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Fig. 1. Mutation analysis of the MCM gene (A) Pedigree of family. The carrier status for the two mutations
is indicated above each individual;(+) wild type.(B) The patient shows a heterozygous missense:

mutation Gly94Glu in exon 2(left), and a heterozygous Arg369Cys in exon 6(right)

Table 1. Summary of mutations and polymorphisms in MMA brother

Patient Enzyme study Exon ‘Sﬂ’;%;%g Base substitution Polymorphism
ol ot I GHE (Ht) 357G A H532R(Hom)

Vi R369C (HH1181C T V6711(Hom)

Yo - i GHE (Ht) 357G A H532R(Hom)
ne VI R369C (H)1181C T V6711(Hom)
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