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Mechanisms of Linggui Zhugan Decoction( 24: R H V%) Interfering in PI3K/AKT
Pathway to Affect Fatty Acid Metabolism in NAFLD Mice
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[1. Chinese Peoples Liberation Army( PLA) General Hospital ,Shenyang 110000, Liaoning, China;
2. Liaoning University of Traditional Chinese Medicine ,Shenyang 110847 , Liaoning, China ]

Abstract; Objective To investigate the effect of Linggui Zhugan Decoction( ZFE AR H %) on lipid metabolism in mice with
nonalcoholic fatty liver disease(NAFLD) ,and to provide a new target and data support for clinical treatment of NAFLD. Methods
C57BL/6] mice were used as the blank control group. ApoE ™~ mice were divided into model group,Linggui Zhugan Decoction
low, middle and high dose groups and simvastatin group. The blood lipid levels of mice were detected by automatic biochemical
analyzer. Hematoxylin — eosin( HE) staining and oil red O staining were used to determine the degree of liver steatosis in NAFLD
mice. RT — qPCR was used to detect the mRNA expressions of PI3K, AKT,FASN,SREBP1 and ATGL. The protein expressions
of PI3K,AKT,p — AKT,FASN,SREBP1 and ATGL were detected by Western Blot. Results After treatment with Linggui Zhugan
Decoction, the serum levels of total cholesterol( TC) ,triglyceride( TG) and low — density lipoprotein cholesterol ( LDL — C) were
down - regulated( P <0.05). The expressions of fatty acid synthesis related genes and proteins FASN and SREBP1 were de-
creased( P <0.05) ,and the expressions of TG breakdown related genes and proteins ATGL were increased( P <0.05). The pro-
tein expressions of PI3K and p — AKT were significantly increased (P <0. 05). Conclusion Linggui Zhugan Decoction may inhibit
the occurrence and development of NAFLD by promoting the decomposition of hepatic triglyceride and inhibiting fatty acid synthe-
sis through PI3K/AKT signaling pathway.
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CGCCCTGGACTGTTACAACC
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PI3K Forward primer

Reverse primer

AKT Forward primer GCTACATCGTGTGCAGAGCA
Reverse primer TCTTGTCGGGAGGCATGAAC
FASN Forward primer CAACTACTCCCAGGTTGCCC

GACTGGGCTCTCGATGTGAC

Reverse primer

SREBP1 Forward primer AAGTCAGACGAGAGGGGGTT
Reverse primer ACCTTCCTGCCGTCTTTCAG

ATGL Forward primer CACCATCTTCCAGGAGCGAG
Reverse primer TGATGACCCTTTTGGCTCCC

GAPDH Forward primer CACCATCTTCCAGGAGCGAG

TGATGACCCTTTTGGCTCCC

Reverse primer
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