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Value of glial fibrillary acidic protein and homocysteine in the diagnosis of hepatolenticular degeneration and the
differential diagnosis of the hepatic and neurological forms of hepatolenticular degeneration PU Yue, YE Hao,
CHEN Hong, MA Ying, ZHANG Juan. (Department of Encephalopathy IV, The First Affiliated Hospital of Anhui University
of Chinese Medicine , Hefei 230031, China )

Abstract: Objective To investigate the value of plasma glial fibrillary acidic protein (GFAP) and homocysteine
(Hey) in the diagnosis of hepatolenticular degeneration (also know as Wilson disease, WD) and the differential diagnosis of the
hepatic and neurological forms of WD. Methods A total of 120 WD patients who were admitted to Encephalopathy Center of
our hospital from January 2023 to January 2025 were enrolled, among whom there were 63 patients with neurological WD and
57 patients with hepatic WD, and 30 healthy volunteers who underwent physical examination during the same period of time
were enrolled as control group. ELISA was used to measure the plasma levels of GFAP and Hey, and the differences between
groups were analyzed. The receiver operating characteristic(ROC) curve analysis was performed, and the Spearman correla-
tion analysis was used to investigate the correlation of the plasma levels of GFAP and Hey with Unified Wilson Disease Rating
Scale (UWDRS) score, 24-hour urinary copper, and the serum level of ceruloplasmin (CER). Results The patients with he-
patic or neurological WD had a significantly higher plasma level of GFAP than the control group(P<0. 05), and the patients with
neurological WD had a significantly greater increase than those with hepatic WD(P<0. 05). The patients with hepatic or neuro-
logical WD also had a significant increase in the plasma level of Hey(P<0. 05), but with no significant difference between the pa-
tients with hepatic WD and those with neurological WD. Plasma GFAP had an area under the ROC curve(AUC) of 0. 861 in the
diagnosis of neurological WD, with a cut-off value of 135. 71 pg/ml, a sensitivity of 68. 3%,and a specificity of 82. 3%;plasma
GFAP had an AUC of 0. 695 in the diagnosis of hepatic WD, with a cut-off value of 129. 84 pg/ml, a sensitivity of 64. 7%, and a
specificity of 83. 3% in the differential diagnosis of hepatic and neurological WD, plasma GFAP had an AUC of 0. 75, with a
cut-off value of 151. 12 pg/ml,a sensitivity of 73. 9%, and a specificity of 87. 8%. Plasma Hey had an AUC of 0. 788 in the diag-
nosis of WD, with a cut-off value of 15. 59 pmol/L, sensitivity of 77. 9%, and specificity of 66. 7%. The Spearman correlation
analysis showed that in the patients with hepatic or neurological WD, the plasma levels of GFAP and Hey were positively corre-
lated with UWDRS score and 24-hour urinary copper (P<0. 05), but they were not significantly correlated with the level of CER
(P>0. 05). Conclusion The plasma levels of GFAP and Hey are closely associated with the degree of neurological and hepatic

impairment in WD, which provides a certain clinical

value for the early diagnosis of WD and the differential di- WeFS B #:2025-10-21 4847 B #8:2025-12-10
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