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b NEA MG Epid 1238\ T, TL-17 fPRIC L 0 CXCL8 D RIEMEY A A > -
TERIA VEENEF L. IL-17 X INF- o 72 EORIEVEY A DA > L RERIS, AL
R AER L A RAIEZRDIEMLICHE S L TWD EEZ NS . HEREECH R %
JEMED A b A v IL-17C & IL-17A L OFAEERICOW IS B EICHRMNALETH D.

WFFERCR OMEEL (3530) -

In human gingival epithelial cell lines, Epi4 cells, IL-17 up-regulated inflammatory
cytokines and chemokines including CXCLS8. IL-17, as well as TNF- «, is involved in
the regulation of the innate immune response in gingival epithelial cells. Further
studies are needed to examine the roles of interactions among periodontopathic

bacteria, IL-17A and IL-17C in the pathogenesis of periodontitis.
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1. WFERHAA YWD &
WRERITT 7 — 7 ME IR T 5 18 MK
YUiE Td D05, MRRALE O FIRITIE E o mE
ISEIZH D, BRI DRk A e A B
TIA U DRAE + S RO % HE58 & D WO L4
LIRRETEARICE D . AEER T 5 [1L-17]
X AT AR IR E ST RIEMEY A R
A THY, FITHEMEAL T MEBREEAT D
(Yao et al. J Immunol. 1993). F iz
T, W E R R A Porphyromonas
gingivalis (P gingivalis) O HIZER~DHIFL
WCED IL 17T REN EFTBZ L, £/
RAFEIZBNTEZDORBEZRBODL &N D
W E BT D IL-17 OG- el @i L
72 (Oda et al. Oral Microbiol Immunol.
2003). S BITF & IX, HEE KA X 0 M

LT/l v —r D7 a7 7 A VRN D6
IL-17 Bt N E W 2 & (Tto, Honda et al.
Oral Microbiol Immunol. 2005), thPI4IZ L
B0 U CH B SERR I B W T IL-17 Bis 3835
BN EH LTS Z EE2HEL7-(Honda et
al. Clin Chim Acta. 2008).

IL-17 DRBIZKIFTRER, =7 &8y
BT AMAEE ERE LTSRS Y v~
T CIIRIENEDFE A FLRE - B I BRI
BEETBZ R ENTWS. —FHT, Jili-
HALE 231 2 M B Y ClE B R M ia Iz
X 2 PEBRBERE 2 TR D B AY 72 B 5- 23
AN, IL-17 X 2mEE s> Z ERALN
TWD. T TR FEREANME Th17 &
L CHi &N 5 ICE -7 (Wynn TA. Nat
Immunol. 2005), IL-17 3B B2



HEBEIR A T = A LE, KRERBLRESD
%<, WERIZH L TUIIFEALEH %7)%172
STV, Bk L7238 Y Fx 13 &1
waJﬂTM7#%5L%5§<@ﬁ¢%
TTO“CJé‘?'Lﬁ) WO L LT, IL-17 95

HETE RS AT T 38l 72 A 1 = X A & fRBl
5%%75)3?)6 EEZD.

IL-17 [ 2V E TOMT D, O RIENE
YA NI A T D EIEMEDMERVS, il
DORIEVES A NI A v EDREERIZLDY
SR IR RAEMREE 2 BT 25 2 L RS
TV % (Shimada et al. J Immunol. 2002).
Toll-like receptor (TLR) [Z78i#k S 2 )R
Aoy & ORI b RIEEDHBAEH 27D 5
(Ruddy et al. J Leukoc Biol. 2004). —J5C
IL-17 OFEM 2355 S 590y D FFAE
HIRE I T 5 (Wolf et al. Cell Microbiol.
2009). WTHIUCHE L IL-17 ¥ 7 FIVBER
oY A NIHA T FBH DL TLR
STFABRTBARN—=7 LTWDHRER &R
BENDD, EOFEMII L2 - TR
V. ERICBWTE, IL-17 OFMTOE
Mz, IL-17 & oJE 9w E & OFE AR
HIZEB T2 ENED AT =X LREIZ
BNRBHEEZD.

WJE ARy RNSA F T 4 L BT
LA ERIE, BB R T — L LT
I TIERL, N AT v AHIEICx LT
HARGE O FEHE), BAREOFHE & ) e
O BAIXINETIE, WA RIS
BWTC R gingivalis DIEFHIZ LY TLR 7
TR EZRDADHIEAF TH 5 IRAK-M
DI LR Z L CREBIC T ENA U PE
Enmlshsd 2 & EHE L7z (Domon,
Honda et al. J Leukoc Biol. 2008,
Takahashi, Honda et al. J Periodontal Res.
2010). = LT, P gingivalis )M 5 £ D50 Z 1k
RED ST D RHEZ R L, I b2

R OFRHGEICEA S L TV A aREME 2 Z5R L
7.
2. WO HB

AT TIE IL-17 & o JE R IFRIE & OFE A
TERICE B Ll E R OIFIERRICED A
S ALEMIAT 5. BARAIZIE, N LR
JalZHB W T, IL-17A, P gingivalis DFEFHRIZ
B2 IL-17R B LW TLR2 O 7 F s

EREAEHONCT D ELEBIZ, My
DI/BAN—=ZIZBEDLI T BB L T

<. Fo, MEBOHAMEMIC LY RIS
B RAEPHEN 7 B 5T 5.

3. Wik

b M _ERRINY & L C simian virus 40
T PR Z & s 78 A L 7= R LHlark Epid
% Humedia-KG2 B2l THECES 2 L F5
WAt L7z (RIRKRFR B o F 7o R O ETR

PEFHR O Ehth#Edz L v fth). Epi4 (<
%L C rh-1L-17 (IL-17A/F, 100ng/mL)¥ X
W\ P, ginigivalis ", MOI50 ; LPS, 1u
g/ml) % FH T4 BRI & 7 13 3 L 7=
(12 EE). HI#%1C total RNA A HhH L, *
713 FIEABIR L=, 7S, RIE
P A NI AV s DA L DBIGT-HBLE
1t % Real-time PCR {£I2C, 5% LifH D 7
EHA DA% ELISA B THIE LT-.

4. WFgERk R

(1) IL-17 DEH

IL-17 DRI IL-17RA 3 L OV IL-17RC
DA~TaHA~v—ZRKIKNE 5T 5. Epid
BV T IL-17RA B X OV IL-17RC 2MEFHY
[CHRBLL TS Z &% RT-PCR V5 CHERR
L7z (K1), b0z RO TIE,
IL-17 #li% 3 X OV P gingivalis FIBZ X 0 &
B HBUIEBHTRO o Tz,

Epi4 (2% LCIL-17 Z W CHIET 5 &,
IL-18, IL-6, TNF-a, CXCL8 ®i#fs 1%
BN EH U722y, CCL2 BBUZELITRD B
Nieno7- (X 2). —7%, Epi4 iZ%f L T TNF-
aZHWTHIET 5 &, ZSORIEEYA
N GV o v G b S T a gV S o8 = N D sl

2.
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IL-17 O 10 100 1000
(ng/ml)



2 (Ho%)
CXCL8 CcCL2
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0 - 0 -
IL-17 O 10 100 1000 0 10 100 1000
(ng/ml)

*%:p < 0.05 vs. control (unpaired t—test)

IL-17 #liiz X v CXCLS8 Z& 8123 Mith oD e )E
Pt NI A2 s A AATHE L TEHED
ELFHE SN, CXCL8 »#iE % ELISA &
WCTCHE PRI LRV TELICHER L. 2L
T IL-17 #3423 IL-17R # A LI-{ETHh %
AR EHCCHREL B,
IL-17 FEKIC L 0 358 S 7 fth oo JE B A
TICE D TIRAIBRER IR WEE XD, F
7z, CXCL8 ##i4 %7 F iz NF-«kB
NEE LTS Z L% NF-«B OFLEAT
&% BAY11-7082 = FHHWCHA L™ L7z

UL EOFER NS, IL-17 X TNF- o & [FEE
(2, A ERGHARICAER U B RS R OIE M
RIZFHELTWD EEZ BN, WERMER
WWBWT ERELTWAIL-17I1I22o\W T, A
R A U7 B RER 72 B G- 3B & A &
VAo

(2) IL-17A & P gingivalis DFEEAEH

Epi4 |28\ T IL-17 & P gingivalis £
FIXFEERE LPS Z Vv gL, &
JEVEY A N A v« BT A N RIT TR
R L7z, ZORER, BfEE CH LM
FERIIMECTETE LT (K3), %k
HEIZE L A% L VMmN L
EZD.
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(3) IL-17C OAEA

BT, ERGRMIIEIC IR W TRFEERICEA
h, TLUCLERRMIE % —5 > e LTHE
M7 % IL-17C O ENHE S 7= (Song et
al. Nat Immunol. 2011, Ramirez-Carrozzi
et al. Nat Immunol. 2011). IL-17C OFE#%
(ZIX IL-17TRA B L OV IL-17TRE O ~7T o XA
~—ZABKNPEL5T 5. Epid I2BWNT
IL-17RA B L OV IL-17RE N EFERNZIHEEH L
TW5bHZ &% RT'PCR I CTHER LT (X

A%, IL-17C O A LRI~ 1EH]
HIRFTT D L & HiT, IL-17TA O RAEM
YA bAoA, MERET & OHEERIC YA
HLTWSFETH 5.
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