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2B ICREX7 74 S— 2 BALAEEEEK
50mlic T 4 EIWHE L #e3% (BALF) #7187,
BALF HOERMIES R % 1T - 721%, Mla< s
w7 — % RPMI 1640353894121 X 105/mlon
BECREI Y.

FEMEEHIE® - Boyden chamber & pore
size #*8 um @ Millipore filter # vy, +%
125 X 10MEDMilE~ 27 a7 7 — 2%, TEIZ(k
FEMEYE & LT zymosan EMEILE F s %
A7z, 37°C04 R & 724 filter 2L
H L Giemsa ¥ L, Bk, @IBL 7z, JEE400
ECHEERE D20 ym DESIC F THEL TS
fe=7a7r—vnEEI0REEZ, 1HTFY
D o¥EEEEEE L.

BHARBRED . Lab-Tek chamber i1
well 505 X 104w 7 27— 2 ANTT
E3H, 7V =1l zymosan #12 T37°C30
SR 8721, Fi zymosan % MkiEigE
L, Giemsa 5% 1772, zymosan ¥ F % &
Bliwr/v 77— OEFEFERLCEE
WL

FIRANZ 4V V' — LBERIEERED | 752
Fy 7 e—VBICLINBERL 27077
— 21 X 108% TritonX-100/AMW TRM L 72
%, BEBHReMZ634:, #£EE LT,
acid phosphatase fE4HI%EI2i2 p-nitrophenyl
phosphate® %, A-galactosidase #EHERIZEI IT
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p-nitrophenly-8-D-galactoside? % Fiv» 7=, i
Refdlis 2 21304, 1209 & L, #EH405nm T
DRIELAEL, RERE B CIHEEL KD
7z.

IREE2—A—DRED | —RKHURE L TH
LeuM 3 (CD14), #i LeuM 1 (CD15), #t
HLA-DR (Beckton Dickinson ) o 3 f&#f»
BIo—CHkEHvi2. Biotin B&Hi<ew 2
H%E 7 a7) > ¥, alkaline phosphatase f54&
streptoavidin % v 7c g MM L2 6 2 4T
vy, CD14, CD15, HLA-DR#IE#RHAL T
WawIu7 =Y NETEERD I,

BEERZER, BRI L & 5 b Did Student
ttest (24N, MU/ > T4 )y 7kl k
2> ToT -7z,

& ES

1. BRENRE (£1)

BE A 8Bl & B R 6 floE sl
BlizowTBEDHE BT L 72, FEREH I
78I, BEEZTHITH -z, RS MK
NT AV —LBEREEIIREE:, ZLTHR
Bk, MRRE~—»—REREECBWT
RXEEE R LA EEEIED LN h - 72,
ZFZCTUTONRERIC BT 2REIZIEREE

%

L THEBIEMLTED (p<0.01), =7
077 —Yi372.5 £15.7% L BE AN93.0 £
5.6%cH L THEEICRA L Tz (p < 0.01).
BEEMBLICEVTH Y > BRI368.9 + 20.0
%EBENHLCERICEML (p <0.01),
27u77—Y322.2 £ 12.6% EHEICESL
Twiz(p < 0.01). —HEREEMEERL TR
1) »osER, FHREROBIMEMSR SN, A
FERBDHLN L, -T2,

3. EHRE (£3)

HnaAf F—L 2nEERSI315.2 + 15.32,
BEANL 4 1.9 THEDILE,I DL
N7z (p<0.01), F 729 EEEmLE
27.1 £ 21.8, BEHEMEARIZ145.3 £124.1%
WINLBEAICHL TEEOTESRD LN
72(p <0.05, p<0.05), L& LBE®REME
MR AIZ9.0 £ 5. 1L BEANEEN Lo T2,

x1 BESHE~7o7 VBRI E2 28

FmEE B B F
Pl 7 7.
EEK 46+1.9 5.6+6.3

RAEE (%) 29.3+7.3 23.8+7.1
Acid phosphatase (xU/10%) 1721 + 651 1895 + 993

EEREE LTI T 72, B-galactosidase (1/10%) 345 £ 172 572 % 310
L= i & 3 3 CD 1445 (%) 1.8+1.8 0.6x0.4
2. ﬂgiﬂﬂﬂ%ﬁﬁqﬂﬂﬂﬂ?ﬁ (%2) CD 158 (%) 42+2.9 3.9+18
Haf F— AN rEki325.3 £ 16.2% HLA-DR i (%) 85.1+4.8 78.8+8.8
(FE L IEHREE) S BEAD6.0 £ 6.0% Sl + AR
F 2 ABEEB 0 TE 3 M B P MR
Q,
P oo s Em (%)
B ; -7
(> 109 MEAy PRR: sFehak iRk SHEERR
® O B 8 15.8+15.1 93.0%+ 5.6 6.0% 6.0 1.0+ 1.1 0.1+0.1 0.0+0.0
*{f jj\ 18 22.7+13.2 72.5+15.7% 253+16.2% 1.6+ 4.0 0.5+0.7 0.0+0.0
L
A S 28.4+23.8 62.6+34.0 16.0 % 23.0 20.2+35.4 0.7+08 0.5+0.38
B R i
(PN 202+15.2 86.4+ 7.8 9.9+ 5.4 2.3+ 27 12+1.4 03+0.4
BRI 7 37.8+29.9 222+12.6% 68.9+20.0°  7.3+12.1 0.9+0.6 0.9+0.9
Tl + R

H@HEE a) 1 p<0.01
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Acid phosphatase

3-galactosidase

P 3 ) e [

ERE & % E K A RAEE (%) (2 U/10°) (. U/10°)
& W £ 8 4.4+ 1.9 26,4+ 9.1 1897 = 971 450 * 225
Y: fl_/ i ;’ 18 15.2 + 15.3® 37.7+£ 9.5 1377 + 1457 281 + 246
gg ﬁ it % 6 27.1+ 21.89 50.4 £11.79 872 £ 510® 471 = 294
% glﬁzﬁgfﬁ % .5 9.0 5.1 20,1+ 2.1% 968 = 668> 148 = 78%
8 B M B g2 7 145.3 £124.1?® 45.2+ 9.8® 632 = 3432 292 + 205

il R AR

4. AEEE (R3)

Had F—L 20ERHEHII37.7+ 9.5
BEAN26.4 £ 9.1l THEENTLEIRD
LNz (p<0.01), F8EREMEEMRIT
50.4 + 11.7, ISBUEIRSE245.2 + 9.85 T
NLEEACH L TEENTLE SR LN (p <
0.01, p < 0.01). LA LEBEREMZ MR
201 221 BEACKHKLTESICIETLTY
7z (p<0.05).

5 . Fa4kP acid phosphatase #&#: (¥ 3)

R M2 acid phosphatase &
13872 + 510 £ U, FEEIRMEREMEN#13968
668 uU, BEMEMKARIZ632 £ 343 pUE, W
FTNLEEEANILYT £ 971 U I THEIC
ETFLTw/z(p < 0.05 p < 0.05 p <0.05).
Fhad F—L 2cBWTH1377 + 1457 U
LIEToEmER LN, BEREERRDHLN
o 7z.

6 . Fa{k B-galactosidase E# (£ 3)

Y4 F— A7 B-galactosidase iEEIL
281 + 246 uU 2% An4as0 + 225 pU izl
THEIETL (w2 (p <0.05), FBERH
MRIE MR TL148 £ 78 U LEHEAICKL
THEEICETL TR (p<0.05), L LERE
MR 13471 £ 294 £ U, BEEMER I
292 + 205 U EWTNLEEALEN TP
7z.

7. Mlakm~— b —BHEE (F4)
CD 143 BB IR T3.7 = 1.4%

HEE#E a) - p<0.01b)p<0.05

£4 Mla~erze7r—YvoMlgRE~—r—BE
E

HLA-DR
(%)
4.6+2.1 82.4x10.2

RS CD14(%)  CD15(%)

6 16x1.6

17 1.8+2.0 10.8+7.9% 84.7% 6.3

3 2.1x15 17.9+6.9» 83.8x12.7

R 1.& 3 0.8%£0.5

B 6 3.7x1.4" 18.0+6.8Y 875+ 7.2

i+ AR 2R
THEEE a) 1 p<0.01 b) Ip<0.05

3.9+1.9 85.8x 5.2

LREADLE £ 1.6%IclLTHEEICHMLT
WAt (p < 0.05), Haaq F—zizl.8 +
2.0%, HREMEMRIZ2.1+1.5%, BEK
MR 2120.8 £ 0.5% TNy EEAL
Ehiledr - 72, CD 15/ HEMRIE Y v 4 F—2
ZT10.8 + 7.9%, REEEME MK TI7.9 £
6.9%, BEMEMIES T18.0 £ 6.8% &I
BEANL6 2. 1%L TEEICHEML T
72 55(p < 0.01, p <0.05 p<0.01), BESR
PERVE MR #5133.9 £ 1.9% &8 A L Ehde
- 72. HLA-DR BiE#baizyaf F—2 2
84.7 £ 6.3%, FFREMEMEEMNKS83.8 £12.7
%, MBIFRIMERIE IR %85.8 +5.2%, BEE
Wil 4875 + 7.2% & WTHOBERTLEEA
782.4 + 10.2%IC L TED e dr o 72,
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HFad F—r Anffic Bl %8I3, 40
FTEIT) > BRE B IBTA9TH R, helper/
inducer T MlaDHi~NEEHE &, HiEL, Inter-
leukin-2EH:, 43D TLHER £ 9 alveolitis
TFELE LD BN TE D = 1 5 nEEE
Potnag b—vaffiicBniers/a7y—
it & B T-cell ~\OHFIRREEDTLES B I
3. —HAAENRERIIFIETH o8 R MNaR
FRELPEBRL T 28 EEARS SEMED
RIEREARIZ BER - = 707 7 — R TH B
LEZLNTWE, ZZTCInbifieru7y
—COBBERETENT LI LIIRENHREL,
BLHIcFHBRE2EIDLCEETHLEEZ LN
5.

Fx OFETIE, a4 F— 2anlfila<
7a7r—=vicBwTiEl BERELT
#EHR LN, FICIRA S Uz RE o ME
DlzHIZFmMF & )RR BREko g1 B 215
ehic BERIITTEL B0, HEYENONE
DIEDICHBEOTEFRLNDLLNEEZ L
na, fifgero7r—S0KERT 4V~
LB TH B p-galactosidase FHHENET A
& & #1, acid phosphatase {&HiI2 DV TLIET
DIEMHRRSH LNz, ZNREE L TIEEM M
BIRDETH54 VYV —LBREE ML 7
07 7 —YDFNTH L THEMPITARNZ &5 571,
Ha4 F—3 Rl BRI~ DEN B
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x %

Helper T-cell ~?#E~%179 HLA-DR &
Hez7u7r—iF, Yad F—L 2B
THmMIED sNL -7z, L LEED~
7u7r—UHE 1% o HLA Class 1T
BEORBEERIEHNL T2 EnHBEOLHN, —
FTRIRERHRHAEN T35 HLA-DR HiEEI AT
LY ILERREEE KT 2 0T (7 bic
Bt 3 HE#ERICIE HLA-DR X D 3 HLA-DQ
PEET L ENHELH Y, HLA-DR BiEM
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— R R E A& & ERRAr R 2
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V—LBRBEENMET A LN, EUERE Mg
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U7 P —CRENDL I —5HET S EH
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BRECEMBRIZY LA F—2 X AL
ICRHFEZ R T 2RBETH 525, Mlgwrw
77— PHERRICB YT LBAREALL 2 EmL A
Lz, L LAEEEED UL & IR acid phos-
phatase {EHENK T, BEERBRICBWT
I NEBEFICRH oz, Bic CD 148 L7 CD
5kt~ 7 07 7 — D ESROBENY L 0 EE
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Studies on alveolar macrophage function in interstitial lung disease
Part 1. Abnormalities of alveolar macrophage functions
Shigee Hosoya
Second Department of Internal Medicine,

Okayama University Medical School,

Okayama 700, Japan
(Director : Prof. 1. Kimura)

Interstitial lung diseases comprise a heterogeneous group of disorders that are character-
ized by the chronic accumulation of inflammatory and immune effector cells within the alveoli,
where they produce alveolitis, granulomas, or fibrosis. To investigate the pathogenesis of
these diseases, the fucntions of alveolar macrophages recovered from bronchoalveolar lavage
were evaluated in patients with interstitial lung disease in comparison to healthy controls.
Thirty six patients were investigated : 18 with sarcoidosis, 6 with idiopathic interstitial
pneumonia (IIP), 5 with interstitial pneumonia associated with collagen vascular disease
(IP-CVD), and 7 with hypersensitivity pneumonitis (HP). Both the chemotactic and
phagocytic indices were significantly higher in the patients with sarcoidosis, IIP, and HP than
in the healthy subjects. However, the patients with IP-CVD had a lower phagocytic index than
the normal subjects. Acid phosphatase activity was lower in patients with IIP, IP-CVD, and
HP compared with the healthy subjects, while beta-galactosidase activity was lower in
patients with sarcoidosis and IP-CVD compared with the normal controls. Analysis of surface
markers showed that CD15-positive macrophages were increased in patients with sarcoidosis,
IIP, and HP, but there were no differences in CD14- and HLA-DR-positive macrophages in
these patients when compared to the healthy subjects.

These findings indicate that the recruitment of peripheral blood monocytes to the lungs is
increased in patients with sarcoidesis, IIP, and HP. Alveolar macrophages may play an

important role in the pathogenesis of intersitial lung disease.



