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NMAPOOOHTOINPOTEKTOPHA [OIA KBEPLETUHY
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HA THiI KWWWKOBOI'O AUCBIO3Y
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NMAPOOOHTOMNPOTEKTOPHOE OEMCTBUE KBEPLETUHA Y KPbIC C TENMATUTOM HA ®OHE
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2 ['ocydapcmeeHHoe yupexdeHue «MHcmumym cmomamornoauu HAMH YkpauHbi», Odecca, YkpauHa

BocnpoussegeHve y KpbiC TOKCUYECKOro renatuTta Ha ooHe Ancbrosa Bbi3biBaeT pasBuTMe B na-
pofoHTe aucbuosa, BocnaneHusl, CHUXXEHNE YPOBHSI 3aLLUUTHBIX CUCTEM U MUHEPANU3NPYHOLLEro HAEK-
ca. BBegeHune kBepLeTUHa oka3biBaeT NapogOHTONPOTEKTOPHOE AEeNCTBUE.

KntoueBble cnoBa: NapogoHT, renatut, Ancbros, KBepLIETUH.
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A. I. Furdychko, M. I. Skydan?, O. A. Makarenko?
PARODONT-PROTECTIVE EFFECT OF QUERCETIN IN RATS WITH HEPATITIS ON THE

DYSBIOSIS BACKGROUND

Danyla Halytskyi National Medical University, Lviv, Ukraine,

1 Kharkiv National Medical University, Kharkiv, Ukraine,

2 State Institution “Institute for Stomatology NAMS of Ukraine”, Odessa, Ukraine

Aim. To determine the role of dysbiosis in the periodontal development at liver pathology and the
parodont-protective effect of quercetin.

Materials and methods. In rats there was simulated intestinal dysbiosis using lincomycin and on
its background — chronic hepatitis with hydrazine. Quercetin was administered at the dose 4 mg/kg
for 20 days. The periodontal condition was evaluated by the levels of inflammation markers in the
gums (MDA and protease), the microbial contamination marker (urease), nonspecifc immunity (lyso-
zyme) and antioxidant protection (catalase). In periodontal bone there was determined the activity of
alkaline and acid phosphatases, and the protease activity. The degree of dysbiosis by Levitsky was
calculated as the ratio of relative activities of urease and lysozyme and the mineralization index was
calculated as the ratio of the activities of phosphatases.

Results. The development of dysbiosis in the lining of the small intestine and hepatitis were iden-
tified. It was shown a significant increase in the degree of periodontal dysbiosis (10 times), the develop-
ment of inflammation and the reduction of protective systems. In periodontal bone there was found an
increase in proteolysis and the decreased mineralization index. Quercetin administration normalizes
the above mentioned indicators.

Conclusion. Hepatitis on the dysbiosis background causes the development of periodontitis. Quer-
cetin has parodont-protective effect.

Key words: parodont, hepatitis, dysbiosis, quercetin.
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[loBeneHo, Wo y XBOpUX Ha
renatobiniapHy natonorito 3a-
rocTpHOTbLCA 3ananbHO-Auc-
TPOQoivHI Npouecn B NapogoHTi
[1-4]. Po3BUTOK napogoHTUTY
OMNnUCcaHo y LWypiB 3 ekcnepu-
MEeHTanbHUM renatuntom [5].
[NaTonoriyHi npouecwn, sKi pos-
BMBAOTbCA B TKaHMHaX poOTO-
BOI NOPOXHWHW, CTanu nigcra-
BOI ANns (hopMyntoBaHHSA KOH-
uenuii renaTo-opanbHOro CUHA-
pomy [6].

Buxogsaum 3 yboro, 6yno 3a-
NMPONOHOBaHO BMKOPUCTOBYBATH
Ans npodinakTnkn crtomaToso-
riYHUX ycknagHeHb npenapartu
renaTonpoTekTopiB [7].

Cepep renatonpoTeKTOpiB
ocobnuee Micue nocigatoTb Oio-
dnaBoHOIAN, AKi MalTb LUMPO-
KuiA crnekTp GionoriyHMx BracTtu-
BOCTEWN: aHTMOKCUAAHTHY, MeMO-
PaHOMPOTEKTOPHY, NpoTU3anarb-
HY, aHTUANCBIOTMYHY Ta iHLWY Aito
[8; 9].

MeTta gaHoi poboTn — BU-
BUYEHHSA iKyBarnbHO-Mpodinak-
TWUYHOI Aii Ha NapodoHT (TobTo
NapoO4OHTONPOTEKTOPHOT aKTUB-
HocTi) 6iocnaBoHOiIQy KBepue-
TUHY Y LWYpPIB 3 eKCnepuMeH-
TanbHUM renaTtuTom Ha Thi gucC-
Gioay.

Y nonepegHix poboTtax 6yno
NnokasaHo, Lo HasiBHICTb ANCHIio-
3y 3HA4YHO MOCUIIOE NATONOrIYHI
npoLecu B nNeviHui npu BigTBO-
peHHi renatuty [10; 11].

Marepianu Ta meTtoau
[AocnipgXeHHA

B ekcnepumeHTi 6yno BuKO-
pucTaHo 24 6inux wypu niHii Bic-
Tap (camui, 1 mic., maca (92+
16) r), Aknx noginunun Ha 3 ogHa-
KOBMX rpynu: 1-ia — KOHTPOIb,
2-rai 3-1a — renaTtuT Ha TNni guc-
6io3y. Lypn 3-i rpynu ogepxy-
Banu LWOAHS 3 NnoYaTKy Aocnigy
ksepueTuH (Merk, ®PH) gosoto
4 Mr/Kr BHYTPILIHbOLWWIYHKOBO
npotsrom 20 gHie. [ucbios Bia-
TBOpIOBAmNuM 3 NepLUoro AHA Ao-
cnigy 3a JonoMorow fiHKOMi-
UMHY, SIKWIA gaBanu 3 NUTHOM
BOOOK A030t0 60 Mr/Kr woaHs
npotsarom 5 gHis [12]. Ekcnepu-
MEHTarbHUI renaTuT BiATBOPIO-
Banu Ha 20-in geHb gocnigy

P

CTyniHb gucbiosy
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Puc. 1. Bnnus kBepueTUHY Ha
cTyniHb amcbio3dy B cnu3osin 0bo-
NOHL,i TOHKOT KULUKW LWypiB 3 rena-
TUTOM Ha Tni Ancbiody. Ha puc. 1, 2:
1 — KOHTpOIb; 2 — renatut + guc-
0io3; 3 — renatuT + aucbios + Keep-
ueTuH; * — p<0,05 nopiBHSAHO 3 rpy-
noto 1; ** — p<0,05 nopiBHAHO
3 rpynoto 2

LWNSAXOM O4HOPA30BOro BHYT-
PiLLHEOM A30BOr0 BBEAEHHS Tif-
pa3uHy rigpoxsopugy 40300
100 wmr/kr [13]. EBTaHasio Wwy-
piB 34iicHIOBann Ha 22-ii oeHb
nig TioneHTanoBUM HapPKO30OM
(20 mr/kr) wWnsixom ToTanbHOI
KpoBOTEYi 3 cepus.

Y romoreHarti cnun3oBoi 060-
JNTIOHKN TOHKOI KMLLKW BU3HaYa-
nu cTyniHb gucbiosy 3a A. T1.
JleBuubkum [14]. Y romoreHari
SICEH BMBYanu piBeHb Bioximiu-
HMX MapkepiB 3ananeHHs [15]:
BMICT MarioHOBOro gianbgerigy
(MOA) i ka3elHONITUYHY aKkTmB-
HicTb (KJ1A). Y romoreHarti KicT-
KW BM3Ha4Yanu akTuBHICTb hoc-
daTas nyxHoi (J1P) i kmcnoi (KO)
[16], a TakoX aKTMBHICTb Mpo-
TeoniTuiHNX dpepmeHnTia: KJTA 1
enacrtasu [15]. CtatuctnyHy ob-
pobKy pe3ynbTaTiB 34ilcHIOBanm
3a [16].

PesynbTatn gocnigxeHHs
Ta iX 06roBopeHHs

Y WwypiB 3 renaTUToM Ha Thi
ancbiosdy 3Ha4yHO (BiNbl HiX Y
6 pasiB) 3pocTae CTyniHb OuC-
0io3y B cnun3oBii 06050HLi TOH-
Kol Kuwkn (puc. 1). HasBHicTb
renaTuTy NiATBEPOXYETbCA 3a
TakMMW nokasHuKammu, 9K pi-
BEHb Y NeuviHui GioxiMidHnX map-
kKepiB 3ananeHHs MOA i KA
[15], a TakoX 3a piBHEM Yy CU-

)
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Tabnuys 1
CTaH neviHku wypis
3 TOKCUYHUM renaTtuTom
Ha Tni gucobiosy, M*m, n=8

enatut +
MokasHuk | KoHTporb auc6ioa
MeviHka
MIA, 32,0+1,4 | 47,8+2,7
MMOTb/KP p<0,001
KNA, 16,3+2,0 | 25,1+2,1
HKaT/Kr p<0,05

CupoBaTka KpOBi

3,75+0,56 6,21+0,60
p<0,01 | p<0,05

0,12+0,01( 0,19+0,02
p<0,01

lMpumimka. p — BiporigHi po36ix-
HOCTi NOKa3HUKIB LLOAO KOHTPOSHO.

Binipy0iH,
MKMOnb/N

ANT,
MK-KaT/n

Tabnuys 2
Bnnue kBepLeTUHY
Ha piBeHb MapKepiB 3ananeHHs
B SICHaXx LWypiB 3 renatutom
Ha Tni gucobiosy, M*m, n=8

MOA, KINA,

Fpyna MMONb/KF|  HKaT/Kr
1. KoHnTtpones| 13,3+0,7 | 35,1£3,4
2.lenatnt |24,4+1,3| 48,8+3,6
Ha Tni p<0,01 p<0,05
ancbiosy
3.lenatut | 11,7£1,3| 39,9+3,9
Ha Tni p>0,2 p>0,3
ancbiosy + | p4<0,01 | p4>0,05
KBEPLETUH

lMpumimka. Y Tabn. 2—6: p — Bipo-
rifHi po30iXKHOCTi NOKA3HWKIB LWOJ0 rpy-
nu 1; p, — BiporigHi po3bixXHOCTI Nokas-
HUKIB WOAO rpynu 2.

poBaTLUi KpoBi GinipybiHy [17] i
anaHiHTpaHcdepasn (AJTT) [17].
BigpnoBigHi gaHi HaBegeHi B
Tabn. 1, 3 AKOi BUOHO, WO Y Ly-
piB OiNCHO PO3BMBAETLCA re-
naTur.

PesynbTaTty BU3Ha4YeHHS Map-
KepiB 3ananeHHs B romMmoreHari
SICeH LypiB cBig4YaTb Npo IX Bi-
porigHe nigBULWEHHA 3@ YMOB
MOAenoBaHHA naTonorii Ta cyT-
TEBE 3HWKEHHA (MPaKTUYHO A0
HOpPMM) Nicnsi BBEOEHHS KBepLe-
TUHy (Tabn. 2).

B1BYEHHS aKTUBHOCTI ypeasu
Ta ni3oyMmy B romoreHarti siceH
LLypiB MOKa3saHO Take: 3a yMOB
renatuty Ha Tni gucbiosy Bipo-
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Tabnuys 3
BnnuB kBepLeTUHY
Ha aKTUBHICTb ypea3u
i nisouMMy B AcHax wWypiB
3 renaTuToMm Ha Tni gucoiosy,

Mtm, n=8
Ypeasa, | Jlizouymm,

Mpyna MK-kaT/kr [ OO/kr
1. KoHTtponb|1,73£0,13| 372157
2. lenatnt (2,32+0,14| 5019
Ha Tni p<0,05 | p<0,001
auncbiosy
3. Menatut |1,3410,20( 149127
Ha Tni p>0,05 p<0,05
ancbiosy + | p4<0,01 [ p4<0,05
KBEpLETUH

rigHO 3pocTae piBeHb ypeasu,
WO CBigYMTb NPO NigBULLEHHSA
MiKpOOHOro o6CiMEHIHHS, | 3HaY-
He 3HWXeHHs (y 7,4 pasy) ak-
TMBHOCTI nisoynmy, WO nigTeep-
[DKYE CyTTEBE NPUrHIYEHHS Hecne-
undiyHoro imyHitety (tabn. 3).
BBefneHHs KBepLEeTUHY HopMani-
3y€e aKTUBHICTb ypeasu i Maixe
yTpudi NiaBULLY€E aKTUBHICTb i-
3oummy.

Pe3ynbTaTn BU3Ha4YeHHs CTy-
neHs Ancbiosy B sicHax LypiB 3
renaTMToM 3acsigvnnu, Wo BiH
3poctae y 10 pasis (puc. 2). 3a-
CTOCYBaHHA KBEPLETUHY CyT-
TEBO 3HMXYE CTyniHb AncBiosy
(6inbLw HiX y 5 pasis).

Takox 3’acoBaHo, Lo Npwu re-
naTuTi Ha Tni gucbioldy Biporia-
HO 3HWXYIOTbCS aKTUBHICTb Ka-
Tanasu Ta CApOLLEHUI iHOEKC
3y6Horo HanboTy (API), ski HOp-
Mani3ylTbCca nicrna BBeOEHHSA
KBepueTuHy (Tabn. 4).

3rigHo 3 pesynbTaTaMmun BU-
3HAYEeHHs aKTUBHOCTI hocda-
Ta3 y KiCTKOBIi/ TKaHWHi napo-
AOHTa LWypiB 3 renatuToMm, ak-
TUBHICTb J1® BipOrigHO 3HMXY-
€TbCS, a aKTUBHICTb KO Bipo-
rigHo 36inbwyeTbeca (Tabn. 5).
Y 3B’A3KYy 3 UMM Maixe BABIMi
3HWXKYETLCS MiHEpPani3yymnii iH-
aekc (Ml). 3actocyBaHHSA KBEp-
LEeTUHY HOpMarnisye Ui nokas-
HUKN.

AKTUBHICTb NMPOTEOSITUYHNX
depmenTiB (KI1A 11 enacTasu) B
KICTKOBIN TKaHWHI napodoHTa
NPOTAroM LOCHIAXKEHHA 3MiHtO-
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Puc. 2. Bnnue kBepLeTUHY Ha
CTyniHb Ancbioldy B sCHax LWypiB
3 renaTMToMm Ha Tni ancbiosy

Tabnuuys 4
Bnnue kBepueTUHY
Ha aKTUBHICTb KaTanasmu
Ta iHgekc API B sicHax wypiB
3 renaTuTom Ha Tni gucobioay,

Mtm, n=8
Karanasa,
Fpyna MKaT/Kr API
1. KoHtponb| 10,2+0,3| 7,7+0,6
2.Tenatnt | 9,240,1 | 3,7+0,4
Ha Tni p<0,01 p<0,01
ancbiosy
3.lenatut | 10,41£0,3| 8,9+0,9
Ha Tni p>0,5 p>0,2
ancbiosy + | p4<0,01 | p,<0,01
KBEpPLETUH
Tabnuus 5

BnnuB KkBepueTUHY Ha aKTUBHICTb pocdaTas y KiCTKOBI TKaHUHI
napoaoHTa WypiB 3 renatuTomM Ha Ti gncbiosy, Mim, n=8

pyna JN1®, mk-KkaT/kr Ko, mk-kaT/Kr Ml
1. KoHTponb 203,0+£17,3 21,6+2,5 9,4+0,8
2. enatut Ha Tni gucbiody | 147,9+14,3 29,3+0,7 5,0+0,5
p<0,05 p<0,05 p<0,01
3. l'enatut Ha Tni AMcGio3y 191,617,2 22,9124 8,410,9
+ KBEpLUETUH p>0,3 p>0,5 p>0,3
p4<0,05 p1<0,05 p1<0,01

eTbcAa (Tabn. 6). BuaHo, wo re-
naTuT Ha Tni Ancbio3y BiporigHo
nigBuLLYyEe akTUBHICTb MpoTeas,
TMMYaCcOM 5K BBEEHHSI KBepLe-
TUHY HOpMani3ye obuasa nokas-
HMKM MpoTeonisy, Wo CBiaYNTb
NpoO OCTEONPOTEKTOPHY aKTUB-
HiCTb KBepueTuHy. OaepxaHi
HamMn pesynbTaTh Y3roaxylTb-
C4 3 JaHUMM iHLWMX aBTOpIB Npo
OCTEONPOTEKTOPHY aKTUBHICTb
biochnaBoHOIgiB, 30KpeEMa KBEpP-
uetumHy [18].

TakMm YmHOM, HaMu niaTBEp-
AXXeHa HasiBHICTb renaTo-oparib-
HOro CMHAPOMY Ha npwuknaai
PO3BUTKY MApPOOOHTUTY MpPU eKc-
nepuMeHTanbHii renartobiniap-
Hii naTonoril.

YCTaHOBIEHO TAKOX, LLO CyT-
TEBY POMb Y PO3BUTKY 3anasnbHo-
ONCTPOMIYHNX NPOLLECIB MOXYTb
BidirpaBaTu KMLWKOBUI OMCHio3
i MOpPYLEHHS aHTUMIKPOBHOI
GYHKUiT NeYiHKuN.

3anponoHoBaHO BUKOPUCTO-
ByBaTW KBEpPUETWUH Onda npodi-
NaKTUKM yCKNagHeHb NapoaoH-
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Ta npu renatobiniapHin nato-
norit.

BucHoBKMu

1. l'enaTtobiniapHa naTonorisa
BUKIMKAE PO3BUTOK Yy NApOAOH-
Ti 3ananbHO-gUCTPOdIYHMX NPO-
Lecis.

2. MpunynHoo pPo3BUTKY rena-
TOreHHOro NapoAOHTUTY € Nopy-

Tabnuysi 6
Bnnue kBepueTUHY
Ha aKTUBHICTb nNpoTeas
Y KiCTKOBi/ TKaHWHi NapoaoHTa
LwypiB 3 renaTUToM
Ha Tni gucbiosy, Mtm, n=8

r KIA, |Enacrtasa,
pyna HKaT/Kr | MK-KaT/Kr
1. KoHtpornb| 13,6£1,0( 5,3+0,9
2.lenatut | 19,7£1,5]| 10,2+0,9
Ha Tni p<0,05 p<0,01
ancbiosy

3. Fenatut | 14,5+1,3 | 3,40+0,52
Ha Thi p>0,3 p>0,05
ancbiosy + | p4<0,05 | p,<0,01
KBEPLETUH
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LWEHHS aHTUMIKPOBHOT PyHKLT
neviHku.

3. biochnaeoHoig kKBEPUETUH
30iMCHIOE NapOAOHTOMNPOTEKTOP-
Hy aKTUBHICTb Npu renatobiniap-
Hii naTonorir.
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PEAKTUBHICTb CTPYKTYP MO3KOBOI PEYOBUHU
HUPKWU HOBOHAPOOAXEHUX LLYPIB
nicnsa BHYTPIWHbOMIOOOBOI Ali AHTUTEHIB

3anopisbknin epXaBHUN MEOUYHNIA YHIBEPCUTET, 3anopixks, YKkpaiHa

YOK 611.611+616.61:616-097]-053.31

C. B. Yyrun

PEAKTUBHOCTb CTPYKTYP MO3roBOIO BELLUECTBA NOYKM HOBOPOXOEHHbIX KPbIC
NOCHE BHYTPUMNIOAHOIO AEUCTBUA AHTUTEHOB

Banopoxckuti 2ocydapcmeeHHbIl MeQUUUHCKUU yHU8epcumem, 3anopoxbe, YkpauHa

WNccnenoBanuch M3MEHEHUs!, MPOUCXOASILLME B NOYKE KPbIC NMEPBbIX ABYX MECALEB NOCTHaTaNbHO-

ro nepuoga Ha 1, 3, 7, 11, 14, 21, 30, 45 n 60-e CyTKM XU3HM B HOPME N MOCHe BHYTPUMIIOLHOIO
BBEAEHUS aHTUreHa. B akcnepumeHTe ncnonb3oBanu Tpu rpynnbl XXKUMBOTHBIX: 1-1 — MHTaKTHbIE Kpbl-
Cbl, 2-1 — KPbICbl, KOTOPbIM Ha 18-e CyTKM BHYTPUMIOAHOrO PasBUTUS BBOAMIIM YE€NOBEYECKUA ram-
MarnobynuH (He MeeT TOKCUYECKOro, MMPOrEeHHOTO U afbIOBAHTHOMO BMNUSAHWS), 3-51 rpyna — KOHTPOmb-
Hasi, >XMBOTHbIM KOTOPOW Ha 18-e cyTku BHYTpuyTpobHoro pa3suTtus seogmnu 0,9 % pactesop NaCl.

BHyTpunnoaHoe BBeAEHUE aHTUreHa NPUBOAUT K psay U3MEHEHWI B NOYKE B CPABHEHUN C MHTAKT-
HbIMW XXUBOTHbLIMW U KpbICaMK, NONYYUBLUMMU BHYTPUMNIOAHO comanonornyecknini pacteop. OTmedaeT-
csi MeHbluas obujas nrowanb MO3roBOro BellecTBa Yy aHTUTeH-MPEMUPOBAHHbBIX KpbIC. YCKOpsitoTCcs
aTanbl cTaHOBNEHUs U auddepeHUMpoBKM OTAENOB HedpoHa. YBenuumMBaeTcs nnolaab coeauHu-
TEeNbHOTKAHHOIO KOMMOHEHTA BO BCE CPOKM HabntoaeHus.

KnioueBble cnoBa: noyka, aHTUreH, MO3roBoe BeLLeCcTBO, HE(PPOH, COeAMHUTENbHAs TKaHb.
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REACTIVE STRUCTURES OF THE KIDNEY MEDULLA OF NEWBORN RATS AFTER
INTRAFETAL EFFECT OF THE ANTIGEN

The Zaporizhzhya State Medical University, Zaporizhzhya, Ukraine

Number of congenital anomalies of the kidneys reaches 14% of the total number of anomalies that
require searching fot new ways for prevention, diagnosis and treatment. The paper studies changes that
occur in the kidney of rats of the first two months of postnatal life on the 1st, 3rd, 7th, 11th, 14th, 21th,
30th, 45th and 60th day of life in health and after intra-fetal antigen challenge. Three groups of animals
took part in the experiment: 1st — intact rats, 2nd — rats which on the 18th day of intra fetal were
introduced human gamma globulin (has no toxic, pyrogenic and aduvate influence); 3rd group — con-
trol, animals which on the 18th day of fetal development were administered 0.9% solution of NaCl.

Experiments revealed that intra-fetal administration of antigen leads to a number of changes in the
kidney as compared to the intact animals and animals treated with intra-fetal saline. There is lower
total area of the medulla substance in antigen-treated rats. The stages of formation and differentiation
of the nephron accelerate. The area of connective tissue component in all periods of observation in-
crease.

Key words: kidney, antigen, medulla, nephron, connective tissue.

Bctyn

KinbKicTb BpOaXeHnx aHoMma-
Nin pO3BUTKY ceYvyocTaTEeBUX Op-
raHiB, y TOMy 4ncni h HUPOK Jo-

e e e e Tty e

carae 10-14 % Big 3aranbHoi
KiNbKOCTi aHOManiMn, Lo noTpedye
MOLLYKY HOBMX LUNIAXiB Npodinak-
TUKW, OiarHOCTUKN Ta NiKyBaHHS
[1]. BHayHuMi BigcoToOK naTonorii
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HUPKM HOBOHaPOLKEHNX 3YMOB-
NOETLCA CKNAOHICTIO PO3BUTKY
ceyocTaTeBoi cMctemu Ta baratb-
Ma dpakTopamu, SKi BMAMBarTb
Ha PO3BUTOK Nnoga y npeHa-
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