P E Tl BE AR 2019 4E 4 45 32 55 2 3 Chinese J Ind Med  April 2019, Vol. 32 No. 2 - 113 -

mie G B EMNFHRMER

ZESC € S

(1. BFRRENNR G EER 2B Sl be, WK BFRS 250062; 2. INZRA BRI R4 Bl T
ASTOLEB AR B, LR Trm 250062)

R . WL AEAL R 2 R0 D LB A A B s, R A R R i Z R i . AN 1 A RS
S, BRI, AR A TR A AT A A AR v R A AR, AT LAGE o ) 5 P 20 A PR A 2T A K
TGS A AT Ak A0 A 4 SR B AR T DL A Sz BI B4 (epithelial-mesenchymal transition, EMT) id##, k%]
BRI LT AEAL AT AR SOBUAMNE A WEAE R PRI ZF R AL (TPF) | ISEPEET4E(L (PCF) FIAY il I EUIG£T 44 (silic-
otic pulmonary fibrosis) " IVER RALGIHATRIZIALY, WA G TAERMES %,

KR, AU AN, RS L (IPF) ; WiBEPEEF4Efk (PCF) ; M St £F 44k

HESES, RS63  XEIRIRAE. A XEHHS:1002-221X(2019)02-0113-03  DOI.; 10. 13631/j. cnki. zggyyx. 2019. 02. 011

Autophagy and pulmonary fibrosis
YANG Yu-ting” , JIA Qiang, SHAO Hua
( ®. School of Medicine and Life Sciences, University of Jinan, Shandong Academy of Medical Sciences, Jinan 250062, China)

Abstract: Pulmonary fibrosis is a common end-stage of pathological change in many lung diseases, its occurrence and de-
velopment are controlled by a variety of cells, cytokines and proteases. Studies have shown that autophagy plays an important role
in the processes of pulmonary inflammation and fibrosis, which can alleviate pulmonary fibrosis by inhibiting the secretion of in-
flammatory cytokines and fibroblast-promoting factors, degrading the collagen in fibroblasts and inhibiting the process of
epithelial-mesenchymal transition (EMT). This paper, will give a brief summary on the role and mechanism of autophagy in idio-

pathic pulmonary fibrosis (IPF), pulmonary cystic fibrosis ( PCF) and silicosis pulmonary fibrosis thereby provide some

reference for future work.
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