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Abstract

Programmed death receptor-1 (PD-1) is a key immune checkpoint molecule that negatively regulates
T cell function by binding to its ligands PD-L1/PD-L2, maintaining immune homeostasis. Upregulated
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expression of PD-1 has been observed in patients with COPD, which is associated with disease severity
and the frequency of acute exacerbations. It may be involved in the chronic inflammation and immune
imbalance of COPD by inhibiting T cell function, promoting the release of inflammatory factors, and reg-
ulating the activity of immune cells. Targeting the PD-1/PD-L1 pathway has emerged as a potential ther-
apeutic strategy. This review of the role of PD-1/PD-L1 in the immune regulation of COPD further elab-
orates on the role of PD-1 in the immune function of COPD.
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1. 5|8

18 P [ ZE 4 il 95 (COPD ) A& — ol LA A0/ il YL 53 5 N RFAIE A1 1 R R 2R G i, LR DN N R 5
BHATHEINE RS2 R[] [2], SN EERA L AR E RPRER . B35 18 5 R R ek 5 85 T F 58
2 T RSSO SORE RIS 450 . BRAR I TV I A AR COPD SR, (HHRAEEA R, H

&I R IR ML o5 SO A AN R IR R G AL G SR RN 2 R3], Hog iR
S R G 2 SR A B B 0 R ) B O o IEAESR, FRF AT AK-1 (PD-DIE N R T ST, 16
COPD 4 i1+ (/B & 2 B 67E . PD-1 it 5Lk PD-L1/PD-L2 &54, s T ARThee, 4
FrtnsEfas4], HRHRIES 2 RS 56 5 M om0 & A R R DI 95 [5]. BF9CRE, PD-1 1F
COPD & Hh#ik Fifl, W eSS COPD M1 98 hE Al 4y KA [6]. {HILAE COPD H i HARMLHI G TT
B — DR &R . ACLRIA PD-1 76 COPD Gy i 15 FH IAE AL, R AR iR 7 S S n g g,
4 COPD 5% ¥a 97 B (L8 i) L

2. PD-1 IS IhEE

FE LT 52441 (PD-1, programmed cell death protein 1)/ 5 B (1 R A 5550 T, B T HRERER
XK R (1gSF)F CD28 FE L it . PD-1 JEFf T NG fk 2q37.3, mh—Fi i 288 AL IR A 1115
JEEE . HEHWOREMIAX . BREXAMBAX. X AE AR E A A X (IgV)4iteiE, S5HA
PD-L1 (programmed death-ligand 1)F1 PD-L2 (programmed death-ligand 2)%%5 45 #5% [X i /K M SR R 4
J8, H PD-1 [ 52 7E AR b o J A DX 25 G5 52 A Tt e IR 400 1) 68 3 (ITIME) Rl 2 52 A T B PR e #5: F2 (ITSM)
[7]-[9]. PD-1 5 PD-L1/PD-L2 454 )5, ITIM Al ITSM J:FE i iaqk,, #H 55 iR0s SHP-1 Al SHP-2, HEf
] T 40§32 7R (TCR)M CD28 4 F 15 T il %, b T AMEAIEAL . BETE A BN DIRE[10] [11], 4EHF
TR IR 1 E e RN[8]. FEMR MY, PD-1 IFFEERE S FE T Aok, RICH T 40
IhAEIRIS  HIFEAE 1N B RN 43 T (40 TFN-p. TNF-a) 7 /0 [12], oA R B T A4 k4 1 4 e
SN o

PD-1 FERETIHAH) T 400, B 400, HAARADANMNK F000). SAZ 40 2w SR i, HL
FCA& PD-L1 1 PD-L2 WJJ™ 2 33 T4 5 S 40 M (AR SR A . R ) DA K 22 A E S e A0 A (An b
N, HIRANE)RI[7]. PD-1/PD-L1 {5 5l BBOR BN 2 A5 S K — A, JC R AE MR A
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FERE S, PD-1/PD-L1 18 2% 2 e S e b itk (R OB ML R 2 —, IR 4l ffid it =78 PD-L1 5 T 24
ML PD-1 54, #0i T 4B S B, (kMg e ki [ 13]. PD-1/PD-L1 #i55)(is
TR BR P BT & R BR ST )E L FH W PD-1/PD-L1 il %, K& T 4iieiIfihgishae, 72 FREIT
R AR IR 2T Rk [14]

FAk, TEH BRI F, PD-1/PD-L1 @S 1) Th RE B 5K IA 59 1 fE 5 B0 e P (s 5 ks,
T A BEVE AL, Treg DhRE 20, DL K 9 i PRl 1 ARS8 1) 5028, e 26 51 R O I S 1S s F B A 23443 [ 15 ]
HATHE 7 K3, PD-1/PD-L1 EHE S RE 5 1 BBEIRp . RIETEM . 2L . BN A1 KB PR DG T
R F[16]. Curnock 25 AJF R T HEIH PD-1 1) M Huid i BL, 8 7E H 5 E 5 %R R T 2k
R TS 98 B A PR s /N RO RO S, R IS PD-1 JEEK nT ) T 40t FE g1k . hSisshilfe
B & G B B G 2, BB v b AR AR, B R A (171

3. COPD 7F7E PD-1 XM RERIER M

COPD 85 # A\ N2 L R 4N AR A CDS+ T 4 A i 8 5 0 JOREME B[ 18] K H ) 38 IR 2% (i
JHAN S5 94 51K T S5 RGO, 3 50502 200 B () 50 4 6 R v P 240 i) £ AT R 0 R SR 4
PRI 2 b JE A T A AR R - R A IR T, dE— 2B TR R SORE N3] KB A S B
B, B EEREIN MY B DA R T REEAT I R B, B s B B ARV R TIS

TEMS M2 87 T I % (CS) 15 T 1) COPD #EAUHH 5T o, Ritzmann 55 A\[19]f0HF 527, PD-1 B/
RIEKIARETHMNMEZAEE, ST EAME RIS, RAEGN RIS R EmE . RS
T8 EE SR BE B B O . B2 T PD-1 I D] T 4RI B e AR RR e ARAS, X COPD JiZH 2 E
HRVER . 5KASEE N[20738 i 00 5 <GB LPS M% COPD #7Y, & Bl COPD #R4/N R AT PD-
1 BT, 4 T AR A KR T 2 (KGF-2)J5, WK PD-1 L@, Jhis CD4+T il 2 CD8+ T 4fJifl
(LR, el Al A i, I A5 AL e MR O, AOE T (W0 IL-6. TNF-a) /KPP, $278 PD-1 Fhm&
COPD e 4l s BRHILI 2 — o

COPD 1) 502 5% YA 4 5l RN G 28 S IR RTIE B VE S e i o I S R M S e At B (0 45 E R 4t .
PERLANND . FRAZAHM . B TOIRGEM . AE K SHARAN B SR RAG A0, 3 R 1 Sy 4 i 32 B M IS 40 . COPD
1) G5 2R R R IR e S A O D R R U . SRE S R TSR AT LA R S i 52 (A IR [21]. € COPD &
AEAPEINE ] COPD B AFEA R S 1, B € ] COPD B8 5 1ak I 1 e 2 5oL P vk B2 4 e L 3] 4 5
mTERN, S MEREG T, BEARAREER I, (AR s, AR 2 HR[22].
AECOPD AMH CD4+ T 40 CD8+ T 4 i3 8A 34 hn[23], RIS 3L CD4+ T/CD8+ T 4 f L] 5
M2, FHOERVE RIS RGBS, MBI IIREREL. M7E COPD KK IR, ik
WIRZAFAE (23 COPD ke . AHtFtRY], AT GOLD 1 &3, GOLD 3 2t COPD H£# K
B ) S SR, AR A S R I S A 9B (TL-6 TNF-a. CRP 7K T3 35 71 0) . AL RSN il (8-
BIRRZIG NN SR AE R G ThRE R AL(E W4 M A v RE 70 R % AR MR 4E i B AR OIS 2 . T 4100
FEUE S Treg Jofir), LA B oy ARG JXURS: (4 B8 R73 B I s B SR MEIE I), ATTTTZ A 0 - 8GRI - f
P - G BRI [24]-[28]

RS K AL S5 NAE AECOPD 5 et FRZH 1) 40 I T ZliffdHh PD-1/PD-L1 B 2 7 W 7 b R
B, PD-1 {fm#IE MY 5 COPD JR 3 T i E A 38 i S5t 25 A0 OC , FERak /K P38 5 0 22 1 98 R i3 A7 (CRP,
IL-6) R IEAHSG,  Ho a8 2 (1 F A B 26 AT SE 22 W] S T 59 29] [30]. PD-1 ) Rkl seidid T 24
MuThfe ki, B &R RS B RIEREZ 5SS COPD M HRE R, FE Rk HEE %

DOI: 10.12677/acm.2026.162566 1735 I IR 2= =23t e


https://doi.org/10.12677/acm.2026.162566

i

W

&

BEAEIB[31]. 10 PD-1 413 H T A MUFESR W] e T BUI AR BATE R AE S N B, WRIGE RO XS N, [
IR St — N E COPD Y RAE SR MM G N A . (RItk, %F PD-1 WIBFSE, ABIT#75 COPD
GBS HINLE], SATF R AT X G B R 1T AR 6 )T SIS Rl i

4.PD-1 5 COPD R&EHRELEHIFENMAR

COPD 4 5 ELIE S Z M s i, JUHE T 40, PD-1 76 COPD [F) %z i~y b k4% BB B4
I CD4+ T A1 CD8+ T 400 1 Th B FN-F- 467

4.1.PD-1 5 CD4+ T 4iB7#E COPD A RYFRIKHFAE

£ COPD 3% /1, PD-1 [fIim ik 7 CD4+ T 4 A () 358 FE AN 40 B [K 1 43 » M1 55 oS 2 1 5 Thie
Zheng SE ALK, 7E PD-1 {5 5 BMBUSELL T, T 40M0 0040008 s 7E G1 1, JoikikN S
AT DNA G, MTHIH| H G55 [32]. Kalathil 5 N PWFFE K, COPD &35 40 Ifil PD-1+ CD4+ T 4l
) TEN-y 43 WA BE 78 fd FE Xt IR ek 2 49 60% [33], Xue 25 AN7E COPD HE R, AERFEEKAE N, PD-1(H)
25 G TNF-a 508/ (610 43 WA/ CD4+ T 41 RLAERAG, DG $% PD-1 AT fERLI CD4+ T
21 0 P B % D) e

CD4+ T 4H <> 734628 Th1.Th2. Th17 i Treg 55 A [F] 4 B P T 248 B SV 4 >R B 1 909% [ %[ 3] Th1/Th2.
Th17/Treg 7] LA IR GE THREDT 4 AIHN K I V45 . Barnes Al Zheng 25 AWF 5 K I, PD-1 HIRH £ESS
FL CD4+ T 41 TEAE LU 17, PD-1 (s Rk &0 Thl 1A AS RIS, 4% IFN-y F1 TNF-a )45
W, SE Th1/Th2 L RM, 17 Th2 WFs, (st 1L-4. IL-5 F1 IL-13 %5 Th2 R4 7 IR G InJRl
COPD 3 108 25 MV [21] [32]. Asano & NS K IL, PD-1 J3:% RIA T e Treg 4HMELIRE, 12
HE Th17 QPG A NGB, 358 JORE N, 51 R Th17/Treg 47, HE—H N COPD 181 4 RE[34]. L
FRBEULET, PD-1 (5% RIEE IR CD4+ T 40 FF 101, MITInEl COPD 3 < g 18 4
i R G 28 R AT o
4.2. PD-1 5 CD8+ T 4HRE%E COPD HRIFRIEFFE

CDS8+ T 40 B ML T REE IS 70 94 77 FL R ABURI G B BLRE AR e b Sz 40, =) INF 436 TFN-yp A1 TNF-
o, WOEEWANM, (R SR E E EE(MMPs) IR, FEUMH 2R FIRSE[35]. CD4+ T 4iffdz
ZHUSERIBEUG BE WK & IL-2 HmERIA IL-2R, #44HKH PD-1 BHIHIEH s M CD8+ T 4 7 s/ &
IL-2 #1/=4: K& IFN-y, #%'F PD-L1 L], KM 552 PD-1 @EHIHI[36]. BT CD8+ T 4iiffl/& COPD
M EZRNANA, FTLA, PD-1 TEEXT COPD [ 5aE J f =AE BOR B4R

Mark % N1ESE, COPD A 5inl 55 CD8+ T 4B VA & sl 4> 735 KI&, 4% PD-1. TIM-3 I
LAG-3 [18], W7t %M, COPD H#E AN CD8+ T 41fl, miRiAM PD-1 ek 7 HkeE KA K, R
4 i 2 1 ) B ARG [35] o 4 M 7 1 Ty R 1) AR T 5 5007 B s JE Ak FTUER S IR B 0 T B, AT I COPD £
IR S TR 4 R S o = A XU o (BRI RE J2, PD-1 it 34 PISK-Akt Al Ras-MEK/ERK i@ %, 4:ifi
BELIST CD8+ T 4 i i) 34 AN D, H CD28 LIS 5 JoyZadfi ik — i s vi[36], DRI AS i i %
Gt HME LA T VT Al T Ik EL 4 ) 4% D RRAR S

4.3. PD-1 5 CD4+ T/CD8+ T ik B 4AfaZE COPD Y5

MFRFEH, COPD BEMFAAEEN T MW EE M, RIN CD4+ T 40 E /b1 CD8+ T 4y
HEtm, 53 CD4+/CD8+ L E 55 g BT HE 2H B 2 PR MK [18]. Xiong Z8 AFI—I{EE COPD 3 WAL
TR, PD-1 %A 5 CD4+/CD8+ AR PR &2 A 9%, #1278 PD-1 A fEil it 4% T 40 W7 # 2= 5 COPD
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PRI Y S BT FE[37] . Biton 5 A[38]AEA I COPD /N M it (NSCLC) £ 3 1 — Tl PR
WEFER ORI, BiEIRIE CD8+ T 4HJid PD-1 ik 2.3 5 T-Jc COPD ) NSCLC &% . PD-1 ik 540 I
CD4+/CD8+AE 2 Fi A% (r=—0.35,P = 0.01), $2E/~ COPD {18 P 4REIEL PD-1 @B T 408 Thag
FEh o (B 19 IR 2 , CDA+/CD8+HUAE FEAIK T4k 22 IR 0 A 32 5L COPD 2 Iin =5 A S 56 PR 32 [39 [40]
WA I CD4+/CD8+LLAE AT PD-1 13614 /K- 1] Ge A Bl T-PFAili COPD 35 IR s 7™ B AR BE AN il

4.4. PD-1 M EREARRR. PR EIZ(ER

5 20 0 MR A L 12 COPD 48 i S . HP 1) S BEE RASL T L, PD-1 7E 5 Wk 40 Ff AR e B H 1 4 240
Ji 717548 P (NETs) T et F v i 45 B ) TR P A A

B ARy COPD #EAE S S H I AZ O S e A0, HLARAGAIRZS (M1 BLER M2 BY) B e A6 RORE RN
[R5 B 5 RPNt (A] . M1 2 BN B A SR ZU IR RAEHT, AR 88 KRS IL-6+ TNF-a #1 IL-18 55 R 0E
I, AT S0 2808 s 177 M2 Y S g i 2 45 bt R A ZUE T hfE[41]. Antonangeli %8 AT 2022 4F
EAH SR FUH BA4E H, PD-1 5 PD-L1 456G )5, BU& SHP-2 BEEREEHIH] IKKS BRI, BHET NF-«B #%
A, MR IRFS FME 2 K F(TNF-a/IL-6)3R %, A LA/ M1 B E W futlik[42]. Zhang 25 NAE—
TG 57 A M 2% A 855 IR JE (& nT A 1) PD-L1 (sPD-L1)RIARSMIF 7E R R B, sPD-L1 it 45 & B vE4H i 2R 1
PD-1, % STAT3/PPARy i, LiRPTAAREMI(CD206, IL-10, TGF-8), {2k M2 Hfk[43], #EMiA L
FOHISIE RAE . $on M1 RIS R M2 SR AL 3o, 3 B0 BLTE COPD Hh 1) 98 REAE F I8 -

R 2 BE B NETs 25 20E IS 5 H 240 151 #2 . NETs /2 B H R 40 BB T8O — Fi DNA
WRGEF, #F COPD BRI, FF i g0 5 AL A NETs FOTE B0 2480, 35 156 75 fiti 21 2w g sk 2
P RS I 4 B T B S /K SR T s X A R I R, 5 B S (T . Fang 55 ATE 2022 4R
e R, PD-1 15 S i@ B ] LA NETs BITE R, AT RS E B R/ S IM 23451405 [44]. KL, PD-
1 7E COPD W4 P R FES — € IR, A5 5 30 B8 RO BP0 ) v PR A 5 1
Ji 2 23454 B A

4.5. PD-1/PD-L1 &£ COPD & f&E# &by 8 214

COPD A48 S N BAT XU e, BE AT (et 5008, Wrl A A1 [45]. WHFERHI, PD-1 ff
NEBER AT R, HAE R, BEREME BT 1L S R G0l B GG A s, Sn]
DAV IE 9 1) S e B A Th e, 5 B0 R 3 N[ 7] I PRI FE KL, COPD &35 PD-1 ik LTl A2
WA IUIAT SRR DRy PR S B, ) T 4 AR 3 3 A e it 2L 2R ) 45 0 AN A< S 2 461 4R
1M, PD-1 [RS8 RIE ] BEFT R S B T4, S BUR AT ERAEJ1 TR [47]. IR S Be e 25 m 3l i (14 57
Wi, T REIE R I S BRI B, ST FH YR AT BR AL LB R (48] EBHw S i, #LF AT PD-
1/PD-L1 JEE W e COPD SefeinyT fHT kg, (H EEHICIR MISTERE, DT e i 5 2R
IR 2R [48]. X — KN COPD Hllm ARG YT H 4t 1B B 78 07 1)«

5. PD-1 £ COPD RSB EETT B

ITAER, PD-1 I FAILE R VAR T o HAS 2 3 B, HAE COPD YRYT s ) 2 3000 . (HIHAE
COPD H1¥I R FF 4 &R 85 PD-1 RS HEIE$E . COPD 3% PD-1 g G B R 2 R
FaE Ml 2ORE R AR E, KM MRS S T 4ikts, HEWRAHM . A SR 40H PD-L1 &35 N,
SECEBINAEA R[49], MRS IE SO St ThEE T % . Ritzmann 28 AESE, SRR PD-1 fiil 5 w]
Wik T 4HMOAEY, WKEPLRPUREEIIRE, AT % R iR ph 3R mk [ 19].
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PD-1 Bl M o) 188 ot B MG Bl % 2R LR A, JCHOEH T mE R, &£ 4 COPD. Uit
H B G et FE R AL, L3 PD-1 P Fh ey, G ERAREE RS AT Toi i) = R E . Helou 5%
NKRIL, PD-1 #shal ] 2 B RIRMR A i1k, IS8 = NP [50]; Galvan Morales 5 AGIESE
TE I Y G % A M AR G B AR (kA 7 R AR ) M R B0 2 UL 5 1] RS T S M IR e =
BB IE KA, REAEIRTT SR AL 22 A K

6. PD-1 155577 3 B8R 14 it o o O T 7 IXLRR:

RN, PD-1 I FICOEH T 200 £ S AR E ) COPD, fEAMEINER, JRJF: SR EFH h K
W 25 T o MO R AR G AFAE PD-1 G I BEWOE 2 G B 21 L, SR ARy S P e e e 2 0 e S s it
SRR, R GIEAHME N 2 (IRP) A R 4F. Sl shgetnt, IRP RAFEm, HEHENR, HS
5 COPD AN E(AECOPD)IRVE, IXWENHE T McKendry 25 N ROHEMI[49], R AR R FH 1 3= B0 .

IRP 7 PD-1 il FIVGETT IR AR 2%~10%, & HEERIITHE# - 2 15%00 F, B E S N T 40
JfL S IR 51 R o IR R IR % AT PE NP R X, EORE RT3k g 9 ARDS, SET-3RIA 10%~20% . %f COPD
#B#, IRP SINEMThAE AR5, HA “IRP-IKY-AECOPD” 7H¥F, HIBfHGIT by, WL aT I3k
#i[52]. IRP 55 AECOPD SER B B(HSYT IR M R, ] A="7 T %50]: © #H 5K P AECOPD £ %
Pk R INE s IRP ZAEHZJG 2~12 AR, GREGGHI . dRilE. @ #2144%: AECOPD LA
ARG BB NE; IRP BRI RIS BB R . SRS RS, G L= HIRIT:
AECOPD EGtr &I, HUBGYRTT 3~7 R IRP RGAREMIER, FARAFEBEIRIT, 2~4 A
GEfR. PR IRP RS, FTESAMBEE AR WBITRIVPATITD 68 & R RAS, HEE R 25 N B
BIT R E D IR 558 2, R LR A . BELL IRP TR s S AU M. B Bk
R, REHESE T AECOPD. %5 IRP 1] 85 FH 25 M, wp 55 B 5 Je T4 T iR, b I BC & S e 4 551,
R IRIE SR KR YT, 0 IRP 5 &5 COPD A:fbmEH.

Zx b, PD-1 #ARIT % L2 454 COPD RALFIWHEFORAS: 200 3 3RS JA L@ B Dh e A 2
FROE, ECRADHIFR; MR A, B A DS B B S N RHIE, B A IR A
FITEARE R R B ) IRP ARG, A5 S ARG 5, PRR L2 N
7. RESRE

HATHE 7L 8 € PD-1 ££ COPD S i 15 Al 58 i g B () B ZEAEH . ddid %) PD-1 7£ COPD &1
CD4+ T kT4 CD8+ T bk L2 i A0 I Al 18 4 b v f) 2 I R A1 B L AE S s SR A 2 IR) R HE 1R R 7
], FTXERREAE, R ¥R PD-1 {5 S EKAE COPD Fu sAE IR g Ry T B . H
PD-1 7E COPD W[ AN E V2 K iz kb, FEaEIE T i — B IR1T PD-1 15 5@ ES7E COPD #%E H I 1E
FAMLE, JEH RS SN T2 BAEF « EIRRIT TS, PD-1/PD-L1 fEAN IR R B L K
ANF] COPD 73 A b R 3 AR F 2 B ARAE 28 7 W B — 2D T, FRI0IE AR ARG COPD 41 il Sy 2k
A= Phs B ATATE . COPD IS R B AR 1, UHTX s S R RIFATE2TER, PD-1 1A%
PR A SRR, TR AR COPD 42 SLRlANSE A 7 Bt — s 4% A .

& H

P9 T RHE R 0T H (24YXYJ0056): 74 %17 TA: i HEZs B3 2 7 4F3% 5 1 H (2023qn10).
Flgs e

B Ve 5 75 B AAZELE R 28 e
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