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Effects of Ascorbic Acid, Protein and Lead on the Anemic Guinea Pigs.

Ryokuero SUZUE

To clarify the effects of ascorbic acid, protein and lead on the anemia of guinea pigs,
following experiments were carried out.

1) NADPH - Cytochrome C reductase is a limiting enzyme of drug metabolizing system in
liver microsome. Activity of the enzyme was inhibited not by protein or ascorbic acid, but
by lead.

2) ¢ Aminolevulinic acid synthetase was activated compensatively by lead administration,
ascorbic acid deficiency and low protein diet intake.

3) & - Aminolevulinic acid dehydratase activity was inhibited severely by the administration
of lead and mildly by the deficiency of ascorbic acid.

From these findings, author concludes that the healing mechanism of protein in lead poi-
soned anemia is different from that of ascorbic acid. The simultaneous administration of
high protein diet and ascorbic acid is very effective to the lead poisoned anemia.
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12P+VC—Pb 14.9 3.3 0.30 1.3 3.3 1.7
12P+VC+Pb 18.7 3.6 3.49 1.5 3.6 1.3
12P—-VC+Pb 16.1 3.6 2.08 1.3 3.4 1.7
20P+VC—-Pb 21.4 3.3 0.42 1.7 3.6 1.9
20P+VC+Pb 18.6 3.7 2.29 1.5 4.7 1.9
20P—VC+Pb 18.3 3.8 1.92 1.5 3.9 2.2

BTR MhihEE
(ug/10g Blood)
mean+SE
12P+VC—-Pb 0.7+0.0
12P+VC+Pb 28.61£2.0
12P—-VC+Pb 28.5+3.9
20P+VC—Pb 2.24+0.0
20P+VC+Pb 36.215.8
20P—VC+Pb 21.7+3.0
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BHE
NADPH-CYTOCHROME C REDUCTASE®EM:
(Activity/mg Protein)

12P+VC—Pb 4.3+£0.5
12P+VC+Pb 3.0£0.1
12P—VC+Pb 3.2+0.3
20P+VC—Pb 4.1+£0.1
20P+VC+Pb 3.3%£0.6
20P—VC+Pb 2.9%£0.4
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METHOD OF ALA SYNTHETASE ASSAY
Incubation mixture
Enzyme solution (.5ml
Yellow solution 1.0ml
1M Glycine 0.2ml
10mM Succinyl CoA 0.6ml
Incubation time 60min.
Added 0.3M TCA.
Centrifuged at 3,000Xg for 10min.
Passed through Dowex-50 column.
Eluted by 2M-Pyridine.
Boiled with 0.3ml of ethylacetate for 10min.
Passed through Dowex-1 column.
Eluted by 12M acetic acid.
Added 0.5ml of Ehlrich reagent.
Measured at 525nm and 555nm.
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Btk
METHOD OF ALA DEHYDRASE ASSAY
Incubation mixture
Enzyme homogenate 0.15ml
0.3M Reduced glutathione 0.05ml
0.1M Phosphate buffer, pH7.4 0.4ml
Incubated for 30min.
Added 0.1M of &-aminolevulinic acid.
Incubated for 30min., again.
Added 0.75ml of 10% TCA.
Centrifuged at 3,000Xg for 10min.
Added 1.5ml of Ehrlich reagent.

Measured at 555 nm.
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