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Abstract

Acute exacerbation of chronic obstructive pulmonary disease (AECOPD) is a critical event driving
disease progression, hospitalization, and mortality in patients with COPD, with complex and highly
heterogeneous pathophysiology. Previous studies have predominantly regarded respiratory tract
infection as the core trigger of AECOPD; however, emerging evidence has confirmed that AECOPD
arises from a complex pathological process involving the synergistic regulation of multiple factors
and pathways. This review systematically summarizes recent advances in the multidimensional
mechanisms of AECOPD from three aspects: the triggering role of pathogenic infections, dysregula-
tion of innate and adaptive immunity alongside aberrant activation of inflammatory signaling path-
ways, and the interplay between cellular metabolic reprogramming and inflammatory immune re-
sponses. Correspondingly, we discuss potential mechanism-based biomarkers, encompassing infec-
tion-related indicators, immuno-inflammatory molecules, signaling pathway-associated molecules,
and metabolic products, and further explore the clinical application prospects of multi-marker pan-
els and omics-based strategies for precise phenotyping, early recognition, and individualized ther-
apy in AECOPD. This review aims to refine the theoretical framework of AECOPD pathogenesis, pro-
vide updated theoretical references and research directions for constructing precision biomarker
assessment models, promoting individualized precision diagnosis and treatment of AECOPD, and
improving long-term patient outcomes.
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1. 5|15

54 BH ZE M fili 5% (Chronic Obstructive Pulmonary Disease, COPD)& — i AFFEEVE. A5l Wi H)A
T2 BRI M JORE NRHE I % S B[ 1], HAE N R BRE RN EoR I AL AR, HATC BN
—RBETZ IR 2] o 154 FH 2844 fii 15973 S0P I B2 (A cute Exacerbation of Chronic Obstructive Pulmonary Disease,
AECOPD); 257t COPD e HiFLAl - H BLRI IR R gk st B 4k, 2 FBUBEERENF. ST
HREFETH - EEFURE SR T R ST AR R IR R (1] [3]. Bk, IRARIT AECOPD HIk
L, JEFHREEH T RN K E ARG IT BE BUEIRREY, RO EGE COPD B il
Ja R

R4 A AECOPD )R A2 5 B 840 TE 51 K I RPIRGE G IX — B — R 3 0% R, IO
WL W] AECOPD (k& — N2 HRER. Z2HHZS SRR EIEIE4] [5]. BRRMARRZ —,
HAEH ST AE COPD B AR S AR AR e by 18 28 S AT B L S B it b o XS N FE R 2%
WARESILFM L T AECOPD KAM “ Gk 18”7, mASFERMEmMERKAE6] [7].

AHNEHE, B — A=W bR 5 e A4 T S BRI 1R B2 A PR S o e o R 3 — AN T AL R L K A2 4
FrEPREHED BUA R, X T XA R PME . FvE T R SV TS B EEME . AR B
ARG KK T AECOPD Z 4L RHLEIBORAIR, JFEEILEAE b, B85 5 0B, RAEE
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W S T2 AR 00 A 0 S I S JE AR R 19T B AV e P T 45
2. BRASREWAKLBE AECOPD XRINFIFHIER
2.1. RESHAEBRNEZESHRME

Jod B IR LR 5 R AR FH SR ME il SV N B A e B WK 32— o WRUBOW AT . S 75 S5 WP I T 7 e
8 B OE E AN, BRI RO B R I e R, R SR A S I S [4]. B FRUESE, i BEEK
G B KRR SN, 3 il i iR Ml oA, 2 T 4 ek G e R 3 A R ) S 1
FEAE A FIZEAF[8]. Bilan, 7EF RIS 5 118 PR BH L PRI /N RS AL, LB 5 HINT YL R 3
PRt 7 AR SRR IE AT R E e i S G5, o IR ARG 5| R T R E A A . D Re R [
DA R R AR T 26 HoAZ O B FE 05 25 T A i E M 2 B ke v , i A BE IRl o (tumor necrosis factor-
a, TNF-0)« 404 %-6 (interleukin-6, IL-6) 1 IL-8 S54¢ 4 40 i K 75 3 b 4> 11L& B, AR PRk
M. BRAZAHA. EAARAAIMI(NK 4HAR). CD4 A T k40 SE 2 Fh e 4 Mo (1) B 55 46 8] Wi iR
H, WiREYREZEN, 5 M1 BRI E VIAESG, FAE S0E 1 5B BOd i 2w A B Sk [
LS AR RN T R EEAE 9], Ak, ARG GBI S N s i E B . AR RoR, &
15 49.59% 1) S N 55 41 B R G4 R [10] 6

w5 DL PR R EL A I A BRI . VUERIE AT . RAREERIEE, DA RR S A B M T AN i 2 AN B AT T A
[11]-[13] AHEIERGAMY B RS K8 R0, HEE 3 5 VI8 Re o R € 115 1 el ik . N 258
Wi FIRBURE, JCIHAR SRR 5 B AL 18 BRI s = K e i, b2 i i [ A T 24 5 SRAR IR 24
PR R = AL TR B 241 o 1A T 24 ML A 0 45 A IR B B/ E FH AT £ Zh MR R e TR AS P 24 D) B ik
DRI RAR ST 24 B DR (R 7K~ e o (EARTE RIS, ImPRSE B rh A R I AS G BT 3300 1 40 BE N 24 1 1)
H 08, g BH 28 PR M S in SRR 7 i R 1 EORHRAR[10]. [RIIF, 407 50 2R & L 0 1S
BUIRASD W, HARAE BURE B Z IR IRES JRi[14].

2.2. FEREREIE R

A G RN R PR A2 TE B IR, SR, T4 R, 7 ik DRI 2 2 2 e s DNk Joe St S 3 A 7 1) DNA,
UESZAg R0 AR PR EE, A —MEAEME. i P MMCEY R . £ COPD B, XA
AT I, RPN Z FEIE T BRI e o R B i AR K, RIS 15]. F2e il COPD i)
AIE PR CRAEDCE, Bl LA 5 A I S IR B B AR BN 16]. MRt NS E I, AR
HBE— BN . 2 W 5T — 8O, AECOPD fB 3 Bl S U IR E S P YD o ZREPE R TR,
ATERE ], Rl 2 v A RS T e . o T A B R B B S PR AR T B R G, i SRR T T
AFOAT B T Can B YR T ) B = FE IR D [ 17] (18]

XA S RV AR B R AR N, TR B AR VR R S M SRR I e . TR EAR
ERE T, MAEVBEE R 2 Bl S E IE . PR A E Y RS T SO RS IR R, A BT
TETEEOW W B AR . BT, S A ST B R R S PUIE BB RS, TR RS L 4%
FaEPE R IE[19]0 IX P AR M 8 g RIS, RISV B — i Je AR = FE IR B 3 T v, B VR A I AR M AT
U RARERE R RE It & TR, IMTEEERAE[19]. MDA RIS R F DI . S8 SN E
HSEMAEDA o ZREEFRF T AR E S 3, HEFERRE M 2 (8 2RI K) [20][21],
B T A A O 2EL A RSP SR 2 3 M P A P B 2 1 it i S DX S TR I  BY, faa, DAR P B R o
FF B & S5 AR R M I B AR CH%, LLJZ 5 Th2 BE Th17 28 P9 AR 5 (0 A 5] 8 A 20 18]
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Figure 1. Pathogenesis of AECOPD mediated by infection and immunodeficiency
B 1. RS RERIEN T8 AECOPD L imHlH

3. BREREMBIRERES RERE
3.1. EARESENERERLSE

5 1 O 2 A it A SO ) 2 s BRARHAE R 30 HH — P JE IR LA S Ak 77 4135 o Dy e A 4
A, [V AR R I 1 SRR I B R A S . B R R, R S B A B S
RIERIEMAZ G . COPD EETEY B BR324, T A e il R B g s T, (Ex
TR A SR T RE R E FRAR(S] [22]. FORAIRAITE T, Frinifd v o B 3 i A Rl 2 4
(pattern recognition receptors, PRRs), $#5/& Toll F£3Z{£(Toll-like receptors, TLRs)[I{5 ‘Z @ (41 TLR2/4)
HIL D RE BRI o 3 T B A TR ) AR AL 1L-8 5 TNF-a 76 N 20 B R - IR RE Rk i iR T BRI 25
ZAR[5]. BRI R FERES S R0 RS AT RS M1 AR A R I = R [9]. 12 R
B2 BRTRARE, fh M2 RA, Wk MZRD ARG, JBORRMRAE22]. SUbREIN, R4
T IR TR R T R R S S B AR, R I TR R b R A PR R S I 2 5 3 A
SR ok B R U PR 5 4 DX T R 2 gk — 2D i B 8 E AN A 2B (L ] 1) [23]6

TEIE RIPE G e 5T, T bk EEL A e SIZ AR 1 B A9 AN D R R IR 25 2R o 5 R X BRI A A ) AR AR L
SV R A E I CD4Y T 4l CD4Y/CD8 LUAE BB P41k, CD8' T 4 /K-Fil & tm, Hor4l
NG ThRE 32 41[24] [25]. [FIIS, CD4* T 4R A0 N BLE 2 Wde . 1 RUHBITE T 40/H(T helper 1
cells, Th1 ZHf)F1 Th17 Zifd ELIHE N, 1T Th2 20 LEAIARXT 82> [26] [27]. Th17 4 A K FLARFE PR o [
T IL-17A 5BFIERIES RIEMSE, 40 COPD VEAL PRIy« 250 R AR [ 2 20T 70 2% 57 S WP DR HfE 4
B, ShtviRefetr £ 0AHC, R HS 5P EIE RN PPE[27]. 2 Y [E A ik A0 M dE IS 0% Noteh-
GATA3 {55, {Ridt Th2 i, =5V ENE RGN R N [26]. thah, HTPE T 400
(regulatory T cells, Treg i) /e SN E At B2 14, w]gety il B B 2OEH ¢, $#278 AECOPD
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HEAEAE Th 17 400 Treg ZHA3L0E, HUL Th17 404 % ¥, Th17/Treg 41 2L 45 (E AECOPD ()
RAREHREZEMER, HHBAENHIA R — DR 7T I [27] [28].

3.2. RAEST BFRYREN LA AR T L& A

SVEINE A B R A I R RIE N UK TR, R SRR R T R R R R FLURES . BRAE
2 98 K71 TL-6+ TNF-o0 S0 PR AH B R A R 7 TL-8 538 T+ =i 4h29], SR B IE 1 IL-14. IL-18.
A KA B 3L A - (growth-regulated oncogene-a, GRO-a) &5/ Jifi ()2 1A B 2 _Fif[30][31]. IXL84>FH4
BN S% HAH ELAE F 4%, 3 3] 3RS A Pk 4 i 55 2ORE AN i A I S5 4R 55 Ak, FFRREEIBOR JOAE S M o
Horr, IL-18 #1 IL-18 J& NOD #5248 50 B Mk &5 #6380 25 1 3 (NOD-like receptor family pyrin domain-con-
taining 3, NLRP3) & /MAVE A J5 1 SCHE FUERUN 731, LE9 B B B G HoKF 23 B FH31] [32],
WFITIESE, AECOPD B 40 R TRk ik e e A e R 2 5, HIGyT 5 HBehy, ZH40E 1
AP FEAR M B Fa e AL, IX B 7R TN E 0 G g2 A IR 1) iy A RRER2 A [30]

33. REHNFISRERE

AR, G I8 AU R 2 S 22 AE A P B 28 R i o B G = A i FH 1 2 32 3 SRR B 72 &30, COPD
BELEAF JOERE N R A S R R e RSB YR g0 R B S i E B, M i s
A% 230 0 AR P B 22 76 4 S (M-MIDS C) 225 1 B[ 28 ] 3 S 200 8 i sk v SR TR A B R s (23 T 400 M i
2577 ORAF RN H ThEE o R, SR INE MRS T A 5 th 2 9 H 5 8 R 08 IR AIE , RPN CD28.
CD27 R TEK, CAEFEFHIET 524K 1 (Programmed cell death protein 1, PD-1, 7RFK CD279).
CDS57 S 1t B Ehn B R IL I I [24]. T RIfEAL T € H, COPD & 3& 7 nl £ A S ) 3R Bl K
AR B NSER, BN HRGER RS, BRI SR s, 2 REKRE
KA TR N AE 4y T30l . 75 1 % (reactive oxygen species, ROS) Qi i 2 iZ it RIS N & . Bk —H
Rl S, R BARSbE C dar: —J7ih, AU B S A B (catalase, CAT) 2 FEIHFES 5
Fo BRI AEBEE ROS, AN o-ZFE £ I A 1R it 7K Pl vy 308 36 i I 2L R A 250, IR 15345 975 =
TP L; H— 70, WK T D-2 BB R BAREH(D-dopachrome decarboxylase, DDT)# 1A T i
AIE B IIRE, RIEEREARETEX 1~47 F5 5 ENHISSPURIRMEE ), SERRRIERZ
(inflamm-aging) &8, R N4 SR HACEE RIERFEAFAE, MHUATUR GRS 7 B3 K. EREER
&, ZRREREIRTEAMNAECREE, FIEE M E A FENE R, FZER S ITTF B
DAt o FE T, TR R R T30 S = M-MDSC. T ke, i ] [FE5e ROS-Hi%
{hiEEE T, B DDT @B S R 5T [33]. HHIZ, S| fIRE It 5 2OE R AAH O,
ARG R TR 0 e L ) S DD B A AR, AR IR KO RO SR SRR R A0 4E B G B D R, T
W TR T L 4 it 3R 78 8 2 1) G U S AR =0 T AN TRD (28] b4, NEIL2 DNA #i 5 4L B (Nei like DNA gly-
cosylase 2, NEIL2)Z 1A [ RFEEFFAIR, B A N 1518 1t BHL ZE P i g R85 98 R e 8 A R DR 2 0 A n il A6 0%, T
R S8 I P 2 A 1) RS2 [34]

4. XBESBENABFERLHBE
4.1. NLRP3 2/ AiE g

NLRP3 4 14 /)M 88 145 70 18 14 [ 28 1 e s L 1) n =5 10 8 R FEOR WL R R FE B OME R, W R
RAR A S R BE R AT IL-18. IL-18 B UNAZ DHRAL[31]. ZMAMINER X, BRFRERE. i
R A EEERIY), SR 0E NLRP3 RME/MA[31] [35] [36]. ZENRTEH St Eism o, i
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YA By BIATAE 18 B ZE M I8 1 S R S B R A R 5] A SE R ) NLRP3 . Jf TAH GBS R .
PR H -1 K S IL-18. TL-18 BEI(31]. M S SR E S PM2.5 %55, 7wl ilid 0% NLRP3
R MEN SR AETIRE, MEISIERAE. NLRP3 2 M/ AMERMGE S8 Caspase-1 #itk, HEH)E]
40 il A 2%-15 Hi A& (pro-interleukin- 1, pro-IL-18)A1 pro-IL-18, 7=4= HAG AEWETE R BIER, KEh50 %1
FR) RE SV o

BT HORHEAER, NLRP3 RAME/NMEC BRI G T8 Al BEFE R, 3 FRR S 4 ) 57
MCC950 Bl /N T4 RNA ff NLRP3 8E /MR 1) mRNA FIVER FRGE T B, BEUSAT RO 2 2
O HMH 55 75 5 00 48 B B Bl S 2 o (%) 98 RE e RE ANt 493 [31] [35] 22 P RERA A W Je v 24 ] e ik 410 )
NLRP3 RM/IME, KIEFRSIRITIER . B, ZF0ENBEReS 6] NLRP3 & ME/MABEGE, Bk
J0EE BN BRABE Y ) Bt 28 R (371 il A 2 it 4] NLRP3 & 1 /IMA S I4IIEE T, R3NS3 7 I
JHZ A PM2.5 53 /STE RAE[35]. BRI B uE B nd@ s # i 4L B 4B AT« R EERY SR T
(Nuclear factor kappa-light-chain-enhancer of activated B cells, NF-xB){5 5 fll NLRP3 # /Mg, oEs
TR 55 S0 B 75 5 (00 1 1 L 28 P o o R M I S0/ SR B I DB, IR0 A0E , 9 it 4H 4 P AR
b, PRIRTE bRz e BEVE[38] 0 IX L SR I AT A S0t A T B0 e BE S5 A it s PR B e 6 2 da B T
77

4.2. NF-«B 5§ MAPK F£L A GEE A EER

& NLRP3 2 PE/MASL, NF-xB Fl22 245 1% A0 8 BB (Mitogen-activated protein kinase, MAPK)%42
BAR AT 5 10 B AE SOV SIS 1 L 2 M PR R Joa ML | b (B 470 B 22 A €, IF H 5 NLRP3 Jd@ i
TE R A BB A O &R o Toll FESZA IR A AR ARG 7 TS, W E 3 MyD88 HEFE/HL I+ 88
(myeloid differentiation primary response 88, MyD88){&##i (15 546 T, HZHIE NF-xB Al MAPK k%,
B, SRR R AR R T R R T (5535 [39] [40]. #VATE R 1 60 (heat shock protein 60, HSP60)# &
PLREA A M 25 15 2 1) TLR4-MyD88-NF-«xB 15 518 I 80% X NLRP3 & ME/NMATEL[39]. 7E BRI
VI B AR 55 2 e 5 S I RUE JOREFI B BB R o, R AR K R34 TLR3 IS & s 4, IF
¥} ERK1/2 Fll p38 MAPK IR, 1 ] EGFR 575k TLR3 57 nl A R B AR [40]. #HZE
SR AL S i 2 SR BB RS () 4 U 5 3R 5 MAPK-SIRT 1-NF-xcB 385 . 1 177 $0 61 40 fg 58 %4 5541
IXUERFFE R, N 24 RIEE T IS T, TR A IR TT RN .

5. RN ERHES SN
5.1. REMERIBIIERSEE

A5 1 BEL 28 i St o 3 05 BE AR AN PR T, S8 PR B 4 S PR O AR R L . L 4
UL, B MR e It R S s, s il B 2 2% . 7R AR
Jri, $EAES ESEEH S BEAREEH A H SR RS R A B E I BT RS, X R IR R
Gy ARG o RAF IS SV S 1) S5 50 WK Wi 7y (42]. R, VA BRI R (LPC 18:3).
VA IS MR ISE CIE I (LPE 16:1). BEARIEALEE(PT 32:1)55 H i B e 7E SN EIRE B4 PR, JUHAEIRE
B ML 2 SRE R rp S O B R (43 ] ANt I G AE , SV AL IXIRAG Al 28 S8 a4 vh oK 22 L
R /KT B35 AR, Horh IR - R AW AR Z R /KP4 DXSRAS Al 5 R 3 AR A 6 25 PRI,
PRGOS BN Sk I B AR R A B3 Tk v, =8 AR S A DXCSRAS M i 55 S e i i ik P 2 1
FEBEIS A o =57 T LA e R (44 ] A28 BE ZE R I St o 2R 351/ BRRBETRY AR I SHe A PR Y
WA RIR AR 3-HIH AR 2 ABIARIITR A a-28 0k T R/ R LU (8 S5 A2 i AU )
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PREMAAL[45]0 XL R GEVEAU AR S T i TGN SORE IR N, ] e HLHS S 4 D)
AR

5.2. REMMRNRHERES KIERE

FEANRIRT, Se BRI HARHPIRAS S I RER A B UM ESUEMEL T, EMRAAAE. T 455 Sk
I N e ) SR A R A e AR D IR A O SR AR, DRI ™ A R AR & AT A, SCHRF L
FEANRONE T RE XA AU B 20 A A (2 2 R I L BRFAE . AERUBO 575 T I S In IR R v, o 3 K
Qe P HNG LR FE VLR SCUE B AR EE R SR M L A R AR . BRI S5 A R IR AN D i
15, DLRSEACBERR b 2 401[46]. R R IBEET OMAL-OPAL-S M2 i ROX Fh 4l e B FE i [46]. 1
bb, AR A R B AL DI 2 — o WIS S5 e S5 A5 % 2 51 R4 S8 o Je fs 0 1) S A 182
WK, SBOEMEERE A, M AIRTETTR AR E R S DD REIRIS[47]o SN = 2B 3 rh i o L 4
W 4-32 5 TR EhATH R, TR A GO B 1 Bl S0 B MR, SR B 11 3 i i 10 35 12 L
fIR[48] [49]. 4-F2FETMGME - AU EWACT T SIS RERAL . AERVE 2> 3G 0 BL A R BUE AR,
S AN AR P B v R F (491

6. EYRRE IR IR
6.1. RERESHEYABEXIFEY

& 438 (1995 J5 7 45 772 A1 PCR AT AR R 1 1 o o8 IR G SR AR R bt o SRTT, 8 TR AR ) 2H B AR AIE
R AR S R I R OL S o RS IR IE VR I T . o Z2FEIEA Sy i — A TR 1
(FEbR, ZFEMERRIR SIS SN E R A B 22 (R RER AN D) BEAH 5C[20] [21]. HHZHURE 7 0. e 5E
BARRTHASRZ G —12WIEFE, o ZFEEREMMN AR R AL RN X (UR BB AR A
FE, TEX DA m Wi O ERBUREIE 2, MDA NIRIRIR S SR8 FIRAERME, W<
1B Dolosigranulum pigrum =FJER#AK, SHEARKINTIDRERN A K SUE I RS T A IG[50]. thah, IR
EREBHEPUE RS . R RE S AT WS EB0R Y 2 55 IR SRR S L A s b, =218 BEL
AIE RV RFERS S8 . P BEERTE /2 AECOPD B 2EBU B, 3 R BRI A % BRI 431 5 FEV 1/FVC
I C Jx B H (C-reactive protein, CRP)AH I, X LE4H B 1] §E A AECOPD V& 7E I A VbR A6 T #E 55
[17]-

FEX S P S AR e S E T, YR SRR R, 5L, 2R
ARl . 256 VAR R R B S n WA R L 7. — TR GMELR IR AW 28 25 20 AT IR
W IL-18 TRk AR 12 W4l B 1 S 0 28 0 T SR IR X B, AR U E AR T A ERAR S 1] IR
FHIY) CRP F1P&45 2 Jii (procalcitonin, PCT) HEHAS 12 Wi 8 BE A FIR , A 0T 703 B L3 P85 25 S fE o 0.08
ng/mL IS, X0 2 A VE SN E A @ ME52]. TR AAR T AN SRR RN [A] |
CRP FI R kLA T H 0 1) 25 VP40 240, 7T FH T4 BhIR R RS2 15 J8 PR 2R ([53]. BRI, MK
- 1 - TR e i IR XA 1 B S A P 03 5 I Ak [X SR A it 2% 5l e o 2 R ) 9 A AR A 764
H5 CRP BRI Srs Wil i k(541 EERPR BRI Gy, WP AR — SR RIS PR 5 2o o 3 AU AH
%, I HIH MA@ B 20 SR A A B S TR R IR A OC,  HAX Rl ORI AL BB A v L AE T
R I RR S

6.2. RIESBE K HHEXIFES
J W4 By R 98 RE KT ) AE Wb S 5 BN 72 . CRP AE NG 2R M N EE A, HAKT
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TE S 14 B ZE VSt os St D B A 2 2 vy, ELS e e AR REAE DG, S TN A R S i E KU A — e AN
H[56][57]. MHMATETERS, o MR Sk EMB L. /R S Emf . AR S e
M tbAE, HR b5 TIRBOMN 2 2006 Hh MR 5 bk A i LB e 2 I T, SR RR [a]
FEAK B )it D A R 1) DA R e A AR T IR 398 o 5 25 A DG [58] [59]  FR Gtk i 4 E 54U (Systemic im-
mune inflammatory index, SIT), #&& 7 k4. M MRAIMR A5, ootk m 5 20 n s B
F AN A R &5 5 R 3G AR G, E TR B P AE 1 2 5 T S b T PR 20 i 5 4k R A B L A
EAR T i AR S ik R R LU AR, TR iRl v f E 3 48 5 AECOPD 5 3 18 7E TS FE FR[60]. WERRTE
LA TR FE T 53 EE AR AR N PR R R B I B AR AR B . IR R MR A4t i 2 1Y 5 B )
TCBIHUIRIE U 2 SRR 4 B SO IR G ) 24 AH K [61]. TFERRVERLA A THEE 2 I = S
Fa e W 2 (a1 22 A4k, 5 2 25 10 s o [ 446 R A AR SR I AT S8R 5%, P REXT T — k&
I A PR R L[62].

EA MR 21, IL-6. IL-8. TNF-o S54% Gl 175 SV i = 5 i 1 [63] [64]. SATT, 1Xbrid
VI Z iR e, AE 2P RGBSR I A T BHRIA KT SZ O L RS R SO A Y %
SRR ERW, MUK RS X 7 AECOPD 5 HoAl 2o Wi il R Geal SR IR S o — B BRI 4
FEAR SV R A E, Qi el IL-2 S A KP T i 5 2 AR (AN R 45 e XU A ST A 26
[65]. IETEEHE A 3 (pentraxin 3, PTX3)/&—F5 CRP [RIVE R SMEIASE 1, MR KSPAE St =0 2 3%
mTAREl, HSnE™HEREMEC, 2EEet T CRP, H5 CRP WM& RIMTEZ N AECOPD J7H
BT B A AR —Fh[66]. B ERBENSS 2R RGEME R MBI 8 B, HRZ M K
S5 S E A S R T AR B VT A IEAR DG, RS SE T AN B SN E R AE G, R HE T T
M S3167].

oL A L Th REIRAS DA ED I U HENARET o A1 i Hp PR b e R 5 A e e BR B AR 2
9 (sialic acid-binding Ig-like lectin 9, Siglec-9) M)A -5 St N 25 1A 8 2175 78 b p M RL 4 i i o1 5 4k
WRIEIE 2 . B ™ (1) RGN SORE SOV DA S AR 15 i & R B AH OG[23]. T 4K i HLA-DR. PD-1. CD57
L BB FE R EVNRIAAKE, KRBT SHEINENEE T ARAIHEERE, TR FE
RAFERE FEFR[24]

6.3. MBE ST S LHFESRI

B — AW hR AL AT A DA T e e S o EE S A BE ZE R A R . BRI, BRE 2R
AR TR = b G T K1 W I S L P 7/ (A 7 e G it i RSBy N w23tV = o [ RN g e i )
55 IR R AR DU R I PR A AL O B2 B, ol M 5 PN BB T2 3R AT R 191X 73 BE Ml PR 1R [58]5 2T
TL-10 A0 rb P 41 i B AR 5% I BTz 3R R AL, T2 W 2 in 5300 & O F Sk B 452 05 B s i
fH[68]. #E—DH, FXMESIREWW C RMEH - A&EA - HEARCALLY)#8, B4 7 R4
RIE E IR S RPN =R EIA Y, TR T 2R R . CAWITER, CALLY fE¥iS
COPD KiHFERFENMK[69], H5 COPD B#H &R HR L AMFAEIRLMEM RN, FERHX R
HA — 2 MO E[70]. 2RI, ZIEHHE AECOPD Sk B 1 PHAf A s Tl i, DG St
TRAE T B IFACRERISCEE,  H AT E A AMIEEE BT,  HAR i B PG TR A Rt — PR R

BN ARSI R AR S AT I L (U0 miRNA 3 A BOM N EYIAR SV 32 70T . SR/
A BE AR (5 VAL (A0 CDA45 . CD28)REA RUIX 734k X FRAGENT 2% 5 S B &, ARSI 0
RELZE A1 s 9 P Ak DX SRATE il 8 8 [ 7100 LTS AN ASRIE ) miR-1258 78 SN B -8 i 3Rk T
H 5 v AR 4 5 9 2 RN mh P A T BOB B ST IS T, e s BB X > SN S
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FEA[72]. HETRERARAY:, ARy 5 E 1R % (Sequential Window Acquisition of
All Theoretical Mass Spectra, SWATH), fEILH H &2 745 LBP. ORM2 F1 SERPINA3 7E N [ —4H7E 2
PEINEIA EAREE, Hh SERPINA3 SR AR NSV E IS Wbr S0 71731, SR, X LT
PR B A BRI bR EN), KA 2 R Tl IRRME B, AR RARHE
1 RS s PREGA JZ T AT TR I — R AL PR AR

T SR L 2 43 A UL e A7 i L B AZ 200 L %) S R 2 s il R 2 4 L B A S e W AR S . il
YWHAG. E2F1 Al TDRD9 f{] mRNA FRiE41 4 REfs e B X 70 S0 415 18 1k BE 2 R il 2o 5 4k
ARG 28 [74] [75] ZHFEEMITRE T AKRPIKET A 8IS FER e ma . Hxd. &
JRAHAARYT LA, AT DLSE R AT 1 & - TR AR 2%, RSB ER 1T AR EMA S,
$ot 2% SIS ) B B 0 L P 095 11%) 31 0 B ARG 1T T 33] [76] .

7. REERE

AR, SR Sk EE 18 1 BH 8 A I s A HLAG RO T LA SR R B — g SR AR, 37 e B i
WESGE T AE AL A SRR . B B SORE A R A SRS 5 L S s DA S AR G VA i )
SO R SRR N R RS I AR R R SRR RIE, LI UL NLRP3 9%
DR R M DMAREE SRS R R, 51 EARUPIRES I ERAEZ LS, LRS84 P I o
SRR AR S R B . XL EAErAR, OB L NLRP3 #fI75] Sefe il 15750 ik
P ZE A RS R R AT B A TR ROOT A BUE T I SE I R A

FEEDIBR EWOUL, ABCOPD HF 7T A% GEdR bt i 22 2 A2 bR a6, JF 545 ApL (st
PEMIRER A JORE A TR B OGIER, HESNIR PR AR VEAL R . SR, B S AT TR I AR e I Py . —
TR E, O /MEARRTE . AT SR INE E R Z AL, HISSAR AT —RKIE
JRRAE, ZHhREW S Z KT IEVESSLIGE, EICHE T hr 8 69T H RCT B4, LIRS 45
FAffESE s —RIMmRF TV ShR SRS R KR, B S IR i AN F AR N m M RAE A R, HER=
PRI E, MELEAR S MRS . WU S AT T AT, (E R RS R S I PR
IIPS 2

JEBAR, LN TERANRR: 5, WA, ATiEtE RSB, Xt Bk i
I A MR S HEAT SN UGAIE B E HLAEAN G AR E PRI R B PR e, BIARUROT e
ZHAHARN RS T, EIRRED PN REARIB T, MEERA. MEWA. A, &
R AL RS2 R R 715 B Z R ALERR R, iR SN Se BB AR 5 7 1 I 4%, IR K]
PRI HE R B SR A AE T TAL . 5=, T ANsRELREAT 70 5 I R S B A e At 3, K LA BIE TE A K
BURAL Y RT R T I R R SESCHF I TR, BT R ST 2 An S P 4 A g bR I k) o s e T 55
0 S0, AL RN A e AN SOREIR S AU HARE I, WF 7T )3 1 A M b AE A S AR E I B,
CAFIRS T — X @UEME R R A e, T AEVAREMEIRSHED Y, B4R S0 A [F A B A RE 6 7 I
PRARDE, 52 SEBLAR Ak PR i s S e Sk I SRR HE TR . 2 ARy, el B KITUE, s
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