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INFTTULF—BEIIBWT, T L%
Fa R L, THINIZ X )B4 RISEDFHFLE S NIHGR,
e D7 LIVF—IERDPBINL EEZONTE2D, &
T, TNORLLT, oA TIIFILAXSNT:
H#k1 > 738k (innate lymphoid cell, ILC) (12X 1), &%
BFED LW RINLZERHONE R TE T
ZZT, AFTlE, TRIZOWTHEEEZNST, ThET
DILC DT LIVF—IGENDEG IOV TR L7z

B > /NER (ILC)

ILC &, dAEME SN/ THIME, BMRE 1382522
VONERBETH D, BHRRICILSHFET S, EASNL Y
LM HA LY, V=T 1~315EnsY (K).
ZV—71ILC (ILC1) &~ 38— 18 THil (Thl) &
FOLHA VALY, by, f ¥ —T7z0r
(interferon, IFN) -y EAEFERL E 22 5. ILCLICIE, Z
NFEFETHLNTWI2FF 25 )V F 5 — (natural killer,
NK) #ifazz &b &ENnsb. Fv—72 ILC (ILC2) &,
A S— 2B THIRE (Th2) &4 b A VA
L, £ % —ua4 %> (interleukin, IL)-5 8 X O IL-13
HRDONDL. 72721, Th2 Mo MRS A b
B A X IL-4 ThBHAS, ILC2 O IL-4 A= X
LhouZEdmeshTns,. Fv—73ILC (ILC3) &
A= 17 BT g (Thl7) &34 b A v EAEDFE
PIL, TL-17 d LR IL-22 AR NS, 1) U8
RO FE I LEOMILTDH % lymphoid tissue inducer
(LTi) ®iFA, IL-22 AT 5 ILC22 L ITIEh % il
LILC3ICEENS. ILCOEATLH A A A Vid Th
ML L FPL L TV 22, IEMSRR L. T MR H
EIE R ICIR R SN PR E T Mgl 284k % b
B CHUE AR RICER L TEMIET 2012 LT,
ILC 1Z, fhofifas Sl shizy A v a4 o35 A b
WA VEREICHEETHIE R EIT L IHEELT 5.
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ILC ODFMETORAIIMLL, V) w7 ST 1% D
LIFZENDTTHY, THIEAY ¥ o3@irpiz 5L,k
FIHETHI LR LGV, L2, 1id7
DORELEEINET A AL EIFHBAY A S H A 3
fBETHAOND L) THMRBOEAR L ITIEFIC
=AY
INLTRTCOZNV—=TOILCIETHIRDO~ =4 —T
5 CD3® Bilio~—#—Tdh s CD19 % &D Rk
< —#% — (Lineage, Lin) BE:TH D, X512, CD127
(IL-7Ra) *, F72, & FMIZHBWTIECD161 (NKRPL) "
THHD, FIV—TMIIBWTERBT AT ICET D%
WH B (F1). FEHME LT, ILC1 Ti&, IL-12RB2
BABEMETH B, ILC2 TIE, IL-25R (IL-17RB) B X OF
IL-33R (ST2/T1) 7Btk TdH 5. ILC3 TiE, IL-23R
MhtETdh 5. ILC HilFEMlE~DOHLIZIE, TXTH s
N—FIZBWT, AL 0 w8 fie s S EAET 58
4 ZVRDFEB X O NK Ml 5B ICnETHL I L
A S LT 72 basic helix-loop-helix & F— 7 % D
#55. [N inhibitor of DNA binding 2 (Id2) 2"ZE T3
5. 7, IL-2RRIL-TR % EOZHEKREMR T 5 gc
PODYTFNVBLETHY, HIHNTLLTHONA
A ML VL DR IN TR EEZLNTV S,
ZOHDE T NV —T~D5EI2i, ILC1 Tk Thl o~
AF—HWTF-E LTSNS T-bet DFHICTL Y ILC1~
DAL b TS, ILC21E Th2 DX A ¥ —HF-&
LTSNS GATA-3%, Th17 D45LICE % % RORa
WX ) ILC2 DL ST b, ILC3 1 Thl7
DAY —HFELTHSN TS RORy UAHZ Y Th2
RILC2ND LI R GATA-3 X ) 43fbasHb i T
Wb, —), TNSDOZNZFhOTNV—T1, kD
REENTEY, $12, ILC1 & ILC3 1 T-bet £ RORy
KHDONG 2125 ) IFN-y 2% EEL 72, IL-22
RELFEELIZDT 5.
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IL-12
IL-18
IFN-7
— JIL—T1ILC
IL-12
IL-18 IFN-7
IL-25
IL-33 IL-5 .
—> IL-13 JIL—72ILC
1d2 ROR
IL-23 N
IL-1 IL-22
ggLAf’ —_—> (IL-17)
r (IFN-7)
— SIL—T3ILC
ROR7t IL23
IL-18 IL-17
IL-22
1 ILC DGALEEEYA S A ~
Fz1 b ILCHRHR
Gourp 1 ILC Group 2 ILC Group 3 ILC
Marker
NK cells ILCls ILC2s LTi NCR'ILC3
CD25 -/+ low low ND low
CD56 + - ND - 50%
CD117 (KIT) - - +/= + +
CD127 (IL-7Ra) —-/+ + + + +
CD161 -/+ +/= + +/= +
NKp44 (NCR2) -/+ +/= - - +
NKp46 (NCR1) + +/= - - +
ICOS Low + + ND +
CRTH2 - - + - -
IL-1R - + + + +
IL-23R - - ND + +
IL-12RB2 + + - - -
IL-17RB - - + - -
IL-33R« - - + - -

ND : not determined
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ILCO) HILC2 D7 LV F—InBIClG5 35, <
A% DHHWIZEIZ L D 2009 FE00 5 2010 EIT0T T,
SFEFSFEFLRMBIBOCTIL-SBLVIL-13 2 AT S
HMINUEEASAEAE S 5 2 EARE S 7z, BRI AL
fF89 % natural helper Mifd, BRI > XEICHFFES
% nuocyte (nu ¥ ¥ 7 XF13FH. IL-13 2 AT
LI lhoafhireni), FMR&ICHEALT % innate
helper type 2 cells (Th2), Z EBBTFOENL. 25D
MBBIX RS E TR L2 D00, IL-5 & IL-13 A
IO LN ZER D, £ OANTRELZIFE
RITVEWVWIIHT, ILC2 & L THRMEZ ST & AR
SN, BRI B H 5. Tz, TLC2 LHM
L 7- type 2 multipoten progenitor cell (MPP¥?¢%) & I
N sMil, WENDLELRL7-0, ILC2ITIZAHFHL
AN A

ILC2 IZHEMANTIE, Tok, FARBERIZHS L Twiz
EEZOLNTWS., T4bb, IL-13%2 AT LI LT
MR & ORI 2 B S ¢85 2B L, 72, IL-5
AT B 2 & THERERO ML, WHEEE T, AR
PEBRICHBA L Tz E 2z o b, FEBE, <~ AR
RGeS E, ILC2MEFICHINET 5.

ILC2 x5 X 5 12T IL-25R B X ' IL-33R = % H
L, ShoiZX s 4. £, BB oo
EkFr A=W T (thymic stromal lymphopoietin, TSLP) 2
X WEE LT 52 2 e bW SN Tw5b. TSLP =%k
&, IL-7Ra & TSLPRIC & o THE S, IL-7 &M
L7zEe 2o 2 E I S h, BREW. IL-25 1%
IL-17 &4 I L IL-17E & LT s T & 72
YA M AL LT, FEMRBZEICEDEESND. 2%
HRIZIL-17B oA K THH A IL-17RB TH 5. 1L-33
WIL-1773I)—=2ETYA b A T, @FITLE
MRz EoMBPICERE S, M I D &t
ENA7zd, Alarmin & LTHHSN S, ZHEKITIL-
BRa ¢ IL-17 73V —DZHEKD—ETH 5 IL-
IRACP 12 X D S, MyD88 % IRAK # 4L NFxB
BEEWEMALT 225N TWD.

7 LU — Pk B O FFBUS IFBRER E JOE D Ak & IF R
R oEmMAET o 55, TR, BHREAKATE
BWVRAG-2KRIH~ Y AICIL-33% #5952 L2k D,
SOEEBE, MRS, IL-4, IL-5 IL-13 4%
P o 22O BRI FHETE Y. Zhi, TH
JAEFAET CHREBBELFLEL)ILILERL
ILCHBEG LTWwA I LERIELTWAS. $72, ILC21E,
MR & 0 B8 S B 5GEBHERC A v 7 VT Yy

ANWABRA LB XAEBBIEICBWTHOHEETHLI L
BSOS E o TE, 40/111 3T LV R—¥ —=
T ATIEINAT V7 3 ¥ FELGE#EE IS BT IL-13
A, Th2Milek v & La, MiCHFEAET S ILC2 I &

DHHLNTHEY, ZOMBOBEEEZRBLTVS. %
72, IL-13 A3 IL-33 FHEM LB R ICEE™ Th 2 A°
HNISRE~T ANCHARILC2EZBAT LI EIZLD,
PERREIC L ) BRI AEHBEMEZFLETE 720,
ILC2HED IL-13 D HETH LI ENWSNERoT
b,ém.

WAETIE, 793 VRV E Vo724 DT LIV
rFopnrTar 7 —XiErAaEL, ZosSur 7 —EiGk
BT VUNF—OFEICEETHLIENHLNE R ST
X7, CoOMEEXLT, TuFT7—Er%E Rz
HHEL, SIS DIL-33EESINLZEREZLN
TWwb, T/, 508 LRI EARRE 518y —
WIS %288 — VR RE BB L TW 525, Der
PR Derp VIL E o725 =7 L VA id Toll iR
fk (TLR) 4 #{GMAL L, NFxB 2 ML 2 2 & 2305
nNTwa. ZoiEitid TSLP, fhik~ra7 7 —
aa = — il # K ¥ (granulocyte-macrophage colony-
stimulating factor, GM-CSF) IL-1«, IL-18, IL-25,
IL-33 DEEZFET LI L OMEIN TS, Fa T
T—EIZE BT VVF—IWEFEL TORNRETH
RS E S TL D L) THA.

RAGKHE~ W A TIL, 75984 Y IEMilcBWTRIEZR H
LY F N ORFERERZ T, R B E AT 5
Nb. —hT, IL-2%FFED I —FT5112rg B
X Rag2 MK~ 7 A, BX O, Ragl K~ 2 12H
IL-2Ra itk % $ 5 L 28 Tl Lt i@ sh
9, ILC2A%, VFEETLIVXF—DAFT 4 ITA ¥ —T
HHIEIPRENTVWS. TDEIHIZ, ILC2IE, ZThbd
DI Y RFTZHE L EIZE AT LIVF —REICHE
THY, THROIEFELET T, MBI s REDOTL
AREL TS, N YRy PR REICEDT
LV F — IR BT B IFERER IR A 121, TL-5
RIL-13 DR EA SN UELRH 5 2 LIS hTwn
AW, DX HICILCIEY A M AA V2L mITEAET
b7, TUNVY—IbE%FES 5 IL-5/1L-13 A
Mifa L LTILC2 TdH Al fethdvin

—hT, Tur7—EiEEEETAET LT VIR
BINEIZBWT, ILC2 2 KIET 5~ 7 AZB W Tid Th2
BB LB s Y, Th2HifEriFEsI DI
i3, ILC2HARETH LI EDHEEN TS, T,
ILC2 & Y A S5 IL-13 (BRI 1) > 7 SHi~
DM ZITLHET S Z & T, Th2 M~ ML T
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LHZEBHLNERSTWE, ThHDZ L LD, ILC2
HACIX, 7UAF—InEOFEIL5 <, T Mzt
ML LTCT LV F—nB2FELTWDERY,
BRENOHFET L ELITHA. 72720, FHEsn/:
Th2 Mg D IgE BEANDFLGEFMNIZ T REVDLE
&, REAHZEDGE L, SHROMEFE-ND.

BErMIHTSILC2

INFT, 7/ aekEBRBOBEEMEICBWT, IL-25
SO E 23— F9 5% IL17RB Efm T2 5 & Wi &,
ALY, 72, IL-33%A ka2 a— ¥ 5 IL-
IRLI Wi B REEDAL ST, 7 PE—EEHLB X
U7 LVF—PRgE BENS 7. chood g
kA SZILC2 OIEHEHALR T TH Y, ILC2 D EHE I
5 OFEBIHG LTV A TRENED .

L MIBUBTULF—BENDILCOEG A LT
DTIEDHHD, WMEINTE WEBEOMEE 121
IL-13 B X WIL-5 # AT 5 CD34 " @Ik T IE B Mila A
FAEL, F72, ZOMIKLIZ TSLPR & IL-33R 258l L
INHDHA M HA VIRELTTh2E] YA bA A >
ETENA VERBTAZEIREINTVS, T/,

e EERE O MR Y IL-33Ra DIRER ER LTV S
CEDPHESNRTVEY, X512, TULAF—{EREE

Zolih B L O T o IL-33 & WM IL-33Ro =28
ERLTwRZ L MESATWEY, HERE T,
LA S & OSFGE TSR A IL-33 & mpEA L Tw
MY F 7 WEBETE, MM TO IL-25 B X0
IL-25 ZREHEBAS LA L Tw 27 7 ¥ —
KEBETIE, REICHETAHILC22¥EIML, 85612, %
ZPUR D NI TILC2 DA M L Th2 B4 b
HA VHEENFEENLY . BRI SR ERE O REY
— 7 TIILC2 DERMPEDO LN, T UIVF—InEICH
HLTWAIEDRBENSY. 7 =8 £
GERC D ILC2 DEEA RO SN, BFHICBIAT LIV
FoBENOHEE B IND. 5B, KEHED ILC2
(& TSLP 12 & D it b s a8, TL-25 % IL-3312& -
TIHEBE LD ESVWIMEN 2 2355, ILC DTS
BT, MUNBRBRIC X o TIEM L ORAS R > TnB 2 &
DREINTVWS, —F, —fomEEFEZINVF IR
7O FifETH B EPHMOENTVAEY, YT A%
HLWzifge T, TSLPHEFAETFTTINFaATOAL FIC
L 0PIl S B ILC2 O#EREAS, TSLP #7248 F Tl MERE
END LG Sh, FRE.
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TVWBIENHLRLE o TE LALEYS, 72
B b, AHALELEZ L. ThETnL s, ILC2
1% IgE JEKkAEME, Th2 B4 4 b A VikEHEoMico T
LV F =& &2 RIS SN TETHB Y, IgE &AM
T L UVF—REIZBWTILC OS5I % S5 .
FAEMPERICEITHRL Y EEINDIL-4B L0
IL-13 8L HTH A MONTHEYY, $72 —)
T, IgE FEAEE THIfL L 2 X ik S s Th2 B4 4

ML VHRTRTHL. CNOHDZ LIZEARD L, IgE
RAEPET LV E— IS BV T, TLC2 1B i 7 s
ARETIGHER AV L EX LMD, LALEDD,
ILC2 %% IgE ARAEHE 7 LV F — 5% % B L C v 2 T Bk
L L hroTHE. A ML IL-33 AT 57
%, < A MFLECFeeR A4UES 5 2 12X ) IL-33
DIEESN, Thas, ILC2AEMALT A2 L2 bh
%.

ILC2 DIEMALICIE, RIRICE - TRAEZ L) THS
7%, IL-25,TL-33, TSLP DWFR A A EETH L. Zh
PHRINLEDHA ML v BLOZOERKE Y —5
Y MCLBEMIEH ShTn e E2 605,

PEDXHIZ ILC2AT L UVF—RBFICHS L Tw5
CEEWLRTHY, RS LEAELZMRESERL, 2
NE b EITHEBENSPR SN D 2 L2525,
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