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The effects of aloe on the MDA(malondialdehyde) and the blood biochemical components of heavy metal
poisoning in SD rat were examined and the following results were obtained. In rat liver homogenate in-
toxicated with CdCl,, lipidperoxide was increased each 2.37times(24h), 3.31times(72h) but lipidperoxide
in aloe administration groups was lower each 47%, 64% than in heavy metal group. In rat kidney homo-
genate intoxicated with CdCl,, lipidperoxide was increased 1.85times(24h), 1.33times(72h) but lipid-
peroxide in aloe administration groups was almost the same as that of normal group. Lipidperoxide of
kidney homogenate was slightly decreased as time passed. Also heavy metal poisoning rats showed high
levels(1.38-2.50times) of serum AST, ALT and BUN. However, the administration of aloe significantly in-
hibited the reduction of them. These results suggest that Cd-induced hepatic and renal injury, via in-
crease lipidperoxide and release of AST, ALT and BUN. Aloe may be used to inhibit or prevent the hepatic
and renal toxicity which results from the heavy metal.
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Table 1. Variation of lipid peroxide values in rat liver homogente adminstered with CdCl, and Aloe

Group Control CdCl.(24h)

CdCla(72h)

Aloe(24h) Aloe(72h)

MDA
(nmol/100mg
wet wt.)

8.3+0.55 19.6£0.95

27.4+0.95 14.32+0.65 15.2%=0.80

+

All values are mean SD
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Fig. 1. Antilipidperoxidative effect of aloe on the
liver homogenate of CdCl,-treated rat
Values are mean+SE. Normal: normal
control group, CT1: CdCl,-treated group
(24h), CT2: CdCl,-treated group(72h), CT
1A: aloe-treated group(24h), CT2A: aloe-

treated group(72h).
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Table 2. Variation of enzyme activity in rat serum after adminstered with CdCl, and Aloe

Group Control CdCl»{24h) CdClz(72h) Aloe(24h) Aloe(72h)
AsT 89.0£9.8 130.0+14.8 224.0£25.9 116.2%113.5 130.0+13.9
(unit/1) o s e
AI_JT 29.7£1.0 41.0+7.3 54.5£8.9 255627 326235

(unit/1)

All values are mean * SD
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Fig. 2. Antilipidperoxidative effect of aloe on the
serum of CdCl,-treated rat Values are
mean+SE. Normal: normal control group,
CT1: CdCl,-treated group(24h), CT2: CdCl
.-treated group(72h), CT1A: aloe-treated
group(24h), CT2A: aloe-treated group(72h).
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Fig. 3. Antilipidperoxidative effect of aloe on the
serum of CdCl,-treated rat Values are
mean+SE. Normal: normal control group,
CT1: CdCl,-treated group(24h), CT2: CdCl
,-treated group(72h), CT1A: aloe-treated

group(24h), CT2A: aloe-treated group(72h).
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Table 3. Variation of lipid peroxide values in rat kidney homogente adminstered with CdCl, and Aloe

Group Control CdCl:(24h) CdCl2(72h) Aloe(24h) Aloe(72h)
MDA
(nmol/100mg 11.15%0.55 20.70x1.2 14.82%0.95 11.2t0.65 13.65+10.65
wet wt.)
All values are mean £ SD
Table 4. Variation of BUN in rat serum after adminstered with CdCl, and Aloe
Group Control CdCl:2(24h) CdCl2(72h) Aloe(24h) Aloe(72h)
BUN 9.72*%1.4 16.26*1.8 18.98=2.2 13.03£2.0 15.6£2.0
(mg/ml)
All values are mean = SD
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Fig. 4. Antilipidperoxidative effect of aloe on the
kidney homogenate of CdCl,-treated rat
Values are mean+SE. Normal: normal
control group, CT1: CdCl,-treated group
(24h), CT2: CdCl,-treated group(72h), CT
1A: aloe-treated group{24h), CT2A: aloe-
treated group(72h).
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Fig. 5. Antilipidperoxidative effect of aloe on the
serum of CdCl,-treated rat Values are
mean+ SE. Normal: normal control group,
CT1: CdCl,-treated group(24h), CT2: CdCl
o-treated group(72h), CT1A: aloe-treated
group(24h), CT2A: aloe-treated group(72h).
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