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Elucidation of the pathogenesis of Langerhans cell histiocytosis
from the point of bone immunology
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AT AR TF AL, RIEVEYA DI A o THDHD, E IS L BRI 2L 3G D R,
SEIFR &1L, TN ZAHIBERRERIE (LCH) HEE . BICTHRAR TH L LAY 2o
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LCH cells have characteristics of immature dendritic cell (iDC), which differentiate into osteoclasts in
inflammatory environment. Osteopontin has been known as a proinflammatory cytokine, which is
involved in bone resorption by osteoclasts. Here we show that the serum osteopontin (OPN) levels in
Langerhans cell histiocytosis (LCH) patients, especially with risk organ involvements positive
multi-system disease were significantly high. It indicates that OPN is involved in the progression of
disease and disease activity. We also found that OPN, especially cleaved-type OPN is essential for
osteoclast formation from iDC in vitro culture system. Cleaved-type OPN which has a great potential to
induce inflammation would be involved in the pathogenesis of LCH.
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