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Research progress on antitumor mechanisms of D-glucosamine

SU Zhe, HUANG Zhe-su
Tianjin Institute for Drug Control, Tianjin 300070, China

Abstract: D-glucosamine is a hexosamine that is produced naturally in human body, which is also found in the exoskeleton of
crustaceans. It is an important component of glycoproteins and proteoglycans. D-glucosamine has many pharmacological properties,
including anti-inflammatory, antitumor, antioxidant, anti-fibrosis and immune regulation. It is often used to relieve osteoarthritis in
clinical. At present, numerous literatures have reported the research results of the antitumor activity of D-glucosamine, and the
molecular mechanisms of which mainly include the suppression of tumor cell proliferation, promotion of apoptosis and arrest of the cell
cycle, the suppression of inflammation, induction of autophagic cell death, reversal of drug-resistance, anti-angiogenic activity,
inhibitory effect on matrix metalloproteinases expression, regulation of transcription factors, and immunomodulatory effects. This
review summarizes antitumor molecular mechanisms of D-glucosamine in details, in order to provide the scientific basis for the further
studies of D-glucosamine.
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