Targeting Tumor Metabolism through Lactate Dehydrogenase A
Inhibits Tumor Progression in Anaplastic Thyroid Carcinoma
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Figure 1. LDH activity and tumorigenic potential on thyroid carcinoma. (A) LDH shLDHA clone 4. (B) Mass spectrometry—based analysis of intracellular pool of pyruvate and lactate in aCt'V.'ty Ievel_s. (B) Suppressmn_of LPHA S|gn|f|cqntly prolonged m_edlan survival t|_me; the.control group (n=11) had a FerSI.ne kinases .by MIRNA: Overexpression Of.mIRNA using lentiviral
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tumorigenic potential of thyroid cell lines in the orthotopic model. Thyroid cancer cells accurate-mass mass spectrometry analysis of intracellular tricarboxylic acid and glycolysis pathways were subsequently euthanized to complete this study. (C) Western blots demonstrating suppression of LDHA protein (Springer, 2015).
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variable in thyroid cancer cell lines. LDH activity did not correlate with tumorigenesis in least triplicate, and every condition was tested at least in triplicate. Error bars represent standard deviation. decreased LDH activity in the tumors undergoing LDHA suppression. Data for A, B, and D are presented as means

the orthotopic murine models of thyroid cancer *n<0.05 compared with control condition. with error bars representing standard deviations. *p<0.05 compared with control condition.
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