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The Role of T cells in the Pathogenesis of Periodontal Diseases
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------------------- (IF II ¥)
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IL-
(Proinflammatory cytokines, PGE,) o ’ 4 N
-/ (RANKL-RANK (MMPs) iy} Proinflammatory cytokines 1a)
signaling) i Macrophage apoptosis Iy
Bone resorption Connective tissue Iy} Tissue destruction i
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Model B

Model C
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E W2 Z S O G % 37 A 510,
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CTLA-4, CD25 WL b HE D LHHBE S iz v
HHETREER ERIFED SR d o724, —FHEH
{t. CD3 fifk THIBL L 7o 85412 13 CTLA-4, CD25 W»
T IMEGURRNE & » b FIFIFE L, CD4*T Mg
5 5 CTLA-4 QEI&G R F N Fh 34.4%, 9.6%
Tholze & 512 P. gingivalis FFEHT R T — KRl 84
21T o Te MR PUR R R e Z KR 3 2 g
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—RRETHN L 7 HIEE T M2 = KR B
ZIRERMEILI: & F 2 505, CD4*CD25*T Al
BT S CTLA-4 OFEBRIIBEINL TRV, B
PR MR T 2SS OBRE CIEE b s BEER
JEE T #HHD % &6 9 2 72 ® 12 CD4*CD25* il fH44E T
MR LA & 2> DIEEF 23 U T B AMREE 2R T,
Bor 3 mBER e XV REREBRTO THigs
b5 CTLA-4 OFBEREL, ¥ 50% OEMERE
RBOIH, BETON) -y avBRKEVI LR
e L7z, —F, Gemmell et al. (2001) IZ[EHRED
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53T CTLA-4 DFEBEMENZ Er S HAKRICS
% T #ifigid CTLA-4 2 &k 2 BOHIHEZZ T TWw 3
AJREMEIHE W LR DU T 59, Zh s O BIEDE
EOHB IS H TR RV, TN ROFBE (EFE
) RiOREEALCIRE U THEIT L7200 £ 9 &0
BEOBEZ SN,

5. Natural killer T cells

CD4*CD25* #ilfHlfE T MRELASE O S AT AL 2 #5
DrFEZObhS2=—7%k THIRER IOV TOMR
MbHEATHS, NK#MIfED ~—H — & invariant 72
TCR 23T 5 Z OMfaL N IZ NKT #ifg & &40
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Rohiz, NKT fifansiiiit s h s & ilaE st
%40, K IL-4, IFN-y, IL-10, TGF-8 % &£
CD4*CD25* gt T Ml & RO 1 s 24 >~ 2P
ET 2, SHFEMBBTPLETH 25, HEAHEEM
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