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Effect of Compound Zhenzhu Tiaozhi Recipe on Expressions of Liver PPARa and Its Downstream
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ABSTRACT Objective To observe the preventive effect of Compound Zhenzhu Tiaozhi Recipe
(abbreviated as FTZ) on high fat diet induced non-alcoholic fatty liver disease (NAFLD), and to study its
related mechanisms. Methods Twenty male C57BL/6j mice were divided into the model group and the
FTZ group by random digit table, 10 in each group. All mice were fed with high fat diet. Mice in the model
group were administered with 5% Arabic gum water solution by gastrogavage, while those in the FTZ
group were administered with FTZ extract solution by gastrogavage (at the daily dose of 1. 17 g/kg, using
5% Arabic gum solution as soluent, 10 mL/kg). All medication was given once per day for 5 successive
months. Food intake and body weight were monitored. Blood glucose and blood lipids were detected be-
fore and after treatment. Oral glucose tolerance test (OGTT) was also conducted after treatment. Area
under curve (AUC) was also calculated. The histopathology of liver was observed. Contents of liver lipids
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were determined. mRNA expressions of peroxisome proliferator activated receptor a (PPARa) and carni-
tine palmitoyltransferase 1 (CPT-1) were detected using Real-time PCR. Results Food intake showed
no statistical difference between the two groups (P >0.05). But after 3 months of high fat diet, body
weight was obviously reduced more in mice of the FTZ group than in mice of the model group (P <0.05).
No statistical difference was shown in levels of TC, TG, or fasting blood glucose between the two groups
(P >0.05). Compared with the model group, levels of TC, TG, fasting blood glucose, TG and TC levels in
liver were obviously lowered (P <0.05), AUC in OGTT was obviously reduced (P <0.05), mRNA expres-
sions of PPARa and CPT-1 in liver increased (P <0.05, P <0.01) in the FTZ group after treatment. There
was no significant difference in liver weight, visceral fat weight, and groin fat weight between the two
groups after treatment (P >0. 05). Obvious lipid deposition could be seen in the liver of model mice. Vacu-
olar degeneration and hydropic degeneration of a large number of liver cells could be seen around the
portal area and the central vein, with infiltration of lymphocytes. Dot necrosis could be seen in little a-
mount of liver cells. Vacuolar degeneration and hydropic degeneration degrees of the liver were milder in
FTZ could postpone high fat diet induced NAFLD. Its
mechanism might be associated with up-regulating expressions of PPARa and CPT1, promoting oxidation

the FTZ group than in the model group. Conclusions

of fatty acid, and improving insulin sensitivity.
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