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ABSTRACT Objective: To investigate the effects of levofloxacin and seretide on the serum levels of amyloid A (SAA),
transforming growth factor-g1 (TGF-$1), hydroxyl glycopeptide (copeptin) and soluble cell adhesion factor-1 (SICAM 1) in patients with
the acute exacerbation of chronic obstructive pulmonary disease (AECOPD). Methods: 92 cases of AECOPD who were treated in our
hospital from December 2014 to December 2016 were selected and randomly divided into the control group and the experimental group.
The control group was treated with routine method, while the experimental group was treated with levofloxacin and seretide based on
control group. Then the clinical curative effect, the serum levels of SAA, TGF-B1, copeptin and SICAM-1, the partial pressure of carbon
dioxide (PaCO,), oxygen partial pressure (PaQ,), forced expiratory volume at the first second (FEV1) and forced vital capacity (FVC),
clinical symptoms integral and incidence of adverse reactions were observed and compared between two groups. Results: After treatment,
the total effective rate of experimental group was more effective than that of the control group (P<0.05). The serum levels of SAA,
TGF-B1, copeptin, SICAM 1 and PaCO,, the clinical symptom score of two group significantly decreased than those before treatment,
which were significantly lower in the experimental group than those of the control group (P<0.05). The PaO,, FEV1 and FVC of two
group increased than those before treatment, which were higher in the experimental group than those of the control group (P<0.05). The
incidence of adverse reactions showed no difference between the two groups (P>0.05). Conclusion: Levofloxacin and seretide was
effective in the treatment of AECOPD, which can reduce the serum SAA, TGF-B1, copeptin and sSICAM 1 levels and improve the lung
function.
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Table 1 Comparison of the curative effect between two groups[n(%)]

Group Clinical control Effective Improve Invalid Effective rate
Control group(n=46) 2(4.35) 10(21.74) 24(52.17) 10(21.74) 36(83.72)
Experimental group(n=46) 5(10.87) 24(52.17) 14(30.43) 3(6.52) 43(93.48)

Note: Compared with the control group, *P<0.05.
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Table 2 Comparison of the Serum SAA, TGF-B1, copeptin, SICAM-1 levels between two groups before and after the treatment(xzs)

Group Time SAA(M g/L) TGF-B1(ng/L) Copeptin(ng/L) SICAM-1(pg/L)
Before treatment 153.90+ 19.12 1186.59+ 148.70 365.42+ 45.68 9.17+ 1.13
Control group(n=46)
After treatment 31.96x 4.08 803.70+ 100.95° 138.65+ 17.23° 8.18+ 1.09°
Before treatment 150.64% 19.95 1183.20% 147.29 369.27+ 44.19 9.23% 1.50
Experimental group(n=46)
After treatment 25.19+ 3.11® 645.59+ 80.64 ® 116.49+ 1452 5.86+ 0.73 ®

Note: Compared with control group *P<0.05; Compared with before treatment *P<0.05.
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Table 3 Comparison of the blood gas analysis index and pulmonary function index between two groups before and after the treatment(xs)

Groups Time PaCO,(mmHg) PaO,(mmHg) FVC(L) FEVI(L)
Before treatment 50.59+ 6.23 51.08% 6.70 1.19+ 0.15 0.96% 0.12
Control group(n=46)
After treatment 41.20+ 5.13° 65.37+ 837" 1.41% 0.18 1.25% 0.15°
Before treatment 51.39+ 6.88 51.53+ 6.13 1.22+ 0.17 0.93+ 0.13

Experimental group(n=46)
After treatment 35.42+ 420 74.30% 9.25® 1.67+ 0.21® 1.36%+ 0.17*

Note: Compared with control group, ‘P<0.05; Compared with before treatment, °P<0.05.
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Table 4 Comparison of the clinical symptoms integral between two groups before and after the treatment(x+s)

Groups Time Wheezing(points) Cough(points) Wheeze(points)
Before treatment 1.78%+ 0.22 2.76% 0.34 2.09%+ 0.25
Control group(n=46)
After treatment 0.85+ 0.11° 1.52+ 0.18° 1.02+ 0.13°
Experimental group Before treatment 1.75% 0.24 2.71% 0.36 2.16x 0.23
(n=46) After treatment 0.64+ 0.08 ® 1.15% 0.14® 0.88+ 0.11°®

Note: Compared with control group *P<0.05; Compared with before treatment *P<0.05.
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Table 5 Comparison of the incidence of adverse reactions between two groups[n(%)]

Group Dizziness Rash Abnormal liver function Adverse reaction rate
Control group(n=46) 3(6.52) 3(6.52) 12.17) 7(15.21)
Experimental group(n=46) 2(4.34) 2(4.34) 12.17) 5(10.87)
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