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Abstract

Chronic Obstructive Pulmonary Disease (COPD) ranks as the third leading cause of death globally,
and traditional treatment models have struggled to fully meet the clinical needs of all patients. In
recent years, precision therapy guided by biomarkers of inflammation-based phenotypes has
brought new solutions to the treatment of COPD. This article systematically reviews the current ap-
plication of biologics in the treatment of COPD, focusing on analyzing the translational pathway
from molecular phenotyping to clinical practice. Targeted therapy for type 2 inflammation guided
by eosinophils has achieved significant breakthroughs, with duraprilumab and mepolizumab being
approved by regulatory authorities, marking the official entry of COPD treatment into the “biologi-
cal era”. Currently, biomarkers for non-type 2 inflammation exhibit certain limitations, and issues
such as biomarker optimization and safety urgently need to be addressed. Therefore, this article
reviews the breakthroughs and challenges in the treatment of COPD with biologics, from “precise
phenotyping” to “clinical practice”, providing a reference for biomarkers and treatment of this dis-
ease.
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1. 51§

15 1 B ZE 14 it 595 (COPD ) A — it AR S it 32 BR A RFAIE BRI MRS s, A2 IR AN 58 4]
W H R AT RE . 8RR TR T 2024 4R WoR, 423k COPD B NECA 5.9 14, 3TN
Ktk 300 17, ARAEREE = RBURMEERZ —[1]. E3RE, 40 % R UL EABEERZRIE 13.7%, H3E 0 A5
29 112, FET B AEREAN 30% LA b, SRR TR AR I 2] WO SO 5K S RN MR
B R SR R TT RO, HIERA A BB A N D REHrE N 4 S A i &
Z IR R3] KHILIK, COPD WIVAYT SHBEEAE “— JJV1” B, RASE SOREM L 1) 235 35 R A b AL
S Y KB R 7 R . COPD SERR I A& — 413k 55 2 Bl 48 i P 2 (endotypes) 1 5 R T 27 B iE[4] . KR
E SRR, COPD ] 40 NIERRRLAN M PE(T2-high). A PERI 40 (T2-1ow) S SE4H M 1 25 2 Fil py 724
[5]o #0057 EHIE BRI B R FEIKAN, AR BRI BUR: 05 s PRI B I R U B
RGBT TR XA AN, B RIT IR B AR AR . 2024 £ 7 H, FEERICHRHT
(Dupilumab)#k BRI 24 585 3R (EMA)LHE ] T COPD 1897, BUNIZUS AR AN Ft A= H17); 2024
F1H, BRI EERNMPA) IE XA RS FDIC R T BA 2 B RAER R HE COPD ik
NS, X E AR COPD A:4pilF]. BiJG, 3&E 25 B R(FDA) T 2025 £ 5 A
LT 55 1A R 2R B (Mepolizumab) F TRE BRI 4TI E COPD HI4EFRRIATT . 2025 4F 12 H, FEIAFIER PR
NMPA bk, & H B o5 g B ki 40 i 1 50(BEC) > 150 4ifi/ul () 2RI EE . AL BERS
FER AP F4E COPD RYT FR R IR, SEEE A7 B RIS RS AL AR . HFER N BT M i T s
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FIBbER SR KRBT, NIRRT 255 .
2. ESBEIEISIES: NFREINBAIANER
2.1. REBHS

18 BEL S BT PR AR RS HE 7 B AR AR AT B2, IR RTY . WAL S WIRITRAERIZ G R, 2R & B
NI B BLA 6], FE AR, MiThEE. MR, QRN EER AR Il R ) 7 VT, B, MRS
BRI, MR, RSN E R R - 12 HAT E B (ACO)R Y . R E M 5, (HT0iE
FRPIRAFINLE . FE TR IThaE. R, SR B RS Im R R AER] 7 FOE 2, 4. 81
BRFI AR SN R By - 1SR E S (ACO)RM . RME M 5%, HE%E
ARPIRA ORI 7] TR WL S5iR7 3R BN OCHIAE Y sin R Ta AR, REHE N 525
Miko Il Eos. FeNO. IgE &% 2 M SR WIAR S 40K A2 A8 BRI O T0Us LA IR T 75 SR FRAETT TH K
HEHEZMEH .

2.2.2 BIRERABRIEKIRF

2 BUGAE AL |7 COPD AWl FA YT A% O FE AL, & LA Th2 ZHA. MERRRLANAE . AR K 4N
S IL-4. IL-5. 1L-13 55 2 BYZ0 SR DR 73 WA 38 DA RAAE () 2 RE R e ik 251A 0 COPD = %272 Hh Pt A 44t Jfa
RAE, HITFEFRRER, 29 30%8%5E H COPD B 17.4%K) S LN H HI(AECOPD) & 3F f74E 2 B %
FEWOE8]. MLFERR KA H(EOS) 2 2 BUAME A A H . e Rl ) A= obs 54, 5 COPD IR
RURIHUE VIS BRIl BOS 4k, PP — A E(FeNO). SRMEBAI AN EL 1L I is -5 6 2 1 <t v]
TOPf 2 B SE, (HIM EOS FAGMIMERE . pRAMG. ERML, BONIRKES H LR ED[9].

3. £ AR — S o XRIERREBEEE LR 1)
3.1. IL-4/13 jE3§

B MR B — b e N TR B B, ISR IL-4 24K o WIE(L-4Ra), [FIRFBEET IL-4 AT IL-
13 W26 2 B RS Sl . BES ST S IR AR HE LAV, S 5B S W RIE R RN
PERITE . 2024 4 7 H 3k EMA #itiE, SoASERE AT COPD a7 IAEYHIF; 2024 4 11 H 3K NMPA
fee, HTHEA 2 ROENFEREE COPD AL 2025 4F 12 A3k FDA #tifk, 1ENEAERET
S

3.2.IL-5 B

L-5 2R R /AL TS R SCHEA  1,  #E 1R TL-5 B A2 AR n] B B i i A 4L 24
R ER R A M T4, H ATEEXT COPD JF A IL-5/IL-5R $E 52593 B4 =3k RIARBREHUPT IL-5).
AFi B ER HUHT IL-5Ra) MG M ER BHUIT IL-5)0 FIAMERRHTR — P NI R IE B LA, TRy 5 45
& IL-5 AT, BT S vE R AN AR IL-5 ARMEE &, AT g o 40 i a0 58 . A Ao
o SR FIC RGT AE R P AN, SRR BR S E S A T g R A A 5

3.3. ERERIER

AR 2 (Alarmins) 2 R 41 BEAE 353475 BN IR A TSRO B4R F-, B 4E 1L-33. TSLP 45, nJfH
W4 25 AT (R A 40 2 ZOANEE 2 RSORE, BB 2 RIPT R /1. Tezepelumab (T TSLP)HI COPD i&
WETEARF FCIELEHEAT R, 008 v R o
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3.4. 3E 2 BISKTE

2115 COPD # 50% AL s PR R P SORE H BTk Z A3 L7 T TNF-a 258 e A
P, HASPYEAE COPD FIR FUR MG AN 1 G XS o T TL-14 254 0K AR EFTH R ST R
REFRMCSVEINE 2, 487 IL-1 38K T e AN 2 i PRI M 1 2RE IO RZ D IR R . 90 IL-17 259 [RIRER e
IREITUT 2, HAR oy B B BRI A R 10]. IR 45 SR8 7 h PR A0 M S0 1) 52 S ki
T PRI AL R e 2 A5 T, BB R BT AT RS AL DA SORE IR N . B,
VERLZRREAE A B A SRR A, X B ) P R R e A

Table 1. Summary of clinical trial evidence for biologics in COPD

= 1. 2R EIFIERR RS %

B RELY TN
IL-4/13 JEE RGBT Eos >300/uL, REAESHZEINE
IL-5 AP BR T Eos > 300/uL
IL-5R A B ) B BT Eos > 300/uL 41
IL-33 Itepekimab BT AT
TSLP Tezepelumab
TNF-a/IL-18/IL-17 EZL

4. I 2 Iis PR RO 22R8
4.1. BEEXMBEYNIGKRE B S

BUE 2026 45 3 H, FEMFAIJC RPUASE AR BR B TR ME 3RS R IR E NG LIHE A T COPD 1897 I
AR, PR R R S 3 AR AE — E 22 o FEEAJE P& A T I EOS >300 AN/uL HEEAE — =2
U S INE B> REE S INE R, e RN =BGy T A BN . 22 RERC> S,
NS T RE, T ELE 2 B SOE R A BT AR . SRR B PUE H T I EOS >300 N/l HARE
SAPEINER) COPD B, %A TSI ESR, XHhohfe S E A AR 11].

4.2. IRFRRIREREE

(1) VAL SN EE RS AT RE R o PRI 1) BEAE —4F A 2N O, Al A& I EOS 4.

(2) R4 EOS /KP4 2. il EOS <150 AL, MRAMAMANIGTT; 2 11 EOS 150~300 ~/uL, W%
FEANA ICS BTG AEPHIH): 2 1 EOS > 300 /NuL HAF &I A indEante, & &AEMHIHNaIT .

() WIS, SRE VMG BRI AiDiRe N R, A BRI R FEVL, 058RS RIC S
FAOTE VIR, JBSRTESZ, HREERFEREPL. FRFRHRESIEER . B S RIE.

4) BT S PP SRS AEMRIFNEIT G, & 3~6 N AVHESE I ESR . MiThEE. AR E LT
fEfEbR. HIRIT 6 MHELH R, FE S A s TR

5. Lk SRRRE
5.1. YRS MRRK

JRE I BOS B NTES COPD AEWHIIG ST HIAZ-LAEYIAREY), HEAA —ERIRME. 1 BOS /K
AR BB AN, BRI A EYUIRES SV B SR A A 2 AR, ORI E B
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PEAEE . FI I EOS Mo 42 5 SOREIRAS, 5/70E R ARORE AR SV IR AR 58 4 — 2, #70 J Ifl EOS
IEHAHIK BOS Ths, AIRERE RIGITHLZ

RRAEVREDRACTT RS (1) ZAREMREHNE: 45510 EOS. FeNO. [Mif & IgE. 214
HRAERNS, WEE SRS, &Mt Q) shASMRN: @rii EOS SR, Rl “ Rkt
w EOS” 5 “Weahthey EOS” i, A& W ReMEMHIFNa hik s B (3) MilhrEVHRZ: W
SR MEE AL . EARAA R EY . MR E BRI, W RERAERZRIIILHIE R .

5.2. 3E 2 BYRGERIRTTER

4k 2 BUGE 5 COPD &35 50%LA b, {H 2 Ak = A AR W70, 102 21 FiORG 1 125 7 T I 1) e R b i
rh PR B 1 28 S A IREI LA B 4%, B )% IL-1. TNF-a. IL-8. CXCR2 Z5Z 4iM M, FA— 40 S BEWTAS 2
DAFEE ) SORE LRI N, o AR FTT7 A1 T REALHE: (1) LR ICA SNSRI BT IL-1 A1 TNF-o 38 8% 1)
BURE ARG, BRI S AN A BRI s (2) B A AR R b PRI L A 41 B B (NE Ts)
NLRP3 ZAE/MA. EREAIMINAGSS: (3) RGBT RN . it & AR - Pris Al ks, Ao
P BRLR T RE R AG 55 o

53. KAREMSHYMEFF

HAT, sl 2 e B AR Bg b, RIHm] 2 B IO T Re s hnar A4 gk JEEeb v i
T8 B S VR AR, (AR R AR AL E S . BRI S B 5T, ARIRIT A 10~15 75
TENRM, A GRN LG o AT 5 foc B A R0k R FH 24 U AR AL, I A T N Y 222 )

5.4. KFKFME

RARFLREVIRT WAL IlRER . B, B IR SCRFSE T I A, B A5 A e
Blo JFRRRIF . WANTRED RS, B R MR E R

6. &t

FEEYIRR SIS, SN EOS sl L E G0 RGMWHFLIEZ IR . 1T EOS 1)
I PR AT AT VE C3REE A B0 AE, A AR N SV il iH 2295 (ABPA)IR YT, i & 6 Ja ks i & IgE /KF,
454 EOS TH, WA RPFERTT RSIIFIUE A . SR, EOS K5 % WERiG)T . BPSERER T, &
FESLAEAC IR AR LR R 22 . REW R RGTH, OF ZMIBAREGER M. B, At
TR, BEIRCHEE R FLIR N B (LDH) & FLER AT 0 R 40, IG5 38R A S o ) BRI 512 W
PERE, VP> =5 MAFRIEIE 97.8%. BEAL, BEXSPER TG 16 (aGVHD) ) MAGIC iR, 45 &l R
SR S AYIBREYI(ST2 M REG3a), BEfRm 1K 2 HER . XL Rt 2 o0 IeiE, R T
R A ASE P VS 3 7 7T

SE
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