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RESULTS

INTRODUCTION

- Fibroblast growth factor 21 (FGF21) is an endogenous hormone Baseline Characteristics PGZ Significantly Decreases Triglycerides Across Various Threshold Levels PGZ Demonstrated Significant Reduction in Liver Fat

regulating lipid and glucose metabolism and energy expenditure. Represents a population at high risk for cardiovascular disease Liver fat is an important potentiator of cardiovascular risk
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