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Effects of Phlegmyheatclear Treatment on the Symptoms, Blood gas, Lung

Function and serum Inflammatory Factors Levels of AECOPD Patients*
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ABSTRACT Objective: To explore the effect of phlegmyheatclear on the symptoms, blood gas, lung function and inflammatory
response in patients with exacerbation of chronic obstructive pulmonary disease (AECOPD). Methods: 100 patients with AECOPD who
were treated in our hospital from October 2017 to October 2018 were selected and randomly divided into group A (control group) and
group B (study group), with 50 cases in each group. Group A was treated with conventional therapy, while group B was treated with
phlegmyheatclear on the basis of treatment plan of group A, the therapeutic effect, changes of blood gas index, lung function and serum
inflammatory factors before and after treatment were compared between two groups. Results: After treatment, the coughing, dyspnea and
rale disappearance time of group B were significantly shorter than those of group A (P<0.05). The blood oxygen saturation of both groups
(SpO,) were significantly increased after treatment (P<0.05), and the levels of arterial carbon dioxide partial pressure (PaCO,), serum
interleukin-1 (il-1), c-reactive protein (CRP) and calcitonin (PCT) were significantly decreased (P<0.05), the SpO, levels in group B were
significantly higher than those of group A (P<0.05), and the levels of PaCO, and serum IL-1, CRP and PCT were significantly lower than
those of group A (P<0.05). Conclusion: Phlegmyheatclear can significantly improve the clinical symptoms of AECOPD patients, it can
effectively improve the lung function, reduce the inflammatory response.
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Tablel Comparison of the disappearance time of cough, dyspnea and rale between group A and group B d(d, x+s)

Groups n Cough Dyspnea Pulmonary rales disappear
Group A 50 547+ 121 534+ 1.72 4.93+ 091
Group B 50 4.89+ 145 3.68+ 1.09 3.11+ 0.78

t 2.172 5.764 11.033

P <0.05 <0.05 <0.05
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Table 2 Comparison of the blood gas indexes before and after treatment between groups A and B (xs)

SpO4(%) PaCO,(mmHg)
Groups n
Prior treatment Posttreatment Prior treatment Posttreatment
Group A 50 92.02+ 9.12 98.11+ 10.27* 58.39+ 4.12 47.83%+ 2.78*
Group B 50 92.34+ 9.27 99.37+ 10.98 58.56x 4.07 41.56+ 2.07
t —0.019 —0.056 —0.051 3374
P >0.05 >0.05 >0.05 <0.05

Note: Compared with before treatment, *P<0.05.
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Table 3 Comparison of the lung function indicators before and after treatment between groups A and B (x+s)

FEV, (L) PEF(L/s)
Groups n
Prior treatment Posttreatment Prior treatment Posttreatment
Group A 50 1.32+ 0.17 1.87+ 0.33* 1.79+ 0.42 2.61% 0.37*
Group B 50 1.29+ 0.23 227+ 0.57 1.86% 0.27 3.16x 041
t 1.051 —9.221 —2.811 —18.033
P >0.05 <0.05 >0.05 <0.05
Note: Compared with before treatment, *P<0.05.
* 4 WETRYT IR B R E F F K F R LR (vas)
Table 4 Comparison of the serum inflammatory factors before and after treatment between groups A and B (x:s)
TNF-a(pg/mL) PCT(ng-L") CRP(mg-L")
Groups n
Prior treatment Posttreatment Prior treatment Posttreatment Prior treatment Posttreatment
A Group 50 51.12+ 3.27 38.17+ 3.3%7 14.79% 6.42 4.61% 0.57* 54.79+ 5.62 16.61+ 1.57*
B Group 50 51.29+ 3.43 32.57+ 3.17 14.86% 6.27 l.16% 141 54.86% 5.87 1436+ 2.11
t —0.076 2.612 —0.009 14916 —0.011 3.253
P >0.05 <0.05 >0.05 <0.05 >0.05 <0.05

Note: Compared with before treatment, *<0.05.
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