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ABSTRACT Aim To explore the levels of blood glucose and insulin and the characteristics of tissue structure changes of

livers, kidneys and pancreas in New Zealand white rabbits as diabetogenic diet (‘high fat and high sucrose) induced atherosclerosis

in them.

Methods Male New Zealand white rabbits were divided into two groups: normal fodder group ( n= 15) and high—

sugar and high— fat fodder group ( n= 15, with 10% lard, 37% white cane sugar and 53% nomal fodder), and observed for 6

months. Once a month after a overnight fasting the blood of the rabbits are tested for the levels of blood glucose, insulin. At the

end of 6 months all the rabbits were killed to get the livers, kidneys and pancreas, which were fixed with 10% formalin sectioned

with regular paraflin wrapping.

stained with H. E and PAS to livers sections, and then observed with microscopes.

Results

One month later the rabbits in the experimental group developed high blood glucose, rising with the experimental time course,

while those in the contrast group didn’ t develop obvious rise in blood glucose.

cant (P< 0.05).

with liver glucogen disappearing in the cell plasma.

walls of capillary vessel became thicker and the epicyte in the urinitubube became larger.

develop obvious pathological changes.

and there are a few lymphocyte infiltration around pancreas islets.

The differece between the two groups was signifi-

Five months later the liver cells in the rabbits of the experimental group developed clear steatosis and swelling

In the kidney the glomeruli became larger, the cell number increased, the

The tissue structure in the pancreas

The pancreas islets are atrophied, there is a decrease of cell’ s amount in pancreas islets

Conclusion High— sugar and high— fat fodder can in-

duce sustained and typical diabetes and atherosclerosis in New Zealand White rabbits within a short period of time.

AAEYE R B, E¥0 ML 3 2 i AR A ) B ( BR

[EEWB] HAKWA HAuRESMMrEERE TR ES
(JZY2109) % Bl

[MEZRM] Eft, 5, 1965 Fli A, MEE T2 BN, %+, 8l#
o e, 55,1966 A, R A CFE BN, B, ghi. P ER
CBEIER), 5, 1957 R AR, WIFF A AR BR &N, 18 L, #42.

“EFM) AT 2R AL, SRS R
£ 78] 0 50 R 355 1B I 30K U 7 0 7 2 1 40
1 P AT ok 2> g fi B 4 MR 5 K 1 20 9, AT 5
FEHE R I R AR R RN 2 BB IR A2 3 ik ok R
WA — AN B SRR 2 FRATT WG R IE 5 A PR
TRVRL AT % R 76 22 S 0 B K B PR R AL R A AR e



392

ISSN 1007-3949 Chin J Arterioscler, Vol 9, No 5

0 55 B s Ve B0H 74 22 S sl Mk S B R AL I
W I JBR 5 K AT L T B 2 R S5 M R AR AL

1 MR

SEI6 2 B8 SCHR[ 4] BEAT, BT .
1.1 SEIEEhIEBYHIE

BRE2kg EUFEZR30 R(HHFL LA
JE vk SZ I shHp oL BB B | FE A L BE UK o B RE AL
A 24,15 RA8 DA AL A AH1E A X BR A 15 R AR
DL A% 5 AR A8 R 10% %8 381.37% G FEAE R A 53% &
AR NI A. BEMAK BEkAK. FiR
18~ 25C, I 6 M A .
1.2 IN#EENE

BEAXBAMELIREE o, #IE0E, AH
R R E S A .
1.3 MESRNE

FE KA 0% i W 2 5 R ot i PR B & KR
1.4 fRIBFEKE

T 6 MR L% Rt A sushty, BAFAE. B B Ao
JRRR, Fl 10% B/R B ARk Bl 2, HRZFEAHAK, &
W, EEY 4 Wm 35K, HE 32€. AMEA
FUEB TR 6, XF D HE T WEHF B,
1.5 SBitFEaE

Fi| SPSS B4 it 44T, $HB D « £5 RF, B4
WAt %, . P<0.05 X ~EREMHER,

-
o

I
\
I
1
I

Glucose (mmol /L)
(=] W

30
20
10 —il— e
o . . ,

Insulin(U/L)

0 4 8 12

1. KRR MBEMMDERSRKEHEL
Figure 1. Serum glucose, and insulin levels in response to di-
et. Data are presented as x *s; Control group (C), n= 13; Diabetoger

ic diet group (DD), n= 11.
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Figure 2.  Photomicrograph of liver tissues with HE staining.
A. Showing notable fat degeneration in diabetogenic diet group. B. Show-
ing normal morphology and structure, and abundant hepatic glycogen was pink

in the cytoplasm, with PAS staining in control group.
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Figure 3.  Photomicrograph of the Kidney tissues with HE
staining.  A. Showing the changes of kidney tissues’ s structure, glomeru
lus of kidney become bigger in diabetogenic diet group. B. Showing nomal

kidney tissues in control group.
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Photomicrograph of the pancreas tissues with HE
staining.  A. Showing the pancreas islets are atrophied in diabetogenic di-

et group. B. Showing the normal pancreas tissues in control group.
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