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Correlation of Liver Function and Viral Replication with Lipid
Metabolism in Patients with Hepatitis B and NAFLD
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[ Abstract] Objective To investigate the correlation of liver function and viral replication with lipid metabolism
in patients with hepatitis B and NAFLD. Methods One hundred and thirty—eight cases of hepatitis B patients were
divided into chronic hepatitis B group (group A, 65 cases) and chronic hepatitis B with NAFLD group (group B,
73 cases) , while 50 healthy people were selected as a control group (group C) . Liver function, HBV-DNA and
serum adipokine levels were detected. Results ALT, AST, chemerin, visfatin, and leptin levels in group A
were significantly increased compared with group C (P <0.05) , and in group B were significantly increased
compared with groups A and C (P<0.05) . Chemerin and leptin showed significant positive correlations with ALT
and AST (P<0.05), and visfatin showed significant positive correlation with AST (P<0.05) . Conclusion Liver
function in patients with NAFLD has a good correlation with dyslipidemia,
NAFLD.
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Tab. 1 Liver function and HBV-DNA in each group (X+s)

4 5 n ALT (U/L) AST (U/L) HBV-DNA (Lg copies/mL)
A 65 89.42 + 13.57 74.96 + 8.17 3.46 +0.74
B4 73 140.75 + 26.84™ 126.87 + 18.63™ 3.21 +0.98
C#H 50 28.24 +7.58 24.60 + 8.64 0.00 £ 0.00

5 A4HE, "P<0.05; 5 C 4, “P<0.05.
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Tab. 2 Adipokines levels in each group (X+s)

49 n Chemerin (ng/mL) HWIEZE (ng/mL) EE (ng/l)
A 65 167.04 + 20.35" 6.73 £1.92" 12.95 +2.78"
B4 73 224.69 +32.79"» 11.84+3.16™ 21.34 +5.65™%
C#H 50 85.26 + 12.91 4.35+1.62 8.57 £2.31

5 A4, "P<0.05; 5 CAHE, 2P<0.05.
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Tab. 3 Correlation of liver function and HBV-DNA
with lipid metabolism

i H ALT AST HBV-DNA
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P <0.05 <0.05 > 0.05
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r 0.427 0.512 0.087

P <0.05 <0.05 > 0.05
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