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[ Abstract )
is preventable and remediable. 2017 Global Initiative on Chronic Obstructive Pulmonary Disease ( GOLD ) pointed out that,

Chronic obstructive pulmonary disease ( COPD ) is mainly characterized by airflow limitation, but it

COPD is the primary cause of chronic disease and one of the four leading causes of death all over the world. Recent studies showed
that, eosinophil may play an important role in 10% to 40% patients with COPD, but role of eosinophil in guiding the hormonal
therapy of COPD is still controversial. This paper mainly reviewed the relations of eosinophils to hormonal therapy and prognosis

in patients with COPD, so as to provide a reference for improving the clinical therapeutic effect and prognosis in patients with

COPD.
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peroxidase, EPO ) M WE i Ry 40 M Sk PR AP 2 1 R ( eosinophil
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I BLAF,  HLRERAR B % I 8 % B 3. VEDEL-KROGH % 1!/
WL R, 1l EOS 11505 COPD fE& R 17 Ak 5 Ko} jz Jii 2k
R A 5, Heh EOS 4= 0.34 x 10°/L ) COPD 3%
Jifi 48 S e XU T s . B AR 2 BFSE A B R, Il EOS T 4R L
= 2% 1 AECOPD JBFHLEAIRIT 5 d G sk <o #rdeds (2h
ki 43 (Pa0,) o shltkifl — ik (PaCO,) ) B3
W, RSB AR S — TS i Xt
ISOLDE #ff 58 2 5 43 A & 8L, 1l EOS & 43t = 2% 1) COPD
BE R ICS W75 — R IS AR (FEV, ) FRERE
‘/Jﬁ/ff‘é [24] .

Zr LR, R M T LIK EOS |4 R 3%
Je Il EOS F 43 ol 2% 1B N S ok $5 5 COPD A HE TR
BT, (R RSO AR, A frdt— B EEst .
4 EOS 5 COPD &KX &

MO A BE ST R W, I EOS T 4Y I < 2% i
AECOPD H 35 v % ki 40 Il 5 9k 2 48 B8 X {8 (neutrophil
lymphocyte ratio, NLR) #AK. A Feft B, )5 1 4F
R FEF AR, $EoR M EOS H 43 L FH & i /n COPD & # 77 4¢
b XU, AN E I EOS T 43 AT A g I COPD A
F U R RS bR XURER P BESE S R R, I EOS T
7 < 2% B9 AECOPD Ji3% C W #EH (C reactive protein,
CRP ) K- FEBEBIRIRFE AL T M3 EOS H 43 1L >2% B,
FEBE I L T 1ML EOS H4r I >2% M, 5w 27 5
FEEFAM—BL, ZENG %5 7 3 R4 I EOS T4y = 2%
ol = 3% VB R RERR AN ML 0 e bR, SRR, 0t
WA bR o, WETR R AN MRS 220 5 A v R R 4 b i AR
& GOLD 43¢, FThREFEAR . 2t R M0 [ = 2 4F 5 25 WP R
MEEFE (mMRC) o, PUERMBHE, &5RERN . F5
i 1) B B B 2R (R B oS 2 25 5, (LG RR 4l At 38 £ 4
BAE ORI, PR AN TR PR A BB R C
W B KBS T AR R IR 0 I 22 i £
5 N

EOS #bH T Eotaxin 75 SRR 2 COPD R N 3tk
R REE EEMEH, 0SS COPD B E Mg T kM
A &R R TR A S 0 B E T E0S 21
5 LI EOS VE R A P ki 0 1 e AR T8 1 A8 i — B0
IEAh, EOS R N #E COPD & A & eI Hh P E A ANTE 28
RIFATFZEXT EOS BN COPD #F BEAT KM . HiIEEmT



P Jii B 10655 2 5 20194F:6 H 215274855 610

BRMIAE: hip: //www.syxnf.net ST

FELAWI R A L, LA B M i e i P P 25 R 4 J
i) o
S L Hk

[ 1] BARNES P J.The cytokine network in asthma and chronic obstructive
pulmonary disease [ J ] .J Clin Invest, 2008, 118 (11) : 3546-
3556.D0I: 10.1172/JC136130.

[2 ] RPN . P R B R Ml o P i 0 AL 25 A0 0 00 10 2 i A
EXUE [J] SO I 2, 2018, 26 (6) @ 42-44.

[3] B, sk A8 VR ZE LIPS 5 g R MR 40 AR SR 52
HEJR[T] .M R Ml B 2% 35, 2019, 42 (2) : 341-345.D0T:
10.3969/j.issn.1009—6663 2019.02.037.

(4] WA, BRF, PR, 552018 AERTIEMERR ZEVERT SO 2 BRI
LI A B TRPT R A [ ] PR AT IR, 2018,
41(3): 236-239.DOL: 10.3760/cma.j.issn.1001-0939.2018.03.019.

[ 5] KAY A B.The early history of the eosinophil [ J | .Clin Exp Allergy,
2015, 45 (3) : 575-582.DOI: 10.1111/cea.12480.

[ 6 ] MOQBEL R.Eosinophils, cytokines, and allergic inflammation [ J ] .
Ann N'Y Acad Sci, 1994, 725 (1) : 223-233.DOI: 10.1111/
J.1749-6632.1994.th39805.x.

[ 7] SANDERSON C J.Interleukin-5, eosinophils, and disease [ J ] .
Blood, 1992, 79 (12) : 3101-3109.

[8] LUK B, LINDEMANS C A, KANTERS D, et al.Gradual increase
in priming of human eosinophils during extravasation from peripheral
blood to the airways in response to allergen challenge [ J ] .J Allergy
Clin Immunol, 2005, 115 (5) : 997-1003.DOI: 10.1016/
J-jaci.2005.02.002.

(9] Z/Nipe . i /IN Bl CD34" AEL 200 6 R g W 1 e 4 L ) 8 285722 1 K

5 eotaxin-CCR3 FIAMLAR [ D] HUM: WL, 2006.

[10] misthe, SRAER . GRS v g
MWFTE R [J ] . PRz 4= 2, 2006, 29 (2) : 93-96.
DOI: 10.3760/cma.j.issn.1673-4394.2006.02.008.

[11 ] KAMPEN G T, STAFFORD S, ADACHIT, et al.Eotaxin induces
degranulation and chemotaxis of eosinophils through the activation
of ERK2 and p38 mitogen—activated protein kinases [ J ] .Blood,
2000, 95 (6) : 1911-1917.

(12 ] JRIRZE A M RE ZE M B S B A TR . R I, 08
FRTER AN A R T /K RARSCHERESE [ D] dbst: hEAR
FRC A R SA BT, 2004

(13 ] BRAR . SRR W 8 e L 2 1 il 2 0 A8 2 8 S R R
Fotaxin, I1.-8 EﬁLKﬁj’é% MsE [D] . 9Fm: IR,
2005.

[ 14 ] YL . B IL-5 PO Eotaxin X0t/ BRUHE B2 14 KL 40 T 75
sz (D] . BTN WHTR%:, 2002,

[15] B3 Eotaxin-CCR3 2 15 W it /N U CDs," 3 1T 200 i
TEREMERIRER [D ] B BTR%:, 2007.

[16] EAas, s, ik, 55 RWERR MR A RITAL A FOlR
I6Y7 AECOPD (S AU iirfi [ 1] . IGIRZGHIiAY T A%, 2017, 15

(7) : 22-25.D0I: 10.3969/j.issn.1672-3384.2017.07.005.

[17 1 ORI, k& . RIERR M RLAN S I 5 AECOPD 4 B iR

MR [1] . RN A SR AR, 2016, 35 (7) + 1623~
1628.DOI: 10.13417/j.gab.035.001623.

[ 18] Z=RAE, sktk JRIEMRMR AN TS I I R — AL R B
A PERH FEVENGDAR AR [ . I RS 25550, 2018, 27(7):
498-501.DOI: 10.16047/j.cnki.cn14-1300/r.2018.07.005.

(19 ] Biids . W7ty S — 4L A AETE AECOPD S H X [D] .
FHE: ERERRE, 2016.

[20] AWM, BRi, ER0, 55 . S0 i v w4 it xd 5 0 1 BE At
AVEINE R TR S EM ARgE (1] s
(BE2ART) , 2017, 38 (3) : 475-478.D0I: 10.14188/5.1671-
8852.2017.03.028.

[21] VEDEL-KROGH S, NORDESTGAARD B G, LANGE P, et al.
Blood eosinophil count and risk of pneumonia hospitalisations in
individuals with COPD [J ] .Eur Respir J, 2018, 51 (5) :
1800120. DOI: 10.1183/13993003.00120-2018.

[22 ] W8 . TR A 0 7 e 1 B ZE P e g 2 o 40 (2 B v
SRR [0 ] IRARRTARL R, 2018, 23 (6) @ 1115-1117.
DOI: 10.3969/j.issn.1009-6663.2018.06.037.

[23] R, BB, JEWEZR, 45 . MR TR A0 N1 1 B 2R L i
PRI A M AR B A 20 2067 T I R SC [ ] . IR I
%75, 2016, 21(11): 1941-1943.DOL: 10.3969/j.issn.1009-6663.
2016.11.001.

[24 ] BARNES N C, SHARMA R, LETTIS S, et al.Blood eosinophils
as a marker of response to inhaled corticosteroids in COPD
[J] .Eur Respir J, 2016, 47 (5) : 1374-1382. DOI:
10.1183/13993003.01370-2015.

[25] weeE, Xgmd, 20E, 55 SN S IR0 HE 55 0 kB 28
PEREAR ISy 7 SR A [0 ] . AR, 2018, 24
(31) : 19-21.DOI: 10.3969/j.issn.1009-4393.2018.31.009.

[26 ] KR . HF i 3 mE R R A A AR 18 P B ZE Pl 2P
INEHI AR AR [T] B EES TR, 2017, 25 (3) @ 46-48.
DOI: 10.19338/j.issn.1672-2019.2017.03.013.

[27 ] AFEW], 23, 5 od ol . A1 ] g T T AL 0 i 5 1 P B 2 1
HTW%EQ"ﬁﬁﬂﬁ%’ﬂfﬁfﬁ%%ﬂfﬁfﬁﬂﬁﬂﬂ BIAR SR [0 ] o

i R B2 A 2% 3K, 2016, 44 (10) : 42-44.D01: 10.3969/
j-18sn.2095-8552.2016.10.014.

[28 ] ZENG Q L, WANG X M, LI SN, et al.Prevalence and clinical
characteristics of blood eosinophilia in patients with acute
exacerbation of chronic obstructive pulmonary disease [ J ] .
Zhonghua Yi Xue Za Zhi, 2017, 97 (40) : 3166-3170.DOI:
10.3760/cma.j.issn.0376-2491.2017.40.010.

(29 ] G530, WTNS, BRI, 5. 5P i wg me vk 40 B 7e i 1k
FRLZEVE IS SN B AR Be 8 72 2R s S [0 ]
A S A B 4%, 2017, 29 (7) @ 881-883. DOI: 10.3969/
j-1ssn.1671-0800.2017.07.021.

[30] flih, KA, Wrghs, 45 . ivE R R A0 N e v b 2R VL i
P SV IR I AOWEEL T 1. o S35 2 W, 2018, 22( 1 )
61-63.DOI: 10.3969/}.issn.1007-4287.2018.01.021.

(ki FH 1. 2019-01-26; &M A T: 2019-06-11)
(ASCHhidt: . ke )



