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HAPLOTYPES OF PKU AND HYPERPHENYLALANINEMIC PATIENTS
AND THEIR FAMILY MEMBERS
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Closed symbols indicate individuals with PKU or xhyperphenylalaninenmic
phenotypes
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1 BRHEINhINTo s L FORFLPY -V
restriction enzymes
Haplotypes Bgill Eco R1 EcoRV Hindll Mspl Poulla Poullb  Xmnl
Bam HI
4 3.6 6.6 25.0 4.0 23.0 6.0 11.5 6.5
51 11.2 2.7 4.9 4.0 23.0 6.0 11.5 7.9
7 L7 6.5 30.0 4.2 23.0 19.0 11.5 6.5
8 3.6 6.5 25.0 4.2 19.0 6.0 11.5 9.4
#2 WHEONTws 4T DORH
parental chromosomes (N=48)
haplotypes normal mutant total (%)
4 20 18 38 (79.2)
51 0 3 3(6.3)
7 1 4( 8.3
8 3 0 3(6.3
total 24 24 48 (100)
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