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Abstract ; Chronic obstructive pulmonary disease (COPD) is a common chronic respiratory disease with a high morbidity and
disability rate. Oxidative stress is one of its mechanisms. In recent years, it has been found that brain and muscle Ah receptor
nuclear translocator protein — like — 1 ( BMALI ) is an important clock gene of biological rhythm. It has an effect on oxidative
stress . Nuclear factor — erythroid 2 — related factor 2( Nif2 )/ Antioxidant response element ARE (ARE) is one of the common
oxidative stress pathways in eukaryotic cells, BMALI and Nrf2/ARE play an important role in the oxidative stress of COPD .
There are many in — depth studies about the mechanism of Traditional Chinese medicine (TCM) on COPD. Therefore, from this,
this paper will explore the effects of TCM on oxidative stress of COPD, as well as the effects of BMALI and Nif2/ARE on oxida-

tive stress of COPD.
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Discussion on the Treatment of Male Climacteric Syndrome from Kidney

CHEN Shaokang' ,LU Yi’
(1. Ningxia Medical University, Yinchuan 750004, Ningxia,China;
2. Yinchuan Traditional Chinese Medicine Hospital Affiliated to Ningxia Medical University, Yinchuan 750001 , Ningxia, China)

Abstract: Male climacteric syndrome occurs in the transition stage from middle age to old age. Modern studies believe that
the hypothalamic — pituitary — gonadal function of middle and old age men leads to the decline of androgen level, resulting in a
series of comprehensive symptoms. Traditional Chinese medicine believes that the origin of birth lies in the kidney, and whether
the kidney essence is full or not determines the ebb and flow of the whole life activity. In this paper, the influence of kidney Qi
on male climacteric syndrome was discussed to provide some ideas for the clinical application of tonifying kidney qi.

Keywords : male climacteric syndrome ;androgens ; kidney essence ; congenital foundation
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