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Research progress on the role of interleukin-8 in airway mucus
secretion in chronic obstructive pulmonary disease*

Zhang Wen-xue', Wang Min-jie’, Wang Ning’, Guo Qi’, Song Wen-xuan', Ma Ao’, Yi Le-tai’®
[1. Inner Mongolia Medical University, Hohhot, Inner Mongolia 010110, China; 2. Key Laboratory of
Quality Research and Efficacy Evaluation of Traditional Chinese Medicine (Mongolian Medicine),
Inner Mongolia Medical University, Hohhot, Inner Mongolia 010110, China; 3. Baotou
Medical College, Baotou, Inner Mongolia 014040, China]

Abstract: Airway mucus hypersecretion in chronic obstructive pulmonary disease (COPD) is a critical
pathological feature that drives disease progression and acute exacerbations. Interleukin-8 (IL-8), a central
inflammatory mediator, plays a pivotal role in this process. This review summarizes the biological characteristics of
IL-8 and its mechanisms of action in COPD. IL-8 is secreted by airway epithelial cells and various other cells,
binding to C-X-C chemokine receptors 1 and 2 (CXCR1/CXCR2) to activate multiple signaling pathways. Induced
sputum IL-8 serves as a sensitive inflammatory biomarker for early-stage COPD, with its levels closely correlating
with responses to anti-infective therapy and the risk of acute exacerbations. Reducing IL-8 levels can suppress
airway inflammation and mucus hypersecretion, thereby improving lung function and alleviating symptoms, offering
a potential therapeutic approach for COPD management. Overall, IL-8 drives airway mucus overproduction via

complex signaling networks and represents a key node in the pathological evolution of COPD. Elucidating its
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mechanisms in greater depth and refining IL-8-targeted interventions may open new avenues for COPD treatment.

Keywords: chronic obstructive pulmonary disease; interleukin-8; airway mucus hypersecretion; signaling

pathway

% PE B %€ Pk Ml %€ % (chronic obstructive
pulmonary disease, COPD ) & it 4F >k 5| d2 4= £k b 1
FFRPE ) T EENP R RGN R th 28 T
NBORE) (B0 A0 25 s S5 ey ) beasifs |
KB MRS E RIS, R COPD & i
M EEHERZ—, &S 2 T 200 B2
PR TR FIIREZ B . IR AN S A S AR AR
AN A AR G A, O PR R R B W .
HNEFN W o i ik 2 . BH 2 J2& COPD 1Y 5 3 AR B
SRR o S R R S WA T B E IR A, 1k
RAEJNE, MTHES) COPD &A= . K é. K, #f
FEIE B 2 WA R LR B iR COPD Y OC B .
B 2 COPD 37 MR A I8 266 e 0 b 1) o 22
PR, TESCETP IR E B, A R Rk A2 B
PRAE  GIE AT AR PR T B A A
% -8 (Interleukin-8, IL-8) 7 f1 EL WA . Jifi L £F
o 20 B 55 2 R A R, R — R SO A A
A kLA i AL A -, 2 COPD 2 1Y Ui 73 i
Y AR KA AR, 78 COPD RS 1 32 S8 B R4
Ji i AP H R IL-8 BB UE R R Y
K . COPD Flid St 27 g 19 2 R AR &, RAETE
Wl T 1L-8 5 COPD Zhil =i /r MY G &, (HH sk
PR LR R R AT . I, 1L-8 5 COPD #Y
CTR Ry I AR I 5 Y B G, AR G R L O
FENLH 5 T 10T B, J AR 3 8 4% 0 R) AT AY O B
— M,

1 SEFHEASCOPD#HEEH

SUE R H e — 2 O L MR 40 i R
JBET DR A S OT R o TR A,
O TEIE Z A BIREL )P, BELAR . I
IR M A MR A, AL R Ot T 4
gigf A", EIERWERET, FEASKD.
FEL A O S B A L TR A O R R, BES
AR B AR A E R K i s, Bk
B0 GE BB [RImE, fS B B SR B S
SYRE S UL SN, BT B RS,
JE Ak A7 UIE TR A R AR A 1R 2R A By A

B

16 COPD R HDIR ST, KWW . A F K
T 5 I SO W R R Y A PR R s IR B A WA Y
SISV — Ty, ARGE L AR A0 M
AR R, BEMHEWE,; 5 —Jrm, #E
FI 40 00t S T e I R Bl FE AR M T A (g A
ETE), SRR TERDGE™EZH . &
FWCHT BA 5 Y LB ke, BHZE/NVRE, AUNE
SRR R R X, A TR AR E AR T S
A, DTS 2 b o i XU

B T B PR 20 M BT 43 1) R RO R
BB EE SRR, 7E COPD LR A T, #RMk 40 ffd
SR E . IR, HAE W E N, FEA
(Mucin, MUC) & 25 ¥ 09 & 220 4y, H o
MUCSAC Fl MUCSB W it 5 52 JE i A MUC £ 2 56
HEUO MUCSAC 2 AGE ARG 430, 75
S0Pk T B A R R R R A R A
I SRS 2Pk AR RE 40 05 1 BURR R BR ;. MUCSB U
FEORIE T R I BB oy AGE b R e, TE4E
RGBS P R EEEH, HRER
SR IE N MR B s B R A AR M,
A @ MUCSAC 5 MUCSB 14 2 WL, X 2
fift COPD T =3 43 6 1 i B Pt LA TR 2 3 3

2 IL-8HIAEW=F4F 14 K H 7 COPD R
E51EH

IL-8 Ky 5> F L& 5 RIBFE

IL-8 J& CXC &k K Z 15 1) 8 B 51, 4 i
AT NG AR 4q12-q21, 408 FF
3N TR IL-8 25 F i 72 A AL 1R Bk Ak 21
B, Herb A RS R0 2 D 2R A B T B A 2 X
T B AEH 0 1 25 M A 5 S A= )~ i HE . 78 COPD
th, IL-8 RIKZ RN ZFh AR W45, ATl AE b
AR . P R AR IR A A A e e A i S
YA A3 Wb o AE b R AN AR Sy AR R TN AL
“H—IEBRRET, 7EIL-8 By AE U OCHE . M
Z B R M B s L IS % (reactive oxygen
species, ROS) . 4 B 873 5 R 458 0080 (4n 7 0 R 55
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HY) BF, TS A F kB (nuclear factor-kB,
NF-«kB) FE G #E H -1 (activator protein—1, AP-1 )
SRR T, R T 5 IL-8 RS TA SR
BFERHE S, FEIL-8 KA 1510 ~ 10015,
22 IL-8HZHEESHES

IL-8 Ay A5 ) 2 D) i 2 3 i 55 A b 48 i L
)G & A3z 7k eXc Bk Il T2k 1 (CXC
chemokine receptor 1, CXCR1) Fl1 CXCR2 45 & 528 .
CXCR1 E 2434 T rh MR 40 M R T, X 1L-8 Ay
B AR ATy 5 CXCR2 W ™32 73 A w1k 40 L
WETRPERLAN M . T L ANAE . BRA AR A O3 v
AR, A5 IL-8 M EAR, (HHE 5 AT
KRR FE R R AN, 7E COPD AUE Y, 1L-8
55 R G55 AT 5 AE Ak v PR AR 1] 58 AE R AL 1T
BRE, HESHBERMEE AN, Eie)mE
P i 55 22 b A M A o0 MV K e, AT ) <
B b B 4505 F1 R AR A AE RN o T AR R S ik — P
F W], TL-8 ib ]l o s 22 24500 1L 3 BT
(mitogen—activated protein kinase, MAPK) . % 15 Bk L
P —3— 34 /25 M B B (phosphoinositide 3—kinase—
protein kinase B, PI3K-Akt) 2 NF-«B A (=5 %,
L VR AR A M 5 e MUC %36 . FEAR A1 52 55
e, IL-8 4b BRI R b RIE b g0k
MUCSAC ., MUCSB %k, i HWT iRl e, MUC
3 W K MR AR A0 e G A X B R e, R OR TL-8 1
COPD B v 73 Wb h BAT ELHEE R A 1
2.3 COPDH®IL-8IfKIZEME

WF5E & B, COPD &35 1Y LA M S U8 I f o
Ve h IL-8 SRk K F S TIE W ARE, -8 Wl AES
5 COPD WY&/ K&, R AGE RAEFERE, 2
COPD R IIZ Wy . g 175 PP Ak (14 B 246 b o 18 PERH %€
P T s 2 N EE B (acute exacerbation of chronic
obstructive pulmonary disease, AECOPD) 2 COPD &£
FAEBE . SETo Ry EL M, IL-8 AT AECOPD
7 ROVEAL 5 TS PO A OGS E AR . AT ST R,
2tk CcoPD /i Tk IL-8 /K 7 W 3 i\ T
COPD %, H. 5 COPD 4 3R1H I /3 20 & 48 5 1EAH
KM, AECOPD (3 2836975, 167 A 4L
IL-8 A FHBGRITHT FRE, R TL-8Z 5 T COPD &
PNk A, HOHO ST e BAT — i /Y A
YERT, Mg IL-8 mI RE A Dy o7 &4 5 I = XURS: f) 1

AR

3 IL-841r & MUC &b Hi{E S 18 B

MAPK {5 518 B
MAPK % Ji% 72 — 2 20 M P4 e BE DR ST 1 22 2 12/
I TR O, AR A AN E S R T B
(extracellular signal-regulated kinase, ERK) . c—Jun &
HOR i i B (c—Jun N—terminal kinase, JNK) A p38
22 245G AL B B (p38 mitogen—activated protein
kinase, p38 MAPK) %3V 5¢ 1% . MAPK 2 13 &+ % 2%
(18 B 2 A S 1 4t B 115 5 1 3 BB ML A% , DA
VA A LB B L b RN R ORE S A K A AR ) A
Uy Ul

7E COPD U3 & Wi i 70 Wbl 2 b, 18 5
CXCR1/CXCR2 &5 & ), nl 3 ook 00 K A 88 s 7
i i A1 () 8 40 — TRk o o 2T 4% PR 974 4 il ~-M APK/ERK
WL - 40 M AN S UE 1 B ES (rat sarcoma viral
oncogene
kinase—MAPK/ERK signal—
regulated kinase, Ras—Raf-MEK-ERK ) 18 FEAR HE MUC
Fik, BARME, ZWEEE, ST Rgit
R i Ras N5 B IR 25 5 B g e 5 1 =
BERRZE &2 1 1LY Ras Bl 5 38 3297 B4 T Raf 3%
it , T B R Ak MEK1/2, f 2% 52 B ERK1/2 1938
o BEMR L ERKI2 ¥507 AR )G, AT R 1k 4i i
Fos J5i i 2 A . 4 MY Jun Jit 98 A (cellular jun
proto—oncogene, c—Jun) ¢ AP-1 Z G5 sk K+, fiff
H 5 MUC5AC. MUCSB £ )5 3+ 45 & 91 )5 5h %
S BRSE R, ERK1/2 3 43] U0126 RE &2 7
IL-8 15 5 1 A3H b 2 41 i MUC 1943 Wb 5 7E £F 3% 4R
F1 35 R N L Bz 20 A R rp ) ERK 3 % AT
fii MUCSB 3Rk /K PR & 28 4230 1 3 7K1

Bk ERK 38 B& 41, 1L-8 i A 3 i) #% JINK 1 p38
MAPK 3 [ & 5 4F FH o 22 90 I N 38006 1Y INK A
p38 MAPK, I 73 5 R 1k c—Jun G fL 55 56 7 -2
el SR F, JF 5 AP-1 B [A] 14 58 MUCSAC I
MUCSB P 6 S TG P . a0, 4 o5 €0 7 45 BR 1A
W75 2% A5 T 09 AGE R AR p38 MAPK
F1INK 0 il 7] 0] 5 2 B I MUCSB mRNA ik, H
T p38 I A S Ry g8 o R R BB A INK TR
p38 MAPK Y fE3 43k /> MUC 43, {H 5 ERK i 1%

3.1

homolog—rapidly accelerated fibrosarcoma

kinase—extracellular
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14 b [] 80 4 T A it IL-8 41
B 2
3.2 PI3K-AktISSEH

PI3K-Akt 15 53 78 1L-8 i 5 19 MUC & Bl
RAFEE B . Y IL-8 550 & R 40 K 1
B2 RS54 5, TS PIBK, i 40 i i | 6 B IR
ok L2 —4,5— Wi R A b oy Wi R Tk WL 12 -3,4,5- — Tk
Mg, Fogb— SR BOE Ak, H LSRR IL S g8
A I N3k 7/ BN T8 Rt R AW s R e =
ARG R, EEMUC AR 3. Hir, Akt n]
W R AL I WS W L S W F R A
( mammalian target of rapamycin, mTOR) . mTOR & 4H
L P R ) B A A Y R, T R s AR
ORAER /IS a1 QS Wl = S I NN (11K (1313
MUC5AC ., MUC5B % MUC B9 & 1. R Bor, 7E
T1L-8 Jll 3 i N A% b 2 4L 22 16HBE H1, mTOR
0 750 E5 A B = AT MUCSAC 2 &K, 76 COPD
/IN BRSO 5% 3 L BB U A ARE B TT R . DA
HRGE PSR, PI3K 3 5] LY294002 55 Akt 411 1
7 4b 3 TL-8 Hl 1 N SRS T B 41 il 2 BEAS-2B,
7R 8 MUCSAC 335", 7650 %% #8755 19 COPD /)]s
B, PIBK-Akt 06 A 2F T )% 8 11 0% R 1k A RE
B, T LY294002 1Ak B AT BH KX — ik #E Ok  i
JRUUA . Ah, PI3K 5 mTOR 1 i 0 BE45 1 FH B A
PrRIVE AT, 4N 75 i 2 2 5 LY294002 Bk 4 Al i —
A B AR MUCSB mRNA 1 7K, HCR B B A T 5
ZjRb PP
3.3 NF-«Bi5Si@R

NF-kB 15 23 % 75 [L-8 5 5 19 A3 MUC 43> b
MEHEEZOIER . FEHEIRET, NF-xB 540
Tl kB2 A, VIR E S G4 T4
Ml . M-8 52 KEEA )G, Liis S nl g
IkB & 5% (1kB kinase complex, IKK) i iR 1k
IkB, ffiHREAF, MRS NF-kB. ¥ 2 1Y NF-«B
BTk NN AZ , 5 MUCSAC A MUCSB 3 A J5 3
T B &S A0S G, Ja sl o2k Muc
SrMh . SEESHEIERWT, M NF-«B 15 PEBE 65 A L
U TL-8 175 3 1 S 3H L B2 40 i MUC i i 63k .
W, RS A AR T o B0 ROS- 2 3K CS
(protein kinase C delta, PKCS) —22 24 JF i 1k 25 H #%
fiti 1% 1 7 kB (ROS-PKC8-MAPK-NF-kB) 1%,

AE R T W

3 TN A RS T 9 MUCSAC %35, b 4h,
BAY 11-7082 /F 2 AN 0] 386 () NF— B # i 551 , 3 =410
il Tx B B B B AL BEL 11 NF-kB R HE A7, EARAMR 5
*7%5%&&8%Mmﬂcm P

HAAEEN S, 1L-8 16 7] 38 i HAb 5 S5 %
@%%ﬁNRMﬂMﬁiomw,Mngﬁﬁ%b
% 28 TKK A il 2 Ak 0TS D5 7] 2 5 NF- B {5 538 %
PTG . FENSE LA, s SR AE A -
o (tumor necrosis factor—alpha, TNF-a) W] [6] B} 3% 7%
ERK. JNK. p38 MAPK }z NF-kB, Hrp JNK i i 1
5 NF— kB % s im YA U 1L-8 ik, 1 ERK )3 i
PG AP—1 A0 ST R 5 TL-8 i 8l 16 M o 31X b 22368 i
P[RR 0 AE COPD 8 35 19 < b K 40 B v Jt ol 1
F, NF-«B RGP B3 0s , 5 1L-8 7 )<
MUC 43 b it 253 UIAH G o I RAF S8 JRIESS . COPD
HOESGE bR A0 NF-kB p65 B A% 55 A i % 5
IL-8 /K F- . MUCSB 3k ik & K¢ < g j™ 2 B 52 1F
FH
3.4 EGFR{ESiER

F A KW F Z K (epidermal growth factor
receptor, EGFR) SE0E K5 1IL-8 4/ 5 1S 38 MUC
Ay IAEEYIAR S . 7E COPD Mg <l h, 1L-8 ] il i
Z P HLHIOE EGFR {5538 . —J7 i, 1L-8 HlK
ASECRGE AR RE R 2 A K, nfE i
H KK F - (transforming growth factor-alpha, TGF-
o) 5, HE5EGFREZ A5 ik & 52 1k R AL KN
i 2 IR VAT 4 R B R Ak, DO R AR S .
TE T HRAH 55175 5 (1) COPD R AU i | TGF—au [ 43 1 1
%Eﬁ%,H%EQRﬁﬁﬁF%Em%W 5 —
Oy, 1L-8 iR U T N = e el = e
EGFR #R1L mm PKC3 AEfE /T EGFR Y845 1
SRR AL, Za RAKE TR S, 8 Tk
2O IR AR . 7 S R R Y SR b A i e
A, A C A 509 EGFR SR L 2 IL-8 5 %
MUC 433 1) S B 5

495 9 EGFR 1 58 i Ras—Raf~-MEK-ERK £ Bk
SRR HE MUC K& PR e S Fn 40 o i, EGFR ¥
WEMSEAERKRNFZRSEGEA2E G, #Fink
T Ras 1, MRKIKIEARfL Raf-1, MEK1/2 F1 ERK1/2,
T 263 1 AP-1 %% 5 A B MUCSAC it [H 5% 5%
TE PM 2.5 RIS AOAGE B M, EGFR-ERK i j#%
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B 35 S 3O 7T MUCSAC 28 1 223688 2 ~ 3452,
EFE &I, {1 FH EGFR A1 il 57 g 2 5 ) 1L-8 15 &
%%ﬁi&%%wm%w T AR e A K R
it 417 ) 551 7] ﬂééﬁAEWMjW%%%
(adenosine triphosphate, ATP) gh & 4%, BH I H
il 76 1 Mﬁ%ﬁMWMﬁMA&EﬁW 1E
COPD /)N RS RS EGFR 1 il 57 7T f 11-8 %5 5 1
B W WA R D 50% LA b, L BRI AR S
EGFR W 12 fL /K V- ELHEAH OGP, eAh, EGFR {5538
AR T 5 HAbAE 58 B A T AR, W PI3K-Akt
O g Al ERIE Y MUC 943 . EGFR B4
Ji7 38 3o 48 BE PI3K 1) p85 1T W KL, R UE Akt W R
b, DA A il S Sk HE A% S T 01, i Bk LX)
MUCSB 3 PR i) 7 st il o 78 B A0 42 B0 0 1) =2
S bR AN, EGFR-PI3K-Akt D [6] 38 1% A i
MUC 43P0 i 38 i 3 5 L P91,

FLLLE LN, TL-8 T T 3 B0 M PN B B TR IR
(cyclic adenosine monophosphate, cAMP) KT+,
M PKA . PKA PR AL Z R &,
SLRRB AN DI RE , AR MUC 73 . BFSE oK,
i I PKA 3800 570 AT 394 5 TL-8 75 5 1 <3l b B 40
MUC Z3 5, 1 fe 1 PKA $100 461 550 J0) AT 8 43 400 1 5 —
R AN, B E SOl S -8 A 3
MUC 734 Ko 1L-8 5 Z K45 & )5, 8 3
Eﬂ@$,ﬁﬁWﬁﬂﬁm%%?,ﬁ%W%%¥
WP TR o TR B B 1 A O B U A 1 ARORE
HHMIEYS, Z25MUCHE RS, Fa, 78

PEVE LT YA S8 F e A rp %Eﬂﬁﬁﬁ%m
P A R A A I ATP BRI, TR 1T B 5 1L-8 43 1
R MUC & BP0, [RIE, 45 85 115 5 38 b nf

5 HAbAF 58 B P R AE . i, Bl ) B -
] SR W A o ST S A 1Y) MAPK AT NF-w Bl %, 184

3.5 HftiAXESER ﬁm%ﬁ%#ﬁwaﬁ%“ S— i, e
BT bR REAESEMA, B A G M T S O SGEE R 16, FEIR A
S S 5 IL-8 A S A MUC /Wt B . B, 45KF, AN 20 IL-8 1 MUC 9 B C™, ik — 4
BB A (protein kinase A, PKA) fH5 0¥ . 76 SCRFES(E SAEX — i B i AT
e
%%%
18 CXCRI/CXCR2
o=
“ N T IKK
; a3 \ — p38 MAPK . .
x ~@
/ //// AKT \ o
— \ P65 e
\ /

cw,
\y AP-1 c—Fos
c—jun

MUCSAC)

(GabEgenie Dtz SRR (LA )

1

\\\\\\\\“‘\*l» ATF—2/NF-xB

IL-8 /T S MUC &b IS

MUCSB
MEVERFEERIS B TR

1 %
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4 IL-8 3B EHAPFIFIXF COPD K& Fr
4.1 3¢ IL-8 REZ R/ FHNHIF

B X IL-8 B H: 37 44 CXCR1/CXCR2 /N34
il 390 52 24 /i COPD # [a] 6 97 A 58 A 3 sy [n] 2 —
X Ak A Wi i 5 CXCR1 8% CXCR2 5 45 4
RHLIBT 1L-8 5 32 AR A BAEF, Bk 1 F 9if PI3K -
Akt, MAPK 5515 530 % A 0%, 080 /0 b ok 240 i
e B RN R, AU ERW, b HE
COPD 3% I IR 50 mg CXCR2 54T | MK-7123 2} 4¢
A GRS VR IR, BRI 3R Bk B T
EEEHMO. # ALY B (Myeloperoxidase,
MPO) Fit, & B L REAE W 0 35 Bt R AR
B 5, (FLBR A 7 24 0 390 i S50 v 4 R 2 B v
3 50 45 i 26k

52 HL R 2 P BAAE A5 40 4 25175 5 19 COPD oK RS
AUrp e B, R &b B £5 ACT7 RTJE 0  CXCL1/
CXCL5/CXCL8-CXCR2 %l i 25 3 /> v M 20 it B4 £k
[F) B R 98 TL-17 15 538 2% S T g2 R I+ 1L-6 .
TNF-o . G -2 55306, AW .
SRR b R A 8 B R R A IR, s il
e 5 E I AR N T R R
Ladarixin 1 4 CXCR1/CXCR2 3UHE &S FE5H0 740, 3 of
[7] i BT CXCR1 F1 CXCR2, A5 R4 1 IL-8 A S 110
PRk i SR A, R AR ACEE R M I e il T
fiE . HAE FHAL S 540 PI3K-Ake A1 MAPK 3 #3751k
FHOG, ]9 0 v M kL 20 M SR Ak 2R R B B R
FETIC,  [6) IS A it 21 24 AR ASE Y v 3 s H 4000 ) g it e
TR R I 528 M o 38 38 UM 1 v 1™ (AR Y
JE M RL A I A1 B BF - (neutrophil extracellular
traps, NETs) 41509 484 S W AE COPD i B & il
RN SEHEH . WFoE R, 1L-8 nl it ¥ 7% CXCR1/
CXCR2, i rf Pk 40 i B ik NETs, 1fif NETs B
() DNA | 2l 8 (1 S8 B 55 i oy, i — 20 i<
T b R g v R AE B A 1L-8-CXCRs-NETs
F) 98 i IR PR % o 3 42 78 CXCR1/CXCR2 1141 5] )
AE 3 o BCE ML A R AR R R R v
A0 Ak, SRR /D NETs A 5 00 IR % R I
e
42 FEKHEEZAY

LR 250 [ 254}y COPD B3R T 3R AL 1 7 i 5K
W& o TL-8 P B BL A n] 3 ook v o RN O 4 A 18,

BH 1k H: 5 CXCR1/CXCR2 32 (R AH B AR, 1 i 4 4l
U 9 E S K MUC 4330 o fe PR 117 B I A AF 55 31
S, X PR LE COPD LAY Hh fig i 2 e R AE R
E U B A W IR S I T BE . HL 7R A
TEA Hp S A % A R S P R RURS: oty
7 R A P T BT X TL-8 8% AR Y B AR [
FER P H V7. 40 CXCR2 H AR AZD5069 (1 1ifi R WF
Fon, HBEEA LW Z A5, stk
20 3R B R DG R AE IR, E— 2B SRR T 1L-8
B AE R COPD 36 7 #0519 & BLERY . 25 A vt
MR 4 ] 2B, F99 COPD rh ik Wy 41 2 0 T g
3 PR TL-8 S I A E B A 24 4 g ]
Bt o BELOBT 3 — 3R 19

SR, UK 1) 25 9 7 i — 2 Bk ik .
B & T2 S BOUARR R, BRE TRz
N5 AERANEME R (BT, A7 TR & g A
(s g iy ) PR, PRI AR TR T o 2 rh 4% )
W o Ak W I AR TR AR B AR S R,
FER P | BRAC S R, DL — 2P 4R T Hlf
PRI A
4.3 HMBEHEIETT R

B b3k ik ah, R A0ET R g I % A I AF
FEREF . AN, v 24 B e A R A B A E
SE A NF-xB A S B, W N IL-8 Kk, TE
Fr MR 2575 0 SG0E L A se s v, A AL
ALl TL-8 353K B AR 50% , I Vs 2> v o R 40 it
SRR R ORI . 7E IR 2 MR S 00 S0 il R
B IR T 4L TL-8 /K 4 R4
% 40%, H. i {8/ & b M MPO 36 1 38 B 3
FREAR RO,

B DR 2 e AR A o TL-8 B [ VAT HR AR T AT B
B, JTF CRISPR-Cas9 2 4 1) 35 A 2218 15 122w Bk
IL-8 FE M, FE N SR8 L di i b 98l T 1L-8
MR TTER , (R R 58 AR AT i i — 2B Ak .
A, BB A PEBE R IR 4 (phosphodiesterase
4, PDE4) #13] Tanimilast 11 28 30 1 75 76 09 11 2R Ay
. WFFE M, Tanimilast A 2% £ 2% 70 6 PDE4 i Y
T, DT S 5 R R 9 3R A MR I A R
TE AR 3 2% UF T il T e Ak b VR 52 M B I 9 3
1L-8 73 W A il VE Y, Sl 2 5 COPD I A 3R
TR AL T T B PR A0 v T A T SR
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5 REERE
SOE R E Sy W COPD &A= . i R i B B
Femb o IL-8 783X — i A v 3 B 58 A o ANk T

SRR R RO E AR . — I, 38 S A
VIO R MR A L, ORI R E S I 1 AR 4 21
Pt 5 —J5im, W WOE MAPK . PI3K-Akt,
NF- kB, EGFR %% {5 %5 # % , 5 5 MUC5AC.
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