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[ Abstract] Objective
tian district of Shenzhen City,and discuss the diagnosis methods and processes of G6PD deficiency. Methods The

To understand the prevalence and gene mutation spectrum of G6PD deficiency in Yan-

G6PD enzyme activities were detected with G6PD/6PGD quantitative ratio method. The G6PD gene mutations were
analyzed with reverse dot blotting and DNA sequencing method. Results The G6PD gene mutation carrying rate of
this district was 4. 25% , while the main gene mutations were C. 1388G>A,C. 1376G >T and C. 95 A>G. Conclu-
sion The G6PD gene mutation spectrum of this district is complex which includes rare mutation types. The pheno-

type screening strategy which based on G6PD enzyme activity has obvious omission rate,and the combining of pheno-

%- L]

type screening with genetic testing can greatly improve diagnostic accuracy and reliability.
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