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Abstract : Objective

To establish a detection methods by Tagman-MGB probe, which can detect mutation of Hb Westmead,and

understand the mutant gene carrying at Hb Westmead patients whose mean corpuscular volume in the 70—80 {LL rang in the Guan-

gxi region. Methods

by gene sequencing. Results

200 cases of selected patients were detected by Tagman-MGB probe at Hb Westmead mutation , and verified

A total of 12 cases of Hb at Westmead mutation carriers were found, the Tagman-MGB probe assay

results is match with gene sequencing assay results. Conclusion The Tagman-MGB probe is a quick, specificity , easy and reliable

detection method at Hb Westmead mutations. There have a higher incidence of Westmead mutation in Guangxi region.
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