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R MERT L B A UIAUE  (idiopathic pulmonary
alveolar proteinosis,iPAP) J&—Ff /> UL i) 18 4 i
995, I 6L R 48 S R PN FE I S ILRR 5 K (pedod -
ic acid Schiff, PAS) Jet FH4E: 1Y) & W & A Y By
FRAE . H ETIA R 20 B i e 24 i B 7% A 1
(granulocyte-macrophage colony-stimulating factor,
GM-CSF) DIy e R A, 7350 W 40 i 375 530 i 960 ¢ T 7%
PEWITATRE ST T RS iPAP B AT RE A HLEN 4R
BIFTE A B, GM-CSF S fii 28 1 % 17 49y Jot o 22y ] 4
R TESE R AR e 2 58 S i N ) 1 = B vt B
A ZREZATER, NI, iPAP 855 59 4
TR, Ak ARG 3 EUIPAP ST A EL 2R
o ARWTFEIE i B BT g B BE R S — i I
% 5 A T BRI e 2001~2011 4ERRZ Y 16 141]
iPAP 2 S B8 5 I PRAFAE , [ b LR 2k e R
110 5] iPAP SBEAVEA XTI, A5 Y7 e,
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FR AR S ARAE B 5 B CT R, Jf 45 &
AR E ML HE LR (bronchoalveolar lavage fluid,
BALF) S ZH 22 R 45 28, ASE T AT &
iPAP IZWihsifE, Hirh 16 4] iPAP 4k A S i) 5 4
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PRI, 16 1] iPAP 4k A S 0 il B4 A7 S
ikt o 1 BRI EE A%, 1 B SR -l
AL Ak ARG . 351,10 1] iPAP
BEEGIMRRISIREE TR | A 8 BALF JE 375546
AR A TFIH A A | R dk R
YERXTRE,
12 Fi&*

MBI 34T 2 AR RIRA TR =R, IR ARR
B IR AR RS SR R SR A A
I B AL 45 135 FLER I &l (lactate dehydrogenase,
LDH) & #5EY)  sh K Il 48 73 7K (partial pressure
of oxygen, PO,) FUIZIRE . Herh gabn 25 ks U (4%
958 BT I (carcinoembryonic antigen, CEA ) FIf# 2870
i SV B (neurone specific enolase, NSE)
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R 1 PAP BREBLA G R K LA BE B ARFFE

4 H (%) SIS () SRR (A) W28 (%) B (%)
4k IRYL 2 (n=16) 81.3 46.6 +7.6 38.7 £ 30.0 68.8 12.5
Rk IR YLEH (n=10) 80.0 435 + 6.8 30.3 £21.5 60.0 0
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Bl 1 iPAP R4k & Mk kIR B IS CT 3230

22 iPAP 4K B Hn 5 R4k R R F 4 iE LDH,
AKX I AR ED B RK PO, BH 2 #E 69 bk

IM7% LDH FHCH R bR sk PO, il TR
A —EFEE S iPAP R AP o R R
iPAP 4k & Bk BB 3 5 R 4k & IR UL 11 iPAP R E M
Fbd, Iy LDH 43 %1k (260.0 + 110.0) U/L vs
(201.0 £ 76.0)U/L,PO, 535124 (61.0 + 11.6)mmHg
vs (86.0 = 12.4)mmHg, 2= 7 H A Git2#738 L (P <
0.05) ; M AEAHIC IR b 500 B I D Re T 1T, A & 25
SIS FE (R 2),
23 REZAMELAKETT IPAP 4k & B F 69 77 3
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BE 2 HIFET: 12 BB HE RIS Sk PO, T4
& 8.5 mmHg, LDH V-3 R & 25.0 U/L, HS: 112443
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fiti 0 & A UL FLE  (pulmonary alveolar pro-
teinosis, PAP) 2—Ff /D WLJ , AR 4 PAP 19 2 AR HL

R 2 iPAP 4% BB SR 4% B A iFE LDH, EIREY  Zhik PO, R AHIHAE LLER (X£5)
K 5 R IR (n=16) AUk EIEYA (n=10) Pl
LDH(U/L) 260.0 + 110.0 201.0 + 76.0 0.020
PO,(mmHg) 61.0 + 11.6 86.0 = 12.4 0.013
CEA(ng/ml) 10.8 £9.2 74 £6.1 0.070
NSE(ng/ml) 12.1 £11.2 102 £ 7.1 0.120
S HE (L) 33+05 3.6 £ 0.6 0.220
ST £ (ml) 44 £09 48 +12 0.080
Jiili— E AR R LR [ mmol / (min - kPa) | 52£20 6.0 £24 0.126
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K3 AXBREMEERARNGIPAP ZKLXBSAEE PO, 5

LDH HZ5 4k (Xxs)
A 5 A A P18
LDH(U/L)  265.0 + 116.0 240.0 + 92.0 0.564
PO,(mmHg)  59.0 + 11.2 67.5 = 12.3 0.090
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