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Effect of Liver Protection of Garlic on Acute Liver
Damage Caused by Carbon tetrachloride

Moo-Hyun Park - Jong-Koo Kang"” . Byung-Woo Lee
Korea Food Research Institute, ? Chungbuk National University

Abstract

To determine the effect of garlic on acute liver damage caused by CCl,, the values of GOT, GPT, LLDH in
blood were measured. GOT, GPT, LDH values from mouse treated 2,000mg/kg garlic substance powder were
significantly lower than disitlled water treated mouse. In the viewpoint of patholgical tissue science on liver
tissue, liver tissues of CCl, treated mouse(positive treatment) after distilled water ingestion only showed big
death, but 2,000mg/kg garlic powder treated mouse rarely showed death of liver tissue.
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Table 1.

Experimental groups, dosage of garlic powder and extract shown in table.

Material of dosage Experimental groups
Garlic powder GP-1, Male
Garlic powder GP-2, Male
Garlic extract GP-3, Male
Garlic extract GP-4, Male
D.W positive GP-5, Male
D.W negative GP-6, Male

Dose CCly. (11/kg)
2000(mg/kgB.W) 40
200(mg/kgB. W) 40
10(ml/kg B.W) 40
1(ml/kg B.W) 40
20(ml/kgB.W) 40
20(ml/kgB.W) 0

G : garlic P : protective effect
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Table 2. Protective effect of garlic on mice serum glutamic oxaloacetic transaminase(GOT)

activity increased by CCls

Treatment GOT(1.U/L) Inhibition%
Normal 28.1+4 -
D.W.+CCls 4847 +T719### -
Garlic power+CCle 259.6+233.8*** 95.2%
(2,000mg/ke)
Garlic power+CCls 3784+2120 22.1%
(200mg/kg)
Garlic extract+CCls 3914+ 1268 19.4%
(10ml/kg)
Garlic extract+CCl« 474.3+590.7*** 90.7%
(1ml/ke)

Values arerepresent mean *+S.D.
### - p(0.001(vs normal group)
*** p<0.001(vs CCl, treated group)
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Table 3. Protective effect of garlic on mice serum glutamic pyrubic transaminase(GPT)
activity increased by CCl,.

Treatment GPT(1.U/L) Inhibition %
Normal 99.3+38.6 -
D.W.+CCl, 2178+ 788" -
Garlicpower+CCls 186.9+250.1** 95.8%
(2,000me/ke)
Garlicpower+CCl« 2439.6+977.2 -
(200meg/ke)
Garlic extract+CCls 1964.5+502.5 10.2%
(10ml /ke)
Garlic extract+CCls 1528.8+1166.1 31.2%
(1m/ke)

Values are represent mean £S.D.
##4 © p0.001(vs normal group)
** p{0.01(vs CCl; treated group)
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Table 4. Protective effect of garlic on mice serum lactate dehydrogenase(LDH) activity

increased by CCly.

Treatment LDH(I.U/L) Inhibition %
Normal 1088.4+461.5 -
D.W.+CCls 11689.8+1809.5### —
Garlic oil(power)+CCl4 1725+397.2*** 94.0%
(2,000mg/ke)
Garlic oil(power)+CCl 9495.6+3117.1 21.0%
(200mg/ke)
Garlic oil(extract)+CCla 7245.8+1851.4** 41.9%
(10mi/ke)
Garlic oil(extract)+CCls 11533.8+3504.8 1.5%
(1ml/ke)

Values are represent mean £S.D.
### : p<0.001(vs normal group)
*** . p€0.001(vs CCl, treated group)
** 1 p{0.01 (vs CCl, treated group)
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Fig 1. Liver of mouse after dosing with
CCl; and D.W. H&E. X100
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Fig 2. Liver of mouse after dosing with
CCl, and garlic powder(2,000mg/kg).
H&E. x100
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