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COYETAHHAYA BCTPEHAEMOCTb
AYTOAHTUTEN Y BOJIbHbIX
C ANDPY3HbIMU BOJIESHAMMU
COEANHWUTEJIbHOW TKAHU

Cosuna A.B., Heycrpoera FOA., Tuxovmposa T.A., Jlammmu C.B.

Hayuno-memoouueckuii yenmp M3uCP PD no mosexyaspuoii meduyune na 6aze Canxkm-Ilemepbypeckoeo
Meduyunckoeo yHusepcumema um.axkao. M. 11. Ilasrosa, Cankm-Ilemepbype

Pesome. XapakTepHoil ocodeHHOCThIO 1M Py3HBIX 6osie3Hel coequHuTebHONM TKaHu (JABCT), Takux
Kak cuctemMHas kKpacHas BonyaHka (CKB), cunapom Illorpena (CII), peBMaTtounnsiit aptput (PA) sBis-
€TCs MOSIBJICHUE B CBIBOPOTKE KPOBU psifa aHTUHYKIeapHbiX aHTUTeN (AHA). Llenbto Haliell padboTsl ObLIO
OTIPENEIMTh MECTO KaXKIOTO U3 MCITOJIb3YeMBbIX JJabopaTOpHbBIX moka3zarteseil B nnarHoctuke JJBCT.

Hamu 6b11m rccinenoBaHbl cbiBOpoTKHY 1312 manreHToB ¢ nono3peHueM Ha JIbCT, 105 6oabHbIX ¢ CKB,
163 6onbHbIX PA, 15 ¢ CII n 100 noHopos. Onpenensuinch aHTUHYKIeapHbIid daktop (AH®D) (HEp-2-me-
TOJ), aHTUTEJA K IKCTparupyeMoMy HykiaeapHomy aHtureHy (OHA), AHA ¢ nomolbio naitHG10Ta, aHTU-
tena K nBycrimpanbHoit JIHK IgG (ncIHK), k xapauonununy IgG u IgM (KJI) u k 6eTa 2 TIIMKOTIPOTeUHY
1 (6eta2l'TI1). dna onpeneneHust antuten K ac/JIHK Ttakke ucmonb3oBasiack UMMYHOMIIOOpECIIEHIIUS HA
npoctetiteM Mukpoopranusme Crithidia luciliae (KITU®).

Berpewaemocts AH® cpenu nun B nomo3penuem Ha JIBCT cocrtaBwmma 23,44% (309/1318). Ipu CII
AH® c rpaHyIsipHBIM TUIIOM cBedeHMst oTMevaicst B 100% (15/15) cirygaeB. [1pu CKB u PA BctpeuaeMocTh
AH® cocrasuna 79% u 36% cootBerctBeHHO. B rpynme noHopoB AH® 6bl1 o6HapykeH y 3% ob6cneno-
BaHHBIX, TUTP aHTUTEJ He TipeBbIai 1/80. CeiBopoTka 282 60MbHBIX ObLIa 00cienoBaHa Ha Hammaue AH®
u antuted K DHA. Couetano AH® u anturtena k OHA onpenensimuce B 12% ciyyaes (34/282), aB 7% ciy-
yaeB (20/282) 6butM 0OGHAPYXXEeHBI TOJIBKO aHTHTeN1a K DHA. M3 HUX MpH UCTTONBb30BaHUHU JlaiftHOI0Ta B 64%
(7/11) cnyyaeB 0GHapYXMBAJIWUCh aHTUTENIA K SS-A aHTHTeHY, TOT/a KaK CIeluGUIHOCTb ocTaBIIMXcs 36%
(4/11) cBIBOPOTOK yCTaHOBJIEHA HE ObLIA.

Jns usyueHust couetaHHoi BecrpedyaeMocTrt AH® u antuten k nc/1HK 6b110 06¢1e10BaHo 614 CBIBOPOTOK,
W3 HUX aHTHUTeJ1a OB OOHapyXeHBI B 45,9% ciayuaes. B 151 ceiBoporke AH® u anTuTena k ac/IHK couera-
HO 0OHApyKUBAJIUCh B TMarHOCTUYECKUX TUTpax. Y 14,9% (42/282) obeaenoBaHHbIX pu otcytctBun AH®D,
omnpenensiiuck antutena K acJIHK, mipu atom y 6,7% (19/282) B BbIcOKOI KOHLIeHTpauuu (> 50 ME/mn).
TakmMm o6paszom, ripu KoHueHTpaunn acJJHK > 25 ME/Ma ayBcTBUTEIBHOCTE OTHOCUTEIbHO AH® cocTa-
Buiia 63% u cnetuduyHocTb 89%, a nipu coaepxkanuu acJJHK > 50 ME/Mi1 4yBCTBUTEILHOCTD COCTABUIIA
35% n cnieumduaHoCcTh — 95%.

Cpenn malmeHToB, oocaenoBaHHBIX Ha Hammune antuTel K KJI, AH® u anturen Kk nc/IHK, Beicokoe
conepxanue antuten Kk KJI 6e3 AH® u anturen K nc/IHK 66110 06HapykeHO TOJILKO Yy OJHOTO MallMeHTa,
TOT/Ia KaK B OCTAJIBHBIX CITydasiX MOBbIIIeHUEe YpoBHS aHTUTeN K KJI ObUTO CBSI3aHO ¢ yBETMYEHUEM TUTPOB
AH® u antuten k nc/IHK, uTo ykazsiBaeT Ha Hau4uue y JAaHHOU TPYITITBI OOJIBHBIX PEBMATUYECKOM ITaTOIO-
ruu, BepositHee Bcero, CKB.

Takum 06pa3om, UHGOPMATUBHOCTh METOOB, MPUMEHSIeMBbIX [T nuarHocTuku JIbCT, moBsbilTaeTcs mpu
COUYETAaHHOM BBISIBJIEHUU ayTOAHTUTEI, YTO ITO3BOJISIET
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COINCIDENCE OF AUTOANTIBODIES AMONG PATIENTS WITH DIFFUSE CONNECTIVE TISSUE
DISORDERS

Abstract. Presence of some antinuclear antibodies (ANA)is a typical feature of connective tissue disorders
(CTD), such as systemic lupus erythematosus (SLE), Sjogren’s syndrome, rheumatoid arthritis (RA). The
purpose of our work was to estimate the significance of laboratory tests commonly used in CTD.

We examines blood serum collected from 1312 patients with suspected connective tissue disorders, 105
patients with confirmed SLE, 163 patients with RA, 15 patient with Sjogren’s syndrome (SS), and 100
healthy volunteers. Blood serum was tested for antinuclear factor (ANF) using HEp-2 method, antibodies
against extractable nuclear antigens (anti-ENA), line blot ANA, IgG antibodies against double-stranded
DNA (anti-dsDNA IgG), IgG and IgM antibodies against cardiolipin (CL) and beta-2-glycoprotein 1
(B2GP1). The Crithidia luciliae immunofluorescence (CLIF) assay was also used to detect antibodies
to native dsDNA.

ANF prevalence in the patients with suspected CTD was 23,4% (309/1318). Speckled pattern of ANF was
detected in 100% (15/15) of patients with SS. Prevalence of ANF in patients with SLE and RA was 79%
and 36%, correspondingly. ANF was revealed only in 3% of healthy volunteers and its titer did not exceed
1/80. Blood serum from 282 patients was tested for ANF and anti-ENA. Coincidence of ANF and antibodies
against ENA were found in 12% of cases (34/282), and isolated anti-ENA — in 7% of cases (20/282). In this
group (anti-ENA-positive/ANF negative), antibodies to SS-A antigen were detected in 64% of patients, using
ANA lineblot, 36% of patients were negative. Blood sera from 614 patients were tested, in order to evaluate
coincidence of ANF and anti-dsDNA. The antibodies were revealed in 45.9% of cases, whereas a combination
of ANF and anti-dsDNA in diagnostic titers was found in 151 patient. Anti-dsDNA in absence of ANF were
detected in 14.9% (42/282) of patients; in 6.7% of the samples (19/282), higher concentrations of antibodies
were detected (> 50 IU/ml). In conclusion, ANF sensitivity was 63% vs 35%, specificity — 89% vs 95% in the
groups of patients with dsDNA antibodies, resp., > 251U/ml, and > 50 IU/ml. In the patients examined for
anti-CL, ANF and anti-dsDNA, high concentration of anti-CL without detectable ANF and anti-dsDNA was
found only in one case; in the rest of patients, high titers of anti-CL were associated with higher titers of ANF
and anti-dsDNA, thus indicating high probability of rheumatic diseases (most likely, SLE) in these patients.

Informativity of the methods used for CTD diagnostics is increased, when several autoantibodies are
detected concomitantly, thus allowing optimized immunological examination of the patients with rheumatic
diseases. (Med. Immunol., 2007, vol. 9, N 1, pp 69-76)
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