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Effects of Folium Perillae on cytokine productions in ischemic rats
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ABSTRACT

Objective : The present study was carried out to investigate the effects of Folium Perillae (FP) on
several cvtokine production such as IL~18, TNF-qa, 1L~10 and TGF-B to determine related mechanisms
in Rats.

Methods : So, we investigated the effects of FP on levels of several cytokines such as IL-18, TNF-q,
IL-10 and TGF-8 in ischemic rats.

Results : In this experiment, IL-10, an immuno-medulatory cvtokine, level was elevated by treatment
with FP, but another regulatory cytokine, TGF-B1 level was not affected. On the other hand, levels of
[L-18 and TNF-q, an inflammatory cvtokines, were lowered by treatment with FP effectively.

Conclusion : In conclusion, these results suggest that FP is useful to treat patient with disease related
to cerebral ischemia, because FP can elevate IL~10 level, lower IL-1B3 and TNF-q levels.
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Fig. 1. Effects of Folium Periliae on IL-10 production in cerebral
ischemic rats. Production levels of IL-10 in serum from cerebral
ischeminc rats were measured using ELISA method. Control :
non-treated group. FP : Folium Perillac (#3€) extract (10 mg/ke)
treated group. The present data were expressed as meantSE of 6
experiments. ***P<0.001 compared to non-treated control.
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Hag. 2 Effects of Folium Perillae on TGF-g 1 production. in
cerebral ischemic rats. Production levels of TGF-g 1 in
serum from cerebral ischeminc rats were measured using
ELISA method. Control :
Perillae (#%3) extract (10 mg/kg) treated group. The present

non-treated group. FP : Folium
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Fig. 3. Effects of Folium Perillae on IL-13
cerebral ischemic rats. Production levels of IL-18 in serum from

production in

cerebral ischemine rats were measured using ELISA method.
Control © non-treated group. FP : Folium Perillae (B%) extract
(10 mg/ke) treated group. The present data were expressed as
meantSE of 6 experiments. *+P<0.005, **+P<(0.001 compared to

non-treated control.
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Fig. 4. Effects of Folium Perilae on TNF-a production in
cerebral ischemic rats. Production levels of TNF-¢ in serum
from cerebral ischemine rats were measured using ELISA
method. Control © non-treated group. FP : Follum Perillac (8%
%) cxtract (10 me/kg} treated group. The present data were
expressed as mean+SE of 6 experiments. *P<005 compared to

non-treated control.
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