFhEkss
#EFE L, collagenase % ¥ NEHTREEE, X —
WR—F XA P X OMBEEREERHL T
PREZERTEE LT3, EBic IP BF
oA IC BRI RBEAERIFH N, b
% NEF DI IgG 2 C 3 DILHEH A
LY, BAL Hic b B EAEYIEEYL, i
M7 07 7— U REIC b RBEAKRHFEHS
NTwaD 2L cRERENMIR~/ v 77—
CRAEEMI B L% NCF 2EETHZ
EHRINTWBY, Zoffifdwr/n 77—l
NCF #7245 & FiciFhek% o EHEGL, #
WALBRE TEE LB & %7 5 fibronection £
DFELBEDIIN TS, L Lah s Mt
CBWTHERICEEL Ty 2RI EFHERTIE
) ok, REMBESERTH Y)Y, Mt
AR MBS & BAL HAP MRS & i34

FLL—EL 2 &R, kP ) > Bk
phenotype #* BALF #ifafmcit & —%§ 5 b
o, BEUNEREMES T3 BAL B oLk
EHARRE S BRE L AV e OBRELH B, 4H
DFHETIE BAL ) > SBROFENH E
A b 1, IIP fE6) 2 OSBRI TIT Y >3k
BRI EHDATRLEML, 351 BAL &
i) BRI ZREBIIZ A T v 4 FEIGEDZE
Lz e 8095, 1P OFEICBWTY »
PERDRTIREINDEE S HEI N, £
TKiz ) > 2%k subpopulation =2V TREI L
7.

IIP o> BAL % 1) > <R Tld T-cell Z2REA
FERT3.6%ICH<83.4% L ARICHmML T3
Diz3tL, FMEMY) > Bk CREEAIRE, 1P,
BERMCEIRZA LN h -7z, AR, HERE
PENEIND Y o ERIZBWUKMIM & BAL
2 31} % subpopulation | #8EA A LN, Fln
k) DEERRICZES D B RS E 2 bz,
LA L%d% Crystal 533 IIP @0 BAL #
1) o FRTIEY) R 4 Y EEFALAT, helper/
suppressor T-cell Hc EEH A LN WE LY,
T-cell » [IP BEEH~NEE 2 EEL, B-cell
DIRBZEHRL TV, L LErFsRO951
fEBlZ & - T T-cell diFEH LRI R LA LN &
#%L, Kladin 5222 UIP 138H 0Bk
ey b UIP Tidlamc 250
T-cell A #EEH/L, [IPIcBIT 2 Tcell®
HEEEZIHL T 5, £7/- Martha 523 ITP
DFRMMA & 7 T-cell i3 in vitro T3 HRER
BN RE HH L LT3, Hb BAL %
P NIFFERD 2V FTid helper T-cell D#ERE
s ALN, &6 T-cell P biHE NS Y
YT A AL & BREFRROETESEE S N
BERELTWD, SEBROBMTY T-cell
DD A LN, £ 72 BAL D iEHEAL T-cell
D¥EMH A NI Z &2 b, IEHEAL T-cell 25IIP
RIERFICBIT 2 —H0REI2E-> T 5 TEE
W HEI N,

[IP mfs % B8 L FREB R F L &2 D
BAL MBS IC DWW TRE L 72, 1P =8
FEF Tl FETEBIRIRE B I e~ MR S o B s
Abi, M TIZY) > oEk, Tk, 1T
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EIR- BB oRmb A Lz, Crystal 522
REFHEFA TR~/ 77—, FHERkEE
e LT, HEEER, V) oERBEMT B L HE
L, 52 SR IIP T3, 1) > EkA148.1
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Studies on the pathogenesis of idiopathic interstitial pneumonia
Part 2. Analysis of local cellular response in lungs by bronchoalveolar
lavage of patients with idiopathic interstitial pneumonia
Michio FuJita
Second Department of Internal Medicine,

Okayama University Medical School,

Okayama 700, Japan

(Director : Prof. I. Kimura)

The cellular components in lungs of idiopathic interstitial pneumonia (IIP) and interstitial
pneumonia with collagen disease (IP with CD) were examined by bronchoalveolar lavage
(BAL) to analyze the pathogenesis of IIP. The findings of BAL fluid of IIP and IP with CD
were increase of total cell count and increased percent of lymphocytes, neutrophils, eosinophils
and basophil/mast cells in comparison with the normal control. The BAL fluid of the patients
with IIP and IP with CD in active stage contained a higher proportion of Iymphocyte,
neutrophil, eosinophil and basophil/mast cell than those in a nonactive stage. Furthermore, an
increase of T-cells and Ia positive T-cells was detected in the examination of lymphocyte
subpopulation in BAL fluid of patients with IIP, while the lymphocyte subpopulation of
peripheral blood showed no significant difference. Cellular components in BAL fluid of ITP
patients treated with or without steroids were compared. Under steroid therapy a decrease of
total cell count and eosinophil was shown in BAL fluids of patients with IIP.

These findings indicate that various cells such as macrophage, lymphocyte, neutrophil,
eosinophil and basophil/mast cell in lungs play important roles in the pathogenesis of IIP and
IP with CD.



