55 34 35 55 13 1] HERREZEE Vol. 34 No.13
202447 H China Journal of Modern Medicine Jul. 2024

DOLI: 10.3969/j.issn.1005-8982.2024.13.010

XEHRE : 1005-8982 (2024) 13-0071-09
R -2

2EIEFHE AR AEXEFEZ LS
BHBEE PR

AR TR, BAEIE ) R
[(HBERAFE—MEER L.EFRBFLO, 2 AR FO(HBEETREERX
MRS FT), BB 5 & KR 830054]

HE . B AR SARTHB(MM) %5988 0 2 2 B A H E 2 i (ILC2s) K-F A AR % B F Rk 6 T AL
HE, J7E SIR20214F1 A—20224F6 A £ EA K F 5% — B B IR 60541 K35 7 A MM 89 B 2 4= 4044k
RAFERFTFAT G R 20 IR [LC2s 2 BLILAP B FAf 2m it S ZAF AR GUKLR G W Fk, FI R T T
B AEHE B R (QRT-PCR ) 0l 48 % B -F GATA-3, ST2, IL-5, IL—13, IL-7RB mRNAAGsT ki &, 24 %
KA TAERAE(ROC) Wk, &I R TMME, R 9% MM &3 691 B fe A dm e ILC2s
AR L] | ILC2s it L KLR G189 %35 & GATA-3. ST2, IL—5, IL—13 mRNAAGsT &L B4 AR LI+
(P <0.05), HILC2s#mAtrtsi s ILC2s 4t £ KLRG1 & ik & GATA-3, ST2, IL-5, IL-13 mRNA 2 E4g%
(r=0.831.0.748.0.737 ,0.702 #2 0.699, 3 P <0.05) , &L 477 )5 , % MM & F ILC2s ta fe b ] (KLRG1 & ik
& GATA—-3.ST2.IL-5.I1L—13 . IL-7RB mRNA #AAT £ X TR A EMA L F ) T (P <0.05), £ M s
F 06 97 J& ILC2s fm it Yo ) \KLRG1 B M & 38 & GATA IL-5.1L—13 mRNA A% £ ik S8 & F W ¥ T B
(P<0.05), K%M EH 4975 ILC2s 20 8] B GATA-3.ST2.IL—5.1L—13 mRNA 83 % X S8 57
w35 B (P <0.05), ROCWESMER R T, BT AILC2s i EKLRG1 &3k, IL—13 mRNA & # 4 B4
M7 A BIFHTRNME, G518 ILC2s @i Ay MM R IR E) 95 5480, BARAMBEIER, ILC2s it %
ELT AT T 4m AR R AR T R A BCE 5| AR
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Study on type 2 innate lymphocytes and associated moleculars in
multiple myeloma patients*

Zhong Di', Chen Shuang’, Luo Ting-ting’, Zhang Rui’
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Institute of Hematology), The First Affiliated Hospital of Xinjiang Medical University,
Urumgqi, Xinjiang 830054, China]

Abstract: Objective To explore the changes in ILC2s and their associated moleculars in the peripheral
blood of multiple myeloma (MM) patients. Methods This study included sixty MM patients and forty healthy
controls. The proportion of ILC2s cells and the expression of KLRG1 on these cells were analyzed using flow
cytometry, while the mRNA levels of GATA-3, ST2, IL-5, IL-13, and IL-7RB were quantified through PCR.

Results In newly diagnosed MM patients, there was an increase in the proportion of ILC2s, KLRG1 expression on
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ILC2s, and the mRNA levels of GATA-3, ST2, IL-5, and IL-13 in PBMC (P < 0.05). Additionally, the proportion of
ILC2s cells showed a positive correlation with these associated molecules (» = 0.831, 0.748, 0.737, 0.702, and 0.699,
P <0.05). Post-treatment, the remission group exhibited lower levels of ILC2s cells, KLRG1 expression on ILC2s,
and mRNA levels of GATA-3, ST2, IL-5, and IL-13 compared to the non-remission group (P < 0.05). Furthermore,

these parameters decreased in the remission group post-treatment compared to pre-treatment (P < 0.05). Conversely,

in the non-remission group, the proportion of ILC2s cells and associated molecular levels significantly increased

post-treatment (P < 0.05). ROC curves demonstrated that pre-treatment levels of KLRG1 expression on ILC2s cells

and IL-13 mRNA had significant predictive value for treatment efficacy. Conclusion ILC2s cells contribute to

immune dysregulation in MM, promoting tumor growth. These cellular immune disorders may result from

alterations in cell-associated effector molecules.

Keywords: multiple myeloma; type 2 innate lymphocytes; immune disorder

Z M B8R (multiple myeloma, MM ) J2& L # #8
DAL M SR O o M 1 B R R AR R R, H T
ML R G50 8 DL G P R . A IR 25
B R A ) ) K Bt CD38 LAk 25 ¥ ¥ TR Y
MM 7 58 0 S48 B3 BUS A 2L 06, (H MM AR
TR EL, W EHE— 2D BT N 1 R A R 2
e I J2 I 968 A A 5 AR a0 5 S Je 114 9 0k 3ok AL
HI22 A W E A IE (innate lymphoid cells, ILCs) 12
B R B e RYE e MR KT . 2 5 P S e i
W, AR AR AR . F B R ST S K
AEFFHLRTR Y, ILCs 2R IR T K 4R bk 12 4H 48
Ji, v 2 B [E A 9K I 48 A (group 2 innate lymphoid
cells, ILC2s) J2&: TLCs L) — T4 o TLC2s 4 4%
5Z P41 A 35 =25 (Interleukin 25, TL-25) #1 TL-33 (1)
A, 8T ILC2s 20 3 T B A2 K 1Al A R
-17 31K B (interleukin 17 receptor B, IL-17RB) FilJ
440 1) JE 5] 2 (cancer suppressor gene 2, ST2)tH4E &,
R ILCs P2 TL-13 N IL-5, 3 sh A S 1 R G s
I S, ILC2s 40 ffE 2 Th2 A 40 g Rl - 1L-13, IL-5
) ORI, FERINF S T GATA S 5811 3
(GATA—bind—Ingprotein—3, GATA-3) , IL-17RB &
ILC2s & 7 R 4E 5 £ 25 BT 44 5 19 40 0 ¢ i 32 44
FOE IR, K ZHLC2s Fik X0 A0 Mk 45 R
FEAZAK G1 (Kkiller cell lectin—like receptor G1, KLRG1 ),
FOI TLC2s 20 I AT AL I AR 5 4, KLRGTTLC2s
B B 3IE 52 AT 43 W 1L-10, 1 KLRGITTLC2s A B %5 1
By A = W G A A ) O S I (Sl e W = ]
TLC2s 8 52t 73 WA TL-13 , - 385CT5 P A2 200 i P 410 ] 240
JL, 0T 4 A A NK A0 SRR, R 1 il A A
(e RN B s R A e 4R W R IB T R R )
TLC2s . TL—13 715 1 410 o) 48 7 P 4K &2 0 47

MM /N BB RUAIF 5% % B, TLC2s A 7 3 35 KLRG1,
H KLRGI'ILC2s H KLRGITTLC2s 7= A4 81 £ ff) IL-5 |
IL-6 2 IL-13%, MM &SP SEB A kB, Ziadins
JEWIRYT Ja T ILCLs P24 y TR R ae H. LA
b EER RSN R R R A R,
ILCs 2B M RE R, I HL AT fig S S50bh 5 41 A ik ikt
JEWEAL . T TLC2s K AR OC IR 7 MM &2 35 41 R A
W A AR R A, DL RGE SR T R R S 2%
fif 1 S LLC2s 4t A N AH OC A 1 2 75 45 31 2 1 24
KA WG . WL, A HF 5T ST ILC2s
KLRG1ILC2s 4t LU ] 5 PR~ . B3R T 40 i [
T2 R AR AL R 7, 43 AT ILC2s 75 MM [R5 R
AITE DL, R TLC2 78 MM 0 Hh & #2 B Se e AR -

1 #ABREFE

— g B

PEHL 2021 4F 1 H—2022 4F 6 A 16358 B Bl K2
55— Bt s B2 B 60 (101 Y12 Wi o MM I B E (S 5100F
FE T AR 2 A2 ATl AT ) S MM 41, 3 55 4 32 )
(53.3%) , L1 28 1] (46.7% ) 5 4F- 1% 38 ~82 %, Hhi fif
AR 61 4 o [A] I IS AR 40 {4t e A B B A1 JA I A A
Sy %t R, R 3B e 21 ) (52.5%) , 4 PR 19 Bl
(47.5%) ; F-1y 34 ~ 78 % , P 4F 4 58 % . W4 i
H M AR IR IR TR A, ZE R G
S(P>0.05) . HARRE: QDFZW A LIBIT ; @F
RO A2 M A% 2 LI R A 30 S AR 2% 12 W %
B H s QFF A 2014 4F [ By B HE R T /R4 MM 2 Wi
FRUE" s HEBRFRAE : DB IF A B gy ; @6 I H
by Jifr R 9 5 A T L IE LB A T AR ) RE
@A = EACH SR Y . ARG B B R 2
1S B2 Dy 2 b (2 B9 it 5 . K202012-51) , /R %
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60 1] 9] 12 MM 8 35 452 52 DL 44 oK S BE il 1y
VIR SRS 1~ 24 0, A2 45 VD OOl 46 K
Hiy FEOK A ) L VCD IR /e oK | 3A B3 TBE i | b 2E K
FA ) CRVD CR B EE e B £ oK L ZE KAy ), 5 &
IBIT IR AT RO A o B A BB R A2 i i T
MM, RIECTEZ RSB 2IHEM
(2020 4FA& LT ) YU TT ROEAG AR o R T A B LAY
SE ARG 50 G AR I 08B 43 98 i SR 43 9%
i F8E 3L 39 M5 4 N % il L, 9% 6 R R 9 s 1 g
BBOE L 21 Bl A R R i 4l . MM BRI R FEAE
W1,

Fz1 MMIGKRFERHEZFLE (n=60)
It PRAFAIE %k Il PRARFAIE e
R-1SS 434 TgM \ 74 4
I 11 TgD % 2
1 27 R kR 3
11§ 22 RN 2
DS 431 AN UpTY 2
14 10 pog i 1
1T 1% 26 FEP A S
K] 24 VD 21
S1Al VCD 19
1gG k! 16 CD 20
IgG N Y 13 IRITRCR
TgA kY 8 i 39
IgA N 6 KRGS 21
IgM k74 3

1.3 FERKFIRNE

KIEPLIR Lineage—APC (CD2,CD3 .CD14 .CD16 .
CD19. CD56, CD235a) , CRTH2 (CD294) —PE/Cy7,
CD127-Percp/Cy5.5, KLRG1-BV450 }% IeG-BV450 ¥
W [ % [ BD 23 . FACS—Canto 11 % 2% 40 i A 1 A
2 E BD /A #], Prime Script™ RT i %% 3% i #] & .
SYBR Premix EX Taq™ i &1 H H 4 TaKaRa 23
A, 5140 A T AR ) TR A BR S w1 AN
A B, PCR P74 58 A e e T3 A 25
Thermo Fisher 23 ] .
1.4 Fik
141 ARARSE FTAFFEAZHI3 ~5 mL 1)
AN, BT EDTA PUEEE b o FH % BB B0 1k

A3 B 40 ] IR 42 41 it ( peripheral blood mononuclear
cell, PBMC) . #4 PBMC 53 Ji% 2 {53 , — 153 57 B T3 =X
A0 ARG, 55— 6y A1 mL TRIzol, =80 °C F i
FE, FEHUS RNA , T 52 B 28O i 1t 3R A I 5% 2 1
(quantitative real-time polymerase chain reaction , qRT—
PCR) A&7 .
1.42 RN A KA PBMS ¥ ILC2s 48 A Fb 4] &
FKLRG1 A5 B BT A7 B 78 X5 42 /49 PBMC ¥ J&
BN AIXI0CANL, BT 2REXE P, —EF A
CD45-FITC | Lineage-APC., CRTH2 (CD294) —-PE/Cy7 .
CD127-Percp/Cy5.5 &% KLRG-BV4504%- 5 wL, 5 —45 il
A CD45-FITC , Lineage—APC . CRTH2 (CD294) —PE/
Cy7 .CD127-Percp/Cy5.5 Fll gG-BV450 4% 5 wL. F&4%
IRA) 5 E T2 WA F 15 min, PBS YR 2 IG5
U A PBS &, T o =X A0 AR T . SSC A
CD45TE 1] 9k L4 4t A, 36 B Lin™ F1 CD127* (1) 40 L, f%
Ji % CRTH2'CD127" ] . Lin"CD45'CD127°CD294" 4
Ji Ky TLC2s 40 i, 43 B7 ILC2s 5 Lin CD127 /Y L 491 .
Kl KLRG1 78 ILC2s b iy 235 CH (5 TLC2s 1Y L7 o
FH Kaluza B4 Hr B4 .
143  qRT-PCR # M GATA—-3.ST2.IL-5.IL—13,
IL-7RB mRNA A8 & k&  HUPBMC & 0.5 mL,
K FH TRIzol ¥ 2 UL RNA, fff F Prime Script™RT 33
B SRR ) £ 30 B S B i cDNA, [ W K R 2 5 x Prime
Script™Buffer 2 wL, Prime Script™ RT Enzyme Mix I
0.5 pL, Random 6 Primer 0.5 L, Oligo dt 0.5 pL, &
RNA 500 ng RNase free dH,0 mZE10 wlo WS
I 437 C 15 min, 85 °C 5 s, qRT-PCR % H
SYBR Premix EX Taq™ i 7 & , & M 1 & : cDNA
2 wL.2xSYBR Premix Ex Taq™ iF JZ [i 5] ¥ %
10 pmol/L, ddH,0 10 pwL. SR £ 14 : 95 °C Hi A 7%
305,95 CAEPES 5,72 CiE k305,72 CHEAH 30 s,
72 CHAIEA 30 s, JGFF 40 K o LA GADPH AN,
FH 2744 3k 315 GATA-3 ,ST2 . 1L.-5 . 1L-13, IL-7RB
mRNA MX Rk it . 51975 3% 2,
1.5 SFitFEAHE

Kds 73 2K H GraphPad Prism 9.5 S22 81
TR GER A B + AR 22 (v 2 s) KR, W oK
50 5 C X ¢ K 5 5 AH 5GP 23 A >R ] Pearson 12 5 23 1l
Z A & T AE F# 1E (receiver operating characteristic,
ROC) 4k . P<0.05 K 2ERBEIT#7 L.
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&2 qRT-PCR3|#1573l

Lin'CD127* . KLRG1'TLC2s 7E TLC2s 2 ffd o (19 L 141
LI K GATA-3 . ST2 . 1L-13 . TL.-5 mRNA #f X} & ik &

KB/
| \ N N N
A i b MBI, 22 R Gt B (P <005)
CATA iEJA] : 5'-CACCACCTACCCGCCCTACG-3' s MM £H ILC2s 7F Lin CD127* . KLRG1'ILC2s 7F ILC2s 41
JIA) : 5'-GTTCACACACTCCCTGCCTTCTG-3' Meohoay ke B, P K GATA-3. ST2. 11.-13 . I1-5
1E[ : 5'-CCAGAACGACGCCAAGGTGATAC-3' mRNA A1 X 2% 35 12 35 5 F X B4 (P <0.05) ; X AR
ST2 116
JZI5): 5'-AAGATGCTGGAGGGAGTCCTGAAG=3' ZH 5 MM 41 ¥ 22 {& IL-17RB mRNA 45, 22 % L4
s 1EI: 5'-GAGCTGCCTACGTGTATGCCATC-3' 100 i—l—%‘»%—‘)‘( ( P >0.05 ) . EL EI 1 %u %% 3,
2l STGAGTACAAMGEAGTCCCAAGOTCS 2.2 WARITHIE ILC2s 71 KLRG1'ILC2s A tt
13 1E11] 5'~ACCACGGTCATTGCTCTCACTTG-3" 10 @J&éﬂi HﬁMﬂ ;é %H"] l:l: tF')_z
i 5'-AGCGGAGCCTTCTGGTTCTGG=3" . - - =
et VI IR L A 45 R 2 i 4L ER A TR L £
i 5'-CCACAAACAGGCGTCCCTTTCC-3"
IL-17RB 1ER 104 I1.C2s 7F Lin"CD127* . KLRG1*1L.C2s 7F 1L.C2s 4f g ]
1] 5'-GCAGAGACAGCAGGAGGAGAGG-3' .
" B He ), DL B AH 54 T GATA-3 ST2  IL-13 | IL-5 |
EJi] 5'-GCCAACTGCCAGCCTGTAGTG=3'
GADPH 128 IL-17RB mRNA X} ik & i, & ki, 253
JZ 1] 5'-GTGGCACCTTTCTGTGCTCCTG=3' ot o -
H G2 2 L (P <0.05) ; K 2% ff 4 /8 & 1LC2s 1E
o #HE Lin"CD127* . KLRG1'ILC2s 7E 1LC2s 4i it b ) Fe 4],
P & GATA-3 [ ST2 . 1L-13 . IL-5 . IL-17RB mRNA #H
4 * pa 1| /% 4 oL et g e -
21 W4 |L02‘S 1 KLRG1*ILC2s 2H it bk 151 2 £ R WEXEWESTFEMA, WEIME?2,
HXEFRILL %
R4l 5 MM 4l Ah R I o8y 1ILC2s 7
2 1000 g 6 o
= i 107 10 413% | 10 38.24%
X 800 10 = 10° 107
600 z = z
9 :’;‘; 4 E 4 | % 4
7 400 5 10 & 10 = 107 s
[;1 - [gl o (S
200 1 = 10° = 10° i = 104
O © 9 O
— 10 T — 10 ‘ — —> 10 B LS
10> 10° 10* 10° 10° 10> 10° 10* 100 10° 10> 10° 10* 100 10° 10 10° 10* 10° 10°
CD45-FITC Lin-APC CD127-Percp/Cy5.5 KLRG1-BV450
WA Lin CD127 B 40 ity ILC2s 401 (Lin"CD127*CRTH2*) KLRG1-BV450 4fifL
papilEEE]
~ 6 10° o
z oo L 124% | 10 62.12%
X 800 3 10°1 5 10° 4 3 10° +
600 E = &
z <10 = 10t £ 10 i
A a0 i g i i
D 10° 4 = 107 N 10°
a o a
&) &)
Bt ; — N —> 10 LS —> 10 i
102 103 104 105 106 102 103 104 105 105 102 102 104 105 106 102 103 104 10S 106
CD45-FITC Lin-APC CD127-Percp/Cy5.5 KLRG1-BV450
AR Lin CD127 kB2 40 ity ILC2s 4 g (Lin"CD127*CRTH2") KLRG1-BV450 Zifif1
MM 28
F1 XPEBASMMARTRIZTEMR M E

c 7
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9513 1] B, G5 2 BRI I S AN B SR T HE 22 eV i BRI

®3 FWAMNAMAILC2s RIBXEFHILLE (v+s)

X HRZH 40 4.49 +0.85 40.98 + 6.39 0.93 +0.05 1.84 +0.36 1.49 +0.39 0.57+0.13 1.52+0.40
MM 41 60 10.36 +3.32 60.95 + 15.66 1.28 +0.21 2.00 +0.27 1.90 +0.34 0.72+0.11 1.63 £ 0.37
t{H 13.950 7.585 3.127 5.393 5.661 4.867 0.226
P{E 0.000 0.000 0.002 0.000 0.000 0.001 0.164

R4 FAHANNEMF ILC2s RHEXEFHLEE (x+s)

Sl 39 6.46 + 1.61 40.82+11.68 1.14£0.12 193+£039 1.55+039 0.61+0.19 1.71+0.38
KA 21 22.05+4.94 74.69 +7.31 370+£0.65  2.63+035 3.00+099 124+019 235+025
i 13.450 11.870 13.970 5.143 6.173 8.778 5.494
P{E 0.000 0.000 0.000 0.000 0.000 0.000 0.000
10° 10°
=~ 10° 7 = 10° 1
& , <) .
S = 22.459%
& ot 6.82% T o ot
& SE &
s =
= =
<10 104
107 : : - 10° ey .
102 10° 10* 10° 10° 10> 10° 10*  10° 10°
CD127-Perep/Cy5.5 CD127—-Perep/Cy5.5
SRR S R B AL 1LC2s 40
10° 10°
M T w10’
& %)
=, = 77.81%
3 £ 10'% :
T 5 :
S 8
5 10°3 = 10°4
(&) ]
10° . . : 10? . : .
102 100 100 10°  10° 10> 10° 100 10°  10°
KLRG1-BV450 KLRG1-BV450

R 5 R B 4H KLRG 1M ILC2s 41 iy
2 ZEMRBAEREMAILC2s 1 KLRG1ILC2s izt 4HAa E
23 ZMEBASKREMABITEIGILC2s RAMME  KLRGITLC2s 7E TLC2s 40 H 9 HL i, L & GATA-3 .
XEFRIELEE SIL-13 . 1L-5 mRNA M X} £ ik il i, & o/ 50, 2
% fif 41136 97 WIS ST2  IL-17RB mRNA Ml Xt % SFIA G F R L (P <0.05) 3 157 J5 BRI i

KB, 21885, 258 EGE 2B (P> Refk. WES.
0.05) . %% fi 41 3R 7 10 J5 ILC2s 7E Lin CD127" | VBT WU G R 28 f# 4 1LC2s fE Lin'CDI127* .
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K5 ZEMAMMEEETIEILC2s RMMEEETFHLLE (vxs)
ILC2s7E Lin CD127* KLRG1'TLC2s 7E TLC2s
25 GATA-3 mRNA  ST2 mRNA  IL-13 mRNA IL-5 mRNA IL-17RB mRNA
G EEA1/% Y A %

JRITRT 8.87 +2.69 55.29 + 13.08 1.22£0.19 192+£021 178031  0.78 £0.11 1.62 £ 0.40
bEvid 6.37 £ 1.54 40.82 +11.69 1.15£0.12 1.93+£039  155+039  0.51+0.20 1.73 £0.38
X 4.678 5.143 2.056 0.086 2.879 2.707 0.759

Pt 0.000 0.000 0.043 0.931 0.005 0.008 0.058

KLRG1'ILC2s 7£ 1LC2s 20 it H %) Le 451] , DA &2 GATA-3 .
ST2 . 11.-13 . IL-5 . IL-17RB mRNA #H X} 3 ik & It

B, k%, 25 WA S FE X (P<0.05) ;i
TR AT T & . Wk 6,

R 6 REMAMMBEEITHEILC2s RAMEEEFHLE (rzs)
215 A A LI A GATA-3 mRNA ST2mRNA IL-13 mRNA IL-5 mRNA IL-17RB mRNA
) HEA/% i /% " " " " "

YAITHT 13.02+2.72 70.99 + 6.31 1.41 £0.20 1.86 +0.32 2.15+0.26 0.68 +0.10 1.50 £ 0.37
MEvigE 22.05 +4.95 77.55 +7.99 3.70 £ 0.65 2.73 +£0.35 2.99 +0.31 1.24 £0.19 2.35+0.25
HH 7.155 2.205 15.390 4.397 3.756 9.463 8.433

Pl 0.000 0.041 0.000 0.000 0.000 0.000 0.000
2.4 BITHIGILCs 4HRa 5 {RAatE % F FrIMHE X< mRNA | IL-13 mRNA . IL-5 mRNA . IL-17RB mRNA
S 5 ILC2s 40 i kb ) £ 5 1F AH 3¢ (r =0.730 . 0.823 .

A ME BT 45 R BoR L IR T AT R R A R
KLRGI'ILC2s #f s [t ] . GATA-3 mRNA . ST2
mRNA | IL-13 mRNA . IL-5 mRNA 5 ILC2s 41 Jifg Lt f91]
8 I A 2E (r=0.831,0.748 . 0.737 . 0.702 £ 0.699 ,
¥ P =0.000) . 597 5 2% 41 A E KLRG1'TLC2s 4
Jitg &3 . GATA-3 mRNA | ST2 mRNA . 1L-13 mRNA |
IL-5 mRNA ., IL-17RB mRNAILC2s ZH 8 b fi] 5
ILC2s 4l L 51 34 52 1E AH 3G (r =0.860 . 0.622 . 0.648
0.751. 0.696 F1 0.495, ¥ P =0.001) ; K 2% fi# 41
KLRGI'ILC2s #fl Jifd Lt f] . GATA-3 mRNA . ST2

0.668 . 0.738 . 0.612 F1 0.629 , P =0.000 , 0.000 . 0.004
0.000 ., 0.003 F10.002) .
25 MM ZZRITRISNE M ILC2s ZH A LL Bl 5
1835 B F K E I i 0 E

ROC i1 £k 73 #r 45 5L W7, Y8 7 15 A1 J& 1 ILC2s
& KLRGI'ILC2s 4t Jfl rh 1 Lb 5] 2 GATA-3 | ST2 |
IL-13 . IL-5 mRNA, DI K Bk & 48 hn B A — & 997
KT M 8, Hof KLRGITILC2s 40 JE EE ] L 11-13
mRNA 7K - K2 P 5 Jk 5 38 A 2 AR 4 19 F000 41 {8
(WL 7K 3), IL-17RB mRNA J¢ T I 411 .

R7 MM EBERFTETIMNE ML H ILC2s A Ae1 LL 5] 548 5% B F 7K T F il Fr R0 0 BE 534

95% CI 95% CI 95% CI

B0 IRAEMMTE 2R R BRI % Rt/ %

LR ERR LR
ILC2s 9.687 0.877 0.840 0.925 79.21 0.697 0.830 85.05 0.807 0.907
KLRGI'ILC2s 58.872 0.933 0.917 0.992 87.06 0.812 0.901 86.41 0.803 0.923
GATA-3 mRNA 1.028 0.758 0.732 0.842 63.53 0.609 0.723 58.97 0.476 0.678
ST2 mRNA 1.988 0.736 0.714 0.826 55.61 0.479 0.678 74.36 0.569 0.898
IL-13 mRNA 2.035 0.929 0.897 0.971 86.64 0.790 0.963 82.35 0.768 0914
IL-5 mRNA 0.771 0.856 0.751 0.958 75.42 0.667 0.812 83.05 0.795 0.924
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513 ) ST, 5+ 270 AT L AR PR T2 B P OIS
1.0 7 10
-
0.8 7 0.8 I
i
.'/
# 0.6 0.6 s
1 # //
E 041 B 041 115
/ - - .
02 — KLRGI'TLC2s o / iLT213 0 .
a =7 a4 - -2 ] g teks
— ILC2s Y  GATAL3 A 45 HT
0.0 T T T T 1 0.0 T T T T 1 0.0 L—y T T T 1
00 02 04 06 08 1.0 00 02 04 06 08 1.0 00 02 04 06 08 10
A IS -
A B .

A TLC2s FI KLRG1YTLC2s A0 LI F0 7 4019 ROC 12k 5 B: GATA-3 .ST2 ., 1L-13 . 1L-5 mRNA FUlly 741 ROC £k ; C:KLRG1'ILC2s 41

MEHEA] TL-13 mRNA A FTFRLAY ROC Hhk

B3 MM BE Ak F A48 5K 2 F Fllfr 28 ROC #h £k

3 it

MM & 95 HIL il &2 4% , 5 B MM i g8 40 i 5 HL i
WA EAER, F 202 TR ek,
DL R AR 3 5 5 1E i RN I6 T SR PL  Ho 5 TR B 2R
AL, MM AR 11 G 40 B (T 40 B NK 40 i) 2% 94
A RE TE 9 e i OGS T o TLCs 2 [ A fi 92
A, ELA @ W CD4*Th 40 g S0 7 /Y D) RE4SAE , N
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