11. BC%REM PAP O NER HRCT 5.
¥ D HRCT TR/MENMRELED T 75 ABEE (crazy-paving pattern) 25520 512 (A),
10 £ O HRCT T3S IMRE LR L ZHOBRITEE STV 5(B),

(%8 BLIEAN)
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Jifi a2 B9 4 (Pulmonary alveolar proteinosis)(PAP) 3% B AR A 12 KA SIEP P BRI O &R E AR Y
EOFTHEENTFTRVRD O NLREETH S, ZDEHAMKYE IS Periodic acid-Schiff(PAS)Zxf 125
BT, IREICED, 1958 4F, Rosen, Castleman, Liebow @ 3 ZDFFREZEED 3 ik TEER L 72 27 E
Bl A EF L CTPAP & LTHE LD RN TH 50, (1)PAP TIEHIER X AR 1 FE L L TP ER
Z AU A OV F A ICHRCIRIE 0S8 1208 L. RUE g v (BALF) THE AR 2w 72 HE
L 723 A3EIN & 5 @5,

PAP MV IRETH b, WRIFEEEMKFE CTH 2 EZFEERE ISP RmHEE Ly & — Tl
2004 5> 5 6 ER, FrHRBER 27,021 Bl x5 & L REABS I ES 9,015 15, ML BHES
56,638 1+ & M 96 B 9 ., PAP OIREBWIIL 43 HIGFTIREELD 0.16%)Tdh o7z, PAP D534

PSR, ERFEME & B L C v 722 BB & FUE (PAP)ER O I (29T GM-CSF B CHUEG T A% 38
b=z s, HilEEECAPES % MEP GM-CSF HUIAOFE LY P&IC L THORERGE
VR, BeSestE, XM, RO 4 KT EEZFVPFLELRY)DOOHBHO, —F, flAL DREFTO
PAP DOFZWETIZ 1. WEREZFT RHERCT THIEERE L XHFTAATR). 2. iR R(BALF Ofifa

DI RD D VITHBFEOR)O 2 HBZ W2 I & 2 &L TW56),
ﬂﬂ TEHED LS, 1995 FHED 68 FIW, 2007 4E 8 ADE 2 MARRIFRIFEEDL YRV Y LATD
48 5 & 4 Be T D 43 B PAP FEBI OIRERET R O BELEER D> 5 PAP @f@fé"fik \/\’Cnﬂ%ji’a”‘% PAP ©
RHETRIEE1L L ZOEROK 2 THMETELLEEZ 5, : '

(1) B fREHMEEAE (autoimmune PAP) (APAP) O FfiiRIEFR R

B2 I BRI AR 5 B WIZEALIC X 25055 % R 5, R CIERMEEN IS BB OITFEEYE
Tl LT Wb, BHMRELORENIC S IFBRENEOTH A5 Z L H¥dH 5, PAP TIIERMEIEAD
BEBREOIFEREYE X 0.2 microns FRARE QMBI E CTH 5 I EHTH 5, Z ORI
Yy x40 DREF THER T X 5, {FEEMEMIBRCIRY B O FEREAL I I 2-3 microns DB E L T lipid clefts
2R, NS OB E OEFRERIZ 10-20 microns DI EREWE DR % R 5, PAP OFFEER
FECHIEICRE T TOY U NERRMINREE A5, KEKIERN OISR E I LT PAS
surfactant apoprotein ASP-A) M BT R %2 7R ¥,
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(] 1-9)
1-6: fEGI 1: APAP : S FIRURHAEARIRGE

APAP : SVRHIOBEERRIRS | VAT LERAT 2: ACRAMMPESE SFHOIERE & -

X1

HBVEIMAICLZMBER D, WEMTIHRBR HREDCRBEEASEXORME EMFRBARETUT

BAICIFRENEI Tm L T3, HERE, x1) g*#%;ﬁﬂ’%ﬁﬂ:ﬂﬁﬁﬁ%gﬁflﬁb‘(\,\éo (HE %
, X

X4: HESREMMIBESLE 5’%49’9%.@#@#&%:
FHTEEAIC 0.2 microns KDIFELIE4E H

TW3, MBEEAENDERRETH D, &
(IR NEEHR 3, %ﬁikzﬂﬁ
BOEE & U S R R #R3%,

x20)

5. BCREMMIBERE  SREOH *ﬁ*ﬁﬁsr 6. BCREEMRESE 4 +B’Jﬂiﬁ$$ﬁ$ﬁﬂ<
HRBEAIC 0.2 microns ADIFERMYE H T L X*ﬁ’?ﬁﬁ?ﬁ‘u&? B ORTE & B & WAL T
BICU D BRREREEER S, (HE 46, x40)

T

V5, 2O & ’)&‘ﬁﬂi?ﬁ*ﬂk%ﬁ@%ﬁ% BOLICTE &
crons D clefts #EA T3, ﬁﬂ?ﬁ iﬂk%ﬁ
g|dclefts®FﬁE7)‘b7}<HE'Ti""1 & DRRIZ2HT
2o BifaRE(C 2 BIEhRE L R MR E & U L /NER
Jﬁﬂiﬂﬂ SHEER3, (HE#&, x40)
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(7-9 : fEfl 2: BCREMMEEQE BRESIMERBRAE

M8 BREERRRESE BNEL MRS

& RWETREAIC 0.2 microns K DAFERMEIMRER
KBS PAS ETHIEFIR 2R Y, M+ microns

m
KOFERURME 13 PAS B THRVEBMEARR 2777,
(PAS #£5, x40)

i 4

9. BOREMMRESRE BREMMERIRE
RWEEAIC 0.2 microns K DFFERMEMMFRALRME 13
surfactant aﬁé)protein A(SP-A) i3t U TR R 2 7R T o
FtifRER R TEMAEL D SP-A ICHd U TREMERT R 7R ¥ (SP-A 38, x40)

(2) BRI EREMERA £ &6 L B REEMRESE

B O N B e TR MM LB £ 2 ) 2 &% 5, 5-10 FDOMIRERLE & L TOHR
CBRRGE OB TR B B NG K D RTRZE AT & 7 B REB & . MRS R DB MR L B
MR OMHEL S LTV BERD D 5o 18Rl BV M 2 o 7 2813 88 74 B B P Bl 2% (usual
interstitial pneumonia) (UIP)/S% — > & 5 \» (I 4 MEAL 4% J2 74 [ % M i 4% (fibrosing  nonspecific
interstitial pneumonia)NSIP)/ 3% — > D Z L 9%\,
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(9 10-25)

iR 3

X] 10-15:

Eio

Bar= 12 mm

Zneh o

| pneumonia,

onspecnftc intersti t
U 7= (HE %

(n
and fibrosing pattern) &&F

@

X 12. BHCREMEMREQEABIOMERRE 18
MEARME LR E MR AR Z (Nonspecific
interstitial _p eumonia, cellular and fibrosing
pattern)’&ﬁ’) AEGI, RMTPEAIC 0.2 microns X
DIFERYE ﬁﬂi%ﬁ*ﬂk% & 2-7 microns WB®M lipid
FADEHE R 5, fifaBic s //\
el bREIC LB IEE S 2 R
HELEMB@%E%E%(H &, x40),

i
%mm
m iy

B R& Mt E B ESN TR ERIR A & 5 FROTIRMFTR

H 11: HSREMIESENFHIRERGE
BUAS 7 CHIIE T IC B2 4 B iR LR B A5
% (Nonspecific interstitial neumoma, cellular

and fibrosing pattern) & RAETIBEATADMIZE
BEDIKRZE%Z R 3 (HE 6, x1),

&3

Bar=12 mm

= 13 B E%ﬁ'ﬁﬂﬁiﬂ‘éf.ﬁ BREZIARBHAT R 1SR
Nonspecific interstitial

and fibrosing pattern) % {
259 BROTL B
HEK % 1#7??:%’&15" E C iR bR
brocystlc Iesnons) P

: > (fi
ﬂ@ﬂ%?‘n—iﬁ@‘umﬁt E fL o (HE , X])o

pneumon ia,

2 el 9\\%

ot
~
EE
1 04
=
*ﬁ?‘é
gsg
TR
3,‘} 3
T
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i

14, BCSREMMEEQEIIMIMTR | 8%
ML R B M B A " Z (Nonspecific interstitial
pneumonia, cellular and fibrosing pattern) % ¥
5 R, SNFHORERD S 5 EHRDETI A T I3
HEASODZREB T AhAZAE S & 5BAM C < B 8B T 1 flifa R
(oA o AR LR . RIS OB . (FEE
FERRMEORESR 5N

16-25.

EARFR

BT

DEE

191 0 18 ek R A b TS0 B i ¢ (3 Y D e i ¢
(usual interstitial pneumonia) (UIP) pattern &

FHM L 7= (HE &6, x1),

3 =

Bo UIP pa n %
J=iEfl, RESE i
PEEEEHEL TR S, 10-20 microns XDFERIK
MELERL TRETR S, Ih b5 IflREREL
LTORR &EEZD HEEEB, x40),

15, BCREEREAESIRMATR | B8R
AL B MR AR Z (Nonspecific

interstitial pneumonia, cellular and
fibrosing pattern) &% > Efl, SABHEIEGERD 5
5 FEHEDIET R T I3 FAREkDZREP T AhfEiEiE % 53
T E BEALTITAHRREE D - AR LR E .
rﬁcrons ADOFEHREFRNRMEREL R 5h /= (HE

%, X4) o

EG 4: BCREEMRESIE. SARUIERARR

UIP pattern D&%
fBil, MET ICEE L
%o RMTIER DL
E_\Lt.'tfb\ (HE%%\ X4)o

i

19. BCREMMRBEQLE, SEMER
o UIP pattern DISPEARME LR BE MM
iEG, SP-A BRELRE TIRRBTRRAK
BOBEF TR 2, HEREFRE,SFRIL 7
O CHhlaE B1E (PAP) ICHBE ¢ BF
(SP-A %t x4),

NWR IR



20. EE%V’&%B@%EE
B, UIP pattern DiSMEARME(L
1=fEP, SP-A GG SE THRAE TS
X@M?ﬁﬁﬂt%gkgﬁb\!ﬁ%’l‘iF

HE%%%EtAbﬁT%ﬁEE

5 L8 %bf?m%%é\xm)

ﬂ %%% & RT3 E B fiE (APAP) ,
a
mbfrmo%ﬁTwﬁﬁ%kﬁﬁﬁrﬁ
J-ERIAREIRZ (fibrocystic lesions) & &
FfifRsEE, CTlIkEE W L t?ﬁ@'lﬁﬁﬁ%ﬁ*ﬂﬁ
# L TW3 (HE 468, x4),

Vs
ttern OISIAHME( LR M ]

a*'-\-
fany
or
=]

o/?

g A6 BEEIEE ST,
Ho UIP pattern @%T&i‘u‘iﬁﬁﬁfﬁ
LIl S e it
5
f

>
i o l”
%

o g

2%

SRR ICHRFERDR DR E »

EBEECLTOmMRE

ibrocystic lesions (Z} i&ﬁﬁ%gti
%% X4)o

N

i
L O9FMH

-
-
—~
w
U

42

Bar=12 mm

QE%F'&%HEEET‘(APAP) SRR
*ﬁFﬁﬁo UIP pattern DISMIGMILEEMRHA %S
L . %ETm1mm®%é®%ﬁ%Lﬁﬁ
ItRZE FN/-BBEERBE (fibroc stlc

les uons) ’5“. E 3, /%nK@Hfﬁﬂ’Elﬁﬁﬁﬁ’C RS
IR R E I TR L TV 5 (HE 268

]

E\ﬂ

=t

E
utp

ﬁ%ﬁ%ﬂf@mﬂ
attern %) x%ﬁﬁﬁfﬁg'ﬁ
RS, TR S N =26 T
2 microns 7(@55&?@5%’[‘%‘51%5#1%%

2 2 S
15FR
L

e}

.

3.
"
% U 7= TEf

A

G
EFELTW3B, 7-15microns 2 NDIFELIEEER
& 20-30 microns j(@zﬁl}ﬂ‘&lﬂﬂﬂ)ﬁﬁﬁﬁﬁ

e

oimﬁ~
0 SER TR

X ETWMTA
&R O HE

%Eﬁ@wﬁtur@%ﬁ*t%xéGﬁ%

40
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X 25. B REML
8o UIP pattern @
F=fEfl, SP-A%ET
DHBFER AR E (1

o



S L fnREmiERERE

—

HE BRI R MRS

=
=]

1

X,

I 5

26-29

FE P 2R FAE OO B BRI L I3 AR MR A T IR E SRR AR & B AE DR EAT R DL L T % @,

(3) Fe SRR & B

Ytz

L

WS

4

ER%

R

MHEMRBICERF L
&8 7= FifRsE DI
CHFERIEARRE
EB)DTEAL
B E

VIS %
Bl -mE

BB
X1
7o

e SE B fE

A EA

S A |
%%\ X40)o

S LE
microns XMNDLF
H

A
2
[

0.
%
%

E

H

i
KA
R (lipid

14 HHRE
XD
X40) o

4R

[e]

MRIZEBE L R
0.2microns k@&?@%’lﬁ
£

B’I"’Pm: .
mERD
< 1x10 microns

\

% (KRE) (HEZ&

f

s

HiE(PAP) D
EWRYTH B,

.

fitiha & H

TRHT 5

ML D,

®

Y& D FRER L

-
—

o)

-
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Ehi A 7
Wr Ve L LTl 0.2 microns Dl FHF

b7
A

P22

4|

B ORI & K HE

T

{

HIHBI T

b2



30-36:4Effl 6. myelodysplastic syndrme(MDS) (&3 L 7=

feF MR B AE

—

plastuics ndrome (= &f L 7155
SRR, JKiEME
BIEDMKRE & R /-, Afifae:

SRR AT B
. KB 3E
DI L B LT
EMAR DB EE
. BIARRC

%\ X1)o

RO R
S+ TimMS
Z e

HF O  OR%®

R4
] o

2

=

32. myelodysplastic syndrome

BiRREBE, S14&fl, RS
LD Bl & BAE D IR % 33
%ﬁc\ié?ﬁtﬁ‘&%ﬂtﬁ%c:;éﬂﬁg
L X o

SRS R R

34. myelodysplestic syndrome
MilE B, S0, SP-A T 7
RIRME CBRER R £ B 5 B AIREE (P) I (3 B&MFR
RTH5, HEREBMR & &b E CHRESED MR

EHEET D EE20 L 7= (SP-A £68, x40),

H
i 312
X
mBc

44

=zt

31. mvyelo»yssel‘as‘t';i“;‘s rwldromémtf#l;f:ﬁé’%
M RERE, SR, RESERICHT, KBk
E{({)[):O)(i PIREBEDKRE 2588 /- (HE %6,
X1U)o

33. myelodysplastic syndrome (Z&ff L /-f55E
MRREBE, &6, SP-A fE T IR RMETEAD
TFERCR E (CREMFR R & 4 5 (SP-A 8. x4),

35. myelodysplastic syndrome (&6 U 7=#5iE
BBE, S0, RESEAICHN, KEME
3 2Bl EBEDRE £aa /o, AL
t%éd)ﬁ BIHLREICL ZIBE %38 /- (HE 2
< x10),



36. myelodsplastic syndrome WCEBEL
KEEZELDE D HREE B O B

et E B AE, &l *ﬁﬁﬂo
REEBD I,

Bifi 2 &5
FEDR S E 7-20 microns R OIFEMFENIAMBEI EHTH 2 P), KEM

s

B
Eg#ﬁﬁ}f%Wh&m
2z

T FERIE DB T, MFRALROMERR & R <, KEMEZEIEICIE 3-10
c

microns jc@""ﬂ@ff ﬁi%ﬁé (58\VEED) . FRMERIE 3-4 microns BOEWEF

ERMEDIEATARE

(4) e RMEFHRRE B AE
fiifa & EE & L CDEAFE
HEF O 1BIOREFR R E R,

Bar=12mm

X 37. EXRMEMIEEQIE, OM-CSFL 74— B8
%r‘%ﬁo %%ﬁﬁ@fcwd)?ﬁﬂﬂfﬁo ﬁﬂfﬁ.tﬁo H@ﬂ%—}:‘:
B LR EERMROMRE € R 5, fE#OR
ETCILREREDMKRE £ R 5 (HE &, x1),

X 39. EXRUMIERIE, OM-CSFLtT4— éﬁé
—%—%“o ﬂﬁﬁ%#é@f:wmatﬂﬂfﬁo A LEZE, RET
DIFMLRERICFBHEE & U 2/ BRMIREE
% B 3 (HE &, x40) ,

45

LTR 3 (RWKHD,

HORENRELEDOHE L ELL TWA.GM-CSF Lt 7% — B
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N KA RUmRED it
PHkEZho N e &
L o piEsal ¥
S A heyoy RuEcas
Bluglr RN TN Saen
7 RR ARige el ESHIEY
=M W .E.wxlm : e
ERCH 3 EEES e
JHSKiE SESamS Seitus
FEK ek HEIRK" o
Mg s o Teskon f
BuoEZ A o0 2 i e
ECE+ LS ﬁt%WWE E@mﬂ%@%
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Rins" 0> H Bl 3010 SShiss
3oits e g Eokomg
=y SO LY RS ke
o R REDIw0 S e i
SgeRw=n CROER - “Egate
e Mhmmﬁm& i %%mrm
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Bgms .
QEIKE o
= iy 0
o ey QR S
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TS imgE s Efen
BERo Ewmw PEESRE
2o Mg ud T
Ecero fivd Sl
fﬁ%ﬁﬁ Sope Ssi
i Himlig s
ErQiE _._A@*mmh ﬁ;m I
— omal-iR o REBE < %Wm 5
s m . ﬁtﬂu REE N SIKiE
B S ek %mmmm
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SR LR8O
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(5) R E B E D [ E X Ak (BALF) D2 R
Papanicolau %¢f5C 0.2 microns KOMIBER KM E DEFE% light green 1SRG LTZIKEETR 5, B
+ microns KD EERCRYE (2 light green 1ZIEFRL TR O 5,

X 47-78: BCS%&E4MIZE QLD BALF O#fzE2Er B (A 2)

X 47. BCREEMIZERLED BALF O#fifzEs X 48. BCREIEHMIIEBEDRE X Miaks
iR /&(BALF)O)%B}B@E? TR

Papanicolau & T light green FED 0 Papanicolau €8 T #% X 3x3 microns- 3x4
microns k@ﬂ?ﬁ*ﬂkfffﬂgg T %H@%ET’ microns MU 2 /XERE EHIZ. 0.2 microns KD

OFREHREEEAD (Papamcolau 5, x60), I lggt green IFHEDMFBERIRMEEZHAL T,
# 40x38 microns, 50-35 microns H~¥ 70
7— S OMBEER S ABEEE LY . light
green IFHEOMBRRMEICETT S PEE R
o ¥+ microns XM light green fFEDEE
ﬁ&%g%ﬁiigehbﬁﬁﬁééfwﬁfg
#bHDOEBITOH BALF OMBEZRREEZD
(Papanicolau #£&, x60),

(6) HifeZEBEDERIESH

Fifa B EAEOMIRZE & L CEERZE. WHEEMERE. PR 5 WIXHFERIRORE, I

7S, MAEEEME ORI, 71 7 Y. RBILE. RUEWE DA R v. KR
H”Wﬂ@ﬁfﬁfﬁ%& U CRBEMEZAL, MR . SEIBIR AR ISR & 7 B o AKBEMEZAL & R &

CALRREIER OIFEEMEYE AT 0.2 microns FEOMBERIRWE 2 SRR SN TWAE T L2 b )l
T 5, RRRIEN OEIERZ & AFBIEYE OWNEICIFRERE R w2 & R E 2B Bl
H10 ghost cells 2SI N T WD Z L A#HER L TEAIT S (8 1-2: £ 2 (33EFEM)

49-50; RIS, FHRIE EEDERIBY

£49

EOEDERZH, RETEAICIFER
. 2 FRiD 5 DIEEEEN /-
AR DHEIT & N 7=, BIDIEZRIC
EEMNFEEREI BRI N
“ & 4x6 mm DHEFH TRBRIEAIC
% 2 & SRl EBED MR
&l o 7= (2 DRBAIC (F AZEREM

it

TR
@sﬁfg
=
il
i

S+

T
S
SRR (R
FOFt
piE
3
S

S
e
Bt
A

o

9‘7 -

< TRt
= Bt
m

o

®

X

N

o

Al ¥
f
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X 50. FiBaZE BfEDERIESHT, &
WE % B 15l 2 ERiD DO
B L DTG A HET & 17,
‘lﬁ%’g EERZE U - BB DML K T
host cel ls & BB D IFHTR
@?ﬁé 13 5x80 microns M llpld cl
BRBEOFEREmEIE~7O7 7 —
UABNOERE L THES O, ghost
Eﬁ’(’é‘f::’_tc‘:ﬁ FREDEEE B 5 C &
BEREDOHKRE & I3XFI T % /= (HE 468, x

Iz &?Mdﬁt

Sﬁﬁﬁﬁ

8 RS- X1

S5 BT

TG ok o SHHTEEUS
= HmﬁmﬁﬁE'Sr
NI
gl niys
FEE,”VWED

O Z 0k
/mﬁ

~\ i
¥y

B
o
p—_
o

L2 DN

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

2.8 F3 WER, RIS FRE— WROEZEXCVD), MilsE Ak, fL3 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.

4.8 2, EHIERL, FEAE—. PR, R FIE, bHSEIC B 2 BRI E E 5 (PAP)—68
TEBIDEFREBRET—. HIZESEE 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.

PAP DEARM TR, | IEA MRS % k72 L 7256 ©
(1) RHSEHEPNIC 0.2 microns KO TG B BRI BEEL IR L A3 TS5 3 5 .
FBEAL IR B (22t microns K OIFE M BRLIRY) L 2SBIES 5 .
¥ microns K lipid clefts 2SIRFET 5
(2) RIHFNEN OHISERCIRY E 1 PAS Yefo CRtET B4 R4,
(8) HRAETIEP DMIRLIRY B (3 502 e C Surfactant apoprotein A (SpMIZ MR R % R,

PAP IZ8E9 Z & 55 AR ¢

(D KRNI RERARMR A ERE T 5, MO REEBE 2 RSkl s 4,
@) MRS OMEI) v SERMIIEE Y b, £ I3BET T,

(@) MEMRMEIRESTET D 2 L0 b, HIBMLRE DR 67 2,

PAP DR EBAETIIRMEOH R (MEBZENTREFE)
(1) EEMwRE

2) WFERE

() FFHERD B\ IXIFERER DR

(4) HIRwR%E
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(5) iR EEEAIME DM
6) 747 U
(7 EkibsaE. RECEWE OIS

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)

(3) Intraalveolar microgranular materials are positive for surfactant apoprotein A (SP-A)
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

(8) Infiltration of neutrophils and eosinophilis

(4) Necrosis

(5) Congestion of alveolar walls

(6) Fibrination

(7) Deposition of carbon pigments and birefringent materials

CILTTIERN, BAHEME, HAER)

49
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1996 4. HH 5T, BREEMBEIEORE MR EEE P ICEEEROEFEHETLIWE LS
B L. #IZZ0OWEIZERR~s70 77— Y20 = —fEEF(GM-CSF) L BEEAET A LICLY,
Bilc Bt 5 GM-CSF OAEMESEHEL TWAI L 2HRL0, ZOWEZFEHE, RIEL-EI A,
IgG BHOHETH o7z @, ZOH GM-CSF HOHUEIZ., MEFICDHFET L 2 E0%hh Y, MiFDH
HEORB~NERREL G,

MIESWIET EEYE & L TEEI OB LA ZZE Y T GM-CSF monoclonal ik % {5
MEE UCTHEATAI LT, BEEREL, 4 ETRH—OEERAL Vv CllEE 2 By 5 5[ T
BTV A EBERE LY~ & — B KREERFERAWREEGRZEER Y > ¥ — 1B W THAE L TIZ 446
B fii K& FE O MLIE T GM-CSF B CHURli % il L7245, 404 BB CHARBETH ) . T H I,
PERERRMMBEREL LTI TV —B L 3IZ—% L0 GElE, 2HE0mEICES), £
7. MR CEMEAICHERET AU EREIL. BOEBRETHL Z b o/z/z,
2008 4E 5 A I S 755 6 MERMEEBESEICB T, HRMFE 4 7 EOFEE ORBIZE D,
&Y. GM-CSF B CHAEBMOMEEFES HOABEEMEEE LIS E122 ) BUEZ O
B &) DD0H 5@,

[E C it & B E O ke ]

Hi GM-CSF B U EEEOHRE TH 5 &\ ) 3k, GM-CSF® R ZDZFHERIE< T A©®
BHBEHEYRITIESMON TV, BEPOHED ) BITLZITWHN, FEICH
GM-CSF BHTOHRE MR L7z & v ) G R\ 72, i GM-CSF B TR A4 (2 fiifle & B % &0k
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