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Research progress on anti-osteosarcoma effect and mechanism of matrine
HUANG Xin-cheng, RUAN Si-yuan, WANG Yu-qi, LIU De-sen, GU Liu-wei, CAO Hong  ( Department of Orthopedic
Trauma, Shiyan People’ Hospital/People’ s Hospital Affiliated to Hubei University of Medicine,Shiyan Hubei 442000, China)

Abstract; Osteosarcoma is a common malignant tumor of bone origin, which seriously endangers patients’ life and health. However,
there are many difficulties and challenges in the basic research and diagnosis and treatment of osteosarcoma due to its low incidence, high
heterogeneity and complex genetic background. The effect and mechanism of traditional Chinese medicine on anti-osteosarcoma have become
a research hotspot in recent years. Among which, matrine has high clinical research value because it is a potential anti-osteosarcoma traditional
Chinese medicine extract. Matrine is an active alkaloid extracted from traditional Chinese medicine sophora and leguminous plant sophora
alopecuroides, as one of the quinolane alkaloid compounds, it has a variety of pharmacological activities including anti-tumor,
anti-inflammatory , anti-virus , analgesia, anti-fibrosis , anti-bacterial , etc. Previous studies have shown that matrine can enhance the effect of
doxorubicin through STAT3 pathway,regulate the expression of Bax,Fas/Fasl and Bcl-2 in the ERK/NF-kB pathway, induce mitochondrial
caspase-dependent apoptosis and inactivate AKT pathway to achieve its anti-osteosarcoma effect, while the underlying molecular mechanism
has not been fully elucidated. Therefore,this study further elucidates the mechanism of matrine affecting the biological behavior of osteosarco-
ma cells from the aspect of molecular biology,in order to provide new ideas and directions for the targeted therapy of osteosarcoma.
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