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RESULTS CONCLUSIONS

ABSTRACT

Introduction:

Figure 1: Expression Analysis of SCD1in Thyroid Cancer Figure 3: A939572 Induces ER Stress in ATC
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Sorafenib), Histone deacetylase inhibitors (valproic acid), and PPARY agonists (Efatutazone) synergistic values are Cl<0.9 (green highlight), additive values are 0.9-1.1 (yellow highlight), and agonistic

values are 1.1<Cl.
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