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Abstract

Chronic obstructive pulmonary disease (COPD) is a common disease characterized by persistent
HEIRTEHE .
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airflow limitation and has a significant impact worldwide. Invasive pulmonary aspergillosis (IPA)
is a severe pulmonary disease mainly characterized by airway invasiveness caused by Aspergillus
infection. In recent years, the incidence and mortality rates of IPA in patients with COPD have in-
creased, and COPD has been regarded as an important susceptible factor for IPA. The correlation
between the two may be related to factors such as immune dysfunction, inflammatory response,
and changes in respiratory tract structure. Therefore, this article mainly explores the related mech-
anisms of COPD combined with IPA.
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1. 5|8

5 P BH ZE M il 77 (chronic obstructive pulmonary disease, COPD) H i S84 _ETFI#a %, RIHHE NI
ToRE, RIS RIE TR F 2 —[1]. BTAATE LR BB A2 40 PR 200 SR N B 45 fa K R 35, COPD
R 5 S B LB TR, it L R B e I R o B A 5 R P IR G T 22 (2] - AR 2% MMl 1 R B (invasive
pulmonary aspergillosis, IPA)/Z H1 i %5 & (0 il 25 . 5 i 2 5 ) IR G I T 5| R ) e 30 0 o 18 — Al PR
FR, FERIONERZENE, @ EIES BN Z S 0 i B 7 R AR 4 5 e TR BURH
IR AR A DL S . 7E COPD AHEr, il il 2503 R A 2 AN 7, [ N AMIE TR UESE COPD i3 2
IPA 1)=& 5 B NBE[3]-[5]. Denning 7E X} 4Bk ™ B 5, B4 5 00 28 R0 1236 (1 25048 HR 32 BN B v6 97 1
COPD #HHHRAE TPA [FLLEIN 2.5% [6], COPD & 3f IPA HEIET-HEIE 50%~100%A %[ 7],
Hammond. Ahmed 25 HJHF7CFFEIESE T COPD & 71 IPA B9 RA fril & BB & 50 T B34 in[8] [9],
JeHRAE ICU [ EE COPD &% 1. AECOPD & 3F IPA B35 (12 281 it 2955 S5 JE TR B I A K (OR 4.47,
95%, C14.02~4.97), H[FKAFEZ 2R ERM[10]. HAT AP FRRN 7 HARKRPIRIBEALHEI[11][12], A3
KXt COPD & Jf IPA FIAH IR K bl [ ikt

2. COPD B XI5 RIRTSHI L
2.1. REINEERERS

COPD B3 ¥ FEAT 18k JORE A G e dlif], U AR K IE AT B s R i e et — 2D Hil g, 1
TR i 25 ) DA o 3P SR TR L 22 00T A AR LR PR AR TR Y, 4 B3 A O B2 J5 = 9 COPD Jf %
IPA FISERR R ZR (3], HLA K 5 R A 7 Sy 7 AR S IEAR SR [13 ] 0 SIS AT I Jei o % ) B B2 A2 S A 771 ]
AR A SR ) e PR 200 6 R FH O B AL v W 2 i (AMEs) O T L B [ 14] 0 AE SR D RR AR T 1 2
R R NEE S FBURRIE RN, TR R I REIE R 1016 b, 1 5 S BE4H B 4 v 40 A
TR AL, W7 DA OIS B it B A T IR TR IR AL 15]. e AR Dl AE T B R B, HISS T
G BRBETT -

2.1.1. REHMINEEZ IR
COPD & Jf TPA. [ 5 22 9 1 2 AR T 5 1 S e P AR S . AMs AR DN 35— T 5 R AT R AR K
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W B B [ 16]; PRI Bt 1 22905 BB 17], CD4+T 20 B2 T Ik 20 ) h i) 2
TS 5Y0 0 G2 N2 I H B T 40010 1 (T helper 1 cell, Th1) Al 3@/ T4 K-y (IFN-y). BlyRERFEA
-0 (TNF-c) 55 20 i[5 -1~ 385 SR Y B 4 R V) SR TR RE D o /< b S 4 i A AMEs R4 S S T 52 44%, - 1 Toll A
ZAR(Toll like receptors, K TLRs). SR MM MM E 2K -1 2 AR (Dectin-1 52 44) 35 B8 X695 I A4 AH < 43
T3 (Pathogen-associated molecular patterns, PAMPs) AT i £ MR A1 5 2 [l IR . o R 510
Fi3 W, COPD EHEMZIRINIREFFIK[18], AMs BEFEK[19], o B IgA (slgA) A g, H
i3] COPD #8395 HE M I P S S 6 =2 (201, Wu &5 A [KIHIF 704 FH & JH 00 25 2 82 72 1) COPD K i
TR o} fhh B Tt ) 95 1 S BE R4S 2 B COPD S8 AMs T REGRRf, Toll #5244 2 (Toll-like receptor 2, TLR2)/
T MR L AL -3 -3 % (Phosphatidylinositol 3-Kinase, PI3K)/Ras #5< C3 A& 5 &JEH 1(Ras-related C3 botuli-
num toxin substrate 1, Rac 1){5 S IHES TG 2101, FEANERZ2[21]. TLR2 ] ] 453 2 W5 AH 2 %] I R e /e
L1115 F %% B, COPD & TLR2 £i& NESFHEIEK IPA. Fi5k, IETLEEE 3 (pentraxin 3, PTX3)
VENTE SOREBAR 1 3R] 2 Fh A BB SRR 1, — DS A i LR W] COPD |3 5 e vt i 25 A1
tt, COPD H#H B PTX3 /KFFtm, JUHELE 2 = #A A (SMD: 0.58, 95% CI: 0.41~0.74, P < 0.001;
12=59%) [22]. PTX3 A[{E>N COPD ™ & 28 HUBAIRA I e AR Wbn &8, 5y B 7456 )5
AT N E R R, R R & BLAMAIR R RO R g, TEHKPUH i B R e b R i AR F[14]
[23]. Garlanda F5[24] (1) 2 JLF 78 25 FAESE PTX3 B ZR/NR 5 i IPA, PTX3 FEPUILIE Jo R S Mg v k45
FHATUARNEH . [FFE, Feys Z[251MIWF R KB, TLR2 215 #5511 S8 K S i A ELVE 4R Bk, DL gmig
EAMATHEE A > 1 E A R A9 LK (40 C5ART. C3AR1. PLAUR. PLAU Al ITGAX)AI PTX3 4S5 4= 41
T HWEAEFH(PTX3 1 FCGR2A)TE TPA B H N W IR E He 252610 7T KB, PTX3 LM #h &0
() G EEESE N . X LERT 5T 3 R B COPD J8 2 DA S B 40 i D e 2 40 3 35 PTX3 BTtk B PTX3 2 A5 13
¥l ae 2 IPA KA.

2.1.2. AT EHEER

COPD [PJRFF & W N A 5 B0 (An A MR R 55 J Hh B3 L R B2 il A% i, TR 75 A Wiy o < o 1)
HERRL, o R AN R E AN NI I S 2 COPD &% i i 4 SR N[ 27]. ke 4i i A At
S it A B ) B A A, AU I E N, SRR R S e . BRTABRICIE . A
REIEIT Toll FEAZAR 4 (TLRA)N T AIELIE RIPK3-MLKL 3 #% 384 in Ah P4 40 P A ST 8 12 5 i bt T i 5
RN SRR AR RSB T, ISR TE AR M B - IRBEIE T - SORESE N B RAIRAS [12]. UK A
P2 Ja R A f b, BRI 7R B B I S AR, SO KT S A R A s 1Y) COPD
B A I TPA (YRR SER A = . HLAE COPD 38 KA, Filiisfs & A7 78 FO 18 28 R f i 4m
it DA Wk B 5 B ) 7% TR 2R [ o Mk i R 59 BB ST AR A 5O L SR RIS T AU(ROS) R B B
W 20 i S5 PR L A v 1, R 5515 5 E Mt A 1 5 BOCHI R I S ThRE R b, LR 28 4 i [H 1
[TNF-a. 140 /1 % (interleukin, IL) IL-61L-8 5] 1 g /1 PG, 0 AMs R LR 4 477 A8 1) B W 41 g (MDMs)
7 i 25 R BRI 0L T 2 I T | B 40 A 6 () TR R A D BRAIG,  2H BRO T ARE 2 B TR RO REAE LE SR P [ 28]
00 P 5 P 3 e N VA 7 ol v oy o 7 N 8 W i o o IR NE R T B = Qe B A
AERFEEPI T Liuy Lian SFM0RFFC 348 &, IR 32 — M il & - AR S i 18 2, ARk 1T BN
i 4 T 125 4 A AR R P A, R T 5 R 2 R AR A A R R i T I e O[3 1] [32],
25 S O P S R T M AR AR FD R B COPD H & 2B TPA [ m] Rt — 5 1 i

2.2. RERNM
COPD T ERICAFGMEMSIE R MAMNSZEM/NSIEEE, 18085 GET RN RS
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FH LA - IPA HOIE B 98REA F T BB TE BR, (H B 280 S ROIRAS 7T B8 5 SO 2305 49 I 2 BB e k4%
COPD F1 IPA 203595 Hh I A7AE 8 RE 40 M RN 90 DR 7 I S 5 T4 o A SCRIRER B, s dod 2 1) 98 S M 5
IPA (&I K[33], RAERMNAE COPD &I IPA IR BERE h R 455 EEAE M, 0% 2 “id
BT BIFRE R

4, COPD &I IPA fATESE R G SR me s, T SCH i B rb MoRn 4 i R 5 W 4 i 45 98 RE 240 i T
RE TR, SRk, HIR, Fre H™E M RIE R BAEIR T COPD filil 24 H i 48 IRl R4 28 R 7 (1 °F
1, F71E B U x-32 B SR(NF-xB) 555 5 I8 K 7 T A0, 80 S 2 G0 e 9% 4 P R 1 R34 4 O
5 F A (DAMPs), HE IL-1a. —BERRMRE A AT R 2R 8 1 BIHMGB) 5 W0E %)% 245, (ER KK
FUITL-6+ IL-8 Z5[34]. TNF-o Al IFN-y 5808, S@HE A A 7RG, IX R85 ) 980E f St —
R EUM b RSB BRI  Zhang 55 N\ 380 € 0 52 844 (1) COPD /)i AMs 1) HMGBI, #2 i HMGBI
T BOE B #E 540 R 1 88 (MyD88)/NF-«B Al S It L EE-3 il (syk/PI3K) {5 5 % F , {#i Dectin-1 A1 TLR2/4
SZARBICE AMs HH 5 T 10 JORE )N [35]. F34h, COPD HHL %8 [RF- 1 IL-10 TGF-g /K-F-Ft i o] G4
il Thl M, 55 IFN-y NS REIER[36]. BRAk, TEE MM 52 75 T Thl HAE b 30S 280 40 i s
SEPUEERE ST, T HBIAIAR 17(Th17) R a0 A 3 17 A 3R 22 S5t i b g 5542, 16 COPD £}
W& T 40H002 PERE S I B FE M S N, Wan-Ru 5 A\ TE BRUBEAL A i) s a6 45 SR R FEUESE T Th17/IL-17 16
COPD &3 IPA Hif TN % B2 5 RFBILH, (2 IL-17 FPLEEIEHZ2#0H1[37]. COPD &I
IPA S35 FPAETE I IR 9 0 S5 B Rl B85 %500 1) R AR SR %

2.3. MFREEAE

23.1. SIEEESREINGE

COPD & —Fft LA 125 B 2 A il v BB VR MR AIE 08 1R S0 AR S M A RE PRS00, TPA 2 Pl BT 1 4242
NSCE BERIAE G/ NSl ik 5| S IR e VB  — 5 T, Y85 1 2 AR 1 il i X AR R A TN %22 /<JE, COPD
SR IR O R AR T AR AR (R PR B AT T BRGNS 5 IPA BIRES . BFAUEREH, COPD i
HOE ORI R B NN A s VR IR D 2 B BB RGOS BRI, ARSI OB R G . SO R4 4
PRI R [38 ] Bertuzzi 55 A [AIF 57 2 A 08 ith 87 J YL i (1) 08 b B2 40 Ml(AECs) BE B U DK B0 4 P9 .1 1A
E R, {HAE COPD HiXFhIhae & T HII[39], W FUEMH T AECs TEME AR NS e 2R I8
a7, Xk A @M COPD B 1A AECs RSN 7R, COPD &1 AECs JoiEAG A FRE 11
JEAR AECs ABFEA b4 ) 48 i o 0 it 8 BAZTEA AL ABC IS AR o b 200 B 7= A= P 448 e R - a FE e
Y I 4E 74 ) 4R 7 (M-CSF 8%, CSF-1) TR 40 i - ELW 41 il CSF(GM-CSF) L iE B 76 <1 B 4 vpfe 35 o1 B
YER, JEad b R 20 B FL At S g5 40 A TELAE FH A8 2852 58 0E s -3 B4 o # AN AL 23 93[40], it COPD &
K JOE SN PRI AFAE T B8-S S0 199 o 4 i DR - Rk 8 o b i (i A S AR ¢ SRE - AR - R
KE” WEBMEEIR . 3 —J7 1, A 3 RN B 1R A1 R B A4 T W S P e o e, AR T 3R T VA
RS A A T E R R b R AT B E OGRS, COPD b Bz 45 Rl 2 b B i i b by . RGBT B3
Frztn A D Re e e [41], A I B AL FIE BRI TP 5 S8 IPA 1K 4 . COPD B3 h 4 D) He 241
BRI AP SR IE WSS S R P IOE R Y, 4B YE T 40AE 2 (T helper 2 cell, Th2)4HA K 1EKIA
W R R A PRR -, SR SORE S B — 2D S EUI R e RV IR, b R R BT B N
RHEANRITT[42], B RN E SR AYIE T2 11]. H COPD w3 B8 2k A f R AT B i B B T
FHiE, SEMBESERRSAAE, BN T & 9F IPA K.

2.3.2. R
R JHZ COPD A1 IPA ff)— N IERIRYERER 2 . I 350 COPD fix EE [k [A, COPD % L4y
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KI5 o R B R A 1BV SR . AL SO R I - PR O S 2 AL B
A S BB S5 R A R ) 5% 2Kk o Sulaiman 25 A ) — 006 BEARES /R Ml 55 36 53 IR 58 1 N 0B A&
KAFE COPD HHH R MERIM[43], XL LR E il b R 250 OB S AN rT i (R B AR, T 23
il B LB AT AE A R RGBS SRR BERS . T IPA EELVUERZEME N T, RS EURIE ER LB
% BRI B - A RIEERIIAE T BE ARG 2 A th A R R T S R T RE B, HOE
JHZ5 T 1) ROS FlASE R 500 1 p S e e, il gl s S2 8 B 270, T A it i 2 1 v AL 2
AR ZR AL N T IR K TPA XU, O R AT BE{ COPD & 1 %) 1K IPA, AW 542 tH7E COPD
SN E B E G IF IPA B SCH R M R = T OETR BT e S IPA RIRA R, ZRAHRITFE
X [44].

3. IBEMNARESEHE
3.1. WEIFERET

T IPIRE T H LR BRI, LR YRR RIS AN S EUROR O EE AR . COPD
B TR WPIROE A A VA A AE W R AR, SR R A B R 1) T R T Ay TR,
LA M P T AT SRR LA 1 S SR AR, EAIIAE COPD i UE B BRI 22 [45], Sl B
SR TFEE AR [40], MR AR T RPIRIE, TR A fe it AR AR R AT (i 1
IPA 5o 5, AR R I v P R A B ir 2D (S8 P A osksss . FLR AR 1 7 2R ) A Al
TR (SCFAs) S5 L FL B AR = Wi T B B R A A AL 35 (28] HK, B AE TR RER R IA S T B 5 T A
AP, TP I RPTE R 24[47]. 5=, COPD & {715 fmHk &4 B iAo, Choi % AT
BIFE v 4 K ) 1 i B v de e SRR R R R A B A NAD(PYH #2646 9 NAD(P)+HIAL AR & B AR A
56, Rt HAAK[48]. J— Oy, R I AR R B AT 2D R R RGE AT, S A
S . COPD 4 [ RAE YU ZR B IN N WPIRIE b B I RO i) = fe N . fEZ Tk T COPD
BT IPA S 5 2 A0 [l Bk 9 s B e vk, R BUEBESIIaE A = & BL BBt R S ER T 2
Fi. AR EERIGIT /& COPD & IPA HIfE KK [49]. 45 LA, COPD & MM REIE 5
S A R RRIEEK

3.2. HIEFENZHER

Hh 25 B (1055 ) IR 3R D9 (et Y Bk e S AE AR EAR N E R . BT A BUR AV E R . AR i A
BANEAMER, K LA RLSomEME s, Koot RBihd., wihdEm i dEs. H8uhtk
RIEBEERT Z R I, 2R RHERGIa0mS Bk . SRR TR NS 2 480 kR
VAT LA R AR RIETE[50]. HIE T 1035 /1R 3R A @ LB, 72 e R I BORG B o S D 3 Re i eiql
B, DUMEARZRIMET AE s, R0 B m i A B/ 8 5 . 2K R FE S i), el 23ng
IR GERRE. BT 5 8E Gy A G, U 0 — T4 FH DM 58 /N BRUHT RNA-Seq 777258 58 W A ith 25
JERGL R 8L Ty B I B IR R 6 2 WA 300 B 003 1 2 Stk o — PR R IR, 22 it A DR 3 s il
TX LG5 A% DR ZR AR SR G (AR OGRS, 0 D B SR G 32 a8 A% B It vl e 5 2 AN B DRAH G, 11 Apobec2
Mndal. Igkv3-12 %%[51].

ih A A B R 7 1 R SR A, 5 R IR ORI 1 DA R R A AR A B R A . FEER DA
FHRIING . 85 IPA FIIGOLT, dBErhBKEN . BRORSEADIEEE RS R thde, firmsy
AL 222 B A b R BUM 2R 28, BEFERN W NIKRFEE R RGPS5 il 1) sk
AN AR RROR IR IRGE BB, W SRR 2R AR B . Tl TR T S5 A A A kot R B A A A T 2
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HHLUZIE, COPD & HAAESHIVEIBT . STt ¥ S DL nl RS 2 kAR 2% . H LR &1
TH BT B &G COPD 46 %) &g I b kit S e B i, TR 761 286 P i 2 e b 2 il 22 J £ PR
MRS 3D SR AP, BRIBE AR TR Rl L B3t 7 = 4o 28 28 G VR0 MR 7 350 1 24 W 245 1 14 O B e
PIZR[52]. HiEERIEL R RN SRt #3724 EMVE R AT il ss 2 fleg IR &, #£ COPD
B IF IPA B AL Hh A4 LA

4. BE - WEEEERASKERHTHR
4.1. YA R E R E MR IES

COPD 35 4 ik o 25 B 5 SR AR i, 51 S B B B 5 B R R U N S B B R R0 T ST S o
P LIy B 1) 2~ o B 10 0 s R UIE IR ZE B RS 35 BT Bk S R R A, TR RSt — 2D 8
S IER A B A M Sh B SR, PRI M SRR . DHREIR T, ToiR A AR AR KA T L R
JWI 22, COPD FEE il Ul hnideidt fig . 32453 K b B A [ A S B 4 i Tk A it i 4 i Al - S5 A% 15 U2
FECENAE A R IEIR B, BT Th1/Th17 #0]. Th2 i§ERS 5 & N S 2 2 T B i@ JOE . Sk
RS BT T2l MR IR B I B A S A A T — NI R R e LA i R A KA
B S A, 2T P BUR SR IER AL -

TR I G 5 I 3 B COPD B X 1 8 1 5 AL )97 ok E 0 20 38 T ke, A SR B 0 ) 2 I (a5
M RIBIT)REN IPA T 38— RIVR BB INE COPD B J5 A7 I AL B AR LEHL il %3 F55
FHIZ WO E I PRI EOCE

4.2. HAbSHIE

[FIN KRBT FLERY] COPD BH RZHEFRAR . GIFAREMBEFEFHN, P REAMES3]) &
I ML P K PRI S5 3209 COPD I TPA [ SE S I8 2 o HARA O 45 FFAE A s #5828 PERIA Bl AL I 2
BULA B S 32 400, B89 118 BRI SIZTEE, N T COPD o gL i & 010t — 0 K N IPA AT sedE,
AT REIE AR 22 PE B2 RV A9 K [54], SEURNEE— PR .

5. INEERE

COPD S AARRINE AR BN . COPD &3 TPA B BRI o PG 5%, 2 Wisiasr A
L SEU ST % . COPD A9 IPA 52— NE AR MBI 2, ¥ I 2 Fi B4 31 Rl 3 R0 4 1 144% . COPD
16 £ G RBORES M. MEEMINRSEM. 18 - 5 EMHEAEH 5% RS COPD &7 TPA I
KA KT EEEBEER. XEEERIOREIEAREAMAE R SEm R, MR, M Im
EIGAETRE . Et UL R RRHUIER S, B T — S OB i 50 T e N iZ B R At 78 1R T A TR A

FE TR 2 (APN) A& — b 32 L5 g 7 40 23 b = 26 (R B A L TR AR TR T3 456, Goli 28 [ 55110 — T sh A ¢
K APN IBATERFEAL IPA /NRIIFETEH . ELBE U AT SRE T B2 38 0, R W0E APN @240 5
WEhr &N LC3 /51 AMs LB AW AF 1Y 5T 20 I RIS, $2HH APN IR AE R A S 1 A R~
PAGYT R B QP AAAEIRIT IS /1. Xu S5 [S6)#Id /3 HT i COPD #i%4 TLR2 {5515 miRNA 5
TLR2 K 2 [8] A AH HAE I $2 H miR-344b-1-3p /& TLR2 K (4 R, Al 1E N COPD &3 IPA Hi#
HHA & RS AT S e B IR AR T e RAS, B AN R B OB R ) R (IR
. R B RR YT T RS AR FE T F, Pan ZE[ST]HUHIAT SR SWD1 K&K RT RE 1 4% 25 1 BUm
N B R R B R, s B B SR A T LR BT HE A WOR SR USSR £ T B ) TLR2/PTX3
S 2058 COPD B 11 IPA 5 JE . W05 APN & 1% 19 9 20 3 05 V8 F BlGm i 4% SWDI1 3 4%
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1 1 %5 7 2 T T COPD &% TPA HIR k.

IR E A R B FOA K+ 8 7 AT COPD & 3F IPA 1AW LI AR, AH H FTE2 A

B TR R 6 4 B 8 T 2 A6 R R SR — S MR 3R A T SR B U AR
S5
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