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Figure 2. Dose and time dependency of
Aloe-emodin-induced cell cytotoxicity
in HaCaT and SCC cells. Céll viability
was determined by the MTS assay. Data
represents the mean + S.D. from three
independent experiments.
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Figure 3. Morphological change of
Aloe-emodin-induced apoptosis in SCC
and HaCaTl cells. The change was
inspected by light-microscopy (200 x).
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