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Abstract

AIM: To investigate the relationship among
plasma lipid levels, serum hepatitis C virus (HCV)
RNA load, and liver histopathological changes in
patients with chronic hepatitis C (CHC).

METHODS: Seventy-five CHC patients were
included in the study. Serum HCV RNA levels
were measured by fluorescent quantitative poly-
merase chain. The levels of plasma TG, CHO,
LDL, HDL, ApoA, and ApoB were measured
using a biochemical autoanalyzer. A liver biopsy
was performed in 62 patients, and liver histo-
pathological changes in these patients were eval-
uated by HE staining under a light microscope
and scored according to the grade of hepatic
necroinflammatory activity and the stage of liver
fibrosis and liver steatosis.

RESULTS: Significant differences were noted

in the levels of LDL and ApoB among the three
groups (HCV RNA: < 10° copies/mL, 10°-10’
copies/mL, and > 10" copies/mL). The levels of
plasma LDL and ApoB were negatively corre-
lated with HCV RNA load (r = -0.305, -0.417; P =
0.011, 0.001). Approximately 67.7% of CHC pa-
tients had liver steatosis. There were significant
differences in HCV RNA load among the three
groups. HCV RNA load was positively corre-
lated with the degree of liver steatosis.

CONCLUSION: The levels of plasma LDL and
ApoB are associated with HCV load but not with
the degree of liver injury and fibrosis in patients
with chronic hepatitis C.
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1.2.2 o B Al o I 60 45 An 00 5 =0 H- b
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CHO). &% %55 1 (low-density lipoprotein,
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HDL). #&JE% A A(apolipoprotein A, ApoA).
# e A B(apolipoprotein B, ApoB). X H
HITACHI-7180% 4 H B A=W AL 2 70 AR
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8] & A2 (r = -0.305, -0.417, P=0.011, 0.001).
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HCV RNA ALT AST TG CHO LDL HDL ApoA ApoB
(copies/mL) U/L) u/1) (mmol/L)  (mmol/L)  (mmol/L) (mmol/L) (g/L) (g/L)
<10° 17  109.65+ 73.92 + 157+ 3.95+ 255+ 1.23+ 1.00 + 0.82+
40.07 27.74 0.22 0.21 0.19 0.13 0.86 0.06
10°-10’ 43 90.18 + 57.07 + 171+ 3.78 2.04 1.30+ 1.06 + 0.66 +
14.37 6.53 0.35 0.16 0.14 0.07 0.40 0.37
>10’ 15 84.91 + 104.09+ 1.69=+ 3.57 1.84 + 1.29+ 1.16 + 0.64 +
19.32 37.93 0.42 0.29 0.15 0.10 0.11 0.45
PE 0.784 0.234 0.969 0.548 0.037 0.873 0.574 0.027
FHEIZMZE  n HCV RNA LoglEl ALT AST TG CHO LDL HDL
0 20 5.28+0.33 109.85+30.55 83.96+30.03 1.38+0.30 3.56+0.30 1.98+0.17 1.42+0.11
1 35 599+0.30 90.13+18.40 65.86+13.92 2.04+0.43 3.84+0.18 1.89+0.15 1.24+0.08
2 7 6.19+0.77 61.52+1954 49.40+13.21 1.43+2.13 3.91+0.32 2.50+0.35 1.11+0.11
PE 0.039 0.413 0.617 0.49 0.387 0.583 0.656
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JHHLEHCV RNAZR RIE, $OR RIS
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