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Abstract : Very long chain fatty acids (VL.CFA)
were increased in all of ALD patients and about
80% of the heterozygotes. But 20% of the hetero-
zygotes showed normal VLCFA levels. St14, the
DNA probe at Xq28 shows tight linkage with
ALD, and it was useful for carrier detection in
many Japanese ALD families. when combined

with the analysis of plasma VLCFA levels.
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