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Abstract

Chronic obstructive pulmonary disease (COPD) is a heterogeneous disease. COPD has a high mor-
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bidity and mortality worldwide and an overall high personal, social and economic impact. Howev-
er, until now, no serum biomarkers can reliably predict treatment response, and the location of
blood eosinophils (EOS) as biomarkers in chronic obstructive pulmonary disease (COPD) is quite
controversial. This review summarizes the possible mechanisms of action between eosinophils
and COPD to provide new ideas for the treatment of COPD.
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1. ARER
1.1. 1M HEEMMERNZFRIES EEE]

5 1 [, ZE 4 fiti %< 9% (chronic obstructive pulmonary disease, COPD), f&iFRME FHAT, & —Fb DL 48 9 M
AR SRS PR R E B, 2R R . RIBEZ I — NI R, 5 R 35 Boh sl <A 2
U 5] OB M R RE T, DA AR AE (R IR IRGERE IR S SR 32 BR O F2 B AE, H40 B 1 SO e S H
WA T A BT B () R [1] o i T REAS A I TSR BRI R B AR bR, WASCREY RS, — e
FH A0S A o 3 i B 1 2 BL(FEVAIFVC) < 70%, AT LUR 38 f7 A8 R e 58 4 T8 (/<RS2 PR, — Fb4h
FA 21 S 2R 5 TUHE 1R 43 B (FEV 1% pred) A -T- COPD [/ B2 40 2. %F-F COPD, anw] LRI
s o I HATAe W) o R I A A R TR [2] 0 18k BE ZE i 7 B T N SRR,
RIAFELIZE FTHES, BURBEMBOCERL S, H AT B R RLHIE & — 512, A5 7283 2060
. it FORAT 540 /LA B COPD K HAH G RN AE FEFET-[3]. H Al COPD fiRTT LASCUE Y 5K
UYL IR RN R E N E . EPrIE 5T COPD 85 W 5 i 2 i N PR A AN B A, FLRE B
JoR 3R A FH 70 B 5 0 5 I 4% 1 XU, 52 TE A 5 [4]

COPD EAIRRSF M, K2HUEE KD N H R4 (neutrophils, NEU) 28 i, H k40 IS 4K
J 15 1 BH 28 P il 98 S in 2 9] (acute exacerbation of chronic obstructive pulmonary disease, AECOPD)f]
T RAELNM, (E AT DB R BN VE IR 1 41 B (eosinophil, EOS) TH¥ v, RIME R M 2 7418 1k BH ZE 1k
i35 , bR RE Bz o R A R I N B AR, I T RE S ECE AR K 8 AL, (B8 B AR 1 A # - COPD
SR E R AE ] B BRI R R BUR R A E, PRERN [ Ah R )RR R, B AR [E]
Koo PR A R N T R R BT AIAL 22 BT S AE[5].

12. FERRMERIARRAYE R IR Y

PG TR P L 20 B2 R U T B B AL A 0 2 R A, e T DUR S AT SR SORE SN, IRl s T
2 R T S S e [6] . MERR PRI o A S B 1%~4%, T EREAAAE S miE A R, 7R E Y
SEAE TR DRSBTS, KRR B BRI A0 I 5E B A B i, TS AR BRI, Kk, il
PR VA 40 L FR) A A2 38 R W] R B R SN S o T MG IR TR A R 1 2B W s R e Y, DAGE 1A H RTRT
FIBIIG T AT BES Mg R L 2RI AT . (1T G R MM B B B VG 3 T 2R AEAEAHGUKSE, T LR SR
P B XS RE R LA B VR T RO R R TC N L . FERAE R R 5~ I F 9 3R-3 (IL3). 1L FTHI4HNE -
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LI 2 S 7 AL 1 (GM-CSF) i Ja » MR IR MR 40 i A1 BT S5 A3, JRAEELR 7 i CCLS AN
CCL11 FHAt L K 7 RIfE I P IER B SRAE AR AL [ EANS & RS RRVERI A AR & RS
I P9 B L HPRE B 20 ROAR AR I 0, IS I S U S Bk AT e . — BREANRIE, i
HIRE R PR AN IR I R Ao, ECRFEE A SO M A S [ 7] [8] [9] [10] [11].

2. WEEGMY: R 40 AR 51814 PR = 14 A Tm
2.1. COPD #ilg5 EOS W< &

AR, ILE R VA I B R RE 5V RORE AR ML O E 52 3 T VR 2 . DRONME IR PER 4R - A
R EEEFZ ARG, A, 125 1gA RARWEE L, MERTAR Y, ek
By 2R BRI B A OBt fiE A [12] [13] [14]. T RXMIAN- P RfE ], MR AR B A Z S IE
W AR TN 5 B DIRE[15] . Ssk b, WERRIERIAN ML/ — Le il A o Th P E A, BARIEIR
PERT R M ZE o < 181k 5 52 8 A B B A FIEE G . /2 COPD o, ZUGEIE 5 T 4l 1 M E4A(Thl) /&
(R PR AR SR B K S e AT Ok, AR, SN —FE, COPD RIUNZ M AFMIGRER, —En &,
FERR RS I AAAE — € FERE RVE IR PRI B Ik A RE . EE LN, LA R PR 200t U S8 8 P e X g
W PR 2 0 A= i T S I B ) i A T I A bR 2B

2.2. REESMERIZRRA{EA COPD £ ICS R BRYTUN A F

IR E TR A 4 i T e A2 COPD JR & AR WL, FEH A 2 Tl COPD &35 %t ICS 32 A= Wb
EH[16] [17]. Siddiqui FFRIE | 4 MEFERR VERLAH i T+ %5 y>280/uL [18]1, fiH I1CS 4E+Fif7 % COPD
BEHIRRAL. £ COPD H, ICS F 2 T FECAIVG YT COPD JNE i KURS, Xl PR ANt Ty i 52 e A
MEUN. VPR, 5RAir) LABA MHLL, & g EE PRI MK T T LABAVICS (1 R IF M. 7E
COPD 1, eI rE BRI A 4 M T %5 r E R 7E LABAILAMA FERtl 5% ICS 1) R SURE, 5 59 1E A A %
IE S AR R, AHAEXPIE LT, e PR S5 25 0 TR T 4 e Ak A R e R R — k. Fe b
2020 #E¥] GOLD #& R & WU M ERME R AN 11 50K T 300 4 A/uL 1) 55 3 Bl A 18 i o e o e iy 1) 28 3 3
ATHIGRIRTT o ML TR T 20 502 5 — AN AIE B 5 RN W B2 R 383 (1 C.SS) PE 98 /b 1 304 7 T 1) 2
VB F B AH R 1 AE M0 bs A [19] - MW R KL 4 A T4 > 300 2 /uL ) BRMEL Bt i WA R — B AE bR 5400,
PAIRG ICS JAI7 3R a8 S K AT RetE R, H TS [F] (0 H8 B A SO X AN AR, PO B SE IR T A
WriE[20]. S—J7TH, IVRPEERYER 40T HUC T 100 ZHA/uL FWIXT 1ICSs WIS A X 8E 2, M H5Bh
e DA 2% A A8 1 075 PRIV T PR 8 [21] o i S BAT LARE R M AL 4 6 g 2 1) 98 R 3R BRURT T3 224 (1 g J A o 4
PR [ YR T R 48 SC EE B ) o KB 5 I TR 4 6 i Tt v P DA e A 4 47 52 38 5 B S
RO RERRME RN . R ER B ATAT, AR IE AL GUKT 5 S A T G DU g R M R A PR AR AR
HEEE LIRS k4T . AN VSRR MR 4N i 14/ COPD W EE T, Al 5 TS A PRAH < A
PREY, ELETE X COPD A Mg R M4 40 M 14 9 i FR1 67 19T 2007 T EA AT E BA B . i IR
TR MR 200 B SR AR T BB A2 2 TR VAT R o — BB ) AR, B TR — D B R IE i
ESUXEEER . COPD WERRME ST . Halh Jy 2 AU s KUK 2 B] 1) 6 RAFIE S . IR Z W FE U N METE
B PRI A /K T E COPD BN A2 o2 nl AR [y, IF HIE T s — I R ek 47 R AL . EOS 5 COPD KK
JRKRIIRANLEIRTT, RREFEIFRZ . RFEARD L Tt .

3. ZRERE
FIRD, BB — LR, I RN AR O 75 7T DA AR X 78 7R Il oh R
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JEENERIESIR K B 77, ROR SV R SR, BIRT AT Bk 2 18 2 H 2 A2 i £
FEAT IR 2P 4 e 7 47 2 b AR N, BB 75 A0 o] LI TR P WL 20 i T 5 A D o [ it i — e P P 2
P9 75 28 P — #8707 OGS A R A E Fee B XU e A 1 B 7 LEAEAE B IEVER O I, RIAEAE B A
BB N E LG OL N, LA g R MR 40 v A T R 2R T IR B A 1CS? A 1
A DASRZE i D RE R0 — 0 R B Y AR A I A JURIAESE , (H PARK 48 A [22] H HTFIHT 7T LA & BARNES
S5 N[2315E AT AT AL SRR — T ik e BARIGIE IR VERL AN M THE0ME )y COPD Fulll [ 7~ AR 2 4 A f
WU BN TR AMEAAR RIS B, (HERA M EAYISEERr. By H AT AT i) se i T
H GG &NETE, EERMBRERZA. Kk, £ FEV AT B2 (2 1, AR K EIE0% AT RE
It 5 IS TR AR HERS AR Mt /B AR R 1 1 IR T bl = .

I, WARBADGIRA “ERME” WHRZA TR R TERIERAIRS SHPLH, SR
TR FR B FRIIRAT 0 S A R M AN A . P s b, XSS S B O A A OGSk TR R PR
A2 752 COPD (RSSO, AT5AT VF 2 HEA [0 U Fpfift ok 7 B2EWIAR ISR B s MR L B T
RE B (iR TT i 32 am, IXREARFEEK), MEESAERaIT e, EEHERER KA. X
ey e B ZE PRI B2 W . RS AR T SR AL SRS A Y 75 72
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