F5 & MR AT YE LR R R AL R e Tr it it R

e E L, HEE Y, BAE L R, B E ks Gk, £ KE 6710005 2.7 5 UL M
WK E A=, =/ K 671000)

WE: AR A AR — AP AT 8 R A AR SRR T AR AR, EARERATERFW S, LAEAHK
M, WEMEZ, LFS5TWMNELF, B, SFAWMNEELERIE F T m A BIFERRGH MRS, ALt
JRERR Ay Wi AR R HATT ER, AL B —FTARELAS

KRR AR AL KRR mInE T Hais sy

FESES: RI79.1 NEAFRER: A XERE: 1007-7693(2015)08-1024-05

DOI: 10.13748/j.cnki.issn1007-7693.2015.08.031

Pathogenesis of Idiopathic Pulmonary Fibrosis and Its Advances in Cytokine Treatment
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ABSTRACT: Idiopathic pulmonary fibrosis is a kind of two pulmonary fibrosis disease characterized with honeycomb change,
its incidence and mortality rate increased year by year, and lifetime is short, the poor prognosis is almost the same with malignant
tumor. Therefore, pathogenesis and treatment of idiopathic pulmonary fibrosis has become the focus in the international medical
community. The paper reviewed the disease mechanism and drug treatment research progress, to provide a reference for the
further research.
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