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Clinical study on Jingiaomai Tablets combined with cefdinir in treatment of acute
bacterial dysentery

ZHANG Hong-bin*, LI Liang?
1. Department of Emergency, Tianjin Ninghe District Hospital, Tianjin 301500, China
2. Department of Emergency, Cangzhou Central Hospital, Cangzhou 061000, China

Abstract: Objective To investigate the clinical effect of Jingiaomai Tablets combined with Cefdinir Dispersible Tablets in treatment
of acute bacterial dysentery. Methods Patients (110 cases) with acute bacterial dysentery in Tianjin Ninghe District Hospital from
September 2016 to October 2017 were randomly divided into control and treatment groups, and each group had 55 cases. Patients in the
control group were po administered with Cefdinir Dispersible Tablets, 100 mg/time, twice daily. Patients in the treatment group were po
administered with Jingiaomai Tablets on the basis of the control group, 5 tablets/ time, three times daily. Patients in two groups were
treated for 1 week. After treatment, the clinical efficacy was evaluated, and the disappearance time of clinical symptoms, the negative
situation of Shigella infection, the serum indexes, and the adverse reactions in two groups before and after treatment were compared.
Results After treatment, the clinical efficacies in the control and treatment groups were 81.8% and 96.4%, respectively, and there was
difference between two groups (P < 0.05). After treatment, the clinical symptoms disappeared times of fever, abdominal pain and
diarrhea, tenesmus, and purulent stool in the treatment group were significantly shorter than those in the control group, and there was
difference between two groups (P < 0.05). The negative conversion rates of Shigella flexneri and Shigella sonsoni in the treatment
group were significantly higher than those in the control group (P < 0.05). After treatment, WBC, TNF-a, CRP, and PCT levels in two
groups were significantly decreased, and the difference was statistically significant in the same group (P < 0.05). And serum indexes in
the treatment group were significantly lower than those in the control group, with significant difference between two groups (P < 0.05).
Conclusion Jingiaomai Tablets combined with Cefdinir Dispersible Tablets can effectively
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improve diarrhea, purulent stool, and other symptoms in patients with acute bacterial dysentery, and can reduce the levels of serum

inflammatory indexes, which has a certain clinical application value.

Key words: Jingiaomai Tablets; Cefdinir Dispersible Tablets; acute bacterial dysentery; disappearance time of clinical symptom;

Shigella infection; serum index
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Table 1 Comparison on clinical efficacies between two groups
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Table 3 Comparison on different Shigella infection turning negative between two groups
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Table 4 Comparison on serum index between two groups ( X s, n =55 )
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