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boiie3ns 1lapkuHCcoHa

* HeliponereneparnBHOE 3a001€BaHNE; OPAKACTCS
HUTPOCTPHUAPHAS JOIMAMUHEPTUYECKAs CUCTEMA

* Bropoe 110 yactore HelpoeHErepaTUBHOE 3a00I€BaHNE
yesoBeka (200 cinyyaeB Ha 100 ThIC. HaceICHMS )

* B OoabpIMHCTBE C1ydyaeB 3a001€BaHUE UMEET
criopajgnyeckuu xapakrep; 5-10% manueHToB UMEIOT
HACJICJICTBEHHYIO MPEIPaACIIONOKEHHOCTh

 3a001eBaHNE BCTPEUACTCS YaIlle BCErO Yy JIMII ITOKUIIOTO
BO3pacTa

* KimroueBoe 3BeHO maToreHe3a — HapylieHue KoH(opMaluu
anb(a-cuHyKJIenHa, BCIACACTBHUE YETO 00Pa3yOTCs TeJIblla
JleBu u HeBpUTHI JIeBU
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* bpagukuuesus

* DKCTpanupamMuaHas MbIIIIEYHASA PUTUIHOCTD
* Tpemop nmokost

* [locTypasibHast HEYCTOMYUBOCTh

e JleMeHIYS (IpUMEPHO Y OJHOM TPETH MMAIUEHTOB)
* Hapyiuenus cHa

JInarHo3 cTaBsT NpU OPOrpPECCUPYOIINX
[PU3HAKAX MAPKUHCOHU3MA, PETPECCUPYIOLIUX
1ocJie Tepanuu L-101oi, 1 OTCYyTCTBUH
TOKCUYECKUX WJIUM UHBIX TIPUYNH

CyTtynan nosa
yry MackoobpasHoe

nuo

MbiweyHan
PUrMOHOCTb HaknoH Tynosuwia
Bnepéen

CoruHyTbie JIOKTU

OrpaHuyeHue
1 3anACTbA \

Tpemop B Horax

Cnerka CorHyTble
6énpa 1 KoneHu

WapkaHbe npu xoavbe.
Menkue waru



Anb(pa-CHHYKJICHH
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4EpHOH CyOCTaHIINHU

* MOXeT CylleCTBOBAThH B
HAaTUBHON M MEMOpaH-
CBSI3aHHOU (popMax




Anb(a-CHHYKICHH

B HopMme:

® YYaCTBYET B PETYJIALUU
3K301[UTO3a MEAUATOPOB

* BJIUSET HA
BHYTPHUKJIETOUHOE
coaepkaHue 1o(haMHHA

* MOKET BIMSATHh Ha CUHTE3
nopamuHa

IIpu 0ose3nu IlapkuHCcOHA
1aTOJ0ruYeCcKre (DOPMBI
anb(a-CUHYKJIECHHA HE MOTYT
BBITIOJIHATH CBOKO (DYHKIIHIO,
BCJIEICTBHE YEr0 AK30IIUTO3
nopamMyHa CHUKAETCS
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Mucosa

MM

Submucosal
plexus

Longitudinal
muscle

Myenteric
plexus

Circular
muscle

Does Parkinson

BII HaunHaercs B KUILIEUHUKE?

Gut lumen

Alpha-synuclein
Immunostaining,
PD gut

’s disease start in the gut? Arthur Lionnet et al.

3. Efferent vagal
innervation

cleus solitarius

Nodose ganglion

Afferent vagal
innervation
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e MccienoBanud Ha JIIOOAX
(MaTepuanabl OMOIICUH U
ayTOIICHH )

 MccnenoBanusd Ha JKUBOTHBIX




«lIpoTtuB»

 McciaenoBanug Ha JIIOOAX
(Marepraabl OMOIICUM U ayTOIICHH )

 VMccaenoBanusd Ha ) KUBOTHBIX




DKCIIEPUMEHTAJIbHAS MOJEIIb PACIIPOCTPAHEHHUS
anb(a-CUHYKJICHMHA OT KMIIICYHUKA K MO3TY

. C L

Exogenous Endogenous Endogenous
REE a-Syn Pathologic a-Syn
Normal ' Vagotomy '  Snca™

Transneuronal Propagation of Pathologic a-Synuclein from the Gut to the Brain Models Parkinson’s Disease by Sangjune Kim et al.



AHann3 MUKpOOHOTHI KHUIIICYHUKA Y NalueHTOB ¢ BbII ¢
ITOMOIIIBIO METOAA Ta30BOM XPOMATO-MACC-CIIEKTPOMETPUH

Tabanua 2. O0beiHeHHbIe CTATHCTHYECKHE NoKa3aTe/ npucteHouyHoll MBK B rpynnax cpaBuenus (komuecTso Knerok,/rx10°%)

Table 2. Combined statistical parameters of near-wall intestinal microbiota in the groups under comparison (number of cells/gx10°)

Koutpons / Control (n=94) B / Parkinson disease (n=16)
Moka3zarenu Mukpodhnopsbi /
Parameters of microfiora mefuana / 50% uuTepsan / mefuaHa / 50% unTepsan /
mediana 50% DI mediana 50% DI
NAKOD RN HORBMED O ROpH | 16910 13 50026 800 8667* 7963-11 873
Markers of useful microflora
MEREDH JUORID D S HOR RGO RO RL 17 691 15 300-24 100 36 431* 34 295-46 910
Markers of opportunistic microflora
Mapkepbl nonesHon Mukpodnopbl/
MapKepbl YCNOBHO-NATOreHHOM MUKpodnops! / 0,96 0,79-1,43 0,25* 0,22-0,27
Markers of useful microflora/markers of opportunistic microflora
AHaapo6b! / Anaerobi 25 358 19 800-34 200 26 534 26 028-36 494
Aapobbl / Aerobi 9243 6300-17 000 17 891* 16 484-20 606
AHaapo6bl/aapo6b! / Anaerobi/aerobi 2,74 2,51-3,08 1,56* 1,40-1,67
06wias cymma / Total sum 36 591 26 800-47 800 52 196* 50 525-68 404
A 10,4 93 B 138

p—

—

30,3

70

. Lactobacillus - Eubacterium/Cl. Coccoides Bifidobacterium Propionibacterium/Cl. subterm

Puc. 1. loas otaenbHbIX npeacTaBuTeeil MUKpooprann3MoB B cTpykType MBK y naunenTos rpynnsi Kontpous (A) u y nauuentos ¢ BII (B)
Fig. 1. Proportion of particular microorganisms in the structure of intestinal microbiota

OrnieHKa MUKPOOHOTHI KUIIIEYHUKA Y TIAIIMEHTOB ¢ 00Jie3HbI0 [lapkiHCOHA C TOMOIIBIO METO/1a Ta30BOM Xpomaro-macc-criekrpomerpun. M.B. Kpacakos u ap.



AHannu3 MUKpPOOMOTHI KMIIIEYHUKA Y TTaueHTOB ¢ bII MeTomom

BBICOKOIIPOHU3BOAUTENBHOTO CeKBeHMpoBanusa 16s pPHK

I- - Main group [J- Control group I 059%CI P
LL b (corrected)
Lactobacillus = | —e— - 1.28x10°
Christensenello P—myw— : et - 4.92x10°
Catabacter B | HH - 5.69x10°
. R Dore —O0— F2.12
chaol index it sen , 5 : : tind
Bacteroides ————1 O - 4.71x10
SO0 Oscillospira g : —e— F0.013
x [ - Control group Prevotello —m—y______, O : F0.013
. Bifidobacterium - —— -0.020
2 A |
N 2 - Main group Faecalibacteriym Sm—— o ! 0,032
400 . o y : y y ' r .
> 0 I (X -4 -3 -2 -1 0 1 2 3
- Difference in mean Mean proportion in metagenome, %
proportions, %
300 4 /
M - Main group [J- Control group > P
[ I 95%Cl (corrected)
200 - Bacteroides massiliensis By —O0—t ' -0.015
£ Blautia glucerasea bouy O | F0.016
Christensenella minuta | ——— ' " L 2 1 -0.016
Stoquefichus massiliensis mms__, =0+ -0.019
100 - Catabacter hongkongensis - | e -0.024
Bactervides coprocola By —0— | 0,025
Ruminococcus callidus =, —o— | -0.026
(- T T T 1 Dorea longicalenc | —= — Oy ' 0,035
% o Bactervides dorei M=, —0—t | F0.019
0 500 1000 1500 2000 Prevotella copri p—m——y O J ' -0.025
sarde/a . Bacteroides plebeius  Byy -0 | - 0.026
R"dd‘\ 3""npk‘ Lactobacillus mucosae p— e -0.026
i - ) < Ruminococcus bromii  e——— I - 0.030
Fig. 1. Alpha-diversity curves of gut microbiota in the control (N=66) Coprococcus eutacus m—t_ —O—t | 0,030
and main (N=89) groups under sample rarefaction at a depth of Papillibacter cinnamivorans ~ p—— e 0,040
2000 sequences per sample. . 2 o > ; 1 : 2 3
Difference in mean Mean proportion in metagenome, %

proportions, %

Fig. 3. Differences in the content of bacterial taxa in PD patients and control subjects at the level of genera (a) and species (b). p level is
corrected for multiple comparison.

Analysis of Gut Microbiota in Patients with Parkinson’s Disease. V. A. Petrov et al.
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