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FIEEBEO—DOTHEATA—T VA - Va vy ViElk
# (Stevens-Johnson syndrome : SJS) DIEHEIZIX, <A1
275 A=Mi%k (Mycoplasma pneumoniae - MP) JEYEIE
DL T AHEPHONT VDA, ZORERRIZHE -
T, LAai, DLANc SIS A& At o AR I T 1 )
P THIE (Treg) OMHIEREAZFLIETLTVWSZ
ExHM L7z 2O Treg DBEMZALH SIS FEAE I IG5
B EHEM L, MPIEGE O BE KL O Treg O #HF
ERMANT L72& 25, /K (varicella zoster virus : VZV),
b b 29V ERY 4V ZAB19 (human parvovirus B19 : PB19)
&Y, Epstein-Barr virus (EBV) &3 Ze &, — kMY
ey 4V ARKYYE & i U CifgEfs b RIS b7z - T
BB HIHIBRRE DR T L CwaHZ BRI L22s (1),
REZ ) DO SRR o> TWiRv, IE, ELIT

SR EHE
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HE DY TRE 2L —Y 3 ¥ O—D2TH5HCDI4™CDI6”
proinflamatory monocyte (pMO) %%Treg ® 531t % fill ¥
FTHHEZREAL 2o RUFFETIEMPEGE R E O HER &
Treg®D A ¥ %527 ¥ aryofffizitwv, EOLHIZLT
Treg DPIHIEEIE T 2H RSN 200 %2 MHT L 2L %
WrgERI & L7z
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(1) #mB3

MP BEHE B E D2 - B, XK 747
W ARMMAS A v 7+ =2 Farty b2HT, K
IMEAZHL (PBMC) % 408 L 72,
(2) MBEAY A MA1 CEEDKE

THINEA 5 O IL-17A" M D - PBMC % phorbol 12-
myristate 13-acetate (PMA) & UNionomycin T 4 W fif]
WL, EAESNDEYA A A V% Brefeldin A THIKLIC
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Bl MPEEHE F BT RUEHE 2 B 1 % Treg A O MIfIERE D HF R 5L
B H ORI - BN S T NEND 5 4 3 ¥ 7T Tregillik, Z LTHHA LY CD3” THllE% bV —
& —CopHife, CD3 RO CD2SHUACRIM LHE % 17 - 720 MITLBALIEIZHH 4 3 ¥ OR) BAzGE L7
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B sE 721, anti-IL-17, CD4, CD45RA, Foxp3E€ /
ya—F PR TRE L 72 —H% 4 F X bY— (FCM)
THlE L7z

BBk 5 O IL-6 MBI « MP BARR 7 % 323 5
Toll-Like receptor 2(TLR2) Y # >~ K ® Pam3Cys-SKKKXK,
M4 & LCTLR4 Y # >~ F @ Lipopolysaccharide (LPS)
TPBMC #illi# L, Breferdin A % 70 L T4 HIR 2,
MBLANY 4 b # 4~ (TNF-a, IL-6, IL-1p%) % FCM
THE L7z,
(3) Hrke CD3' THIIEDESIEE

AP LR — XY —7 —2@H L TCD3" THIl
% Mt%k, CFSEfFE cyefn L7zo % A K O MP &G4
B % 72 5pMO % FACSAriat Vv v — ¥ — T4 W%,
CFSE*"CD3" Tl & anti-CD3 % O°CD28€ / 7 1 — F
MR IEAE T T%well 77~ R A4 7 a7 L — MITH
Balieotze 72, ZOBERICIL-6HRIPUEZ RN
L7277 vt A baFli L7z ¥27H HISHINE 2 FITL,
Breferdin A f#4E F TPMA + ionomycin T4 KMl L,
anti-IL-17, CD4, CD45RA, Foxp3E / 7 0 —F Lk
TYf L, FCM THIE L7z,
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(1) MPRBRIED Treg DY 1 b H A D EE

Tregld %% ~— 5 —Td 5 Foxp3 & CD45RA D 3EH
2Ny — 5, WHIBREE A3 5 CD45RA ™ Foxp3™ natural
Treg (nTreg)& CD45RA™ Foxp3” " induced Treg (iTreg),

R WHEREE 48%3 %

Z LTI RE 2 A & 7%\ CD45RA™ Foxp3™ (non-Treg)
AT B 2 LR D . MPIEGE RS O RO Treg
IR D L, R O iTreg 2534 LIRS RE % 572
72\ CD45RA ™ Foxp3™ (non-Treg) Ml EI& A8 ML
THEY, E5IZCD45RA™ Foxp3™ (non-Treg) #iHZIZ,
IL-17A 2 A LTV AR b D5 720
(2) MPRBEEDEIkD S5DY A bH 1 P EE

Hik% TLR2 ligand THIB L 72 & 2 A, pMO 25 IL-6
(THIML % IL-17A % #EAE 3 M08 (Thl7) 2Lk &
FHYA MAA V) FEAEDMP IEYLE O a5 CHEEAL I B
MLTWAHEEZHLMI LT,
(3) MPEZEEHAD pMO #*IL-17" Foxp3*#lifa % 5

T3

FEBHIZ MP BEYLE [ 153 @ pMO 25 IL-17A" Foxp3 "™
JaZFET 5002572012, BEPBMC 25 pMO
AWML, ENEEEANLDE2CD3" THIN L I anti-
CD3 K S CD28 iR 5 4E FCHi & L7 & 25, Foxp3 Ml
W D IL-17A "N 254 BB L 720 2 o8 h1d anti-
IL-6 FRIBUEZ RIS 5 2 & 12 & o THIfl S 7z,

VLo 6, MPEGeE MBS Tld pMO 23 TLR2 %
MU CMP 2Bk L, IL-6% A LzMER, IL-17A A
MR B LS is P bR 2 ), Zofs R, A7 L
WF—Td % SJS 5 LR T WVIRIIC 2 o TV 5 EHER
Sz,



