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[ Abstract |

altitude populations may have two different manifestations ; adaptation and non-adaptation. Among them, those who do

Faced with the severe challenges brought about by the low-oxygen environment of a plateau, high

not adapt to the plateau will be negatively affected by erythrocytosis, and this group of people may eventually suffer
from chronic mountain sickness (CMS) when the time of maladaptation increases. To uncover the reasons for the
differences in adaptation and CMS among different populations, researchers have now used genomics techniques and ge-
netic statistics to identify some important genetic molecules, such as genes endothelial PAS domain protein 1( EPASI)

and SUMO-specific protease 1 (SENP1) , as well as related haplotypes and single-nucleotide polymorphisms( SNPs).

Although these genetic molecules do not have sufficient functional verification results for the time being, these find-

ings provide important reference information for understanding the pathological molecular mechanism of CMS.

Chronic mountain sickness (CMS) ;

[ Key words |

tude adaptation
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Genetic molecules ;

High altitude populations;  Alti-
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Research progress in the factors influencing sleep quality in patients with obstructive sleep apnea-hypopnea
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[ Abstract |

Obstructive sleep apnea-hypopnea syndrome( OSAHS) is a kind of sleep respiratory disease with

sleep snoring, apnea and daytime sleepiness as the main clinical manifestations. This disease has a complex etiology

and is very harmful. In this paper, the research progress in the factors influencing sleep quality of OSAHS patients is

reviewed.
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