(K4 10-25)

R 10-15: fEGI 3: HCRAEMEMIEDLE (APAP) .

@10

Bar= 12 mm

REMER B E A AE (APAP) . SAEIAYRG
. BT (@SR R R PR
R TUEA E & DR E B AE (PAP) Db
E’&Eéo C DIEFIDRMARUEL MBS
R RMRMEMEM (nonspecific interstitial
pneumonia, cellular and fibrosing) (NSIP-2)
pattern &§F L 7= (HE £, x1).

R 12. BCREM%MRERDLE (APAP) . S EH956
ERBRE  BHEBRYELCLREREMRRE
(Nonspecific interstitial pneumonia,
cellular and fibrosing pattern) Z 4> fEHI
FMSEAIZ 0. 2 microns ADIFEEMEHAERRIR
& 2-7 microns B8 lipid clefts &8
SHERD, MAECIZY >/ Bk R
SHEMILFEEICLBRESL 2 Bila L
%R % (HE 3£, x40),

il

R
" ki
) Bz
# 57

SERIRGERIRE & 5 FROBTRMATR -

5] =
E#ﬁﬁﬂi:
tMEMMRBE (
pneumonia, cellula
t*ﬁiﬂﬁiﬁ
B3 (HE @6, x1).

(APAP) . 4+ElH9AH
[CESA IR MEARUE
ic interstitial
rosing pattern)
(PAP) DFHRZE %

CRaEtitRER
M&ﬁﬁ&fﬂﬂﬁ

sp
and

iE
F

ecifi
ar fib
Hiﬁﬂﬂ E!ﬁ

Bar=12 mm

. BIRAEHER
* (Nonspecific
rstitial pneumonia, I ular and

sing Dattern) &ﬁio B, SAELRIRBAE AR
Ei& T B T I3 Ah4R &k 1 Bh A2 4 D
ﬁ%ﬁ(bfﬁ&“tﬁ#ﬁ{tiﬁﬁfﬂihti
: (fibrocystic lesions) DSHIRR T ICES:
ICRS5Nh7, HEZEE, x1),
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|
B AH AR 15.

%
|
5,
= -
R Al e
B |
B
=

X 14 BC% PAP) . . B CfRaE e E B iE (APAP) . %'l#ﬁﬂﬂifﬁ
B 8MSHLMEMEMARE Nonspecific R .EBHUEHMEMEMARZE Nonspecific
interstitial pneumonia, cellular and interstitial pneumonia, cellular and
fibrosing pattern) £ SAEHl, HEMBLEMRD  fibrosing pattern) Z# S EEGI, SAEIEIAHER A
5 Safﬁ_i&@%tﬂ%é‘cuﬂﬁiiﬂﬁ@ﬁﬁlfﬂﬁiﬂﬂﬁ 5 5=ﬂ§f£:0)§EtH$,-§’C‘Iiﬂiﬁ¥ﬂ&0)ﬁEB‘(‘Hﬂiﬂﬂ#§
EERBTEZHWATIIMBBEE ICH > /=EM#1L EERBTE A TIIAMEECA > iR
RE. *ﬂﬁgﬂ@%ﬁ?_ﬁi\ FhiRa & B 1E (PAP) ¥ ﬁg #+ microns AOFEMEERRMERED
HBoBREMNRSN HE &6, x4). Rons (HE 6, x4),

. UIP pattern OIS EHE L HE

. EE TS AR B EIAE (APAP), ShEHES
i gtﬁ{w, hﬁTl:E%f;&‘gﬁﬁﬁﬂ:
S

gl
B 5%
L

B2 (usual i iti
pattern &ML 7= (HE $, x1)

(APAP), SHELEY

B 18 HCOREMMBRERLE 19. BCREMEMBERLE APAP), SAEIEYAD
FAEMRAT R, UIP pattern DIRMEBRMELRIE MR  £HRATR, UIP pattern DRIERM L RE MERHR
REQHB LR, RESEAIC 0.2 microns  Z5HFLAES. SpA RERBTIARHIAREAIC
EOHBHBERNRYEEZERLTRS., 10-20 BUEVHZSHOBMCTRS, HE REMANS
microns ADERIRMEHERL TRETRS, FRHLALY bSHOEM THilaERAEE (PAP) I
N5 (IMREREE PAP) ELTOMREEXS HATEIARERS SpARE. xd).
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SRFHE

KDOMBELRRME I8 BSEPRR Z
. 10-20 microns ?:’E@ﬁ#ﬂi%ﬁl:liﬁﬁt\llé%

(PAP) DFFRZENFHET H L 2HIL/C (SpA %

BRI

CRZEMMIREBAE (APAP),
UIP pattern DS TERRME(LEE B R
= RER), BB T DS ICHRHEILRET
J&BZE (fibrocystic lesions) &
o AREROD [ Ra PALEL T (3R TP (CEFBR M KATR
RMENFEB LTS HE a8, x4),

ZEB1E (APAP),
rn DR HEARME(C R E 1 AH R
BB T (S AhAE R DR ER D i
A ICHEBER R OB EME ST
ERE PAP) ELTORR &EE
Fibrocystic lesions [CIZBAMEY
A3t x4) .

C'm

=0l |
wod |
T35 wit
e
> D

Rt

()

AC
VM

i

3

AZEIR> |
_rla

F<
&

S
=&

1

«—

a0
-
™
-
—_

IR > B 7R A HY I

TNCIRIPE
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A A SBRHFE

=

4 AhRE | 2 A (APAP), ;
pattern MISMRRHE(CEIH AR
o BRSNS S N/CBRAI TR
microns A S5 MR RIIRY)
TW3, 7-15 microns ERDIFEE
20-30microns XMD;a;X#H
El)élﬁ (PAP) & L TORRZE & &

R IR IE A HF

B R RIE A APAP),
LT

LR N AR
N GHTT M o R



(3) #e3e 14 ik & B A (PAP)
e L B F2 9 (PAPP) OD o BT SRV AR BRI 5 TV B . S e PR L R 4 (APAP) D3 BT L & %11

LTWsm,

Bg 26-29: fEMI5: 1EHEEEANBICESH L2 RIEMIEEBLE (secondary PAP),

T

secondary PAP) , l{?"&%ﬂlﬁ%imTO)
#ﬂi B AICHBREESHNRKYEORRZER S,
HD Sl (B) DA S FFBa EEAE (PAP)
fiBa MEZR%. BEMEERS HERE x1),
fikmiR# (P) TRY (HE #R&, x1),

B 28. ﬁﬁ-ﬁﬁﬂzrﬂﬂﬁl L 7= xR 29. @MBMEANKICS
& B 4E (secondary PAP) , A IC B fiE (secondary PAP) , K #
microns KDOIFEMMBEIAMEOTK &%

f microns ADHFEBMEMBEIRME DT,
FREMAELRMESERE L ARMIC 1x10 AHIABNICIREROKRZRIBMULRS
E
R, x40).

-~

(HE s, x40,

IR TIIFEC AT Ot & KB 72 EANND 2 /DI HEME & 725 . il BEPAP) DR E 2
BT DAER & LTI 0.2 microns ORI E ORERM 2R T 2 ENKRYTH S,
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B2 30-36:5E 6. myelodysplastic syndrme (MDS) IC&

L=

R B ALE (secondary PAP) . SR,

zmanmmmﬁum«% iHC
155 (HE .

"d
pag T

B 32. myelodys
L 7= ZxtEphia
FES[EAICH
(PAP) DEHFRZE
BHRZEIC

lastic syndrome (MDS) ICE& 6
BE (secondary PAP), Zl#Rfl.
. IKIEMZ{LDIZ H ifila BB IE
27, Bﬁﬂﬂé&uﬂiﬁk WhE
AIREERDH HE 2, x40),

9‘r
Mamu

34. myelodysplestic syndrome (MDS) IC&
8L 7= kMBIl |BRALE (secondary PAP), BI#&
ﬁ'lo SDA RETRMIEAOHBERRYE (CPH
#R3, EAEE P ICIIEMYMPRRTHS.
HE %&Fﬁﬁtébt‘ fiti 2 & B £E (PAP) 0D s
TFET D EEZE L (SpA e, x40),

B 31. myelodysplastuic syndrome (MDS) [C&6#
L7=—/xtila B A% (secondary PAP), B,
FAESREA ICHMm, KEBHZEDEZ,HEEAE
(PAP) DR ZE %328 7= (HE #fa, x10),

B 33. . myelodysplastic syndrome (MDS) (&
1# L=/t EALE (secondary PAP), &l
fil, SpA %é?(i*ﬂmﬁﬁ@%ﬂﬁﬂk%ﬁkh
HARR%E#A5 (SpA R, x4),

E4 35. myelodysplastic syndrome (MDS) L_n{#
L7== &AM T B EE (secondary PAP), &,
FETEAICHMm. JKE‘I*I*E{I:(D&??\%BEEEIE
(PAP) DBFRZE AR/, FRREEICIILEICHE
HBHILETICLBIREERH HE . x10),
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Eq 36. myelodysplastic syndrome (MDS) (C&HFL /= xR ERILE
(secondary PAP), Z#Fl, RAES[REAICH M. 7}<H§1£t§ﬂ:.0>li7b\ﬂﬂiﬂﬂ§

FifE (PAP) DEFRZE £ 267, B E%E (PAP) DRRSZ 7-20 microns 1%
DFEMEBRRMENEETHS P, KEEELIFRESEET. HE
ROMERERL, JKEHE?"’{[:M;H 10 microns KDZERFKE R 5 (ﬁt\ﬁEﬂ)

FRIMEK(Z 3-4 microns BOBMFEMOEAREEE LTRS (RUVKE),

(4) e X1EFhi2 E B1E (PAP) :
filifi 8 HE (PAP) & U TOEAIRE I H C RZMENLE HIEPAP) OS5 A LBBIL TWa, GM-CSF

Lt 75— BHRED 1 HIORERRERT .

=37

Bg 37. H&£XTERH 3 X4 B B2 | 2 iE (congenital PAP),
GM-CSF L& 7% e, GM-CSF Lt 74 —BHRE., MBHED/HDHE
Hihh, A EE, i, Aib L3R, MIRT ICIS MR CH B A%
@ﬂﬁiﬁﬂ'%ﬁéa B #E 4% D R BB T I3 A B | B fE DIREE RS, MIET ORULRZENICTBE
(PAP) DBt WEER D (HE #, x10)

B iE (con genltal PAP) .
. WBEDOLHDORE

! p ﬁﬁkﬁwmk¥%ﬁ

E U NERR R R E % (HE %1, x40),

ﬁﬁ#ﬁ%@. x10) .
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HDH
0. 2microns XM

-+ microns KDHF

HEE

BB D -

D7

EXLTF

BAMED
CIAEMR D

genital PAP),

%

ongenital PAP)

i
XS
=

(con

-

xR
W% 4

o

s

B SHR
EEE P

x2)

Z5R5,
0. 2microns XD¥HE

Bar=12 mm

S R MBI E F A (¢

A b
(PAP) DD fitifs

P—

-~

41.

GM-CSF Lt 7%
el

[UEAI

B3 (HE 6,

RSB
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(5) MBI E B1E (PAP) D RE X Fhfak %% (BALF) D#HRIESFA R
Papanicolau %<5 C 0.2 microns KD MK IRY) H D EFE % light green (23R G: L 72IREETH 2, &
+ microns KD EEFIKYE (2 light green |ZIEZ L TR LN,

[ 47-78: BCR&MIaEBIE (PAP) D REX MRt %74 (BALF) D
#pEE2Fr R (ZEGI 2)

2 47. BEGEREEE BEECR)ORELN [ 48 BEBEMBESE (1) ORELH

B27%7%7% (BALF) D#RIE2FR f27%:%74& (BALF) D#AAEE2FR R

Papanicolau & T i ht green D 0.2 Papanicolau # €& T#% % 3x3 microns- 3x4
microns k@*ﬁ?ﬁ*ﬁﬂk%g’& - FHREBE microns MDY 2 /XERE EHIZ. 0.2 microns KD
(PAP) DEHREHRFK EE A D (Papanlcolau ‘a’éé, Il%n green ﬁ?'&@ﬁlﬂ?ﬁ#ﬂk%gﬁyﬁﬁ,i £
x60) o 1% 40x38 microns, 50-35 microns M~ 7 O

77—V OMBEBEBRAIFSTBHEABE LY. light
green MFEDMEKRKME BT T AME LR
7, +m|cronsjt light green FFMMD3E
HAMELRET, 2hb ‘HﬁﬂﬂEEIT"(PAP)G)
R Z % B DENI T O 5 X B B3 % 1% 4 (BALF)
DB R & % % (Papanicolau £, x60),

(6) FfiBRE B1iE (PAP) M RIS M

Fitife & FE(PAP)DRTRZ & L CIZREBMERZE . WHFEMWRE. kb 5 WV IIFRRIRORE, BRIt
R, MRREEMNEORIM, 71 7)) Y. RWBILE. REEDEOLE T R, RETEN
DfiRZE & U CRBEMZEL., HilirE., SEEREFICHE L 7 5, KEMEIL & AREFE & 3R
FIEN DOUFEEYEY E A 0.2 microns FEOMBA KW E 2 SR SN T WS Z LM LHEHT 5 KIHRNE
P OEEFEIREE & I IFER M E ONEBICIF Bk E B2 & | B E 258 MIRE D ghost cells 75
BRINTWAEZ L AR L TENTS (K120 £ 213HEFEM) .

[ 49-50: fEfI 8. AR B (PAP) DI&HIRSHT

[ 49, AR E1E (PAP) DSERIZH . FASSIEM
AP E & B I, 2 R H S DMERE
MO oEm LEDSATR i h 2. 510
BRI (3 BEVE 1 O B S IR )
=7, - OIEATIE 4x6 mm DFOE T A
BRICHBENEEE5C L r SMBEAE
(pre) DR E EOBAINER L & o7 (20
A IIAFEERE A R A V) (HE 28, x2),

49

ﬁ)ﬁ#
I

Il

=

o
X|

=]

Y
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50. BB B1E (PAP) DIERIESHT, RS
BEPN (CHFRRMEMN L & B /-AED 2 F R 5 D
MEBRE R D 7= AR L FE DB YRR H He 1T
SN/, REIEAICITFEMEMELBRRL -
EBALDFERIAA TIRARMETEAICZHD ghost
cells EHBEDIFHEDREERS, ZDR
£ TI3 5x80microns D lipidcleft & B 2 »°,
BEEOFEEMERI /7O 77— DKE &
WCRRLLL =B OEHKE L THRE S N, ghost
Golls EHBTE - & AFRROAME B
325 MKEGE (PAP) DRRE & 14X
BT & 7= (HE %68, x40)

Mk

1.Rosen SH, Castleman B, Liebopw AA. Pulmonary alveolar proteinosis. New Engl J Med 258:
1123-1158, 1958.

2.8 F3 AUHIERL BIHFEF PR — WROEFEXCVD, HifEEE, fA# 21:462-469, 1984.

3.Prakash UBS, Barham SS, Carpenter HA, Marsh HM. Pulmonary alveolar lipoproteinosis:
Experience with 34 cases and a review. Mayo Clinic Proc 62: 499-518, 1987.

4.5AR D, e IER], WA, FEERE. R FE, DHEICBI B FERE MM E B E(PAP)—68
FEB D BRREIRRET—o H 25 33: 835-845, 1995.

5.Barrios RJ. Pulmonary alveolar proteinosis. In: Pulmonary Pathology, Zamder DS and Farver

CF(eds), Churchill Livingstone, Philadelphia, 2008, p.362-366.

6.Inoue Y, Trapnel B, Tazawa R et al. Chracteristics of a large cohort of patients with autoimmune
pulmonary alveolar proteinosis in Japan. Am J Respir Crit Care Med 2008: 177: 752-756.

7.Green D, Dighe P, Ali NO, Katele GV. Pulmonary alveolar proteinosis complicating chronic
myelogenous leukemia. Cancer 46: 1763-1766, 1980.

R1: BIEEE (PAP) OFEEMEHT R

PAP DEARM 2 B © ZE AR IiRE & %7z L 7-fEf T

(DR FFENIZ 0.2 microns KD FGHFEEERMEEERCRY B AT 5 6

FMIFEALKY B 12 ¥+ microns KO IFEEME BRCR E AR T 5,

# microns K lipid clefts 25EET %

QFHTENOMBRIKYE (X PAS &5 CThHMAR %R,

B)VK A ZNEN ORI G 13 5% 425 T Surfactant apoprotein A (SpA) R TR R E RS,

PAP (M9 Z L H B TR ©

DARMERERN IR R MR EET 5, MlEOREER % R Siakliaz &t
QLR OBE L) ¥ R ERMIREE R b, £ I3BEE T,

QM EHERMEIIRENFIET L 2 LD D, MIHMELRESERLER DD S,
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PAP DR ZE B A TIIREEOR A ;
(DEBEERE

(2) P 2 R P 22

B)iFhEkDH B VI IFEEER DIEE
(4)IEFEIRE

(5)fiti fa BE E A 1ML DEEIM

®7 17 HTH

(MEFILE. WEEDE DA

& 2: Histologic Features of Pulmona;ryfAfliveolar Proteinosis (PAP)

The patient has bilateral lung disease showing the key histologic features:

(1)Terminal air spaces are filled with weakly eosinophilic microgranular materials measuring
0.2 microns in association of more eosinophilic macrogranular materials measuring
several decades microns and lipid clefts measuring several microns in width

(2)Intralveolar microgranular materials are positive for PAS stain(purple red to red)

(8)Intraalveolar microgranular materials are positive for surfactant apoprotein A (SpA)

immunostain

Possible histologic associations:

(1)Intraalveolar aggregation of large foamy cells that may show cyoplasmic degradataion
(2)Interstitial infiltratyion of lymphoid cells: Minimal to mild

(3)Interstitial fibrosis: May be present in the chronic stage.

Pertinent negative findings:

(1)Neoplastic lesion

(2)Granulomatous lesion

(3)Infiltration of neutrophils and eosinophilis
(4)Necrosis

(5)Congestion of alveolar walls
(6)Fibrination

(7)Deposition of carbon pigments and birefringent materials

(ETiER], BmAEE, HAEE)
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[11] AfifdZE B =5
(A) BEREEMRESLE
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[BEfEHRREOEORE S]]

1996 4, HH 5, FEMEMRESEORE XMBEEE P ICEBRHROEF LA HETIWEL R
RL., BICZOYWHEIZEAHR~I/ 07 7 — Va0 =—HHEAFGM-CSPH L BEHE#EATHI LIZLD,
fiilZB17 5 GM-CSF DAEMEEZHEL TWAHZ L 2R L0, Z0WE 2 BHE . RAE LI A,
IgG OBk TH 72 @, 0Pl GM-CSF HEHiKIE, MEFICIHFEET LI Lob2 b, MiEDHk
BEORBENERREL O,

MEZREL, ZEEYEE L TCEEP OB LA Z R v M GM-CSF monoclonal Hifk# 1=
EYELE L TEHTAZ LT, BELXHEL, 4 /ECTR—0OEEREALZ AV CHEE L EE(LT S5
HTEHWTV5, EREEL>Y Y —, BKFERFREREEGHEERL Y ¥ —ICBVWTHES
TIZ 446 Bl Ofiifla & E D MEHL GM-CSF B CHufkfli % flE L7225, 404 Bl B CHERMETH Y |
IS, EREREMBEOEE LTHEINTWA—EDIZIZ—FK L2720 GElIZ. 28E0E
IZFES) . F/o, MEELR CEBERBICERT2HERMMREREIX, HOHBBRETH L Z LoD
o727z, 2008 4 5 A IZEAME S /-5 6 MEFEMREEBESEICB VT, HXMF 4 1 EOZEE
DFEIFIZ & )\ MEHT GM-CSF HCHEB O ERE * B CREMMIBERE L IEEZ LR D,
BAEZ DI — I E 2 ) 0DH 5@,

[ B Tt & B iE O R RE
Hi GM-CSF H WA MR EDEDORE TH 5 &\ ) 3k, GM-CSFO® R Z#DSR/AEKRIE~ ™Y 26O

PiiEERELZREI T EFMON TV, BEILOEED ) BIZALZITwbh, FEEICH

GM-CSF HEHE A HER L /2L W ) EIHR N HGM-C S FHAEIA Y ICHiBEREZERE L

DBEPEV) ZEEBHT LI, TOECHAOICBIT 2 ENENRFMERES 22T 5 LEH

b5, HOREEMIZEDEORE XMBREROHFE,L S, UTOZ EHL L % o720,

1. BCREMEMREBEOHE I8 FEMAZIX. E¥ICGM-CSF 2 EELTBY), REIMBBERSE
WHIZHFEAET S GM-CSF @ 4000~58000 % GM-CSF % il L 9 % HCHAELIHFET 5,

2. HCIUED GM-CSF 123f % affinity & 20 pM &£ &< . #fLi2d 258 GM-CSF &4
LY %,

3. BVWERENE (boH A bAHA Y EEELRV) 28/,

4.F) 70—+ )VT,GM-CSF LOBEHEDO LY F— 7% B#E L TV 545, 7 3 /B 78-94 12 hot spot
ZHDo, Zhid, GM-CSF helix C~helix D (240243 5 &4 C. MM £ GM-CSF receptor «
8¢ GM-CSF L OFEETAIC—FT 5,

DEDZ Ehb, *%WWkﬁéﬁﬁE#oﬁﬁmﬁwafSFEE#%M Fe LTI EED
bhtifaEA~H 5 GM-CSF DM %+ I kiE S8 5 L L7
—7%. %H, Trapnell 53, GM-CSF RE~ 7 ADOMFHEL,L, M~ 07 7 — Y DEEKHMELIZ

GM-CSF #*LZHTH ) . AR, W, HENAH L COMEFEIII. GM-CSF receptor 2*H D ¥ 7 )L

TEOTHICH S PUL ODRBENML TR ENDE I L ZIEB L0, Bonfield 5. #h % HCOH®E

Hhife&BEDBE THREL -0,

% Dt%., Trapnell 513, cyclophosphamide+#t CD20 $if& T conditioning L7247 =7 4 IV IZEE

Mk DOHHE GM-CSF HOHiA%2 ENICEE L., HOREMMRESEROREG L S8

B2 A ET2REETNVEERT LI LRI L., HORASIIHRREE L THEN L ko7,
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[ B CRE Ml B EDH LV iEERE]

VIR B FE & IRIE N C -z, WV T 1 THEORBEEO AN %2 EHEEM IS R
TWieAs, £ DIEFITIR, WERMOATH %, $1 GM-CSF HCHAEDSEF DM IZHFET 52
Eas, EMANDEENSTFHEENLA, NH, Trapnell 53, HOREMEMEE R EOLT HEREERE
(CD11b 33, E&RE. BERVIH SN TWE Z &, invitro T GM-CSF OfF1E T T incubate 3 5%
CEICEYEET A EERL, L GM-CSF HEHMADRBEEBTVFEH IIRAZ L 2 /T THO TH
S L7, HAETD / HIVTF A TEOSHIIHEDDH 205, WO THT, FHEROEEREBZ
14 % GM-CSF O 51212, AR ZHE DL DN Lk v, AED 223 FIOFAETIT, HY
FEDAPEZ, 4.2%0Q2BDICH Y, TASVFENVAE (46)), EEBEREBEREE (36]) % CHilati
FEORTAIRE SN D BEENRONEDS, [REAEKE] LWET 5123, HEI KW,

—7%. ¥ GM-CSF HOHiFIE, BEFMF LN FEL TS 2 L 2Kk, WH, JH,
Trapnell 258 L7209, &% F Mg o HOfkid, @F O ELISA TRRE S hzw)', BHehifl
-GM-CSF & A 2 BT L, HOHifkE GM-CSF 24 ICMIBT 52 LR TE B, /2, 70—
VIRWTRIBENE ZEHPHEENTVAS, LA L, TS DHADMEN GM-CSF H CHUERRE 3,
WON L& BORESEMBEDED 10500 1 ki EZ N TS, 23 ), HOREMMRER
FETIHREZIZHHEMLET 5P GM-CSF HOHADOEANEFEICTEL, Mig~vro7 7 —T%, i
ROBER TR ZGRERFRBLIBZAIENTE S, 4%, HOREMMBESEICBIT5
PFiGM-C S F HCHUAIZ & 2 RIELBFOBHIED IENR, REBOBEIZ, P LTOELL TWL
PH Lz,

(% 3]

1) Tanaka N et al. Lungs of patients with idiopathic pulmonary alveolar proteinosis express
a factor which neutralizes granulocyte-macrophage colony stimulating factor. FEBS
Lett. 442, 246-50, 1999.

2) Kitamura T et al. Idiopathic pulmonary alveolar proteinosis as an autoimmune disease
with neutralizing antibody against granulocyte/macrophage colony-stimulating factor. J
Exp Med 190, 875-80, 1999.

3) Kitamura T et al. Serological diagnosis of idiopathic pulmonary alveolar proteinosis. Am
J Respir Crit Care Med 162, 658-62, 2000.

4) Trapnell BC et al. Pulmonary Alveolar Proteinosis Syndrome, Chapter 63. 5t Edition of
Murray and Nadel’s Textbook of Respiratory Medicine, in press

5) Dranoff G et al. Involvement of granulocyte-macrophage colony-stimulating factor in
pulmonary homeostasis. Science. 264(5159):713-16, 1994.

6) Nishinakamura R et al. Mice deficient for the IL-3/GM-CSF/IL-5 PC receptor
exhibit lung pathology and impaired immune response, Immunity 2,
211-222, 1995

7) Uchida K et al. High-affinity autoantibodies specifically eliminate
granulocyte-macrophage colony-stimulating factor activity in the lungs of patients with
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requires granulocyte-macrophage colony-stimulating factor. Am J Physiol Lung Cell Mol
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[#i GM-CSF B SHfEDER : {FRIRMBAE & R88]

[$L GM-CSF YO ER DS ZN0 il EAERE AW E L EE SN D ICEDEL]

1994 4E|Z Dranoff 525, GM-CSF BZFXRKE~Y VAT —7 775 ¥ M T 5 Mle&EH
FEH D ORFREZ s L Tk 1\, MiEBEETIE, GM-CSF ¥ 7 FIVEERE N ZFDORE & BR¥ 2
EEZ LILTWzHY, 1998 4E 12 Tanaka, Nakata & D 7V — 7H R MM E HERZE O E T
P IZHERD GM-CSF IKAF 2 FHET 28 B AH 2 E2 R L 2, & MOMBEAETDH [
BROANZZLNEZ LN, ATV —TIBEZOHEWEOMBICEII L. £ OWE D IERIH
GM-CSF HEHATH L Z L # 22X L3, E5IZFNH GM-CSF LR ICHEES L, FOEKZR
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