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CONTEXT & OBJECTIVES RESULTS

» Background: NASH-HCC MODEL: STZ + HFD ORTHOTOPIC HEPA1.6 SYNEGENEIC LIVER TUMORS
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» 42% of mice responded

* Increased survival after treatment with Lenvatinib or/and anti PD-1 o anti PO

Neonate male mice were injected with STZ on day 2 and fed with a high fat diet from week 4. Mice
were treated from week 13 to week 16.
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treated either with CPT-11 or sorafenib
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