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Clinical study on Depsides Salts from Salvia miltiorrhiza in Lyophilizied Powder
for injection in treatment of acute exacerbation of chronic obstructive pulmonary
disease

WU Bei-shou, HUANG Min-qiang
Department of Respiratory, Shanghai Jiading Nanxiang Hospital, Shanghai 201802, China

Abstract: Objective To observe the clinical effect of Depsides Salts from Salvia miltiorrhiza in Lyophilizied Powder for injection on
the treatment of acute exacerbation of chronic obstructive pulmonary disease (COPD). Methods Patients (76 cases) with acute
exacerbation of COPD in Shanghai Jiading Nanxiang Hospital from April 2014 to April 2015 were randomly divided into control and
treatment groups, and each group had 38 cases. The patients in the control group were given conventional treatment. The patients in
the treatment group were iv administered with Depsides Salts from Salvia miltiorrhiza in Lyophilizied Powder for injection on the
basis of the control group, 200 mg Depsides Salts from Salvia miltiorrhiza in Lyophilizied Powder for injection added into 5%
Glucose Injection 250 mL, once daily. The patients in two groups were treated for 14 d. After treatment, the clinical effects of two
groups were evaluated. The levels of inflammatory factors and pulmonary arterial pressure of two groups before and after the treatment
were compared. Results After treatment, the efficacies in the control and treatment groups were 70.1% and 81.6%, respectively, and
there were differences between two groups (P < 0.05). After treatment, levels of IL-18 and CRP in two groups were significantly
decreased, and the difference was statistically significant in the same group (P < 0.05). These observational indexes in the treatment
group were better than those in the control group, with significant difference between two groups (P < 0.05). After treatment,
pulmonary arterial pressures in two groups were obviously decreased, and the difference was statistically significant in the same
group (P < 0.05). These observational indexes in the treatment group were better than those in the control group, with significant
difference between two groups (P < 0.05). Conclusion Depsides Salts from Salvia miltiorrhiza in Lyophilizied Powder for injection
has clinical curative effect in treatment of acute exacerbation of COPD, can decrease the levels of inflammatory factors IL-18 and CRP

in serum and the average pulmonary arterial pressure, which has a certain clinical application value.
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Table 1 Comparison on clinical efficacies between two groups

4151 n/f5 T/ A3 e/ B RHEY%
Xl 1 38 11 16 11 70.1
R 38 12 19 7 81.6"

Hxtmealthig: "P<0.05

*P < 0.05 vs control group

x2 RMABRFMEBEXEETRILLE ( x2s, n=38)
Table 2 Comparison on serum factors between two groups ( X£5,n=38)
. IL-18/(pgmL ™" CRP/(mg'L™")
LERAR] BT R BITHT 1w A

pajics 523.534+101.67 453.43+113.56" 58.16+6.38 41.86+7.63"
LR 538.924+121.16 386.88+108.62"" 60.67+5.36 31.824+5.37"

SR "P<0.05; SR A "P<0.05

“P < 0.05 vs same group before treatment; “P < 0.05 vs control group after treatment
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Table 3 Comparison on pulmonary arterial pressure

between two groups ( X£s,n=38 )

205 MEZ I 7] SEH B kR /mmHg

xR TBITHT 46.59+15.67
WBIT G 39.454+13.91"

BIT TBITHT 47.38+12.64
WwITE 30.58+15.63"

SRLLAITRTLLEL: "P<0.05; SxtEALIAIT R LLE:: "P<0.05
(1 mmHg=133 Pa)
"P < 0.05 vs same group before treatment; “P < 0.05 vs control group

after treatment (1 mmHg=133 Pa)
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