W36 % S b B= 2% B 2% 4k (http : //noth. cbpt. enki. net) Vol. 36,No. 8
1006 2021 8 H JOURNAL OF NORTH SICHUAN MEDICAL COLLEGE Aug. 2021

doi:10. 3969/j. issn. 1005-3697. 2021. 08. 014 P IEERFR &

18 14 BE 2 4 A 5 75 4 M A0 T A i NLR, CRPEOS 7k
TS R A MR

¥ L, RS, R
AR B = B 5 — B I B e+ % Tl DU — o B B I 0 45 S R B, U1 B #8 610051)

(WE] B8 BRITIR PR A 2R 2 M i = (AECOPD ) 835 41 J& i, w14 400 1 55 9k B4 40 i 3 5 L 8 (NLR) (€ g
A (CRP) (WE R4 (EOS) 7K - 55 55 1% 7 A2 B (A Gt . Ak 130 fil AECOPD i 3% { IR 5 & A6 WP W 32 3 43 o
PR 2l (n =41) 5RPIR A (n =89) ; IF S B (I8 PR BH 28V Il B 12 16 8 M ) 3 AR HE W B B0 4 0 A R (n =
25) B % (n=33).C%(n=32).D%(n=40), KM H I H ML NLR ,CRP EOS /K, 20 7 &b A ML W 38 b5 16 5 VEAS T 8012
Wi (8, 1 S e AR B A OGP . R PRI B A AM A Il NLR O CRP 7K P55 F 5K W W 3 v 4, EOS 7K SF-AIK T o4 IR W
FWH (P <0.05) ;50 1. NLR,CRP (EOS ¢ & # U 3F- i AECOPD £ 2 W W 3 3 % &0 ROC i £ % 1 £ Jy 0. 923 & T Hih
NLR .CRP EOS ;B () 0.816.,0.812.,0. 833 (P <0.05) ; #Ffi ifil. NLR (.CRP 7K, A 9 < B % < C % <D 4 ; EOS /K-, A 4 >
B >Cg >DHHEH(P<0.05) ;4N I NLR ,CRP /K5 B FH R PR IEH X (r =0.703.0. 755, P <0.05) ; 71 J& 1fi. EOS
K5 B AE R T R E A (r= ~0.707,P <0.05) , £if: AECOPD M35 Il NLR,CRP 7K B 15 I T A & #1719

T EOS JK T Bl 18 in F 52 0T R R A, T R 2 g A A e T R R B A G, B = AR AR S A DU X T AECOPD R W 3 35
7 0 1 ) W LA e T T AR

(SR ] 12 1 BEL 28 PR M 5 b o 2 400 5 vl o 40 L 5 bk B8 0 B 3 L 1 © B 2R 1 5 8 T A A G 5 o o 7™ o AR
JE 5 A G

[FESZE] R563.9 [ xHr#rEB] A

Relationship between blood NLR, CRP,EOS levels and disease severity in
patients with acute exacerbation of chronic obstructive pulmonary disease
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[ Abstract] Objective:To explore the correlation between peripheral blood neutrophil lymphocyte ratio ( NLR) , C-reactive pro-
tein (CRP) ,eosinophil (EOS) levels and disease severity in patients with acute exacerbation of chronic obstructive pulmonary disease
(AECOPD). Methods: A total of 130 AECOPD patients were enrolled. According to presence or absence of respiratory failure, they
were divided into respiratory failure group (n =41) and non-respiratory failure group (n =89). According to the classification stand-
ards of Guidelines for Diagnosis and Treatment of Chronic Obstructive Pulmonary Disease,they were divided into grade A group (n =
25) ,grade B group (n =33) ,grade C group (n =32) and grade D group (n =40). The levels of NLR,CRP and EOS in peripheral
blood were detected. The value of peripheral blood indexes in disease assessment was analyzed. And their correlation with disease sever-
ity was analyzed. Results: The levels of peripheral blood NLR and CRP in respiratory failure group were higher than those in non-re-
spiratory failure group,while EOS level was lower than that in non-respiratory failure group (P <0.05). The area under the ROC curve
(AUC) of NLR combined with CRP and EOS for assessing respiratory failure in AECOPD patients was 0. 923, which was higher than
that of NLR,CRP and EOS alone (0.816,0.812,0.833,P <0.05). The levels of peripheral blood NLR and CRP increased in ture of
grade A,B,C and D,while EOS level decreased in ture of grade A,B,C and D (P <0.05). The levels of peripheral blood NLR and
CRP were positively correlated with disease grading (r =0.703,0. 755,P <0.05) ,while EOS level was negatively correlated with it
(r=-0.707,P <0.05). Conclusion : The levels of peripheral blood NLR and CRP gradually increase,while EOS level decreases with

the aggravation of disease in AECOPD patients. They are related to disease severity. The combination of the three indexes has high dif-
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ferential efficiency for respiratory failure in AECOPD patients.
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