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[ Abstract]  Objective To explore the correlation between the serum level of 25-hydroxyvitamin
D[ 25 (OH) D ] and the risk of liver fibrosis in patients with nonalcoholic fatty liver disease ( NAFLD ) .
Methods The serum levels of 25 (OH ) D in 587 NAFLD patients were quantitatively measured using
ELISA kit. The risk of liver fibrosis was assessed by NAFLD fibrosis score ( NFS; NFS = —1.455 was defined as
middle-high risk of liver fibrosis ) . The association between serum 25 (OH ) D level ( quartile group ) and the
risk of liver fibrosis was analyzed using the logistic regression model. Results Among 587 NAFLD patients,
340 patients were evaluated with a middle-high risk of liver fibrosis according to NFS. The serum levels of 25
(OH) D in patients with a middle-high risk of liver fibrosis were significantly lower compared with those in
their counterparts with a low risk of liver fibrosis ( Z=-3.263, P<0.001) . According to the quartile grouping
analysis of serum 25 (OH ) D level, the risk of liver fibrosis in the lowest quartile group ( < 18.20 ng/ml )
was increased by 1.62 times than that in the highest quartile group (= 33.27 ng/ml, OR=2.621, P <0.001) .
The statistical significance still existed after the traditional risk factors of NAFLD were adjusted ( P = 0.002 ) .
Conclusion A low serum level of 25 (OH ) D is closely correlated with high risk of liver fibrosis in NAFLD
patients.
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