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Atopic keratoconjunctivitis are severe, chronically relapsing, ocular
inflammatory diseases that cause intense inflammation and fibrosis in conjunctiva. However, the
precise mechanisms increasing the severity of these diseases remain unknown. We previously focused
on conjunctival fibroblasts derived from severe ocular allergic conjunctivitis patients and compared

the gene expression patterns. The conjunctival fibroblasts derived from patients showed
significantly enhanced periostin expression in the nonstimulated state, and this expression was
maintained even after the subculture. In this study, we found that histone methylation state change
was occurring at the periostin promoter in patient-derived conjunctival fibroblasts. Furthermore,
sustained periostin expression could observe by TGF-3 stimulation. Therefore, these suggested that
epigenetic regulation was involved in the induction of long-term and sustained expression of

periostin in patient-derived conjunctival fibroblasts.
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