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ABSTRACT. Ethanolic extract of Aloe vera (Aloe barbadensis Miller) was examined for the cellular
toxicity on HepG2 human hepatocellular carcinoma cells. Treatment with Aloe vera extract resulted in
DNA fragmentation but not LDH release, suggesting an apoptosis instead of necrosis. Aloe vera
induced cytotoxicity was mediated by decrease in ATP levels, whereas GSH depletion, increase in

intracellular Ca

**, or activation of caspase-3/7 could not be observed with statistical significance. No

activation of caspase-3/7 suggests the possibility of caspase-independent apoptosis. Taken together,
our results show that Aloe vera extract induce HepG2 apoptosis by ATP depletion-related impairment

of mitochondria, which is caspase-independent.
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Science, Indianapolis, IN, USA}E o83l 43
o}, B2 A AL 200 pl lysis bufferg ¥ $ 20
AFzdS streptavidin-coated plateo] 3L 80 ul im-
munoreagent® A7ksted  2A1ZHEZ, 200 rpm) WHS
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Fig. 1. Cytotoxicity of Aloe vera extract on HepG2 cells.
HepG2 cells were treated Aloe vera extract. After 24 h MTT
and LDH assays were conducted. DNA fragmentation was
determined after 16 h exposure to Aloe vera extract. Results
presented as % of control. Values are presented as mean +
SD (n=4); *P<0.01, **<0.0001 compared with control

group.
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Fig. 2. Evaluation of Aloe vera extract toxicity to HepG2
cells. HepG2 cells were treated Aloe vera extract. Caspase-
3/7 was determined after 16 h exposure to Aloe vera extract.
After 24 h of treatment GSH, intracellular Ca®*, and ATP
assays were conducted. Results presented as % of control.
Values are presented as mean + SD (n = 4); **< 0.001 com-
pared with control group.
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