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NERVOUS SYSTEM LESION IN ANKYLOSING SPONDYLITIS, IN THE DISEASE BEGINNING IN CHILDHOOD

AND ADULTHOOD

Summary. The incidence of ankylosing spondylitis (AS) in population amounts to 0.3 %, which is significantly more likely to develop
at the age of 20-30 years. There are two forms of AS — juvenile and adults, depending on the age of the disease debut. The problem
of juvenile AS (JAS) diagnostics is one of the most relevant in pediatric rheumatology, and the evolution of this disease remains un-
explored in adulthood.

The aim of the study — to learn the frequency and nature of separate clinical signs of CNS and PNS lesions in patients with AS, and
to evaluate their special features in the disease beginning in childhood and adulthood.

Materials and Methods. 217 patients with AS (193 males and 24 females) with an average age of 38 years were examined. The
rapidly progression course is detected in 21 % of patients, moderate and high activity rate — in 79 %, stage Il-Ill —in 82 %, polyarthri-
tis —in 65 %. JAS was noted in 16 % of cases (all boys), in which stage Ill took place twice as often than other patients.

Results and Discussion. Changes in PNS are observed in 4.9 times more often among patients with JAS, and CNS is 2 times less
often than in cases of the disease debut in adulthood, moreover among the patients of the 1% group, the severity of CNS disturbance
is associated with the involvement of the cervical spine and the prevalence of spondylopathy, PNS is associated with the availability
of tendovaginitis, arthritis of the "root joints" (shoulder, hip) and changes in the thoracic spine, while in the 2™ group it is associated
with the parameters of the integral index of arthritis activity and the x-ray stage of the disease, with disturbance of "root" and sacroiliac
joints, wherein the age of the disease onset affects the development of asthenic vegetative and corticonuclear syndrome, the emer-
gence of radiculopathy, cervicocranialgia and metacarpal canal syndrome, and in the pathogenetic architectonics of the CNS patho-
logy the level of immunoglobulin-A plays a greater role, and in PNS the serum interleukin 1-3 contents, which, in addition, in cases of
JAC determine the occurrence of cervicocranialgia, and in the remaining observations of AS — the Morton's metatarsalgia.
Conclusions. AS with different age of the disease debut is a risk factor for the development of certain symptoms of the CNS and

PNS disturbances, which in these groups have their pathogenetic features.

Key words: ankylosing spondylitis; children; adults; nervous system; lesion; course.

INTRODUCTION The prevalence of ankylosing spondy-
litis (AS) reaches 0.3 % among the population [1, 2], and one
of the most common manifestations of the disease is the
central and peripheral nervous system lesions (CNS, PNS)
[3, 4], which is primarily caused by the pathology of the spine
[5]. The main causes of severe neuropathy in patients with
AS are subluxation and micro fracture of the vertebrae [6, 7,
8], as well as demyelinating pathology [9]. It should be noted
that for such patients there are violations of the nervous
system vegetative link [10], which, first of all, affect its para-
sympathetic component [11]. Almost always AS is accom-
panied by psychosomatic disorders [12, 13], which, eventu-
ally, further exacerbates the poor quality of patients’ life [14,
15]. Two forms of AS are identified — juvenile onset (JAC)
and adult onset (AAC), depending on the age of the disease
debut [16]. R. Conway and F. D. O’'Shea [17] consider that
these variants of the disease differ “like apples from oranges”.
An increasing research interest in the disease over recent
years has led to a number of significant insights in AS. The
differences between juvenile and adult-onset AS represents
an ongoing controversy. It is still uncertain whether these 2
entities are distinct disease processes or different manifes-
tations of the same disease modulated by age of onset. A
number of groups have looked at this aspect of the disease
using a variety of methodologies and publishing a number of
contrasting findings [18].

The aim of the study —to learn the frequency and nature
of separate clinical signs of CNS and PNS lesions in patients
with AS, to assess their special features in disease that began
in childhood and adulthood.

MATERIALS AND METHODS 217 AS patients aged 16
to 57 years old (an average of (37.7+0.64 years) were under
observation, 88.9 % of men and 11.1 % of women among
them. The disease duration averaged (10.5+0.39) years. |

59

degree of AS activity was established in 21.2 % of cases, I
—in56.7 % and Ill —in 22.1 %, | stage was noted in 18.4 %
of the surveyed patients’, Il —in 50.7% and Il — in 30.9 %.
Slowly progressive disease course occurred in 79.3 % of
cases, fast-progressing — in 20.7 %. The so-called “central
form” of AS was diagnosed in 33.6 % of cases, “rhizomelic”
—in 2.8 %, “peripheral” —in 5.1 %, “undifferentiated” — 58.5 %.
Ophthalmopathy (uveitis) and visceral changes are estab-
lished in %4 of the patients’ number.

Peripheral arthritis was determined in 66.4 % of the pa-
tients, sarcoileitis —in 97.2 %, manifested spondylopathy —in
94.9 %. The parameters of the articular syndrome incidence
were (5.4+0.25) r.u., its activity (DAS) — (4.0+0.10) r.u., the
Lansbury index — (117.1+3.89) points, the index of arthritis
progression — (1.3+0.15) r.u. The Barnett-Nordin meta-carpal
index was (0.43£0.004) r.u., the bone mineral density index
— (-1.49£0.055) SD. Enthesitis were noted in 38.7 % of the
surveyed, tendovaginitis — in 28.6 %.

All patients were divided into two groups: the first (main)
amounted to 35 (16.1 %) patients with JAS (all males with
onset of the disease under the age of 18), and the others
182 (83.9 %), with AAS were included in the 2nd (control)
group. The age of the main group representatives in the
disease debut was (14.3+0.52) years, and at the time of the
examination — (24.9+0.83) years, while in the control group
it was (29.6+0.45) years and (40.2+0.58) years respectively.
The duration of the disease in the 1st and 2nd groups did not
differ. Both groups were approximately equal in the disease
degree activity, but rapid progressive course of the disease
in AAS was 2.7 times more common.

Patients underwent X-ray (“Multix-Compact-Siémens”,
Germany) and ultrasound (“Envisor-Philips”, the Netherlands
and “ATL3500-Siemens”, Germany) with a study of periph-
eral arthritis, spondylopathy and sacroileitis, and performed
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dual-energy X-ray absortiometry of the proximal femur
(“QDR-4500-Delphi-Hologic”, USA), echocardiography (Acu-
son-Aspen-Siemens, Germany, Envisor-C-Philips, the Neth-
erlands) and ultrasound doppler examination of vessels
(angiographer “Aplia-XG-Toshiba”, Japan). In the part of
patients, electroneuromiography (Neuro-MVP-4, Russia) was
performed with the estimation of the pulse velocity and po-
tential amplitude, computerized (Somazom-Emotion-6-Sie-
mens, Germany) and magnetic resonance (“Gygoscan-In-
tera-Philips”, The Netherlands) tomography of the sacroiliac
joints, spine and brain. The serum levels of antibodies to
cyclic citrullinated peptide (aCCP), the concentration of in-
terleukin (IL) 1B and tumor necrosis factor (TNF) a were
studied using the enzyme immunoassay (PR2100 Sanofi
diagnostic pasteur, France), and the immunobiochemical
analyzer “Olympus-AU-640 “(Japan), concentrations of C-re-
active protein (CRP), fibrinogen (FG), circulating immune
complexes (CIC), immunoglobulins (Ig) A, G and M were
determined in blood serum. The aCCP values in serum of
the examined AS patients were 22.2+8.41 + 0.57 U/ml, CRP
—12.0+5.89+0.40 mg/l, FG — 7.4 £ 2.99 + 0.20 g/l, IgA —
2.3+0.58 £ 0.04 mmol /L, IgG — 15.7 £ 3.23 + 0.22 mmol/l,
IgM — 2.0 £ 0.62 + 0.04 mmol/l, CIC — 104.5 + 61.08 + 4.15
r.u., IL13—88.5+100.17 + 6.80 pg/ml, TNFa-153.5 +£ 220.12
+ 14.94 pg/ml.

Statistical analysis of the research results was carried out
by computer variations, nonparametric, correlation, regres-
sion, one (ANOVA) and multivariate (ANOVA/ MANOVA)
variance analysis (Microsoft Excel and Statistica-Stat-Soft,
USA). The mean values (M), their standard deviations (SD)
and standard errors (m), Pearson parametric correlation
coefficients (r) and nonparametric Kendall (t), Brown-For-

sythe dispersion criteria (BF), Wilcoxon-Rao (WR), the
multiple regression (R), Student (t) and McNamara-Fisher,
the reliability of statistical parameters (p).

RESULTS AND DISCUSSION The CNS lesion was di-
agnosed in 74.7 % of the patients with AS, PNS — 33.2 %,
in patients with AAS twice as likely, and changes in PNS is
5 times less. It should be noted that PNS lesion occurred in
all JAS patients. Among the patients with AS, dyscirculatory
encephalopathy was detected in 54.4 % of cases, asthenic
vegetative syndrome — in 39.2 %, corticonuclear syndrome
—in 22.6 %, cortical ataxia — 19.4 %, peripheral polyneuro-
pathy and pyramidal syndrome —18.0 %, cerebellar ataxia
—17.5 %, radiculopathy — 16.6 %, pseudobulbar syndrome
—14.3 %, cervicocranialgia— 13.8 %, Morton’s metatarsalgia
—12.9 %, peripheral mononeuropathy — 10.6 %, metacarpal
canal syndrome — 9.2 %, transient cerebrovascular disorders
— 8.3 %, epileptiform syndrome — 7.8 %, neuralgia of the
trigeminal nerve — 4.6 %, facial nerve neuritis — 3.7 %.

The pathology of the central nervous system (CNS) in
the case of AAS is manifested with dyscirculatory encepha-
lopathy in 72.8% of cases, with asthenic vegetative syndrome
—in 52.5 %, with corticonuclear syndrome — in 30.3 %, with
cortical ataxia —in 25.9 %, with pyramidal syndrome —in 24.1 %,
with cerebellar ataxia — in 23.5 %, with pseudobulbar syn-
drome —in 19.1 %, with transient ischemic attack —in 11.1 %,
with epileptiform syndrome — in 10.5 %, and the PNS lesion
is revealed in 54.2 % of observations like peripheral polyneu-
ropathy, in 50.0 % — radiculopathy, in 41.7 % — cervicocra-
nialgia, in 38.9 % — Moroton’s metatarsalgy, in 32.0 % — pe-
ripheral mononeuropathy, in 27.8 % — metacarpal canal
syndrome, in 13.9 % — neuralgia of the trigeminal nerve, in
11.1 % — facial nerve neuritis.
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Fig. 1. The incidence of individual clinical signs of nervous system lesion in patients with JAS and AAS
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Fig. 2. Difference in frequency of individual signs of nervous system lesion in patients with JAS and AAS

1-dyscirculatory encephalopathy, 2 — asthenic vegetative syndrome, 3 — corticonuclear syndrome, 4 — cortical ataxia 5 — peripheral polyneuropathy,
6 — pyramidal syndrome, 7 — cerebellar ataxia, 8 — radiculopathy, 9 — pseudobulbar syndrome, 10 — cervicocranialgia, 11 — Morton’s metatarsalgia,
12 — peripheral mononeuropathy, 13- metacarpal canal syndrome, 14 — transient cerebrovascular disorders, 15 — epileptiform syndrome, 16 - neuralgia

of the trigeminal nerve, 17 — facial nerve neuritis
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Such signs of nervous system lesion as peripheral mo-
noneuropathy, corticonuclear syndrome, cortical ataxia,
pseudobulbar syndrome, and transient ischemic attack were
not observed in JAS, and dyscirculatory encephalopathy was
observed significantly less frequently by 70 %, and asthenic
vegetative syndrome — by 85 %. Meanwhile, disease begin-
ning in childhood is marked by peripheral polyneuropathy,
radiculopathy, cervicocranialgia, Morton’s metatarsalgia,
metacarpal canal syndrome, neuralgia of the trigeminal nerve,
facial nerve neuritis, and epileptiform syndrome, which were
observed more often than in AAS, respectively, in 15,1; 3,3;
2,2; 2,9; 90,5; 7,8; 5,2 and 3,6 times, as shown by McNe-
mar-Fisher’s analysis and reflected in Fig. 1 and 2.

According to Wilcoxon-Rao's multivariate dispersion anal-
ysis, the age of patients in the disease debut is influenced on
integral signs of CNS changes. We selected those signs of
AS clinical course that simultaneously had Brown-Forsythe
dispersion relations and Kendall's correlation with the severi-
ty of the nervous system lesion. It turned out to have existed
a direct relationship between the severity of the cervical spine
lesion and the prevalence of spondylopathy in cases of JAS,
and with the DAS parameter and the involvement of the “root”
(shoulder, hip) joints in cases of AAS.

According to Wilcoxon-Rao analysis, the age of AS pa-
tients at the onset of the disease affects the integral clinical
signs of PNS. In the main group, there is a direct correlation
between the severity of changes in PNS with tendovaginitis
and involvement the thoracic spine, and in the control group
— with the AS stage, the presence of the coxitis and the se-
verity of sacroileitis.

The age of the disease debut in the main group correlates
inversely with the severity of the dyscirculatory encephalo-
pathy, asthenic vegetative and epileptiform syndrome, and
in the control one — directly correlates with the corticonuclear
syndrome and has negative correlation relations with the
epileptiform syndrome and cerebellar ataxia, as shown by
the Kendall and Pearson correlation analyzes (Fig. 3—-6).

Both in the first and in the second patients’ groups with
AS there are direct correlations the severity of radiculopathy
with the age of patients, and the inverse ones — with cervi-
cocranialgia. In addition, there are multi-directional reliable

relationships in JAS patients with the facial nerve neuritis
(direct relation) and metacarpal canal syndrome (inverse
relation). Based on the survey findings, we made conclusions
with a definite practical orientation: the debut of the disease
under the age of 11 (<M-SD in the patients of the main group)
is a risk factor for the development of asthenic vegetative
syndrome, cervicocranialgia and metacarpal canal syndrome,
and the onset of the disease is above 35 years of age (> M
+ SD in the control group) — a prognostic negative sign in the
occurrence of corticonuclear syndrome and radiculopathy.

As shown by Brown-Forsyth'’s dispersion analysis, in the
case of JAS, the beginning of asthenic vegetative syndrome
is influenced by the DAS parameters, the pyramidal syndrome
— by the prevalence of spondylopathy, cerebellar ataxia — by
the stage of the pathological process, peripheral polyneuro-
pathy — by the presence of tendovaginitis in patients, cervi-
cocranialgia — by the cervical spine lesion, metacarpal canal
syndrome — by the degree of disease activity. In cases of
AAS, the development of dyscirculatory encephalopathy is
closely related to enthesitis, pseudobulbar syndrome — with
the “root” joints lesion, pyramidal syndrome — with changes
in the cervical spine, cortical ataxia and metacarpal canal
syndrome — with DAS indices, radiculopathy — with AS stage.

Regardless of the AS variant and the nature of the ner-
vous system lesion, there is a dispersion relation between
the severity of the CNS, PNS pathology and IgA, CIC levels
in blood. In addition, the severity of the central nervous sys-
tem lesion in the patients of the main and control groups is
closely related to aCCP serum level, and in the case of AAS,
as is also to fibrinogenemia level. The severity of CNS lesion
in patients with JAS is directly correlated with level of IgA
and TNFa in blood, and PNS — with IL1B3. In cases of AAS,
there are inverse correlations between the severity of CNS
changes and immunoglobulinemia, CIC and IL13 parameters,
and it is observed a direct correlation with TNFa values. It
should be emphasized that the severity of PNS lesion in
patients with AAS is inverse correlated with the concentration
of CIC in blood and directly from IL1J.

Taking into account the performed statistical data results
of the survey, the prognostic positive sign in regard to the
severity of the CNS damage is the level of IgA <2 mmol / L
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Correlation-regression Pearson’s relations of patients’ age in the disease debut
with clinical manifestations of the nervous system lesion.
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Fig.3.Relation with asthenic
vegetative syndrome in JAS

Fig. 4. Relation with
corticonuclear syndrome in AAS

Fig. 5. Relation with
cervicocranialgia in JAS

Fig. 6. Relation with
radiculopathy in AAS
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(<M-SD of this main group) in patients with JAS and the
serum level of IgA> 3 mmol /I in AAS ( > M + SD control

group).

The next stage of our research was an assessment of
the immune disorders role in the pathogenetic constructions
of CNS and PNS lesion in patients with JAS and AAS. For
this purpose, we selected those indicators that simultaneously
had significant Brown-Forsythe dispersion relations and
Kendall correlation. It turned out that the development of
dyscirculatory encephalopathy directly depends on the level
of CIC, pyramidal syndrome — on CRP, peripheral
polyneuropathy — on IL1[3, cervicocranialgia — on IgA, the
metacarpal canal syndrome —on TNFa, Morton’s metatarsalgia
—on FG. There were no such dependencies in patients with
AAS, but there were completely different ones. Thus,
corticonuclear syndrome and the development of mono- and
polyneuropathy were associated with the level of CIC,
pseudobulbar syndrome — with IgM, the severity of
radiculopathy —with CRP, Morton’s metatarsalgia — with IL1[3.
These data once again point to the completely polysemantic
manifestations of the AS with the debut of the disease in
childhood and adulthood.
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CONCLUSIONS Changes in PNS are observed 4.9 times
more often in patients with JAS, and CNS lesion is 2 times
less likely than in cases of the disease debut in adulthood,
while in patients with JAS the severity of CNS damage is
associated with the involvement of the cervical spine and the
abundance of spondylopathy, PNS — with the presence of
tendovaginitis, arthritis of the “root joints” (shoulder, pelvic)
and changes in the thoracic spine, whereas in the case of
AAS, PNS lesion depends on DAS parameters, the X-ray
stage of the disease, the involvement of the sacroiliac joints,
and the age of the disease onset affects the development of
asthenic vegetative and corticonuclear syndromes, the oc-
currence of radiculopathy, cervicocranialgia and metacarpal
canal syndrome. And IgA level is more involved in the patho-
genetic constructions of the CNS pathology, and the level of
IL1B in blood —in PNS, moreover, IL13 and IgA levels deter-
mine the occurrence of cervicocranialgia and Morton’s me-
tatarsalgia in other observations of the AS.
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YPAXEHHA HEPBOBOI CUCTEMU MPU AHKIJTO3UBHOMY CMOHAW/ITI, LLIO MOYABCSA Y AUTAYOMY TA JIOPOC/IOMY BILLI

Pe3tome. MowmpeHicTb aHkino3neHoro cnoHannity (AC) cepef HacesneHHs carae 0,3 %, L0 3HAYHO YacTile po3BMBAETLCS Y Bl
20-30 pokiB. BuginsawoTb Asi hopmu AC — autavy i 4opocsy, 3anexHo Bif, Biky Ae6t0Ty 3axBoproBaHHs. MNpobnema giarHocTvku oBe-
HinbHoro AC (FOAC) HanexuTb [0 HaliakTyanbHillvX Y negiaTpuyHili peBMaTosorii, Npy LbOMy €BOJIHOLiS TAKOro 3axXBOPHOBAHHSA B
[l0pOC/IOMY BiLji 3a/IMLLAETHLCA HE BUBYEHOH. ICHYE BiKOBUIA AVMOPI3M ypaxkeHb LieHTpasibHOT HepBoBoi cuctemu (LIHC) i nepude-
piiiHoi (MHC), ane y xBopux Ha FOAC Ta B peLuTn BANaAKIB BiH He 3'cCOBaHUIA.

MeTa gocnifXeHHA — BUBUMTU y XBOPMX Ha AC 4acToTy Ii xapakTep OKpeMUX KNiHiYHNX 03HaK ypaxeHb LIHC Ta MHC, ouinnTy ix
0CO6/IMBOCTI NPW 3aXBOPHOBAHHI, LLIO NoYasiocsi B AUTAYOMY Ii JOPOC/IOMY BiLlj.

Martepianu i meTogn. O6cTexeHo 217 xBopux Ha AC (193 HonoBiky i 24 XiHKK) cepeAHbLOro Biky — 38 pokiB. LLIBuakonporpecyounii
nepe6ir koHcTaToBaHO B 21 % crnocTepeXxeHb, NOMIPHWIA | BUCOKUIA CTyNeHi akTUBHOCTI — B 79 %, II-IIl cTagii —y 82 %, noniapTput
— B 65 %. FOAC giarHocToBaHoO B 16 % Bunazkis (yci xnonuuku), B Akux Il ctagia mana micue yAgidi yacTille, HiX B IHLLIWX NaLieHTIB.
PesynbTtatn gocnimkeHb Ta ix o6rosopeHHs. 3miHn NMHC cnocTepiratoTs y 4,9 pasa yacTiwe y xsopux Ha FOAC, a LIHC — B 2 pa3u
pigwe, HiX y Bunagkax Ae6tTy 3aXBOpOBaHHA B AOPOC/IOMY BiLi. Mpu LbOMy B MaUieHTiB NepLIoi rpynu TSXKICTb ypaxeHHs LIHC
NoB’si3aHa i3 3a/1ly4eHHsAM [0 NpoLecy WWIAHOTO BiAAily xpebTa i 3 nowmpeHHam cnoHauionarii, MTHC — 3 HasiBHICTIO TEHAOBAriHITIB,
apTpuUTy KOpeHeBUX cyrno6iB (N1evoBmX, Ky/IbLLIOBYX) i 3MiH rPYAHOrO BiaAiny xpe6Ta, ToAi sk B Apyriil rpyni — 3 napameTpamu iHTe-
rpasIbHOTO IHAEKCY aKTUBHOCTI apTPUTY Ta PEHTIEHOOTIYHOT CTazil XBOPOOM, 3 YPAXKEHHSIM KOPEHEBUX 1 KPUKO3AYXBUHHMX 3U/IEHY-
BaHb, MPMYOMY BiK NOYATKY 3aXBOPIOBAHHSA BM/IMBAE HA PO3BUTOK aCTEHOBETEeTaTUBHOIO i KOPTUKOHYK/I€ApHOro CUHAPOMIB, BUHWK-
HeHHA pagukynonartii, LiepBikoKpaHiasrii Ta CMHAPOMY MeTakapnasibHOro KaHasy, a B natoreHeTu4Hnx nobyposax naronorii LIHC
6iNbLLIOK MipOt0 6epe yyacTb piBeHb Y KPOBi iMyHOrNo6yniHy-A, NMHC — BMICT CMpOBaTKOBOrO iHTEPEKiHY-1[3, AKuiA, OKpiM TOro, npw
HOAC BU3Hauae NosIBY LiepBiKOKpaHiasrii, a B iHWKMX cnoctepexeHHsax AC — MOPTOHIBCbKOI MeTaTap3aJirii.

BucHoBku. AC 3 pi3HVM BIiKOBUM e6H0TOM 3aXBOPIOBAHHSA € YWHHUKOM PU3VKY PO3BUTKY OKpemux o3Hak ypaxkeHHs LIHC ta MHC, ki
B LMX rpynax MatoTb CBOI NaToreHeTuyHi 0co6/IMBOCTI.

KniouoBi cnoBa: cnoHAUNIT aHKiNO3VBHUIA; AiTW; LOPOCi; HEPBOBA CUCTEMA; YPaKEeHHS; Nepeoir.
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MOPAXXEHVE HEPBHOW CUCTEMbI MPU AHKWU/TO3UPYIOLEM CMOHAWIUTE, HAYABLUEMCSA B AETCKOM U B3POC/IOM
BO3PACTE

Pe3tome. PacnpocTtpaHeHHOCTb aHkunosupyowero cnoHaunuta (AC) cpeau Hacenenuns pgocturaet 0,3 %, 4TO 3HAUMTENBHO valle
passuBaeTcs B Bo3pacTte 20—30 neT. BoigenstoT aAse hopmbl AC — AETCKYH0 1 B3pOC/YH0, B 3aBUCMMOCTI OT BO3pacTa AebtoTa 3abone-
BaHuA. Mpobnema gnarHocTuku toBeHnnsHoro AC (KOAC) oTHocKTCA K Hambonee akTyasibHbIM B NeAuaTpuyeckoli peBmMaToornm, npu
3TOM 3BO/OLMS TAKOro 3a60/1€BaHNA BO B3POC/IOM BO3pacTe 0CTaeTcs He n3yyeHHol. CyLlecTByeT BO3pacTHOM ArMOpch3m nopaxe-
HWIA LeHTpasibHOM HepBHoli cucTemsl (LIHC) n nepuchepuyeckoii (MHC), Ho y 60bHbIX KOAC 1 B OCTa/IbHbLIX ClyHasix OH HE BbISICHEH.
Lenb nccnepgoBaHus — n3yunTb Y 60/1bHbIX AC HacTOTY 1 XapakTep OTAE/NbHbIX KMHUYECKMX NPU3HAKoB nopaxeHnuiin LIHC n MHC,
OLLEHNTb UX OCOBEHHOCTU Npun 3a60N1eBaHNW, HAYaBLLEMCS B eTCKOM 1 B3pOC/IOM BO3pacTe.

Martepuanbl n metogbl. O6¢cnegosarbl 217 60/bHbIX AC (193 MyXUMHbI U 24 XeHLMHbI) cpeAHero Bo3pacta — 38 nert.
BbicTponporpeccupytoLLee TeUeHe KOHCTaTUPOBaHo B 21 % HabnofgeHni, yMepeHHas 1 BbiCOKasi CTeNeHb akTUBHOCTU — B 79 %,
II-11l cTagmun — B 82 %, nonmaptput — B 65 %. FOAC oTmeudeH B 16 % cnyyaes (Bce Masibumkm), y KoTopbix Il cTagus umena mecto
B/lBOE Yallle, YHeM B OCTa/IbHbIX NaLNEHTOB.

Pe3ynbTatbl uccnegoBaHuii n ux oéeyxaeHue. ismeHeHns MHC HabnogatoTtes B 4,9 pasa yaule y 60nbHbIx KOAC, a LUHC —B 2
pasa pexe, Yem B cryyasix AebroTa 3aboseBaHNsi BO B3pOC/IOM BO3pacTe, Npy 3TOM Y NalMeHTOB NepBoli rpynmbl TSHXKECTb Nopaxe-
Hust LUHC cBA3aHa c BOB/IeYEHNEM B NPOLIECC LLENHOro oTAeNa NO3BOHOYHMKA 1 C PaCipOCTPaHeHHOCTbIo cnoHaunonatum, NMHC —c
Ha/nmunem TeHA0BarMHUTOB, apTpUTa KOPHEBBIX CyCTaBOB (N/1eYeBbIX, Ta306eAPEHHbIX) M U3MEHEHWIA TPYAHOrO OTAeNa No3BOHOY-
HWKa, Tor4a kak BO BTOPOI rpynne — ¢ napameTpamy UHTerpasibHOro MHAEKCa akTUBHOCTW apTpuTa 1 PEHTTEeHON0rMYeckoin ctagum
6011e3HU, C NOpaXeHNeM KOPHEBbIX U KPeCTLOBOMOAB3AO0LIHbIX COYNIEHEHUIA, MPUYEeM BO3pacT Hayana 3aboseBaHusl BMSET Ha
pa3BuTMe acTEHOBEreTaTMBHOIO U KOPTUKOHYK/1I€apHOro CYHAPOMOB, BO3HVKHOBEHME paAviKyionaTvum, LepPBUKOKPaHUaTUM 1 CHH-
[pomMa MeTakapnasibHOro kaHana, a B naToreHeTuyeckmx nocTpoeHusix natonoruv LIHC B 6onblueli cTeneHn yyacTByeT ypOBEHb B
KPOBU MMMYHOT106yIMHa-A, NMHC — copep)aHne CbiIBOPOTOYHOIO MHTEpP/IeliknHa-13, KoTopble, Kpome Toro, npu FOAC onpeaensitot
NOsIB/IEHME LEePBUKOKPAHMAITIN, & B OCTa/IbHbIX HabntoaeHnsax AC — MOPTOHOBCKOW MeTaTap3armm.

BbiBogbl. AC ¢ pa3HbiM BO3pacTHbIM Ae60TOM 3a60/1eBaHNA ABNSETCA hakTOPOM prcKa pasBUTUSA OTAEbHbBIX MPU3HAKOB Nopaxe-
Hua LUIHC n MHC, koTopble B 3TWX rpynnax MMeT CBOU NaToreHeTnyeckne 0CO6eHHOCTY.

KntoueBble cnosa: CnoHANNNT aHKVII'IO3VIpyIOLU.VIl7I; OETN; B3POC/Ible; HEPBHaA CUCTEMA, NopaXeHne; TeHeHne.
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