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Abstract:Objective:To observe and compare the clinical effect of influenza (wet resistance in shao-yang)by the method of
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eliminating heat and wetness evil (Haoqin Qingdan decoction),Evaluation the immunomodulatory effect of the drugs of eliminating heat
and wetness evil.Methods:Sixty patients with influenza of the syndrome wet resistance in Shao-yang were randomly divided into two
groups as treatment and control group ,each of them contained 30 cases and the treated group was given Haoqin Qingdan Decoction
respectively for orally taking,bid,for one week as a treatment course.The control group was given ribavirin,100mg,tid,continuous taking 5
days. 2 days after the onset of symptoms began medication.Clinical efficacy were observed after treatment, cooling time,symptom
improvement, and the TNF-a, IL-6 levels of serum were observed.Results: (1)Treatment group was cured 26 cases (86.7%), the control
group 2 cases (40.0%), the two groups was significant difference in cure rate (P <0.05).The cooling time and the symptoms improve time
of treatment group was shortter than the control group, the difference was statistically significant (P <0.05 or P <0.01).(2)The serum
TNF-a , IL-6 levels of both group decreased after treatment, the treatment group compared with the control group, the differences were

statistically significant (P <0.05).Conclusion:Heat treatment of influenza dampness (wet resistance in Shao-yang) clinical efficacy is very

significantly reduced influenza virus infection in TNF-a and serum IL-6 levels.
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