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Clinical , pathological and radiological characteristics of 32 cases of pulmonary alveolar proteinosis
SHE Wei-wei ZWANG Chang-ming s MO Bi-wen et al.

(Department of Respiratory Af filiated Hospital sGuilin Medical University .Guangxi 541001, China)
Abstract: Objective To investigate the clinical, pathological and radiological characteristics of pulmonary alveolar proteinosis,
so as to improve the understanding of this disease. Methods We retrospectively analyzed the clinical, pathological and radiological
data of 32 cases of pulmonary alveolar proteinosis diagnosed by pathology. Results In the recruited 32 cases,there were 24 males
and 8 females,Cough,sputum,repeated lung inflammation were the main performances,Imaging findings: Map-like distribution in 8
cases,b cases of pulmonary edema-like performance, gravel-like performance in 5 cases, 6 cases of fibrosis-like performance, the per-
formance of real bianyang in 5 cases, 3 cases of small nodules; pathological findings:lung, bronchioles filled with eosinophilic granu-
lar material , PAS staining was positive, but negative for AB staining; part of the alveolar abundant lipids could be seen filled with
monocytes. Type || alveolar epithelial cell was proliferation. Conclusion CT and X-ray films of PAP patients show the performance

of diversity, The most characteristic of that typical features is stabilization of the shadow and the shadow is more serious than the

clinic symptoms.

Key words: pulmonary alveolar proteinosis; clinical characteristics; pathological diagnosis; X ray; CT scan

il 8 25 [ T FRAE (pulmonary alveolar proteinosis, PAP) &
— Tl it S 2 DL 5 LA 0 R 28 TR W W P 40 S AR R i R
T P2 T IR BT AR R RRAE . A G PAP BYIG R R L AR
ST 5 L0 B B X D S B B AR D . PR S R R
M5 PR 26 B Z2 AL BOUR 12 F-MR m o h B2 5 0 A 1 DGR B
e PA) 22 FILRE 5 I S5 (1) 32 451 PAP S8 A5 (9 I R 2% B L 2L g A8
FSZ AR R AR HEAT XS L2007 1B 78 £ i %) A9 11912 W 0 4 031 12
WrRE 1 .
1 mRER
L1 BFSEXR WUBE A3 47 1988 ~ 2008 4 [E A 220 3G &
TESLH) PAP 3% .3k 32 B, o 35 24 {91, 4 8 9] s 4E % 21~60
%,
1.2 Fik (DT XL CT S/, 25850
WA e 2 B CT(CHRCT) L RS . 45T UE M
MEUE (BAL) (2 2F 325 o5 3K A 53 T g [l 305 A6 55 g 2 4 2 KG
. (OPRAERTIAKE
1.3 SWibRE (L) 3EAT M 0P R PR A AN ol (2D fig 7
X R Jr F I il 17 J) B 5/ 18 /N B IR B8P B AR B 5% 5 DA
I AN S FROIR . CT 2 BN W Bl oWk BB 96 28 i %

BRI, 5 IEF I A s R R A R EIAIE R . () B
MWV (BALD IO GRM . $ B A SOy . o
fig 35 9 (PAS) He €6 BH M S 5 e 6 BA 1 L ol IR =5 O e 6 -]
FE W e 0 (PAS-AB) B Yo i — AU B VR Fr B8 T 4R BV (& /M K
KT 20 B, (4D Jii By 6 S 7 % 0B i B R il 4 5 < 2y e e 75
(5) £5 21 37 452 Il 16 A6 CTBLB) 5 T g i 15 4655 B AIE 52 .

2 % ®

2.1 WEIRFB DAEUER B AT N R AE O R E R,
He I Bl J5 0 R E 10 1, i 7 9 S S TR AR AE 7 1, g
fof 5 i, ¢ g o 3 . Wris ] R R 16 i, 2 8
Bl A 4 B KR TS 4 B3R TS 1 B 2 B RO S R,
ARET 52 47 B A, H AR AT T 2 vk iz Wi R YT . AR
30 #1394 BAL, TBLB & JT g Jifi 35 4 .

2.2 BARERI MW X LM CT RIEZ L, FEH
S BE RT3 9 BN T AR 58 A I PR 2 3 L i 4R BHOE R
B 6 78 1 K TR L BE R B 58 T W Rl G 3 PR TR 4 K, DA
T i Sy T R K b R TR BSR4 A Y S R R
Fili A B /1N o 32 49 BB 38 A 4 I E U O i S BA 5 2 b
B W DR T AR W MO CT K247 88 A ok 12 /0 R B



FERES 20105 10 A% 39 5% 19 4

. BEE A E R B ER B S B Wi R . 1~3 A A R M
A CT RBlk i MW E . 32 4 PAP B E2 X &M CT
FH (DB .8 ], RIS CT L HZ HRCT &Rk
B 7 il DL K 8 M BE ROIR IR BA RS L BB I L B 5 0E H A R 4
TS R EREEE . (2 Bl K B RE R B .5 B, g X R
F 7R LU I R B 52 4R b i S b e T A R
IR O AR ZE U K M B, CT 1 3 L A5 [
WOEE TR ABIE . (DAL .5 §, FEIE
HRCT R W R RAE NG N Z DY . B0 A BN
A, (DLTYEARER I 6 7], Jg7 X 2 R IL -4,
R s 7 /1 il B O S B B AR S . CT I i) i 2F AR R 3, X
LT R TOIZ LR IR G A 45 1R VB R B ER S L R
il &1 FE 5825 il 5% S 33 bR A AR TE S R il R A . ()
SCAR BRI 5 i) TE PG R INT L L AR R ) R R B O )
JIF A R0 /N It 2 R 3 A R A, LA R W, S A
PIAT L /NGE TR BR B2 L 4597 IR 0 S Z B0, A R AR A I B 5
KRERSIEY &, B ARFE S A, (6) /NG 3 B, TER
[Fi) J2 T s B 36 5% v AT /NS R .l R AT MR CT s o, R
e X 25| 5 F#E4T TBLB, X PAP (2 Wi %7l 3% 100% .

2.3 B 30 il R AT T AR R A I HE VAT,
AT 3, v 98 Pk R i A S BE B W1 BALF W R R I Al
MR 2 B A WL A A K i PAS e 6 BH P DR R &
PAS-AB B J5 WA B /M, v oo 52 21 68 ffs 20 0, 5 2
oLl A s . A /NEXT PAP 12 W UK N
78.9% EE SR 81. 0% (P<C0. 01) ;32 {5l 1% ¥ 21 209 B A6 75
R L A0 SR P TS I R TR BURL B ) R, PAS 4 4, R
P AF S S W 00 BA L P A R Y B A0 M RN L T 7S R
53 Wi 6 P9 R] DL 5 A = N8 T PR A B, v 1T Y R 4 i
AR T VA 6 R R R L DR D SR WL AR iR A . B PAP
MW B RS, 12 i) PAS Yo 1T 1L K & PAS Y (4 FH 1
Y%, HI AT L PAS e €6 BH M B R /MR, 18 B B % ) BALF
FrA A A AT (103, 8£11. O /ME,

2.4 RGO BRI HIR S B Ry K R BT £F 4 Ak (TPE)
6 151 . fili 03 40 0 3 6 91 L Jili 45 4% 6 9] . W R M Al A% L 5 1T O L LB
Jifi & £ 2 4],

2.5 WBITHER SWEBEET 3~9 4, T T 5 f.2 B
B TR LR » — B 00 47 BORATHE BRA YT . HAR B A
A7 Wi 0 0 S5 I Dh RE AR RE VE BT Y A W e . SE T <4
B E COPD . Jifi 5 1 O JUE A5 58 25 B W 3 3 SE 1=, 2 3] S8 & IR
REA A VB EIBAETS . 2 0 APk 1 s A 1) 1R AE T,
A A il U Tk S RE RS AT % S4BT I B R L R 5

(EE TR S IRTEE
3 it it

3.1 EBRESN KR X LM CT k& m R R A2
PAP fe 7 i 2 B S 12 W A fre 7 (8 e U I R AE . PAP 1
i Jr 5 CT A2 i R B 20 Ak, LR 1527 O3 Bk T il 3R
FOURE AT . AL 1 08 0 RS 48 W ) e BRAS Al o [l
R SR SR AN AR BB & B U AR . R R R BT A M
PR oA i T A 2 B0 148 oy B A 3 B L IR) Jo 2 2 AL R R B
SARKER BT . MR 1 R SROAR B R B A K A L B 3 IE 9 K

2577

Jifr AN [ e B bR B 2 2 o v T A B AR B R AR R L 1R
50 2 B TR, 6 CT R 25 T8 3 355 057 (9 4 A 5 1l o A
B CT 45 58 42 RE 5500 V5 2 i 7 Ji 368 300 5 w0 A 0 o 0 72 2 AR
T I REAE 22— JHL Al S /0N W 1 RS o ) R 8 RS I G Y
15 CT W A58 B ERE R 5 2 i T AR R 15
PEUUBUIT B, R 28 R W) 00 0 AR A% I 0 T B 5 5 e v 8% 32
KI5 o 1E 8 30 00 I 6 D00 T 6 180 7K R 1 0% 285 38 X5 S AR M SR B
S TR R R TR T BB LT LU R
Jiti Sk 22 UL, o {H Al W] U BRAS fil - sl Al B SR AR

3.2 MBR¥RESHKRASREBEEN LR PAP Wik
F BRI RRF SR 2 — I AR 2 R I I R AE R AN P . A I
PR 114 2 B il S 2 A5 2 AR A TR I R T M /N R R R B
W AR TC I RS R . AR A 3 i) AR A T R A A Uk
HIEATH X R L. MR LR, B 5 R B il
9 I A I D R R R, BRI N R .
LB LA T UG PR AR % A 1 S B B R TR . AR
HE—25 K Bl AN ORI Bl G ROR R T RS A
RIFFRGER BN O /NMEXT PAP (112 W UK RN 78. 9% .
SRR 8L 0% Gl RATHE CT E L, Rp#E X &5l % T
17 TBLB, X%} PAP (2 Wi al ik 100% , HRCT L8] # B 51 5 1%
S 437 o 3 B 32 B A WY A 1 B i S L e A 4R T 4T 24k
BAME AL . ARG A R i I i 7 T SP-ALSP-D W] & 1
B HLAT B A 4 S EDT R h SP-A B MR S IE LAY 400
55 m¥E LDH JH&E , s il ak IE % A 2~3 s fi A PAP
HBE I BALF R i i H #6 E K0 3] GM-CSF $1 A . L kot
h100% 45 ik 98. 0% s HIX BX} PAP B R —E W
ZHME

3.3 BRIZEFEASHT AN E KRR 2R SR
5 RBORE ., MRVIKIRSHEENEEFSWITG. A5
ZER R 32 Pl E N LR A TS 24 6 A L L &
44 H Kk 26 4~ H . Dubois 455 W %% 10 61l & & B
299 B 1 U2 W T I IR HR 0 B0 2 4F . Goldstein 4507 4
20 Bl E A 10 BLRELR 1ESER 2B, Kk iR
i A R G 9 B PR R 2 AR LR 2 AN AL 6
NH ARBEBAERE IR, KA ER . (D& H
AL IR R I B, + 538 B IR (OO PAP 2 8% L &
ZREME, B T30S A R A 25 B R XE 5 (3) A IR Al 48, 2 R
&R I G B, BRI R A S AR B R L R A X L
Y. AR AR PR H RS I AL B TSRS R R L Y R
B R P R R S RE R IS A A RIS A i ] G 4T 4
W ABE) S M . L5 RE M RINA : (DR, — 77 HE
W R -5 000 32 1R B L O — O T PR T AR 8 5 BOpL A
TH 9 5 (2) Jal 01 % W g6 1 0 28 06 5 (3D TR il R 1 B HCEE 1 T
VE) B B 5 (4 i G e 52 R i R R bR B0 B R 99 75 iy B
il R A R il AR BR A /DN . AR A e AN TR 1 i 45 A% A
RH . — ok, BoA R VF . PPD R a0 bR K L i
973 A% 1) S AR il 45 A% 25 B 12 WL T A B IR R G S5 % DR LA
SRR ER, KW RH X LWHES CTREMERS
PAP A B AR ME S5, (AREE R R3S N, X LM 5t CT i
S HIENE RE A AR RS R, CREESE 2580 T1)



2580

HEECHER Y RMMIEEFE SR ML FER 7. BE G
WE S WS sh T . c-myce JE K 7R BT R 40 M0 b R 0 R0k A
S & B, siRNA JLER SUMO-1 J5,cmye RN KX T, H
WF5E 587~ 400 ) T8 e 38 40 e B PR R 9 b T e AT 40
JF 9 45 c-mye KPR 335 TT LA 5 R bR 40 e 19 2 4K . comyce &
PR 4 4% 358 T A O i R 40 B O T g A AT

ARSI A TR T T A R A0 B b, PR B A A siR-
NA L8k SUMO-1 3B J5 . %F 41 L P9 bel-2 & c-myc JE B 335
FISZIR . bel-2 K c-myc 5 B ¥ 0] 42 3k 40 i 2E 4, £ 40 A S FR
T TH AR A A AL S R kA R TR B VIAE G . sIRNA
UUER SUMO-1 B G 2 bel-2 B e-mye &R i1 3R 35 32 B 40 w]
VA 9 440 P 15 5 32 B0 Akl B Al R R T, O I R R A
SPARE T — A B m . A & SUMO-1 ZE B #2 bel-2 K o
myc He PR A AL e FLg AR A R — B OR

SE

(1] SRkt smife . ¥ a5 4. SUMO-1 3k B 7E T H i 3%
BRI H R BE 2% .2009.38(24) : 2308,

[2] Melchior F. SUMO -nonclassial ubiquitin[ J]. Annu Rev
Cell Dev boil,2000,16:591.

[3] Johnson ES. Protein modification by SUMO[ J ]. Anna Rev
Biochem.2004,73:355.

[4] Pascual G,Fong AL,Ogawa S,et al. A SUMOylation-de-

FTHRESF 201045 10 A% 39 55 194

pendent pathway mediates transreperssion of inflammato-
ry response genes by PPAR-gammal J]. Nature,2005,437
(7059) :759.

(5] sk A8 X5 ik, 46, # 1) bel-2 & R #% 5% siRNA
4 BORE 19 A4 2 A0 T 4 43 AT LT ). S DR B 2, 2009, 38 (4)
434.

[6] Chiu CT,Yeh TS,Hsu JC,et al. Expression of bel-2 fami-
ly modulated thought p53-dependent pathway in human
hepatocelluar carcinoma [ J]. Dig Dis Sci, 2003, 48 (6):
670.

[7] Duarte RL, Paschoal ME. Molecular markers in lung cancer:
prognostic role and relationship to smoking[J]. ] Bras Pneu-
mol,2006,32(1) . 56.

[8] Burlac A. Regulation of apoptosis by bcl-2 family proteins
[J]. Cell Mol Med, 2003,7(3):249.

[9] Wang H,Mannava S, Grachtchouk V,et al. ccmyc deple-
tion inhibits proliferation of human tumor cells at various
stages of cell cycle[J]. Oncogene,2008,27(13) :1905.

[10] WU CH.Riggelen J, Yetil A.et al. Cellular senescence is
an important mechanism of tumor regression upon c-myc

inactivation[ ] ]. PNAS,2007,104(32):13028.

U B 3. 2010-02-22 & 8] H 1 : 2010-04-04)

CEAE5R 2577 7O
R, 28 3 JL ) A Bl 7 B AT A 5 512 I

L LITIR . PAP W R 12 R 10 £ Z W E AR AEAR
9 BAS IR I R R B 2R . PAP (I PR A2 . (D g8l
I TG PR IR B R b i L 2 TR E B B X
LR N I e BRAS G L R IR B R L 5 b TR RE LB A SRR L i K
i S AR A R ] LT HE AR AR R . LY R A £ ) il K i
FBUA CT A 2 048 1 i B 28 R o LA AT A8 5 (2D il 378 9 52 A0 0
T € » A2 R AR AL 5 (3) BB AR A A5 5 e RAE RS F
87 5300 P9 0 TG g T S ) A5 2 3% 8™ E L T i PR _E i 2 A
JOEBIE R o 2 AR 38 80 U S0 AN 1 T o ol 0 9115 I 204 i %
BT I PRAEAR G2 A% )5 il 3 [H 82 475 7S 1 180k o 0oz 32 5 1 R B
AT L Wi B R 43 T E R R BT T PAP B T K
byl

SE

[1] Lee KN,Levin DL,Webb WR. Pulmonary alveolar protei-
nosis: high-resolution CT', chest radiogrphic,and function-
al correlations[J]. Chest,1997,11(7) :989.

(2] ZEwe, £WF. 8] BTN & ) HRCT 2 W5 M 7% BT
K BE2#.2002,31(5) :418.

[3] Honda Y.Kuroki Y,Matsuuea E,et al. Pulmonary surfac-

tant protein D in sera and bronchoalveolar lavage fiuids
[T]. Am J Respir Crit Care Med,1995,152(11) :1860.

[4] Gumper BC,Nowacki MR, Amundson DE. Pulmonary alveo-
lar proteinosis: Remission after antibiotic treament| ] |. West ]
Med,1981,161(1) :66.

[5] Kitamura T, Uchida K, Tanaka N. Serological diagnosis of id-
iopathic pullnonary alveolar proteinosis[J]. Am J ResPir Crit
Care Med.2000,162(8) :658.

[6] Dubois RM, McAllister WA, Branthwaite MA. Alveolar
proteinosis: diagnosis and treatiment over a ten-year peri-
od[J]. Thorax,1983,38(5) :360.

[7] Goldstein LS,Kavuru MS,Cuns-mccarthy P,et al. Pulmo-
nary alveolar proteinosis: Clinical features and outeomes
[J]. Chest,1998,114(5) :1357.

[8] sk U, mf [ 5A. Wiyl 2 (A UUBUAE 9 B2 Wi sy Hr) . 52
BE2f R 75,1999,15(5) : 19.

(9] F B2, Mo, IO 5 4 i E kAR 7 T o6 25 1 D AR
PR A5 B LT ). TP BE 2, 2008, 30(3) 1 362.

L10T BR/NEE 2 it 4 i 38 VE AR A 97 I e 25 1 DL ARE 24 441
L)) " ZRBE.2009,30(8) : 1105.

(Wi Fs B #1:2010-02-28 &[] H #1:2010-03-05)





