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Research of lycium barbarum polysccharide in the prevention and treatment

of non-alcoholic fatty liver disease at cellular level
Guo Penglis Gu Sai
Department of Gastroenterology , The First Affiliated Hospital of Chongging Medical University)

[Abstract bbjﬂfﬁl’ﬂ To investigate the prevention and treatment effects and to preliminary discuss the action mechanisms of lycium
barbarum polysaccharide l(BP) on hepatoeyte steatosis model of hepatoeyte in vitro. Methods ‘A madel of non—aleoholic fatty liver
disease IﬁﬂFLD) oleic acid—induced steatosis L-02 strain hepatocyte tqurma_l adult hﬂpaltuzy'tf:h} was established. The model was di-
vided into normal group” steatosis model group’ prevention group and treatment group. The accumulation of lipid droplets in hepatoeytes
was observed under light microscopy after oil red—0 staining after 48 h. The levels of alanine aminostransferase /RLT} aspartate
aminostransferase RST} triglyceride '{'ﬂ} and the expression of mRNA and protein of adiponectin and resistin were detected.

Results Much more obvious orange lipid dwoplets in hepatoeytes were found in model group after culture than in normal group )£'=

0.000) . Lipid droplets decreased in prevention group and treatment group than in model group £=0.000 P=0.000) . The levels of ALT”

AST and TG were decreased P=0.000 ‘P=0.000 P=0.000 the expressions of mRNA and protein of adiponectin were up—regulated
16:0.{!{!{] ;P=ﬂ.ﬂ'14} and the expressions of mRNA and protein of resistin were down—regulated xg‘:ﬂ.{!ﬂﬂ ‘F‘zﬂﬂm) . Conclusion : In—

duced by expression of mRNA and protein of adiponectin and resistin® NAFLD can be prevented and treated effectively by LBP.
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Fig.1 Results of hepatocyte in every group
by ocilred staining (200x )
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Fig.2 Results of hepatocyte m every group

by oil red staining (200x )
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Tab.l Results of LO2 hepatic enzyme in every group (x* s)

#4151 ALT AST TG
IEEH 0.622+ 0.100  9.133% 0.076 22.083% 0.770
fi AU 10.269+ 0.135 52.140+ 0.165 43.513% 2.181
TR 2 2127+ 0.087 25.807+ 0525 29.190+ 0.989
HITH 3.157+ 0.080 29427+ 0964 26.820% 0.918

F{i 6757.693 3034.229 142,406

PH 0.000 0.000 0.000

E BBV 55 0T 4 4 L8R, ALT: g=13.107, P=0.000; AST: g=94.609,
P=0.000; TG: ¢=19.599 , P=0.000 ; Fil By 8 5 15 %I 20 o ¢, ALT: =
- 11.061, P=0.000; AST: g= 57.930, P=0.000; TG: 4= 13.099, P=0.000;
W7 A 5 B R 2 LR 4 ALT: g=- 9.660, P=0,000; AST; g= 57.930,
P=0.000; TG:q= 15.266, P=0.000
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Tab.2 Relative expression of mRNA ofadiponectin and resistin
in hepatocytes LO2 (x+ g)

£ 51 JRIRFE L=
IEH 4 2.781% 0.031 0.934+ 0.033
R 0.347+ 0.020° 2.405+ 0.091
Ff 41 1.892+ 0.073 1.010+ 0.024
T4 1.639+ 0.012 1.020£ 0.023

F i 1 740.295 668.769

P 0.000 0.000

TE: IR M R4 5 1 E 41 LB AR q=7.138, P=0.000, Tl B 41 5 Y
1 L ¢=45.308, P=0.000, 37 41 5 R4 L, 4=37.889, P=0.000;
JEPL EREI A 5 IF 54 8 & ¢=37.836, P=0.000, Tl P 4 5 A4
L% g= 35.855, P=0.000, 67 4 SR R LS g= 35.897, P=0.000
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Tab.3 Relative expression of protein of adiponectin and resistm

in hepatocytes LO2 (x% g)

# 5l HREE LRI
IEH 0.803% 0.100 0.289+ 0.017
gk 0.570% 0.030 0.841+ 0.016
Tl 4 0.780+ 0.070 0.445+ 0.110
BT 0.796+ 0.048 0.333+ 0.490

F{& 6.709 49.937

P {a 0.014 0.000

i IR A 5 0 5 4 Hh A g= 3.83, P=0.005, TIlpA 41 5 F AL 4
EE B ¢=3.46, P=0.009, 547 21 5 8 B 2 Lo 8¢ ¢=3.504, P=0.006; 5471
FHR A IE LR ¢=10.970, P=0.000, BT 21 5 B0 LE i
g= 7871, P=0.000, {7f7 15 5 Al LB = 10.097, P=0.000
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UHRF2 interacts with histone H3K9 acetylation through its PHD domain

Zhang Ting, Zhao Linglin+ Zeng Shengyuans Duan Changzhu
Veaching and Research Section of Cell Biology and Medical Genetics College of Basic Medicine
Chongging Medical University)
[Abstract Dbjective To investigate the association of ubiquitin-like with PHD and ring finger domains 2 GHRF2 with histone H3
Lys9 acetylation H3K9a¢) and to find the required domain for UHRF2 intemcting with H3K9ac, Methods 1.02 and HepG2 cells were
transfected with pCMV-FLAG-UHRF2 to observe the colocation between UHRF2 and histone H3 {'B} * H3K9ac’ histone H3 Lysl4

acetylation 1(131{1431:} by immunofluorescence assay and laser scanning confocal microscopy. The interaction between UHRF2 and
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H3* H3K9%ac’* H3K14ac in LO2 and HepG2 cells were detected
by immunoprecipitation. Then’ LO2 and Hep(G2 cells were tra—
nsfected with deletion mutants of UHRF2 to test the functional
binding region for UHRF2 interacting with H3K9ac. Results :

p UHRF2 colocalized with H3* H3K9ac and H3K14ac in LO2
and HepG2 cells. 5} UHRF2 interacted with H3K9%ac in LO2
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