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Pestome: Llen Ha HacTosiwaTta paboTta e cpaBHeHMe Ha pe3yntaTuTe OT OnpeaensHeTo
Ha HSAKONKO aHTudochonuNUaHM aHTMTena npu GOMHM OT CUCTEMEH nynyc
(CNE) cbe 1 6e3 gaHHM 3a aHTudochonunuaeH cuHgpom (APC) n aHanus Ha
OvarHocTu4yHaTa UM CTonHocT. M3cnegBaHu ca cepymHuTe HuBa Ha I1gG n IgM
aHTukapguonunuHosu (ACL), aHTu-6eta-2-rmuknonpotenH | (B2GPI), aHTu-
docdatmauncepuHosu (PS), aHTunpotpomobuHosu (PT), aHTuaHekcuH V (AnV)
1 aHTneTaHonammHoBu (Eth) antutena ¢ ELISA (Orgentec — F'epmanus) npu: 26
6onHu ot CNE/A®C, 24 6onHmn camo cbe CIE m koHTponHa rpyna ot 30 nuua.
19G n IgM aHTuTenarta cpelly kapguonunuH, B2GPI, PS n Eth ca 3HaunTenHo
no-suncokn npu 6onHute ot CJIE/A®C B cpaBHeHWe ¢ OOMHUTE OT camo OT fy-
nyc, Kakto u ¢ koHtponute (p < 0,05). IgG un IgM aHTuTenarta cpewty AnV un Pr
He ce pasnu4yaBaT CTaTUCTMYECKM B OBeTe rpynu GOMHM, HO ca MO-BUCOKU
CMpPsIMO CpedHnTe CTOMHOCTU NpWU KOHTponHaTta rpyna. B 85% ot cnyyante cbe
CJIE/A®C ca nonoxutennu IgG ACL, B 62% — 1gG Eth, B 50% — IgM B2GPI, B
46% — IgM ACL, n B 35% — 1gG B2GPI. lNMpu 6onHute cbe CIE Han-yectn ca
IgG PS (29%) un 1gG Eth (25%). HawwnTte pe3yntati NOCTaBAT HAKOIKO BbMPO-
ca: 1. Tpsibsa nu ga nacrnegsamMe npy BCUMYKK NynycHO GONHM aHTUTenarta cpe-
wy coconunmuan? 2. Ako rm uscnegsame, ko ga npenopbvyame? 3. Kakso e
3HAaYEHUETO Ha MOMOXUTENHUTE aHTUTENa B CriydanTe, KoraTo HsiMa aHaMHec-
TUYHWU U KNMUHWYHW faHHK 3a Tpombo3a? 4. Moxe v NoNoXuTenHuTe aHTuTena
Oa npepwecteat Tpombosata? Kato ce mma npegsua, 4e APC e mHOro no-
cuctemHa 6onect ot CJ1E n BeposiTHO € egHa OoT Han-yecTute GonecTtu B CBETa,
M3crne[BaHeTo Ha aHTUTena cpeLly pasnuyHm doconunuam u CbnocTaBsHETO
Ha pe3ynTaTtuTe C KIMHUYHUTE CUMTOMU € MHOTO BaXHO.
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Summary: The aim of this study was to compare the levels of several anti-phospholipid antibod-
ies in patients with systemic lupus erythematosus (SLE) with and without anti-
phospholipid syndrome (APS) and to evaluate the diagnostic significance of these
auto-antibodies. We investigated the serum levels of IgG and IgM anti-cardiolipin
(ACL), anti-beta-2-glycoprotein | (B2GPI), anti-phosphatidyl serine (PS), anti-
prothrombin (PT), anti-annexin V (AnV) and anti-ethanolamine (Eth) antibodies us-
ing an ELISA method (Orgentec, Germany) in 26 patients with SLE/APS, 24 pa-
tients with SLE without APS, and in a control group of 30 healthy persons. The
mean levels of IgG and IgM ACL, B2GPI, PS and Eth were significantly higher in
SLE/APS patients compared to the SLE patients without APS and to the control
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group (p < 0.05). The mean levels of IgG and IgM AnV and PT were comparable in
both SLE groups but were higher than the mean levels of these auto-antibodies in
the control group. Overall 85% of the SLE/APS patients had positive IgG ACL, 62%
had positive 1gG Eth, 50% —positive IgM B2GPI, 46%—IgM ACL, and
35% — positive 1IgG B2GPI. In SLE patients without APS the most prevalent anti-
phospholipid antibodies were 1gG PS (29%) and 1gG Eth (25%). The results of our
study pose several questions: 1. Do we have to evaluate the levels of anti-
phospholipid antibodies in all SLE patients? 2. If we have to, then which anti-
phospholipid antibodies should we recommend? 3. What is the significance of the
positive anti-phospholipid antibodies in the absence of past history and clinical data
for thrombosis? 4. Could the positive results precede the development of thrombo-
sis? Having in mind that APS is even more systemic disease than SLE and is
probably one of the most prevalent conditions in humans, the investigation of differ-
ent anti-phospholipid antibodies and the comparison of results with clinical symp-
toms is of great importance.

systemic lupus erythematosus, anti-phospholipid syndrome, anti-phospholipid
antibodies
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AHTndochonmnuaHnat cungpom (APC) kaTo
HO305I0MMYHa eanHULAa e onucaH npeau noseye ot
30 r. OtToraBa gocera ca yCTaHOBEHU MHOXECTBO
aHTWTEena, CBbp3aHu C Hero, Kato A0 TO3M MOMEHT
AmarHosaTta Ha CMHOpOMa ce OCHOBaBa Ha ABe OT
TAX — aHTUKapguonunuHosu aHtutena (ACL) u aH-
TuTena cpeuwy 6eta-2-rnmkonpoteunH | (B2GPI) [1,
2, 3]. HesaBncumo oT TOBa B nutepatyparta ce
OMCKYTMPa N y4acTMeTO Ha MHOXECTBO APYrn aHTU-
Tena, YNeTo 3Ha4YeHnEe OCTaBa HEN3ACHEHO [4].

Llen Ha HacTosiwaTa paboTa € cpaBHEHMETO Ha
pesyntatute OT W3CMNEeABaHETO Ha HAKOMKO aHTu-
dochonunuaHn aHTUTENa Npu 6OMHU OT CUCTEMEH
nynyc (CJIE) cbc 1 6e3 gaHHu 3a A®C 1 aHanms Ha
OMarHocTnyHaTa CTOMHOCT Ha Te3n aHTuTena.

MATEPWAN U METOOM

WacnepeaHn ca 26 6onHu ot CJIE ¢ BTOpUYeH
A®DC — 24 xeHn n 2 MbXe, Ha Bb3pacT oT 8 fo 56
r., cpegHo 36,5 £ 13,23 r.; 24 6onHm ot CJIE 6e3s
A®DPC — 4 mbxe n 20 xeHu, Ha Bb3pacT oT 8 fo 55
r., cpegHo 40,87 = 12,68 r.; n KOHTPOMHa rpyna oT
30 nuua. KnvHU4HUTE CMMMTOMU ca MnokKasaHu Ha
Tabn. 1.

NacnepsaHu ca 1gG v IgM aHTuMKapavonunu-
HoBu (ACL), aHTu-6eTa-2-rmukonpoteunH | (B2GPI),
aHTudocharmamnncepmHosn (PS), aHTUNPOTPOM-
6uHoBu (PT), aHTnaHekcuH V (AnV) n aHTueTaHo-
namuHoBu (Eth) antutena c ELISA (Orgentec —
epmanus). Pesyntatute ca cpaBHEHU C Te3u Ha
KOHTponHa rpyna ot 30 3gpaBu nuua.

Tabnuua 1. KNnMHUYHM CUMNTOMM Ha u3crnegBaHUTe NauueH-
™1 cbe CJIE cbe n 6e3 A®DC

A®C - cumnmomu CJIEIA®C CJIE

BTE 8 0
AOVK 4 0
OBT 1 1
XabutyanHu abopTtu 7 0
Paget-Schrotter syndrome 1 0
MwvokapaeH nHdapkT 2 0

BTE, AWK, BT, katactpodaneH
A®C 1 0

XabutyanHu abopTtn, 6b6peveH
MHGapKT, TPOMO B NABO Npeacbpave,

WHCYNT, NMBEAO0 1 0
JluBeno, xopes rpaBngapym 1 0
OBbLWO 26 1

*OT 6onHuTe cbe CJIE 6e3 gaHHu 3a A®C camo efiHa XeHa nMalle
OaHHNM 3a BeHO3Ha Tpombo3a Ha ropeH kpanHuk. BTE = 6enoapo-
6eH TpomboembonuabMm, AWK = gucemuHupaHa WHTpaBasanHa
koarynauusi, BT = aobnboka BeHo3Ha Tpombo3a

PE3YNTATHU

Pesyntatute oT u3cnegBaHeTo Ha OTAEnHWUTE
aHTUTena cpely docconunuam ot knac 1gG n IgM
ca npencraBeHn Ha Tabn. 2

BugHo e, ye aHTuTenaTta cpewy ACL, B2GPI, PS
n Eth n ot knac IgG, u ot knac IgM ca 3HaunTenHo
no-Bucoku npu 6onHute ot CJIE + A®C B cpaBHeHMe
KakTto ¢ 6onHuTe oT CJIE 6e3 ADC, Taka U C KOHTPO-
nmte (p < 0,05). IgG n IgM aHTUTENaTa cpely AnV u
Pr He nokasBaT 3HauMMW pas3nukn Mpu ABeTe rpynu
nynycHO GOrMHKW, HO ca MO-BUCOKN CMPSMO CpeaHuTe
CTOMHOCTW NpU KOHTpOMHaTa rpyna.
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B Tabn. 3 ca npeacTtaBeHn JaHHUTE OT MPOLEHT-
HOTO pasnpefeneHne Ha NoNoXUTENHUTE 3a pas3nuy-
HWTE aHTUTeNna NaumeHTn, KakTo U MUHUMAarHUTe U
MaKCMMariH1Te CTOMHOCTW Ha OTAENHUTE aHTUTena.

MpaBu BnevatneHve pakTbT, Ye Han-yecTo (B
85% ot cnyyanTte cbe CJIE/A®C) ce gokassart no-
noxutenHn IgG ACL, cnegsanu ot IgM B2GPI
(50%), IgM ACL (46%) 1 IgG B2GPI (35%). Pa3nu-
KATE MexOy MyVHUMManHata u MakcumanHaTta CTow-
HOCT Ha BCWYKM Te3uW aHTUTena € MHOro ronsma,
KOeTo 0DsICHsIBa M rofisMOTO CTaHAAPTHO OTKIOHe-
HWe B Ta3u rpyna. B cbwoTo Bpeme npu GonHute
cbe CJIE 6e3 ADC He ce gokasBaT MOMOXUTEMHMU

aHTMTEna, a pasnukuTe Mexgy MakcMmanHaTa u
MUHMManHaTa CTOMHOCT Ca 3Ha4YUTESHO MO-Marnku,
kaTo camo npu 1 naumeHT 6e3 KNMUHWYHU JaHHW 33
A®C IgM B2GPI ca mHoro Bucoku — 26,5 U/ml.
Mo-HaTaTbWHMAT aHanu3 Ha Tabnuuarta nokas-
Ba, Ye OT OCTaHanuTe U3CrefBaHu aHTUTena Ham-
yecto npu 6onHute cbe CIIE/APC ca nonoxuTen-
Hu 1gG Eth aHtTuTenata — 62% ot GonHute. MNpu
6onHuTe cbe CJIIE 6e3 ADC e BUCOK NPOLEHTHLT Ha
nonoxutenHute aHtutena IgG PS (29%), kakto u
IgG Eth (25%). Mpu Tax pasnuknte mexagy MWHU-
ManHUTe M MakCUmarnHuWTe CTOMHOCTM Ha aHTuTe-
nata cpewyy PS, AnV, Pr n Eth ca gocta ronemu.

Tabnuua 2. AHTUochonNMNUAHM aHTUTENna Npu 6O0NTHU OT CUCTEMEH Nynyc cbe U 6e3 AaHHu 3a ADC

AHmMumsno CJIE + A®C CJIE KoHmponu
IgG ACL 29,35 + 18,55* 3,64 £3,52 4,02 +4,77
IgM ACL 22,78 + 28,32* 3,88+2,94 5,36 +5,81
I9G B2GPI 19,77 + 32,66* 269+18 3,01 +2,33
IgM B2GPI 15,65 +17,13* 3,87 £5,49 3,6+294
IgG PS 13,41 + 22,49* 4,14 + 3,81 2,21+1,94
IgM PS 13,26 = 15,22* 6,6 £5,62 5,77 £ 6,79
1gG AnV 6,79 £7,25 7,25 +£9,96 4,42 + 4,24
IgM AnV 4,05 + 5,66 4,55 + 3,65 3,11 £3,77
19G Pr 11,59 £ 7,47 10,63 £ 6,77 7,59 + 7,98
IgM Pr 7,33+8,5 5,9+5,07 3,99 £ 3,36
IgG Eth 10,26 + 10,87* 593+45 4,02+2,31
IgM Eth 10,31 + 15,06* 7,91 11,47 5,61 £5,99

*p < 0,05 B cpaBHeHue ¢ 6onHuTe oT CIIE 6e3 ADC 1 KoHTponute

Ta6bnuua 3. lMpoueHTHO pa3npeaerieHUe Ha NONOXUTENHUTE aHTUTeNa Npu uscneaBaHUTe NaLMeHTH

AHmumsno CJIE + A®C MuHumanHa u makcumarnHa CJIE MuHumarnHa u makcumarnHa
cmotHocm (U/ml) cmouHocm U/ml

IgG ACL 22/26 (85%) 0,1-92,5 0 0,1-11

IgM ACL 12/26 (46%) 1,2-118 0 0,1-9,6

IgG B2GPI 9/26 (35%) 0,2-135,4 0 0,1-6,3

IgM B2GPI 13/26 (50%) 0,1-57,4 1/24 (4%) 0,1-26,5
IgG PS 9/26 (35%) 0,8-107 7124 (29%) 0,1-14

IgM PS 6/26 (23%) 0,1-54,8 1/24 (4%) 0,1-18,9
IgG AnV 6/26 (23%) 0,9-30,9 5/24 (21%) 0,1-47,7
IgM AnV 2/26 (7,6%) 0,2-26 3/24 (12,5%) 0,1-10,6
IgG Pr 2126 (7,6%) 2,9-32,5 1/24 (4%) 2,7-27

IgM Pr 4/26 (15,3%) 0,2-45 4/24 (16,5%) 0,1-22,5
lgG Eth 16/26 (62%) 0,68-42,6 6/24 (25%) 1,1-15

IgM Eth 4/26 (15,3%) 2,13-75,1 1/24 (4%) 2,13-59
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OTaenHo BHUMaHWe 3acnyxasar naumeHTuTe ¢
MHOXECTBO KIMMHWUYHU cUMNTOMK 3a Tpombo3a. Te-
31 aHHW ca NpeacTaBeHu Ha Tabn. 4.

Tabnuua 4. BonHM ¢ HAKONKO KNMHMYHM CUMMNTOMA 3a TPOM-

603a
AHmumsino XabumyarnHu BTE, AVIK, Jlueedo,
abopmu, 6b6pe- [BT, ka- xopesi

YeH UHghapKkm, macmpo- epasuda-

mpomb 8 15180 ghaneH AOC pym

npedcwpdue,

uHcynm, nueedo
IgG ACL + + +
IgM ACL + + +
1gG B2GPI + - +
IgM B2GPI + - +
IgG PS - - +
IgM PS - + +
1gG AnV + - -
IgM AnV + - -
1gG Pr - - -
IgM Pr + - -
IgG Eth + - -
IgM Eth - - -
OBCBHXOAHE

lMpoyyBaHuATa BBLPXY aHTUOCHONMANOHUTE
aHTUTENa, U B YaCTHOCT aHTUTENaTa CcpeLly Kapau-
ONUNWH, AaTupaT OT Ha4yanoTo Ha 80-Te roguHU Ha
MuHanus Bek [5, 6]. MNMpe3 90-Te roguHM rpynuTe Ha
M.Galli n cbTp. [9] n Ha H.P. Neil n cbTp. [10] ycTa-
HoBABaT, 4Ye HAkon ACL ce HyxOasT OT HanuvymMeTo
Ha onpefeneH nnasmeH 6entbk (B,-glycoprotein 1),
3a [a ce cBbpXaTt ¢ kapguonunuHa. o-kbCcHO ce
yCTaHOBSIBA, Y€ OCBEH Te3W aHTuUTena BaXHW 3a
OuarHosata ca M aHTuTenarta, HacO4YeHu cpeLly
apyrn docdhonunuan, Kakto 1 KbM FFIMKONPOTENHU
N npotenHn. 'onsMoTo pasHoobpasve Ha aHTuTe-
nara, onucaHu npu 6onHn ¢ ADGC, KakTo u hakTbT,
4ye HSAKOW OT THAX Ca HacovyeHW KbM 6enTbun, a He
KbM dpoccponunuan, gaBaT OCHOBaHWE Ha aBTopu
kato J. Vermylen n J. Arnaut [11] npe3 1992 r. ga
npeanoXxaT HOBO WMMe Ha aHTudochonunuaHuTe
aHTuUTena — ,aHTndochonMnua-NpoTenH aHtuTena”.
HawwTe nbpBOHavanHu npoyysaHus [7, 8] nokassat
3HaYEeHNETO Ha onpefenisiHETO Ha aHTUTenarta KakTo
cpewly ACL, Taka n cpelty B2GPI, docdatnannu-
HO3MTON, POCHATUOUNXOSUH, NINIONELUTUH, CHUH-
rommenvH, PS n Eth 3a guarHosata Ha nynycHaTta
6onect n TPOMBOTUYHUTE CHCTOSHMS.

HawwuTte gaHHM noTBbpXAaBaT Te3aTa Ha pe-
avua aBTopu 3a Bpb3kaTa Ha ACL ¢ TpombGodun-
HUTE CbCTOSHMA [12], HO HE M C XxeMomnuTU4yHaTa

aHeMusa 1 HeyTponeHusita npu 6onHn oT CITIE/A®C.
OanHnte Ha R. Cervera u cbTp. [13] nokasear, ye
npu naumeHTuTe ¢ BUCOKM TUTpM Ha ACL no-yecto
ce Habniogasat Tpomb6o3n (B 30% OT cnyyauTte
cpelty 9% ot 6onHMTe 6e3 aHTUTENa), a NPU XKEHU-
Te C BUCOKM HMBa Ha ACL ca no-4ectu CNoHTaHHK-
Te aboptn. W. Egner nogyeptasa ye IgG ACL ca
puyckoB hakTop 3a Tpombo3a npu GonHUTE OT ny-
nyc, HO uMa un 6onHu ¢ ToBa 3abonsiBaHe, Npu Kou-
TO BBMNPEKM fMncaTta Ha aHTUTena Cbluo MOXe Aa
ce Habntogasa Tpom6o3a [14].

Bucoka e u 4ectotata Ha aHTUTenata cpeLly
B2GPI. Taka Hanpumep L. R. Lopez n cbTp. [15]
HamupaT IgG B2GPI npn 38% oT nynycHo 6onHute
c A®PC, a IgM B2GPl-npun 40% ot Tax; D.
Fanopoulos n cbTp. [16] — cboTBeTHO IgG B2GPI
npu 25% ot nynycHo 6onHuTe, a IgM B2GPI — npwu
27%.

Hve pelmnxme ga cbnoctaBum JaHHUTE OT Ha-
MUpaHEeTO Ha aHTUTenaTa cpeLly HSKOMKO aHTure-
Ha Mpu nynycHo GOMNHW C KnacuMyecku AaHHW 3a
A®C — nonoxutenHn ACL w/unu B2GPI 1 knuHnY-
HWM cumnTomu 3a ADC, ¢ pesynTaTute Npu fynycHo
B6onHu 6e3 KNMHUYHM 1 nabopaTopHK KpUTEpUU 3a
A®C.

Crnope HawwuTe p[faHHM aHTuTenaTa cpeLly
ACL, B2GPI, PS u Eth, kakto oT knac IgG, Taka u
oT knac IgM, ca 3Ha4uTenHo Mo-BMCOKM Npwu Gor-
Hute ot CJIE + A®C B cpaBHeHune n ¢ 6onHuTe OT
CJIE 6e3 A®C, un ¢ koHTponute (p < 0,05). 1IgG un
IgM aHTuTenata cpewy AnV u Pr He ce pa3snuysaTt
CTaTUCTMYCKM B ABETE rpynu NynycHo GoHW, HO ca
MO-BUCOKMN CNPSIMO CpefHNTEe CTOMHOCTM NPU KOHT-
ponHara rpyna.

MHTepec npegcraBnasaT TpuUTE NaUMEHTKM C
Nynyc, Npyv KOUTO MMa HAKOSKO KIUHWUYHU CUMMTO-
Ma Ha ADC. Mpu nbpBaTa OT TAX Ca MNOMOXUTENHMU
BCUYKN aHTUTENa C U3KNIOYEHME Ha Te3n cpeLly
PS, npu BTOpaTa ca NonoXuTenHn camo aHTuTena-
Ta cpewy ACL u IgG PS, a npu Tpertara — camo
aHTuTenarta cpewy ACL, B2GPI n PS u ot gBarta
Knaca. YyacTmeto Ha Te3uM aHTMTena B narto-
reHesarta Ha MbCcTpaTa KNUHWYHA KapTuHa Npu Tesu
3 NaumMeHTKK 3acera octaBa HESACHO.

OueHsiBakn 3HA4YEHUETO Ha rofsiM Gpowt aHTu-
Tena — cpewy 6eTa-2-rmmkonpoTenH |, mpoTpom-
6uH, npotenH C, npotenH S n AnV, J. Nojima u
cbTp. [17] nogdvepTaBaTt, 4e KOHLEHTpauuaTa u
yectoTaTta Ha AnV ca Hal-BUCOKM Mpu BONHUTE OT
nynyc v faHHu 3a 3aryba Ha nnoga. Hewo noseve,
€[VHCTBEHUAT 3Ha4YMM PUCKOB dhakTop 3a peTanHa
3aryba npu te3n 6onHu crnopepq Tax ca AnV. [Mpo-
TMBOMOMOXHO € MHeHueTo Ha B. de Laat n cbTp.
[18], kouTo He cuuTaT, Ye AnV ca pUcKoB dakTop
3a Tpombo3a unu 3aryba Ha nnoga npu 6onHUTE €
A®C n nynyc, HO MyTauuuTe B reHa, KOHTponupaLy



MEOVMUMHCKW NPEIMEA, 48, 2012, Ne 4

55

npon3BoaCcTBOTO Ha AnV morat ga 6bagart TakbB
He3aBMCMM OT aHTuTenaTa ¢paktop. Cnopea Hawm-
Te OaHHW cpefHaTta KoHUeHTpauumsa Ha AnV aHTu-
TenaTta He ce pasnuyaBa B OBETe rpynu NymnycHo
OOnHN, HO € MOo-BUCOKa B CPaBHEHME C Tasu npu
KOHTpOMHaTa rpyna, T.e. Te3n aHTUTena BeposiTHO
yyacTBaT B CrnoxHaTa natoreHesa Ha 6onectTa,
BKIT. U TpoMbOoobOpasyBaHeTo. B nogkpena Ha ToBa
Halwe HabntoaeHue ca n gaHHuTe Ha N. Bizzaro u
CcbTp. [19], kouTo gokassaT AnV aHTutena npu 13%
OT NnynycHo 6onHMTe, KaTo M HamupaT u npu 9% oT
NauMeHTUTe C HeraTMBHU aHTUKapLOUONMUMMHOBU
aHTuUTena. B cbWOTO Bpeme Te ycTaHoBsBAT, 4ve
puckbT OoT Tpombo3n npu CJIE e Hal-HMCbBbK npu
Hanuyne Ha AnV aHTuTena.

[OunarHocTnyHaTa CTOMHOCT Ha onpefensiHeTo
Ha aHTMTenarta Cpelly aHekcuH V e npeaMeT Ha
ONCKycust OT MHOro aBToOpcku konektusu. Cnopepn
4yacT OT TAX TOW € OONbIHUTENEH Mapkep npu na-
LUMEHTUN C pasnnyHN TPOMOOTUYHN CbCTOSHUSA, pen-
POAYKTUBHM HapyLLUEHWUs, aBTOMMYHHU BonecTwn [17,
20, 21], HO Apyrn aBTOpU He Hammpat LOCTaTb4YHU
JokasaTencrtea 3a ToBa [18, 22, 23, 24]. Hawwute
OaHHM nokasBaT, Ye KOHLUEHTpaumsata Ha Te3n aH-
TUTEena e CpaBHUTENHO HUCKa U Makap 4Ye cpefHu-
Te CTOMHOCTU Ce pas3nuyaBaT OT Te3u Npw 34paBu-
Te nuua, HAMa CTaTUCTUYECKM 3HayMMa pasnuvka
mexagy rpynute 6onHu ot nynyc ¢ A®PC n 6onHute
oT nynyc 6e3 gaHHu 3a A®C. [do ronsma cTteneH
npuyMHa 3a pasnuuundata B JaHHUTE 3a Te3n aHTu-
Tena ca mMoxe Ou pasnuMyHUTE KPUTEPUK 3a MOCTa-
BsiIHE Ha guarHo3a, hasarta Ha bornecTTa, Npu KOATO
ca nscnensaHu, 1 He Ha NOCNeaHO MACTO — CaMUAT
MeTo[ 3a onpeaensaHeTo um [25].

Mpes3 1988 r. C. E. Weidmann u cbTp. [26] yc-
TaHOBSABAT, Ye C U3KMIOYEHWe Ha aHTuTenarta cpe-
wy docdatmgnn-eTaHoNaMmMH, BCUYKM OCTaHamm
aHTuTena (cpelwly docdaTnannoBa KACENuHa,
docaTngun-cepuH, dochatMann-nHO3INToN un
dochaTnann-xonmH) ce yctaHoBsiIBAT MpWU ronsiM
NpoLEeHT OT BonHuTe € nynyc 1 kopenupaTt C no3u-
TMBHMA pesynaTtat 3a ACL. M. L. Bertolaccini n
CcbTp. [27] n3cneaBaT ronam 6pon aHTUdocdonu-
nuaHW aHTuTena — cpewy docdarmannosa kuce-
nuHa, docdaTtngun-cepuH, docdaTnamn-mHo3un-
Ton, docdatmaun-etaHonammH u docarTngun-
XONWH, U nogyepTaBaT, Ye HaNM4MeTo UM He nopg-
nomara guarHosarta Ha A®C npu nynyc. Npe3 2000
r. E. L. Radway-Bright n cbTp. [28] gokaseart, 4e
aHTUTenarta cpewy docdaTnann-mHosmTon, goc-
daTtmann-cepuH n docdaTtngmn-rnmuepon ca no-
yecTn npu nynycHo 6onHn ¢ A®C. EQHO No-KbCHO
npoy4saHe ot 2004 r. nogyepTaBa 3Ha4YeHUETO Ha
OonpefensiHeTo Ha aHTMTenarta cpewy docdartu-
Oun-cepuH 3a yctaHoBsaABaHeTo Ha APC npwu cuc-
TeMHus nynyc [29].

Bevukn naumeHtn ot rpynata ¢ A®C nmaxa xa-
paKkTepHUTE KIMHUYHM CUMMTOMM 38 TO3U CUHOPOM: 8
— BTE, 1 ¢ BT, 7 — xabutyanHu aboptu, 1 — ¢ Pa-
get-Schrotter syndrome. Npu HAKOMKO NaUUEHTU Knu-
HukaTa 6e ocobeHo Texka — 4 ¢ VK, 2 ¢ m1okapaeH
uHdpapkT,1 — ¢ BTE, OBT, OWK, katactpodaneH
A®C, 1 — ¢ xabutyanHu abopTtn, 6bOpeUeH nHapKT,
WHCYNT 1 NBefao, 1 — ¢ nMBeao 1 xopes rpasngapym,
B cbLioTo Bpeme camo 1 ot GonHuTe ot nynyc 6e3
aHtutena (CIE 6e3 A®C) nvawwe [BT.

CpegHnte CTOMHOCTM Ha aHTuTenaTta cpeLdy
otaenHuTe docdhonunuan npu NynycHo GonHwu,
HaMepeHn OT Hac, ca CbMNOCTaBMMU C AaHHUTE Ha
apyrn astopu [26]. B cbLoTO Bpeme Te3un aHTuTe-
na He ca B MHOMO BMCOKW KOHLEHTpauu1 1 He ycTa-
HOBUXME Bpb3Ka MexXOy HanMyuneto UM N KOHKpeT-
Ha u3siBa Ha 6onecTTa. ToBa CbOTBETCTBA Ha MHe-
HMETO Ha OPYyr1 aBTOpM, M3yyaBanu T03u npobrem
[27], HO e NPOTUBHO Ha U3ka3aHOTO B HAKOW My6nK-
Kaumm MHeHMe 3a 3Ha4YeHUEeTO UM MpPU CUCTEMHUS
nynyc [15, 26, 28]. Hne ce npucbeavHsiBame KbM
MHeHueTo Ha M. L. Bertolaccini u cbTp. [27], 4e
HamMupaHeTo Ha ApYrn aHTUTena OCBEH Tesn cpeLly
KapguonunuH n 6eTa-2-rnmkonpotenH | Ha To3K
eTan He noanomara 3HadyuTenHo AuarHosata Ha
A®C npu nynyca. OT gpyra cTpaHa, AOoKas3BaHETO
MM KakTo B cepyma Ha 6onHu ¢ A®C, Taka u Ha Te-
31 6e3 APC, moxe 6U e OT 3Ha4YeHMe 3a U3sICHABA-
HeTO Ha Apyrn NatoU3NONOrMYHN MEeXaHU3Mn 13-
BbH TpomMbBounmsaTa npyu CUCTEMHUSA NymycC.

HawmTe pe3yntaTv NOCTaBAT HAKOMKO BbMpoca:

1. TpabBa nn ga wnacnegBame Mpu BCUYKU fy-
nycHo 6onHn aHTMTenaTa cpelly docdonunuan?

2. Ako v uscrneiBamMe — Kou OT aHTUTenara ga
npenopbyame?

3. KakBo e 3Ha4yeHeTo Ha NOMNOXUTENHUTE aH-
TUTena B criydauTe, Korato HaMa aHaMHECTUYHU Y
KMWHWYHW JaHHK 3a Tpombo3a?

4. Moxe nu nonoxuTenHute aHTuTena pja
npeglwecrteat Tpombosarta?

B cBomn ny6nuvkauum ot 2007 n 2008 r. Y. Shoen-
feld [30, 31] nog4epTasa, 4e JOKaTO B HA4YanoTo Ha
heduHmpaHeTo Ha cuHapoma npe3 1983 r. ca us-
nonaeaHu 2 aHtutena — ACL 1 nynyceH aHTUKoa-
ryrnaHT, B MOMEHTa Mma “ekcrnnosus” Ha aHTudoc-
donuNnaHN aHTUTena, KOMTO CbLO YyyacTBaT B
natoreHesarta Ha cuHgpoma. OT gpyra cTpaHa, us-
rnexga, ye A®C e mMHoro no-cuctemHa 6onect ot
CIE [30] n BeposATHO e edHa OT Hau-vyectute 6o-
nectn B cBeTa. B To3M acnekT mnscneaBaHeTo Ha
aHTUTEeNna cpelly pasnuyHn oconmnuamn n cbno-
CTaBAHETO Ha pe3ynTaTuTe C KMUHUYHUTE CUMTOMU
€ MHOrO BaXHO.

lpoyysaHemo e crioHcopupaHoO om 2paHm
[002/125/2008 e. — HayuoHaneH Hay4eH ¢hoHO
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