
Background YKL-40 or gpl-39 is a surface glycoprotein of con-
nective tissue cells in particular of monocytes, fibroblasts, syno-
viocytes and chondrocytes. According to some Authors, being
augmented in serum of rheumatoid arthritis (RA) and, to a lesser
extent, of osteoarthritis (OA) it may correlate with the degree
and the speed of cartilage degradation.
Objectives To better evaluate if this is true or if this marker is
mainly an inflammation index, we have investigated a group of
RA patients correlating YKL-40 serum values with some of the
clinical parameters of the disease most widely used in literature
(swollen or painful joint count, HAQ, PCR, Ra-test, ESR, Rx
score of the hands, DAS 28).
Methods We have evaluated 52 consecutive patients (43 F, 9 M)
with RA according to the ACR criteria mainly in the 2nd (22) or
3rd (25) functional class of Steinbrocker. Their mean age was
59.7 years (33–86) and the mean disease duration 13.6 years (1–
35). The YKL-40 was determined in serum according to the
ELISA sandwich method of Harvey et al, 1998 (normal range:
25–95 ng\ml); all the patients (pts) were previously visited and
all the parameters listed above measured. Moreover the Rx score
of the hands was calculate according to the method of Kaye,
1987, slightly modified. The significance of the correlations
were evaluated with the Spearman test.
Results The mean (± SD) serum values of YKL-40 was 147.84
(± 97.47) ng\ml (normal range: 25–95 ng\ml). The correlations
with the parameters listed above were those shown in the fol-
lowing Table 1. Swollen joint count, Rx score and Ra-test
showed a still less significant correlation with the marker
investigated.
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PCR 0.531 < 0.001

DAS 28 0.358 = 0.010

PAINFUL JOINT COUNT 0.322 = 0.020

HAQ 0.260 = 0.056

ESR 0.243 = 0.083

Conclusion Since YKL-40 in RA serum seems to better correlate
with PCR, DAS 28 and painful joint count respectively, in our
opinion it behaves more like an activity marker of the disease
(perhaps of synovitis) rather than of cartilage degradation as
claimed by some Authors. Despite this limitation, further studies
are needed to evaluate its potential prognostic activity as predic-
tor of joint lesions in RA.
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Background Circulating autoantibodies are one of the main char-
acteristic of autoimmune disease as systemic lupus erythematosus
(SLE). The associations between anti-DNA antibodies and renal
disease, anti-Ro with cutaneous manifestations and congenital

heart block are well established. The human ribosomal P pro-
teins (RPP) designated PO (38 kd), P1 (19 kd), and P2 (17 kd),
the clinical significance of these antibodies is disputed, but some
data suggest an association with aggressive disease, nephritis,
central nervous system (CNS) abnormalities.
Objectives The aim of the present study was to determine the
possible clinical and immunological associations of anti-RPP
antobodies in SLE.
Methods Serum samples from 68 patients with SLE who satisfied
the American Rheumatism Association revised criteria for SLE
entered the study. Anti-RPP activity was determined by ELISA
(TRINITY BIOTECH RIBOSOMAL P 1gG, A, M), the specifity
was confirmed by Western blotting (Wb). Antinuclear factor
(ANF) was detected by indirect immunofluorescence, anti-DNA -
by ELISA, anti-Ro, La, RNP, Sm antibodies -by double immuno-
diffusion, CRP, C3, C4-by radial immunodiffusion.
Results Anti-RPP antibodies were demonstrated by ELISA in sera
of 13 patients (19%). 17 sera were investigated by Wb, 6 of
them were positive by both ELISA and Wb, another 11 were
negative as in ELISA, as in Wb. Anti-P reactivity was against 38
kd (P0), 19 kd (P1) and 17 kd (P2) in one sera; 38 kd and 17
kd (PO, P 2) in 4 sera; and 38 kd (PO) also in one sera. SLEDAI
score was 13,6+ 8,65 in seropositive group, and 16,7+25,82 in
seronegative. The frequency of nephritis, CNS involvement was
significantly higher in RPP-positive patients-38,5% (5/13) and
38,5% (5/13) against 7,3% (4/55) and 18%(10/55). In the group
of 15 SLE patients with CNS involvement 5 (33%) had
increased anti-RPP antibody levels. The highest levels of anti-
RPP had 3 patients with agressive disease, all of them had neph-
ritis, one also psychosis-convulsions, and one-hemolytic anaemia.
Conclusion In conclusion, we suggest that anti-RPP antibodies
may be a good serological marker for not only SLE, but for
aggressive duration of disease, including damaging of kidney and
brain.

(abstract for oral presentation).
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Background Serum amyloid A (SAA) protein has been suggested
to be a more sensitive marker of disease activity than CRP in
rheumatoid arthritis (RA). Few studies are carried out in patients
with ankylosing spondylitis (AS).
Objectives To analyse if SAA correlates with other markers of
inflammatory activity such as CRP, ESR and serum levels of IL-6
in both RA and AS. To evaluate if SAA is the most sensitive
marker of clinical disease activity in RA.
Methods Using a sensitive ELISA test (N-latex SA, Dadde Behr-
ing), SAA was measured in the serum of 51 patients with RA
and 44 patients with AS. CRP, ESR and serum IL-6 (ELISA)
were measured simultaneously. Clinical parameters of disease
activity (number of painful and swollen joints) and Thompson’s
articular index were analysed also in RA patients.
Results The magnitude of the SSA response was greater than the
CRP (x ± SD: SAA = 32.7 ± 56.7 mg/l vs CRP = 18.8 ± 26.3
mg/l p < 0.001). Patients with RA showed higher SAA levels
than AS (x ± SD: 44.8 ± 64 mg/l vs 13.6 ± 18.9 mg/l p <

Abstracts

Ann Rheum Dis 2001;60(Suppl 1):A1–A513 A357


