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Abstract

This study was carried out to investigate the microsomal mixed function oxidase(MFQ) system
and lipid peroxidation in liver and lung of streptozotocin(STZ) induced diabetic rats. Sprague-Dawley
male rats weighing about 140g were randomly assigned to control and STZ-diabetic groups. Diabetes
was experimentally induced by intravenous administration of 55mg/kg body weight of STZ in 0.IM
citrate buffer(pH 4.3) after feeding for 4 weeks and sacrificed at the 6th days of diabetic state. Body
weight and FER were decreased in STZ-diabetic group compared with that of control group. The
contents of cytochrome Paso of liver and lung in diabetic rats were increased to 150% and 75% respec—
tively, compared with control group. The contents of cytochrome bs in liver and lung also were in-
creased 53% and 116% higher in diabetic group than control group, respectively.The activities of
NADPH-cytochrome P4so reductase in liver of diabetic rats were higher than those of control group,
and the activities of NADPH-cytochrome Pasp reductase in lung also were similar to its activity in liver.
The lipid peroxide values of liver and lung in diabetic rats were increased 95% and 73%, respectively,
compared with those of control group. The present results indicate that STZ-induced diabetic rats
are increased in the activity of MFQO system, leading to the acceleration of lipid peroxidation process.
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Table 1. Body weight gain, food intake, and food efficiency ratio(FER) of rats
Before STZ injection After STZ injection
Groups Body weight gain Food intake Body weight Food intake FER
(g/4wks) (g/4wks) (g/4wks) (g/4wks)
Control 12001021 32273%£14.15% 0.372£0.045™ 200*1.15  80.82%1435%  0.248+0.018
Diabetic 115.0%9.52 306.01 £22.60 0376 t0.043 -650%-524" 71.46+9.70 -0.910+-0.088°

Values are mean*S.E.(n=10)

“Significantly different from control group (p<0.05) by Tukey’s HDS test



24 NS

2b=Z gl H =% 2| cytochrome bs Btk

Microsome Well cytochrome Puo# &7 &4 814
A o) BA WAL Y Akt TR S| tfalA] o2}
2] Ab3l g8l wh-g-of) fed st AALE A3 B2
&2 A cytochrome bs 3HeF2 23§ 7 31= Fig. 29}
Zeh, 7p 2 A A cytochrome bs &l vls) 7
Rl 53% Frlakeldh. dAzAeM e daT 2o
FrTo] 116% F7tstden zA oA Bt Z7)
ul-go] =gkcl.

2t=7 g m =X|o] NADPH - cytochrome Paso
reductase &4

Flavoprotein2. 2 FAD$} FMNS Zt7t gH#xap#
23 gl HAxE NADPH| 4} cytochrome Puso

o
N

Liver
Y Lung

03

Cytochrome Psoln mol/mg protein)

Diabetic

Fig. 1. Microsomal cytochrome Paso content in liver and
lung of STZ-induced diabetic rats.
All values are mean*SE(n=10).
*Significantly different from control group(p<0.03)
by Tukey’s HDS test.
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Fig. 2. Microsomal cytochrome bs contents in liver and
lung of STZ-induced diabetic rats.
All values are mean=*SE(n=10).
*Significantly different from control group(p<0.05)
by Tukey’s HSD test.
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Fig. 3. Microsomal NADPH-cytochrome Psso reductase
activity in liver and lung of STZ-induced dia-
betic rats.

All values are mean* SE(n=10)
*Significantly different from control group(p<0.05)
by Tukey's HSD test.
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ig. 4. Microsomal TBARS in liver and lung of STZ-
induced diabetic rat.

All values are mean* SE(n=10).
*Significantly different from control group(p<0.05)
by Tukey’'s HSD test.
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