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Clinical Application Value of the Result of the HCV RNA,FIB-4
and Levels of 25-Hydroxy Vitamin D for Patients with Hepatitis C
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Abstract : Objective To analyze the effects of 25-hydroxyvitamin D[ 25(OH)D] on the result of the HCV RNA and the FIB-
4 in the patients with hepatitis C. Methods 255 serum samples were random collected from the patients with hepatitis C and
218 serum samples were random collected from the healthy people. The 25(OH) D, HCV RNA, aspartate aminotransferase
(AST) .alanine aminotransferase ( ALT) and blood platelet (PLT) were detected. Then, compared the results of the 25
(OH)D in the patients with hepatitis C and the healthy group. Analyzed the relevance between the concentration of 25(OH)
D and HCV RNA. According to the quartile concentration of the 25(OH)D, the patients with hepatitis C were categorized to
four groups. The relationship of FIB-4 between HCVRNA and 25(OH)D was analyzed. Results The average concentration
of the 25(OHDD in the patients with hepatitis C and healthy people were 48. 16+ 1. 41 nmol/L vs 60.42=+1. 34 nmol/L,
with a significant difference (t=4. 682, P<0. 01). There were 38 patients (14. 90%) had severe deficiency of 25(OH)D (<C
25 nmol/L) in 255 patients with hepatitis C. And there were 8 patients (3. 67%) had severe deficiency of 25(OH)D (<25
nmol/L) in 218 healthy people,with a significant difference (+=5. 216, P<0. 01). Then found no relevance between the log-
arithmic of the HCV RNA and the concentration of the 25(OH)D (*=0.018 8, P=0. 412) and there was significant differ-
ence between the proportion of FIB-4 in the highest quartile concentration of the 25(OH)D and the lowest quartile concen-
tration of the 25(OH)D (3 =8.190, P=0. 042). Conclusion The patients with hepatitis C were easier to have a severe de-
ficiency of 25C(OH) D than the healthy people. The hepatitis C patients should been suggested to supply the vitamin D. FIB-4
has a significant difference with 25C(OH)D and no great effects on the result of the HCV RNA.
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