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Identification of risk factors for cardiac magnetic resonance imaging abnormalities in hepatolenticular degeneration
and screening of indicators for early diagnosis WANG Juan', ZHANG Jie’, ZHANG Xu®, SHU Hongmin®, YANG Ren-
min’. (1. Department of Neurology, The Second People’ s Hospital of Hefei, Hefei 230001, China ;2. Department of Neurology , Af-
Siliated Hospital of Neurology Institute , Anhui University of Chinese Medicine , Hefei 230061, China ; 3. Health Management Center ,
The First Affiliated Hospital of Anhui Medical University , Hefei 230031, China ; 4. Department of Medical Radiology , The First Af-
Siliated Hospital of Anhui Medical University , Hefei 230031, China )

Abstract: Objective To investigate the risk factors for abnormal cardiac function in patients with hepatolenticular degen-
eration (also known as Wilson disease , WD) using cardiac magnetic resonance imaging (CMR) , and to identify indicators with a
value for early diagnosis. Methods Patients diagnosed with WD were randomly selected to undergo CMR examination, and based
on CMR findings, they were divided into abnormal group and normal group. A univariate analysis was used to obtain potential risk
factors, then a multivariate logistic regression analysis was performed for variables with a significant difference , and finally the re-
ceiver operating characteristic (ROC) curve analysis was performed for the independent risk factors identified. Results A total of
42 WD patients were enrolled, with 21 in the abnormal CMR group and 21 in the normal CMR group. Compared with the normal
CMR group, the abnormal CMR group had a significantly higher age and significantly higher levels of total bilirubin, serum copper,
and peak 24-hour urinary copper during treatment. The multivariate Logistic regression analysis showed that white blood cell count
(WBC) (OR=2.927, 95%CI 1. 127-7. 839, P=0.028) , serum copper (OR=3. 822, 95%CI 1. 108—13. 178, P=0.034) , and
type IV collagen (OR=1.097, 95%CI 1.011-1. 191, P=0. 027) were independent risk factors for CMR abnormalities in WD pa-
tients. The ROC curve analysis showed that among the above three indicators used alone, serum copper had the highest diagnostic
value with an area under the ROC curve (AUC) of 0. 713, followed by WBC(AUC=0. 651) and type IV collagen (AUC=0. 644) ,
and the combination of these three indicators had significantly higher diagnostic efficacy (AUC=0. 869). Conclusion Serum cop-
per is the single indicator with the highest diagnostic efficacy for CMR abnormalities in WD patients , but the combination of serum
copper, WBC, and type IV collagen has a significantly better diagnostic value in identifying abnormal cardiac function in
WD patients.
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PR (Fs , pmol/L) 262. 05+70. 65 215. 57+96. 08 =1.786 0. 082
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