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[ABSTRACT] Objective;: To investigate the correlation of serum adiponectin and hepatic adiponectin receptor ( adipoR)
expression with pathological changes of the liver in the rats with non-alcoholic fatty liver diseases (NAFLD). Methods: The
NAFLD model was induced by an oral administration of high fat diet. The rats were sacrificed at 2,4.8,and 12 weeks. ELISA
was used to measure the serum adiponectin and other biochemical parameters. The liver index was also examined. AdipoR mRNA
expression in the liver were measured by RT-PCR. Liver slices were observed with Sudan ]Il staining,H-E staining and Masson
staining for pathological changes. Results;: The serum adiponectin in the model group were gradually decreased during the 2™,
4", 8" and 12" week,and were all significantly lower than those in the control group at corresponding time points(P<C0. 01).
Serum adiponectin level was found negatively correlated with the liver index(#= —0. 383,P=0. 015) , hepatic inflammation scale
(r=-—0.475,P=0. 002) , and hepatic fibrosis scale(r= —0. 353, P=0. 025). The hepatic adipoR1 mRNA expression in the
model group was gradually increased (P<C0. 01 from the 4™ week) and adipoR2 mRNA expression was gradually decreased
compared with the control group (P<Z0. 01 from the 2™ week). AdipoR2 mRNA expression was negative correlated with liver
index(#= —0. 431, P=0. 006) and hepatic fibrosis scale(»= —10. 353, P=0. 025). Conclusion: The hepatic adipoR mRNA
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expression is abnormal in rats with NAFLD; the serum adiponectin level is decreased and negatively correlated with liver

inflammation and fibrosis scale, indicating that the decreased serum adiponectin level, pathological hepatic adipoR expression,

especially the decreased AdipoR2 expression in the liver may be related to the pathogenesis of NAFLD.
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Tab 1 Histopathological changes of NAFLD rat liver

(T+s)
Time Normal(n=6) Model(n=10)
after model - - N . N 3 - - 3 . - N
establishment  Liver index Steatosis  Inflammation  Fibrosis Liver index Steatosis Inflammation Fibrosis
¢t/ weeks /% scale scale scale /% scale scale scale
2 2.3840.11 2.504+0.71 0.1040.00 0.30%0.00 3.784+0.28** 4,0040.00** 0.6740.26**  0.33%0.26
4 2.4140.17 2.7540.75 0.1240.10 0.18%£0.13 3.85+0.46** 4.004+0.00** 1.424+0.49"* 0.824+0.25"~
8 2.3640.02 3.254+1.06 0.0540.07 0.10%0.00 3.7740.38"* 4,00+0.00"* 1.67£0.61** 1.05%0.34" "
12 2.37£0.10 4.00£0.00 0.20%£0.14 0.15%+0.21 3.76+0.48* " 4.007£0.00 1.50+0.63* " 1.03+0.71"

* P<C0.05, " * P<C0. 01 vs normal group of same time
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Fig 1 H-E staining results of rat liver at different time points

A:Control;B:2 weeks after model establishment; C:4 weeks after model establishment;D:8 weeks after model establishment; E: 12 weeks after

model establishment. Original magnification: X400
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Tab 2 Changes of adiponectin receptors in serum and liver tissue of NAFLD rats

Time Normal(n=6)

Model(n=10)

after model

establishment Adiponectin

Adipo R1/B-actin Adipo R2/B-actin

Adiponectin Adipo R1/B-actin Adipo R2/B-actin

t/weeks o/ (mg * ml™h) mRNA ratio mRNA ratio p};/(mg eml™!) mRNA ratio mRNA ratio
2 5.48+2. 46 0.43140. 025 0.55640.027 3.96+0.48"* 0.43940.021 0.50440. 006" *
4 4,91+0.18 0.43640. 025 0.56140.020 3.90+0. 77" " 0.449+0.058* A 0,486+0.052* *
8 6.34+2.49 0.40540. 003 0.53340.001 3.77+0.64" " 0.45540.049* *A  0,48340. 146 * AA
12 4.9240.16 0.45320.001 0.575£0. 032 3.674£0.79"" 0.481+£0.012" *AAL0, 4690, 043" * 4

** P<C0. 01 vs normal group of same time; 4 P<Z0. 05, 44 P<C0. 01 vs model rats at 2 weeks;~ P<C0. 05 vs model rats at 4 weeks
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