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¥ 0077 — L RAW264.7 IZ B 1T %
Streptococcus mutans (2§ 1T 5 TNF-a$ & U
IL-14 E AR

Tumor necrosis factor-a and interleukin-15 ex-
pression pathway induced by Streptococcus mu-
tans in macrophage cell line RAW 264.7. Mol
Oral Microbiol. 2012; 27(3) : 149-59.

75 MG T D Streptococcus mutans 1% H
OFBEFERTTH Y, MEIZADELIXLIEX
SHHORAMELNREEEZTIEREIT Wb T
W5, L2 LRSS, Streptococcus mutans 3% O
X O IRROKNRN L B IEMERBFIEE < bh o
TWRW, RIFE T, ZORKE L2 2HEF %M
HIMT T BT, Streptococcus mutans i X - T
FEINDRIEMEY A MBI A 2 THD tumor ne-
crosis factor-a (TNF-a) ¥ & UMinterleukin-14 (IL-13)
D FE R & % real-time polymerase chain reac-
tion (RT-PCR) 3 & (*enzyme-linked immunosorbent
assay (ELISA) iz Xk » THE L. ZOKE,
Streptococcus mutans 1% TLR2, TLR4 %41 T MAPK
BELONF-«B ZiEHAb L, TNF-a, IL-180E4E %
FHELTWAHREENR RSN, KFER2 L, A
e IR ST 1 TiE R <, DR D X S IR

Pz BIF B Streptococcus mutans 3 X % OFFE
Mfa~OERIC X5 RERBICH LTEI D L
BHLP LR ST, 4%%1% TLR %4 L7z MAPK
TPV B X — 8 O E A IR
B & T, Streptococcus mutans O FEGHEFT O FEI
PR LEZ HND.

F & ¥ : Streptococcus mutans 1x TLR2, TLR4 %4>
LT MAPK B & " NF«B Zi#E#:1t L, TNF-a,
IL-1pDEA Z ST 5.
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SIRT3 &K FMHDBR 7 FILEFTE T/ T
VEREHEEEELSES

SIRT3-dependent deacetylation exacerbates aceta-
minophen hepatotoxicity. EMBO reports. 2011; 12:
840-6.

S hary R TIREEICHFET DI T EF 11k
3% SIRT3 X LB 78 & ORI A b L A2t b
WRH#E R EET B Z LB TN, S BT,
el e A b L A & B SIRT3 O id, #eEx
ik u ) —HIRiIc k> THWMAISNS Z LMD
NTW5. APAP 33 MENTFREE 2R 2 33w L
LTHBNTWS, APAP OF#HERREWE TH
% N-acetyl-p-benzoquinone imine (NAPQI) 1%, H&
KRN EIGE 2 N 2 F2 > 2 Rigd 5. LTI
Fu &I NAPQLIZER LA L A, S hav RV
TRk, FFEMNRERICED AT A VB L
ETHZLRMEENTNS., NNTEFAVRT
A AW BERELZD D0, APAP %7 M
£ (AILD iz 6t 2 20 Bz > W TIE AR R AR % <,
BN 7RG HBITEE L T, NAPQLIZY ¥
VEBHICHEAT DI b b 5T, T OMEEM
DOWERERZZ S EL H £ VG ShvTnZewn., AHF
2T, TEFAIzE 2T O UBEED EER
MBNAPQL BT E D X S It BT 20 mat L, U
DUBREOT B F AL AILL O RE & BT S
ZONWTHRHZToT. ZORE, I har RY
TOTNMFE RFE Ku 45—+ (ALDH) 2 icxfd
% Lys377 fiiE T D SIRT3 KEH 72 7 & F ki
kv, NAPQI#E&R OB BHER S L.

FlLw: I har YT ALDH2 @ Lys377 fLiE T
@ SIRT3 IREFEIZR T B F M AkIZ £ © NAPQI OfES
MR LT,

MmO AR ISxt g 5%
COX [AEENIE
Effects of selective cyclooxygenase-2 and non-
selective COX inhibition on ischemic myocar-
dium. J Thorac and Cardiovasc Surg 2010;
140(5) : 1143-52.

EIRE COX-2 & & VIEERM

FEPY COX-2 [ E ST OIEZE R & DB ERL
MEA Ry POV A7 EZBRTEL0bhTn5.
* 7z, HilEEERIC RIS COX-2 R m &4 %
WMOEREDENVSHENRD D, —FH T, wimEM
BlOR X W BIRFAZER OLTHHEED Y R 7 %6
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HIFDHZLIBBRTEEEALNTND, Bk
OB M IILE 7V T ORENNFT DFEFICBNT, JE
IR COX FH 2 % & BN COX-2 AEHEFEDOIEH
ZRE Lz, BRI COX-2 FHEERME AT
ORBE G 25, EMBIATITHRA S 50
MEWPSEDLVSRIHEL TS AT, Kt
EAT o T, MIETILATITHRAE U Tt I o 2 13 i
Lighote. LL, MEFECHHETHDHE
BINO AR S, MW (VEGE), I

N AR T2 %54k (VEGFR) OFEBLIZ A LT,

e, BIRM COX-2 FHEHK TH D celecoxib %5
iZ&Y, BIEA N ZOEINRLT R b —33 2D
HEIZEH D INK OFBELOBEMAHER I L.

F LW EIRE COX-2 HEHHTH B celecoxib £
Bizkv, BIEA RN ZOBEMLT R N—Y AD
1REICE P D INK OFHAHINT 5.
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