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Correlation of mitochondrial DNA 4977 bp deletion and presbyacusis: a meta-analysis
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[ Abstract] Objective To evaluate the correlation of mtDNA4977 and presbyacusis
using meta-analysis. Methods Databases including PubMed, Embase, CBM, CNKI,
WanFang Data, WanFang Med and VIP were searched to collect case-control study on the
correlation of mtDNA4977 and presbyacusis, according to the inclusion criteria, collecting the
research findings of related articles and conducting a statistic analysis. Results A total of six
studies were included in the meta-analysis. The results of meta-analysis showed that the persons
with mtDNA#77 deletion had an increased risk of presbyacusis (OR=7.19, 95%CI: 2.90~17.85)
and the difference was statistically significant (P<0.0001). Conclusions MtDNA#77 deletion is
related to presbyacusis.
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