F&= C-19
HPIREMBEHRRRBEE

FRk2 245 5 H 21 ABE

el  EFHEE)
IR : 2008~ 2009
EEES 20791032
HREEL (FIX) £ FEEY ST FISE 3 ThT BB ORATES & CABEA~DR A

AL (ZEX) Analysis of Th17 axis in the pathogenesis of human rheumatoid

arthritis.
MERRE
EHE &2z (YOSHITOMI HIROYUKI)

REMKRE - EFHARH - B
HREES : 50402920

WFZERE SR OMEEE (Fnsx) « BAfN U v~ F HoE B Sk O SE AR vE AR (FLS) 7 & @ CCL20
DEEAITIL TNF- « . IL-1 8. IL-6 7% autocrine/paracrine FJIZBE G- L 7z, RIS, RIEMEY A
A VIR FLS R4 2 Z Lic X 0iFEEhs ) v gkilEdlidreh A > Th b CCL20
LEOZRIKRTHD CCR6 MEELFZE AR LT\, &2, RIEMEYA MU A 0T
CCL20 #41 L 7= CCR6 [BPEMiaDIEE ML L, Z OMEEEIC XV FEEA S D IL-17 1% CCL20
EWAIC TL-6 OFEAZA LD Z & TRIEOHKGENAE L 5 &) B Y v ~F ORENRH 5
melpor,

TR OB EE (330) : IL-1B vigorously induced the production of CCL20 from FLSs of
human RA and the production of CCL20 induced by TNF-a was partially attributed to a
trace amount of IL-1p induced by TNF-a. The conditioned medium of IL-1B-stimulated
FLSs significantly recruited CCR6+ MNCs in a CCL20 dependent manner. Interestingly,
CCL20 enhanced the production of IL-6 coordinately with the stimulation of IL-17 but not
with that of IFN-g. These findings imply FLSs stimulated by proinflammatory cytokines
recruit CCR6+ MNCs including IL-17-producing-helper T cells into the inflamed joint,
leading to the enhancement of the production of CCL20, which chemokine and IL-17
coordinately induce proinflammatory cytokines.
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