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Abstract: Objective: To study the change and significance of soluble intercellular adhesion molecule-1(sSICAM -1) level in patients

with type 2 diabetic nephropathy. Methods: The concentration of SICAM-1 in 60 cases of type 2 diabetes mellitus and 30 normal controls

were detected with ELISA and combined with the levels of fasting blood glucose ( FBG) , urine micro album in (MA Ib ) for correlation

analysis. Results: SICAM -1 level in patients with diabetic nephropathy was higher than those in normal controls (P <0.01) and closely

related to the levels of FBG,MA Ib (P <0.01). Conclusion: Higher sSICAM -1 level maybe contribute to the occurrence and development of

diabetic nephropathy.
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Abstract: Objective: To observe the clinical effect of decoction combined with mosapride on functional dyspepsia (FD).Methods:

I 428 22 271000)

Eighty patients with FD were randomly divided into 3 groups: Chinese herb group was treated with Sugandongwei decoction, western
medicine group with mosapride, Chinese herb with western medicine group was given Sugandongwei decoction and mosapride. The
course of treatment in each group was 6 weeks. After 2 months the therapeutic effect was evaluated. Results: The total effective was:
Chinese herb group 62.5%, western medicine group 61.9% and Chinese herb with western medicine group 85.7%. There was significant
difference between Chinese herb with western medicine group and Chinese herb group or western medicine group (P <0.05). Conclusion:

The clinical effect of Sugandongwei decoction combined with mosapride on FD is superior to Chinese herb group or western medicine
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group.
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