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[ Abstract] Objective To explore the changes and clinical significance of lipids of Uygur and Han
patients with hepatitis C. Methods Total of 205 cases with hepatitis C were collected. The serum levels
of antibody of HCV of the 205 patients were detected by enzyme-linked immunosorbent assay. HCV RNA
were detected by fluorescence quantitative polymerase chain reaction. Homogeneous enzyme assay was
used to detect high-density lipoprotein cholesterol (HDL-C), low-density lipoprotein cholesterol (LDL-C),
total cholesterol (Tch) and triglycerides (TG). Turbidimetric immunoassay was used to detect lipoprotein(a)
[LP(a)], apolipoprotein A (apoA1l) and apolipoprotein B (apoB), then statistically analysis the data were done,
respectively. Results The positive rate of HCV RNA were significantly higher in Uygur (79.46%) than Han
patients (65.59%), the rates of HDL-C, Tch and apoA1l were significantly lower in Uygur patients [(1.78 +
0.96) mmol/L, (3.38 + 1.79) mmol/L and (1.59 + 0.83) g/L, respectively] than that in Han patients [ (2.25 +
1.29), (4.37 + 1.34) and (1.95 £ 0.88) g/L, respectively], with significant differences (P all < 0.05). For the
positive rate of antibody of HCV, LDL-C, TG, Lp (a) and apoB, there were no significant difference between
Uygur and Han patients (P > 0.05). Conclusions The positive rate of HCV RNA were significantly higher
for Uygur patients with hepatitis C than Han patients, while the content of HDL-C, Tch, and apoA1l were
lower, it suggested degree of damage in the liver cells of Uygur patients with hepatitis C might be more
serious.
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