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K CBEAEHUIO ABTOPOB!
[Ipu HampaBIeHUY CTAaTbH B PEAAKITHIO HEOOXOINMO COOITIOATh CISAYIONINE TIPABHIIA;

1. CraTps 1oyKHA OBITH MPECTABICHA B IBYX DK3EMILISIPAX, HA PYCCKOM MJIM aHTIIUHCKOM SI3bI-
Kax, HarleyaTaHHas yepe3 MoJITopa HHTepBaJjia Ha OHOIl CTOPOHE CTAHIAPTHOIO JIUCTA ¢ INMPHHOI
JIEBOTO NOJIsI B TPHM caHTHMeTpa. Mcnonb3yemblil KOMIIBIOTEPHBIH WPUQT U1 TEKCTa Ha PYCCKOM U
anruiickoM sizpikax - Times New Roman (Kupuaauima), Ui TekcTa Ha TPY3UHCKOM SI3BIKE CIIETyeT
ucnoip3oBath AcadNusx. Pasmep mpudra - 12. K pykornrcu, HaneyaraHHOW Ha KOMITBIOTEPE, JTOJDKEH
o51Th IprTO’keH CD co crarbeit.

2. Pa3mep craTbu 10TKEH OBITH HE MEHEE IECSTH 1 He OoJiee 1BaALaTH CTPaHUI] MAIIHOIINCH,
BKJIIOUAsl yKa3arellb JINTepaTypsl U Pe3loMe Ha aHIJIMIICKOM, PYCCKOM U IPY3HHCKOM SI3bIKaX.

3. B crarbe 10KHBI OBITH OCBEIIEHBI AKTYyaIbHOCTh JJAHHOTO MaTepHalla, METO/IbI U Pe3YIIbTaThI
UCCIIeIOBaHUS U MX 00CYKACHHE.

[Ipu npencTaBIeHNN B IIeYaTh HAYYHBIX SKCIIEPUMEHTAIBHBIX PA0OT aBTOPHI JOJIKHBI YKa3bIBATH
BHUJl U KOJIMYECTBO IKCIEPUMEHTANBHBIX KUBOTHBIX, IPUMEHSBIIHECS METOABl 00e3001MBaHUs U
YCBIMICHHUS (B XOJ€ OCTPBIX OIBITOB).

4. K crarbe JOIKHBI OBITH IPUIIOKEHBI KpaTKoe (Ha MOJICTPAaHUIIbI) Pe3OMe Ha aHIIIMICKOM,
PYCCKOM M I'PY3HHCKOM $I3bIKax (BK/IIOYAIOLIEE CIEIYIOLINE pa3aesbl: Lieb UCCIeI0BaHNs, MaTepHua U
METO/IBI, PE3YJILTAThI M 3aKIFOUSHHE) U CIIUCOK KITtoueBbIX ciioB (key words).

5. Tabnuupl HEOOXOIUMO NPECTABIATE B Ie4aTHOM hopme. DoTokonuu He TpuHUMaroTcs. Bee
nu¢poBbie, HTOTOBbIE H NPOLEHTHbIE JaHHbIE B Ta0JIMIaX J0JIKHbI COOTBETCTBOBATH TAKOBBIM B
TeKcTe cTaThbU. Tabiuibl U rpaduKu TOTKHBI OBITH 03aryIaBICHBI.

6. dotorpadun AOIKHBI OBITH KOHTPACTHBIMHU, (DOTOKOIHMHU C PEHTTEHOTPAMM - B HO3UTUBHOM
n300paxeHnH. PUCYyHKH, YepTeKU U IuarpaMmbl CIeLyeT 03arIaBUTh, IPOHYMEPOBATh U BCTABUTH B
COOTBeTCTBYIOIIEe MecTo TekcTa B tiff hopmare.

B noanucsix k MukpogotorpagusaM cieayeT yKa3bBaTh CTEIICHb YBEIMUCHHUS YePEe3 OKYISP HITH
00BEKTUB U METOJ] OKPACKU WJIM UMIPETHALIUH CPE30B.

7. ®aMUIIUU OTEYECTBEHHBIX aBTOPOB MIPUBOJATCS B OPUTHHAIBHON TPAHCKPUIILINH.

8. I[Ipu opopmnennn u HarpaBneHun crtared B kypHanm MHI nmpocum aBTOpOB cobmronars
NpaBuIIa, U3JI0KEHHBIE B « EMUHBIX TpeOOBaHUSAX K PYKOMHUCSM, IPEACTABISIEMBIM B ONOMEIUIIMHCKHUE
JKYpHAJIbD», TPUHATHIX MeXKIyHapOAHBIM KOMHUTETOM PEIaKTOPOB MEAMLMHCKUX JKYpPHAJIOB -
http://www.spinesurgery.ru/files/publish.pdf u http://www.nlm.nih.gov/bsd/uniform_requirements.html
B koHIe Kax /101 OPUTHHATIBHOM CTaThU MPUBOIUTCS OMOIHOrpadguyeckuii cucok. B cnmncok nurepa-
TYPBI BKJIFOYAIOTCSl BCE MaTepHalibl, HA KOTOPbIE UMEIOTCS CChUIKU B TeKcTe. CIHCOK COCTaBIsIeTCs B
andaBUTHOM MOpsAKEe U HymMepyeTcs. JIutepaTypHblii HCTOYHMK IPUBOAUTCS Ha sI3bIKE OpUrMHana. B
CIMCKE JINTEPATyPhl CHavYajIa MPUBOIATCS PaOOThI, HAIMCAHHBIE 3HAKAMU TPY3MHCKOTO anaBuTa, 3aTeM
KApuuien u naruauned. CChUIKM Ha IUTHUPYEMble pabOThl B TEKCTE CTATbH JAIOTCS B KBaIPaTHBIX
CKOOKax B BU/I€ HOMEPA, COOTBETCTBYIOLIETO HOMEPY JaHHOH pabOoThI B CIIMCKE TUTEPaTypbl. bonbmmh-
CTBO IIUTHPOBAHHBIX UCTOYHUKOB JOJKHBI OBITH 32 IMOCTETHNUE 5-7 JIET.

9. ns momydeHus MpaBa Ha MyONHMKALMIO CTaThs TOJDKHA MMETh OT PYKOBOIUTENSI pabOTHI
WIN YUPEXKJICHUS BU3Y U CONPOBOIUTEIBHOE OTHOILICHHUE, HAIMCAHHBIC WJIM HAlledaTaHHbIC Ha OJIaHKe
Y 3aBE€PEHHBIE MOJIHCHIO U NIEYaThIO.

10. B koHIe cTaThU NOJKHBI OBITH MOAMHCH BCEX aBTOPOB, MOJHOCTBIO MPUBEACHBI UX
(amuIMM, UIMEHAa U OTYECTBA, YKa3aHbl CIIy>KeOHBIH M JOMAIIHUI HOMEpa TeJIe(OHOB U agpeca MM
uHble KoopAuHaThl. KonmuuecTBo aBTOPOB (COABTOPOB) HE TOJHKHO MPEBBIIIATE IISITH YEJIOBEK.

11. Penakuus ocraBisieT 3a cOO0 MpaBo COKpallaTh U UCHPaBIATh cTarbi. Koppekrypa aBropam
HE BbICBUIAETCS, BCS paboTa U CBEpKa MIPOBOAUTCS 110 aBTOPCKOMY OPHTHHAILY.

12. HenomycTuMO HarpaBiieHHE B pefaklMIo padoT, MPeICTaBICHHBIX K MeYaTH B MHBIX
M3/1aTeIbCTBAX WIIM OMYOJIMKOBAHHBIX B APYTHX M3IAHUSX.

Hpﬂ HApyHI€HUU YKa3aHHbIX IPaBUJI CTATbU HE paCCMaTPUBAIOTCH.




REQUIREMENTS

Please note, materials submitted to the Editorial Office Staff are supposed to meet the following requirements:

1. Articles must be provided with a double copy, in English or Russian languages and typed or
compu-ter-printed on a single side of standard typing paper, with the left margin of 3 centimeters width,
and 1.5 spacing between the lines, typeface - Times New Roman (Cyrillic), print size - 12 (referring to
Georgian and Russian materials). With computer-printed texts please enclose a CD carrying the same file titled
with Latin symbols.

2. Size of the article, including index and resume in English, Russian and Georgian languages must
be at least 10 pages and not exceed the limit of 20 pages of typed or computer-printed text.

3. Submitted material must include a coverage of a topical subject, research methods, results,
and review.

Authors of the scientific-research works must indicate the number of experimental biological spe-
cies drawn in, list the employed methods of anesthetization and soporific means used during acute tests.

4. Articles must have a short (half page) abstract in English, Russian and Georgian (including the
following sections: aim of study, material and methods, results and conclusions) and a list of key words.

5. Tables must be presented in an original typed or computer-printed form, instead of a photocopied
version. Numbers, totals, percentile data on the tables must coincide with those in the texts of the
articles. Tables and graphs must be headed.

6. Photographs are required to be contrasted and must be submitted with doubles. Please number
each photograph with a pencil on its back, indicate author’s name, title of the article (short version), and
mark out its top and bottom parts. Drawings must be accurate, drafts and diagrams drawn in Indian ink
(or black ink). Photocopies of the X-ray photographs must be presented in a positive image in tiff format.

Accurately numbered subtitles for each illustration must be listed on a separate sheet of paper. In
the subtitles for the microphotographs please indicate the ocular and objective lens magnification power,
method of coloring or impregnation of the microscopic sections (preparations).

7. Please indicate last names, first and middle initials of the native authors, present names and initials
of the foreign authors in the transcription of the original language, enclose in parenthesis corresponding
number under which the author is listed in the reference materials.

8. Please follow guidance offered to authors by The International Committee of Medical Journal
Editors guidance in its Uniform Requirements for Manuscripts Submitted to Biomedical Journals publica-
tion available online at: http://www.nlm.nih.gov/bsd/uniform_requirements.html
http://www.icmje.org/urm_full.pdf
In GMN style for each work cited in the text, a bibliographic reference is given, and this is located at the end
of the article under the title “References”. All references cited in the text must be listed. The list of refer-
ences should be arranged alphabetically and then numbered. References are numbered in the text [numbers
in square brackets] and in the reference list and numbers are repeated throughout the text as needed. The
bibliographic description is given in the language of publication (citations in Georgian script are followed
by Cyrillic and Latin).

9. To obtain the rights of publication articles must be accompanied by a visa from the project in-
structor or the establishment, where the work has been performed, and a reference letter, both written or
typed on a special signed form, certified by a stamp or a seal.

10. Articles must be signed by all of the authors at the end, and they must be provided with a list of full
names, office and home phone numbers and addresses or other non-office locations where the authors could be
reached. The number of the authors (co-authors) must not exceed the limit of 5 people.

11. Editorial Staff reserves the rights to cut down in size and correct the articles. Proof-sheets are
not sent out to the authors. The entire editorial and collation work is performed according to the author’s
original text.

12. Sending in the works that have already been assigned to the press by other Editorial Staffs or
have been printed by other publishers is not permissible.

Articles that Fail to Meet the Aforementioned
Requirements are not Assigned to be Reviewed.




O3BMAHMS LodIMSRRIH(MK

Mgsd30sdo LHs@Gool Fomdmeagbolols bako®ms ©sgoigemn dgdwogyo Fabgdo:

L bAo@os 9bws Foddmswaobmm 2 3o@mse, Gyl ob 0byaoliy® 9b9d%bg,odgdooao
LAsbo@Bgmo gyamol 1 2390©0bg, 3 13 Logsbol dodibgbs ggenols o LE®0Jmbgdls
dodol L5 0b@g@gomols @og0m. 30dmygbgdyemo 3md309@ga o dBogdo agbye ©s oby-
@oliy®gbemgob Gg9dbEgddo - Times New Roman (Kupuummna),boaoem Jo@mgagbmgeb @gl@do
Lako®ms godmgoygbmo AcadNusx. IHog@ol bmds — 12. LEsGool mseb gbps sbanwgls CD
LEs@oom.

2. LASA00L JEPEPMds 5O Yoo 9oy gbgl 10 y39Mbg bogegdls ws 20 ag90bg dgBb
0@ gAMoL ool s Ggboydggdols (0byeoliy@, dyligan ©s Jo@myen gbgdbby) homganom.

3. LAs@0sdo Loko®ms godydogl: bogombol sd@oommds; 3genggol dobsbo; bisggen ggo
dolboans o 20dmygbgdygero Igmnmegdo; Jowgdymmo g gagoo s domo goblbyxs. 9Jlidg@modgb-
Ayeo babosmol bEs@ogdols Fo@dmagbolisl sg@m®gdds gbos dogmommb Lsgdlidg@modgb@m
3bmggegdols Lobgmds s GomEgbmds; oY@ 3035 gdols s wodobgbols Jgmmegdo (3F 3539
3950l 30MmMbdgddo).

4. LGOSl mob Pbs osbewgl @gboydg obyeoliy®@, Gylyge s Jodmnyga 969Dy
sMobogegd bobggo®o gg9@w@ols JmEgmmdols (bomasyg®ol, sg@mmgdols, s glgoyemgdols
domomgbom ©s gbs dgoogegl dgdmgy 3obymxomgdgdl: dobobo, dsbsms s dgmmegdo,
Pggagd0 s ©obliggbgdo; BgJb@usm o bsfomo s@ 9bws ogmlb 15 LE®oJmbbyg bsjangdo)
> boggobdm Lo@dyggdol hodmbomgsgro (key words).

5. gb®ogrgdo Loko®ms [o@mdmowaobmon bsdgdwo Lobom. yggans 0x3@yano, dgdo-
X03909@0 s 3Mm396G Y0 Inbo3gdgdo ¥bos dgglodsdgomegl BgJl@do Jmygeboals.

6. BOGHOLYOsngdo gbes ogml 3mbE@sbEy@o; Lydomgdo, bobsbgdo, wosg@sdgdo
- obomoy@gdymo, obmdMomo s Lomobo@m seaomsl holidymo. @gbBagbma®sdgdols
BOAMsbangdo Fo@dImoaobgm 3mbo@ogdo godmbobymmgdom tiff gm®ds@do. dogHmagm@m-
byg@omgdols Fo@fgdgddo Lododms dogmommm mggms@ol ob mdogd@ogol Lodygsagdom
35000950L ba@olibo, sbomsagdols dgmgdgols ob 033G 9abs300L dgmmo s s@bodbmm Uiy-
om0l bgos s Jggos bofoagdo.

7. Lododgeom 5gBm@gdols agoM9d0 LEsE05Tdo s@0obodbgds 0boiosmgbols msbps®mgom,
93beg@ols — giEbomy@o GEsbL Mo 3E00m.

8. LASHOSL MSb YYbws shanwgl sg@BMMols Jogd asdmygbgdyero Lodsdyerm s yiEbm-
9@0 dOmdgdol dodenoma®ogzoygmo bos (dmam 5-8 Faol Low®dom). sbdsbydo Fymdom
Fomdmpagboan  bodgoma®sgoyge Losdo dogmomgmn xg® Lodsdygarm, dgdwgy gibmgero
53B™@950 (2350, 06005 gbo, LGl Lomsy®o, gy@bsaol slsbgagds, aodmzgdols
s 00, (gao, g9@bsgnols Ne, 30039em0 05 dmgrm 39M©gb0). Jmbma@sgools dgdmbgggsdo
dogmomgmn  asdmigdol [gmo, saomo s 239090l Loghmm @omwgbmds. &9JL@Edo
33o0@5H e ghbogrgddo 9bos Joymommm s53@mEA0L dglodsdolo N @o@g@s@yg@ol Lools
dobggom. dobsbdgfmbogros, @md 300090y Tyodmgdols 9dg@glo bsfogro ogml 5-6
Jeool Low®dol.

9. LAGOSL mob gbs Sbargl: o) sfglgdoymgdol ob LodgiEbogdm bgarddwgsby-
ol (odwyobgds, ©sdm(dgoygmo bygandm(g@oms ©s dgkoom; &) o@gol bdgizos@mol@ols
sdm{dgogmo g3gbbos, MMIgendoz Jomomgdyao 0dbgds bsgombols @ gogmmds, dsbsgnols
Lo 3domds, 3g0mEols Lobpmmds, dgogagdols bodgEbogdm-3@sd@oggeo d60dgbganmds.

10. LEs@ools dmenml bako®ms gggems sgBm@ols bgandm§gds, @mdgamms Gomgbmds
o 9bws s@gdo@gdmogls 5-L.

1. @gesdios 0@mggol ygwgdsl dgobfmaml LEs@os. Bgdb@dby Igdomds s dg-
X9M90> bpgds Losgdm@am m@oyobsaols dobgwgom.

12. ogdggdgmos Mgosdosdo olgmo LEs@ool [omoagbs, Gmdgmoi obsdgkoao
Jodagboano ogm bbgs GgosdiEosdo b a0dmdggybgdgao ogm bbgs aodmzgdgddo.

>0bodbyao F9ligdol wedwgggol dgdmbgggsdo LHs@ogdo o@ asbobogangds.




GEORGIAN MEDICAL NEWS
No 4 (313) 2021

Cooepoicanue:

Rahardjo H.E., Uckert S., Maerker V., Bannowsky A., Kuczyk M.A., Kedia G.T.

STIMULATION OF THE CYCLIC AMP/GMP SIGNALLING ENHANCES

THE RELAXATION OF ISOLATED HUMAN DETRUSOR SMOOTH MUSCLE

ACHIEVED BY PHOSPHODIESTERASE INHIBITORS ......ccoeitiitiitiitietieieteietetee ettt sa et s et eae s s essessensessessessesaenns 7

Styopushkin S., Chaikovskyi V., Chernylovskyi V., Sokolenko R., Bondarenko D.
POSTOPERATIVE HEMORRHAGE AS A COMPLICATION
OF A PARTIAL NEPHRECTOMY: FREQUENCY, FEATURES AND MANAGEMENT .......ccccociiiminininiicicccceeeeee 12

BypbsinoB A.A., JIbixonuii B.B., 3aganyenko M.A., CodoneBckuii ¥0.J1., [Tmennynsrii T.E.
KIIMHUYECKAS OLIEHKA PE3VYJIBTATOB XMPYPI'MUECKOI'O JIEUEHU A [TALIMEHTOB
C AET'EHEPATMBHBIMU ITOBPEXIEHUAMMN KOPHA MEJJUAJIBHOT'O MEHUCKA ......oooiiiiiieeee e 20

Yepuookos A.U., Pamumsuin B.111., loaros C.U., Hukosnae A.M., Arasin A.A., bBeabix E.H.
COBPEMEHHA 51 CTPATEI'MSI JIEUEHWS BOJIbHBIX C PELIMJIMBAMU BAPUKO3HOI BOJIE3HU
ITOCJIE SH/IOBA3AJIBHBIX BMEITATEJIBCTB......oeiiiiiiiiiiieieeeeeeeteet ettt ettt st st 26

Babaskin D., Litvinova T., Babaskina L., Krylova O., Savinova O., Winter E.

EFFECT OF ELECTRO- AND ULTRAPHONOPHORESIS OF THE PHYTOCOMPLEX

ON MICROCIRCULATORY AND BIOCHEMICAL PARAMETERS IN

PATIENTS WITH KNEE JOINT OSTEOARTHRITIS .......cotiitiitietietietieieieiesteete ettt ettt et sae s sse e seessessensessessessessassassaeseens 34

Japaridze Sh., Lomidze L., Nakhutsrishvili 1., Davituliani V., Kekelidze 1.
APPLICATION OF ANTIBIOTIC-CONTAINING EAR DROPS
IN TREATMENT OF ACUTE OTITIS MEDIA .....c.ooiiiititiieet ettt ettt ettt ettt ettt ettt b e eene e 41

Sevbitov A., Emelina E., Khvatov 1., Emelina G., Timoshin A., Yablokova N.
EFFECT OF SMOKING STEAM COCKTAILS ON THE HARD TISSUES OF THE ORAL CAVITY .....cooevviiiieiieeeeeeeee 44

Borysenko A., Dudnikova M.
CLINICAL RATIONALE OF CHOOSING A TOOTH-BLEACHING AGENT .......cccociiiiiiiiiiiiiiiiccecceeceeeees 48

Kladnichkin 1., Ivanov S., Bekreev V., Salata A., Trufanov V.
METHODOLOGY FOR CONSISTENT COPYING OF THE OVERDENTURE RESTORATION
PARAMETERS FOR DENTAL IMPLANT PROSTHESIS IN THE TREATMENT OF TOTAL EDENTIA..........ccovviiiiieieee. 51

Tonupunaze K.93., Kuarpas H.IL., F'orus T.J., Hanapeunmsuiu JI.H.
UMMVYHHBIE HAPYHIEHN S 1 UX POJIb B [IPEPBIBAHUIM BEPEMEHHOCT.......c.ocoiiiiiiiiiiiiiiieiciccccecneseseee 57

Sirko A., Mizyakina K., Chekha K.
POST-TRAUMATIC HEADACHE. CURRENT VIEWS ON PATHOPHYSIOLOGICAL MECHANISMS
OF DEVELOPMENT AND CLINICAL SPECIFICS (REVIEW) ....ocoiiiiiiiiiiiiiiiciccec e 60

Fedorenko S., Onopriienko 1., Vitomskyi V., Vitomska M., Kovelska A.
INFLUENCE OF A PSYCHOTYPE OF A PATIENT WITH MUSCULOSKELETAL DISORDER
ON THE DEGREE OF WORK DISABILITY ....ooieieieieieiesteste sttt ettt ettt st steeteesaessessessessessessessessessssssassessensensensessessessensseses 66

Krylov A., Khorobrykh T., Petrovskaya A., Khmyrova S., Agadzhanov V., Khusainova N.
ROLE OF THROMBODYNAMICS GLOBAL COAGULATION TEST IN IMPROVING TREATMENT RESULTS
IN PATIENTS WITH CORONAVIRUS INFECTION AT A COVID-19 HOSPITAL ....cocoriiiiiiieiiirinccieeeeeeeeee e 72

Petrov V., Molozhavenko E., Ivashina E., Sozonov A., Baksheev E.
LASER THERMAL ABLATION OF BENIGN THYROID NODULES AS AN EFFECTIVE,
SAFE AND MINIMALLY INVASIVE METHOD FOR TREATING NODULAR GOITER (REVIEW) ....cccooviiiiieieieeee 79

Gavrysyuk V., Merenkova I., Vlasova N., Bychenko O.
CLINICAL FACTORS ASSOCIATED WITH THE RISK OF PULMONARY SARCOIDOSIS RELAPSE ......ccooceeiineieiinen 84

Hopou /I.H., JIagosa T.U., Bosiodyesa O.B., [lonos H.H., Copokuna O.I., Oruusenxo E.B.
KIIMHUKO-UMMYHOJIOI' MUECKME OCOBEHHOCTU
TEPIIECBUPY CHbBIX 3ABOJIEBAHIUI HA @OHE BUU.........oovoevoeeeeeeeeeeeeeeeeeeeeeeeeseeeeeeeeeeeeeesee e e e seesesseseseeseeneenesnes e 89

© GMN



MEJIMIJUHCKHUE HOBOCTHU I'PY3UU
LSIS@HOZIRM LSFIRNGO6(M LOSLLI6()

Ivakhniuk T., Ivakhniuk Yu.
INTESTINAL MICROBIOTA IN ALZHEIMER’S DISEASE ...c..iiiiiie ettt 94

Lazashvili T., Silagadze T., Kapetivadze V., Tabukashvili R., Maglapheridze Z., Kuparadze M.
ACTION OF SIMVASTATIN IN IMPROVING COGNITIVE FUNCTIONS IN VASCULAR DEMENTIA........cc.cooviiiiiene 98

Kolinko L., Shlykova O., Izmailova O., Vesnina L., Kaidashev L.

SIRT1 CONTRIBUTES TO POLARIZATION OF PERIPHERAL BLOOD MONOCYTES

BY INCREASING STAT6 EXPRESSION IN YOUNG PEOPLE

WITH OVERWEIGHT AND LOW-RISK OBESITY ....oooiiiiiiiiiiitieieeteett ettt ettt ettt et seetesseeteeasesaessessessessessessesseeseessannas 102

AxumoB ML.A., [losmnToBa A.C., [lekapckuii C.I1., KoBanenko B.B., Teredpanko b.M.
[ICUXUYECKOE PACCTPOMCTBO KAK OBSI3ATEJIbHbBIN
MEQULIMHCKUNA KPUTEPUI OTPAHUYEHHON BMEHSEMOGCTH ... 113

Kapmaxanosa I.M., CeipasioaeBa JI.M., Kononen B.U., Hypoayiuna J.b., baiikagamosa JI.H.
MOJIEKVIIIPHO-TEHETUYECKHUE ACTIEKTBI PASBUTHS
METUIMAJIOHOBOM ALY PUI (OB30P) .........ooooieieieeeeeeeeeeeeeieeeseeeeseesseesssesseessessses s sass s s ssss s 118

Zhvania M., Kvezereli-Kopadze M., Kutubidze T., Kapanadze N., Gordeladze M., lakobashvili A., Nakhutsrishvili E.
COVID-19 AND CHILDREN: COMPLICATIONS AND LATE OUTCOMES........cccooiiiiiiieireetereeee et 124

Tuktiyeva N., Dossanov B., Sakalouski A., Syzdykbayev M., Zhunussov Y.
METHODS OF TREATMENT OF LEGG - CALVE - PERTHES DISEASE (REVIEW) .ottt 127

Shengelia M., Burjanadze G., Koshoridze M., Kuchukashvili Z., Koshoridze N.
STRESS-AFFECTED Akt/mTOR PATHWAY UPREGULATED BY LONG-TERM
CREATINE INTRAPERITONEAL ADMINISTRATION.....coiiiiitiiiiiiieiieieieteste sttt sttt et eaessessesseeseeneeneenean 134

Morar L., Ivashchuk A., Bodyaka V., Domanchuk T., Antoniv A.
FEATURES OF GRANULATION TISSUE MORPHOLOGY AROUND
THE NET ALLOTRANSPLANT WHEN APPLYING POSTOPERATIVE RADIATION THERAPY .....ccceeviiiiiiieiieeieeee 139

Xapucosa H.M., Cmupnosa JI.M., Ky3pmuu A.®., ljblcnaesa K., JIenecoaena I A.
OCOBEHHOCTH PA3BBUTUHS PEITPOIYKTUBHOUM CUCTEMBI ITPU NCTTOJIB3OBAHU
IF’EHETUYECKU MOJUD®UILIMPOBAHHBIX NCTOYHUKOB (OKCITEPUMEHTAJIbHOE UCCIIEAOBAHUE)............... 146

Nikolaishvili M., Nanobashvili Z., Mitagvaria N.
RADON HORMESIS IN EPILEPTIC PATHOGENESIS AND PREDICTORS OF OXIDATIVE STRESS........ccoovevviiierierenen. 152

Xoneau H.I',, Uxanaze 3.A., Illenreans O.C., Conrynamsuiu JI.I1., Unaypn H.A.
COBEPHIEHCTBOBAHUE IEP®Y3HOHHOI'O ITIOTOKA HACOCOB KPOBH ......ccocooiiiiiiiiiiiiicccce 158

I'nariok M.C., Tarapuyk JI.B., Kpunak M.IO., Konoanenxo C.O., Caaowlii O.b., Monactbipckas H.5A.
MOP®OMETPUYECKA 51 OLIEHKA OCOBEHHOCTEN PEMOJEJIMPOBAHN S

KPOBEHOCHBIX COCYIOB CEMEHHUKOB IIPU APTEPUAJILHOM TMIIEPTEH3UN

B MAJIOM KPYT'E KPOBOOBPAIIEHU S B DKCITEPUMEHTE ..ottt 163

Goncharuk O., Savosko S., Petriv T., Medvediev V., Tsymbaliuk V.
QUANTITATIVE HISTOLOGICAL ASSESSMENT OF SKELETAL MUSCLE HYPOTROPHY
AFTER NEUROTOMY AND SCIATIC NERVE REPAIR IN RATS ......ociiiiiiiitieteee ettt ettt 169

Sharashenidze T., Shvelidze Kh., Tsimakuridze M., Turabelidze-Robaqidze S., Buleishvili M., Sanikidze T.
ROLE OF B-ADRENOCEPTORS IN REGULATION
OF ERYTHROCYTES’ RHEOLOGICAL FUNCTIONS (REVIEW) (..ot 173

Afanasieva M., Stoianov M., Kuli-Ivanchenko K., Ivanchenko A., Shotova-Nikolenko A.
VACCINATION: STATE-IMPLEMENTED MEDICO-SOCIAL AND LEGAL MEASURES........ccccoeiieieieieieieeeceeeeeee 176

byaena C.b., 3a6oposcknii B.B., Menmky:r M.B., Ilupora U.C., Teimuak B.B., Croiika A.B.
IMTPABOBA 3AIIIMTA 1 OCOBEHHOCTU ITPUMEHEHM A TEXHOJIOI'MN
BUPTVYAJIbBHOU PEAJIBHOCTHU B MEJIMLIMHE ........oiiiiiiiii e 180

Ocmounsin B.A., [lomépoBckast E.H., Xopoumeniok O.B.

YYACTHE BPAYA B TOTTPOCE HECOBEPIIEHHOJIETHET O JINITA

KAK OBS3ATEJIBHA ST TTIPABOBASI HOPMA B BAKOHOIATEJIBCTBE ..ottt 186
6



MEJTUIIMHCKUE HOBOCTHU I'PY3UU
LSIS@HOZIRM LSFIRNGO6(M LOSBLI6()

INTESTINAL MICROBIOTA IN ALZHEIMER’S DISEASE

Ivakhniuk T., Ivakhniuk Yu.

Sumy State University, Medical Institute, Sumy, Ukraine

Over the past decades, the problem of cognitive impairment
has confidently held one of the leading places in modern
clinical medicine. This is especially true for the older age
group. Moreover, the main cause of impaired functioning of
higher cortical functions is Alzheimer’s disease [3]. Cogni-
tive impairment and dementia are currently among the most
common causes of disability among patients of different ages.
According to the WHO, there are currently 47 million demen-
tia patients worldwide. This number will reach 75 million by
2030 and will almost triple by 2050 [31].

Analysis of literature on Alzheimer’s disease pathogenesis
has shown that the most common cause of cognitive impairment
was mixed (vascular-neurodegenerative) brain lesions. One of
the generally accepted hypotheses for the development of Al-
zheimer’s disease is the amyloid hypothesis, according to which
the cascade of the neurodegenerative process is triggered by a
violation of the metabolism of the amyloid precursor protein
(APP). A key link in this cascade is the formation and deposi-
tion of amyloid plaques in the brain parenchyma. In health,
APP is cleaved by the enzyme alpha-secretase into polypep-
tides of equal size, which are not pathogenic, i.e., do not tend
to aggregate. In early-onset genetically determined Alzheim-
er’s disease, the process of cleavage of APP by a-secretase is
disrupted. Cleavage of APP by B-secretase enzyme leads to
the formation of an insoluble membrane protein with a higher
molecular weight, the destruction of which by y-secretase, in
turn, leads to the formation of an abnormal isoform of amy-
loid protein (AB-42). AB-42 accumulates in the brain, lead-
ing to the formation of extracellular aggregates—amyloid
plaques—and triggering a cascade of pathological processes
leading to the development of neurofibrillary tangles and the
progression of Alzheimer’s disease [4].

The fate of amyloid protein in the brain is variable: it can ag-
gregate and be deposited in the form of amyloid plaques, thereby
disrupting the interaction between neurons and neurotransmitter
transmission, which, in turn, causes cognitive deficits; can be
utilized by cleavage by proteolytic enzymes such as neprily-
sin [15], chaperone molecules [16], lysosome and proteasome
enzymes [7,21]. A small part of the protein can be excreted
through the blood-brain barrier by interaction with the receptor-
binding protein of low-density lipoproteins (LRP1) [34], as well
as deposited in the walls of cerebral arteries of various sizes,
leading to the formation of amyloid angiopathy, changing the
architectonics of the vascular wall with the formation of fibri-
noid necrosis, hyaline degeneration of vessels with obliteration
of their lumen [27]. These changes are the initial mechanism of
hypoxic-ischemic brain damage in Alzheimer’s disease patients
and the development of mixed dementia.

Over the past ten years, many researchers have found a link
between gastrointestinal pathology and mental and neurologi-
cal diseases such as depression, anxiety, autism, schizophrenia,
and neurodegenerative disorders [24, 30]. Many scientists are
skeptical about such studies since the complexity of interactions
in a system called the gut-brain axis does not yet yield sufficient
results for definitive conclusions about the molecular mecha-
nisms of these interactions. However, the interest in such studies
is steadily growing.
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The main components of the microbiota-gut-brain axis are the
central nervous system (CNS), neuroendocrine and neuroim-
mune systems, the sympathetic and parasympathetic autonomic
nervous system, the intestinal nervous system, and, of course,
the intestinal microbiota. These components interact with each
other to form a complex multifactorial network. Through this
network, signals from the brain can influence the motor, sensory
and secretory activity of the intestine, and vice versa, visceral
signals from the intestine, mediated by the microbiota, affect the
brain function [23].

The classic signaling pathway of the intestinal microbiome
and the CNS functions through the regulatory mechanisms of
nutrition and satiety. Changes in diet can affect the availabil-
ity of various nutrients for the intestinal microflora and, conse-
quently, their qualitative and quantitative composition [30, 1].
It is known that the brain and, in particular, the hypothalamus,
plays a key role in the regulation of energy metabolism and food
intake. The hypothalamic-pituitary tract and brainstem are the
main centers of the brain that control appetite. The gastrointes-
tinal tract is closely connected with the hypothalamic-pituitary
system through neuroendocrine and sensory signals from the
intestine, in which peptides that control the brain’s response are
released. Food intake initiates a cascade of neural and hormonal
responses that trigger a central nervous system response. The
signal from mechanoreceptors is transmitted through afferent nerve
impulses to the vagus nerve and the dorsal nucleus of the solitary
tract, the neurons of which coordinate the motility of the gastrointes-
tinal tract. The projections from the nuclei of the solitary tract enter
the viscerosensory zone of the thalamus. Signals from the intestine
are also critical for appetite control and energy balance regulation,
glucose homeostasis, and fat metabolism. The intestinal microbiota
can be considered an important element of the endocrine system. It
carries out the enzymatic transformation of complex steroid com-
pounds and nitrogen derivatives (the latter enter the body with food
or are formed as a result of hydrolysis in the stomach or intestines
by pancreatic enzymes) classified as prohormones. Food consump-
tion induces the synthesis of various hormones in the intestine that
stimulate (ghrelin) or suppress appetite (peptide-like glucagon,
cholecystokinin, tyrosine-tyrosine peptide, pancreatic polypeptide,
and oxyntomodulin). The binding of hormones to receptors in the
hypothalamus leads to the synthesis of orexigenic or anorexigenic
peptides [8].

The microbiota begins influencing the body from the moment
of birth. External ascending signals from the intestinal microflo-
ra are important for early postnatal programming and brain de-
velopment [10]. Heijtz et al. [11] established that colonization of
intestinal microflora was essential for postnatal human brain de-
velopment and mental health. During intrauterine development
of the fetus, the brain forms at an increased rate. By the time of
birth, the brain reaches full formation in terms of neurons, but
the brain’s development does not stop after birth [10]. One of
the central mechanisms of interaction of the intestinal microflora
and the CNS is the influence on the hypothalamic-pituitary-ad-
renal (HPA) system. Intestinal bacteria affect the functioning of
the brain by modulating this axis. It has been shown that postna-
tal microbial colonization largely determined the development
of the hypothalamic-pituitary-adrenal axis [25].
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The intestinal microbiota can produce dopamine and its precur-
sors from food substrates, and almost half of the dopamine in the
body is produced in the gastrointestinal tract [29]. The microbiota
also produces acetylcholine, serotonin, norepinephrine, and other
biologically active substances [20, 29]. Another interesting fact is
that some microbiota representatives of the macroorganism can ac-
tivate glutamate receptors, which, in turn, are involved in the regu-
lation of synaptic plasticity and cognitive functions [18].

The intestinal microbiota of the human body has multifactori-
al effects on homeostasis. The study of the microbiota functions
in the human digestive tract and conditions leading to a violation
of the microbiota’s qualitative and quantitative composition is a
challenging task. Its successful solution can lead to completely
new therapeutic and preventive medicine strategies, the justified
prescription of various drugs that positively affect microbioce-
nosis and human health in general.

The study aimed to assess the qualitative and quantitative com-
position of the intestinal microflora in Alzheimer’s disease patients.

Material and methods. The intestinal microbiota was studied
in Alzheimer’s disease patients (n=37) aged 69+0.5 years. The
qualitative and quantitative composition of microbiota was stud-
ied using the microbiological research method [6]; identifica-
tion of microorganisms was carried out according to the scheme
given in Bergey’s Manual of Systematic Bacteriology [9].

The study included older adults (n 21) aged 72+0.3 years
without Alzheimer’s disease, diabetes mellitus, infectious pa-
thologies as a control group (reference group) to compare all
the studied parameters. The procedure for examining these in-
dividuals was following the standards of the ethics committee.

Adhesive properties of Bifidumbacterium spp. and Lactoba-
cillus spp. were determined by the method of V. I. Brilis et al.
[2]. The results were statistically processed using the Statistica
6.1 software package using the parametric Student’s t-test.

Results and discussion. Analyzing the results of microbio-
logical examination of feces of Alzheimer’s disease patients, we
found that 100% of the examined patients had various degrees of
manifestation of qualitative and quantitative dysbiotic changes
in the intestines: grade 1 dysbiosis was observed in 32.4+0.03%
of cases; grade 2 —in 27.0+0.02% and grade 3 — in 40.6+0.04%.

According to the latest intestinal dysbiosis trends, a clinical and
laboratory syndrome is understood as associated with changes in
the qualitative and/or quantitative composition of the intestinal mi-
crobiota followed by the development of metabolic and immuno-
logical changes that lead to gastrointestinal disorders [32].

It should be noted that grade 1 dysbiotic disorders of the intes-
tinal microbiota in Alzheimer’s disease patients in 75.0+£0.01%
of cases were latent, compensated, which was characterized by
insignificant quantitative changes in facultative aerobic and in-
digenous (Bifidumbacterium spp., Lactobacillus spp.) part of the
intestinal microbiota, and the absence of intestinal dysfunctions
according to the medical history. Other patients in this group
(25.0+£0.02%) had a history of intestinal dysfunction, which
manifested itself in the form of infrequent diarrhea.

In patients with grade 2 dysbiosis (27.0+0.02%), subcom-
pensated forms of dysbiotic disorders in the intestinal micro-
biota were recorded: qualitative changes (in parallel with quan-
titative ones) in the Escherichia coli population were observed
(compared with the indicators of the reference group), namely,
significant (p<0.05) increase in the degree of Escherichia coli
colonization with low enzymatic activity (up to 7-10% of the
total amount of E. coli) and a significant decrease (p<0.05) in
the degree of colonization of the intestine with Escherichia coli
with normal enzymatic activity up to 1g 5.69 CFU/g. In addition
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to these changes in the intestinal microbiota of these patients,
a significant (p<0.05) increase in the degree of colonization of
the intestine with pathobionts (opportunistic microorganisms) of
the Enterobacteriaceae family was observed: Klebsiella spp. up
to 1g 5.7 CFU/g (Ig 4.0 CFU/g in the reference group); Proteus
spp. up to 1g 4.69 CFU/g (the reference group —<1g 4.0 CFU/g);
Cirtobacter spp. up to 1g 4.47 CFU/g (the reference group —<1g
3.0 CFU/g); in 60.0+0.02% of patients in this group, hemolytic
species of staphylococci — Staphylococcus aureus were isolated
in the amount of 1g 3.0 — Ig 4.69 CFU/g (reference group 0 — <
log 2.0 CFU/g). All patients in this group had a history of gas-
trointestinal disorders.

A decompensated nature of dysbiotic disorders was observed
in 40.6+0.04% cases with Alzheimer’s disease patients, accord-
ing to the results of the microbiological study. Such patients had
a significant (p < 0.05), compared with the reference group, de-
crease in the degree of colonization of the intestine with obligate
anaerobic pathobionts — Bacteroides spp., Fusobacterium spp.,
Peptostreptococcus spp. Moreover, these indicators were 2 —
3.5 times lower than those of the reference group. It should be
noted that 66.7+0.04% of patients in this group had a significant
(p<0.05) increase in the degree of intestinal colonization with
Clostridium spp., namely C. difficile up to g 6.47 CFU/g (the
reference group — < Ig 5.0 CFU/g). The intestinal microbiota in
patients of this group was characterized by a sharp qualitative
and quantitative (p<0.05) decrease in Escherichia coli with nor-
mal enzymatic activity up to lg 4.3 CFU/g (reference group — Ig
7.0 —1g 8.0 CFU/g) and quantitative dominance of pathobionts:
Klebsiella spp.; Proteus spp.; Cirtobacter spp.; Enterococcus
spp., S. aureus, Morganella spp., Providencia spp., Hafnia spp.,
Candida spp. — the total indicator was more than Ig 8.47 CFU/g
(the total indicator in the reference group was 1g 7.0 CFU/g), and
in 40.0+00.4% of the examined patients of this group, the intes-
tinal microbiota contained Pseudomonas spp. (1g 4.54 CFU/g).

When studying the composition of the indigenous microbiota
represented by obligate anaerobic bacteria — Bifidumbacterium
spp. and aerotolerant anaerobes — Lactobacillus spp., which are
representatives of the parietal microbiota and protect the mucous
membrane from excessive colonization by potential pathogens,
it was found that their quantitative composition was significant-
ly lower (p <0.05) compared to the reference group. Moreover,
the lowest quantitative indicators of Lactobacillus spp. were ob-
served in patients with decompensated form 1g 4.48 CFU/g, and
Bifidumbacterium spp. — in patients with subcompensated form
of dysbiosis (Ig 3.7 CFU/g).

It should be noted that the international classification of dis-
eases, tenth revision, does not contain independent nosological
units — “dysbacteriosis” (“dysbiosis”) and “bacterial overgrowth
syndrome”. However, given the fact that patients with subcom-
pensated and decompensated forms of dysbiotic disorders of the
intestinal microbiota have a significant decrease (p<0.05) in the
quantitative composition of Bifidumbacterium spp. and Lactoba-
cillus spp. against the background of qualitative and quantitative
“shifts” in the composition of the opportunistic microbiota. This
violation may be critical and, in our opinion, should be studied.

This is because pathogenic microorganisms and pathobionts
of the gastrointestinal tract in health are under the control of
the microorganism’s immune system and the symbiotic micro-
biota. However, sometimes there is an increase in the number of
pathogens and pathobionts and/or an increase in their metabolic
activity, which can be associated with some diseases: diabetes
mellitus, metabolic syndrome, obesity, autoimmune diseases,
depression, some stress-induced and neurodegenerative diseas-
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es, etc. [12,14]. Molecules of the walls of microorganisms, for
example, lipopolysaccharides and amyloids, constantly activate
the body’s immune system, i.e., the macroorganism is under
constant pressure from the products of microorganisms. More-
over, with age, when the permeability of the blood-brain barrier
and the gastrointestinal tract barrier is disturbed, the destructive
consequences of this pressure only increase [22].

Alzheimer’s disease is characterized by an increased level of
chronic inflammatory reactions. Activated microglia is a potent
neuropathological stimulant leading to persistent inflammation in
the brain [14,28]. These progressive pro-inflammatory and neuro-
degenerative processes are presumably stimulated by an abnormal
response of the immune system [19], which, in turn, can be caused
by acute or chronic infection, and by various products of the host
microbiota [33], including intestinal pathobionts, which, under cer-
tain conditions, can cause etiopathogenesis.

There is evidence that most of the products and cell wall com-
ponents secreted by the microbiota are a huge class of strong
proinflammatory activators of the immune system, which can
cause the release of proinflammatory cytokines, complement
proteins, and activate microglia in the central nervous system
of the host organism [33]. Pathogenic exposure to the micro-
biota can increase the gastrointestinal tract’s permeability [17]
and the blood-brain barrier [33], which also increases amyloid
and other types of inflammatory reactions in the central nervous
system. Violation of the blood-brain barrier’s permeability may
underlie the pathogenesis of such neurodegenerative diseases as
Alzheimer’s disease [28] and other diseases.

Analyzing the above information, it should be noted that the
identified qualitative and quantitative changes in the composi-
tion of intestinal microbiota in Alzheimer’s disease patients are
serious and combined. An increase in the degree of intestinal con-
tamination with conditionally pathogenic microorganisms against
the background of a decrease in colonization resistance caused by
Lactobacillus spp. and Bifidumbacterium spp. can complicate the
course of Alzheimer’s disease. Moreover, some pathobionts can
cause other concomitant pathologies, for example, the fact that
66.7+0.04% of patients with a decompensated form of dysbiosis
had a significant (p<0.05) increase in the degree of colonization
of the intestine with C. difficile up to lg 6, 47 CFU/g against the
background of a critical decrease in Lactobacillus spp. can lead
to exacerbation of existing or the formation of ulcerative colitis
caused by C. difficile (a history of ulcerative colitis was detected in
26.7+0.04% of patients in this group).

Considering the fact that the intestinal microbiota of patients
with Alzheimer’s disease showed a decrease in Lactobacillus
spp., we studied the adhesive properties of isolates of these bac-
terial strains. Such in vitro tests were carried out in the aspect
that the ability of microorganisms to take root in the gastroin-
testinal tract, creating an antagonistic effect against pathobi-
onts, at the initial stage of colonization is due precisely to their
adhesive properties. It was found that among all Lactobacillus
spp. isolates 28.9+3.2% of the strains had low adhesive activity,
49.544.7% — average, and 21.6+5.3% — high adhesive activity.

Therefore, reducing the inflammatory response [26] and dys-
biotic disorders of the intestinal microbiota can be an additional
therapeutic method to manage Alzheimer’s disease.

Probiotics, which include lactobacilli, are most often used to
correct dysbiotic conditions [13]. It should be noted that the in-
dicators of adhesive activity of Lactobacillus spp. isolates in the
conditions of repeated micro-aeration on defatted milk [5] were
higher by an average of 1.2 times (P <0.05), which may be a
promising area in the development of personalized autobiotics
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for the correction of dysbiotic intestinal disorders in Alzheim-
er’s disease and the creation of a bio-bank of cultures.

Conclusion.

1. Based on the data obtained during the microbiological study
of the intestinal microbiota in Alzheimer’s disease patients, var-
ious degrees of qualitative and quantitative dysbiotic changes
in the intestines were revealed: in 32.4+0.03% of cases, grade
1 dysbacteriosis (latent form) was observed; in 27.0+0.02% —
grade 2 (subcompensated dysbiosis) and in 40.6+0.04% — grade
3 (decompensated dysbiosis).

2. When studying the qualitative and quantitative composition
of Bifidumbacterium spp. and Lactobacillus spp., as the main
representatives of parietal microbiota and antagonists of coloni-
zation by potential pathogens and pathobionts, it was found that
their quantitative composition was significantly lower (p<0.05)
compared to the indicators of the reference group: the lowest
quantitative indicators of Lactobacillus spp. were observed in
patients with a decompensated form of dysbiosis 1g 4.48 CFU/g,
and Bifidumbacterium spp. — in patients with a subcompensated
form of dysbiosis (Ig 3.7 CFU/g).

3. Among all Lactobacillus spp. isolates from patients with Al-
zheimer’s disease, 28.9+3.2% of the strains had low adhesive activ-
ity, 49.5+4.7% — average, and 21.6+5.3% — high adhesive activity.

4. Indicators of adhesive activity of Lactobacillus spp. isolates
at repeated cultivation on defatted milk under micro-aeration
conditions were 1.2 times higher on average (p<0.05), which
may be a promising area in the development of personalized au-
tobiotics for the correction of intestinal dysbiotic disorders in
Alzheimer’s disease.
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SUMMARY

INTESTINAL MICROBIOTA IN ALZHEIMER’S DIS-
EASE

Ivakhniuk T., Ivakhniuk Yu.
Sumy State University, Medical Institute, Sumy, Ukraine

The study aimed to assess the qualitative and quantitative com-
position of the intestinal microflora in Alzheimer’s disease patients.

The paper presents the data obtained from a microbiological
study of the intestinal microflora in Alzheimer’s disease patients
(n=37) aged 69+0.5 years. The analysis of the microbiological
study of the feces of Alzheimer’s disease patients found that the
intestinal microflora of such patients had both qualitative and
quantitative dysbiotic changes of various degrees of manifesta-
tion. The composition of the intestinal microflora of these pa-
tients showed a significant decrease in Bifidumbacterium spp.
and Lactobacillus spp.: the lowest quantitative indicators of
Lactobacillus spp. were observed in patients with a decompen-
sated form of dysbiosis 1g 4.48 CFU/g, and Bifidumbacterium
spp. — in patients with a subcompensated form of dysbiosis (Ig
3.7 CFU/g). Indicators of adhesive activity of Lactobacillus spp.
isolates from Alzheimer’s disease patients in the conditions of
micro-aeration on defatted milk were higher by an average of
1.2 times (P <0.05), which can be used in the development of
additional therapeutic strategies — autobiotic therapy, which has
a positive effect both on the microbiocenosis and the state of
patients with Alzheimer’s disease.

Keywords: Alzheimer’s disease, intestinal microflora, amy-
loid inflammation, autobiotic therapy.

PE3IOME

MUKPOBHOTA KHIIEYHUKA ITPU BOJE3HU AJIbII-
TEMMEPA

HBaxuiok T.B., UBaxniok FO.I1.

CymcKotl 20cyoapcéenvlil YyHeepcumem, MeOUYuHCKUN UHCmu-
mym, Ykpauna

Lenp ucciemoBaHMsi — OLEHKA KAaueCTBEHHOIO M KOJHYe-
CTBEHHOI'O COCTaBa MHKPOQIIOPH! KHIICUHHKA Yy IMAILMEHTOB C
0ose3HbI0 AJbLirelimMepa.
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B CTaTb€ M3JIOKECHBI JaHHBIC, ITOJIYYCHHBIC B pe3yanaTe MU-
KPOOHOJIOrMYECKOTO HCCIIEIOBAHUSI COCTOSHUSI MHKPOQIOpHI
KHUIIEYHUKA y NalHeHTOB ¢ Oone3Hbio Aubnreiimepa (n=37) B
Bo3pacte 69+0,5 yeT. AHATU3 JaHHBIX MHUKPOOHOIOTHYECKOTO
UCCIICZIOBAHUSI UCIIPAXKHEHUH TMalMEHTOB C OOJIC3HBbIO AJIbII-
reiiMepa BBISIBHII, YTO B MHKPO(JIOpPE KHUIICYHHKA MAllMEHTOB
HpHCyTCTBy}OT KaK Kau4C€CTBCHHBIC, TaK U KOJIMYCCTBCHHBIC
IUCcOMOTUYECKUE H3MEHEHHUs pa3iuyHoil crtemeHu. B co-
cTtaBe MHUKPO(QIOPHl KHIICYHHWKA BBISIBICHO JIOCTOBEPHOE
CHIDKEHHE CTeNeHU obceMeHeHus Bifidumbacterium spp. u
Lactobacillus spp.: Hanbonee HU3KHE KOJUYCCTBCHHBIC MO-
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kazarenu Lactobacillus spp. 3aperncTpupoBaHbl y NallMEHTOB
¢ JIeKoMIIeHCHpOoBaHHOW (opmoii nucouosa lg 4,48 KOE/T, a
Bifidumbacteium spp. - y naliueHTOB ¢ CyOKOMIIEHCHPOBaH-
HoU popmoit qucounosa (Ig 3,7 KOE/r). [TokazaTenu aare3us-
HOW aKTUBHOCTU HM30JsTOB Lactobacillus spp. B ycroBusix
MHKpOa’palnni Ha 00€3KUPEHHOM MOJIOKE OBUTH BBIIIE, B
cpensem, B 1,2 pasa (p<0,05), 4uTo MOXkeT ObITh UCIOIB30BA-
HO B pa3pa60TKe JIOMOJHUTEIBHBIX TEPANEBTUYCCKUX CTpa-
TeFHﬁ, OKa3bIBAKOIIMUX IMO3UTHBHOC BJIIMAHHUEC HE TOJIBKO Ha
MHKPOOHOIIEHO3, HO M Ha COCTOSIHHE MAlUEHTOB ¢ GOJIE3HBIO
Aunbureiimepa.
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ACTION OF SIMVASTATIN IN IMPROVING COGNITIVE FUNCTIONS IN VASCULAR DEMENTIA

Lazashvili T., Silagadze T., Kapetivadze V., Tabukashvili R., Maglapheridze Z., Kuparadze M.

Tbilisi State Medical University, Department of Internal Disease of Propedeutics, Georgia

Dementia is a topical issue in the modern world, including
Georgia. Statistically, the number of cases is increasing every
year, with 2018 as many as 35 million people worldwide suf-
fering from the disease. There were 805 cases of dementia in
Georgia in 2014. Since then, these data have been increasing
every year, and as of 2017, there have been 1,600 cases of de-
mentia. 70% of these syndromes are caused by Alzheimer’s
disease, and 30% by vascular and other dementia [1]. More at-
tention has been paid to such a sharp increase in statistical data.
According to the WHO experts, a significant problem for older
people is CNS disorders, in particular dementia [2,5,6], which
is prevalent among individuals aged 75 and above, around 11.2-
17.4%. Cardiovascular diseases are the second most common
cause of dementia [7]. Vascular dementia encompasses a wide
range of disorders and is diverse in both morphological sub-
strates as well as pathophysiological mechanisms and clinical
manifestations. The main forms of the disease are multi-infarct
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dementia, dementia caused by local infarcts of cognitive func-
tion zones, multi-infarct, brain hypoperfusion and haemorrhage
[9]. Despite such morphological and pathochemical polymor-
phisms, the clinical picture of vascular dementia along with
cognitive disorders is presented with certain neurological symp-
toms (paresis, static and coordination disorders, etc.). It is also
noteworthy that the cerebral arteriosclerosis is among the most
important pathophysiological mechanisms, which develops as a
result of micro-atheromatosis and lipohyalinosis of the vascular
wall and eventually leads to vascular remodelling, hypoperfu-
sion and white matter damage to the brain. Disease risk factors
include arterial hypertension, dyslipidemia, diabetes mellitus,
ischemic heart disease, malformations, arrhythmias and more. A
correlation is often observed between the listed diseases, which
further worsens the prognosis. For instance, A number of studies
have established a direct link between blood pressure levels and
blood lipid concentrations, impaired lipid metabolism is consid-



