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ARTICLE INFO ABSTRACT

Article history: Alterations of the epigenetic machinery, affecting multiple biological functions, represent a major hall-
Received 1 June 2017 mark enabling the development of tumors. Among epigenetic regulatory proteins, histone deacetylase
Received in revised form 2 October 2017 (HDAC)6 has emerged as an interesting potential therapeutic target towards a variety of diseases includ-
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Available online 11 November 2017 ing cancer. Accordingly, this isoenzyme regulates many vital cellular regulatory processes and pathways

essential to physiological homeostasis, as well as tumor multistep transformation involving initiation,
promotion, progression and metastasis. In this review, we will consequently discuss the critical impli-
cations of HDACG in distinct mechanisms relevant to physiological and cancerous conditions, as well as
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Chemical compounds studied in this the anticancer properties of synthetic, natural and natural-derived compounds through the modulation

article: of HDAC6-related pathways.
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1. Introduction

Tumorigenesis is a multistep process whereby normal cells are
transformed into malignant cells leading to an abnormal tissue
growth. Such transformational events are associated with major
biological changes shared by most neoplastic cells called hallmarks

of cancer (see for review [ 1]). It is now widely accepted that besides
mutations, the deregulation of epigenetic mechanisms, referring
to heritable changes in gene expression that do not involve DNA
sequence modifications, participate in the acquisition of the under-
lying causes of the cancer hallmarks [2].

Growing evidence highlight the essential role of lysine acety-
lation of histone and non-histone proteins in the coordination of
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