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=ABSTRACT=

The objective of this study was to determine the metabolic effect of exogenous insulin
on Sprague—Dawley rats, In a short—term study, the rats were injected insulin and
sacrificed at 0, 0.5, 1, 1.5, 2, 4and 6hr, respectively. Another group of the rats were injected
long —acting insulin everyday and sacrificed at 0, 10, 20and 30 days, respectively

Levels of hemoglobin, hematocrit, plasma glucose, plasma protein, plasma albmin,
plasma lipids, cholesterol were determined for each experimental guoup. Also microscopic
observation of fat infiltration of liver and aorta performed, No significant abnormality
was abserved either at the short—term or at the long—term insulin injection on normal
rats,
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Fig. Ta. Changes of serum glucose concentra-
tion after D.S. insulin injection
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Fig. Ib. Changes of serum glucose concentra-
tion after NPH insulin injection
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3. Serum lipid levels
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Table I. Levels of Hb, Ht, Total Protein, Albumin in Rat Serum in Experiment A

Time after Total Serum  Serum Albumin
Insulin Hb(g/100 ml) Ht (%) Protein A/G Ratio
Injection (min) (g/100 ml) (g/100 ml)

0 14.1+0.6 39.410.7 6.8+0.2 2.2+0.1 2.1

30 12.610.6 36.9%0.3 6.41+0.4 2.0%0.2 2.2

60 12.0£0.2 39.8+2.0 7.3+0.3 2.7+0.2 2.1

90 13.44+0.2 36.3%0.2 7.210.6 2.6%0.3 1.5
120 13.4+0.5 41.212.0 7.1£0.2 2.8+0.2 1.7
180 13.41+0.6 37.8%0.2 7.1£0.5 2.4+0.4 1.5

X Values are means of duplicate assays from the three rat—pooling samples
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Table II. Levels of Hb, Ht, Total Protein, Albumin in Rat Serum in Experiment B

No. of Days Total Serum Serum Albumin
After Insulin Hb(g/100ml) Ht (%) Pretein A/G Ratio
Injection {g/100 ml) (g/100 ml)
0 14.1£0.2 39.6+0.4 6.9%+0.3 2.41+0.2 1.9
10 14.1£0.3 42.2+1.0 6.7+0.3 2.310.3 1.9
20 12.0£0.3 37.6+0.3 7.0+0.2 2.6+0.2 1.7
30 13.0£0.3 37.6+2.4 7.0+0.5 2.21+0.4 1.6

% Values are means of duplicate assays from the three rat—pooling samples
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Fig. Ia. Changes of total lipid, triglyceride,
phospholipid in Experimental A
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Fig. I b. Changes of total cholesterol, cholesterol
ester, free cholesterol and HDL —cho-
lesterol.
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Fig. Ma.Changes of total lipid, triglyceride, phos-
pholipid in Experimental B
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