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Abstract: Cachexia affects the majority of patients with advanced cancer and is associated with a reduction in
treatment tolerability, response to therapy, quality of life, and duration of survival. It is a multifactorial syndrome
caused by a variable combination of multiple factors. Cachexia is defined by an ongoing loss of skeletal-muscle mass
and leads to progressive functional impairment. Recent studies suggest that cachexia is caused by the tumor prod-
ucts and pro-inflammatory cytokines. Moreover, metabolic abnormality and neuro-endocrionic dysfunction can also
occur in the cachexia. Recent detailed studies raise the possible curatives of cachexia in cancer patients by drugs
and nutrition support. Gene-manipulated mice studies also reveal the multiple molecules involving the progression of
cachexia. The growing understanding of the mechanisms underpinning cachexia has prompted an increasing number
of strategies that use highly specific, potent therapies targeting newly identified molecules. This review summarizes
recent advances in cachexia research and the possibility of their application in pharmacotherapy.
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