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Ultrasonic manifestations of liver damage in patients with
Wilson’s disease at different ages

TANG Yali, JIA Yiping, LUO Weidong, GONG Jian,ZHAO Qin, YANG Huan, WANG Zhanwen, LING Wenwu
Department of Ultrasound Medicine , West China Hospital of Sichuan University , Chengdu 610041, China

ABSTRACT Objective To analyze the ultrasonic manifestations in patients with Wilson’ s disease (WD) at different
ages, to summarize the ultrasonic characteristics of liver damage, and to provide reference for clinical diagnosis and treatment.
Methods A total of 247 WD patients were selected and divided into the juvenile group (<17 years old, 59 cases) , the young
group (18~44 vyears old, 168 cases) and the middle—old—aged group (=45 years old, 20 cases) according to age. All patients
underwent abdominal ultrasonography to observe the shape, size, capsule and parenchymal echo of liver and spleen, as well as
the course and inner diameter of hepatic, portal and splenic veins. Two sonographers with more than 5 and 10 years of
examination experience independently analyzed the images and classified the liver damage according to the ultrasonic
manifestations. Kappa test was used to analyze the consistency of the judgment results of the two sonographers, and the
differences of ultrasonic classification of liver damage among all groups were compared.Results The consistency of ultrasonic
classification of liver damage judged by two sonographers in each group was good (Kappa=0.717, P<0.001).Among the 247 WD
patients, the main ultrasonic manifestations of liver damage were liver fibrosis or early cirrhosis (43.72%) and late cirrhosis

(41.30%).There were significant differences in ultrasonic manifestations of liver damage among juvenile group , the young group
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and middle—old—aged group (all P<0.05).The ultrasonic manifestations of liver damage in the young group and middle—old-aged

group were mainly liver fibrosis or early cirrhosis and late cirrhosis (43.45%,48.21% and 45.00%,55.00%) , and the proportion

of late cirrhosis in the two groups were higher than that in the juvenile group, and the differences were statistically significant

(both P<0.05).The ultrasonic manifestations of liver damage in juvenile group were mainly fatty liver type, liver fibrosis or early

cirrhosis type (25.42% and 44.07%) , and the proportion of fatty liver type was higher than that in the young group and the

middle-old—aged group, and the differences were statistically significant (both P<0.05). Conclusion

The ultrasonic

manifestations of liver damage in patients with WD at different ages have certain characteristics. The juvenile patients mainly

have fatty liver, liver fibrosis or early cirrhosis of liver damage, and the young and middle-old—aged patients mainly have liver

fibrosis or early cirrhosis and late cirrhosis of liver damage.
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