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Abstract

Approximately 20%~40% of patients with chronic obstructive pulmonary disease (COPD) exhibit
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type 2 inflammation characterized by elevated eosinophil counts. Despite receiving triple inhaled
maintenance therapy, these patients often suffer from recurrent acute exacerbations and progres-
sive lung function decline. In recent years, biologics targeting specific inflammatory pathways—
such as IL-5/IL-5Rq, IL-4Rq, IL-33/ST2, and TSLP—have offered a direction for precision therapy in
COPD. This article aims to review the research progress on biologic agents targeting type 2 inflam-
mation in COPD, with the goal of assisting clinicians in achieving more precise and individualized
management of the disease.
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1. 5|

18 4: [EL & % fili 57 (Chronic Obstructive Pulmonary Disease, COPD) & —Ffi 5 i 1t i i s, o3 3
SR NRREENE . BEAT IR AN AR AZ R, I PRAEIR 2 B ik . WP R AESE (1] BRI AR
M 4L, NAEEREE = KIEH; FRE 40 & KL E BB N 13.7%, EE ol 114[2] [3]. BETElg
{24 B 2 4 it 2 in 2 4 (Acute Exacerbation of Chronic Obstructive Pulmonary Disease, AECOPD) 4 i
EUR PR S I EE . AT AREBE N . TR AN el B R, A RE A R RO RS A I ACIE
R, T H AECOPD wJ 338 2 il Dh et — A8 Ak, s Be st T Z 4] BAR DU R0 i RN &
) 1 B RE R COPD Huds & WE) RAERTY, {HE AAM A L RE TR VERL A0 ML (EOS) TH s N A1 2 Y SRAEL) 5
COPD #3511 20%~40%, #5453 g I RN IE EOS %, ZWA SRR T RS . i
UMD RN RN B AU RE G, T 7E BEAE A S 0 2 58 HLif EOS e I N, SxX i G IR BE Sy B [4]-[ 7] -
AR ) 0 1] o MR AR B SO D K 1 Y SORE MR B % D) . 7E GOLD 2026 & 48t 7ERE T 2454
EHAXTEH LABA + LAMA + ICS =BT 75 th B 2 4 i 3 HLIfL EOS > 300 AM/uL &, W%
FETNF B R JG BB B S8 VA R ER B[ 1], IX bR E S COPD B AN F HAREUM Th RS 02, s iR Bl vl ih
TR A HE B, 4552 1L EOS T 2 U SR [4] o A SCLEIRIT A5 AE M FRIRE 71697 2 7Y 48 0 18 1k B
FEVERBOR R T HE R, ARG IRIRTT 5 R 2R TR it 2% .

2. 2 RIZEHEEE COPD FhyfRIBH&I

2 B G DL 2 TG IR FORRFIE I JORE, 046 2 BB T 40 (Th2 4afa). 2 ZY[E A bk e 4
MI(ILC2s) b R P 2edie 2 A 2 RUAHAR I . 1 FERR A 1 2 B9 E R R I I EOS 14 £ F/EX IgE F+
w1, AT LR 2 B JRELE NG . COPD. Jeb AUk S 58 o e 50 S /=038 il ot 250 S5 P I A P 0 R AR
L8] AMHMHZS « 25 Gl o B S A0 < B, BRIV E (1L-25. 1L-33 Al TSLP)
[911E N 2 RLSRER) “ LR BhR 7 WOl R e g, AT 0 i Ak 2 LG kA0 B (ILC2) A 2 11
PR A R N Th2 A O I3 R S8 OB, I HAr W K& 1 1L-4+ 1L-5 T 1L-13 S5A% 0 %80 4 ffd PR
[41[8][10]. Hr, 1L-5 7EREERM: K20 B A A7 3G RGP R A% O AE R s 1L-4 2313 Th2 41704k It
%S B M E 19 IL-13 (REARIRGE M A AR = e, S IL-4 SRR I S RO b
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AT A1 F i 0 g TR M s 40 P 1) A TE I RS [11]-[13] o Lk 40 R IR 7 34 (R SR sh g TR e bor 40 P 2L 20IR 9« 6 vy
b RO OB SN S TE B, T e B AR S o XU 3 0 A i o e B R RS DDA Ok
[10] [11].

3. 2 BISSHELE COPD A YIkRE

COPD 1 2 B 8 RE HI A= Wb 4 AL F5 i mE BR MR 41 B 11 2(BEC) . I HVR — AL & (FeNO). i T
PRVERRVERI AN T 2. R IgE ¥R 1M 2% DA K I B FAR %S ot BEC R FeNO f7/EsRHUEHE. £
MEABAR . AE T BV GRS, BT IR F 9 5hr E4[8] [14] [15]. GOLD 2026 5, &=
SR BEC %5 5 3% BEGe . 25W5 520, {HJ& BEC > 300 cells/uL AR5 ICS 3825 M ARE, At H AjiEdE
AR UIEFE A BEC BTN A A K 2 I XS [1] [16]. A EE FH LRI H FeNO > 20 ppb AlfEA
COPD ' 2 B J&GE I E I 546 45[8], 5 BEC WA FHHEAE[4]. B PR AR ERRES
FE, (BRERIER A 5 MRG0, IR & 32 BR8] [17]. ASKH i TR 2 H 2= (R s 4.
SR 2R B KA WU 4 BT BRGS0 X A PR A i 5 g R T 3R 20, SR HE A B [17] . DRI,
TS TR 2 B 58 RE ) A= Pobm E 46T COPD A 2 X B Z = .

4.2 BIZHEEE COPD HEY¥R[E 24549
4.1. $8[5 IL-5/IL-5Ra BYEIHIF: Mepolizumab, Benralizumab

Mepolizumab J&—Fi#E [ 1IL-5 FIAJELL 1gGL B rElEHLIAR, @I 1L-5 456 BH W 3 5 mg e PR k4 i
K -5 ARG AV EAE, MH0E] 1L-5 A=Ppidt, FEARPE R R GH AR O 2 0E . STk, 2 Tl
HABERLX AR 6 Y445 7 mepolizumab 78 B35 LABA + LAMA + ICS =W NG IT 1548 /1 2k
(=2 P RG> YCE ) ) COPD &35 17 2. METREX A 5T H(n = 836) 7, fEINL EOS Ft&ilk
AN I EOS > 150 4~/uL 803t 2 1 4E N I EOS > 300 N/uL)H, 100 mg & A F| Bk B0 76 vg e M b 41
Mi A COPD A w]ff v/ & SbE 88 R AR 264K 18% (RR 0.82, 95% CI 0.68~0.98) [18] [19], Tfi
METREO B 47 i) & B4 5 Rk B G 27 3B M [18] . 2025 FE R E T CHroctk 2 EE %44 E) £ MATINEE
W55 (n = 804)HE—PAESE, TEEAZ =B AT B ht b3 % 2k n s B il EOS JH&ii) COPD &3, 45
7R mepolizumab 4 A/ E FE SR INE AR R AEF N 0.80 WK/AE, BERT RN 1.00 I, FEIE
JEik 21% (RR0.79, 95% C1 0.66~0.94, p = 0.01), [Ei}, T HUS2 512 A B B i) 2 0 25 & A 22 24K 35%
(RR 0.65, 95% Cl 0.43~0.96), 1fiatE)rH, HA RFRAEZR S 2 EFIMEM[18] [20]. £T FiRuEdE,
mepolizumab KA T RERPERI4I M E T COPD (1 IM4ERFiGY7[21]; GOLD 2026 ik i5E 1%k A #3817
mepolizumab, HIUF#EEES A A [1]. KRR Fi— DA K NS . AR COPD WA S A [F] A #f
EHIUEIN =

Benralizumab My #E ] IL-5 244 o WAE(IL-5Ra) I AJRAL 19GL B sg BTk, AR s 8 i i it
PR A T 1040 i #34F F (ADCC) i T RERR M AL 40 i T 5 A Py By, X 5 B aifi T IL-5 ik 2
V(N SEA A BR BP0 HLEI AR [F[19]. GALATHEA (n = 1044)F1 TERRANOVA (n = 1392) %1 AT BEAL X HE
I, NHEF NP EEE COPD. BEE—FA2MInE s, Hill EOS>220/ul, FH7ERUB S =B NIGIT
SEnti FinF Benralizumab, 45 57E £ A S E SN E R AIA B G B E M [22]. RE M EOS KT
TEHZ G A PSR TR, (HFEE PRI, (4 EOS > 220/ul. FMmE > 3 X HOH =BGITH
WAH HB 3 52 100 mg 697 5, SN E A B 2980 [23]. 2025 G — T meta 44T 578, Benralizumab A
Eb 22 751) ] g FAAR St 2 XU (RR 0.89, 95% CI0.78~1.00), (HAEdE A M IR &2 [24]. Likeh L]
2] BRSO R E e 2RE S A R, ARG AE T WG HE IR A= P bm EA AR Y
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4.2. 85 IL-4Ra BYE4HI57: Dupilumab

dupilumab 2 —F#E ] IL-4 524K o WIE(IL-4Re) 14 NP e BT, BHW IL-4 5 IL-13 (5 51% %,
AT 2 7Y 98 SE 3 ¥ [4]. BOREAS 5 NOTUS #f Fi 45 23K i ik B 1. EOS >300/uL, JFf H A # FAE =1k
W NIEIT S 5 T A & 5 X [25] [26]. BOREAS 7t 5k, dupilumab 300 mg 4 2 & — 7k i T4
AT r ER R Sk AR R AR R AR 30% (RR 0.70, p < 0.001), %5 12 JEF, dupilumab 4032554 5K 7l
FEV1 B2k 4 xt 1aiE 160 mL, 22514080 77 mL, P& Z {54 83 mL (p < 0.001) [10]. NOTUS #f5
[FFEUESE, dupilumab B R A 8 RE Stk o 254 &k A2 %6 (RR 0.66, p < 0.001), FFe Mt RE[25]. PTG
JCES3HT(n = 1874) 27 dupilumab {58 SN = XU FRAIC 31%, FFecs it ThRE S RER 40, 22k 5228
FIMIIE[26]. dupilumab 7 2024 41 9 A P18 BELIH () 4E 911 770[10] [25] [26]; GOLD 2026 #1544
IANBEVTIRZIIRTT AR T g R ITE N, HERF H T =IB0R T 5 U5 SO hn 25 g R M R A e e Y
B[] ARRBF TN — PR R RS SN R A A et PTG 2k, DAL 285E A AR
50l 5 B L I PR3 FH A B AR b B4

4.3. $B[5) I1L-33/ST2 B9%E9#l57 : Astegolimab. Tozorakimab. Itepekimab

Astegolimab & [m] ST2 S22 AR FESUA, @IS FHIr 1L-33 5 H 24k ST2 454[27], #Hik Lk
AT NSRS 5 A IL-33 AR, AT SR 1L-33 40/ 5% M) RAGE/EGFR 18 41 3
MG kIR [19], (HE]H T ARG AR UEE FE RS2 — B3R SR . Astegolimab 7£ 11b ] ALIENTO
(n = 1301)ikguHh o, &F 2 JA 45 2 i R R vh B B S n E AR R AR #R PR IK 15.4% (RR 0.85, p = 0.049)
[27], XEERIEZRI BT FAEERI =B EMIBITE S . (HETE 11 ] ARNASA (n = 1375)it4e
2 %% RR 4 0.85 (p = 0.068) KIAGiiT24 3 & 4 A4:245 RR v 0.82 (p = 0.024)iA 8| Guit2: W%, H
BARRMG N E R F B RURRR[27], XA — ST RESZ ABERFIE . 15 500097 . B RUE X RGE U T RE N R
SO . AKRHE AU TR — IR R G AAIR 5 28 5508 SUONIZ O IR LU 7 523 NBERFAE DL S K 22 4
PES i 52 1 o

tozorakimab # [ 1L-33 [ AVRAL IgGIN BB RERUAAR, & REE AR ) 1L-33 134 )5 8L (1L-33 red) 5 4
WHI(IL-33 ox) B Al T A 14, I LI ST2 Al RAGE/EGFR /S b A& Bafs . Bl 4 b3 n % 9
NI RE N P55 ok FE EL G VR I (28], TR E 3RV 2 i v e 7 o ST IR BELE I « — 350 2a 3 BEAL.
WE 2 E 7 BB 7T (FRONTIER-4) (NCT04631016) 7 BEAE>2 Y2 in 2 1 i 4 0 41 o0 52 21 it Th e 55
ANHBRTRUE S, HAZRL R RN M 4 S BOBIRAS 2 [29], S iz N BE T e S8 T RE M 1L-33
W TR IR15 K25 . 40, tozorakimab () LUNA I H AL 2 P35 11 3RS . st 3500 1), &
Y& 4 B KAL) COPD A9l ¥ PRIRIG 0T H [28], A HN 1L-33 #5516 97 COPD $2tm Z ik, &
SRIAIT B IR LR 5 LUK tozorakimab 4 2 Fl 22 4t

Itepekimab tH /& —Ff ) IL-33 15 5@ B 1) N AL 19G4x B FEHik, {H5 tozorakimab 1E FH 5 XA
[, LA RANT IL-33/ST2 SHIKBIAI AAE RN, X ST2 £5& EaaHl. —IEENL. X5 Na WIWFR
(NCT03546907) 415> Hr#1H, Itepekimab [4X T COPD BEAEMRMHE ) S i B 3 320 1 i ZhAE[30],
Ho7 RS ORI AR O, IS S BT IROEE IL-33 RIA NG <. ERRIF P T E KRG A
Itepekimab 5WEARAS . Bl R B L AR SV R, R 7 ZAE 11 HABE KB 78 30

4.4. $B[E] TSLP &% : Tezepelumab

Tezepelumab 72 B A [ Hi AR 52 o bk B 400 0 A= 1 2R (TSLP) 4 N TR B s B piAAs , ] B 424 FH T g R 1k
KA ILC2, FFREMmR IR (K HTJR S35 J2 Th2 ZHi o4k, M (et 2 B4 58 5 A5 1= 26 [31]
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COURSE i35 2 1% ity XE BN BFIXE L 2a 5, 40N 333 il 2 = IR ANIR T I
W COPD i, 455K 52 JEI tezepelumab 4 A 8 5 AUk I 4FE R AR R AR IA B E A L. (HAET
HorHrios, HZ BEC <150 M4Hfil/uL ) d o, HAE S mER NI 7 gt B R T, T
IRHL, JOURNEY 1SS IEAEHERE S, DAk —PIGE AL EOS sy NBEH 97 24[32]

5. INGEFIRER

SR FRTIR,  ER T 12  BH ZE M I 1 R T 2 RIS R FR I R R B . b R PR 4 SR 2 4%
i D] R WO I | RS 8 e L S8 P it 2 s S8 Eh A AR O SV I L B, AT R P AR S R
BOME ., sSHBLER, Wl Re RN IIREN FEVL S FRER MM R Erh EE 2 INE. Hl
dupilumab FJPHIT IL-4 5 IL-13 {5 546, 1L-13 W& EEFRR G0 MG 25 755 T R e 20, PR b n] 23
IR % IL-4 5 IL-13 LIRS 2y AR (248 EOS M UBESZEE, 51K IERAE KM FI &
A, X EE ST R] §E S T D) RE(FEV L) Bl M T B i) 51 S B Ll . 32 1R) IL-5/1L-5Ra IL-4Ra 1L-33/ST2 J¢
TSLP S5 5 98 RE 0 1 16 AR A0 770 B0 2 7 = B 25 2Lt BT JE, 3X0h 2 R JSEMYT COPD AR FHR 4L 1 k5 HE
WEAMEIEITEI TR, FEH R 2 BJORER) COPD B35 5 R F g Y. (H B iT 2R 25 E IR BRI B,
RRMF T —BARER 1) W A P BELE M M oi 5 A 2 28 9&E 1015 e EL 8 A1 s 2 2 [ ) 9 5 1)
s 2) ASRAEWHIFIT T Bt — G HETR AL YRR S AR 25 AHE: 3) JT R E L MIATIEET LR R
AEHIFI R GE E R B ThREAN T R A R s 4) 7R St S AT KRR £ RO
KHABE T, AT S0 UE A A 1 T RS 2 A

SE
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