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Clinical study on acute Endosulfan poisoning
XIE Li-jingg  ZHANG Shou lin

(National Institute of Occupational Health and Poison Control, China Center for Disease Control and Prevention, Beijing
100050 China)

Abstract: Endosulfan is a highly toxic chlornated hydwocabon insecticide, facilitative absomption from gastwintestinal track
respiratory tract and skin. The poisoning mechanism is still not clarified. The major clinical manifestation of acute poisoning is central
nervous system symptoms complicated with multi-organ injury. No specific antidote is available, yet. Allopathy is the major treatment
such as clearing poison contwlling cerebral and lung edema etc.
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SAmino-Y-levulinic acid dehydrase (ALAD) gene polymorphism and susceptibility to lead toxicity
HUANG Rui-xue's HUANG De-qun®

(1. School of Public Health, Central South University, Changsha 410078, China; 2. The First Haspital of Zhwehou,
Zhwehou 412000, China)

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 AIA to
polymerize into a porphobilinogen (PBG). ALAD gene is polymorphic with two codominant alleles ALAD! 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 4LAD! 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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