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Abstract: Group 2 innate lymphoid cells (ILC2s) are a type of immune cell with newly discovered acquired immune functions

in recent years. They originate from bone marrow lymphoid progenitor cells, lack expression of specific antigen recognition

receptors on their surface, and are non-B/non-T lymphocytes. ILC2s are primarily distributed in tissue-resident cells and are

widely present in mucosal tissues, including the skin, intestines, and lungs. They play a crucial role in establishing mucosal

immunity. ILC2s in the skin are capable of sensing early warning signals secreted by epithelial cells, nerve cells, and stromal

cells. In response, they rapidly secrete type 2 immune response cytokines and regulate the function of downstream effector cells.

This article provides an overview of the biological characteristics of ILC2s and clarifies their importance in skin diseases, with

the aim of providing a reference for the clinical diagnosis and treatment of skin diseases.

Keywords: innate immunity; group 2 innate lymphoid cells; type 2 immune response; warning signals; skin diseases

A MEYIE (Innate Lymphoid Cells, ILCs) &
—REAIREME R Th R e a i, T = b 2 Ak
KR bR EY), TLCsJ@ T AEB/AR TN F bk 24, &4
YR T ILE WAL 4 (Common Lymphoid Progenitor
Cells, CLP) ", #EZEH FDNAMIH] T2 (Inhibitor of
DNA Binding 2, 1D-2) Re#%4MiICLPs [FT/B4HM M) 73 4L,
{HILCSTAT LA 2E A B T40 . (Helper T Cells, Th)
AR R RN A0 B LR, DR A Thl B “ R A% 40
7 P [ B G o B SRR TLCs A % 7 L3 A B 5
HFMRE, Hefga AT BAR5RM (Natural
Killer, NK) #fifd, 1Z4[EG MDA (Group 1 Innate
Lymphoid Cells, ILCls) . 2B[EAE#MHE4HM (Group 2
Innate Lymphoid Cells, ILC2s) . 37 [E G ik 40 i
(Group 3 Innate Lymphoid Cells, ILC3s) AHikELZH4ZH
S0 (Lymphoid Tissue Inducer Cells, LTi) .
TNKAA 5 ILCLs A 1# 2 L A HFE, DA A ILCT s,
LTi [R5 TLC3s MM 4% V1 A TLC3s . 3 FTLCs 5 Th i i 3
BEAIAME, ILCLs. ILC2sMITLC3s: %R F-Thl. Th2F1
Th1740 M1

TLC2 s 7E ik T AH 4RI 5 P i SRk AR 2, A 4R
TR RS, ek BRI . BARTLC2s
A K Th2gi i e ok, (HAE N Th24i il if) “sigamim”
A I ILC2s R ULt BE S K AR e P o TERZ B, TLC2s
REMG IR B AN T, R IL-4. IL-5.
IL-9. IL-13. XA Z& (Amphiregulin, AREG) . 04U
A7 R R T (Granulocyte—macrophage Colony-
Stimulating Factor, GM-CSF) . WERRIEHLZNARELL N 1
R PR 2 R o M AR S5 A U 0 R WO A BRI D e, AT AE
2 I B 3o R R G P S b R B AR AR SO
TILC2s I AEM 2R, BERH 1 LLC2s 1 Bz JR g v 1 3 22
T, BIENREIRER IR 2T R AL %

1 ILC2sHYEHE45 14

1.1 ILC2sHyZrfb: fEMARK & M IR B, & i T 240
ARG FERE A, BRI R AR LT F AN
AR . E AR A, O I TN BB T R AR 2 MR

R, EFEMEHNL R (Lynphoid Primed
Multipotent Progenitors, LMPP) , LMPP®[43{k NCLP,
ZHE R R EREREY . CLPEEATH IR,
FAER B AT 2 0 R 2 A F bk 2 A 43 DL S —
W AERERG VIR, CLPRE& A
22 b ik E2L 200 PR 98 BE o 7 M R A A 32 R O 1) v I S
EHETZE (Thymocyte Selection—Associated High
Mobility Group Box Protein, TOX), ID-2, T4Hju[X T
1 (T Cell Factor 1, TCF-1) FMIFEHTANKINT
%A (IL-3-Mediated Nuclear Factor, NFIL3) [ifi
$#F, CLPHE =B 0 s L R 2 Ktk ELAH 40 . (Common
Innate Lymphoid Progenitors, CILP) . CILPRERE/M LN
HAR AN AT 4 (Natural Killer Cell Precursors,
NKP) sl [ 4 B A Rk B AH 40 A0 (Common Helper Innate
Lymphoid Progenitors, CHILP) . #R¥IEHESFERIT-GATALE
4 A3 (GATA Binding Factor 3, GATA-3) HIFE=E[H T
B4R 3 M 4E+s (Promyelocytic Leukemia Zinc
Finger, PLZF) MJRIENELL, CHILPHENS 734k HGATA-3
PLZF [k EHZUHE SN (Lymphoid Tissue Inducer
Progenitors, LTiP) FIGATA-3" PLZF" [¥I4e )itk RE4E i
Aifk (Innate Lymphoid Cell Precursors, ILCP) . f&
T e T GATA-3 BARMIR S8/ F I 11B (B cell
lymphoma/leukemia 11B, Bcll1B) . 4iFERAH <A 52
&« (Retinoic Acid Related Orphan Receptor a,
RORa ) FIHEAKKE T 1 (Growth Factor Independent
1, GFI1) MUUA4%, ILCPIZ s b hILc2s™ " (L .
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1.2 Rk ILC2s IS BTt 50040 B AR N K I B
Meds T, FA 2T DR R 6 RAE N VE e . Horr,
TLC2s 8 W 9 FEFR e R G2 153 R A o 28 e oz Ff) 2 AT 42
AR, Ok Z T FUEE R W], TLC2s I ThREZ KR
3T S R A ok, AR AR I B Ao R I HH AN [ ) R R
fEo ILC2s'& BT hrRmaHZY, T Rk i) figd 351 45 # 1 A ¥ 1
e i AN, R RRILC2s 5 i At () TLC2s B
IR

N BR B R TLC2 s [ 3% T 10 490 /60, 45 S300 12 400 1) 4 1R
(Suppression of Tumorigenicity 2, ST2) . H4HMA
Z17%/KB (Interleukin 17 Receptor B, IL-17RB) . ZH
B IR F 32 K FERF 2 (Cytokine Receptor-like Factor
2, CRLF2) . IL-2Ra. IL-4Ra . IL-7R. IL-18R1. AA54H
fESE R FEZ ARGl (Killer Cell Lectin-Like Receptor
Gl, KLRG1) . ¥R FRR#H D> T (Inducible Co-
stimulator, 1C0S) . Th24H itk Z A& [FVE 7>+ (Th2-
related Chemokine Receptors, CRTH2) &, MH<HI%E
FeH T M5 GATA-3 5R0R a ", 78 AR B2 JBrf, TLC2sH)
KM bR A ST2. TL-17RB. CRLF2. IL-2Ra. IL-7R.
KLRG1. I1COS. Z3fk#%103 (Cluster of Differentiation
103, CD103) MCRTH2%, #3:[A7 WA FEGATA-3, RORa
R BT NRZAR (Aryl Hydrocarbon Receptor, AHR) .

B Dt = E AR RIS, R R R B SRR
T, B EREHEAMERTE SN IR . KR E R
JRIF R A1 2, AR PSR G2 B A ¥ 56— S B 42, & A Rr g I
TS FIRR FORH ML T B 2 2 B B0 10 25 4 21 230
B B SR ANE, W BRGSO AT A
Mils B ML E S RENTANN,  [RIHA e 4n AE EA R
I e A . R R 2 0 S S A 3 A ], TLC2sHE
AFRERIE N AR AR B I TLC2s 7] Loy 4
PINANFEIFERE: ARG B RIRTLC2s (Natural TLC2s,
nILC2s) FEFIEFEEE SR MHILC2s (Inflammatory
ILC2s, iILC2s) . nlLC2s2 FEMAGUHAMER AR 2E
(Major Histocompatibility Complex II, MHC 1I) R,
M iTLC2sAMHC 11 3KPRYE, FEpA N A R Sk ae /'™
SR TR T kP fnILC2s ANA, 11LC2s I 7E K
RS2 RN A B AR AR, ik, TLC2s AR AN
M e AR AT IAAE AR ST ek /N SRR T AT U 4 A
S VB AN B AN RNAW P, 4B 7R T Rk AN R L TLC2s T
FEAES . NR B R P ILC2s W 43 A R T AR L 1C0S
CD103" TL-18R1" FYNEREFIZRMIARICY)NCCRE™ KLRGL™
i1LC2s, B¢ R M EHRIMFRCYNST2 Sca-1” TL-2Ra’
CD90HINTLC2s'™ o 72 N Bz, G2 98 e e i R T
MBITLC2s, (AFAMM L RETR, TLC2sIUAFET HIX
J2, Z9HTLCs BEAI10%"" o AL EE 4 2 50 W ish— 548
IR T RRILC2s A AE LRI A FINERE, AN 3R CD8 1) B0 14
IL-13" TLC2TRRE, FROAHT AL AR T e R R 28 ot s

1.3 IR TLC2sHITATE M 4% : Sk E B4, #heegn i,
H 5740 o A0 LAt SR A S0 IR A S, AT LU R TLC2s )
L ZARLE S, W RIEILC2sHIThAE (LE2)

Secreation

B2 KEBkFRILC2sHIESATSZIE

B Bk rb (i S S AR B A T I B A B R
Jo TR AE B AR 40 o H DL 1) 40 B PR L 4R A A 533
(Interleukin 33, TL=33) . IL-25. Jii i3 o bk £ 40
M4 %2 (Thymic Stromal Lymphopoietin, TSLP) .
IL-2, IL-4. IL-THRITL-18, % W i BT A 2 1l 510 R 3R D2
(Prostaglandin D,, PGD,) , & WLAI4HalalAH 5 AFEH 5 FHE-
PRI (B-cadherin) FIAE SIS THCA (Inducible
T cell Co-stimulator Ligand, ICOSL) ", IL-33, IL-25.
TSLP. IL-2. IL-4. IL-7. IL-18HIPGD, %35 %f M. 5% {4
ST2. IL-17RB. CRLF2, IL-2Ra. IL-4Ra . IL-7R. IL-18R1
FICRTH24, &R TLC2s I TR, E-cadherinlll SKLRG145&
HHIILC2s I TEE (WKL) o RAEFERIKILC2s h A i
ICOSLF] A5 SZARICOSES &, AH /2 HARTIRE MR € -
1.3.1 IL-33/ST2: IL-33/&—FhJ@ T IL- 140 BH + K 1
BER, EESHEA M, R P
Rl Fe R AR ARG, SR K TR ik . ikt
S 60 8 2 A5 45 BRSZ B FUEAS S OE I, T R L
33. ST2HIL-132444iBh#E 4 (Interleukin-1 Receptor
Accessory Protein, IL-1RAcP) Z5&, JLIEJEALIL-3311)%Z
RN IL-33IEST2)E, 1% iRkl IT 5 A BERE b E B R
JE[X88 (Human Myeloid Differentiation Factor Primary
Response Gene 88, MYDS8) . H4HMIA 212 AR AT
1/4 (Interleukin-1 Receptor Associated Kinase 1/4,
IRAK1/4) PAA R 32 A8 #H9<A 6 (Tumor Necrosis
Factor Receptor-associated Factor 6, TRAF6) Zhi&ALifzH
MEs™ X ES kS RRA PR AT EA MK
fiff (Mitogen—Activated Protein Kinase, MAPK) HJ¥4iE,
p38 MAPKIIHE 51 RCCATA-BIBERR 1L, JFHZREGATA-3 5 1LC2s
HIL-5ATTL-13 [ 8 F X dah &1 e TLC2s7E TL-33 /i
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=1 BB ILC2sHYBIE M L%

fH5H T/ 2k it N RS

11.-33/ST2 RERLTE R 9%/ S 298/ A JIE B SR /0] i AR G/t B
1L-25/1L-17RB TR B A% /0T TR e SR/ (k6 T

TSLP/CRLF2 KRR R 9 /B REUS TR R AR/ R R R A K

TL-2/TL-2Ra I Rz 4% /G I TN SR/t B i

TL-4/11L-4R a R R A TR e AR

TL-7/TL-TR eI R 96 /i BVE B ¢ T K AR

1L-18/1L-18R1 R ¢ IIENEZ2STRIN

PGD,/CRTH2 RN R 4% /I RO B 56 PIENSZ SN RIN

E-cadherin/KLRG1 RV R 4%/ R M REAL

CRARFE SRR/ DR B IR ET 2

Ny ZH TR % BEBAAHES%EZMRED
e, et fE R E R

1.3.2 TL-25/IL-17RB: IL-25, RIL-17T4RMH T F KK
ANEER A, AN DR B I R RN 98 RE B AR
2 R =, AFETh2Z0M . RN, e g
YU FERRE AN AN R R4 . TL-25 5 TL-17TRAFITL-
LTRBA B 5 — AR Z Ak 4 &, il i TRAFG FIZ K1 x BigL
W7 (Nuclear Factor—kappa B Activator 1, ACT1) %
VEMAPKAFI#Z K7 ¥ B (Nuclear Factor—kappa B, NK-k B)
HEY . WEARIL, TR RIE B A B B, TLC2s I
TL-17RBZE KK T S 1t 76 /)N BB R 95 6 T B 78 v,
R RS 4 AR (1 TL-25 A8 (i T e

1.3.3 TSLP/CRLF2: TSLPJ&—Fi ELA £ B A2 DRI 4N
FOPR 7, ST W/ BRI e B 25 o 200 Pl 2= v 43 B R BT
KR ELEE R B I e R i i b R 4. CRLF2 4 1Y
PSR, BTG M4 N 7 32 Ak K e TSLP 5 CRLF245 &
JEREZE, BREiZEaMETIL-TRa 44, BIGEERE
FI#EE (Janus Kinase, JAK) /{55 % S RS LA 5
(Signal Transducer and Activator of Transcription
5, STATS) RIS Sl Es ¥ e RN R b, A 5¢
B — PR T IL-33 00 ZORENLH], A TSLPX T ILC2s )
WA S E B BT AR, R T b A
SYTSLPTT LA R0 % 58 R A A

1.3.4 IL-2/1L-2Ra: IL-20&—FpHA L EIREMAIRE T,
FEHCDA THUMEDUR RIS i, RERE15 S 2 Ptk L am
MRS« 5. ML AEE . mERA I IL-252 Ak h =4
WA TL-2Ra. TL-2RbFIGAARA ¥ ILH 2k v 5. 1125
IL-2Raz & i, TERINE A Y48 5 1L-2Rb AI4H i PR T34
Ay B, BOESTATS IR EE S S, HAh, -2/
WS s TR IUEE 34/ (Phosphatidylinositol 3-Kinase,
PI3K) /2 F¥EEB (Protein Kinase B, PKB) FIMAPK{Z =il
B, MEHETILC2s MR S 7% ™ o eI R 6 rh, TLC2sH
[L-2Ra KB ACTAT TN, TL-27] DUMRRE R Rz P TLC2s 73k
IL-5%,

1.3.5 IL-4/IL-4Ra : IL-4f B RIFEFEALRA0M. wEmik

FrZmm . VEERVERIAIM . TR EL A DA S A s AR T
[LC2so L~ 5 HAZARIL-AR a A FE &4, AI7EME
YRR PSRN I 2 A y B, ke R R 5
NEI3ZM a 179, IL-4B2 (R ST & WD A2 AT FHSTAT6
IS SR GERE . Ao/ B By SR eh, i
TLC2s (KM B S S 2 St I B b A SRR TL -4

1.3.6 TL-7/TL-7R: IL-77EHE MR M b) iz %
ik, GO, AN, W F R, SRR SR
4. EVEANAM. PO AN R BAN . TL-7R a 540 i K1
IRk vy BEG BT RIL-T324K, %2R 51L-T454 534
WEJAK/STAT (FLHESTAT1. STAT3FISTATS) FMAPK{E 5 il
B AR E R R B E B T, IL-TXE
TLC2s7E P A Rtk EL 2N A 1 T i LA DG E . 3R
B, TE/NERELE ORI T REAKIRIL-7 H B A MR = 2 1
TLC2s, IXSEgH i FEE: /M 1L-13"

1.3.7 TL-18/1L-18R1: TL-18J&TL—1%% 4 K 1 1 A
B, STIL-337FEF 5L, TL-18 532 /KI1L-18R145 4 5
AIOEPL3K/ Akt FIMAPKAS S % . 5 0 1LC2 s 32 2 ma |
IL-33A[, FERRILCZsHE B AR T-1L-18, IL-18i it
Caspase~ 115 5 il B 7R 455 NP 7 48 57 STk b 3R S 803 14 TLC2s
(REAL Y o AT A T 70 L A B RNASU 0, 4R T/
RILC2s PRSI R FRIA S, RINIL-18Z R 7E K BRILC2s
B AR R R TL-18TE R R ILC2s I ThRE R IE &
KEE, BRZIL-18HI/NRAEMCOOSHIBL T, FIKILC2s [y
VA 5 0E R U B . A, TL- 18R AR HE T Rk
ILC2s I TL-5RITL-13 (35157

1. 3.8 PGD,/CRTH2: PGD, & Hi {84k DU e i i B 25 A B i 1%
BRI, ZRE R R AR AN B AR A
4. CRTH2/E NPGD, 5244, & N T4 8 ILC2s i
WHIBIAR AR — o CRTH2 A —Fh 56, 8 (MBI S2 44, i
T AT P BB I T 7K T 175 45 88 730 % Sk R 19 4 i
Tife. AHEFUARIEPGD, 7 Kk R B EEAEH], 1ERIL-25
FITL-33M P EME 5, G R ARILC2s, {EREILC2siERE,

755 5 270 a8 2 R 5% R i R 1 g ek

1.3.9 E-cadherin/KLRG1: E-cadherin/&—Ffc4k i) 41 i
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FMES, BTEAEARE, FEAELRHRbRE,

Z 540 R A5 545 T, 0 b R ) S e R

MINREAERF B S HE B . KLRGLZ B TILC2s FIRFIERR &, KLRGL

IR E 24K, E-cadherin SKLRGIAH B.45 & fEagHi

HIILC2s TG TE, AT REMA e N2 o FEARFRLTE FE 4 1) 4H 27

B, AYIE-cadherin®ik N, $2/RE-cadherinfk®®
RS HETLC2siH Ik, AT FEm

2 ILC2sHE R AIRL BRI TR

O KEMARME, TLC2s Ll A i o h K 15
I, EFk, BORBZ MR RIILC2sS S T —
e B FR I R LA o X SERIF SU RN T TLC2s A g i it iR
S e e AN 8 i DR BRI, S A S A A
HAER, RS B B BE R ¥ e B R Thag, AT N B B4R
Rk e CILE3) o PRk, &FXF TLC2s B TS s AT
RE A R SR AR 97 FERERT 1 7 1)

Allergens

Injured Eoithelial

1

1

I

e |

|

IL-33 i

IL-25 |

iids TSLP 1
IL-13 IL-7 I
AREG IL-18 Y I

o
X 5
it
. 1
415

Macrophage

\/'
\

Mast cells

E-cadherin 1

n_, 1

1

a Langerhans cell :
‘ & |

3 1

‘P g |

|

\ Basophll |

|

L2 |
|

|

|

|

I

|

C II/CD1a

g\?) Eosinoph

TH2 cells
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2.1 FERIMER A FERLME R ROR— Mg RERAE B AR
A PRI JREVE B IR, e PRER I A BRI A1,
{HL 2 Jk Bt e F e A5 0 5 S P R G T 0 5 R KR AT
TEM . BRI B R AR S TILCs B YIAH IS, P ILC2sHl
AR RV R 56 R R BL A OCBE TLCs RS o 7R R
R IR B R, SZ R0 AR Y R A IR L 25 TL-
33, TL-18 K% TSLP, #EITHGE TLC2s HAR A K B/ W Th24m
MR T Mo, TL-5HE s (L Bt rE R VR A0 ML I B0,
FEGLREIRE R -, AT IR R R B 98 0 S B o [RIRY
TL-1 353 5 1 AR DU 4t ., s HLJB G MHCT Tt Ji 52 368
TR S X LS, B SAIRTAIM R 1k, R HETh240 fd
TR, JEE A ETIL-4. IL-5. IL-13M%I1L-31, it
Fuda i, TERERME B 28R R TR 9 /N BB B o, TLC2s$ii
I, ‘@ﬁ%?ﬁm—ﬁu1L—13E¢§1’Eﬂﬁﬁ&ﬁiﬁ$é’éﬂﬂ
M, (R R AR O B R, B JSBRTLC2 s Y Al Wik 3 %

IR BRI SR A K F, o0 B k3G IR RN 22 B2 K 43 25 O 550
SEIE 17 TR (UL VA L e 0D A N S DU £ TN
i A 4 L P 92 0 A TLC2s (R SR AR Y . TLC2 s ME B Itk L 44
B Ay WA IL- 4305 e, 381958 T IL-5. IL-9FIL-13(94
W, AT E SRR MR A ) iR AL . Ah,  TLC2s I A Th24k
AR PT BR SI A,  EIMHCTTBRCD L aidb AT HUR 23, {2
FEHPEIL-2, AR ILC2sIE L 548%™ . 1LC2sFITh2
A0 AR TL-24 1 S BRYR, 1 IL-24 &Od R4 T A BB K
YA, R R R B T REREAS AN SSE, T RILC2s-IL-24-£f)
SRR ML SR R, R ok TR T . i
LE o i PR 2L AR, (R R IR IR R, R 9 R S R
e BRE AG (Immunoglobulin G, IgG) FJEBREH
E (Immunoglobulin G, IgE) AAERK, FRAK Rz B B n se 8
P, HESDRE I Y A RO RWHERR . AEULEERE b, TR T
EEH T CmFEEE B, RS BUE R IL-33 R S
FEHIATLC2s, X S TLC2s AMN 2 5 Jay s 9 E S B
AR A R g el e A e AR AR, R % g 1E
FiiGes, (RdtiziE P AR KA M TeE 2R ) 4 e, 24
L™ BRI M R 9% B 1 B e R I U R, RIETE SR
TR R R R R R SO E, kLI ILC2s
ATy T 388 3o 3 A 5 e B AT P, RN R i A R
2.2 AU A A &S JI%ILMMJ’VJIE/\%
BERY B BEMLBY BE. GEMT B MBERBY B R M B, X
SEIN B RIS BB AT, R OES. BIR
FWY, IL-335 ILC2sTE Rtk bR 5 s Ru . vl 45 B 2
HIMF A E . fERZ R 2RI, TL-330 7 i o iR 35 1
I, TLC2sTE B AT N i & i A2 b ATL-3348 i 1) 5 R 4%
6, a9 b R e sk a O e . AR
BE RO GI T, e RIRZS ] T IL-337F B R A 1 R iR
35, T AR N 78 E A TL-33 ) B A A TH5 1 4R 4 b
IL-337KF, $EIRILC2s iR P, IFEREfn g IL- 13$u
TL-ARERL,  JEmAn e E W 4n g JM1 2 M2 B i 6 A8, i
AT HERE R A A

2.3 MR BEEEMEEEBENEE, %MK
BRER BRI SR R ME S S WAF. EANKEBERRE S,
ILC2s a5 R I HIIG R TIS 2 IEARDC . TLC2s 24 fifa PA]
FOM-CSFIM B ERUE, %K+ 57 P Ty g RR MR 40 A i B4R
Sos, NmssapuieE RN . [FR, BERNZIEMEILC2s %R
SRR A AET - 2R -1 (Programmed Cell Death Protein
1, PD-1) , PRI T HAEMIE N RIFREE . SETE S B MR RO8 o
TAMHIPD-100 2> FEILC2s MR . AR 7 A 2 Bk 4t
DHREMIHE N o R, B I TL-335PD- 1 BELI A7 %
FERTHUR TR AROR, XRYIIL-33/ILC2s/ WG MR 4T
NGB PR R R RIS EEEA .

2.4 THEEZNG: B R A — P LLGS 4 41 2 4T 4 1L BT AL
DNRRAE IR, TR BRI A B K ) R E B vz 18 JE R A
o TLC2s LA KN B (Transforming Growth
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Factor— B, TGF-B ) Z 8] fJAH EAFE F ] B8 A2 155 &k R Ik
LT Y A0 0 2T AL 38 20 L . 7R B R s R, TGF-B 1Y
Fik B, 2RI TILC2s 2 WA TR [ =% & il (1 3
K, ATREFEA A TECA, X S A R Y AT A
OB R . [FIR, 48 RF FKLRGL AR IA R, S8IL-104%
WAUEZL TR 9k B 2T 4 4 i 4 27 Ak A2

2.5 FEMRREAMEHE R P HERFR R B BT SR I G R
G001 B A 20 2L AN IR BUR (IR, B AR 1 Bk 2 4R A
AN R, R R ST RERE X LB R R,
M JE B e Wity , SR g R R I, AT
B 1k TR o S5 A A A R R OB, I T B B AT S
], X ETRE S EUE FERETIREN R TR, tAh, dRik
PEPEFDH 15 32 TYI ML 2 38052 38 R A AL 2 e B R T i e
IR . HRFFLER, AJI-100 (JAK2RTAuroraif Aty XL
FEIMFIFD REALHEILC2s Iy 3, IXEETILC2sAENE K m oy
WS HGUE TR BT 2, IR R R A 1 HE
JNE, FEHRA R I R R 7 2 35 28 . GATA-3 K3
AT STATS(RERZ Ak, AT I-10038 1 # | Aurora i iFA SR
YEFRFILC2s I STATSBERR AL IO ACE " . [, AJI-100 % 35
TN KA A A A S0 P Th2.41 i A 41 & Th L 20 A 1) £
B, R PR B b B A0 B A DB R Sk T
MRS, B2 R R HE 8.

2.6 TRRZ: FRROB R P ) R R, 3 R
48 R Ik H AT i R R (0 XU AT, PR AN [E AR BE 1) Be
B RS RRE SR, AR AN SR L33,
X — i RS T R ILC2s, I 51 R Th2 4 i il AY, 222
UG T (070 3o BRAN, B A2 (T SR L gB s B K
YA R PR S S YA EARR, RS SRR A0 i i
flo FE/IN BRI SRR 1 SL S0 R TE-33 /N B
RO B B e SRR IR

2.7 REKYNMING 2 0E . AER AN 2 0 & —Fh i i 5
He 32 BURRAE 2 tHFCD 1L 752 AR A 3R 15 1k 28748 5 SRR 4 g S
W, R I R R . AR — T 2109 4 B
PEAE K A1 B 3 220 5B 5 18491 i B ot BE 2 b AT LR I F 7
HHOR I, P R R 78 R (9 FR A N TLC2s 7K ~F- W 3 7t
i, X AR ILC2s GRS 42 T 40 i B F IR SR A1k, AN
TARE T S0 K e s A S R e

3 INETREE
MEFA4E, TLC2sTE A% RS8P 1 FZ i 22 39,

VBT AE S 1 TLC2sFE i Al i 1 s wh i S M £, (L
it FUTE R JR s b BT 1 A AT B Z IR N T Ao A Th
AR “BARAIM 7 , TLC2s7E B2 JBk A 270 4 28 Jsg i v iR 4
HEEM . STARMBAIMAIE, R I ILC2s Z Hi i
e tEs2 ik, T2 3 2 M BN B, R R
T MR 4 [ AE FAE 4y 7% . TLC2sRERS ISk
B oAl A AR . b R L e 2 A i S i S 4 R T A

155, FRUH o2 80 G2 ) SLAH G AN IR =, LTS R
TS AR ThRe . CARFFTRM, ILC2STE 8 JE R
o CREJIR RS BRI e R MR R R OER, BRESEm
XA TG . SR, H A AR AT TLC2sAH G B ik
PR RIE 254, TR RN TLC2sTE BE JB P (A 4 s
INRA RS HATHURR AR, ILC2sTE/NRAI A j ke
WAEAEAE, BHRTERE, ILC2sHTRE K HThRER f )2
PIAETAA . RE—SeRb KN 1 nILC2s R ILC2s AP =
SO AEAE, (R 2 MR AR E F A . H
BT, X RSB P ILC2s AT o 2 B Hp e /N B, i T
N R RILC2s AR /D By B3 RG 72 e ik,  F8ULC2s
TENZE B e (it Ao TP . (RS Bz ik 1 TLC2s Rl
FERIUH 5/ FAR U S Ay 8, Rk, kTR 4
T LA 1) 7 925 SRAIE 72 ANVTAS TLC2s 78 AR B DR v (8
F B A AR ETT 8 5 RN

T SR ANHLRIE T Rkt TLC2s AR 324 1, AT DA
CURJUAN T TH R QOFH B RE . 97 =40 i AT 4 i 4
Bres st iR, S TLC2sIAR IRE AR S FLAE K ik
[ A AT VEAN 0T @nsixd ILC2s i i H M, 42
Ahor BERIER FETLC2s AR, LATRIS AN AR 458 Hh 4 i PR 7
AN R 5 TLC2s R B S T M 2 R OC R OB FL & Ff
BRI R R I TLC2s T RS Bk A%, H SR BT S %
2 i B T A (DA A T A B, LB TLC2s
TE JE IR0 HP 1 G P T 2 I 45
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