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STUDIES ON THE CATALASE IN HYPOCATALASEMIC AND ACATALASEMIC
BLOOD BY IMMUNOFLUORESCENT ANTIBODY AND ON THE OXIDATION OF
HEMOGLOBIN IN THESE BLOOD.
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11.  The Ouantitative Representation of the Reaction Processes of Choleglobin Formation from

Normal, Hypocatalasemic and Acatalasemic blood.

The oxidation of hemoglobin with ascorbicacid gives formation to choleglobin. In these
reaction processes, catalase decomposes H,0, and inhibits choleglobin formation. In this experiment,
we compared the degree of hemoglobin oxidation in human acatalasemic bIooci to that in human
hypocatalsemic and normal blood.

Results obtained were as follows:

Choleheme increased with decrease in protoheme at the initial stage. After a certain time of the
reaction, however, the formation of choleheme remained stationary and the formation of choleglo]?in
was lower in the hypocatalasemic blood than the acatalasemic blood and in the case of the normal

blood it was the lowest.




