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L2, KM g (&, plasmacytoid DCs (pDCs) &
myeloid DCs (mDCs) (2573 T& %Y (]1)o mDCIE 1z
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AN LIALD mDC ¥ 7t v MMIEPGEIEIZ B W THRIEE R
T 5" IL-10 % EAE T 2 I T MR 1 e gl 1
THY, RELBRMLIZ X D IEEIL SIS, mDCs 1AL
HFOMBIZBWTMHC 7 7 A55T & BT 5T % B5H
L, BF5 IL-10 DFEAC X HIHYE T #8255,
O &I, THEREOBRMAZ L SLIT OPUEIY Ak
FFICHEG L TWw20A% 5T, 20BN B #ER )
SLIT DEWEF b oTnb DL Bbis,

v hTClE, W T 2 v v AR DS S NE O R
CIPERE I 0> R BEIRMAL T3 1), pDCs 134 & v > T
TV TS DNET AN AN (oLCs) (EEE
B9 IgE WS 3 2 B EAE = B4R (FeeRD), 1gG 2K § 5

WM 7LV F R RIIBIT AT RERE ORI

1 BUR SR SRIERE ORI & 7 LoV F —
PN BT 2 HIBIE T A, BUEL R AT ORBLIR

AR MIBLCHD A E 0, BT (Treg) 7935

BEND, InH0MlalE, KOBFIZLD,
T VIVF = JUG & EE D B I BB
Bo 1. MGG, SFsE AN, AP ERER O3,
2. 7 x 7% —THINE (B Th2Alla) O,
3. S VR IR A o0 IR & 27T SR DR A
DFE, 4. PUESFEL IgE O] & B LA S
D 1gG, DiFE,

FeyRI, FeyRI, FeyRIII 3B & UF Toll-like receptor (TLR) 47 %
FEHLTwb, S512, invitro TIE, TLR4IZ) # ¥ K
AT AH I & ToLCsIZIL-10 & TGF-pl D FEI % Juie &
&, IL-10 B X O TGF-B1 % AT 2 THfL % FE 3 27,
v b oex vivo DITEREE TN T, FELZEOILMOT L
V4 v Td % Phleum pratense 5 (Phl p5) OWRIL & &
oLCs 7* 5 D IL-10 & TGF-pl DFEAEF TS5 2 L AUR
ENTwD, &5, HlfbE N7 olCs 37, IL-10 &
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B CIZHIEME TS Z 2 2 dRERTWEY, &
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F1 MERESRAEOY 78 47

B 75 1 7 A KT 251 L ZHE FA NI A P EEA T MRS
mDC
LCs
- Immature LCs ~ FEEOIEEEE CD1a"™", Birbeck Jff ; Langerin™" (CD207), #UZAELEY A b # A > (IL-10 and TGF-p) :
MHC 11", B7"¥"" IL-10 & TGF-Bl B £ S IFNy FEAEE T ML
- Mature LCs DINPAY: ] MHC II"®", B7"®" CCR7"™", CD80"", CD83"*"
mDCs R & RN DB CDllc, CDI11b IL-10 & TGF-B1 3 &£ UFIFNy EAE T Mo
pDC R T R CDI23"; (HLA)-DR", CDI133 TFNy AR T Hifg O F53E

mDC, myeloid dendritic cell ; pDC, plasmacytoid dendritic cell ; LCs, 7 >~ 7V > Affild s HLA, & b FIMERITIE,
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L CHUEHE RN T AL EESUG 12 722 2 SR EA & 55§
LI EICE) T UNFE-nr il 5. THRGEEER
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il i T M, IL-2 2B Kol (CD25) &G ¥
@ FoxP3 ZHEMIZFEH T 5 2 & THEM TSN TWw D,
FoxP3 (2l Ik T ML DR G AR EFERE (ZALZH T d 5 25, il
BVE T MO S I IZ LT TIZ A e PITEMERIAENE T M5
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%W, 52 H%ICIE, IL-4EAEDEEISHA L, IFNy A
PEEIML, TFERIIE Th2 IGE DS Thl JBEND Y 7 b3
HETWDZEDIRENT WS,

B 5 ClE, BRIR OB ¢ SLIT 23HIEE T il % 35
WYL 2L RTREENES { v, LA L, SLIT 250 C
WL =T LIVF—=HEIZB\WTC, Candida albicans <° phyto-
haemaglutinin 72 &0 V) I — VHLR & & b |2 Dermatophagoides
PUEI, RAYIMERIRO IL-10 FEAEZ BN S &, #HEHED
HHTIEBEML 2V EAREINTnDEY, ¥F=T 1)
F—rEHEO/RNEIOMBEZIZBWT, FE,S 14E0 SLIT
i, R IGEISE 2R T S5 2 EARENTWEY,
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FIRICEDOHLE % 5% SLITIZX APk T AV 547
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I—%—%BL, 7LV O ARZBENSE S,

LTI IGE IS LT, X% < D IgGhufk, 4
12 1gG, FEA BN S T T LIV F = BUSH IR S e 577,
SLIT (LG HF 22119 1gG4 % BN < & 2757, w0 E T M
L BIZBAIEIE, IL-10 24 LT, PUESFEN IgE O
A & BUR A LAY 1G4 O RFE A B 2 37 IgE & 1gG,
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SLITIX 7 LIVF—BEIZBWTT LIVT Ixd 54
RBRIEERYFET LI EEHEATHY, i
regulatory mDCs % /- L 72 LIRS IR O ER 2 FFE L 3w
PEE 12 & Ao SLIT 1X Th1-Th2 /¥ F >~ A % Thl B2 H 1F,
IL-10 % AT A M TAIE 2 358 L, PURFFED IgG,
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Mechanisms of sublingual immunotherapy in allergic rhinitis
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ABSTRACT

Japanese cedar pollinosis (JCP), caused by pollen of Japan cedar is the commonest seasonal allergic rhinitis in Japan. Sublingual

immunotherapy (SLIT) has been suggested to be an effective treatment against JCP. However, the precise mechanisms of sublingual

immunotherapy involved in allergic rhinitis are still not totally understood. It is important to summarize the potential mechanisms for

sublingual immunotherapy on allergic disease including JCP. The ability of SLIT to elicit allergen-specific tolerance is linked to the

peculiar biology of oral antigen-presenting. SLIT inhibits the recruitment and activity of local effector cells in oral mucosa. Mucosal

Langerhans cells can capture the allergen and transport it to local lymph nodes, which may promote the induction of suppressive T

lymphocytes during allergic response. Meanwhile, B lymphocytes and immunological antibodies appear to play an important role. In

addition, accumulating evidences reveal the control role of Treg cell in allergic disease under SLIT treatment and SLIT should be able to

induce a specific Treg cell response.

Key words: regulatory T cell, dendritic cell, IgG,, IL-10, TGF-



