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ITATOI'EHETUYECKHUE MEXAHMW3MBbI U ITPULIUIIBI TEPAIITUU
3ABOJIEBAHUM, CBSI3AHHBIX C HAPYHIEHUEM B3AUMOCBSI3EN
KHAIIEYHO-MO3I'OBOM OCH

HUU stunemuonoruu u mukpoouosorun uMm. H.®. I'amanen, Mocksa, Poccus

PaccmaTpuBaroTcst HeliporymopajibHble U UMMYHOBOCHAJIUTEIbHBIE MEXAHU3MBbI Pa3BU-
THS 3a00J€BaHU, CBSI3aHHBIX C MATOJIOTHEH KuIedHO-M03roBoil ocu (KMO), — oT ocTpbIX Ji0-
KaJIbHBIX 70 XPOHMYECKHX CUCTEMHBIX. BocmanuTenbHOE MOpaKEHUE KEITYyI0YHO-KUILIEYHOIO
TpaKTa SBJSETCS MEePBbIM MPU3HAKOM BEreTaTUBHOW HEJOCTATOYHOCTH, MO0 OJTHOM M3 OCHOBHBIX
€ro MPUYMH CUUTAETCS CTPECC ¢ HAPYIICHUSAMHU B THUIIOTAIaMO-TUNO(HU3apHO-aIPEHATIOBOM ITy-
TH, TOBBIIICHUEM CHHTE3a KOPTH30JIa U YCHWJIEHHUEM BOCHAIUTEILHOIO OTBETA C HapyLIEHUEM
Oapbepa npoHuniaeMocTH. [lenpeccus kak pe3yiabTaT XpOHUYECKOIO CTpecca BEIET K aHAaTOMHU-
YeCKUM M OMOXMMHYECKUM U3MEHEHUSIM B KOPKOBBIX M MOJKOPKOBBIX CTPYKTYpax MO3ra, BbI3bI-
Basl HapyLIECHHE CUHTE3a CEPOTOHMHA U JIPYrMX HEHPOMEIUATOPOB, BO3IEHCTBYIOLINX HE TOJIBKO
Ha XKT, Ho u Ha apyrue QpyHKIMHM aBTOHOMHOI HEpBHOU cucTteMbl. CHIDKEHUE CEPOTOHUHAP-
TMYECKON M J10)aMUHEPrHUeCKON HEHpPOTPaHCMUCCHHM HE TOJBKO YCHJIMBAET BOCHAJIEHUE, HO,
NEHCTBYS B TaHAEME C MPOBOCIAIUTEIBHBIMU IUTOKMHAMHU (HaIpUMep, MPU CUCTEMHBIX XPOHU-
YeCKHX MHQEKIHIX), MOKET MPHUBECTH K HEOOPATUMBIM MOCIEICTBUAM, Hapyllas HeHporuia-
CTUYHOCTh U Helpoperenepaiuio. B cratee 00cyxaaroTcs Mexanu3mel Hapymenus KMO u oc-
HOBHBIE TIpenapaTsl JJisl JCUSHHs M PeaOMINTAUK: aHTUICTIPECCAHThI, aTOHUCTHI CEPOTOHMHA U
HOpAaJIpEeHaINHA, ATOHUCThl HUKOTUHOBBIX alleTHJIXOJIMHOBBIX PELIEITOPOB.

Knrouesvie cnosa: KAMIEIHO-MO3TOBAS 0Cb, CTpECC, ACIpPECCUsd, CCPOTOHNH, BOCIIAJICHUC,
aHTHUBOCHAJIUTEIbHBIN XOJ'II/IHepFI/ILIeCKI/II\/'I IIyThb.
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Considered immunoinflammatory and neurohumoral mechanisms of diseases associated
with the gut-brain axis (GBA) pathology - from the acute local to the chronic systemic. Inflam-
mation of the gastrointestinal tract is the first sign of autonomic failure, because one of the main
reasons it is considered to be the stress, increased cortisol synthesis and amplification of the in-
flammatory response with impaired permeability barrier. Depression as a result of chronic stress
leads to anatomical and biochemical changes in cortical and subcortical structures of the brain,
causing a disruption of the synthesis of serotonin and other neurotransmitters that affect not only
the gastrointestinal tract, but the other functions of autonomic nervous system. Reduced seroto-
nergic and dopaminergic neurotransmission not only enhances inflammation, but, acting in tan-
dem with the pro-inflammatory cytokines (in systemic chronic infections) can lead to irreversible
consequences, disrupting neuroplasticity and neuroregeneration. The article discusses the me-
chanisms of GBA pathology and the main drugs for the treatment and rehabilitation: antidepres-
sants, serotonin and norepinephrine agonists, nicotinic acetylcholine receptors.
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