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LESION OF THE URINARY TRACT IN JUVENILE IDIOPATHIC ARTHRITIS
Karimjanov I.A., Dinmuxammadiyeva D.R., Madaminova M.Sh., Iskanova G.X., Egamberdiyev S.B.
FOBEHWU/1 UAUONATUK APTPUTAA CUAAUNK AXKPATULL NVIMHUHT 3APAPIAHULLN
Kapumxkanos UN.A., Animykcammaauesa [.P., MagamuHosa M.LLU., NckaHoBsa I.X., drambepaues C.b.

NOPAXEHUE MOYEBbLIAETUTENIbBHOTO TPAKTA NP OBEHU/IbHOM UANONATUYECKOM
APTPUTE

Kapumxkanos U.A., Inimykcammaauesa [.P., MagamuHosa M.LLU., NckaHoga I.X., drambepaues C.b.
Tashkent medical academy, Tashkent, Uzbekistan

BosesHu cycmasos y demeli s1845110mcsi akmya/abHol hpobsemotl neduampuu. K0eeHuabHbill uduonamuyeckutl
apmpum (FOHA)- smo uacmo ecmpeuaemoe XxpoHuyeckoe socnasumesabHoe 3a601e8aHue cycmasos y demetll, Ha pas-
sumue Komopozo 8.uslom pasauiHsle gakmopul. 3abo1esaHue Moxcem nopaxcams demell 1106020 803pacma, Xa-
pakmepusyemcs 0AUMeAbHbIM NPO2PECCUPYIOWUM MeveHUeM, NPUsodAWUM K passumuio KOHmpakmyp u nomepe
¢yHKyuu cycmasos.

Knmwouesvle cnoea: H0geHuabHbLll uduonamuveckutl apmpum, CUMMemMpU4HbIll XpOHUYEeCKull apmpum, smpo-
2eHHble NOPAaNrCceHUsl, KOHMPAKmMypa, 210mepy/a0Hedpum, 8mopu4HbLi aAMUu10UA03 NOYEK, OCMPbIU UAU XPOHUHECKUT
UHMepcmuyuaabHblil Heghpum.

Bolalardagi bo’g’im kasalliklari pediatriyaning dolzarb muammosidir. Yuvenil idiopatik artrit (YIA) turli omillar
ta’sirida bolalarda keng tarqalgan surunkali yallig’lanish bo’g’im kasalligidir. Kasallik har qanday yoshdagi bolalarga
ta’sir qilishi mumkin, uzoq davom etadigan progressiv kechishi bilan tavsiflanadi, bo’g’imlari kontrakturasi rivojlan-
ishiga va bo’g’'imlarning funktsional buzilishiga olib keladi.

Kalit so’zlar: yuvenil idiopatik artrit, nosimmetrik surunkali artrit, yatrogen buzilishlar, kontraktura, glomeru-
lonefrit, ikkilamchi buyrak amiloidozi, o’tkir yoki surunkali interstitsial nefrit.

uvenile idiopathic arthritis (JIA) is a destructive and

inflammatory joint disease with unknown etiology,
complex immunoaggressive pathogenesis, characterized
by symmetrical chronic arthritis, systemic damage to in-
ternal organs, leading to disability in sick children [1]. In
this regard, the problem of increasing the effectiveness of
therapy for this disease is extremely relevant, both from
the point of view of scientific and practical pediatrics. The
main risk factors for reduced life expectancy in JIA are car-
diovascular diseases, damage to the kidneys, gastrointesti-
nal tract, infections, and lymphomas [3]. Kidney pathology
occurs in JIA with a high frequency - from 57 to 73% ac-
cording to different authors [8]. With JIA, glomerulonephri-
tis, secondary amyloidosis of the kidneys, acute or chron-
ic interstitial nephritis, papillary necrosis, pyelonephritis,
and vasculitis of the renal vessels can be observed. In some
patients with JIA, kidney damage determines the disease
prognosis and outcome [4]. As you know, rheumatoid ar-
thritis is a systemic disease in which a variety of organs can
be affected. In many cases, the kidneys are affected. Kidney
damage in rheumatoid arthritis is the most common cause
of death from this disease [6]. It is customary to distinguish
between kidney damage associated directly with rheuma-
toid arthritis, and iatrogenic lesions, that is, associated with
the treatment of the disease, with the influence of drugs.
Quite often, the treatment of juvenile rheumatoid arthritis
accelerates or provokes kidney damage. Immunosuppres-
sants and glucocorticoids reduce kidney function, lead-
ing to kidney disease [5]. Almost all drugs used for JIA can
cause kidney damage. This is due to their direct nephrotox-
ic action or through the body’s immune response mecha-
nisms [7]. To assess the severity of kidney damage in au-
toimmune diseases, it is recommended to use the index of

chronicity as an additional indicator. With a high chronici-
ty index, kidney changes are irreversible, immunosuppres-
sive therapy is ineffective, which is considered a poor prog-
nostic sign. Changes in the kidneys are usually diffuse in
nature with an outcome in chronic renal failure and renal
amyloidosis [11]. All this dictates the need for early diag-
nosis, prognosis and prevention of kidney complications in
juvenile rheumatoid arthritis. Kidney damage in JIA occu-
pies a special place among other systemic manifestations
of this disease and has a significant impact on the progno-
sis of the disease, approaches to its therapy, and outcome
[9]. According to various authors, renal pathology occurs in
20-75% of patients with this disease [10]. In terms of the
frequency of kidney damage, JIA ranks third among rheu-
matic diseases, second only to such diseases as SLE and SV.
The structure of rheumatoid nephropathy is diverse and
includes changes that are either pathogenetically associat-
ed with the disease itself (secondary amyloidosis, glomeru-
lonephritis, tubulointerstitial nephritis (TIN)), or as an ex-
tra-articular manifestation (renal vasculitis), or associated
with the use of various drugs for its treatment. Changes in
the kidneys are characterized by the early appearance of
unstable leukocyturia and slight proteinuria and hematu-
ria, which are more often observed at the onset of the dis-
ease or during its exacerbation and are associated with the
activity and severity of JIA [2].

The aim of this study was to study the frequency
and nature of kidney damage in patients with juvenile
rheumatoid arthritis.

Materials and methods of research.

To determine the nature of kidney damage in
patients with juvenile rheumatoid arthritis, a study was
conducted, which included a survey of 55 children and
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an in-depth clinical, anamnestic and laboratory-instru-
mental examination of children with JIA. Was condcuted
blood analysis as well as urinalysis, ultrasound diagno-
sis of kidney and joints. The studies were carried out on
the basis of the cardio-rheumatological department of
the 1st TMA clinic. Of the 55 patients, 37 (67.3%) were
boys and 18 (32.7%) were girls aged 2 to 16 years (mean
age 11.2+0.8 years). The duration of the disease ranged
from 3 months to 8 years. Boys predominated among the
patients examined by us depending on gender. Among
the patients examined by us, more than half were chil-
dren with a disease period of up to 1 year, more than 5
years the disease period was in 2 observed children. The
timing of diagnosis ranged from 4 months to more than
2 years. The diagnosis was made according to the cri-
teria of the American Rheumatological Association (F.C.
Arnett, 1988).

Results

Despite the sufficient clarity of the criteria for ear-
ly diagnosis of JIA, it took more than a year to diagnose
the disease in the patients we observed in more than a
third of cases, and only 13 (15.5%) patients were diag-
nosed in a timely manner. Considering the aggressive
course of JIA, the timing of the diagnosis is of great im-
portance, because Early treatment determines the prog-
nosis of the disease. The diagnosis of juvenile rheumatoid
arthritis was based on the JIA classification criteria of the
American College of Rheumatology. All patients were di-
vided into three groups according to generally accepted
signs of JIA activity. We analyzed the frequency of occur-
rence of diagnostic clinical criteria for JIA among the ex-
amined groups of patients; for the absolute majority of
the patients examined by us, such criteria as arthritis last-
ing 3 months were typical. and more, morning stiffness,
arthritis of the second joint, which arose after 3 months.
and later, symmetrical damage to small joints, effusion
into the joint cavity. In the affected joint, pain, swelling,
deformity and limitation of movement, and an increase in
skin temperature were noted. Large and medium joints
were more often affected - knee, ankle, wrist, elbow, hip.
In 10 (11.9%) patients, lesions of the cervical spine were
noted. In 12 (30.8%) patients observed by us, an oxalate
by SI Reference was about 445 pmol/L. Total proteins in
urinanalysis was about 2150 mg/24 h in 27 (69.2%) of
the examined patients and was characterized by an in-
crease in the number of affected joints after 6 months of
illness. Urea nitrogen and creatinine in serum was more
than 18 mg/dL and 1.2mg/dL, respectively in almost in
all patients. Some features of the articular syndrome have
been established depending on the form of the disease,
the nature of the course of JIA, the sex and age of the pa-
tients. Thus, the articular form of the disease with a sub-
acute onset was accompanied by the development of ar-
thritis with a predominant lesion of the knee and ankle
joints (68 and 28%, respectively). In the future, the wrist
and elbow joints joined more often than others. At the
same time, the process progressed moderately and pro-
ductive changes prevailed. X-ray was determined mainly
II degree according to Steinbrokker. In the acute onset of
this variant of the disease, the wrist, metacarpophalange-
al and interphalangeal joints of the hand were more often

involved in the process. The study of the characteristics of
the articular syndrome depending on gender showed that
the exudative component is less pronounced in boys, pro-
ductive-dystrophic changes in the joints of the lower ex-
tremities (hip, knee, ankle, foot joints) predominate, rheu-
matoid factor in the blood serum is extremely rare. In girls
at the initial stages of the disease, exudation prevailed in
the joints of the upper extremities - the wrist, elbow, small
joints of the hand. The articular-visceral form was noted
in 10 patients examined by us and was clinically charac-
terized by a high temperature reaction, which was inter-
mittent in nature and did not decrease during antibiot-
ic treatment. In 4.8% of patients, the disease proceeded
with kidney damage, in 3.6% of patients with heart dam-
age, in 1.2% - with lung damage, in 2.4% - there were
combined lesions of internal organs. In systemic forms,
the articular syndrome also had its own distinctive fea-
tures. So, in one patient with an allergic-septic variant, the
disease began with persistent arthralgia in large (knee,
hip) and medium (ankle, wrist and elbow) joints without
visible changes in them. All patients were divided into 3
groups according to generally accepted signs of JIA activ-
ity. The first degree of disease activity was established in
28 (51.1%) patients with lesions of no more than 4 joints,
with minimal ESR values up to 20 mm/hour, with a nor-
mal level of C-reactive protein (CRP); the second degree
was documented in 18 (32.7%) patients with intermit-
tent arthritis and ESR values of not more than 40 mm/
hour, borderline elevated CRP; the third degree was re-
corded in 9 (16.4%) children, in the presence of system-
ic manifestations of arthritis, a large number of swollen
and painful joints, duration of morning stiffness for more
than an hour and high humoral activity - high CRP values
and / or positive RF, ESR > 40 mm / hour. In half of the ex-
amined patients, the first stage of anatomical changes ac-
cording to Steinbrokker was noted, i.e. - epiphyseal osteo-
porosis, in 1/3 of the patients we noted narrowing of the
joint space and the presence of single erosions. Cartilage
and bone destruction occurred in three patients with a
disease period of more than 3 years.

Discussion

Among the children examined by us, patients with
JIA with kidney damage in the form of nephritis were
identified. An analysis of the frequency of nephritis in
patients with JIA was carried out, during which it was
found that the urinary syndrome was detected in 15
children out of 55 prospectively observed children, that
is, in 27.3%. When distributing by gender, girls predomi-
nated in all groups. The age of children with kidney dam-
age during the observation period was on average the
same and amounted to 7 years. Moreover, children in
the period to the beginning of the observation with kid-
ney damage were significantly older than in the group
without nephritis (p<0.05). The duration of the disease
in the group of children with nephritis was significantly
higher than in patients without kidney damage (p<0.05).
Laboratory studies have shown that significantly more
often in children with secondary nephritis in JIA com-
pared with children who did not have kidney damage,
anemia was detected (grade 3 in 4 - 10.8% of children
with kidney damage and 1 - 1.2% without lesions),
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accelerated ESR (40 mm / h in 15 - 40.5% of patients
with kidney damage and in 6 - 7.1% without nephritis).
There was also an increase in the level of leukocytes,
stab and segmented neutrophils, but without significant
differences. An early sign of kidney damage in various
diseases is microalbuminuria (MAU). Among patients
with JIA, microalbuminuria was detected in 7 patients
(13.2%). In 42.8% of patients, an increase in albumin
concentration of more than 20 mg / | was observed in
patients with a duration of juvenile rheumatoid arthritis
for more than 5 years, 28.6% - in children with a disease
duration of 1-3 and 3-5 years. The concentration of renal
function indicators were assessed in patients according
to the presence or absence of MAU, as well as creatinine
values. Creatinine in children with JIA with kidney
damage is significantly higher than in children without
kidney damage.

Conclusion

Thus, the analysis of clinical variants and the course
of juvenile rheumatoid arthritis indicates the aggressive-
ness and progressive nature of the course of the disease,
which reflects the current age evolution of the disease, as
well as damage to internal organs, especially the kidneys,
which dictates the need to find effective methods of treat-
ment and prevent side effects. the action of drugs on the
kidneys. Individuals who possess the high creatinine and
urea nitrogen in blood and high oxalate and total proteins
in urinanalysis with JIA are more vulnerable to develop
the urinarty tract infection.
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LESION OF THE URINARY TRACT IN JUVENILE
IDIOPATHIC ARTHRITIS

Karimjanov I.A., Dinmuxammadiyeva D.R.,
Madaminova M.Sh., Iskanova G.X., Egamberdiyev S.B.

Illnesses of joints at children are an actual problem
of pediatrics. Juvenile idiopathic arthritis often met
chronic inflammatory disease of joints at children which
development is influenced by various factors. Disease can
amaze children of any age, is characterized by the long
progressing current leading to development contracture
and loss of function of joints.

Keywords: Juvenile idiopathic arthritis, symmetri-
cal chronic arthritis, iatrogenic lesions, contracture, glo-
merulonephritis, secondary kidney amyloidosis, acute or
chronic interstitial nephritis
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OLLEHKA K/IMHUYECKUX OCOBEHHOCTEN ACCOLLMMPOBAHHOIO APTPUTA NMPU NPU
XPOHNYECKOM BUPYCHOM FEMATUTE

Kapumos M.LL., LLykyposa ®.H.

CYPYHKAJIN BUPYCNU TENATUT BUNTAH ACCOUUNPNAHTAH APTPUTHUHT KTMHUK
XYCYCUATNAPUHU BAXONALL

Kapumos M.LL., LLykyposa ®.H.

ASSESSMENT OF CLINICAL FEATURES OF ASSOCIATED ARTHRITIS IN CHRONIC VIRAL
HEPATITIS

Karimov M.Sh., Shukurova F.N.
TawkeHMcKaa meduyuHcKas akademus, Y3bekucmat

CypyHKkaau supycau 2enamum MyamMoCUHUH2 0013ap6.auau Hagakam yHUHe KeHe mapKaauwu, XpOHU3AYUSIHUH2
0KOpU Yacmomacu 8a y/AapHUH2 oFup acopamaapu 6UaaH, 6aaku mypau xcu2apoaH mawkapu KAUHUK KypuHuw.ap-
HUHe Masxcydauau 6uaaH xam beszunanadu. XKuzapdaH mawkapu KAUHUK 6eazuaap maxmuraH 40-70% 6emopaap-
da HamoéH 6ynadu ea Kyn.aab op2aHAapHU WUKAcCmMAQWU MyMKUH. Byaapaa acocaH 6yFumaapHuHe 3apapAaHuwaAa-
pu (apmpum éxu apmpanzus), apanaw Kpuoaa06yauHemus, KU4UK 8a ypma Koaubpdazu momupaap 8ackyaumu,
anomepynonegpum, B-xyxcatipaau aumgoma ea mepu nopgupusiaap kupaou. Xozupeu eakmoa HCVaA (eenamum C
6us1aH accoyuupAaHaaH apmpum) mawxucuea kamma axamusam bepuamoxda. Houneasue duazHocmuka ycyaiapu
KacaanukHUH2 apma 60CKU4UHU AHUKAAQW Y4YH 3HS CamMapanu Xuco6aaHalu, WyHUH2 y4yH 2enamumHuHe Hu2apoaH
mawkapu KAUHUK KYPUHUWAAPUHUHE UWOHYAU 6uomapkepaapu épdamuda HCVaA pusosxcaanuw xasgu ocmuda
MaKcaoau 2ypyxHu WakAAaHmupuw ycmysop xucobaanadu. HCVaA 6usnaHn kacasnanean 6emopaapHu 6owkapul
¢aon ypzanuamokrda. Bupok, mamaakamumuzda HCV 6unan 60FauK pesemamuk KYpPUHUWAAPHU MAapKaAuwlu,
duazHocmukacu 8a 0agoAAHUWUHU Yp2aHuwea 6aruWAaH2aH uamull uwaap xcyda kam. Ywoy uw HCV (HCVaA)
6usnaH KacaanaHeaH bemopaapoa apmpumHu aHUKAAW YacmomacuHu 6axosawl, wyHuHzoek, ywoy mougadazu
6eMopAapHUH2 KAUHUK MAadKuKkom ycyaaapu époamuda yHuHe HaMOoEH 6YIUWUHUHE AHUKAQH2AH XyCYCUSIMAAPUHU
maxaua Kuauwea Kapamua2aH.

Kaaum cy3aap: HCV accoyuupaanzax apmpum, CypyHKaAAU 2enamum, Kpuo2/100yAuHeMusi, UHmepaeiKkuH 6.

Chronic viral hepatitis remains relevant not only due to their prevalence, high frequency of chronicity and their
severe complications, but also due to the presence of various extrahepatic manifestations. Extrahepatic manifestations
are clinically manifested in approximately 40-70% of patients and may involve many organs. They mainly include
articular disorders (arthritis or arthralgia), mixed cryoglobulinemia, small to medium vessel vasculitis, glomerulone-
phritis, lichen planus, B-cell ymphomas, and cutaneous porphyria. Currently, great importance is attached to the di-
agnosis of HCVaA. Non-invasive diagnostic methods are most effective for determining the early stage of the disease, so
the formation of a target group at risk of developing HCVaA using reliable biomarkers of extrahepatic manifestations
of hepatitis is a priority. ecently, the management of patients with HCVaA has been Actively studied. However, in our
country, there are few scientific works devoted to the study of the prevalence, diagnosis and treatment of HCV-asso-
ciated rheumatic manifestations. This work was aimed at assessing the frequency of detection of arthritis in patients
infected with HCV (HCVaA), as well as to analyze the identified features of its manifestations using clinical research
methods in this category of patients.

Key words: HCV associated arthritis, chronic hepatitis C, cryoglobulinemia, interleukin 6.

KTyaJIbHOCTb

HUuoeknusa Bupycom rematuta C (HCV, BI'C)
npeJscTaB/seT cO60M OZjHy U3 HauboJiee CI0KHBIX MTPO-
6s1eM CO 3/10pOBbEM, YUUTbIBAsI ee BBICOKYIO pacIpo-
CTPaHEHHOCTb BO BCEM MHUpe M 4acTble 3a60JieBaHUS
neyeHU U BHeledyeHOUHble nposBieHue (BI'C-BIII) [1-
6]. C Touku 3peHUs 3a060J€BA€MOCTH U CMEPTHO-
ctu HCV-unouiypoBaHHble JIOJA MOABEPXKEHBI pPU-
CKy Cepbe3HbIX OCJIO0XXHEHUH CO CTOPOHBbI Ie4YeHH, TO
ecTb LUppo3a U paka medeHu [7], u pexe HCV-BIIIIL
HCV-BIIII MoryT 6bITh, C OHOW CTOPOHDI, pe3y/JIbTaTOM
HapyleHUsl peryaslyui HMMMYHHOW CHCTEMBI BCIeJ-
ctBue auMdoTponusma BI'C [6, 8] oTBETCTBEHHBIX 3a
pas/iMyHble ayTOUMMYyHHBIE U / wiau JuMmbonponde-
paTUBHBIE HApYLIEHUs, KOTOPble MOTYT CEPbE3HO BJIU-
SThb Ha o0lee cocTosiHUe manueHToB [9-11]. C apyroi

CTOPOHBI, XPOHUYECKUN BOCHAJIUTEJbHBINA CTATYC, CBSI-
3aHHbIN ¢ nuHpekueil BI'C, BeposATHO, 00'bSICHSET cep-
JledHO-MeTabo/IMyecKre OCJI0XKHEHUs, a TaKxe HeH-
poxkoruuTHBHble HapyuieHus. OtgenbHble HCV-BIIII
XapaKTepH3yITCsA LIMPOKO BapbUPyeMbIM pacnpe/eJie-
HUEM CpeJy TPy MallMeHTOB U3 pa3HbIX CTpaH [1-6].
Bosiee Toro, npoueHT NayeHTOB 10 KpallHeX Mepe C 0/i-
Houl BI'C-BIIIl MmoxeT yBesM4MBaTbLCSA B TEYEHHE eCcTe-
ctBeHHOro TeueHus uHdeknuu BI'C [10,11]. OxHako
dakTruueckas 3abosieBaeMocTb BI'C-BIIIl cucremaTtu-
YeCKU He UCCJeyeTcsl BO BCeM MHpe, BEPOSITHO, U3-
33 UX KOBAapHOTO, 4acTO CYOGKJMHUYECKOTO TeYeHUs U
B OCHOBHOM MK3-3a OTCYTCTBUA €AWHOr0 JHArHOCTHU-
4yeckKoro noaxoga. Kak ciefcrsue, o6uias 3abosieBae-
MocTb BI'C-BIIII MokeT 6bITh HEJOOLEHEHA UJIU B He-
KOTOPBIX C/Iy4asixX MOJHOCTbIO IponyieHa. Hactosmas
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pa6oTa mpeJcTaBJseT COOOW TMOMBITKY pa3paboTaThb
IIUPOKHUNA OXBAT JUATHOCTHYECKUX PEKOMEHJALNH JJ1sT
nauueHToB ¢ BI'C-BIIIl Ha ocHOBe MeXAyHapOAHBIX U
COGCTBEHHBIX OTBITOB.

BHeneueHeuyHble nposBaeHue HCV moryT nposis-
JIAThCA JINOO Kak opraHocrnenuduyiecKkue pacCcTpou-
CTBa, T.e. apTPUT, HelpomaTus, IIOMepysJoHePPUT U
T. 1., MO0 KaK CUCTEMHOE ayTOMMMYHHOe pacCTpoii-
CTBO, KaK CHH/IDOM CMEIIaHHOW KPHUOIVIOOYJIMHEMHUHU
(CKTE). H3osupoBaHHble U MOJHOCTbIO 6GECCUMITOM-
Hble ChIBOPOTOYHbIE KPHUOIJIOOYJIMHBI, KaK IMPaBUJIO,
BbISIBJISIIOTCS GoJsiee 4yeM y 50% nHpuupoBaHHbx BI'C
JIFoZieH, B To BpeMs Kak Kyiaccuueckasit CKT'E MoxkeT GbITh
JrarHoctupoBaHa y 15% KpHOTI06YJIMH-T03UTUBHBIX
NalMeHTOB Ha OCHOBAaHUU KaK CepOJIOTHYeCKUX (LUp-
KYJIMPYIOIINX CMENIaHHbIX KPUOTJIOOYJIMHOB), TAK U TH-
MUYHBIX KJIMHUKO-MATOJOTHYECKUX 0COOEHHOCTEMH.

HCV crnoco6eH Bo3eiicTBOBaTh Ha B-1UMOOIUTHI
nocpeAcTBoM penentopa CD8 1, unayuupymoilero mno-
JINKJIOHQJIBHYI0 aKTUBALMIO B-KJIETOK, 4YTO MPUBOAUT
K npoAykuuu kpuorso6ynnnoB (KI'), peBMmaTouzHOTO
dakrtopa (PP) u psaga ayroanturten [19]. UTanpsaHckas
rpyInia noJiyuynsaa Takue ke pe3yJbTaThl Y OHOTO U3 4
60JIbHBIX peBMaTOU/IHbIM apTpuToM (PA) ¢ conyTcTBy-
oniei nHdexknuent BI'C.

[ponykuusa KI' crporo cBasana c¢ BI'C. PacmpocTpa-
HeHHOCTb aHTUTes K HCV y Jiur co cMelraHHOM KPUOIJIo-
oymunemuedt (CKITE) (11, II-III u III Tunb! kprorioGyiuHe-
MuH) BapbupyeT oT 40 10 90% B pasHbIX perruoHax [21].
Hau6oJsbiee komuectso PHK HCV comeprkuTcs B Kpu-
ompeuunurare. JIMMPOUUTHI MAlMEHTOB-NPOAYIIEHTOB
KpHUOIJIOOY/IMHA 06J/1aJ]al0T CBOMCTBOM KOHLIEHTPHUPOBATh
Ha CBOel IOBEPXHOCTH 60J1ee BbICOKHE KOJIMYeCTBA YACTHI]
HCV [22]. 3T0 co6bITHE MOXKET ChITPaTh POJIb B MTaTOTeHe-
3e 3a60J1eBaHUsl. B yc/10BUsSIX BBICOKOM pacrpocTpaHeHHO-
CTH U pactyiied 3a6osieBaeMocty XI'C, HU3KOH JJOCTYIHO-
CTH MPOTHUBOBUPYCHOU TEpaINuH CJIeAyeT OKUJATh pPoCTa
YHC/Ia BHETIEYEHOUHBIX MTOPaKeHHH, KOTOpPble BOSHUKAIOT
HPYUMEPHO Y TIOJIOBUHBI GOJIbHBIX.

[laTosloruyeckre NpPOLECCH, JIeXKallde B OCHO-
Be BHENEYEeHOYHBbIX MPOSIBJIEHUH, HEJJOCTATOYHO U3Y-
yeHbl. HanboJsiee 4acTbIM BHeNEYEHOUHBIM MpOsIBJIE-
HueM BI'C-uHbeKuM SIBISETCS NOpPaXKEHHE CYCTABOB.
Cacoub u coaBTOpHI coobmuIN, yTO 23% U3 1614 na-
I[MEHTOB C XPOHUYECKUM renatutoM C, B I[eJIOM CTpa-
Janu apTpaiarusamu. OJJHaKo 6ecCHMIITOMHOE Nopake-
HUE CyCTaBOB, 10-BUAUMOMY, BCTPeYaeTCsi HAMHOTO
yame. [agnocco M CoaBT. yCTaHOBJIEHO, YTO 96,5% u3
29 nauueHToB ¢ BI'C 6e3 cycTaBHBIX CHMIITOMOB UMEJTH
He3HAYUTeJIbHbIE BOCIAJHUTENbHbIE U3MEHEHUsI B KO-
JIEHHBIX, Ta306€e/IpeHHbIX WU TJIEYeBbIX CYCTABaX MPH
YJABTPa3ByKOBOM HCC/IeZJ0BAHUH-BbICOKOUYBCTBUTEb-
HOM MeTO/le UCCJIe/IoBaHUs CycTaBoB [23]. OgHako Apy-
rve CycTaBbl 06c/iel0BaHbl He 6b11M. Ha ocHOBaHUM Ta-
KOr'o HabJIIOZleHUsI U HUCCae0BaHUM, COOGIIAIOIIUX 06
apTpuTe TOJbKO y 4-5% wiau meHee nanueHTOB ¢ BI'C
[24], MOXHO MPeATIONOXKUTD, YTO 3TH HEOOJIBIIIHE TTPO-
I[EHThI NPEeJCTABJISIOT COO0H JINIIb BEPXYIIKY ancoep-
ra ob1iero BocrnajeHus CycTaBoB, cBs3aHHoro ¢ BI'C. B
JII060M ciy4dae, CaeAyeT NogYepPKHYTh, YTO HEKOTOpbIe
KJIMHUYECKHE OTYETbl, Kacallluecs BHeNe4yeHOYHbIX

nposiBneHuit HCV-uHdpekuuu, 6blin caenaHbl HepeB-
MaToJIoraMH, KOTOpble MOIVIM Obl OIIMG0YHO AUATHO-
CTHUpOBATh GoJiee MIrKHue GOPMbI apTPUTA C APTPAJITH-
aMu. Knunudyeckasa kaptuHa HCV-accouuupoBaHHOIO
aptputa (HCVaA) 6bu1a oyepueHa Ha OCHOBAaHHUHU He-
CKOJIbKUX WCClefioBaHui [24]. [lpyrve uccienoBaHUs
MOKa3aJIk, 4YTO PaCIpOCTPAHEHHOCTb CYCTAaBHOI'O CHH-
JlpoMa, cBsi3aHHbIH ¢ BupycoM remnarurta C (HCVrA), co-
cTaBJsieT okoJio 4% nanueHnToB ¢ BI'C. 3To He6oIbLION
MPOLEHT, IOTOMY YTO y MHOTMX MAlMEHTOB JWArHO-
CTHUPYeTCsl CyCTaBHOe COGBITHE TOJIbKO NMPU KOHCYJIb-
Taluu co cnenuanucroM. Poanta L. et al. npeanpunsn
MPOCIIEKTUBHOE HCCJIe/IOBaHNEe, B KOTOPOM MpPeJCTaB-
JIeHBI JI0Ka3aTeJbCTBA TOTO, UTO y 20% marueHToB, UH-
¢unupoBanubix BI'C, GysieT apTpairds B nepBbId rof
[12]. Ha6stoganock, YTO CycTaBHbIE MPOSIBJIEHUS, TPU-
cyTcTByolue y nanuentoB ¢ HCV, npeacraBasioT co-
00M TUII PeBMaTOU/IHOTO apTPUTA WUJIK apTPHUT, CBSI3aH-
HBIH C OTJIOXKEHUSIMU KPUOTJIOOYIMHOB. JTH NMAl[EeHThI
MMEIOT BBICOKYI0 PacClpOCTPAHEHHOCTb IOJIOKUTEJb-
Horo peBMaTouHoro ¢pakropa (RF) u moaromy yacro
MOTYT ObITh HEMPABUJIbHO JUArHOCTUPOBAHBI C IOMO-
mbio RA [13].

B mocnesHee BpeMsi 0COGEHHOCTH BeJIEHUST 0OJIb-
HbIX ¢ HCVaA, ctanu npeMeToM aKTUBHOTO U3y4YeHHs.
OnHako B HallleW CTpaHe Hay4yHble paboThl, MOCBSIEH-
Hble HM3Y4YEeHUI0 PACMpPOCTPAHEHHOCTH, AUATHOCTHUKE
BI'C-acconmMpoBaHHBIX peBMaTHYECKUX MPOSIBJIEHUH,
HEMHOTOYHC/IEHHBI.

TakuM 006pa3oM, ZaHHOe HCCJe/loBaHHe ObLJIO Ha-
MpaBJIEHO HA OLIEHKY YaCTOThI BbIsIBJIEHUsI apTPUTOB Y
nanueHToB, HHUIMpoBanHbix BI'C (HCVaA), a Takxke
aHa/IM3 BBISIBJIEHHBIX OCOOEHHOCTEH ero MposiBJIeHUH
IpU NMOMOIIU KJIMHUYECKUX U JTab0PATOPHBIX METO/0B
WCC/eIOBaHUsA Y JAHHOUW KaTeropyuu NaleHToB.

JlanHble paboTa GbLIM HANTPABJIEHHI C I1€JIbI0 TOBBI-
meHus 3ppekTuBHOCTU AUarHoctuku HCVaA, Ha ocHo-
Be XapaKTepPUCTHUK KOHIEHTPAIUU U TOKUHOB.

Ilesp HaLIero MccjeJ0BaHUA: OLEHUTb KOHI[EH-
TpalMy MPOBOCHAJUTENbHBIX IUTOKUHOB (MHTEpJIeN-
KWH-6) B cbIBOpoTKe manueHToB HCVrA /s oneHKH
JAVAarHOCTUYeCKOW 3HaYuUMOCTH IL-6, onpeaesuThb Npo-
6J1eMbl U TMEpPCHeKTUBbl NMPUMEHEHHUSI HEMHBA3UBHBIX
JMarHOCTUYEeCKUX GMOMapKepoB, B YaCTHOCTH HWHTEp-
seiikuH 6 (IL-6) 1 ®PHO-a B KIMHUYECKOW MPaKTHKeE y
6osibHBIX HCVaA.

MaTepuasibl U METO/bI

KnnHuvyeckuil MaTepuras, MOCAYKUBIIUHA OCHOBOH
JUIsl IaHHOUM paboThl, BKJIOYAeT pe3y/IbTaThl 00Ce/10-
BaHUsA 52 mauuweHTOB c AuarHo3oM HCVaA, mosyyas-
IINX JIeYeHNE B OT/|eJIEHUU PEBMATOJIOTUN 3 KJIMHUKHU
TamkeHTCKOW MeaunMHCKoU akazemuu (TMA), a Tak-
K€ MOJIyYaBLIMX CTAllMOHAPHOE JiedeHHe B OTJleJIeHU-
X KJIMHUKU Hay4HO-MCCe0BaTE/IbCKOTO UHCTUTYTA
3MU/IEMUOJIOTHH, MUKPOOUOJIOTHUU U HHPEKIIMOHHBIX
3a6boseBanuii (HUMIMMU3) Pecnybsnku Y36eKHCTaH,
3a nepuoj 2018 mo 2020 roga. Y Bcex NallMEHTOB ObLI
BoIsiBJieH BI'C acconuupoBaHHbIM apTpuT (HCVaA).
JluarHo3 moATBepKJaJsics HaauuyueM aHTUTea K HCV
(anTH - HCV) u PHK HCV mo meToay moJiiMepa3HOM
nenHoi peaknuu (I11P). CooTHoIIeHNE MYKYHH U KeH-
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