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The results obtained from KEGG database for the different ageing or ageing related disease
pathway for these genes are given below:
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Werner syndrome gene (WRN):
Excision repair cross-complementation group 6 (ERCC6):
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Amyloid-beta precursor protein (APP):
Nfkb pathway:
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Tnf pathway:

TNF SIGNALING PATHWAY
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Alzheimers disease:
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Exostosin glycosyltransferase 1 (EXT1):
Glycosaminoglycan biosynthesis - heparan sulfate / heparin pathway:
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Lamin A (LMNA):
Apoptosis:
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Hypertrophic cardiomyopathy:
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Arrhythmogenic right ventricular cardiomyopathy

ARRHYTHMOGENIC RIGHT VENTRICULAR CARDIOMYOPATHY
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RecQ like helicase 3 (RECQL3/ BLM):
Homologous recombination:
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RecQ like helicase 4 (RECQLA4):

Tumor protein p53 (TP53): Cellular senescence (map04218):
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Longevity regulating pathway (map04211):

| LONGEVITY REGULATING PATHWAY |
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Cell cycle (map04110):
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Sirtuin 1 (SIRT1):

Longevity regulating pathway (map04211),
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Cellular senescence (map04218),
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Glucagon signaling pathway (map04922),
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