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favorable safety and tolerability.
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* HCC, previously viewed as a complication of cirrhotic NASH, is increasingly diagnosed in pre-
cirrhotic NASH.
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The objective of this study was to evaluate the effect of PGZ on the development of HCC in the
STAM™ mouse model.

Effect of PGZ on Liver Weight/Body Weight Ratio CONCLUSIONS
* In STAM™ mice, PGZ treatment led to a dose-related decrease in HCC tumor
— 1> nodules and tumor burden relative to vehicle, that was statistically significant and
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