B 2

BxXc—19

N H |

FIZHREHEEX (RENREHE) HRARBEE
Rk 254F 5 30 HEBLE

HEAE S : 37104
MEER - EBEHEC)
FFZEAR - 2010~2012
RREES 22591094

MREEL (FIX) HFLUOEHOCRERENSESRR MY/ LBROEOBEERT
MEREL (EX)

to new autoinflammatory diseases

Functional human protein analysis in the post—genome era learning
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WFIER I OBEEE (F30) @ In Nakajo-Nishimura syndrome, a decrease in proteasome activity, which is
associated with a novel mutation of the P5i immunoproteasome subunit, causes definitive human
autoinflammatory phenotypes. This fact suggests that the ubiquitin-proteasome pathway might play an
important role for inflammation and provides a new insight into the pathogenesis of other persistent
inflammatory diseases.

Primary hypertrophic osteoarthropathy (PHO) should be caused by SLCO2Almutations and MEFV
mutations might be one of the risk factors for inflammatory responses in this disease.
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