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Pe3rome: [lomarpata e uecto cpemiaHa OoJieCT OT rpynara Ha KpUCTaJIHUTE apTponaTuu. B
MUHAJIOTO C€ € CBBbpP3BaJia ChC CHEIU(PUYHH KaYeCTBA HA JINYHOCTTA U € IPUBJINYAIa BHUMAHUETO
Ha MHOT'O M3BECTHHU JICUMTEIM OT JPEBHOCTTA J0 JHec. B ermomartorenesara M ce BKIIOYBAT
MeTa0OJUTHH, OBOPEYHHU, ChPIEYHO-CHAOBU M MMYHOJIOIMYHM MEXaHHW3MHU. Bb3npuema ce 3a
0oJiecT Ha OTJaraHeTO Ha MOHOHATPHEBOYPATHU KPHUCTAIM OT M3sBaTa HA I'bpBaTa MOJArpoO3Ha
Kpu3a U A0pH npeau Hes. T e Hail-uecTara mpu4MHa 3a apTPUT Cpesl Bb3PaCTHOTO HACEJIEHUE B
cBera. B paznuuynuTe nomynauuu pasnpocrpaHeHuero n Bapupa oT 1 po 15.3%. lupokoto n
pa3npocTpaHeHue ce IbJDKU Ha IPOMsHATa B HAUMHA Ha KUBOT. 3a TPUJECET TOAUHU IPUEMBT Ha
¢bpykro3a ce e yBenuuui ¢ okosno 2000%, koeTo e psA3Ka NpOMsHA U HE MOKE J]a c€ KOMIIEHCHpa
0T eBoyioLMsATa - eexTuBeH, HO OaBeH mpouec. OT Apyra crpaHa, JeIbT Ha Bb3PACTHOTO
HaceneHue HapacTBa. C HampeIBaHETO Ha Bb3pacTTa CHIIBTCTBAIIUTE 3a00JsBaHUA U
KOJIMYECTBOTO HA ypaT B OpraHU3Ma ce MoBuIlaBaT. B roguaure, pazdupaHeTo 3a nojarpara ce e
IIPOMEHUJIO0, OT OOJECT CBBbp3aHa ChC COLMAIHO OJaromojydyue M OXOJEeH HAa4MH Ha XKUBOT B
0ojecT xapakTepusupaila ce ChC 3HaYMM KOMOPOWUIUTET U M3MCKBAIlla KOMIUIEKCHH 3ApaBHU
rpwku. B Ceenunenure matu 6% OT TOAUIIHUTE Pa3xoJu B 3/IPaBEONA3BAHETO CE€ OTACIST 3a
IpYKU 3a O0JTHUTE OT Nozarpa, karo npe3 2002 r. 1.4 MunroHa U3BbHOOIHUYHU MpEriien ca Ouiu
BbB BpB3Ka Cc OonectTra. Penuiia enuieMHONOrMYHM MPOYYBAHUS JIOKa3BAaT BPb3KaTa MEXIY
rnojarpata W TIOBUUIEHHUSI CbpPAEYHO-CHIOB PHUCK, HO pE3yATaTUTE OT MPOCIEKTUBHUTE
MPOYYBAHUS Ca MPOTUBOPEUMBU. AKO CaMOCTOATEIHOTO I 3HAUY€HUE B ChpIEUHO-CHJIOBATa
NATOJIOTHA Ce JOKaXKke, ToBa OM OMIJIO OT TOJIsIMO 3HAaYCHHE, MMalKU TPEABH, Y€ Ha ChPICYHO-

CbJOBH OoltecTH ce ABbJIKAT Haqg 17 munnona CMBPTHHU ClIydau IrOJUIIHO, KATO 80% oT TaX ca B



IbpKaBUTE ¢ HUCKU U cpeanu noxoau. IIpe3 2030 r. ce ovakBa 23.6 MUJIMOHA OT CMBbPTHHUTE
CIy4au Jla c€ JBJDKaT Ha ChPACYHO-CHJIOBU YCIOKHEHHS. Hsikowm u3ciemoBaTenu ONMpeaessT
nojarpara ¢ Topu 3a Ka4eCTBEHO HOBa 0OJIECT, XapaKTepU3HpaIia ce ¢ BUCOK ChPACYHO-CHIOB
PHUCK, KOSITO CE€ TOBJIMSIBA OT IMPOBEXKJIAHETO HA PaHHO M AJCKBAHTO JieueHWe. B kHurara ca
OTpa3eHH MPOBEICHUTE A0 TO3W MOMEHT IPOYYBAHUS W HAIIM PE3yJTaTH OTHOCHO BPb3KaTa Ha

nojarpara ¢ ObOpEeYHHUTE U ChPJCUHO-CHJOBUTE HAPYIICHHUS.

Abstract: Gout is a common disease from the group of crystal arthropathies. In the past, it was
associated with specific personality qualities and attracted the attention of many famous healers
from ancient times to the present day. In its etiopathogenesis metabolic, renal, cardiovascular and
immunological mechanisms are involved. It has been considered a monosodium urate crystal
deposition disease since the appearance of the first gout attack and even before it. Gout is the most
common cause of arthritis in the world's elderly population. In different populations, the disease
prevalence varies from 1 to 15.3%. Its wide distribution is due to the change in the way of life. In
thirty years, fructose intake has increased by about 2000%, which is a drastic change and cannot
be compensated by evolution - an efficient but slow process. On the other hand, the share of the
elderly population is growing. With advancing age, concomitant diseases and the amount of urate
in the body increase. Over the years, the understanding of gout has changed, from a disease
associated with social well-being and an affluent life to a disease characterized by significant
comorbidity and requiring complex health care. In the United States, 6% of annual health care
expenditures are devoted to gout care, and in 2002, 1.4 million outpatient visits were related to the
disease. A number of epidemiologic studies have demonstrated an association between gout and
increased cardiovascular risk, but the results of prospective studies are conflicting. If its
independent role in cardiovascular pathology is proven, it would be of great importance,
considering that cardiovascular diseases are responsible for over 17 million deaths annually, 80%
of which are in low- and middle-income countries. In 2030, 23.6 million of the deaths are expected
to be due to cardiovascular complications. Some researchers define gout with tophi as a
qualitatively new disease characterized by high cardiovascular risk, which is preventable by early
and adequate treatment. The book reflects the studies conducted to date and our results regarding

the relationship between gout and kidney and cardiovascular disorders.



I11. HYBJIUKAIIUU B CIIMCAHUA

A. IlyOonukauuu B cniucanus, pedpepupanu u unaexkcupanu B BJ1 Scopus u

Web of Science / Jaoenu ca uemevpmunume u SIR no SCopus, dannume ca 3a 200unama

Ha nyoauKyeare

Ilyonuxkayuu na ovizapcku e3uk

1.I"'apueBa P. Msanosa M. Komapos 3. Pamkos P. Ctonnos P. EdbukacHOCT Ha 11epTOIN3vVMad

LICTOJI [IPY aKCHAJICH CIIOH/INIOAPTPUT, BKIFOUNTEIHO aHKUIO3MPAIl COOH/IMINT — PE3YITATH OT
KIMHWYHY npoyuBanus. Pesmaronorus 2013: 21(3): 44-48. ISSN: 1310-0505 (Scopus. Google
Scholar, CrossRef) (SJR 2013 —0.102) Q4

Pe3iome: AKCHAamHUST CHOHIWIOAPTPUT oOeauHsiBa aHKuiozupamwms crnoHmuiut (AC) u
He,[[I/I(l)epeHI_lI/IpaHI/ITe CIIOHIHUJIaAPTPOIIaTUH. Ot u3gBaTa Ha IIbPBUTC KIIMHUYHU CHUMIITOMHU OO
nocraBsiHeTo Ha AuarHozata AC obuvaiino muHaBat 8-11 rogunau. Cnopen Rudwaleit uma tpu
CTaaus B Pa3BUTHETO Ha Oosiectra. Hali-paHHUAT € MpepeHTreHOrpadCKUsIT, KOWTO MOXKE Ja ce
obekTuBHM3Upa ¢ momonrra Ha SIMP u choTBeTHO N1a OBI€ 3amovHATO JeueHue. Tepanusra ¢ anti-
TNF MemukamMeHTH ce XapakTepu3upa C J00Bp OTrOBOp NPH MIQJHWTE IMAIMEHTH C KpaTKa
MPOIBHKUTEIIHOCT Ha OOJIECTTa U BHUCOKA BBH3MAIUTENTHA aKTUBHOCT. B 0030pa ca pasrienanu
pesyaTaTuTe OT mpoyuBaHusi, TmpoBeaeHu ¢ anti-TNF wunxuOutopu mnpu axcuaieH
CIIOHANJIOAPTPUT, BKIIFOUUTCIIHO RAPID-aXSpA, KOCTO € IIBbPBOTO T'OJIAMO, MHOT'OCHTPOBO U
HJIaLIe60-KOHTpOHI/IpaHO IIpoOy4YBaHe. B wHero e HaIllpaB€HO JOUPCKTHO CpPaBHCHHUC Ha
TeparneBTUYHUS OTTOBOP MEKIy OOJIHU B npepeHTreHorpadcku craguii u ¢ aktuseH AC.
KutiouoBu 1ymMu: akcualieH CIIOHIUIOAPTPUT, LiepToin3ymad neroi, TNF-a

Abstract: Axial spondyloarthritis includes ankylosing spondylitis and undifferentiated
spondyloarthropathies. From the onset of the first clinical symptoms to diagnosis passes period of
8-11 years. According to Rudwaleit there are three stages in the development of the disease. The
earliest is nonradiological which can be identified with the use of MRI and appropriate treatment
to be started. Therapy with anti-TNF agents is characterized with a good response in young patients
with a short duration of disease and high inflammatory activity. In the review we discuss the results

of studies performed with anti-TNF drugs and those of RAPID-axSpA, which is the first large,



multicenter and placebo-controlled study. This study allows direct comparison of the therapeutic
response in patients in nonradiographic stage with those with active ankylosing spondylitis.

Key words: Axial spondyloarthritis, Certolizumab pegol, TNF-a

2.WBanoBa M. CrowmnoB P, I"'anueBa P. Cranunosa Co u Manosnosa U. Cepymuo aHrBo Ha TNF-o
IIpY_pPEBMaTOMJICH apTPUT BBB BPB3Ka C OosiecTHATa AKTUBHOCT U IPOBEXKIAHATA TEPAIMS.
Pesmatornorns 2013; 21(4): 31-37. ISSN: 1310-0505 (Scopus. Gooagle Scholar. CrossRef) (SIR
2013 —0.102) Q4

Pesrome: Pesmatoupnusar aptputr (PA) € XpOHHYHO BB3NAIUTENHO 3alolisiBaHe,
XapaKTepU3UpalIllo ce ¢ XUIepIuia3us U HHOUITPUPAHE HA CHHOBUSATA C BBH3MAIUTEIHHU KICTKH,
BOJICIIU 10 MIPOTPECHBHA JIECTPYKIUS HA cTaBUTE. J[0Ka3aHO € yuacTHETO Ha HAKOJIKO IIUTOKUHA
B TIOYTH BCUYKH €TAINM Ha PEBMAaTOUHOTO CTAaBHO Bh3najeHue u aectpykius. TNF-a ce cunra 3a
BB3JI0B IMTOKHH B TaroreHe3ara Ha PA, Thii KaTo € mpeacTaBeH B OMOJIOrMYHO 3HAYMMHU HUBA B
CHMHOBHAJTHATa ThKaH M TEYHOCT IpH cTpafamuTe ot Oonectra. Hemo noseue, HuBata Ha TNF-a
B pEBMAaTOM/HATa CHHOBHUS ca B Mapajesl KaKTO ChC CTEINEeHTa Ha BB3MAJICHHUETO, Taka W Ha
KocTHUTE epo3uu. LlenTa Ha mpoyuBaHeTo e Aa ananuzupame npoaykiusata Ha TNF-o mpu 60111
C PEeBMATOMJICH apTPHUT M BPb3KaTa MEXKIY CEPYMHOTO HUBO Ha TO3HM IUTOKWUH U KIMHUYHUTE U
nabopatopHuTe MapamMeTpu Ha OoyiecTHaTa AaKTUBHOCT, JaBHOCTTa Ha 3a00JSBaHETO H
npuioxkeHoTo eyenue. Cepymuure HuBa Ha TNF-o ipu 76 601HM ¢ PA Ha Bb3pact (mean + SD)
55.58 £ 10.7 r., Bapupama ot 32 no 78 r., U cpeaHa noabHkuTenHocT (= SD) Ha 3abonsBaHeTo
9.8+ 7.3 1. (range 0.1-32) 6s1xa u3mepenu upe3 ELISA Tect. 3a onienka Ha OoyiecTHaTa aKTHBHOCT
6eme nmpunoxxked DAS28-CRP. Husoto 1y Oerie uHTepnpeTrpaHo kato HUCKo — DAS28 < 3.2,
ymepeno — 3.2 < DAS28 < 5.1, unu Bucoko — DAS28 > 5.1. KaTo 1ONbIHUTENHN MMOKA3aTENH
u3non3Baxme Bp3nanurenure ouomapkepu CYE u CPII. Pesynrarure 6sixa cpaBHEHH C T€3HU HA
88 3apaBu KoHTposiM Ha BB3pacT (mean + SD) 55.58 £ 10.7 r., Bapupama ot 32 go 78 r.
N3cnenBaxMe chINO Bpbh3KaTa Ha cepyMmMHara KoHIeHTpanus Ha TNF-o ¢ KIMHUYHHTE |
OMOJIOTMYHUTE MapaMeTpy Ha OosecTHaTa akTUBHOCT NpH PA, KakTo ¥ ¢ MpoBeX/1aHaTa Tepammsl.
ITetmecer u cemem (75%) oT manmeHTuTe OsfiXxa HA JI€YCHHE CbC CHHTETUYHO
ooectomoubuimpaiio anrupemarndao jgekapctso (BMAPJI) — Methotrexate, Sulfasalazine
unn Leflunomide, a 19 (25%) — ¢ 6uonoruuno BMAPII (3 ¢ TNF-6mokupa arent — Enbrel, u 16
¢ IL-6R anrtaronuct — Tocillizumab). [lanaute Osxa 00pabOTEeHH CTATUCTUYECKH YpPE3

BapHallloHeH, HenapameTpudeH aHanu3 (Mann Whitney U test), 2 TecT u KkopenaloHEeH aHaIu3



(Spearman Rank Order Correlation). IIpu 6omauTe ¢ PA (9.08 + 6.17 pg/ml) 6s1xa n3smepenu
CTaTUCTUYECKHU 3HAUMMO TI0-BUCOKHU cepyMHHU HUBa HAa TNF-a cipsiMo KOHTpOJIHATa TpyIia 31paBu
muna (3.16 = 2.11 pg/ml; p < 0.001). He ycraHOBUXME KOpenaiusi MEXy CEpyMHOTO HUBO HA
TNF-o 1 akTHBHOCTTa Ha peBMaTOMIHUs apTpuT, oieneHa ¢ DAS28-CRP (r = 0.218; p = 0.059)
u Bp3nanutenaute ounomapkepu CYE (r=0.171; p = 0.145) u CPII (r = 0.218; p = 0.064), xakTO
U ¢ 1aBHOCTTA Ha 3a0osBaneTo (p = 0.543). [1pu 6omuute ¢ PA, nekyBanu ¢ 6nosiornaesr BMAPJI
(Enbrel mu Tocillizumab), 6s1xa peructpupanu CTaTUCTHYECKH 3HAYMMO MO-HUCKH CTOMHOCTH Ha
cepymaust TNF-a (5.6 £ 6.8 pg/ml) B cpaBHEHHE C MAalMEHTUTE HA JICYCHHE CHC CHHTETHYCH
BMAPIJI (10.2 + 12.7 pg/ml; p = 0.002, Mann-Whitney U test). [loBuenure cepyMHr HUBA HA
npouHpaamatopaus TUTOKUH TNF-0 moTBbpik/IaBaT HeroBaTa MaToreHeTUYHA POJisi B JIOKATHUS
U CHUCTeMHHUsI Bb3nanurtesneH otroBop npu PA. Jleuenmero ¢ O6umomormunu BMAPJI Bomm mo
CUTHU(HUKAHTHO TOHMXeHue Ha cepyMHHS TNF-0 B cpaBHEHHE C TepamusTa ChC CHHTCTUYHH
BEMAPJL

KurouoBu xymu: peeMmarousieH aptput, TNF-a

Abstract: Rheumatoid arthritis (RA) is a chronic inflammatory disease characterized by
hyperplasia and infiltration of the synovium with inflammatory cells, leading to progressive
destruction of the joints. In RA, several cytokines are involved in almost all aspects of articular
inflammation and destruction. TNF-a has been considered a pivotal cytokine in the pathogenesis
of RA, as TNF-a is present at biologically significant levels in RA synovial tissue and fluid.
Furthermore, the levels of TNF-a in RA synovial seem to parallel the extent of both inflammation
and bone erosion. The aim of this study was to investigate the production of TNF-a in patients
with RA and the relationship between serum level of this cytokine with clinical and laboratory
parameters of disease activity, disease duration and therapy. An ELISA test was used to determine
serum cytokine TNF-a levels in 76 patients with RA aged (mean + SD) 55.58 + 10.7 (range 32-
78) and mean disease duration (£ SD) 9.8 + 7.3 (range 0.1-32). Disease activity was assessed by
DAS28-CRP and interpreted as low DAS28 < 3.2, moderate 3.2 <DAS28 < 5.1 or severe DAS28
> 5.1. As additional parameters we used inflammatory biomarkers — ESR and CRP. Results were
compared with those from 88 healthy controls, aged (mean = SD) 55.58 + 10.7 (range 32-78). We
also studied the relationship of the serum concentration of TNF-o with clinical and biological
parameters of disease activity in RA, and with ongoing therapy. Fifty seven (75%) patients were
treated with synthetic DMARD s (Methotrexate, Sulfasalazine or Leflunomide) and 19 (25%) with



biological DMARD (3 with TNF-blocking agent — Enbrel and 16 with IL-6R antagonist —
Tocillizumab). The data were processed by statistical variance, non-parametric analysis (Mann
Whitney U test), y2 test and correlation analysis (Spearman Rank Order Correlation). In patients
with RA (9.08 + 6.17 pg/ml) were measured statistically significantly higher levels of serum TNF-
a in comparison with healthy controls (3.16 = 2.11 pg/ml; p <0.001). No correlations were found
between serum levels of TNF-a and disease activity as measured by DAS28-CRP (r =0.218; p =
0.059) and inflammatory biomarkers ESR (r = 0.171; p = 0.145) and CRP (r = 0.218; p = 0.064),
as well as with disease duration (p = 0.543). In patients treated with biological DMARDs (Enbrel
or Tocillizumab) were recorded statistically significant lower values of serum TNF-a (5.6 = 6.8
pg/ml) compared with those treated with synthetic DMARDs (10.2 = 12.7 pg/ml; p = 0.002, Mann-
Whitney U test). Elevated serum levels of pro-inflammatory cytokine TNF-a confirmed its
pathogenic role in local and systemic inflammatory response in RA. Biological DMARD therapy
leads to significant decreases in serum TNF-a compared with therapy with synthetic DMARDs.

Key words: rheumatoid arthritis, TNF-a

3.KyunypokueB AT, boros b, I'anueBa P. XpucrtoBa Kp, Kyanypmkues T. JIunuiaeH craTyc npu

A3JIMYHY CTAJIUY HAa XPOHUYHO 0b0peuHo 3a00aaBane. Hedbpoaorusd, auanu3a i TPAHCIIAHTAIINS

2013: 19(4): 20-27. ISSN: 1312-5257 (Embase/Excerpta Medica i Scopus) (SJR 2013 — 0.100)
Q4

Pe3tome: 3aTnbCcTsBaHETO M METAOOJUTHUTE HAPYIIEHHUS CHITBTCTBAT XPOHUYHUTE OBOpedHU
3a00JsIBaHMs M B TOJIIMA CTEMEH ca MpUYUHa 3a nporpecupanero uM. IlocraBuxme cu 3a 1en aa
u3cieBaMe 3aTibCTABAHETO U JIMIUAHNUTE HapYIIeHUs IpU OOJHM ¢ pa3inyHa cteneH Ha Xb3 u
CJie]l TPAHCIIAHTAIMSA U 1a TH CPAaBHUM ChC 3/IpaBU KOHTPOJIU. BKimroueHu ca 06110 165 nanuenty,
KOUTO ca pazjesieHu Ha net rpynu: ['pyna 1 —3apaBu koHTponn — 38 aymu (20 sxeHu u 18 Mmbxke)
Ha cpenHa Bb3pacT 54,4 roaunu; ['pyna 2 — manueHTu ¢ O0b0pedyHo 3a00JsiBaHE U HOpPMaiHa
0n0peuna ¢yukuust (Xbb) — 35 6omHu Ha cpenna BB3pact 52,5 rogunu (15 xenu u 20 Mbxe),
(CKD1 cnopen xnacudpukanuara sza KDOQI); I'pyna 3 — GonHM B mpeauanu3eH CTaauid Ha
6b0peuna HepoctarbyHOCT (XBH) — 60 manuenTu Ha cpeaHa Bb3pact 57,3 roaunu — (23 xeHu u
37 mbxe) (CKD2-4 cnopen xnacugpukanusta Ha KDOQI); I'pyna 4 — 6onHu  Ha JUaTU3HO
neuenue (X]I) — 20 mamueHTn Ha cpenHa Bb3pacT 50,6 rogunan (11 Mbxke u 9 xenn), (CKDS

cropen chiata kimacudukamus); ['pyna 5 — Tpancrmmantupanu 0oiHH, 12 TpaHCIUTAaHTHUpPAHU



MalMeHTH Ha cpenHa Bh3pacT 42,2 ronunan (7 Mbxe U S skeHn). Hamero npoydBaHe mokasa, ue
Haii-Bucok € BMI ipu rpynara ¢ Xbb u HamansiBa ¢ HanpeiBaHe Ha ObOpedHaTa HeOCTAaThbYHOCT.
UYecrorara Ha IUCIUMIUACMUATA HE C€ pa3inMyaBa CbIIECTBEHO MEXKIY pPA3JIM4YHUTE TPYIH
ManMCHTHU, HO CC BJIOLIaBa aTCPOTCHHUAT 7| HpO(i)I/IJI, npead BCUYKO 3a CMCTKA HAa HaMaJIIBAaHC Ha
HDL ¢ nanpeaBaneTo Ha Ob0peuHaTa HeJOCTaThYHOCT.

KiaouoBn AYMHU: 3aTIbCTABAHC, JIMIUACH CTaTyC, XpPOHHWYHO 6L6pequ 3360J’I$IBaHe,
JUCIINIUAEMU S

Abstract: Obesity and metabolic disorders accompany chronic kidney diseases and are largely the
reason for their progression. Our aim was to study obesity and lipid disorders in pts with different
degrees of chronic kidney disease and in pts after transplantation and to compare them with healthy
controls. The study included a total of 165 pts who were divided into five groups: Group 1 - healthy
controls - 38 individuals ( 20 females and 18 males) with an average age of 54.4 years; Group 2 -
pts with renal disease, but normal renal function (CKD1) - 35 pts with an average age of 52.5 years
(15 females and 20 males), (CKD1 according to the classification of KDOQI); Group 3 - pts in
predialytic stage renal failure (CRF) - 60 patients with an average age of 57.3 years - (23 females
and 37 males), (CKD2-4 according to the classification of KDOQI); Group 4 — pts on dialysis
(HD) - 20 patients with an average age of 50.6 years (9 females and 11 males), (CKD5 according
to the same classification); Group 5 - transplanted patients, 12 transplant patients with an average
age of 42.2 years ( 5 females and 7 males). Our study found that the group with CKD1 had the
highest BMI and that this index decreased with the progression of renal failure. The incidence of
dyslipidemia did not differ significantly between the different groups of pts, but its atherogenic
profile deteriorated because of reduction of HDL with the progression of renal failure.

Key words: obesity, lipid disorders, chronic kidney disease, dyslipidemia

4.K xueB A1, KvH xxues T, anueBa P. Kanumeso-dbocdhopHa ooMmsaa npu Xb3 u

omnpeAesHe TUNA Ha 3aciraHe Ha TapreTHUTe opranu. Hedpoaorus, npuany3a U TpaHCIIaHTaIlus

2014: 20(3):29-36. ISSN: 1312-5257 (Embase/Excerpta Medica u Scopus) (SJR 2014 — 0.100)
Q4

Pe3ome: M3BecTHO €, ue XpoHHWYHaTa OBOpeUHa HETOCTATBYHOCT € PHCKOB (DakTop CbhC

CaMOCTOATCIIHO 3HAUYCHUC 3a CbpPACYHO-ChJA0BATa 00JIECTHOCT U CMBPTHOCT. Hpe3 MNOCICAHUTE

TOJIMHU TOJIIMO BHUMaHUE Ce 00pbIla Ha TUTIA 3acsiTaHe Ha chbpiieTo u chaoBete mpu XbH. [lenra



€ J1a OIPEeIeIMM OCHOBHHUTE IMapaMeTpy Ha KaUeBO-PochHOpHUS METa00IM3bM U 3aCSITaHEeTO Ha
TapreTHUTE opranu (Chpie U ChA0BE) Upe3 coHorpadcku MeTon (4ecToTa Ha Kalu(UKaTHTe 10
ChPIICUYHUTE CTPYKTYPH, YECTOTA HA IUIAKUTE MO KAPOTHIHHUTE apTEepUH, NcOCTMHA HA MHTHMA-
menus (IMT) u pesuctuBen unnaekc Ha kaporuganute aprepuu (CARI) npu OonHu ¢ pa3nuyHa
CTETIeH Ha XpOHHYHA OBOpeYHa HEeJJOCTATHYHOCT U TpaHCIUIaHTHpaHu. M3cnensanu ca obmo 165
MaIueHTH, KOUTO ca pas3jelieHu Ha net rpynu: ['pyna 1 — 3apaBu koutposnu — 38 unausuau (20
*eHu U 18 Mbke) Ha cpeaHa Bh3pact 54,4 ronunu; ['pyna 2 — manueHTr ¢ 0b0pedHo 3a00/sBaHe
u HopMmaitHa Ob0peuna ¢pynkuus (XBB) — 35 6omau (15 sxenn u 20 Mbxke) Ha cpeHa Bb3pacT 52,5
rogunan (CKD1); I'pyna 3 — 6o1HM B Ipeaauaan3cH cTaauii Ha 6b0peuna HepocraTbunocT (XBH)
— 60 maruentH (23 xenu u 37 Mbxe) Ha cpeaHa Bb3pact 57,3 roaunu (CKD2-4); I'pyna 4 — 6oHu
Ha quanu3Ho neuenue (XJ1) — 20 nauuentu (11 Mmbxe u 9 xxenu) Ha cpeana Bb3pact 50,6 roguHu
(CKD5); I'pynia 5 — TpancruianTipanu 00JHH, 12 TpaHCIIAaHTUPAHU MAUEHTH (7 MBXKE U 5 )KESHH)
Ha cpeiHa BB3pacT 42,2 rogunu. Pesynrature moka3BaT CUrHH(HMKAHTHA Bpbh3Ka Ha CEPYMHUS
kanmuuit (p<0.001) u dochop (p<0.001) cwvc cremenTa Ha OBOpeuHa yBpema. Yecrorata Ha
KaTIU(PUKATATE 10 ChPACYHHUTE CTPYKTYypH (aopTa, MUTpaJCH KIANCH MPBCTEH, MUTPAIHU
IUIaTHA, TOJKJIANEH amapaT) oTpassiBa curHudukanTHa pasiauka (p=0.032) u HapacTBa C
BJIOIIaBaHe Ha ObOpeuHaTa pyHKIMs. YecToTara Ha TNIAKUTE HA KAPOTUIHUTE apTEPUH HE TIOKa3Ba
curHudukanTHa pasziuka (p=0.372) ¢ BiomaBane Ha ObOpeunata ¢pynkuus. [Ipu rpymara cien
TPaHCIUIAHTAIMS TIPH CPEIHUTE CTOWHOCTH Ha CepyMHHs Kajuuid u cepymHus dochop Hsima
curHU(UKaHTHA pa3inka ¢ KoHTponmHata Tpynma. CARI ce mokauBa ¢ HampenBaHETO Ha
OpOpeyHaTa HEJOCTaTHYHOCT M € MO-HUCHK ciie TpaHciuiantanus. CroitHoctute Ha IMT npu
XeMO/IMaIM3HO OOJIHUTE ca MOo-HUCKU B cpaBHeHue ¢ Te3u ¢ XbH, nokaro npu CARI e obpatHo.
[Mpu wm3crenBaHWTE OT HAC MAIMEHTH YCTAHOBUXME CHTHH()HUKAHTHO IMO-HHUCKA 4YECTOTa Ha
kanudukatute B MuoKapAaHute cTpykrypu, Ha IMT m ma CARI mpu tpancminantupanute
nanueHTy B cpaBHenue ¢ Te3u ¢ XbH u xva X1 (p<0.0001). KamueBo-dochopHusiT MeTaboam3bM
ce BIOIIaBa C HaNpeJBaHETO Ha ObOpeuHaTa HEZOCTaTBYHOCT M C€ MOJ00psBa Clex
TpaHcIiaHTanus. Yectorara Ha KalnupUKATATE IO MHOKApIHUTE CTPYKTYpU CTaBa
CUTHU(UKAHTHO TMO-TOJsIMa C HalpeaBaHeTO Ha ObOpeyHaTa HEeJOCTaThbUHOCT U HamalisiBa Ciell
TpaHCIUTAHTALIUS, KaTO NIO-CHJTHA 3aBUCHMOCT UMa C HUBOTO Ha cepyMHus pocdop. Hiama pasnuka

B YCCTOTATA HA INIAKUTC IO KAPOTUIHUTEC APTCPUU IIPU PAZJINYHUTC T'PYIIU IMALMUCHTH, HO HUMa



pasjiiKa B croinoctute Ha CARI. ]_IOKaSaHI/ITe OT HaC IMMPpOMCHHU MOTraT aa C€ 00SICHSAT C IIpECaANMHO
APTEPHUOCKIICPOTHUYHHUSA THUII CbAO0BO 3aCATraHEC ITPU HAIIPCABAHETO HA 6L6peqHaTa HEOOCTAaThYHOCT.
KuarouoBu nymm: kanmueBo-gochopra oOMsHa, XxpoHHYHA OBOpEeYHA HEJOCTATHYHOCT, TAPTCTHH
OpraHu

Abstract: It is known that chronic kidney disease (CKD) is a risk factor with independent
significance in cardiovascular (CV) pathology and death. Recently great attention is paid for the
type of damage of the heart and vessels in CKD. The aim of the study is to determine main
parameters of the calcium-phosphorus metabolism and the affection of target organs (heart and
vessels) by ultrasonography: frequency of calcifications on heart structures, frequency of
atherosclerotic plagues on common carotid arteries, intima-media thickness (IMT) and the
resistive index of the common carotid arteries (CARI) in patients with different stages of chronic
renal failure (CRF) and transplanted patients. Serum levels of calcium and phosphorus were also
determined. A total of 165 patients were divided into five groups: Group 1 — healthy controls — 38,
of whom 20 females and 18 males with a mean age 54.4 years; Group 2 — 35 patients with CKD
and normal kidney function (CKD1) — 15 females and 20 males with a mean age 52.5 years; Group
3 — 60 patients in predialysis (CKD2-4) 23 females and 37 males with a with a mean age 57.3
years. Group 4 — 20 dialysis patients 9 females and 11 males with a mean age 50.6 years; Group 5
— 12 transplanted patients — 5 females and 7 males with a mean age 42.2 years. We observed a
significant association of serum calcium (p<0.001) and phosphorus (p<0.001) with the stage of
renal damage. The frequency of calcifications on heart structures (aorta, mitral valve annulus,
mitral structures) showed significant difference (p=0.032) as increased with the worsening of renal
function. The frequency of atherosclerotic plaques on carotid arteries did not show significant
difference (p=0.372) with deterioration of renal function. Comparing controls with transplanted
patients we did not estimate a significant difference in the mean serum level of calcium and
phosphorus. With the progression of renal failure CARI increased and after transplantation it
lowered significantly. IMT in patients on hemodialysis was lower in comparison to those with
CKD, while an inverse relationship was observed with CARI. In transplanted patients the
incidence of calcifications on myocardial structures and on common carotid arteries was
significantly lower compared to those with CKD and on hemodialysis, (p<0.0001). Conclusions:
Calcium-phosphorus metabolism worsened with the progression of chronic renal failure and

improved after transplantation. The same happened with the frequency of calcifications on



myocardial structures, as a strong relationship was found with the serum level of phosphorus.
There was no significant difference in the frequency of atherosclerotic plaques on carotid arteries
in the different groups of patients, but there was a difference in the value of CARI. The proven by
us abnormalities could be explained with arteriosclerotic type vessel changes taking place with the
worsening of renal failure.

Key words: calcium-phosphorus metabolism, chronic kidney disease, target organs

o.MBanoBa M. Manonosa U, I'anyeBa P. bosmkuera B, Crounos P, Cranmnosa C. CepymMHuU

HyBa Ha |L-23 mpu aHKMIO3MpAaIl COOHIMJIMT M PEBMAaTOWACH apTput. PeBmaronorus 2015:
23(1):64-73. ISSN: 1310-0505 (Scopus. Gooale Scholar, CrossRef) (SJR 2015 — 0.100) Q4

Pe3iome: Ilpe3 nmocieanute ronuHu 0€ MOCTUTHAT 3HAYUTENICH HAINIPEABK B OINpPEICIISIHE POJIATA
Ha ,,HOBa IeHepalnus’ UUTOKUHYU B UHIAYKLIMITA U PETYJIUPAHETO Ha CTABHOTO Bh3najeHue. Toa
MpOMEHHU pa3OupaHeTo 3a MaTroreHe3ara Ha apTPUTUTE, KOETO IMPEeaHu TOBAa CE€ OCHOBABAaIlle Ha
OIIpOCTEHAaTa Mapajurma 3a HapyueHoto pasHoBecue Mexxay Th1/Th2. CeBpeMeHHH IpOyYBaHUS
nmoayepraBar BakHata pois Ha mhTsA 1L-23/Th17 B TaxHOoTO passutme. IL-23 ce mpomyimpa
OCHOBHO OT AHTHUI'€H-IIPEJCTABSIINTE KIJIETKH, KAKBUTO Ca aKTUBUPAHUTE JIEHIPUTHU KIIETKH,
MOHOLIUTUTE U Makpodarute, U € OT pelIaBallo 3HAYCHHE 32 Pa3BUTHETO Ha HIKOM MOENU
aBTOMMYHHa narosiorus. [Ipu cBbp3BaHe ¢ XETEPOJUMEPEH PELENTOP C€ aKTUBHPA CUTHAIHUAT
meT, BirouBan] Janus kinase 2 (JAK2), tuposun-kmHaza 2 (Tyk2), m akTUBaTOpuTe Ha
tpanckpunuusra (STATI, 3, 4 u 5). Llenta e na ananusupame npoaykuusara Ha 1L-23 npu 6omHM
C BB3MAJIUTEIHM apTponaTuu (peBMAaTOMAEH apTpUT M aHKWIO3WpAL] CIIOHJWINT) U Bpb3Kara
MEX]Jy CEpyMHOTO HUBO Ha TO3M LMTOKMH M KIMHUYHHUTE U JTAOOpAaTOpHHUTE MapaMeTpu Ha
0ojecTHaTa aKTUBHOCT, (PYHKIIMOHAIHOTO ChCTOSIHUE U IPHIIOKEHOTO JiedueHne. CepyMHUTE HUBa
Ha IL-23 npu 32 Gonnu ¢ Bp3nanurennu aprponatuu (18 ¢ AC u 14 ¢ PA), Ha Bp3pacT (mean +
SD)47.3+£13.6. (ot 27 no 75 1.) u cpeaHa noabmkuTenHocT (= SD) Ha 3abonsBanero 10.8 + 7.3
r. (ot 1 o 26) 6sxa usmepenu upe3 ELISA Tect. Pesynrartute 6sxa cpaBHEHHM ¢ Te3u Ha 25
CHOTBETCTBAIIIM IO BH3PACT U MOJI 3[IpaBU KOHTpOJIU. AHalu3upaHa Oellle Bpb3KaTa Ha cepyMHaTa
KoHUeHTpauus Ha [L-23 ¢ KIMHUYHUTE U OMOJIOTUYHUTE MTapaMeTpy Ha OOJIeCTHAaTa aKTUBHOCT,
¢u3nyeckara GyHKIMS U IpoBeKIaHaTa Tepanus. bonectHoto cherosiaue npu AC Gertie orieHeHo
nocpenctsoM ASDAS-CRP, BASFI, BASMI, CYE u CPII, a npu PA upe3 DAS28-CRP u HAQ-

DI. lanauTte 651xa 00pabOTEeHH CTAaTUCTHYECKH ¢ HermapaMmeTpuieH aHanu3 (Mann Whitney U test),
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2 Tect u KopenanuoneH aHanu3 (Spearman Rank Order Correlation). Cepymuute HuBa Ha 1L-23
He ce paznuuaBaxa npu 6omaUTe ¢ PA n AC (49.26 + 6.78 pg/ml, 37.22 + 4.20 pg/ml; pecm. p =
0.808). VYcraHoBuXME€ I0-BUCOKAa CEpyMHAa KOHIIEHTpAalMsl Ha TO3M LMTOKHMH IIpU JIBETE
BB3naNUTeNHU apTponaruu (42.49 + 5.41 pg/ml) B cpaBHeHue cbe 3apaBute unausuau (13.15 +
1.49 pg/ml) (p = 0.05). IL-23 B cepyma nokasa go0pa MoJIOKUTETHA KOPEIAIIMOHHA 3aBUCHMOCT
cbe cepymHara konueHntpamnus Ha CPII (r = 0.644; p = 0.013) nmpu PA. He Geme ycraHoBeHa
acormanus Ha [L-23 ¢ ocrananurte u3cieaBaHU MapaMeTpu 3a O0IECTHOTO cheTosiHUE Tpu PA n
AC. B 3akiioueHue, HHME INPEICTaBsIME YBEIMYEHUE Ha cepyMHOTO HHMBO Ha [L-23 mpu
BB3MAJUTENIHA apTPONATUU B CPaBHEHHE ChC 3/IpaBUTE KOHTPOJU U JIMIICA HA acolUalus Ha
KOHIIEHTPALUATA My C aKTHBHOCTTAa U (u3nueckata GyHKIUS MPU aHKUIO3UPAIL CIOHIWINT U
peBMaTousieH apTpuT. B mpoBenenust ananus cepymMHUAT [L-23 mokasa cuiiHa MOJIOKUTEIHA

Kopenanus ¢ Bp3nanutennus onomapkep CPII mpu PA, 3a paznuka ot AC.

KarouoBu AYMU: BB3NAIMTECIHA apTpOIaTu, pE€BMATOUJCH apTPUT, aHKUJIO3Upall CIIOHAWINT,

IL-23

Abstract: In the recent years, important advances have been made in defining the role of the “new
generation” cytokines in the induction and regulation of inflammatory arthritis. This changes the
understanding of the pathogenesis of arthritides, which previously was based on a simplistic
paradigm of Th1/Th2 imbalance. Recent studies emphasize the important role of IL-23/Th17
pathway in the pathogenesis of arthritides. IL-23 is mainly produced by antigen-presenting cells,
such as activated dendritic cells, monocytes, and macrophages and is critical for the development
of some models of autoimmune pathologies. IL-23 binds to a heterodimeric receptor, thus
activating the signaling pathway involving Janus kinase 2 (JAK2), tyrosine kinase 2 (Tyk2), and
activators of transcription (STAT1, 3, 4, and 5). To analyze the production of IL-23 in patients
with inflammatory arthritides (rheumatoid arthritis and ankylosing spondylitis), and the
relationship between serum levels of this cytokine with clinical and laboratory parameters of
disease activity, functional impairment and the treatment administered for these diseases. Serum
levels of IL-23 in 32 patients with inflammatory arthritides (18 with AS and 14 with RA), aged
(mean + SD) 47.3 £ 13.6 years (27 to 75 years), with a mean disease duration (= SD) 10.8 = 7.3
years (1 to 26) were measured by ELISA assay. The results were compared with those of 25 age-
and sex-matched healthy controls. The relationship of serum concentration of IL-23 with clinical
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and biological parameters of disease activity, physical function, and the therapy for these diseases
was analyzed. The disease state in AS was assessed using ASDAS-CRP, BASFI, BASMI, ESR
and SRS, while in RA via DAS28-CRP and HAQ-DI. Statistical analyses were performed using
non-parametric analysis (Mann Whitney U test), 2 test and correlation analysis (Spearman Rank
Order Correlation). No difference was determined in serum levels of IL-23 in patients with RA
and AS (49.26 = 6.78 pg/ml, 37.22 + 4.20 pg/ml; resp., p = 0.808). Higher serum levels of this
cytokine were presented in both inflammatory arthritides (42.49 + 5.41 pg/ml), compared with
healthy subjects (13.15 + 1.49 pg/ml) (p = 0.05). IL-23 in the serum had good positive correlation
with serum concentration of CRP in RA (r = 0.644; p = 0.013). No association of IL-23 with the
other examined parameters of disease state in RA and AS was observed. In conclusion, we have
shown increase in the serum level of IL-23 in inflammatory arthritides compared with healthy
controls and lack of association of its concentration with the disease activity and physical function
in ankylosing spondylitis and rheumatoid arthritis. Serum IL-23 demonstrated strong positive

correlation with the inflammatory biomarker CRP in RA, unlike AS.

Key words: inflammatory arthritides, rheumatoid arthritis, ankylosing spondylitis, 1L-23

6.BacwuinieB I, Kyprera E. MBanosa M. MBanopa-Tonoposa E. Tymanrenosa-tOzenp K. 'anuyeBa
P. CrounioB P, Kropkunen JI. EQexkT Ha ME3eHXUMHHTE CTBOJIOBH KJIETKH BHPXY MOHOIMUTH OT
HAlMeHTH C PeBMATOWIEH apTPUT W MPOTrpecHBHA CUCTeMHa ckiepo3a. PeBmaronorus 2019;
27(3):44-54 https://doi.org/10.35465/27.3.2019.pp44-54. I1SSN: 1310-0505 (Scopus, Google

Scholar, CrossRef) (SJR 2019 —0.129) O4

Pe3ome: B xonTekcTa Ha ABTOMMYHHUTC BH3MNAJIMTCIHA 3a001sBaHKsA OM MoOIJIa Aa €€ NOThpCH

TepaneBTHYHATa I0J13a OT MPHJIOKEHUETO Ha ME3eHXUMHHU cTBoJoBH KieTku (MCK), mpensua
MIOTEHIIAAJIa UM J1a OCBILECTBABAT UMYHOCYIIPECHS U J1a PETyIMpaT UMyHHHMsI OTroBop. B onmra
na Jo0ueM MO-IUIOCTEH TOIJIeA BbPXY MEXaHM3MUTE Ha peryiaius, OChLIECTBABAHU OT
anuno3Hu crBojioBu KieTku (AT-MCK), Hue uzcnensaxme BiaustHueTo Ha cpeau ot AT-MCK
BbPXY KPbBHM MOHOLIUTH OT NaIeHTu ¢ peBmarouzieH apTput (PA). CpaBHeHueTo Ha eexra Ha
pastBopuMHTe (akTopH, npoxayuupaHu or AT-MCK ¢ KOHTpoiaHMTE cpeau 3a KIEThYHO
KyJITUBUpaHE BbpXy nepudepHu KpbBHU MoHOHyKieapHu kietku (IIKMK), mnokasa
CTaTUCTUYECKU CUTHU(PUKAHTHO PEeIyKIUs Ha MpOIeHTa MOHOUUTH, ekcripecupaiiy HLA-DR na

noBbpxHocTTa cH, 55.3% (IQR 30-65%) vs. 72% (IQR 62-81%) p = 0.001, a cbIio Taka u
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CUrHU(UKAHTHO MMOHMKEHUE B IUTPTHOCTTA Ha ekcnpecusaTa (mean flourescent intensity, MFI) na
HLA-DR Bbpxy kyaruBupanute MoHoruth, 265 MFI (IQR 102-896 MFI) vs. 473 MFI (IQR 160-
2201 MFI), p = 0.001. [Tox BB3aeiictBue Ha cpenute or AT-MCK Bbpxy [IKMK ot 6osHu ¢ PA
Oemre yBenuueH U npoueHTsT Ha CD14 excrnipecupaiiy MOHOIIUTH CIIPSIMO KOHTPOJIHUTE CPEaH,
11.7% (IQR 7.6-16.5 %) vs. 6.6% (IQR 4.6-11.8 %), p=0.013, 1 mIbTHOCTTA HA TOBBPXHOCTHATA
excrpecust Ha CD14, 2702 (IQR 1548-3418) vs. 1540 (IQR 1146-2140), p = 0.05. HuBata Ha
SVEGF-A B xyntypu na [IKMK ot manuentu ¢ PA, KynTUBHpaHU C KOHIUIIMOHUPAHH CPENIU OT
AT-MCK, 6sixa curanukantHo no-sucoku cupsimo [IKMK, kynTuBrpanu ¢ KOHTPOIHH Cpey,
5012 (IQR 2516-5054 pg/ml) vs. 561 pg/ml (IQR 288-699 pg/ml), p = 0.001. Hamrero npoy4Bane
10 HEJBYCMMCJICH HAUMH IOKa3Ba CIIOCOOHOCTTA Ha Pa3sTBOPUMHUTE (PaKTOPH, ChIBbPXKALIU CE B
cpeau ot AT-MCK, na BaussT Ha MOJIEKYIUTE, CBbP3aHU C aHTUT€HHOTO NPEICTAaBIHE U Ipolieca
Ha audepeHnManys Ha KpbBHU MOHOUUTH Tpu O6omHu ¢ PA. Ilo oTHOIIEHHWE Ha MHIOTHOTO
npoyuBade ¢ [IKMK or nanuentn ¢ IICC, Ha HayaneH eTam ChLIO NOCTUTHAXME LEIUTE CH,
3al10TO UJIeHTU(UIIMpaxMe HATMYUETO Ha TeHIeHLIUs, T0Jo0Ha KakTo 1pH PA, kosATo Ha cienBal

eTan ja ObJe MpoBepeHa.
Kiro4oBu 1ymMu: ME3eHXUMHH CTBOJIOBH KJICTKH, PEBMATOMICH apTPUT, AaHTUT'CHHO TPE/ICTaBsIHE.

Abstract: In the context of autoimmune inflammatory diseases, the therapeutic benefits of
mesenchymal stem cells (MSCs) could be found in their potential to exert immunosuppressive
effects and to regulate the immune response. In pursuit of having a more complete look at the
regulatory mechanisms performed by AT-MSC, we examined the influence of adipose stem cells
(AT-MSC) on blood monocytes from patients with rheumatoid arthritis (RA). Comparison of the
effect exerted by the soluble factors produced by AT-MSC vs. cell culture control media, on
peripheral blood mononuclear cells (PBMC), showed a significant decrease in the percentage of
HLA-DR expressing monocytes, 55.3% (IQR 30-65%) vs. 72% (IQR 62-81%), p = 0.001, as well
as a significant decrease in mean fluorescence intensity MFI of HLA-DR was observed, 265 MFI
(IQR 102-896 MFI) vs. 473 MFI IQR 160-2201 MFI), p = 0.001. The percentage of CD14
expressing monocytes and CD14 MFI, was increased in PBMC cultured with AT-MSC
conditioned media as opposed to control media: 11.7% (IQR 7.6-16.5%) vs. 6.6% (IQR 4.6-
11.8%), p = 0.013 and the surface expression density of CD14, 2702 (IQR 1548-3418) vs. 1540
(IQR 1146-2140), p = 0.05. SVEGF-A levels in PBMC cultures from RA patients cultured with
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conditioned media from AT-MSC were significantly higher than PBMC cultured with control
media suppressing secretion of SVEGF-A, 5012 (IQR 2516-5054 pg/ml) vs. 561 pg/ml (IQR 288-
699 pg/ml), p = 0.001.

Key words: mesenchymal stem cells, rheumatoid arthritis, antigen presentation

{.I'anueBa P. Benukona I, Kynnypmkues T. Konapos 31, Kynnypmxue At. CepyMHu
koHreHTpanuy Ha |L-13 u [1.-18 npu nanueHTyu ¢ monarpa B MeXAYINPUCTBICH NEPUOI U
CBPJICYHO-CHIOBY IIpoMeHu. PeBmartonorus 2019:; 27(4):18-26

CrossRef) (SJR 2019 —0.129) Q4

Pe3rome: B nuteparypata uMa JaHHHU, Y€ KIHOYOBUTE 332 MHULMUPAHETO U MOIIbPIKAHETO Ha
MOAAarpo3HOTO BB3NaneHue uHTepiaeBkuHU - IL-1f m IL-18, ce acomuupar ¢ OBOpeyHH u
Cbp/E€YHO-CHAOBU HapylleHus. Vmar riaBHa peryiaropHa (yHKIMsS B I'bPBUYHUS HMYHEH
OTrOBOp M B chJi0BaTa naroyorus. [locraBuxme cu 3a 11e1 J1a U3ciaeiBaMe cepyMHOTO HUBO Ha [L-
Ip m IL-18 mpu KOHTpPOIM C HEAKTHBHpPAaHAa OCTE0ApTPO3a, MHAIUEHTH C aCUMIITOMHA
XHUIIEpYPUKEMUs, moAarpany 6e3 Togu u 007aHM ¢ TO(U U3BBH MPHUCTHI U Ja YCTAHOBUM JIAJIN
CEpYMHUTE UM KOHIIEHTPALUU C€ acOLMUpAT C eXorpacku NpoMeHH Ha OBOpenuTe U ChpIETO.
IIpoyuBaHeTo € ¢ Kpoc-CeKLMOHEH u3aiiH. Bxirtouenu ca o6mio 83 nocnepoBatentu 6omaHu: 18 ¢
HEaKTHBHMpaHa 0CTE0apTpo3a, 29 ¢ aCHMIITOMHA XUIepypuKeMus, 22-Ma nogarpunu 6e3 ropu u
18 momarpun ¢ TOopM B MEXAyNpUCTblieH mnepuoa. CepymMHaTa KOHIEHTpauus Ha
MHTEPJIEBKMHUTE € OINpe/elieHa 4pe3 eH3UMHO-CBbp3aH uMyHocopOeHTeH Metoj (ELISA) c
Human IL-1p u IL-18 ELISA kuroBe (Platinum, eBioscience, Vienna, Austria). Exorpadcku ca
m3mepenu: 0b0peunusT pesuctueH uHjaekc (RRI) ¢ 3.5 MHz tpancatocep paborenr ¢ mysncoBa
nomiueposa yectora 2.5 MHz u unaexkchT Ha JieBokamepHaTta MyckynHa maca (LVMi), ¢ 2.5 MHz
tpancatocep Phased Array. [lannute ca ananusupanu upe3 One-Sample Kolmogorov-Smirnov,
ANOVA, Tukey HSD, Kruskal Wallis, Mann-Whitney wu tounusr tect Ha Fisher.
Kopenanmonnure ananusu ca U3BBPILEHU Ype3 KOpeIalnoHHUS KoepuueHT Ha Spearman. [lpu
nanueHTUTe ¢ Topu cepymMHoTO HUBO Ha IL-1f Gemie HenekTHUpyeMo B CpaBHEHHE C OCTAHAINTE
Tpu rpyny, (p < 0.001). [lokato B cepymHaTta koHueHTpanus Ha IL-18 He ce ycTraHoBM pas3nuka
Mexnay uscnensanute rpynu (p=0.154). Mwmaiiku mnpensua, ye HuBoTOo Ha IL-1B Oerme
HEJEKTUPYEMO IIPH MOIarpULIUTE C TOPH, KOPETAMOHEH aHAJIU3 ITPHU T€3U OOJIHHU ChC CEPYMHOTO

HUBO Ha nMukKodHarta kucennHa, RRI u LVMi He ce npoBene. B octananute Tpu rpymnu, B KOUTO
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umanie ctoiiHocTy Ha IL-1P Hanx Hymata He ycTaHOBHXME BPB3Ka C YIIOMEHATHUTE ITOKa3aTelH.
Kopenanus He ce oTKpy U Mex 1y KoHIeHTpanusaTa Ha IL-18 cbc cepymMHaTa muKoYHa KHCEIMHA,
RRIu LVMi. Cmsrame, ue cepymuoTo HuBO Ha IL-1f u IL-18 He oTpa3sBa TexecTTa Ha mojarpaTa

" CbpACYHO-CBAOBUA PUCK ITPU U3CIICABAHUTEC OoJIHU.

KirouoBu gymu: 60JiHE OT mojiarpa B MeXKAYIPUCTBIICH Neprosl; cepyMHu HuBa Ha IL-1f u IL-

18; cbpAeUYHO-CHI0BU POMEHU

Abstract: In the literature there are reports that the key interleukins, IL-1p and IL-18, for the
initiation and maintenance of gouty inflammation are associated with renal and cardiovascular
disorders. They have a major regulatory function in the innate immune response and in vascular
pathology. We aimed to determine serum levels of IL-1p and IL-18 in controls with inactive
osteoarthritis, patients with asymptomatic hyperuricemia, gouty arthritis without tophi subjects
and gouty tophi individuals out of flare, and to establish whether their serum concentrations are
connected to ultrasound alterations of the kidneys and heart. The study is cross-sectional in design.
A total of 83 consecutive patients were included: 18 with inactive osteoarthritis, 29 with
asymptomatic hyperuricemia, 22 gouty arthritis without tophi and 18 gouty tophi individuals out
of flare. Serum interleukin concentrations were determined by enzyme-linked immunosorbent
assay (ELISA) with Human IL-1p and IL-18 ELISA kits (Platinum, eBioscience, Vienna, Austria).
By applying ultrasound were measured: renal resistive index (RRI) with 3.5 MHz transducer
working with pulse Doppler frequency of 2.5 MHz and left ventricular mass index (LVMi),
determined with 2.5 MHz transducer Phased Array. Data were analyzed by One-Sample
Kolmogorov-Smirnov, ANOVA, Tukey HSD, Kruskal Wallis, Mann-Whitney and Fisher’s exact
test. Correlational analyzes were performed by using the Spearman correlation coefficient. In
gouty tophi subjects serum IL-1pB level was undetectable compared to the other three groups,
(p<0.001). The serum concentration of IL-18 was comparable across the groups, (p=0.154). Given
that the level of IL-1p was undetectable in gouty tophi patients, a correlation analysis in this group
with serum uric acid concentration, RRI and LVMi was not performed. In the remaining three
groups, which had values of IL-1B above zero, we did not detect an association with the above
mentioned parameters. No correlation was found between IL-18 concentration and serum uric acid,
RRI and LVMi in the groups. We suggest that serum IL-1p3 and IL-18 levels do not reflect the

severity of gout and cardiovascular risk in the examined patients.
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Key words: gout patients out of flare; serum concentrations of IL-1p and IL-18; cardiovascular

alterations

8.'anueBa P. Ilarnona 1. KomapoB 3. HanmoHaneH KOHCEHCYC 3a JMarHo3a W JICYCHHWE Ha

mozarpa. beiarapcko »kecTBO 110 _pesmarouorug 2019 r. Pesmartosorus 2020: 28(1): 64-95.

ISSN: 1310-0505 (Scopus. Gooale Scholar, CrossRef) (SJR 2020 — 0.100 4 — Hama
adcTpakT

9.HukonoBa M. MapunueB JI. Xpuctora M, I'anyeBa P. Kosapos 31, banera M. CroiiueB P,

Kynnypmxue At. Blue toe cunapom. Meaumuncku nperaen 2020: 56(2): 20-24. ISSN: 1312-
2193 (Web of Science. CABI: Global Health Database u EBSCO

Pe3rome: Blue toe cunipom mpencTapisiBa OCTpa UCXEMUs U MOCIIEBAIIA [IMAHO3a HA MPBCT HA
Kpaka BCE/ICTBUE ChJI0BA OKJTY3Ms Ha apTepHalieH KPbBOHOCEH Ch/J] C MAIBK KaJIMOBP OT TpomMO03a,
emOonus, Ba3ocHa3bM WM Bb3NAJECHHE U IPU JIMICA HAa NPEAXOXKAalla TpaBMa, CTYIOBO
YBpEXKIaHE WM IOJUISKAIIO 3a00JsiBaHE, CBBP3aHO C TI'CHEpalM3MpaHa LUaHo3a (HarmpuMep
XHITOKCHUSI WIIM MeTXeMoriioonHemMust). YecTo mosiBata Ha CHMIITOMUTE C€ MPEAX0XKA OT ChJIOBU
uHTepBeHIM. [IoHsKora Morar a ce pa3BUAT OTOK M I[MaHO3a HA ChCEIHM ThKaHU. [Ipu Hixou
NAIMEeHTH ce HaOJIr0/1aBa 3acsiraHe U Ha JIpYr'M OPraHu ¥ CUCTEMHU. VI3KIIOUHUTEIHO BaXKHO € Ja ce
ocurypu Obp3a penepdy3usi Ha 3acerHATUTE ThKAHHW TOPAId BUCOK PHCK OT ThKaHHA HEKpO3a U

ranrpena. Hacrosmusar 0630p pasriexia ChbBpeMeHHHTE o3HaHus 3a blue toe cuaapom.
Karwouosu xymu: blue toe cunapom, arepoemMO0IIHs, ChI0BH HHTEPBEHINH, BACKYJIUTH, JICUCHHUE

Abstract: Blue toe syndrome is acute ischemia and cyanosis of a toe due to vascular occlusion of
arterial branch of small caliber — thrombosis, embolism, vasospasm or inflammation of the
vascular wall in the absence of preceding trauma, cold-induced tissue injury or underlying
condition with generalized cyanosis (i.e. hypoxia or methemoglobinemia). Frequently the
appearance of blue toe syndrome is preceded by vascular intervention. Sometimes edema and
cyanosisi of the adjacent tissues are present. In some patients involvement of other organs and
tissues is observed. The fast reperfusion of the affected tissues is crucial due to the high risk for
tissue necrosis and gangrene. This review is focused on the current knowledge on blue toe

syndrome.
Key words: blue toe syndrome, atheroembolism, vascular interventions, vasculitis, treatment
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10.'apuyeBa P. Huxomosa M. Sukosa I1. K sxueB At. Ipunoxenue Ha MukodbeHoIaT

Modernn npu manmeHTH ¢ IIppBudeH cuHapoM Ha Chorped. MemwnuHcku mperaen 2022:
58(2):60-64. ISSN: 1312-2193 (Web of Science, CABI: Global Health Database u EBSCO)

Pesrome: IIbpBuuHuAT cunapom Ha CbOrpeH € XPOHUYHO BB3NAJUTEIHO aBTOMMYHHO
3360J’I${BaHe, KOE€TO YeCTO C€ Ha6}oz[aBa IIpu KCHU Ha Cp€aHa BbB3PacT. CHHI[pOM’LT ce
XapaKkTepU3nupa ChC CyX KEPATOKOIOHKTUBUT M KCEPOCTOMHS Topaau ¢dokaaHaTa JUMQPOIMTHA
MHOWITpaLUs Ha €K30KPUHHHUTE JKJIe3d. Bb3mpuema ce 3a CHCTEMHO HapylIEHHE BKIIIOYBAIIO
Pa3BUTUCTO HA aBTOMMYHHA LUTOIICHUSA, CUHOBUT, MHTCPCTUIHATIHU 66HOI[p06HI/I IMPOMCHHU,
HeBponaTus, TyOyJIouHTepCcTUIINANIeH HeppuT, MeMOpaHonpordepaTUBEH IrIIoOMepyIoHeDPUT U
BAaCKYJIUT. JleueHnero Ha MMaOUCHTUTC BKJIOYBA KOPTUKOCTCPOUIH, aHTI/IHpOJ'II/I(bepaTI/IBHI/I
MCIUKAMCHTH, KAJINWUHCBPUHOBU I/IHXI/I6I/ITOpI/I, IlI/IKJIO(i)OC(i)aMI/II[ " TCpanursa BoACHIA, 10 ACTIICTHA
Ha B-knerkute. Mukodenomar modermn motucka mnpoiumdepanusra Ha T- u B-kiuetkure.
JlureparypHure JTaHHU HOIKPEIAT [IPUWIOKEHUETO My npu KcepoodTanmus,
xunepramarinoOynuHemus, nebuuur Ha C3 uw  C4  ¢paknuure Ha  KOMIUIEMEHTA,
TyOyJIOMHTEPCTUIMATHA, TIIOMEpYyIHa U 0enoapoOHa yBpena. MeauKaMeHThT € alTepHaTHBA 3a
OOJIHUTE C BUCOKA KyMyJnaTHBHA /1032 Ha Llukmnodochamua. [Ipencrassime 0630p Ha tuTeparypara
W Halys OITUT IIPpU MAaOUCHTU C II'IbBPBUYCH CHHAPOM Ha C’LOFpeH.

KuarouoBu xymum: IIspBuuen cunapom Ha ChorpeH, 0b0peyHo 3acsirane, MUKo(deHoaaT ModeTu
Abstract: Primary Sjogren's syndrome is a chronic inflammatory autoimmune disease that is
common in middle-aged women. The syndrome is characterized by dry keratoconjunctivitis and
xerostomia due to focal lymphocytic infiltration of the exocrine glands. It is considered a systemic
disorder including the development of autoimmune cytopenia, synovitis, interstitial lung changes,
neuropathy, tubulointerstitial nephritis, membranoproliferative glomerulonephritis and vasculitis.
Treatment of patients includes corticosteroids, antiproliferative drugs, calcineurin inhibitors,
cyclophosphamide and therapy leading to B-cell depletion. Mycophenolate mofetil affects
proliferation of T- and B-cells. Literature data support its use in xeroophthalmia,
hypergammaglobulinemia, deficiency of C3 and C4 fractions of complement, tubulointerstitial,
glomerular and lung damage. The drug is an alternative for patients with a high cumulative dose
of cyclophosphamide. The authors present a review of the literature and own experience with
primary Sjogren’s syndrome and its treatment.

Key words: Primary Sjogren’s syndrome, renal involvement, mycophenolate mofetil
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11 I'anueBa P. Hukonosa M, Suxosa I, KyunypokueB At. Jleuenue ¢ anti-TNF-o MelnkaMeHTH
opu 00JIHHU ¢ PEBMATHYHU 3a00JIsIBaHNSA U 6’56[26‘IH3 HEJIOCTATHYHOCT. Meg!I/I!!I/IHCKI/I IPErJaca
2022; 58(3):13-17. ISSN: 1312-2193 (Web of Science. CABI: Global Health Database u
EBSCO)

Pe3rome: Haii-uecto INpujaIaraHuTe MCIUKAMCHTH IIPU JICUCHUCTO Ha BBHIIAIMUTCIHHUTE CTaBHU
3abosBanus BraouBaT HCIIBC u koHBeHIIMOHATHH 001€CTOMOAU(UIIUPAIIT METUKAMEHTH, HO
MOBEYETO OT TAX ca ¢ HeppoTokcnunu edektu. [lpu mammeHTH Ha XPOHUOAWANN3A
KOHBCHIIMOHAJITHUTC 60HCCTOMOIII/I(1)I/IL[I/IpaH_II/I MCIUKAMCHTH HC C€ MNIpCAIlIoOYUuTaT Mnopaanu
HCTaTUBHOTO MM BJIMAHUC BBPXY IMMPECKHUBACMOCTTA Ha OosHHTE. Z[aHHI/ITe AJO0 TO3U MOMCHT
IMOAKPCILAT IIPUITOKCHUCTO Ha anti-TNF-o. auturenara IIpyu MMaquCHTU C BB3NAJIHUTCIIHU CTABHU
3a0omsiBaHus W OBOpeyHa HEAOCTaTHUHOCT HA XPOHUOIUANM3A. MAaNKOTO MPOyYBAHHSA
MOJIBBPIK/IaBAT TXHATA €(PUKACHOCT IPH JCUYSHUETO Ha ITyIryceH Hedpurt. [Ipunoxennero uM npu
ANCA-aconumpanuTe BaCKyJIMTH HE € MOTBBbpAeHO. MoxkeM J1a 06001I1M, Ye IeYeHHETOo ¢ anti-
TNF-a MCAUKAMCHTH € IMOAXOIAIIO ITPHU IMAOKWCHTU C Bo3manurennu craBHu 3a00isBaHUS Ha
quaim3a.

KawuyoBu naymm: antu- TNF-o Menukamentd, peBMatuyHM 3a0onsBaHus, ObBOpedHa
HECJOCTAaTBh4YHOCT, AHAJIN3a

Abstract: The most commonly used drugs in the treatment of Inflammatory joint diseases include
NSAIDs and conventional disease-modifying drugs, but most of them have nephrotoxic effects. In
chroniodialysis patients, conventional disease-modifying drugs are not preferred due to their
negative impact on patient survival. To date, data support the use of anti-TNF-a antibodies in
patients with inflammatory arthritis and renal failure on chronic dialysis. Few studies confirm their
efficacy in the treatment of lupus nephritis. Their application in ANCA-associated vasculitis has
not been confirmed. We can summarize that the use of anti-TNF-a drugs is appropriate in patients
with inflammatory arthritis on dialysis.

Key words: anti-TNF-a medications, rheumatic diseases, renal failure, dialysis
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12.T'anyeBa P. Hukonosa M. dnkosa [1. KyanypmkueB At. HeBpoOexyer. MeIMITMHCKY PETAes
2022:58(4): 5-9. ISSN: 1312-2193 (Web of Science, CABI: Global Health Database u EBSCO)

Pe3tome: CuripoMbT Ha bexder € uAHONaTHYHO, XPOHUYHO PEIUINBUPAIIO 3a00/sIBAaHE, KOSTO
3acsra MHOTO OpTaHH U CUCTEMH. AHTQKHPAHETO Ha HepBHATA cucTeMa € psaako. OOMKHOBEHO ce
pa3BuBa 5 roaumHU cien aeOroTa Ha Oosiectra. [lanmeHTHTE MOraT Ja pPa3BHST TIIAaBOOOJHE
(momoOHO Ha MHMIPeHO3HOTO), Tpombo3a Ha Sinus duralis, mapeHxuMHa MO3buYHa yBpena 0e3
3acsAraHe Ha MO3bYHATa KOpa, MPOMCHH B H3BBHMO3BYHHTEC W BBTPEMO3BUYHUTE apTCPHUH,
NCUXUYHUA HAPYIICHUS W TMEepUPEpHO HEPBHO aHrakupane. OCTpUTE ENMH30[M HA MMAPCHXMMHA
MO3bYHA yBpEJ/a CE JIGKYBaT C BHCOKHU JI03M KOPTUKOCTEPOUIN 3aCTHO C UMYHOCYIIPECOPH KaTo
aszaTronpuH u nukiaodochamua. Monoknonanaure anti-TNF-o antuTena tpsoBa qa ce mpuiarar
Karo IbpBa JIMHUS NpPH TeXKa W pedpakrepHa (opma Ha Oosecrra. [IspBuHST enu3on Ha
nepedpaHa BeHO3HA TpoMO03a ce JIeKyBa ¢ BUCOKH 103U KOPTUKOCTEPOUIH. 3a KpaThK HHTEPBAI

OT BpE€MC MOrar Ja cc ,I[O6aB$IT AHTHUKOAr'yJIaHTH.

KawuoBu aymu: HepoOexuer; mapeHxMMHa MO3b4HA yBpena; TpomOo3a Ha Sinus duralis;

JICYCHHUC

Abstract: Behget's syndrome is an idiopathic, chronic recurrent disease that affects many organs
and systems. Nervous system involvement is rare. It usually develops 5 years after the onset of the
disease. Patients may develop headache (similar to migraine), sinus duralis thrombosis,
parenchymal brain damage without cortex engagement, alterations in the extracerebral and
intracerebral arteries, phychiatric disorders, and peripheral nerve involvement. Acute episodes of
parenchymal brain injury are treated with high doses of corticosteroids along with
immunosuppressants such as azathioprine and cyclophosphamide. Monoclonal anti-TNF-a
antibodies should be used as a first line in severe and refractory disease. The first episode of
cerebral venous thrombosis is managed with high doses of corticosteroids. Anticoagulants can be

added over a short period of time.

Key words: Neurobehget; parenchymal brain damage; sinus duralis thrombosis; treatment
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13.Kynnypmxuen A1, HukomnoBa M. Kocragunora A, 'enos JI. Xpuctoa M. Konera H, "'anuyeBa

P. KonapoB 31. KropkureB ToxopoBa E. Monos TomopoB T. Muukosa B. Auauues 10.

CucreMeH JyIyCc EpUTEeMaToNieC TPH MBXKE — KIMHUKO-Ta00paTOPHU, WMYHOJIOTHYHU U
XUACTOJIOTMYHU_ocobeHoctr. Pesmaronorust 2022: 30(3):15-20 doi: 10.35465/30.3.2022. ISSN:

1310-0505 (Scopus. Gooale Scholar, CrossRef) (SJR 2022 — 1.119) O2

Pe3tome: CUCTEMHMST JyIyC €pUTEMATO3yC € XPOHHUYHO, CHUCTEMHO, OpraHoHecnenu(uyHo,
aBTOMMYHHO 3a00JIIBaHe, KOETO 3acsira BCHYKH OPTaHU U CUCTEMH B YOBEIIKHUS OPTaHU3bM U Ce
XapaKTepu3upa CbC CUHTE3 Ha aHTUTENA KbM sJIpeHH aHTUreHu. B EBpona uectorata My g0CTHTa
1:2500 mymm. 3acsira mo-4ecTo KeHH (ChbOTHOIICHHE KeHU: Mbxe = 9:1) BB (hepTHIIHA BB3pacT
(15-45 r.). [IpoTHyaHeTO MY IIPH MBXKE CE XapaKTePU3UPa C MMO-arPECUBEH KIIMHUYEH XOJI, 4€CTO
pa3BUTHE HAa CEPUO3HU YCJIOKHEHUS KaTO BaCKYJIUT, 3acsraHe Ha [IEHTpaJHaTa HEpBHA CUCTEMA,
aaTudoconunuaeH cunapom u ap. 3a nepuox ot 4 r. (2016-2019 r.) B Knmnukara mo
Hedpomnorus kbM YMBAJL ,,CB. MBan Puscku”, Codus, 6sxa nmpocienesu 18 Mbxe ChC CUCTEMEH
aynyc, 11 ¢ 6uorncuyno nokazaHo 0bOpedHo 3acsrane u 7 6e3 KIMHUKO-1a00paTOPHU JTaHHU 3a
3HaYUMO OBOpeuHo 3acsraHe (mporewHypus < 0.5 1/24 4, nounca Ha EPUTPOIUTYPHUS U
WIMHAPYPHsI, HOpMaiaHa ObOpedyHa (QyHKIHMs), HA CpeJHa BB3pPAacT KbM JAMArHOCTHIMPAHE HA
3abonsaBanero 42.7 £ 12.5 r. Beuuku manuieHTd Osixa JIEKYBaHU C MATOTCHETUYHH CPENCTBA
(KOPTUKOCTEPOUAU + IIMTOTOKCHYHU areHTu). [lpum Tpuma wumamie AaHHU 3a BTOPHUYEH
anTudochHoTUNUACH CUHIPOM, NMPU |— BB3NAIMTENTHO 3a00JIABaHe Ha 1e0eI0To uepBo, npu 1 —
CepOHeraTMBHA CIIOHAMIIOapTponaTus. TpruMa NaueHTH nMaxa 3axapeH Auadet Tun 2. ABTopure
00CHKIAT KIMHUYHUTE, UMYHOJIOTMYHUTE M XHCTOJOTMUYHUTE OCOOEHOCTH M TepameBTHUHUS
MOAXOJ MPU MBXKE CbC CUCTEMEH JIYITyC.

KurouoBu gymu: cucteMeH nynyc, TynyceH HeppuT, aHTU(HOCHOTUITUACH CHHIPOM, MBXKH 110,

KIIMHUYHHA OCO6€HOCTI/I, aBTOAHTHTCIIA, JICUCHUC

Abstract: Systemic lupus erythematosus is a chronic, systemic, non-organ-specific autoimmune
disease that affects all organs and systems of the human body and is characterized by the
production of autoantibodies against nuclear antigens. Its prevalence in Europe reaches 1:2500. It
affects mostly women (female: male ratio = 9:1) in fertile age group (15-45 years). The clinical
course of lupus in males is characterized by more aggressive clinical course and the development
of serious complications, such as vasculitis, central nervous system involvement, antiphospholipid

syndrome, etc. For the period of 7 years (2012-2019) we observed overall 18 male patients with
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systemic lupus, 11 with biopsy-proven renal involvement and 7 without clinically significant renal
disease (proteinuria < 0.5 g/24 h, no erythrocyturia/cylindruria, normal renal function), mean age
at the diagnosis 39.6 + 12.3 years. All patients received pathogenetic treatment (corticosteroids+
cytotoxic agents). Three had secondary antiphospholipid syndrome, 1 — inflammatory bowel
disease, 1 — seronegative spondyloarthropathy. Three had type 2 diabetes. The authors discuss the
clinical, immunological and histological characteristics and the therapeutic approach in males with

systemic lupus.

Key words: systemic lupus, lupus nephritis, antiphospholipid syndrome, male, clinical

characteristics, autoantibodies, treatment

14.T'anyeBa P. IletpanoBa 1. Meanoa M. IlleifranoB W. Kyvuavpmxue At. Hukonosa M.
Konera H. Crounos P. PammkoB P. Bonna cke Cuictemen nynye epuremarosec, Bucoku PANCA
aHTHUTENa W TEPMHHANHA OBOpeuyHa HeaocTaThYHOCT. PeBmaromorus 2022: 30(4): 57-64 doi:
10.35465/30.4.2022. ISSN: 1310-0505 (Scopus, Google Scholar, CrossRef) (SIR 2022 —1.119)
Q2

Pe3tome: [Ipescras ce 60mHa Ha 47-TOUIIIHA BB3PACT C aKTUBEH CUCTEMEH JIYITyC EpUTEMaTo 1eC
— KOJXKHa, CTaBHA, XeMaroJiorudHa, 0bOpeuna ¢opma. [lamueHTkata e ¢ OBp3omporpecuparn,
BEPOSTHO HEKPOTH3UPAI] TJIOMEPYIOHEPPUT MPHU KOMOUHAIIHSI OT MHOTOKPATHO 3aBHINICHH anti-
dsDNA u pANCA anturena. [locrbnu B Knuaukara ¢ repMuHanHa 0b0peyHa HEJOCTAThYHOCT.
[IpoBene ce akTUBHO MATOT€HETUYHO JICYEHHE — MyJICOBE ¢ MeTuimnpeHI30510H, IMyHOBEHHUH U
mysnic ¢ Erokcan. [IpoBenoxa ce omie KpbBONPEIWBAHUS U ONUTH 33 CTUMYJIHpPAHE Ha Tuype3ara
¢ OypanTpui. 3amoyHa ce XeMOJUaIH3a MOPaad HEIOCTHTaHETO Ha aJCKBAaTEH IUYpPETHYCH
OTrOBOp U TMOBUIIIABaHE Ha a30THUTE Teda. Ha 6a3ata Ha HacnoxxeHa undexmus ¢ E. fecalis u E.
durans OonHaTa pa3Bu AMCEMHUHUpPaHA UHTpaBa3alHa KOaryJomnaTus, KOsSTO MpoTeye ¢ KapTUHATa

Ha MMOJIMOPraHHa HEAOCTATBbYHOCT U 3aBbpPUIN JICTAITHO.

KaouoBu AYMH: CUCTEMCH JIyIyC €pHUTEMATOOECC, 66J'I0,Hp06H0 u 61,6pequ AHT'AKWPAHE,

pANCA, cencuc

Abstract: A 47-year-old female patient with active Systemic lupus erythematosus (SLE) — skin,
joint, hematological, and renal involvement, was admitted due to rapidly progressive renal failure
at the background of very high anti-dsDNA and pANCA antibodies. Active pathogenetic treatment

was started — pulse therapy with methylprednisolone, intravenous immunoglobulins (IVIG) and
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cyclophosphamide, blood transfusions were performed, symptomatic treatment with infusions and
diuretic was initiated. Due to progression of renal failure with volume overload and increase in
urea and creatinine levels renal-replacement therapy was initiated. The patient developed E.
faecalis and E. durans sepsis with disseminated intravascular coagulation and groundglass-type
lung changes and the condition further deteriorated to fatal multiorgan failure. The authors discuss

the role of pANCA antibodies in SLE with renal and lung involvement.

Key words: systemic lupus erythematosus, lung and renal involvement, pANCA, sepsis

15.'anyeBa P. HukonoBa M. Ilerpanosa II. Illeittanos WM. Aukosa I[I. Komapo 31,
KynnypmxueB AT. PHCK OT KapiuWHOM OpH NanueHTH chbC CHCTEMEH JIyIyC €pUTEMaTo3ycC.
Memvmnckyu nperpen 2023: 59(1):5-10. ISSN: 1312-2193 (Web of Science, CABI: Global
Health Database u EBSCO)

Pe3iome: PuckbT OT pa3BUTHETO HAa KapIUMHOM TMIPU TMALMEHTUTE CbC CHUCTEMEH JIYITyC
epuTeMaTo3yc € moBuiieH. [Ipe3 mocieqHuTe AeceTuneTrs ca MIACHTUDUIIUPAHNA CHCTIH(PUIHN
3J10Ka4YEeCTBEHH 3a00JIIBaHus, 3acsAraiy Te3u 00yHM. [ToBuUIlIeHa € yecToTaTa Ha HEXOKKUHOBUTE
U XOMIKKMHOBHSI TUM(POM, KaKTO W Ha HSIKOM COJNMIHM TYMOPH, KaTo pak Ha Oemus 1poo,
IIUTOBUIHATA XKJI€3a, MMKOYHMS MEXYp, BYJIBaTa U 4epHUs Ap00. PUCKBT OT pa3BUTHETO HA pak

Ha rppaara, npocrarata U KOKCH MCJIaHOM € IMO-HUCHK OT TO3U B O6HIaTa nomyJsaanus.
KaouoBu AYMHU: CUCTEMECH JIYITYC €pUTEMATO3YC, J'II/IM(i)OM, COJINAHU TyMOpH

Abstract: The risk of developing cancer in patients with systemic lupus erythematosus is
increased. In recent decades, specific malignant diseases affecting those patients have been
identified. The incidence of non-Hodgkin’s and Hodgkin’s lymphoma, as well as some solid
tumors such as lung, breast, thyroid, bladder, vulva and liver cancers, is increased. The risk of
developing breast, prostate cancer and skin melanoma is lower than that in the general population.

Key words: systemic lupus erythematosus, lymphoma, solid tumors
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16.BenkoBa-Konera K. BepaskoB A, IlenkoB M. Kanunkoa U, KynnypmokueB AT, I'enoB JI,
IIepBoBa U. I'anyeBa P. CroiiueB P. MaptunoB M. Biaxos I>L Hukonosa M. CunapoMm Ha
JIEITHUKOTPOIIAYKATA — €THA PSAIKA NpUYUHA 3a xemarypus. Q0ma meaunmmna 2023: 25(4):61-64.

ISSN: 1311-1817 (EMBASE/Excerpta Medica Database, Scopus u EBSCQO) (SJR 2023 —
0.124) 04

Pe3tome: CHHIPOMBT Ha JICIITHUKOTPOLIAYKATA € PAJKa BPOACHA ChJIOBA AaHOMAJIHS, TIPH KOSITO
nsBata ObOpeYHa BEHa ce MPUTHCKA MEXIy apTepusi ME3eHTEpHKa CYNEepHOp U aoprara, KOeTo
BOIU 10 3a0aBsiHE HAa KPHBOTOKAa M JO AWIATallusl HAa BEHATa, BEHO3HA CTa3a C I0SBa Ha
CpUTPOLUTYPHSI ChC WM 0€3 HHUCKOCTETIEHHAa NMPOTEHHYPHsI, BEHO3EH 3aCTON B MalKus Ta3 M
Ta30Ba 00JIKa MPYU KEHUTE M BAPUKOLIENIE U/WIIN OTOK Ha JIEBHS TECTUC ITPU MBxeTe. Hepsiako nma
1 OOJIKOBHM OTNIAKBAaHUS HICKO B KOPEMa WIIH B JIIBaTa KOPEMHA IOJIOBHHA. JlMarHo3ara ce mocTaBs
¢ moMoInTa Ha oOpa3HH Hu3cieABaHus (abIOMHHANIHA exorpadusi, KOMIIOTEPHA ToOMOrpadus ¢
KOHTPACTHO yCWJIBaHe, aHruorpadus, MarHUTHOpPE3OHaHCHAa Tomorpadus) W BIM3a B
choOpakeHUe MPU ThPCEHE Ha MPUYMHATA 33 EPUTPOLMTYPHS WK 32 Ta30Ba Oosika. Jleuenneto e
MHTEPBEHIIMOHAIHO (MepKyTaHHA MHTpaJIyMUHAIHA aHTUMOIUIACTHKA Ha JisiBaTa ObOpeyHa BeHa)
wm omnepatuBHO. IlpencraBsme cimy4yait Ha 46-roguinmHa JK€HAa CbC CHHAPOM Ha
JICUTHUKOTPOIIAYKaTa, JJOKa3aH MPU KOMIIOThPHA TOMOTrpadus Mo MOBOJ XeMaTypusi OT JeTCKa

BB3pAacT.

KutiouoBu qyMu: CHHIPOM Ha JICIIHUKOTPOIIIAYKaTa, XeMaTypusi, 00pa3HU METOIH, KOMITIOThPHA
ToMoTrpadus

Abstract: Nutcracker syndrome is a rare inborn vascular abnormality in which the left renal vein
is trapped and compressed between the superior mesenteric artery and the aorta. Compression
leads to congestion and dilation of the left renal vein, erythrocyturia with or without proteinuria,
pelvic congestion and pelvic pain in women and varicocele and/or swelling of the left testicle in
men. The affected individuals may report low abdominal pain and discomfort in the left flank. The
diagnosis is based on imaging studies (abdominal ultrasound, computed tomography with contrast
enhancement, angiography, magnetic resonance imaging). Nutcracker syndrome is part of the
differential diagnosis of hematuria and pelvic pain. The treatment is interventional (percutaneous
transluminal angioplasty of the left renal vein) or surgical. The authors present a 46-year-old
female patient with nutcracker syndrome diagnosed using contrast-enhanced computed
tomography for hematuria since childhood.
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Key words: nutcracker syndrome, hematuria, imaging studies, computed tomography

1/.T'anyeBa P. KynnypmxueB AT, SuxoBa [I. MapunueB JI. IlonuMuanirus peBMaTHKAa U
AHTMOHEBPOTUYEH €/IeM., Pa3BUJI c€ MU XpoHuosieueHue ¢ ACE-UHXUOUTOpP — KIMHUYEH CIyYai.
Memununcku npernen 2024: 60(1):49-52. ISSN: 1312-2193 (Web of Science. CABI: Global
Health Database u EBSCO)

Pe3iome: [lonmmuanrus peBMaTuka € pAaako Bb3NaauTenHo peBMatnyHo 3abomnsBane. CYE u C-
PEaKTUBHUAT TPOTEHH Ca Cpel HaaekIHuTe Oene3u 3a aKTUBHOCT Ha Oonecrra.
AHFI/IOHeBpOTI/I‘IHI/IHT €IEM CC pa3BUBa IIPH IIPOMEHU B CbAOBHA HepMea6I/IHI/ITeT Hu TOHYC, YCCTO
Ha (1)0Ha Ha IMPpHUEM Ha MCIHUKAMCHTHU C BAa30JUJIATATOPHO HeﬁCTBHC. B HacCTosIaTa Hy6J'II/IKaI_II/I$I
npeacTaBsiMe OosnHa Ha 67 1. ¢ IlomuMuanrusi peBMaTuka, JeKyBaHa ¢ KOPTHKOCTEPOUIU [0
MOCTUTAHE Ha ITbJIHA KIMHUKO-TA00paTOpHA PEMHUCHS, BKJI. HOPMAJIU3UpaHe Ha oCTPO(a30BUTE
nokazareiu. Ha (I)OHa Ha INOCTUIHaTaTa pEMHUCHUS IMAIIUCHTKATA pa3BUBa AHTHOHCBPOTHYCH CICM
OT IIPHUCM Ha ACE — I/IHXI/I6I/ITOp B IIPOABJIDKCHUC HA I'OAWMHA M I10JIOBHUHA. TpI/I Mecenua CJIcq
OBIIA/IIBAaHETO MYy U cripane Ha TepanusaTa ¢ ACE - ”HXuOUTOp mepcucTUpaT BUCOKU CTOHHOCTH
Ha oCTpo(a30BUTE IMOKA3ATEIH MPH JIUIICA HA Ipyra MPHYHNHA, KOSATO Ja OOSCHHU TE3U IMPOMECHH.
O IMPOBCACHUTC U3CJICABAHUSA U IPCITJICAa Ha JUTCpATypara, CMIATaMe, Y€ 3aAABbPrKaHCTO Ha
nosuienure HuBa Ha CYE u CRP e BuB BPBb3Ka C IPCKUBAHNUA aHTUOHCBPOTHUYCH CICM.
KuarouoBu nymn: noaumuanrus pesmatika, ACE — nHxuOuTopu, aHruOHEBPOTHYEH €/1eEM
Abstract: Polymyalgia rheumatica is a rare inflammatory rheumatic disorder. ESR and C-reactive
protein are among the well-known laboratory markers for disease activity in these patients.
Angioneurotic edema develops due to changes in vascular permeability and tone, frequently at the
background of medications that affect vascular tone. We present a 67-years-old female patient
diagnosed with Polymyalgia rheumatica. Corticosteroid treatment lead to clinical remission and
normalization of acute phase parameters. At the background of remission, the patient developed
angioneurotic edema during the intake of ACE inhibitor for a year and a half. Three months after
the resolution of edema and the cessation of ACE-inhibitor, high levels of acute phase indicators
persisted in the absence of any other underlying inflammation. After thorough review of the
accessible literature, we believe that the retention of elevated levels of ESR and CRP is related to
the experienced angioedema.

Key words: polymyalgia rheumatica, ACE — inhibitors, angioedema
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18.T'anyeBa P. KynnypmkueB At, IIspBoBa W, Hukomnoa M. Ilerpanona Il Illeiitanor U,
Aukosa I1. Komnapos 3a. IlaxuaepMonepuocTut ¢ AHTUCHHTETAa3eH CUHApPOM. PeBmaTosiorus
2024: 22(1):107-114. ISSN: 1310-0505 (Scopus. Google Scholar, CrossRef) (SJR 2023 — 1.360)
Q1

Pe3tome: [laxumepmMonepuoCTUTHT TPEACTaBlIsiBa MHhpBHYHA (opMa Ha XurepTpopuvHa
ocTeoapTpornaTusi. AHTHCUHTETa3HUAT CUHAPOM € aBTOMMYHHA 0OJIECT, KOSATO CE XapaKTepu3upa
C aBTOAHTHUTEJIA Cpelly eHa OT MHOroto amuHoanwi-rpaicrioptan PHK cunTterasu u passurue
Ha MHTEPCTHIMAIHA OeoApoOHa OoyiecT, HEEPO3UBEH apTPUT, MHO3UT, (peHOMEeH Ha PeiiHo,
HeoOsicHuM (peOpuuTeT U ,,pblle Ha MexaHuk“. IlpemcraBsme manueHTKa Ha 36 T., KOSTO
MOCTHIIBA B PEBMATOJIOTHYHA KIIMHUKA ¢ MU Y3HU CTAaBHH OOJIKH U MEPHOJUYHA MOsIBA HA OTOK B
KOJICHHUTE CTaBH, JU(PY3HH MHUAITHH, [MOOCIsSBaHE W MOCHHSIBAHE HAa MPBCTHUTE HA PBIETE U
cThnanara ¢ GeOpuIMTET BHB BEUYEPHUTE YacoBe OT okoJio 1 r. Brocnencreue npu OosiHaTa ce
nosiBu (POTOUYBCTBHUTENEH epuTeM 1o nuieTo. [IpoBenenata anruomyamorpadus 1aBa JaHHH 3a
OemonpoOHA XWIIEPTOHUS OT BEHO3EH THII W HAadYajdHa CIUICHOMOPTAlHA XurepTroHus. [lpu
mpersieqa BlieyaTICHHe MPaBsIT CHHAPOM Ha PeitHo, npbeTH THM ,,0apabaHHa nmajika* 1 HOKTH THII
,,JACOBHMKOBO CTBHKJIO*. HampaBeHuTe wu3ciaeaBaHUs JEMOHCTPUpAT HOPMAJIHU OCTpoda3zoBu
MOKa3aTelId U MYCKYJIHO-CBbP3aHH eH3uMH, oBuiieHrn ANA 1 MHOTOKpaTHO 3aBuiieHd anti-PL-
7 u anti-Ro-52. Ot High Resolution Computed Tomography Ha 6enu 1po6oBe He ce yCTaHOBSIBAT
naroyiornyHu npoMenu. Koxknara 6uorcust mokasza otiarane Ha IgM mo aepmoenuaepmainara
rpanuna. OyHKIIMOHAIHO U3CEIBaHE Ha AUIIAHETO Mokasa uzonupad crnaj Ha TLCO, koero 6u
MOTJIO J1a ce O0sICHU ¢ MyJIMOHaJHaTa xunepToHus. [Ipuexme, ye mpu marueHTKaTa ca HaJIHu4HU
MaxuACPMOIIEPUOCTUT U AHTUCUHTETA3eH CHUHIPOM. 3allOvyHa Ce JIEYeHHWE C KOPTUKOCTEPOU]IH,

IJTAKEHWT U @3aTUOTIPUH € JOOBP e(eKT.
Kiro4oBH xyMu: naxuaepMONepUOCTUT, aHTHCHHTETa3eH CHHAPOM, anti-PL-7 anTutsIO.

Abstract: Pachydermoperiostitis is a primary form of hypertrophic osteoarthropathy.
Antisynthetase syndrome is primary autoimmune disease, associated with autoantibodies against
one or more aminoacyl transport RNA synthetases, and development of interstitial lung disease,
non-erosive arthritis, myositis, Raynaud phenomenon, fever of unknown origin and “mechanic’s

hands”. We present a 36-years-old female patient admitted to Rheumatology clinic for diffuse joint
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pain and periodic edema of the knees, diffuse myalgia, whitening and blue discoloration of the
fingers and toes with evening hyperpyrrhexia of approximately 1 year duration. Subsequently, the
patient developed photosensitive erythema on the face. The angiopulmography demonstrated
pulmonary hypertension of venous type and mild splenoportal hypertension. The physical
examination revealed Raynaud’s syndrome, “clubbing fingers” and “hourglass nails”. The
laboratory and immunological investigations showed normal acute phase reactants and muscle-
related enzymes, elevated ANA, and high anti-PL-7 and anti-Ro-52 levels. The High-Resolution
Computed Tomography of the lungs showed no pathological changes. The skin biopsy revealed
IgM deposits at the dermoepidermal border. The functional examination of breathing showed
isolated drop in TLCO, which could be explained by the pulmonary hypertension. The patient was
diagnosed with pachydermoperiostitis and antisynthetase syndrome. Corticosteroids, plaquenil
and azathioprine were initiated and showed good therapeutic effect.

Key words: pachydermoperiostitis, antisynthetase syndrome, anti-PL-7 antibody.

19.'anyeBa P. Kyvuaypmoxuer At. Mapunuep JI. PeBmartonornynuTe Macky Ha 6ojecTra Ha
Whipple. Meaunmncku npergen 2024: 60(2):22-26. ISSN: 1312-2193 (Web of Science, CABI:

Global Health Database u EBSCO)

Pe3iome: bonectra nHa Whipple e MHOTO psiiko cpemaHo 3a0oJisiBaHe IPUIMHEHO OT OaKTepusita
Tropheryma Whipplei. bonectra anraxkupa npeiuMHO racTpOMHTECTUHAIHUS TPaKT, HO UMa U
MHOXECTBO  JIpyI'M  MpOSBH  UMHUTUPALIM  PEBMATOMJIEH  apTpUT,  CEepOHEraTHBHA
CTIOHIMJIAPTPOTIATHS, CHCTEMHH 3a00JIIBaHUS HA CHhEIWHUTETHATa THKAaH W HEKPOTH3UPAIIN
BacKkynuTH. Hali-uecTute cuMntoMu ca 3ary0a Ha Terjio, KopeMHa 00JIka, TUapusi U apTPaJTHH.
Jluarnosara TpsiOBa aa Bie3e B AU(EpeHLMATHOIMATHOCTUYHUS TUIAH Ha PEBMATOJIO3UTE IPH

PA3KOTO BJIOLIABAHE Ha OoJIHUTE CJICH 3alIOUYBAHCTO HA UMYHOCYIIPECUBHO JICUCHUC.

KiarouoBn aymm: Gonect nHa Whipple, undekuus, cepoHeraTUBeH apTpUT, CHOHIUIOAPTPUT,

JUCIUT

Abstract: Whipple's disease is a rare disease caused by the bacterium Tropheryma Whipplei. It
affects mainly the gastrointestinal tract, but can also mimick rheumatic diseases, such as
rheumatoid arthritis, seronegative spondylarthropathy, systemic connective tissue diseases, and
necrotizing vasculitis. The most common symptoms are weight loss, abdominal pain, diarrhea and

arthralgias. Whipple's disease should be included in the differential-diagnostic plan of
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rheumatologists in cases of abrupt worsening of patients after the initiation of immunosuppressive

treatment.

Keywords: Whipple's disease, infection, seronegative arthritis, spondyloarthritis, discitis

20.'anyeBa P. KynnypmkueB AT, Hukonosa M. Kynaypmxuera Y, Mapunues JI. Knunnden

ciyyall Ha mnanueHTka cbc Capkomjioza unepdopaius Ha TNpeaHaTa HOCHA Iperpaja.
Memmnuncky nperaen 2024: 60(4):63-66. ISSN: 1312-2193 (Web of Science, CABI: Global
Health Database u EBSCO)

Pe3tome: Capkoniozara € XpOHUYHO MYJITUCUCTEMHO I'PaHyJIOMaTO3HO 3a00JIIBaHE C HEM3BECTHA
eTuosiorusi. Makap u psAIKO, MOXKE JIa C€ MPOSIBU CHMHOHA3AJHOTO 3acsAraHe: Ha3aJHW IOJIUIIH,
€MUCTAKCHUC, PELIUIUBUPAILY CUHY3UTH, XUTIOOCMUS/aHOCMUS, Tiepdopalivs Ha HOCHAaTa perpaja
u cemioBuaHa nedopmanus Ha Hoca. [IpencraBame OomHa Ha 46-roauiiHa BB3pAacT,
XOCIUTAIM3UPAaHa B PEBMATOJIOTMYHA KIMHUKA KAaTO MUArHOCTHYCH MpodiieM — cyOdeOpriHa
TEMIIepaTypa BHB BEUYCPHUTE 4YacoBe, NU(DY3HM CTaBHU OOJKH, KAIUIMIA C EKCIICKTOPAIIHS,
€nM30/IMYHa M0sIBa Ha KPBBEHUCTA CEKpelus OT Hoca U 3aryda Ha 00OHSIHHE OT 0KoJIo 2 T. Mecen
Mpelr XOCMUTAIU3aIMATa € YCTaHOBeHa nepdopaius Ha HOCHATa IMperpajaa, KoATo oOxBaila
npenHata U cpeanara tpera. Hsama mannm 3a ANCA-acomuupaH BacKyJIHT. XHUCTOJIOTUYHOTO
W3CIIe/IBaHE JOKa3Ba CapKOHW03a, 32 KOATO € MPOBEXKJANIa JICUCHHE C KOPTUKOCTEPOUIM.
ABTOpUTE MPEACTABAT ChbBPEMEHHUTE CTPATErHH 3a JICYEHUE MPHU CapKOMA03a ChC 3acAraHe Ha

HOCHHUSI CETITYM.
Kawuosu nymu: Capkounsiosa; nepdopaliys Ha HOCHaTa Mperpajia; aHoCMUs

Abstract: Sarcoidosis is a chronic multisystemic granulomatous disease of unknown etiology.
Rarely, it can affect the nose and the paranasal sinuses, leading to the development of nasal
polyposis, epistaxis, recurrent sinusitis, hypoosmia/anosmia, nasal septum perforation and saddle
nose deformity. The authors present a 46-years-old female patient admitted in Rheumatology clinic
for diagnostic evaluation of low-grade fever in the evening, diffuse joint pain, productive cough,
bloody rhinorrhea, and anosmia that progressed over the past two years. A month before the
admission the patient developed perforation of the anterior and middle third of the nasal septum.
Immunological studies ruled out ANCA-associated vasculitis and the histopathological
examination of the lesion revealed sarcoidosis. The patient was started on corticosteroids. The

authors present the current knowledge on the treatment of sarcoidosis involving the nasal septum.
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Key words: Sarcoidosis; nasal septum perforation; anosmia

21 Xpucroa M. KynnypmkueB AT, I'anyeBa P. AnanmeB 1O. Prohaszka Z. HwukosnoBa M.
[pwioduTta hopma HA ATHINHYEH XEMOJIMTHYHO-YPEMUYCH CHHIPOM — ChBPEMEHHHU NEPCICKTHBH

B _JIMAarHOCTHKATA W JICUCHHUCSTO — KIWHWYCH civuai. Hedpoiorus, nuanm3a B TpaHCIIaHTAIIUS

2024: 30(1):50-57. ISSN: 1312-5257 (EMBASE/Excerpta Medica Database. Scopus) (SJR
2023 —0.100) Q4

Pe3oMe: ATUNUYHUAT XEMOJUTHYHO-ypemuueH cuHapoM (aXVYC) e psaaKo BpOACHO WA
npugoduro 3adonsBane. IlpeacraBen e 66-roAMIIeH MAMEHT C JBa €MHU30a Ha OCTPO OBOpEdHO
yYBpEeXKIaHE C EKCTPEMHO IMOKauYBaHe Ha a30THUTE TEJIa, C TEKbK aHEMUYEH CUHIpOM ¢ Bucok LDH,
TPOMOOIMTONEHUS, OOJIKHU B €MUTracTpUyMa U HEBPOJIOTUYHA cuMIITOMaTUKa. [Ipu mbpBus enuzon
HE € IPOBEXaHa HaTPUBKa 3a IMM30LUTH, HE € u3cieaBaHa akTuBHocTTa HAa ADAMTS13, kakTo
Y HE € MPOBEXKJIaH TecT 3a mmura Tokcun-npoayuupany Emepuxus komau (STEC). IIposeneno e
JICYEHUE C MPSACHO 3aMpa3eHa IJIa3Ma, MyJICOBE W KOHBEHIIMOHAIHU J103U METUJIIPEIHU3O0JIOH,
XEMOUAIU3HH MPOLIEyPH, BIIOCIEICTBUE Ca MPUIIOKEHH U MyJICOBe ¢ IukiIodochamu, 1oBenu
1o S-ropuiHa pemucus. Y npu nBata enuzona Ha octpa ObO0peyHa yBpeaa MalueHThT € ¢ TeXKKa
xunokomIuieMeHTeMuss. OT UMYHOJIOTUYHUTE W3CJIEC/IBAHUS C€ YCTaHOBsBAaT Mo3uTuBHH AHA
(1:1280) u nexo noBumienu antu-n18JIHK. M3kazano e cemuenne 3a aXVC, kaTto 3a IbPBU BT €
W3BBPIICH ISUIOCTEH UIMYHOJIOTUYEH ¥ TeHETUYEH aHaTu3 Ha 00JIeCTTa Cpell Bb3PACTHH, IPU KOETO
ce tokasa npugoouTa popma Ha 3abossBaHeTO ¢ Haauuke Ha anTudakrop H anturena (anti-CFH)
U XapaKTEepHHU JieJielluu B reHuTe Ha cBbp3anuTe ¢ pakrop H nporennn — CFHR1 u CFHR3. Ilpen-
CTaBEHUST CITy4ail 1aBa MorJyie/l KbM CbBPEMEHHUTE BH3MOKHOCTH 32 JUATHOCTHKA U JICUEHUE HA
narueHT ¢ aX VY C u TsIXHaTa HHTEpIPETalis B KOHTEKCTa Ha KIIMHUYHATA TIPAKTHKA.

KuarouoBu nymm: OBY, kommuiement, antudakrop H anturena, npunoour aXyC

Abstract: Atypical hemolytic uremic syndrome (aHUS) is a rare acquired or genetic disorder. A
66-year-old patient with two episodes of acute kidney injury with extreme elevation of nitrogen-
containing compounds, with severe anemic syndrome with high LDH, thrombocytopenia,
epigastric pain and neurological symptoms is presented. In the first episode, no smear was
performed for schizocytes, ADAMTS13 activity was not examined, and no Shiga toxin-producing
Escherichia coli (STEC) test was performed. Treatment with fresh frozen plasma, pulses and

conventional doses of methylprednisolone, hemodialysis procedures, and cyclophosphamide
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pulses were subsequently administered, resulting in a 5-year remission. In both episodes of acute
kidney injury, the patient had severe hypocomplementemia. The immunological tests revealed
positive ANA (1:1280) and slightly positive anti-dsDNA. AHUS was suspected, and for the first
time a detailed immunological and genetic analysis of the disease was performed in adults, which
proved an acquired form of the disease with the presence of anti-factor H antibodies (anti-CFH)
and typical deletions in the genes of the related with factor H proteins — CFHR1 and CFHR3. The
presented short communication provides an insight into the current possibilities of diagnosis and
treatment of patients with aHUS and their interpretation in the context of clinical practice.

Key words: AKI, complement, anti-CFH antibodies, acquired aHUS

Ilybaukayuu na anenuiicku e3ux

22.Kundurdjiev A. Bogov B, Gancheva R, Kundurdjiev T. Intrarenal blood flow in chronic kidney

1331 Web of Science (IF 2014 - 0.284 R2014-02

Abstract: The problem with sonographic changes in the dynamics of the resistive index in various
diseases and degrees of renal impairment is widely studied. In the literature we have not met a
study which examines the components of the resistive index, namely peak velocity and minimum
diastolic velocity, with deterioration of renal function. The diastolic velocity is important for us
because it depends on the condition of the large elastic vessels, which in renal failure are affected
mainly in arteriosclerotic type. Therefore we aimed to investigate the resistive index and the
changes that occur in the peak velocity and the minimum diastolic velocity in patients with
deterioration of renal function. A total of 165 individuals are examined and are separated into five
groups: Group 1 — 38 control individuals (20 women and 18 men) of mean age 54.4 years; Group
2 — 35 patients (15 women and 20 men) of mean age 52.5 years with kidney disease and normal
renal function with CKD1 according to the classification of KDOQI; Group 3 — 60 patients (23
women and 37 men) of mean age 57.3 years in predialytic stage with CKD2-4 according to the
classification of KDOQI; Group 4 — 20 patients (11 men and 9 women) of mean age 50.6 years on
dialysis with CKDs5 according to the same classification, Group 5 — 12 patients (7 men and 5
women) of mean age 42.2 years after transplantation. Renal resistive index increases significantly

with worsening of renal function. The peak velocity falls moderately with decrease in glomerular
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filtration rate while the reduction in diastolic velocity is significant. Changes in the resistive index
reflect increased vascular resistance, and they are mainly due to the significant reduction of the
minimum diastolic velocity. The minimum diastolic velocity indirectly reflects the status of the
large elastic arteries which function at the time of diastole, thus serving as an elastic reservoir
which helps the perfusion of organs.

Key words: chronic kidney disease, renal resistive index, peak and diastolic velocity

Pe3tome: [IpoGieMbT cbe coHOrpad)ckuTe MPOMEHH B AMHAMHUKATA HAa PE3UCTUBHUS MHACKC MPH
pa3nuyHM 3a00JsIBaHUS M CTETIEHU Ha OBOpEeuHO yBpEeXJaHe € NIMPOKO MpoydeH. B nureparypara
HE CM€ Cpelllali IPOy4YBaHE, KOETO N1a M3CJIeBa KOMIIOHCHTUTE HAa PE3UCTUBHUSA HMHIEKC, a
MMEHHO MHMKOBa CKOPOCT M MUHHMMAJHA JMACTOJHA CKOPOCT, NpH BIIOIIaBaHe Ha ObOpeuHaTa
¢bynknus. /lnacromHata CKOPOCT € BayKHA 3a HAC, 3aI0TO 3aBHCH OT ChCTOSHUETO HA TOJIEMHTE
€IaCTHYHH CBHJOBE, KOUTO MpH OBOpEYHa HEAOCTaTBUYHOCT CE€ 3acAraT IPEAUMHO TI0
apTEepUOCKIEPOTUYECH THUI. 3aTOBA HHME CH IIOCTAaBMXME 3a L] Ja U3CIeABaME PE3UCTUBHUSA
UHJIEKC U IPOMEHUTE, KOUTO HACTBIIBAT B IMKOBAaTa CKOPOCT U MUHUMAJIHATA INACTOJIHA CKOPOCT
pu OOJHM C BIlomIaBaHe Ha ObOpeuyHara GyHkius. M3cnenBanu ca o0mo 165 wHIMBHIA, KOUTO
ca paszenenu B niet rpynu: ['pyna 1 — 38 kontponu (20 sxenn u 18 mbke) Ha cpeHa Bb3pacT 54,4
roguny; I'pyna 2 — 35 manuentu (15 xenu u 20 MBKe) Ha cpefHa BB3pacT 52,5 roauHu C
O6B0peuHo 3a00sBaHe U HOpMaaHa O6bOpeuHa pynkuusa ¢ XbH1 no knacudukamusara Ha KDOQI;
I'pyna 3 — 60 6onuu (23 xeHu u 37 MbXke) Ha cpeHa Bb3pacT 57,3 rOJUHU B NpeAHaTUTHUYEH
cranuii ¢ XbH2-4 no knacudpukanusara Ha KDOQI; I'pyna 4 — 20 nauuentu (11 mbxe u 9 xenn)
Ha cpenHa Bb3pacT 50,6 ronunu Ha Auanu3a ¢ XbH5 no onomenarara knacudukanus; ['pyna 5 —
12 60mHM (7 MBKe U 5 xKeHM) Ha cpeiHa Bb3pacT 42,2 roAUHM Clle/] TpaHCIIaHTaus. brOpeunusT
PE3UCTUBEH MHJIEKC Ce yBelnYyaBa 3HAUUTEIHO C BJIOIIaBaHe Ha ObOpeuHara pyHkuus. [TukoBaTta
CKOPOCT CHajJa YMEPEHO C HaMajsBaHE Ha CKOpPOCTTa Ha TJoMepyiHa (uiaTpauus, TOKaToO
MIOHW)KEHUETO B JIMACTOJIHATa CKOPOCT € 3HAauuTeNHO. IIpoMeHuTe B PE3UCTHBHHUS HMHIEKC
OTpa3sBaT MOBHUILIEHOTO CBHIOBO CBHIPOTHBIEHHE M C€ ABDKAT TIJIABHO HA 3HAYUTEIHOTO
HaMalsiBaHE Ha MHHUMAajHaTa JAMacToJIHA CKOpOocT. MMHMMaiHaTta JAMacToJIHA CKOpOCT
WHJUPEKTHO OTpa3sBa ChbCTOSIHUETO Ha TOJIEMUTE €1aCTUYHU apTepuH, KOUTO (PYHKIIMOHUPAT 1O
BpeMe Ha JMacTojia, KaTo CIy)KaT 3a eJacTUYeH pe3epBoap, KOWTo mojmomara nepdysusta Ha

OpraHHuTC.
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KirouoBu aymu: XpoHU4HO OBOpedyHO 3a0o0isiBaHe, ObOpPEUECH PE3UCTUBEH MHJEKC, MMKOBA H

AUAaCTOJIHAa CKOPOCT

23.lvanova M, Manolova |, Gancheva R, Goycheva P, Kundurzhiev T, Stoilov R. Assessment of
guality of life in relation to disease activity, physical function and radiographic spinal structural

damage in patients with ankylosing spondylitis. Journal of the Balkan Tribological Association
2014: 20(2):234-241. ISSN: 1310-4772 Scopus, Web of Science (IF 2014 - 0.443) (SJR 2014 -

0.249) Q3

Abstract: Ankylosing spondylitis (AS) is a chronic progressive rheumatic disease affecting
mainly the axial skeleton including the sacroiliac joints and the spine, and to a smaller extent the
peripheral joints and the entheses. It is a potentially disabling condition with an unpredictable
disease course. Nowadays, there is a great interest in the assessment of health-related quality of
life (QoL) in chronic disabling diseases. Measurement of QoL has become an important part of
the overall assessment of patients with AS, as it combines all three aspects of disease — activity,
function, and damage. It provides information on the impact and the outcome of the condition, i.e.
how patient lives are affected by impairment, disability, and other influences. The aim of this study
was to evaluate the health-related quality of life in patients with ankylosing spondylitis and its
relationship with disease activity, physical function, spinal mobility and radiological spinal
structural damage.

Key words: ankylosing spondylitis, quality of life, disease activity, functional disability,
radiographic spinal structural damage

Pesome: Ankmnozupanusar cnoHIWIMT (AC) € XpPOHHYHO MPOrpecHpalio peBMaTHYHO
3a60J'I$IBaHC, 3acdramo TIJIaBHO aKCHAJIHUA CKCEJICT, BKIIIOYUTCIHO CAKPOUIIMAYHUTE CTaBU U
rpbOHAUHUSA CTHJIO, U B [TO-MaJIKa CTENEH Nepu(epHuTe CTaBu U eHTe3uTe. ToBa € MOTEHIIUAIHO
HUHBAJIMAU3UPAIIO CbCTOSAHNUEC C HCIIPCACKA3yEeM XOMI. B AHCUIHO BpEME UMa I'oJisiM UHTEPEC KbM
OIICHKATa Ha CBBP3aHOTO CbHC 3APABCTO KAYCCTBO HaA IKHUBOT (QOL) npu XpOHUYHU
MHBaIUAW3Mpauy 3abomnsBaHus. M3mepBanero Ha QoL ce mpeBbpHa BBB BaKHa 4YacT OT
IsUTOCTHATa oreHKka Ha manueHtute ¢ AC, Thi KaTo chuyeTaBa W TPUTE acrekTa Ha OojecTTa —
aKTUBHOCT, GyHKLUS U yBpexaane. Tol npenocrass nHpopMalys 3a Bb3ACHCTBUETO U pe3yTara
OT CbCTOAHUCTO, T.C. KaK JKUBOTHT HA MALMUCHTUTC € IOBJIUAH OT YBPCKIAAHC, HHBAJIMAHOCT U

apyru ¢axropu. Llenrta Ha TOBa Mpoy4BaHe Oellie 1a ce OLEHU CBEP3aHOTO ChC 3PaBETO KAYECTBO
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Ha JKUBOT TPU MHIMBHUIM C aHKWJIO3UPAIIl CIIOHMIUT U Bpbh3KaTa My C aKTHBHOCTTa Ha OOJIeCTTa,
¢dbuzmveckara GyHKIMS, TOABMKHOCTTA HA TPHOHAYHHUS CTHJIO U PEHTIEHOrPaPCKOTO TPHOHAYHO
CTPYKTYpPHO YBpEKJaHE.

KirouoBu 1yMH: aHKHIIO3WpAIll CIIOHMIIAT, KAYeCTBO HA )KUBOT, aKTUBHOCT Ha 3a00JISBAHETO,

(YHKIIMOHATTHO YBpEXAaHe, PEHTreHOrpadcko rpbOHAUYHO CTPYKTYPHO YBpEXKAaHe

24.Gancheva R, Kundurdjiev A, Ivanova M, Kundurzhiev T, Raskov R, Kolarov Z.

Ultrasonographic measurement of carotid artery resistive index and diastolic function of the heart

3280-7. ISSN: 0172-8172 Scopus, Web of Science (1F 2015 - 1.702) (SJR 2015 - 0.732) Q2

Abstract: The aim of the study was to establish the functional disorder in the blood circulation of
gout patients with a method that shows early damage of the heart and vascular structures. A total
of 117 patients were examined crosssectionally by a complex multimodal ultrasonography and
were divided into four groups: 37 healthy controls, 24 asymptomatic hyperuricemia, 36 gout
without tophi and 20 gouty tophi. With pulsed Doppler, common carotid artery resistive index
(CCARI) and parameters of the transmitral blood flow were determined: the ratio between
maximal early and late flow velocities (E/A ratio) and deceleration time (DT). With tissue Doppler
imaging, mitral annular peak velocity (Em) was obtained. In the examined ultrasonographic
parameters between healthy controls and the three patient groups, there was a statistically
significant difference (p < 0.001). Comparing asymptomatic hyperuricemia and gout without
tophi, no significant difference in CCARI (p = 0.656), E/A ratio (p = 0.472), DT (p = 0.990) and
Em (p = 0.488) was found. Gouty tophi in comparison with gout without tophi and asymptomatic
hyperuricemia had significantly lower Em (mean + SD 0.07 = 0.02 vs 0.09 = 0.03 vs 0.13 £ 0.17)
and significantly higher CCARI (mean + SD 0.74 £ 0.05 vs 0.70 £ 0.05 vs 0.69 = 0.05). Further
multiple logistic regression revealed that tophi increased subject’s likelihood of having category
of CCARI > 0.7 with an OR = 10.91 (95 % CI 1.80-66.14, p = 0.009), while the category of Em
< 0.08 m/s was influenced by renal insufficiency with an OR = 3.07 (95 % CI 1.17-8.02, p =
0.022). Gouty tophi are associated with progression of arteriosclerotic-type vessel changes.
Worsening of diastolic dysfunction of the heart is independently associated with renal

insufficiency. In terms of CV risk, tophi are an indicator of its increase.
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Key words: Gout - Tophi - Common carotid artery resistive index - Diastolic dysfunction -
Cardiovascular risk

Pe3tome: Llenta Ha Mpoy4BaHETO € Ja C€ YCTAaHOBH (hYHKIIMOHATHOTO HApPYyIIEHUE HAa KPHBOTOKA
npu OONHHM OT Tojarpa ¢ METOJ, MOKa3Balll PAHHOTO YBPEKIAHE Ha CHPIETO U CHIOBHUTE
cTpykTypu. O0mo 117 601HM ca n3cneaBaHN KPOC-CEKIIMOHHO Ype3 KOMIUIEKCHA MYJITUMOalIHA
yitpacoHorpadusi pasleleHd B 4YeTupu rpynu: 37 3apaBH  KOHTPOIH, 24 acUMIITOMHA
Xurepypukemusi, 36 mongarpa 6e3 tTopu u 20 6omHu ¢ moakoxHu Topu. C mMyscoB morep e
OIpeJiesieH Pe3UCTUBHUAT MHAEKc Ha obmute cbHHU aprepun (CCARI) u mokaszarenute Ha
TPAaHCMUTPAIHUS KPBBOTOK: ChOTHOIIEHHETO MEXK/y MaKCUMajHaTa paHHA M KbCHA CKOPOCTH Ha
kpbBoTOKa (E/A ratio) xakto u Bpemeto Ha nenenepanus (DT). C TbkaHeH nomiiep € moiaydeHa
CTOMHOCTTa Ha THUKOBAaTa CKOPOCT Ha MuUTpaiHus kiarneH npbcreH (Em). B uscnenBanute
yITpacOHOTPACKA HWHACKCH MEXAY 31paBHTC KOHTPOJIM W TPUTE TPYNU MAIMCHTH HMa
cTatucTuyecku 3Haunma pasnuka (p < 0.001). CpaBHsiBallki aCHMIITOMHATa XUIIEPYPUKEMUS U
nonarpa 6e3 Todu, He e oTkputa 3HaunMa pasznuka B CCARI (p = 0,656), crotHomenunero E/A (p
= 0,472), DT (p = 0,990) u Em (p = 0,488). Ilogarpumure ¢ NOIK0XHH TO(GU B CpaBHECHHUE C
nojarpa 6e3 Topu ¥ ACUMITTOMHATA XUIIEPYPUKEMUSI IMAT 3HAYUTEITHO To-HUCKa Em (mean + SD
0,07 £ 0,02 vs 0,09 £+ 0,03 vs 0,13 £ 0,17) u 3nauntenno no-sucoka CCARI (mean = SD 0,74 +
0,05 vs 0,70 = 0,05 vs 0,69 = 0,05). MHOXecTBeHaTa JTOTUCTHUYHA pErpecusi pa3kpu, ue Todure
yBenmuaBat pucka 6osHuAT 1a uma croiHoct Ha CCARI> 0,7 ¢ OR =10,91 (95 % CI 1,80-66,14,
p = 0,009), nokato croitHocTTa Em < 0,08 m/s ce moBnusiBa OT HaJIMYUETO Ha OBOpedHa
HegocraTbuHocT ¢ OR =3,07 (95 % CI 1,17-8,02, p = 0,022). ITonarpo3uute Todu ce CBHP3BaT C
HampeJIBaHe Ha apTEePUOCKIEPOTUYHHUTE CBHIOBH MpPOMEHH. HampenBaHeTo Ha JIMAacTONHATA
TucYHKIIHS Ha ChPIIETO € HE3aBUCHMMO CBbp3aHa ¢ ObOpeuHaTa HetocTaThbuHOCT. [1o oTHOIIIEHNE
Ha ChPJICUYHO-CHJIOBUS PUCK TOMDUTE ca MHIUKATOP 32 HETOBOTO MTOBHUIIIABAHE.

KirouoBu aymu: nonarpa - Todhu - pe3suCTUBEH UHACKC Ha OOIIKUTE CHHHHU apTEPUHU * JUACTOJIHA

TUCHYHKIHS * ChbPJCUYHO-CHIIOB PUCK
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25.lvanova M, Kundurzhiev T, Gancheva R, Stoilov R, Goycheva P, Manolova |. Mathematical

models for the estimation of three functional indices in ankylosing spondylitis. Journal of the
Balkan Tribological Association 2015; 21(2): 432-444. ISSN: 1310-4772 Scopus, Web of Science

(1F 2015 —0.737) (SJR 2015 - 0.225) Q3

Abstract: The aim of this study was to evaluate the risk factors influencing the physical function
in ankylosing spondylitis (AS) and to create mathematical models for calculation of the functional
indices Bath AS Functional Index (BASFI), Dougados Functional Index (DFI) and Health
Assessment Questionnaire for the Spondyloarthropathies (HAQ-S). One hundred and eighty-three
patients were studied: 148 men and 35 women. The clinical assessment included collecting
demographic data, examination of the physical function by 3 functional indexes (BASFI, DFI and
HAQ-S), measurement of Bath AS Disease Activity Index (BASDAI), Bath AS Metrology Index
(BASMI), inflammatory biomarkers and scoring the modified Stoke AS Spine Score (MSASSS).
Regression models were constructed to identify variables independently associated with functional
parameters. By multiple linear regression analyses were formed mathematical models by which
can be calculated the expected value of the BASFI and HAQ-S with corresponding change in
disease activity (BASDAI) and axial status (BASMI), as well as when data for only those
parameters are available. Regarding the functional index of Dougados (DFI), we created four
multiple logistic regression models. They enable to calculate the likelihood for the certain AS
patient to be referred to the subscore of DFI < 17 or DFI 18+, by knowing the values of the factors
contained in the various formulas. With disclosed mathematical models can be calculated the
estimated value of BASFI and HAQ-S and the category of DFI, when the values of the parameters
in the equations are known, i.e. they can be used for predicting.

Key words: ankylosing spondylitis, BASFI, HAQ-S, DFI, BASDAI, BASMI, mSASSS,
inflammatory biomarkers.

Pe3ome: llenra Ha TOBa mMpoyuBaHE € Ja C€ OLEHAT PUCKOBHUTE (AKTOPH, BIUSEIIU BBPXY
¢u3nyeckara GyHKIMA NMPH aHKUIO3UpaIl coHTWINT (AS) U a ce ch3lajaT MaTeMaTHUYeCKU
MOJIeNIM 3a W34YucCisiBaHe Ha ¢GyHKuuoHamHute mHAekcu Bath AS Functional Index (BASFI),
¢byakunonanen wHAekc Ha Dougados (DFI) m BBOpocHUK 3a OlleHKa Ha 3IpaBETO MPH
cnonaunoaprponaruute (HAQ-S). M3cnenBanu ca cto ocemaecet u Tpuma 6omHu: 148 Mbxke u
35 xenu. KnmHuunara OI€HKa BKJIOYBa c1,61/1paHe Ha ,Z[CMOFpa(I)CKI/I JaHHU, HU3CJICABAaHC Ha

¢dusnueckara pyukips mo 3 pyukuuonanau unaaekca (BASFI, DFI u HAQ-S), usmepsane Ha Bath
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AS Disease Activity Index (BASDAI), Bath AS Metrology Index (BASMI), Bb3namuTenHu
Onomapkepu u orieHsiBaHe Ha Mogudunmpanus Stoke AS Spine Score (mSASSS). Perpecuonnure
MOJIETTM ca KOHCTPYHMpaHU 3a HACHTU(UIIMpPAHE HA MPOMCHIWBU, HE3aBUCHUMO CBBP3aHHU C
(GyHKIIMOHATHUTE TTapaMeTpu. Upe3 MHOKECTBO JIMHEWHU PErPECUOHHU aHAIN3U ca popMupaHu
MaTeMaTUYECKH MOJIENH, MOCPEACTBOM KOUTO MOXE Ja CE€ W3YMCIIA OYaKBAaHATAa CTOMHOCT Ha
BASFI u HAQ-S cbc choTBeTHaTa IpoMsiHa B akTUBHOCTTA Ha Oosiectta (BASDAI) 1 akcnanuus
cratyc (BASMI), kakTo 1 KoraTo JaHHUTE CaMO 3a Te3H NapaMmeTpu ca HanudHu. [lo oTHoEeHNE
Ha (yHxuoHanHus uHaekc Ha Dougados (DFI), ce3mamoxme ueTrpu Mozena Ha MHOXKECTBEHA
JIOTUCTUYHA perpecusi. Te mo3BosIBaT 1a C€ U3UUCIU BEPOSITHOCTTA ONpeieieH nauueHT ¢ AS na
0b1e oTHeceH KbM noackopa Ha DFI < 17 uinu DFI 18+, kato ce 3HasAT cToHHOCTUTE Ha PaKTOPHTE,
ChIbpXKAIIM ce B paznuuHuTe Gopmynu. C pasKpUTUTE MAaTEMAaTHYECKH MOJIEIM MOXE Ja ce
m3unciau nporHoctuuHara crorHoct Ha BASFI u HAQ-S u xareropusra ma DFI, xorato
CTOMHOCTUTE Ha MapaMETPUTE B YPABHEHUSATA Ca W3BECTHU, T.€. T€ MOrar Ja C€ M3II0JI3BAT 3a
MIPOTrHO3UPAHE.

KarouoBu aymm: ankmnosupai cioaammut, BASFI, HAQ-S, DFI, BASDAI, BASMI, mSASSS,

BB3NAIUTEIIHU OMOMapKEpH.

26.Kundurdjiev A, Gancheva R, Kundurdjiev T. Target organ damage in chronic kidney disease
and its relationship with Calcium-Phosphorus exchange. Comptes rendus de I'Academie bulgare
des Sciences 2015: 68(5):669-676. ISSN: 1310-1331 Scopus, Web of Science (IF 2015 — 0.233)

(SJR 2015 - 0.205) Q3

Abstract: It is known that CKD is a risk factor with independent significance in cardiovascular

(CV) pathology and death. Recently great attention has been paid to the type of damage of the
heart and vessels in CKD. Our objectives are to determine main parameters of the calcium-
phosphorus metabolism and the affection of target organs (heart and vessels) by ultrasonography:
frequency of calcificates on heart structures, frequency of atherosclerotic plagues on common
carotid arteries, IMT and CCARI in patients with different stages of CKD and transplanted
patients. Serum levels of calcium and phosphorus were also determined. A total of 165 patients
were divided into five groups: Group 1 — 38 healthy controls of whom 20 females and 18 males of
a mean age 54.4 years; Group 2 — 35 patients with CKD and normal kidney function (CKD1) — 15
females and 20 males of a mean age 52.5 years; Group 3 — 60 patients in predialysis (CKD2-4) 23
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females and 37 males of a mean age 57.3 years. Group 4 — 20 dialysis patients 9 females and 11
males of a mean age 50.6 years; Group 5 — 12 transplanted patients — 5 females and 7 males of a
mean age 42.2 years. We observed a significant association of serum calcium (p<0.001) and
phosphorus (p<0.001) with the stage of renal damage. The frequency of calcificates on heart
structures (aorta, mitral valve annulus, mitral structures) showed significant difference (p=0.032)
which increased with the worsening of renal function. The frequency of atherosclerotic plaques on
carotid arteries did not show significant difference (p=0.372) with deterioration of renal function.
Comparing controls with transplanted patients we did not estimate a significant difference in the
mean serum level of calcium and phosphorus. With the progression of renal failure CCARI
increased and after transplantation it lowered significantly. IMT in patients on haemodialysis was
lower in comparison to those with CKD2-4, while an inverse relationship was observed with
CCARI. In transplanted patients the incidence of calcifications on myocardial structures and on
common carotid arteries was significantly lower compared to those with CKD2-4 and on
haemodialysis, (p<0.0001). Calcium-phosphorus metabolism worsened with the progression of
chronic renal failure and improved after transplantation. The same happened with the frequency
of calcificates on myocardial structures, as a strong relationship was found with the serum level of
phosphorus. There was no significant difference in the frequency of atherosclerotic plaques on
carotid arteries in the different groups of patients, but there was a difference in the value of CCARI.
The proven by us abnormalities could be explained with arteriosclerotic type vessel changes taking
place with the worsening of renal failure.

Key words: chronic kidney disease, cardiovascular disease, target organs

Pe3ome: M3BecTHO e, ue XpoHMYHaTa OBOpeUyHa HEIOCTATBYHOCT € PHCKOB (DakTop CbC
CaMOCTOATCIIHO 3HAYCHUC 3a CbpJACYHO-ChJ0BaTa 00JIECTHOCT U CMBPTHOCT. HpCS IIOCJIICAHUTE
TOJIMHU TOJIIMO BHUMaHHE ce OOpbhIla Ha THMA 3acAraHe Ha ChpIETo U chaoBeTe mpu XBH.
Hammte e ca 1a YCTaHOBUM OCHOBHUTE MTapaMETpU Ha KaJII_II/IeBO-(I)OCCI)OpHI/ISI MeTa00IN3BM U
34CATAaHCTO Ha TApPre¢THUTC OpPraHUu (CLlee u C’b)lOBe) qpe3 COHOI‘pa(bCKI/I METO/]. YE€CTOTa Ha
KaTU(PUKATATE 110 CHPJICIHUTE CTPYKTYPH, Y€CTOTA HA TJIAKUTE 110 KapOTHAHHUTE apTepuu, IMT
u CCARI ipu 601U ¢ paznuyHa crenied Ha XbH u tpancnimantupanu. M3cnenanu ca 06mo 165
MAIMEeHTH, KOUTO ca pa3zeneHu Ha net rpynu: ['pyna 1 — 38 3apaBu kKoHTpoaH, 0T KouTo 20 KeHH
u 18 mMpxe Ha cpeaHa Bb3pacT 54,4 rogunu; I'pyma 2 — 35 manueHTH ¢ XpOHHYHO OBOPEUHO

3abosBaHe u HopMaiiHa ObOpeuna ¢ynkuus (CKD1) — 15 xenu u 20 Mbxe Ha CpeJHa Bb3pacT
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52,5 roguan (CKD1); I'pyna 3 — 60 6onnu B npeaauanuszen craguii (CKD2-4) — 23 xenn u 37
MBXe Ha cpeaHa Bb3pacT 57,3 rogunu; ['pyna 4 — 20 auanuszHo 6omxHM 9 kenu u 11 MBke Ha
cpenHa Bb3pact 50,6 roqunu; ['pyna 5 — 12 TpancrutanTupanu OOJTHY 5 )KEHH U 7 MBXKe Ha CPEe/IHA
BB3pacT 42,2 roguHu. YCTaHOBUXME CUTHH(DHKAaHTHA Bpb3Ka Ha cepyMHUs Kanmid (p<0.001) u
dbochop (p<0.001) cbc cremeHta Ha OBOpeyHa yBpema. Yectorara Ha Kaau@UKATUTE IO
CbpJCUYHUTE CTPYKTYpHU (aopTa, MUTpajeH KJaleH NPbCTEH, MUTPAIHU CTPYKTYypH) IOKa3Ba
curnuukanTaa paznuka (p=0.032) u HapacTBa ¢ BiomaBaHe Ha ObOpeuHaTa ¢pyHkius. Yectorara
Ha TUIAKUTE HAa KAPOTHAHUTE apTepuu He TMoKa3Ba curHupukantHa paznuka (p=0.372) c
BJolIaBaHe Ha ObOpeunara ¢ynkuusa. Ilpu rpymara crnen TpaHCIUTAHTaLUUsS TMPH CPEIHUTE
CTOMHOCTH Ha CEPyMHHUS Kanuuid u cepyMHus Qochop HsiMa cUTrHU(UKAHTHA pa3ivKa C
kouTponaara rpyna. CCARI ce mokauBa ¢ HarpeIBaHETO Ha ObOpeYHATa HEAOCTATHYHOCT H € T10-
HUCBK ciel TpaHcmanTauusd. CroiiHoctute Ha IMT nmpu xemonanu3Ho OOJHUTE ca MO-HUCKU B
cpaBuenue c te3u ¢ CKD2-4, nokaro npu CCARI e oOpartno. [Ipu nzcneaBanute ot Hac NaIleHTH
yCTaHOBUXME CUTHHU(UKAHTHO MO-HUCKA YECTOTa Ha KaIIU(PUKATUTE B MUOKAPIHUTE CTPYKTYPH,
Ha IMT n nHa CCARI npu TpaHCIUTaHTHpaHHUTE MAIMEHTH B cpaBHeHueE ¢ Te3u ¢ CKD2-4 u 6omHuTe
Ha xemoauanu3a (p<0.0001). KaimueBo-pochopHUSIT MeTabOIM3BM C€ BIIOIIABa ¢ HAIIPEIBAHETO
Ha ObOpeuHaTa HENOCTAaTPYHOCT W ce moaolOpsBa cien TpaHcmuiaHTanus. Yecrorata Ha
KanupUKaTUTe M0 MHOKAPAHUTE CTPYKTYPH CTaBa CUTHU(UKAHTHO MO-TOJIsIMa C HAIPEIBAHETO
Ha ObOpedHaTa HeJJOCTaThbUHOCT U HaMallsiBa ciie/l TPAHCIUIAHTaIUs, KaToO I0-CUTHA 3aBUCHUMOCT
uMa ¢ HUBOTO Ha cepyMHHUs pochop. Hima pasnuka B yecToTara Ha IUTAKUTE MO KapOTUIHHUTE
apTepuH TpH pa3jNYHUTE TPYNU MAalKUeHTH, HO uMa pasnuka B crtorWHoctuTe Ha CCARIL
Jloka3aHuUTe OT HAcC MPOMEHH MOTraT Aa ce OOSCHAT C MPEAUMHO apTePUOCKICPOTHYHHUS THII
CHJ/IOBO 3acsiTaHe MPHU HAIMpeABaHETO Ha OBOpeUHaTa HEJOCTATHYHOCT.

KurouoBu agymm: xpoHuyHo Ob0pedHo 3a00JsBaHe, ChPACYHO-CHAOBH 3a00JIsIBAHUS, TAPTETHU

OpraHu
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27.lvanova M, Manolova |, Ganeva M, Gancheva R, Stoilov R, Stanilova S. Elevated serum levels

of Thl7-related cytokines in patients with ankylosing spondvlitis. Journal of the Balkan

Tribological Association 2016; 22(3):2244-2257. ISSN: 1310-4772 Scopus, Web of Science (SJR

2016 - 0.222) Q3

Abstract: Dysregulation of cytokine production or action is thought to have a central role in the
development of autoimmunity and autoimmune disease. The aim of this study was to analyze
serum TNF-a, IL-18, IL-12p40, IL-17 and IL-23 in patients with ankylosing spondylitis (AS) and
their relation to disease activity and treatment regimens. Cytokines in the serum of 77 AS patients
and 48 age- and sex-matched healthy controls were measured by ELISA assay. Disease activity
was assessed by the ASDAS-CRP, ESR and CRP. Serum levels of most of the studied pro-
inflammatory cytokines were elevated in AS patients compared to healthy subjects; 1L23, IL-17
and IL-18 were significantly higher (p<0.001), whereas TNF-a was higher but not significantly
elevated. The cytokine concentrations between subgroups upon TNF - specific blockade and non-
anti-TNF therapy were comparable and not statistically different for all cytokines, but, notably,
TNF-a was numerically higher in patients upon treatment with anti-TNF. No association was
calculated between TNF-o, IL-17 u IL-23 with the ASDAS-CRP and both inflammatory
biomarkers. Only a weak correlation between IL-18 and ASDAS-CRP and between IL-12p40 and
CRP was found, because of which we consider that the investigated cytokines are poor indicators
of activity in this disease and do not reflect it accurately.

Key words: TNF-a, IL-18, 1L-12p40, IL-17, IL-23, ankylosing spondylitis, disease activity,
therapy.

Pe3rome: B’bSHpI/IeTO €, € JUCperyanusaTa B CHHTE3a UJIN HeﬁCTBHCTO Ha IMTOKMHU UMa BOJACIIA
poJIsi B pa3BUTHETO HAa aBTOMMYHUTET U aBTOMMYHHa Ooject. LlenTa Ha ToBa npoyuBaHe Oerie 1a
ce ananm3upar cepymaute HUBa Ha TNF-a, IL-18, I1L-12p40, IL-17 u IL-23 npu manueHTH ¢
AHKHWJIO3Upall CIIOHAUINAT (AC) " TAXHATa Bpb3Ka C aKTUBHOCTTA Ha 3a00JIsIBaHETO U PECKUMUTE
Ha nedeHue. [{lutoxkunute B cepyma Ha 77 nauueHnty ¢ AC n 48 31paBu KOHTPOJIH, CbOTBETCTBAILIN
IO TOJI ¥ BB3pacT, ca usmepenu upe3 ELISA meron. AkTuBHOCTTA Ha 3a00JIIBaHETO € OlLIEHEHA
ype3 ASDAS-CRP, ESR u CRP. CepymHuTre HHBa Ha TIOBEYETO OT U3CJEIBAHUTE
MPOBBIMNAIUTCIIHA HUTOKUHU Ca MOBUILICHU ITPU UHIAUBUIAUTE C AC B CpaBHCHHC CBHC 3pPaABUTE
kontponu; IL23, IL-17 m IL-18 ca 3HauumtenHo mno-Bucoku (p<0,001), moxaro TNF-a e

HECUTHU(DUKAHTHO TO-BUCOK. KOHIIEHTpamuuTe Ha MUTOKWHU Mexay noarpymute Ha TNF -
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cnenuduyana 6s10kana u He-aHTH-TNF Tepanus ca cpaBHUMU M HE Ca CTATHCTUYECKH PA3JIMYHH 32
BCHYKH ITUTOKUHU, HO TNF-0 € 4nciieHo mo-BUCOK MpHU MAIMEHTUTE TPEMUHAIH TIPe3 JICYCHUE C
antTu-TNF. He ce ycranoBu Bpb3ka mexnay TNF-a, IL-17 u IL-23 ¢ ASDAS-CRP u nBara
BB3NANNUTENHN Onomapkepa. Hannuna e eauncTBeHO cnaba kopenanus mexay 1L-18 u ASDAS-
CRP u mexnay IL-12p40 u CRP, nopaau koeto cMsTame, Y€ U3CJIeIBAHUTE IUTOKUHU Ca JIOIIN
WHJIMKATOPH 3a 00JIeCTHA aKTHBHOCT.

KarouoBu gymu: TNF-a, 1L-18, IL-12p40, IL-17, IL-23, ankuno3upany CIOHIWINAT, OOJIECTHA

AKTUBHOCT, JICUCHUC.

28.Gancheva R. Kundurdjiev_A, Ivanova M. Kundurzhiev T. Kolarov Z. Evaluation of

cardiovascular risk in stages of gout by a complex multimodal ultrasonography. Rheumatology
International 2017; 37(1):121-130 doi: 10.1007/s00296-016-3556-6. ISSN: 0172-8172 Scopus

Web of Science (IF 2017 — 1.952) (SJR 2017 - 0.906) Q2

Abstract: The aim of our work was to assess ultrasound features of cardiovascular (CV) risk in
stages of gout. Cross-sectional complex multimodal ultrasound study of 169 age-matched patients,
with similar distribution of arterial hypertension, diabetes mellitus, obesity and chronic renal
failure, was divided into four groups: 41with asymptomatic hyperuricemia, 52 gout without tophi,
42 gouty tophi and 34 controls with osteoarthritis. Parameters independently associated with CV
risk were measured: renal resistive index (RRI), left ventricular mass index (LVMi), mitral annulus
early diastolic velocity (e’), intima-media thickness (IMT) and common carotid artery resistive
index (CCARI). Multivariate analyses were performed to evaluate the impact of gout stages and
CV risk factors on ultrasound alterations. Gouty tophi increased the risk of having IMT >0.90 mm
with an OR 11.51 (95 %CI 2.32-57.21, p = 0.003), gout without tophi raised the risk with an OR
6.25 (95 % CI 1.37-28.44, p = 0.018), while asymptomatic hyperuricemia had no effect on IMT.
The category of CCARI >0.70 was influenced by tophi with an OR 11.18 (95 % CI 2.61-47.83, p
= 0.001) and by arterial hypertension with an OR 3.22 (95 % CI 1.11-9.36, p = 0.032). Neither
asymptomatic hyperuricemia nor gout without tophi modified the development of abnormally high
CCARI. Gout stages had no impact on LVMi, e’ and RRI. Tophi are related to worsened
ultrasonographic parameters evaluating target organs in gout, relative to earlier stages of the
disease. They create a strong risk of carotid arteries’ changes even beyond arterial hypertension.

Key words: CV risk; gout stages; complex multimodal ultrasonography
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AbctpakTt: [locTaBuxMe cu 3a 1€ 1a OLIEHUM YITPa3BYKOBHUTE XapaKTEPUCTUKH Ha ChpPACUHO-
CHJIOBHUS PUCK B OTACIHUTE CTaANM Ha nojaarpara. [I[poyuBaneTo € ¢ Kpoc-CeKIIMOHEH AU3aiH U
MOCPEACTBOM KOMIUIEKCHA MYJITHUMOJANHA yITpacoHorpadusi ca u3ciensanu 169 OoiHu Ha
CXOJHAa CpelHa Bb3pacT U C €JHAKBO pA3MpEICIICHUE Ha apTepualHa XUIEPTOHMS, 3axapeH
nuaber, 3aTIbCTABAHE U XPOHUYHA OBOpeUHa HeJoCTaThbUHOCT. boHUTE ca pa3/enenu B YeTHpU
rpynu: 41 ¢ acumMnToMHa xunepypukemus, 52 ¢ nojgarpa 6e3 KIMHuYHA Tohu, 42-Ma nogarpuiu
¢ Todu u 34 KOHTpOJIM ¢ OcTeoapTpo3a. M3mepeHu ca CTOHHOCTHTE Ha MOKa3aTelH, KOUTO ca
HE3aBUCHMO CBBP3aHU ChC ChPACYHO-CHIOB pUCK: ObOpeueH pesuctuBeH uHaekc (RRI), nnaexc
Ha JsiBOKamepHata MyckyiaHa maca (LVMi), panHa nuacToiHa CKOPOCT Ha MUTPAJHUS KJIareH
npbcTeH (e'), nedennua Ha uHTUMa-Meaust komiuiekca (IMT) u pe3sucTHBeH MHIEKC Ha OOIIHTE
cbHHM apTepun (CCARI). Upe3 MHOKECTBEHU PErPECMOHHM aHAIM3U € OLICHEHO BIIMSHUETO Ha
OTACNTHUTE CTaJAWW Ha I[oJarpatra W Ha CBhPACYHO-CHIAOBUTE PHUCKOBH (PAKTOpU BBPXY
yATpa3BYKOBUTE mokazaTenu. Hamuuueto Ha Todu nmoBumana pucka or IMT >0,90 mm ¢ OR
11,51 (95 % CI 2,32-57,21, p = 0,003), nogarpara 6e3 Todu ro mosuiasa ¢ OR 6,25 (95 % CI
1,37-28,44, p = 0,018), nokaro acumMntToMHaTa Xurnepypukemus Hsma epext Bppxy IMT. Todure
noBnusBaT BbpXy passutrero Ha CCARI >0,70 ¢ OR 11,18 (95 % CI 2,61-47,83, p = 0,001), a
aprepuannarta xunepronus ¢ OR 3,22 (95 % CI 1,11-9,36, p = 0,032). Huro acumnromHara
XUMEepypuKeMus, HUTO Tojarpata 0e3 Todu oka3BaT BIMSHHE BBPXY Pa3BUTHETO Ha BHCOK
PE3UCTUBEH MHJIEKC Ha OOUIUTe ChbHHU apTepuu. OTAeNHUTE CTaAuK Ha 0OJIeCTTa HE MOBIMUIBAT
LVMi, e’ u RRI. Todute B cpaBHEHNE ¢ TO-PaHHUTE CTaIUU HA OOJIECTTa Ca CBBP3aHU C BJIOIIECHU
CTOMHOCTH Ha YITPa3BYKOBUTE MapaMeTpu OTpa3siBallld TapreTHUTE OpPraHHU TPOMEHU MpHU
noxarpa. Te BOIAT 10 TMOBHUIIEH PUCK OT MATOJOTMYHU TMPOMEHH B KApOTHJIHUTE apTepHH
CTETEHHO MO-BUCOK OT apTepHaiHaTa XUIIEPTOHUSI.

KirouoBn aymu: cbpliedHO-CHIOB PHUCK; CTaJMM Ha IOJAArpara; KOMIUIEKCHA MYJITUMOJaTHA

yaTpacoHorpadus
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29.lvanova M, Manolova |, Miteva L. Gancheva R, Stoilov R, Stanilova S. Genetic variations in

the IL-12B gene in association with 1L-23 and 1L.12p40 serum levels in ankylosing spondylitis.
Rheumatology International 2019:; 27(4):18-26 doi: 10.1007/s00296-018-4204-0. ISSN: 0172-

172 Web of Science (1IF 2019 —1.984 R 2019 -0. 2

Abstract: In the present study, we evaluated the implication of IL12Bpro (rs17860508) and IL12B
3" UTR A/C single nucleotide polymorphisms (SNPs) (rs3212227) for the ankylosing spondylitis
(AS) development and the impact of IL12B genetic variations on 1L-23 and IL-12p40 production
and musculoskeletal disease characteristics. 80 patients with AS and 242 healthy controls were
studied. Genotyping for the rs3212227 was performed by restriction fragment length
polymorphisms—polymerase chain reaction (PCR) and for the rs17860508 by allele-specific PCR.
Cytokines were measured by an enzyme-linked immunosorbent assay (ELISA). Clinical status
was evaluated by calculation of the Ankylosing Spondylitis Disease Activity Score (ASDAS)
using the C-reactive protein (CRP) level, the Bath Ankylosing Spondylitis Functional Index
(BASFI) and the Bath Ankylosing Spondylitis Metrology Index (BASMI). An association was
found for the rs17860508 polymorphism with AS under the allelic, the dominant, and the co-
dominant models. Rs3212227 was not attributable to AS susceptibility by itself, but the carriage
of C allele in the genotype amplifies the genetic risk for AS in the carriers of the high-risk
IL12Bpro 2-allele, especially in homozygosity. Circulating IL-23 and I1L-12p40 were raised among
AS patients, as some of the genotypes of both IL12B polymorphisms positively regulate their
expression. Carriage of the IL12Bpro genotype 2.2 has been linked to a worsened functional
disability, while 3' UTR CC genotype - with severe disease activity. IL12B polymorphisms can
impact AS susceptibility and modulate 1L-23 and IL-12p40 production levels, and have a
contribution to the disease phenotype.

Key words: Ankylosing spondylitis - Genetic predisposition to disease - Cytokines

Pe3tome: B HacrosmioTo npoyuBane omneHuxme 3HadeHneto Ha [L12Bpro (rs17860508) u IL12B
3" UTR A/C enunnunu HykjaeoTuanu nomumopdusmu (SNP) (rs3212227) 3a pa3BUTHETO Ha
aHKuio3upanl cnoHaIwIuT (AS) U Bb3JeiicTBHETO Ha reHeTHuHuTe Bapuanuu Ha [L12B Bbpxy
cuaTe3a Ha |L-23 u IL-12p40 m XapaKTepUCTUKHATE HAa MYCKYJITHO-CKEJICTHHUTE 3a00JISTBAHMSL.
Wzcnensanu ca 80 Gomuu ¢ AS u 242 3apaBu KOoHTponu. ['eHoTunusupaneTo 3a rs3212227 e
HU3BBPIICHO YPE3 HOJ'II/IMOp(bI/IS’bM Ha AbJDKMHATAa HAa PECTPUKIHUOHHUA (bpar MCHT — IIOJIMMECpPAa3Ha

BepmkHa peakuust (PCR), a 3a rs17860508 upe3 anen-cnenuduuna PCR. utokunure ca
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M3MEPEHH 4pe3 €H3MMHO-CBBp3aH uMyHocopOeHTeH aHanu3 (ELISA). KnunuunusT craryc e
orieHeH upe3 u3uncisBane Ha Ankylosing Spondylitis Disease Activity Score (ASDAS), kaTo e
u3non3Bano HUBOTO Ha C-peaktuBeH nportenH (CRP), Bath Ankylosing Spondylitis Functional
Index (BASFI) m Bath Ankylosing Spondylitis Metrology Index (BASMI). Hamepena e
aconmarus Ha moauMopdusma rs17860508 ¢ AS nop anenHus, JOMUHUPAIINS U KOJOMUHAHTHUS
Mozaenu. Rs3212227 He ce ABIDKM HAa YYBCTBUTEIHOCTTa KbM AS cam mo cebe cu, HO
HOCUTEJICTBOTO Ha anen C B IeHOTUIA yCWJIBAa T€HETHMYHMS pUCK 3a AS mpu HocuUTenuTe Ha
Bucokopuckosus IL12Bpro 2-anen, ocodeno npu xomo3urotHoct. Llupkynupamure HuBa Ha |L-
23 u IL-12p40 ca noBumieHu npu nauueHTute ¢ AC, Thil KaTO HAKOU OT F€HOTUIIUTE Ha JBaTa
nonuMopdusma Ha IL12B perymupar monokuTenHo TsaxHaTa ekcrpecus. HocurencTBoro Ha
IL12Bpro renotun 2.2 € CBbpP3aHO € BJIOMICHO (PpyHKIMOHANHO cheTosiHue, aokaro 3" UTR CC
TCHOTHII - C TEXKa aKTUBHOCT Ha Oonectra. [lomumopdusmute Ha IL12B MoraT 1a moBnussaT Ha
YYBCTBUTEIHOCTTA KbM AS U 1a MOAyIMpaT HUBaTa Ha mpor3BoACTBO Ha [L-23 u IL-12p40 u umat
MPUHOC KbM (heHOTHUIIa Ha OosecTTa.

KurouoBu nymu: Aukuiosupan] CioHIWIMT - ['eHeTHYHa npeapa3noyiokKeHOCT KbM 0oJiecTTa

HuTtoknHM

30.Gancheva R, Kundurdjiev A, lvanova M, Kundurzhiev T, Kolarov ZIl. Renal, Heart and

Vascular Changes in Fifty-Three Gout Patients: a Follow-up Study. Comptes rendus de 1’
Academie bulgare des Sciences 2021: 74(4): 602-611 doi:10.7546/CRABS.2021.04.16.
ISSN: 1310-1331 the publication was accepted at 2018: Scopus. Web of Science (IF 2021 -
0.326) (SJR 2021 - 0.194) Q3

Abstract: The study aimed to determine renal, heart and vascular changes developing in gout

patients over time and to find out whether they are more pronounced in the presence of tophi. Fifty-
three gout subjects, 31 gouty arthritis without tophi and 22 gouty tophi, underwent multimodal
ultrasound examination at the study entry and 18 months thereafter. Renal resistive index (RRI),
aorta (Ao), left atrium (LA) size, thickness of the interventricular septum (IVVS) and of posterior
wall (PW) of the left ventricle, end-diastolic volume index (EDVi), end-systolic volume index
(ESVi), stroke volume index (SVi), fractional shortening (FS), ejection fraction (EF), intima-
media thickness (IMT) and common carotid artery resistive index (CCARI) were measured. There

were no apparent changes from baseline in serum uric acid levels, eGFR, RRI, EDVi, ESVi, SVi,
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FS and CCARI. Results over time, reflecting both assessment time points revealed that Ao (p =
0,008), LA (p =0,001), IVS (p =0,007), IMT (p = 0,009) increased and EF decreased (p = 0,026).
In both groups Ao, LA, IVS and IMT changed similarly over time, but the worsening of EF was
more pronounced in gouty tophi (p = 0,031). In the follow-up of gouty arthritis without tophi and
gouty tophi patients, comparable alterations in the heart and carotid arteries morphology develop,
however, the pumping function of the heart seems to be more affected in the later stage of the
disease.

Key words: multimodal ultrasound, gout, follow-up study

Pe3tome: [IpoyuBanero nma 3a 11ei Aa onpezaenu ObOpeyHuTe, ChpACYHUTE U ChJAOBUTE IIPOMEHH,
pa3BHBAIllY CE BB BPEMETO MPH MALMEHTH C MoJIarpa 1 Jja yCTAaHOBHU JaJi T€ ca MO-U3pa3eHu Mpu
Hanuuueto Ha Todu. [letnecer u Tpuma 6oHM ¢ Togarpa, ot kouto 31 ¢ momarposeH apTput 6e3
Topu u 22-Ma C KIMHWUYHH TOPH, ca MPEMUHAIHA TIpe3 KOMIUICKCHA MYJITHMOJAIIHA
yaTpacoHorpadus mpy BKIOUBaHE B poyuBaHeTo U 18 mecena cien ToBa. Ha Bcuuku yyactunu
ca M3MEPEeHU CTOMHOCTHTE Ha CIEIHUTE MokazaTenu: ObOpeueH pesuctuBeH uHAEKC (RRI),
pasmep Ha aoptara (Ao), pazmep Ha jsBoTO npenacwvpaue (LA), nebenuna Ha MexayKamepHaTa
nperpaza (IVS) u na 3annara crena (PW) Ha nsBa kamepa, HHJEKC Ha KpallHUS JUACTOJIEH 00eM
(EDVi) u xpaitnus cucronen obem (ESVi), unnexkc nHa ynapaus obem (SVi), dpakius Ha
ckwesiBane (FS), ppakuus na nstnacksane (EF), nebenuna Ha nntuma-menus komruiekca (IMT) u
pe3uctuBeH uHaekc Ha obmute cbHHU aprepun (CCARI). He ce ycraHoBuxa mpoMeHu crpsMo
M3XOJJHUTE CTOWHOCTH B CEPYMHOTO HUBO Ha MuKouHaTa kucenuna, EGFR, RRI, EDVi, ESVi, SVi,
FS u CCARI Pesynrarutre BBB BpeMeTO, OTpa3siBallll W JBETE BPEMEBH TOYKHM Ha OIICHKA,
nmokasBar, ue Ao (p =0,008), LA (p =0,001), IVS (p =0,007), IMT (p = 0,009) ce yBenuyanar, a
EF namanssa (p = 0,026). 1 B nBete rpynu Ao, LA, IVS u IMT ce npomMeHST N0 CXOAE€H HaYMH C
BpemeTo, HO BiomaBaHeTo Ha EF e mo-u3pazeno npu Hanmuuueto Ha todu (p = 0,031). IIpu
mpociensBaHe Ha manueHTure 6e3 Todu u 6oaHUTE ¢ TOPU ce pa3BUBAT CPABHUMH MPOMEHHU B
MopoorusaTa Ha ChPLETO U KAPOTHIHUTE apTEPUU, HO TTOMIIeHaTa (PYHKIIMS Ha CHPIETO € TO-
3acerHaTta B KbCHUS CTaJAHi Ha OoJecTTa.

KuarouoBu nymn: MmyntuMozanHa yaTpacoHorpadusi, moaarpa, IpociesBaiio u3ciaeBaHe
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31.Gancheva R, Koundurdjiev_ A. Ivanova M. Kundurzhiev T. Kolarov_Z. Obesity.

Echocardiographic changes and Framingham Risk Score in the Spectrum of Gout: A Cross-
Sectional Study. Archives  of  Rheumatology  2019; 34(2):176-185  doi:
10.5606/ArchRheumatol.2019.7062. ISSN: 2148-5046 Scopus. Web of Science (IF 2019 — 0.731)
(SJR 2019 - 0.238) Q4

Abstract: This study aims to establish cardiovascular risk in obese and non-obese patients in

stages of gout by using Framingham risk score (FRS) and transthoracic echocardiography. This
single-center cross-sectional study encompassed 201 patients (160 males, 41 females; mean age
56.9+13 years; range 20 to 89 years) including 52 asymptomatic hyperuricemia, 86 gouty arthritis
without tophi, and 63 gouty tophi patients. Body Mass Index (BMI) and FRS were calculated. Left
atrium (LA), interventricular septum, posterior wall (PW) of the left ventricle, fractional
shortening (FS), mitral annular systolic velocity (S’), mitral annular early diastolic velocity (E’)
and transmitral to mitral annular early diastolic velocity ratio (E/E’) were measured. Data were
analyzed by Kolmogorov-Smirnov test, Shapiro-Wilk test, t-test, Mann-Whitney U test, analysis
of variance test and multiple linear regression models. There was no significant difference in FRS,
FS, S°, E” and E/E’ between obese and non-obese patients with asymptomatic hyperuricemia,
gouty arthritis without tophi or gouty tophi. Obese patients in the three disease gradations had
larger LA (p=0.007, p=0.004, p=0.039) and thicker PW (p=0.002, p=0.037, p=0.007). Increased
BMI independently predicted the thickening of the PW in asymptomatic hyperuricemia
(R*=0.319), gouty arthritis without tophi (R?=0.093) and gouty tophi (R>=0.068). Despite the lack
of difference in FRS and functional systolic and diastolic parameters between obese and non-obese
patients in the spectrum of gout, morphological heart changes were more pronounced in obese
patients. In gouty tophi, it is possible that higher urate load together with chronic inflammation
contribute for the alterations, as obesity worsens them.

Key words: Cardiovascular risk; gout stages; obesity.

Pe3rome: HpquBaHeTo HMa 3a [eJI Ja YCTAHOBU CbPACYHO-CHJAOBUA PUCK, YPC3 U3IOJI3BAHC HaA
Framingham risk score (FRS) u TpancTopakanna exokapanorpadus, npu O0JIHU ChC 3aTAbCTSIBAHE
n 0e3 3aTIIbCTSIBAaHE B OTACIIHUTE CTAAWH Ha Imoaarpa. ToBa e CAHOLCHTPOBO KPOC-CEKIMOHHO
npoyuBane BrirouBamo 201 6omnu (160 mbxe, 41 >xeHu; cpemHa Bu3pacT 56,9413 roaunu;
nuanasoH oT 20 1o 89 roauHM), BKIIOUUTETHO 52-Ma MAallUEHTH C aCUMIITOMHA XUIIEPYPUKEMUSI,

86 ¢ moarpo3eH apTpuT 6e3 Topu U 63-Ma ¢ ToAK0XHH To(H. V3uncieHn ca HHIeKC Ha TeJIeCHaTa
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maca (UTM) u FRS. Onpenenenu ca cinennute exorpad)Ccku mokasarenu: JsaBo npeacbpaue (LA),
WHTEPBEHTPUKYJIAPEH cenTyM, 3aaHa cteHa (PW) Ha nsBa kamepa, ¢pakius Ha ckbesiBane (FS),
CHCTOJIHA CKOPOCT Ha MUTPAJIHUS KiareH aHyinyc (S'), paHHa AMAaCTOIHA CKOPOCT HA MUTPATHHS
kianen anyiayc (E') U CbOTHOIIEHHMETO TpaHCMHUTpajHA KbM paHHA JAMACTOJIHA CKOPOCT Ha
mutpanHus kianeH anynyc (E/E'). Jlamaute ca anammsupanu dpe3 tect Ha Koamoropos-
Cwmupnos, Tect Ha lllanupo-Yunk, t-rect, U-rect Ha MaH-YUTHH, aHAJIU3 HA AUCIIEpCUSITA U
MOJIeTIM Ha MHOXKECTBEHA JIMHEWHA perpecus. Hsama 3nauunma pasznuka B FRS, FS, S°, E’ u E/E’
MEXIy MalMeHTH ChC 3aTIBCTABAHE M O€3 3aTIBCTSIBAHE C ACUMITOMATHYHA XHIIEPYPUKEMUS,
nozarpa 6e3 Topu win noaarpuuu ¢ Todu. IlanmenTuTe chbe 3aTaBCTIBAHE B TPUTE CTAAMs Ha
OosectTa ca ¢ mo-roysiMo JsBo mpencwkpaue (p=0,007, p=0,004, p=0,039) u no-nedena 3amxHa
cTeHa Ha jisiBa kamepa (p=0,002, p=0,037, p=0,007). [1o-Bucokara croiinoct Ha U'TM nporuosupa
ynebensiBanero Ha PW mipu acumnromua xurnepypukemust (R?=0,319), mogarpo3en aptput 0e3
topu (R*=0,093) u momarpa c Todpu (R?=0,068). Brnpeku numcara Ha pasnuka B FRS u
(YHKIIMOHATTHUTE CUCTOJIHU U JAMACTOJIMYHH MapaMeTpu MEX]y MAalMeHTU ChC 3aTILCTSIBAHE U
0e3 3aTIbCTSABAaHE B CIEKThPAa Ha MoJarpara, ChbpACYHUTE MOP(OJOTHYHU TPOMEHH ca II0-
W3pa3eHu Tpu OOJIHHUTE ChC 3aTNIbCTsABaHE. [Ipu OOJNHUTE ¢ TOIKOXHH TOGH € BH3MOXKHO II0-
BHUCOKHUAT ypaTeH TOBAap 3a€HO C XPOHMYHOTO BB3MAJICHUE Ja Ca JOMPHHECTH 32 HACTHIUINTE
MIPOMEHH, KaTO 3aTABCTIBAHETO OIIE MOBEYE I'M BJIOIIABA.

KawouoBu AYMMU: C’Bplle‘-IHO-C’I)I[OB PHUCK; CTaAWH HA ImoJarpara; 3aTIIbCTsABaHC.

32.Gancheva R, Koundurdjiev A, Kundurdjiev T, Kolarov_ZIl. Cardiovascular risk in type 2
diabetic patients with asymptomatic hyperuricemia and gout. Acta Medica Bulgarica 2019;
46(2):13-20 doi: 10.2478/amb-2019-0012. ISSN: 0324-1750 Scopus, Web of Science (SJR 2019 -
0.122) O4

Abstract: To study the differences in cardiovascular risk between type 2 diabetic and non-diabetic

patients with asymptomatic hyperuricemia and gout using the Framingham Risk Score (FRS) and
complex multimodal ultrasonography. A total of 201 patients participated, divided into two
groups: 1/ patients with asymptomatic hyperuricemia (n = 52), and 2/ patients with gout (n = 149).
FRS was determined as well as ultrasound parameters, independent predictors of cardiovascular
risk: left atrial size (LA), intima-media thickness (IMT) and common carotid artery resistive index

(CCARI). The patients in the two groups were age-matched and conventional cardiovascular risk
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factors were equally distributed. In the asymptomatic hyperuricemia group, 12 patients (23.1%)
had diabetes. In this group, there was no difference in FRS between diabetic and non-diabetic
individuals. However, diabetic patients had larger LA, thicker intima-media and higher CCARI.
In the gout group 18 subjects (12%) had diabetes, but the FRS, LA, IMT and CCARI values were
similar among diabetic and non-diabetic patients. Furthermore, when gout subjects were
subdivided according to the presence of tophi, we found that the subgroup having gouty tophi and
diabetes had larger LA (p = 0.014) compared to those with gouty tophi without diabetes. In diabetic
patients with asymptomatic hyperuricemia and gouty tophi, a more complex approach for
estimation of cardiovascular risk is needed. Our work suggests that diabetes and tophi might
potentiate their action on the cardiovascular system.

Key words: cardiovascular risk; type 2 diabetes; asymptomatic hyperuricemia; tophi

Pe3rome: IlocTtaBuxMe cu 3a 1eJ1 1a YCTAHOBUM PA3JIMKHUTE B ChPACHYHO-CHIOBUS PUCK MEXKIY
00JIHU CBC 3axapcH ,I[I/Ia6eT Tum 2 u 0e3 ,I[I/Ia6eT C ACUMIITOMHA XUIICPYPUKEMHUA U ITOJAArpa. 3a aa
MOCTUTHEM 1ienTa cu u3non3Baxme Framingham Risk Score (FRS) u kommiiekcHa MmynTumoiainHa
yirpacoHorpadusi. B nmpoyuBanero ca BkirodeHu o6mio 201 6omHM, pa3ieneHu B a8e rpynu: 1/
MAUEHTH C aCHMIITOMHA xunepypukemusi (n = 52) u 2/ manueHTtu ¢ mojarpa (n = 149).
OnpeneneHI/I ca FRS, KaKTO U ynTpaCOHOl"pa(l)CKI/I IMoKa3aTciikn, KOUTO Ca HC3aBUCHUMMU IIPCIAUKTOPH
3a ChpPJEYHO-CHIOBHUS PUCK: pazMep Ha JiaBoTo npeacwhpaue (LA), nebennHa Ha MHTUMA-MEAUS
komiuiekca (IMT) u pesuctuBen unaekc Ha oomute cbHHU aprepun (CCARI). [Tanuentute ot
ABCTC HU3CJICABAHM TIpPyINUM Ca Ha CXO0AHAa BB3PACT UM C CJAHAKBO pPasnpeaciCcHUC Ha
KOHBCHIOHUOHAJIHUTE CBHPACUYHO-CBAOBU PUCKOBU (baKTopI/I. B rpymnara C€ aCHUMIITOMHa
xunepypukemus 12 6omnu (23.1%) ca cbe 3axapen nuadet tum 2. B Ta3u rpyna HAMa pasnuka B
croitHocTuTre Ha FRS Mexny nuabetuny m Heauadbetui. Brrpekn ToBa manueHTuTe ¢ auader
MMaT MO-TOJISIMO JISIBO MpeACchpAne, 1o-aedena nuruma-means u no-sucok CCARI. B rpymara ¢
nonarpa 18 6omuu (12%) ca cbe 3axapen auadet, Ho croitHocTuTe HAa FRS, LA, IMT u CCARI ca
CpaBHUMU MCKIAY I[I/Ia6CTI/II_II/ITC u HC,Z[I/IaGCTI/II_II/ITC. Koraro noapa3aciiCXMe MAOUCHTUTC C
rojiarpa B 3aBUCUMOCT OT HaJIM4METO Ha To(U, OTKpUXMeE, Ye mojarpynara ¢ Topu u nuadber uma
no-rossiMo JisiBo Tipeackpaue (p = 0,014) B cpaBHenue ¢ 6omauTe ¢ Tohu u 6e3 auader. [1pu
MalMCHTUTE C aCUMIITOMHA XUIICPYPUKEMHUS U TTPU OOJIHUTE C noaarpa 1 mOJAKOXHU TO(l)I/I, KOHUTO

HMaT 3axapcH I[I/Ia6eT ™HI 2 € HCO6XOI[I/IM MO-KOMIIJICKCCH IMOAXO0A 3a OLCHKAa Ha ChbPACUYHO-
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cpaoBusa puck. Hamara paGora mpennosnara, 4e Aua0beTsT U TOoQUTE Morar Aa NOTEHLMpar
JEUCTBUETO CH BBPXY ChpPACYHO-ChI0BATA CUCTEMA.
KurouoBu aymm: cbpJieuHO-CHA0B PUCK; 3aXapeH AUa0eT TUIl 2; aCUMIITOMHA XUIIEPYPUKEMUS;

Tou

33.Gancheva R, Kundurdjiev A, Nikolova G, Ivanova M. Kundurdjiev T, Kolarov Z, Gadjeva V.
Serum_oxidative stress markers are not associated with renal and common_carotid arteries

arteriosclerotic vascular changes in patients with gout. Acta Medica Bulgarica 2019; 46(3):37-43
doi: 10.2478/amb-2019-0028 ISSN: 0324-1750 Scopus, Web of Science (SJR 2019 - 0.122) Q4

Abstract: To establish the association between serum levels of reactive oxygen species (ROS)
products, nitric oxide (NO) radicals and ascorbate radicals with renal resistive index (RRI),
common carotid artery resistive index (CCARI) and intima-media thickness (IMT) in gout
patients, and to find out whether the connection is more pronounced when tophi are present. A
cross-sectional study including 71 consecutive gout patients, divided into two groups according to
the presence of subcutaneous tophi. Serum concentrations of ROS products, NO radicals and
ascorbate radicals were determined by ex vivo electron paramagnetic resonance (EPR) study. RRI
was measured in both kidneys at the level of interlobar arteries with 3.5 MHz transducer. By
applying ultrasound of the common carotid arteries, conducted with 10 MHz linear transducer
CCARI and IMT were measured. Gouty arthritis without tophi and gouty tophi subjects were age-
matched. Serum uric acid and distribution of conventional cardiovascular risk factors was equal in
the groups. However, in tophi patients CRP and the number of individuals who had suffered a
cardiovascular event were higher. In the two stages of the disease serum levels of ROS products,
NO radicals, ascorbate radicals, as well as RRI and CCARI were comparable but intima-media
was thicker in gouty tophi. Serum concentrations of ROS products, NO radicals and ascorbate
radicals did not correlate with RRI, CCARI and IMT. Among untreated and treated with
Allopurinol or Febuxostat patients the means of ROS products, NO radicals, ascorbate radicals,
RRI, CCARI and IMT were similar. In the earlier and advanced stage of the disease we found no
difference in oxidative stress level but the degree of inflammation was higher in tophi subjects. No
connection was established between serum ROS products, NO radicals and ascorbate radicals with
renal and carotid arteries arteriosclerotic vascular changes. We suggest that in gout individuals

intrinsic inflammation has a leading role in the process of atherogenesis.
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Key words: gout, serum oxidative stress markers, arteriosclerotic vascular alterations

Pe3tome: [locTaBuxme cu 3a 1€ Jja YCTaHOBUM Bpb3KaTa MEXAYy CEPYMHUTE KOHIIEHTpAIMH Ha
IIPOJYKTUTE HAa peakTUBHUTE Kuciopoauu paaukanu (ROS), panukanure Ha a3oTHus okeug (NO)
1 ackopOaTHHUTE paaukanu ¢ OnOpeunus pesuctuBeH wHACKC (RRI), pesucTuBHUS MHACKC Ha
obmure chbHHU apTepun (CCARI) u nebennuaTa Ha nHTUMa-Menus komruiekca (IMT) npu 6osHH
C mojarpa u Ja BUJAMUM JIalH TS € MO-CHJIHA MpH Hanuyuetro Ha Todu. [IpoyuBanero e ¢ kpoc-
CEeKIIMOHEH U3aiiH 1 BKIIOYBa 71 mocienoBaTeHu OOJIHM ¢ TOAarpa, pa3aesieH! Ha JBE IPYINU B
3aBHCHMOCT OT HAJMYMUETO HA MOAKOXXHU Tou. CepyMHHTE KOHIIEHTPAIUU HA MPOJYKTUTE HA
ROS, pamukanute Ha a30THHS OKCHUJl M aCKOPOATHHUTE PaJUKAIM Ca ONMPEACIICHU Ype3 €X Vivo
n3cIleNIBaHe ¢ enekTpoHeH napamarauteH pesonanc (EPR). RRI e uamepen u B 1Bara 0b0peka Ha
HUBOTO Ha UHTEpoO0apHuTe aprepuu ¢ 3.5 MHz tpancarocep. Upes ynTpa3ByK Ha OOUTUTE CbHHU
aprepuu, nposeaeH ¢ 10 MHz nuneen tpancaiocep ca onpenenenu croinoctute Ha CCARI u
IMT. BonnuTe B 1BeTe rpynu HE ce pa3inyaBaT 1Mo Bb3pacT. B cepymMHHUTEe HUBA HAa MUKOYHATA
KHCETTMHA KaKTO U B Pa3NpEeeHHEeTO Ha KOHBEHIMOHATHUTE ChPICYHO-CHJAOBU PHCKOBH
(dakTOopH HE ce OTKPHU pas3sInKa MEXy Mmojarpuiure 6e3 Tohu U NarueHTUTE ¢ MOJIKOXHU TO(H.
Cpennute xonnenrpanuu Ha CRP 1 1enbT Ha NPEXKUBSUIUTE ChPACYHO-CHIOB UHITUICHT ca T0-
BHUCOKHU B rpymara ¢ Tohu. Y B aBaTta craaus Ha OoJecTTa CEpyMHUTE HHBA HA MPOJYKTUTE Ha
ROS, pagukanute Ha NO, ackopbataute pagukanu, RRI u CCARI ca cpaBaumu, HO ebennHaTa
Ha WHTUMa-MeIUsl KOMIUIEKCa € IMO-TOoJISIMa MPU HAIMYueTo Ha Todu. CepyMHUTE KOHIICHTPAIHH
Ha poaykTuTe Ha ROS, paaukanuTe Ha a30THHS OKCHJI M aCKOPOATHUTE pauKalivd HE KOpeIupar
cbe croiiHocTuTe HAa RRI, CCARI n IMT. Mexny JieKyBaHUTE U HEIyBaHUTE C aJOIypPUHOI U
(ebdykcocTaT MAMEHTH CPeTHUTE KOHIEHTpauuu Ha npoayktute Ha ROS, panukanure vHa NO,
ackopbarauTe pamukanu, kakto u croitHocTuTe Ha RRI, CCARI u IMT ca cpaBaumu. Hsama
pa3irKa B HUBOTO HAa OKCHUJATHBHUS CTPEC MEXTy TO-paHHUS ¥ KbCHUS CTaJUI Ha 0OJIeCTTa, HO
CTETEeHTa Ha BBh3MaJIeHUE € MO-BUCOKa MpU HaianurueTo Ha Todu. He ycTaHOBHXME BpB3Ka MEKIY
CEpyMHHUTE KOHIIGHTpalu Ha mnpoayktute Ha ROS, pagukanuTe Ha a30THHS OKCHI U
aCKOpOATHHUTE PATUKAIIH C ApTEPHOCKICPOTUIHHUTE ChJIOBH IIPOMEHH B ObOPEIINTE M KAPOTHIHHUTE
aprepui. [Ipeanonarame, ye npu OOJHUTE C MOJIarpa XPOHUYHOTO BB3MAJICHUE € C BOJEIA POis
B IIpoIieca Ha aTeporeHesa.

KuarouoBu aymm: mojaarpa, cepyMHH MapKepu Ha OKCHUIATHBHHS CTPEC, apTEePHOCKIECPOTHYHU

CHbI0BU ITPOMCHHA
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Abstract: There is a lack of standardisation in the terminology used to describe gout. The aim of
this project was to develop a consensus statement describing the recommended nomenclature for
disease states of gout. A content analysis of gout-related articles from rheumatology and general
internal medicine journals published over a 5-year period identified potential disease states and the
labels commonly assigned to them. Based on these findings, experts in gout were invited to
participate in a Delphi exercise and face-to-face consensus meeting to reach agreement on disease
state labels and definitions. The content analysis identified 13 unique disease states and a total of
63 unique labels. The Delphi exercise (n=76 respondents) and face-to-face meeting (n=35
attendees) established consensus agreement for eight disease state labels and definitions. The

agreed labels were as follows: *asymptomatic hyperuricaemia’, ’asymptomatic monosodium urate
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crystal deposition’, asymptomatic hyperuricaemia with monosodium urate crystal deposition’,
’gout’, "tophaceous gout’, erosive gout’, ’first gout flare’ and ’recurrent gout flares’. There was
consensus agreement that the label *gout’ should be restricted to current or prior clinically evident
disease caused by monosodium urate crystal deposition (gout flare, chronic gouty arthritis or
subcutaneous tophus). Consensus agreement has been established for the labels and definitions of
eight gout disease states, including ’gout’ itself. The Gout, Hyperuricaemia and Crystal-Associated
Disease Network recommends the use of these labels when describing disease states of gout in
research and clinical practice.

Pe3tome: /o TO3u MOMEHT HsIMa CTaHAAPTU3AlMs HA TEPMUHOJIOTHUATA, KOATO CE U3IOJI3BA MPHU
OMMCBAHETO Ha mojarpata. To3u MPOEKT uMmaiie 3a el Ja u3paboTH KOHCEHCYC OTHOCHO
MIPENOpPbUNTEIIHATA HOMEHKIIATypa 3a ChbCTOSIHUATA Ha 0oJiecTTa. AHAJIU3UPAHO € ChABPKAHUETO
Ha CTaTUU CBBP3aHU C Iojarpara MyOJUMKYBaHM 3a NEPUOJ OT S5 TOJMHU B CIHCAHUS IO
pPEBMATOJIOTHUS M BhTpEIlIHA MenulnHa. V3BaZieHa € TepMUHOJIOTHUSATA, KOSATO OMUCBA OTACITHUTE
eTanu Ha Oojectra. B3 OoCHOBa Ha Te3u pe3ynTaTH, €KCIEPTUTE IO Mojarpa ca MOKaHEeHU Ja
yuactBaT B Delphi ynpaxxnenue u cpela juie B jmie ¢ Orje[ NpUEeMaHeTO Ha KOHCEHCYC 3a
HAaMEHOBAHMATA HA OTJIEIHUTE OOJIECTHU ChCTOsIHUS. [locpecTBOM aHanM3 Ha JIMTEpaTypara ca
ycTaHoBeHU 13 GonecTHH ChCTOSAHUA U 00110 63 HauMeHoBaHMs. YrnpaxkHenueto Jendu (n=76
OTTOBOPHWJIM) U Cpeliara juile B auie (n=35 mpuchCTBaIIM) ca JOBEIU 10 IPUEMAHETO Ha 0CEM
HAaUMEHOBaHMS U AePUHUIMU Ha OosiecTHU cbCTOsiHMS. [IpueTuTe MMeHa ca KakToO CleqBa:
»ACUMIITOMHA XUIIEPYPUKEMHUS ‘, ,,aCHMITOMHO OTJIaraHE Ha KPHUCTaJIXM OT MOHOHATpUEBYypat,
,»ACUMIITOMHA XUIEPYPUKEMHsSI C OTJIaraHe Ha KPUCTaIM OT MOHOHATpUEBYpar', ,mojarpa‘,
»hofarpa ¢ Topu“, ,ogarpa ¢ epo3uu‘, ,,IbpBU MOAATPO3€H MPUCTHI U ,,IOBTAPSIIU CE
MPUCTHIM HA ToAarpa‘. iMa KOHCEHCYCHO ChIJlacue, Y€ M3IMOJI3BAHETO HA TEPMHUHA ,,[Tofarpa‘“e
camo 32 HaCTOAIIO WJIU MPEAUIIHO KIMHUYHO ChCTOSHUE, TPUYMHEHO OT KPUCTAJId MOHOHATPUEB
ypaTt (mogarpo3eH IpUcThIl, XPOHUYEH MOJIarpO3€eH apTPUT WK 1oakoxkHa Toda). [locturnaro e
chrJacue 3a HalMEHOBaHUATA M Je(pUHHUpPAHETO HA OceM OOJECTHH CHCTOSHHS TpHU MOJarpa,
BKIIIOUMTEIHO M 3a camata ,,mogarpa”. Gout, Hyperuricaemia and Crystal-Associated Disease
Network mnpenopbuBa H3MOI3BAaHETO HA OINOMEHATaTa HOMEHKJATypa IpH OIMCBAHETO Ha

00JIECTHUTE CHCTOSHHUS IIpu nmoaarpa B HAy4HUTC U3CJICABAHUA U KIMHUYHATA IIPAKTHUKA.
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35.Gancheva R, Kundurzhiev T, Kolarov Z, Koundurdjiev A. Ultrasound proven monosodium

urate crystal deposits in the joints are associated with smaller kidney size, decreased intrarenal
blood flow and arteriosclerotic type vascular changes. Acta Medica Bulgarica 2020: 47(3):5-12

doi: 10.2478/amb-2020-0026. ISSN: 0324-1750 Scopus, Web of Science (SJR 2020 - 0.120) 04

Abstract: To establish the association between ultrasound (US) burden with articular MSU
crystals and renal morphology, blood supply, function and arteriosclerotic carotid arteries
alterations in gout patients, individuals with asymptomatic hyperuricemia and no sign of
inflammatory arthritis and psoriatic arthritis subjects with asymptomatic hyperuricemia. 121
consecutive patients were included: 85 patients with gout, 27 subjects with asymptomatic
hyperuricemia and 9 psoriatic arthritis patients. Subjects underwent US of both kidneys, common
carotid arteries and bilateral US of the joints of the hands, elbows, knees, ankles and feet. For
intrarenal blood flow we judged by measuring the renal resistive index (RRI). By US of the carotid
arteries were determined intima-media thickness (IMT), common carotid artery resistive index
(CCARI) and the presence of atherosclerotic plaques was registered. Individuals with articular US
MSU deposits compared to those without had higher RRI (p=0.035) and smaller kidney size
(p=0.014) but renal parenchymal thickness (p=0.893), echogenicity (p=0.291), IMT (p=0.165),
CCARI (p=0.097), the frequency of nephrolithiasis (p=0.438) and atherosclerotic plaques
(p=0.830) were similar. Subjects with US evidence of MSU crystals in two or more joint regions
had the highest RRI (p=0.002) and CCARI (p=0.019). Compared to gout patients the risk of MSU
crystal accumulation in the joints of asymptomatic hyperuricemia group was lower by 82.7%,
OR=0.173 (95% CI; 0.060 - 0.498, p=0.001), while in psoriatic arthritis patients the risk was lower
by 82%, OR=0.180 (95% CI; 0.038-0.861, p=0.032). This study points out that subjects with larger
extent of articular MSU burden have greater vascular stiffness. The accumulation of MSU crystals
in the joints may be associated with the accumulation of crystals mainly in the renal interstitium.

Key words: US MSU crystal deposits; kidney size; intrarenal blood flow; carotid arteries stiffness
Pe3rome: IlocTaBuxMe cu 3a eI 1a YCTaHOBUM BpPB3KaTa MCKAY AOKA3aHUTC C YJITPA3BYKOBO
uscnensane (Y3) neno3utu ot MmoHoHatpueBypatr (MHY) B craBute n 660peunara Mopgoorus,
KPBBOTOK, PYHKLIHS U apTEPUOCKICPOTHUHUTE IPOMEHH B OOLIUTE CHHHU apTepuu MpH OOJIHU C
noaarpa, manueHTHU C ACUMIITOMHA XUIICPYPUKEMUA U oe3 JaHHHU 34 BBIMNAIUTCICH apTpUT U
OOJIHU ¢ IICOpUATUYEH apTPUT U MpUIpYyKaBallla ACHMIITOMHA Xuniepypukemus. Bkimtouenu ca 121

6oxHM: 85 ¢ monarpa, 27 ¢ aCHMITOMHA XUIEpypUKeMHUst U 9 ¢ rcopuaTuieH apTpuT. Beuuku te
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ca TpeMHHaIM Tpe3 exorpad)cko u3cieqBaHe Ha ObOpenuTe, OOIIMTE CHHHU apTEepUd U
IBYCTpaHeH Y3 Ha CTaBHTE Ha pbIIETE, JAaKbTHUTEC CTAaBH, KOJICHA, IJIe3eHW W crhnana. Ilo
cToiiHocTHTEe Ha OBOpeunust pesuctuBeH uHACKC (RRI) ce opueHTHpaxme 3a MHTpapeHATHHS
KpBBOTOK. Upe3 Y3 Ha KapOTHIHUTE apTepuud ce H3MepHu JeOelMHaTa Ha WHTUMA-MEIUs
komruiekca (IMT), pesuctuBHuar um wuHaekc (CCARI) m ce oruere Haimuuuero Ha
aTepoCKIepOTHYHH Tuaku. boiraure ¢ MHY neno3utu B cTaBUTE B CpaBHEHHE C TE3U 0€3 ca C Io-
Bucok RRI (p=0,035) u mo-mamek pasmep Ha naBata ObOpeka (p=0,014), Ho nebenwnHa Ha
O0vOpeunus napenxum (p=0,893), HeroBata exorenHoct (p=0,291), kakro u IMT (p=0,165),
CCARI (p=0,097), pasnpenenenunero Ha HedposmTHazata (p=0,438) u arepoCKIECpPOTUUHUTE
wiaku (p=0,830) ca cxomuu. bomaure ¢ MHY neno3utu B JBE U MOBEYE CTABHH 30HU Ca ChC
curaudukantHo Hai-Bucok RRI (p=0,002) u CCARI (p=0,019). PuckbT OT OTiIaraHero Ha
KPUCTAJIM B CTaBUTE HA OOJHUTE C aCHMIITOMHA XUIIEPYPHKEMHS B CpaBHEHHE C OOJIHUTE OT
mojgarpa € mo-Huchk ¢ 82,7%, OR=0,173 (95% CI; 0,060 - 0,498, p=0,001), mokaro mpu
MAIUEHTUTE C TICOPUATHYEH apTPHUT TO3U PUCK € Mo-HUChK ¢ 82%, OR=0,180 (95% CI; 0,038-
0,861, p=0,032). YcranoBuxme, 4e OOJHHUTE C MO-TOJIIM BbTpecTaBeH ToBap oT MHY kpucranu
ca C To-ToJIsiMa ChJIoBa purugHoCT. CMsaTaMe, 4e HaTPYyIBaHETO Ha KPUCTAJIU B CTABUTE CE CBHP3Ba
Y C HATPYIBAHETO UM B ObOPECUHHSI HHTCPCTHIINYM.

KuarouoBu aymu: exorpadhckn MHY nenosutn; On0peyeH pasmep; MHTpapeHalleH KPBHBOTOK;

PUTHAHOCT HA KAPOTUIAHUTE ApTEPUHU

36.Gancheva R, Hristova M, Kundurzhiev T, Yankova P, Nikolova M, Koundurdjiev A.

Differences and intersections in renal biopsy findings in patients with asymptomatic hyperuricemia
and gout. Comptes rendus de 1’Academie bulgare des Sciences 2024: 77(3):432-441

https://doi.org/10.7546/CRABS.2024.03.14. ISSN: 13101331 the publication was accepted at
2021: Scopus. Web of Science (1F 2023 — 0.3) (SJR 2023 - 0.160) O3

Abstract: To establish the association between asymptomatic hyperuricemia and gout with

morphological and immunofluorescent changes in the renal biopsy. A total of 64 patients, 46 with
asymptomatic hyperuricemia and 18 with gout were included in this retrospective study. Renal
biopsy findings, clinical and laboratory data were analyzed by using medical documentation. We
did not find a significant difference in the distribution of chronic renal failure between the two

groups. In the gout group, the proportion of patients with nephrolithiasis was higher (p <0.001),
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and the presence of erythrocyturia was more common (p = 0.047). The percentage of damaged
glomeruli (p = 0.249) and the distribution of mesangial proliferation (p = 0.536) was similar in the
groups. The proportion of patients with interstitial fibrosis > 50% was significantly higher in the
gout group (p = 0.032), but no difference was observed in the distribution of tubular atrophy >
50% (p = 0.183). In subjects not receiving urate-lowering therapy, serum uric acid levels were
comparable in the different stages of tubular atrophy and interstitial fibrosis. We found that in both
asymptomatic hyperuricemia and gout, there is a deposition of immune deposits subepithelially,
subendothelially, in the mesangium and in the vessel walls. In gout, the kidneys are affected to a
much greater extent. We consider that not only the increased serum uric acid is important, but also
monosodium urate crystals deposited in the renal interstitium causing a chronic inflammatory
process followed by fibrosis. We suggest that the activation of the innate immune system by
soluble uric acid and crystals with the subsequent development of a proinflammatory state in the
body has led to the activation of complement and deposition of immune deposits in the kidneys.
Key words: gout, hyperuricemia, renal morphological changes, kidney immune deposits
Pe3rome: IlocTaBuxmMe cu 3a 11€11 1a yCTAaHOBUM BPb3KaTa MEXAYy aCUMIITOMHATA XUIIEPYPUKEMUS
U mojxarpata ¢ MOpQOJOTHIYHUTE U UMYHO(]DIOYPECIEHTHUTE IPOMEHU B OBOpeuHus OuomnTart.
[IpoyuBaHeTo € PETPOCIEKTHBHO KaTO ca aHANW3UpaHW JaHHUTE Ha oO0mo 64 OomHu, 46 ¢
ACUMIITOMHA XUIICPYPUKECMUA U 18 ¢ nogarpa. C nomMonTa Ha MCAUIUHCKATa JOKYMCHTAIUA Ca
00pabOTeHN KIMHUYHHUTE, TAOOPATOPHUTE JAaHHU M HAXOJKHUTE OT OhOpeuHaTta Oworcus. Hama
pasnukKa B pas3lpellelIeHMEeTO Ha XpOHHWYHaTa ObOpeuHa HEJOCTAaThbUHOCT MeXay rpynute. B
rpynara ¢ nojarpa Hedponutuaszara (p <0,001) u epurpountypusra (p = 0,047) ca no-uectu. Ho
pas3jinka MCXKAy aCUMIITOMHATAa XUIICPYPUKEMHA U ITOoJarpara HE C€ yCTaHOBSABA B IPOLICHTA Ha
yBpeaenute romepynu (p = 0,249) u yectorara Ha Me3aHruanHara nposnudepanus (p = 0,536).
JlenbT Ha malMeHTuTe ¢ MHTepcTuiMania puoposa > 50% e curHuUKaHTHO MO-BUCOK B rpymnara
c noxaarpa (p = 0,032) 6e3 ga nMa pasnuka B pasnpeaeraeHueTo Ha TyoynHara arpopus > 50% (p
= 0,183). Ilpu HenpoBeKAAUIMTE ypaT-TIOHMKABAIA TEPANHs HUBOTO HAa XUIIEPYKUMEMUS HE Ce
pasznuyaBa B OTAETHUTE cTaguu Ha TyOynHa atpodus u uHTepcTuiuanHa ¢ubpoza. [Ipu
ACUMIITOMHATa XUIICPYPHUKEMHA, TaKa U IpPU IMoAgarparta, uMa OTJIaraHe Ha UMYHHHU JCIIO3UTHU
Cy6CHI/ITC.III/IaJ'IHO, Cy6CHI[OTeJ'II/IaJ'IHO, B MC3aHIruymMma U B CBAOBUTC CTCHH. HpI/I nogarpa
6’b6peLlI/ITe Ca 3aC€riaTtu B MHOT'O IIO-T'OJIsIMa CTCIICH. CMHTaMC, YcC 3a TOBA Ca OTTOBOPHH HE CaMO

CCpyMHaTa IIMKOYHA KHCCIMHA, HO HW  OTJIIOXKCHUTC B 6’B6peqHI/I5I HUHTCPCTUINYM
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MOHOHATPUEBOYPATHU KPUCTANIM, KOUTO TMPEAU3BUKBAT XPOHUYEH BB3MAIUTEICH MPOILEC
nocneaBad ot Gubposa. Chillo Taka MmpennoyiiaraMe, ye¢ akTUBUPAHETO HA MIbpPBHYHATA UMYHHA
crcTeMa OT pa3TBOpUMAaTa MUKOYHA KHCEIMHA 3a€HO ChC CPOPMUPAHUTE KPUCTATU MHIYIUPA
IIPOBB3MNAIUTEIIHO ChCTOSIHUE B OpPraHu3Ma, KOETO aKTUBHMpa CHCTEMaTa Ha KOMILJIEMEHTA C
MOCJIEBAILO OTJaraHe Ha UMYHHH JIETIO3UTH B OBOpenuTe.

KuarouoBu aymm: mnopaarpa, xumepypukemusi, ObOpedHH MOpP(OJIOTHYHHM HPOMEHH, UMYHHU

JIeTIO3UTH B ObOpenunTe

37.Gancheva R, Kundurzhiev T, Sheitanov |, Petranova Tz, Kolarov ZI. Yankova P. Nikolova M

Koundurdjiev At. The prevalence of asymptomatic hyperuricemia in patients with or without

psoriatic arthritis is associated with a similar cardiovascular risk. Acta Medica Bulgarica 2022;
49(3):12-17 doi: 10.2478/amb-2022-0024. ISSN: 0324-1750 Scopus, Web of Science (SJR 2022 -

0.119) 04

Abstract: To investigate the association between cardiovascular burden and monosodium urate
(MSU) deposits in the joints of patients with asymptomatic hyperuricemia and no evidence of
arthritis and subjects with psoriatic arthritis and hyperuricemia. A single-center, cross-sectional
study including 52 individuals: 39 with asymptomatic hyperuricemia and 13 with psoriatic arthritis
and hyperuricemia. All patients underwent ultrasound of the joints by which the presence or
absence of MSU crystal deposits was assessed. Subjects underwent transthoracic
echocardiography by which left ventricular mass index (LVMI) was estimated. Intima-media
thickness (IMT) of the common carotid arteries was measured and the presence of atherosclerotic
plaques was registered. We found no difference in the distribution of cardiovascular risk factors
between the two groups. Further, no difference in their distribution was found between those who
were not treated and those who were treated with urate-lowering medications. The frequency of
articular MSU deposits was similar between non-allopurinol-treated and allopurinol-treated
individuals (p = 0.554). There was no diff erence in the frequency of articular deposits between
benzbromarone recipients and non-recipients (p = 0.396). We observed no connection between
articular MSU deposits and LVMI (p = 0.625), IMT (p = 0.117) and atherosclerotic plaques (p =
0.102). Among untreated and treated with urate-lowering drugs there was no diff erence in LVMI
(p =0.063), IMT (p = 0.975) and plaque distribution (p = 1.000). We can assume that in patients

with asymptomatic hyperuricemia and no evidence of arthritis and in subjects with psoriatic
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arthritis and asymptomatic hyperuricemia, only the prescription of urate-lowering medications for
reduction of urate load and cardiovascular risk is not sufficient.

Key words: psoriatic arthritis, asymptomatic hyperuricemia, intra-articular MSU deposits,
cardiovascular burden

Pe3tome: [locraBuxMe cu 3a 17 JJa YCTAaHOBUM BpPb3KaTa MEXAY ChPIIEYHO-CHAOBUS TOBAp U
JeTo3UuTUTe OT MOHOoHartpueB ypar (MHY) B craBuTe Ha MalMEHTH C AaCHMITOMHA
XHUIepypukeMus: 1 0e3 JaHHU 3a BB3NAIUTENICH apTPUT U MpU OOJIHU C TICOpPUATHUEH apTPUT U
CBIIPTCTBAllA XUIEpYpUKEMHUs. EJTHOLEHTPOBO KpOC-CEKIIMOHHO IIpOy4YBaHE, B KOETO ca
BKJIIOYEHU 52-ma OonHU: 39 ¢ acMMITOMHA XUIMEpPypuKeMHus U 13 ¢ MCOpHaTHYCH apTPUT H
xunepypukemus. [IpoBeneHa e craBHa exorpadus, 4pe3 KOSITO € PETUCTPUPAHO HATMYUETO WU
nunicata Ha MHY nenosutu. MuaekcsT Ha nsiBokaMepHaTa MmyckyinHa maca (LVMI) e onpenenen
9pe3 TpaHCTOpaKaiHa exokapauorpadus. JombaHuTenHo exorpadcku e u3Mepena nedennnara Ha
untuma-menus (IMT) komriekca Ha OOIIUTE KAPOTHIHU apTEPUH U € OTOENSI3aHO HAJTMYHUETO Ha
aTepOCKJIEpOTUYHU TUIaku. HsiMa pasnuka B pasnpeneseHHeTo Ha ChPIeYHO-ChJAOBUTE PUCKOBU
bakTopy MEXIy TpYyNuTe, KaKTO M HE C€ OTKpPHBA TakaBa MEXIy NpPOBSKIAIIUTE U
HEINPOBEXKJAINTE ypaT-IIoHWXkKaBama Tepanus. Pasnpenenennero na MHY nenosutu e cxogHo
IpU JIEKYBaHUTE W HeleKyBaHUTe ¢ anonmypuHon (p = 0,554) kakTo W HpH MpUEMAILIUTE U
Henpuemanute 6en3opomapon (p = 0,396). He ycranoBuxme Bpb3ka Mexay MHY nenosutu u
LVMI (p =0,625), IMT (p = 0,117) u atepockneporrunute miaaku (p = 0,102). IIpu cpaBHeHuETO
Ha JIEKyBaHUTE W HEJEKyBaHUTE C YypaT-NIOHIKaBallla Tepamnusi HsAMa pasjiuKa B CpPEJAHUTE
croiinoct Ha LVMI (p = 0,063), IMT (p = 0,975) u B uecToTata Ha aTepOCKIEPOTUYHHUTE IJIaKU
(p = 1,000). Cmsrame, ye MpH HALMUCHTUTE C ACHMIITOMHA XHUIIEPYPHUKEMHsS U OOJHUTE C
[ICOPUATHUYEH apTpUT M MpUApPYKaBallla XUIEPYPUKEMHUs caMoO IMpPEANHCBAaHETO Ha ypaT-
MTOHM>KaBallla TepaIus € HaIlbJIHO HEJOCTAaThbUHO 32 HaMaJlsiBaHEe Ha BbTPECTAaBHUS ypaTeH TOBap
U TIOHM)KaBaHE Ha ChP/I€YHO-ChIO0BUS PUCK.

KiarouoBu aymm: mcopuaTHYeH apTPHUT, aCHMIITOMHA XUNEpypukemws, BbTpectraBHn MHY

ACMIO3UTH, CHPACYHO-CHI0B TOBAp
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38.Nikolova M, Kotseva V. Monov D, Genov D, Voikova P. Ananiev J. Tanova R, Kundurdjiev

A, Gancheva R, Vlahov Y. Rhabdomyolysis after the intake of illicit drugs as a cause of acute
renal failure. Open Journal of Nephrology 2022; 12:482-488 doi: 10.4236/0jneph.2022.124047.
ISSN: 2164-2842 (Web of Science: 2-GJIF-0.48)

Abstract: Rhabdomyolysis (RM) is striate muscle-cell damage with the release of intracellular

substances to the circulation—myoglobin, muscular enzymes, potassium, etc., with or without the
development of acute renal injury. RM due to the intake of illicit and controlled substances,
including cocaine, amphetamine and its derivates, cannabis, and alcohol abuse is a common cause
of acute renal failure in adolescents and adults. Aim: to alert clinicians to the need of early
diagnosis and treatment of RM due to the intake of controlled substances and energy drinks. We
describe a 20-year-old male patient with acute renal failure due to rhabdomyolysis after the intake
of controlled substances, energy drinks, physical efforts and dehydration. The renal biopsy
revealed acute tubular injury. After rehydration, alkalization, temporary dialysis treatment,
intravenous corticosteroids and symptomatic treatment the patient restored renal function. RM can
be a severe life-threatening complication of the intake of controlled substances combined with
strenuous physical activity, energy drinks and dehydration. The described case represents a typical
scenario of RM developing secondary to controlled substance abuse in combination with alcohol
and strenuous physical activity. The prompt diagnosis and the timely initiation of supportive
(rehydration and alkalization) and corticosteroid therapy and the early dialysis lead to fast
resolution of renal failure. The clinicians should keep in mind illicit drugs, alcohol and energy
drinks and physical efforts as possible triggers of RM and acute kidney injury, especially in young
people.

Key words: Rhabdomyolysis, Acute Renal Failure, MDMA, Cannabis, Energy Drinks,

Pe3iome: PaGpnomuonusara € yBpekgaHe Ha HaOpa3I€HUTE MYCKYJIHU KJIETKH C TOCIIEIBAIIO
oc1306o>1<z[aBaHe Ha BBTPCKIICTBYHU BCIICCTBA B Kp’bBOO6paH_leHI/IeTO - MI/IOFJ’IO6I/IH, MYCKYJIHAU
SH3UMH, KUl U Jp, cbCc WM Oe3 pa3BUTHE Ha ocTpa ObOpeuyHa yBpeda. YecTa mpuuuHa 3a
pa6z[0MI/10nma IIpHU IOHOIIM W BB3PACTHU € IMPHUEMAa HA HE3aKOHHU W KOHTPOJIMPAHU BCIICCTBA,
BKJTFOYMTETHO KOKanH, aM(peTaMHUH U HETOBUTE NMPOU3BOJIHU, KaHAOWC U 37I0YMOTpeda ¢ aTKoXoJ.
HeJ’ITa HU € 1a aJlTapMUpaM€ KIIMHUIUCTUTC 3a HCO6XOI[I/IMOCTTa OT paHHa JUArHOCTHUKA U JICUCHUC
Ha pa6ILOMI/IOJ'II/I3aTa MMpEaAn3BUKaHa OT IPUEM Ha KOHTPOJIMPAHU BCIICCTBA U CHCPT UWHYU HAITUTKU.

[MpencraBsme 20-ropuimeH TaIMEeHT ¢ OCTpa OBOpPeYHA HEMOCTATHYHOCT, JbJDKANla Ce Ha
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pabIoMHOIM3a CIe MPUEM Ha KOHTPOJMPAHH BEIIECTBA, CHEPTUWHU HAIUTKH, (PHU3UIECCKO
HATOBapBaHe W JexuapaTanus. brOpednara Ouoncus mokaspa ocTpo TyOyiHO yBpexaane. Cien
pexuparanys, ajJKaan3amus, BpeMeHHO JUAM3HO JICUCHUE, HHTPABEHO3HU KOPTUKOCTEPOUIH H
CUMITOMAaTHYHA Tepamus OONHUSAT BB3CTaHOBsBA ObOpeunara ¢yHkuusa. I[Ipuembr Ha
KOHTPOJIMPAHU BEIIECTBA B ChYETAaHE C TEKKA (PU3MYECKa aKTUBHOCT, CHEPTHHHHM HAIUTKH U
JNEXUIpaTalis MOXKe Jla MPEIU3BUKaA TeKKa KMBOTO3acTpalnaBaiia padaomuoansa. OnucaHusT
KIMHUYCH CIy4ail € TUIWYEH CIeHapuii Ha HACThIWIA PadAoMHUONIM3a OT 3JI0ymoTpedara ¢
KOHTPOJIMPAHU BEIIECTBA B KOMOMHAIIMS C aTKOXOJd U TeKKa (pu3muecka akTWUBHOCT. bbp3ara
JTUArHOCTHKA M HAaBPEMEHHOTO 3all0YBAHE HA MOJIbprKala (pexXuaparanus U alKaIu3upaHe) |
KOPTHKOCTEPOUHA Tepalus ¥ paHHa Juaju3a BOJIAT 10 Obp30 IpPEeMHHaBaHEe Ha ObOpeuHaTa
HegocTaThuHOCT. KimHMIMCTHTE TPsOBa Ja MMAT MPEABH 3a0paHEHUTE HAPKOTHIIM, AJTKOXO0JIa,
SHEPrUITHUTE HATUTKU U (PU3MUECKUTE HATOBAPBAHUS KaTO BH3MOXKHH TPUTEPH 32 padI0OMHUOIIN3A
1 0CTpO OBOPEYHO yBpeKIaHe, 0COOCHO IPU MIIAIH XOPa.

KiarouoBun aymm: pabGpomuonusa, octpa ObOpeuHa HemoctarbyHocT, MDMA, kanabuc,

€HEPIrUuiiHU HAIUTKH,

39.Gancheva R, Koundurdjiev A, Kundurzhiev T, Kolarov Z. Peteva P, Koundurdjieva I, Monov
S, Marinchev L. The presence of monosodium urate deposits in the joints of patients with

asymptomatic hyperuricemia is associated with a higher cardiovascular risk, but not with more
advanced kidney damage. Acta Medica Bulgarica 2024: [in press] ISSN: 0324-1750 Scopus, Web

of Science (SJR 2023 - 0.122) Q4

Abstract: To evaluate the association between asymptomatic hyperuricemia, renal damage and

cardiovascular events and to investigate whether the presence of monosodium urate (MSU)
deposits in the joints is related to more advanced renal changes and increased cardiovascular risk.
This was a study on 73 consecutive patients divided into 34 patients with osteoarthritis, 25 subjects
with asymptomatic hyperuricemia and no ultrasound (US) evidence of MSU crystals in the joints
and 14 individuals with asymptomatic hyperuricemia and MSU deposits in the joints. Patients
underwent bilateral US examination of the joints of the hands, elbows, knees, ankles, feet and the
kidneys. Routine abdominal ultrasound with evaluation of kidney and parenchymal size and
echogenicity and renal vascular indices was performed. The presence of cardiovascular

complications in the past was evaluated from the patients’ history. The study protocol was a
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continuation of another project from 2013 (14-D-2013, approved by the ethics committee of the
Medical University — Sofia). Informed consent was obtained from all patients prior to the inclusion
in the study. The study was conducted in accordance with the Declaration of Helsinki. The highest
proportion of patients with cardiovascular events was detected in the group of asymptomatic
hyperuricemia with MSU deposits in the joints. The patients with osteoarthritis had the lowest
prevalence of eGFR < 90 ml/min. The renal parenchymal echogenicity and the prevalence of
nephrolithiasis were compatible for all groups. Patients with hyperuricemia and MSU deposits in
the joints had higher BMI (p=0.018) and smaller kidney size (p=0.015) compared to those with
osteoarthritis. The comparison of hyperuricemia without MSU deposits in the joints to
osteoarthritis group demonstrated a significant difference only in the age (p=0.001). Finally, the
comparison of the two groups with hyperuricemia showed that subjects with MSU deposits in the
joints had higher BMI (p=0.041) with no difference in the age, kidney size, RRI, eGFR and
thickness of renal parenchyma. Hyperuricemia, independent of the presence of articular crystals,
is associated with compatible kidney damage. Cardiovascular risk is higher when MSU crystals
are detected in the joints using US.

Key words: articular MSU deposits; asymptomatic hyperuricemia; kidney damage.

Pe3rome: [TocTaBuxme cu 3a 11eJ1 1a ONPEAEIIUM Bpb3KaTa MEXIy ACUMITOMHATa XUIIEPYPUKEMHUSI,
ObOpPEYHOTO YBpEKJaHE U CHPAECYHO-CHIOBUTE YCIOKHEHHUS, KaKTO M Ja YCTAaHOBUM Jallu
MoHoHatpueBoypatuute (MHY) nemo3ut B cTaBUTE Ce acCOMMUPAT € MO-HAMpeaHAIH ObOpeUHH
MPOMEHU M TOBUIIEH CHPACUYHO-CHIAOB pPHCK. Biirouenu ca 73 mocnemoBaTelnHu OOIHH,
paszneneHd Ha 34 MalMEHTH C OCTE0apTpo3a, 25 ¢ acUMITOMHa XuIepypukemus u 0e3
yntpa3BykoBu (¥Y3) nanuu 3a MHY kpucranu B ctaBuTe U 14 ¢ aCHMIITTOMHA XUITEPYPUKEMUS U
MHY nenosutu B ctaBute. Ha BcUuku TsX € MpOBEEHO ABYCTPAaHHO Y3 M3CJeIBaHE HA CTABUTE
Ha pblIeTe, JaKTH, KOJIeHa, TJIe3€HU U CThIala KakTo U Y3 Ha Ob0pennte. VI3BBpIlEH € pyTUHEH
abJIoMHHANIeH YITPa3BYK C OIIEHKA Ha ObOpeuHus: pazMep, eXOreHHOCT, MapeHXuM U ObOpeyHo-
ChJIOBU MHJIeKcH. M3mon3BaxmMe aHaMmHe3aTa 3a Jja MOJyduM HH(OpMAaIUs OTHOCHO ChpAEYHO-
CHJIOBUTE YCIOXKHEHHS] B MUHAJIOTO. [IpOTOKONBT Ha M3CIeABaHETO € MPOABHKEHHE Ha JAPYT
mpoekt ot 2013 1. (14-/1-2013 r, onoOpen oT komucusita o eruka Ha MY — Codust). [Tomyuunxme
WH()OPMHUPAHO ChIVIACKE OT BCUYKM OOJIHM MPEAH Ja T BKJIIOYUM B MPOYYBAHETO, KOETO €
MPOBEACHO B CBHOTBETCTBHE C Jleknapauusara oT Xen3WHKUM. B rpymata ¢ acuMnToMHa

XUIICPYPHUKEMHUA U MHY JACIIO3UTHU B CTABUTE ACIBT HA OOJIHUTE CHC MMPEKUBAH CbpACYHO-CHA0B
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HHIMIEHT € Hali-BUCOK. B rpymara Ha octeoapTposara aenbT Ha nmarueHTute ¢ €GFR < 90 ml/min
€ Hall-HUCHK. BbB BCUYKU Py €XOr€HHOCTTa Ha ObOpEeUHHUs MAaPEHXUM U pa3NpeesieHueTo Ha
HedposmTHaszata ca cxoaHu. [lanmenture ¢ xunepypukemus u BbrpectraBin MHY nenosutu ca c
no-roisim BMI (p=0,018) u mo-manbk 0u0peuen pasmep (p=0,015) B cpaBHeHHME ¢ OOJHUTE C
ocreoapTpo3a. EIMHCTBEHO BBB BB3pacTTa YCTAaHOBUXME pa3jilKa MexXay OOJHHTE C
XHUIIEPYPUKEMUs O€3 BHTPECTABHHM KPHCTAIHHU JCIIO3UTH U MAIlMeHTUTE ¢ ocTeoaprposa (p=0,001).
W Hakpas, npu CpaBHEHHMETO Ha JBETE I'PYIU C XUIEPYPUKEMHs OTKpuxme, de tezun ¢ MHY
JIEeNO03UTH B cTaBuTe ca ¢ no-rosisim BMI (p=0,041) 6e3 na uma pa3iuka BbB Bb3pacTTa, pasmepa
Ha O0b0OpernutTe, RRI, eGFR un nebenuuara Ha OBOpeYHUS MApEHXUM. 3aKIFOYCHHUATA HHU cCa, 4e
XUIMEPYyPUKEMHUATA, HE3aBUCUMO OT HAIMUMEeTo Ha BbTpecTaBH MHY neno3utu ce acoruupa cbe
cxoaHa 0pOpedHa yBpena. CbpAeuHO-ChIOBHAT PHUCK € MMO-BUCOK mpu MHY kpucranu B craBure.
KarwuoBu aymu: prpectaBun MHY neno3utu; aciMONToOMHa XUIEPYPUKEMHUS; YBPEKIAHE HA

ObOpenuTe.

40.Gancheva R, Pozharashka J, Koundurdjiev At, Nikolova M, Yankova P, Marinchev L. A

clinical case of Pityriasis lichenoides chronica presenting with palpable purpura after streptococcal
infection. Folia Medica 2024: [in press] ISSN: 0204-8043 Scopus, Web of Science (SJR 2023 -

0.217) Q4

Abstract: We present a clinical case of a 60-year-old woman with Pityriasis lichenoides chronica
that started ten days after streptococcal pharyngitis. Initially, a rash morphologically compatible
with palpable purpura appears on the lower extremities. Later, erythematous-squamous papules
and plaques develop at the site of the palpable purpura as well as on the upper limbs and trunk.
There is no evidence of kidney involvement from the pathological process. No Systemic
connective tissue disease and ANCA-associated vasculitis were proven. The patient is not a carrier
of chronic hepatitis. There is a lack of clinic and laboratory constellation for malignant hemopathy.
The skin alterations were controlled with a medium/low dose of Corticosteroid for a month and

antimalarial for three months without recurrence.
Keywords: streptococcal pharyngitis; palpable purpura; pityriasis lichenoides chronica

Pesiome: IIpencraBsame kianHUYeH cinydaid Ha 60 roguiHa sxeHa ¢ Pityriasis lichenoides chronica
3aMoYyHal JIECeT JHU CJIe]] CTPENTOKOKOB (hapuHTHT. [IbpBOHAYAHO ce sBsABAa OOPUB IO TOJHUTE

KpallHUIIM CBhbBMECTUM IO Mopdosiorus ¢ maanupyema myprnypa. [lo-KbCHO Ha MSCTOTO Ha
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HajJnupyemara Imyprnypa KakTo U IO TFOpPHUTE KpalHHLIM M TPYHKyca CE€ Pa3BHBAT E€PUTEMO-
CKBAaMO3HM Manyiau W Ivlaku. Hsma naHHM 3a aHraxupaHe Ha ObOpenuTe OT MATOJIOIMYHMS
nporec. Hiama Cucremno 3abossiBane Ha cbequHuTeNHaTa ThkaH 1 ANCA -aconuupaH BacKyJuT.
HaHI/IeHTKaTa HC € HOCUTCII HaA XpPOHUYCH XCIIATHUT. JInmcBa KIMHUKA U na6opaTopHa KOHCTCJIalnuAa
3a ManurHeHa xemonatus. KoxHuTe npomeHHm OsiXa OBJIAISHM CbC CpeJHA/HMCKA J103a

KOpTI/IKOCTepOI/I,Z[ 3a MECCII U IMPHUEM Ha aHTHUMAJIapHuK 3a TpHU MECCIia 0e3 u3sBaTa Ha peuruauB.

KitrouoBH 1ymMu: cTpenTOKOKOB (DapUHTHUT; MaJIMpyeMa mypiypa; pityriasis lichenoides chronica

B. Ilyonmkanum B cnucanus, pedepupanum B apyru BJl (Google Scholar,
Research Gate u ap.)

1. Nikolova M, Gancheva R, Kolarov ZI, Davidov K, Todorov J, Chupetlovska K, Todorova B,
Kundurdjiev At. Retroperitoneal fibrosis as an extraskeletal manifestation of Ankylosing

ISSN: 2639-8583 (BASE: Crossref: Google Scholar: Semantic Scholar)

Abstract: Retroperitoneal fibrosis (RPF) is a rare disease, in which inflammatory infiltrates and
fibrotic tissue develop in the retroperitoneal space and involve the large vessels (aorta and vena
cava) and ureters, rarely — the pancreas, duodenum and other intraperitoneal structures, causing
obstruction and pain. In the majority of cases the disease is idiopathic, and in some cases other
underlying disease can be detected, including malignancies, hemorrhages, surgery, radiation
therapy, inflammation or foreign bodies in the inflammatory space, systemic connective tissue
diseases, or the intake of certain drugs, etc. Ankylosing spondylitis is a rare inflammatory disease
of the joints, involving mainly the axial skeleton (the spine and the sacroiliac joints), the entheses,
and less frequently — extrakeletal structures — the eyes, the lungs, the skin, the kidneys, the gut and
other organ. A few cases of RPF developing in pre-existing AS have been described in the
literature. We present a 44 years-old female patient with AS developing RPF.

Key words: retroperitoneal fibrosis, ankylosing spondylitis, diagnosis, treatment.

Pe3iome: Perponeputoneannara ¢pubposa e psijaka 00JIeCT, MPU KOSTO C€ pPa3BUBAT Bb3MATUTEITHH
uHpuATpaT! U GUOPO3HA THKAH B PETPONEPUTOHEATHOTO MPOCTPAHCTBO. Te aHrakupaT rojeMuTe

CbJOBe (aopTara W BEHa KaBa), KaKTO M YypeTepure, MaHKpeaca, IyoJeHyMa U Jpyru
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MHTPANEPUTOHEATHN CTPYKTYPH, NPUUUHIBAHKK OOCTpyknms u Oonka. B moBedero ciyuan
3abonsBaHeTo € uanonatudHo. [ToHsKora MoXke /1a ce YCTaHOBHM Jpyra mojjieskamia MpuanHa —
37I0KQYECTBEH TMpOLIEC, KPHBOW3JIMB, TNPEANISCTBAIlA ONEpaTUBHA HaMmeca, JbueTeparnus,
BB3MAICHUE, YYXKAW Tella BbB BB3MAIWTEIHOTO OTHMINE, CHUCTEMHO 3aboiisiBaHe Ha
ChEIMHUTEIHATA ThKaH, IPHEM Ha OIPEeJICNICHH JIeKapcTBa U Jp. AHKWIO3UPAIIUAT CIIOHININT €
HETOJIKOBA YECTO Cpelana 00JecT, KOsSTO 3acsira MpeJMMHO aKCHAIHUS CKelleT (TphOHadeH CThI0
Y CAaKpOWJIMAYHU CTaBH ), GHTE3UTE U MO-PAIKO 04H, Oenu ApoOoBe, Koxa, 0bOperu, yepBa U APYyru
oprand. B mureparypata ca onmMcaHM HSKOJIKO CIydas Ha Pa3BUTHE Ha PETPOIEPUTOHEAIHA
¢ubpo3a mpu Beue ChIecTByBal] AHKHIO3Upall clioHAunT. [IpencraBsame 6omHa Ha 44 TonuIIHA
BB3PACT ¢ AHKWIO3UPAILl CIIOHIMIIUT ¥ peTponepuToneanta Gpuoposa.

KnrouoBu nymu: perponeputoneanta Gpuoposa, aHKMIO3UpAIll CIIOHIMIINT, IUarHo3a, JICUCHHUE.

2.Karameshev_ A, Minkin K. Nachev S. Shotekov P, Gancheva R, Nikolova M. Giant Cell

Avrteritis — A Rare Cause of Oculomotor Nerve Palsy. Archives of Immunology and Allergy 2024
5(1):01-04 https://doi.org/10.22259/2639-1848.0501001. ISSN: 2639-1848 (BASE: Crossref:

Gooale Scholar; Semantic Scholar, WCOSJ, Scilit, EZB)

Abstract: Giant cell arteriitis (GCA) is a systemic granulomatous vasculitis that affects
predominantly the large arterial vessels (the aorta and its major branches) but the inflammatory
process can involve arteries of any size. It usually develops in females above 50 years of age and
affects the temporal arteries. The disease has unpredictable clinical course, causing six major
groups of symptoms: vascular (including headache and peripheral ischemia), visual (including loss
of vision and ischemic optic neuropathy), rheumatic (myalgia and muscle stiffness), neurological
(transient ischemia, stroke, mononeuropathy/multiple mononeuritis), extracranial (peripheral
ischemia, Raynaud phenomenon, arterial aneurisms), and constitutional (fever, weight loss, night
sweats, etc.). Rarely, GCA may lead to III cranial nerve palsy. We describe a 76-years-old male

patient who developed oculomotor nerve palsy as a first manifestation of GCA.
Key words: giant cell arteriitis, III cranial nerve palsy, diagnosis, treatment.

Pestome: ['mrantoknersunusat aprepunt (I'KA) e cucreMeH IrpaHylnoMaro3eH BacKylWT, KOHTO
3acsra NpeANMHO TOJIEMUTE apTepUAHU ChJI0BE (aopTaTa U HEHHUTE IIaBHU PA3KIOHEHHS ), HO

BB3MAJIUTETHUAT MIPOLIEC MOXKE J1a 00XBaHE apTepUH OT BCAKAKbB pazmep. OOMKHOBEHO ce pa3BUBa
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npu >keHu Haja S0-rofuiliHa Bb3pAcT M aHraxkupa TeMIopalHuTe aprepuu. bonecrtra uma
HENpPeIBUIUM KIMHUYEH XOJ, NPUYMHSBAMKU IIECT OCHOBHU TpPYNH CHUMIOTOMH: ChAOBU
(BKJTIOUBAIIM TIIaBOOONHE U TMepudepHa UCXeMHUs), 3pUTETHH (BKJIFOYBAIIM 3aryda Ha 3peHue u
HUCXEMUYHA OINTUKOHEBPONATHUs), PEBMATOJIOTMYHU (MHUAITUs M MYCKyJHa CKOBAaHOCT),
HEBPOJIOTUYHU (TIPEXOIHA MCXEMHsI, HHCYIT, MOHOHEBPOIATHS/MHOKXECTBEH MOHOHEBPHT),
eKcTpakpaHuaiaHu (nmepudepHa wucxeMus, CUHApoM Ha PeliHo, apTepuanHu aHEBPU3MHU) U
KOHCTUTYLIMOHAJIHU (TpecKa, 3aryba Ha Tero, HOLIHO u3noTsaBaHe u Ap.). Paako 'KA moxe na
JIOBEJIE 10 Tapajin3a Ha TPETH YepenHOMO3bueH HepB. Hue npencrassime 76-roguiieH nauueHT oT

MBKKH T10J1, KOMTO pa3BHBa Mapajin3a Ha OKYJIOMOTOPHUSI HEPB KaTo MmbpBa mposisa Ha ['KA.

Kiro4oBH AyMu: TUraHTOKJIEThYEH apTEpUUT, Mapajd3a Ha TPETU YEPENHOMO3bYEH HEPB,

Auardo3sa, JICUCHHC.

C. lIyosmkauuu B HE pedepupanu cnicanus ¢ Hay4HO pelieH3MpaHe

Ilyoaukayuu na d6vizapcku e3uk

1. KynnvpmxueB AT, borop b, I'anueBa P. Xpucrora Kp. Kyunvpmkuer T. BeaMoskHocTH 3a
IIPOTHO3MpaHe HATMYMETO Ha XPOHNYHA ObOpeyHa HEJIOCTATRYHOCT MO exorpadcKy KPUTEpUU Ha
ChPIIETO W KapoTtuaHuTe aprepuu. Topmedica 2014; 5(1):38-44. ISSN: 1314-0434

Pe3iome: CoprieTo u 660pernuTe croaensaT 001ia OTTOBOPHOCT 3a XeMOAUHAMUYHATA CTAOMITHOCT
U KpaiiHaTa opraHHa nepdysus, Bpb3KUTE MEX]Y TAX C€ OCBLIECTBIBAT OT (PUHU pErylaTOpHU
MEXaHU3MH, TapaHTUPAIIN YMEPEHOCT Ha KoMIleHcaTopHuTe peakuuu. lupokute mapamerpu, B
KOUTO CH B3aMMOJICHCTBAT JBaTa OpraHa IpH 37paBH, CHIIHO CE€ CTECHSIBAT NPU OOJIHH C
KapAUOpPCHAJICH CUHAPOM U TOBa I'M IIPaBH oco0eHo YYBCTBUTCIIHU KbM HAKOH B’BSI[CﬁCTBHS[ —
00eMHO HaTOBapBaHE, HATOBAapBaHE C HATPUM, EKCTpaKOpIOpaliHa LUPKYJIAlMs, U3M0I3BaHEe HA
KOHTPAaCTHU MaTepHH, MEIMKaMEHTH MOBJIHUSABAIIN ChI0BHS 00eM U ToHyC U Ap. Oxono 11 1o
13% oT BB3pacTHOTO HaceleHue UMaT ObOpeuHns 3a00IIBaHUS U €HA YacT OT TSIX IMporpecupar
no OwrOpeuHa HemocTaThbuHOCT. JlWanm3ara W TpaHCIUIAHTAIUSATA Ca BUAUMHUSAT HW3XOJ OT
OBpOpevHaTa HeI0CTaTHYHOCT, HO 0KOJIO0 58% OT OOJHHUTE C XpOHWYHA OBOpeUHa HEAOCTATHYHOCT
HE JIOCTUTAT J0 TSX, 3aII0TO YMUPAT OT ChPACYHO-CHJIOBU yciaoxHeHus. OT qpyra cTpaHa 0KoJio

2% OT BB3PAaCTHOTO HACEJIEHHE CTPaJa OT ChpJeYHA HEAOCTAThUYHOCT, KaTO €/1Ha YETBBPT OT TAX
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BJIOIIABAT IJIoMepysHaTa (rurpanus. B ckopoleH MeTaaHann3 Ha MyOJIMKyBaHATa JIMTEpaTypa
Smit et al. crobmasar, ye 63% OT MALMEHTUTE CHC ChpJEeYHa HENOCTATHhYHOCT MMAT HAKAKBa
crerneH Ha 6bOpeuno yBpexaane. Korato cepaednarta u 6b0pednaTa 1McyHKIUS C€ MPEIIeTaT
npu C€IMH MW CbhIIUM MalMCHT, NPCAU3BUKATCICTBATA MPCH JICKYBAIIUTC CKHUIIM HApaCTBAT
3HAYMUTEJIHO. bBP30TO OpHEHTHpaHE 3a ChCTOSHUETO Ha MoJyIekaiara 0b0peuHa GyHKIHS MpH
0O0JIHHU ChC CbpJAc€uHa I[I/IC(l)YHKI_[I/I}I € BAXXHO 3a KIIMHUWYHAaTa IIpaKTHUKa. B xnmuaM4YHATA MeaUuIlinHa
HiAMa AOCTATBbYHO IMPOYYBAHHA BHPXY CAUWHHHA OT XCMOJWHAMHUYHA I'JICAHA TOYKAa KOMILICKC —
Chplle, CBHIOBE U OBOpenM C HEWHBA3WBHH, CBTUHHU, OC3BpEAHH, HANCKIHU U
JICCHOBB3IIPOU3BOJUMHA O6paBHI/I METOAHU, KaKBBTO € COHOFpa(bCKI/I}IT.

Abstract: The heart and kidneys share a common responsibility for hemodynamic stability and
end-organ perfusion, the connections between them being made by subtle regulatory mechanisms
ensuring moderation of compensatory responses. The wide parameters in which the two organs
interact in healthy people are greatly narrowed in patients with cardiorenal syndrome, and this
makes them particularly sensitive to certain effects - volume load, sodium load, extracorporeal
circulation, use of contrast materials, medications affecting vascular volume and tone etc. About
11 to 13% of the adult population has kidney disease, and a proportion of them progress to kidney
failure. Dialysis and transplantation are the obvious way out of kidney failure, but about 58% of
individuals with chronic kidney failure do not reach them because they die of cardiovascular
complications. On the other hand, about 2% of the adult population suffers from heart failure, with
a quarter of them having impaired glomerular filtration. In a recent meta-analysis of the published
literature, Smit et al. reported that 63% of subjects with heart failure had some degree of renal
impairment. When cardiac and renal dysfunction are intertwined in one and the same patient, the
challenges facing treatment teams increase significantly. Rapid orientation of the underlying renal
function status in patients with cardiac dysfunction is important for clinical practice. In clinical
medicine, there are not enough studies on the hemodynamically unified complex - heart, vessels
and kidneys with non-invasive, inexpensive, harmless, reliable and easily reproducible imaging

methods, such as sonography.

2.KynnypmkueB AT, FanyeBa P. Bpp3ka Mexay ObOpedHHTE YBpEIW M MUKQOUYHATA KHCEIHHA.
Menukapt 2015; 2:59-61. ISSN: 1312-9384 — Hama aGcTpakT
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3.l'anuyeBa P. KynnypmxueB AT, KomapoB 31. Bpb3ka MEXIy XHICPYPUKEMHUSTA, ChPJICYHO-
CBJIOBUTE ¥ META0OJUTHUTE HA eans. Topmedica 2015: 6(4):6-8. ISSN: 1314-0434

Pe3ome: Tomsim Opoli enuMIEMHOJIOTUYHM TPOYYBAHUS ACOLMHUPAT XHUIIEPYPUKEMHUSTA CbhC
CbpACYHO-CHJOBU U METAa0OIUTHHU HapyILICHUA. B’preKI/I TOBA, PE3YJITATUTC OT IIPOCIICKTUBHUTC
HPOYYBaHUs Ca IMPOTHBOPEYMBH, KOETO OM MOIJIO J1a ce 00sicHH ¢ (aKTa, 4e XHUIePypPUKEMHSTA
OOHMKHOBEHO € B KOHTEKCTa Ha METa0OJUTHUS CHHAPOM. TS € J0Ka3aH ChpIeYHO-ChIIOB PHCKOB
(baxTop npu OOJTHU ChC 3axapeH AUadeT, ChpAeuHa HeIOCTAThYHOCT, IIPEXKUBSIIH ChPICYHO-CHII0B
U MO3BYHOCHIOB HHIUACHT. ToBa TpsOBa Oa Hakapa JIEKyBAallUTE JIEKapH Oa IPOCIEIAT
CepYMHOTO HHMBO Ha IIMKOYHATA KUCEINHA NP TE3H MMA[MEHTH U JIa IO MOUIbPKaT B pehepeHTHH
CTOWHOCTH. Pe3ynrartute OT paHIOMH3UPaHU KJIMHHYHU [IPOYYBAHUS [IOKA3BaT, 4e NPUEMBT Ha

ypar-lmoHW»KaBallik MEAUKAaMCHTHU HaMaJIsABa CbpACYHO-CbA0BUA PUCK.

Abstract: A large number of epidemiological studies associate hyperuricemia with cardiovascular
and metabolic disorders. However, the results of prospective analyses are conflicting, which could
be explained by the fact that hyperuricemia is usually in the context of the metabolic syndrome. It
is a proven cardiovascular risk factor in subjects with diabetes mellitus, heart failure and in
individuals who have experienced a cardiovascular and cerebrovascular event. This should prompt
treating physicians to monitor the serum uric acid level in these patients and maintain it within
reference range. Results of randomized clinical trials demonstrate that treatment urate-lowering

drugs lowers cardiovascular risk.

4.VBanoBa M. I'anueBa P. KyunypmkueB AT, Ctounos P, Komapos 3n. [Monarpa: kInHUYIHA
KapTHHA, IMarHoCTUIMpaHe u seyenne. Topmedica 2015:; 6(4):18-21. ISSN: 1314-0434

Pe3rome: Hoz[arpaTa € CUCTEMHO 38.6OJIHB8.HC, ITPU KOCTO B pA3JIMYHU ThbKaHU CC OTJIaraT KpucCTaJInu

HaTPUEB MOHOYpAT U Y JIMIA C XUIIEPYPUKEMHUSI C€ pa3BHBa Bb3NaJIeHHE, 00YCIOBEHO OT (GaKkTOpH
Ha OKOJIHaTa cpena W/uinu reHeTuyHu (akropu. Yecrorata Ha 3abomnsBanero e 1-3% cpen
BB3pacTHOTO HaceneHue. ChOTHOIIEHUETO MbKe KbM keHHU € 7:1. IIukbT Ha 3aboneBaeMocTTa €
Mexay 40-50 r. mpu Mbxkere u Hag 60 1. ipu xeHute. TpaiftHaTa XunepypuKeMusl (TOBHUIIEHA
cepyMHa IMMKOYHA KMCEINHA) € 3abJDKUTENIEH PUCKOB (PakTop 3a pa3BUTHETO Ha nojaarpa. [lpeau,
3a XUIEpypPUKEMHs C€ CUMTAllle HUBO HA MUKOYHATa KucenuHa Hax 420 umol/l, ocHoBaBaiiku ce
Ha TOYKaTa Ha XUIepcaTypalys Ha cepyMa C ypaTH, IpU KOSATO 3alouyBaT Ja ce oOpa3ysar

KpUCTaJIi HATpHUeB MOHOypat. EBporeiickaTa mura 3a 6op6a ¢ peematuzma (EULAR) npenopbuBa
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3a XUIepypUKEMHUsI 1a Ce CUUTa HUBO Ha MMKOYHAaTa KucesnrHa Haa 360 umol/l, koeto ce ocHOoBaBa
Ha Pe3yNTaTu OT U3CIECABAHUS, JEMOHCTPUPAIIX 4-KpaTHO [TOBULIABAHE HA PUCKA OT Pa3BUTHE HA
nojarpa y Mbxe U 17-KpaTHO y JKE€HU IpU IPEBUILABAHE HA YKAa3aHOTO HMBO Ha CEpyMHaTa
NIMKOYHA KucenuHa. [IpuunHu 3a XurnepypukeMmus: 3aT/IbCTSBAHE, apTepHaliHa XHUIIEPTOHHS,
IIPUEM Ha JIEKAPCTBEHU MpenapaTy, TeHETUYHH JePEeKTH, BOJEIIH 10 XUIEPIPOIyKIHs Ha ypaTH,

APYru CbIIbTCTBAIIIA 60J'I€CTI/I, IMpHUEM Ha aJIKOXOJI.

Abstract: Gout is a systemic disease in which monosodium urate crystals are deposited in various
tissues, and in individuals with hyperuricemia, inflammation develops due to environmental and/or
genetic factors. The incidence of the disease is 1-3% among the adult population. The male to
female ratio is 7:1. The peak incidence is between 40-50 years in men and over 60 in women.
Persistent hyperuricemia (increased serum uric acid) is an obligatory risk factor for the
development of gout. Previously, hyperuricemia was considered a uric acid level above 420
umol/l, based on the point of hypersaturation of serum urate at which monosodium urate crystals
start to form. The European League Against Rheumatism (EULAR) recommends that
hyperuricemia be considered a uric acid level above 360 pmol/l, which is based on research results
demonstrating a 4-fold increase in the risk of developing gout in men and a 17-fold increase in
women when the specified level of serum uric acid is exceeded. Causes of hyperuricemia: obesity,
arterial hypertension, intake of medicinal preparations, genetic defects leading to hyperproduction
of urate, other concomitant diseases, intake of alcohol.

o.l'anueBa P. Konapos 31, Kyaaypmkues AT. [lukoyHa KHCENWHA, SHIOTENHA JUCOYHKIUS U
chsioBa purmaHocT. MEDINFO 2016: 16(5):52-55. ISSN: 1314-0345

Pe3rome: Penuiia ennaeMuoaI0ruaHu MpOoy4YBaHUA JOKA3BaAT BPb3KaTa MCIKIY XUIICPYPUKEMUATA,

rojiarpara M MOBUIICHHS ChPIEYHO-CHA0B puck. [IpoBeneHu ca romsm Opoit u3cneaBaHus, YUSTO
1en e Ouia Jia ce yCTaHOBH JIaii MMMKOYHATa KUCEeNHUHA € ,,CBUETeN " Ha HapylleHaTa GyHKIUS B
MMOCOYECHUTE OpraHW WJIM UMa CaMOCTOATENIHO 3HAYeHHWE B TMAaTOTCHETHYHHS TIPOIIEC.
[IpoyuBaHusiTa 10 TO3M MOMEHT CTHTAT JI0 MPOTUBOPEUYNBH pe3yaTaTu. J[okazaHo e, ye cepyMHara
MMKOYHA KHCETMHA € CUTYpeH NaToreHeTuueH QaxTop mpu OOMHHM ¢ auaber, apTepualiHa
XUMEPTOHUS W ChbpAeYHAa HeAocTaThuHOCT. [Ipm OOTHM ChC ChpAE€YHA HEAOCTATHYHOCT U

KOpOHapHa CbAa0Ba 0oJIeCT MOBUIIICHHUTE HUBA HAa MUKOYHATAa KHCEJIHMHA ca OpCAUKTOPHU 3a I10-
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BHCOKa CMBPTHOCT, 1OKATO IIpH ,I[I/Ia6eTI/II_[I/I CC€ aconuupar € 1MMo-BUCOK PUCK OT CbpACYHO-CHJ0BU

WHIUIECHTH.

Abstract: A number of epidemiologic studies demonstrate the association between hyperuricemia,
gout, and increased cardiovascular risk. A large number of studies have been conducted, the
purpose of which was to establish whether uric acid is a "witness™ of the impaired function in the
specified organs or has an independent significance in the pathogenetic process. The results to date
are conflicting. It has been proven that serum uric acid is a reliable pathogenetic factor in subjects
with diabetes, arterial hypertension and heart failure. In individuals with heart failure and coronary
artery disease, elevated uric acid levels are predictors of higher mortality, while in diabetics they
are connected to a higher risk of cardiovascular events.

6.'anyeBa P. Kvanypmoxues At. Konapos 3. Xunepypukemusi: MO3pYHO-CBIOBU MHIIMICHTH U
napkuHcoHoBa 6onect. Topmedica 2018; 9(3):2-4. ISSN: 1314-0434

Pe3rome: Ilpeanonara ce, 4e ChUIECTBYBA IIATOINE€HETUYHA BpPb3Ka MEXKIY MO3BYHHMSA HHCYIIT,
HapKI/IHCOHOBaTa 0oiecT U CCPYMHOTO HHUBO Ha IMMKOYHATA KHCCIIMHA. Hpoy‘IBaHI/I}ITa B Ta3u
HaCOKa IMOAKPCILAT Ta3u TC3a. HBBbHKIIETHPUHO ITIMKOYHATA KUCEJINHA € AHTUOKCHUAAHT MU € 4aCT OT
MPOTCKTUBHUTC MCXAHNU3MHU HA OpraHu3Ma CpCuly NpCcanu3BHKaHATa OT OKCHAUPAHUTE paaruKaInu
TOKCHUYHOCT. Hpe;monara CC, Y€ IIOHMIKaBa OKCHMAATUBHHUA CTPEC B HCBPOHUTE, IMOTHCKA
JIMIIUIHATa NMEpOKCUAalsa U HaMaJIsiBa OKCHAAaTUBHATA YBpPCJa. TeopeTHqu ou morna aa 6’5,[[6
IMPOTCKTOp CpCUly OKCHAATUBHA U MCXCMHUYHA YBpE€Aa B MO3bKaA. HpI/I OMpCACIICHNU YCIIOBUSA €
MOILIEH MPOOKCHAAHT. [I0BUIIEHOTO M HUBO c€ CBbp3Ba C MOBUIIECHA apTepHallHa PUTHIHOCT,
CHAOOTC/IIHA I[I/IC(i)}IHKHI/ISI M HAPYUICH Ba30JUJIaTaTOPCH OTTOBOP. IInkounara KuceianHa A0IpUHACH
3a eHJOTeNHaTa JUCPYHKUUS KaTo cTUMyiaupa okcuaupaHero Ha LDL, crumynupa
T'paHyJIOIHUTHATA AAXE3Ud U MaKpO(bareanHaTa I/IH(i)I/IJ'ITpaI_II/ISI B CbAOBaTa CTCHaA. OKCI/II[aTI/IBHaTa
yBpCJa JOIMMPUHACA 3da MO3bYHATA HCXCMUA KATO YBCIIMYaBa 30HATA, aHI'A>)KHUPaHa OT I/IH(l)apKTa.
Karouosun AYMHU: CCPYMHO HHWBO Ha IMHUKOYHATA KUCCJIMHA, MO3BYCH HHCYIIT, HapKI/IHCOHOBa
Ooiect

Abstract: A pathogenetic relationship has been suggested to exist between stroke, Parkinson's
disease and serum uric acid level. Studies in this direction support the thesis. Extracellular uric
acid is an antioxidant and is part of the body's protective mechanisms against the toxicity caused

by oxidized radicals. It is thought to lower oxidative stress in neurons, suppress lipid peroxidation
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and reduce oxidative damage. In theory, it could be protective against oxidative and ischemic
damage in the brain. Under certain conditions it is a powerful pro-oxidant. Its increased level is
associated with higher arterial stiffness, endothelial dysfunction and impaired vasodilator
response. Uric acid contributes to endothelial dysfunction by stimulating LDL oxidation,
stimulating granulocyte adhesion, and macrophage infiltration into the vessel wall. Oxidative
damage contributes to cerebral ischemia by enlarging the area involved by the infarct.

Key words: serum uric acid level, stroke, Parkinson's disease

{.Kyanypmokue At, M'andyeBa P. AnTukoarynanus npyu XpOHUYHU OBOpedHM 3a00nsSBaHMS.
Hayka xapnuonorus 2018; 19(6):271-275. ISSN: 1311-459X

Pe3tome: [1pu xponnyunu 660pedHu 3a001sIBaHUS MOKE J1a UMa €THOBPEMEHHO PUCK OT MOBHIIICHA
CbCHUPBACMOCT M INOBHIICHA CKIOHHOCT KBM KBPBCHC 3alllOTO: E"I)6p€LII/ITe y4aCTByBaT BbHB
(1)I/I6pI/IHOJ'II/ISaTa Ype3 CH3MMa YpOKHHAa3a. VYyacTBar B 0OMsiHaTa Ha XCIlapuHa, 4pe3 KaAJIMKPCHUH-
kuHuHoBata cuctema (Dakropure Ha Fletcher u Fitzgerald) ce ochiecTBsBa Bpb3Ka MEXay
BBTPELIHUTE U BBHIIHUTE MEXAaHU3MU Ha KpPbBOCHCHPBAHETO, KaJUKpenHOB MocT . Ilpu
OBOpeyHO 3acsraHe ¢ HEPPO3CH CHHAPOM MOXKE Jia MMa 3aryda 4pe3 ypuHaTa Ha €CTECTBEHU
anTukoarynant — antutpom6bun III, mpotenn C u mporeun S. Ilpu Hampennana 6b0peuyHa
HEAOCTAaTBbYHOCT HaMaJlsiBa aAKTUBHOCTTA HA YPOKMHAa3aTa Ipyu CBPbXUPOAYKIHA HA (1)1/16pI/IHOl" CH,
3aTpyAHsIBA CE€ U3MOI3BAHETO HA MPOTPOMOMHA, HACTHIIBA TUCHYHKIIUS HA TPOMOOIIUTUTE U MOXKE
na Hamanee TexHus opoil. HacrenBa nedunut Ha ¢pakropure VII, IX n X u ce pa3BuBa CKIIOHHOCT
KbM KbPBCHC. CucreMHu 38.6OJ'I$IB8.HI/I}I, KOHTO YCCTO aHT'A’KUPAT 6’L6peI_lI/ITe KaTO aKTUBHUAT lupus
eritematosus Morat Ja NpOTEKAaT C YBCJINYABAHC HA q)aKTOpI/I Ha KPbBOCBCHUPBAHECTO, 4 IIPHU HAKOU
MalUEeHTH ce o0pa3yBaT aHTUTENa KbM TaKiBa (DaKTOPH.

Abstract: In chronic kidney diseases, there may be a simultaneous risk of increased clotting and
an increased tendency to bleed because: The kidneys participate in fibrinolysis through the enzyme
urokinase. Participate in the exchange of heparin, through the kallikrein-kinin system (the factors
of Fletcher and Fitzgerald). A connection between the internal and external mechanisms of blood
coagulation is formed named the "kallikrein bridge". In case of renal involvement with nephrotic
syndrome, there may be a loss through the urine of natural anticoagulants - antithrombin 11,
protein C and protein S. In advanced renal failure, the activity of urokinase decreases with

overproduction of fibrinogen, the use of prothrombin becomes difficult, platelet dysfunction and
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reduction in their number occurs. Deficiency of factors VII, IX and X and bleeding tendency
develop. Systemic diseases that often involve the kidneys such as active lupus erythematosus can

provoke a raising in clotting factors, and in some patients antibodies to such factors are found.

8.Kynnypmkue AT, 'anyeBa P. Xunepypukemus, moaarpa u cbp/IeuyHO-ChIOB puck. Medical
Magazine 2020; 73:58-64. ISSN: 1314-9709

Abctpakr: V3munamu ca noeye ot 200 roguam ot m3cnensanusTa Ha Garrod 3a Bpb3kara Ha
rnojarpara C IOBHMIICHOTO CEPyMHO HHMBO Ha IIMKOYHATa KUCEIMHA, 4 4YaK B IIOCIEIHOTO
JieceTiIeTHe ce pa3paboTBa €JUH MHOIO CBLIECTBEH BBIIPOC 3a Bpb3KaTra Ha OOJIECTTa CbhC
Chp/IEYHO-CHA0BUS pucK. HaumeHoBaHMeTO ,,iofarpa’ € AajeHo OT XUIoKpaT u OyKBaJHO 3HA4U
,Kpak B kanan". HeroB e u kimacuueckusi ahopu3bM yCTOSUT Ha BpEeMETO: ,,)KeHuTe He pa3BUBAT
1ojiarpa, 10Kato He UM CIIpe LHUKbIA*“ U ,,MinaauTe Mbxe HIMAT nojarpa A0 IbpBUS CHU MOJIOB
akT“. Ha OosecTTa ce € rieanso OCHOBHO KaTo ChbCTOSIHUE B IPUCTBII, @ MEXK/1y IPUCTBIIUTE YOBEK

CC € CUMTAaJI 3a 3apaB.

Abstract: More than 200 years have passed since Garrod's research on the association of gout with
elevated serum uric acid, and it is only in the last decade that a very important question of the
relationship of the disease with cardiovascular risk has been developed. The name "gout" was
given by Hippocrates and literally means “trapped foot". His is also the classic aphorism that has
stood the test of time: "Women don't develop gout until their periods stop"” and "Young men don't
get gout until their first intercourse.” Iliness was assumed primarily as a state in an attack, and

between attacks a person was considered healthy.

9.K xxueB At, F'anueBa P. Hedponporekumsa u kapauonporekums ¢ PAAC nHXUOUTOPH U

kannuesu anTaronuctu. Promedic 2024: 6(1): 6-10. ISSN: 2603-4727

AocTpakTt: Okoso 11% oT HaceIeHUETO € C XPOHUYHU ObOpEUHH 3a00JIsIBaHMsI, KOUTO OOUYAHO
Mporpecupar u eaHa 4act oT Te3u manueHTH gocturat Ao ESRD. [lo-romsimara dact oT Te3u
MAalMeHTH He JAOCTUTAT JI0 KpaifHa cTemeH Ha ObOpeyHa HEAOCTAaThYHOCT, 3all0TO MPEIU TOBA
pazBuBar ¢aTaaHU CHPACUYHO-CHIOBH W MO3BUYHO-CHJOBH WHIUIAEHTH. XbB3 ycuiBa BCHYKH
ChPJCYHO-CHJIOBH PUCKOBU (haKTOPH, HO W camarta TS TPEJCTABIISIBA CHJICH M CaMOCTOSITEIICH
pucKoB ¢akTop. 3abaBsHETO Ha nporpecusTa Ha Xb3 u nmpeamna3zBaneTo oT (aTaTHU UHITUACHTH €

€¢IHa OT OCHOBHHUTC 3a/1a4¥ MIPC/ He(ppo.HOSI/ITe. B cratusra ce pas3rickKaar He(prHpOTeKTI/IBHI/ITC
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U KapauonpoTeKTuBHUTE cBoiictBa Ha ACE-unaxuburopure, ARB, MuHepankopTHKOMIHHUTE
peuentopar aHtaroHuctd (MRA) u kamueBute aHtaroHuctd. OOCHXKIAa Ce CTPYKTypara,
MEXaHHu3Ma Ha I[CﬁCTBI/IG H CC pa3rjICKAAaT KIIMHUYHU IIPOYUYBAHHUsA, JOKA3Ballln 6HaI‘OHpI/I$ITHI/ITe
UM e(eKTu.

KirouoBn aymm: HedponpoTekuus, kapauonporekius, PAAC-uHXuOuUTOpH, KaJIlUEBH
AHTAaroHucCTHu

Abstract: About 11% of the population have chronic kidney disease, which usually progresses,
and a proportion of these patients reach to ESRD. The majority of them do not progress to end-
stage renal failure because they develop fatal cardiovascular and cerebrovascular events
beforehand. CKD amplifies all cardiovascular risk factors, but it is itself a strong and independent
risk factor. Slowing down the progression of CKD and preventing fatal accidents is one of the
main tasks for nephrologists. The article reviews the nephroprotective and cardioprotective
properties of ACE inhibitors, ARBs, mineralocorticoid receptor antagonists (MRAS) and calcium
antagonists. Their structure and mechanism of action are discussed, as well as clinical studies
proving their beneficial effects are listed.

Key words: nephroprotection, cardioprotection, RAAS-inhibitors, calcium antagonists

Ilyonukayuu na anenuiicku e3ux

10.Kolarov Z, Gancheva R, Nesterova R, Pavlova P, Sheitanov I, Monov S. Osteoporosis and

osteoarthritis - parallels: pathogenetic and clinical similarities, differences and intersections.

Balneoclimatologia 2013; 39(1):13-29. YU ISSN: 0350-5952

Abstract: The main pathogenetic and clinical similarities, differences, and the relationship

between the most common and socially important rheumatic diseases, osteopororsis and
osteoarthritis, were methodologically and successively presented and discussed. For each of these
two diseases, a general definition, a brief description of the main clinical characteristics of the
disease, and the related with its risks for the affected patients and society, have been given. Risk
factors typical for the two diseases have been highlighted, and an emphasis has been put on the
serious perspective of them being combined in one patient with the resultant possible
complications discussed. In parallel, the general similarities between the pathogenetic pathways

and bone parameters in osteoporosis and osteoarthritis, were presented. Finally, questions that have
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recently been raised concering both diseases, as well as unsolved theoretical and clinical problems,
which might be answered by future clinical studies, also fell under the scope of this review.

Key words: osteoporosis, osteoarthritis, parallel, pathogenetic similarities, clinical features, risk
factors

Pe3rome: MeTO,Z[OJ'IOFI/I‘lHO U II0CICAOBATCIHO Ca IPEACTAaBCHU U O6CL,Z[€HI/I OCHOBHUTC
IMAaTOIrCHCTUYHU W KIMHUYHH IIPHUIIMKH, Pa3jIuKH W MIPECCUHHU TOYKU MCEKAY Hal-4yeCTUTE H
COIMAJIHO 3HAYMMHU PCBMATHYHU bonectn OCTCOIIOpO3a U OCTCOAPTPO3a. 3a BCSIKO OT TE3H JABC
3a00/I1BaHUS € JaaCHO O6H_IO OIIPCACICHUC, KPATKO OIMMCAHNEC HA OCHOBHUTC KIIMHUYHU IPOABU U
CBBpP3aHUTC PHCKOBC 3a 3aCCTHATUTE IMMAOUCHTH U 06H_ICCTBOTO. HN3TpkHATH ca PUCKOBUTC
q)aKTOpI/I, XapaKTCPHHU 3a IBCTC 6OJ'IGCTI/I, KaTO € aKICHTUPAHA BbPXY ChbUYCTABAHCTO UM IIPU CAUH
ChbIIY MAIUCHT U IMIPOUZTHYAIIUTC OT TOBA Bb3MOXXHH YCJIOKHCHHA. HapeI[ C TOBa Ca NpPCACTaBCHU
MNPUIIMKUTC B TMMATOICHCTUYHHUTC IIbTHIIA KW KOCTHHUTC IapaMC€Tpu Ha OCTCOIopo3ara H
oCTCOapTpO3aTa. " Hakpas, BBIPOCH, KOUTO HACKOPO Osxa NOBAWTHATH OTHOCHO JIBETC
3360H$[BaHI/I}I, KaKTO W HCPCIICHU TCOPCTHYHH WU KIMHUYHU HpO6J’IeMI/I, Ha KOHUTO MOXKE€ Oa C€
OTTOBOpH OT 6’[:I[€IIII/I KIIMHUYHU I[TPOYyYBaAHUS.

KuarwouyoBu aymm: ocreomnoposa, OCTE0apTpo3a, Mapajes, MaTOreHETHYHU CXOJACTBA, KIMHHKA,

puckoBu hakTopu

11.Martinov |, Stoychev R, Todorov J, Koleva-Venkova K, Varlyakov A, Penkov M, lliev A,

Kalinkova I, Kundurdjiev A, Genov D, Parvova |, Gancheva R, Yoshinov B, Marinova Cv,

Nikolova M. The nutcracker syndrome — a propos of two cases. BANTAOQO Journal 2024: [in press]
ISSN: 1312-2517

Abstract: The nutcracker syndrome (NCS) is a rare vascular anomaly with compression of the left

renal vein between the aorta and the superior mesenteric artery and impairment of the venous blood
flow. The venous congestion and dilation of the left renal vein may lead to hematuria with or
without proteinuria, pelvic congestion, abdominal and pelvic pain in women and varicocele and/or
swelling of the left testicle in men. We present two female patients with NCS diagnosed using
contrast-enhanced computed tomography for hematuria and abdominal pain since childhood and
discuss the diagnostic strategy in such patients.

Key words: nutcracker syndrome, hematuria, abdominal pain, imaging studies, computed

tomography.
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Pe3tome: CunapomsbT Ha nemnukorpomaukara (CJI) e psaka cbioBa aHOMaJMs ¢ KOMIIpecHs Ha
nsBata ObOpeyHa BeHa MEXAYy aopTaTa U ropHaTa Me3eHTepHallHa apTepHus M HapylleHHe Ha
BEHO3HMSI KPBHBOTOK. BEHO3HHMAT 3aCTOM M AujaranusTa Ha jsBata ObOpeyHa BeHa MOXKE Ja
TIOBEJIE 10 XeMaTypHs ChC WK 0e3 MPOTEUHYpHs, Ta30Ba KOHTECTHsI, KOpEMHa U Ta30Ba 00JIKa MpH
KEHUTE M BapHKolleJe W/WIM TOJyBaHE Ha JieBUA TecTucC Ipu Mbxere. [IpencraBsme nBe
nanueHTKu cbe CJI, AuarHocTULMpaHy ¢ MOMOIITa Ha KOMIIOThPHA TOMOTpadusi ¢ KOHTPACTHO
yCUJIBaHE 32 XeMaTypHUs U KOpeMHa 00JIKa OT JIETCTBOTO U 00CHKAaMe TUarHOCTUYHATA CTPATET sl
MIpU TaKWBa MAIlUEHTH.

KirouoBu aymm: CHHIpPOM Ha JICHTHUKOTpOILAYKaTa, XeMaTypus, KopeMHa Ooiika, oOpa3Hu

H3CJIICABAHUA, KOMIIIOTbpHA TOMOl"pa(bI/ISI.

12. Gancheva R, Ananiev J, Todorova-lvanova E. Kyurkchiev D, Marinova Cv, Genov D,

Kalinkova I, Kundurdjiev At. Nikolova M. Rapidly progressive (crescentic) alomerulonephritis
in a patient with Wegener’s granulomatosis (granulomatosis with polvangiitis) Bulgarian Journal
of Clinical Immunology 2024; 17(1): 21-27. ISSN: 2738-7046

Abstract: Rapidly progressive glomerulonephritis (RPGN) is a rare type of GN, manifesting with
acute nephritic and infrequently nephrotic syndrome and progressive renal failure. Renal biopsy
usually reveals extracapillary proliferation in the form of crescents. Without treatment, RPGN may
lead to permanent loss of renal function. RPGN may develop in patients with small-vessel
vasculitis, such as ANCA-associated or IgA vasculitis, and therefore, the timely and well-planned
treatment is crucial for the preservation of both kidney function and the patient’s life. We present
a patient with Wegener’s granulomatosis (granulomatosis with polyangiitis) and RPGN and
discuss the current knowledge on the diagnosis, differential diagnosis and treatment of RPGN
Key words: rapidly progressive glomerulonephritis, ANCA, systemic vasculitis, diagnosis,
treatment.

Pe3ome: brp3o nporpecupammust rmomepynonedput (BIII'H) e psabk tun I'H, nposisssaig ce ¢
OCTBp HePPUTEH W PsIAKO HEDPOTHUCH CHHAPOM U TMporpecupaiia Ob0pedHa HeTOCTaTHYHOCT.
brOpeunara Guorncusi OOMKHOBEHO MOKa3Ba M3BBHKAMIIApHA mponudeparus moj Gopmara Ha
nonynyHus. be3 neuenue BIII'H mosxe na noBeze 1o Tpaiina 3ary6a Ha Ob0peunara ¢pynkuus. Toit
ce pa3BUBa IpH OOJHM C BACKYJIUT Ha MaJKuTe chaoBe, kato ANCA-acouuupan wim IgA

BacKynuT. ClieZIoBaTeIHO HABPEMEHHOTO U JOOPE OIPEICTICHO JICYCHHE € OT PEIIaBallo 3HAYCHUE
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3a 3ama3BaHe KakTo Ha ObOpeuHaTa QyHKIMS Taka U Ha )KUBOTA Ha nanuenTa. [IpencraBsame Oosien
c rTpaHyinoMaroza Ha Wegener (rpanyiomaro3a ¢ mnoiuanruut) u BIII'H u obGcwxmame
CHhBPEMEHHUTE MO3HAHUS 33 IMarHo3ara, qudepeHinaiHaTa Iuario3a 1 JICYSHUEeTO Ha TO3U THUII
I'H.

KiarouoBu aymm: Obp30o mnporpecupainr riiomepyiaoHehput, ANCA, cHCTEMEH BaCKYIHT,

Auardo3sa, JCYCHUC.
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