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The role of neutrophil in the pathogenesis of chronic rhinosinusitis

Summary Chronic nasal-sinusitis is a chronic inflammatory disease characterized by persistent inflammation

in the nasal and nasal mucosa. The pathogenesis of CRS is extremely complex and there is currently a lack of ef-

fective therapy. The reason for inaccurate diagnosis and invalid treatment of CRS is its sophisticated and unclear

mechanism. The pathogenesis of CRS from Asian populations is neutrophil infiltration mediated by Th1/Th17

mixture. Consequently, exploring the function of neutrophil in the pathogenesis of CRS plays an important role in

clinical diagnosis and treatment for CRS patients in China.
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- 5 W g Sk 3 AR B DL A A e T G 5 A
Bt RIEB K. CRS KRR . 2R ERER
5% ~15% , HAE Wl & s F it 10% ., CRS W5
R Z | & ML B 25 2 4% 1m0 LI R 97 20 34
O IEIR L2 10 % 1Y B B AR IR 9T R R
T TCIE AR B A ks L & B O XETR M CRS. H L,
58 CRS M & MHLEI X TR IR 2 EAHRER
S, LAEWEIE & B CRS &9 AL A AN A2 455 8 12 %
P K The S5, 80 I 2 % 40 M9, 6 45
SRRy NS B AN R R N S e
A ORRYE SCHERRIE L Th2 A5 08 kL 40 it 3= 1 2
K 3E ANFf CRS 19 3= %2 % 9 AL il . 2R 1, S 9 A Fb
CRS LA Thl/Thl7 & & 5 o Pk 4 i 3= 0 o &
BERFHLE . Bb A, B A 7R W R R A iR IR i 1Y
CRS, H b7 40 it ] 3230 S 6 . T DA, v R
Y E CRS Ampldlh R EEMIEHY . X T
R0 I A CRS kAR & o /8 rf i 7B FBL A
W AN A L AR SOl Hp PR A0 7E CRS & 9% ML
VR AT 2RI
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1.2 CRS {41

CRS 7EI K F4r 0 2 8. DCRS 4 & B A
(chronic rhinosinusitis with nasal polyps, CRSw-
NP) ; @CRS A A £ H A (chronic rhinosinusitis
without nasal polyps, CRSsNP), K . & H £
FROH A 23 29, i CRS £ BE BT w) DG AR T 52 A B I
TP L o fPE B M B8 R (allergic fungal rhi-
nosinusitis, AFR) J&Je A CRS & £F £ iz 5l i i 7Y
CRS &7,

CRSwNP 9 & 1L ¥ M 22 b 5 0 5 i S
AN BRI B8 S AE IHLHI M RIS . A2 & 4s
G IR CRS 43 Y00 5 50 % 40 i Fh 2R AHSS &, A fiE
FUFHE SR R IAITS . Zhang 554 M R BLL
CRSwNP 3 il R4l 5 B AR T 40 i 2 73 O 5 b
SRS, 5l Sy 3% 0 T R 9k S A8 R Y L
R 2 IS 0 AR | I T R A4 i 92 v AR R A O 4 B L h
PERL 20 ML 8 TR R R A MR S IR I L X Ry B
JrER T CRSWNP B# 2 F EA#E SR L. B
MWz Hh A CRSWNP S 35 5 5 5 18 40 i =
R B0k T 17 ™ R R N S CRSwNP 3 8 H
A—ERE X, 5 CRSsNP £ &M b, CRSWNP &
N T AR R R B AR S R KUK 5 e B T 1
R A IR T R B TR B KR S5 I & hE B i
MAVEFS . (B, W8 kLA A 7 4L 20 43 A AN 2 L
TG — TP ARIE™ , TC Rk PEAl B i B 5 5% 76 I 18 i
LA A Y SE PR R R L IR, UMK EE E G LA
CRS 438, i JR B2 A To vk A BOF Al CRSwNP (835
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g Ik s Ot R . DL EZ 80N N R A 5
YEHT Bl CRS ARG R VAR,
2.2 CRS M &L
2.2.1 SMEMBUREFS CRS  SMEPEEURN K+
FLAE A0 T e R BT S N A R - R SR A
FEE b R 240 B 0 T 5 M A L R - S A AR
PERIEIE R S 3R, Horp, 4 B0 60 3 4 IR R 2
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DR A S-S S J R b A M ) Be R LB
LT B I B Be 1 B AR B 5t AR A o6 4 5K
(pathogen-associated molecular pattern, PAMP)
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) R 40 B e TNF-o M IFN-v, i S 0%
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P it B2 955 (chronic obstructive pulmonary disease,
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L B A 1] Ak

S0 58 B A i R e A O 2 CRS & AL il
0 B EER Y, JE A By b 2 A M4 6 K 1 Cepitheli-



5% 8

PINGEIE S v P L A0 D 1

2R R AL e fE < 791 -
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1 M Coccludin F1 claudin-1) DL J 3% 32 %6 i o0 1T
A (junctional adhesion molecule A,JAMA)5 # &
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B M0 R A R R R IE R oc-
cludin M1 claudin-1 3 ®E IR _F B2 40 M0 5 2 . M R GE
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A o # 4k B (tumor necrosis factor-a converting
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3.2 RN 2 5 S RO Ak CRS

1L-36 Z % /@ T 1IL-1 M & %, 45 1L-36a.
1L-36B.1L-367 S Z AR5 P, X R GE kK e & &
B HEAE . G R BF 58 & B, 1L-36a. 11-3683.
1L-367.1L-38, IL-36Ra. IL-36 3% & 7K “F- 7 W& i@ %
2 352 i Y B A o TR R A i 1 Y CRS 5 55 2 I
A T, HOIL-36y T Bl R, st
Yok B N SR 1 e 20 i 2 A BT 4 W 1L-36Y
{14 BN M T T1-36 52 K 322040 A1 76 L B b
REANME PN . PR 20 i I ASORE TR i 5P R
(human neutrophil elastase, HNE) ¥ I11L-36 7K fi#
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WL IL-17A A RL b 9 G B8 40 L TL-367 UK
ST P B R AR A WY T1L-36 5 rh Mok 41 i
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JE J I T R A B L A R A A S A R
SR B A AR, TL-33 ] b ks A0 i 55
W A B T MR A CRS &R AL i
A,

Wk 2 A4 e 37 PH B8 T8 8 25 1 6 (transient re-
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