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Abstract

Chronic obstructive pulmonary disease (COPD) is a common clinical respiratory disease based on
chronic airway inflammatory responses. COPD is preventable and controllable, and its typical clinical
characteristics are persistent respiratory symptoms and progressive airflow limitation. Periostin

EIREE

ESIA: B, R B IEE AR R S RO AT FCE R D). IR IREE S HERE, 2025, 15(8): 382-389.
DOI: 10.12677/acm.2025.1582245


https://www.hanspub.org/journal/acm
https://doi.org/10.12677/acm.2025.1582245
https://doi.org/10.12677/acm.2025.1582245
https://www.hanspub.org/

it RF5H

is an important component of the extracellular matrix and plays a very crucial role in tissue formation,
the process of fibrosis, etc. The latest research shows that it plays an important role in pathological
processes such as inflammatory response, airway remodeling, pulmonary vascular remodeling and
alveolar structure destruction in COPD. It is associated with the progression of COPD, changes in the
degree of lung function impairment, acute exacerbation, and concurrent pulmonary hypertension.
The COPD treatment method targeting periostin has certain clinical prospects. This review summarizes
the research results in recent years and reviews the related role of periostin in COPD.
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1. 5|8

2 4 [ 3& 4 fiti < 973 (chronic obstructive pulmonary diseases, COPD) 2 tH 524 & TLAE AT 1) — KM i, $
WHEAPPHIE 2, BF 7 RAERMNMERL FAN RN L AR - P A B, SARTh Rl
& COPD WA S+ I Im AR 2 Wi brite, (EAE VUn A8 BEL A 73907 1 2047 A2 )R BR 1, H A B &M Tl e
AREBUF LR AR R . FE Tk, SR DU B2 . VE 0 1 7 E A I AT DO R B m) T P o
(£ BN COPD [ 58 581 )7 1]

I F (periostin, OSF-2)7& — M Z Dy REMI I AN L it B, E 8 ph AT 4RI 13 AL i S5 ] fid
ARG R AR, BA AR S, IR R E . D e S A PR A AR B
G I HIEY KRB R A A 4R B R . R ROA R SE . BORTHIRIRIT TR, /£ COPD 35 /E
VIMPRREAR (RS T 30K, A AL ) hE BE A RE RN, HREAKF S 2R AR R i
T RE R A0 S5 AH R R AR AR S I F RAE Z [AAFAEA o BEAH OGN, XGRS SR AT, 2400 7 5ml 1k
NEIFIL W IR Al BET AR A

2. BERERNEYFFE
2.1. EEMERSH

R A R S P R A PR T I S IR R A 13 SO B 23 MR T, BT
90 kDa UREHEAL 2 IRBELL A 1 B AR (0 2 S5 MRS K 5 A e BE DR AT B N i 7 WA 5 R & BRI
FR¥) EMI S5k, DA sRIBCEE 5 OR <7 1 FAST 54438 1 MR B R K PE S5 #3(CTD) [1]. Hib, EMI
SERIIh IR R R TS A R, BRIEE A AR O H A AR AN E T o R RS A . FASI
SERG IO TT DLIE o 5 40 R T8 5 32 AR (0 avB3 avBS) R FH SRS 40 M 9 1A S mis . T 4l i T
fEo 1M CTD SHJI U B B S AR AT R A &AL ml, IFRETE M E A A [2] [3]. XM 2 85K T7
AL IR P H A SR 5E PR P RE T -

2.2. 4P INEE

HIRE A S 5 T AR IR A RS AR BR S I FE (4], A0 IR A RS, &R
A R A AR ) Sh AR S IR . A R S EE. ERRSERELE S, 25
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T W OSSR BIEEASE THRIN R G RS B, (A g RS .
SR, MmFEB DG . fERIDRAT, BEEAHRS S5EMERNEE. EOmERERy, B
OSSR BESIE B S Ve ONUESERR T S TEMR R, B A2 S5 0e ik e
ARAIEE . FRARZE, B AR = AR 21, 5 R R AR AN TS AH R [5]: FERPI R
G RREME R T, B S SIS B EVERT R . ST NG . AT 4R S N R 6]

IR SR AR Ak, DA 2 BUAR B T 40 H(Th2) 20 i 73 i i A R -1 LA A 3= 13
(IL-13). A4/ 4 (IL-4), Th2 RAEEN [L-13/IL-4 KEE I E A LKL, THECREERR, R 400 R
Ri[7]. FERFIR R Gupcii i BEAR B AR o, B R LR ORI 2 5B I R E VIS AR . 1R
WHLHZAN, 1 AR 1 32 SOV b R 2 PR R it R) o e A 4Rl i o i, FEH ZRME BRI AF A 7 BB
FORFHE o B B AR [ 0T LA S0 R M R4 PR 0 2R B 5 38, L B A T g I M o 4 i P 0T 40 1) 2
A g R R AN A SORE R (BN R IR KPR BT R, X R R (1R DA g R MR
I R S JORE 1 RAFFEFR(8]. B ME AR 1 7 B M JE I A b R0 R, R B AR R L R AR R
BEARRSy, RX AR R B S SR MR MR T i R S AN A D) AE OG . R R A
e AWHTE COPD HIARRALEI P S48 = SR, g IR 4H MY 2 1 Th2 48REtH W] BB7E COPD B3 Wi
R IEEEAEH9], JF HORZ 20%01) COPD MR AT Th2 mfiE, HULrl W, #57> COPD & 1Ak A &
JEL B R IAKF B BT

3. BIEER 5B EEMYMERR AR
3.1. REK M

COPD J& T — P8P (18 S M5, e 10 32 0090 B R 2t A2 HH B0 28 FE AN I8 388 LA I 98 RE A TR BRI
I N LT I 8 & IR A B [F JOE R 7 B IEME, BIEE RS2 5% COPD KM 2 W, —JF
THe ] LME A A i TR, AR A 224k TLR4. Toll FEAZ1A 4 2 REEA 2 Ja 51 R4
WEE S-S, WIS KA L i ki ga i . EREGEM . T M E S 151k, IF BB 2R &
FEA R IL-6+ TNF-a MBS RIE. 55— 77, B BRE AR08 a6, Ri=iE Lk
Y= AR B R R 7, 3 RIE P SOEAN SRR R BV i 2, 5] S P ZE N T 51 R SOE
SSE[10]e B AR 0 0] LR A A PR T U (CCL2 . CCLS)HIZEIE LA 51 B 2 14 48 ik 40 Ffa (L g T Mk
S LR I 20 B )3T A R E BB AL, AR E RAE[11]. BEEEE Th AT MG EXEE, &
By Th2 40 H-5 FoAh G e 4 A 42, InJel 75 COPD AH G TE R AE[12]
3.2. SEEVSAHKL

COPD f)—A B B BIAF AR G W, A8 B BRI S IEREIG JS . A0 P I WL A= LR R
JRE A VIR S . B IRE O SO0E EY, 2 mm poeh 4R 40 Mo vs 1, AT SRR S5 A (i
COL1A1. COL3ADMIERL, (Riti R 8 EPiR, sl EREN JE & SIE 444t COPD & <18 IR 5
ok P ORI A0 B A o oy O, B PR R (b . B R AT RSl i i 4k TGF-B/Smad i@ i
FECERE R A o B AR AT T LA AR A, R 4 i A R A RN o, A E S AR N,
X [FIFEAH 2 COPD it ik #% H (1) — AN B BRFAE[13].
4. BEERZE COPD EHHmEH
4.1. IEEBRERKTE

CA BT BoR, MIE B A F/KFAE COPD I BEHERE 2 vhoA B/ B A A2 . 5K
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NEE[14]2E 3 B ) R 70K, COPD A5 38 21 I 7515 F 2 1 3R B8 T i e A\ e R AL N2 1.8~2.5
5P <0.01), #RHREARIENRIENTSE 7TREEBRHEIEERE, Golpe HIBA[15] MEUH % M
FE ik — 2B I A 7T, B2 R & 20 v B 5] EE [ COPD (T-COPD). H1 4 ¥ 5/l 55 51 2 ) COPD (B-COPD)
DA A e N 28 S I 475 JBE 2 1 7 A ) SR PR AR s 5K, 25 SRR, S et RZHAR LG, R R
Z5 A A 5 5 5 3 1) COPD B3 I 1 I 28 1 /KT B iy, U SEAN A5 R 51 2 1) COPD 347 7E 15 B 25
R85/

Carpaij 55[16]7E Golpe HIBNFIEEA FAEMH T 70 =0 Fi it @it g\ COPD BUEWAH . COPD ik
T ERONR 2 R fe R R DO U FE X 5, IESI2 COPD B3 o 4 A2 75 W, L i i A
AP TR, SR % EVbs SR E SRS AR BIEA G Bk — BB T35 SR
HIRE /& COPD #AEREFE I AE bR £, (BT JORE@ B 10 5 AL Fridk— B4R 7L

4.2. FREREROKFE

PRIGENFIAE 70, &5 KB SCEANM A A 7 5, AT ARBIL =8 J& R 24 B 1 L, Nejman-Gryz
SE[17]HIBT TR, COPD S R A B B 1 7T B v T A e A L 1 L 550 VR K A 44
RIENTKPAADG, BRI A KI8T DUATL COPD B B HIBREE, S EREERE .. JRIFEDIH
Tabn o0, R B F/KPX6F COPD # UE RAE . U PP — & Ik AR = Lo

43. FEERSHEMRSYERS A

B — A b S AE S R AR R AR S AR RS, a0 SR R A R AR A s AL S
AR T BOom A I, Bk REFE R COPD [IZ IR R . B AE[ 18] 5% BB 7T & 1T ROC #h kK7 Hr
i HEER A 76 15 1 BH 2 s S D 2 A (AECOPD) 2 B 8 Lo X 62 4418 BHAi £ 3 AT K ARt U SRk 7
AECOPD [T A4S . B AR (VA R PRI T 4. CAT VR BEA % AECOPD Tl 5525 4K -
LW 5T 2 W AT LUK AR (AR 5 Bl Th RSP AR (FEV 1% TR HE) . B RAG S5 KR bR 4 &, L2 4R
PRECA R IR R, XXFF COPD [f 7 MG & FIBE Ui 35 % EEM R L. HFEER, 24P EREL
il A TE A B, IR RS FATI 75 2 o KRR AR T30 IE

5. BEERSE CcoPD FiERMHEXM
5.1. BEEBSMINGERNXR

Wity — 8 4 B 2 P i 3 B B 25 A (ACOS) B A A2 1 LA 1) — PR kR 28, fili T e & COPD Ji 1
T H R AR bR . AR T5 B[ 1O E i s T TR A A4 i IR R I 7E ACOS 7 B A B2 o ) & SUIFIE
SRR LT B B R S T e F5 FEV1. FEV1%pred 5535 M C,  BIVIMIE B 58 (i i s,
il ThREER %, ACOS K IR s, HAF R B R EREA S ACOS BTt iAok, "L
{EJy COPD #3& I: & ACOS iz Wi br

5.2. BIRERSRMEME N ER K

S BHT 2 14 i B (AECPOD) 2 COPD Jif2 K R S B 51, AECPOD [14F s tH B0 1 S 0 =8 (19 1
IRFEIR . AECPOD 25| KR IEHE— 0 K SEAERT. B3GR TR FEC IR mEA AR . TGS
[20]%3 FH BT HE M6 HRSEI ¥t 77 20, 1% 5E 80 44 AECOPD FR3# 4 1ESLIn b %, #4835 1l oK 2 I 4
B S B S BNl S B A2 (n = 40). WSRERHHERE, AE WA, AECOPD % [
HEREAKFRIN R E SRS, BRI R R IAE &, XU & R E G Rk S e m s
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JE R IEAHR, 25 b, COPD & Ui & & H/KFE S I B im TR ), fon B & H 2 5 COPD
BERE, HARBEF AR & COPD KA 5 fidh Je A 1% HE R i A=) 22 i

53. RERERESREMBEER RERNER

—#84r COPD fEE P AATE 2 RUSIEMISE R R, %S 1CS W SARDE, i B (1 5618 BH At
BFFE N SR MM AR SE L. Matsusaka ZE[21 K, w&rH & /KT COPD B4 FHTA
ICS/LABA 3 /MAJ5 FEVI1 REMI AR . —IIRTHEMERT 7L [22)45 H 2R ILE 18, g 130 fFliEFeE i
COPD Zik#, ZREFWEBRIEMM 3 MHI ICS/LABA, 45 5 5w i I 24 B I 2R 1 /K1 5 8 5 48
ICS F1 LABA [ Th RS A G o X $Rm B v B M B 1 10 A e U0 LI 638 B 3 5 W N R R P2
BE LKL 2 SAREEhFI AR« MG K5 58 Wb 4 I 45 LRI 2 Wi v R ke S M
B, TR SR R R S PR A A o SRR TR AR, R 1 AR B AT N A B A
BRI IR YT IR R B

54. RIRERERBEMEEETT REEDIRED

B IR KRR B AR I R, EE23 TR EN, BERA R EE AECOPD B
MEAEBEEASENMN, HjEEEEASERS, BHERRUEE, IRTREATRSS THE
J& AECOPD & EHRARMIKE, REAERARMGREER 2 —, MG BB A /KF T /E ol & 5
AECOPD # & R A E TRA R IAEYIREY)

5.5. BEEB{EAE AECOPD {EFERY COPD EEF/ETUNEF

Konstantelou Z5[24]44 N\ 55 BELE AECOPD APRif &%, B, REHE AECOPD {ERi)
COPD & ARt () LI 1 B2 /KT i T H B, AH BTN BE AR 38 BUs I TR bR o o i8R 1 /KT
W5 R IEK, AFEARERT [ 3 /B UE R RGO 2R . A, RS N E 75
B B I3 1 B K P A, (HIX /K P 52K 5k AECOPD BRAET: RS TE 6. XS 824 G 4548, 1
TE B TR /KRy COPD A3 B £ 38 AR XU (18 500 A= b 5 0 A FH (B A PR

6. BIRERSHEIKEE

Jiti 50 Jik i T (pulmonary hypertension, PH) 21844 B 2 P Jli e e AR 5 WL I R, PH =5 B0 BEAR 55
SEMBIKER . PH FIREHLEI M AIE 2, HETW N EESRAE. EE AR W3k A R 40 Th a8 1 |
AP LR B B 5 A OC[25]. 2000 4F, WRARHEKIN, BHRASKEEARZI 2 (bone morphogenetic
protein receptor 2, BMPR2)J:H FAR J& it A% Vil ik s R EZLR A, K2 70% M K iEYE PH B BMPR2
FER ARG HE, AR R M PH FR A7 4F BMPR2 JE K RAF & AR (A 7] N i BMPR2 KL R <55
223k, T BMPR2 (5845 2 S8 PH (I B K 2[26]. Nie ZE[271HIWF 7L £, &R @S EE S SR
F-lo (HIF-1o) [ IE R GG 5 & AL s A B H P IKE . FR(K POSTN 1T BAkE PH /IR 1 I3 50
DAV L, 9855 A2 A PR F-F HIF-1a (RIS, 005 PH OB E MBI IK A 5 4 b R i ) BMPR2 ik,
T 38 o 2 1 D B AR S AR o E A R O 25 5 R i i 30 kST T L4 L (PASMICs) 4 77 A K v 1 4
(ROS), ROS it s oA 2 A s 1/2 (ERK1/2)(5 Sl FiREmE ARk, 3055 PASMCs
() 52 AT RS, i A B RS s s . B BRER CIE SOE A SR RIA B3 R, nI{RiE e
Y SL AN JOIE 7R IL-6 TNF-a) [28], [FIHS 3G90 A0 RO DSBS 5 1, T304 R 4 i 4545 A
M THREREAT . B AL I 7E ANRAI/ N PH BB R (a8 0, B B L B sl 17 /s BRI sl ok v I
B EMEEE T PH 30 & PH B B, PIGT-1ls i B o] A 808> COPD &35 & PH [29].
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7. BEEBESMRENMERATPREEER
7.1. RIS SEETT

U IA) Th2 FERRMERLAE M AR OCAE Pl 1), Lhindt SR 2 4 (IL-4). JLEHIN R 5 (IL-5)FHiE
AR F 13 (IL-13), FHTIRIT T SO BERG BUR AR, S 240 B (W8 R 1 A 40 ) B 70T (o I 2 1)
AP EPRE R AN 2 I R, 1K o T AMA S A I HE B 9% R 8L B D)5 2 R ) R
[30]. HREFH I FE COPD AJmALHI I EEE, DLE B FONEE SRR Y7 J7iE P B8N COPD JRYT
FRALF IR . BZ H Ak, ERIEARRIEEMF & (W0 ClinicalTrials.gov. #2595 PRiXEE B 515
BARFE) R, POSTN Sy ELEAE s i 259 NG ARSI B B HAT, EFxE B8 B iR 72 5 B
TENGPRATEY B, BB AR % T 9 POSTN HUiR BN FHIGIAIESI B R e, B ik, 47
TR AR /N BB RE R T AR AR S, /N SRR A B R, A e RSP R, g
LU IR B TRk, DR BTk, (R R N = I RIS . POSTN 2 IL-4/IL-13 15 5l 2%
R, R T BRI POSTN (254, S0 I ) b Ji 4 6 X1 -7 P 245 0 (At B85 )G B e ) 28 ] 400
] POSTN ik, XF MFERRTERIZNML > 300 AN/l (FI1S RN ¥, 2025 45 GOLD (18 BH 2 % i 4=
BRABUOTR R B (AR HI BT IL-4. 1L-13 2549 88 R 0 S0 mlod o (AR 4 ) B4 Rl 7, 2=
FR IR N P JEE Atk 33— 215 PR A BEL A 56 25 o o 8 2t n 2 1 XU [3 1] POSTN £ COPD 83 (1< I ¥ f
ik, Rk AT 4E AN BTSN R R TR, BRI S 2 IR, #0) POSTN ] REsER £F (b i /2, I
FOE T 2 0 2 it Th AR T B 0 S 2 S8 o Wi AR A ) R X % R A PR TR T A 4 )
B G5 R VETR AR (AN 2T Ak T T BR, POSTN I F1 A S ANX — 25 (o B IR AR 1 7E W8 I R4 i oy = Y
2B A P R IA K Ry, TRERCN 7 B bRitE . AR AT LU COPD [ 2 nng e ki fa 8 . wpik
L2 i Y S5 GG HA P RE 2 A TR AR R VAT AR, NI SEILNMEAL IR YT . BRI B IR TT
FEAS BRI A — 8 AT 5, (EARIRARTE IR BN B, 79 75 L0 2 v o 2 (AT 7 R 8 9T 3K, S8 iR IT 7
%, RPN EIE MR E B

7.2. AT 5 R E TR

B H KA RE Bt COPD HITRITRCR, COPD B# il 58 & H/KFAHSG, COPD ¥ il
VR YT (B ARAKE B BTR . SOV ETIKGTAE), B3 IS SR B R R K 235 N B, B R ER UK
PR BEG LS B I RAE IR AT D BERS DU A oRHK, S F L 1 AT s COPD IR YT RCR -

8. RRMAR LI

A HHIDS T8 IR AE COPD H B I COHUS — Lemt Jut fg, (& R B RO LA PR R 5 4
2, HARNG RN AT AAAE — S8 1) 8. 52 I 7E COPD AL Hh R A G 45 5 38 B AN 437 WL ARIAT AN TS
2o HBUER AR EYIAREIAE COPD 12 W R 17 D1t o IR 5 R b i R0 E « H BRER (11 COPD #22
[FIV6 YT 250 (5 PN AT T 5 5834 7 XU vy o I R HIE TR R o AROR I TE BRI 1 /£ COPD
AL P R ERT T 0T WA 5l & R S s Wi dr,  SHRE N RO B R 1 #ERYR ST COPD AR
5%, WEE EEE CBLENA T COPD RGN, 9 COPD B a4 T BN 78 A2 (9 BEAR SFF K Il R
EHE -

9. &

B A/ ATE COPD RFHLHI. 2 WG 7 5 i B E B = W — s s e, 55
5 COPD 4 e v« SIEFEIE ., il & 5 58 DL i 45 i iR S B FE h i B E{E R, 5 COPD i
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REHETL 6T COPD (i Wil aR, ARIGRBIHE, DU IR O S a7 7 b 4545 COPD A
BT I RERT B . 24 N4 T B A 7E COPD W AR T BRI BL, T AWHE R % T 1Ri%
BRI R IEAE NI X HAE COPD J&I7 RS A AT, ARG REE A ST SR SRR B, B R
F142> COPD B & s KB e pl o
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