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We examined the effect of IL-17A on CCL20 production from human gingival fibroblasts
(HGF) in this study. Moreover, we investigated the affect of green tea catechins on CCL20
production in HGF. We found that IL-17A could induce CCL20 production in HGF, and green
tea catchins inhibited CCL20 production in IL-17A-stimulated HGF. Therefore, IL-17A is
involved in Thl7 cells migration in periodontal diseased tissues to induce CCL20
production in HGF. Green tea catechins might decrease alveolar bone loss in periodontally
diseased tissues to inhibit CCL20 production.

TR TER
(BHHAL 2 1)
LA IEEE & &t

200 9% 1, 900, 000 570, 000 2, 470, 000
201 0% 1, 400, 000 420, 000 1, 820, 000

R

R

FEE
o 3, 300, 000 990, 000 4, 290, 000

WFZeoy 8y« E K
BHAEOSEL - ME - w5 - HEIRECRE Y
XF—U— R HwEK, Th17, 7EHA >, KHEEHIN

1. e S MO = JISEREG L TWLZERHLNERST
W JEIRIET BN T T — T BRERR T D R WD, HERRAERPTICIEY o ERE L T
J 93 B B L K 0 A S 5 8 PR RIEME & LTahk e 2 o MR 358D S AL, )
RETHY, TOZRIE - #ETITITE EORE FRRIR R ICBA G L TWD EZE X BTV D,



JTAE, Th17 #ifa & FEiEAL 2 877272 helper T
Ma 72y "ORFEAET DL ENHALNE
7257, Th17 ffRITFFE E LT IL-17A % P&
ELLVROR = T EFEEN DHREIN 1% FHL L T
WA ZENREINTWS (Ivanov et al.,
Cell 126(6) 1121-1133, 2006), F7-. &k
BEE Y Uv<F <~ XAET /BT, ThiT M
faiZftho> helper T Hifd & bbi U E Ml &
BRI E 5 Z ks & bl 1L-17 %
FEAET A Z L2k, B RANKL FEAE
EHETHIETHMEMENTERT VR
BEEVHL WA ZERHALNE -T2
(Sato &, J Exp Med., 203(12) 2673-2682,
2006), BJEIRIZEBIERIET Y U~ T L FEIERIC
BRINZ EfERET2HEBETHD, 0,
TL-17A 230 JE IR SR ATIC B EL L T\ D 2
WAL MNERSTEY HEEOFREICE
SLTWAHEIFTREBINLTWDSN
(Takahashi et al., J Clin Periodontol.,
32(4), 369-374, 2005). Th17 #MARN Db & FH
AR COFLE, RIS, TR
B OMNE ST,

WA, Th17 Af4F S AYIZ CC chemokine
receptor M—-2>T& 5 CCR6 MFEELL T\ 5
ZEBHBLNE o7 (Hirotaetal., JExp
Med., 204(12), 2803-2812, 2007), Fkx I%.
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