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SUMMARY

Introduction In spite of the growing number of reports on the study of anti-nucleosome and anti-C1q
antibodies, there are still controversies on their significance as disease activity markers in patients with
systemic lupus erythematosus (SLE) and their use in everyday clinical practice.

Objective Our aim was to assess the presence of anti-dsDNA, anti-nucleosome and anti-C1q antibodies
in SLE patients, as well as to establish their sensitivity, specificity, positive and negative predictive value,
and their correlation with SLE and lupus nephritis clinical activity.

Methods The study enrolled 85 patients aged 45.3+9.7 years on the average, with SLE of average dura-
tion 10.37+7.99 years, hospitalized at the Institute,,Niska Banja“ during 2011, and 30 healthy individuals
as controls. Disease activity was assessed using Systemic Lupus Erythematosus Disease Activity Index
(SLEDAI). In all examinees the levels of anti-dsDNA, anti-nucleosome and anti-C1q antibodies were meas-
ured using the ELISA method with Alegria Test Strips Orgentec (Germany).

Results Patients with active lupus nephritis had a higher presence of anti-C1q antibodies and higher
co-positivity of anti-dsDNA, anti-nucleosome, and anti-C1q antibodies compared to those with inactive
lupus nephritis (77.77% vs. 21.74%; p<0.01). SLE patients with SLEDAI >11 had a higher presence of anti-
nucleosome (93.75% vs. 64.15%; p<0.01) and anti-C1q antibodies (46.87% vs. 22.64%; p<0.05), as well as
a higher mean level of anti-nucleosome antibodies (107.79+83.46 U/ml vs. 57.81£63.15 U/ml; p<0.05),
compared to those with SLEDAI of 0-10. There was a positive correlation between the SLEDAI and the level
of anti-dsDNA (r=0.290; p<0.01), anti-nucleosome (r=0.443; p<0.001), and anti-C1q antibodies (r=0.382;
p<0.001). Only anti-C1q antibodies demonstrated correlation with proteinuria (r=0.445; p<0.001).
Conclusion Anti-nucleosome and anti-C1q antibodies demonstrated association with SLE and lupus
nephritis activity, suggesting their potential usefulness in making predictions about lupus nephritis and
assessment of disease activity.
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INTRODUCTION

Systemic lupus erythematosus (SLE) is a chron-
ic inflammatory autoimmune disease charac-
terized by multisystem clinical presentation
and serologic findings of various antibodies
[1, 2]. It has been shown that conventional pa-
rameters such as anti-dsDNA antibodies, com-
plement level, proteinuria, creatinine clearance
and urine sediment are not specific enough to
detect disease activity in renal involvement and
nephritis relapse [3]. In recent years, new bi-
omarkers have been intensely studied, which
could mark renal involvement before clinical
manifestations, i.e. indicate subclinical dis-
ease forms. Among them, a significant place
is reserved for anti-nucleosome [4, 5, 6] and
anti-Clq antibodies [7, 8, 9], which have been
extensively studied. Anti-nucleosome antibod-
ies are highly correlated with anti-dsDNA anti-
bodies and are considered sensitive SLE mark-
ers, but their correlation with disease activity
and renal involvement remains controversial.
There are opinions that anti-C1q surveillance
would be important in the clinical monitor-

ing of SLE patients, as a non-invasive biologic
marker of renal involvement, both for early
detection of nephritis and for prediction of
exacerbations [10-14]. In some reports, the au-
thors have stated that anti-dsDNA antibodies
are necessary but not sufficient for the develop-
ment of lupus nephritis exacerbations, and that
anti-dsDNA antibodies and anti-nucleosome
antibodies, with elevated levels of anti-Clq
antibodies, are associated with renal disease
(15, 16, 17].

In spite of a growing number of reports on
the study of anti-nucleosome and anti-C1q an-
tibodies, there are still controversies regarding
their significance as disease activity markers in
SLE patients and their use in everyday clinical
practice.

OBJECTIVE

Our aim in this study was to examine the pres-
ence of anti-dsDNA, anti-nucleosome and anti-
Clq antibodies in SLE patients, and to establish
their sensitivity, specificity, and positive and
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negative predictive value. We also attempted to establish
their possible association with clinical activity of SLE and
lupus nephritis activity.

METHODS

The study enrolled 85 patients with SLE, hospitalized at
the Clinic of Rheumatology of the Institute ,, Niska Banja“
in 2011, in whom the diagnosis was made based on the
criteria of the American College of Rheumatology revised
in 1997. Thirty healthy individuals made up the control
group. The study was also performed at the Center of
Medical Biochemistry of the Clinical Centre in Nis. All
patients were carefully considered and examined using the
same methodology. Prior to inclusion, all patients were
first informed about study aims, signing after that the in-
formed consent to be enrolled in the study. The Ethics
Committee of the Faculty of Medicine in Ni$ also gave
their consent for the study to be carried out. Inclusion
criteria for the study were as follows: age above 18, defini-
tive diagnosis of SLE, made according to the criteria of the
American College of Rheumatology revised in 1997, with
present at least 4 of 11 criteria in total.

In addition to clinical examination and supplemental
diagnostic methods, disease activity was assessed in all
patients using Systemic Lupus Erythematosus Disease
Activity Index (SLEDAI), based on a standardized ques-
tionnaire. The SLEDALI evaluates the activity of 9 organ
systems based on the presence or absence of 24 variables
during the examination. The value range was 0-105. Based
on the total sum, the disease was classified as follows: with-
out activity 0, low activity 1-5, moderate activity 6-10, high
activity 11-19, and very high activity >20. The examinees
were divided into 2 groups; the first group consisted of
those without disease activity, with low or moderate activ-
ity (SLEDAI 0-10), and the second consisted of those with
high and very high disease activity (SLEDAI >11).

Involvement of different organs and systems was de-
termined in accordance to the current criteria. For the
diagnosis of lupus nephritis, the presence of proteinuria
0.5 g/24h was necessary, and/or the finding of pathologic
urine sediment. Glomerular filtration assessment was per-
formed in all examinees using the Modification of Diet
Renal Disease (MDRD) formula.

Simultaneously with clinical examination and disease
activity assessment, the samples of blood were taken and
centrifuged, and serum samples were frozen at -70°C up
to the moment of determination of the studied antibodies.
In addition to the standard lab and immunologic analy-
ses, the levels of anti-dsDNA, anti-nucleosome antibodies,
and anti-Clq antibodies were measured in SLE patients
and controls. The presence of these antibodies was de-
termined using the ELISA test on the automatic ELISA
reader Alegria (Organtec, Germany). Autoantibodies were
determined on the Alegria Test Strips (Organtec, Germa-
ny), barcoded per each antibody, using the technique of
indirect immunologic reaction. The Anti-C1q ELISA is a
test for the quantitative detection of class IgG antibodies

against the C1q complement component. Positivity cut-
offs for the examined antibodies were set in compliance
with the manufacturer’s instructions, being >25 U/ml for
anti-dsDNA, 220 U/ml for anti-nucleosome, and 210 U/
ml for anti-Clq antibodies. Maximal possible antibody
values were 200 U/ml for anti-dsDNA, 200 U/ml for anti-
nucleosome, and 100 U/ml for anti-C1q antibodies. The
assays were performed at the Center of Medical Biochem-
istry, Clinical Center Nis.

The Sigmastat 3.5 program was used for statistical data
processing. The following tests were employed: descriptive
statistics, Student’s t-test, Mann-Whitney test, and Chi-
square test.

RESULTS

Average age of SLE patients was 45.3+9.7 years. Average
age of control group examinees was 44.7+9.5 years. There
were 78 (91.77%) women and 7 (8.23%) men in the SLE
group, and among controls there were 27 (90%) women
and 3 (10%) men. Both groups were homogenous related
to age. Average disease duration in the studied group was
10.37+7.99 years (from 1 month, to 29 years), and average
age at diagnosis was 35.88+9.66 years. The median for the
number of diagnostic criteria was 5 (minimum 4, maxi-
mum 9). The frequency of individual clinical manifesta-
tions at the time of examination was for arthritis/arthral-
gias 69.41%, skin changes 65.88%, serositis 24.70%, hema-
tologic manifestations 24.70%, lupus nephritis 37.56%, and
neuropsychic manifestations 18.82%. Out of 32 patients
with lupus nephritis, 9 (28.12%) had active nephritis, and
23 (71.88%) inactive lupus nephritis; 53 (62.35%) patients
had SLEDALI from 0 to 10, and 32 (37.65%) had SLEDAI
score >11. The average SLEDAI value in all SLE patients
was 11.38+7.55.

Positive anti-dsDNA antibodies were found in 59
(69.41%) patients, anti-nucleosome antibodies in 64
(75.29%), and anti-C1q antibodies in 27 (31.76%) SLE pa-
tients (Table 1). All control group subjects were negative
for antibodies. There were no significant differences in the
positivity of studied antibodies between the groups with
and without nephritis. Moreover, there were no differences
in the simultaneous positivity of all three antibodies, and
simultaneous positivity of two antibodies between nephritis

Table 1. Frequency of positive anti-dsDNA, anti-nucleosome and anti-
C1qin SLE patients

Antibodies SLE LN SLE without LN
(n=85; 100%) | (n=32;37.64%) | (n=53; 62.36%)
Anti-dsDNA 59 (69.41%) 26 (81.25%) 33 (62.26%)
Anti- 64 (75.29%) 26 (81.25%) 38(71.70%)
nucleosome
Anti-Cl1q 27 (31.76%) 12 (37.50%) 15 (28.30%)
Anti-dsDNA, o o o
C1q, Nucl. 24 (28.23%) 12 (37.50%) 12 (22.64%)
Anti-dsDNA, 25(20.41%) | 11(3437%) | 14(26.41%)
Nucl.
Anti-C1q, Nucl. 2(2.35%) - 2(3.77%)

SLE - systemic lupus erythematosus; LN - lupus nephritis; n — number of patients
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and nephritis-free groups (Table 1). When we compared
the positivity of studied antibodies between the groups of
patients with active and inactive lupus nephritis, we found a
significant difference in anti-Clq positivity and simultane-
ous positivity of all three antibodies, with positive anti-Clq
antibodies and co-positive anti-dsDNA, anti-nucleosome,
and anti-Clq antibodies found in 5 out of 23 (21.74%)
patients with inactive lupus nephritis and in 7 out of 9
(77.77%) patients with active lupus nephritis (p<0.01). In
the group with active lupus nephritis, 100% patients had
positive anti-nucleosome antibodies (Table 2).

Specificity and sensitivity of the studied antibodies was
100% and 87.06% for anti-dsDNA antibodies for the cut-
off >10.6 U/ml, 96.67% and 82.35% for anti-nucleosome
antibodies for the cut-off >9.7 U/ml, and 100% and 35.71%
for anti-Clq antibodies for the cut-off >9.4 U/ml (Graph
1, Table 3). Positive and negative predictive value for SLE

Table 2. Frequency of positive anti-dsDNA, anti-nucleosome and anti
Clqgantibodies in SLE patients according to lupus nephritis (LN) activity

diagnosis was 100% and 74.10% for anti-dsDNA antibod-
ies, 98.59% and 65.92% for anti-nucleosome antibodies,
and 100% and 35.50% for anti-C1q antibodies.

Examining antibody positivity in the group with ac-
tive and very active disease (SLEDAI 211), compared to
those with SLEDAI from 0 to 10, we found a significant
difference in anti-nucleosome and anti-C1q antibodies
(Table 4).

The mean level of anti-dsDNA antibodies in the SLE
group was significantly higher - 80.18+74.69 U/ml, com-
pared to controls with 5.97+3.02 U/ml (p<0.001). In the
SLE group, the mean level of anti-nucleosome antibod-
ies was 74.38+74.16 U/ml, which was significantly higher
than in controls with 6.37+3.01 U/ml (p<0.001). The mean
level of anti-C1q in SLE patients was 14.67+23.60 U/ml,
and in controls it was 4.29+1.99 U/ml, although without
any significant difference.

Examination of the mean levels of antibodies in those
with lupus nephritis and those without it did not reveal
significant differences for any of the antibodies. In the

LN (n=32; 37.64%) group with active lupus nephritis, mean levels of all three
TR - - SLE without LN . . s e .
Antibodies Active Inactive (n=53; 62.36%) antibodies were significantly higher compared to those
(n=9;28.12%) | (n=23; 71.87%) with inactive lupus nephritis (Table 5).
Anti-dsDNA 8 (88.88%) 18 (78.26%) 33 (62.26%)
Anti-
nukleosome 9(100.00%) 17(73.91%) 38(71.70%) Table 4. Frequency of positive anti-dsDNA, anti-nucleosome and anti-
Anti-C1q 7(77.77%) 5 (21.74%)° 15 (28.30%)° C1qin SLE patients according to SLEDAI values
Anti-DNA, C1q, 0 o o SLEDAI SLEDAI
Nucl. 777.77%) > (21.74%) 12(22.64%) Antibodies 0-10 S11 11.38+7.55
Anti-DNA,Nucl. | 1(11.11%) | 10(43.48%) | 14(26.41%) (n=53;62.35%) | (n=32;37.64%) | (N=85; 100.00%)
Anti-C1q, Nucl. 2(3.77%) Anti-DNA 36 (67.92%) 23(71.87%) 59(69.41%)
* p<0.01 vs. Active (a - x*=8.67; b — x?=7.46; c - x*=8.67; d — x*=9.04) Anti- 34 (64.15%) 30 (93.75%)* 64 (75.29%)**
nucleosome ’ ’ ’
Anti-C1q 12(22.64%) | 15(46.87%)*** | 27 (31.76%)
100
Anti-DNA, N 5 N
Clq, Nucl. 12 (22.64%) 12 (37.50%) 24 (28.23%)
80 i
Ant-DNA, 16(30.18%) | 9(28.12%) | 25(29.41%)
- Anti-C1q, Nucl. 1(1.88%) 1(3.12%) 2(2.35%)
s — ClgAt *p<0.01 (x?=8.52) vs. SLEDAI=0-10;
o~ | SNK AL * $<0.05 (x*=5.01) vs. SLEDAI=11;
5 ukl At
W 40 *** p<0.05 (x?=4.51) vs. SLEDAI=0-10
SLEDAI - Systemic Lupus Erythematosus Disease Activity Index
20 H Table 5. Mean levels of anti-dsDNA, anti-nucleosome and anti-C1q in
the group with active and inactive lupus nephritis (LN)
LN (n=32; 37.64%)
0 i L L L i Antibodi N N LN
0 20 40 60 80 100 ntivodies Active Inactive (n=32; 37.64%)
100-Specificity (n:9, 28.1 2%) (n:23, 71 87%)
Anti-dsDNA 144.04+£75.19 | 61.59+57.66* 84.78+72.37
Graph 1. Receiver opgrating charac_teristic curve .f(_)r.anti—dsDNAI a_\n_ti— Anti- 176.59+44.44 | 39.17+34.10%* | 77.82+72.63**
nucleosome, and anti C1q antibodies (ab). Specificity and sensitivity nucleosome
of the studied antibodies was 100% and 87.06% for anti-dsDNA ab, AntiC " " " "
96.67% and 82.35% for anti-nucleosome ab and 100% and 35.71% nti-Clq 34.78+39.89 7.8747.13 15.44+24.45

for anti-C1q ab.

*p<0.05 vs. Active; ** p<0.01 vs. Active; *** p<0.001 vs. Active

Table 3. Specificity and sensitivity of anti-dsDNA, anti-nucleosome, and anti-C1q antibodies

Antibodies AUC SE 95% Cl Specificity Sensitivity Criterion
Anti-dsDNA 0.934* 0.022 0.871-0.972 100.00 87.06 >10.6
Anti-nucleosome 0.916* 0.025 0.849-0.960 96.67 82.35 >9.7
Anti-Cl1q 0.621 0.057 0.526-0.710 100.00 35.71 >9.4

*p<0.001 vs.C1q
AUC - area under the curve; SE - statistical error; Cl - confidence interval
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Table 6. Mean levels of anti-dsDNA, anti-nucleosome and anti-C1qin
the groups with SLEDAI from 0-10 and SLEDAI >11

SLEDAI SLE
Antibodies 0-10 >11 ! 1&?&1;,75:55
(n=53;62.35%) | (1=32;37.64%) |  100.00%)
Anti-dsDNA 71.57+71.33 96.54+77.61 80.18+74.69
Anti- 57.81463.15 | 107.79+83.46* | 74.38+74.16
nucleosome
Anti-Cl1q 10.07+15.89 22.12+£31.56 14.67+23.60
*p<0.05 vs. SLEDAI=0-10
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3300— = gEsgn = s E =N L]
E n " ]
=2 =
> 150 . g .
3 =
2 R=0.290; p<0.01 _—
e _—
1001 . —
2 I S
Z —"n L] L)
< ‘“: L
s =
I [ ]
04 N I g wt e e
T . T ¥ T d T ¥ T ¥ T ¥ T ¥ T ¥ 1
0 5 10 25 30 35 40

15 20
SLEDAI

Graph 2. Positive correlation between Systemic Lupus Erythematosus
Disease Activity Index (SLEDAI) and anti-dsDNA ab levels
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ab levels

1204
— 1004 L] [ I |
-
E
S .
= g4 n
_§~ [ ]
¥e] R=0.382; p<0.001
= 604 [ ]
o [ ]
= . _—
Y o404 .
E n o
<< e
204
04 -
T T T I T T T T 1
0 10 15 20 25 30 35 40
SLEDAI

Graph 4. Positive correlation between SLEDAI and anti-C1q ab levels

The mean levels of studied antibodies were higher
in the groups with high and very high disease activity
(SLEDAI=11) compared to the group without disease
activity, with low and moderate activity (SLEDAI from
0 to 10), but the difference was significant only for anti-
nucleosome antibodies (Table 6).

Examining the correlation between the antibodies and
SLEDAI-assessed disease activity, we found a positive cor-
relation for all three antibody types. There was a positive
correlation between anti-dsDNA antibodies and SLEDAI
(r=0.290; p<0.01) (Graph 2). We also found a positive cor-
relation between anti-nucleosome antibodies and SLEDAI
(r=0.443; p<0.001) (Graph 3), as well as between anti-Clq
antibodies and SLEDAI (r=0.382; p<0.001) (Graph 4).

Examining the intercorrelation between these antibod-
ies the following positive correlations were found: be-
tween anti-dsDNA and antinucleosome antibodies it was
r=0.561 (p<0.001), between anti-dsDNA and anti-Clq it
was r=0.403 (p<0.001), and between anti-nucleosome and
anti-Clq antibodies it was r=0.436 (p<0.001). All three
antibodies demonstrated negative correlations with C3
complement component, which were r=-0.345 (p<0.01) for
anti-dsDNA; r=-0.450 (p<0.001) for anti-nucleosome an-
tibodies; and r=-0.300 ( p<0.001) for anti-C1q antibodies.

When the renal function parameters were examined
(proteinuria and glomerular filtration assessed using the
MDRD formula), out of all three studied parameters only
anti-C1q antibodies demonstrated a correlation with pro-
teinuria (r=0.445; p<0.001). There was no correlation be-
tween the examined antibodies and glomerular filtration.

DISCUSSION

Studies have shown that anti-nucleosome antibodies are
present in 70-100% of SLE patients, and that they dem-
onstrate a high specificity (up to 97%) [4, 5, 18], which
agrees with our own results (96.67%). Anti-C1q antibodies
have been identified in 30-60% of SLE patients [16], which
agrees with our findings (31.76%). Bizzaro et al. [19] have
recently published the results of their meta-analysis of 26
studies, comparing the sensitivity, specificity, positive and
negative predictive value of anti-dsDNA and anti-nucle-
osome antibodies. The comparative analysis showed that
anti-nucleosome antibodies had higher diagnostic sensi-
tivity (59.9% vs. 52.4%), with specificity slightly higher
than anti-dsDNA antibodies (94.9% vs. 94.2%). In the past
studies of juvenile SLE, specificity and positive predictive
value for anti-nucleosome antibodies were 96-98%, and
specificity for anti-C1q was 92-100% [20].

Our results demonstrated that anti-dsDNA and anti-
nucleosome had high specificity and positive predictive
value for the SLE diagnosis. These results agree with the
results published for adults with SLE and for juvenile SLE,
so that all three antibody types can be considered reliable
markers in the SLE diagnosis [4, 5, 8, 18]. In addition to
the reports on the high specificity of anti-C1q antibodies
in SLE diagnosis [20], as in our study, there have been
many studies suggesting that anti-C1q antibodies are not
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specific for SLE and that they can be encountered in other
autoimmune (Sjogren’s syndrome, hypocomplementemic
urticarial vasculitis) and infectious diseases [21]. The
prevalence of anti-Clq antibodies in healthy population
ranges from 2% to 8%. Our result about high specificity
of anti-Clq antibodies in SLE diagnosis can be explained
by the fact that there were few healthy controls (n=30) and
that all of them had negative anti-C1q antibodies for the
cut-off >9.4 U/ml.

In our study, although the prevalence of positive find-
ings of anti-nucleosome antibodies was higher compared
to anti-dsDNA antibodies (75.29% vs. 69.41%), the sensi-
tivity of anti-nucleosome antibodies for the diagnosis of
SLE was lower compared to the sensitivity of anti-dsDNA
antibodies (82.35% vs. 87.06%). This can be explained by
the fact that in our study antibody positivity cut-off values
according to the ROC curve were lower than that recom-
mended by the ELISA test manufacturer, and were >10.6
U/ml for anti-dsDNA antibodies, and >9.7 U/ml for anti-
nucleosome antibodies.

Anti-nucleosome [6, 22-27] and anti-C1q antibodies [7,
10, 11] have been described as indicators of disease activ-
ity and lupus nephritis activity in adults, which agrees with
our results. There have been reports about anti-nucleosome
antibodies being a sensitive marker of renal involvement in
the absence of anti-dsDNA antibodies [25, 28]. Katsumata
et al. [29] have demonstrated the association of anti-Clq
antibodies with global SLE activity, but not with active lu-
pus nephritis. Recently, Tan et al. [30] have reported that in
281 SLE patients with lupus nephritis anti-C1q antibodies
have been closely associated with C1q concentrations and
glomerular Clq deposition, concluding that the kidney is
certainly one of the target organs of C1q antibodies.

Our results demonstrated that the presence of anti-Clq
with simultaneous presence of all three antibody types was
significantly higher in the group with active compared to
the group with inactive lupus nephritis. Simultaneous
positivity of anti-dsDNA, anti-nucleosome, and anti-Clq
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AHTU-dSDNA, aHTUHYK/1e030MCKa M aHTU-C1q aHTUTENA Kao NOKa3aTe/by
aKTMBHOCTU 6onectu Kog ocoba ca CUCTEMCKUM epUTEMCKUM IyNYCOM

BanentnHa Xunekosuh', Anekcanapa CraHkosuh', TatjaHa LieTkoBuh? Bpanka Mutuh? Ceetucnas Koctuh?,

JosaH Heposuh', bojaHa CrameHkoBuh'

"MHcTuTYT 33 neverbe 1 pexabunutaumjy ,Huwka bara’, Huw, Cpbuja;

2KnuHuka 3a Hedponorujy, KnuHnukm uentap, Huw, Cpbuja

KPATAK CAZIPXKAJ

YBog YnpKkoc 6pojH/M caonLiTerbriMa 0 UCNUTUBAHY aHTUHY-
Kneo3omckux 1 aHTu-C1q aHTuTena, 1 JaHac nocToje onpeyHa
MULL/bEHA O UXOBOM 3Hauajy Kao MoKa3aTe/buma akTUBHO-
CT 6onecTun Kof ocoba ca CUCTEMCKIM epUTEMCKUM J1yrycoM
(CEJ1) 1 HoMX0BOj NPUMEHW Y CBAaKOAHEBHO] KNMHUYKOj MPaKCK.
Liwm paga Linmb paga je 6uo fa ce ncnuta noctojatbe aHTM-
dsDNA, aHTuHyKkneo3omckux 1 aHtu-C1q aHTutena kop 6one-
cHuka ca CEJl, yTBpAe H1xoBa CEH3UTUBHOCT, CneLnudrnyHocT,
MO3UTKNBHA M HeraTWBHa NPeANKTUBHA BPEAHOCT U YCTaHOBM
bVIXOBa Kopenavuuja ¢ KnnHnukom aktusHowhy CEJl n aktus-
Howhy nynycHor HedpwuTuca (JIH).

MeTope papa Vctpaxusatbe je 06yxBaTio 85 6onecHuKa ca
CENN, npoceyHe cTapocTn og 45,3+9,7 rognHa u NpoceyHor Tpa-
jarba 6onectn of 10,37+7,99 roguHa, Koju cy 60IHNYKM neYeHr
2011. roanHe y MIHCTUTYTY 3a neverse 1 pexabunutauujy ,Hu-
wWwKa bara’; 1 30 3mpaBux 0coba Koje Cy YUMHMIE KOHTPOSHY rpy-
ny. AKTUBHOCT 6onecTu je npouereHa Kopuwwherem Systemic
Lupus Erythematosus Disease Activity Index (SLEDAI). Koz cBux
MCMUTaHKKa je MeTofoM ELISA MepeH HUBO aHTU-dSDNA, aHTu-
HyKneo3oMcKux 1 aHT1-C1q aHTuTeNa Kopulherem TecT-Tpaka
Alegria® (ORGENTEC, Hemauka).
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Pesyntartu Kop 6onecHuKa ¢ akTBHUM JTH 3abenexeHn cy Be-
he npucycto aHTK-C1q aHTMTeNa 1 Beha UcToBpemeHa nosu-
TUBHOCT aHTU-dSDNA, aHTUHYKNeo30MCKux 1 aHT-C1q aHTuTe-
nay ofHOCY Ha rpymny ¢ HeakTuBHUM JTH (77,77% npema 21,74%;
p<0,01). Kog 6onecHuka ca CEJ1 v BpegHowhy SLEDAI 11 1 Be-
hom ycTaHOBI/beHO je Behie NPMUCYCTBO aHTUHYKIIE030MCKMX
(93,75% npema 64,15%; p<0,01) n aHTn-C1q aHTUTeNa (46,87%
npema 22,64%; p<0,05), Kao 1 BULIN CPeftbi HABO aHTUHYKNEO-
30MCKMX aHTUTena (107,79+83,46 U/ml npema 57,81+63,15 U/ml;
p<0,05) y ofHocy Ha 6onecHuke ¢ BpegHowhy SLEDAI op 0 no
10. YTBpheHa je no3uTnBHa Kopenaumja namehy SLEDAI n HMBoa
aHTU-dsDNA (r=0,290; p<0,01), aHT1HyKneo3omcKux (r=0,443;
p<0,001) n aHTn-C1q anTutena (r=0,382; p<0,001). AHTn-Clg
aHTMTeNa cy jefnHa Nokasana Kopenauujy ¢ NpoTenHypujom
(r=0,445; p<0,001).

3aK/byyak AHTMHYKIe030MCKa 1 aHTK-C1q aHTUTena nokasy-
jy yapyxeHoct ¢ aktnsHowhy CEJ1 n JTH, a ogpehusame oBux
aHTUTeNa Moxe 61T KoprcHO 3a NnpeaBuhatbe passoja JIH n
NpPOLIeHy aKTUBHOCTU 6onecTu.

KrbyuHe peumn: cvicTeMCKU epuTemMcKm iynyc; aHTU-dsDNA aH-
TUTeNa; aHTUHYKNeo30McKa aHTUTena; aHTu-C1q aHTuTena; ny-
nycHu HeppuTnc; SLEDAI
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