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CorinacHO COBPEMEHHBIM SIUAEMUOJOTHYECKUM JaHHBIM, IJI00ajdbHAas PpPacHpOCTPaHEHHOCTh
JIEMEHIIMU OIICHUBAETCs B 57 MWUIMOHOB ciydaeB, npu 3ToM 60—80% U3 HUX acCOLIMUPOBAHBI C
0one3npro AnbrreiiMepa. IIpornos BecemupHoil opranuzanuu 3apasooxpanenus (BO3) ykassiBaer
Ha MOTEHUMAIbHOE YBEIMYEHUE YMCia MAlMEeHTOB ¢ aemeHnueit 1o 139 mwimonos k 2050 roxy,
YTO MOKET NPUBECTH K 3HAYUTEJIBHOW COLMAIbHO-3KOHOMHYECKOM Harpy3ke Ha CHCTEMbI
3IpaBOOXpaHeHUs U oOmectBo B HenoM. KitoueBoll Hepem€HHOM mpobiemoit  ocTaércs
HE/IOCTaTOYHAsI N3YYEHHOCTh 3THOJIOTHH U TATOTEHETUYECKUX MEXaHU3MOB 00JIe3HH AJbLreiiMepa,
a TaKk)Ke OTCYTCTBHE YPPEKTHBHBIX TEPATICBTHUECKIX CTPATETHIA.
HenaBuue wuccnenoBaHus JEMOHCTPUPYIOT, UYTO XPOHMYECKOE BOCHAJIEHHWE NApOAOHTa IpuU
[apOJIOHTO3€ AacCOLMMPOBAHO C IIOBBILIEHMEM pHCKa pa3BUTUS Oosie3HH AunblLreiiMepa.
Bocnanurensusie menuaropst MJI-6, DHO-a, npoayuupyembie Ipy NapogOHTUTE, IPOHUKAIOT Yepes
reMatosHIepanuyeckuii  Oappep, ycuIuBas  HeMpoBocmajeHHWE U HEHpOJereHepaluio.
[MTaponoHTanbHBIC MAaTOTeHBI, BKIO4as Porphyromonas gingivalis, paccMaTpuBaroTcsi B KauecTBe
KJIIOYEBBIX (PAKTOPOB, CIIOCOOHBIX MHIYLMPOBaTh CHUCTEMHOE BOCIHAJIEHHE U AaKTHBHPOBATH
HEHPOMMMYHHBIE U ayTOMMYHHbIE MeXaHu3MblI [1]. Takke dKCIIepUMEHTAIIBHO yCTaHOBJIEHO, YTO
MH(QUIUPOBAaHNE 3TUMH MUKPOOPTaHW3MaMHU >KMBOTHBIX BBI3bIBAET rurnepdocdopuinpoanue tau-
Oenka, MUKPOTJINO3 TMIINOKAMIIa U HEHPOHHYIO TH0elb, COMPOBOKIAIONINECS HAPYIIEHUIMHU TaMATH
[2]. Takue merabonuueckue u COCYAUCTbIC TUCHYHKIMH MTPU MAPOJOHTO3€E, KAK TKAaHEBast TUIIOKCHS
U HapylleHHe MUHEPaJIbHOTO TI'OMEOCTa3a, MOTYyT CIOCOOCTBOBAaTh IPOrPECCHPOBAHUIO
1epedpaabHON UIIEMHUH B COCYANCTON JeMEHIINH. [ 3]
C y4eToM H3JI0)KEHHBIX JIaHHBIX aHaJIM3 y4acTus MaTOJIOTUN MapoJIOHTA B MATOreHe3€e JEMEHIINH U
O6one3nn  AnbureiiMepa  npuoOpeTaeTr  0coOyl0  3HAQUMMOCTh  JUII ~ THOHMMaHMA  MX
ATHONATOT€HETUYECKUX MEXaHU3MOB U pa3padOTKU MPOPHIAKTHIECKUX CTPAaTETUil.
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According to current epidemiological data, the global prevalence of dementia is estimated at 57
million cases, with 60-80% of these associated with Alzheimer’s disease (AD). World Health
Organization projections indicate a potential increase in dementia cases to 139 million by 2050, which
may impose significant socio-economic burdens on healthcare systems and society. A critical
unresolved issue remains the insufficient understanding of AD etiology and pathogenetic
mechanisms, alongside the lack of effective therapeutic strategies.
Recent studies demonstrate that chronic periodontal inflammation in periodontitis is linked to an
elevated risk of AD. Inflammatory mediators (e.g., 1L-6, TNF-a) produced during periodontitis
penetrate the blood-brain barrier, exacerbating neuroinflammation and neurodegeneration.
Periodontal pathogens, including Porphyromonas gingivalis, are recognized as key contributors
capable of inducing systemic inflammation and activating neuroimmune and autoimmune
mechanisms [1]. Experimental evidence further shows that infection with these microorganisms in
animal models triggers hyperphosphorylation of tau-protein, hippocampal microgliosis, neuronal
death, and memory impairments [2]. Metabolic and vascular dysfunctions in periodontitis, such as
tissue hypoxia and disrupted mineral homeostasis, may accelerate cerebral ischemia and vascular
dementia progression [3].
Given these findings, analyzing the role of periodontal pathologies in the pathogenesis of dementia
and AD is critical for elucidating their etiopathogenetic mechanisms and developing preventive
strategies.
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