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Abstract: Objective ~ To investigate the changes of individuals with acetaldehyde dehydrogenase 2
(ALDH2) rs671 single nucleotide polymorphism (SNP) at RNA level. Methods A total of 48 samples of pe-
ripheral anticoagulant whole blood were collected from the physical examination population in the Affiliated
Hospital of Guizhou Medical University. The DNA and complementary DNA (cDNA) of human anticoagulant
whole blood leukocyte was amplified by polymerase chain reaction (PCR) ,and then the PCR product was San-
ger sequenced to identify the ALDH2 rs671SNP site and the corresponding cDNA sequence. Results The gene
frequencies of the three genotypes of ALDH2 rs671 (GG,GA,AA) in 48 subjects were 58. 3% ,39. 6% and
2. 1% respectively,and the sequence of ALDH2 rs671SNP site corresponding cDNA was the same in all sub-
jects, which expressed "G". Conclusion In the 48 subjects we studied,individuals with rare genotypes of AL-
DH2 rs671 (AA) occured RNA editing (A to G) in ALDH2 mRNA.
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