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IL-29 #1 TLR4 EEBR MM AR HE B N PR IE KKK

ZEAE, HR AT
) R S A2 RS 2 — = e/ T i 2 N BB e H- S Sk T4 R 12 410005

WE.FENZ AR ERRE LR A2 X EER, ZFRREHGFRRZ—, FERNAEEL LR FREIRRE
B AR BRI RARAB S RK AR, R EFRFEZORBRALER, REFARETFRCERM, ARG FE
PIAEs T LA R EE HFRA AT S0% AR E XL AN EETHILEL, &A% -29(interleukin-29,1L-29) 52 #f &
MAMBEFHRERR, CBELE LRI GWELNFRETHIFTRHETHETER  AMFEF EERS O£, Toll #%
#k 4( Toll-like receptor 4, TLR4) % Toll %R Kz R, A5 LR ok, StBTRANBEBADEANEZTANFERERL,
BFR A, TLR4 £ R B HAE P EEARIAFH, IL-29 Ao TLRA EX ER B WAE T A BEEEAA 2R E 5 E0mEEm
AR ERNGAEREA TSR, WAL AS R ZE R8N ARG G RIS, b8 ML e iRy

KERIA . oE B 2w A R B A 5 B e e 295 Toll A 24k 4
B 4y2K S :R765.25 XEkFRERD A XERES.1673-3770(2024) 02-0122-06

SIAME: 2 8UE, M0 B IL-29 F1 TLR4 7ERE R MR 40 M 308 S 2 b i 338 R R ZE LT ). D AR R B R 2
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Expression and clinical significance of IL-29 and TLR4 in eosinophil infiltrated nasal polyps

YAN Huijuan, XIAO Xuping, ZHONG Yu
Department of Otorhinolaryngology & Head and Neck Surgery, The First Affiliated Hospital of Hunan Normal University / Hunan
provincial People’s Hospital, Changsha 410005, Hunan, China

Abstract. Nasal polyp is a chronic inflammatory disease of the nasal cavity and the nasal sinus mucosal epithelium. It is a common
condition in otorhinolaryngology. Nasal polyp result from inflammation and fibrin deposition and are related to epithelial barrier dys-
function. Although endoscopic sinus surgery is relatively mature, some nasal polyps are difficult to treat and the condition has a high
recurrence rate . Previous studies reported a 50% recurrence in patients with. Interleukin-29 (IL-29), a newly discovered member of
type Il interferon, mediates signal transduction by binding to its receptor complex, activates downstream signalling pathways, and
induces the generation of inflammatory components. Toll-like receptor 4 (TLR4), a member of the Toll-like receptor family, is in-
volved in innate immunity and mediates inflammatory responses by recognizing lipopolysaccharide or bacterial endotoxins. Studies
have shown that the expression of TLR4 in patients with nasal polyps is significantly increased. Although IL-29 and TLR4 are impor-
tant in regulating inflammatory responses, their relationship and their correlation with eosinophil infiltration in patients with nasal
polyps are unclear. An exploration of the clinical indicators related to eosinophil infiltration in nasal polyps may provide new ideas
for the diagnosis and treatment of nasal polyps.

Key words: Eosinophil; Nasal polyp; Interleukin-29; Toll-like receptor 4
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K1 CRS 73 4 VEMORLAN ML B (2 K1) CRS FI3E g R AL
AL (FF 2 BY) CRS, HRWERR KL i 7Y CRS £ 45
e ELSE 2% A5 B A ( chronic rhinosinusitis with na-
sal polyp, CRSWNP)'? | #F5¢ B  CRSWNP f
I BRAA R RAE R0 12 M RAE SN, A S E o
Bz T8l A Ak ( epithelial-mesenchymal transition,
EMT) 24U E M A i EE A, IR & LA
W TR M b A R Sy A AE R AR TR T
2. #it 50%% CRSWNP (2 1l it BL& % , CRSw-
NP (85 A 5 41U e 1 R 40 3 22 5 K J5 i e
RSB ATDC | 8 D) £ S0 R M 40 L > 27 % it
LSRR R AW T, 2B R R A i AL 2
BEIN T N %i 5% 558 F R (endoscopic sinus surgery,
ESS) AR5 5 B AR LA AR N BB kY
T FERR) W8 R h 20 A  E A P A A
FH RS 67 1 EE A, W T 14 7 A4 A T 7 A 1 A i
PRI XoF S 2 PJE B PT B 25 /E . CRSwNP i
5 2 BUGAEAH OC 1Y) WG TR 1 R 40 i 2H 2UR I A OC
I R MR AT B 0 W 1R 22 2 TR SRE A I, B H5 0K 2
F i AR A AR IR B A A A
Y., VTR A — A0S S 53 b A A 5 1 TR
H AP e ol 2R (R 4 M s MO 2
FIER S vk I B i S S g g e

FIAM A 2 (interleukin, TL) J& 1 22 Fh 40 fifd 7=
AIHEH T ZF A — 2840 R 7 L5 .
WS SR R AR A T 4 H/B 40 A IS 1k 3
BHAS A B SR AE SO PR A E AR A TL-10 4
¥ 9 A A, 4% TL-10 \ IL-22 \IL-29
511 A4 L R A 2 R SO ) 5 | A AN [) ) 1 2 B
B, 2k A R AR BB . IL-10 0%
YR R X0 T AERP 2 B B R e B RS B G
HHL IL-10 A B ml DL il 42 98 52 1 IF BR 1l 98 4 5 |
AR E R LBEIRT , TL-29 & T3 &K (inter-
feron, IFN)-\s ZZIEMI AL, HEFRA IFN-N 1, HAT
PUREE BOGTE B SR A B G SRE RN )
TER,

Toll #£5Z K ( Toll-like receptors, TLR) &5 5
FER e P S ) — R SR [ B, o i
SR RIF G, TLR 2 B A9 25 R i b 1 2R
FIBT, AT RARIR IR T s A 4 ) B A DRy 25 4 1 4
o TR W TR AL AA 1 B I (n B K L R
S5 ) IF, TLR ] LLR B AT IF 30 LA 7™ £ S 92 4
R LU, TLR4 REBE K 11 T 1 4
JL IRFEZ0 A 200 A AR S5 K 4 1 44 1 240 A R U8
I LI FA KT 7 R G SR AE RO

IL-29 Fll TLR4 ¥J2:5 0% Kb g s =" A
WFoe & B 1L-29 W] B 3@ 12 4 JF JIE £ B (lipopo-
lysaccharide , LPS)/TLR4 45 i) R 4E 2 i M NF-«kB

5 Sl RO S 5B R BRI 4 B
RAEFN o 1H IL-29 F1 TLR4 75 Fg fR PRk 40 i 35 i
& BA TR A Rt — 2B g, AR SR iR
TL-29 Al TLR4 7 FR Mkr 40 i 12 e 52 L A v Y 3R
K T PR S, 5 7 Sk W T 200 R I 1) £ L A
I RYA YT SR LA

I IL-29

1.1 IL-29 MEBEEH

IL-29 A 5 MM T T AZK 19 5@
RE KR L, oo AP R 741 Ak, 1L-10,1L-19
IL-20 IL-22 IL-24 IL-26 .IL-28A IL-28B #l IL-29,
IL-29 f% F. f1 Sheppard %' 7 i, 5 IL-28
(IL-28A .IL-28B) fil IL-29 3t [a]J& F III %! IFN, 111
RIIFN K4 4540 5 TL-10 AH L, [H & BE R K F 5
IFN TF 322 1, AF ULt R &y IFENAD ( IL-29 ) | IFNA2
(IL-28A) Fil IFNA3(IL-28B) , fIiA 11 & IFN #5-5
Fl—Z k&8 G4, 54 84 IFEN-LR1 (IR FR
IL-28R1 CRF2-12 & LICR) F IL-10R2 ( IL-10R2 #I
CRF2-4) "7
1.2 IL-29 BREiES

IL-29 456 2R 2 G RN A5 5 5% 2 s
AR T, S R W, BRSER
) IL-29 5200 {5 530 1% 4 g 0 T BE B T4 5
B 2 L, A (] 0 L I AR A [« B DT 98 A U 2T
FEU B 410 9 ( fibroblast-like synoviocyte, FLS) 7£5Z
F| IL-29 ¥ 1% B9 JAK-STAT ,MAPK #l Akt {55 1@
B 1% SR S T BOE B IRR Ak I R4 L & p815 &8
1L-29 4b 39 J5 , 38 &8 5% B Mk AL B 0 6/ Ake AT JAK-
STAT3 {5 53 JRAE U IL-4 F1 IL-13 Y774 S
WA M3 28 STAT 1 B2 b %) IL-29 697 A KL,
IL-29 Hil# RAW264.7 4L f5 Al WEE 2 LPS 5 F 1Y
NF-kB 155 if fL TH &, 24 STATs I (14 il 22 i 5% 2k
BRI IS , — S8 AR — R AR S IR — R ARTE T
B FIA0AEAZ 5 TEN 3% 0 52z oG F (interfer-
on-stimulated genes, ISGs) 7T X 454", VL |
Y3 W] TL-29 3 3ok 375 15 5 3 6 1) O RS 5 5%
25 Y i R 14 43 W RN A L 15 D
1.3 IL-29 BAEWiE S

IL-29 ] fi¢ #f TLR7/8 4 F 1) B 4fl itg 3 58 A0
IgG /=4, i a3 T 4054k, 7 IL-29 Rk A]
W TL-29 1Y 50 28 F DD fg , DI A AT Ge 4 il &
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i B 43 B 7 A R g e G kR BIF 9T R
200 TL-29 5t H5HT CD4™T 40 fig Al Th2 A5 40 i
(Rl (14 7= A T Th2 sz b = Az B s 52 ), 17 TEN-A
(7= 52 %) Th2 4 F A % . TL-29 REfE 1Y
IL-13 (BT, (BAERI 9% CD3" T 4 jg i A & 1A i
kK JEEEIE 28 T IL-4 B30 A0 JA o B> A% 4 Ml
TL-29 f) 4% 53 Al 43 WA 14 i, TL-29 W] P15 TL-19 B9 3%
Ik AR G 0RE ER N B ET 4 40, TL-29 7%
SREEIN, XS IR TL-29 75 1E % 00T Al LLAZ
F0 IFN-o . Th2 Z5HH 40BN AR . 76 B &
BRE T T, A W FT Y TL-4 SR i R
FHH Th17 40 f AT 4] IL-20 A 20, FEETT R IT
i, TL-29 JIE WA R RAW264.7 4, m] 345 H
TLR4 33k, IL-29 1 LPS B4 HIE RAW264.7 41
JLEST  NF-kB {755 3 B 0 176 A0 I Jnd s T B b il
IL-29, #7% LPS A AEVEYS IL-29 BfE ™!,
1.4 IL-29 ZEEAHHIEHR

IL-29 ¢ 5 2 PRI BT AR FHPLE v AS B S
PEVRTAE A UEDE £ 20k B ARSMISE . R TRz Al
B S A R A B R e e RN i R, L F R
TRl i i R S P ) % s LI A 1R 22 AH
Pz ab, B2 %P IL-29 16BN Y & s HLEE e AR
FH, BIERIR TEN-NT A9 v B 78 S5 50 1 27 Wi v ] 9
IR AP AR SR RS R S I TL-29
H5REBNMEA KRA—EIRR, PrE%E>
FERILIL-29 76 (B35 5 B A SUh A 26 1 B 4
JiL AR D 1B 1 40y A 2 v 1%y ST 42 400
O3 LA B, oA X G et A RO B
FE L, 761 SRk 4L A [R] X 3 Y TL-29 FH
PEYH M 30 LU R AR YL AT, R EE A IR
FiHE 23X AT REHE 78 TL-29 B8/ 55 17 5 B &
i S O A R g A L D AR 8 e L R
() T

2 TLR4

2.1 TLR4 RARZS M

TLRs &1 Medzhitov %512 % BlLAY B A5 SR 0
Toll Z& FI[FEVEM N Toll #3244, TLR J& T 1 Bl 4
JEOWE TR (S0, R AE 2 40 A0 45 A8 duk 5 A R AR
w1 E &5t @ R #E & )P 5 (leucine-rich repeat,
LRR) Fl4Hffd 5T Toll/IL-1 5Z {4 ( Toll/IL-1 receptor,
TIR) [FIVEZEF 5L, 1997 4F 15 UK &I Toll 5244 1 I
FLhWE 280 (BRAEFR A TLR4 ) i 1375 5 R0 I
FHCHE PR A 238 78 56 K G B8 v & 4 SR BEVE T
Haro £ A& & 8 10 F+ TLR ( TLR1 ~

TLR10) ,iX #6537 {4 T4 ifg & i ( 40 TLR1,TLR2
TLR4 1 TLRS ) 5PN 5T I | A4 | it A i o 37 eI
SEOM %8 b (40 TLR3 . TLR7 . TLR8 #1 TLRY) ., fif
T TLR 3= 25 Gl A W il o3 L
RAE SN
2.2 TLR4 HIREFS

TLR {553 fif =225 M HEkE LK F 88 (mye-
loid differentiation factor 88, MyD88) ##fi I ik 42 F1l
MyD 88 JEAK M i 1%, B # 5K 51 4 AE 40 Mg X 1 19 175
S EHMTHES 1 IEN DL A M4 i R 712
MyD88 i 14 i 12 = B b A ffd 4h LPS 5 TLR4 44
GBS SRS R M, TLR4 B TIR X3 5
MyD88 IR A4t & . Al MyD88 1Y 2 Ak ity -5
IL-1 32 R AH X3 (IL-1 receptor-associated kinase,
IRAK) B HE0m45 4, 0% IRAK . 305 (% IRAK A8
15 bR IR B8 IR - 32 /4 4H 5& I F 6 (TNF receptor-as-
sociation factor 6, TRAF-6) 4K MG NF-«B #1147
[Y 34 [ (inhibitor of NF-kB kinases, IKKs) & &%,
NF-«B il ¥ 7¢ IKKs &AW VE R T R 1k 1 k%
i, NF-kB 5 A 40 b i S SE I R 3k
VAT A L PR TL-1 IL-6  IL-8 | IL-12 4%, 7E MyD
88 AEAKA Y15 5 3d 1% v, LPS Rl il MyD 88 f [
() L AT i 2238 TRN 5 85 1 10, 1113835 IFN 55
B RO TLRA
2.3 TLR4 BEWEMS

TLR4 (W58 53R 3 /> X388 il A1 38 B 35
PP, MR — B R SF T8, 7 5 S
IL-1 3Z PR Py X ELAT TR U4 T A SRR A TIR X35,
WA —BE LRR, A 5 CD14 454/ 95 J5UAH 56
Sy TR RS, Y TLR4 SHINEUALSS &R 5 55
T3 TIR X3, SR 5 #2530 NF-xB Fil MAPK {55
BT 9 N0 e8I € P e e~ S P S WA (01

TLRs AR TR 519 S AH o0 B B s 55
15336 25 W 3% T ) NF-xB-1-kB & &4, {2 ff 1-«B W
Wik 2 WAk WA, NF-kB 5 2 43 85, %5 28 40 i 4%
PIFE5 M I %) %% Sk BR85S A 22 b Al i 1R T
(TNF-a \IL-1 IL-6 IL-12 %) NO FIpi i &, S5
— RGN RIR G o 25, HCAE R Sl A 4 B i Y
TLR4 7EIEH WA KL SR b A ik, X &
JE B R A7 290 SR E AR AR, TLR4 55 H 2 1 A%
AYEEA A I S 4 8 A AR 5 MyDS8S8 i T ML
PR G E S W ), TLRs BER% B 20w iy, 53
S B 16 JE 0 N S A 1 e 8 SN, SR, R
BT, A S PURA Y S TLRs 2 58018 4 4
B SEREPESIE A B G R 1 R
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24 TLR4 EEERAHMRIE

RUFESEAEY AR FE SR ] ELISA 146 I 46
K F Ik, 45 5 & B TLR4/NF-xB 15 = i
JERERRMR IL-B IL-5 B9 K . T &5 Mg &
P AENS M BB R R BB 4L 4 TLR4
NF-«B IL-1B il COX-2 FKiETHa , fEE SR EE T
%, Andor %57 oY K BE, B SEBEAK TLRs Al
Ui IRRE 2 R Y L8 AT 18 5 CRSWNP FIAS
55 5 A ( chronic rhinosinusitis without nasal polyps,
CRSsNP) ) & 4= £ 5% , CRSWNP £ 5 W 40 Jifd TLR2 .
TLR3 TLR4 LTF B BHfHI 2 2 FIV% 1R il 8 (1 3= 1k W]
L3 . TLR4 7E CRSsNP 4 CRSWNP H (1) 4 %}
Tk BT XA BN A BT A5 R FE W
CRS H#F 41 41H HMGBI1 5 TLR4 2 [H] 5 i 35 1F 4H
X%, XF HAZH TLR4 Al NF-xB Z[A] S ke Bk
F5E 4 B TLRA 7612 M 85— 5 55 R A0 {5 518 v
RIEER]

3 IL-29 0 TLR4 By E1ER

] PN A0 5 Hi% 38 v T B AF 5T O T IL-29 A1
TLR4 fEFE IR 20 i s B R TP L RIFE . A 0F
YW IL-29 2 51455 TLR2  TLR3 fl TLR4 /&
(O JRE AR R T B 7= A 1 Xu P RS A B
JRUE 2T 48 (rtheumatoid arthritis, RA) H 3 41
LB A 240 B RN 3 RS2 21 TL-29 A1 TLR4 335
B SEFHE  IL-29 5 TLR 4 2 IEAH 6, #R IL-29 Af
AEXT TLR 4 A5 1% 9 5E S i H A V8 151 R A
LPS /5 1L-29 {&4F il 3 RAW264.7 4 i, A&
IL-29 7] RE i i 4 7% NF-xB {5 5 3 B 14 98 LPS/
TLR 4 500 40 8 5 E S 17, B A0 F 5 GIE B 0
[ & IENHA] 34 38 RA 1 TLR4 45 A9 & 5E 2 o
A IFN BA 5 T &Y IEN AL A S0 28 3 5 3% 1,
IL-29 YEA TS IFN RGE M 5 2 —, C 4 & M H H
AP LMD, Wang 255 & 3 1L-29 W]
RES v T I AT 4E A A b TLR -1 IL-6 A1 IL-8
FEAE IR B IL-29 7EIRYLAH 1) RA K b k1%
THEVERD . A WF5E 8RO TLR4 A5 M R AE 7E
VLA RIBIERR (A045 RA) 4 % A ik g vh & 4%
KHAER . WBA RO th RATAMER Hh IL-29 F1
TLR4 78 4AE S 0 v 2 55 2 26 2 ] 0 38 %, DA i 484
PE AT A FE 3k, {H J& TL-29 1 TLR4 7E Mg B2 M kr 40
P IR S 5L DR TP P A e — 2B ISR

4 BHEERE

CRSwNP FRREFR M7 41 i 43306 2 7R E A7 it

(R UE e IR AN R = E S RN o I P R
NEBFN ALY o TESEAE SN, TL-29 HK E w4
iR RAW264.7 4 g, o] 4% 58 H: TLR4 ) £ ik,
TLR4 TE 55— 50 5% 26 15 B 0 S 1y o 8 38 fR P AL A A
AN FEAE Y VR . TLR4 BERE 15 K HE Y N TR
P LA 05 5, I A B 53 1 R SR 4t ™
A= AR TR R A AR 1 A 0 1) — S 20 i PR 5
PG I L HFIEIK 1 R e SR AE IRV, TL-29
Al fEE 13 {2 #E LPS/TLR4 415 (4 4iE [ i S NF-kB
HE RSl S 5 &8 RIER N, 1L-29
TLR4 7E4AE N 1) I8 9 v ke ¥ 22, (0 2
5 RE TR 240 B 122 i S 5L PR A A DG H AT R AN B
i, BR5T KIS g Rtk 40 IR S 8 TR AR S A I
IRERHR , BEN 5 B R IS TR SR A3 1 2Lk . %) IL-29
F TLR4 75 W T P 2 i 2 i) B 8 PR v 9 238 R I
PRI SCHATERYT, B 78 A W iR M 4 i 322 i B2 LA
I RIG ST B AT A
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