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lysosomal marker genes LC3B and LAMP2 and degenerative heart valve disease ( DHVD ). Methods
moters of LC3B and LAMP2 were analyzed in 212 patients with DHVD and 390 healthy controls. The peripheral

blood leukocytes of the subjects were collected,genomic DNA was extracted ,the promoter sequences of LC3B

The pro-

and LAMP2 were amplified by polymerase chain reaction( PCR) ,and the sequence variation was directly detec-
ted by Sanger sequencing. Chi square test was used to analyze single nucleotide polymorphisms ( SNPs) and
TRANSFAC database was used to predict the transcription factors associated with sequence variation changes
and promoters. Results 29 sequence variation sites were found, including 13 SNPs. Among them, 6 sequence
variationsofLC3B were only found in DHVD patients, 1 sequence variation of LAMP2 was only found in DHVD
female patients,and other sequence variation sites were shared in the control group and the patient group. Chi
square test and logistic regression analysis of genotypes and alleles of SNPs showed that the allele G of
1535227715 was associated with DHVD and was an independent risk factor for DHVD, with a disease risk of 1.
36 times;the genotype CC and allele C of rs42900 were associated with DHVD,and the pathogenic risk of both
was 0. 56 times, with a protective effect. The transcription factors that bind to the sequence variation sites
found only in DHVD patients was analyzed with the TRANSFAC database,and the results showed that the se-
quence variations can change the transcription factors. Conclusion The sequence variations of LC3B and
LAMP2 promoter may affect the transcription factors that bind to them and change the expression levels of
LC3B and LAMP2, causing the dysfunction of autophagy-lysosome system,thus leading to the pathogenesis of
DHVD.
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