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54 )7 B Ao wrllES #ujste oz
Auk-gat @5 W Fell HedFo(Gali 5 1993,
Nilsson 5 1999). =3}t wjuki| 2= 72+ A7)9) 24
oA I o] F3 & AA S B ANk
(hypersensitivity), z}7}7 < 2 2} (autoimmune dis-
eases), £ (neoplasia) 59 w2 Ao WejAe
o Trejgich(cldE 5 2000). vl £o| A 3hE
frEshe AAE Jhed AR walsaa 3 8
1}7} compound 48/80 (Tasaka 5 1991, Y oshii
1991, Sin 5 2002) ]=}. Compound 48/80¢1 2] &t
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-Tyrode gFZe A 2mM CaCl,2} 2.75mM MgCl,
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Fig. 1. The cytotoxicity of Corni fructus (CF) in rat peritoneal
mast cells(RPMC) by using trypan blue test. RPMC (2 X
10° cells/0.2 mL) were treated with 0.025 mL of HEPES-
Tyrode (control) or CF (final concentration; 2.5 mg/mL)
at 37°C for 8 hrs. The survival rate of mast cells (%) was
calculated by the following formula: (experimental sur-
vival rate/survival rate of control at 0 hr) x 100. Data are
represented as the mean (n= 6/point).
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Fig. 2. Inhibitory effects of Corni fructus (CF) on compound
48/80 (C48/80)-induced mast cell degranulation. Rat
peritoneal mast cells (RPMC, 2 10° cell§/0.2 mL) were
treated with 0.025 mL of HEPES-Tyrode, CF (final con-
centration; 0.1, 0.3, 0.6, 1.3 or 2.5mg/mL), C48/80 (final
concentration; 0.5 pg/mL) or CF-+C48/80 at 37°C for 30
minutes. The number of RPMC was counted by inverted
microscopy (% 1,000) in 10 fields. Mast cell degranula-
tion (%) was calculated by the following formula: (num-
ber of degranulated mast cellg/total number of mast cells)
% 100. Data are represented as the mean (n=6).
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Fig. 3. Inhibitory effects of Corni fructus (CF) on compound
48/80 (C48/80)-induced histamine release from rat peri-
toneal mast cells (RPMC). RPMC (2 x 10° cells/0.2 mL)
were treated with 0.025 mL of HEPES-Tyrode, CF (fina
concentration; 0.02, 0.1, 0.5, or 2.5 mg/mL), C48/80
(final concentration; 0.5 ug/mL) or CF+C48/80 at 37°C
for 30 minutes. Histamine release (%) was calculated by
the following formula: (experimental histamine/total hist-
amine release) x 100. Data are represented as the mean=+
SEM (n=6). ***: P<0.001
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Fig. 4. Inhibitory effects of Corni fructus (CF) on compound
48/80 (C48/80)-induced calcium influx into the rat
peritoneal mast cells (RPMC). RPMC (2 x 10° cells/0.2
mL) were treated with 0.025 mL of HEPES-Tyrode, CF
(final concentration; 0.02, 0.1, 0.5, or 2.5 mg/mL),
C48/80 (final concentration; 0.5 pg/mL) or CF+C48/80
at 37°C for 30 minutes. Calcium influx are represented as
the mean=+ SEM (nmol/2 x 10° mast cells, n=6). **:
P<0.01, ***: P<0.001
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Compound 48/80¢]] 2]3F 27} u]wks| =y cAMP
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Fig. 5. Effects of Corni fructus (CF) on the compound 48/80
(C48/80)-induced decrease of adenosine 3', 5'-cyclic
monophosphate (CAMP) levels in the rat peritoneal mast
cells (RPMC). RPMC (2 x 10° cells/0.2 mL) were treated
with 0.025 mL of HEPES-Tyrode, CF (fina concentra-
tion; 0.02, 0.1, 0.5, or 25mg/mL), C48/80 (final concen-
tration; 0.5 pg/mL) or CF+-C48/80 at 37°C for 30 min-
utes. The levels of CAMP were measured as described in
the Materials and Methods. cCAMP level (%) was calculat-
ed by the following formula: (experimental CAMP level/
CAMP level of HEPES-Tyrode treated control) x 100.
Data are represented as the mean+ SEM (n=6). **: P<
0.01, ***: P<0.001
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™ o]& 100%= 7]&E& Alskeh %% = 00201,
0.5 == 25mg/mL Ak F25 78 X231

o] cCAMP ~&2 7}7} 131, 178, 181, 526% = A+
HIRHA 2 B} F7HE Qieh 870 niRbA 2 Hf-o e
compound 48/80% X3ty e W T ZY
CAMP 422 0.642+0.2 pmol (in 1x 10° cells/mL)
= A4 waE Bwg 2asgich 2 com
pound 48/80x12] A 7+AEW CAMP 4:30] Ak
- FEE(FES=01,05x= 25mg/mL)2 A
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(Fig. 5).
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Hol|A] mhEbal ubA o ;4-74—5]0—1 ou) Ale Ezm

(1, 10 == 100 mg/mL)-S&

>
0

Fig. 6. Inhibitory effect of Corni fructus (CF) on the compound
48/80 (C48/80)-induced cutaneous reaction. The skin of
Sprague-Dawley rats was injected intradermaly with 50
WL of normal saline, CF (1, 10 or 100 mg/mL), C48/80 (5
pg/mL) or CF+C48/80. Twenty minutes after intrader-
mal injection, 0.5% Evans blue solution injected via tail
vein. The photogram of the internal surface in rat skin .
A: C48/80, B: 1 mg/mL CF+-C48/80, C: 10mg/mL CF+-
C48/80, D: 100 mg/mL CF+C48/80, E: normal saline, F:
1mg/mL CF, G: 10mg/mL CF, H: 100 mg/mL CF
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Fig. 7. Inhibitory effect of Corni fructus (CF) on the compound
48/80 (C48/80)—-induced cutaneous reaction. The skin of
Sprague-Dawley rats was injected intradermaly with 50
pL of normal saline, CF (0.2, 1, 10 or 100 mg/mL), C48/
80 (5pug/mL) or CF + C48/80. Twenty minutes after intra-
dermal injection, 0.5% Evans blue solution injected via
tail vein. Extravasation of Evans blue (ug/g) was mea-
sured as described in Materials and Methods. Data are
represented as the mean+ SEM (n=6). *: P<0.05, **:
P<0.01
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Abstract

Inhibitory Effect of Corni fructus on Compound 48/80-induced
Mast Cell Activation and Vascular Per meability

Jong-Min Lim, Guang-Zhao Li, Ok-Hee Chai, Chang-Ho Song

Department of Anatomy and Research Center for Allergic Immune disease,
Chonbuk National University Medical School

The fruit of Corni fructus (CF), a perennial herb, is believed to have anti-allergy effects, but its mechanism is un-
known. The purpose of this study is to investigate the inhibitory effect of CF on compound 48/80-induced mast cell
activation. For this, the effects of CF on the degranulation, the histamine release, the calcium influx and the change of
the intracellular cAMP levels of rat peritoneal mast cells(RPMC) and influences of CF on the compound 48/80-induced
cutaneous reaction were studied. The results were as follows; the compound 48/80-induced degranulation, intracelluar
calcium influx and histamine release of RPM C was significantly inhibited by pretreatment with CF, the compound 48/80
—induced cAMP level of RPMC were significantly increased by pretreatment with CF, CF significantly inhibited com-
pound 48/80-induced vascular permeability of rat cutaneous tissue. From the above results, it is suggested that CF con-

tains some substances which inhibit the compound 48/80-induced vascular permesability and mast cell activation.

Key words: Mast cell, Corni fructus, Compound 48/80, Histmaine, Calcium, cCAMP
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