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Abstract

AIM: To investigate the expression of peroxisome
proliferator-activated receptor-y-coactivator-1
(PGC-1) in the liver of metabolic syndrome mice.

METHODS: Ten female C57BL/6] mice (control
group) were fed a normal diet, Fifteen were fed
a high fat and sugar diet (metabolic syndrome
mice model), made up of 5 fed a high fat and
sugar diet for 8 weeks (experimental group: A
subgroup) and 10 fed the same diet for 16 weeks
(experimental group: B subgroup). Abdominal
fat mass, total cholesterol (TC), triglycerides (TG),
high-density lipoprotein cholesterol (HDL-C),
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fasting blood glucose (FBG), insulin (INS), liver
function and liver weight were measured. The
lipid content and the protein expression of
PGC-1 in liver were detected by Western blot.

RESULTS: In the B subgroup mice, abdominal
fat mass, serum TC, and FBG were significantly
higher than those of the control mice (abdomi-
nal fat mass: 3.63 + 0.62 vs 2.99 + 0.31, P < 0.01;
TC: 2.31 £ 0.16 mmol/L vs 2.04 + 0.15 mmol/L,
P <0.01; FBG: 6.90 + 1.84 mmol/L vs 5.11 + 1.86
mmol/L, P < 0.05). The B subgroup mice had
lower levels of serum TP, ALB and A/G com-
pared with the control animals (ALB: 18.12 + 2.63
g/Lvs21.64+338¢g/L, P<0.05 A/G:0.89 +0.15
vs5 1.06 £ 0.18, P < 0.05). The metabolic syndrome
mice had higher levels of serum ALT, ALP and
AST than normal controls, the ALP level was
significantly differente from the controls (103.80
+8.72 U/L vs 64.60 £ 10.67 U/L, P < 0.05). The
TG and TC contents in the liver of the metabolic
syndrome mice were more than 2 times higher
than the controls (TC: 0.0582 £ 0.0251 mmol/
g dry weight vs 0.0275 + 0.0114 mmol/g dry
weight, P < 0.01; TG: 0.1566 + 0.0166 mmol/g dry
weight vs 0.0631 £ 0.0232 mmol/g dry weight, P
< 0.01). The expression of PGC-1 protein in the
liver was higher than in the normal controls, with
the experimental B subgroup mice being higher
than the experimental A subgroup.

CONCLUSION: The C57BL/6] mice, fed a high
fat and sugar diet and showing dyslipidmia and
fatty liver, presented a kind of metabolic syn-
drome mice model. The expression of PGC-1 pro-
tein in the liver of these metabolic syndrome mice
was higher than that of normal mice and may
have contributed to the formation of fatty liver.

Key Words: Metabolic syndrome; Nonalcoholic fatty
liver disease; Peroxisome proliferator-activated
receptor-y-coactivator—1; Western blot
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