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[ Abstract] Objective To investigate the pathogenesis of nonalcoholic fatty liver disease (NAFLD), provide a
reference for the evaluation of fatty liver therapeutic effect, the liver function, lipid metabolism,insulin resistance and liver
apoptosis of NAFLD rats established by high cholesterol feeding were continuously monitored from 4 ~ 16 weeks. Methods
40 NAFLD rats established by high cholesterol feeding were randomly divided into the 4,8,12,16 weeks model group and a
group of normal rats were set up for control, the serum GLU ,CHO TG HDL LDL GPT GOT and insulin were tested, the
liver apoptosis and pathological changes were observed, then analyzed the effect of the liver function, lipid metabolism,

insulin resistance and apoptosis on the pathological changes in non-alcoholic fatty liver rats. Results After 4 weeks of high
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cholesterol feeding, the rats had got the liver injury, disorder of lipid metabolism, insulin resistance. Liver cell apoptosis

were increased obviously, and pathological changes were characterized by cell steatosis and inflammatory, the lesions

became more serious with time went on. Conclusions

Rats established by high cholesterol feeding could get the

nonalcoholic fatty liver disease and the lesions became more serious with time over during 4 ~ 16 weeks. Lipid metabolism

disorder and insulin resistance were the important cause of liver cell steatosis and inflammatory. The model we established

is suitable for the evaluation of fatty liver therapeutic effect.
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Fig. 1 Changes of body weight of animals in groups
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Tab.1 The comparison of serum CHO,TG,HDL-C,LDL-C level in the rats of all the groups

20 5] Group CHO ( mmol/L) TG ( mmol/L) HDL-C ( mmol/L) LDL-C( mmol/L)
IEH X} BB 4H The control group 1.28 +0.37 0.55+0.13 1.09 £0. 17 0.93 +£0.16
4 JREAIZH 4W model group 1.69 £0. 644 0.45 £0. 1844 1.19 £0. 1544 1.07 £0.2444
8 KR4 8W model group 1.94 £0.694 0.31 £0.1244 0.95£0.1644 1.13 £0.3444
12 JEAEH 2 12W model group 2.32+£0.374 0.56 0. 21 1.06 £0.05 1.38 +0.3844
16 AR 16W model group 2.56 £0.364 0.62 +0.20 1.10 £0.29 1.36 £0. 4844

HESIEW X EA S, 4P <0.05, 44P<0.01

Note: 4 P <0.05,44 P <0. 0l compared with the control group
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Tab.2 The comparison of serum GOT, GPT level and organ indexes in the rats of all the groups

2 51 Group GOT(U/L) GPT(U/L) JIFNE 2 %% Liver Indexes
1E % % B 4H The control group 193.2 £34.6 63.1+19.9 1.97 0. 45
4 JH A 4W model group 228.5 +35.844 81.0+16.844 3.65 £0.3244
8 JEI M ZH 8W model group 321.1+73.344 113.8 +30.244 4.09 £0.4244
12 FBERIZH 12W model group 363.8 £53. 744 201.2 £56. 644 5.95 £0.5344
16 AR A4 16W model group 464.5 +77.244 307.2 £65.744 6.80 £2.9244

TE S5 I AT 4L e, AP <0.05, 4P <0.01

Note: 4 P <0.05,44 P <0. 0l compared with the control group

®3 BHMUE GLU, B R AT K i R IRHTHE B L

Tab.3 The comparison of serum GLU, insulin level and insulin resistance indexes in the rats of all the groups

24 %] Group GLU(mmol/L) fi% &5 % Insulin (lu/mL) i I Z L Pr 8 40 Insulin Resistance Index
1E# 4F # 41 The control group 5.23 0. 64 13.65 +5.06 3.11+£1.38
4 JABERIZH 4W model group 5.15 £0.91 24.74 +12.8744 5.45 +2.4344
8 JAME R4 8W model group 5.11 +0.53 19.36 +7.3944 4.38 £1.6244
12 JAKETIZ 12W model group 5.19 0. 51 22.60 +13.7044 5.29 £3. 7444
16 AR KIZ] 16 W model group 5.25+0.24 24.59 +6. 7244 4.56 +1.444

TE: SIEH T4, AP <0.05, 4P <0.01

Note: 4 P <0.05,24 P <0. 01 compared with the control group
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Tab.4 The comparison of liver pathology and apoptosis in the rats of all the groups

T 6 7 ] ,‘1‘
20 3 Group 1 % Pimelosis degree of liver iRARAE Sy 3 TUNNEL % £ BH ¥4 20 g
- 7 Inflammation degree of liver =~ TUNNEL Staining Positive Cells
0 % 1% 29 34
1EH X} BB 4H The control group 10 10 0 0 0 0 2.02 +0.48
4 JABRIZH 4W model group 10 0 4 6 0 1.13 £0.3644 3.14 £0. 89
8 JEIMEAIZH 8 W model group 10 0 2 6 2 2.34 £0.5644 5.28 +0.7244
12 A 4] 12W model group 10 0 0 7 3 5.11 21,7544 7.96 £1.3244
16 4] 16W model group 10 0 0 2 8 8.02 £2. 7444 9.27 +2.2744

IR RO BRAL IR, 4P <0.05, 24P <0.01
Note: 4 P <0.05,44 P <0. 0l compared with control group

RS OATIIRE B BT ORISR T A0 B A T Xk 4 U B AR AR DG T (R ED)

Tab.5 The correlation analysis of liver pathology between liver function, lipid metabolism,

carbohydrate metabolism and hepatocyte apoptosis( R value)

845 Indexes

HF2H 21 48 5iE B4 Inflammation score of liver  JF B 28 ¥: F2 & Pimelosis degree of liver

GOT

GPT

CHO

TG

HDL

LDL

GLU

{RH Body weight

JFEE Liver weight

HFHE Z %L Liver indexes

f#5 5% # Insulin

Jig8 5 FHEHLHE %L Insulin Resistance Index
TUNEL 3 8, [H = 4l it TUNNEL Staining Positive Cells

0.62244 0.75744
0.72944 0.71544
-0.095 0.87144
0. 065 0. 053
-0.155 0. 066
0.087 0.44144
—0. 443 -0.304
0. 165 -0.211
0.61144 0.67544
0.50444 0.75344
0.110 0.37544
-0.018 0.2584
0.76644 0.82444

T 5 IE % % AL L4, 4P <0.05, 44 P <0.01
Note: 4 P <0.05,44 P <0. 01compared with the control group
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