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Review on updates of glucocorticoids in treatment of
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Abstract: The mechanism of glucocorticoids involves genomic and non-genomic theory, and glucocorticoids exert rapid anti-inflam-
matory effect through non-genomic mechanism.The high-doses glucocorticoids pulse treatment are adopted by most clinicians nowa-
days, which has rapid non-genomic effect on anti-inflammation and anti-fibrosis. However, its specific "trigger point" is still under
exploration. Clinical researches indicate that pathological changes of acute exacerbation of idiopathic pulmonary fibrosis (AE-IPF)
is characterized by diffuse alveolar damage (DAD).Glucocorticoids are capable of inhibiting transcription of nuclear factor recep-

tors and pro-inflammatory cytokines as well as inhibiting fibroblast proliferation and reducing collagen deposition so as to control

DAD.However, there are still many controversies on the specific dose and duration of glucocorticoids in AE-IPF.
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