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e R OMEE (Fn3X) . P gingivalis D~ 7 a7 77— ~OVERIZ LY miR-146a I k-
FLT. A MIA A VEAICKITTREL LT, nikR-146a %/ v 7 X7 L THEIT
IR0, BEIRBRIC LD YA bhA VEAIME T LZ. RUFgEIC L D, hEwHRE
ERHOT N5 S miR-146a 20 L CH A M A VEAZHIE L TV D afReth R Sz
D, HERIREERICB T DEBEOEGEIZOWTIIS BRI LR BHNBIVNETHD.

WFZeR R OMEEE (3E30) @ P gingivalisstimulation up—regulated the expression of miR-146a
in macrophages. Over expression of miR-146a in macrophages attenuated the release of 2.
gingivalis—induced inflammatory cytokines. Further studies are required to elucidate the
exact role of microRNA in periodontal pathogenesis.

SEATIRERE
(BEEHAL : )
[ERESES ¢ ik & &t
200 94 2,000, 000 600, 000 2,600, 000
201 04 1, 300, 000 390, 000 1, 690, 000
R
R
FE
M Et 3, 300, 000 990, 000 4,290, 000

A oy e
BAFE O3 F - B - e - ETRFE RE S
¥ —VYU— KN : Porphyromonas gingivalis, LPS, microRNA, miR-146a

1. WHIERHAG S ) OH RIS LT D 2 L2 liE LT,

o JE 9 F B Porphyromonas gingivalis
(P. gingivalis)lX, 18EDGIEIGE % Hil
L% OHEBRBERE > DRk, sER & v 5 Bk
JREEDORKSLICEAG T 5 B 2015, Bxlx
VIR, P. gingivalis I3~7 1 7 57— %t
L TTILR ¥ 7 FIURERIZ BT D A DK
T IRAK-M Z 350 L, Sl sinsd
Z L EHAE L7 (Domon H, Honda T et al.,
J Leukoc Biol., 2008). P. gingivalis D ik
WNCEE T 2 WA BB W TS RERDO R

(Takahashi N, Honda T et al., J Periodont
Res., 2010). R7ZAHID IRAK-M A+,
& B WIH =72 TLR & 7 F VK 712D
TDNA ~A1 787 LA, 521 microRNA
T LA G BHE LTI 21T O 2 & T A
gingivalis DD RIRERLNE 2 BRI L
T JE R DIFRREfR 2 X % .

2. WO HBY
AFFEIZ BN TITHIS, Fi- 2B 3E,



A1 & LTI 5415 microRNA (GERYE S
FATRE L CRIERENAI « mRNA 43 24 L TR
HIED) [CEB L, P ginivalis DE5%~ 7
07y =BV TR 5.

3. WD FHIk
(1) #A%EH microRNA SEEARMT

b N HEECRMAEEE THP-1 & 1 x
10%cells/well (24 ;X7 L — b) | CHEfEE,
P. gingivalis LPS, E. coli LPS (TLR4 U 4
> ) ¥ L Pam,CSK4 (TLR2 VY 77 > R) & 4% %
Lpg/mL OFEETRIPLL, 8BZI@EIC
PEVN total RNA ZHiH L7z, [RIRAAR O AT
B FNEar ha—L & LT, Human miRNA
~A a7l (T h-Tr7/ no—
%, Release 12.0, 851 fEDt k microRNA %
FRHATEE) & O CHIIBRIZ K 5 microRNA @
B 2 MR REE LT (% N=4) .
ZEED I 57 microRNA [ZEA LTl Z 4uiz
¥R 77 4 ~—% M\ 72 Real-time PCR
EIC TS BITHREE L7 CRIPRIREE - 0.001-10
wg/mL, FPREER : 4-12h).
(2) microRNA HEREREHT

THP-1 % 5 x 10°cells/well (24 X7 L —
) IS THERE L, 10ng/mL PMA f£7E T C 48 &
MR L~ v 77y — UMb s &
72- (UF,.~7n7y—vL35). D,
microRNA (245 A972 inhibitor (50nM, 4h)
F721% precursor (50nM , 24h) Z~/7u >
=TI A7/ ML, EETS
microRNA IZBI L C/ w7 X0 o & fo i3k
R AEX 7=, D LT, P. gingivalisLPS,
E. coliLPS 35 & O Pam,CSK4 % 45 % 1 u g/mL @D
TEE TR L, 8 RFM#IZHE 3R G A |
HE L HITHIME Y total RNA F7213# v
& L. Z L C, microRNA D& —47
Ny T ORBE\L G 5728, Bl
Bl%& Real-time PCRIEIZT, ¥ /U RB%
Western Blot JEIC CHER L7z, I BT, HlY
#%oOYA N BHA FEA (INF-a, 1L-6, IL-1
B, IL-12) (22 T microRNA D24 Mgt
THD, VA AV BETRAE
Real-time PCRIEIZT, PEAL~L% ELISA
B CTHER L7z,

4. WA

(1) HEHEEY microRNA JEHLMRAT

~A 7 a7 VA AT ORGSR, THP-1 (280
C P. gingivalis LPS BT & 0 RHHI b
L C 250 LI BIAE) % 788 72 microRNA
10 FERmHE S (B& 8 FdE, Wil : 2
FEYE), D% T niR-146a O E 72 LHN
oo (20.00137, unpaired ¢—test)
(1% 1].

miR-146a BT DT, P gingivalisLPS,
Iz T, 9 TIZ#s (Taganov KD et al.,
PNAS, 2006) D2 £ coli LPS, Pam,CSK4 i

WizBWTh EH$5 2 &% Real-time PCR
EICCHEER UT=. P gingivalis LPS BT
1%, FHERED E coli LPS HIKIC EL#E L T
miR-146a HEIZ LV BVMEM AR D bl
2%, WA EICABEZITRBD N ho T
(1% 2].

P. gingivalis LPS Wl ¥ o #] I 12 &
(0.001-10 & g/mL) 33 L OVHIBLAER] (4-12h)
{RAFMIIZ miR-146a BEN EHTHZ L& S
DICHER LT,
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Mean +S.D. of triplicate cultures,
F: p<0.005, 1 p<0.0005 vs. no stimulation (unpaired #test)

(2) miR-146a HEREREHT

miR-146a TR L T, TLR ¥ 7 U miER
DT FNAF T D IRAK-1 3 LY TRAF6
D2 —7 >y e LTHEINRLTWS
(Taganov KD et al., PNAS, 2006). P
gingivalis PSS T UHARIZ LV &I 5



IRAK-1, TRAF6, # L CTRIEVEY A M A
PEAEIZOUWT, miR-146a OELZMEF LT,
BAREGIZIE, RIS BAI N O miR-146a
D ) v 7 X0 DO ITRE & K

v, HI4% > TRAK-1, TRAF6, ZAEMEH A
HA v DEAE MR LT,

Z Ot %, miR-146a (2% % inhibitor @
ERIC XD K 60%D /v 7 B 7 U h3RnNG
BAL7-%, TRAK-1, TRAF6 &L, A MhA
VEEAEICEI LT mRNA Lo, 2N L
NWFTRIZBWTHL ) v 7 XN L BE
{LIXERD e in-o7z [IK3].
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: Control inhibitor M : miR-146a inhibitor
Mean +S.D. of triplicate cultures,
* p<0.05,  p<0.005, § p<0.0001 (unpaired t-test)

—J7, miR-146a |Z%x}9 % precursor DIEM
W X0 RN O TR FEBL L ~L DK 1500 %

DOFRHFERD LG D=0, 0LV IRAK-1,

TRAF6 ZEHLIZEI L TIZ mRNA L~UL, & LRy
L AW T BV T L MBI R L DE
LITERD Nz oTc. L LR 6, j%ﬁ
PV A A B LTI s R L

BAERRBO Bz [K 4], BRI, WF
a, IL-6 pELE (X7 L~UL) WA EIZIK
TL, IL-18, IL-12 12 2W T HIET L7223,
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: Control precursor M : miR-146a precursor
Mean +S.D. of triplicate cultures,
* p<0.05, I:p<0.0005,§: p<0.0001 (unpaired t-test)

(3) WEROFE LY - BE

AWFGEZIBNT, P gingivalis LPS FIPK
WXV RERIBLZLE) 2 7R9 microRNA X
miR-146a OHLTHHZ L~ 7T LA
HTICE VLN TAZ ENTER. Z0
miR-146a (%, FRHEIFEBLUIC L 0 %O A b
HA EEENEIT D Z L EGEHTE R,
H< FETHIEEBA L ~LICF TIHREIFEE
SHETEONDIEETHDLZ b, IE
TICEOND > ZFAHES T (Z s
H) LRZFIAEMSTRTE D LD TN
MY LIV, miR-146a DA N A EEA
WCRIETHEIIDOT N THDEBEZLND.
miR-146a DEFED X —47 v M & L THRED
& % TRAK-1, TRAF6 |2 DWW TIEAMFZEIZF0
TIEX =7y FLCHERATHZ ENRTE 7
Motz ZOMICE L TIEE SIS A3
THHN, TNETITFEAEMOEN TV
N JE R SRR L2 BE3EE L 72 microRNA OB 5



\IZDOWT in vitro \[ZBIT AR E LTy
TE 5. 5% microRNA D HTJERIFIER L
BT D5 % RYE X7 in vivo TORERM7Z:
BT I HIZHMETHD.
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