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Antioxidative and Anti-inflammatory Effects of Petasites japonicus
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Abstract: Antioxidative and anti-inflammatory activities of Petasites japonicus extract were evaluated. P. japonicus extract
showed 70.1% inhibition on peroxidation of linoleic acid. In the experiment using the cell permeable dye, 2')7'-
dichlorofluorescein diacetate (DCFDA) as an indicator of reactive oxygen species (ROS) generation, intracellular oxidative
stress in UVB-irradiated keratinocytes was shown to be decreased by P. japonicus extract. Also, UVB-induced production
of interleukin-1e¢ and prostaglandin E; in human HaCaT keratinocytes was reduced in a dose-dependent manner by
treatment with P. japonicus extract. All these results suggest that P. japonicus extract can be effectively used for
prevention of UV-induced adverse skin reactions such as radical production and inflammation.
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Molecular ProbeAl (Eugene, OR, USA)olA 314
333~ 9 E 2 ¥ 1) 8 (luminescence  spectrophotome-
ter, Perkin Elmer, UK)® 2439}t Anti-human
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9)akd o m(St. Louis, MO, USA), PGE; %2 Cayman
Chemical (Ann Arbor, MI, USA)2] enzyme immunoassay
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Figure 1. Inhibition of lipid peroxidation of Petasites
japonicus extract (PJE). Amounts of dried extract were
present in 5 mL of linoleic acid emulsion (0.04 M, pH 7.4).
The control was the linoleic acid emulsion without extract.
BHA was used as a positive control. The results are
mean of triplicate samples with S.D. *p < 0.06 compared
with control.
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Figure 2. Effect of Petasites japonicus extract (PJE) on
the production of intracellular ROS in HaCaT keratinocytes.
The cells were incubated with 4 yM CM-H:DCFDA for
20 min, and irradiated by UVB 20 mJ/cmz. ROS genera-
tion was assessed by luminescence spectrophotometer. The
results are mean of triplicate samples with S.D. *p < 005
compared with control.
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Figure 3. Effect of Petasites japonicus extract (PJE) on
the production of IL-1a in HaCaT keratinocytes. The cells
were treated with various concentration of the extract for
24 h. The results are mean of triplicate samples with S.D.
*p < 0.05 compared with control.
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Figure 4. Effect of Petasites japonicus extract (PJE) on
the production of prostaglandin E; in the UVB-irradiated
human HaCaT Kkeratinocytes. The cells were treated with
various concentration of the extract for 24 h. The results
are mean of triplicate samples with S.D. *p < 005
compared with control.
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