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Research for the relationship of ATP7B gene mutations and WD
Xu Bin' Yu Yuanxun' Bao Yuancheng® et al
( 'Anhui Medical College Anhui Provice Medical Genetics Center Hefei 230061
*Dept of Neurology The First Affiliated Hospital of Anhui Traditional Chinese Medicine University Hefei 230031)

Abstract Objective
in Chinese WD patients the ATP7B gene complicated mutation meaning. Method Geting genomic DNA from clini—

To sequence the WD ATP7B gene analyze the relationship of the mutations and WD  find

cally diagnosed 84 cases of WD patients and 20 cases of the health people amplifying all exons 5’end — + 3” end
of ATP7B gene by PCR. PCR products and mutations were analyzed by DNA direct sequencing and analyzing the
We found in the 84 cases the ATP7B gene muta—

tion rate was 82. 14% and found some complicated mutations that were rarely reported in China and had relatioship

clinical meaning and the relationship with the mutations. Results

with WD. Conclusion ATP7B gene mutations have the heterogenecity and the mutation checking can find related
ATP7B gene mutation carried WD patients.
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