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Clinical diagnosis value of kidney damage indicators in hepatolenticular degeneration
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[ Abstract] Objective To screen meaningful early diagnostic criteria indices for Chinese HLD patients, based on comparison of uri-
nalysis, the value of blood uric acid and kidney ultrasound examination in HLD patients, non — HLD liver disease patients, and non — HLD
extrapyramidal disorder patients. Methods ~All 185 cases of untreated HLD patients who was first hospitalized and finally diagnosed( Group

A), 54 cases of non — HLD liver disease patients( Group B), 18 cases of non — HLD extrapyramidal disorder patients ( Group C) were select-
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ed in this study. The meaningful early diagnostic criteria were screened by comparison of urinalysis, the value of blood uric acid and kidney

ultrasound examination. Results Urinalysis, the value of blood uric acid, and kidney ultrasound examination had clearly significant differ-
ence among GroupA, B and C(,\/2 =10.269,P =0.006;F =61.235,P =0. 000;)(2 =14.869,P =0.001) ;the value of blood uric acid in uri-
nalysis had clearly significant difference between Group A and C()(2 =10.269,P =0.006;F =61.235,P =0.000 ;Xz =14.869,P=0.001) ;

the value of blood uric acid, kidney ultrasound examination showed clearly significant difference between Group A and B(y* =1.143,P =

0.285;F =43.213,P =0.000) . Conclusion Patients who have unexplained extrapyramidal disorder, with abnormal urinalysis or/and lower

value of blood uric acid, or patients who have unexplained liver disease, with urinalysis, lower value of blood uric acid or/and abnormal kid-

ney ultrasound, should be highly suspicious of having the possibility of HLD, and further copper metabolic examination to make clear diagno-

sis is recommended.
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