(®)
2013 2016

The role of auto-immune antibody for collagen type V with gastroesphageal reflux
disease for the pathogenesis of idiopathic pulmonary fibrosis
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The aim of this study is to investigate the correlation of idiopathic
pulmonary fibrosis(IPF) and auto-immune antibody for collagen type V (col(V)) with gastroesphageal
reflux disease(GERD). We hypothesized that IPF was correlated to the auto-immune antibody for col(V)

driven by lung stromal tissue damage and remodeling caused by GERD.
The analysis of the patients who undertaken lung cancer surgery in our institution revealed that the
IPF patients have Tfour times more GERD than non-IPF patients Fisher exact test p=0.013). The col
(V) and IL17A does not overexpressed in the lung of IPF in mRNA expression levels. The DNA
microarray analysis proven TNF signaling pathway in cluding CXCL1, CXCL2, CXCL3 in IPF with GERD

specifically.
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