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Acute Oral Toxicity of the Bark of Diospyros kaki in Mice
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Abstract — This study was carried out to investigate the acute toxicity of the bark of Diospyros kaki (Ebenaceae) in mice. The
aqueous extract of the bark of Diospyros kaki (AEDK) was administered orally at a doses of 5 mg/kg, 50 mg/kg, 300 mg/kg
and 2,000 mg/kg. In this study, number of deaths, clinical signs, body weights and pathological examinations were investigated
after administration of AEDK. There were neither dead animals nor significant changes of body weights during the exper-
imental period. In addition, no differences were found between control and AEDK treated groups in clinical signs, organ
weights and gross pathological findings. AEDK did not show any toxic effect in mice.
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Table I. Clinical signs of ICR mice orally treated with AEDK
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Sex Dose Cl%nical Hours after treatment Days after treatment
(mg/kg) signs 1 2 3 4 5 6 1 2 3 4 5 6 7 8 9 10 11 12 13 14
Male CON* ND° . - - ..o oo oo oo
5 ND - - - - - - .- .o e o oo e
50 ND - - - - S e e e e e oo e e e
300 ND - - - - - - ..o e . oo e e
2,000 ND - - - - - e e e o e oo e e e
Female CON* ND° . - - ..o oo oo oo
5 ND - - - - - - - e o e oo e e e
50 ND - - - - S e e e e e oo e e
300 ND - - - - - - - e o e oo e e e
2,000 ND - - - - S e e e e e oo e e

CON Treated with purified water
°ND: Not detected.
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Table II. Body weights in ICR mice orally treated with AEDK
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Dose Days after treatment
Sex
(mg/kg) 1 4 7 10 14
Male CON* 30.67+1.37 33.17£1.94 33.67+1.86 34.83+2.14 34.97+2.18
5 31.11+1.14 33.50+1.76 34.09+2.19 35.33+£1.97 35.46+2.51
50 31.33+1.03 34.49+0.84 34.83+1.17 36.52+0.84 36.17+1.17
300 30.67+1.21 33.83+1.33 35.57+1.87 35.67+1.63 36.58+1.52
2,000 31.43+0.82 32.75+1.50 33.51+1.29 35.09+1.83 35.11+1.73
Female CON* 24.50+0.55 26.51+0.55 26.33£0.52 27.17+0.73 27.19+1.74
5 24.67+1.03 26.11+0.89 26.53+0.84 27.52+0.84 26.33+0.82
50 24.17+1.60 26.17+£2.04 25.67+1.75 25.67+1.75 25.83+1.17
300 24.26+1.09 26.09+0.07 25.69+1.14 26.32+0.71 26.74+0.71
2,000 23.57+0.84 25.14+0.89 25.22+1.04 26.47+0.63 25.33+1.03
*CON : Treated with purified water
®Values are presented as mean+SD (n=6).
Table III. Absolute organ weights of male mice orally treated with the AEDK
Organ/Dose(mg/kg) CON* 5 50 300 2000
Brain (g) 0.490+0.021 0.486+0.013 0.491+0.016 0.513+0.007 0.484+0.014
Heart (g) 0.164+0.009 0.173+£0.010 0.186+0.013 0.172+0.010 0.178+0.014
Liver (g) 1.854+0.164 1.886+0.199 2.299+0.061 2.311+0.111 2.236+0.130
Lungs (g) 0.221+0.017 0.232+0.019 0.242+0.015 0.240+0.007 0.237+0.014
Spleen (g) 0.133+0.022 0.145+0.008 0.160+0.016 0.143+0.008 0.152+0.043
Kidney (g) Right 0.326+0.028 0.347+0.029 0.383+0.026 0.390+0.021 0.345+0.021
Left 0.324+0.023 0.339+0.029 0.375+0.025 0.380+0.021 0.344+0.012
Testis (g) Right 0.111£0.010 0.119+0.013 0.113+0.009 0.109+0.003 0.107+0.006
Left 0.109+0.010 0.119+0.018 0.107+£0.010 0.109+0.004 0.100+0.005
*CON: Treated with purified water
®Values are presented as mean+SD (n=6).
Table IV. Absolute organ weights of female mice orally treated with the AEDK
Organ/Dose(mg/kg) CON* 5 50 300 2000
Brain (g) 0.474+0.020 0.467+0.016 0.480+0.015 0.495+0.014 0.495+0.017
Heart (g) 0.125+0.004 0.131+0.007 0.137+0.009 0.133+0.004 0.120+0.049
Liver (g) 1.408+0.068 1.414+0.063 1.399+0.072 1.482+0.150 1.505+0.109
Lungs (g) 0.177+0.016 0.178+0.009 0.204+0.035 0.188+0.011 0.208+0.020
Spleen (g) 0.118+0.017 0.112+0.009 0.111£0.012 0.136+0.017 0.119+0.011
Kidney (g) Right 0.195+0.019 0.199+0.015 0.201+0.030 0.209+0.009 0.207+0.017
Left 0.191+0.013 0.187+0.013 0.196+0.014 0.198+0.007 0.199+0.015
Ovaries (g) Right 0.009+0.001 0.011+0.003 0.012+0.002 0.013+0.001 0.013+0.001
Left 0.008+0.001 0.011+0.002 0.014+0.004 0.012+0.002 0.011£0.001

*CON: Treated with purified water
®Values are presented as mean+SD (n=6).
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