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Abstract: Objective To investigate the changes of serum homocysteine (Hcy) , folic acid (FA), vitamin
B, (VitB,,) and ferritin (SF) levels in patients with hepatitis B virus (HBV) related liver diseases and their
clinical value. Methods A total of 68 patients with HBV related liver disease (liver disease group) from July
to December in General Hospital of Fushun Mining Bureau of Liaoning Health Industry Group were selected
as the research objects,including 23 patients with chronic hepatitis B (group A),20 patients with liver cirrho-
sis after hepatitis B (group B) and 25 patients with liver cancer (group C). At the same time,25 healthy peo-
ple were selected as the control group. Hey,FA, VitB,, and SF levels in each group were detected,and Pearson
correlation analysis was used. Results Compared with the control group, Hey, VitB,, and SF levels in each
subgroup of liver disease were significantly increased (P <C0. 05),while FA levels were significantly decreased
(P<C0.05). With the severity of liver disease increasing, Hcy, VitB,, and SF levels gradually increased, while
FA levels gradually decreased,the differences were statistically significant (P <Z0. 05). Pearson correlation a-
nalysis showed that Hcy was negatively correlated with FA (P<C0. 05),but Hcy was not significantly correla-
ted with VitB;, and SF (P>>0. 05). Conclusion The levels of Hcy,FA, VitB,, and SF in patients with HBV
related liver disease change with the progress of the disease, which can be used as an important indicator to
monitor the occurrence and development of HBV related liver disease.
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