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Abstract: The Samino-Y-levulinic acid dehydrase ( ALAD) gene is located in chromosome 934  coded for & aminolevulinic acid
dehydratase (ATAD). ALAD is one of crucial enzymes involved in bio-synthesis of heme, which can catalyze two molecules of ATA to
polymerize into a porphobilinogen (PBG). ALAD gene is polymorphic with two codominant alleles ALADI and ALAD2. Gene
polymorphism of ALAD relates with susceptibility to lead toxicity and its genotype frequencies vary by race. Bone lead content is higher
inthe individuals with 4LADI allele, and blood level of lead higher in those with ALAD2 allele. Research progress in ALAD gene
polymorphism and susceptibility to lead toxicity is reviewed in this paper.
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