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Oxygen sensitive gene EGLNI and pathogenesis of COPD

YU Jing', WANG Yunchao’, ZHANG Chunyan', WANG Qixiu', WANG Xinhua'*
(‘School of Public Health, Gansu University of Chinese Medicine, Lanzhou 730000, China;
*School of Basic Medicine, Gansu University of Chinese Medicine, Lanzhou 730000, China)

Abstract: The occurrence and development of COPD is result from the interaction of environmental and
genetic factors. Studies have shown that the symptoms of COPD patients are similar to those of normal people
who are exposed to high altitude and low oxygen environment for a long time. And the discovery of oxygen
sensing pathway has also confirmed that the role of oxygen sensitivities related genes in low oxygen
environment exposure. EGLNI-encoded proline hydroxylase, acted as the core oxygen receptor in oxygen
sensing pathway, could directly sense oxygen partial pressure. At the same time, when the EGLNI gene is
inhibited, it can promote the expression of EPO, VEGF and some inflammatory genes, leading to the
imbalance of elastase and inflammatory response, which further aggravate the occurrence and development of
COPD. This paper systematically elaborated the research progress of EGLN! and the risk of COPD, aiming to
further explore the regulatory role of EGLNI expression in the development of COPD, so as to provide new
ideas for the study of COPD related risk factors and genetic markers in high altitude areas.

Key Words: EGLNI1; COPD; oxygen sensitive gene; genetic variation
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