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Abstract:Objective:To evaluate the clinic effect of integrated traditional and western medicine on treating child chronic idiopathic

012.

thrombocytopenic purpura (CITP). Methods: 40 cases of CITP were divided into two groups according to the order of visit. Group of
integrated traditional and western medicine were administrated Chinese herbs and dehydrocortisone, the other group were given vincristin
and dehydrocortisone. Haemorrhage symptoms, platelet count, liver and renal function, morphous and ratio of giant plates were detected
after 6 months treatment. Results: The effective rate of integrated traditional and western medicine and the other group was 86.3% and
55.5% respectively,The difference is singnificant(P <0.05). Meanwhile, the liver and renal side effects caused by integrated traditional and
western medicine was less than that of the other group (P <0.05).Moreover, the number of plates and giant plates was increased fast in
patients with traditional and western medicine treatment. Conclusion: Considering therapeutict effect and side effects , Chinese herbs

combined with corticosteroids is better than immunosuppressive agent combined with corticosteroids.
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Abstract:Objective:To observe the clinical efficacy of HD liver Disease therapy instrument and its side effects in the treatment of

fatty liver,combined with the movement therapeutics.Methods: The patients were randomized into the therapy group and the control group.
The therapy group received HD-91-1I liver disease therapy instrument combined with the point penetration of traditional Chinese
medicine,food therapeutics and movement therapeutics in the treatment. The control group received XueZhiKang Capsule and
Tiopronin.The treatment duration of both groups lasted 20 days as one period of theatment.Results: The therapy group have advantages
over the control group in the sympyom and physicai function. The rates for ALT of the therapy group decreased better than that of the
control group (P <0.01).TC and TG of the therapy group decreased significantiy in comparison of the blood fat in the pre-test and the test
after the treatment (P <0.01). Total effective rate was 90% in the treatment group and 70% in control group. The former was obviousiy

better than latter. conclusion:The integration therapy on the treatment of fatty liver has satisfying clinical efficacy so that we wish to
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promote it widely.
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