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New advances in oxygen sensing and adaptive mechanism
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Abstract: Under the hypoxic condition, organs or cells trigger a series of reactions or responses to adapt to the physiological requirement.
These responses involve a complex regulation at different levels from organs, in particular the kidney (producing erythropoietin), to
cells throughout the body. Actually, the responses to hypoxia from adaption to injury largely depend on the degree and time of hypoxia.
In the past two decades, with the discovery of hypoxia-inducible factor (HIF), the mechanisms of erythropoiesis regulation were eluci-
dated gradually, which has provided a novel therapeutic strategy for hypoxia-related diseases, especially renal anemia. In this review
we focus on the latest advances in oxygen sensing and adaptive mechanism.
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Fig. 1. Hypoxia-induced factor (HIF) oxygen sensing mechanism. VHL, von Hippel-Lindau; PHD, prolyl hydroxylase domain. The
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figure was reproduced from reference = with adjustment.
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b S AR . 2-0G 5 HL W e b J 75 B s —
TG E— TR, BB ERENE T =)
A AR R BE I ER . SR, Ad ] E 4 PHD &
AR ARNES S FENGE G RESRE. FA
PHD2 & & 5 Fe* M1 2-0G faE 4 &, A5 EHK
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mi B, FRE, AT HAR 2-0G 3%, PHD Egxt Fe
() 57 R0 g AR e, AT AT DAOR 3 H B A 52 Fe 4K
S A SRS R R, A PHD BgXT Fe 4
O FR AR P P A s o
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