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The effects of Tong Xiening particles on peripheral blood IL-18/IL-10 in D-IBS patients
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Abstract ; Objective
Methods

um Bromide group (brand name: Dicetel) (group B,with 32 cases) ,and there were 30 cases in the control groups(group C). All the

To investigate the clinical curative effect and function mechanism of Tong XieNing particles to D-IBS.

70 patients with D-IBS were randomly divided into Tong XieNing particle group (group A,with 38 cases) and Pinaveri-

treatments were for three weeks,and then the expressions of serum IL-18/IL-10 of Tong XieNing particle group and Pinaverium
Bromide group before and after treatment and healthy controls were determined by double resistance to sandwich enzyme-linked im-
munosorbent assay (ELISA). Results The total effective rate of group A was 86. 84 % , which was much higher than group B
(65.62%) (P<<0.05). Before treatment, the IL-18 level of group A and group B was significantly higher than that of group C;after
treatment, there was no significant difference in I1.-18 level between group A and group C(P>>0. 05) ,but the IL.-18 level of group B
was still higher than that of group C. Before treatment, the I1.-10 level of group A and group B was significantly lower than that of
group C;after treatment, there was no significant difference of 11.-10 level between group A and group C(P>>0. 05),but the 1L.-10
level of group B was still lower than that of group C. Conclusion Tong XieNing particles was safe and effective for the treatment of
D-IBS,and its treatment mechanism was cutting 1[.-18 and raising 1L.-10.
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