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Professor He Ming s Experience on the Treatment for Bronchiectasis in Acute Stage

WU Zhengrong, HE Ming
(Dongfang Hospital, Beijing University of Chinese Medcine, Beijing 100078, China)

ABSTRACT: Professor He Ming’s experience on treating bronchiectasis in acute stage with the method of removing heat—phlegm,

and focusing on strengthening Qi deficiency syndrome of the spleen. For the treatment hemoptysis of bronchiectasis with the method of

clearing liver—fire and purging lung, nourishing in to reduce pathogenic fire. Tonifying of also runs through the treatment,it also need to

be care of other such as relieving cough. The effect was good.
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92





