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Hgk Th2 ARGl o) wizfsm 53] HEo A5 &3 WA AES] Innate
lymphoid cell (ILC) ¥ NK celle] 83t 938 st Aoz WA (Ho J et al,
2015; Kim JH et al., 2013).

AA7EA thggh AAHAA L] o] Fo] g Wl W Fulsde] Al L ofste}
Aol Sdvkar LA gk 53] W&ol FykEl v FH|EA SAAA HHlE
Autell  EAleteE =54 FAGAEZEmMDC) o FHAA FANAE(DPDC) S H &I}
Th1/Th2 H]&o] Hlgo] §l= v Fujssd Szt Hs] Ao
T3 v go] FHkE WA wARuEd #@xte] I ToAE dukAel M1E di4l
M2 9] A AE(macrophage)”} ol FEFATE M2y dIAAEE Asfel digh
XA Zgo] ZaEe] Qi Th2 Wes FHgtan deA o ol A HFHE4d
Ao A AEEE AEHQA 7Y H wAAAF o oAAAL Yrh HI
innate lymphoid cell (ILC)¢lgte MZE AAAGAE7F dAFEJom FA 37FA
aFow EFHC (ILCL, ILC2, ILC3). o] % ILC2¥ Th2 cytokinedl IL-5, IL—-13%
AAste] T 95 9 Th2 WeubSo] F8d oz Ad#x|a gtk FH|E

S x>
HEgshs ILC27F @4d3tsal 34 1SS X3 Th dSnks =gt H&o d4d
8% e F Aoz oAAAT vk w3 ¥y RuEAe] WAV AN volel s
A FF NK cello] g3} Tl AFA dFHAn. w4 Fuled ghajol A
NK AEY 7% Asl agsdon o= Mt do W 54T F/4E% ge g
o Akt AEHol UANAFol WEA NK cello]l IATA 95 2 FaF]
B gt (Kim JH et al., 2013).
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a9 2. 3ATA A BH)EE e WelZ|A, Fung, protease, S. aureus, bacteria, viruses, allergen %
thoksl Qlabso] W A9 A EE Akl TSLP, 1L-33, IL-1 22 cytokined] #H]E %3} o]F TSLP=
mDCE AF=3le] CD4 Th2 celld] #35 F%Esdle] Th2 PSS %38k TSLPSF IL-33& ILC2E A3l
A 28 WukeS fweh ek TSLP, IL-33, IL—-12 HIWHHES AF8te] 7149 28 HIu-s-S
=g HIA O] PGD29F LTCAE 3 ILC2E SA3IAIA. IL-50 ofel] A=% Saks thA Al et
mDCE Fe#E50] o|& Alol9] H5a8-S B4 28 Woukgo] g &X1¥ (Kato A, 2015).

3) W FulEd e Bz Ho A NK cell#dd A7)

NK cell2 A3 WAME Fo] st vpoje]zo] e MAX % dAEE A A= 9
AA el dets ks oz Z d#A th(Vivier E et al, 2008; Long EO et al., 2013).
T3 HLEo] T A5 Ase] ok Fae oS sho] dEAa Q). AAE NK
cell& A AA ¥ (dendritic cell), W21 A3 (macrophage), T AlX¢ ZHA % cytokined
T A AEAES B Wk 2 dSuES 2dstedE AR dEs ol
g o™ FH ZFF(neutrophil) 2 T4 (eosinophi) % A3 2Fg3lo] o]Fo 2%k
Hrgt ASHE A= F8Fo] dHAHAT(LH 3). HARZ FE modeldl A NK cell¢]
AF W vpolejael dH|27] o] o) wiziE A4 Tol ofstHal oy A H
=gk Th2 ASH-&f=d 7Qleths Aol & HArh(Kaiko et al., 2010). WA NK
cell& b4 3 Th2 d5whee] Al Fad Ao 7= vt
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a9 4. A B A9 9 U NK cell 8= A4 € 3347 F71539]
A BN, whg Ruled 3o do Y NK cell2 Al 248523} [FN—y, TNF—a¢]
ArbsEo] A dizwtel vste] s 9o, 53] G4 v %5 (recalcitrant
CRS) Aol A NK cell?] &4 A7t tf AsA depd. w3k d2o] Fukso] & we}
ol ) SAFETE0] = A9 NK celld) &4 A3to] ¢ F=8dS B (Kim JH et al.,
2013).

in

TS 4 AFE T v FHlEY kA9 NK celldt SAMFE
kst S w) Aol AbE (apotosis)o] A ET Hl& ARES Selstyvi( 1™
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