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3. ¥V namienti 3 KIII' npociAKOBYIOTHCS Pi3HI BEreTaTUBHI PO3Jaau: MPH JICTKOMY CTYIEHI TSHKKOCTI
CITOCTEPIraloThCsl He3HAYHI BETETaTUBHI MPOSBH MEPEBAXKHO IIi] Yac HamaiB, JUISI CEPEAHBOTO CTYTICHIO
TSOKKOCTI XapaKTepHA <«BeTeTaTUBHA Oyps», a NpU THKKOMY Nepediry BHHHUKAOTH MOPYIICHHS, IO
CBiuaTh PO BUMAAIHHS (QyHKIIH By3na.

4. BoMCHICT, NpH MaJbIaIlii MPOEKIIHHAX TOYOK BHUXOMY UYCPEITHO-MO3KOBHX HEPBIB IOCHIIOETHCS
TaKOX 3aJIEKHO Bia cTymeHto TsoxkocTi KIII, skuit moIinpHO BpaxoByBaTH MPH MIPU3HAYCHHI MMaIli€HTaM
JKyBaHHS.

1. Veyn A. M. Zabolevaniya vegetativnoy nervnoytesisyi: Ruk-vo dlya vrachey / A.M. Veyn // — M.:Meslita, -1991 — 622 s.
2.Erohina L. G. Litsevyie boli : monografiya / L. Grohina // — M.: Meditsina, -1973. — 176 s.

3. Samohvalov D. P. Diagnostika i lechenie virusnggnglionita kryilonebnogo uzla : avtoreferat dieand. med nauk: spets.
14.00.21 «stomatologiya» / D. P. Samohvalov // at&t#inburg, -2009. — 21 s.

4. Yavorskaya E. S. Diagnostika, klinika i lechemégetativnyih ganglionitov golovyi / E. S. Yavoasia, T. K. Besharova, L.
D. Okonskaya // Metodicheskie rekomendatsii. —k988. — 19 s.

5. Yavorskaya E. S. Bolevyie i paresteticheskie reingi chelyustno-litsevoy oblasti: metod. posobig./S. Yavorskaya // —

Kiev: Medkniga, - 2007. — 56 s. —23-25.

KINMHUYECKAS XAPAKTEPUCTHUKA BOJIBHBIX HA
KPBIJIOHEBHBIN ' AHTJIAOHUT
Kousiecnuk H. A.

IpoBeneno ximHHYecKoe obcnenoBanwe 93 MAIMEeHTOB C
KPBUIOHEOHBIM TaHTJIHOHUTOM. 3aboseBanue PaBoro
KPBUIOHEOHOT0 y311a BeTpeyanoch B 53 00bHbIX, JieBoro —B 37,y 3
MAIMEHTOB OTMEYalloch ABYCTOPOHHEE MopakeHue y3noB. Kpome
TOro, y 9 MNAlMeHTOB KPbUIOHEOHBIH TaHIVIMOHUT COYETAICS C
HeBpairued Il BeTBM TPOMHMYHOIO HEpBa INPEUMYILECTBEHHO
nepudepudeckoro TeHe3a, y 1 — ¢ TaHIMOHUTOM  YIIHOTO
BETETaTHBHOrO y37a. [IpoaHanmmsupoBaH XapakTep OOJEBBIX
TIPUCTYTIOB, UX UHTEHCUBHOCTD, JUTUTENBHOCTD M YacTOTa, HATNIHE
npoBoLHpytonmx (akrtopoB U (HakTopoB, OOJErdaromMx OOJb.
OTMeyeHO BO3HMKHOBEHHME BETCTATUBHBIX HapyIIEHWH, HX
BBIDOKEHHOCTh U XapakTep, OOJE3HEHHOCTh MpH MalbHAUH
MPOEKIMOHHBIX TOYEK BBIXOJA YEPEITHO-MO3TOBBIX HEPBOB MU
HOJIOKUTEIIBHBIA  CUMIITOM  «quunka». Ha ocHoBanuu anHammsa
KIIMHIYECKUX TIPOSIBICHAH KPBUIOHEOHOTO TAHIJIMOHHUTA BBIIEIICHO
€ro CTENEHM TSDKECTH. JIETKWH, CPENHMH, TDKENbIH, KOTOpHIE
1ie1eco00pa3HO yUUTHIBATH IPU HA3HAYCHHUH JICUCHISI.

KioueBbie  cioBa: KPBUIOHEOHBIH
KJIMHUYECKHE TPOSIBICHUS], CTETIEHH TSXKECTH.

Crarrs Hapina 24.11.2016.
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CLINICAL CHARACTERISTICS OF PATIENTS

WITH PTERYGOPALATINE HANHLIONIT

Kolesnik I. A.

93 patients with pterygopalatine ganglionitis were
examined. By clinical picture they were divi Whdeéviding
patient into groups we took into account the initgnand
characteristics of pain, its original location, duency of
pain attacks and their duration. We noted the meser
absence of autonomic manifestations: salivatiarjr@ation,
rhinorrhea, skin redness, local fever, swellingoft tissues.
The disorders of sensitivity and pain on palpatafnexit
points of cranial nerves, as well as a symptompifhch"
(skin folds) on the affected side were revealedhWhe aim
of objectification of data, and evaluation of paitensity we
used visual analog scale (Visual Analog Scale, VAS)
Clinical picture of pterygopalatine ganglionitis ahild
severity was detected in 22 patients, moderaterisgweas
diagnosed in 43 patients and severe — 28 peopied&free
of clinical severity of pterygopalatine gangliasitit is
advisable to consider in administration of treatmen

Key words: pterygopalatine ganglionitis,
manifestations, severity of clinical course.

Penenszent Tkauenko I1.1.

clinical

4 4

A4

MODERN APPROACHES TO TREATMENT OF COMORBID PATHOLOG Y
BRONCHOPULMONARY AND THE CARDIOVASCULAR SYSTEM

Chronic obstructive pulmonary disease is a weigbtyiat health and economic importance, and remangsaj the
major causes of morbidity and mortality worldwidresently, special attention is paid to comorbidditions, when the patient
has a combination of pathology respiratory and ioaescular systems. This research has been detotédding ways to
optimize the treatment of moderate acute exacemwtdf chronic obstructive pulmonary disease wite tomplication of

bronchoectasis on the background of arterial hgpsion.

Key wqrds: o,bs,tru'cti\'/e ,brqnc,:hitis,, br,on,chiec'tas,is,, ar}ter}'mdfrt,en,siqn, ,gluto,ksi,m,, L—,argin,ine. ,

Chronic obstructive pulmonary disease (COPD) tadayains an urgent problem of the therapy
due to late diagnosis of medical science and healtie, lack of efficiency, and permanent loss of
working capacity of patients [2, 3, 5, 6, 7]. Tipathology is becoming more substantial medical and
social and economic importance, and remains onéh@fmajor causes of morbidity and mortality
worldwide [1, 3]. High incidence of COPD populatina heavy economic burden on the economies of
all countries [1, 8]. Continued growth in the inemte of COPD is caused by environmental pollution,
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particularly air, the spread of smoking and agifithe population in all countries of the world P, An
important constraint for planning and implementiegiedial measures, is the lack of timely diagnosis,
improper conduct of antibiotic therapy that leadrtereased incidence of complications of COPD with
bronhoectasis. Among the adverse factors of attergiven to the tobacco epidemic, which serves as a
common risk factor for both diseases of bronchoraulary and cardiovascular systems [10]. It was in
group of patients older than 40 years have seeimsighe background of COPD rapid progression of
arterial hypertension (AH) [7]. Due to the high yakence of hypertension and COPD, frequent severe
complications, disability and high mortality of fatts, this problem has a pronounced social cheract
Therefore, exacerbation of COPD complicated wittonboectasis, against the background of
hypertension requires a more balanced therapeppimach. And on the conservative treatment of such
patients in the literature is given very littleeattion.

The aim of this study was to search for ways to optimize treatment of moderately-severe
exacerbation of COPD complicated with bronhoectasksypertension.

Materials and methods. The study involved 83 patients with acute exadevbhaof COPD
complicated with bronhoectasis and hypertensiord &f260 years (48,3 = 6,5). COPD diagnosis was
based on clinical and radiological data [9, 10]olaory and functional examinations in all patients
complication with bronhoectasis, confirmed by Xgand computed tomography. Verification AG [10]
and the confirmation of the diagnosis carried auttlee basis of a standard WHO questionnaire Heart
(Rose questionnaire) [9], the nature of the chapgethe electrocardiogram.

All patients were divided into 3 groups and climicantrol 1 and 2, matched by age and clinical
course of the disease. The control group of 10eptdi who received standard therapy for 10 days.
Clinical group 1 (36 patients), in addition to gdard therapy was assigned Glutoxim 1ml of 3% (30 mg
intramuscularly once a day 10 days clinical grou(82 patients) in addition to standard therapy was
assigned Glutoxim in combination with L-arginingpasate 4 2% intravenously with 100 ml 1 time per
day for 10 days. The volume of standard therapyggavas similar.

Immunological examination was conducted in the frslays after admission, and after 10 days
of treatment. Evaluated: quantification of T anthBnunity links, the number of CD3 +, CD4 +, CDS8 +,
CD16 +, CD22 + lymphocytes and immunoregulatornyein@RI) [12]; study the functional activity of T-
lymphocytes (RBTL) [13]; performance study serur®dgA, IgM [14]; determining the concentration
of circulating immune complexes (CIC) midsize ser(ih®]; study of the phagocytic activity of
neutrophils with the calculation of phagocytic ird@l) of Hamburg and phagocytic number (FCH)
Wright [12]. The study evaluated the dynamics ali¢gators of the quality of life of patients accarglito
the questionnaire MOS SF-36 (MOS SF Item Short Adaalth Survey). In order to evaluate the effect
of treatment on quality of life in patients witrste carried out a global assessment of the stajeadity
of care to patients and the physician. SF-36 quessire, patients self-administered: 1 times intiime
of admission to the hospital; 2 just at the end sfationary treatment (days 10-14); 3 times abgths.

Statistical processing of the results was perform&dg a standard package «MS Excell» and
«Statistica for Windous. Release 6.0».

Results and its discussionThe analysis of baseline T-cell immunity in pateemith COPD
showed heterogenity and multi-vector disorders.il@mnesults were obtained by other investigatorg a
coincide with the literature data [11]. Patientsevebserved different violations cellular immunigther
observed predominantly T-helper immune deficienaghwow IRl or predominantly T-suppressor
immunodeficiency with high IRI. Depending on thessults the patients clinical groups were divided
into two subgroups. Each clinical group was dividie subgroups to subgroups A included patients
with T-helper immune deficiency and low IRl (0.8}. A.1 - 19 patients, A.2 - 17. The subgroup
included patients with T-suppressor immunodeficjeaied high IRI (2.1-2.6): B.1 - 17 patients B.20- 2
After 10 days in the clinical groups positive dynesnof clinical symptoms with a decrease in the
intensity of dyspnea and cough, reduce sputum nweJunormalization of body temperature,
improvement in general well-being. What it is acpamied by an improvement in pulmonary ventilation
indices.

Analysis of immunological parameters in the cong@up to improve the immune status did not
identify. Total lymphocyte count had increased 1881+ 0,76, CD4 + - lymphocytes to 0.46 + 0.21. It
was noted a significant decrease in spontaneous.RBth 0,055 + 0,006 to 0,034 = 0,008>(,05),
change RBTL with PHA to 1.49 + 0,2ne was significarhere was a trend to reduce the number of CD3
population to 0.84 + 0.42 and a subpopulation oBGDlymphocytes to 0.36 + 0.22, with a decrease in
the IRI to 0.51 + 0.85, on the background of insieg tendency to CD16 + population lymphocytes to
0,31 + 0,12. In humoral immunity decrease in themnber of CD22 + - lymphocytes to 0,66 + 0,38, and

65




| SSN 2079-8334. Ceim meouyunu ma oionozii. 2017. Ne 1(59)

the content of IgG, to 7,97 £ 0,74, IgA up to 126,22, IgM to 0.83 £ 0 11, the number of the CIBC t
62.47 + 4, 75, all indicators had no significantues. The phagocytic activity of neutrophils has no
changed with FI1 51,0 + 3,6 to 50,32 + 8,31, with B 4,4 + 0,47 t0 6,2 + 3,51.

In clinical groups: A.1 subgroup was a statisticaignificant increase in the total number of
lymphocytes from 1,69 + 0,15 to 2,12 £ 0,120305) populations: CD3 + lymphocytes from 1.02 210
to 1,50 £ 0,09 ¢0,05), CD4 + - cells to 0.44 + 0.13 0,78 £ 0,080(05), CD16 + lymphocytes 0,26 +
0,05 to 0,41 + 0,02%0,05), proliferative activity of lymphocytes in RBwith PHA with 1,45 + 0,08 to
1,69 = 0,04 (0 , 05). Changes in spontaneous RBTL to 0,046 ©4),6he number of CD8 + -
lymphocytes to 0,50 £+ 0,15, had no significant ealuAs evidence of the positive effects of presctib
treatments in the body's immune response. Redudfomanifestations of T-cell immunodeficiency,
accompanied by a statistically significant normetiian of IRl 1,13 + 0,16-1,83 £ 0,22>0,05). Similar
rates of immune status were obtained in the sulpgéRl as was an increase in the total number of
lymphocytes to 2,19 + 0,0950,05) populations: CD3 + lymphocytes to 1,51 + (880,05), CD4 + -
cells to 0,81 + 0,10 %0,05), CD16 + lymphocytes to 0,40 + 0,0&QJ05), proliferative lymphocyte
activity with RBTL PHA to 1,67 £ 0,06 ¥0,05). Changes in spontaneous RBTL and the nunfl@b8
+ - lymphocytes was not significantly changed. Thias accompanied by a statistically significant
normalization of IRI to 1,83 + 0,19%0,05).

In clinical improvement was observed in the grofiguantitative and functional characteristics
of the most affected T suppressor / cytotoxic lyomptte subsets. B.1 In the subgroup was a staligtica
significant increase in the number of CD3 + lympjtes from 0,87 + 0,15 to 1,27 + 0,12(05) and a
subpopulation of CD8 + lymphocytes from 0,32 + 0{69, 47 + 0,03 &0,05), CD16 + lymphocytes
from 0,25 + 0,06 to 0,40 = 0,02>0,05), which was accompanied by a statisticallyni§icant
normalization of IRl 2, 39 + 0,14 to 1,85 £ 0,¥3(,05). There was a trend towards improvement of the
functional activity of lymphocytes activated wittHR RBTL increase to 1,48 + 0,11, spontaneous
changes RBTL to 0,038 + 0,009, changes in the tataiber of lymphocytes to 2,04 + 0,17, the number
of CD4 + - lymphocytes to 0.73 + 0,07, which didt in@ve a valid value. A similar pattern was also
observed in a subgroup B.2. Increasing the numbe&l8 + lymphocyte population to 1,26 + 0,10
(r>0,05) and a subpopulation of CD8 + lymphocytes,t49D+ 0,06 #0,05), of CD16 + lymphocytes to
0.41 + 0.04 (¢0,05), which was accompanied by a statisticallyifigant normalization of IRI to 1,87 +
0,16 (»0,05). The trend towards the improvement of thectional activity of lymphocytes with PHA
RBTL increase to 1,47 £+ 0,10, spontaneous changdd.Ro 0,039 + 0,007, changes in the total number
of lymphocytes to 2,06 + 0,15, the number of CD4lymphocytes to 0.76 + 0.09, which did not have a
valid value. In both clinical groups reported impement of the phagocytic activity of neutrophila -
statistically significant increase in Pl and the FFa subset of A.1: PHI from 52,1 + 2,7 to 64,3 8
(r>0,05), the FF to 4,6 = 0,37 to 6,8 £ 0,9(®, 05), and the corresponding figures in the sulqy?2:
PHI to 65,1 £+ 3,1 &0,05), the FF to 6,7 £ 0,750, 05), in subgroup Q1: PHI to 49,9 + 4,54 to 6241
(r>0,05), the FF to 4,2 £ 0,56 to 5,5 + 0,25>(p.05), a similar pattern was observed in the suljgB.2:
PHI to 61,8 + 3,22 &0,05), the FF to 5,6 + 0,31 §9,05).

Much smaller changes were observed in the humanabuinity of patients in both clinical
groups. A.1 marked downward trend in the numbeB oktlls: CD22 + lymphocyte population to 0,53 +
0,06, A.2 to 0,54 £ 0,08, while in the subgroup Jéeesults were statistically significant with 0 ¥6
0,09. B.1 to 0,48 + 0,07 X0,05) B.2 to 0,47 + 0,05 X0,05). In both clinical groups showed a
statistically significant increase in serum IgA14rom 1,29 + 0,14 to 1,76 + 0,11>(0,05) A.2to 1.75
0 09 (»0,05) from B.1t0 1.33 + 0.15 1,69 + 0,08@q05) B.2 to 1,71 + 0,09 £08,05). CEC Decrease in
A.1t0 62,8 £ 2,72 to 56,3 £ 1,49>(,05) A.2 - up to 55,4 + 1,45X%p,05); B.1 t0 59,4 + 2,69 t0 53,2 +
1,22 (»0,05) B.2 - up to 52,5 + 1,200,05). This was accompanied by a tendency to retheceontent
of IgG and IgM. A.1 IgG content increased from 788,21 to 8,10 + 0,29, A.2 - up to 8,32 + 0,28, in
B.1 with 8,96 + 0,18 up 9,56 + 0,15, B.2 - up t6 @£ 0,14. In group A IgM decreased content: Aup-
t0 0.77 £ 0.03, A.2 - up to 0.76 = 0.05, Group Bi1Bup to 0.86 + 0.04, B.2 - up to 0,87 + 0,03ided
had no reliable values. These changes were quieced result, given the short period of observatio

When the quality of the study of life in patientgrsficant improvement in all parameters were
obtained in clinical groups. In the control grosfgnificant changes were observed only in the inafex
vitality (VT). The subgroups A.1 and B.1 improvedrfmrmance (VT), and role functioning (RP), and
physical functioning (PF) and were significant.the control group these indices were not signifigan
changed. The indicator of general health (GH),icdihgroups had significant changes. The subgroups
A.2 and B.2 significantly improved indicator GH, YRP, PF and the restoration of mental health (MH),
emotional functioning (the RE), which eventuallg l® an increase in VT. It should be noted that the
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improvement in these indicators positively affectdee establishment of compliance. Long-term
observation showed reduction in the number of ekati®ns in the subgroups A.2 and B.2, which is
possible due to the increase in stress patients.

1. Among the major disorders of T-cell immunity@OPD patients with complication of bronhoectasis
for AH can distinguish T cell immunodeficiency, doeinantly T-helper or T-suppressor of immune
deficiency. ldentified types of immunological diders are the basis for immunological correction
glutoxim. Use of glutoxim was effective and shovieghrove immunological parameters in patients with
impaired cellular immunity.

2. In addition to standard therapy glutoxim in camaltion with L-arginine aspartate led not only to a
improvement in the body's immunological defense, dgo to a significant improvement of all the
parameters of quality of life. Long-term follow-up these patients showed a decrease in the number o
exacerbations.
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CYYACHI MIAXOAH A0 JIIKYBAHHS
KOMOPBIJTHOI TATOJIOI'Ti BPOHXO-
JIETEHEBOI TA CEPIIEBOCYJIMHHOI CHCTEM
MoiceeBa H.B., Baxnenko A.B., Pym’ sinuesa M.O.

XpoHiuHe OOCTPYKTHBHE 3aXBOPIOBAHHS JIETCHb Mae
BaroMe MeEJIMKO-COLliaJIbHE Ta EKOHOMIYHE 3HAUCHHS, i
3INIIAECTHCS OJHIEI0 3 OCHOBHUX IPHYHMH 3aXBOPIOBAHOCTI
1 CMEpTHOCTI B ycboMY CBIiTi. Ha choromHi oco0OnuBy yBary
NIPUBEPTAIOTh KOMOPOIOHI CTaHM, KOJM Yy TMAalli€HTa
MOEAHYIOTBCSL TATONOTIi OpOHXOJIEreHEeBOI Ta CepIieBO-
CyAMHHOI cucteM. JlaHe TOCIiKEeHHs TPUCBSIUEHO MOIIYKY
LIJISIX1B ontumizauii  JIIKyBaHHS CEepPEAHBOTSIKKOTO
3aroCTPEHHs] XPOHIYHOTO OOCTPYKTHBHOT'O 3aXBOPIOBaHHS
JIETeHb, YCKIIQJHCHOTO OPOHXOCKTa3i€r0 Ha TIIi 1MEeMIiYHOT
xBopobu cepist. Cepesr OCHOBHHX MOPYIIEHb T-KIIITHHHOTO
IMYHITETY y XBOPHX 3 XPOHIYHUM OOCTPYKTUBHHM
3aXBOPIOBAHHSM JIET€Hb, YCKJIAJHEHHUM OpOHXOEKTa3i€ro,
HAa T aprepiasibHOi rinmepreH3ii  Bu3HauvaeTbes -
KITHHHUAN iMyHOOediuuT, 3 nepeBaxkHo T-xenmepHoro abo
T-cymnpecopHOIO IMyHHOIO HEJOCTAaTHICTIO. BusiBieHi tunu

COBPEMEHHBIE TIOAXO/bI K JTEYEHUIO
KOMOPBEU/IHOM MATOJIOT UM BPOHXOJIET OYHOM
A CEPIEYHOCOCYJIUCTON CUCTEM
Mouceea H.B., Baxnenko A.B., Pymsanuesa M.A.

XpoHUUecKoe OOCTPYKTHBHOE 3a00JICBAHHUE JIETKUX HMEET
BECOMOE MEJIUKO-COLMAIbHOE U HKOHOMHUYECKOE 3HAYCHUE, U
ocTaeTcss OJHOM W3 OCHOBHBIX HPUYUH 3a00JI€BAaEMOCTH U
CMepTHOCTH BO BceM wmmpe. Ha ceromms ocoboe BHHMaHHE
NPUBJIEKAIOT KOMOPOUAHBIE COCTOSIHUSI, KOTAa Yy TMalleHTa
COYETaIOTCS MaTOJIOTHH OPOHXOJIETOYHON M CEepAEYHOCOCYANUCTOM
cucteM. JlaHHOe HCClef0OBaHUE TIOCBAIIEHO TOHUCKY IIyTH
ONITHMH3AIIN JIeYeHHs CPEAHETSHKENOT0 obocTpeHus
XPOHUYECKOTO 0OCTPYKTHBHOTO 3a0o0JIeBaHMs JIETKUX
OCJIO’KHEHHOTO OpOoHXOeKTa3ueil Ha (hOHe HIIeMUIecKoi 6ose3Hn
cepaua. Cpeau  OCHOBHBIX — HapyuieHud — T-kieTodHoro
HMMYHHUTETa Yy OOJBHBIX C XPOHHYECKHM OOCTPYKTHBHBIM
3a00JIeBaHNUEM JIETKUX OCJIOKHEHHBIM OpOHXOEKTa3uel, Ha GoHe
apTepUabHOW  TUIEPTEH3Uu  ompeaenserca  T-KIeTO4HbIN
UMMYHOAE(DHUIIUT, ¢ HpeuMyliecTBeHHO T-xemmepHod wmm T-
CYNPECCOPHON HMMMYHHOM HEIOCTaTOYHOCTbIO.  BbIsABICHHBIE
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IMYHOJIOTIYHUX TIOpPYIIEHb € IiJCTaBOIO UL MPOBEICHHS
IMyHOJIOTIYHOi  Kopekwii  mpemaparom  [myTokcuwm.
3acrocyBaHHs ~ mpemapary — [JIyTOKCMM  BHUSIBHIJIOCH
e(eKTUBHUM 1 TOKpAIyBaJO IMyHOJIOTiYHI MMOKA3HHKU Yy
XBOPHUX 3 PI3HOBEKTOPHUMH TOPYLICHHSIMH KJIITHHHOT
JaHKM iMyHiTeTy. JIOMOBHEHHS CTaHAapTHOI Teparil
koMOiHamiero ['iyrokcmma 1 L-apriminy  acmaprary
NPU3BOAMIO HE TUIBKM JIO TIOJINIICHHS IOKa3HUKIB
IMYHOJIOTIYHOTO 3aXHCTy OpraHi3My, aje i 10 iCTOTHOTO
MOKPAIIEHHST BCIX MapaMeTpiB SIKOCTI JKUTTS XBOPHUX.
[NoninmenHs IUX MOKAa3HUKIB CIPHUATIMBO IO3HAYaIoCA 1
Ha BCTaHOBJICHHI KOMIIJIaeHCA. JloBroctpoxosi
CIIOCTEPEKEHHS Y JAHUX XBOPUX  JIEMOHCTPYBAJIH
3HIDKCHHSI KUJIBKOCTI 3arOCTPEHB, 10 MOJKIIMBO ITOB'S3aHO 3
I ABAIICHHSIM CTIMKOCTI IO CTPECY Y HHX.

Kirouosi cJ10Ba: 00CTpYKTHBHHIT OpoHXIT,
OpOHXOEKTa3H, apTepiajbHA TilepTeHsis, IIIyTokcuM, L-
aprixiH.

Crarrs Hapgiinora 10.01.201%.

TUNBl UMMYHOJIOTUYECKUX HAPYLICHUH SBIIAIOTCS OCHOBAaHHEM
JUIl TIPOBEAEHMS HMMMYHOJOTHUECKOH KOPPEKIHM IPenapaToM
I'myroxcum. Ilpumenenue mnpenapara [JyTokcum oOka3anoch
9((}EeKTHUBHBIM M YJIY4YIIaJ0 UMMYHOJIOIMYECKHE IOKa3aTenu y
GOJIbHBIX C PA3HOBEKTOPHBIMU HAapYLIEHHSMH KJIETOYHOIO 3BEHA
UMMyHHTETa. JIOIONHEHHe CTaHJapTHON Tepanuy KOMOWHAIHCH
I'myrokcuma m L-apruHuHa acmaprara HPUBOAWIO HE TOJBKO K
YIy4dIIEHUIO  IOKa3aTeled  HMMMYHOJIOTUYECKOM  3allUThI
OpraHu3Ma, HO U K JIOCTOBEPHOMY YJIYYLICHUIO BCEX IIapaMeTpOB
KauecTBa KU3HM OONBHBIX. YIydIIeHHEe JaHHBIX MOKa3aTenen
OJIarONpPHUATHO CKA3bIBAJIUCH M HA YCTAHOBJICHMM KOMILUIACHCA.

Jonrocpounsie HaOII01eHUA y JTaHHBIX OONBHBIX
JIEMOHCTPUPOBAJIM CHIDKGHHME KOJIMYeCTBA OOOCTPEHUH, HYTO
BO3MOXKHO CBSI3aHO C IIOBBIIICHHEM CTPECCOYCTOIYMBOCTH
OOJIBHBIX.

KiroueBbie cJ10Ba: 00CTPYKTUBHBIN OpOHXHT,
OpOHXOOKTa3bl, apTepHAbHAS TUIEPTCH3US, TIyTOKCHM, L-
APTUHUH.

Penenszent bobupros B.M.
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OCOBJIMBOCTI KVITHIYHOI'O ITEPEBITY JJEUOMIOMU MATKHU HA TJII
METABOJIIYHOI'O CUHAPOMY

O6crexxeno 30 mamieHTOK i3 JISHOMIOMOIO HA T METa0OJIIYHOTO CHHAPOMY i 34 MamieHTKH KOHTPOJIBHOI rpymu 0e3
nefiomiomu. BeTaHOBIIEHO, IO B JKIHOK, XBOPHX Ha JIeHOMiOMY MaTKU Ha TJIi METa0OJIIYHOTO CHHAPOMY, y IaToreHesi i mepediry
3aXBOPIOBAHHS B IIEPIIOMY BIKOBOMY II€pioJi MEHOIIay3a HacTa€e paHille. AKyIIepChbKO-TIHEeKOJIOT1YHHI aHaAMHE3 BUSBUB MCHIILY
KIUJIBKICTB BariTHOCTEH i (i310JIOTYHAX TIOJIOTIB i3 ISSIKMM 30UTBIICHHSIM NAaTOJIOTIYHUX TI0JIOTIB, BTPUUI YacTillle AiarHOCTY€EThCS
6e3mtiast. [TopyleHHs] OBapiallbHO-MEHCTPYAIBHOTO [UKITY HPOSBISIOTHCS OBYJSIIHHAMH KpoBoTeuamu (y 6,7% BUNajkiB),
HaJMIpHUMH KPOBOTEYaMH B mepuMeHonaysanbHomy mepioai (y 10,0% Bumankis), po3BHTKOM aMeHOpEl Ta OJirOMeHOpel.
[MamienTky wi€i rpyny HaidacTilie BUKOPHCTOBYBAJIM FOPMOHAJBHI OpaibHi KOHTparenTusu. Jlokamizallis MiOiZHUX BY3IiB y
JIpyromy BikoBoMYy mepioai intepcruuianbha B 73,1%Bunanxis. Jleiiomiomu 3a Tunom Hanexats o I, I1 i III tumy B piBHiit Mmipi.
Helipo-eHIOKpHHHMIA CTaTyC XapaKTepU3YEThCS BIPOTLTHUM 30UIBIICHHSM DIBHS €CTPajioily, 3MEHIICHHSIM — IIPOTECTEPOHY i
He3HauHuM 3MeHIeHHsIM JIIEA-C. BMicT roHaOTpOITHHX TOPMOHIB MaJIO BiJIPi3HAETHCS BiJl TOKA3HUKIB 30OPOBUX JKIHOK.

Kurouogi ciioBa: sieiiomioma MaTku, MeTabOIIYHIN CHHIPOM, TOPMOHAIBHHH CTATYC.

Poboma € ppacmenmom HJIP «Bionosnenns ma 30epescents penpoOyKmugHo20 300p0os’ s I AKOCMI HCUmmsi JICIHKU 6
CYYACHUX YMOBAX NPU AKYMEPCLKIl | einekonoeiuniti namonoeii», Ne oepacpeccmpayii 0113U007336.

JlefiomioMa € OJHMM 13 HAHOLUIBII MOIIMPEHHX 3aXBOPIOBaHb CTATCBOI CHUCTEMHM B JKIHOK
PENPOAYKTUBHOTO BiKy. JlelioMioMi MPUCBSYEHI YHCICHHI JOCTIKCHHS, B SIKHX BUCBITJICHO pi3HI
aCIIeKTH eTiOoNaToreHe3y Ta KIiHIKO-MOpQOIoriyHux ocodimuBoctei nepediry [1, 5, 7, 10]. Y Hux
JIETaIbHO PO3TIIANAIOTECS (DAKTOPH PU3UKY PO3BUTKY JieiomiomMu [4], D0 SKHMX BIAHOCSTH CIIAAKOBY
CXWJIBHICTh. TICHXOEMOIIIMHIKI CTpec, HaaMipHa Maca Tija, Bik 1o 45 pokis Ta inmi. He yHukmm yBaru
HayKOBIIIB ITOPYILEHHS CTaHy HEWPO-CHIOKPHHHOI CUCTEMH, HeaIeKBaTHa KOHTparemniis [9].

3a oCTaHHIMH IaHWMH JIEHOMIMa YacTO IIOENHYETHCS 3 CYIMYTHIMH 3aXBOprOBaHHAMH. [li
KoMOiHaIii MarTh 0araTo BapiaHTIB, KOJW BHSBJAIOTH BILIMB OJHOTO 3aXBOPIOBAHHS Ha PO3BHUTOK 1
nporpecyBanus iHmoro [12]. TIpobrnemi moeaHaHoi maToNOTii JIGHOMIOMH MAaTKU 3 IHIIAMH
3aXBOPIOBAaHHSAMH HAJA€ThCSl BCE OUIBIIOTO 3HAYEHHS 3 METOI0 YTOYHEHHS BIUIMBY €TiOJIOTiYHUX
YMHHUKIB Ta MEXaHi3MiB TiePIUIaCTHYHUX MIPOIIECIB IpH Jeiomiomi Mmatku [11].

MeTabomiyHui CHHAPOM Ta OKUPIHHS € aKTYaJIbHOIO MPOOJIEMOIO [T TiHEKOJIOTii 1 € OMHIMU 3
¢axTopiB momiMopOigHOCTI (KOMOPOITHOCTI), SKi OOTSDKYIOTH Mepedir TiHEKOJIOTIYHUX 3aXBOPIOBAHB,
MOTPEOYIOTh YITKUX MIiAXOMIB 0 IiarHOCTUKH, MepeadadyeHHs] PU3UKIB PO3BUTKY Ta Ha IXHIH MiacTaBi
IIJICCIIPSIMOBAHOTO MTATOTCHETUIHOTO JIIKYBaHHSA. BHSIBICHO 3B'SI30K MK HAQTHIIIKOBOIO MAacoro Tija i
HOTiPIICHHSAM PENPOIYKTHBHOI (DYHKIIIT B )KIHOK [2], IO CIIOHYKA€E 70 MOTIMOICHOTO BUBYCHHS TIepediry
JICHOMIOMH MaTKU Ha TJIi METa00IIYHOTO CUHAPOMY.

Mertor poOoTH Oy0 BHBUMTH OCOOIHBOCTI Iepediry JeHOMIOMH MAaTKH, sKa MOETHYETHCS 3
MeTaOOIYHUM CHHIPOMOM.

Marepiax Ta MeToaun aociaimkennsi. JlociipkenHs nposeneHe Ha 64 xBopux (30 marieHToK i3
MeTabOTiuHNM CHHApOMOM, Tpyma 1, i 30 mpakTudHO 340pPOBUX KIHOK, KOHTPOJBHA Tpyma). Y rpym 1
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