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Approximately 240 million people worldwide are chronically infected with Hepatitis B virus (HBV)
and are at risk of developing chronic liver diseases, such as hepatitis, fibrosis, cirrhosis and

hepatocellular carcinoma (HCC). Currently approved treatments for chronic HBV include
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e CpAMs resulted in a blockage of viral DNA synthesis

Molecular profiling of CpAMs: HepAD38 cells® were treated with inhibitors and induced
simultaneously. Cells were retreated 3 days later and harvested 6 days post induction. HBV total
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