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OINEPALMOHHOTO  TIEpHOJa C AaKICHTHPOBAHMEM BHHMAHHsS Ha
HEOOXOUMOCTH PEHTICHOJIOTHYECKOTO0 KOHTPOJIS M HM3MEPCHHs
PacCTOSHUS MUTPALUK KOPHEil ocie OnepaTHBHOTO BMEILIATEIbCTRA.
Bo3HHKHOBEHHE CEHCOPHBIX HapyIICHHH 1ocie kopoHekromun SHM
nabmonanocs npu C2-C3 monoxennn mo wiaccudpukammu G.Pell,
B.Gregory (1933)u mpu Me3uOaHTYISIPHOMY H BEPTHKAIBHOM
nonokennn nmo  kinaccudukamn  G.Winter  (1926). Cpennee
apu(METHUECKOE 3HAYCHUE PACCTOSHUS MUIPALMU KOPHEH B rpyIime
HaOmomenust  cocraBwio  3,6x1,69 MM 3a 12  wmecsues
MOCJICONEPAIMOHHOr0 Teproaa. ONTHMAIBHBIM CPOKOM MOBTOPHOTO
OIEPAaTHBHOIO BMELIATENILCTBA C LISJbIO YAAJICHUS KOPHEH SABIETCS

uHTepBai ot 12 no 24 mecsies nocie koponekromun OHP.
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period features, focusing on the need for radialalgi
monitoring and measuring the distance of the roots
migration after surgery. The occurrence of sensory
impairments after coronectomy of 3NM was obsernted a
the C2-C3 position according to the G.Pell, B.Grggo
classification (1933) and at the mesio-angular and
vertical position according to the G.Winter clagsifion
(1926). The arithmetic mean of the distance of atign
of roots in the observation group was 3.6 + 1.69oner
12 months of the postoperative period. The optimal
period of reoperation for root removal is the intdr
from 12 to 24 months after the coronectomy of ti#PO
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INFANTS

The study was aimed at estimation of the transfogngirowth factor 31 and monocytic chemo attragbaotein type |
in infants with pyelonephritis. Pyelonephritis agstithe background of vesicoureteral reflux isdetd by high activity of the
inflammatory process with increased amount of MCiR-§erum that by 2.5 times exceeds the resultheokids with primary
pyelonephritis. During the study we evaluated higBults of the profibrotic marker TGB1 against the background of
vesicoureteral reflux in infants that is by 2.8 éenhigher than results of the kids with primary lpgephritis. The article is
dedicated to the study of fibrotic markers, polypioc variants of gene TGF- 31 in positions -60%nd +86€T in pyelonephritis
against the background of vesicoueretral refluinfants. Children that found to be a careers ofogygre C-509C and T+869T
gene of transforming growth fact®1 have more severe course of the disease and mgdagtion of serum TGF-B1 than

heterozygote and homozygdtes09T andC+869C.

Key words: pyelonephritis, transforming growth fac®i, monocytic chemo attractive protein-1, gene palgphism

of transforming growth factdsl.

The article is a fragment of the research proje@ptimization of the diagnostic and treatment of atenpathology in

children” (state registration No. 0115U007075).

A lot of studies present that reasons of the pysgbritis development in infants had already
changed [4]. We should admit, that developmenthef pyelonephritis in infants is common at the
background of urinary tract malformations, onetlaf inost important is vesicoureteral reflux (VURatth
influence on development of fibrotic changes innay structure [10]. The highest risk of the kidney
sclerosis formation is observed during the firsiryef life is 40% [1].

It's known that pathogenesis of kidney parenchymjary in case of vesicoureteral reflux is
complicated and has plural sides. Rising of thedlpressure in kidney pelvis leads to activation of
channels cells and vascular endothelium, influemcdyperproduction of inflammatory mediators, that
supply monocytes and leucocytes migration intoraguregion with formation of the inflammatory
changed infiltrate tissue. Together with early &ytes (interleukin 1, 6, 8) proliferative cytokinase
synthesized with origination of transforming groviétttor B1 (TGF-R1). The latest study data shosvs it
role on formation and progress of the fibrotic apsof the tissues [9]. TGB; as a fibrogenic cytokine,
stimulates changes of the kidney parenchyma andntedeling [14].

Nowadays it is known that diseases develop in agafavorable combination of the polymorphic
genes. Highly illuminated the latest updates camogrconnection between vesicoureteral reflux aamkg
TGF-R1 polymorphism (genotype -509 CC and +869 That allows estimate aptitude and improve
diagnostic of vesicoureteral reflux, especiallynfants [8].

As well important problem devoted to optimizationtlee diagnostic of inflammatory activity in
case of pyelonephritis in infants, cause standdlammatory markers are negative, or doubtful sutts
and meanings [15]. Due to all presented it's ajgeasve to search for markers that may in a shenibg
of time at the debut of the disease contribut@mfhatory activity. Though one of the most perspeabif
them is monocytic chemo attractive protein of thiyde (MCP-1) that presents the highest chemotaxic
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effect to monocytes and T-lymphocytes. With an preduction of the substance connect such
pathophysiological conditions as interleukin systhéncrease, adhesive molecules and prostaglahgins
mesangial cells, thickening of the basal membrdnglanmerular system and damage of the glomerular
hemodynamic [5]. MCP- 1 is not just chemo attracthat provides migration of the mononuclear cells
into the pull of the inflammation, but inflammatamediator by itself [7].

As well MCP-1 potentiate fibrotic changes in kidnegrenchyma [15]. According to literature
data that presents role of MCP-1 as marker initiafanflammatory response in kidneys and following
supporter of the process, its actual to contrituttiher investigations of it in infants with pyelgphritis.

The purposeof the study was estimation of the transformingwglofactor 1 and monocytic
chemo attractant protein type | in infants with lpyephritis.

Material and methods. We have carried out comprehensive clinical and ktooy-instrumental
studies of 150 children at the age from 1 monttolgoyears: 50 of them with pyelonephritis at thekground
of vesicoureteral reflux (main group), 50 of thenthaut signs of reflux (comparative group). Inclusi
criteria were: presence of the pyelonephritis, aasieteral reflux, age from 1 month to 3 years.l&Esion
criteria were: presence of genetic or chromosoradiglogy, congenital defects except kidney pathglog
presence of the chronic kidney disease, kidneyrigilsurgical correction of the vesicoureteralpefl

We used random method and description methodseo$tidy. Randomization was provided in
blocks for 4 patients to achieve adequate coniohuif the patients in a groups.

Group of control was presented by 50 healthy childiaboratory investigations were presented
by general clinical studies: complete blood couantnplete urine test, bacteriological urine studyginal
swap for girls, feces study, some of biochemicatlists — creatinine, urea, and instrumental methods
USS of abdomen, kidney scan, cystography , exgretagraphy.

As well we used special methods — estimation offiB&-R31 (immune enzyme method (ELISA)
with lab kits « TGF- 31» (Biosourse, EuropeS.A.pnmocytic chemo attractant protein-1 (immune enzyme
method with lab kits «HumaMCP-1» (PlatinumELISA; BMS 281, BengerMedSystems, Aakt
Molecular-genetic study was done by genotype chmeckbr polymorphismC>T in position -509 and
position +869T>C of transforming growth factor gerigl (C-508T and T+869C) by polymerase link
reaction in a real time with the next analyze & kangth of restrictive fragments during their segan
with electrophoresis in 2,5% agar gel.

Evaluation of the results: results were statistjcgbroceeded with computer programs
«STATISTICA» forWindows 8.0.0. (SPSSI.N.C.; 198979 «STATISTCAV.10.0» (StatSoftinc;
1984-1996), «MicrosoftExcel».

Results of the study and their discussionWe analyzed influence of VUR on stage of activity o
inflammatory response in case of pyelonephritis v@&ofound that infants with VUR and higher podgipi
to receive Il stage of the inflammatory activig06) to compare with (28%) andl (32%) stages of the
activity (OR=4.8, S=0.4, 95%]I 1.89-12.37)p<0.05, that indicates more severe currency of ibeade
in this group. Though in primary pyelonephritisiisre often to meet | stage of activity (OR=5.703#,
95%CI 2.32 — 14.43) andI (OR= 2.07, S=0.4, 95%I 1.63— 4.61).

We should admit that standard markers of inflammyadtivity are low specific for both primary
and secondary pyelonephritis. Specific of leucosigtoin secondary pyelonephritis Sp=0.4
(LR+1.05,+PV=51%,-PV=49%) and in primary it wasp=8,56 (LR+1.12,+PV=40%, -PV=44%, index
Kappa = -0.02). Specific of erythrocyte sedimeprtatiate was as well low in children of the mainugro
(Sp=0.58; LR+1.32,+PV=44%, -PV=46%, index Kappa.88), as well comparative group (Sp=0.6;
LR+1.52,+PV=55%, -PV=53%, index Kappa = 0.08). $jpeof C-reactive protein was higher a little —
main group — Sp=0.66; LR+1.72, +PV=51%, -PV=50%lei Kappa = 0.02 and comparative group —
Sp=0.64; LR+1.52, +PV=25%, -PV=42%, index Kapp®9©24),p>0.05.

All the written above influence further evaluatiohthe more adequate diagnostic methods of the
inflammatory activity in case of pyelonephritis. &this why we checked amount of monocytic chemo
attractant protein-1 in all children. We figured t¢hat in children of the main group amount of MCH?
serum was (474.6+114.37 pg/ml) [95% ClI, 426.45-58B.that was significantly higher than in children
from the comparative group (384.51+106.78 pg/mBHUPCI, 223.45 — 468.52] and in a healthy children
(121.1435.09 pgiml) [95% CI, 89.87-151.52], (p<0.001).

We found that with rising of the inflammatory adijvin case of pyelonephritis content of MCP-1 in
serum was higher. The same changes were commaerirfary pyelonephritis as well, but with significgn
lower amount to compare with values of the mairugrof childrenp<0.05.

As well we estimated high sensitivity (85%) andafie (78%) prognostic value of the positive
(+PV) 0.72 and negative tests (-PV) 0.36 of MCP+inain group of the children.
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Correlation that was provided through the resuitsficmed pathogenic connection between signs
of activity of inflammatory response in infants jgyelonephritis. So, we figured out moderate awetse
positive correlation between MCP-1 and CRR=(0.66;p<0.01) in infants with pyelonephritis.

Taking into account profibrotic characteristics tife inflammatory response in case of
pyelonephritis we evaluated checking of the TGFd&la marker of fibrotic predictor in kidneys. Réesu
presented significantly higher content of TGF-R&hildren with pyelonephritis at the backgroun&/afR
(8.72+0.94 ng/ml) [95% CI, 7.16-10.28] to compatrighvehildren that had primary pyelonephritis (5.67+
0.65 ng/ml) [95% CI, 3.42-7.92)<0.05. At the same time through all the kids TGEwW#&s significantly
lower (1.51+ 0.82 ng/ml) [95% CI, 0.65-2.37] to qoame with results in primary and secondary
pyelonephritis casep<0.01.

The results we got confirm that rising of the inflmatory activity in kidneys is followed by higher
signs of fibrosis. So, in case of Il of inflammatactivity of pyelonephritis we got significanthigher
amount of TGF- 31 (9.23+1.48ng/ml, [CI, 6.83-11)3& compare with Il (8.22+1.26 ng/ml [95% CI,
7.03-9.78]) and | stage of activity (4.63+£0.49 nbfa5% ClI, 2.83-6.45])p<0.05.

We should admit that children of the main grouphviit stage of the activity had TGF- 31 highest
sensitivity (89%) and specific (81%), prognosticsipoe value ((+PV) 0.84) and negative ((-PV) 0.35)
results, diagnostic meaning (0.92) and index Cahé&appa K) 0.90). Such results present agreement
between studied marker in case of inflammatoryarse and prove necessity of its estimation in ofild
with severe pyelonephritis to estimate fibroticqasses.

Such results as well indicate increased influeridbeprofibrotic marker with the duration of the
disease. So, children that had inflammatory prooes® than 6 months got TGF- 31 (9.02+2.04 ng/ml)
[95% CI, 6.98-11.06] significantly higher than kidgth the duration of the disease less than 3 nmgnth
(p<0.05).

The lowest result of the studied marker was ab#iginning of the disease (TGF- 31 - (4.01+1.03
ng/ml) [95% ClI, 2.98-5.04]p<0.01).

As well severe correlation between TGF-B1 and domadf the inflammation process in case of
secondary pyelonephritisygr 0.78) [95% CI, 0.63-0.88h <0,001. Direct severe correlation was found
between TGF- 31 and MCP-1 0.86), [95% CI, 0.78-0.94}, <0.001.

To evaluate genetic factors that influence on dgwakent of the irreversible changes of the kidneys
we estimated polymorphism of TGF-R1 gene in pasitED9 and +869 in our patients.

Characteristic of the genotypes of polymorphic amatri-509 gene TGF — B1, in patients with
pyelonephritis confirmed that in a structure ofdisease homozygote of the mutant allele C werdrmsmn
and their part was significantly higher that fregcye of the homozygote T allelep<0.05).

To compare frequency of the allele between childrethe main group and group of comparison
we found that children with primary pyelonephritigpacity of minor allele T was higher than in calod
children with secondary pyelonephritis (64% aga®¥8t,p<0.05). Frequency of major allele C was higher
in a main group than in comparative group (74% 26, p<0.05).

Analysis of the frequent spreading of the allelelvldren of the main and comparative groups
showed that patients with secondary pyelonephréis lower frequency of the minor allele C to conepar
with cohort of primary pyelonephritis (32% and 6280.05). At the same time, frequency of the major
allele T was higher in a main group to compare widmparative group (67 % against 3§%0.05).

Presence of the genotyge509C TGF — B1 gene polymorphism in patients with seeopd
pyelonephritis significantly increases risk of ttisease development in 5.56 times to compare with
genotypeCT (OR=5.56, S=0.69, 95% CI:1.92 — 13.23). We fourad genotype CC significantly increases
risk of the pyelonephritis development by 2.52 sntempared td@T genotype (OR=2.52, S=0.66, 95%
Cl: 0.98 — 10.6). Presence of th€-509 genotype in secondary pyelonephritis signifiyaincreases risk
of the disease development — by 1.84 times (OR+58@.61, 95% CI. 0.53 — 5.8). Figured out thatees
of T+869T genotype of gene TGF — B1 polymorphism are insk for the development of the
inflammatory process by 3.82 (OR=3.82, S=0.6995% ICA3 — 12.01) times higher than children
heterozygot«€/T+869. Presence &fC+869 genotype significantly increases possibilitypyelonephritis
development by 1.03 times (OR=1.03, S=0.58, 95%0@B — 5.5).

We analyzed influence of the allele variants ofyparphic marker -509 gene TGF — B1 on the level
of transforming growth factds1. The majority of the kids of main group — homoatggof mutant allele C
((68%) 34/50 cases) — had significantly higher am@f TGF — B1 (11.15+2.24 ng/ml), than heterozggot
((14%) 7/50), that got amount of TGF — B1 8.16+Ingénl,p<0.05 and homozygote careers ((18%) (9/50))
of main allele T with amount of TGF — B1 (4.56x18@ml, p<0.01). At the same time significantly lower
meanings of TGF — B1 (3.12+0.98 ng/ml) were foumwugh ((40%) (20/50)) of TT genotype careers of
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comparative group kids than in homocareers allgle1@%0) (7/50)) that got amount TGF — B1 — 5.5861.7
ng/ml (<0.05), and in heterozygote (46%) (23/50) amounE F@1 — 4.56+1.56 ng/ml)

The analyze of the average meanings of TGF-1 dicapto allele variants of polymorphic gene
TGF — B1 marker in position +869 presented thatea of mutant allele T (58%) (29/50 persons) had
significantly higher level of TGF-31 (8.62+2.31 ndj, than (26%) (13/50) of heterozygote (amount TGF
— B1 was 7.03+1.92 ng/mp<0.05) and (16%) (8/50) of homozygote careers allel (TGF — B1 —
5.74+1.71 ng/ml)p<0.05. Presented results shows ability of fibrdamage in kidneys of the children that
areC-509C andT+869TI' genotypes careers.

According to the last epidemiological issues, ddme European authors, frequency of
pyelonephritis in pediatric population various frém to 5.4% [7]. As clinical studies demonstratecsal
attention should be paid to infants, due to conapiid diagnostic of the disease and difficultieshwit
complete treatment [6].

Scientists try to solve the problem from the digferpositions — by finding pathogenic mechanisms
of development, progression and becoming chron&lgmephritis. A lot of modern scientists concern
pyelonephritis to be immune pathological proceds A4S well, they evaluate role of a separate reason
from the organism such as functional and organgtrabtion of the urinary tract, metabolic disordeisk
factors, etc [11].

It is already approved that pyelonephritis in créltl has mainly secondary character (95-96%),
and can be a complication of different clinicaligats of urine transportation disorders, that caumse its
chronic character with frequent episodes of retapsiflammatory processes and long treatment period
The most common reason of the secondary pyeloneplwivesicoureteral reflux. Combination of the
inflammatory process and vesicouretheral reflux a@fftuence on fibrotic transformation of kidney
parenchyma in infants with pyelonephritis [12]. Bliscussions concerning pathogenesis of the saderot
changes of kidney parenchyma in children with v@sietheral reflux are still ongoing. From one sitk,
doubtless that bacterial pyelonephritis plays ditegrole in fibrosis, but yet, acute inflammatoegponse
leads to nephrosclerosis not in all clinical cases.

Presence of the vesicouretheral reflux and intgnsitthe morphological changes correlates
strictly. As well it's a correlation between intgti®nal fibrosis and vesicouretheral reflux anehary tract
infection: with a higher stage of reflux, would e highest impact of the urinary tract infectiom o
nephrosclerosis. Persistent vesicouretheral rdéhaxls to destruction and wrinkling of the kidnets |
known that nephrosclerosis is mainly common foildecan before 5 years old, but for elder group @en
common antireflux mechanism, connected with profiog of the intramural part of the urethra, ttestd
to decreased sensitivity of the kidney parenchymatds plural infection agents [13].

Scientists insist on statement, that urinary tirgfeiction is one of the main reasons that can tead
infiltration of kidney parenchyma with inflammatopells with the further production of inflammatory
mediators and fibrogenesis. Children with relaggayelonephritis have increased production of the
inflammatory cytokines. This fact influences on elepment of more intense morphological and funetion
tubular and parenchyma changes in kidneys. Allnde episodes of the active disease spread zone of
nephrosclerosis with fibrotic transformation [15].

Literature data indicates on important role of themokines in development and support of the
inflammatory process in kidneys. Pathogenesis efttibular and parenchyma changes lay on couple of
the mechanisms such as proteinuria, tubular iscdempoxia, influence of protein and enzyme fagtors
cytokines, growth factors, etc. Any episode ofgtaeenchyma damage leads to secretion of inflaonypat
mediators [12].

Biosynthesis of the MCP-1 in patients with kidnesthmlogy increases under the influence of
inflammatory cytokines, that leads to monocytidlirdtion of glomerules. The latest data confirnatth
using of the MCP-1 as objective criteria of inflamiory process activity in patients with kidney dises
is reasonable [14].

Plural scientific studies demonstrate that synthesfi the proliferative cytokines, such as
transforming growth factd81, due to increased pressure at the backgrounesafauretheral reflux. TGF-
31 — polyfunctional cytokine that plays role inlcploliferation mechanisms, their differentiation,
migration, apoptosis, as well as separate metabetictions in target cells. Cells demonstrate $igeci
receptors towards this cytokines, that usually stay a latent form. TGF-31 contributes towards
nephrosclerosis progression. Its known that TGFaRés part in remodeling of kidney parenchyma due t
activation of smooth muscle proliferation in kidreayeries. Increased level of TGF-31 in serunmismeker
of the kidney fibrosis. TGFB as a fibrotic cytokine stimulates changes of tidaéy structure [13].

The same important nowadays single studies dedioagémation of the correlation between
vesicouretheral reflux and gene TGF-1 polymorphigamotype -509 CC and +869 TT), that allows
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evaluate predisposition and improve diagnostich& pathology in infants. Study demonstrates that
variability of TGF-B1 gene is a marker of vesicdhesal reflux and influence kidney pathology
development, course of the disease.

So, literature data indicates necessity of the dempatients investigation in case of
pyelonephritis. As well dynamic observance showddobovided for children with vesicouretheral reflux
with evaluation of the profibrotic markers.

1. Pyelonephritis at the background of vesicouatteaflux is followed by high activity of the
inflammatory process with increasing of the amafrimhonocytic chemo attractive protein-1 in serum by
1.2 times higher than amount of the kids with prinpyelonephritis. Significant correlation between
monocytic chemo attractive protein-1 and amou@RP (rxy=0.66p<0.01) in infants with pyelonephritis
at the background of vesicoureteral reflux.

2. Pyelonephritis at the background of vesicouattexflux in infants is followe by rising up of
transforming growth factoB1 in serum, that is by 1.53 times higher than tesof the children with
primary pyelonephritis. Profibrotic marker incredseith worsening of the inflammatory activity ofeth
disease.

3. Infants with pyelonephritis at the backgroundvesicoureteral reflux in case GF509C Ta
T+869TI' genotypes had high transforming growth factor 83.¢2+6.74%) as well as high serum level of
TGF-B,1 was estimated had increased possibilitthefdisease development by 4.48 times compared to
genotyper-509T andC+869C by 3.03 times compared to genotype C-6@adT+869C.
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POJIb ®PUBPOTHYECKUX MAPKEPOB I1PH POJIb ®IBPOTUYHUX MAPKEPIB I[TPU
HUEJOHE®PUTE V JIETEl PAHHEI'O BO3PACTA MIEJIOHE®PUTI ¥V TITEW PAHHBOI'O BIKY
Toxapuyk H.HU., Buxra 10.B., Tokapuyk B.T. Toxapuyk H.I., Buxra 10.B., Tokapuyk B.T.
Llensio paGoTbl OBIIO  OmIpeNeNeHHe —IIOKa3aTelei Meroro pobGotn Oyno BU3HA4YEHHS IIOKA3HUKIB

tpancdopmupymomero ¢akropa pocra 31 u MoHOUMTapHOrO TpaHchopmyrodoro dakropa pocty 1 i MOHOLMTapHOrO
XEMOATPAKTAaHTHOTO TNpOTeMHa 1—To Tuma y neTeil paHHEro XeMOATPAaKTAHTHOrO MpoTeiHy 1To Tumy y JiTell paHHBOTO
BO3pacTa, OONBbHBIX mNuenoHedppuroM. IInenoneppur Ha GoHe BiKy, XBOpHX Ha HienoHedput. [lienonedpur Ha T MiXypoBo-
ITy3bIPHO-MOYETOUYHUKOBOTO  peduitokca  CONPOBOXKAACTCS ~ CEHOBIHOrO  peduiloKCy — CyNMpOBOIKYEThCS — aKTUBHICTIO
aKTUBHOCTIO BOCIAJIMTEIBHOTO IIpoLecca C MOBBILICHHEM  3alajlbHOrO Ipolecy 3 migsuuieHHsM piBHs MXIT - 1 B
yposas MXII — 1B cupoBaTKe KpOBH OONBHBIX, YTO B 2,5pa3za  cHpOBATIi KPOBi XBOPHX, IO B 2,5pa3u BUIIE B MMOPIBHAHHI 3
BUIIIE B CPaBHCHHMM C IIOKa3aTejeM JeTeil ¢ NepBHYHBIM  [OKA3HMKOM JiTeil 3 mnepBuHHHM mienonedpurom. Ilpu
rmenonedpuroM. [Ipy BeIonHEHNN pabOTHI BEISIBICHO BRICOKHE  BHKOHAHHI  pPOOOTM  BHSIBICHO  BHCOKI  ITOKa3HUKH
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nokasarenu mnpodudporuueckoro wmapkepa TGF Bl mnpu
Iy3BIPHO-MOYETOYHUKOBOM pediirokce y aereid, uro B 2,8 pasa
BBILIC B CPaBHEHHUM C IIOKa3aTelieM JeTeil ¢ INepBUYHBIM
nuenoHegputoM. CTaThs MOCBAIIEHA UCCIIEIOBAHUIO MapKEPOB
¢bubpo3oobpaszoBanus monuMOphHBIX BapuanToB rera TGF- 31
y nosunuax -509CT u +869CT npu nmenonedppure Ha (oHe
y3BIPHO-MOYETOYHUKOBOTO peduirokca y JAeTeil  paHHEero
Bo3pacta. [eru-Hocurenu reHotuna C-509C u T+869I rena
TpaHchopmupytomero ¢akropa pocta Bl umeror Tsxenee
Te4yeHHUe 3a00JICBaHUS ¥ TUIICPIIPOIYKIIUIO CHBOpOTKOBOTO TGF-
B1 uem rerepo3urotsl 1 romo3urotsl T-509T ta C+86C.
KuiroueBrbie cioBa: nuenonedput, Tpancopmupyommit
¢akTop pocra Bl, MoHOIMTapHBIII XEMOATTpaKTaHTHBII
npoterH 1, momumopdusM reHa TpancHOpMHUPYIOIIETO GaKkTopa
pocra B1.
Crarts Haniinuia 26.06.18p.

npodiopornunoro wmapkepa TGF Bl mnpu  mixypoo-
ceyoBiHOMY peduirokci y gitedd, mo B 2,8 pa3u BuIle B
MOpIBHAHHI 3 TOKa3HUKOM y JiTell 3 NEpPBUHHHUM
mienoHepurom. CTaTTs IPUCBSYCHA JOCIIHKEHHIO MapKepiB
¢bibposoyTBopennst nmomimophuux BapiantiB rena TGF- Rly
nosutisgx -50CT 1 + 86T mpu mienonedppuri Ha TIi
MIXypOBO-CEUOBITHOTO pe(uIiokca y HiTed PaHHBOTO BIKY.
Jitn-vocii remotmmy C-50C 1 T + 869 rena
TpaHchopMyroUoro gakropa pocty Bl MaroTh Baxkumii nepedir
3aXBOPIOBAHHS 1 THNEPNpOyKuuio cuposaTkoBoro TGF-Bl
HiK reTepo3uroty i romosurot T-509T ta C + 869C.
KurouoBi cioBa: mienonedput, Tpanchopmyroumii
¢akTop poctry Bl, MoHOUMTapHHH XeMOATTPAKTaHTHHUI
mpotein 1, momiMopdizm rera TpaHCHOPMYIOUOro (axkTropa
pocty B1.
Peuenzent Kprouko T.O.
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OCOBJIMBOCTI HOKA3HHUKIB 1O50BOI'O MOHITOPHUHI'Y APTEPIAJIBHOI'O TUCKY
VY OCIB 3 IOYATKOBUMMH ITPOSABAMHU XPOHIYHOI IIIEMIi TOJIOBHOI'O MO3KY

E-mail: docmarina99@gmail.com

AprepianpHa rineprensis (Al') € omHuM 13 OCHOBHEX (DaKTOPIB PH3UKY LEepeOpO-BaCKYIISIPHUX 3aXBOPIOBAHB. YPaXKECHHS
HepeOpabHIX CyIHH BiIOYBA€THCS MPOTATOM JICSKOTO Yacy, [0 3aJICKHTh BiJl Py XapaKTepHCTHK aprepiaibHoro TUCKy (AT), siki
HE MOXJIMBO BUSIBUTH IIPH 3BHYaiiHOMY BuMiproBaHHS AT. MeToro Hamioro IOCHDKEHHs Oylo BHBYEHHS XapakTepHCTUK AT
npotsirom 106w (3a qannmu JIMAT) Ta iX MpOrHOCTHYHE 3HAYCHHSI Y XBOPUX 3 PAHHIMH [POSIBAMHU XPOHIYHOI imemii Mo3ky (XIM).
Hamu Oyno o6ereskero 116 oci6 3 moyarkoBHME MposiBaMH XpOHiYHOI imemii Mo3ky (XIM). Beim mamieHtam Oys0 mpoBezeHe
3arajbHO-KJIiHIYHe, KIIiHIKO-HEBPOJIOTivHe, KIIiHiKo-1abopaTtopHe, HelpoBisyatizauiiiHe 00cTexeHHs Ta J000Be MOHITOpYBaHHS AT
(IMAT). Bysna BusiBieHa TEHICHLs [0 BiAMIHHOCTI Mix matientamu rpyn 1 ta 2 (A i B) 3a mokasHukamu go6oBoro ingekcy (/1)
CHCTONMIYHOTO Ta aiactoniuHoro AT — y ocib i3 crpykrypaiME 3MiHamu Ha MPT ronoBHOro Mo3Ky CyauMHHOTO TeHesy (rpyma 2)
cnocrepiranocs 3meHmenHs /I — nemoctatae 3HwkeHHs AT BHowi. Y 58,9 % marmientis, siki Oynau oOCTexeHi, MIBHAKICTH
HapocTaHHS ATcucr. BpaHIi Oyia 30UIbIIIEHA, BEIMUMHA PAHKOBOTO MigiHoMy ATeuer MepeBumryBana 55 mm pr. cT. y 18,1 %ocib,
BEIIMYMHA PAHKOBOTO MigHoMY AT siacr. TepeBHITyBasa 35MM pT. CT. y 34,3 % PiBeHb ITI0K03H MaB 3BOPOTHIH MOMiPHOI CHIIH 3B'SI30K
i3 piBHEM Ta HABaHTAKEHHSAM CHCTOIIYHMM Ta cepennim AT. Pisens C-peaktuBroro 6uiky (C-PB) crarucTidHO 3HaUyIIO KOPEIOBaB
i3 ingexcoM yacy (I9) ATcucr. Brens (r=0,497, p=0,042)To mipi migsuinenHst HaBanTaxeHHs ATcucr. CIIOCTEpITaIacs TEHAEHILS 10
i IBUILCHHS PiBHs Hecnelu(iuHnX MapKepiB 3amaneHHs, 10 Skux BinHocsaTh ¢ibpunoren ta C-PB. HasiBHiCTh APIOHUX CYIMHHUX
BOTHHII y GiNliif PeYOBMHI BEIMKUX MiBKYyIb TOJOBHOTO MO3KY acolioBaIocs i3 1060BuM putMoM AT 1o Tumy HoH-mimmep (X%1) =
5,22; V Kpamepa = 0,225, §0,022; tounnii xpurepiit Pimepa=0,038). 3 mokazaukoM [Y ATcucr. BHOWI acOLIIOBAJIHCS HASBHICTD
JpiGHMX BOTHHMIN, Cy/MHHOTO Tenesy (X%1) = 6,1; V Kpamepa = 0,241, p=0,014ja nassHicTs nepedpansroi atpodii (X2 = 5,4; V
Kpamepa = 0,228, p0,02; Tounnii kpurepiit Gimepa=0,025). [TarieHTH 3 pisHUM CTYTICHEM ypaXKEHHS TOJIOBHOTO MO3KY CyAWHHOTO
TeHEe3y CTaTUCTUYHO 3HAYYIIO HE BiIPI3HSIIHCS 3a CepeIHbOI000BHME NOKa3HuKaMu [IMAT, 3a BENUYMHOKO PaHKOBOTO migiiomy AT
(s1x cuCTOIMIYHOTO, TAK i [IaCTONIYHOT0), 32 BUAKICTIO PAHKOBOTO i {i0MY AT cycr. T 32 PO3IIOBCIOKEHICTIO MIEBHUX JI000BUX KPUBHX
AT. 'V ocib i3 ctpykrypHumu 3MmiHamMu Ha MPT rosoBHOro Mo3Ky CyAMHHOIO T€He3y CIIOCTepiranocs: HetocTaTHe 3HkeHHs AT BHOUI
y nopiBHsHHI 3 narientamu rpynu 1. Y 6insinocti (58,9 %)nanienTis, mwBuaKicTs HapocTaHHs ATcuer. BpaHIl Oyia 36ibIIeHa, 1o
CBIUMJIO MIPO WMOBIPHICTh HETATUBHOT'O BILUTMBY Ha CYAMHHY CUCTEMY 3a BiICYTHOCTI IBHUX O03HaK HaBaHTaxeHHs AT HaBiTh Ha (oHi
AQHTHTINEePTeH3UBHOI Teparii y maiieHTiB i3 noyarkoBumu nposiBamu XIM. 30ijblieHe HaBAHTAXKCHHSI CHCTONIYHIM apTepiaibHUM
THCKOM BHOYi 3Ha4yIIO BIUIMBAJIO Ha PU3MK CTPYKTYPHOTO YPaXKEHHS T'OJIOBHOTO MO3KY.

KorouoBi ciioBa: 1060BHi MOHITOPHHT apTepialbHOTO TUCKY, XPOHIYHA iIIE€Mist TOJIOBHOTO MO3KY, IOYaTKOBI IPOSIBHL.

Poboma € ppaecmenmom iniyiamusrno-nowyxogoi H/[P «Cyounopyxoea ¢yyHKyis eHOomenito npu nouamrosux cmaoiix
XPOHIUHUX YepeOPOBACKYIAPHUX 3aX60PI06AHB, HoMep depacasnoi peecmpayii 0111U008888.

IepebpoBackymsipHi 3axBoproBants (I[B3) 3aiimaioTs TpeTe Miciie B YKpaiHi 3a MOIMIMPEHICTIO
cepen XBOpoO CHCTEMH KpOBOOOITY 1 MalTh HaWOLIBIIy MUTOMY Bary cepel MPUYUH TEepBUHHOL
IHBaITIIIHOCTI HaCENlEHHs TIPaIe3IaTHOTO BiKy BHACIIIOK HEPBOBHX XBOpoO — 44,2 % [13].1IB3 maroT1h
psin 0coOIMBOCTEH SIK 3a CKIazoM (PaKTOpiB PU3HKY, TaK 1 BIAMOBIAIO HA TEpaIiio Ha eTali MEepBUHHOI i
BTOpUHHOI mpodinaktuku. B Ykpaini npotsarom ocranHix 10pokiB kinbKicTs xBopux i3 LIB3 30imbpmmmnacs
y 1,5 pasu [13]. B ocHOBiI Takoi HEraTWBHOI AWHAMIKHM JIEXWTH CYTTEBE 30LIBIIEHHS ITOIIAPEHOCTI
OCHOBHHX CyinHHUX (hakTopiB pusuky (CDP) cepen HaceneHHs KpaiHu — aprepianbHoi rineprensii (Al),
JUCITIITIIEMiT, MaJIOPYXOMOTO CIIOCOOY XKHTTS, OKUPIHHS, I[YKPOBOTO Jia0eTy, TIOTIOHOMAIIHHSI, TOIIO, iX
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