Antiviral activity of chemical compound isolated from
Artemisia morrisonensis against hepatitis B virus In vitro
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Abstract Experimental Design
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Fig. 4. The effect of PHAP on HBV gene promoter activity. : PHAP (uM)
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Materials and Methods

Cell Culture and Bioactivity Assays

HepG2 2.2.15 and Huh7 Cells were maintained in
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10% (v/v) fetal bovine serum and 1% antibiotics at
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