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ESTABLISHMENT OF CULTURED SKIN FIBROBLAST
LINES FROM PATIENTS WITH WILSON'’S
DISEASE AND CONTROLS

Zhang Yingru Liang Xiuling Liu Zuolin Chen Rong
( Department of Neurology, First Affiliated Hospital )

Cultured skin fibroblast from patients with Wilson’s disease (WD) has been suggested
to be used in the study of copper metabolism in WD and in the diagnosis of WD patie-
nts. Now five cultured skin fibroblast lines from WD patients and five from controls
have been established in our laboratory, and their copper contents in cytosols of each
lines in various passage groups were also determined. The growth and morphology (living
and H.E. staining) of fibroblasts from WD patients are distinguishable from controls. The
copper content in cytosols of cultured fibroblasts are stable for 6~2( passages in two gro-
ups, which can supply enough materials for further study of copper metabolism in either
WD or normals. }
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