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[ Abstract]  Objective To study the expression of lipoic acid synthase ( LIAS) in the liver and kidney of Lepr
mice with deficient leptin receptor. Methods Eight 10-week old male Lepr™* mice and Lepr™® mice were included in
this study. The body weight of rats in the two groups was measured. Fasting blood glucose (FPG) was measured with blood
glucose test strips for all mice after fasting for 8 hours. Blood samples were obtained from the abdominal aorta and the
animals were sacrificed. The liver and kidney were weighed. The right lobe of liver and the left kidney samples were fixed
in 4% paraformaldehyde for pathological examination. Serum samples were separated and the sereum contents of CHO,
TG, HDL and LDL were detected. The mitochondria of liver and kidney tissues were extracted with a mitochondrial
isolation kit, and the protein was extracted. The expression of LIAS protein was detected by western blot. Results

db/ +

Histopathological observation showed that the liver and kidney tissues of Lepr®™ " mice have intact and clear structure. But

db/db

the liver tissue of Lepr mice showed fatty degeneration, the kidney tissue showed glomerular hypertrophy, basement

membrane thickening, mesangial area widened, including mesangial cells and mesangial matrix increased. The GLU,
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CHO, TG, LDL and AST of Lepr™® mice were significantly increased compared with those of Lepr™ * mice (P <0.05).

b/ +

Compared with Lepr”

of Lepr™® mice (P <0.05). Conclusions There is impaired glucose and lipid metabolism in the Lepr

defect leptin receptor, and the expression of LIAS protein in liver and kidney of the Lepr

Lepr™ * mice.
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Tab.1 Comparison of body weight, liver, kidney weight and their organ coefficients in the Lepr™ * and Lepr™*mice(n =8, x s )

EEIL/E W (g) M (g) - R E(% ) HH(g) B R E(%)

Groups Weight Liver weight Liver coefficient Kidney weight Kidney coefficient
Lepr™ *+ 44 23.33+1.92 1.06 +0. 15 4.52 +0. 46 0.32 +0.02 1.37 +0.18
Lepr®™® 2 50.17 £5.14* 2.83+0.43" 5.74+1.19* 0.42+0.03 " 0.96 +0.22°*

e ™ Lepr™ * 4HILER, * P <0.05,
Note. Compared with the Lepr® * mice, * P <0. 05.
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Fig.1 Pathological observation of cellular morphology from liver and kidney tissues in the

Lepr™ * and Lepr™® mice ( HE staining, x 100)
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Tab.2 Comparison of blood glucose, lipid metabolism-related biochemical indexes,

and liver AST, ALT enzyme activities in the Lepr™ * and Lepr™“mice(n=8,x s )

B 3% A BRAFG N Yo N =
e SR AIEEECcHo  HoggTe Rl M A AR AN
Animal FPG (mmol/L) (mmol/L.) (mmol/L) A HDL HH LDL AST ALT
nimal groups mmo mmo mmo (mmol/L) (mmol/L) (U/L) (U/L)
Lepr™ + 41 5.63 £1.61 2.56 £0.54 0.70 0. 19 3.36 £0.42 0.21 0. 03 24.83 +9.29 12.66 +4.39
Lepr®® b 4 14.42 +4.60™  4.89+1.29*  1.43+0.31" 2.91 +0.43 1.35+0.61 " 25.47 £5.77 50.20 +16.52*

1.5 Lepr™ * A, * P <0.05;5 Lepr™ * 4 FL%E, ** P <0. 01,

Note. Compared with the Lepr® * mice, * P <0.05. Compared with the Lepr® * mice, ** P <0.01.
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Fig. 2 Expressions of LIAS in mitochondria of Lepr™ " and Lepr™™ mouse liver tissues by western blot analysis
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Fig.3 Expressions of LIAS in mitochondria of Lepr™ * and Lepr®™ mouse renal tissues by western blot analysis
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