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[ ZE] B LLEE RN S RE Y18 1 BH 2 it 2P N (eosinophilic-acute exacerbation of chronic obstructive pul-
monary disease , EOS-AECOPD) FlE EOS-AECOPD [ # HeAR I R 0 A AEBE S Jmy , 75 W IR HEIAYT o 3% « Btk I AR 2017
AR PR 1 BH ZE M it B 20 I EE (acute exacerbation of chronic obstructive pulmonary disease , AECOPD ) AfE:Fg 50 EE R} K245
— Bt B e R Y SE A PR YERL , LA EOS-AECOPD FllE EOS-AECOPD P4 & 1225, A Hr g i s 3 i O G R IR £ . 48
R :E0S-AECOPD 4 63 41](25.6%) , 4 EOS-AECOPD i3 183 {41 (74.4% ) , 1 Bt WITR 318 & 5 e 8114351 Ky 17.59% 1 35.5% , 4t
T 51 0 F18.2% , (P < 0.05) o ZICllIH /342 /R ERR KL AT (eosinophil , EOS) =29 %fpﬁ‘%fmﬁﬂrﬁ%{%%
R PR e | PRI O A0 A L R R R A FER PER R (P < 0.05) . #4518 :9FEOS-AECOPD
(EOS < 2% )W JiSE% e IR A H4E EOS AP TAS B0 fs , 8 2 A8 H 8 8 1 R BB T o

[RER] NS PEFHIEPERBNG ; SN ; FERRERLAN ; AL

[(FES%ES] R563 [Z#rtRARED] A [XEHS] 1007-4368(2021)02-203-05
doi: 10.7655/NYDXBNS20210209

Association of eosinophils and the severity of acute exacerbation of COPD

XU Tingting',SONG Weiwei’, CHENG Luxiao', JI Ningfei', HUANG Mao"
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Nanjing Medical University , Nanjing 210029, China

[Abstract] Objective: The study compared the basic clinical information and hospitalization outcome of patients with eosinophil and
non-eosinophilic inflammation type of acute exacerbation of chronic obstructive pulmonary disease (COPD)in order to guide early and
accurate treatment. Methods: The basic clinical data of patients with severe acute exacerbation of COPD (AECOPD ) admitted to the
First Affiliated Hospital of Nanjing Medical University during 2017 were collected to analyze the differences between EOS-AECOPD
and non-EOS-AECOPD groups as well as risk factors related to the condition. Results: There were 63 patients with EOS-AECOPD
(25.6% ) and 183 patients with non - EOS - AECOPD (74.4% ). The proportion of critically ill patients was 17.5% and 35.5% ,
respectively. The mortality during hospitalization were 0 and 8.2% , respectively. Multi-regression analysis revealed that EOS = 2% was
a protective factor for the severity of the disease, while pulmonary heart disease, respiratory failure and neutrophil to lymphocyte ratio
were independent risk factors. Conclusion: Patients with non - EOS AECOPD (PBE < 2% ) are more severe, and mortality of
hospitalization is higher. The level of eosinophils may help to evaluate the severity of patients with AECOPD in clinical practice so as
to guide early and active treatment for critically ill patients.
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OE TAC N BB 5 B N BT A BT T
COPD LA W 18 i PR AR 20 32 FR R RRAE , TR 2
PN I 4 B2 A9 COPD JR 3 SR T KU T = . B Al
18 P BH ZE 4 il 5 2 % i # (acute exacerbation of
chronic obstructive pulmonary disease , AECOPD )12
BT B BRI, B B S BRI R A B
Sl , DRI, R AR 1 1) A Wb s i DA R R 1 AE-
COPD A WP REIRIT T R B REHE

H §i Z2 3B 5% & B 7 AECOPD iy g B2 'k br
4 fifl (eosinophil , EOS) £ RIS 18 EOS R4 1R 5E
JNE, GIESE I OS A T30 12 BE i 5 35 A Sk St Jin 8
KU, 1B 5 F1fiL EOS 5 AECOPD Ff) ™ 55 F2 B K 55 1)
ICRHERZ T .

XKF EOS B AECOPD 2 X K4 — B, &
2% [E N AMIFFESS 5, AECOPD 4N Il EOS=2%11) S48
FIE I EOS=3 9% HH M i BURR (FUEME 90% ) >, A%
SR EOS R NbREY) , & LA I E0OS=2% K
EOS-AECOPD 58X 52 43> EOS-AECOPD (41|
1. E0S=2% ) F4E EOS-AECOPD (4 1fi. EOS < 2% )
WAL, LRI A A8 8 A I IR AR 2, AT Be S0 A 17
A SRR 5 10 R B 45 ey S R o

1 XZEFFE

1.1 %

[l EPEIAE 2017 451 H 1 H—12 F 31 HIHEH
AECOPD AfF: B it BE B R 256 — M m B Be i 3
AR S5 T AECOPD 12T, AR =40 %, A%
24 h A IE FLEE R, Z IR A BB B BUGE 1 B
HEBRBRE : DA IFAE NP , 2 AN @
B I SRR Z5 8 SR R AR IR | T oM il
G 5 QA I HA KU 5 B % il I 5 ARG ol
o R AR IR N . A oE i gE
352 B ELE S HEBR 106 4], 9 A 246 9] . A58 28
B fCHIZE G 2 01 R 2
12 Fik

R a4 HERR v | U 4E B2 AECOPD 1 e H & 1
FEARNG RAE B0 B AE Be s R A48 hn . EE s
A e IR0 17 , 440 e 191 1) 5 A2 2B 1 15 e S
TG, AR ARG
1.3 %itssix

K HISPSS 22.0 3T B A A BRAHE , 756 7 25 5%
PEIEAS 0 1Y 2 FORHH A Bl 25 (2 £ 5) R
7, PZHLTE] LA o B2 360 s ANAF A LE A 20 AT 9 1 %
REEA A R R A B (O 7 [B) ) R, 2L ]

Lt # H Mann-Whitney U ES 5k g5, 3 4 DL I A
H Kruskal-Wallis k5 ; %5 F 02800k S H
o3 LAkl IRl e R OT RS . R GEi T B X
W FR T —ICZ R &K Logistic [FIF MR R 51E B¢
JETEHIEAE B, P <0.05 HEFAGIFE L,

2 &% R

2.1 ARG R T A

B IEYNA 246 5] 8 5 R, o EOS-AE-
COPD &4 63 141(25.6%) , 4 EOS-AECOPD &7 183
Bl (74.4%) , BRAIPER AR g KA SRR Rk
25 R A 48 %X | 1 25 A (albumin, ALB) JJLEF B /)N
BRUE L R AL THE (estimated glomerular filtration rate,
eGFR) .D- Rk 5 G2 E L (P>0.05), JF
EOS-COPD /& F AR K, F1 402 (white blood cell,
WBC) . H R4 i (neutrophil , NE) Rz itk I 24
Jijal Hf.{ﬁ(neutrophﬂ to lymphocyte ratio, NLR) | REZR
Y& &, bk 40 (lymphocyte, LYM) | 45 2 1 ¢
fik. PRALBFE HALE B I EAR LR 1,
22 WAAIFEAE T HRERL

22438 T EOS-AECOPD 13k EOS-AECOPD
PIZH A IR RORE DK 0 R R A e 300 T o 155 ™
FRERE AEBELS R s B . PR AR O i A =R
P SRR i E ) B S E S B2 SR TR S
T2F 0 X, EOS-AECOPD 41 Hi & 45 I W 5 38 L 141
12 28.6% ,4E EOS-AECOPD 41}y 51.4% , 2 %A 5i it
2EE X (P=0.002) . W2 B A3 B 30T 1) 4 B i bk Al
FHBE R B2 o5 H a5 R 31.79% 1 59.0% , 2H 1] 22 5+
HEiT2#E L (P<0.001), EOS-AECOPD &4k
EOS-AECOPD 8 2 3: B 1 8] 95 175 f 5 A8 2 L A1
(17.5 vs. 35.5%, P=0.007) . fF B R SE T HL A (O
vs. 8.2%,P=0.041) , A [ 22 53 Ge it .
2.3 AECOPD & #H A1) % BAE 541

T SEXH S I AECOPD H 3% 4 [ 35 6] 95 175 14
FATHE R A5 Hr , 45 H O BE A (81055 155 7™ 8
R G ) A TR PR A AR08 i FE \WBC \NE
LYM% .EOS.E0S% NLR . ALB . JR % & JWLEF; 7 —
JTLZ N E Logistic 5387, 455 8 EOS=2% 2 A&
55 e T B9 A5 4 1 R & [OR (95%C1) =0.271 (0.105~
0.700), P < 0.05 ], fifiCo95 WP 5508 | =5 NLR 2
P B TSGR PE R 28 (P < 0.05, %6 3) .
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Table 1 Comparison of baseline characteristics between Table 3 Multi - factor analysis of critical AECOPD pa-
two groups tients

. EOS-AECOPD  JEEOS- A b OR(95%ClI) P{E

e gl AECOPDZ] | % A 0.979(0.944~1.016) 0.270
Hln(%)] 52(82.5) 155(84.7)  0.686 Jiti o975 2.956(1.438~6.077) 0.003
IR (%) 72.79 939  75.96 + 8.47 0.014 I 3.111(1.554~6.228) 0.001
FEBER (D) 933+6.14  9.78+591 0.608 YR 2 1.664(0.796~3.479) 0.176
it (4F) 13.31£10.85 1498 +11.46  0.322 E0S=2% 0.271(0.105~0.700) 0.007
AW [n(%) ] 43(68.3) 131(71.6)  0.616 NLR 1.062(1.014~1.113) 0.011
WOHRFER (FO/4E) 32,92 £34.62 32063275  0.864
WBC(x10°4~/L) 721+3.04 883 +4.07 0.004 L Sk 2P in = RURS B A, X A TRLRE R R 2 G
NE(x10°4~/L) 3.91(2.66) 6.51(4.19) <0.001 7R B AR B S i L HE R EOS M 8 B A
NE% " 64.89 + 8.49 81.48+9.90 <0.001 ‘féﬂ%&)ﬁ(%ﬁ(%?ﬁﬁﬁ E’:J 1;/]?#5\ [7] H ﬁﬁm%%ﬁlﬂ‘
oI e S HOSCOM SRR
EOS(x10°/~/L) 0.28(0.22) 0.01(0.04) <0.001 < I %3%% KT EOS'AECOP D B
FOS% 390(290)  0.10(050) <0001 ABFIEEIA . ARG H B EOS- AECOPD AR
NLR 287(191)  7.30(7.57) <0.001 EOS-AECOPD W 2H 11 Bt £8 4 1Y B A Il PR RE i 1
ALB(g/L) 3639547 3542603 0278 A, BAER ST E R S NS AR 1Y 1L EOS A&
BB (mmol/LL) 219014  2.13+0.14  0.003 P T I 7 AR P R S T RN R T Y
WLEF (pmol/L) 69.09(21.20)  71.09(32.05)  0.165 AECOPD 3%, #5 S WIS BT o
JREA (mmol/L.) 550(2.60)  7.40(4.40) <0.001 ARG AL g AT B AECOPD H 3% 246 f4i] , Forp
eGFR 95.13(32.46)  91.37(49.17)  0.173 EOS-AECOPD .3 6315(25.6%) , 5 AAARIE Y EOS-
oL/ (min- 1.73 ') AECOPD 25 5 AECOPD [ 10%~66%AHIE ", 7%
D-— 4K (mg/L) 0.51(1.11) 0.81(2.02)  0.055

K2 PARHFERIGTERENHNRERERIILE

Table 2 Comparison of complications, treatment and con-

ditions

- EOS- 4k EOS-

e AECOPD 4 AECOPDZL
L BNk E n(%)] 20(31.7) 108(59.0) <0.001
WP R [ n(%) ] 18(28.6)  94(51.4)  0.002
Lo I A (0 (%) ] 19(30.2)  53(29.0) 0.857
DR [n(%) ] 11(17.5)  22(12.0) 0275
it L (%) ] 12(19.0)  58(31.7)  0.055
BIFHENE(A) 1.59+1.57 1.82+1.39 0.269
A G [n(%) ] 11(17.5)  65(35.5)  0.007

EBEIEIET [0 (%) ] 0(0) 15(8.2) 0.014

SRR, T B YR R, A 3
B M TIRE N K IE R AERY 2 AR I,
H i HAZ W R R85 1 PR B, SR 7 Hos R AR 50N
Il PRAFFIE 45 5, T B4 R0 A= W0 br i 0 BAH X 49
R T AR COPD R AY, $5 FRYT . Bafadhel
5NN COPD 43Ky 4 Fh 278, Horp L EOS P R A Wb
HEH EOS-COPD (845 2 hin &1 13 EOS T,

98 %, 5 EOS-AECOPD 414 L, 4F EOS-AECO-
PD 41 B4R ONLR 5 bk B 20 A LI 45 5 1
15 A IR I S 08 LA RN 15 1 TR LU L 4 B
Jik i 4 % , 5L R =, EOS-AECOPD 41 i &%
8 B WP b L D B s R A 2
Z AT AR, 5 NLR A I 00 IR 38 £
HBEIE ™ E R EOS(EOS < 2% ) J& & i 1 16
AT GRS H 2 EOS=29% 1 2 i H s i
HIEAREE . T NLR FIAECOPD (%2, A
WF5% % B8 NLR F1 AECOPD 5 175 /™ 5 B TEAHOC
HRYEHE B, 6 T ™ AR, T DU A 4 B ik
FHBE B B2, AAWF9E R A 4E EOS-AECOPD &35 %
1 Fe 9l 5 , EOS-AECOPD 5 #5951 LL I, 7] fig
AE EOS-AECOPD 8 A Be 9 [a) s 175 5 o, I PR =
AL S e T B R B R . T
EOS7KF-F1 AECOPD [ X 5, 5% & B EOS 3¢ = 1Y)
COPD f 5 Il D BRI A 17 o o vy SRR m /D> |
A AP TR AF TGS R T REE 4, AN EOS
FEA 5 2R B A O, A 9 &R BLIE EOS-AE-
COPD 34 T ZL IO A8 A He oK Je B3 < R K
e SR I RE K IR AR T 24 Y L AR g, AR
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Fh 1 B, A FAE W5 7 (intensive care unit,
ICU) L A3 B B[] A S8 38 i, EOS ] &
FE AT VB, 38 T K Thi BIag 0, JE EOS
-COPD I EOS-COPD &35 2V BA F ik, &
PEINEE IS JOARE SN ZIUANSE A R] , S ke
51 COPD ZPEh s it , 38 21 4% K F-kappa B (nucle-
ar factor-kappa B, NF-kB) /5 2§ [l 43+-1 By IL,
RO AR T, S Al R 732 44 3, 552 4E EOS 12
OB R IEASURER EOS B N, n] BE S8 COPD ) &
PR, i DR R R i, R S A T P b
B S R Z ARG A5, R0 NF-kB 55 Sk RS, 73]
LR 7 I R 3k P IR 9 FE R ik, id 2 EOS
F R RS , RFEBCRAE R, WL B Ao T
NG Jr ) 22 57 A] REJE AR B B IR T e, SIKEOS-
AECOPD (& M Lt , EOS-AECOPD 8 & i 52 Jo 8
FIRYT RN BT, W 2 Jod 2R T LA il o e R4
AN, WA AECOPD Z0ME i 5 A9 AR, 157 30
T ARG Ry A5, AR EOS SIS
4, TSR VCELTFE X405 B, 45 5 R 3k EOS-
AECOPD 41 SB#F AR K, 22 FAAE R ITT22 B T
AT SRR BRI B AR R AN A 22 TR 2K [ AR Y 2%
SRR AT AN S R G ™ R B A 2 57 5 T ]
2 AREOS & B i /™ A A ST fa s

A [ JB P AF 58 W 22 UK B A R A B 44
Jar, R BAE B BIIA] 15 491 (8.2% ) FYFET - AECOPD H %
Y3k A E EOS-AECOPD 4H , JE T4 — 12 Wi 4y kg “ 18
PERH ZEME s 2N, o 6 128 —i2 Wik 2 71
WP 0 ™, 341 Ry 1 BUWF IR S 9™, 3 451) g * i 5 J
Ge7 2 461 hy SR Sl KA A O S, 1k 12
PERJE OB . EOS-AECOPD 2H 43 e 4 6] 6
AFET- (P=0.014) , /5 ik EOS & AECOPD H % &
B AE R 5, B EOS B AECOPD H #1697 5 17475
R IER 2T R — UL, b
T ZR 1 EOS-COPD 835 3 Bt I [A] R FE 2 AR |
A BE s R A, EOS A A AE EOS-AECOPD £
BN SE A ZE R A S th PR R 2y e
BOE TS B 22 AETS XU Y, DECAF P43
REEAF M Pl COPD S F FET- 12, o A EOS
FI R FIN COPD 359 583 14 B -2, ik 209 Y % 1.
W EOS ATREARFET KU, 3 — ] AT 5 A 7
ZIREEA RTREYE UG AT ERFFE

AWK EE AECOPD ¥4 H EOS-COPD
HAMAEEOS-AECOPD 4, K #LIEEOS-COPD 41
PN i AL S AR NN 3 gL

BB R 22 S0 R R 5 1L EOS AT 45 5 4 il
COPD 2 ENNEE A PPAG SN R Gy
255y, NI AEA Bt 50 B % 8 fe A RE R IR T, %o
I REZ A —E N EL
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