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Current status of the effect of plateau hypoxia environment on blood cells

YiYang Xiuli Zhao
(Affiliated Hospital of Qinghai University Department of Neurology,Xining,Qinghai,810001)

[Abstract] The blood system of the human body has great significance to maintain the stability of the internal environment.
The low oxygen environment in the plateau will cause the change of the blood cell count of the body by affecting the transportation,
defense and hemostatic function of the blood system, thus causing the environmental disorder of the body.In recent years, with the
increase in the number of plateau laborers, builders and tourists, the incidence of acute and chronic plateau diseases has gradually
increased, seriously endangering human physical and mental health in plateau areas. The etiology of acute and chronic plateau diseases
is complex and diverse, and blood cell changes are one of the etiologies. In the future, the hematological system can be used as a target

and combined with the existing traditional treatment means to continuously enrich the preventive and therapeutic measures for plateau

diseases.
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