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Correlation between the levels of inflammatory markers and symptom of cough and
phlegm of patients with chronic obstructive pulmonary disease
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Abstract; Objective To detect the level of airway inflammatory markers [ proportion of neutrophils, eo-
sinophils and the level of Eosinophils chemokines (Eotaxin and RANTES) Jin sputum, and to research the
effect of airway inflammatory markers on the process of symptom of cough and phlegm in patients with chron-
ic obstructive pulmonary disease (COPD). Methods Patients in our center who diagnosed with COPD from
September 2016 to October 2017 were selected. And patients with both symptom of the cough and phlegm
were divided to experimental group,while the patients only with the symptom of cough were divided to posi-
tive control group.and patients with neither of them were divided into negative control group. The qualified
samples were selected, and the level of Eotaxin and RANTES were detected. Proportion of cell components
was counted. Results A total of 86 patients were collected the qualified sample. Eotaxin level in experimental
group [ (7.45+ 1. 47) pg/mL] was significantly higher than that of positive control group [ (4. 17 £1. 03)
pg/mL] and negative control group [ (2. 03740, 55)pg/mL],and differences were statistically significant (P<C
0. 05). Moreover.,Eotaxin level of positive control group was significantly higher than negative control group
(P<C0.05). The level of RANTES in experimental group [ (7. 1142, 13) pg/mL] were significantly higher
than positive control group [ (4. 23=£1. 32)pg/mL | and negative control group [ (2.55+0.47)pg/mL],differ-
ences were statistically significant (P<C0. 05). Furthermore, RANTES level of the positive control group was
also significantly higher than negative control group (P<C0. 05). The proportion of Neutrophil cells in experi-
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mental group [ (4. 62 4 1. 07) X 10°cells/mL ] was significantly higher than that of positive control group
[(3.0340.82)X10° cells/mL] and negative control group [ (2. 37=£0.71) X 10° cells/mL ], differences were
statistically significant (P<C0. 05). The Eosnophils cells of experimental group [ (0. 2340. 06) X 10°cells/mL ]
was higher than the negative control group [ (0. 18 0. 05) X 10°cells/mL ], differences were statistically sig-

nificant (P<C0. 05). Conclusion

Neutrophils, Eosnophils, Eotaxin and RANTES are all playing substantial

roles in the process of symptom of cough and phlegm,and there are positive correlations between the levels of

Eotaxin, RANTES and airway inflammation.
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