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Effects of Scolopendrae corpus on turmor promotion in
two-stage carcinogenesis in mice
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To clarifiy the effects of Scolopendrae corpus(S—C)
two—stage carcinogenesis in mice was investigated, In vivo system, S—C were seen to
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gave an inhibitory activity on TPA-induced mouse ear edema. In addition, the S—C
were proved to have antitumor—promoting activity in two—stage mouse skin
carcinogenesis induced by DMBA and two-—stage mouse lung carcinogenesis induced by
4-NQO as a initiator plus TPA and glycerol as a promoter. Moreover, S—C significantly
exhibited an cytolytic effect in HepG: cells and showed significant antitumor activity
against Sarcoma—180 bearing mice by oral administration. These results suggest that
S—C could be effective in adjuvant chemotherapy for human cancer.
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Fig. 1. The dose—dependent inhibition of Scolopendrae corpus
on TPA-induced mouse ear edema. Scolopendrae
corpus was applied for topical application to both
inner and outer surfaces of the right ear in mice. After
30 min, 2 ug of TPA in acetone was treated on the
same sites. The detail experimental procedure was
described in  Materials and methods. S-C
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Fig. 2. Inhibitory effect of Scolopendrae corpus on skin tumor
formation induced by TPA in  DMBA initiated mice.
From 1 week after initiation by DMBA(150 ug), TPA(2
m) was applied twice a week for 18 weeks. The
incidence of papillomas was observed weekly. Each
sample was prepared and treated as described in
Materials and methods. S-C : Scolopendrae corpus

Table 1. Inhibitory effect of Scolopendrae corpus on the
promotion of lung carcinogenesis by glycerol

in 4-NQO~initiated mice.

Number of Tumors | Tumors per| Inhibition’
Groups bearing mice(%) | mouse (%)
1. 5% glycerol in
lap water 100 9.20
Il. 5% glycerol +
/5 S-C 76 3.56 61.3
solution*+

For initiation, 4~NQO dissolved in a mixture of olive
oil and cholesterol(20:1), was given by single s.c
injection on first experimental  day(0.3mg/mouse).
Glycerol as a tumor promoter, was dissolved in drinking
water of concentration of 5%, and given ad fibitum from
experimental week 4 to 20, water solution of
Scolopendrae corpus was administrated as shown in
Materials and methods

' The inhibition rale compared to group | (5% glycercl
in tap water)

" 1/5 S-C solution means 5 fimes diution of
Scolopendrae corpus water solution
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Fig. 3.
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Cytotoxic effects of Scolopendrae corpus on Chang
celis and HepGy cells. Chang cells(1 x 10° cells/well)
and HepGp cells(1 x 10° cells/well) were incubated at
37°C for 2 brs. Each diluted solution of Scolopendrae
corpus was added and further incubated for 22 hrs.

The viable cells were detecled by MTT assay.
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Fig 4. GSH/GST related biochemical analyses in Chang fiver
celis and HepGy cells. Values -represent the meant
S.E. of three independent done in
triplicate. Significant differences from Chang liver cells

experiments
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Fig. 5. Antitumor activity of Scolopendrae corpus on Sarcoma
180-bearing mice. 24 hrs after tumor inoculation(l x
10° $-180 cells/mouse), Scolopendrae corpus  was
orally administrated to 8 mice in a group once a day
for 40 days. S—-C : Scolopendrae corpus
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