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Clinical study on Dachengqi Decoction to prevent systemic inflammatory response
syndrome

YUAN Bao
Department of Surgery, Tianjin Beichen District Traditional Chinese Medicine Hospital, Tianjin 300400, China

Abstract: Objective To investigate the effect of Dachengqi Decoction in treatment of surgical patients, and to prevent systemic
inflammatory response syndrome. Methods Surgical patients (60 cases) in Department of Surgery of Tianjin Beichen District
Traditional Chinese Medicine Hospital from July 2009 to December 2014 were randomly divided into control and treatment groups.
Each group had 30 cases. Patients in control group were treated by combined therapy of modern medicine. On the basis of control
group, patients in treatment group were given Dachengqi Decoction during 24 h after being admitted to hospital, 100 mL/time,
retention enema for 30 min/time, three times daily. Two groups were treated for 7 d. Systemic inflammatory response syndrome
incident rates in two groups were calculated. Pulse, respiratory rate, temperature, and WBC were measured, and levels of D-lactic
acid, TNF-a, and DAO were also determined during 24 h after being admitted to hospital and treated for 6 d. Results After
treatment, systemic inflammatory response syndrome incident rates in the control and treatment groups were 70% and 30%,
respectively, and there was difference between two groups (P < 0.05). After treatment, pulse, respiratory rate, temperature, and WBC
in two groups were significantly decreased, and the difference was statistically significant in the same group (P < 0.01). The reduced
degree in the treatment group was better than that in the control group, with significant difference between two groups (P < 0.01).
After treatment, levels of D-lactic acid, TNF-a, and DAO in two groups were obviously decreased, and the difference was statistically
significant in the same group (P < 0.01, 0.05). The reduced degree in the treatment group was better than that in the control group,
with significant difference between two groups (P < 0.01). Conclusion Early application of Dachengqi Decoction in treatment of
surgical patients can prevent systemic inflammatory response syndrome, alleviate injury to important organs, and decrease cytokine
levels.
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Table 2 Comparison on pulse, respiratory rate, temperature, and WBC between two groups ( X+s,n=30)
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