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The Study of AMINK Gene by PCR—SSCP Analysis
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Abstract: Two novel mutations that have been described in human MINK gene are corresponding for
Long QT Syndrome (LQTS). Two pairs of primers were designed to screen AMINK gene both in patients
and in normal controls, We performed screening by PCR~SSCP analysis combining with direct se-
quencing. It showed a single A—~G transition at position 149. This change was found in both patients and
healthy subjects.
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