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Table 1 Biochemical characteristics in rats

mmol/L
DM group Contral group p
FBG 21,59 +2.91 5.80 +0. 62 9.9 %102+
TG 0.77 0. 31 0.31 +0.09 3.7 %10 74"
TC 0.77 £0. 17 0. 84 0. 07 0.41
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FBG: Fasting blood glucose. TG: Triglyceride. TC: Total cholesterol.
HDL-c: High-density lipoprotein cholesterol.
group, % P <0.0L, #xP<0.001, n=14.
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Fig. 1 Magnification of the electron micrograph of liver peroxisomes (P ) from diabetic (a ) and control (b ) rats

Nucleoids of the peroxisomes are indicated by arrow. Note the size and nucleoid electro-dense of the peroxisomes in the diabetic rat compared to

the control rat.
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Table 2 Section number density and diameter of liver
peroxisomes in rats

DM group  Control group P

Section number density
( mumber/100 pm®)

Diameter/ jum

5.80+0.53 3.12+0.40 4.2 x103*

0.48 +0.09 1.5 x107%"
Compared with control group, %P <0.05, =#xP<0.01, n=5.

0.56+0.11
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Table 3 Enzyme activities of liver peroxisomes in rats

Catalases (U= mg~ 1)

Peroxisomal fatty acid B-oxidation/ (mU = mg ')
Acyl-CoA oxidase/ (mU « mg 1)
L-3-Hydroxyacyl-CoA dehydrogenases (mU « mg ')

D-BP/ (ml * mg~ 1)

DM group Control group P
220.37 +24.56  130.76 +30.83 1.3 x10°%*

7.02 +2.30 4,86 +1.33 2.1 %10 4

0.27 +0. 09 0.17 +0.06 2.3 %1073
39.54 +8.05 21.33 +6.75 7.7 x107%*
11.61+2.73 27. 44 +7.96 3.7 %10+

Compared with control group, # £ <0.01, #% P <0.001, n=14,

2.5 BERFAARFTE4LEER D-BP RIEHEL

Ext A, SRR aERER
(@) DM rat Control rat
'l—l ]

FEEVENE, pBP HEEREE W E m D
(2.
() DM rat Control rat

i

30 F

25

20

15

10

Relative density

05

i 2

-
3 L0F T
L
el
£ %
g | £
= 05
0
3 4

Fig. 2 Expression of catalase and D-BP of liver in rats

(a) and (h): Western blotting; (ec) and (d):

Relative density. J: Catalase in diabetic rats; 2: Catalase in control rats;

3: D-BP in diabetic rats; 4: D-BP in control rats; Compared with control group, * P <0.01, n=5.
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Study on The Activities of Peroxisomal (3-Oxidation and D-Bifunction
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2 Department of Biochemisiry and Molecular Biology, Hebei Medical University, Shifiazhuang 050017, China;
» Clinical Laboratory, Hebei Provincial Pesple’s Hospital, Shifiazhuang 050051, China)

Abstract In order to clarify the role of peroxisomal fatty acid B-oxidation and D-bifunetion protein (D-BP) in
lipid metabolism disorder of diabetes mellitus (DM Y, the number of peroxisomes by electronic microscope and the
activities of major enzymes invelved in peroxisomal B-oxidation in livers from STZ-induced diabetic and normal rats
are compared respectively. Catalase and D-BP protein level was determined by Western blot. In the livers of STZ-
induced diabetic rats, the peroxisomes proliferated and showed some morphological changes. while the protein
amount and activity of catalase significantly increased. Although the activities of acyl-CoA oxidase, L-3-
hydroxyacyl-CoA dehydrogenase and fatty acid B-oxidation of peroxisome in the diabetic rat liver were significantly
increased, the protein amount and activity of D-BP in the diabetic rat liver was decreased compared to control rats.

The relationship between decreased D-BP activity and lipid metabolism disorder in DM was also discussed.
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