Anticancer Hybrid Combinations with phenolic compounds
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1. Introduction: Different types of treatments are been employing to overcome cancer, which is characterized by abnormal cell growth involving cell division

without control. However, their usually lack of selectivity and the development of resistance result in limited efficacy or ineffectiveness of the therapies. For these
reasons, the seeking of new treatment options for this disease is necessary. Nowadays, the acknowledge bioactive properties of some secondary metabolites such as
polyphenols, have made antitumour hybrid combinations a promising therapeutic approach.

2. Objectives: This review provides an overview into anticancer hybrid combinations involving several phenolic compounds, focusing on their multi-target

mechanisms of action and synergistic effects. It aims to contribute for the scientific validation of this type of phytopharmaceuticals as potential adjuvants in cancer
(chemo)therapy.

3. Materials and Methods: Bibliographical review using the information compiled from books and electronic databases (Web of Science, PubMed and other
scientific databases).
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5. Discussion and conclusion: Hybrid combinations comprising synthetic or semi-synthetic anticancer drugs and secondary metabolites from medicinal plants

are a promising therapeutic strategy due to their synergistic effect and multi-target mechanisms of action. Both characteristics contribute to reduce cancer
resistance to different treatments and minimize adverse effects, while simultaneously showing selectivity for tumour cells and potentiate the activity of the drug,
which makes hybrid combinations an interesting prospective option to cure cancer.

Translation of anticancer hybrid combination therapy into clinical practice is therefore dependent on the development of an adequate regulatory framework and
mostly on further preclinical and clinical studies.
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*This work is based on reference [1]. which has been updated with new published references on phenolic compounds-based anticancer hybrid combinations.
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