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Abstract Chronic rhinosinusitis with nasal polyps is a common chronic inflammatory disease with significant
tissue remodeling, but the mechanism of remodeling remains unclear. Studies have shown that Type(T) 2 inflam-
matory network plays a crucial role in tissue remodeling and nasal polyp formation. Clinical trials have been car-
ried out for several biological targets, and a number of potential therapeutic targets have received increasing atten-

tion. This paper will summarize the research progress of T2 inflammatory response involved in nasal polyp tissue

remodeling to provide ideas for further exploring the mechanism of nasal polyp tissue remodeling.
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Bk 0t Z 4b. CRSWNP & Jf B2 Wi 19 B & &
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R EA L A ME T S A SRR, R
M 5 3% — 2k 2 1 B0 5 1 B, 3 T g = O J M 4 4
RAER BB . BRI L IR A A
WAL R L A2 ) 22 B A D A A R Y
TEIEH G OUT 5 24 Jay 1 25 8 52 450 1117 56 06 JIE 2R 6% I
3 A B R DS 240 B CHEL 20 D i DA AR 48 1 b B i
SRR 8 0 KL IR I A B 403 9 A0 #E AT 4 5 N A Ak
SR CRSWNP [ 1 Jr) 70 S5 52 3 IS AE A2 B 15
SRR S R R R 2, R T R R E
M, X - BERA N — R 7 T IEH SR
KEWET HA W E G FE, BRI ERE 2
P\ b Bz o A AN | R VG 4 3 B o Ak R L I AR
B R REER A 4k 8 1 D0 S 2 i Ak 3 BT S R R
fiff S0

£ 5L (nasal polyp, NP) [ & /F J& 3 F 51 7
PSR B2 A AE B 90 SN LA S SR T L 4L EE 9 L AR T &
A EIHLEI A W . T4k NP N FE AL X — HE
AR A R 2SR S RE I N A T R A A A B L
PO TR R, Horp 2 B (type 2, T2 RIEE S
F 5L PR PR R Bk 1 i 9 3R 0 RN U I 7 I DR AR a1
R, P E S, #id 800 By CRSwNP &
FARI T2 braE% (T2 20 B A 1 18 1R 40 iy 2
FDOFF R =0 T T2 RURAEAE NP & AE v iy S AR
FIE . T2 BLAHE EE A B AL T 410 2T help-
er 2 cell, Th2 celD . RARM AL 2 (type 2 innate
lymphoid cells, ILC2) | W & i 48 § | JIE K 44 jg L ™
H APk H E(immunoglobulin E, IgE) # B 4
L I A 2 B 46 A B A 5, LA Al LA R (inter-
leukin,I1L)-4 IL-5.1L-13 % T2 BI40 i 7 %3k b
PR W RRAE . KRBT & B T2 A5 E I
NP EANEENER,. S 5HHAEBLR, 2ot
S0 R A PR AE S5 25 B b e A i, 2535 e Ho gy
WA TL-33  TL-25 K M e 3 Jo bk B8 400 i A= 0l %
(thymic stromal lymphopoietin, TSLP) % 4 JiF
T XS N 2D BOE T UFRIE NS LT
BT 0y T2 AR VA0 M AE 52 3 b3k s 7 1y
GRS 2R T2 B4R -, n 14,
IL-5.1L-13 45, 2 5 52 = 1Y R AE [ WL 9 4%, JF- 75 B,
PIZH 21 S B 0 vh R A SRR R,

H T, B % T2 8508 [N, & B & 2 F i
Ti] A= 4 4 700 O 76 WG PR 1 FH A 45 B8 1) T4 32 K1
iKW Z (dupilumab) BL4570 57 48 ] i 2 IgE Ay
IR HPE Comalizumab) FRHTHI ) L #E 0] TL-5 9 58
YAF) Bk (mepolizumab) B4¢ 4 5] L # 15] 1L-5a AY 01
ARF EE (benralizumab) #47 fil 37 4, X 6k 4
il 390 B Jerl PR R Tk BHL T T2 R GE IR AR 5 AR
S TGl NP & DL R g &, (B2, 3
BURIT e BE A B R W a7 B R A
BT RIGIT . B, & B AR T2 B R GETE

NP s 3o i v 30 09 HLAR AR T B BT e 09 9 5
KFR ., ARSCKIET SRS, 225k T2 B R
$iE S Annf 2 5 NP 20 21 5 81 5 AH OC i 5 i i, DA
91 # il NP 1Y & s BL A0 & S A S0 B9IG 97 OF
eSS LN N2 S
1 BHEENZEHSINEE

NN NS RO N S N [ BT R N
A AR B B S R AN (S B o 0k AN Ak
23 SR I AT DA s HE 20 B e o 1K A8 I A<
PR A Y RO A BB SE R A e A
MEFERW)Z . F AR (E AR 4 AR 4
JHL R A48 B PR 200 L S DY A ) | R B R [ A
JEN Lk e 2 S 4y e TR 2 4R K L H A T T
7 o W % B RN ER B Hh 0 R L T S R R
PEG P A L, JF £ o 26 IR 20 2 A o8 B O e
B,
2 MBRERNSS NP AAEE
2.1 FWZE

S o 3R TR 1) R R U2 s e s A A B
FH PR R 240 L 0 BT T A 45 4 W 1) 66 YA LA B R A
ShEF AL L B T T e R A AR
W A A ) ORI B o i 2 B T 2 B U B
325 K ) S RS R 3 AT A 3 5 ) AP T T
Ihg . X B AR AL ) B A RCPE O T I R Y 2 R
LR B85, SR, YRGB s 4T B 8 &
AERER RS ERRGERERSEMR. SEF
BRI NP BN E AR AR S BN
FEtEZERY,

FWhEREZENRSZ R ED, TEHE
JIE b R B A AR 240 D R R0 5T R 1 2R T A LS L )
WA FF MUCSAC, MUCSB K MUC2 4§07 #%
BT B 4y W CRSwNP (1) — A 5 B FLERAE
MUCS5AC .MUC5B . MUC?2 & [H ¥ ¢ if W] 7 NP
HA P RIKIK B AR P NP A b
RN i 2 0B A R AT RS
SRR R A R R B AR R W AT B R SIS R AL
., MUCSAC HH Tk B AR I A B A0 19 A [m] 5 BOH:
DUREFRALT MUCSB, i DL 5 F & A Fhm s .
W R, T2 BRAEW 70 5 T R E 5 W R ik
SR IREREL B 1L-5 i IL-4 324K TL-
ARa 323K 1L-4 F 11L-13 3l i3 45 & 1L-4R #0040
ML ERK1/2 {5 5% ik 2 B 5 5 AP-1
FHOCHE 36 B Can Cjun) , 42 1 35 8 1 38 3R 58 1
P AN B TL-13 AT LA i % 5 46 AR DU 4 1R -
15-J18 Jin 44 B (anti-arachidonate 15-lipoxygenase,
ALOX15) 35 Ei, ¥ 5 15 %8 — i 10 4 IR -0k
g Bt £ B % (15-hydroxyeicosatetraenoic acid-
phosphatidylethanolamine, 15-HETE-PE) 4 + &
J, HEAE I MUCSAC #94 . BRit 2 4, NP
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ML B B E K TIEW S 7K, HAF7EL &
B0 a0 2 AL AR AR L AR AR KT IR S 86 & B AE
IL-13 BB AAF T NP b2 2F B4R 5 AR &) (b-
tubulinI V) By F ik & (4F B4 4 L DL M 4F B D)
B (ciliarybeatfrequency, CBF) ¥ [& %, B
BRGNS HIE ] fe T 8O E %I HAEAE
ELAFLE 1Y ARAE 5 IR e ik — 20 W Ak L A 1 Jm) 3 40 7 A
KW R IR0 I T B A R G e A A AL
2.2 bRANMEE
2.2.1 LReAmigElAE e bR AN ) i
¥ 4% (tight junction, T]) . % M} % #% (adherens junc-
tion, AJ) K M A0 28 B8 19 A L[] 3% 2 0% B S b B2 B
B, B b Rz o B R HCAE A e Ja AR B AT
J A AR B 5 — TE B £k T RE Y S5 SRS T ot e )
SEREPEDT T S A T 1 A0 2 A 1T 5 T oy 14 i i)
U AN Rl ERE Y 7/ R 7| B o 2 N = L I ]
R RREEE N, 25 T KR RS T
BRI Na® (CL (Ca®") . 18 5 5 4 55 L iz 40 o
B AR A IR T 20 A T g A DR 0 S T A I L 93 A8
e, AJ AT T OE T J7 B9k B 254, F T 3 [6]
Ak b Bz 0 PR A MR 1, X 4 e ) 26 B Y S B
Mge R 2T E, BRILZ A0, TT Fil AT i85 40 B
WAE S AL AT, B2 5 b a0 8 58 L 5
ERER R S E M, TI M A k£
G, TI oA R 25 B 3% 42 5 B 2 1
I, L35 . & /N R B H (zona occludens, ZO) |
% 2 4 Mt 4> F (junctional adhesion molecule,
JAM) (Ml 4 % H (claudin., Cldn) F W 4 8 H Coc-
cludin) % ; AT 2H BB 5362 45 75 %5 2 H (cadherin) |
Hh % 2 1 (nectin) X% B H (catenin) ZE5

HWFFE K 8] CRSWNP 9 NP | iz i % %%
1. RIA TIA] NS R, M % 58 1 3R A
G, b B e IR 1 B R A2 i
¥ RG> T PR EUCR F Y SR E R R T R X
Iz 64, 2F T ik 2 JF TG AR S S DL e R R
92 T ARAGVE S 8 S5 7 o 73] A o o) S 285 R 1) 48
IFSBORE WY 7 2 kA, ot b B B — 2P
ZA

T2 R R AE 7 8 0% 3 3 B AIK M 0] 3 2 19 %5
JE B e TR] 3% £ 1 o0 1 45 R R R EE 4], A
TR 1 J 5 W ) 1E 8 T B L 40 T4 #0 IL-13, 14
AT FE K BRI T1-4 4 35 9 AN & b Bz 41 g
(human nasal epithelial cell, HNEC) H TJ] & {4 3
IRFEAR, a0 Occludin, ZO-1 2150 B AK A 98 2 #L
iAo i A HE A — S5 kK B TL-4 W) LA
Wk A E AR LWL 1 (histone deacetylase
1. HDACD Kl TWIK-H 4838 1 (TWIK-
related potassium channel-1, Trekl) ) % ik,
Trekl (TWIK-Related K+ Channel 1) J& XU fL A0 &

T8 i (Two Pore-Domain Potassium Channels,
K2P) F % ) o 8 p 51, WF 4 45 8 1 J B s o i
XHE, 1L-41ESF HDACI ik FiH 5 Fas B3
FE5A M T Bz 40 M 56 R S NI 3K Trek X
Bz B T e A B4R Y, R AR S B E K BE
1L-13 A VL3l 3 JAK/STAT {5 5 i ¥ F %
Cldn-8..Cldn-9.Cldn-16 [ ik K, #1152 0 T
BT RNy TT 5 FE A B o 2R A 1
JAK/STAT {5 %5 i #% W 68 4% 1 Bx IL-13 W
AT

2.2.2 R ASERE BFEZH)E
b B A R AT A A RN T A L K TR K A L D A ) B A
TIRE , A 43 18 JE G 20 W S A% 28 B A0 0 o7 00 A 7 14 B
ALY IE B Y 3 40 i 4 Ak R 24 40 i
B ALFEFRIR A0 i £F B AR 4 BSR40 S, W
NP (#9540 A o3 1b 2 A8 Pk /b, 38 5 o) ) 2% W 3%
R, WF9E R NP Bz p63 " 40 Al Ki67 *
21 i X5 B G 48 22 B A R A0 p63 T /Ki67 T 4 g
H o AR I R S R B AR, $2 R i 2 G A T b R
e T BB T BB AE A 22 0 R A AR AR AR R
eln A ., BANAEBEIEIRIE NP b Rz 40 i
W G1/S WGt sz 2 . Br i 2 4, 2L
4/ T 40 i 2 A ARiE ¥ p63 " 4 NP bz 24
21 2 1T S 07 ek L R OR B Ak R R Y. Ordo-
vas-Montanes 2552 &80 NP %) b F 385 40 g )
AL T2 B R AE N TL-4 A1 TL-13 7E§% 5%
JKF-Z2iR N, HiE S Wnt 425 & 0 b & 35 H
CD44 ik B, AT A I HS S5 14 35 5 40 i 43
BT, I FE DI RE S UE B R LR B T e
PEICILRE T Wt 5 538 [ 7] BEAF 1R N 12 P 114/
IL-13 MR TREME. 25 k&8,
Bonser M % BN #] Notch 5f H it /& JAG it nf
PO TL-13 3K 3l A AR 20 At b A L (8] B R 20F 22 b 2
TR S W35 (i FOXJ1.DNAI2), K
AR 1L-4 F1 1L-13 7] fig 8 o 75 5 2L I 40 e Wt/
Notch #5185 i 3 JIS 20 it 4 386 7 4k i A

2.2.3 LRI AWER N A MRS E—
DA, S5 E 0 ISR A A T
AR RN RS . AR A bR S A
PR TE 1 19 WA S HEE 55 5 AR i 65 )5 T i Y e v
il A, 44 450 2 A O v 1 W IO R i A R AR I AR
232 1o AR ) i K DU e 240 B 1) A BT RE
HAErAWES NP BB 458 7 76 i A BF 5N
NP A B0 W sl B s 1 W AS 7840 T S A g
DT AN TL-4 A0 TL-13 2 o S A6 T 40
H VRS Rm, EFREENE, AEE T AN
PRI TE B LA B W R 155 5 it A 1) il 45 R 2% fie DL b
wANREXT T2 BRI 25 NP L A EJRE T
ER. HEAMAG T2 AN TS5, t—
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A1 A v CRSWNP BIHLHIAL A 3K B BT 5%
B8,
2.2.4 BLRRE R TR b K 2 f R H:
T 07 A )2 2 R B — o 2k 308 R S R, B
IR MR R 2 A Y 3 S I
JE 2 NP 55 580 0y BL R 3% B, 38 g 0A o 5 g R AL
21 348 fin B I A S 2 N AR R R SRR B I
AARRI R I . 78 CRS Z 41 20 b ] DL ) 21 3
JEC S T % Jise S A AR, HL DA I AR A VA e TR A
AN TL-5 AT e 0 TR R AR M 2 o BRI A
R 232, 4k T 12 I R A 40 75 S UL B 41 4 4 R 1 T
FEA A A R AR A L EF X TL-5 0 R B BT
AT — ol AR E R R R A S
AR FRIB K 22 S LB AR 8 204
2.3 [AE
2.3.1 IMAEEEMERE A NP AL ] Wi
A TR I AN N 57 i1 b B N || v
PRSI S B K B 0B DL g iR 4 8UK g
ML AT 2 2 DR L R AU L X SR R Y S B
SE A R B PR R S 0 G B . BFSE SR
WY IL-4 FEIME N 4l b R R RAEF . B3N
B G R R T R L O B 0 i A P R R A
Skaria 2% & Bl Wnt5 78 1L-4 3R 35 5 1 % & U i
B R B EEAEH . 59 A — WX A B R Ik N R 4
JiL A AF 5T T & B TL-4 F1 11-33 24 F 8 VE-cadherin
B F L, 5l & m g N R B R R E M S
b2 | R
2.3.2 SN SR R DR R H ok
A 48 B b 3L BT Cextracellular matrix, ECM) & H 7F
FL R 4> )8 K M B (matrix metalloproteinase, MMP)
PIAVE T 23 & A= B Ak, T 4 s B 11 i 20 440 ) IR 5
(tissue inhibitor of metalloproteinase, TIMP) A] DA
i MMP (936 P, =38 Z A B e 4 1 R %
S0 70 T A0 it A 3 5 RS S T BB IE HHY), MMPs
FIRBGINAT TIMPs 33K 80 /0 23 {5 40 fid 4 356 57 v 1Y
JU2 J5 2 A S 5 i o i B ] JBT 2 B A DA R R I B
B HE— 20 N AL ZUK I, DA 3R A SRR S
ZW .

MMPs ZE & 2 53 &5 % 51 26 A B Ot $ 4
5 NP 41215 ¥ M 5¢ 1) MMPs F 2 4 MMP-1,
MMP-2 ,MMP-3 , MMP-7 MMP-8 MMP-9 , MMP-
12800 o MMP-9 (94 L #5h B o, 78 NP h
B 22 R O 4 WU /I o HE AR 1 22 R ) 3 2 B
VAL VAR . SRR vt S d b 6
B s MMP-9 3 %247 76 T 56 i 4 i fl ECM
WL T AR T IR R B, MMP-9 E B H K
ECM 3k B @ 3 it 2 5 40 i 41 3 5 5+ o [
. AR LM MMP-9 33k 880 n] 1k il 45 3
£ H E(E-cadherin) 3L />, % B A L 5 40 i B

BYEFE = A AR, MMP-8 16 M fie T 88
T O/ER 78 NP 80 ik m, MMP-9 g
R HE# 1k 7 CXCLS Xf MMP-8 () ¥ 52 1 3%
U, BRILZ AN A UEYE B8 MMP-1 76 NP 4141
B ECM ik i 238 . i MMP-2 5 MMP-7 %3k
IR A7 A A 130 T 3D A 5 245 SR T 1) T 3 ik KO
LA S5 NP 4040 3L 5 5 R . (B
BE R A . BRI CRSWNP 1 MMP-7 Fl1 g i3
21 i1 FH 25 F % M (eosinophil cationic protein, ECP)
IR KTt 2 0 L B A AT A 9T & B TR A T A
EAISEHE . B IA S NP 9 P 7 4 50 2% 5 0] B 2
MMP-7 F ik KA —Z A

T2 B4 A 7 7835 70 MMPs 35 38 #2 b &
BT EEMEM, Fan, Li 0B & W 1L-19 5@
it ERK Fl NF-«B {5 %538 # I #H MMP-9 i) £ ik,
i T2 B0 R F 1L-13 A9 oF 1L-19 Ay 7=/
AT E] 3 2 5 MMP-9 #3315 8 #5114, 11-13
Kb Az K A F-R(TGF-p) 1 i i ERK #1 STAT6
(ERERZ et Srl i | e k=g % A S I =g s = B
1M 75 3 A £F 4 40 B & 35 MMPs (1 $§ MMP-3,
MMP-7,. MMP-8, MMP-9), ¥ & | % 40 ifs % ik
MMP-9"7 , BbAh, B8 38 7] 28 NF-«B i %
b R AN = A TSLP. S T2 BN ik 104,
1L-13%)  JE B IE B2 A5 ) 48 E 9 4%

W98 E 52 NP 41 41 TIMP-1, TIMP-2 K&
TIMP-4 % ik & B K7, Mudd %5 78 — 30 %t
CRS #& W #F5E o & L MMP-9/ TIMP-1 H {8 78
BAHLS R TR . XTS5 R R, NP BT
AU i) TIMPs AR LI 2 MMPs [ fi# 240
JiL A0 3 5 A o AR AT B AL 2 S R O, ARk,
kb £ BF 98 kB T2 AR E T ) RE U
TIMPs 3k T, B 40, & b 52 4 i F1 B w48 il 55
WA B S RNA 454 # H (cold induced
RNA binding protein, CIRP), CRIP 5 4f J#i 3% i
Toll BEZ 4R 4(TLR4) &5 4% S MMPs 7= 4, [ i}
P TIMP-1 f 7= A=, 101 T2 8 R AE R F 1L-4 F
11-13 AERE AL E CRIP & [ 7= A4 F oy s
2.3.3 A4HEAVIE IE R A BRE Bh BF S M -£F
RGOV AR SRR S . B I AR G5
il 1 FH T &7 4 25 1 R R AT 4 26 1 SR [R) ek 305
e P XTI 1 4 B 1 SR M B B R 2 R
N R e A IR A | e S 7 S 2 B
5 22 G0 1) 41 21 2 95 il )5 0T 77 (tissue plasminogen
activator, t-PA) F JR 18 Bl 21 77 B J82 134 1% 57 Curoki-
nase plasminogen activator,u-PA) 7] % 1k £F 7% i
WA ®E A, Takabayashi 7% & 8 NP 44
ABEM-FR PR AR EAFEIR, FEN
2T 24 B 245 4 K ek 22 1 Il R R i R 4l
ZUKMp . NP e A7 X & 23880, «PA K
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WEREG, B +PA £k ECP 2 A6, /R T2
RURAE AT RE IR 10 +PA 3K, IL-4 . 1L-13 DLl 4K
W77 FIE PA £k, TR 2 09 BE i {2 i
A E AV AR B EER B -PA B, &
HNPFR A4 E S IR, R A4 E
P T4 2 B A i 2 5k TL-18 F TNF-a. £ 4 Fz 21
JH IR EF 4 240 i 7= A= #a Ak I F- CXCL8 #1 CCL2,
FAZE Al 5% 1 40 0 5 T S RS 3 B T R R
T 5 58 40 A 4k 2 2 At o 7 X I — 26 o 3R 2
JE T B I-2F 5 R G- . T2 AL SR A R R
P 7 o AR R R IE AR R R 4%, 4 R BE TR A A IR
7 I 8 B 42 E Y

3 EMRERERNSS NP ALEE

CRSwNP & R H Z LRt R, B
AR R E AR R 21 20 AR AR . B oA, PO
ANBERE UL T2 BRAERI AR F S, M P CRSw-
NP f## E8 R HAE T2 RAEN BT, FeE B H W
RAE PN T AE AN [F) s DX 2 (] A7 A 22 5 b [ o
XAEH DL T/ T3 Ny 2 BERRAE , 1 b J7 i X &
HRM A T2/T1/T3 WABKA, 4 T2 A NP
) 285 B L b P 4 i 8 0 A X Ol R A A 5 B T Sl
B T 408 1(T helper 1 cell, Thl celD #y T1 HY
TERIEFMIETH A T 4008 17 (T helper 17
cell, Th17 celD [ T3 BY G RAE . o i A4 i o) 34
Yt iR A e b K 4l i 4 W T HE R Cinterferon,
IFN)-y 55 Thl 40 M 73 b JF 73 i TIEN-y A1 1L-2,
PG T1 RVRORE SR . b Rz 40 B RE ik Y 1L-6 fi2 fiff
Th17 s Bh A T 4888 22 (T helper 22 cell, Th22
celD 404k, Th17 4i il 4336 1L-17 F1 1L-22, Th22 4f
Rk TL-22, [ B 1 Rz 40t 53 3 T1-8 24 v Pk
A B I B i TL-1B. 1L-6, 1L-18 1 88 i & 1k ¥ 1
(myeloperoxidase, MPO) Z 5 1% T3 A R 5
N, BEAEAFGY BT, X R T2 AU R GE W 7E NP
BEERBEIADEWNLBEP B EE T EE®
EH .

5 T2 B NP He#g. dF T2 &E A B A PR 4
fatE A | b 2 -18] 38 B 4 4k (Epithelial-mesenchymal
transition, EMT) i 85 55, i 4n, JF T2 & NP
O TL-17A GE R B R A B actl {5538 B35 =
MUCS5AC 235 AR 40 B 3 A= 10  55 4  1L-17A
N FWBE R MUCSAC Fik EiHd T AEjE T3 M
NP £ B ™ 5 A 3 e e IR i 5 22—,
EMT 2 Ak I K 240 B 1n) [] 78 53 40 Jf 2 78 7 & Ak
SEEC B A MY A | 20 P R 3 R A AR 1 ) e b
sk, RSN SIE & I IEN-Y F1 TGE-B figfg A 5%
REARE E-415 5 25 11 FI B-2 B 4 11 A4 32 0k K L TR i
{65 18] 78 A 5 PR A ON o S WLILBD 25 (1 R0 D 2
BRI A S EMT A4, 5k,
4k T2 BB R B 25 90 o6 35 5 R M A i
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