J Korean Soc. Food Nultr, S E g FEEA
20010, 13~20(1991)

-

ZA ZiEjAl LEmFe| oA Aol BheE oiF

o

EMUHD AE Pt
B BT ABY YT

A Study on the Safety of Kaorean Domestic Fermented Meju
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Abstract

Far this experiment first the fermented Soybean Meju was prepared by domestic ordinary
method of Korean, and concentrated Meju suspensoidal extract was made for toxicological
test sample on mice and rat. Even the oral dose of 104 extract per kg of mice had not any
acute toxicity. So the median lethal doselLDsg) is lilely to be much greater or not to be.
In comparison of the average weight gain rate for 4 weeks the control and test groups of
0.308g Ex/rat k@ and 9.249 Ex/rat kg daily were the much the same as about 19%, hut
3.089 Ex/rat kg group was exceptionally 2.7% higer than control, For this period all test groups
did not show any abnormality in appearance and anatomic findings. In serum GPT, GCT, alkafine
phosphatase, and bicod urea nitrogen value there were no difference significantly between
control and the test groups of 0.3089 /rat k3 and 3.089 /rat kg, but 9.24 g /rat k3 group
was some what higher than control. Especially in cholesterol, alkaline phosphatase, and blood
urea nitrogen value, 9.249 /rat kg group for 28days had 100mg/dl, 37.5u, 32m3/d| respectively
which were increased significantly. The pathological findings of all test groups, especially 9.24
g /kg group, did not showed any characterized sign of acute or subacute liver damage or
intestine lesion. So it is supposed that there is not any tocixants originated from some molds
in fermented Korean domestic Meju which is prepared traditionally in winter.
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Tabie 1. Dose S of Meju S5 Ex administered to
experimental rat groups(oral)
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AF 2

Daily dose Calculated Daily dose of
of 55 Ex raw material(Meju}  SS Ex mg/0.2m¢
4/kg rat % in rat diet(14.69) per a rat(88g)

0.308 1
3.08 10
9.24 30
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Table 2. Analytical value of raw materials and SS Ex{%)

“ . Water
Crud.e Lru(_ie. fat L.rude Ash Other .
protein { Lipid} fiber Ex
Meju 40.8 18.5 79 2.3 42 18.56
Bean 426 20.0 48 5.5 3.8
Water 55 Ex 457 16.5 19 59 54
Table 3. Raw data of acute toxicity in mice{oral, 48hr)
SS Ex 9/ky mouse 1 4 5 6 7 8 9 10
Lethality No/6 0 0 1 0 0 1 0 0
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Table 4. !nitial rat weight and amount of daily rat diet administered to preexperimental groups(g )

Group A 3 ¢ Control
ot (030801 /k4) (3.084/59) (9.249/k0)
{ 849+ 0.44 Q054 017 8231 0.51 1068+ 0.8
It 88 = 013 804+ 0.11 87.71.0.08 0.3+ 063
i 0.5+ 0,02 91 4005 92 +0.25 100.6+ Q.04
v 9.3+ 06 725+ 007 789+ 0.81 90.8+ 0.15
M+ S 869+ 0.5 836+ 013 80.2+ 0.3 94.6+ 0.23
Daily diet/a rat 15.2 138 14.5 147
Table 5. Weight gains of rats for 7 days experiment(g )
Group A B C Control
{ 106.6+ 0.03 1148+ 0.08 1041 £ 325 12054 0,04
I 118.8+ 0.05 112.3+ 0.18 1024 0.33 125 £ 0.2
i 1005+ 0.27 100.71 0.2 1001+ 043 107.6+ 1.3
v 96.6+ 1.5 83.1+£ 05 g7o+ 0,19 977+ 27
Mt SE W05+ 0.8 10271 0.6 93.6+ 0.6 1127+ 05
Increase(%) 214 22,4 15.8" 206
1P045, PPLO0.01
Table 8. Weight gains of rats for 14 days experiment{g )
Group A B C Control
11 1387+ 18 134.8+0.23 123 +£02 15144 07
i 123.8+ 0.9 1165+ 0.1 1249+ 25 1245+ 0.05
v 114.9+ 0.03 1074+ 1.5 110.2+ .02 1319+ 0.3
M+ SE 126.12 0.5 11954 0.33 1193+ 1.1 1316+ 0.3
Increase(%) 19.9 21.6" 234" 19.8
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Table 7. Weight gains of rats for 21 days experiment(g )
Group A B C Control
i 1465+ 0.05 148 +09 1456+ 0.09 142 +0.02
v 13212 0.1 126 + 15 128 +07 141 +£003
M+ SE 1393+ 04 137 +0.13 137.1+ 0.33 1415+ 1.5
Increase{ %) 16.6 22,20 16.6 158
Table 8. Weight gains of rats for 28days experiment(g )
Group A B C Contyol
v 159.7+ 0.3 1527+ 0.15 165.3+ (.27 169.4+ 0.85
Increase( %) 209 21.1¢ 20.6 20.1
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Normal rat liver, H & E, 200%(2,5) reguiar
arrangement of resembling cords and Si-
nusoidal network around the hepatic veins
and periductular region.
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Fig. 8. Normal rat intestine, H & E, 200X(2/5).
The vilii and cellular infiftrate in t' e lamina
porpria are normal,

G : ;
Fig. 9. C-group liver, H & £, 200X (2/5). Hepatic
vein and parenchymal cell are normal. Any
plasmaceli or lymphocytes is not cbserved
in perivenular and periductular, but a tiny
fat droplet is noted in perivenular area.{1/

8)

Fig. 10. C-group intestine, H & E, 200X (2/5),
Any acute and chronic inflamatory cell is
not noted in villh and tamina propia, but
the mucosal suface is slightly distorted. (1
/6)
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