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[(FHE] WiE A PIEE ( pulmonary alveolar proteinosis, PAP ) 225 WL PER] BME iR eeim, LA S 40 32 S s
AR I B B IR SO ARAE , E AT T PAP B RYA T 5 A It e . 1R N AR DG A B It PRI & 1L PAP A
A5 Rr A - A A Y R R T (GM-CSF) [ B 9iiRA 56, i H 5 CSF2ra. CSF2rb. SFTPB %5 ik [ 1) 2 A5 F L 1r)
I T i A T R S M G o B e S DR 2 T IS TR, XTI RO W RR 7 ARAT 1 AL A0, 2 W 1 R it 1%
KA AT Ah, VTAER MY GM-CSF A BRI . 1% GM-CSF 7KFAGIM LA K 5 RIS Wi AR e Rk i 5 VA7 7 T B 4 il
VRSN, WS TS GM-CSF., FIZ H it MeAgsIER . fiT2820%) . FEAIT . R B ST i gT 3, AR
SCHHUEAF A PAP AUISTARME A E—S5A .
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Research progress of diagnosis and treatment of pulmonary alveolar proteinosis

WANG Jia-qi, HAI Bing", YANG Yuan
Department of Respiratory and Critical Care Medicine, the Second Affiliated Hospital of Kunming Medical University,
Kunming 650000, Yunnan, China

[Abstract] Objective Pulmonary alveolar proteinosis (PAP) is a rare chronic interstitial lung disease characterized
by accumulation of phospholipid protein-like substances in alveoli and bronchioles. At present, the clinical treatment of PAP in
China is still whole lung lavage. Basic and clinical trials at home and abroad have found that PAP is not only related to GM-CSF
autoantibodies, but also related to CSF2ra, CSF2rb, SFTPB gene mutations and targeted macrophage cholesterol homeostasis
(peroxisome proliferator-activated receptor, PPARY).With the progress of the research on the genetic level of the disease, the
corresponding progress in diagnosis and treatment of the disease have also be made. In addition to pathological examination of lung
biopsy, serum GM-CSF autoantibody detection, serum GM-CSF level detection and genetic testing have also got progress and are
widely used in clinical practice. Recently, inhalation or subcutaneous injection of GM-CSF, rituximab, pioglitazone, statins, gene

therapy, and plasma exchange have become research hots. This paper reviewed these new diagnosis and treatment methods of PAP.

[Key Words | pulmonary alveolar proteinosis; granulocyte-macrophage colony stimulating factor; diagnosis; treatment
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FH R A1 2 i s 200 2, AT oA e il o 2 1 0
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ESRON SN2 ] ol 8 7 N LB S R S I U TR e
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6 PR T 00 o
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fit 5 J5 K PR S 30 GM-CSF 15 S 1& 6 A 2, i
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ARG, HilER S KA RN FES
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L RATTY B RIS

2 BEAE

PAP IIfi PRFIE = Ko, AL R w
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PR, S UK 43 CT & LAt/
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2140 A A 52 ) 114 . 7 R K U 4t GM-CSF i .
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LA BB J 1 PAP JR R ) 3, ml g — 25l i
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%5 CD11b Hl 345 20T 2 Bt GM-CSF 2Z A& T et
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FIMLTE GM-CSF /KEHRIEH N, dnSR4k & 7k PAP 5
PP ANEH, n] g — 2046 I 5 2 s P o = A G
HYEE, 40 SFTPB. SFTPC. ABCA3 M NKX2-1,

3 RITAE

XFF PAP WIRYY, H AT EZ el vE,
X F AN BE N A2 23R 97 J7 1k s A7 78 2 Il E Uk 25 =
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FAE SRR R A b A8, BR A REVESL, WA
T GM-CSF (W A B TS ) o A28 P,
MAK SR, My T2825%) . JEPIAYY . K B, i
A
3.0 ARk AMEVELE R b A PAP B
N B A A B R SORE I vE 2
A GRS N UEAT, SR BERRE AU R, — il
WA, Jy—MAd A K A AR K (f 22 50 L),
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(25+1.5) o JaZehfiifn iy ia Ty it [a] b A fa] 4R
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