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WFFERR OBEEE (J£30) @ During progression of chronic liver diseases, chronic inflammation together
with somatic mutations shifts hepatocytic phospho-Smad signaling from tumor-suppression to
fibro-carcinogenesis, accelerating liver fibrosis and increasing risk of liver cancer. Patients with mild
fibrosis respond effectively to therapy by successfully switching Smad phospho-isoform signaling from
fibro-carcinogenesis to tumor-suppression, while other therapy responders with advanced liver fibrosis
do not (Cytokine & Growth Factor Review in press; Hepatology Research Epub ahead of print).
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