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F R EREE 2B R IFRIE LImRE
IR RIT KRB, PR
WIBERIR A E B ER SR, Hi9E S & A5F 830013
M. BUHEAER R SRR TSN R SRBRIE - R EREBCNRER FIPRGE SR, 5%
R AR B VR R B INERYT f3H o HREIMLOTET 2 BURJE (type 2 inflammation,T2) HIESEM, £
96% 1) B E B ENHNA B T2 FHAF - SIS F RS ER E IR ERE, EILES & B MENZ
PRAE S EES 2 BYEA W E AT (group 2 innate lymphoid cells,ILC2) 1 2 BRI T 405 (T helper 2
cell, Th2), JEBNFHHK 2 AL RN, BAMEHRERNAIADIRIE ~ RR o W in ~ AHEERERAEK -
FRENEREE R SNAATEREEE L, B S55R™ SRR AR AR R o AR
FRELIX AL, AR SR AR S T SR L 0 S o
KR SEN; BRE; TSLP; IL-33; IL-25;
F K335 R765

18 PEE5ER  (chronic rhinosinusitis, CRS) & & SERLAEER LR, WIZHT 12 4,
EEREFHE N 5%~ 12%M o CRS EIm K 4 CRS £ & E A (CRS without nasal
polyp,CRSsNP) #l CRS &£ E A (CRS with nasal polyps, CRSWNP) FfpFALR o (&1t a
FZRZWMIGITIEE (2024) ) felmpRERA 57 R EAM F, R CRS RYEH LG R A A

(eosinophil,EOS) Z{EE %N EOS HEANIE EOS ¥, ARYE T 4HA K T A B o0 F 48

Fa/~#  (interleukin,IL) -4 ~ IL-5 F1 IL-13 M 3AM) 2 B (type 2,T2) KAE2 A - HF T2 &
TEFR AR ol B 35 EOS IRIFHRHE, HKILFE T2 59F T2 RAEP o CRSwNP FREFERE
B R Fr 21 RE DLANG, PG HH E ¥, & KA R L (epithelial-mesenchymal
transition, EMT) S&ZHZVE I PR E ZILTT © CRSWNP G EA R, SBURM 711 %
@ o AL EE R, T2 RIENFESFHINEEE L, 5N ELXRET
PIFER BT o ff A7 M ZE N5 B 5EF K (endoscopic sinus surgery,ESS) & 4 5 FIFREVRIT
FE, BEDBENEIEARE X5 ~ AR HIAE TR RS RE, JTH EOS &
HmERBRE, AN EZERING o RAMNT CRSWNP 1 T2 RAEM) F FHRHE X H F i
WEhHLH, TS AT A B VIR SE R K o

7E CRSWNP ) T2 RAEM 4, S-SR b AR S A sl ) BB R G i B, BE2
AT REN GRS 5E 7S« Y b AR R - MAEYTY -~ 5RYEEH
FESEA R e, B — R R+, Ho gk B AR (thymic
stromal lymphopoietin, TSLP) ~ IL-33 #l IL-25 #{ 4 f8 A “BRE" | ZERE LEHGS 2
B G5 ON SR Bh B B 9 1910 o AR BB BUSE 2 BB WKE 4 (group 2 innate
lymphoid cells,ILC2) F12 BUEHBNME T 4HHE (T helper 2 cell, Th2), & i 2 AL E T
FEAE, PR —RIPRB AP o bR BEE T AR S 5 B iRk R B (R B E S U5 ] B
[RIEZINFHERERN, EREFWSNWRIESE — P HIRFRE TN, XALHITE &R AR
IR H S REZ DA B2 o

1 TSLP
1.1 53 F451 ~ WAERIES Rk
TSLP J& IL-2 MK FKE, Fizmim IL-7 [FIVEY), BLAYESEH MDY o SRR, HITE M
WK =4 Wik, HEEZ D N-FEE LA 50012 - TSLP F2ORH & ~ S8 LR, &
B AR R E EFEEoRIE, @4 TSLP INE T2 AAEM315T o FH AR IR FE
SOIRAHAE ~ FERAHMD ~ EREARD ~ pieT s, TR ERAMTAERN M2 B RS
IL-4 5 &5 (63 2 BkE 53 & B (Staphylococcus aureus enterotoxin B,SEB) #Ii#( /5 TSLP
Fakt— B, SERHEAERAE EEORIFES 5 RAEBUR S o TSLP 7EFERR 1 CRSWNP A4
HRFIA B S T AERE IR CRSWNP, $/RH 5 T2 RAEAIRELE AR B2 o TSLP HYRIX
ZE|HIEZE M (oncostatin M,OSM)  ~ IL-4 ~ IL-13 ~ IL-22 DR S0 RIS 2 iR 2 1 ) A
YT, HA RS R A7 B A 17180 o
1.2 [F5HEE S S NFRIER
TSLP B35 &85 & 4 i i A 255 Tk B2 40 i A2 5 B 2 /K (thymic stromal lymphopoietin
receptor, TSLPR) FlH /% -7 %K o (interleukin-7 receptor o,IL-7Ra) HEL AL, J& 12
MIBHFZEKIE o TSLP 5 HZ A, I Janus BIEE-15 55 5 ML RKBUER
(Janus kinase-signal transducer and activator of transcription,JAK-STAT ) {5 5 i@, S
JAK1 1 JAK2 FUBEBRAY, MBERRIL STATS, J53& DAL RAMMAZ, AR
Rl 40 IL-5 ~ TL-13 S5 40 A Rl 7 B9 55 Sk 20 o TSLP 52 (R 1(5 5 th BB IUE 22 3R 5 1L 2 B LG
(mitogen-activated protein kinase, MAPK) F1#% K F xB (nuclear factor-kB,NF-xB) i %,
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{H DL JAK-STAT 3B NZ0 o fTEEEAHELF, TSLPR Al IL-7Ra IR IA /K RN BRZH FH
5. N TSLP 15 5 1F AR H A TG R o T 2A o TSLP /E R T 2R 4% S 0X40 it
& (0X40 ligand,0X40L) ik, {RFHIUE CDA+T 4Hfd[a Th2 40, [FIN E BE80E 1ILC2,
B8R TL-5 ~ TL-13 j= A 1019200 o

2 IL-33
2.1 53 FHEf ~ AR S BB RS

IL-33 8 IL-1 A FRIE, 2K 270 MEEMR, BAWBOERTEHE: Nig
WL e te i 4h A3 5 C o IL-1 FEAIR R ik, W ZAh “E ARG " X
U C A I 2 B-=F (B-trefoil) &, 12 5 p-HEHAM, 5 IL-1 5584480 N
Uik Y, 5T 45 A A et iR 45 4355 (chromatin-binding motif, CBM) , 547 F H2A ~ H2B
FRIEAREE &, # 1L-33 EFa S N EEE M TAMAALNA © 1L-33 Z 2R B E A SN R4,
FAEZ PR FE e AR 20K o HARIF L HE A 4E 40 ~ MRl 4Hpe ~ ~FIgIL4ERe ~ A%
FTARAE ~ AFARAR ~ IERAHR ~ BER AR ~ /iSSP - BB RMEREIEL R, IL-33 758
BALREFREEERS, HEMIRGEEEER? o X T IL-33 /£ CRSWNP FJFRIE
K, NEFRERFENS—E: BiREELE 2 2 CRSWNP £+ m7K-FRIEH SR
J& CT BRFVEE ) Il EOS /K-FIEAHRZ o AR IRIEHA IL-33 KPR T X RRE, I
5 CT i 2 A REY -
2.2 E5EBSES S ATIEHR

IL-33 Y2 (RN I 20814 2 (suppression of tumorigenicity 2,ST2) , tFR - H 4/
#-1 %K% H 1(interleukin-1 receptor-like 1,IL-1RL1) , & IL-1 X ARKER G, F5
IL-1 ZA%EBZE H  (interleukin-1 receptor accessory protein,IL-1RAcP) JE TR — IR LL5E
HUE SR FO o TL-33 ME R RAVER 5+, @i 552K ST2 KB /K IL-1RACP 45 & 7%
AR EEY), FEMEIE R RN 125 o 1L-33 /M S HE SRS Nk 2R mE, B
NF-kB BJIE M AR EL SRR F c-Rel BIIZEL A2 © 1L-33 5 ST2 454 J5, B SRR (LA
+ 88 (myeloid differentiation factor 88,MyD88) L% H, & Fiif NF-«xB #l MAPK {55
g, JoHEE p38 A INK HUBEERL, TR Th2 ZY4RAE R+ Fla (b A HuFe Rk 24 -
YR 5E R, 1L-33 PEIT 35 0] CRSWNP /MR B S5 NF-xB ~ MyD88 X
Toll #£ 3 {& 7 ( Toll-like receptor 7,TLR7 ) HJ mRNA 12 H £ XK FE, WA T i
IL-4 ~ IL-5 ~ IL-13 ~ IL-22 ~ CC #& LK FEA 11 (C-C motif chemokine ligand 11,CCL-11)
1 CCL-24 H77 4, BB Th2 RAE NP4 o ST2 Z{RTE ILC2 ~ Th2 4HAf ~ fEARLHHLF EOS
FEZFRA, £IL-33 ZETEIERAMN S FEMET - FETILC2 F, ST 55 EAIETLAIE
R o AN, I ENEEZEEEEAY 1 (mammalian target of rapamycin complex
1,mTORC1) JEBETE IL-33 B3 ILC2 {E L i O A B8 - A ERELEESES
HIEZEATT, 1L-33 I LS &S T F-1a (hypoxia-inducible factor-1a,HIF-1a) M HET#
fRF R, B R FEE LR ILC2 B TIRRY B, X AR R R F T
Brahma #{5¢Z£[K 1 (Brahma-related gene 1,Brgl) HJ#2%1 o

3 1L-25
3.1 5 T4 ~ RIS RIA R

IL-25 (IL-17E) J& IL-17 AR F X%, H2ZEE SREWR A IL-17RB WEARL, I
H— S5 IL-17RA LA R E 5 #5525 o [1L-25 75 R 38 3= 355k [ 91 57 AL 2 87 21 il

(solitary chemosensory cells,SCCs) , TEffiE 3 ZH B EAM, thn] B2 P g4,

Ho bR HE Th2 4R ~ FEKHHAE ~ EOS ~ REHRI 40T ~ Fhin EMEAIRSE 25 - B 5 A%
FHER R, HEIWELZ 2B AHLF SCC IR IL-25 FIBIEIEHER? -
3.2 FHEBSELSERPIER

IL-25 5 IL-17RA/IL-17RB &5 & J5, = E5@ 3G NF-«xB #l MAPK (E 5@ L S E 5
(251 0% 5 B ILC2 3Bk STAT4, ZEREFEE S 1 B a& MR, (BE7E IL-25 #1iEnY
ILC2 HIHAFES IEN-y 4, T B 540 | BT Z R0 HI1E A SR 4EHsF ILC2 tAIFEE -
(ISR 5T 38 7R T STAT3 1E IL-25 {55 H A LB /B 39 o —I0EHN H [E B E IR K
B, IL-25 fE 2 BRAERFREAE, EEREREIRIL STAT3 /K3 h0 LA K Th2 4HAE [+ /Y
W ERIE o RIMREGHE—PUESE, TL-25 RIS S RA SRR TLC2 E &M 55 STAT3 AUk
FRit, FEAEHE IL-5 A IL-13 U744, 1T & (STAT3 #IHIF]) [RIEHHIH] STAT3 &
Th2 AHEEFrF=4, $27R IL-25 5 STAT3 (5 5385 ILC2 HITE LB o

4. bR BRI R 5 30 O
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TE£ CRSWNP FZSE M EASE A, TSLP ~ IL-33 A1 IL-25 F-AEIRSL & FEVER , @t {5 kb 1]
Fth FE R B EIE U SRR R E, FRFEMEE—A B IEACRE T2 SR FLL3 o
—HFFEIRE) ILC2 {EM, BEaL 2 BAHEE T, 23 EOS IZiE ~ MR AL ~ REI
LR ES Mo [LC2 R G W4 IL-13, /EAT LA —FFSERERE, BT
KENEE o 1bAh, Th2 HPEE T 58 E 2 A AU [F R BEAR S EREFIRUR T2 8 E R 5
ML o £ CRSWNP £ F 4, 1L-4 5 OSM Ph[Ei%E S TSLP & RSB, MR EE
PRI TIEIERE ST, XK T STAT6 {5588, F15 M i & A AL EF AL 5LV B & /kexin 3
% (proprotein convertase subtilisin/kexin type 3,PCSK3) [JFiA _FIHR o & B ASRIRARY B
M fE EOS 4 CRSWNP F %} IL-4 B SEB FI#[FIF£ R I H TSLP 1 OSM 58 B, dE LY
MAERIRAERZ WA Th2 HIEE FHS T2 5 R KB o IL-4/1L-13 (5 5T % S
ZFE T R R, TEALE I TRIEEAES o gREMMEY Y EIARR R, BEWRE
WMEMERIFAMESE EENEHERRNEMEL MBS, tEKHEEERHET
TSLP ~ IL-33 F ST2 (9FEiA, #—F KT TSLP 5 IL-33/ST2 2 [AF P R B 58 A1 P 12
RBP4 o BIFRGAK TSLP, SREABREMAIFES IL-33 FiA, HIERZ T DI ERBER TERE
RGBY o AW WITE CRSWNP A JE F#riE EZ A, SEB FiE L EOS Y CRSWNP
BE BB AR ENEAA A TSLP A1 OSM HIFIABP2 o e FEIR £ B & G AEThRE T Ry
FHS T, HEWMABEHES L -

5. EYIREY SRR EIE

ERANFBNKCESEROIRR™ERERDMER, FHEANEENIERAEEY T
E Y o £ EOS B CRSWNP 1, & 7 ¥ TSLP ~ IL-25 F & 5 4 4H EOS %1 &
Lund-Mackay ¥F4 4 I7E 10-33 A HAZ R ST2 BR &I il & & BF —EMmiE; &
BRA A EMIE 1L-25 7] A T840, O AR E BUBE K A 1E i E 143 o 1L-33 1405 5 ki 4
MOZESE K Th MR AE, WEEFEIE T2 BUE A RIERM P L IEIEA - CRSWNP £3E T E&H
B HHPA R TSLP KFEFAE, HS5REIFEHS —% LA (fractional exhaled nitric
oxide,FeNO ) 7K F 2 IEAH 5% T &K A9 4 23 TSLP /K F I Fil R K f5 & 5245 /I
-22 (sinonasal outcome test-22,SNOT-22) ¥ H B IFHIIE, TSLP Al {ENEMEARFIT
ST FEFRE3 o AhJE LA TSLP #1 TSLPR A mRNA A 7KF-7E CRSWNP £+ &
5, B TSLP #l TSLPR F AN 5 4 Il EOS THAUHLE &, FIERIRBIME EOS & —
FHEFRERAVEYINEY o IL-33 £ 2 B WAL FRIFRAKEGARE CT L ER™EEE N
Il EOS %\ & 2 1FAH 1200 o X I [F] S 47 T ER Z7E B CRSWNP FJR{ESNE ~ mEHEBE K
TifE 77 0 BB EBAERIm RN ME, (EANTRAEE KL ~ ARINZRPAS #4738k -

6. 501 R R I B AR T SRS

BEXF T2 0E T il A9 A4 9 77 £ 7F B AE CRSWNP BIRYT 1 R H 1 3 A 1 PRYT 4%
351« CRSWNP W i ZMRIEN B EH S, FRSRE MW T i B — SR [K]  To i 58 2 42l
B BB B A S » B RIER BRI Eie R a7 n, BE i b BRI B R B A Wl [F]
ﬁﬁ%%%&ﬁﬁ%,ﬁ%ﬁ&?%%ﬁﬁﬁ%%ﬁ%@ﬁ,&%%@ﬁﬁ%i%ﬁﬁﬁ

PT TSLP B3R5 ) 547 (tezepelumab) /& H B ME—F1% TSLP 5 5 LI PR 098 I
WEET ALY - £ 52 BRI, EEEEREM L4/ NE AR A EEN NS %E
Bz, B EEFEIL CRSWNP B35 B F AR S H RS0 NS R BOB R I LL 30 « Hy7PRiS
EERICHEDT (dupilumab, #TIL-4Ra) SVAEMHY, LT IL-5 ~ IL-5Ra 8% IgE A Y7
— I E BT 1 a SAREALXGT FRES 1Al T 55 — T TSLP $i4T CM326 £ K2 #] CRSWNP
BEFRYTHRSZeM, 16 BTG, HEENERBATES FHERINE AE RHR
HEY EOS THE L MK TL-13 F1 IL-5 /KB o

BFXF 1L-33 AR AT (0 Etraximab ~ Itepekimab) 24 #1 - CRSWNP Fb#7 24 5%
H B 14 1 Z X L6 25 7E CRSWNP B35 H i &Il AR IR 45 BEE, IR 2 & 5
BGUE o B A Sk Z BTN 1L-25 85 A7 RAY BT REHTRTE CRSWNP IR RIS 2GR, Hig
STOMER Feift — DA -

EYIHIFIES T BE AR, B CRSWNP BOVRI T HE I HkGL, SR NA B ZE R
K AL M DA ER o B B TR TG o« BRI A VRTT RIS ~ FF & RERLA 2 R4 LA R TS
FRBESREMGINETFE, 2 CRSWNP KIAEH ~ (R EAGFE £ FEHE
mRE LR R EN R T o

7./Ng
CRSWNP & L T2 RIEHNEFHF RN ESGEBR o TSLP ~ 1L-33 A1 IL-25 81 P [E 5k



http://www.biomedrxiv.org.cn/article/doi/10.12201/bmr.202611.00008
BETRENA CRAFATIFE) PEEIIE 1Z SRR, biomedRxivilfa K APREAL. (T ARG R IFATHER A .

10.12201/bmr.202611.00008V1

RHRA TR B FOMORAY) T2 RIAERER, (BAEANMANR ~ 55 50 B S 4H M LA A LTS

PRI AP o HEIERNR = FREERAMDEIN LSRG R, HZ s aizhy)

BARST o B Bk A AR AT C A Y HIF R 2R, (BRI etE ~ &l

10T NRETR L N 152 J5 B AN AR T E © RIS EOS iR1E & 5 AR R AR R TSR,

N & B ABEHEZ IR TR AR R o
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