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Abstract A

Abstract

Diabetes Mellitus is considered one of the most important
metabolic diseases and the most common in human and little animals. It
is defined as a group of metabolic disorders that result in hyperglycemia
due to the incapability of Beta cells in the pancreas to produce sufficient
insulin or due to a malfunction in the insulin receptors which spread in
most of the body cells and are responsible for entering the glucose into
the cells to be used in producing the energy and other metabolic
processes. Thousands of researches are published annually about
Diabetes mellitus although this disease was discovered a long time ago,
but creating this disease in the lab animals especially the rats, is
considered the main pillar to understanding the various types of the
disease and also when detecting the disease and conducting the different
pharmaceutical and molecular experiments. Therefore, the aim of the
current study has been establish to investigation various methods of
creating the disease in the adult male rats to find the easiest and the most
effective method through following up the biochemical variables and then
studying the pathological and tissue changes that emerge due to each
creation of the disease. Fifty eight (58) male lab white rats, with ages
ranging between (1-4) months and weights of (180-474 grams) were used
and these rats were divided into ten groups .

The first group was the control group, the second group was
injected with streptosotozien STZ with a dose of 50mg/kg of the body
weight subcutaneous weekly for four weeks. The third group was injected
with the alloxan with one dose of 200 mg/kg of the body weight. The
fourth group was fed with the white bread as a feed with the saturated
sugar water solution as a drinking water for (8) weeks. The fifth group
was injected with Streptosotozien STZ with a dose of 50mg/kg of the
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sugar water solution as a drinking water for (4) weeks. As for the sixth
group, it was injected with the alloxan with one dose of 200 mg/kg of the
body weight and given the white bread as a feed with the saturated sugar
water solution as a drinking water for (4) weeks. The seventh and the
eighth groups were similar to the sixth group except for the dose of
alloxan, which were 150 and 100 mg/kg of the body weight respectively.
The ninth group was injected with the alloxan with one dose of 100
mg/kg of the body weight and with 5mg/kg of Streptosotozien STZ, but
the tenth group was injected with 75 mg/kg of the body weight Alloxan
and with 3.5 mg/kg of Streptosotozien STZ .

At the end of the experiments, the level of glucose in the blood
serum, insulin, cholesterol, triple fats, protein fats with low, very low and
very high densities were all measured. Also, the resistance of the insulin
was determined and the pathological change in the tissue of the
pancreas, liver and the intestine were studied for all the groups.

Results showed that the highest weight increase was in the ninth
group was injected with the alloxan with one dose of 100 mg/kg of the
body weight and with Smg/kg of Streptosotozien STZ, the highest
glucose percentage was in the blood serum were in the fifth group was
injected with Streptosotozien STZ with a dose of 50mg/kg of the body
weight subcutaneous and white bread as a feed with the saturated sugar
water solution as a drinking water for (4) weeks and the least level of
insulin was in the sixth group, the highest resistance to insulin was in the
fifth group, the highest blood serum cholesterol level was in the sixth
group, was injected with the alloxan with one dose of 200 mg/kg of the
body weight and given the white bread as a feed with the saturated sugar
water solution as a drinking water for (4) weeks. the highest level of the
Triglyceride was in the third group, was injected with the alloxan with

one dose of 200 mg/kg of the body weight the lowest level of the high
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density lipid fats was in the second group, the highest level of the low
density fat protein was in the second group was injected with
streptosotozien STZ with a dose of 50mg/kg of the body weight
subcutaneous weekly for four weeks.and the highest level of the low
density fat protein was in the sixth group it was injected with the alloxan
with one dose of 200 mg/kg of the body weight and given the white bread
as a feed with the saturated sugar water solution as a drinking water for
(4) weeks .

Also, there was a decrease in the number and the diameter of the
Langerhans in most of the groups treated and also a decrease in the
diameters and the height of the intestine villi and a decrease in the
number of cobalt cells. As for the pathologic tissue changes, the
intensities and aspects were different in the liver, pancreas and the
intestine. In the liver, it was observed that there was presence of vacuolar
degeneration and fatty degeneration and cloudy swelling and liver cells
NEcrosis.

In the pancreas tissue cross-section, it was observed that there was
a decrease in the number of the cells, atrophy, degradation and necrosis
with various levels according to the groups treated as well as precipitation
of acidic protein materials. In the intestines of the treated rats, it was
noticed that there was a decrease in the length and the width of the villi of
the intestine in addition to the infiltration of the inflammatory cells and
an increase in the goblet cells, necrosis in the lining cells and
desquamation in the epithelial cells that covers the villi. The aspects and

intensities varies in accordance with the group treated.



