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Clinical values of NLR and PLR in the treatment of acute exacerbation of chronic obstructive pulmonary disease
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[Abstract] Objective To explore the clinical values of neutrophil-to~lymphocyte ratio (NLR) and platelet—to~lym—
phocyte ratio (PLR) in the treatment of acute exacerbation of chronic obstructive pulmonary disease (AECOPD). Meth-
ods Totally 101 patients with AECOPD, 48 cases with chronic obstructive pulmonary disease (COPD), and 46 healthy
subjects from the physical examination center were chosen as AECOPD group, stable COPD group, and control group, re—
spectively.Blood samples were taken from the patients with AECOPD at the second day of hospitalization and before dis—
charge.On the other hand, fasting blood collection were applied on the patients in the stable COPD group and control
group.The levels of WBC, NEU%,NLR,PLR, C reactive protein (CRP), serum amyloid protein A (SAA), and procalci—
tonin (PCT) among three groups were compared, and the diagnostic values of NLR and PLR in AECOPD were analyzed
by receiver operating characteristic curve. Results There were significant differences in NLR, CRP, SAA, PCT, WBC,
NEU%, PLR before and after treatment in the AECOPD group (+=3.40,5.22,3.29, 2.67,2.01,3.07, Z=-2.27, P<0.05).
Compared with the stable COPD group and the control group, the NLR, CRP, SAA, PCT, NEU%,and PLR of the AE-
COPD group before treatment were significantly higher (1=6.40, 4.29,2.56, 3.23, 5.28, 7.67, 8.91, 8.03, 4.36, 12.09, Z
=—4.44,-6.47, P<0.05).In the patients with AECOPD, NLR was positively related with CRP,SAA, WBC, and NEU%
(r=0.34, 0.41, 0.65, 0.94, P<0.05).But the PLR was related with CRP, PCT, SAA, and WBC with no significance
(r=0.23,0.10, 0.12, 0.16, P>0.05). Areas under ROC curve of NLR and PLR for diagnosing AECOPD were 0.90 and
0.82. Conclusion NLR and PLR can be as the predictor for diagnosis and treatment of AECOPD.
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AECOPD 4

VAITHRT 7.09 +2.38% 183.21(141.91,269.58)** 4521 + 16.27** 237.20 + 61.46"* 0.18 £ 0.05** 8.74+221 76.13 +11.52"*
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