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Abstract : Glycolysis (Warburg effect) is an important metabolic feature of tumor cells. Compared
with mitochondrial oxidative phosphorylation,glycolysis promotes rapid energy production and a
great number of glycolytic intermediates for biosynthesis without the accumulation of reactive oxygen
species. Pyruvate kinase M2(PKM2) is expressed in proliferative cells and cancer cells. The pre-
dominant form of PKM2 is the dimer with lower activity. It is the rate-limiting enzyme of the last
step of glycolysis and the critical regulatory factor of aerobic glycolysis. PKM2 also plays an impor-
tant role in non-glycolytic functions. After translocating to nucleus,PKM2 phosphorylates specific
nucleoproteins and activates the transcription of related genes to promote tumor growth. This article
reviews the role of PKM2 in tumor cell growth,the anticancer effects of PKM2 activators and in-
hibitors,and explores the possibility of PKM2 as a potential target for cancer treatment.

Key words:pyruvate kinase M2; Warburg effect;nuclear translocation ; cell proliferation;activator;
inhibitor ; tumor metabolism
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