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*1 NARKEESIE.SHEESH NAFLD /NRERE FFERER M EZEMRE (n=6)
Table 1 Naringenin reduce the body weight, liver weight, epididymis fat in NAFLD mice fed with HFFD (n=6)

A KI5 AT NCD(sf #221) HFFD (#7028 ) NAR(F4n)
B4 E g 224 +£0.62 2228 +1.14 22.83 +0.37
2 RIKR /g 25.7+0.61 38.25 + 3,72 33.55£2.8#

WS s W R # g 0.51 = 0.09 1.98 £ 0.65%* 1.51 £0.52

IR Elg 0.96 + 0.07 1.85 + 0.34*%* 1.01 = 0.08##

. 5 NCD 414 [t *P<0.05,#%P<0.01,*#*P<0.001 ; 5 HFFD 414H [k #P<0.05 ,##P<0.01, ###P<0.001,
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T : 45 NCD 414# It #P<0.05,**P<0.01 ; 5 HFFD 414 Lk #P<0.05 ,##P<0.01,

1 NAR KRS .S#EF S8 NAFLD /MR I iFFBFAE B it =85k (n=6)
Fig.1 NAR reduce the TG levels in serum and liver of NAFLD mice fed with HFFD (n=6)
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Fig.2 Naringenin alleviate the changes of liver histopathology on NAFLD mice fed with HFFD
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3 MERZEMESIE.SWFES NAFLD /IR EFAEH 5 (n=6)
Fig.3 Naringenin alleviate the hepatic injury on NAFLD mice fed with HFFD (n=6)
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RIE Frim . W E NAR fff TNF-a Al 1L-6 KP4 & 3%
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AR RO AW RE T B 4 Fros, WUR NAFLD /B 20 BN D8R I IE 38 405

xR2 MEZEMEIE.S1EFS NAFLD /R BT B & fE (ng/mg prot) (n=6)
Table 2 Naringenin alleviate the hepatic inflammation on NAFLD mice fed with HFFD(ng/mg prot) (n=6)

K B 5 NCD HFFD NAR
TNF-o 6.61 +£0.48 10 £ 0.59%** 7.42 +0.81%#
IL-6 0.96 + 0.07 1.85 + 0.34%#%*%* 1.01 + 0.08**

.5 NCD 1A L #P<0.05,*#P<0.01 ,**%P<0.001 ; 5 HFFD ZH4H It #P<0.05 ,##P<0.01 ,###P<0.001 ,

2.6 NARB/BFREEEITE LPS B4 Ve . A WF5E & BTIE R IR LPS %47 5 4545
W RERT A I LPS 76 NAFLD 1) % J& v il 8 % U EE AR A L2 I H A NAFLD AR T K I8 5
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Fig.4 NAR suppress bacteria derived LPS location in the liver of NAFLD mice fed with HFFD (n=3)
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Fig.5 NAR reduce intestinal permeability in NAFLD mice fed with HFFD (n=6)
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The Alleviate Effects of Naringenin on High-Fat and High—Fructose
Diet Fed Non-alcoholic Fatty Liver Disease Mice

Ge Jingjing'?, Ruan Zheng'?
(‘College of Food Science, Nanchang University, Nanchang 330047
State Key Laboratory of Food Science and Technology (Nanchang University), Nanchang 330047)

Abstract Objective: To investigate the protective effects and mechanism of naringenin  (NAR) on high—fat, high-sugar
induced mice with non-alcoholic fatty liver disease (NAFLD). Methods: Mice were fed with a high—fat and high—fructose
diet to establish a NAFLD model, orally administration of naringenin was performed during the experiment. After 9
weeks, the body weight, epididymis fat weight and liver weight were observed, levels of the serum and liver triglyc-
eride, serum ALT, AST were measured; Levels of hepatic inflammatory factors and serum lipopolysaccharides (LPS) was
determined by ELISA, the pathological changes of liver tissues in mice were observed, and the localization of bacteria
derived lipopolysaccharides in the liver flora was determined using anti— LPS obtained from FEscherichia coli. Results:
Naringenin significantly reduced the increased body mass (P<0.001) and liver weight of NAFLD mice (P<0.01) induced
by HFFD, decrease the serum and hepatic TG level (P<0.05), the serum ALT (P<0.05) and AST levels (P<0.01), and
improved the liver steatosis and lipid accumulation. Meanwhile, naringenin reduce the localization of bacteria derived LPS
(P<0.01) in mice liver and intestinal permeability. Conclusion: This study initially reveals that naringenin may reduce
the bacteria—derived LPS location in mice liver by reducing intestinal permeability, thereby reducing liver inflammation,
and alleviating the high—fat and high—fructose induced non-alcoholic fatty liver diseases in mice.
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