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The change in catalase activity during maturation of reticulocyte to erythrocyte is greater in
acatalasemic mice than in normal mice. The activity of catalase per g hemoglobin of reticulocyte was
12% of that of erythrocyte in acatalasemic mice, while 66% in normal mice. Effects of a protease
inhibitor, Gabexate mesilate (GM) (([ethyl-4- (6- guanidino hexanoyloxy) benzoate ]| methane sulfonate))
on the activities of catalase in reticulocytes from acatalasemic mice were examined. Preincubation
without GM at 37°C for 40, 80, 160 min showed the rapid decreases in activities of residual acatalasemic
catalases in reticulocytes. But preincubation with GM at 37°C delayed these rapid decreases. Further
preincubation with GM at 20T for 80 min, recovered almost completely and significantly the activity of
catalase in reticulocytes from acatalasemic mice. But in the absence of GM, the second preincubation
at 20T for 80 min, showed only small recovery. These data suggest that intracellar protease or some

factors affected by GM, might be responsible for bringing ahout the low stability of catalase in the

acatalasemic mice.
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Figure 1: Catalase activities in reticulocytes (R) and
erythrocytes (E) expressed as perborate units/g hemoglobin
in the blood of acatalasemic (A) and Normal (N} mice.
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Figure 2: Changes with time in the activities of catalase
in reticulocyvte lysate from acatalasemic and normal
mice. —()—‘acatalasemic; —@—acatalasemic (+GM);
—[J—:normal; —M@—:normal(+GM).
show means+SE of four animals. %

Vertical bars
3 Significantly
different (p<0.05) from each control (without GM)
value,

T T T T T T T
—150 )
Xk . 4
g L ) !
= -
21001 g g
2} -
‘,_., - e -
=
£ L
= g,
=< 50 }

0 - 1 1
[ L0 80 120 160 200 240

Time after incubation (min)

Figure 3! Recovery of the catalase activity in reticulocyte
lysate from acatalasemic mice by the second preincubation
at 20C. —()— :acatalasemic at 37°C, —@ —:acatalasemic
(+GM) at 37C. ———()———:acatalasemic at 20C,—
—@——tacatalasemic (+GM) at 20C. Each point represents
means+SE of four animals. 3 : Significantly different
(p<0.05) from each activity of preincubation at 37°C.
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