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ABSTRACT Aim To observe the effects of diabetogenic (‘high fat high sucrose) diet on atherogenesis in New Zealand white
rabbits. Methods Two groups of New Zealand white rabbits received regular rabbit chow, or high fat high sucrose diet for
24 weeks.  The levels of plasma total cholesterol, HDL cholesterol, triglycerides, insulin, and glucose were investigated, the ar

eas of fatty streak of the aortae were measured after staining with Sodan IV, and the aortic, coronary specimens were observed with
light and electron microscopies.
high sucrose feeding (glucose: 6. 36 0. 92 mmol/L vs 1. 76 £0. 28 mmol/L, treated vs control, P< 0.01; triglycerides: 1.75
+0. 56 vs 0. 41 £0. 05 mmol/L, treated vs control, P< 0.0001) .

Results The plasma glucose, and triglycerides, were significantly increased by high fat

At the end of 24 weeks, the early characteristics of athero-
sclerosis were present in the animals’ vascular specimens ( lesion areas were 8. 58% £1.35% vs 0.08% 0. 06% , treated vs
control, P< 0.001) . Conclusion  High fat high sucrose feeding can induce hyperglycemia, hypertriglyceridemia and ather-
osclerosis in New Zealand White rabbits, and this could be a potential animal model for studying the mechanisms of diabetes— ac-
celerated altherosclerosis.  This study raised a question: What is the mechanism by which high fat high sucrose feeding induced

atherosclerosis? The related hypothesis was given in this article.
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Figure 1. Plasma glucose and lipids levels in response to diet.

Data are presented as x *s. (- O-): Control group, n=5; (- A

— ) : Diabetogenic diet group, n= 7.
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Table 1. Effect of diabetogenic diet on plasma glucose and lip-
ids of the rabbits.

Index Control Diabetogenic diet
n 5 7

BW (kg) 2.8710.33 2.91%0.46
Glu (mmol/L) 1.76 £0.28 6.36 £0.92°
Insulin (L) 9.621+3.04 16.1x7.6
Lipids (mmol/L)

TC 1.50 0. 33 2.72 0. 71°
HDLC 0.42%0.13 0. 46 £0. 15
LDLC 0.89%0.29 1. 47 %0. 70
TG 0. 41 %0. 05 1.75 %0. 56"

Values are z Ts averaged over 1— 4 mon for n= 7— 9 rabbits. BW,
body weight; Glu, glucose; Ins, insulin. a: P< 0.01, b: P< 0.0001,

compared with control group.
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Scanning electron microscopy of the aortic arch of
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Figure 3.
NZW rabbits.
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Diabetogenic diet group; C, Control group, x 300.

Figure 4. A and B,
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