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Exploration of the Relationship between TCM Stasis Syndrome and Osteoporosis Based on
GPX4 Pathway Regulation of Cell Ferroptosis
SONG Chongdong', JIANG Yiwei'*",MA Yongsheng',ZHOU Yuying’,
HAO Dongchang',LIU Pei', YANG Yang'
(1. Gansu University of Chinese Medicine, Lanzhou 730000, China; 2. Affiliated Hospital of Gansu
University of Chinese Medicine, Lanzhou 730000, China)
[Abstract] Traditional Chinese medicine (TCM) plays an important role in the prevention and treatment of
osteoporosis. TCM theory on this is mostly based on ‘deficiency syndrome’. However, ‘deficiency syndrome’
is closely related to ‘stasis syndrome’ , and equal attention should be paid to “blood stasis syndrome” in the
syndrome differentiation of osteoporosis. GPX4 pathway can inhibit the accumulation of intracellular reactive
oxygen species, which is the key substance in human cell ferroptosis, plays an important regulatory role in
tissue — specific ablation caused by cell ferroptosis, and is currently the main direction for studying cell
ferroptosis. Scholars at home and abroad have done a lot of research on this pathway. The author reviewed the
literature on the pathogenesis of GPX4 pathway —mediated osteoclast and osteoblast ferroptosis in
osteoporosis, and summarized the relationship of TCM ‘stasis syndrome’ theory and GPX4 pathway regulation
of cell ferroptosis with osteoporosis. It was found that ferroptosis of osteoclasts and osteoblasts under the
regulation of GPX4 pathway can reduce bone resorption and bone formation, affecting the balance of bone
metabolism, and leading to osteoporosis or aggravation of the disease. Under the guidance of the theory of
‘stasis syndrome’ , the use of blood —activating and stasis —resolving prescriptions can interfere with the
GPX4 pathway and regulate cell ferroptosis, which has a positive impact on ‘bone metabolism homeostasis .

[Key words] Ferroptosis; Stasis syndrome; Osteoporosis; Traditional Chinese medicine



