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Abstract:Objective: To evaluate the clinical therapeutic effect of combination simastatin and shenmai in patients with

hyperlipidemia .Methods:168 patients with hyperlipidemia were randomly divided into treatment group and control group.All patients

were given regular simastatin treatment.In treatment group,40mL shenmai injection,ivgtt, once a day for 4 weeks. TC.HDL-C.LDL-C and

CRP were determined after 4 weeks.Results:Comparised treatment group with control group , TC \LDL-C and hs-CRP were decreased,

HDL-C was increased,there were significant differences (P <0.05).Conclusion: simastatin combinated shenmai was more efffective for

hyperlipidemia and decreased hs-CRP in plasma blood.
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Abstract:Objective:To explore the new therapeutic schedule of the treatment of knee osteoarthritis.Methods:Inducting panax

notoginseng saponins (PNS) by direct current ion for the treatment of knee osteoarthritis.And compares with the group takes the
nonsteroidal antiinflammatory drugs (take the slow release capsule of sodium diclofenac 50mg,once/d, oral).Results: After one treatment
course,compares with before the treatment,the Lequesne index grading and the VAS ache grading has the difference significance, after the
treatment both group’s symptom has the improvement.The effectiveness of the two groups has the statistics significance difference by ridit
analysis.Conclusion:It has advantageous in the medicine ion seepage by inducting panax notoginseng saponins by direct current ion,it

enhanced PNS in the organization partial density and strengthened effect of anti-SARS and pain-relieving, this method has accurate

short-term curative treatment effect for knee osteoarthritis.
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