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YBaxxaemu Konerm,

Om moe ume u om umemo Ha OpeaHu3auyUOHHUS Komumem ¢ ydo-
eosicmeue Bu npusemcmeam Ha HayuoHanHusi KoHepec rno pesmamorio-
eus, 31 mal — 3 roHu 2018 2. 8 Xomen PUY lNpasey. 3abenexumenHomo
masu 200uHa e, Ye yecmeame HasbpuwieaHemo Ha 35 200uUHU OmM OCHO-
gasaHemo Ha bbreapckomo Opyxecmeo o peemamoroausi — cbbumue,
koemo mpsibea 0a ombesiexxum A0CmMOUHO.

TpaduyuoHHo Hawume Hay4HU ¢hopymu ca edHU om Hal-2ofiemume u
3HaYUMU Hay4YHuU MedQUuUyUHCKU cbbumus 8 cmpaHama. Ha mo3u KoHepec
we umame 8b3MOXHOCM Oa ce 3aro3HaeM C 8bpX0sume MOCMUXEHUS
8 obnacmma Ha peemamoriocusima, 0a OuCKymupame o akmyasiHu 6brpocu U He Ha roc/1e0Ho
Msicmo, ymebpOeHu crieyuanucmu u mMaadu Koneau we umam 8b3MOXHOCcm 0a 0OMeHsIm UeHeH
onum. Hay4yHama npoepama Ha KoHepeca ekrnousa uscredosamesicku mesu, kKoumo obeduHsieam
docmukeHUsIma Ha ceemosHUMe nPakmMuKuU U Cb8PEMEHHUST KITUHUYeH ornum 8 bvneapus. Hama da
MporycHeM U camennumHume CuMno3uymMu Ha sodewume ghapMmauyesmuyHU KOMnaHuu, Koumo we
HU 3anosHasm ¢ ModepHuUme u 6b0ewu mexHono2uuU U nekapcmeeHu pa3pabomku.

C ysaxeHue,

e

lMpo. 0-p PymeH Cmourios, Om
lNpedcedamen Ha OpeaaHuU3aUUOHHUST KOMUmMem
lNpedcedamer Ha bbrizapckomo OpyXXecmeo o pesmMamonoausi



4 HaumoHaneH KOHIrpec no pesmartonoruna

National Congress of Rheumatology

OPTAHU3ALMOHEH KOMUTET

NPEOCEOATEN:

NMOYETEH NPEACELATEI:
SAMECTHUK-NPEOCEOATEIN:

CEKPETAPMU:

YJEHOBE:

OBLUA NHO®OPMALIUA

* OcdwmumanHu e3amum 6bArapCcKu U aHIMUNCKN

° Hay‘-IHVI CeCun, yCTHu npes3eHTauumu

lMpogp. PymeH Cmourios

lpogp. Pawo Pawkos
lpogh. Bnamumup Konapoe
lMpogh. AHacmac Bamaros
[ou. UeaH LlletimaHos
H-p Cunsusi MapuHyesa
Hou. Mapuena lNeHesa
lpogp. HemaHs HamsiHos
Lou. MapuaHa NeaHosa
Hou. Bnadumup KaduHos
-p JTob6omup MapuHyees
[Hou. CumeoH MoHos

[-p botivo OnapaHos
lpogp. Cmegpka PadeHcka
Lou. CmegaH CmeghaHos

OcHoBHa nneHapHa 3ana — 3ana ,[paseu” — 31 main, 1 1oHW, 2 1OHK

Mons, npenctaBeTe Bawarta npeseHtaums Ha CD, DVD vnun USB cdnawnameTr Ha TEXHUYECKUS eKun B
3anarta He No-KbCHO OT MocneaHaTa nodMBeka, npeaxoxgawla Bawarta nekums. Mons ga 6baete B 3anata Mu-

HUMyM 10 MUHYTM Npean Yaca Ha BawaTta npeseHTaums.

* Bpewme 3a nekuus

12 MUHYTK ekcnose 1 3 MUHYTU ANCKYCKS
* ®UPMEHO U3NoXeHue

KoHdepeHTeH ueHTbp xoten PAY lMpaeey
* MNMocTepHa cecus

KoHdepeHTeH ueHTbp xoten PAY lMpaeey
* Ceptudmkar 3a yyactue

Ha Bcuukm pernctpmpanm generatn B cbonTnETO e 6bae n3ganeH ceptudukar 3a y4acTtme oT permcrpa-
LuroHHoTo 6topo Ha CIC Ltd. Ha 2 toHn 2018 1. oT 17:00 go 20:00 yaca.

* O6eau Ha 6rocheT — 1 tOHM, 2 FOHWU, OCHOBEH pecTopaHT ,E3epoTo”

¢ Beueps ,,Jo6pe gownu“ — 31 man, 3anata ,Tepa“, xoten PUY lNpaseL

* Beueps — 1 toHK, 3anara ,Tepa“, xoten PAY lMpaeey

* Beueps — 2 toHW, pectopaHT ,E3epoTo”, xoten PUY lNpaeey,
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HALMOHAIJIEH KOHI'PEC MO PEBMATOJIOIns
31 MAX - 3 FOHU 2018
XOTEN PUY MNMPABEL|

HAYYHA MPOrPAMA
12:00 -
20:00 PEFUCTPALIMA
16:00 |HACTAHSABAHE
MbPBA HAYYHA CECUA NEKTOP MOJEPATOP
16:30 |16:45 | OTKPUBAHE P. Ctounos
) ) Epo3uBeH ceponosuTBeH peBMaTonaeH apTpuT, 3anoyHan cneg M. Metena,
16:45 [17:00 p ;
€nu307 Ha naitMcka 6oNecT — KIMHUYEH cryyai J1. MapuHyeB
1700|1715 TpyaHOCTUTE NpU AUArHOCTULMPaHe W NeYeHne Ha CUHLPOM Ha M. Bosmvies
Candle
17:15 |[17:30 | Management of systemic lupus erythemathosus in pregnancy L. Damjanovska 0. Ouvos
1730 [17:45 Pa3sxnabBaHe Ha KOMMOHEHTUTE Ha Ta306e,qpeHziTa eHgonpoTesa — B. Auoro, 1. KiHos B. PewikoBa
MexaHu3Mu, MarHoCTuKa, onepaT1BHO NeveHne
17:45 [18:00 |HoBu TepaneBTUYHM 1 OLEHBYHN MOAXOAM OTHOCHO NMoaarpata 0. Ouvos
1800|1815 KnnHnyHm nposisu Ha oubpomuanriist npy 6omHN ¢ peBMaTYHK B. Pewikosa
Gonectu
. . CATEJIMTEH CUMIO3MYM MSD: MHgpopmupaHo mepanesmuyHo 3n. Konapos, §
18:15 |[18:15 P. Ctounos
peleHue, npu neYeHue Ha pesmamuyHume 3abonsigaHus P. PawukoB (uﬂ
20:00 BEYEPS4, 3ana ,Tepa” ©
<t
o
08:00 - L
20:00 PEFUCTPALIMA -
3
BTOPA HAYYHA CECUA NEKTOP MOJEPATOP C
9:00 9:30 QATEHMTEH QMMHQ3MYM UCB: The importance of family planning C. Ancuta, Romania M. VBaHoBa,
in women of childbearing age I'. CrameHoB

AHaTOMWUYHO, YNTpaCcOHOrpadicko U MarHUTHOPE3OHaHCHO 13cneaBa-
9:30 9:45 | He BbpXy MEKOTbKaHHM NPUYNHI 3@ HESICHW XPOHNYHM 60MKM B rbpba M. Togopos M. VBaHoBa
1 kpbeTa (low back pain)

CATEJIUTEH CMMIMO3MYM ABBVIE: PesmamoudHusim apmpum —
9:45 10:25 | mepanesmuyeH nodxo0 3a fieyeHue. 3abosseaHemo kamo He3agu-
CUM pucKo8 chakmop 3a cbpAeyHO-CbO08U UHYUOEHMU

€I 1 CbBPEMEHEH NOJXO[ B NEYEHNETO Ha NaLUeHTUTe ¢ peBMaTo- y
U P AX0R 4 P . WeTaHos

naeH apTpuT P. Ctounos
Bb3nanutenHu cTaBHu 3a60nsBaHNs 1 CbpAEYHO-Ch0B pUCK A. TocTagkusiH
Moxe nu neyeHneTo Ha peBMaTOUAHIUS apTPUT Aa PedyLMpa Cbpaey- C. Moros
HO-CbA0BMS PUCK? '
MoHoreHHU cicTeMHM 3abonsaBaHNs Ha CbeAnHUTENHaTa ThkaH — Ha
10:25 | 10:40 A B. Bup6aHosa P. CTovnos

KaKBO Hi Hayyuxa aBTOMH(NaMaTOPHUTE CUHAPOMU?

10:40 [11:00 |KA®E MAY3A
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TPETA HAYYHA CECUA NEKTOP MOJEPATOP
100 |12:00 CATEJINTEH CUMITO3MYM PFIZER: lNoened 8 6v0ewemo — uHosa-
' ' Yuu 8 neyeHuemo Ha pesmamoudeH apmpum
HenocpeLLHaTh HyXan npy NeYEHNETO Ha PEBMATOUAEH apTpuUT C. MoHos
MexaHn3bM Ha [eiCTBME Ha CenekTBeH UHXMBMTOP Ha JAK KiHasm Lig. MeTpaHoBa
EcpukacHoCT 1 6e30MacHOCT Ha CerneKTUBEH UHXMBUTOp Ha JAK . P. Crounos
. WeiTtaHoB
KnHa3u 3a nevyeHue Ha RA
[Juckycus
12:00 | 12:40 CATEJ/INTEH CUMITO3MYM GSK: Benlysta — om knuHu4Hume Lig. Viowesa 3n. Konapos
npoyyeaHusi Ao uHAUBUAyaTHama npakmuka
12:40 [ 12:55 | Atepocknepo3a 1 Bb3nanuTenHu CTaBHu 3abonseanms M. ManyoBcka
1255 11310 BnnsHue Ha Me3eHXMMHM CTBOMOBY KMETKM OT MacTHa TbKaH BbpXy [ Bacunes M. MaH4oBcKa,
TH17 n TREG, gobuTv OT NauMeHTH ¢ peBMaTouaeH apTpuT Bn. Bosmknesa
13:10 [13:30 | TBS in Clinical Practice & Treatments: Let's be provocative and debate D. Hans
13:30 |14:20 |OBAQ
YETBBHPTA HAYYHA CECUA NEKTOP MOJEPATOP
CATEJIMTEH CUMIIO3MYM EGIS: KoHceHcyc — npenopbku 3a
14:20 | 14:50 |usnonssaHe Ha 6uonodobHU MedukaMeHmU 3a eYeHue Ha pegma- A. batanos
mu4HuU 3abosseaHust
14:50 [ 15:05 | AHTUHYKNeapHW aHTUTENa — UMyHonaToreHe3a [. Kiopkunes A. batanos
1505 | 15:35 CATEJINTEH CUMITO3MYM MYLAN: KnuHudyHu acnekmu e neyeHue- P Cromnos 3n. Konapos §
mo Ha ocmeoapmpo3ama o
: . Ll
1535 | 16:05 CATEJINTEH CUMITO3MYM SANDOZ: 3awo 6uonodobHume nexap 3n. Konapos o
cmea He ca eeHepuyu? Kakso mpsibea Oa 3Haem 3a msx?
16:05 |16:25 | KA®E MAY3A %
o
META HAYYHA CECUA NEKTOP MOJEPATOP I.ll_J
) ) CATEJIUTEH CUMIMO3MYM NOVARTIS: KOSEHTUKC — dyxem Ha | P. Pawwkos, A. batarios, |P. Pawkos, A. Batanos,|
16:25 [16:55 o
npomsHama, gunm 3n. Komapos 3n. Komapos =
16:55 [ 17:10 | O6pasHu meToaM Npu CMCTEMHA Ckreposa P. Kapanunosa
1710 |17:25 CmeceHu umyHonyopecLeHTH 06paa cnopes MexayHapoaHus K. TymaHrenosa-
' ' KOHCEHCYC 1 acoupaLysTa UM CbC CNeLndUIHI aHTUTEHN tO3enp [1. Kiopkuues,
17:25 |17:40 | Anpenu ceTeHus — ucTuHckuTe” AHA, HOBM Mpean3BrKkaTencTaa E. WeaHoBa-TogopoBa P. Kapanunosa
1740 1755 Fine tuning of neutrophil homing and functions in experimental K. CtosHoB,
’ ' osteoarthritis by histone deacetylases modulators M. umuTposa
17:55 [19:25 | TbPXXECTBEHO CbBPAHWE HA B[P
20:00 BEYEP4, 3ana ,, Tepa”
LECTA HAYYHA CECUA NEKTOP MOJEPATOP
9:00 9:30 CATEJINTEH CUMITO3MYM PFIZER: BuonozuyHo neyeHue — epama
' ' Ha omkpumus npodbixasa
MwHarno n 6baetue Ha BONOTMYHOTO NEYeHNEe Ha PEBMATOVAHNS apTpuT A. batanos A. Batanos,
KakBo 3Haem OT fjaHHUTE 3a ABNTOCPOYHOTO NeveHue ¢ anti-TNF areHTu? M. MeaHoBa M. MBaHosa
9:30 9:50 | Heobxoanmm MukpobMONorMiH U3cneaBaHus B peBMaTtonorusta T. KaHTapmxues P. Ctounos
. . NOVARTIS — sponsored presentation: 3 npuquHu da usbepem
9:50 10:05 KOBEHTVKC npu nauueHmu ¢ McA Lig. MeTpaHoBa P. Ctounos
1005 [10:45 CATEJIMTEH CUMIIO3MYM AMGEN: lpodbmxumenHocm Ha fieqe- A. M. Bopucosa P. Pawwkos,
Hue Ha nayueHmu ¢ 0cmeonopo3a — 8bNPOCU U 0M2080pU P. Ctounos
10:45 |11:05 | KA®E MAY3A
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3AKYCKA N OTMbTYBAHE

CEOMA HAYYHA CECUA NEKTOP MOJEPATOP
105 |12:05 CATEJIUTEH CUMIIO3MYM ABBVIE: AHkumo3upawusim cnoHOuum
' ' U ncopuamuyHuUsim apmpum — MHO20CNeKmMbPHUMe 3abossgaHus
KoHuenuws 3a cnoHgunoapTtponatunte M. ViBaHoBa
[NepcoHanuanpaHaTa MeauLyHa Npu aHKUNo3upalL, CioHaUAuT A. batanos
[NcopraTpuyHuaT apTpuT — 3a60NSBAHETO C MHOTO NPeAn3BMKaTen- Lie. MeTparosa P. Pauikos
CTBA W HyxaaTa OT KOMNIEKCEH NOAXOL,
Ob6ocTpsiHe Ha ncopuasica npu nauueHTy ¢ MNcA. Moxem nu ga ro E. XpHcTakmesa
oBnageem?
1205 |12:20 CbpaeyHO-CbA0B PUCK NPN HAKOM CUCTEMHM 3abonsBaHMs Ha Cbeau- H. Crouros
HUTENHaTa ThkaH
1220 |12:35 Efficacy of Pregabalin in the therapy of chronic pain in patients with E Filatova 1. MapuHyes,
osteoartritis of the knee joints H. Ctounos
1235 [12:50 D_etechon _of hyperu_rlcemla and its association with metabolic N. Chikina
disorders in professional athletes
12:50 [13:20 |[Ipodykmos camenumer cumno3uym Ha Pow brreapus
RoActemra® — HoBocTM B G1onoryHaTa MoHoTepanus Ha PA J1. MapuHues
RoActemra® — mbpausiT 0go6peH 6ronorieH NpoaykT 3a NeveHue Ha p P. Palukos
Lig. MoHeBa
ruraHTokneTbyeH apTepunt (TKA)
13:20 |14:00 | OBANO
OCMA HAYYHA CECUKA NEKTOP MOJEPATOP
14:00 |14:30 |MOCTEPHA CECUA 3n. Konapos
14:30 | 14:50 | TecTucu 1 KoCcTU — Bpb3KaTa e 4BYNOCOYHA 3np. KameHos M. UBaHoga,
14:50 [ 15:15 |Behcet Disease: Current Evidence A. Gasparyan Ll. Teoprves
) . NOVARTIS — sponsored presentation: Kvde e cunama Ha i
15115 [15:30 KOBEHTVKC npu nauuermu ¢ AC M. T'eHeBa-lNonoa M. VBaHoBa
OueHKa Ha akT1BHOCTTa Ha BonecTTa npu nauueHT ¢ PA 1 oTroBop
15:30 | 15:45 | kbM neyeHneTo ¢ Guonormynm BIMAPIIM cnep eaHa rognHa npocnek- Bn. Bosmkmesa
TVBHO NpocneasBaHe
Histopathological features of the most prevalent knee osteoarthritis K. Korochina H. Hukonos,
15:45 [16:00 P 9 P ' L M. MonuBaHos
phenotypes . Korochina
16:00 |16:45 CpaBHeHwe Ha 3abonsBaHus Ha nymbanHus rpbOHaK npu uacnensa- M. MonvBaHoB,
' ' Husa ¢ AMP n DXA K. Cupakosa
16:15 |16:45 | KA®E NMAY3A
JEBETA HAYYHA CECUA NEKTOP MOJEPATOP
M. MaH4oBcKa,
16:45 |18:15 | Mpuemare Ha koHceHcycw Ha BIIP 3a nevenue Ha PA, AC, McA n OA M. VBaHosBa, P. Crounos
C. MoHoB, A. ToHyeBa
18:15 [ 18:45 | CamenumeH meduyuHcku cumno3uym Ha Pow brieapusi
OT KNMHWYHUTE N3NUTBAHKS KbM JaHHUTE OT peanHaTa npakTuka 3n. Konapos P. Ctounos
Crep yTpeluHns AeH Unu cneagallarta reHepauns Tepanim npn PA M. WeaHoBa
18:45 [19:45 | OBLLO OTYETHO-M3BOPHO CbEPAHUE HA BIP
19:45 |20:00 |3AKPUBAHE
20:30 BEYEPA, pectopaHT ,,EzepoTo”

NOCTEPHA CECUA




MOAXOASLLO
AA CE CTAPTUPA
C ROACTEMRA?

3HAYNMO NMPEBBHIXOACTBO HO ePEeKTA OT A@YEHNETO U CTEPOMUA -
cBO06OAHO pemucus Ha Ceamuua 52 cnpsamMmo TepanmiaTa Camo
CbC cCTepounAan?

C ROACTEMRA® yetmpm Nt noseye naumeHtn ¢ NKA nocTurar yCtondmea peMmMcus,
CNPSIMO NALUMEHTUTE CAMO Ha cTepounamn (56% cnpsimo 14%).2

WUME HANNEKAPCTBEHUA I'IPOI.IYKT RoActemra 16 KAYECTBEH W KOJIMMECTBEH CbC EKAPC OOPMA 6
pasTBop. AAHI apTpuT. RoActemra, B KoMGUHaLwA ¢ MeToTpekcar (MTX), e nokasan 3a fleyeHue Ha TeX bk, aKTVBEH 1 MPOTPeCHpaLL PEBMATOMZIeH apTpuT (PAi npm mpacmu MAUMEHTH, KOWTO MIpeAY T0Ba nekyBaHh ¢ MTX; neyeHie Ha ymepeH 0 TeXbK akTuseH PA npi Bb3pacTHu naumesTy,
Tar ruuu WK G UMani efIHo W nekapcra (BMAP/) wnit KbM aHTaroHUCT Ha Ty daxop (TNF). Mpu RoActemra Moxe /12 ce npunara Kato MOHoTepanks B Cyuait Ha HenoHocumocT KbM MTX unu
KOFaTo NPOIBIKATENHO Nleverite ¢ MTX He e noxonAulo. llm(a;auo ¢, 4e RoActemra HamanABa CKOPOCTTa Ha NPOTPECKA Ha YBPEXIAHE Ha CTBHTE ISHefera shes pekHTTeHorpagus, 1 Mof06pABa TenlecHata yHKIIU, KOraTo Ce NPUnara B KOMBUHaLMA C MeToTpeKcar.[uranTokeTbyen aptepuut (TKA). RoActemra e noKa3aH 3a /leveHite Ha rMrHTOKIIETbYeH
aprepunT (TKA) npw Bb3pac Jleuetmero Tps6Ba 14 C ONWT B AMATHOC PA w/unu TKA. Ha Batuku nauumeny, Kowro ce niekysar ¢ RoActemra, TpAbBa a ce aBa (urHanHara kapra 3a naumena. TpaGBa £1a ce npeLieHi Jant npu naumexTa e
yenogus. MauweHTuTe ZanoT) eaK PATI H03MpoBKae 16 TauviexTue
TpAGBa A2 nonyyat mbpeata o, KA) Mpenop 16 KypC oc 103aT:
RoActemra He Tpe: KXN). (BPbXYYBCTBITENHOCT TBa.
AKTUBHW [¢ ynotpe6a Whdekuum Cbobuujasa ce PeCVBHI (PEACTBA, RoActemra. He Tpa6aa, NeyeHie ¢ naLVeHTH C aKTUBHI umemuvl AKO NalMeTBT
[ RoActemra Tp6ea. ! penop Tepani, PA, tmm nlovﬁrpsﬁaam fvaar 33 NaTeHTHa (TB) undp , Npeay 4a ce Actemra. Mauventute ¢
naTeHTHa T5TpA6Ba 4 GbAaTIeKyBaHN CbCC Tpa6i [ Tect, ocobeHo NIPUTEXRKO GONHI W VIMyNUKDMn Menmpaw
nauuenTy. Bupycro peamsupaue (vo6iaBa ce 32 BUPYCHO peakTUBYpaHe (Hanp. Ha smxy(a Ha xenatuT B) npu Guonoruuro neverite Ha PA. MauvierTue, Kouto ca 6w 3a Xenarut npi @ or C YenoxHerua va Co6umia Ha
70 npu RoActemra RoActemra TpabBa p aHaMHe3a “bC CMATOMY, 33 YCNOXHEH AUBEPTUKYAUT, KaTo mpeMHa 60nKa, KpbBOU3AMB /WM Heaﬁucnuma
jiHata ¢ 3 3 PaHHO YC 6 {PEBHMA TPakT. P p TBUTENHOCT C TBUTEHOCT, BbBBPb3KA
cRoActernra (B. Touka 4.8). Tesw peamw Morar a GbjaT No-TexKH 1 nmuumaﬂuo ¢avanw npm MaLVERTH, KOUTO Ca NOMY4INIA PEaKLIMyt Ha (BPbXUYBCTBUTENHOCT N0 BPE Lopuu e “bC CTEPOUAN U TamitHu. Mpn aKWA W pyra Ceps peaKums Ha
(BPXUYBCTBUTENHOCT, NPUNOXKeHHETO Ha RoActemra Tpsibea aa ce cnpe NleyeHue U TouMnM3ymat Tpa6Ba Aa e npeyc T RoActemra, MTX, Moxe Aa Gbje CBbP3aHo C NOBHLLEHKE.
pa I Nlevexvte ¢ (0 Cb
A ToTa Ha T3/ KOrato a HO nekapcTsa (anp. MTX) 8 RoActemra. Cien nedeHie ¢ g/k E B
MIX pod More fa couecte aHTaroHmcr HaTNF, ToBa cRoActemra, it INC) nos 2x 109/1.
RoA HUCHK Bpoit TPOMOOLMTH (Te. 6poit Ha TpﬂMGDIMM!‘E oA 100 103/ ). Mpy naumenTw, ANC<0,5x109/ i 50x 103/, Ty naveHTH, NeKysanu
C Yonectepon, HMcKa nmbTHOCT (L BUCOKa nbTHocT (HDL) Mpu Xonectepon TIeueHie ¢
IMNVAONOHWKABAILM CPEACTB. HeBponoryky HapyLuexs flekapute TpA6Ba Aa Gbaat ocob 32 H0Ba NPOABA Ha HapyweHuA Ha L|HC. Ha RoActemra 3a ueHTpanHa NOHACTOALLIEM € Heu3BeCTeH. 310KayecTBeHM 3a60nABaHHA PUcKbT oT
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Yecro3ayl Xonectepor, LDL xonec YorecTepor. 3noKasec Crar: CTOTa Ha 3/10Ka4ECTBHH B
T T (@B CHOTBETCTBYL C/38eC iacHoCT temra
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HAYYHA MNMPOIrPAMA

PE3IOMETA - YCTHA NPE3EHTALUUA

MbPBA HAYYHA CECKS

EPO3UBEH CEPONO3UTUBEH PEBMATOUOEH APTPUT, 3ANOYHAIN CNEQ ENU30.4
HA NAMMCKA BONECT — KMMHUYEH CNYYAN

M. NMeteBa, M. Kupunosa, 1. Tanes, J1. MapuHueB

Knunuka no pesmatonorus, YMBAI ,Coduamen” — Codus

Jlammckata Gornect e TpaHCMUCMBHa WMHMEKUMS, nNpeausBuKaHa OT CMMPOXETU — HaW-4ecTo OT popa
Borrelia burgdoferi sensu lato.

JlanmckaTta B6onecT uma xapakTepHO NpPoTMYaHe, KaTo Han-4ecTo 3ano4Ba Cc erytema migrans — MakynapeH
06pwuB. MNpn 10-15% oT HenekyBaHMTe O0OnHM ce HabngaBa HeBPOboNeprnosa CbC 3acsaraHe Ha nepudepHaTa
W LeHTpanHarta HepBHa cuctema. MycKynocKeneTHM NpPosiBu ce NoABABAT NpW NOBEYETO BOMHU, HO CbLLMHCKN-
AT apTpUT e psagbk (S 10%) 1 e kbcHa nposiBa Ha bornecTTa.

MpencraBame KNMHUYEH cny4dar ¢ 55-roguwiHa xxeHa, noctbnuna B KnuHukarta npes 2017 r. ¢ onnaksaHus
oT 6Gonka 1 OTOK Ha pbLie 1 CTbMNana, CyTpeLllHa CKOBAHOCT OT MOBEeYe OT €4MH Yac U OrpaHUYEeHN ABMKEHUS.
[eboTbT Ha cTaBHUTE onnakeBaHus e npe3 2013 . ¢ onuMroapTpuT, 3acdrall ASCHa KUTKa U AeCeH rmneseH — 4
MeceLa Crnef yxansaHe OT kbpriex, 06e3 koxHa nposiea. Npu 6onHaTta e ycTaHOBEHa NONoXUTENHa Cepoorns
cpewy Borrelia burgdoferi — IgM, npu otpuuatentn IgG aHTuTEeNna, B cepym 1 B CTaBHa TeyHocT. bonHata e
npoeexaana kypcose ¢ Ab n HCINBC ¢ BpemeHeH edekT. OT nabopaTopH1Te M3CneaBaHUs Npy ceraliHaTa
XocnuTanmsaunsa ce ycTaHoBUXa aHEMUYEH CUMHAPOM, 3aBULLEHN OCTpoda3oBm nokasatenu, RF 131.27, anti-
CCP 286, ANA ckpuHuHr — oTpuuateneH, C3 n C4 n TymMopHU Mapkepu B pedepeHTHU rpaHuun. Npu npose-
OeHnTe peHTreHorpadmm Ha Manku CTaBu Ha pbLe U CTbnana — JaHHU 32 CUMETPUYHU €PO3UBHU NMPOMEHN.
HanpaBwu ce apTpoueHTe3a nopaan roHnT 1 ce yctaHoBm 3aBuleH RF (173.77) n B ctaBHa TeyHocT. [poBeae
ce noBTOpHa ceponorus 3a Borrelia burgdoferi ¢c otpuuareneH Tutop 3a IgG. Npun HanpaBeHaTa KOHCYNTauus ¢
AT, rpadhms Ha 651 gpob 1 exorpadms Ha KOPEMHM OpraHn He Ce Hameprxa NaTonorMYHN 0CoBEHOCTH, YPo- U
XEMOKYNTypuTe octaHaxa 6e3 pacTtex, He ce yCTaHOBU NPOTEUHYPUS.

Mpwn nonyyeHnte pesyntatn npyu 6onHaTa ce obcbanxa crnegHuTe andepeHumanyn guarHosu: 1. Bucoko-
aKTMBEH epO3MBEH, CUMETPUYEH CEPONO3UTUBEH peBMaTonaeH apTput nopaan nonoxuteneH RF n anti-CCP,
XapaKTepHW PEHTFEHOBU MPOMEHU, CUMETPUYHOCT, Bb3nanuTtenHa ctaBHa 0ofnka CbC CyTpeLlHa CKOBaHOCT.
2. ApTpuTt npu navmcka 6onect. 3. MNapaHeonnactudeH apTput. MNopagn HeycTaHOBABaHE Ha HeonpoLec u
nuncarta Ha cepokoHBepcuda kbM IgG aHTUTena cpeluy Borrelia burgdoferi ce npue Te3arta 3a cepono3nTuBeH
peBMaToOMOEH apTpuT — Han-BEPOSATHO MPOBOKMPAH OT NnaviMckata 6onect. [Npy 6onHaTa ce 3anovHa neyeHve
¢ MTX 15 mr/cegM. B kOMOMHaUuMsi ¢ ponmeBa KUCenuHa 1 Opuaxk-Tepanmst KOpTU3oH ¢ 4oOpa NOHOCUMOCT,
KIMHUYHO 1 nnabopaTtopHo nogobpeHue.

To3n KNUHUYEH Ccny4Yar noka3ea BaxkHa 0COOGEHOCT B MPOTUYAHETO Ha NnanmckaTa 6onecT u B CEpOriormMyHo-
TO MpocrnegsiBaHe Ha aHTUTenarta cpelly 6openusita: BCUYKM NALUEHTU C apTpUT Npu narmMcka 6onecrt, KoeTo
e KbCHa nposiBa Ha bonepurosaTa, ca cenopo3nTuBHU 3a IgG aHTuTena. Mpu 6ONHU ¢ apTPUTHM NPOSIBK, KOUTO
ca nonoxutenHu camo 3a IgM aHTuTena n ce NnpeacTaBaT C KNMHMKA Ha Bb3nanuTeneH CTaBeH CUHAPOM, e
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Nno-BepOSATHO aHTUTenara Aa ca B pesynTaT Ha npebonenysaHa naviMcka 6onecr, nekyBaHa ¢ Ab, npu 6onHu
KOWUTO MmaT gpyr TMn apTpuT unu ca aniimBononoxmTenHu. 3aTtoBa caMo 3aBuLleHaTa cToMHocTTa 3a IgM
aHTuTena cpelly Borrelia burgdoferi He morat ga nocnyxart 3a NOCTaBsA Ha guarHo3aTta apTpuT Mpu nanmMcka
oonect. ObekTUBM3MpPaHETO Ha ceponorusata Tpsbea ga e yupes3 ELISA n notBbpanTtenen Western blot TecT.

TPYOHOCTUTE NPU AMATHOCTULMPAHE U NEYEHUE HA CUHOPOM HA CANDLE

M. Bospxues, J1. MapuHoB, B. Bosaxues, B. MoTtoBa

YMBAI ,Cs. MapuHa“ — BapHa

CvHgpombT Ha CANDLE (Chronic Atypical Neutrophilic Dermatosis with Lipodystrophy and Elevated
temperature) e psgbk HacnegcTBeH aBTOMHpIaMaTopeH CMHOPOM C Ha4arno nNpes Nbpeara roanHa oT XMBOoTa.
MpoTnya ¢ neprognyHn hebpunuTeT, XxapakTepeH KoxeH obpus, nepuopbuTtanHa OTOYHOCT, NMNOAUCTPO-
usi, apTPUT, HUCBK PBCT N Xxenatomeranus. 3abonsaBaHeTo ce NpUYMHABA OT AedeKTM B NPOTEA30MHUSA KOM-
nrieKkc, Kato 40 MOMEHTa ca UaeHTuuuupaHm mytaumm B 5 reHa.

[NpencraBame cnyyan ¢ 5-rogMHO MOMYe, NpuU KOeTo oLe Ha 20-gHeBHa Bb3pacT ce NosiBABa epUTEMHO-
nvuBuaeH obpmB, MbpBOHaYanHoO Mo KpanHuumTe. OOpPUBBLT € CbNPOBOAEH C NepuoanyeH ebpunurtet, goc-
Turaw, go 40°C. lMNpe3 cneagBalwmTe ABe rogvMHu obprBbLT ce NMpocTvpa No LUAMOTO TAMNO U NULETO, KaTo ce
Habnogaeat n nepuopbuTanHa oToYHOCT U cnneHomeranus. OT napaknMHUYHUTE U3cneaBaHus NpaBsaT Brie-
yaTtreHue BrYcokaTta Bb3nanuternHa akTMBHOCT, KaKTO M fivncaTta Ha MMYHOMorn4Ha. M3BbpLueHnTe TpU KOXKHMN
Buroncum onMceaT nepuBackynapHo Bb3nasneHve C Hanmyme rmaBHO Ha HeyTpodunu. [NpoBexaaHo e neveHve
¢ PesoxumH, MeToTpekcaT 1 KOPTUKOCTEPOMAN C HE3aA0BONUTENEH eheKT.

MauMeHTLT NOCTBNM 3a MbPBU MbT B Hawara KnuHuka Ha 2 roguHn n 10 meceua. Kbm onncaHuTe Beve
cumnToMu ce fobaBnxa nunogncTpodumsi, M3ocTaBaHe B pbCTa, Xxenatomeranusi v no-gbnrm [V n V npbert Ha
agete pbue. Cungpom Ha CANDLE Gelue knuHn4HaTa AuarHosa, Kosito ce notebpan reHetuyHo B NIH, CALLL.
[eTeTo ce oka3a OBOEH xeTepos3uroT. Tepanusata 6e npoabmkeHa ¢ MeTunnpeaHn3onoH ¢ YaCcTUYHO MOBMK-
siBaHe Ha OOpMBUTE M CUCTEMHOTO Bb3ManeHve Ha LeHaTa Ha Cepuo3HM CTPaHWYHU edekTu. SHaYnTenHo
nogobpeHne 6e nocTurHato creq nbpeuTe 6 Mecela neveHune ¢ JAK nHxnbutop (Baricitinib).

CungpombT Ha CANDLE e psgko aBTonHnamaTtopHo 3abonsiBaHe, 3a KOETO € pedHO Aa ce MUCIU Npu
Hayarno B paHHa JeTcKa Bb3pacT U NPOTUYaHE C BUCOKA Bb3nanuTenHa akTMBHOCT U TUNWYHM 06puBK. [eHe-
TMYHa OMarHocTuka e Beye Hanu4yHa. JledeHneTto e npeaussukaTencTso, kato JAK nHxmbutopute nokassat
3HaunTenHa ePeKTUBHOCT.

MANAGEMENT OF SYSTEMIC LUPUS ERYTHEMATHOSUS IN PREGNANCY

L. Damjanovska-Krstikj', P. Selimov?, E. Sandeska’, F. Guchev’

'University Clinic of Rheumatology — Skopje, Macedonia
2Medical University — Plovdiv, Bulgaria

There are many challenges for the women with systemic lupus erythemathosus (SLE) in the
prepregnancy, the antenatal, intrapartum and postpartum periods, as well for the rheumatologists and
obstetricians who takes care of them. Stratifying individual patient risk and appropriate counseling are
most important in the prepregnancy period, according to which women with SLE can be stratified in 3
groups: current remission or stable disease activity with stable treatment, early-stage or currently active
disease and severe impairment of organ function with or without preexisting severe organ damage. There
can be serious pregnancy risk for both woman and a fetus especially in women from the third group,
where preghancy might be contraindicated.

The use of medication is another prepregnancy challenge which have been reviewed by EULAR task
force who produced overreaching principles and points to consider about the safe use of medications during
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pregnancy and lactation in lupus patients. Medications which are safe during pregnancy and lactation to
maintain remission or treat disease flares are: hydroxychloroquine, azathioprine, cyclosporine and tacrolimus.
The lowest effective maintenance dose of glucocorticosteroids should be used. Antihypertensive medications
should also be used when necessary.

In the antenatal period the attention should be given to maternal lupus flares and maternal obstetric
complications. The differentiation between lupus flare, preeclampsia and both condition is very important, as
well as the differentiation between lupus flare (inflammation) and infection. The obstetricians should closely
monitor the fetus for fetal complications. Miscarriages, stillbirths, intrauterine growth retardation and preterm
labor and deliveries are very possibleq especially in patients with active disease. Neonatal lupus is a rare but
possible complication affecting children of women with SLE and Sjogren’s syndrome.

Labor management is intrapartum challenge because preterm delivery might be necessary because of
maternal or fetal concerns. In postpartum period flare prevention, counseling and contraception are also very
important.

PA3XJITABBAHE HA KOMMOHEHTUTE HA TA3BOBEPEHATA EHAOMNPOTE3A —
MEXAHU3MWU, ANATHOCTUKA, ONEPATUBHO JIEHEHUE

B. AHTOHOB, . KnHos

KnuHuka no optoneaus u Tpaemartonorus, YMBAI ,Llapuua MoarHa" — UCYIT — Cocpus

MpexunBaemocTTa Ha Ta3obeapeHaTa eHaoNpoTe3a He e HeorpaHudeHa. Peavua npouecy morat aa gose-
AaT oo 3aryba Ha dmkcaums Ha KOMNOHEHTUTE Ha NpoTe3aTta M 3aryba Ha HeliHaTa PyHKLMS C NosiBa Ha CUrHa
6orka. AcenTUYHOTO pasxnabBaHe e HecrneunduriyeH MyHEH OTFOBOP Ha opraHuM3Ma KbM YactuuuTe, oTae-
NEeHn OT TpUeLLMTe ce NOBbPXHOCTM Ha NpoTe3aTa. B pesynTtaTt HacTbnBa NepunpoTe3Ha KOCTHa OCTeonm3a u
3aryba Ha oukcaums Ha npoTe3aTa. TakaBa HacTbMNBa M Npu CENTUYHOTO pasxnabsaHe. Mpu Hero 3arybaTa Ha
KOCT OKOJ10 M3KyCTBeHaTa cTaBa ce nNpeamn3BukBa OT BakTepuaneH NpuiMHUTEN. YCTaHOBABAHETO Ha MEXaHu-
3Ma Ha pasxnabBaHETO e KIYOoB 3a ycrnexa Ha ObAeLLoTo neyYeHne.

HOBU TEPANEBTUYHU U OLUEHBYHU NOOXOoAUN OTHOCHO NMNOOAIPATA
0. Anmos

BoeHHoMeauLmHcka akagemust — Codust

MoaxoabT treat-to-target (T2T) — neyeHne 0o NocTUraHe Ha LenTa, NPeanoXeH oTHOCHO nogarpata (o)
oT rpyna mexayHapogHu ekcneptu (Kiltz n cbTp., 2016 I.) 1 n3noxeH B 4 OCHOBHM NPUHLMNA 1 9 NPENOPBKHU,
MMa 3a KpanHa Len pas3TBapsiHe M eNMMUHMPaHE Ha ypaTHUTE KpucTanu u npegoTtepaTsaBaHe Ha 1o kpusu.
ToBa namcksa nNpuBnMyaHe Ha 60nHUS Ypes obyveHne KbM ydacTme npu onpenensiHe Ha fIe4eHNeTo, HEroBOTO
npoBeXaaHe 1 NOAAbPXKaHETO Ha NOCTUrHaTUTE pesynTtatu. Mo cbliectBo T2T Lenu nocTuraHe Ha PpeMUCUs
Ha [lo, HO aBTOpUTE Ce Bb3abpXaT OT AedrHUpaHe napaMeTpuTe Ha TOBa CbCTOSHUE.

Opyra rpyna ekcneptu (Latour n cbTp., 2016 r.), HE3aBUCMMO OT NbpBaTa, padpaboTea npeaBapuTen-
HU KpuTepumn 3a pemucus Ha [Mo, BknouBawm cepymHa MK (< 360 mmol/l), Todwm (0), Mo npuctenum (0 3a
nocnegHute 12 mec.), 6onka (< 2 no ckana 0-10) 1 obwa oueHka ot 6onHus (< 2 no 10-ToukoBa ckarna 3a
12 mec.).

Tpeta rpyna (Scize |. n cbTp., 2016 I.) Bb3 OCHOBa Ha pa3paboTeH KOMMMeKCeH (KOMMNO3UTUEH) UHOEKC
3a aktuBHocTTa Ha Mo (Gout Activity Score = GAS), Bkntousaly Mo npuctsbnu (n 3a 12 mec.), cepymHa MK,
fonka (no VAS), oblla oueHka Ha akTMBHOCTTa OT 6onHua (no VAS), ctaBHO 4ncrno (OTOK M mannaTopHa
oonka), Tou (KyMynaTuMBHO), onpenens CbCTOSAHWE Ha KITMHMYHA PEMUCKST MPU CTONMHOCTM < 2,7 Ha GAS,
oueHsiBaH 3a 12 mec.

W TpuTe ekcnepTHU rpynu geknapvpart Heo6XoaAMMOCT OT NO-HaTaTbLUHW U3NUTAHUS HA TEXHUTE NPOOYKTU.
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NEW THERAPEUTIC AND ESTIMATIVE APPROACHES FOR GOUT

D. Dimov

Military Medical Academy — Sofia

The approach treat-to-target (T2T) proposed for gout by a group of international experts (Kiltz et al., 2016)
and presented in 4 overarching principles and 9 recommendations finally aims dissolution and elimination of
the urate crystals and prevention of the gouty flares. This requires involvement of the patient in shared decision-
making, its implementation, and maintenance of the achieved results. In essence T2T drives at attainment of
a remission of gout, however, the authors refrain from defining the parameters of this state.

Another expert group (Latour et al., 2016) independently from the first one develops preliminary remission
criteria for gout, including: serum urate (< 360 mmol/l), tophi (none), flares (none during the last 12 months),
pain (due to gout < 2 on a 10-point scale) and the patient’s global assessment of disease activity (< 2 over the
last 12 months).

Third group (Scire et al., 2016) on the basis of the developed composite Disease Activity Score for Gout
(GAS) including 12 month flare count, serum urate, VAS of pain, VAS of global activity assessment, swollen
and tender joint count and cumulative measure of tophi delimits the state of a clinical remission in the values
< 2.7 of GAS estimated at last 12 months.

All three groups of authors declare a need of future trials of their products.

KINMAWHUYHU NPOABU HA ®UBPOMUATITUA NMPU BOJTHUA C PEBMATUYHU BOJIECTHU

B. PewkoBa, 3n. Konaposg, P. PawwkoB

Knuxuka no pesmatonorusi, YMBAI "Cs. NeaH Punckn” — Cogusi

dubpommanruaTta (PM) e wmpoko pasnpocTpaHeHa 1 obxBaLLa pasnmMyHN Bb3PacTOBM rpynu, Han-4ecTo
e cpelaHa mexay 20 n 50 roguHu. MNpu nauneHTn ¢ peBmatnyHun 6onectn — octeoaptposa (OA), cuctemeH
nynyc eputematoayc (CJI1E), ce yctaHoBsiBa npugpyxasalia ®M. HanuumeTto Ha npuapyxasawa pubpommarn-
rvsi npy CJIE n OA e n3cnegBaHa oT pa3nuyHun aBTopu 1 e yctaHoBeHa npu 20% ot Te3un 6onHu.

Llenta Ha HacTOALLOTO KNUHUYHO M3NUTBaHe € [a Ce aHanuaupaT KNUHWUYHUTE NPOSiIBU Ha MbpBUYHATA
cnpsmo BTopuyHaTta @M. NpoyyBaHETO € NPOCNEKTUBHO U € U3BbpLIeHO B KnuHrkaTta no pesmartonorus Ha
YMBAI ,Cg. MBaH Punckun® n ML, ,®okyc 5%, Cocus, 3a nepnoga centemepu 2013 — centemepu 2017 rogmHa.
NacneaBaHu ca 75 6onHu ¢ nbpBuyHa ®M, 39 6onHn ¢ PM+OA, 22 6onHn ¢ PM+CJIE, 27 6onHm cbe CIE n
36 3gpaBu nuua. XpoHunyHaTa 6onka, ymoparta, AenpecuBHUTE MPOMEHN U TPEBOXHOCTTA Npu B60OnHU ¢ Mbp-
BnyHa ®M ca cpaBHeHu ¢ 6onHu cbe CIE, OA u BTopuyHa @M. Mo KNMHUYHUA NOKa3aTen XpoHUYHa ymopa
no ckanara MFIS ctatuctnyecku sHaumma pasnuka (p < 0,05) uma B cpefHUTE CTOMHOCTUM 3a rpynaTa 34pasu,
CcpaBHeHM ¢ BcuYkmM rpynu ¢ ®M — nbpeuyHa M, PM+0A, PM+CJE. PesyntatuTe oT aHanusa 3a exegHeBHa-
Ta aKTUMBHOCT M NOABMXXHOCT Ca CXOOHW Npy 60MHMUTE OT pasnuyHuTe rpyniu. Mo KnMHu4HMS nokasaten 6onku/
HepasnonoXXeHNa MMa CTaTUCTUYECKM 3HauMma pasnuka mexay Tpute rpynu ¢ ®M u CIE (p < 0,05). Hama
3HauYMMa pasnuka mexagy Tpute rpynu 6onHu ¢ M un 3gpasute nuua. Mo KNMHWYHKSA NoKasaTen TPEBOXHOCT
no HADS cratuctuyeckn 3Hadymma pasnuka (p < 0,05) uma B cpegH1UTe CTOMHOCTU 3a 34paBuUTE, CPABHEHN C
BCUYKM rpynu ¢ ®M — nbpeuyHa M, PM+OA, PM+CJIE; B cpegHUTE CTOMHOCTU 3a TPEBOXXHOCT Ha OONHU-
Te cbe CJIE, cpaBHeHu ¢ Bcuykm rpynu ¢ M. Mo knuHnyHuA nokasaten genpecus no HADS ctatnctuyecku
3Ha4mMma pasnuka (p < 0,05) uma B cpeaHnTe CTOMHOCTM 3a rpynarta 34paBu, CPaBHEHM CbC CTOMHOCTUTE Ha
BCcuYkm rpynm ¢ ®M; B cpegHuTte ctonHocTu 3a CJIE, cpaBHeHM cbe cTonHoCcTUTE Ha 6onHute ¢ ®M, PM+CJIE
n ®M+0A. Hama 3Haunma pasnuka npu genpecus no HADS mexay Tpute rpynu ¢ doubpommanrus. Cpas-
HEHMETO Mexay rpynute DOMHM e BaXKHO 3a OLeHKa Ha GonecTHaTa akTMBHOCT M NIEHEHUETO, KOETO e Obae
npenopbYaHo.
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BToPA HAYYHA CECUSA

AHATOMWUYHO, YNTPACOHOINPA®CKO K MATHUTHOPE3OHAHCHO U3CINEOBAHE
BbPXY MEKOTbKAHHU NMPUYNHU 3A HEACHU XPOHUYHU BOJIKU B NbPBA
N KPBCTA (LOW BACK PAIN)

M. Togopos', Ct. Cuekos?, M. Kanuesa®, A. Batanos'

'KnuHuka no peematonorusi, YMBAJ ,Kacnena“, MeguumHcku yHuBepcuTeT — Nnosavs
2KaTegpa no aHaToMusi, XUcTonorus u emépuonorusi, MeguuuHckm yHuBepcuteT — [nosaue
3CneunanuanpaHa aguarHoctnyHa nabopatopus 3a obpasHo uscnenpaxe ,Pyces” — Cocusi

MekoTbKaHHUAT peBMaTu3bM U permoHanHuTe 60nKoBu CMHOPOMM, KOMTO TON O0POpMS, ca efHa OT Han-
4YecTuTe MPUYMHM 3a MYCKYMHO-CKerneTHa Gonka B peBMartonormyHarta npaktuka. lNpeanonara ce, ye Te ca
OTIOBOPHM 1 3@ 3HAYUTENHA YacT OT T.Hap. ,HecneumdmnyHn" 6onkn B rbpba n kpbeTa. B npakTukarta coHorpa-
dvaTa e Han-4ecTo U3Non3BaHOTO 06pasHO M3crnegBaHe 3a AMarHOCTULMPaHe Ha MeKOTbKaHHa naTororus
B obnacTTa Ha nepudepHusi ckenet. Hama obaye MHOro AaHHW 3a M3MON3BaAHETO HA Ta3uW METoAMKa M npu
AnarHocTnumpaHeTo Ha 6OMKOBM CUMHOPOMM C floKanu3aums B akCuasnHms cKerer.

B HacTosALWOTO Npoy4BaHe nscnegsaMe guarHoctTuyHaTa CTOMHOCT Ha MYCKYIHO-CKeneTHaTa coHorpadus
npu naeHTUMUKaLmsaTa Ha MEKOTbKaHHM NpuyYnHK 3a 6onkn B rbpba u kpbeTa. M3cneasaHeTo BKNOYBA HS-
KONKO nocregoBaTternHn eTana: aHaToMyMyHa gucekums, coHorpadumsa Ha sgpasu gobposonum (N = 25), kakto
1 yNTpa3ByKoBa AMarHoCTMKa Ha NauneHTn ¢ HesicHu 6onkn B rbpba u kpbeTta (N = 97) n KoHTponHa rpyna ot
3gpasu Hamenam (N = 52). Ha yact ot nauneHTuTe Gele HanpaBeHa M CpaBHUTENHA MarHUTHOPE30HaHCHa
ToMorpadusa — nymbanHa n cakpounmadyHa obnacrt.

AHanm3bT Ha pe3ynTtaTnTe Nokassa B1COKa QUarHOCTUYHA TOYHOCT Ha ynTpacoHorpadckoTo nscneasaHqe,
KaTo ce usnonssaTt obLLONPUETUTE COHOMATONOMMYHN MapKkepy 3a MAeHTUdMKaLMA Ha eHTe3onaTnm n TeHJo-
natuu. [Npun ronsiMa YacT oT NauMeHTUTe e Hanvue TakaBa MekoTbKaHHa naTtornorus. EHTesonaTtuaTa Ha napa-
CNMHanNHWTE Myckynu (epekTop CrnvHe) Npu 3anaBHOTO MM MSICTO C KpUcTa unvaka 6 morna Aa e npuyvHa 3a
ronsMa 4acT OT HesicHuTe 60nku B KpbCTa.

YnTpacoHorpadusaTa Ha napacnMHanHuTe eHTesn 6u morna ga HaMmepu MACTO B AMArHOCTUYHUS Npouec
npv BOMHU C HEACHU UNK ,HecneundPUYHN® XpoHNYHK Bonkn B rbpba 1 KpbeTa.

MOHOIEHHU CUCTEMHU 3ABONIABAHUA HA CBLEOAUHUTENTHATA ThbKAH -
HA KAKBO HU HAYYUXA ABTONH®JIIAMATOPHUTE CUHOAPOMU

B. Bbp6aHoBa

Knunuka no neamatpus, YMBAJT “Ceeta AHHa",
Karegpa "MNegunatpus”, MY ,Mpod. a-p MNMapacke CtosiHOB® — BapHa

ABTOMMYHHUTE U UMyHOAEUUMTHUTE 3abonsaBaHMsa ce ObiKaT Ha ANCPYHKUUS HAa UMYHHaTa cucTema.
Cnopen CbBpEMEHHUTE KOHLEMLMU aBTOMHIaMaTopHUTE CUHAPOMM Ce ONMpeaensT Kato XPOHWUYHM Bb3na-
nuTenHu 3abonsBaHnsa B pe3yntaT Ha MbpBUYEH MMYHEH AedmumT. [Jo MOMeHTa ca uaeHTuduLmMpaHy noeseye
oT 300 MOHOreHHu aedekTa, NpearM3BUKBaLLN MbPBUYEH UMYHEH OedULUT 1 aBTOUHGIaMaToOpHU CUHOPOMM.
Ot gpyra cTpaHa, ,Knacuyecku aBTOMMYHHU 3abonsBaHWs KaTo peBMaToMAeH apTpuT U CUCTEMEH Iynyc
epuTemMaTo3yc ca U3BECTHM KaTo MonureHHo-obycnoseHn. [poyyBaHuaTa npes nocrnegHuTe roguHu 4eMOH-
cTpupaxa, Ye eOUHWYHWUTE TeHHU MyTauuu, AeTepMUHUPALLU NepUOaUYHUTE TPECKU, MOraT da ce OTKPUAT
Npv MOMUFEHHUTE CUCTEMHM aBTOMMYHHU 3abonsiBaHWst U 0bpaTHo. VIMyHOreHeTUYHUTE M3credBaHnust npu
aBTOMH(NaAMaTopHMUTE CUHAPOMU AONPUHECOXA 33 OTKPUBAHE HA HOBWM XOPWU30OHTW B MO3HABAHETO Ha narto-
dusmonornsaTa Ha aBTOMMYHUTETa U NOTBbPXAABAT XUnoTesata 3a NPUNokpuBaHe Ha UMYHHWUS OedUUmnT ¢
aBTOVMYHUTET.
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MONOGENIC SYSTEMIC CONNECTIVE TISSUE DISEASES - WHAT WE HAVE
LEARNED FROM AUTOINFLAMMATORY SYNDROMES

B. Varbanova

Clinic of Pediatrics, Hospital ,Sv. Anna“,
Department of Pediatrics, Medical University "Prof. Dr. Paraskev Stoyanov* — Varna

Autoimmune and immunodeficiency diseases are due to dysfunction of the immune system. According to
modern concepts, autoinflammatory syndromes are defined as chronic inflammatory diseases as a result of
primary immune deficiency. Until now, more than 300 monogenic defects causing primary immune deficiency
and autoinflammatory syndrome have been identified. On the other hand, "classical" autoimmune diseases
such as rheumatoid arthritis and systemic lupus erythematosus are known as polygenic conditions. Studies
in recent years have demonstrated that single gene mutations that determine periodic fevers can be detected
in polygenic systemic autoimmune diseases and vice versa. Immunogenetic studies in autoinflammatory
syndromes have contributed to the discovery of new horizons in the knowledge of the pathophysiology of
autoimmunity and confirm the hypothesis of overlapping immune deficiency with autoimmunity.

TPETA HAYYHA CECUS

ATEPOCKIIEPO3A U Bb3MNAJIUTENTHUA CTABHU 3ABOJIABAHUA

M. MaH4yoBCcKa

KaTegpa no nponeaesTuka Ha BbTpeLUHUTe Gonectu,
MegunumHckn yHBepcuTteT — MNnosame

ATepockneposaTta e eqHO OT Haw-pasnpocTpaHeHnTe 3abonsBaHus. YCNOXHeHUsTa oT 3abonsasaHeTo oc-
TaBaT Hal-4yecTa NpuyMHa 3a CMbPT M MHBANUAHOCT cpen HaceneHneto. PopMUPaHETO Ha aTepPOCKIEPOTUYHA
nraka 3ano4sa OLle B paHHa AeTcka Bb3pacT M Genexu nporpecrBHO pas3sutue. [lo nsssarta Ha MMyHOBB3Ma-
NUTENHUTE CTaBHM 3abonsiBaHUS C TUNWYEH NPeACTaBUTEN PeBMaTOUAHMSA apTpUT BeYe MMa pasBuTa atepoc-
Krneposa Ha cbaoBeTe. CbBpeMeHHUTE U3CNEABAHUS BbPXY KIMETHYHUTE U MOTEKYNHUTE MEXaHU3MU Ha aTepoc-
KneposaTta fokasaxa, Ye TS € XPOHUYEH Bb3nanuteneH NpoLec, Bbpxy KOMTO MOXe Aa ce Bb3genctsa. M ako
npes3 nocnegHnuTe rognHn o6u.|,aTa CMBPTHOCT Npu nauneHTuTe C Bb3narnTesiHn CtaBHAU 3abonsiBaHNsA € CUrHK-
pMKaHTHO CHMXeHa, TO CMBbPTHOCTTa OT haTarnHa CbpaeYHO-CbAoBa HonecT He Noka3ea 3HauYMMo pedyLmpaHe.
Ha Bcekn eTan OT nevyeHMeTo Ha peBmMaTuyHMTE BOMNecTn CToM BBNPOCHLT 3a BTOpPMYHATa NMpodunakTuka Ha
CbpAEYHO-CbAOBUTE YCMOXHEHUS 1 BbAMOXHOCTUTE Ha NpuaraHaTta npoTMBOBb3nanuTenHa Tepanus. Hawmre
3HaHUSITA M Bb3MOXHOCTUTE Ha MPOTMBOBBL3MNANMTENHUTE CPEACTBa B TOBA HanpaBneHne HapacTear.

BNMUAHUE HA ME3EHXUMHU CTBOJIOBU KINETKMN OT MACTHA TbKAH BbPXY TH17
U TREG, AOBUTU OT NALUMEHTU C PEBMATOUOEH APTPUT

. Bacunes', M. UBaHoBa? E. UBaHoBa-Togopoga', K. TymaHrenoBa-l03eup’, E. Kpacumupona',
P. Ctounog?, [. Kiopkunes'

"Nabopatopus no kNuHMYHa nmyHonorusi, YMBAIT ,Ceetn MBaH Puncku®, Kategpa no knvHuyHa nabopatopusi U KMUHUYHA
nmyHonorusi, MeguumHckn yHusepeuteT — Codousi
2KnuHuka no pesmarornorus, YMBAJIT ,CeTtu MBaH Puncku®, Kategpa no BbTpelwHu 6onectu, MeavumHckn yHusepceutet — Cocust

MeseHxumHuTe ctBonoBu knetkn (MCK) ca xeTeporeHHa nonynaumsi ot pmbpobnact-nogobHn nporeHu-
TOPHU KMNETKU, XapakTepuampalin ce cbC cnocobHOCT 3a cCaMOOBHOBIEHME U AUdEPEHLMALIMS B XOHOPOrEH-
Ha, OCTEeOreHHa 1 agunoreHHa Hacoka.



HaumoHaneH koHrpec no peBmaTonorusi National Congress of Rheumatology 15

Mopagn TsixHaTa cnocoBGHOCT Aa MoTMUCKaT akTMBauusTa U nponudepaumaTa Ha ronsiM 6port UMyHo-
KOMMETEHTHU KNETKM Ype3 Cekpeunss Ha pasTBOpMMM hakTopu nnm Ypes AnpeKkTeH kneTbyeH KoHTakt, MCK
npuBnMyaT BHUMaHMETO KaTo obellaBallo CpeAacTBO 3a TepaneBTUYHO MOBNUSBAHE B KOHTEKCTa Ha peauua
aBTOMMYHHM 3abonsaBaHusa. MCK ocblLecTBABaT CBOMTE MMYHOCYNPECUBHN €PEKTU OUPEKTHO BbPXY T-xen-
nepHUTE NUMQOLMTA UM MHAMPEKTHO 4pe3 MHAYyuUpaHe Ha TONeporeHHU aHTUreH-MPeacTaBsLN KIETKA U
T-perynatopHu numdoumnTn (Tregs) — Npouec, N3BECTEH KaTO MH(EKLIMO3EH TONepaHC 1 CBbp3aHa Ccynpecus.

Bb3 ocHoBa Ha 136poeHOTO 1 B3eMaWku Npeasua knodosata pons Ha Th17 edektopHuTe numdount um
DYHKUMOHaNHUTE 1 BPOMHM NPOMEHW B nyna Ha Tregs, HabnogasaHn nNpy NaunMeHTn ¢ peBMaTouaeH apTpuT
(PA), H1Me cu nocTaBMxme 3a Len aa nscrnensame edekrta Ha MMyHHa Cynpecusi, OCbLLECTBSIBAH OT KOHAULIMO-
HUPaHU Cpean Ha MEe3EHXMMHM CTBOSOBM KNeTku. Te 6sxa nobutn ot mactHa TbkaH (AT-MCK) n edpekTbT Ha
cpeauTe um Gele npocneneH Bbpxy Th17 n Tregs, n3onupanu ot nepudepHa BEHO3Ha KpbB Ha naumneHTn ¢ PA.

MCK oT macTHa TbkaH 6sxa oOuTK 1 KynTUBMpaHW cnopes yCTaHOBEeHM NpoTokonu. MocpeacTtBoM MMy-
HoeH3nMmeH MeToz (ELISA) Hue nscneasaxme AT-MCK 3a HanuumeTo Ha criegHuTe umTtokuHu: IL-1, IL-10, IL-4,
IFN-y, IL-6, IL-8, CCL-5, RANTES, IL-17, TGF-B. MNogbpaxme 13 6onHu, nanbneawm kputepmumte Ha ACR/
EULAR 2010 3a PA. MKTIK (MOHOHYKNeapHu KneTku OT nepudepHa KpbB), A0OUTM OT BCEKM peBMaTUYHO 60-
neH, 6axa kyntuempanu ¢ AT-MCK u koHTpornHa cpega. Cpeaute Ha kyntuupanute MKIK 6sxa nscnegsanm
3a TGF-B. MNMpoueHTbT Ha Th17 1 Tregs 6s1xa nscnegeaHu nocpeacTsoM royLMTOMETPUS.

HawwuTe pesynTtatn nokasaxa HamaneHve Ha 6pos Ha Th17 knetkute (p = 0.012) nog BNUSHMETO Ha pas-
TBOpPUMUTE (pakTopu, CbabpXKaLuu ce B KoHAUUMoHUpaHuTe cpean Ha AT-MCK. Belue gemoHcTprpaHo 1 no-
BMLL@BaHe Ha NpoLeHTa Ha perynatopHute T-numdouuntn ¢ peHotmn, cbotBeTHO CD4+FoxP3+ (p = 0,031) 1
CD4+FoxP3+CD25neg (p = 0.001), kKakTo 1 3Ha4YMTENHO noBuwaBaHe Ha HMBaTa Ha TGF-B (p = 0.031) npwu
MKTIK, kyntuBmpaHu cbe cpenm ot AT-MCK B cpaBHeHME ¢ KOHTporHaTta cpeaa.

EFECTS OF MESENCHYMAL STEM CELLS FROM ADIPOSE TISSUE ON TH17 AND TREG
CELLS DERIVED FROM PATIENTS WITH RHEUMATOID ARHTHRITIS

G. Vasilev', M. lvanova?, E. lvanova-Todorova', K.Tumangelova-Yuzeir', E. Krassimirova',
R. Stoilov?, D. Kyurkchiev'

"Laboratory of Clinical Immunology, University Hospital “Sv. Ilvan Rilski”’, Department of Clinical Laboratory and Clinical
Immunology, Medical University — Sofia
2Clinic of Rheumatology, University Hospital “Sv. Ivan Rilski”’, Department of Internal Medicine, Medical University — Sofia

Mesenchymal stem cells (MSCs) are a heterogeneous population of fibroblast-like progenitor cells that
display the capacity to self-renew and differentiate into various mesodermal cell lineages.

Due to their ability to suppress the activation and proliferation of a range of immunocompetent cells in
vitro via a plethora of soluble factors and by means of direct cell-cell contact, MSCs have drawn considerable
attention for their potential use as therapeutic tool in autoimmune diseases. MSC's immunosuppressive
machinery may act directly upon different T helper subsets or indirectly via modulation of antigen-presenting
cells and Tregs, a process termed as infectious tolerance and linked suppression.

In line with aforementioned and regarding the pivotal role of Th17/Treg axis in pathogenesis of rheumatoid
arthritis we aimed to study the immunosuppressive effects of adipose tissue derived MSC (AT-MSC) conditioned
medium on percentage of Th17 and Treg cells obtained from patients with rheumatoid arthritis (RA).

We enrolled 13 patients matching the ACR/EULAR 2010 criteria for RA. AT-MSC were isolated and
cultured according to well established protocols. ELISA was performed for testing the cytokines produced by
AT-MSC (IL-1, IL-10, IL-4, IFN-y, IL-6, IL-8, CCL-5, RANTES, IL-17, TGF-B. Peripheral blood mononuclear
cells (PBMCs) isolated from RA patients were cultured in AT-MSC conditioned media and in control media.

TGF-B produced by PBMCs was detected by ELISA and the percentage of Th17 and Treg cells was
detected using flowcytometry.

Our results revealed decreased number of Th17 cells (p = 0.012) under the influence of AT-MSC
medium. We further demonstrated elevation in percentage of Tregs:CD4+FoxP3+ lymphocytes (p = 0,031),
CD4+FoxP3+CD25neg (p = 0.001) as well as considerable increase in levels of TGF- (p = 0.031) produced
by PBMCs cultured with AT-MSC medium as opposed to control PBMC.
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TBS IN CLINICAL PRACTICE & TREATMENTS: LET’S BE PROVOCATIVE AND DEBATE

D. Hans

Center of Bone Diseases, Rheumatology Service, Bone & Joint Department, Lausanne University Hospital, Lausanne, Switzerland.

Osteoporosisis acommon bone disease characterized by low bone mass and altered bone microarchitecture,
resulting in decreased bone strength with an increased risk of fractures.

In the recent years, increasing interest in the use of TBS for osteoporosis risk stratification has been
reflected in a substantial number of published papers. Low lumbar spine TBS is associated with both a history
of fracture and the incidence of new fracture. The effect is independent of BMD and of sufficient magnitude
to enhance risk stratification with BMD. The effect is also independent of FRAX with likely greatest utility for
those individuals whose BMD levels lie close to an intervention threshold. More recently, for regions where
intervention guidelines are based solely on BMD T-score, we developed an alternative approach for using TBS
in clinical practice based upon a “risk-equivalent” offset adjustment to the bone mineral density (BMD) T-score.
The early validations of this approach illustrate how TBS contributes to vertebral fracture risk assessment by
increasing the specificity of the model (by about 20%) without compromising the sensitivity.

Several studies have investigated the effect of bone-active substances on TBS and suggested that TBS
tends to increase with treatments that increase spine BMD and to fall without treatment. The response usually
parallels the changes observed on BMD but to smaller amplitude for TBS. In contrast, the magnitude of the
decrease in TBS without treatment is very similar to that of BMD. One could argue the clinical usefulness
of monitoring TBS over time in individual patients given the usual small amplitude of response. Actually,
it is interesting to note that there is a different response of the TBS upon the type of molecules. Usually
the anti-resorptive treatments only preserve the bone structure (positive maintenance) while increase the
density which is perfectly expected when considering the mechanism of action of these molecules. In such
case, monitoring TBS has only a mild clinical interest except maybe for safety issues if the TBS values were
decreasing significantly over time under treatment which could be an indicator of an underlying condition
and subsequently an increased risk of fracture. However it has been demonstrated that in case of anabolic
treatment almost 2/3 of the patients were increasing their TBS above the least significant change and only
10% of them were in fact losing TBS value. In this later case, monitoring TBS could have some clinical
relevance.

The degree to which an increase in TBS is associated with a reduction in fracture risk in response to
treatment is currently not known and needs to be further investigated. Nevertheless, it seems clinically relevant
to consider that an increase of both quantity and quality would be reassuring while a decrease of both would
be worrisome. Furthermore, given the different mechanisms of actions of the different molecules and their
differential impacts on TBS responsiveness, one may consider using both values of BMD and TBS to select
the most appropriate treatment for a given patient profile and have a treat to target zone of lower risk facture
based on both quantity and quality rather than just on -2.5 BMD T-score of the femur.

The combination of clinical and scientific evidences with the ability of this technology to be seamlessly
integrated into a daily work flow, makes TBS an attractive and useful clinical tool for physicians to improve
patients’ management.
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YETBBLPTA HAYYHA CECUS

AHTUHYKNEAPHU AHTUTEJA - UMYHONATOIEHE3A

0. Kropkunes

JlTabopaTopwusi no knuHu4Ha umyHonorus, YMBAJT ,Cg. iBaH Puncku”,
KaTtegpa no knuHnyHa nabopatopus 1 KMMHUYHa nMmyHonorus, MeguuuHekm dhakyntet, MeguumHckmn yHnepeuteT — Codms

AHTUHyKNeapHuTe aHTuTena (AHA) ca BaxkeH MMYHOMOrMYeH nokasaten B AMarHocTukaTa Ha MHOXeCTBO
peBmMaTMyHM 3abonsiBaHus. Hapen ¢ ToBa obave Te ca hakTop, KOWTO € CBbp3aH U C MMyHOMNaToreHesarta Ha
Tesun 3abonsasaHus. PasBnutueTo M ce cBbp3Ba ¢ AedeKTy B HOpManHWUs NpoLec Ha KneTbyYHa CMBbPT (anonTto-
3a), KOeToO BOAM [0 eKCTepHanusaums Ha BbTPEKNETbYHU SOPEHMN aHTUTEHN, KOUTO Ca U3TOYHWK Ha ,CKpUTK”
n/vnu ,Heo” enuTonu.

BwmecTo fga 6baat ecbmkacHo ouncTeHu, Tesun enutonm cnyxat kato DAMPs (damage associated molecular
patterns), nogaBanku curHan ,onacHocT”, BoAeLll A0 Cb3psiBaHe Ha aHTUreH-NpeacTaBsALLMTe AeHOPUTHU KeT-
KW, KOUTO NPeacTaBsaT enuTonuTe Ha aBTopeakTnBHUTE T-numdoumnTn. ABTOpeakTUBHUTE T-KMNETKU B3anMO-
OelicTBaT C aBTopeakTuBHUTE B-numdount, KOMTO cekpeTupaTt xeTeporeHHaTa rpyna Ha AHA, BknovBawa
aBToaHTUTENa CpeLLy MHOXECTBO SAPEHN aHTUMEHN.

AHA 06ycnaesT Bb3nanuteneH npouec Nopagn CekpeumusaTa Ha NPoBb3NanuTeNnHU LUTOKUHU OT Makpo-
darnte, nornbLLaLLN UMYHHUTE KOMMNeKcn, oopmupann mexay AHA n texHute muweHn. Hapen ¢ ponsta
cu B aBToMMyHuTeTa, AHA ce cpeLiaTt 1 npu pegnua MHPEKLMO3HM U TYMOPHU 3a00NsiBaHNs, KaTo NOHSAKOra,
CbMNPOBOXAANKN 3rI0Ka4eCTBEHMS npoLec, MoraT Aa 6baar 4acT OT napaHeonnacTUYHUTE CUHOPOMM.

CobllecTByBaT Npoy4BaHusl, KOMTO nokaseaTt, ye AHA morat ga 6baat NpPeavkTUBHU NpU aBTOMMYHHUTE
3abonsiBaHMA 1 a ce NposiBABaT roAvHU Npean MbpBUTE KMMHUYHU CUMMATOMMK. TOBa NOCTaBsA BaXHUSA BbNPOC
3a NOBEAEHMETO Ha creumnanmcTa peBMaTonor Npu AaHHK 3a nosuweH AHA TUTbP 1 iMnca Ha CMMNTOMAaTUKa,
KaKTo 1 Npy HesiCHa CMMMNTOMaTUKa, HenokpueallaTa KputepumTe Ha peBMaTu4HOTO 3abonsaBaHe.

ANTINUCLEAR ANTIBODIES - IMMUNOPATHOGENESIS

D. Kyurkchiev

Laboratory of Clinical Immunology, University Hospital "Sv. lvan Rilski”
Department of Clinical Laboratory and Clinical Immunology, Medical Faculty, Medical University — Sofia

Antinuclear antibodies (ANA) are an important immunological indicator in the diagnosis of multiple rheumatic
diseases. In addition, however, they are a factor that is also associated with the immunopathogenesis of these
disorders. Their development is associated with defects in the normal process of cell death (apoptosis), resulting
in the externalization of intracellular nuclear antigens that are the source of "cryptic" and/or "neo" epitopes.

Instead of being efficiently cleared, these epitopes serve as damage associated molecular patterns
(DAMPs), giving a "danger" signals which lead to the maturation of dendritic cells presenting epitopes of
autoreactive T lymphocytes. Autoreactive T cells interact with autoreactive B lymphocytes which by themselves
secrete the heterogeneous group of ANAs consisting autoantibodies against multiple nuclear antigens.

ANA causes an inflammation due to the secretion of pro-inflammatory cytokines by macrophages absorbing
immune complexes formed between ANA and their targets. Along with their role in autoimmunity, ANA also
occurs in a number of infectious and tumor diseases, and sometimes accompanying the malignant process,
they may be an important part of the paraneoplastic syndromes.

There are studies that demonstrate that ANAs can be predictive for autoimmune diseases and exist years
before the first clinical symptoms. This rise the question about the behavior of the specialist rheumatologist
in case of elevated ANA and lack of symptoms, as well as in situations with increased ANA and unclear
symptoms, not covering the criteria of rheumatological disorder.
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META HAYYHA CECUA

OBPA3HU METOAM NPU CUCTEMHA CKIIEPO3A

P. KapanunoBa

KnuHuka no pesmatonorusi, YMBAI ,Kacnena“, MeanuuHckun cbakyntet, MegnumHckn yHuBepcuTeT — Mnoeame

Bb3MOXXHOCTUTE 3a Ka4eCTBEHa U KONMYECTBEHA OLEHKa Ha NMPOMEHUTE B KOXaTa U benute D,p06OBe npu
nayneHTn CbC CUCTEMHa CKIepo3a nocpeancTtsom O6pa3HVI MEeToAMKN Benexu 3HaunTeneH Hanpeabk npes no-
cnegHuTe roanHu. MsmepBaHeTo Ha KoxHaTa gebennHa, exoreHHOCTTa, enacTUYHOCTTa, MHTEPCTULUMAIIHOTO
3acsraHe Ha 6enus p,p06, OLEeHeHN 4Ypes ynTpa3ByKOBU TEXHUKU, NMO3BOSIFABA KOMMJIEKCHa OLUeHKa 3a CbCTOoA-
HMETO Ha nauneHTUTe ¢ Toea 3abonsiBaHe. OcCBeH 0630p Ha CblleCTByBalLNTE METOOAUKMN CE NpencTtaBAT U
nocriegHn cobCcTBeHN pesyntatun, CBbp3aHu C Ta3n TemMaTtuka.

CMECEHU AMYHO®JNTYOPECLEHTHU OBPA3U CNOPEA MEXOYHAPOOHUA
KOHCEHCYC U ACOUMALIUATA UM CbC CNELUNPUYHUN AHTUTEHU

K. TymaHrenoBa-tO3eup, E. UBaHoBa-TogopoBa, E. Kpacumuposa, I. Bacunes, [1. Kiopkunes

JlTabopaTopwusi no knuHu4Ha umyHonoruss, YMBAJT “Cg. ViBan Puncku”,
KaTtegpa no knuHnyHa nabopatopus v KnMMHU4Ha umyHonorus, MY — Cocus

AHTUHYKNeapHuTe aHTuTena (AHA) ca Haco4YeHu cpeLly MHOXECTBO Pas3fnnyHi SOPEHU aHTUreHu U ca
NpyeTn 3a YacT OT KpuTepuuTe Mpu MHOIO aBTOMMYHHU peBMaTouaHu 3abonsiBaHudA. 3nmaTteH ctanHgapT 3a
ycTaHoBsiBaHe Ha AHA B MMyHOMNOrM4yHaTa npakTvka e MHOMPEKTHaTa UMyHopryopecLeHTHa MUKPOCKONUS
(MND), nssbpluBaHa Bbpxy cybcTpaT oT yYoBelkn enutenHun knetkn (HEp-2). Jo 2014 r. B cBeTOBEH nnaH
ca MonoXXeHN OrPOMHM YCUKA 3a YHUMLMpaHe Ha pasnMyHMTe TUMOBE MMYHOMIOYypecLeHTHM obpasm, Ha-
6ntogaBaHn npu T03M cybeTpat. Bnocneactene e cb3gageH MexayHapogeH koHceHcyc 3a AHA cBeTeHus
— International Consensus on ANA Patterns (ICAP). Crnopea ICAP e npueto knacudukaumoHHO ObpBO Ha
KnacmyeckuTe TMnoBe MMyHOMyopecLeHTHM obpa3an, BkntouBawm sapenn ("mctuHekn" AHA), uutonnasmenm
N MUTOTMYHM TUNoBe cBeTeHe. OT Apyra cTpaHa, OCBEH Kracuveckute obpasu npy naumeHTUTe C pasnmyHm
aBTOMMYHHM 3abonsiBaHUsA ce HabnogasaT cMeceHn obpasn. ToBa ca criyyau, Korato B cepyma Ha nauveHTa
npucbCTBaT NOBEYE eavH BUA cneundryHm aBToaHTUTENa, Aasalm cobcTBeH riyopecueHTeH obpas.

Llen: [la 6baaT npeacTtaBeHn HAKOKO CMeceHn nMyHodnyopecLeHTHY obpasa, acoummpaHuTe ¢ TSX cne-
unryHM aBTO@HTUTENA B CEPYMU Ha NaUMEHTU C aBTOUMYHHM 3ab0nsiBaHus.

Bbsaxa na3nonasaHn nHaupekTHa nMmyHodnyopecueHums Ha HEp-2 knetkn, enzyme-linked immunosorbent
assay (ELISA) n nmyHobnoTt-aHanna 3a ycTaHOBSABaHE Ha CneLmdunyH1 aBToaHTmTena.

YCcTaHOBSABAHETO U ONMCAHMETO Ha CMECEHNTE MMYHOMNYOPECLIEHTHM 00pa3n umMaTt BaXkHO KITMHWYHO 3Ha-
YyeHue, Tbi KaTo AasaTt MHOPMaLMs U HACOYBaT KbM acoLuMmpaH1Te C Tuna cBeTeHe CneLmduyHn aBToaHTU-
Tena v CbOTBETCTBALLMTE M aBTOMMYHHW 3ab0nsiBaHus.

MIXED IMMUNOFLUORESCENT PATTERNS BY INTERNATIONAL CONSENSUS
ON ANA PATTERNS AND THEIR ASSOCIATION WITH SPECIFIC ANTIGENS

K. Tumangelova-Yuzeir, E. lIvanova-Todorova, E. Krasimirova, G. Vasilev, D. Kyurkchiev

Laboratory of Clinical Immunology, University Hospital “Sv. lvan Rilski” — Sofia,
Department of Clinical Laboratory and Clinical Immunology, Medical University — Sofia

Antinuclear antibodies (ANA) are directed at a variety of nuclear antigens and have been considered a
hallmark of autoimmune rheumatic diseases. Indirect immunofluorescent microscopy (lIF) performed on human
epithelial cells (HEp-2) is the gold standard technique for ANA detection. Enormous efforts have been made up
until 2014 for unification of ANA staining patterns and for the establishment of the International Consensus on
ANA Patterns (ICAP). ICAP and the proposed classification tree distinguish three classical IIF staining categories:
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nuclear (true ANA), cytoplasmic and mitotic patterns. On the other hand, in addition to classical, “mixed” patterns
are observed in patients with different autoimmune diseases. “Mixed” patterns are generated by sera that contain
distinct autoantibodies directed to different antigens located in different compartments.

We will present some “mixed” IIF ANA patterns, and the corresponding specific antibodies in the serum of
the patients with autoimmune diseases.

We used Indirect immunofluorescence on Hep-2 cells, enzyme-linked immunosorbent assay (ELISA) and
Immunoblot analysis to determinate the specific antibodies.

The identification and description of “mixed” immunofluorescence patterns have important clinical
significance as they refer to the pattern associated specific autoantibodies and to the corresponding autoimmune
diseases.

AOPEHU CBETEHUA — ,,MICTUHCKUTE" AHA, HOBU NMPEAU3BUKATEJICTBA

E. UBaHOBa-TogopoBa

TNa6opaTtopus no knuHM4Ha umyHonorus, YMBAI ,,Cs. MBaH Punckn”, Kategpa no knuHuyHa nabopatopus v KNMMHWYHA UMYHOSO-
s, MeguumHckn yHnepcuteT — Codons

Vpoearta 3a MexagyHapoaeH KoHceHcyc 3a aHTuHykneapHu aHtutena (ANA) ceeteHust — ICAP, ctapTtupa
npe3 2014 r. Ha 12-ua mexayHapodeH cemuHap 3a aBToaHTuTena. Llenta Ha Ta3u paboTtHa cpella e ga ce
MOCTUIHE KOHCEHCYC MO OTHOLLEHWE Ha BUOOBETE CBETEHUS, HabnogasaHu npu nacrnegsaHe Ha AHA, ypes nH-
avpekTHa umyHodnyopecueHums (MUD) Ha HEp-2 knetkn. OT 2017 1. ca ytBbpaeHn 30 pasnunyHm CBETEHMS,
oT KouTo 15 ca sgpeHnTe CBETEHUS, pa3feneHu Ha 7 rmaBHU nogTuna.

Llen: a ce pasrnenat n o6cbasat sapeHute HEp-2 ceeTeHus (,McTuHckute® AHA), CBbp3aHnUTe C TsIX cne-
UMdUYHM aBTOaHTUTENA, KaKTO U M3siBata Ha KNMHUYHU cMMATOMU 1 3abonasaHua cnopen MexayHapogHus
KoHceHcyc 3a AHA ceeTeHusa 2014-2017.

ICAP npeacrtaBsa knacMuKauyMoHHO ObpBO Ha cneundunyHuTe donyopecLeHTHN obpasn ¢ GyKBeHO-Ln-
pOB KOA, KAKTO U CbOTBETHUTE KIMHUYHWU acouMauum 3a BCEKU TUM CBETEHUS, HE CaMO SiOPEHU, HO U MU-
TOTUYHM U UMTONNasmMeHun. YctaHoesBaHeTo Ha AHA 4ype3s MO uma mHOro npegumcTea npeq octaHanute
METOAMN U HeCryYarHO € HapeyeHo ,3naTeH ctaHgapT’. YUpes To3n MeToq moraT fa ObaaTt AvarHoCTUMLMpaHm
noseye o1 200 pasnuyHn AHA, KaTo 4acT OT Tax AaBart u cneunduryeH sapeHn obpasm, KOUTo ce acoummpar ¢
KOHKPETHM aBTOAHTUTESNA U KMMHUYHU CbCTOSIHUA. TOBa Ca: XOMOreHeH, NETHUCT, LLIEHTPOMEPEH, SAbPLUOB, A4-
peHa membpaHa 1 nneomopdeH TN dryopecueHTeH obpas. Pa3no3HaBaHETO M MHTEPNPETUPAHETO Ha YacT
OT Te3n 0b6pa3mn n3nckBa eKCNepPTHO HMBO Ha KOMMETEHTHOCT OT CbOTBETHATA MMYHOMorMyHa nabopatopus.

KnuHnyHaTta 3HauyMMocT Ha ,McTUHCkMTE” AHA e M3BBbH BCAKAKBO CbMHEHME, HO € HEODOXOAMMO XapMo-
HU3NpaHe 1 BbBEXJaHe Ha eAuHeH cTaHaapT (MoAen) B OTYMTaAHEeTO Ha pasnuyHute Tunose AHA cBeTeHe,
WHTEPNPETMPaHETO UM 1 JABaHETO Ha NpenopbKa OT CTPaHa Ha KMMHUYHUS MMYHOIOTr 3@ NOTBbPXKAABaAHETO
Ha cneundmyHmTe AHA Ypes pasnuyHu UMYHOEH3MMHN METOAN.

NUCLEAR PATTERNS - THE "TRUE ANA", NEW CHALLENGES

E. Ivanova-Todorova

Laboratory of Clinical Immunology, “Sv. Ivan Rilski” University Hospital, Department of Clinical Laboratory and Clinical Immunology,
Medical University — Sofia

The International Consensus on ANA Patterns — ICAP, started in 2014 parallelly to the 12th International
Workshop on Autoantibodies. This workshop aimed to thoroughly discuss and achieve consensus regarding
the morphological patterns observed in the indirect immunofluorescence (lIF) assay on HEp-2 cells.

To present and discuss nuclear HEp-2 cell patterns (“true ANA”), and the related specific autoantibodies,
clinical symptoms and diseases according to the International Consensus on ANA patterns 2014-2017.

ICAP consensus present a classification tree for specific fluorescence patterns with alpha-numeric code,
as well as the relevant clinical associations for each pattern not only nuclear, but also mitotic and cytoplasmic.
The establishment of ANA through the IIF has many advantages over other of the methods and that is why
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is named a "gold standard". With this method, more than 200 different ANA can be diagnosed, and some of
them give specific nuclear patterns that are associated with specific autoantibodies and clinical conditions.
These are: the homogenous, speckled, centromeric, nuclear, nuclear membrane and pleomorphic fluorescent
images. Recognizing and interpreting some of these images requires an expert level of competence from the
respective immunological laboratory.

The clinical significance of "true" ANA is beyond doubt but it is necessary for the clinical immunologist to
harmonize and establish a uniform standard in recognizing the different types of ANA patterns. Very important as
well is the interpretation, recommendation and confirmation to specific ANA by different immunoenzyme methods.

FINE TUNING OF NEUTROPHIL HOMING AND FUNCTIONS IN EXPERIMENTAL
OSTEOARTHRITIS BY HISTONE DEACETYLASES MODULATORS

K. Ctosinog', [. OloH4eB?, M. XXenesapogBa?, Jl. CumeoHoBa?®, 1. Qumutposa®

'dakynteT no meguumHa, Coduiicku yHuBepceuTeT "CB. KnumeHT Oxpuacku” — Codoumst
2dakynTet no 6uonorusi, Cocpuiickn yHusepcutet "CB. KnumeHT Oxpuacku” — Codust
3Kategpa no umyHonorusi, MIHCTUTyT no mukpobronorus "Akag. CT. AHrenos" — Cocus

The role of neutrophils in the pathogenesis of joint inflammatory and degenerative diseases has been
recently revisited. In our previous studies we have found that neutrophils can produce osteoprotegerin (OPG),
interleukin-17 (IL-17), chemokine IP-10 and can express bone destructive markers modulating osteoclast
activation, differentiation and maturation and bone destruction in experimental osteoarthritis.

Herein we investigated the effect of histone deacetylase inhibitor, trichostatin A (TSA) on neutrophil
homeostasis and functions in collagenase-induced osteoarthritis. In our study Balb/c mice were injected at the
knee cavity with collagenase (5 U/knee). At day 30 of disease, mice were intraperitoneally treated with TSA
(20 mg/kg, 3 times per week) for 3 weeks. Joint pathology was assessed by Safranin O staining of paraffin-
embedded samples. Joint integrity was also monitored by evaluation of tartrate-resistant acid phosphatase
(TRAP) and alkaline phosphatase (ALP) activity in joint extracts. Neutrophil cellularity and expression of
homing/activation markers were studied by flow cytometry. Production of nitroc oxide (NO), reactive oxygen
species (ROS) and myeloperoxidase (MPO) were determined by colorimetric assays. We found that TSA
inhibited bone remodeling and alleviated the disease. However, TSA-treated mice with osteoarthritis showed
increased granulopoiesis and expression of chemokine receptors on bone marrow neutrophils. While TSA
administration decreased NO and ROS secretion, it enhanced MPO production and degranulation by
osteoarthritic neutrophils. Our results suggest that TSA might be an efficient agent for OA therapy hence its
action on neutrophils indicates more complex and multifaceted effects.

Acknowledgment: The work has been supported by DN 5/11_2017 grant of the National Science Fund.

CEQMA HAYYHA CECUS

EFFICACY OF PREGABALIN IN THE THERAPY OF CHRONIC PAIN IN PATIENTS
WITH OSTEOARTHRITIS OF THE KNEE JOINTS

E. S. Filatova, E. F. Turovskaya, L. I. Alekseeva, A. M. Lila

V.A. Nasonova Research Institute of Rheumatology — Moscow

Non-steroidal anti-inflammatory drugs (NSAIDs) are a therapy of choice in the treatment of osteoarthritis
(OA), but their inefficiency and the presence of neuropathic descriptors in a number of patients demonstrate
the need for complex therapy using central-action drugs.

To study the features of chronic pain in patients with OA of the knee joints and the influence of anticonvulsant
pregabalin on it.
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60 patients with OA of knee joints with a neuropathic pain component (DN4 > 4) were examined. The
mean age was 59.82 + 4.46 years (min. 49 years, max. 65 years). Patients were divided into two groups:
group | receiving aceclofenac + pegabalin and group Il with aceclofenac therapy for 5 weeks. All patients
underwent neurological examination, the WOMAC index was evaluated, the diagnosis of neuropathic pain
(NP) (questionnaire DN4 and Pain DETECT), as well as the assessment of pain intensity by VAS at rest.

Significant changes were detected in both groups, however, the positive dynamics of pain intensity
according to the VAS and the WOMAC index against the background of NSAID intake was noted only in the
first two weeks of admission, while the complex therapy significantly improved the indices during 5 weeks of
therapy. WOMAC (diagram 1) (Group | — 1385.30 + 365.83 vs 1034.70 + 402.37 vs 886.64 + 456.31, Group
II—1206.04 + 358.72 vs 1016.45 + 428, 52 vs 976.55 + 408.02, respectively). Changes (visit 1/visit 3) in group
| of DN4 indicators improved by 50% (p = 0.001); Pain DETECT by 48% (p = 0.001); Group Il by 30% (p =
0.001); Pain DETECT 19% (p = 0.02) (diagram 2-3).
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Diagram 1. Dynamics of the WOMAC index on the background of therapy visit 1-2-3

@vis|

@Vis lll

DN4- 1| DN4 - 11l

Diagram 2. Dynamics of the indicators DN4 questionnaire visit 1-3
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Diagram 3. Dynamics of the indicators Pain DETECT visit 1-3
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Complex therapy with an anticonvulsant (Pregabalin) in patients with OA of knee joints with signs of NP
allows not only to effectively and quickly reduce the severity of the pain syndrome, but also to improve the
functional activity of patients, and, consequently, the quality of life.

DETECTION OF HYPERURICEMIA AND ITS ASSOCIATION WITH METABOLIC
DISORDERS IN PROFESSIONAL ATHLETES

M. N. Chikina', M. S. Eliseev', O. V. Zhelyabina', A. M. Lila', I. V. Kruglova?

"VA Nasonova Research Institute of Rheumatology — Moscow, Russia
2Federal scientific clinical center of sports medicine and rehabilitation of Federal medical biological Agency — Moscow, Russia

To study the prevalence of hyperuricemia (HU) and its association with metabolic disorders in professional
athletes in various sports.

The study was conducted as a retrospective comparative study. Included 2148 people (1 267 men and 881
women), mean age 24.9 + 6,8. In a control group were 99 healthy volunteers matched for sex and age. The
survey included clinical examination, anthropometry, blood tests (creatinine, glucose, triglycerides, AST, ALT,
uric acid (SUA), total protein), calculation of glomerular filtration rate (GFR) (by MDRD formula) in 62 types of
sport. Statistical analysis was done with parallel comparison of HU with a group of healthy volunteers. HU was
defined as > 420 in males and > 360 umol/l in females.

The HU in athletes was 14.2% (20% m, 6% f), which was comparable with that in the control group
(12.1%). In athletes of some technical sports (men = 286, women = 264) the frequency of HU exceeded that
in the comparison group (p < 0.05). The average SUA in athletes was higher than in the control group (354.7
76.9 vs 322.6 £ 102.1 uymol/l) in men (p < 0.05). In athletes with HU (n = 253) compared to other athletes (n =
1014) were statistically higher: the average levels of creatinine, glucose, triglycerides and AST, ALT, GFR (p <
0,00001 in all cases). Was found a direct correlation between SUA and all the above indicators.

The frequency of HU in professional athletes comparable to that of the healthy population, but the average SUA is
higher (p < 0.05). In athletes of individual sports the frequency of HU exceeds the population (p < 0.05). The presence
of HU in professional athletes is identified with a high level of creatinine, glucose, triglycerides, AST, ALT, GFR.

OCMA HAYYHA CECUA

ASSESSMENT OF DISEASE ACTIVITY IN PATIENTS WITH RHEUMATOID ARTHRITIS
AND RESPONSE TO TREATMENT WITH BIOLOGIC DMARDS AFTER A YEAR
PROSPECTIVE FOLLOW-UP

VI. Boyadzhieva, N. Stoilov, M. Ivanova, G. Petrova, R. Stoilov

Clinic of Rheumatology, University Hospital “Sv. Iv. Rilski” — Sofia

The assessment of disease activity is an essential component in the selection of therapeutic approach for
the prevention of disability of patients with RA. Successful treatment relies on patients retaining low disease
activity or a state of remission, which have become achievable target since the combined use of methotrexate
(MTX) and biological agents. The current study was conducted to investigate the disease activity and
effectiveness of treatment in patients with RA on different bDMARDs and to determine whether the benefits of
different therapies were sustained over time.

For the purpose of the study were selected 124 patients with a mean age 55.26 years, meeting the 1987
ACR classification criteria for RA. Patients were stratified according to treatment regimens into 6 age-matched
treatment groups: Tocilizumab (TCL) — 30 patients, Ceertolizumab-pegol (CRT) — 16 patients, Golimumab
(GOL) — 22 patients, Etanercept (ETN) 20 patients, Adalimumab (ADA) 20 patients, Rituximab (RTX) — 16
patients. Patient’'s assessment of disease related pain, global health and physician assessment of global
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health was made by visual analogue scale (VAS) — 100 mm. Disease activity was the primary outcome domain.
Independent joint assessor evaluated 28 joints on baseline, the 6th and 12th months of follow-up period. C-
reactive protein (CRP) was used to measure the inflammation process. DAS28 — CRP, CDAI and SDAI were
calculated according to the standard formulas.

On baseline all of the patients in each group have severe disease activity (> 5.2 (DAS28 — CRP), > 22
(CDAI), > 26 ( SDAI). During the 6-month follow-up period all of the groups significantly decreased DAS 28
— CRP, CDAI, SDAI and reach moderate disease activity. All of the groups on bDMARDSs had significantly
lower disease activity after the 6th and 12th months of treatment, but in the end of the study, only the group
on golimumab reach remission — DAS28 — CRP - 2.49 + 0.76 SD, and low disease activity (CDAI — 6.78 +
4.51 SD, SDAI — 7.80 + 5.67 SD). The other 5 groups after 12 months reach the level of low disease activity
according to DAS28 — CRP ( TCL — 3.07 £ 0.73SD, CRT - 3.06 £ 0.65 SD, ETN — 2.85 + 0.55 SD, ADA - 3.15
+ 0.82 SD, RTX - 2.90 £ 0.70), CDAI (TCL — 9.80 + 4.91 SD, CRT — 9.33 + 4.22 SD, ETN - 7.97 + 3.80 SD,
ADA - 10.00 £ 5.25 SD, RTX — 7.48 + 2.99 SD) and SDAI (TCL — 10.45 + 5.14 SD, CRT - 9.94 + 4.43 SD,
ETN - 9.03 £ 4.25 SD, ADA - 10.50 + 5.61 SD, RTX — 8.08 + 3.24 SD).

After a year prospective follow-up period, therapy with biologic DMARDs in all of the groups, results in
sustained suppression — minimal disease activity assessed by CDAI and SDAI. Only the patients on GOL reach
remission according to DAS28 — CRP, but all the other groups have very similar results. Biological treatment in all
of the groups achieved the target for disease activity and prevention of disability of patients with RA.

HISTOPATHOLOGICAL FEATURES OF THE MOST PREVALENT KNEE OSTEOARTHRITIS
PHENOTYPES

K. V. Korochina', V. S. Polyakova?, I. E. Korochina?, T. V. Chernysheva'

"Department of Internal Diseases, 2Department of Pathological Anatomy
3Department of Polyclinical Therapy
Orenburg State Medical University — Orenburg, Russia

The aim of study was to carry out comparative analysis of knee cartilage histopathology in patients with the
most common osteoarthritis (OA) phenotypes.

A total of 40 patients with late stage knee OA directed to total replacement surgery in Orenburg Regional
Clinical Hospital Ne 1 and City Clinical Hospital 4 participated of our study. Age-associated, posttraumatic,
metabolic and mixed (trauma-metabolic) OA phenotypes (10 people in each group) were covered. Medial
tibial plateau cartilage obtained was stained with hematoxylin and eosin, toluidine blue, and histomorphometry
(thickness cartilage defect) was performed. Mankin Histological-Histochemical Grading System (HHGS, 1971),
and Osteoarthritis Cartilage Histopathology (OACH) assessment system (2006) were used in regions with the
most severe OA lesions.

Age-associated OA phenotype was characterized by deep branched fissures with erosions, bone
denudation, hypocellularity/marginal chondrocyte clustering, severe reduction of toluidine blue staining. In
posttraumatic OA cartilage there were middle/deep fissures, erosions into upper zone, chondrocyte clusters all
over the cartilage and moderate reduction of toluidine blue staining. In metabolic OA phenotype deep surface
defects and clustering failed to reveal, but osteochondral angiogenesis, tidemark crossing by blood vessels,
expansion of mineralization front and new bone forming in cartilage were observed. Mixed (trauma-metabolic)
OA phenotype was characterized by heterogeneous changes, combining deep fissures and slight undulations,
clustering, separation of matrix fibers, vascular invasion, substitution by fibrous cartilage and connective tissue
pannus. Cartilage damage in age-associated, posttraumatic, metabolic and mixed OA phenotypes by Mankin
HHGS (p = 0,02) and OACH assessment system (p = 0,13)was 8,4 +24and 3,5+ 1,1;76+1,5and 3,4 +
0,9;59+1,7and 2,7 +1,1; 7,0 £ 1,6 and 3,5 £ 0,9 points respectively.

Clinical heterogeneity of OA was confirmed by variability of morphological picture first time. The generally
accepted earlier pathogenetic concept of OA as degenerative disease proved to be the most justified only for
persons with age-associated phenotype. New mechanism of cartilage damage from the side of subchondral
bone was revealed in metabolic OA phenotype. Mankin HHGS and OACH assessment system provide useful
measures and comprehensive characterization of different knee OA phenotypes.
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CPABHEHUE HA 3ABONABAHUA HA NTYMBAJTHUA TP bBHAK NMPU U3CINEABAHUA
C AMP U DXA

K. CupakogBa', H. TemenkoBa?, . MonneaHoB?

'KnuHuka no obpasHa guarHoctmka, YMBAJT "AnekcaHgposcka” — Cogus
20TgeneHune no KNMHUYHa AEH3UTOMETPUS U KOCTHU MeTabonuTHu 3abonsisaHusi, YMBAI "Anekcanaposcka” — Codust

Mpun n3cnegsaHe Ha KOCTHATa NITBLTHOCT Ha NymMbBanHMsa rpbOHaK NPV NAUMEHTU, UHAULMPAaHW 3a 4EH3UTO-
METpUS, YECTO Ce YCTaHOBABAT pasnuku: aHaToMudHu n/mnun B T-score > 1 SD mexay ABa CbCeaHu npeLusieHa.
CbobpasHo npenopbkuTe Ha ISCD npomeHeHuTe npeLuneHn ce U3KnYBaT OT aHanunsa, Ho Te He ce basmpar
Ha MefuMuUUHa Ha JokasaTtencreara.

OcHoBHa 3agaya Ha Npoy4YBaHeTo Be yCTaHOBSABaHE Ha Bb3MOXHUTE NPUYNHM 38 aBHOPMHOCT Ha npeLurne-
HWUTe, KonTo TpsAbBa Aa ce naknodaT ot DXA aHanuaa, u TaxHaTa KIMHUYHA 3HAYNMOCT.

B npoy4yBaHeTo 6axa BkrntoveHn 19 naumeHTn Ha Bb3pacT oT 50 Ao 65 roanHy ¢ XpoHnYHa nymbanrus.
KocTHaTa nnbTHOCT Ha nodAcHUTe npeLuneHn 6e nacneneaHa ¢ anapat Hologic Discovery A n 6e npoBefeHo
napanenHo uacnegsaHe ¢ AMP anapat GE Signa HDxt 1,5 T n 3T Siemens Verio. B npoyyBaHeTo He bsxa
BKIMIOYEHW MaLMeHTN ¢ aBTOMMYHHW, TpaBMaTUYHU U HeonnacTuyHu 3abonsasanunsa. AMP Haxogkute 6sxa
knacuduumpaHm cbobpasHo obwonpueTute npenopbkn 1 Lumbar spine disc degeneration nomenclature
version 2.0 ot 2014 r.

B pamknTe Ha NMNOTHOTO NpoyyBaHe 6e ycTaHOBEeHa 3aBMCMMOCT Mexay abHOPMHUTE NpeLUnieHn, AnarHo-
ctmumpanm ¢ DXA, cbe n 6e3 pasnuka B T-score > 1 SD, n gereHepatmBHaTta nymbanHa natonorns (apTpo3Hu
NpOMeHn Ha HTepsepTedbpanHuTe ctasu, octeodutin, Modic Il n ap.), yctaHoseHa ¢ AMP. He 6e yctaHoBeHa
3aBMCMMOCT Mexay xunepTpodusaTa Ha xbnTus nurameHT, DISH, OPLL, xemaHrnomnte n cboTBeTHaTa KOCT-
Ha NAbTHOCT. Pesyntatute npu 4acT OT NnauMeHTUTe npegnonarar 3aBUCMMOCT Ha HUCKAaTa KOCTHa MITbTHOCT
oT Modic Il. YctaHoBsiBa ce 3aBUCMMOCT MeXay NpoMeHeHaTa ctaTuvka Ha rpbbHayHms cTbnb (ckonuosa, ns-
rmageHa nosicHa NopAo3a) U KocTHaTa NibTHOCT. Pesyntatute He gocTurat CTeneHTa Ha ctaTucTuyecka 3Ha-
YMMOCT nopaam mankmsa 6pon Ha koxopTaTa. B HanpaBeHOTO npoyyBaHe 6e ycTaHOBEHA 3aBUCMMOCT MEXay
abHoOpMHUTe npeLunenn, guarHoctuuupandm ¢ DXA, cbe 1 6e3 pasnuka B T-score > 1 SD, 1 gereHepatuBHaTa
nymbanHa natonorus. NMpoTMBHO Ha o4YakBaHuATa He Be yCcTaHOBEHA 3aBMCUMOCT MEXAy CbCegHuTe Heab-
HOPMHM MnpeLuneHun ¢ pasnuka T-score > 1 SD n gnarHoctuumpaHata ¢ AMP nymbanHa natonorus.

COMPARISON BETWEEN FINDINGS OF THE LUMBAR SPINE PATHOLOGY
ON MRI AND DXA

K. Sirakova', N. Temelkova?, P. Popivanov?

'Clinic of Radiology, University Hospital “Aleksandrovska” — Sofia
2Department of clinical densitometry and bone metabolic diseases, University Hospital “Aleksandrovska” — Sofia

Frequently a vertebra has to be excluded from the DXA analysis due to an abnormality or a difference of
above 1 SD T-score between two adjacent vertebrae. According to the ISCD Official Positions, it has to be
excluded from the final report, but no additional evidence-based data is provided regarding this statement.

The purpose of this study was to observe the possible reasons for exclusion of a vertebra from the DXA
analysis and their clinical value.

In this pilot study were observed 19 patients with chronic low back pain from 50 to 65 years of age.
Bone mineral density (BMD) at the Lumbar Spine was measured on a DXA machine Hologic Discovery A
and a following MRI exam was done on GE Signa HDxt 1,5 T or 3T Siemens Verio. In the cohort were not
included patients with autoimmune diseases, trauma or neoplasms. MRI findings were classified according to
international guidelines and Lumbar spine disc degeneration nomenclature version 2.0 — 2014.

A correlation was found between abnormal vertebrae with and without difference of above 1 SD T-score
and degenerative lumbar MRI findings — arthritis of the facet joints, osteophytes, Modic Ill, etc. No correlation
was confirmed between hypertrophy of the yellow ligament, DISH, OPLL, hemangiomas and the respective
BMD. Some of the results suppose a probable correlation between BMD and Modic Il. There is an established
correlation between disbalanced static of the spine (scoliosis, loss of lumbar lordosis) and BMD.

In the conducted research the correlation between abnormal vertebrae with and without difference of above
1 SD T-score and degenerative lumbar pathology was confirmed. However, despite the expectations of the study
team no correlation between the present difference of above 1 SD T-score and MR findings was found.



HaumoHaneH koHrpec no peBmaTonorusi National Congress of Rheumatology 25

MPOIrPAMA NMOCTEPHA CECUA
PE3IOMETA - MNOCTEPHA CECUA

OAHHU OT PEAJIHATA KITMHUYHA MNMPAKTUKA 3A JIEMEHUETO C CERTOLIZUMAB
PEGOL HA AKCUATTHUA CMOHAUITOAPTPUT B EBPOINA: 24-CEOAMWYHU MEXXOAWHHU
PE3YNTATU OT NPOCNEKTUBHO HEMHTEPBEHLUMOHAJTHO KOXOPTHO NMPOYYBAHE

M. UBaHoBa', N. Goodson?, T. Witte?, L. De Clerck*, M. Galeazzi, E. Collantes-Estévez®,
Th. Kumke’, X. Baraliakos®

'KnuHuka no pesmatonorusi, YMBAJ ,Cs. ViBaH Puncku“ — Cocusi

2Aintree University Hospital — Liverpool, UK

3Hannover Medical School — Hanover, Germany

“Antwerp University Hospital — Antwerp, Belgium

SUniversity of Siena — Siena, Italy

%Hospital Universitario Reina Sofia — Cérdoba, Spain

UCB Pharma, Monheim, Germany; 8Rheumazentrum Ruhrgebiet — Herne, Germany

Certolizumab pegol (CZP) e nernnupan anti-TNF, Hecbabpxxaw, Fc doparmeHT, ¢ yTBbpaeH npodus Ha Te-
paneBTU4eH OTroBOp M 6e30macHOCT Npu akcnaneH cnorHannoapTput (axSpA). ToBa MHOIMOLLEHTPOBO NPOCHEK-
TMBHO KOXOPTHO NPOYyYBaHe e NbpPBOTO, M3cneaBaLlo 6esonacHocTTa n ecpekTMBHOCTTa Ha CZP npu naumeHTn
C aHkunosupaly, cnoHamnut (AS) — peHTreHorpadpcku (r-) U HepeHTreHorpadckn (nr-) axSpA, B pyTUHHaTa
KnuHM4Ha npakTuka B EBpona.

AS0002/CIMAX (NCT02354105) e HeMHTEpBEHLUMOHAMNHO NpOoyYBaHe, U3cnegpalo TepaneBTUYHUS OT-
roBop kbMm CZP, 1 HeroBata 6e30MacHOCT B NPOAbINKEHNE Ha 12 Mecela B KOXopTa OT MaUMeHTU B pearHus
XKMBOT, Ha KOUTO e npeanucaHa Tepanusa ¢ CZP, cbobpa3Ho nokanHarta npakTtuka. [NauveHtuTe, nonyyunnm
> 1 posa CZP ca npocnefenu 3a HexenaHu cbbutusa (AEs) (rpyna, HabniogaesaHa 3a 6e3onacHoct (Safety
Set [SS]), kaTo Te3n, KOUTO UMaT Ha U3XOAHO HMBO U = 1 oueHka Ha BASDAI, ca BknoYeHn B aHanuauTe 3a
edmkacHocT (rpyna, ¢ nbnHu aHanusm — Full Analysis Set [FAS]). MbpBryHaTa KpanHa Uen e npomsiHata B
BASDAI cnpsimo uaxogHoto HMBO (CFB) ¢ BTOPUYHM KparHM TOYKM, OTHacsLWM ce A0 edpukacHocTTa (tabn. 1) n
besonacHocTtTa (AEs, BknountenHo nunca/saryba Ha edoukacHocT). To3n MeXauHEH aHan13 BKIOYBa AaHHMU,
cbbpaHu npegun 1 mapt 2017 1. MO Bpeme Ha PyTUHHUTE KITMHWYHW BU3UTU HA U3XOL4HO HMBO M Ha cegmumua 12
n 24 (79.2% v 55.8% oT naumneHTUTe).

BkntoyeHn ca 666 (rpyna, HabniogaBaHa 3a 6e3onacHOCT)/474 (rpyna, C MbfHU aHanuau) naumeHTn c
axSpA [462 (rpyna, HabrnogaBaHa 3a 6e3onacHocCT)/327(rpyna, ¢ nbnHu aHanuaun) AS/r-axSpA; 202 (rpyna,
HabntogasaHa 3a 6e3onacHocT)/146 (rpyna, ¢ MbrHM aHanuan) nr-axSpA] ot 99 eBponenckn LeHTbpa. 182
(rpyna, HabntogaBaHa 3a 6e3onacHocT)/133 (rpyna, ¢ MbIIHKM aHanMaun) nauneHTn ¢ axSpA ca 6unu Ha npeg-
wectBawa anti-TNF Tepanus. B To3u mexxamHeH aHanus gaHHu 3a BASDAI ca 6unu HanudHu 3a 468/474 na-
LMeHTn Ha ceamuua 12 n 3a 342/474 nauneHTn Ha cegMmnua 24. MNMpy NauMEHTN C HANWUYHN JAHHW € PErncTpu-
paHo nogobpeHne No OTHOLLEHNE Ha BCUYKU KIMHUYHW pe3ynTaTtu Ha ceamuum 12 1 24 B aBeTe cybnonynaumu
(tabn. 1). MNpoueHTBLT Ha nauueHTUTe ¢ axSpA (rpyna, HabnogaeaHa 3a 6e3onacHocT) ¢ usxogeH BASDAI <
4 e 9.9% (10.2% AS/r-axSpA [n = 47/462], 9.4% nr-axSpA [n = 19/202]). Ha ceamuua 24 cpegHata npoMsiHa
oT uaxogHusa BASDAI e -2.3 (axSpA, n = 342) (-2.4 [AS/r-axSpA, n = 235]; -2.2 [nr-axSpA, n = 106]), n mex-
4y nauueHTuTe cbe n 6e3 npegwectBawa anti-TNF tepanusa e -2.0 cnpsamo -2.5 (axSpA), -2.1 cnpsamo -2.5
(AS/r-axSpA), -1.1 cnpsimo -2.4 (nr-axSpA). B rpynata, HabntogasaHa 3a 6e3onacHocT, 159 (23.9%) nauveHTu
ca MManu HexenaHu cbbutus, BkntountenHo 47 (10.2%) nekapcTBeHO-CBbP3aHN HexenaHn cbbutus, n 29
(4.4%) cepunosHun HexenaHn cbbutus (5 [1.1%] ca cbobwmnn 3a cepnosHn nHdekumm). CteneHTa Ha m3sBa
€ CXoAHa cpef cybnonynayuuTe.
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B ToBa NbpBO MHOrOLEHTPOBO Npoy4YBaHe, u3cnensallo edekTMBHOCTTa u 6esonacHoctta Ha CZP npwu
asete cybrnonynaumm 6onHu ¢ axSpA B pyTUHHaTa npaktuka, nogobpeHunsita B NpusHaumTe u CUMNTOMUTE
Ha axSpA ce 3agbpxaTt o ceamuua 24 npy 60nHMTE, KOUTO Ca OCTaHanNu Ha neyeHune. He ca nonyyeHyn HOBM
CurHanm oTHOCHO 6e3onacHocTTa.

U3sierieHue 3a uHaHcupaHe: UCB Pharma e ¢puHaHcupana moea npoy4eaHe u pestome. Om UCB
Pharma e HanpaseH camo ripeasnied 3a Hay4yHa U rpasHa mo4yHOCm.

Tabnuya 1. KnuHu4yHu pe3ynmamu u 0aHHU 3a 6e3onacHocm Ha cedmuya 12 u ceOmuya 24 3a nayueHmume c axSpA e
AS0002/CIMAX

AS/r-axSpA nr-axSpA Overall axSpA
(n=327) (n=146) (n=474)[a]

BL Wk12 Wk24 BL Wk12 Wk24 BL Wk12 Wk24
sl el e lalelalalaly
Mean (SD) (19) 22) (22) (17 23) 22) (18) 22) 22)

n =327 n=2325 n=235 n =146 n =142 n=106 n=474 n =468 n =342
BASDAI 50.5% 59.1% 53.5% 51.9% 51.3% 57.0%
CFB=<-2 - (45.0, 55.9) (52.9, 65.4) - (45.3,61.7) | (42.4,61.4) - (46.8,55.8) | (51.8,62.3)
% (95% Cl) n=2325 n=235 n =142 n =106 n =468 n =342
O6wwa borka B repba 6.8 4.2 39 6.7 4.3 4.0 6.8 43 3.9
[b] (2.2) (2.7) (2.6) (2.4) (2.6) (2.5) (2.3) (2.7) (2.5)
Mean (SD) n=2325 n =322 n=228 n=145 n=141 n=106 n=471 n =464 n=335
ASAS20 oTrosop 59.1% 67.6% 54.1% 55.4% 57.4% 63.8%
% (95% Cl) - (53.5, 64.6) (61.4,73.8) - (45.7,62.6) | (45.8,65.1) - (52.8,62.1) | (58.6,69.1)

n =303 n=216 n=133 n=101 n =437 n=318
ASASA0 oTroB0p 35.6% 38.0% 35.3% 36.6% 35.5% 37.7%
% (95% Cl) - (30.3,41.0) (31.5,44.4) - (27.2,43.5) | (27.2,46.0) - (31.0,40.0) | (32.4,43.1)

n =303 n=216 n=133 n=101 n =437 n=318
ASDAS 36 23 21 35 23 21 3.6 23 21
(CRP) (1.0 (1.2) (1.0 0.9 (1.0) (1.0) 0.9 (1.1) (1.0)
Mean (SD) n =292 n=271 n=199 n=129 n=122 n=95 n=422 n=239% n=295
ASDAS-ID 1.4% 21.4% 20.1% 0.0% 18.9% 24.2% 0.9% 20.6% 21.4%
% (95% Cl) (0.0,2.7) (16.5, 26.3) (14.5,25.7) (0.0, 0.0) (11.9,25.8) | (15.6,32.8) | (0.0,1.9) | (16.6,24.5) | (16.7,26.0)

n =292 n=271 n=199 n=129 n=122 n=95 n =422 n=239% n =295
ASDAS-CII 51.6% 60.7% 57.8% 57.6% 53.4% 59.8%
% (95% Cl) - (45.4,57.9) (53.5,67.9) - (48.5,67.1) | (47.1,68.2) - (48.2,58.6) | (53.9,65.8)

n =246 n=178 n=109 n=285 n =356 n =264
BASFI 5.4 3.8 35 5.1 35 33 5.3 3.7 35
Mean (SD) (2.5) (2.6) (2.5) (2.4) (2.5) (2.4) (2.5) (2.6) (2.5)

n =326 n=2324 n=234 n =146 n =142 n =106 n=473 n =467 n =341
sloelalolalalalsls
Mean (SD] (23) 27 (25) (18) (26) (25) 22) 27 (25)

n=327 n =320 n=228 n =145 n=141 n=106 n=473 n =462 n =335
HexenaHu cb6uTna fo u BknouuTenHo ceamuua 24, n (%)

AS/r-axSpA nr-axSpA 06uwo 3a axSpA
(n =462) (n=202) (N = 666) [a]

BcsikakBu Hexenanu cbouTus [c] 110 (23.8) 48 (23.8) 159 (23.9)
HeedekTvBHOCT Ha TepanusTa 46 (10.0) 15(7.4) 61(9.2)
Cepuo3HU HexXenaHu cbouTus 20 (4.3) 9 (4.5) 29 (4.4)
CepuosHn nHdeKLmn 5(1.1) 3(1.5) 8(1.2)
JlekapcTBeHO-CBBLP3aHM HeXenaHu 47(10.2) 24(1.9) 72(10.8)
cboUTUA

MpenctaBeHu ca HabniogaBaHuTe AaHHK 3a naumeHTute (Observed data). [a] MNMonynaumaTa ¢ AxSpA Bkntoysa 1 na-
LUMEHT CbC cycnekTeH HenoTebpaeH AS/nr-axSpA cbobpasHo knacudukaunoHHute kputepuu; [b] O6uiarta 6onka B repba
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e n3MepeHa nocpeacTBoM yucrneHa aHanoroea ckana (NRS), kbaeto 0 e "nuncea 6onka” n 10 e "Bb3MOXHO Hal-cunHa
6onka"; [c] JedunHuunsTa Ha HexenaHu cvbutusa (AEs) BkntouBa nunca Ha edmkacHocT 1 3aryba Ha edUKacHOCT; Cb-
6utuns, KouTo ce cpewat npu = 5% OT NaumeHTUTe CbrnacHo npegnoynTaHata TepmuHonorus cnoped MedDRA, Bepcus
19.0. Bemukv naumeHTu B rpynata, HabnogaeaHa 3a 6e30nacHOCT, ca MManv BCUYKM NaHupaHy BU3UTY Cred U3XO4HOTO
CbCTOsIHME U Ca MOIMKM Aa AOKNaABaT CBOMTE HEXeNnaHn CbOMTUS, He3aBNCMMO OT TOBa Aanu ca B rpyna C MbiHW aHanumsm.
AE: HexenaHu cboutus; ASAS20/40: Assessment of SpondyloArthritis International Society 20%/40% kpuTepum 3a oTro-
Bop; ASDAS: Ankylosing Spondylitis Disease Activity Score; ASDAS-CII: KnuHuyHo 3Hauumo nogobpeHue (HamansiBaHe
Ha ASDAS = 1.1 cnpsimo n3xogHo HuBo); ASDAS-DI: HeaktneHo 3abonssaHe (ASDAS < 1.3); BASFI: Bath Ankylosing
Spondylitis Functional Index; BASDAI: Bath Ankylosing Spondylitis Disease Activity Index; BL: naxogHo Huso; CFB: npo-
MsiHa cnpsMo u3xogHoTo HMBo; CRP: C-peakTueeH npotenH; PtGADA: Patient’s Global Assessment of Disease Activity.

KAMUNAPOCKOINCKWU NMPOMEHM NPU NAUMEHTU C MbPBUYEH ®EHOMEH
HA RAYNAUD C PA3JIMNYHA OABHOCT HA CUMIMTOMUTE

C. NNam6oga’, U. Miiller-Lander?

'KaTtegpa no nponeaesTvika Ha BbTpellHUTe 6bonectn, MeanumnHcku pakyntet, MeamumHcky yHuBepcuTteT — [nosams
2KaTteppa no BbTpeLUHN GonecTn n peBmatosnorusi, KnuHyka no peBmMatonormsi U KIIMHUYHa UMyHONorusl, YHmeepcutet
“FOctyc Nuinbux” Mincen, Knunnka “Kepkxod” — bag Hayxanm, Mepmanus

KanunapockonuaTta nma HapacTBallarta pons B CbBpeMeHHaTa pesmarornorus. CknepogepMHUAT Tun Ka-
nunsipockoncka kaptuHa 6e BkntoyeH B knacudmkaumnoHHute kputepum Ha EULAR/ACR 3a nporpecusa cuc-
TeMHa ckneposa (2013), a HopManHaTa KanunspocKoncka KapTuHa e YacT OT M3MOoNi3BaHUTE OUArHOCTUYHM
KpuTepum 3a MbpBu4eH deHoMeH Ha Raynaud (®P) Ha Le Roy n Medsger (1992) n Maverakis u cbaBT. (2014).
HesaBncumo OT TOBa, Npoy4BaHUATa C KONMMYECTBEHO M3MEpBaHe Ha KanunspoOCKOMNCKUTE napameTpu npu
nbpBuyeH PP n 3gpaBum nvua ca orpaHnyeHu.

Llen Ha n3cnegaHeTo Ge fa ce aHanManpaT KanunsipoCKOMNCKUTE NPOMEHU NPW NauMeHTn ¢ mbpeuyeH PP
C pasnuyHa gaBHOCT Ha CUMMATOMUTE.

B npoyuBaHeTo ca BkntoyeHn 31 naumeHTn ¢ nbpBuyeH OP (cnopen kputepuute Ha Le Roy u Medsger,
1992) Ha Bb3pacT — 47.3 = 14.68 rog., ot komTo 23 xeHu 1 8 mbxe. NauneHtute ¢ nbperuyeH OP ca pasge-
NeHn B 2 NOArpynu — ¢ AaBHOCT Ha cumnTomuTe Hag 10 1. (n = 14) n ¢ NPOABIPKUTENHOCT HA CUMMNTOMUTE
nog 10 . (n = 17). Uscnepsanu ca n 43 3gpaBu KOHTponu Ha Bb3pacT 49.30 + 16.09 rog. (34 xeHun, 9 Mbxe),
p > 0.05. KannnapockonckoTo n3cnenBaHe e nposefeHo ¢ Bugeokanunspockon Videocap 3.0 (DS Medica),
yBenudeHre 200x. Cbec codpTyepa Ha anaparta ca aHanuM3mpaHu KONIMYECTBEHO CrieQHUTE KanunsapoCKOMCKM
napameTpu — AMaMeTbp Ha apTepuanHoTo, BEHO3HOTO paMo M Ha anukanHaTa kanunapHa 6pumka, kanunsgpHa
NIBbTHOCT, Ab/MKMHA Ha KanunsipuTe.

YcTaHoBM ce, Ye cpegHuTe anameTpu Ha aptepuanHoTto (0.018 + 0.004 mm), BeHo3HOTO pamo (0.026 £
0.006 mm) n anukanHata kanunapHa 6pumka (0.024 + 0.005 mm) npu naumeHTn ¢ nbpeuyeH OP ca curHu-
(PMKAHTHO NO-LIMPOKN B CPABHEHME CbC CbOTBETHUTE AMaMETPU Npu 3apaBu KOHTponu, p < 0.05 (cpeaeH
OnaMeTbp Ha apTepuanHoTo pamo npu 3apasu nuua — 0.012 + 0.001 mm; Ha BeHO3HOTO pamo — 0.017 +
0.002 mm; Ha anukanHata kanunspHa 6pumka — 0.019 + 0.002 mm). CTOMHOCTMTE Ha cpeAHaTa ObJIKNHA
Ha KanunspuTe He ce pas3nuyaBaT CUTHU(UKAHTHO MpuY naumMeHTUTe ¢ NbpBudeH ®P un 3gpasute nuua.
Mpwn nogrpynata cnyyau ¢ aHamHe3a 3a CMMNTOMWU Ha nbpBuyeH ®P Hapg 10 r. ce Hamepuxa cnegHuTe
cpefHuU CTOMHOCTU Ha KanunapHuTe AnaMeTpu: cpedeH AnamMeTbp Ha aptepumanHoto pamo — 0.020 £
0.004 mm, cpeaeH aMameTbp Ha BeHO3HOTO pamo — 0.028 + 0.006 mMm, 1 cpegeH AnameTbp Ha anvkanHarta
Oopumka 0.027 £ 0.006 mm. YCTaHOBM Ce TEHAEHUMS 3@ NO-LUMPOKM KanunsipHU guameTpu nNpy naunueHTn ¢
NPOABIMKUTENHOCT Ha cumnTomMuTe Ha NbpBuieH ®P Hag 10 r. B cpaBHeHWe ¢ noarpynarta criyvyau ¢ AaB-
HOCT Ha onnakeaHusaTa nog 10 r.

OunatupaHeTo Ha kKanunsipHuTe GprMMKn Npy 60nHNM ¢ NbpBuYeH OP BEPOSITHO Ce ObIMKM HA MUHUMATHM
MUKPOBACKyrnapHu NPOMeEHN U MPOMEHEH Cb0B TOHYC KaTo pe3ynTtaT OT peunanBmpallmnTe atakum Ha Basocna-
3bM. [pOaBMKUTENHOCTTA HA ONSTAKBAHUATA U TSIXHATa TEXECT ca hakTopu, kouTo Bmxa mornu ga obycnasar
CTeneHTa Ha yBenu4yaBaHe Ha KanunspHUTe AnaMeTpu.
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Pe3yJ'ITaTMTe OT n3cneaBaHeETo co4art, Ye € Hanumue TeHgeHUna 3a no-nm3pa3eHo KannndapHo pasiwinpeHne
npun naunueHTn c no-ronama gaBHOCT Ha OonJiakBaHUATA. B pmonbnHeHne moxe ga ce HanpaBu 3aKI4YeHneTo,
4ye ONarHoCTU4YHO 3Ha4YeHune npu Kanmndapockonma Ha naunmeHTn ¢ NbpBUYEH ®P nma nuncata Ha AaHHK 3a
MUKpOaHrmonaTtua, a He NbfiHaTa ninca Ha KanunapoCKONCKU MPpOMeEHN.

CAPILLAROSCOPIC CHANGES IN PRIMARY RAYNAUD’S PHENOMENON PATIENTS
WITH DIFFERENT DURATION OF SYMPTOMS

S. Lambova’, U. Miiller-Ladner?

'Department of Propaedeutics of Internal Diseases, Faculty of Medicine, Medical University — Plovdiv
2Department of Rheumatology and Clinical Immunology, Justus-Liebig University Giessen, Kerckhoff Clinic —
Bad Nauheim, Germany

The nailfold capillaroscopy plays an increasing role in the contemporary rheumatology. The “scleroderma
type” capillaroscopic pattern has been included in the classification criteria of EULAR/ACR for systemic
sclerosis (2013) and the normal capillaroscopic picture is a part of the sets of diagnostic criteria currently used
for the diagnosis of primary Raynaud’s phenomenon (RP) — the criteria of Le Roy and Medsger (1992) and
Maverakis et al. (2014). Despite this, data from studies regarding quantitative measurements of capillaroscopic
parameters in primary RP and healthy subjects are scarce.

The aim of the study was to assess and analyze the capillaroscopic changes in primary RP patients with
different duration of symptoms.

31 patients with primary RP were included in the study (according to Le Roy and Medsger criteria,
1992), mean age 47.3 £ 14.68 years, 23 women and 8 men. The patients with primary RP were divided
into two subgroups — with duration of the symptoms more than 10 years (n = 14) and with duration
below 10 years (n = 17). 43 healthy controls were also examined, mean age 49.30 + 16.09 years, p >
0.05, (34 women, 9 men). The capillaroscopic examination was performed using videocapillaroscope
Videocap 3.0 (DS Medica), magnification 200x. The main capillaroscopic parameters were analyzed
with the software of the device e.g., diameters of the arterial, venous limb and apical capillary loop,
capillary density, capillary length.

The mean diameters of the arterial (0.018 + 0.004 mm), venous limb (0.026 + 0.006 mm) and the apical
capillary loop (0.024 + 0.005 mm) in primary RP patients were found to be significantly higher as compared
with the respective parameters in healthy controls (mean arterial diameter in healthy subjects — 0.012 + 0.001
mm; mean venous diameter — 0.017 + 0.002 mm; mean diameter of the apical capillary loop — 0.019 + 0.002
mm), (p < 0.05). The mean capillary length in primary RP patients did not differ significantly from those in
healthy subjects. In patients with history for symptoms of RP longer than 10 years the following mean values
of the capillary diameters were measured: mean arterial diameter — 0.020 £ 0.004 mm, mean venous diameter
—0.028 + 0.006 mm and mean diameter of the apical loop — 0.027 £ 0.006 mm. It was detected a tendency
for wider capillary diameters in primary RP with duration of symptoms more than 10 years vs the subgroup of
cases with symptom duration less than 10 years.

Capillary dilation in primary RP is probably associated with minimal microvascular changes and altered
vascular tone as a result from the recurrent vasospastic attacks. The symptom duration and their severity are
factors that may influence the degree of increase in capillary diameters.

The results of the study indicate that there is a tendency for greater capillary dilation in patients
with longer symptom duration. In addition, it could be concluded that diagnostic capillaroscopic finding
in primary RP patients is the absence of features of microangiopathy but not the complete absence of
capillaroscopic changes.
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LATE OCCURRENCE OF FIBROUS DYSPLASIA IN A PATIENT
WITH THE MCCUNE-ALBRIGHT SYNDROME

E. Kupunosa', H. Kupunog?, C. Bnagegsa'

"Tpakuitckn yHuBepcuteT — Ctapa 3axopa, 2MeauumHcku yHnsepcuteT — Cocus

The McCune-Albright Syndrome is a disorder which affects the endocrine system, bone and skin. It
manifests itself with one or many of these features: fibrous dysplasia, cafe au lait skin pigmentation and
hyperfunctioning of the endocrine system. Fibrous dysplasia is disorder in which the normal bone tissue is
replaced with fibrous tissue and causes deformations and fractures. We present a 26-year old female patient
diagnosed with central precocious puberty at the age of 2 years and 8 months who was treated with human
luteinizing hormone-releasing hormone (LH-RH) analogue until 11 years of age. Normal bone development
was successfully achieved through the years and she did not have any proven disorders of the musculoskeletal
system. No abnormalities of the skin were observed. At the age of 26 the patient started suffering from a
sudden and severe pain in the left lower back area with the presence of a paravertebral contracture and
muscular weakness in the legs. Laboratory data excluded inflammation and malignancy. The hormone profile
did not show any changes. Osteodensitometry was within the reference range. X-ray of the pelvis detected
fibrous dysplasia in the right femoral neck. After a computer tomography (CT) of the lumbar spine a fracture
with a bone fragment with the size of 3/1.4 mm was detected in the area around L3/L4 left facet joint. These
facts gave us the reason to accept the McCune-Albright Syndrome as diagnosis. Patients with the McCune-
Albright syndrome even those with asymptomatic form of the disease should stay under constant medical
supervision by a rheumatologist.

HALWINAT OMNMUT C NPUNOXEHUETO HA HOBUTE ANIFTOPUTMWU HA TARGETED
ULTRASOUND INITIATIVE (TUI) 3A U3MOJNI3BAHE HA MYCKYJTHO-CKEJIETHATA
YINTPACOHOIPA®UA MNMPU NAUMEHTUTE C PEBMATOUOEH APTPUT

T. CanyHmxueBa, P. Kapanunoga, . Togopos, A. Batanos

KnuHuka no pesmatonorusi, YMBAI ,Kacnena”, Kategpa no nponenesTuka Ha BbTpellHuTe 6onectn, MeguumHcku dakynTer,
MeguunHckn yHuBepceuteT — [nosgus

Llenta e oa ce yctaHoBM nonsarta oT HoBuTe anroputMu Ha TUI 3a npakTuyeckoTo npunoxeHne Ha MCYC
npv naumeHTnTe ¢ PA B exxegHeBHaTa peBMaTornormyHa npakTuka.

M3BbpLunxmMe coHorpadpcko uscneasare Ha 77 naumeHTun. Mo Anroputsem 1 (A1) oueHnxme 14 naumeHTw,
no A2 nno A3 —no 11, no A4 n no A5 — no 13, no A6 — 15 naumeHTn. Ha Bcekn naumeHT ns3pbpunxme Gray
Scale (GS) n Power Doppler (PD) yntpacoHorpadus Ha 46 cTaBu, kaTo M3non3saxme exorpadckm anapar
Mylab 70, Esaote, 6-18 MHz.

A1. MCYC npu nayueHmu ¢ puck om paszsumue Ha PA. YCTaHOBUXME CyOKITMHUYEH CMHOBUNT Ha GS npwu
50% (7/14) ot naumeHTuTe, Npn 28.5% (2/7) ot Tax — ¢ nosutmeeH PD curHan. A2. MCYC npu nayueHmu, Kou-
mo usnwrHgeam kpumepuume Ha ACR/EULAR 3a PA. Mpu 82% (9/11) OoT naumeHTnTe C KNMHUYEH CUHOBUNT
noTBbpAMXMeE Hannumeto Ha cuHoBunUT Ypesd MCYC — npu 33% (3/9) camo Ha GS, npu 67% (6/9) n Ha PDUS.
A3. MCYC 3a oueHka Ha bornecmHama akmueHOCM rpu nayueHmu Ha KOHe8eHUuOoHariHa mepanus. 27% ot
naumeHtuTe (3/11) nocturHaxa Jo6bP KMMHUYEH OTrOBOP Ha TPETUS Mecel, creq 3anovBaHe Ha Tepanus C
MTX (npomsaHa B DAS28 > 1.2). Upes MCYC yctaHoBuxme cuHoBunUT Ha GS npu 66.6% ot Tax (2/3) (npw
33.3% — PD nosutuBeH cuHoBunt, Grade 2 (Gr. 2)), n nunca Ha cuHoBunT npu 33.3%. 73% OT naumeHTuUte
(8/11) Ha 3-Tn MeceL, MMaxa NnoL KNnHU4YeH oTroBop (MpomsiHa B DAS28 < 1.2). Ypes MCYC oTkpuxme Hanu-
yne Ha GS cuHoBUUT npu 62.5% ot Tax (5/8), npu Bcnykn ¢ nonoxuteneH PD curHan (Gr. 2). A4. MCYC 3a
oueHka Ha boriecmHama akmueHocm fpu nayueHmu Ha buonozguyHa mepanus. 61.5% ot nauneHTute (8/13)
bsxa ¢ 4o6bp KNMHUYEH OTFOBOP Ha TPEeTU Mecel, cnep 3anoysaHe Ha neveHmerto. Ypes MCYC ycTtaHoBMXME
Hannune Ha GS cuHoBuKT Npu Benydkn (100%), kato ¢ nonoxuTeneH PD curban 6axa 50% ot naumeHTuTe
(4/8), Ho Tou Bewe cnab (Gr. 1). 32.5% ot naumeHTuTe (5/13) 651xa C NOLW KMMHWYEH OTTOBOP, KaTo BCUYKU
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umaxa GS cuHoBunT 1 80% (4/5) — nonoxuteneH PD curHan (Gr. 2). A5. MCYC nipu nayueHmu cbc 3az2yba
Ha nbp8oHayarieH 0maoeop Ha KOH8eHYuUoHanHa/buonosuyHa mepanus. Hanvune Ha GS CUMHOBUUT yCTaHO-
BuxmMe npu 92% ot naumeHtute (12/13). MNMpn 62.5% OT NnaumeHTUTe Ha KOHBEHUMOHanHa Tepanus (5/8 — Gr. 2)
n npu 40% OT Te3un Ha BruonornyHa Tepanus (2/5 — Gr. 1) cuHOBUUTBLT Belwe ¢ nonoxuTteneH PD curHan. A6.
MCYC 3a oyeHka Ha nayueHmu 8 pemMucusi/c Hucka bonecmHa akmugHocm. [1py BCUYKM NaLMEHTU B KITMHNY-
Ha pemMmncus Ha KOHBEHLMOHAaNHa Tepanus ycTaHoBUXMe Hanuune Ha GS cnHoBuuT, KaTto npu 45% (4/9) Ton
Bewwe c nonoxuteneH PD curHan (Gr. 1). MNMpu 83% (5/6) oT nauneHTUTE Ha BrUonornyHa Tepanusi OTKpPUxXMe
GS cuHoBuuT 1 npn 40% (2/5) — Hann4yune Ha PD curnan (Gr. 1).

Cwmdartame, 4ye gobassHeto Ha MCYC kbMm yvacT A Ha kputepunte Ha ACR/EULAR ot 2010 r. we ysenuun
TAXHAaTa YyBCTBMTEMHOCT, 0COOEHO Mpu NauneHTn ¢ paHeH apTput. CoHorpadusaTa moxe ga ontMmMuanpa Mo-
HUTOPMPAHETO Ha TepanusaTa Ype3 NoanomaraHe Ha B3EMaHETO Ha TepaneBTUYHM PELUEHUS Cnopes Hanmum-
€TO M aKTMBHOCTTa Ha CMHOBMMTA KaKTO MpuW MaUMEHTU C akTUBHO 3abonsiBaHe, Taka v Npu Te3un B KNNMHUYHA
pemMmucus.

NOBNMUABAHE HA TEXBbK ABUTATENEH OAE®ULUUT NPU NALIUEHTHU
C MIOKOKOPTUKOMA-MHAOAYLUNPAHA OCTEOINOPOS3A YPE3 BEPTEBPOIMJIACTUKA

M. EpmeHueBa, XK. HenkoBa, [1. KanuHoBa, LiB. MNoHeBa, P. PawkoB

Knuxuka no pesmatonorusi, YMBAI ,,C.. NBaH Punckn” — Cogusi

[MoKoKopTMKONA-MHAYLMpaHaTa OCTeonopo3a € CepuoseH Meagnko-coumaneH npobrnem, CBbp3aH C LWMpo-
kata ynotpeba Ha rmtokokoptukonam (MK) B pasnuyHm cpepun Ha cbBpemeHHaTa meamumHa. Npu ynotpebata
Ha 'K eQuH oT Hal-BaXkHUTE CTpaHUYHM edpeKTM e KoCcTHaTa 3aryba. Ta HacTbnBa paHo M € Hal-ronsiMa npes
nbpBuTe 3-6 Meceua cnep 3ano4veaHe Ha nedeHneto ¢ K. Mpu 30-50% OT naumMeHTUTEe Ha XPOHUYHO feYeHne
c K ce ycTaHoBsiBaT (hpakTypu, KaTto Han-4ecTo Te ca BepTebpanHu n Ha 6eapeHara wuiika. OcTeonoposHuTe
dpakTypu BogaT Ao 6onka u MHBanuamsaums, orpaHnyeHne Ha yHKUMOHaANHUS KanauuTeT, Aenpecust npu
BeYe yBpPEeAEHN OT NoAexalloto 3abonsaBaHe MegukameHTu.

Llenta Ha HacTodwaTta pabota e ga ce OueHM nornsata OT BepTebponnactukara Kato MeToq Ha fede-
HMe Npu TpMMa B0MHU C MMIOKOKOPTUKOMA-MHAYLIMPAaHa OCTeONopo3a M KOMMPECUOHHW NpeLLTIeHHU hpakTypu.
O0beanHABaLLOTO B TPUTE KNMHUYHM CIyyasi e, Ye NpeacTaBaT 60MHM CbC CUCTEMHO 3abonsaBaHe Ha CbeaVHU-
TenHarta TbKaH, NekyBaHu npoabikutenHo spemMe ¢ 'K, pa3sunu rmokokopTUkona-mHayLmpaHa octeonoposa
n BepTebpanHu opakTypu, BOAELLM OO TEXKA MHBaANUan3aumns.

[MbpBUAT KNMHMYEH criydar € Ha 6onHa ¢ NoNMMMMO3NT, NpoBexaala cuctemHa Tepanusa ¢ MK, ¢ guar-
HOCTMUMpaHa [MIOKOKOPTUKOMA-NHAYLMPaHa OCTeonopo3a 1 KOMNpecnoHHa gpakTypa Ha BTopu nymbaneH
npewneH. BropusT knvHuyeH cnyyar npegctaBsa naumeHTka CbC CUCTEMEH NyMnyC epuTeMaTosyc, Ha CUCTEM-
Ha Tepanusa c 'K, kaTo no noBog cunHa Gornka B TopakaneH v nymbaneH otgen Ha rpbbHaka e npoBedeHo
MarHMTHOPE30HAHCHO u3crefBaHe M ca JoKaszaHuM KOMMPECUOHHU hpakTypu Ha HAKonko Huea (Tx8, Tx10,
Tx12 v J11). TpetuaT KnuHu4eH cnyyYan e Ha BorHa ¢ NPUNOKpPMBAaLLO peBMaTUYHO 3abonsiBaHe, nekyBaHa
npoabImKMTENHO BpeMe ¢ K, ycTaHOBeHa ocTeonopo3a U MarHUTHOPE3OHAHCHU AaHHU 332 KOMMPECUMOHHMN
dpakTypu Ha Tenarta ot Tx12 go J15.

Mpn Tpumata 6onHM e npoBedeHa BepTebponnactuka B KnuHukata no HeBpoxupyprus — YMBAIJT ,Cs..
WMBaH Punckn”.

BepTtebponnactukata € MUHMMAanHO MHBa3MBHA MHTEPBEHLUS, KOATO pedyuunpa O0nKoBUS CUHLPOM,
npegnassa OT pa3BUTUE Ha Texku BepTebpanHu gedopMuTeTn, pegyumpa pucka oT nocrnefBallia MHBa-
nnau3aums Ha NaumeHTuTe, 3HaYMTENHO NogobpsBa Ka4eCTBOTO Ha XMBOT M Bb3CTaHOBSBA ABUraTeriHuS
KanauuTer.
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NMALUMEHTKA C BUCLIEPAITHA NTAULLMAHUO3A

C. MapuHueBa, P. Ctounos

Knuxuka no pesmatonorusi, YMBAI "Cs. NBaH Punckn” — Cogusi

BucuepanHata navumMaHnosa e npoTo30MHO, TPaHCMUCUBHO 3abornsiBaHe, KOETo npoTuya ¢ pebpunurer,
xenatomeranusi, CnfieHoMeranusl, aHemus, JIeBKONeHnsl, TPOMOOLIMTONEHUSA U N3MbPLLABSIBAHE N CE Xapak-
Tepuanpa Cc BUCOKA CMbPTHOCT nopaau obryanHo KbCHOTO AuarHoctuumpaHe. bonecTtTta e pasnpocTpaHeHa
B A3ng, Adpuka, UeHTpanHa n KOxHa Amepuka n KOxHa EBpona cbe 3abonsemoct 0.2-0.4 MNH. roamLHo.
CuUCTEMHUAT Nynyc epuTeMaTo3syc € CUCTEMHO aBTOMMYHHO 3abornsiBaHe, KOETO MOXE a 3acerHe BCEKM OpraH
Uy cMCTEMa Ha TANOTO, BIIOYUTENHO M TUMMYHO Aa NpoTunya ¢ hebpunurtet, xenato- U cneHoMeranus, aHe-
MUS 1 NeBKO- 1 TpoMmboumToneHns. CMbpPTHOCTTa Bapvpa B LLUMPOKN FPaHNLM B 3aBUCMMOCT OT aHraxvpaHuTe
OpraHu 1 CUCTEMM U € NMO-B1COKa NP XXEHWN B ETEPOAHA Bb3pacT U Mo Bpeme Ha OpeMeHHOCT.

MpepctaBsMe KMMHUYEH Criyqal Ha NauMeHTKa Ha 26 . ¢ OCTPO Bb3HUKHaNM onnakeaHusa 5 cegmu-
UM npeau nocTtaBsHETO Ha auarHodata. O6eKkTUBM3NPpaHU ca CnefHUTE OTKIOHEHMS OT: cTaTyca — TOKCO-
WMH(PEeKUNO3eH CMHAPOM (XMnepnmpekcus) ¢ Npody3HN MU3NOTSBaHWUS, KOHCYMaTUBEH CUMHAPOM, Koconag,
cnneHomeranusi, 6bp3onpexogeH epuTeMeH obpMB B MHIBMHAMHa U aHanHa obnacT, Wwym B ywuTte, 6bp-
3onporpecupall, aHeMM4eH CMHAPOM; nabopaTopHu nacnensaHns — BTopuvHa XXIOA, neBkoneHus, numdao-
neHus, TeHOEHUNS 3a TPOMOOLIMTONEHNS, BUCOKN Bb3NanuTeNHN NokasaTenu, XmnoandyMmHeMusi, pasgsu-
XXeHU YyepHoapoOHu eHaumu, J1OX n KOK, npotenHypus; obpasnn nacnegsaHus — Exoll Ha KOpeMHMU opraHu
(cnneHomeranus), Ro-rpadust Ha cUHycK (OBYCTpaHeH MmakcunapeH cuHyut), KT Ha rpbaeH Kow n abgomeH
(cnneHomeranus), KanuNsapockonusa — ob6¢. BTOpMYeH cMHApPOM Ha Reynaud; mmukpobruonornyHmn nacnensa-
HUS — XrTaMyans NHeEBMOHMe (nonoxutenHn IgM aHTuTena), KocteH Mo3bk — Leishmania donovani, T-SPOT
— TB HepasrpaHu4mMM; KNeTb4yeH MMYHUTET C abConTHA M OTHOCUTENHA NMMMONEHNST C MOHWXKEHNE Ha
Opos Ha n3cnegBaHnTe kneTbyHK nonynauuun, EKI — cuHycoBa Taxukapgus. MNMaumeHTkata e KoHcynTupaHa
c odhTanmonor, HeBponor, eHgokpuHornor, Al n YHI — 6e3 gaHHM 3a MHAEKLMNO3HO OrHULLEe, C XemaTonor
(XOA, n oByKkpaTHO — nMNceaT AaHHU 3a OHKOXEMaTONorMyHo abonsiBaHe), ¢ UHPEKLUMOHNCT, U 5-kpaTHoO, C
NPOTMBOPEYMBU 3aKNioYeHUs (MocrneaoBaTernHo NOTBbPAEHA U OTXBbprieHa AmarHosa MHMeKLno3Ha MOHO-
HyKkrneosa, AuarHosa xpoHumyHa HBV uHekunsa ¢ HUCBK UMTONUTUYEH CUHAPOM, OTXBbPrieHUN MHAEKLMM
— Q-Tpecka, xnamuguanHu n MukonnasmeHun nHgekumn, HIV; oTxebprneHa navwiMaHnosa; gokasaHa BucLe-
panHa navwMaHmo3a — Muenorpama).

Cny4aaT npencraensBa AMarHoCTMYeH npobrnemM nopaan NpUNokpuBaHe Ha KNMHUYHAaTa M3siBa Ha ABeTe
3abonsBaHMsA 1 MHOTOKpPaTHUTE NMPOTUBOPEYMBI 3aKITHOYEHNSA OTHOCHO HaNMYMeTo UNn He Ha uHdekuuns. Cneg
OKOHYaTENHOTO AMarHocTuuMpaHe Ha BucLepanHaTa navwmaHuosa, naumeHTkata 6e HacoveHa 3a nedyeHvie
KbM MH(PEKLMO3HA KMMHUKA C MbJIHA KOPEKLMSA B Nnokasatenute B Kpas Ha MbpBMS Mecel, OT HavarnoTo Ha
TepanusTa.

A PATIENT WITH VISCERAL LEISHMANIASIS

S. Marincheva, R. Stoilov

Clinic of Rheumatology, UMHAT "Sv. Ivan Rilski " — Sofia

Visceral leishmaniasis is a protozoan transmissible disease presenting with fever, enlargement of the
liver and spleen, anemia, leukemia and thrombocytopenia and weight lost, and is characterized by high
mortality due to delay of the diagnosis as a rule. It is commonly seen in Asia, Africa, Central and South
America and southern Europe with an incidence of 0.2-0.4 million per year. Systemic lupus erythematosus
is a systemic autoimmune disease that can affect any organ or system of the body, and presents including,
but not limited to, with fever, hepato- and splenomegaly, anemia and leuko- and thrombocytopenia. Mortality
varies widely depending on the organs and systems involved, and is higher in women of childbearing age
and during pregnancy.
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Clinical case: A26 year old female patient with sudden onset of her complaints 5 weeks before the diagnosing.
The following signs and symptoms were proven: status — toxo-infectious syndrome (hyperpyrexia) with profuse
perspiration, weight lost, hair loss, splenomegaly, transient erythemal rash in the inguinal and anal area,
tinnitus, anemia; blood tests — secondary anaemia, leukopenia, lymphopenia, tendency to thrombocytopenia,
high inflammatory variables, hypoalbuminemia, high liver enzymes, LDH and CPK, proteinuria; imaging tests
— echography of the abdomen (splenomegaly), X-ray of sinuses (Bilateral Maxillary Sinusitis), chest CT and
CT of the abdomen (splenomegaly), capillaroscopy — secondary syndrome of Reynaud; microbiology/serology
tests — Chlamydia pneumonia (positive IgM antibodies), bone marrow aspirate — Leishmania donovani, T-
SPOT — TB indistinguishable; cellular immunity with absolute and relative lymphopenia with a decrease in
the number of cell populations studied, ECG - sinus tachycardia. A number of specialists explored findings —
ophthalmologist, neurologist, endocrinologist, gynecologist and otorhinolaryngologist with no evidence of an
infection, hematologists (anemia, and twice — no evidence of any haematological neoplasms) and specialist
in infectious deseases, 5 times, with controversial conclusions (presence and absence of active infectious
mononucleosis, presence of chronic HBV infection with low cytolytic syndrome, exclusion of Q-fever, chlamydial
and mycoplasmal, and HIV infections, absence and presence of leishmaniasis).

This patient presents as a diagnostic problem due to the overlapping clinical manifestation of the two
diseases and due to the repeated misdiagnosing of the infection. The patient was targeted for treatment after
the diagnosis of visceral leishmaniasis with a full correction of all signs of infection in the end of the first month
of therapy.

MAC Unun CNE

C. MapuHueBa, P. Ctounos

KnuHuka no pesmaronorus, YMBAI "Cs. WBaH Punckn” — Codoms

MOC ca rpyna HeonmacTU4HW KNoHamHu 3abonsBaHWs Ha CTBOMoOBaTa KfeTka C KOCTHOMO3b4YHa
HeLoCTaTbYHOCT Mopagu MOBULLEHA amnonTo3a, nepudepHa UUTOMEHMS U HanuyMe Ha 6rnactu B KOCTHUS
MO3bK — OT HsIKONKO 0 19%. B okono 25% oT cny4auTe CbLUeCTBYBa PUCK OT TpaHcopMaLms B ocTpa Mue-
novgHa neBkeMUsI.

Mpencraes ce KNMHUYEH CnyYyan Ha nNauueHTka ¢ gebT Ha 6onecTTa 8 Meceua npeay NbpBarta Xoc-
nutanusauma B KnnHukata npes cpespyapu 2018 r. [1o aHaMHECTUYHM 1 NO JaHHM OT MeguumMHcKaTa gOKy-
MEeHTaLMsa NOCTENEHHO Npe3 MNbpPBUTE 5 Mecela ce pa3BMBaT: ABYCTPAHEH FOHUT, NIEBKOMNEHNUS, aHeEMUS, a
BNocneacTeme — NaHUMTONEHUS, BAnNa KkBagpunapesa, eputpogepmus. Ha 3-tua mecey cneg nposefeHa
KM 6uoncusa e noctaBeHa AvarHosa Apyrv MMENoAMChNacTUYHN CUHAPOMU C peddpakTepHa LUTONEeHUs
C MynTUnuMHenHa gucnnasma. Cnegsart exXeMecevyHn xocnutanusauum, No BpeMe Ha KouTo npu 6onHaTa
ca npoBexgaHn xemoTpaHcdy3nm No crnewHocT. MNMauneHTkaTa He € nekyBaHa C KOPTUKOCTEPOMAN B aM-
oynaTopHu ycrnoBus. [InarHosata CJ1IE e yToyHeHa npu nbpBaTa xocnutanusauus npes3 despyapu 2018
r. ToraBa e 06CbAeHO Ha4yano Ha NyrcHW Tepanun ¢ METUNNPEAHU3OMOH U uuknodgocdamng (Bsna Keag-
punapanuaa ¢ 4-mecevHa JaBHOCT, TEBKONEHUs, TPOMOOLMTONEHUS, aHeMusi, eputpogepmMust ¢ Hag 95%
3acqaraHe Ha koxarta, AHA-UN® (Hep) > 1:1280, anti-dsDNA 68, anti-Nucleosomes 50, Huckun C3 — 0,43,
n C4 - 0,1), kouTto He ca nNpoBefeHn nopagmn yTouHeHus npeau Toea MAC. Mo Bpeme Ha nbpBaTa xocnu-
Tanusaumse oTkasdaHo nposexgaHe Ha KM 6uoncus. Cnen egHoMecedeH Kype Ha nevyeHve ¢ meTtunnpe-
HU30MnoH 1 Mr/Kr/TT nauMeHTKaTa € C YaCTUYHO Bb3CTAHOBEHN [BWXEHMATA Ha KpanHULMTE ANCTaIHO OT
NaKkbTHU U KOMEHHM CTaBu U kopurmpaHu nokasartenu Ha lKK. MNMpoeegeHa e KM 6uoncua cbe 3akntoye-
HWe, Ye NUNcBaT NaTonorMyHM Haxo4Kku B KNeTbYHUTE peanuu.

Kacae ce 3a naumeHTka cbe CJIE ¢ KbCceH AebloT € aHraxvpaHe Ha Koxa, CTaBu, C XemaTtoniormyHa u
HeBpororm4yHa oopma, C BUCOKa akTUBHOCT Ha BonecTTa, NokasaHa 3a Hadano Ha Tepanusi C BUCOKM 031 Me-
TUINPEAHU3O0IOH, UuKnodocdhammna n UMyHOBEHUH, CUMNTOMaTUYHa Tepanms 3a KOPEKLUS Ha eneKTPONUTHU-
Te OTKIOHEHUS], XenaToNPOTEKTMBHA TEpanus 1 fie4eHe Ha HOBOOTKPUTUSA 3axapeH anabeT. Npu nocnegHaTa
xocnuTanusauus B KnuHukata ce noTBbpAM oKoHYaTenHata guarHosa CJIE 1 He ce noTBbpAM Hanmuuve Ha
MIC. MHmuumnpaHo 6e neveHne B NbiieH 06em.
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MDS VS SLE

S. Marincheva, R. Stoilov

Clinic of Rheumatology, UMHAT "Sv. lvan Rilski " — Sofia

MDS is a group of neoplastic stem cell clonal diseases with bone marrow failure due to increased apoptosis,
peripheral cytopenia and presence of blasts in the bone marrow of several to 19%. In about 25% of cases,
there is a risk of transformation into myeloblastic leukemia.

A 56 years old female patient with a disease onset 8 months before the first hospitalization in the
clinic in February 2018. According to medical records and source documentation, in the first 5 months the
following progressively developed: bilateral arthritis of the knee joints, leucopenia, anemia, with subsequently
pancytopenia, quadriparesis, erythroderma. MDS with refractory cytopenia with multiline dysplasia was
diagnosed at the 3rd month after a BM biopsy. Monthly hospitalizations followed, during which a series of
emergency hemotransfusions were performed. The patient was not treated with corticosteroids after each
dehospitalization. Diagnosis SLE was established during the first hospitalization in February 2018 and at that
moment it was considered the initiation of pulse therapies with methylprednisolone and cyclophosphamide
(quadriparalysis, leukopenia, thrombocytopenia, anemia, erythroderma with over 95% skin involvement, ANA
— (Hep) > 1: 1280, Anti - dsDNA 68, Anti-Nucleosomes 50, low C3 — 0.43, and C4 — 0.1), but it was not
initiated due to previously diagnosed MDS. A partial restoration of movements distal from the elbow and knee
joints and correction of blood cell parameters was observed after a one-month course of methylprenisolone
treatment. During the second hospitalization a new BM biopsy was performed, the results of which enabled
treatment with CS and cyclophosphamide.

In this case, a patient with late onset of SLE with a skin, joint, hematological and neurological involvement
with high disease activity, which was indicated for therapy with high doses of methylprednisolone,
cyclophosphamide and gamma globulins, therapy for electrolyte abnormalities, hepatoprotective therapy and
treatment of newly diagnosed diabetes mellitus. During the second hospitalization, the previously established
diagnosis of SLE was confirmed, and no MDS was confirmed at this stage. Full-volume treatment was initiated.

OBSERVATIONAL STUDY ON ADHERENCE TO URATE-LOWERING THERAPY
AND ANTI-INFLAMMATORY TREATMENT OF PATIENTS WITH GOUT BEFORE
AND AFTER ATTENDING SEMINAR FOR PATIENTS

0. V. Zhelyabina, M. S. Eliseev, M. N. Chikina, S. A. Vladimirov

VA Nasonova Research Institute of Rheumatology — Moscow, Russia

Recommendations of the Expert Committee of the European anti-rheumatic League (EULAR) include
aspects of patient training. There is evidence of improved patient adherence to treatment and better
achievement of results after training.

Objective: assessment of treatment of patients with gout on the main points of international recommendations
EULAR before and after attending training seminar for patients.

There were 300 pts with gout, 36 (10%)women and 264 (90%) men, mean age — 54 + 12,7, mean duration
of the disease 9 £ 1.12, gout diagnosis was established on average in 48 [12; 60] months. Everyone was
invited to attend the seminar. 200 persons (66%) refused, 100 pts (34%) visited the seminar. The treatment of
pts with gout was evaluated on the main points of the EULAR before and after attending the seminar for pts.

In the group who attended seminar 12 (12%) women and 88 (88%) men, the mean age 53.1 + 12.2.
Median frequency of exacerbations initially (for the previous year) — 20 before training, 12 (12%) pts could
independently stop the attack (item 1,2), after training 76 (76%) pts (p < 0,01). With anti-inflammatory
preventive purpose (item 4) took NSAIDs-39, GK — 6, colchicine 55 pts. At the beginning of study constantly
receive the therapy (item 5, 7-9): 44 (44%) pts, in a year 82 (82%) pts, from them allopurinol 65 pts (65%),
febuxostat — 35 pts (35%) (p < 0.01). Constantly receive the therapy in a year of follow-up 98 pts (98%):
allopurinol — 55 (56%), febuxostat — 43 pts (44%) (p < 0.01). The target level of serum urate acid (point 6) was
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initially reached in 33 (33%) pts, in a year — in 82 (83%) pts (p < 0.01). Median frequency of exacerbations
after a year of observation — 4 [1; 7].

There was an improvement in the patients adherence to therapy after training seminars. Greater compliance
was observed in patients receiving febuxostat and receiving preventive anti-inflammatory therapy.

Bb3MNAJIEHUE U TUPEOUOEH ABTOUMYHUTET MNPU BOJIHU C PUBPOMUATTUA

B. PewkoBa', 3ap. KameHoB?, A. MNaTteBa?, A. LlakoBa?, 3n. Konapos', P. Pawkos'

'KnuHuka no peemaronorusi, YMBAJT ,Cg. MiBaH Puncku” — Codus
2KnuHuka no eHgokpuxonorus, YMBAJ ,AnekcaHapoBscka” — Codomst
SLleHTpanHa knuHu4yHa nadopartopusi, YMBAJ1 ,AnekcaHapoBcka” — Cogust

dubpommanrusaTa (PM) e xpoHuyHa, HegereHepaTMBHa U HeBb3nanuTenHa 6onect. ToyHaTa eTnonorns
He € fICHa, HO € CBbP3aHa CbC CTPEC U MPOMEHN B HOpMarnHaTta (OyHKUMS Ha xunotanamyc-xunogpunsa-Haadb-
BpeyHaTa oc. OTaeneHnTe LMTOKMHU BOOAT A0 NMPOMEHM BbB (DYHKUMATA Ha Tasm OC MU ca NPUYMHAa 3a pasHo-
06pasHN KIMMHUYHN CMMMNTOMU. B3anmogenctBmeTo mexay MMyHONOTMYHUTE MEXaHM3MKU U naToreHesarta Ha
OOoNKoBUS CMHAPOM BOAM A0 MPOMSIHA B KOHLEHTpaUMATa Ha HAKoM UMTokMHKM npyu ®M. Llenta Ha n3cneaBsa-
HETO e Aa ce yCTaHOBYM Bpb3kaTa MeXAy HMBaTa Ha HAKOM Bb3NanuTernHy MapKkepu, Hann4mMeTo Ha TMpeonaeH
aBTOMMYHUTET 1 Npara Ha bonkata npu nauneHTn ¢ ®M. B HabntogeHneTo ca BkntodeHn 43 xeHn Ha cpegHa
Bb3pacT 46.1 + 10.5 roamHun n 18 3gpasmn koHTponu. OT TAX 23 eHn ca BbB Bb3pacToBaTta rpaHuua 43-49
roguHu. [iBagecet u Tpu ot xeHute (53,5%) ca B MeHonay3a, HATO edHa OT TSX He Npuema XOpMOHaInHo-3a-
mecTtutenHa Tepanus. OT BknodeHuTe xxeHn ¢ ®M 74.4% ca eytnpeonghu, 23.1% — xunotnpeongnu (10.3%
MeanKaMeHTO3HO KoMneHcupaH, 12.8% — HeKoMneHcupaH) n caMo efHa xeHa e xuneptnpeongHa. Makap ga
He MOXeM [a NOTBbPAMM CTaTUCTUYECKM 3HAYMMa pasnvka B MposiBaTa Ha Bpb3ka MeXay MHTEPNEBKUH 17 1
aBTOHOMHaTa HeBponaTtus npu 6onHmute ¢ ®M (p = 0,237), ce ycTaHOBsIBa SICHO U3pa3eHa pasnuyHa Kopena-
umns. He ce yctaHoBM 3Ha4Mma Bpb3ka Mexay HuBaTta Ha IL-17 npu xeHn ¢ ®M 1 3gpaBu KOHTPONU, BbMPEKM
TeHaeHumuaTa 3a 3 NbTy No-BMcokM HuBa npn ®M (33.1 £ 128.7 vs. 9.1 £ 9.8). Tean pesyntatn o3Hayagar,
Yye OLUeHKaTa Ha TMPeouaHWs cTaTyc e BaxHa npu 6onHu ¢ PM. PasnnkaTta B KOHLEHTpauus Ha CepymMHUS
KopTun3on npu 60nHM cbe 1 6e3 aBTOMMYHEH TUPEOUANT He OKa3Ba LOCTOBEPHO BMMsIHUE BbpXy Oonkarta npu
®M. NMpoBeOeHOTO KMMHUYHO HabniogeHne u u3cneaBaHeTo Ha GoNHWTE BOAWM OO MPaKTUYECKU pesynTaTw,
CBbp3aHM C YCTaHOBSIBAHETO Ha XMNOTUPEOMAM3bM KaTo npuyunHa 3a ®M npu noseuve ot 30% oT GonHuTe.
YcTaHoBSsIBa Ce ACHO OTYETNMBA pasnuka B KOHLEHTpauusita Ha MHTeprneBkMH 17 — no-Bucoka npu 6onHu ¢
®M, cpaBHeHV CbC 34paBy KOHTPONKU. ToBa NoKassa, Ye NPoLecHhT Ha Bb3narneHne e CBbpP3aH C KMMHUYHUTE
nokasatenu npun ®M n To € KOMNOHEHT Ha cMeceHata 6onka npyu OM.

INFLAMMATION AND THYROID AUTOIMMUNITY IN PATIENTS WITH FIBRPMYALGIA

V. Reshkova', Z. Kamenov?, A. Gateva?, A. Tzakova?, ZI. Kolarov', R. Rashkov'

'Clinic of Rheumatology, University Hospital “Sv. Ivan Rilski” — Sofia
2Clinic of Endocrinology, University Hospital “Alexandrovska” — Sofia
3Central Clinical Laboratory, University Hospital “Alexandrovska” — Sofia

Fibromyalgia (FM) is chronic nondegenerative and noninflamatory disease. Since a long time central
role for understanding about clinical symptoms of FM like pain perception, sleep changes and depressive
symptoms have central and peripheral mechanisms of neuro-transmitter and neuro-endocrine regulation. The
aim of the study is to investigate the link between some inflammatory markers, thyroid autoimmunity and
pain threshold in patients with FM. In the study were included 43 women with FM with mean age 46.1 + 10.5
years. Of them 23 were in the age range 43-49 and 18 healthy controls. Twenty three (53,5%) of the women
were menopausal, none of them took hormone replacement therapy. Euthyroid were 74.4% of the included
women, 23.1% — hypothyroid (10.3% drug compensated, 12.3 noncompensated) and only one woman was
hyperthyroid. Although we cannot confirm the presence of significant link between interleukin 17 and autonomic
neuropathy in patients with FM (p = 0.237), there is a marled correlation. There was no significant link between
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IL17 levels between patients with FM and healthy controls despite the tendency towards 3 time higher levels
in FM (33.1 £ 128.7 vs. 9.1 £ 9.8). This results present that thyroid status assesment is important in patients
with FM. There is no difference in IL17 levels between patients with and without thyroid autoimmunity. There is
no significant correlation between IL-17 and TSH levels. The clinical observation and assessment of patients
leads to practical results, linked to establishment of hypothyroidism as a reason for FM in more than 30% of the
patients. There is a marked difference in the levels of interleukin 17 — higher in patients with fibromyalgia than
in controls. This shows that the presence of inflammatory process can be linked to the clinical signs in patients
with FM and this is a component of the mixed pain in fibromyalgia.

EFFICIENCY OF INFLIXIMAB IN PATIENTS WITH RHEUMATOID ARTHRITIS DEPENDING
ON THE PRESENCE OF RHEUMATOID FACTOR (RF)

E. S. Aronova', G. V. Lukina?', Y. A. Sigidin'

V. A. Nasonova Research Institute of Rheumatology — Moscow, Russian Federation
2Moscow Clinical Scientific Center named after Loginov A. S. — Moscow, Russian Federation

To compare the efficacy of Infliximab (INF) in RF-positive and RF-negative RA patients (pts).

The cohort of 135 pts with active RA despite methotrexate therapy (114 women, mean age 48 years, mean
disease duration 4 years, mean ACCP 100 IU/ml, mean CRP 18,1 mg/L, mean HAQ 1,38) treated in one center
with INF (3 mg/kg intravenously at weeks 0, 2, 6 and every 8 weeks thereafter) included 102 RF-positive pts
(group 1) and 33 RF-negative pts (group 2). DAS28 > 5,1 in the 1st group was registered in 85.3% of pts, in
the 2nd group in 63,6%. In other aspects both groups were comparable. Results of treatment were assessed
by EULAR criteria at weeks 14, 22, and 54. The primary endpoint was the remission rate by the 54-th week.

By the 54th week significant decrease of RA activity was achieved in both groups but DAS28 in RF-
negative group was significantly lower than in the RF-positive group (2,56 vs 4,15; p < 0,05). Among RF-
negative pts good results by the EULAR criteria were achieved in 62%, in RF-positive pts in 28% (p < 0,05).
The remission rate by this time point was 50% in the seronegative group and only 12,5% in the seropositive
group (p < 0,05). It is noteworthy that the remaining 50% of pts in the seronegative group had only low activity
of RA while in the seropositive group 28,6% had high activity, and 42,9% had moderate activity. In both groups
marked radiological progression was noted by the 54" week but among pts who received not more than 4 INF
infusions this progression was significantly less pronounced in the RF-negative group.

The therapeutic effect of INF was more pronounced in RF-negative RA pts as compared with RF-positive
pts. It refers both to the higher remission rate and to the slowing of radiological progression among pts having
received low total dose of INF. RF-negativity can be considered as a predictor of the therapeutic effect of INF.

OBA CNYYAA HA AOPTHA CTEHOS3A MNMPU NAUMEHTKU CbC CKITEPOOEPMUA

L. Tanes, I. MNeTteBa, J1. MapuH4yeB

Otpenexune no pesmaronorus, YMBAJT "Codusaven” — Cocusi

MporpecuBHaTa cucTeMHaTa cKkrneposa e 3abornsBaHe Ha CbedMHUTENHaTa ThKaH, KOETO Ce XapaKTepusu-
pa ¢ audysHa drbposa Ha KoxaTa U BbTPELLHUTE opraHu, BKMoYMTenHo 65 Apo6, cbple 1 racTpoMHTECTH-
HaneH TPaKT, yBpexaaHe Ha eHaoTena npeauMHO Ha MarnkuTe KpbBOHOCHM CbAOBE U TPYOHO TepaneBTUYHO
nosnussare. OT KapaMonorMyHa rmeaHa ToYka NpoMeHNTe MoXe 1a 06xBallaTt eHaokapaa, Muokapaa v nepu-
Kapaa, a NoHsikora MoXe Aa ce Habnoaasa v donbposa Ha NpoBodHaTa cucTema. Bbnpeku YecToTo 3acaraHe
Ha CbPLIETO MpK NaUUEHTU CbC CKIEPOAEPMUS, KNarnHoOTO 3acAraHe e HeobuyaiiHo 1 3acara OCHOBHO MUTpar-
HaTa knana. AopTHaTa CTeHO3a e MHOTO PSIAKO YCIOXHeHWe, KoeTo oGave e CeprosHO Npean3BuKaTencTso B
KNMUHUYHATA NpaKTuKa.

MpeacTasBAT ce ABa Cryyas Ha NaUMeHTKU CbC CKNepoaepMusa U Gbp3onporpecupalla aopTHa CTeHo3a,
KaTo ce KOMEHTMpaT XoAbT Ha 3aBonsBaHeTo, KMNUHUYHUTE 0COBEHOCTU UM TepaneBTUYHUTE Bb3MOXHOCTM.
MocTaBa ce aKkUEHT BbpXy TPYAHOCTUTE B NEYEHNETO Nopaam U3KMOUYUTENHO BUCOKUS PUCK OT YCIOXHEHMUS U
CMBPT NPU €BEHTYarHO KnanHo npoTeavpaxe.



36 HaumnoHaneH koHrpec no peBMaTonorusi National Congress of Rheumatology

B 3akntoyeHne, agekBaTHaTa oLeHKka Ha CbpAe4HO-CbA0BUA CTATyC Npn naumeHTn CbC CKnepogepmMuna e
N3KIMKYNTENHO BaXXHO 3a PaHHOTO OTKpMBaHe U KOpeKUUA Ha NoTeHUManHu KnanHm aHomaruu.

PREDICTORS OF THE GOOD RESPONSE TO INFLIXIMAB THERAPY IN PATIENTS
WITH RHEUMATOID ARTHRITIS (RA)

E. S. Aronova', G. V. Lukina?', Y. A. Sigidin', S. I. Glukhova'

V. A. Nasonova Research Institute of Rheumatology — Moscow, Russian Federation
2Moscow Clinical Scientific Center named after Loginov A. S. — Moscow, Russian Federation

To identify reliable predictors of infliximab (INF) effectiveness in the observational setting of RA patients (pts).

135 RA pts treated with INF (3 mg/kg intravenously at baseline, week 2, week 6 and subsequently every
8 weeks) in one center were enrolled in the study. All pts were on stable DMARDs, mainly methotrexate,
treatment. Clinical response to infliximab was determined at week 54, using EULAR criteria. Potential baseline
predictors of response (demographic, disease-specific, and patient-specific factors) were compared between
pts who did or did not achieve a major response and identified using multivariate binary logistic regression
models.

Seventy-four pts completed the study; 75.9% of them achieved a major response (good: 24.1%; moderate:
51.8%). Short disease duration, low HAQ, RF-negativity, low C-reactive protein and ESR, morning stiffness
of short duration at baseline and male gender predicted good clinical outcome. DAS28 score at baseline was
inversely associated with good response. Age and pain score did not influence treatment response.

In this observational study of patients with established RA age and pain score did not predict response to
INF therapy, whereas male sex, RF-negativity, signs of the lesser disease activity and low disability at baseline
were associated with good response.

EFFICIENCY AND TOLERABILITY OF INFLIXIMAB IN PATIENTS WITH DIFFERENT
DURATION RHEUMATOID ARTHRITIS (RA)

E. S. Aronova', G. V. Lukina?', Y. A. Sigidin'

V. A. Nasonova Research Institute of Rheumatology — Moscow, Russian Federation
2Moscow Clinical Scientific Center named after Loginov A. S. — Moscow, Russian Federation

To compare the therapeutic potential and tolerability of infliximab (INF) in patients (pts) with early RA (of
less than 2 years duration) and late RA (more than 2 years).

135 RA pts (114 women, mean age 48 years, mean DAS28 5,99, mean rheumatoid factor 64,6 1U/ml,
mean ACCP 100 1U/ml) treated with INF plus methotrexate in one center entered the study. Previously these
pts were inadequately responsive to methotrexate monotherapy. INF 3 mg/kg was administered intravenously
at weeks 0, 2, 6 and every 8 weeks thereafter. Fifty-five of them had early RA (e-RA, median duration one
year) and 80 had late RA (I-RA, median duration 9 years). Mean baseline DAS28 in all groups did not differ
significantly: 5,61 and 5,8, respectively. Duration of the study was 54 weeks. Results were assessed by the
EULAR criteria at 14, 22 and 54 weeks. The primary endpoints were the remission rate and the change of the
Sharp’s score at the week 54.

In both groups DAS28 decreased significantly and equally by the 14th week and maintained at this level till
the end of the study. In the e-RA group the remission rate at the week 14 was 33,3%, at the week 22-33,3%,
at the week 54-20%. In the I-RA group the corresponding figures were 14,3%, 16% and 17,2%. Thus in the
first half of the treatment period there was a clear tendency to the higher remission rate in the e-RA group. At
the week 22 individual results of therapy were also better among early RA pts: good and moderate response
was noted in 95% vs 83% in the late RA group; by the 54th week these figures equalized (75% and 76%,
respectively). Identical and significant radiological progression was registered in both groups by the 54th week
but among pts who received 4 or less INF infusions the significantly lesser change of the Sharp’s score was
noted in the e-INF group (7,3 vs 24,13; p < 0,05). Tolerability of INF in both groups was good.
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In early RA pts INF therapy induced the higher remission rate than in pts with late disease. Among pts
who received low total dose of INF (not more than 4 infusions) radiological progression by the 54" week was
significantly less pronounced in the early RA group.

EFFICACY OF INFLIXIMAB IN PATIENTS WITH RHEUMATOID ARTHRITIS
(RA) DEPENDING ON QUANTITY OF INFUSIONS

E. S. Aronova', G. V. Lukina?', Y. A. Sigidin’

V. A. Nasonova Research Institute of Rheumatology — Moscow, Russian Federation
2Moscow Clinical Scientific Center named after Loginov A. S. — Moscow, Russian Federation

To estimate efficacy of infliximab (INF) in patients (pts) with RA depending on a total dose (quantity of
infusions) of this biologic.

The cohort of 135 pts with active RA despite methotrexate therapy (114 women, mean age 48 years, mean
disease duration 4 years, RF-positive 75,6%, mean CRP 18,1 mg/L, mean HAQ 1,38) treated with INF (3
mg/kg intravenously at weeks 0, 2, 6 and every 8 weeks thereafter) have been divided into three groups: pts
who received not more than 4 INF infusions (N = 63); pts who received 5-7 INF infusions (N = 31); pts who
received more than 7 INF infusions (N = 41). DAS28 > 5,1 in the 1-st group was registered in 69% of pts, in
the 2-nd group in 86,6%, in the 3-rd group in 62,1%. In other aspects both groups were comparable. Results of
treatment were assessed by EULAR criteria at weeks 14, 22, and 54. The primary endpoint was the remission
rate by the 54-th week.

By the 54-th week significant decrease of RA activity was achieved in all groups but DAS28 in 1st group
was significantly higher than in other groups (4,4 vs 3,2 in the others; p < 0,05). The remission rate by this
time point was 28,6% in the 2-nd group, 23,1% in 3rd group and only 18,2% in the 1-st group (p < 0,05). It is
noteworthy that by the end of the study in the 1st group there were 36,4% of pts with high activity; in the 2nd
group, none; in the 3-rd group, 3,8%. In all groups radiological progression was noted by the 54-th week but
among pts who received not more than 4 INF infusions this progression was significantly more pronounced
than in other groups.

The therapeutic effect of INF was more pronounced in pts who received “middle” doses of infliximab (5-7
infusions) and the full annual course of INF as compared with pts having received low total dose of INF. It refers
both to the higher remission rate and to the slowing of radiological progression.

KbCHO CTAPTUPAI1 CUCTEMEH J1YNYC EPUTEMATO3YC, ACOLUUUPAH C MbPBUYHA
BUNUAPHA LIMPO3A — KNUHWYEH CITYYAN

M. NereBa’, M. Kupunosa', [l. TaHeB', E. UBaHoBa-TogopoBa?, [l. Kiopkunes?, J1. MapuHues'

'KnuHuka no peematonorusi, YMBAJ ,Cocpusimen” — Cocpus
2JlabopaTopus no knuMHu4Ha umyHonorus, YMBAT ,Cs. UB. Puncku* — Cocus

CuctemHuat nynyc eputematosyc (CJIE) e aBToMMyHHO 3abonsiBaHe, aHraxupawio npeguMHoO Miagm
XeHu. 3a kbCcHa nposiBa Ha borecTTa ce npvema u3sasarta My npv naumeHTn Hag 50 rognHu u e ¢ YecToTa
oT 12-18%. KbcHaTa Bb3pacT npu aebrota Ha CIE Bnusie BbpXy KIMHWYHWTE NPOsSiBUM Ha 3abonsiBaHETO 1 ce
CBbp3Ba YeCTO C No-A06pa NporHo3a.

MbpBryHaTa GunuapHa unposa (MNBL) e nmyHonorm4yHo obycrnoBeHo aBTOMMYHHO 3abornsiBaHe Ha YepHUS
Opob, xapakTepusmpallo ce CbC CMHOPOM Ha XPOHMYHa MHTpaxenartanHa xonectasa. bonegysat npegum-
HO >XeHW — 3acsra rMmaBHO Te3u Ha cpedHa Bb3pacT. [NbpBuYHaTa GunmapHa umpo3sa e acouumnpaHa C HIKoM
eKcTpaxenartanH/ aBTOMMYHHM 3abonsBaHus Kato cuHapom Ha CborpeH, peBmMaTtougeH apTpuT, XPOHUYEH
TMPEOVAMWT 1 CKnepodepMa, kaTto acoumauusaTta Ha lNMBL, cbe cuctemeH nynyc eputemato3yc He e Noagpo6HO
npoy4yeHa.

MpencTaBaAMe KNUHWUYEH criydan ¢ 65-roguiiHa xeHa, noctenuna B KnvHukarta ¢ onnakBaHUs oT OTOK U
Bonka B rneseHu, 6omnka B Mankv CTaBu Ha pbLe U paMeHe, epuTeMo-HO403eH obpmB no nogbeapuunte ¢
AaBHOCT oT okono mecew. OT NpoBeAeHNTe U3cnegBaHnsi Ce yCTaHOBW: HOPMariHa MbiiHA KpbBHA KapTuHa ¢
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AndepeHumarnHo KneTbyHo 6poeHe, HopmMarnHu ocTpodasoBmM nNokasarenu n nunuaeH npocwun, 6e3 AaHHK 3a
npotemHypus, ANA 1:1000, anti-RNP/Sm 58 (Hopma nog 5), anti-Sm 13 (Hopma nog 5), anti-dsDNA screen
26,70 (Hopma nog 25), anti-SS-A 81 (Hopma nog 5), anti-Nicleosome 32 (Hopma nog 5), anti-Mitohondrial M2
87 (Hopma nog 5), RF n anti-CCP otpuuatenHn. Exorpadusata Ha kKopeMHUTE OpraHn U peHTreHorpadumsTa
Ha 6enute gpobe He nokasaxa MaTonornmyHm ocobeHocTn. bonHata e ¢ aHaMHe3a 3a POTOYYBCTBUTENHOCT
N cyxoTa B 04M CbC CKbCEH TecT Ha LLnmep, cyxoTa B yctata. [Nopagmn ennsogu Ha rmasobonve ce nposeae
KOHTPACTHO SAPEHO-MarHUTHO M3criedBaHe Ha rMaBHUSA MO3bK C HAXOAKa, CyCrnekTHa 3a MO3bYeH BaCKYNUT.
MauuneHTkaTta otroBopu Ha 6 oT 11 gnarHocTnyHu kputepwms 3a CIE Ha AmepurkaHcKkmusiTa Kkonerms no pesmMa-
Tornorns — oOTOYYBCTBUTENHOCT C MakynapeH obpus, 3aBuwweH ANA ckpuHuHr n anti-dsDNA, HeBponornyHo
3acsraHe, apTpanriu, nopagm Koeto npuexme amnarHosa CIE — koxHa, umyHonormyHa, 6b6peyHa n HeBpono-
rmyHa cpopma ¢ BTopuydeH cuHapom Ha CborpeH. Npu xocnutanuaaumsaTa npu 6onHaTa ce ycTaHOBMXa 3aBU-
LeHn cTornHocTh Ha ALAT — 74,1 (Hopma 35), ITTT — 109 (Hopma 380), LDH — 512 (Hopma 378), oTpuuarenHm
mapkepu 3a HBV n HCV. lNpoBene ce nmyHonorus 3a aBTOMMYHHO YepHogpobHo 3abonsiBaHe ¢ AaHHM 3a
AMA-M2 90 (cunHo nonoxutenHu), 3E(BPO) 104 (cunHo nonoxutenHun), Ro52 121 (cunHo nonoxutenHu),
AMA 1:160 (Hopma nog 1:20), ASMA otpuuatenHu. lNopagu yctaHoBeHUTe aHTUTENa 1 Bucokarta cneumgpuny-
HocT Ha 3E(BPO) aHTuTanoto npu amnarHosara Ha lNBL| ce o6cepsupa npunpokpreaHe Ha CJI1E ¢ nbpBuyHa
fBunuapHa umpo3a 1 GonHaTa ce Hacoun KbM YepHOApPOOHa BGrMoncus 3a XMCTOMOTMMYHO YTOYHSBaHE, KOATO
nauneHTkaTa oTkasa. Ctaptupa ce nedeHue c Ursofalk 2+2, koeTo goBeae A0 KIMHUYHO M nabopaTopHo
nopobpexuve. Mo OTHOLIEHME Ha CUCTEMHUSA NyNyC epuTemMarto3yc Mpu naumeHTkata 3anoyHaxme nedyeHue
¢ Mnakennn 2 x 1 1 Megpon B noHWxaBaLla fo3a, Koeto 6e ¢ otyeTnB 6bP3 NonoxuTeneH edekT: 3a Aea
MeceLa onnakBaHusaTa Ha BonHaTta oT3Bydaxa, AHA CKPUHUHIBT ce HeraTmBupa, KpeaTUHUHOBUAT KIUPBHC
ce nopobpu, 6bonHata 6e 6e3 NposiBM OT LEeHTpanHaTa n nepudepHaTa HepBHa cucteMa 1 6e3 KoxXeH obpuB.

LATE-ONSET SYSTEMIC LUPUS ERYTHEMATOSUS ASSOCIATED WITH PRIMARY
BILIARY CIRRHOSIS — A CASE REPORT

P. Peteva', M. Kirilova', D. Tanev', E. Ivanova-Todorova?, D. Kyurkchiev?, L. Marinchev'

'Clinic of Rheumatology, UMHAT “SofiaMed" — Sofia
2Laboratory of Clinical Immunology, UMHAT “Sv. Iv. Rilski” — Sofia

Systemic lupus erythematosus (SLE) is an autoimmune disease engaging mainly young women. Its
manifestation in patients over the age of 50 years is considered late onset of disease and has prevalence of
12-18%. Older age in the onset of SLE influences the clinical manifestations of disease and is often associated
with better prognosis.

Primary biliary cirrhosis (PBC) is an immunologically conditioned autoimmune disease of liver, which is
characterized with syndrome of chronic intrahepatic cholestasis. Disease is characteristic mainly for women
— predominantly the women at middle age are affected. Primary biliary cirrhosis is associated with certain
extrahepatic autoimmune diseases such as Sjogren syndrome, rheumatoid arthritis, chronic thyreoiditis and
scleroderma, as the association of PBC with systemic lupus erythematosus is not examined in details.

We present to your attention the case of a 65-year-old woman, who was admitted in the clinic for complaints
of edema and pains in ankles, pains in the small joints of arms and shoulders, erythemo-nodosous rash on
shanks since about one month. With performed studies the following was found: normal complete blood count
with differential cell count, normal acute phase parameters and lipid profile, without data for proteinuria, ANA
1:1000, Anti-RNP/Sm 58 (norm below 5), anti-Sm 13 (norm below 5), anti-dsDNA screen 26,70 (norm below
25), anti-SS-A 81 (norm below 5), anti-Nucleosome 32 (norm below 5), anti-Mitochondrial M2 87 (norm below
5), RF and anti-CCP were negative. Echography of abdominal organs and roentgenography of lung did not
show pathological peculiarities. The patient has anamnesis of photosensitivity and dry eye with shortened test
of Shimmer, dry mouth. Due to episodes of headaches it was made MRI study of brain with finding suspecting
for cerebral vasculitis. The patient matched 6 of total of 11 diagnosis criteria for SLE of the American College
of Rheumatology — photosensitivity with macular rash, elevated ANA-screening and anti-dsDNA, neurological
involvement, arthralgias, based on which we accepted the diagnosis of SLE — cutaneous, immunological, renal
and neurological form with secondary Sjogren syndrome. At the hospitalization the patient had increased values
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of ALAT 74.1 (norm 35), GGT 109 (norm 380), LDH 512 (norm 378), negative markers for HBV and HCV. It was
made immunological study for autoimmune liver disease with data for AMA-M2 90 (strongly positive), 3E(BPO)
104 (strongly positive), Ro52 121 (strongly positive), AMA 1:160 (norm below 1:20), ASMA negative. Due to
established antibodies and high specificity of 3E(BPO) antibody in diagnosis of PBC it was observed overlapping
of SLE with primary biliary cirrhosis and the patient was referred to liver biopsy for histological specification, which
was refused by the patient. Therapy with Ursofalk 2+2 was started, which resulted in a clinical and laboratory
improvement. In relation to systemic lupus erythematosus of the patient we started therapy with Plaquenil 2x1 and
Medrol in a decreasing dose which has a clearly rapid positive effect: the patient complaints were eliminated within
two months, ANA-screening negativized, creatinine clearance improved, the patient was without manifestations
from the central and peripheral nervous systems and without skin rash.

ENMUMAOEMUONOINA HA XPOHUYHATA NNYMBAINTUA NPU XXEHWU, ANATHOCTULIMPAHA C AMP

K. CupakoBa', A. lepraHoBa?, . MonuBaHoB?

'KnuHuka no obpasHa anarHoctuka, YMBAJT "AnekcaHgposcka” — Cogusi
2QTpeneHve no KNMHUYHa OeH3UTOMETPUS 1 KOCTHM MeTabonuTHu 3abonssanus, YMBAI "AnekcaHgposcka” — Codus

EfHo oT Har-4yecTnTe 3ab0onsBaHMs Ha XeHUTEe B MeHonay3aTta € XpoHudHaTa nymbanrus. Ta ce cBbp3Ba
C JereHepaTtmBHa NaTonorus: AMCKoNaTum, ocTeounT 1 0CTeoapTpo3a Ha nHTepBepTebpanHuTe CTaBu.

OcHoBHaTa 3agaya Ha npoy4BaHeTo Oe yCTaHOBSIBAHETO Ha peanHaTta nymbanHa naTonorus, AMarHocTu-
umpaHa ¢ AMP, npu XXeHn ¢ XpOHUYHa nymbanrus.

Mpun 103 xeHun Ha Bb3pacT oT 50 Jo 65 roguHM ¢ XpoHMYHa nymbanrusi 6e npoeaeHo nacnegsaHe ¢ AMP,
anapat GE Signa HDxt 1,5 T, B nepuoga ot 01.09.2017 . go 01.03.2018 r. B npoy4BaHeTO He Bsixa BKIOYEHM
naumeHT ¢ aBTOMMYHHU, TpaBMaTU4HM U HeonnactuyHu 3abonasaHusa. AMP Haxogkute 6sxa knacuduum-
paHu cbobpasHo obuionpuetuTe npenopbku 1 Lumbar spine disc degeneration nomenclature version 2.0 ot
2014 r. Pesyntatute 6sixa 06paboTeHn cbe cTatuctTmyeckmns naket SPSS v.19.0.0.

B pamknTe Ha NMMOTHOTO NpoyyBaHe Ge ycTaHoBeHa AereHepaTtuBHa nymbanHa natonorusi npu 98% ot
crnyvaute B m3crnegBaHata koxopTta. [pu 78% 6sixa guarHoctuumpann 3 unu noseve AereHepaTuBHU Hapy-
WeHnsi. ApTPO3HM NPOMEHU Ha MHTepBepTeOpanHuTe ctaBu Gsixa oTkputh nNpu 88% oT GonHuTe. Beskakam
BMAOBe AauckonaTtum 6sxa yctaHoBeHu npu 82,5%. MNpu 73% ot 6onHuTe Be oTYETEHO HapylleHne Mo Tuna
Modic I, Il unu lll. Mpwn 34% 6e HamepeHa xMnepTpodUs Ha XbNTUS NrameHT. B MHOro oT crniyyanTe ce cpeLu-
Ha KaTo criyyariHa Haxodka u gpyra nymbanHa natonorusi: xemaHrnomm (B 37%), ckonunosa, CnoHamnecTesa,
n3npaBeHa MosiCHa fopao3a U T.H.

C HanpaBeHOTO Mpoy4BaHe Npy MHO3UHCTBOTO OT M3CreABaHNTE NaUMEHTKN BsSxXa OTKPpUTU KOMOUHMpPaHa
nNpunoKpuBaLla ce AereHepaTuMBHA NATONOrns, KakTo U Heo4YakBaHO NpunokpueaHe B Hag 1/3 oT cnyyauTe €
Opyra KnMHUYHO Henogos3vpaHa HeaereHepaTMBHA NaToNnorng, Kato XeMaHrmoMum, XmnepTpodumst Ha XbnTus
nurameHT, DISH, OPLL v gpyru.

EPIDEMIOLOGY OF LOW BACK PAIN IN WOMEN DIAGNOSED WITH MRI

K. Sirakova', A. Gerganova?, P. Popivanov?

'Clinic of Radiology, University Hospital “Aleksandrovska” — Sofia
2Department of clinical densitometry and bone metabolic diseases, University Hospital “Aleksandrovska” — Sofia

Chronic low back pain is one of the most frequent complaint in menopausal women. It is associated with
degenerative pathology: discopathy, osteophytes and degeneration of facet joints.

The aim of this study was to observe the “real” lumbar findings on MRI exam in women with chronic low
back pain.

103 women between 50 and 65 years of age with chronic low back pain underwent lumar spine MRI scans.
The latter was performed with GE Signa HDxt 1,5 T from 01/09/2017 to 01/03/2018. In the researched group
were not included patients with autoimmune diseases, trauma or neoplasms. MRI findings were classified
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according to international guidelines and Lumbar spine disc degeneration nomenclature version 2.0 from
2014. The results were collected and analyzed with the statistics program SPSS v.19.0.0.

During this pilot study in 98% of the cohort degenerative lumbar diseases were found. In 78% of the cases
3 or more degenerative findings were observed. Facet joint arthritis was diagnosed in 88% of the patients.
All kinds of discopathy were identified in 82,5%. In 73% of the observed group Modic changes were found
and graded respectively as type |, type Il or type Ill. Hypertrophy of the Ligamentum flavum was diagnosed
in 34% of the patients. In most of the cases other lumbar spine pathology was detected as incidental finding:
hemangiomas (in 37%), scoliosis, spondylolisthesis, loss of lumbar lordosis, etc.

During this research combined overlapping degenerative lumbar diseases were identified in most of the
observed subjects, as well as unexpectedly in 1/3 of the cohort coinciding with another non-degenerative
pathology like hemangiomas, hypertrophy of the yellow ligament, DISH, OPLL, etc.

RELATIONSHIP BETWEEN CARDIOVASCULAR RISK FACTORS, ENDOTHELIAL
DYSFUNCTION AND CAROTID ARTERY INTIMA-MEDIA THICKNESS IN PATIENTS
WITH GOUT

E. V. llinykh, M. S. Eliseev, A. V. Volkov

VA Nasonova Research Institute of Rheumatology — Moscow, Russia

To study the vasoregulatory activity of the endothelium, to identify the relationship between cardiovascular
risk factors and carotid intima-media thickness (C-IMT) and endothelial dysfunction (ED) in patients with gout.

The vasoregulating endothelial activity was evaluated in 80 male pts, 52 of them determined the C-IMT.
The criteria for inclusion were 1. Age > 55 years 2. Interictal period of arthritis 3. Absence of clinical signs
of coronary artery disease 4. Absence of drug therapy. Flow-mediated (endothelium-dependent) dilatations
(FMD), nitroglycerin-induced (endothelium — independent) dilatation (EID) were assessed by highresolution
ultrasonography. A non-invasive ultrasound technique was used to measure C-IMT. All patients were diagnosed
with serum total cholesterol (CHOL), subtypes (LDL-C, HDL-C), glucose (GLU), uric acid (SUA), hsCRP.
Cardiovascular risk (CVR) was calculated.

In 41 (51.25%) pts the FMD < 8%, in 18 (22.5%) — 8-10%, in 21 (26.25%) > 10%. A direct correlation was
found between FMD and CVR (p < 0.05), age (p < 0.001). The links between FMD and LDL, GLU, SUA and
with parameters reflecting the severity of gout were not revealed.

C-IMT in pts was 0.7 (0.6-0.8) mm. 40 (76.9%) pts had < 0.8 mm, 5 (9.6%) — 0.8-1.0 mm, 5 (9.6%) —1.0-1,1
mm and 2 (4.8%) pts — 1.1 mm. A direct correlation was found between the C-IMT and the FMD (p < 0.01),
CVR (p < 0.001), age (p < 0.001), duration of gout (p < 0.001), the number of joints affected for all time (p <
0.005) and the frequency of arthritis in the last year(p < 0.05). Correlation between C-IMT and LDL, GLU, SUA,
hsCRB was not revealed.

The ED had 51.3% pts with gout. The ED is associated with an increase in the CVR. C-IMT correlates with
an increase in CVR and with parameters reflecting the severity of gout.

BIMUAHUE HA EOUHWYHUTE HYKITEOTUAHU NOJIUMOP®U3MU HA IL12B 'EHA
BbPXY HUBATA HA LUIUPKYITUPALLUA IL-12P40 NMPU PEBMATOUOEH APTPUT

M. UBaHoBa', U. MaHonoBa', I. Bacunes?, P. Ctounos’, J1. MuteBa', C. CtaHunoBa’

'KnuHuka no pesmatonorusi, YMBAI ,Cs. MB. Puncku” — Codpus, 2llabopatopus no knuHn4Ha nmyHonorusi, YMBAIT ,Cs. UB. Pun-
cku“, Kateapa no knuHu4Ha nabopartopusi 1 KNMHUYHa uMyHonorusi, MeguumHcku yHuBepcuteT — Cocumst

LlenTa Ha HacToALWOTO Npoy4YBaHe € Aa nscnegsame (OyHKUMOHaNHaTa Bpb3ka Ha ABa nonmmopdusbma
B IL12B reHa — IL12Bpro (rs17860508) n IL12B 3 UTR A/C (rs3212227), n uMToKMHOBaTa npoaykuus Ha IL-
12p40 npu 6onHM ¢ peBmatonaeH apTput (PA). Baxa nacnegsanu 135 6onHu ¢ PA 1 257 3gpasu uHaneugn ot
Obnrapckarta nonynauusi. FfeHoTuNMpaHeTo 3a rs3212227 Gelwe n3ebpLueHo nocpeactsom PCR-RFLP meTog
(aHanus Ha nonuMopdU3MNTE MO ObIDKMHATA Ha PECTPUKUMOHHUTE bparmeHTn) 1 3a rs17860508 upes anen-
crneumdpudeH PCR. 3a namepBaHe Ha cepyMHUTE KOHUEeHTpauun Ha IL-12p40 ce npunoxu Tect ELISA.
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YcTaHOBUXME CUrHU(MKAHTHA pasnvka B anenHuTe YectoTu Ha rs17860508 nonumopduama mexagy 6o-
nHuTe ¢ PA n koHTponuTe (p = 0.015), kakTo 1 acoumaumnsa mexagy PA u rs17860508 nonumopdurama npu anen-
Hust mogen (anen 2 vs. anen 1; OR = 1.698) n kogoMuHaHTHWUS mogen (2.2 vs. 1.1; OR = 1.43). leHoTUNHUTE
N anenHuTe 4ectoTn Ha rs3212227 nonnmopdumama B IL12B 6sixa cxogHu npu criydauTe un KoHTponuTe. Cpen-
HuTe HMBa Ha IL-12p40 npu 6onHuTe ¢ PA (160.7 £ 128.5 pg/ml) 6515xa CUrHMMKaHTHO NO-BUCOKM B CPaBHEHME
cbe 3apaBuTe nuua (89.2 + 65,3 pg/ml) (p < 0.001). NogpasgenenneTo, 6asnpaHo Ha IL12Bpro nonnmopdHus
NOKyC, Nokasa CUrHMUKaAHTHO NO-BUCOKM CepyMHM HMBaA Ha IL-12p40 npu 6onHuTe ¢ PA ¢ reHotunu IL12Bpro
1.1 n 1.2 cnpsamo koHTponuTe. Lo ce oTHacs go nonumopdHata BapuabunHocT B IL12B 3° UTR, AAn AC
reHoTmnoBse npu PA 65xa cBbp3aHu ¢ nosuLLeHa npoaykumns Ha IL-12p40 B cpaBHeHWe CbC 3gpasuTe nuua.

AnenHute BapuaHTu B IL12B rennte noenusieat ekcripecusTa Ha IL-12p40 npu 6onHute ¢ PA. Hocuten-
cTBOTO Ha IL12Bpro 1-anen n Ha 3'-UTR A-anen B reHoTuMna 6u Morno ga noBuWN CUCTEMHUTE HMBA Ha IL-
12p40, HeE3aBMCUMO OT XOMO- UITN XETEPO3UTOTHOCTTA.

IMPACT OF IL12B SINGLE NUCLEOTIDE POLYMORPHISMS ON CIRCULATING IL-12P40
IN RHEUMATOID ARHTRITIS

M. Ivanova, I. Manolova, G. Vasilev, R. Stoilov, L. Miteva, S. Stanilova

'Clinic of Rheumatology, UMHAT “Sv. Iv. Rilski” — Sofia
2Laboratory of Clinical Immunology, University Hospital “Sv. lvan Rilski”, Department of Clinical Laboratory and Clinical
Immunology, Medical University — Sofia

The aim of this study was to examine functional association between two IL12B polymorphisms — IL12Bpro
(rs17860508) and IL12B 3' UTR A/C (rs3212227), and cytokine production of IL-12p40 in rheumatoid arthritis
(RA) patients. A total of 135 RA patients and 257 healthy individuals from Bulgarian population were genotyped.
Genotyping for the rs3212227 was performed by restriction fragment length polymorphisms-PCR assay and for
the rs17860508 by allele specific-PCR. Serum IL-12p40 concentrations measurement was done using ELISA test.

We found significant differences in the allele frequencies of rs17860508 polymorphism between RA patients
and controls (p=0.015). An association between RA and the rs17860508 polymorphism was established under
the allelic model (allele 2 vs. allele 1; OR = 1.698) and the co-dominant model (2.2 vs. 1.1; OR = 1.43).
Genotype and allele frequencies of rs3212227 polymorphism of the IL12B were similar in cases and controls.
The mean levels of IL-12p40 in RA patients (160.7+128.5pg/ml) was significantly higher than in controls (89.2
+ 65,3 pg/ml) (p < 0.001). Stratification based on IL12Bpro revealed significantly higher serum levels of IL-
12p40 in RA patients with IL12Bpro 1.1 and 1.2 genotypes than controls. With regard of polymorphic variability
of IL12B 3' UTR, AA and AC genotypes in RA have been linked to a higher IL-12p40 production than controls.

Allelic variants in the IL12B genes have the potential to alter the expression of IL-12p40 in specific manner
for RA patients. Carriage of the IL12Bpro 1-allele and of the 3'-UTR A-allele in the genotype regardless of
homo- or heterozygosity could enhance systemic IL-12p40 levels.

ASSESSMENT OF EFFICACY, SAFETY AND IMMUNOGENICITY OF A TRIVALENT
SPLIT-VIRUS INFLUENZA VACCINE IN PATIENTS WITH RHEUMATIC DISEASES

D. V. Bukhanova, B. S. Belov, G. M. Tarasova, Sh. Erdes, T. V. Dubinina, G. V. Lukina, N. N. Judkina,
M. V. Cherkasova

V.A. Nasonova Research Institute of Rheumatology — Moscow, Russia

In rheumatology, comorbid infections have significant impact on patients’ morbidity, mortality and quality of
life. Prevention of infections is an integral part of supervision of these patients.

A safety and efficiency study of an inactivated split-vaccine against influenza for patients with rheumatic
diseases (RD).

The study included 133 subjects (women — 97, men — 36, age 22-82 years), including 52 patients with
rheumatoid arthritis (RA), 23 — with ankylosing spondylitis (AS), 7 — with systemic scleroderma (SSD), 40
control subjects with a history of acute respiratory viral infection and influenza. 39 patients with RA receiving
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methotrexate (MTX), 8 — leflunomide, 12 — TNFa inhibitors + MTX, 2 — abatacept, 2 — sulfasalazine, 1 —
tofacitinib + MTX. 19 patients with AS received NSAIDs, 15 — TNFa inhibitors. Vaccine “Vaxigrip”, included
strains of influenza virus of the 2016-2017 epidemic period, at 1 dose was injected subcutaneous continued
anti-rheumatic therapy. The follow-up period after vaccination was 6 months.

In 81.4% of cases the patients tolerated the vaccine without complications. In 10% cases pain, swelling
and redness of the skin were observed, in 8.5% cases — low-grade fever. These reactions did not require
changes in the treatment scheme and resolved within 24 hours. There were no episodes of exacerbation
of RD or the occurrence of new autoimmune disorders. At baseline mean DAS28 and BASDAI scores were
3.56 and 3.85, improving up to 1.99 and 3.09, respectively, 6 mos. post-vaccination. RA patients antibodies
concentration (ELISA, “O00 PPDP”, St. Petersburg, Russia), compared with baseline, significantly increased
to 2 visit in 65% cases. Over the entire period of observation, cases of influenza or influenza-like illness were
not observed.

Preliminary results indicate good tolerability, effectiveness and immunogenicity of the vaccine “Vaxigrip” in
patients with RD.

IOBEHUIEH UAWONATUYEH APTPUT — KAKBO HOBO?

CT. CtechpaHoB

KnuHuka no pesmartonorusi, kapguonorusi u xematonorus, CBAJIAB, MY — Codousa

Mpe3 nocnegHute 20 roavMHW NpeacTaBuTe 3a BEHUINHUS apTPUT NPeTbpnsaxa pa3sutue. MNpomMeHuxa ce
KnacuguKaLMoHH1Te KpuTepumn 1 cxemn. Cbagagoxa ce HoBM MeduKaMeHTU, MPOMEeHMXa ce 1 TepaneBTUIYHU-
Te cTpaterun. Te cb3aanoxa U HOBU MOHATUS, CBbP3aH ¢ TaX. [peTbprsxa passBuTHEe U CXEMUTE Ha NeYeHue,
nokasaHusiTa 3a NPUIoXKeHUe U knacudukaumsita Ha MeamKameHTUTe.

HaBnusaHeTo Ha reHeTukaTa B LUMPOK MaLlab, KakTo 1 Ha dhapMaKkoreHeTvKaTa 3a U3bop Ha TepaneBTUYHa
cTpaTerusi, onpegens U onMTUTe 3a NepcoHanuanpaHe Ha nedveHuneto. MNpoabmkaeaT TbPCEHUATa U B HAcoKa
Ha HOBM M CUrypHU GMOMapKepu 3a paHHa AuarHosa, KNMHUYHO MNoBMUsBaHe M Hanuyve Ha peMmcus.

BaxkHO MACTO 3aema 1 onpeaensaHeTo Ha ponsATa Ha YpeBHaTa MUKPOBMoTa B €TMOMOrMYHO OTHOLLIEHWE U
CbOTBETHO TepaneBTUYHUTE Bb3MOXXHOCTU, KOMTO OTKPUBA MO3HAHMETO 3a HesA. B cbBpeMeHHaTa peBmarorno-
s IMa 1 MHOTO APYr MOCTUXKEHWS!, ThPNsiLUM pa3BuTue.

SERUM ATHEROGENICITY IN WOMEN WITH UNTREATED SYSTEMIC LUPUS
ERYTHEMATOSUS

E. Gerasimova, T. Popkova, I. Sobenin

V.A. Nasonova Research Institute of Rheumatology — Moscow, Russian Federation

Institute of experimental cardiology Federal State budget organization

National medical research center of cardiology of the Ministry of healthcare of the Russian Federation,
Moscow, Russian Federation

Systemic lupus erythematosus (SLE) is associated with an unexplained increased cardiovascular risk.
To determine the nature of the factors that contribute to the manifest and progression of atherosclerosis, a
method for determining the atherogenicity of blood serum using cultured cells have been developed. The term
“atherogenicity” is meant the ability of the serum and/or its components to induce intracellular accumulation of
cholesterol in cultured cells.

To compare atherogenicity of blood serum in women with untreated SLE and healthy women.

Thirty seven women (median age 30 [21; 39] years) with active SLE (median disease duration 45[3;102]
months; SLADAI 17 [8;34]) were enrolled in the study. Lupus nephritis are defined in 15 (41%), Antiphospholipid
syndrome (APS) —in 8 (22%) of 37 SLE patients (pts). The control group consisted of 30 women, median age
31 (25; 39) years.
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Atherogenicity of blood serum was determined in the culture of murine macrophages. Peritoneal
macrophages were isolated from the ascitic fluid of the line mice according to the generally accepted method J.
Goldstein et al. (1979). Serum atherogenicity was determined by the accumulation of intracellular cholesterol
induced by 10% of the blood serum of the patients, and expressed as a percentage of the content of cholesterol
in the control cells.

Elevated atherogenicity of blood serum was detected more frequently in SLE pts (24/72 (65%) vs healthy
controls (5/30 (17%), p < 0,01). The blood serum of SLE pts caused a 3-7-fold accumulation of intracellular
cholesterol, which significantly differed from healthy women (203 + 136% vs 127 + 42%, p < 0,001). The ability
to stimulate the accumulation of cholesterol esters in murine macrophages was not associated with age,
duration of the disease, lipid spectrum and was the highest in pts with nephritis (305 + 141% vs 180 £ 52%, p
< 0,05) and APS (253 + 130% vs 119 + 75%, p < 0,05).

Serums of women with untreated SLE have had the capacity to stimulate the accumulation of cholesterol
in mouse macrophages in comparison with the serums of healthy women.

The highest atherogenicity was found in blood serum of pts with nephritis and APS.

MELOXICAM EFFICIENCY IN ACUTE BACK PAIN ASSOCIATED WITH DEGENERATIVE
SPINE DISEASE: RESULTS OF THE OBSERVATIONAL NON-INTERVENTIONAL
MULTI-CENTER STUDY

E. S. Filatova, E. Yu. Pogozheva, A. E. Karateev, V. N. Amirdjanova, A. M. Lila

V.A. Nasonova Research Institute of Rheumatology — Moscow

Non-steroidal anti-inflammatory drugs (NSAIDs) are first-line agents for the management of acute
nonspecific back pain (NBP). However, many aspects of their use in a real-life setting have not been studied
enough.

To study the effectiveness of NSAIDs (meloxicam) in the management of acute NBS depending on various
clinical characteristics and patient history.

Methods: 2078 patients with acute NBP (women/men 56.6%: 43.4%, age 46.3 + 13.4 years) were studied.
Pain intensity was measured with the 10-point visual analogue scale (VAS). Pain severity before treatment
was 6.69 + 1.65. 32% of patients had pain at rest, 19% of patients reported nighttime pain. In 28.2% of patients
pain radiated into the leg, 9.6% had signs of radiculopathy and 60.7% reported stiffness. 70.2% of patients had
previously taken NSAIDs and 28% rated that treatment as successful. All patients received meloxicam 15 mg/
day. The result of treatment was determined by the frequency of pain relief.

75.2% of patients achieved pain relief at week 2, the average duration of treatment was 8.61 + 5.53 days.
Adverse events were reported by 4.6% of patients. Better results were achieved by subjects younger than 65
years, subjects with the first episode of NBP and those with a previous good response to NSAIDs (odds ratio
(OR, 95% CI) 2.053 (1.592-2.642), p = 0.000; 1.415 (1.09-1.836), p = 0.009; and 1.937 (1.513-2.481), p =
0.000, respectively). Insufficient result (presence of NBS at 2 weeks) was associated with initial severe pain
(= 7 points on VAS), pain at rest, pain at night and lumboishialgia — OR 0.481 (0.393-0.588), p = 0.000; 0.559
(0.441-0.709), p = 0.000; 0.511 (0.413-0.631), p = 0.000; and 0.346 (0.256-0.466), p = 0.000, respectively.

Treatment with meloxicam 15 mg/day allows achieving fast relief of acute NBP in an overwhelming number
of patients. The effect is higher in young patients, subjects with the first episode of NBP and/or a previous
good response to NSAIDs. Nighttime pain, pain irradiation into a leg, and severe pain before treatment were
associated with poorer response to treatment.



44 HaumnoHaneH koHrpec no peBMaTonorusi National Congress of Rheumatology

XAPAKTEPUCTUKU U PE3YNTATU OT NPOCNEKTUBHO AOKINAABAHU CITY4YAU
HA BPEMEHHOCTU C EKCNO3ULUNA HA CERTOLIZUMAB PEGOL OT BA3A JAHHU
3A BE3OIMNACHOCT

R. Stoilov', M. Clowse?, A. Scheuerle3, Ch. Chambers*, A. Afzali’, A. Kimball®, J. Cush®’, M. Cooneys?,
L. Shaughnessy?, M. Vanderkelen®, F. Férger®

'Clinic of Rheumatology, UMHAT “Sv. lvan Rilski” — Sofia, Bulgaria; 2Duke University Medical Center — Durham, NC, USA;
3UT Southwestern Medical Center — Dallas, TX, USA; *UC San Diego School of Medicine — La Jolla, CA, USA,; 50Ohio State
University Wexner Medical Center — Columbus, Ohio, USA; ®Beth Israel Deaconess Medical Center and Harvard Medical
School — Boston, MA, USA; "Baylor Scott & White Research Institute — Dallas, TX, USA; 8UCB Pharma — Raleigh, NC, USA,;
SUCB Pharma — Braine-I'Alleud, Belgium; "°Inselspital, University of Bern — Bern, Switzerland

AHTUTYMOP-HEKPOTU3MPALL, haKkTop fekapcTBeHn nNpoayktn (aHTM-TNF) ca edekTMBHaA Tepanus B KOHTpora
Ha XPOHUYHWUTE peBMaTU4HM GonecTn, Ho MHopMaumsaTa 3a ynotpebaTta u GesonacHocTTa UM npu OpemeH-
HOCT € orpaHunyeHa. B pesynrtart Ha ToBa, aHTU-TNF yecto OuBaT npeycTaHOBsiBaHM paHO Npe3 OpeMeHHoCTTa.
Certolizumab pegol (CZP), nerunupaH, Hecbabpxaly, Fc pparmeHT aHTu-TNF, 0o0obpeH 3a neyeHne Ha peBMaTuy-
Hu 6onectyn (B CALL 1 EC) n 6onect Ha KpoH (B CALL, 1 LLBeliLapusi camo), Hama akTMBEH MriaueHTapeH TpaHdep.

To3u NpoeKT NpefocTaBs MHAOPMaLMs BbpXy pesyntatute oT OpeMeHHOCT Npu XeHW, Nornyyasanu neve-
Hue ¢ CZP, ocobeHo npu Te3n ¢ paHHa OpeMeHHOCT.

[o 6 mapt 2017 oT 6asarta AaHHM 3a 6e3zonacHocT Ha UCB Pharma ca 6unu nsesageHn npocnekTUBHA U
PETPOCNEKTUBHM LAHHM 32 MalKuM ¢ ekcno3nuunsa Ha CZP, BknovBaLLy BpeMe 1 NPOABbIMKUTENHOCT Ha eKCMNO3n-
uus, pesyntatu, CbNbTCTBALLM 3abonsBaHus, ronemMu BpogeHu mandopmauun. AHanM3bT € 6un orpaHuyeH
[0 NPOCMNEeKTUBHUTE AOKNaan, 3a Aa ce n3berHat oTKIOHEHWS!, CBbP3aHM C PETPOCNEKTUBHO NOA4AAEHM AaHHU.
KoHcTaTnpaHu ca 6unm 6pon Ha XXMBOpoAeHM AeLa, CMOHTaHHW abopTn n abopTu No xenaHne, MbPTBOPOAEHM
Jeua 1 ronemu BpogeHu Mandopmarmn.

Ot 06wwo 1541 cnyyas Ha GpeMeHHW xeHun ¢ ekcrno3nuust Ha CZP, 1137 ca 6unu NnpocnekTUBHO LOKNanBa-
HW, OT KouTO npu 528 BGpemeHHocTK (BkntouBawm 10 ABoviku GnmnsHaum) ca éunmn nseectHu 538 pesynrtarta: 459
XuBopogehn feua (85%), 47 cnoHTaHHM abopta (9%), 27 abopTa no xxenaHve (5%) n 5 mMbpTBOPOAEHUN AeLa
(1%) (dour. 1). OT 0610 459 xmBopodeHn Aeua ca dunn cbobLleHn 8 (2%) cnyyast Ha ronemu BpPOA4eHW mar-
dopmaumm (BeankoypeteparneH pedrykc, BpogeHO KpUBO CTbMano, BpogeHa cbpaedHa bonecrt, uepebpanHa
BEHTPUKyNapHa guvnatauusi, NONUAaKTUnuT, aHanHa ductyna, gobasbyHa ywHa muga u xmgpoHedposa). OT
528 npocnekTMBHM BpeMeHHOCTU ¢ n3BecTHU pesynTaTtn 436 (83%) ca 6unu ¢ ekcnoanumsa Ha CZP npes nbp-
BUS TPUMECTBP OT BpemMeHHOCTTa — Torasa, Korato NpeaMMHO HacTbMBa opraHoreHesara; 201 6pemeHHOCTHM ca
Ounu ¢ ekcnosnums npes usinata 6pemMeHHOCT.

To3n aHanu3 npeacraensBa Hanm-ronama-
Ta nybnukyBaHa koxopTa OT GPEMEHHU KeHU
C XPOHWUYHU Bb3NanuTenHu 3abonsiBaHus, m3-

®ur. 1. MNpernea Ha goknaauTe 3a 6pemeHHocTTa

BpeMeHHOCTH C
excrnosmuma Ha CZP

=1600 NoXeHn Ha neyeHwe ¢ aHTU-TNF. AHanuabT
Excnosuums npm OT pesyntatute npu GPEMEHHOCT He Moka3Ba

6awn mMandopmaTneH edekt Ha CZP B cpaBHeHUue

n=59 c obwara esponencka nonynaums (2-3%),

HUTO MOBWLLUEH PUCK OT hbeTanHa CMbPT. Tean
AaHHM Ca YCNoKOsIBaLLM 3a XeHu B AeTeposd-

PeTpocnekTsHn Ha Bb3pacT, Korato ce 0OMUCNS fevyeHne ¢

n=404 CZP. MNpogbmkaBalloTo cbbrpaHe Ha AaHHK

MNpocnexTnsHn OT NOCTMapPKETMHIOBWU HabroaeHus, BKIOYK-
il s TENHO TekylLoTo mpoyuyBaHe Mothe rToBaby
Mp ox®MKaBawm ot OpraHusauusiTa Ha crneuuanucTmuTe rno uH-

6pemenHocTn n=198  (popmauus 3a Tepatonorugara (OTIS), we npe-

— OCTaBu JOMbJTHUTENHA BaXXHa MHQpopMaLua.
M3BecTHU pesynTaTi A A dopmaul

a

lMpu3sHamenHocm: Tosa rpoyysaHe € chuHaHcupaHo
om UCB Pharma. Aemopume 6nazolapsim Ha nayueHmume
u mexHume 6r1u3Ku, Koumo 3aedHo ¢ u3scredosamenume u
mexHume ekurnu OornpuHecoxa 3a ocbujecmessaHe Ha U3-
credsaHemo. PedakuyuoHHUMe ycriyeu b6sixa npedocmaseHu
om Costello Medical. Bcuyku pasxodu, cebp3aHu ¢ paspabom-

CnoHTaHHK
abopTn WenaHue
n=27
L) ke ey 10 e i S eaHemo Ha moea pestome, ca ghurHaHcupaHu om UCB Pharma.

MupTBEOpOAEHM

n=>5
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HALUMWOHAIJIEH KOHIEC NO PEBMATOJIOIA
CE NMPOBEXAOA
BITAFOOAPEHUE HA NIOBE3HOTO CbAEUCTBUE HA

MNATUHEHM CNOHCOPK

aobbvie ), NOVARTIS

fizeg

3NATHU CMOHCOPHU

Be well

CPEBBPHU CMOHCOPYU

*  EGIS Biological : N Inspired by patients.
Bey?"ief':g"?g'cas SANDO éi\ﬂgi\ggtls J:j Driven by science.

DUPMEHA NPE3EHTALIMSA
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KAKTO 1 HA BCUYKM ®NPMU, YYACTBALLU BB ®PUPMEHOTO U3NOXEHUE

INTELLECT PHARMA
ALVOGEN
ACCENT MEDIKA
GEDEON RICHTER
KRKA
NATURPRODUKT
VALENTIS
ACTIVE MEDICAL
ANTIBIOTIC
ALMASONIC
BULGERMED
EWOPHARMA
IQVIA
PHARMASELECT
ZEPTER



