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Fig 1. Japanese Cedar Pollen
bar=30um

Fig 2. Model of the mouse high affinity
IgE receptor®
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Fig. 3 Procedure of Cry j | specific IgG and Cry j |
specific IgE using Temporal Resolution—Fluor-
oimmunoassay.
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Fig. 4 Immunoresponse of Total IgG and Total IgE in serum.
BN rat (n=5) were inoculated i.p. with 3ug of Cry j | three times at a
two-week interval. Data are presented as means = SEM.
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Fig. 5 Immunoresponse of Cry j I specific IgG and Cry j | specific IgE in serum.

BN rat (n=>5) were inoculated i.p. with 3ug of Cry j | three times at a

two-week interval. Data are presented as means +SEM.
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The effect of Perilla frutescens and Ganoderma lucidum in
a rat model of Japanese Cedar Pollinosis
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Abstract

Japanese cedar (Cryptomeria japonica) pollinosis is one of the most common immediate-type allergic
diseases in Japan. Japanese cedar pollinosis is caused by exposure to Japanese cedar pollen. The major
allergens are Cryjl and Crjyil.

We investigated the efficiency of a Perilla frutescens and Ganoderma lucidum extract focusing on allergen-
specific immune responces. Brown Norway rats received a Perilla frutescens and Ganoderma lucidum extract
after they were primed intraperitoneally with Cryjl and Imject Alam.

Oral administration of Perilla frutescens and Ganoderma lucidum extract inhibits Total IgE, Cryjl specific
IgE and Cryjl specific IgG antidodies production in Cryjl immunized rat serum. These results indicate a

potential as an antiallergic drug for Japanese cedar pollinosis.
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