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RCHORE (MR R WO AR B AR E IR B IR I EOS% (MR A L 4 L RS R B A A R -6 AT C R iR
I} FeNO, LA EOS% =2% y SH{H , ¥4 1. EOS% =2% MR &N A 40 (FEFRTY AECOPD) , Ifl. EOS% <2% My B 4 (AEE
FR B AECOPD) , e ¢ #056 x° K90 Mann - Whitney U ESHK B LI A 415 B éﬁﬂ%%‘#ﬂ%ﬁ:*ﬂr\FeNOﬁPﬁ*ﬁ%H@E%
L BEEEE I AN FE -6 M. C R E AR B 2R ESA SR %E X, —2H Pearson 5% Spearman #5174
st EIRERAEHEE XRS5 EOS% MR, R AHS5BH— ﬂ&ﬁ%ﬂtlzﬁ ZRBTGE I FE X (P>
0.05) ; P HERLANMI T 43 o VAN A 2 - 6 BEES R E FeNO /K H R, 2 R H S48 L (P ¥ <0.05) ; AT A C R
EAKTFHE, ZFHY XL ERE (P >0.05), HXMHESPERER, M E0S% 5k g E otk AR -6 %5
HFKFERAAMIE (r= -0.425.r, = —0.376..r, = —0.342,P ] <0.001) ; Ifl. EOS% 5 FeNO 7J<¥£Effﬁ3é (r,=0.399, P <
0.001), £ AECOPD &Il EOS% 5 FeNO £ IE M, E0S% T+ 1l fit 2 5 30 A G Mg R Mk 28 M S by 36 58, 1 £53 FeNO 7K P
BFE TR UL EOS% 5otk AN E 4 Lk AT A 3 - 6 45 R R A GuAH G, 1 EOS% 538 41 Rk YL 2 £k %
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Relationship between the Percentage of Blood Eosinophils and Exhaled Nitric Oxide and Airway Bacterial Infection in Patients with AECO-
PD. ZHANG Sen,LIU Hua,YAN Liping,et al. The First Clinical Medical College of Gansu University of Traditional Chinese Medicine
(Gansu Provincial Hospital) , Gansu 730000, China

Abstract Objective To investigate the percentage of blood percentage of eosinophils (EOS% ) and exhaled nitric oxide ({fraction-
al exhaled nitric, FeNO) in patients with acute exacerbation of chronic obstructive pulmonary disease (AECOPD) and study itsthe rela-
tionship with airway bacterial infections. Methods A total of 116 patients with AECOPD admitted to the Department of Respiratory and
Critical Care Medicine of Gansu Provincial Hospital from March 2020 to May 2021 were selected. The patient’s medical history, general
information ( gender, age, smoking index, body mass index) were collected, and blood EOS% , percentage of neutrophils, procalcitonin,
interleukin — 6, white blood cell count, C - reactive protein determination and FeNO was measured. Taking EOS% =2% as the cutoff
value, patients with blood EOS% =2% were set as group A (eosinophilic AECOPD) , and patients with blood EOS% <2% were set as
group B (non — eosinophilic AECOPD). First, use ¢ test, chi —square test, Mann — Whitney U non — parametric test to compare the gen-
eral information, FeNO, neutrophil percentage, procalcitonin, interleukin — 6, white blood cell count, and C reaction between group A
and group B. Whether the protein level difference was statistically significant was monitored, and then Pearson or Spearman was used to
analyze the relationship between the above statistically significant difference indicators and blood EOS% . Results There was no signifi-
cant differences in general information between group A and group B (all P >0.05). The percentage of neutrophils, interleukin — 6, pro-
calcitonin and FeNO levels were statistically significant (all P <0.05). There was no statistically significant differenceS in white blood
cell count and C - reactive protein level (all P >0.05). The results of correlation analysis showed that blood EOS% was negatively corre-
lated with the percentage of neutrophils, interleukin -6, and procalcitonin (r= -0.425, r. = -0.376, r, = -0.342; all P <0.001),
and blood EOS% was positively correlated with FeNO level (r, =0.399, P <0.001). Conclusion The blood EOS% of AECOPD pa-
tients is positively correlated with FeNO. The increase of EOS% may lead to the enhancement of airway eosinophilic inflammation, which
makes the FeNO level significantly increase; blood EOS% and the percentage of neutrophils, interleukin — 6. Procalcitonin is negatively
correlated. Blood EOS% is negatively correlated with airway bacterial infection.

Key words Acute exacerbation of chronic obstructive pulmonary disease; Blood eosinophil percentage; Exhaled nitric oxide; Air-

way bacterial infection

8 42 BH. ZE 42 il % 9 ( chronic obstructive pulmonary YL 2% K COPD 2 M I i & i WL A% JR K], Bafadhel
disease , COPD ) 1 24y 5 UL 1% W W 3 S8 2 , HOARAIE /2 SRS R B, AR VB R TS Tk B JE T B S
RS20 7 W 38 A R A0 AR 1] 33 (9 S &Z BRY . coPD ] (acute exacerbation of chronic obstructive pulmo-
B 2PEEA N E TTIRER i E 5 B E RN ERE nary disease, AECOPD) == % fy S8 4l 1 [ 4L i & , {5
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1. — B9k B 2020 4 3 A ~2021 465 A

HoR A N R EE BE IR 5 5 5 E B2 B IR 9 116
il AECOPD fE# . AR QFER >40 ¥ ;OFF
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A B e MR a0 DI IR R X
T QWM TFARE, AR C KM ERERE
A Z RS, S E NSRS R ) E X
WERR K AECOPD DL Ifl EOS% =2% Ky F{H &t UK
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EOS% =2% I & ,B 414 E0S% <2% [ #
PR RR PR S AT VR B (R R WA S x T
MAEE) ERBLR, ZRLEHITFE (P>
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F1 ABSBAEE—MERLE [ n(%),x x5, M(Q1,Q3)]

T H A#l(n=35) B4l(n=81) Xz P
UEcvs g s 24/11 52/29 0.207 0.649
FEi (%) 69.00 £9.62 68.44 £11.40 0.252 0.802
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2. K Ty vk A R AR BE B SR A A I e K I
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veE s H)) K C RN AR FHKSE A IR ECL2010 H
b2 K6 BT A (% 2 W™ i 1 A BR 23 &) A6
FIAT A 2 - 6 45 2 5K F; A K - 4500 1 4 fif
SIATACCH A ZR 2N A ) R R A B A L e
iR PR R A0 B B 4y L AT ROK S BT R T
A B A Sunvou — CA2122 — %8 AL & 70 #r 4% ( 1 7k
BT HL R A RS W) ) 4T FeNO il i |, K il 20 BR 4%
MR B TR P AT

3. G50 R N SPSS 25. 0 45 2 i  xt
AR HEAT ST 0T, B A IES A 57 25 57 4K
P R FH WIS BEAS o K 36 R A A IE 28 40 A7 57 22
AT K Mann - Whitney U ESEBKE K, 53

AR R RS, LA B A IES I, LY
B2 (v xs) Rom, EELRATFEES
A B, LA AR 7 500 A BRI BE ) [M(Q1,Q3) ] %
7N o Pearson #3e R 80 (r) B Hi & AECOPD H & Ifi
EO0S% 5 v MR 40 il & 43 b 09 A8 & 4% 5 Spearman &
FHE BB (r) AR AECOPD HK Il EOS% 5 Fe-
NO FEEE R HAM AN -6 LM, K P<
0.05 WESFHEI¥E X,
& R

1 I RIS AR EL 8 . A 400 B 4L & FeNO Rk
MM E S L PRSI A E -6 KT L, 2
SWHGIEE L (P <0.05) ; A4t 5. C =
N EE K, 22 R TS B (P 4 >0.05,
#2),

F2 ABHSBAHBEIKRKIBIRIEE v x5, M(Q1,Q3) ]

miH A#H(n=35) B4 (n=81) t/z P
rpeHR AL A S (% ) 65.09 =8.17 73.14 £10.72 -3.969 <0.001
M4 % -6(ng/L) 5.29(3.75,8.60) 10.80(4.68,32.63) -3.080 0.002
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FeNO (ppb) * 22(17,27) 16(13,20) -3.788 <0.001
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C 2R3 (mg/dl) 4.50(1.60,9.50) 6.00(1.90,25.85) -1.314 0.189

*1ppb =1 x10 " mol/L
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