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[ ABSTRACT ] Aim To establish animal models similar to human disease process of type 2 diabetes mellitus with
macroangiopathy . Methods Twenty-four 12 week old Kkay mice with type 2 diabetes mellitus were selected ( random
blood sugar=11. 1 mmol/L) as model group and twelve C57BL/6] mice as normal control group, experimental animals of
the two groups were fed with high sugar and high fat diet, four mice were killed in the model group at the 16 th, 20 th, 24
th and 28 th week. Remaining mice in the model group and normal control group were killed after 28 weeks, and abdomi-
nal aorta were observed under light vascular lesions. Results Compared with normal control group, random blood sug-
ar in model group were significantly higher (P <0.01). Macroangiopathy in the model group was found after 28 weeks,
it’s shown as that abdominal aortic endothelial cell structure was not clear, plasma membrane rupture, internal elastic

membrane was thin, subendothelial layer thickening, smooth muscle cells and fibroblasts proliferation in great quantities,

foam cells cloud be found. Conclusion Kkay mice with type 2 diabetes mellitus by feeding high fat and high sugar af-

ter 28 weeks may induce macroangiopathy.
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Table 1. Levels of random blood sugar in normal control

group and model group (x +s)

| n FEALIAE ( mmol/L) R (g)
ookl 12 8.73£1.02 19.14 +£2.54
A2
16 J& 4 26.05 +2. 17° 44,43 +4.42°
20 J& 4 27.43 +2.23" 46.21 +4.70"
24 J& 4 28.38 +2. 13" 47.41 +5.43"
28 J& 12 28.54 +1. 65 50. 48 +4. 46"
aA P<0.01, 5IEH X IR L,
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