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Table 1 Chromosome 21 heteromorphisms and nondisjunction
for trisomy 21 in 20 patients with TMS

Heteromorphism pattern Parental age
Patient Non- - (years)
number Father Mother Patient -disjunction

Father Mother

1 bb ac aab/ab  Mat I1/Somatic 32 28
2 bb ac aab Mat 11 37 3l
3 NA NA aab ? ' ? 39
4 be ac aab Mat 11 32 32
5 ac bb aab Pat 11 33 29 -
6 bd ac aab Mat II 35 34
T aa ab aab/ab Somatic 30 29
8 ab bb aab/ab  Somatic ? 31
9 ac be aab/ab Somatic 39 31
10 ac ab aab Pat II or Mat I 31 37
11 ac bd aab Pat 11 42 38
12 bb ac aab Mat II 37 - 36
13 bd ac aab. Mat II 33 27
4 bd ac aab Mat II 29 25
15 NA NA aab ? 33 36
16 NA NA  aab ? 44 40
17 NA NA aab ? ? 41
18 NA NA aab 7 28 28
19 NA NA aaa ? 32 31
20 bd ac aab Mat II 33 37
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