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ABSTRACT Objective: To analyze the effect of bacillus calmette-guerin polysaccharide nucleic acid on the inflammatory factor levels
and immune function of patients with chronic obstructive pulmonary disease. Methods: 110 cases of chronic obstructive pulmonary dis-
ease patients were divided into the control group and the observation group according to the random number table method, 55 cases in
the control group was given conventional treatment, while the observation group was given bacillus calmette-guerin polysaccharide nu-
cleic acid on the basis of control group, the clinical curative effect, monocyte like receptor 4 (TLR4), serum interleukin 8 (IL-8), tumor
necrosis factor-a (TNF-a), lipid peroxide (LPO) and superoxide dismutase (SOD), metal protein-1 (TIMP-1) and metalloproteinases-9
(MMP-9), CD4*, CD4*/CD8*, CD8, forced expiratory volume in 1 second (FEV1) and forced vital capacity (FVC) between two groups
were compared. Results: The total effective rate of observation group was 96.86%, which was significantly higher than that of control
group (81.82%, P<0.05). After treatment, the TLR4, IL-8, serum TNF-o, LPO, MMP-9 and TIMP-1, HMGBI1 level, FEV1 and FVC and
CDS8" of observation group were lower than those of the control group, the SOD level, CD4*, CD4"/CD8" of observation group were higher
than those of the control group (P<0.05). Conclusion: Polysaccharide core of bacillus calmette-guerin had good clinical efficacy in the
treatment of chronic obstructive pulmonary disease, which could selectively reduce the inflammatory response and improve the immune
function.
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Table 1 Comparison of the clinical curative effect between two groups[n(%)]
Groups n Markedly Better Invalid Total effective rate
Control group 55 18(32.73) 27(49.09) 10(18.18) 45(81.82)
Observation group 55 27(49.09) 26(47.27) 2(36.36) 53(96.36)
P 0.020 0.014
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Table 2 Comparison the lung function between two groups before and after treatment(x+ s)

FVC(L) FEVI1(L) FEVI1/FVC(%)
Groups n
Before treatment ~ After treatment  Before treatment ~ After treatment  Before treatment ~ After treatment
Control group 55 2.09+ 0.36 2.26% 0.38 1.07+ 0.21 1.29+ 0.24 1.10£ 0.13 1.13% 0.15
Observation group 55 2.10+ 0.34 2.49+ 043 1.08+ 0.20 1.50+ 0.28 1.11% 0.15 1.54+ 0.21
P 0.881 0.003 0.798 0.000 0.709 0.000
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Table 3 Comparison of the serum levels of TLR4, IL-8, TNF-o. and HMGB1 between two groups before and after treatment(xt s)
TLR4(x 10°) IL-8(ng/L) TNF-a(pg/L) HMGBI1(pg/L)
Groups n Before After Before After Before After Before
After treatment
treatment treatment  treatment  treatment treatment treatment treatment

Control group 55 538+ 0.87 3.44% 056 5.72+ 0.82 4.46+ 0.80 68.43+ 10.30 38.79+ 6.45 311.56+ 12.40 187.60% 10.15
Observation group 55 542+ 098 134+ 0.16 5.70+ 0.84 3.25+ 0.73 69.11% 10.19 27.59+ 540 313.58+ 12.30 127.63+ 9.51

P 0.821 0.000 0.899 0.000 0.728 0.000 0.392 0.000
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Table 4 Comparison the the CD4*, CD4*/CD8", CD8" levels between two groups before and after treatment(xt s)
CD4'(%) CD8(%) CD4'/CD8(%)
Groups n
Before treatment ~ After treatment  Before treatment ~ After treatment  Before treatment ~ After treatment
Control group 55 32.73+ 3.30 33.69+ 4.12 29.54+ 2.61 28.96% 2.50 1.10+ 0.13 1.13+ 0.15
Observation group 55 32.68% 3.21 45.41% 5.06 29.35+ 2.52 26.25+ 1.89 1.11% 0.15 1.54+ 0.21
P 0.936 0.000 0.698 0.000 0.709 0.000
% 5 MABREBITAFNLTE LPO,SOD 7K FLLE(xt 5)
Table 5 Comparison of the serum levels of LPO, SOD between two groups before and after treatment
LPO(mmol/mL) SOD(Nu/mL)
Groups n
Before treatment After treatment Before treatment After treatment
Control group 55 3.67+ 0.68 3.19+ 0.59 22.30% 4.17 26.30+ 4.40
Observation group 55 3.65+ 0.64 2.60% 0.52 22.16% 4.13 30.75+ 4.81
P 0.874 0.000 0.859 0.000
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Table 6 Comparison levels of the serum TIMP-1, MMP-9 levels between two groups before and after treatment(xt s)

TIMP-1(pg/L)

MMP-9(pg/L)

Groups n
Before treatment After treatment Before treatment After treatment
Control group 55 237.50% 46.20 204.89+ 40.21 130.59+ 20.48 92.73+ 16.81
Observation group 55 235.41% 45.18 176.19+ 38.60 132.60+ 20.83 68.94+ 14.70
P 0.810 0.000 0.610 0.000
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