fLYEST R T A% 35 % 53~ 55 H (1991)

REZESBFAF VI F—¥ B L UOHEROET

Summa ry :

#w oA W E - W R M

Glucose is the major energy source for living organisms. The adaptive development of utilization of

glucose plays a crucial role in growing chick. No change in glycolysis in liver was observed during first

3 days after hatching. Then it gradually increased stepwise. The Km for hexokinase in liver of chicken is

0.102 mM for glucose. The activity of hexokinase in liver responded quickly to feeding. On the 4th day

the activity of hexokinase in liver attained the same level to the value of 10th day.
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Fig. 1. Changes in body and relative liver weights
after hatching. Open circles: Change in body
weight. Filled circles: Change in relative liver
weight.
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Fig. 2. Development of glycolysis in liver, after
haching.
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Fig. 3. Relationship between reciprocal of glucose
concentration and reciprocal of its velocity of
phosphorylation by hexokinase.
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Fig. 4. Development of hexokinase in liver, after
hatching.
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