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The effect of erythropoietin producing hepatocyte kinases—erythropoietin producing hepatocyte kinases
receptor interacting protein bidirectional signal transduction on bone homeostasis Zhang Yi', Yu Weixi-
an®, Hu Min'. (1. Dept. of Orthodontics, Hospital of Stomatology, Jilin University, Changchun 130021, China; 2
Laboratory of Mechanism of Tooth Development and Jaw Bone Remodeling and Regeneration, School of Stomatology,
Jilin University, Changchun 130021, China

[Abstract] Bone homeostasis, including bone resorption and bone formation, is a delicate and important process
with various molecules coordinating osteoclast function with that of osteoblasts. Nowadays more and more re—
searchers focus on the effects of bidirectional signal transduciton between erythropoietin producing hepatocyte ki—
nases (Eph) and erythropoietin producing hepatocyte kinases receptor interacting protein (ephrin) ligands in bone
homeostasis. Our article illustrates the bidirectional signal transduction of Eph/ephrin in different stages in bone
remodeling.

[Key words] erythropoietin producing hepatocyte kinases; erythropoietin producing hepatocyte kinases receptor

interacting protein;  bidirectional signal transduction; bone homeostasis
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