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1 EBUSERKRS WK IEMEHEEERE

15 P FH Z€ %k Jili %2 9% (chronic obstructive pul-
monary disesas, COPD ) j&—Ffi 53 JJi PE 18 PE B
95 , TSRS]I R, il P A 4 <
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& %% (chronic bronchitis,, CB ) +& COPD 1 & ILZE /1 |
A 18 SIE W S 4 W (chronic mucus hy-
persecretion, CMH) Y £EAE™ . CMH J& 48 4 12 1
N R R 0 s, LA A ARAR A M3 2 BT
BRI RN A= 3 2, e A PR 2R S0, 80T
I S B ZE L 55 1 &b b ) <45 B (forced
expiratory volume in one second, FEV1) T [, il i
I T e T R AR , I SR e J B A T e AR L T
ARNZ, SRR, Jioh BT BEAREF £
T BRYITE , 1 BB AN REA &30 bR, ik — 20
HE BH ZE , B S 4 iR 0 A B R AU BB
Kl AR CMHEFA L, £ CMH [ coPD
SB S N E R Y A0 TR A e B, AR
YR B T R T il D) R T R R
TR, fa BRI AL T 3 BB T 1 KU & AN
A CMH 1) cOPD HA & 1 3.5 5", H Ik, ¥ cVH
1E 1 COPD B35 B YA YT I A5, g /r X 8 v 5 g 5
K-, oot 28 8 i AR 3% o i 2 A R ) 3

2 SEHBRHELFE.EERS RER

21 EEFHEEE EWEF LG D
TR, 2 SEROIR A M BT BRAR RN Clara 4
LS55 3 DA 114) 285 8 AR L 3 Y B , A I <A
YEM o 1B 5 B B 53R : 7K 295%, 2% ~ 3% 4
i ,0.1% ~ 0.5% N 15T, 0.3% ~ 0.5% A i
TR 1% M9 TCHLER 55 o FEWR o 0 B2 SO I
2 TFRZFER &S NERZ KBS, &
ARE M R SR 2R, AT DA A R B
1) S ) ORI B G A 0 5 60 T T JR BRI
R, S 2K B BAR, A A B
TEH™ . G BRIBTEHEIRZN, B S0E b
E4H 294 200 #4FE, LA 1 000 ~ 15 000 ¥X/min
14 LB S [ B A 1) G 42 B, S R 2H A R -2
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W B A R B, A A B s TR ARE, B
BERE ETIZE B 3K, L 4T B PR RS K E
TG BR , e RO R E .

22 FEANEE FEAREHRBLRITT
1Y 3 22 R AT, S — PR SR B P b R
HE A TUE A H &2 AR 82 R 22 2 R
A AR EC (1) HR IR EE AR 4 DA R R I R R K i
&R XA . HATA 21 R R
F (mucin, Muc) #3551, EA113E R & T Muc JE
G, KRR LR 43 by WP < 4 2R 200 6 9 1 A O
RV W BIEN R . WE R TIHRZ,
AR A B AR SZ AR RS 5 5 30 o, FEAE R
RIZMBE R RN . 58 B8 TR
W2, L R FEA RS Z EREREGY,
T 28 25 1 I 28 AR 6 4 ol 0 B R e
55 CMH AH DG I 3 22 43 WA R G B 11 HP Y MucSac
Fl Mucsb, &I E W i £ E R, 2
di T B R 0 75% ). MucSac FEH R R
T ALK 20 7= A= T Mucsb 325 i 286 T R A 26
JIE5 441 Jif 43 b, 7E B JE S A9 3B T, MucSac
Muc5b 34 i | K R S WA A M = A . — HLAZ
S ELHE WA B | A 3 e A RS P A
PRI 075 A, 382k 7 A KB A 43 b R e 4%
IEAT T, AR T T AR 20 L RO G 5T
Y AR R B A, ROk T e B
T B R AN MELLTE B X T ELCMAY

3 EMEEMEMERREES SR

CMH IR Bt 28 %5 COPD (1 K it e, Je S %
) B AR B 2 — | A R MR 17 S 79 ST f
B2 . CMHALEIE B 2, W R RN AL
i IR O R G Y UK e N R S|
T S5 TSR, S Ah, — S TR A
IR AE FHRNBR IR A Ak o0 1 B8 738 B T e R
2 CMHIE I B 3R, S AR 332
i,
3.1 WRXE WG AHE COPD R G R &, SR Bh i AR
R AR ETE RS, F M (cigarette
smoke , CS) TN IE O BE el T R HAR ™
Yk FEAE A, & S8 E AR L, AR FROIR
MR BN, £F B AN R £ B 4 e A B
TR AT, 15 BRI A et 22 RN AT B 355 Bk 2 e
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I BOE R ELE , 51 eMA, HIR e BREE A
o AT 0 P 2T A Al i IS v, 52 94 95 PR 5 (eysstic fibro-
sis transmembrane conductance regulatory factor,
CFTR)mRNA 335, 5 EUHL I REREAT , AR BB
KEVER], FEFW L 7 . SPIROMICS BA%1 73
Brafi SR R, 5 fdt e i AN AR 25 A L, coPD
ZH (XA AT WA S ) (9°F- 25 MucSac ¥ B e HH 2 6 4%
34 Mucsb Wk BE = 2 2 4%, Z IR iR,
Muc5ac ¥ B \MucSb ik B 32 AR5, — T4 5
fF5E R W], ¢S A ik iR SR AE I - a (tumor
necrosis factor-alpha, TNF-a) fll 4 J& & (1 i/ 5
A& 42, 1755 MucSac Fll MucSb 5835, 5 20l
RS

3.2 BRI A B S A R
BB RAE |53 WP B I ARG B 4T R ) RE
B, NI SZ WA RV R 2 25% ~ 50% 1% COPD i
ARV T A5 T D SR R I AT AT ]t PP TR
JIts 8 4% BR AT | IR At B4 R RN HC AL 20 B SR TR, X
6 2 TR BFT TR AT il A BLAR PR AR T 2 R
COPD Jill 5 RV 43 DA 1S I 5 5 Y JR% v 1A T A7
R S e R 2 coPD SR N EE Y &=
BRI, PR IE S % EE (respiratory syncytial vi-
rus, RSV) S B YL i) 155 MucSac i 21k, 3R A
RO AT s it WRFEERWY, coPD B H T &b
A R G 00 A8 FROR R /D 25 BRI A< B
TR, DTG 0= B e A1 4 Ak i XU

3.3 WERAMEEEEAR PR R AE
5 CHM A 3¢, rh Pk 4 i 55 1k 2R 1 B (neutro-
phile-lastase , NE ) f& i H ks 4 Jifd 7= A (1) — Fp 22
AR AR I, 2 H T 00 S5 i A0 418 286 Y 43 b PR
-1, £ COPD I H I A8 & (Wl R W o3 B vh
BUNE FHE . Wagner 558 1 TF 5 §IE 52 NE J2 A6
IR, B I (MucSac A1 MucSb ) k38 i
RFRY Wit Z2 A R R R . W R B
NE 3 3o 75 T 5 5 MucSac JE R pY Rk, Ik
Ab, NE i 3 5 3 B2 AR K 52 A (epidermal
growth factor receptor, EGFR) J#{% 1 TNF-o 53 i ,
S AGE R A0 EGRR BRIk, TS 3 3
HHA W™,

3.4 HWREF AR 5 R A
CoPD H AT Z /3 . Fr s BEAE B2 R I &
HARE AR LA b Vb 40 i R AE R 22 W, (B 24
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1/3 BB B T 2 RIAAE RIS 2 ARVAE L) 1 4
fifl /% (interleukin, IL) -4, 1L-5 JZ 1L-13 &5 2 # 4]
L A - 2638 B RRAE, o IL-4 FIL-13 2
UKl 2 B9 0E () B LA N, W B S A AR
A HA 25% W [RNEE , 7E D Re LA 1 Z AL
ZAb, R R R AR IR TE RN . IL-4
5 IL-4 ZZ 1K (interleuking receptor, IL-4R) 454, 1%
b % & 2 75 (1 I (Janus kinase , JAK) {5 5 4 &
i AF S T N 5 A T 6 (signal trans-
ducer and activator of transcription6, STAT6) %, it
#E MucSac B % 5% i IL-13 15 S i B 78 T 240 Jif
2(thelper 2 cell, Th2) B4 AF 14 40 Jfa PR 5, e o AR
H T STAT6 .EGFR . F% fb /1 K K +--B1 (transforming
growth factor-B1, TGF-B1) . #% A F B (nuclear fac-
tor kappa-B, NF-xB) . i SAM 2R 3t 4% 4 38 1Y) E26
AL 4 51 N 1 (SAM pointed domain containin-
g E26 transformation specific transcription factor,
SPDEF) A5 2RI A HI 2 5 MOIR M £E S Mucbac 1Y 3R
ik

3.5 EGFRIESH S EGFR{S 51 Tl 2
TR 0 Wb B ot ) IR A%, SR 2 M N 115 =
Muc5ac %& [H 3R iA i 2L [l3d i . WF9Y R W], EGFR
A Lk A 25 5Y 2 2 A 4K K - (epidermal growth
factor, EGF) S PRI , il 5 Z MRS & 5
fif B B ARG ILBEIR AL , 5| A IME S 1L T
N HTUAE 5 0, WOE 2P0 T Ui i, a4 2
A RE A ) 2 R0 1 22 B8 3 A0 2R TR (mito-
gen-activatedprotein kinase, MAPK) i 1% , M 1M J&
) NF-kB J4% MucSac 3k , BN E MR 20 i 1
A AR R R A, L, B
EGFR/MAPK i ¢t i 1 10 i) 86 W oo b ik 22 WA
g Y=y

3.6 EM/KEMENSEFREEZER FHENE
o B A A uh B Al LA, R T AR R B 2
938 3k 7K A AR FHWOOR 1 H 5T & 100 £ 7K 41 o
KA AEH S Z ROk FE 2 Bk 8 Z [\ 1 )
AR AR D3R Na WS [ ) - Bz 438 3 (epi-
thelial Na channel, ENaC) | . CI"43 4 [ 18 aef 4 1 £F
YAk 155 B AL S 8 15 F (cystic fibrosis transmem-
brane conductance regulator, CFTR) | Fll 45 i V& A
Z(¥ 118 18 1 (calcium ion activated chloride chan-
nel, CLCAL) R 4472,
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ENaC 7E I 7K J51 J22 1 W Aok A e 25 DG 5
YER o BIVEr 238 2k 38 18 X Na i AT 5z 41
JH, SR 5 H BEIC A B 28 (Nat-K'-ATPase ) HF ) £
A B v 3 A ak BB Bl A K R Sl i, —
ASH ] )t R . ENaC D) RE A 1T 15 UM 2 |
A HEH . Nakashima 55 & B3 oo $11 ] ENaC 7]
S figt CMH PR E R R 2P o 18 DU 20

CFTR J& — Pl 52 A ik i 1T (cyclic adenosine
monophosphate , cAMP ) il #% [ & & FiliE , 2 5
SRR Z H BT iR A Eh 1 izt
K €S T i CFTR e siasi /b 2B R Ak
P FBOPAT M D) BERE AT | 38 A 0 NF-xB X
MAPK {55 38 i , 5 B8 3R A2 K iR
A IR RS A0  R RIXE | 75 40 DA e A
A MY Bl CMH 19 & 4=, CFTR #£ CMH
LI P R R SR , BTS2 R YT COPD T
TEIRITHE A o

CLCAL ] Z AFAE TS IE MR 41 M 35 11, COPD
£ 1Y CLCAL il MucSac mRNA b Hi 4k 1 Jit ik
B ZE AN, CLCAL-MAPK 15 518 B2 1 3 22 2 i
()53 U2

4 BESERBRSSWHIET TR

Y5T CMH 1 &R ML B COPD Hi [k IR
SR Y /D B T AU coPD SR BB T R
T, H Al EBE R T ik s 2 R %
G2 (BTG 2590 ) B e m) 254 S rh B 2 ]
FAEZIYRTT
4.1 HYIRTT
411 HHhHH(FERERSS) WKW E
LI A R VR SR A R, T I R S e
21 B8 s LMGE R 1B shRE il A % i .
FR A FAR e AR LR T 02 A B s
W B AR R BRI BRI
PRIBHR R
4111 FREMA BRI R INT LIE SO
TRFRRER 250 o 43 RS 4 - 2 B RE
it 245 RN IR ZE WA A R0 o 1B B G N- R R
i (NAC) | JE.£ Rl FilE £ "I A%, = Z/E AL
S AR, EEEE A TRV O, MR ROR
A I A B, HL BAT FLAh ] BB AH S B 4R
b BLRAPUHME . J5# o BETE BRI R 2% B4,
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2 L3 3 if v JE A5 1) DNA I F- L3N 25 1 Y
2 7 HE R AR AR L O IR I ARRAE . AR
KT WE ST, /D HE , 78 R i — 20 e JF
Wit

N-Z e B2 2 (N-acetyl cysteine, NAC) B A5
R re e 8 O IR B ) R, A
BT TIRER, B8 5 WP 2 B AR AR 24 PR i
T AR A3 I P 85 B AR i RGBT B bR, B ik
0541 285 W 43 0 R0 A1 Y 3 A D 2> MucSac |19 36
K BR T IR RN R AN NAC IR B T
RAFNGUAACRHE A B T2 5| R P I E B 1
TP (ROS) FIRAEAT 0T ), Z2 T AL X a6
WF 5 R WY, @ ok R AR, NAC T DL B 2 a2
COPD &N E . 2005 4,523 4 & A4l 1Bl
Vi T 34, 20T NAC AR 851 B AL 5% (BRON-
Cus)'®', 25 L i 7, NAC (600 mg/d) X 2 P4 il &
ToATAR 22 55, AEXF T A foff FH W A 1 2 o 2% [ i
(1ICS) My e # , 2PEINE 2 T FE 1 21%(P<0.05) .
— IS AR S AT B T 30 T RCT F 572, 45 L &
7, NAC 5 file 1 e 24 % 1T { cOPD S i o ik 2>
17% , 27 11 IR 28 900305 P 245 W vl o /b Za bk in
LIRSS TN RUE A YN X D N
NAC 3 7] ZE i CMH SEAR 2

JE 2 F) U B AR A AR A, LTS TR
A — N EIE B Met-1, BERS (43 14 T Bl 2
F) B s AR R T . Ji4h, id B
W R R AT B2 Sh U8, IR BE B kb &
PEINE , o0 R R 7R BRI AT Y RE-
STORE 5% 3iF B fifi I Jiw 22 W] 35 n] & IK coPD 2tk
JIIER f R RN S ]
4112 FEFHAHREF  KREBEWS 17
Yyl s A T BRI N FR R AT BB G
TRE SCEY IR S & R 5

COPD /& ¥ M TR /3 b3 2 K G T fig s
T BB R B . AR R I RO 5 W
FERGINAGE R IRARIRE BRI . ©
S2Y i TRk o O P e ES I X e i P R T
WL BR T L ARVE AN, i B SR AL PR B
PR SOl R S ZERA M AR, H
I RE L 5 il A BUR S b A RO LA
Fi 0 fiff B 20 1R %% Tl AECOPD AR I T B
Rl ARORE R, IO T A S e T RE L 4R R Y
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AT TR PE A3, AR AR BE R ]

TAREE A EIE AR A B2 B LR R
RESZ RIS, P4 D02 38 2ok 18 I 21 B 42 gl i 3
R . ENEZ RS WG T e, ™
A cAMP, B 5t~ AL, /20 R I ULV B e 4
T = e N R, 38 A BT k3 CoPD
BE W -4F B T &R 4t (mucus-ciliary clean-
ing system, MCC) "', M\ 1 24 35 Fili T g Az R AIG
COPD fINEL i & HE A, WFFE s, b T W WAy
A AR R R 2 W), 7 AN 5 45 7 T el etk
FIFEVL® . Meyer S8 A 5T /s B R0 0 A B
% (12 pg) LR 45 259697 )5 14 d 19 98 26 00 BR
bl 5y — I IE R th Bk KRR RE 8 /D IL-8
J& Muc5ac {43

LAt Tk 4 R A, T AR HE R AT B BR )
e JEIRLT Bas g AT W RN -
4.1.1.3  FRAGAN AL BRI T DLV T R,
W5 WA s T4 DNA/F-JILZh 8 28 i 250 . 4
FEPUIRGRAE 254 R IF N ERZS251 H  i &R
Rt M s R 5

JEBR, E Rl A2 8% pi 22 1 Bl e N AR RTE B 4y
oI B P, 3 Rl RN 2 3l A B B A A7 AR
(muscarinic receptor M) 3/~ S, TEZE I T~ < 3E
M 3R BUIBBRAEZG Y, L AEBTHE & 7
FOIR B WEFC IR A, T BELBT X 853 WA 53T, k20
JURAA Kyt R U A0 o AT it U BA T B DKy
EEWE R ZF B FR o 3 Y — I 97 3 s g
FOIR B e T i AN 355 5% 1L-13 175 5 O AR 41 Bt 1k
A= F MucSac ik, B IR B s 2

KIANERZR YR T PR & ok, i B e
PEPE T REPE SRR M o B Rl L i A 9% 4 g
PRI, 82 e e 440 98 A, 2 W T P 24 i
RAE G INFERELE Eas B, il D BRI 20 2 s 2
RN R PR A N RS R R TR
WNBREYIAER PR S R R, el Daa i
il mRNA 12 305 2K 8055 1L-13 375 5 B PR 20
Jg 34 4= F Mucsac' ™', 53 A, (R SMIF 5T 5 7 B] 7
75 2 /N BUGE G MucSac Fll Mucsb 743
Wt

Wi R R R A B2 S [ i (inhaled
corticosteroids , ICS )& —2H & A TV4J7 AECOPD ¥
SRALPT R 2y, vl ] MucSac JE PR g 65 2 Y
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mRNA 23k, DT 40 6 28 9 A= B T vk 2 <38 B
FES fH AT 1cs AT U] IL-13 175 3 AR A
A, Ul 7 MucSac FiT ATP i) 354 114 285 V& 40 e
Costello % i fif 58 R A H 15 B2-' LR K fE~Z
PRSI EE A FH 24, ] DL 2 sk 2D Atk 40 At £k
A Ul R R A WA AR

F W R ) — PR TS TR 25, R AR
FEFE AN A SR E R E AN,
DLk 35 28 S B R, il o R O 5 T
G U ER R RS . Rl A B P A
PURFFME . TR0 IR S5 I F 5T B R R IR Rl IH
T 3 B EGFR K2 MAPK 38 #4175 46 0 55 175
Y AIE - R AR B D DL S SE R IL-1B
1 TNF-o ) 323, 5e 2T 2 Muc5ac 1 Mucsb [
O3 WA S AN AT ST LR B Al R D HE D
T Muc5b Fl Muc5ac 943 M YK &2 T Muc5b
K, #E— 20k 3% coPD MY BHTH R,
4114 FORFHRA AR FBAFRRIG IR
R R B IR A AR . =B EhK ik
A TR HE KT 25 W BEBR B ) R B 8y, S ik
PEAGE bk A I, X R AR A1 B 7K 2 0] DAREAIR
BRI el 8 A 0 W 0 1) T 38 i
PRFEHEER o B AT UBE PR 8 11 A B 1 el
MCC™', fF 5T B, B8 PE 21 4k 1k (cystic fibrosis,
CF) SR 3 Bk Bl H 5 WA e B PR R /K 4 AT X Mec
7 AR e I e Sk Y
4.1.15 FORABR AR FTEAN IR
) Ay U TR AR 50, B 4 B b Tk B
ER A B R R B R
PR LA B A GE AR UE B R 18
RERBENHREY G E NS
B, B RN AT B S, IR RN R AT B s Fx
WK ST S R oo
4.1.2 CMH 4 F Huhl b &4 3o 5 09 25 4 08 57

CMH KRB A AR BT v 2 38 o W R
W RBECHERS T A ST AT B 2
SRR R Mg BRE AR, (HLTC T MARAS I i e 3
PR 1R 0 W (R AL, B, % L A i AL il — 25 A
KAL) IR YT 259, IR Sk g ke ] 8, B4R A
R B LR Y S BURE AR AT AR 5T o
4.1.2.1 EGFR B& & B2 L B 47 %) )  EGFR BT
AR IR AR AR 55 R 2 M A R 45 5 R Vi
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() SR -3 I o R R b i A R B | ) AR
e o S s 1 D T A i = T B ) /S U 2
FIEL B 1A CAE AR IR 200 6L 5 R AR i) A 28
WA R VR 'Y . EGFRs ] AE 218 1 57
SERFA MG RN . 45T EGFR & 1
Fg ) 35 5 AE B R IS, AT IL-13 35 5 19 MucSac
FEIR TR, MR A B A A DL R ASGE B 4 A
FAHR M=, xR Har EE M TIRITE
/N LSRR , FEAE TR YT B o Wb it 2 P A FH A
LA FBA I AR (H R 43 Jey BR T sl W S 5
A L — 2D RO SRR W AR H
4.1.2.2 NE®HFF 65 dLH T NE
S PR AL FR AW B R MR A EE Y
B o NE FYARE S 2000 ) 500 G 24 ok At kvl )R
PR A2 NE A3 RS 05, FF s i ok B /Y
RIESI o H T IE R A , G35 187 3
SN AR YA S L T THEE T CVH,
I, IZ 25 BA TR A I R N IV 07, (45 7€ COPD
BEPIRE.
4.1.2.3 e B F A k) A (IL-13 e & 39 4] 7))
IL-4 1 IL-13 SR RE ™ A= VAR R L 25
T CMH [ G 2R . @I B 1L-4 1 iL-13 S 3L
UK 1) 225 5 18 2 G CMH BV AE IR YT 0
IL-13 H pa] S0 )50 = A 3 28 A4S HT IL-13 Fiow
GEPUIAR L IL-4/1L-13 XU FEPLAI LA ST IL-13R LT
BEPLIR . Lebrikizumab W45 25 4 1L-13, 1)
il IL-4Ro/IL-13Ral 57 I — AR K I B Ko H: R g
{75308 B B , DT A 2880 o I g A= AR 2
FC5 | ) 5 43 W o Tralokinumab fF S —
IL-13 AU Ak b PR B e B BT AA 8 5k BHL BT IL-13
IL-13Ral 5 IL-13Ra2 WY 45 & T & 45 1E H .
Pitrakinra 55 IL-4 ,I1L-13 % 4+ 4 BHIKT IL-4Ra/IL-13Ra
Z AR REAT AT I g S RE S I, 2% il /< 2 W =
SRUARAST . HET 2 2 FH T MG IR YT
£ COPD " EAF T 45
4.1.2.4 CFTR¥ZZA X T CFTR BYMF 5% KB4
FECF &, HATCLE COPD B hilktT T %4
PR LI I 00 I 315 A kg B ) S CFTR B A%
Mo BT —IZdt SEAT UE B b I AR R 5
B 27 N FH CFTR 3435057 (Icenticaftor ) 24 Ji )
CMH [R5 1) FEVL A T ek st , [l Ik 22 fif 1 RZ K L 1%
PAE KA T 2 534h 5 coPD A



- 388 -

22 ) 258 Ivacaftor . lumacaftor 55 ,
5, 1R 20758 & B PDE-4 3 il 77 2 9, 7] 4F
FE 8 410 1) A W98 1R Y 1) 2 e R A2 32 LRI Y
CFTRINGE , Z&f# CMH FAEIR .

4.1.2.5 CLCA1#7#]# CLCALBIEIIG LA
TR 5T WA RN TR L R 2258, A I AT B B 41 i 5
Fro Nilumic acid sz —FfAH XS f 5 P 1Y CLCAL 411
50, B IR B AT 0N CLCAL FF R sh i fl A
FOEFE TR R R I ERIR T Sy A ANl SR A
e sl , & 291 & ok (H i R AE coPD il 4y
W, A R Tk — 2L G R SY

413 FEHER Ak, PELIEYT COPD
L7 ORI AR i 32 B8R B8 22 1 G, IRt
& AT HE /2 CMH 1 —FRY 7 e 6. m P Eg Ll Be
- 451 B9 ¢ T+ R g IR AE (SWLDH ) i) 25 R 25 %%
WF S 7, 3 o R ARCPR TR 240 05 R ik /D 2%
5 H Muc5ac Fil MucSb 43 , 12 35 1 B 26 W 53 b
25 A A BHZE™ . S5, S S RE
B el 25 K £ # G 7 TIT(ECC-BYF IIT) % 2 3% COPD
B R RATE RN Wit 247 WEERH . Kok
AL — 20 ISR X th 25 TP AR A R IR

[EE L
4.2 3IE5YIEIT
421 BIB WAHIEZ SN 1F COPD 1) B ik i [

PRI o 0O 28 B ] DA % 5 9 118 a0t e - e
fRBET=R PRI, 7oAk A 20k 25 W A A g Sk 2
e 7 BLAT 28 U8/ R VROE I) WE JE A2 T v,
TRl COPD £ 54 i By fig WAk 1) e B AT LA RL 25 1Y
J7 %, s T Bl COPD £ 35 i Ty g % Ak 1Y B B AT Al
A G BT

422 &y ERYEIGYT 2 COPD A HLAY
L B ARG IR ER
gk PR35 HERE % (40 Flutter  Acapella) %5, T%E
IE A BT ) DL R AT B B . FAY
S, 8 WE FH Acapella 2% B 1T 23 A K B R
A3 IS T] 77 A= 8 WK 1Y COPD HB 3 B SR R R A 3% I
Hle ) B, WHENAYT X T COPD B E Iy s B
I 1 e = R PRI

423 FZAFBEAMNES FERZIEBEN
ATRIT B JRAH %] T8 1 S A8 R S g
RH ZEVE i (8 2, H RO W SO BRI
Tk R LA ) il 25 AR 22 B (targeting lung de-
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nervation, TLD) . % 5 & i 2% 1 JE A& (bronchial
rheoplasty) . 71t 18 VR W5 25 L 3R 9% 3 BH R 451,
TLD F& A E 8 fit FH S A5 R A Joy 3508 0 A o 28 49 52,
AT S ) 22 et 2245 328, B 76 AR e IR K
L S ECGE I AR B AR . R
R 5 T I8 I A [ P SR T A A AR 4
FZ R FRET BRAA , e 2 <03 P 6 ) e e
A

5 R%

COPD 7E H: F 3 Bl P = B0 & R FISE T
ROME R T AR K MG AL & G Ul A
SARIERTT M o DRI, X 3 S AR T) g B 4 L
B, R F TR FIIE 7 B Ak 1) SR g, 54080
IR IR RS Y ROs | S-S AN i

S 3Lk
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Mechanism and treatment of mucous hypersecretion in chronic ob-

structive pulmonary disease
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ABSTRACT Airway mucus hypersecretion is one
of the important pathophysiological and clinical
manifestations of chronic obstructive pulmonary
disease. It has been reported in the literature that
COPD patients with chronic airway mucus hyperse-
cretion have more frequent acute exacerbations,
more severe lung function decline, and higher hos-
pitalizations and mortality. Therefore, it is particu-
larly critical to understand the pathogenesis of hy-
persecretion of mucus in chronic obstructive pul-
monary disease and find out effective treatment.
This article focuses on the structure, significance of
airway mucus and the mechanism of hypersecre-

tion of mucus in chronic obstructive pulmonary dis-

ease (COPD). In addition, we also summarized drug
and non-drug therapy for chronic airway mucus hy-
persecretion in this article. Drug therapy includes
traditional drug therapy, some new targeted drug
therapy for pathogenesis and traditional Chinese
medicine therapy, and non-drug therapy includes
smoking cessation, physical therapy and bronchos-
copy therapy. We hope that it will provide new
ideas and directions for the treatment of mucus hy-
persecretion in COPD patients.
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