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Abstract : Tricarboxylic acid cycle (TCA) is the main pathway for oxidative phosphorylation and
synthesis of metabolites,associated with cell growth,repair and proliferation.Succinate dehydroge-
nase (SDH) is the key enzyme in the TCA.Recently, SDH gene mutation was found in various tu-
mors, inducing loss of the SDH enzyme function, resulting succinate accumulation in the cells.With
the similar structure to a-ketoglutarate (a-KG),succinate could competitively inhibit the activity of
a-KG-dependent dioxygenases,including histone methyltransferase and DNA demethylase etc.,
which will influence the epigenetic regulation,as the histone and DNA methylation in cell.These
changes are closely related with the tumor occurrence,development and prognosis.We suspect that
the SDH gene could be a tumor biomarker for diagnosis, prognosis and targeted therapy.
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