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Abstract: Aging is acommon, progressive and irreversible state of multi-cell dysfunction. Immune aging mainly in-
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and vaccination, the hyperresponsive in the context of inflammatory pathology, and the increased risk of autoimmunity. The
dysfunction of aged immune system accelerates the occurrence of aging and age-related diseases. The mutation of immunity
genes that affect immune responses accelerates or slows aging process and age-related diseases. The frequencies of acquired
immunity genes, such as immune protective HLA I DRB1*11 and DRB*16-associated haplotype, are increased in the lon-
gevity populations. The increased susceptibility of immune inflammatory response, morbidity and mortality in the elderly is
often associated with decreased frequencies of anti-inflammatory factor IL-10 -1082G allele, TNF-f1 haplotype cnd10T/C,
cnd25G/G, —988C/C, —800G/A, low proinflammatory fator TNFa level related extended TNF-A genotype —1031C/C,
—863C/A, —857C/C, IL-6-174 CC and IFN-y+874 T allele as well. The innate immunity genes, such as highly expressed
anti-inflammatory +896 G KIR4 allele, CCR5432 variant, —765 C Cox-2 allele, —1708 G and 21 C 5-Lox alleles are detected
in centenarians. In age-related diseases, a higher CMV-specific IgG antibody level in elderly individuals is associated with a
decreased frequency of KIR haplotypes KIR2DSS and A1B10 and an increased frequency of MBL2 haplotypes LYPB,
LYQC and HYPD that result in the absence of MBL2 protein. The increased frequencies of CRP ATG haplotypes and CFH
402 His allele indicate high mortality in the elderly. In the present study, we review the advances in the polymorphism and
haplotype of innate and adoptive immunity genes, and their association with both aging and age-related diseases. To
strengthen the analysis of extended haplotypes, epigenetic studies of immunity genes and genetic study of hematopoietic

stem cell senescence will be helpful to understand the accurate basis of aging-related immune genetics better.
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