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Effects of Arctii Fructus on the Atopic dermatitis

Han Kyu Chul, Lee Jin Yong, Kim Deog Gon
Department of Pediatrics, College of Oriental Medicine, Kyunghee University

Objective : Atopic dermatitis has a close relationship with degranulation of mast cell and
separation of Histamine. As there’s no experiment with herb, using Arctii Fructus, we
investigated experimental influence of Arctii Fructus on degranulation of mast cell and
separation of histamine in SD rat.

Methods : The SD rats are classified into three groups. One group is normal one treated
by normal saline before medical treatment. The other is control group prescribed to
Compound 48/80 before normal saline treatment. And the third is experimental group
prescribed to compound 48/80 after medical treatment of Arctii Fructus. Then, 1 inves-
tigated the experimental results by measuring the degree of degranulation and separation of
histamine. The results of imvestigation on SD rat group showing the degree of inhibitory
effect of degranulation of a mast cell are as follow, the normal group treated by normal
saline reflecting the degree of degranulation is 6.10£0.20 %, the control group treated bv
only compound 48/80 is 87.56+11.00 %, the experimental group which treated by compound
48/80 and Arctii Fructus’s medical treatment is 16.26:4.67 %.

Results : The normal group treated by only normal saline reflecting the degree of
degranulation is 6.10£0.20 %, the control group treated by only compound 48/80 is 87.56=
11.00 96, the experimental group treated by compound 48/80 and Arctii Fructus's medical
treatment is 16.26£4.67 %. This result indicates that the degree of degranulation of mast cell
is obviously inhibited (p<Q.01) in the experimental group in comparison with control one. The
analysis of data obtained from plasma, which collected from the experimented SDrats’ hearts
before their death, and the measurement of quantity of histamine secretion show the following
results. The quantity of normal group and control one is 25.34+4.58 nM, 34859+30.77 nM
respectively, and experimental one prescribed to compound 48/80 after medical treatment of
Arctii Fructus is 263562134 nM. This result indicates that separatxon of hxstamme
isobviously inhibited in the experimental group in comparison with control one (p<0. 05)
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Conclusions : Arctii Fructus does obviously inhibit the degree of degranulation of mast
cell (p<0.01) and separation of histamine in the plasma (p<0.05).
Key words: Atopic dermatitis, Histamine, Mast cell, Arctii Fructus
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. Representative photomicrographs showing degranuiation of mesenteric mast cells
SD rats.

Original magnifications ; x100 (left column), x200 (right column).
A-B, Normal ; C-D, Control ; E-F, Sample.



Table 1. Percentage of Degranulation of Mesenteric Mast Celis in SD Rats

Group Total Degranulation %
Normal 77.33£13.84 | 4.67+0.67 6.10+0.20
Control 76.00£15.94 67.67£16.70 37.56x11.00
Sample 61.83£4.00 61.83+4.00 16.26+4.67"

The number are shown as mean £ SEM.

=+ indicates that their statistical significance is p<0.01, compared with Control group,
respectively.

Normal ; Normal saline treated group
Control ; Compound 48/80 treated(0.5 mg/100g, i.p.) group

Sample ; Sample pretreated (0.66 mg/100g, i.p. at 24, 12, and lhr before compound 48/80
i.p. injection) group.
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Fig. 2.

Histograms representing the percentage of degranulation of mesenteric mast cells
in SD rats.

Normal ; Normal saline treated group
Control ; Compound 48/80 treated(0.5 mg/100g, i.p.) group

Sample ; Sample pretreated (0.66 mg/100g, i.p. at 24, 12, and 1hr before compound 48/80 ip.
injection) group.

*, indicates that their statistical significance is p<0.01, compared with Control group,
respectively.
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Table 2. Effects of Arcti Fructus on the Histamine Release from SD Rat Mast Cell Induced by

Compound 48/80.

Group Histamine (nM)
Normal 25.34£4.58
Control 348.59230.77
Sample 263.56+21.34"

The number are shown as mean = SEM.

*, indicates that statistical significances is p<0.03, compared with Control group.

Normal ; Normal Saline treated group

Control ; Compound 48780 treated(0.5 mg/100g, 1.p.) group

Sample ; Sample oretreated (0.66 mg/100g, i.p. at 24, 12, and lhr before compound 48/80
1.p. injection) group
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Fig. 3. Effect of Arctif Fructus on the histamine release from SD rats mast cell induced by
compound 48/80. Error bars indicate standard error of the mean.

Normal ; Normal saline treated group

Control ; Compound 48/80 treated(0.5mg/100g, i.p.) group

Sample ; Sample pretreated (0.66mg/100g, i.p. at 24, 12, and thr before compound 48/80 ip.
injection) group.

*, indicates that statistical significances is p<0.05, compared with Control group.
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