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High prevalence of thyroid auto-
antibodiesin newly diagnosed
rheumatoid arthritis patients

Sirs,

Organ specific autoimmune diseases may
be linked to non-organ specific autoimmune
conditions. In particular the present study
had the aim to determine the prevalence of
antithyroid antibodies and their correlation
to RA clinica and serological data in a
group of newly diagnosed patients with RA
from the province of Naples,Southern Italy,
an area with frequent cases of iodine defi-
ciency (1).

During a six-month period we recruited
consecutively 28 outpatients with a first di-
agnosis of RA according to ACR revised
criteria. All patients were women, with a
mean age of 45.3+14.5 years. Twenty-
seven patients were seropositive for the
rheumatoid factor (RF). A family history of
thyroid diseases (TD) was recorded in 5
patients. Our data were compared with the
data from 30 sera obtained from normal
age-matched females usual blood donorsin
the hospital, all coming from the same geo-
graphic area, without evidence of past or
present TD. For al patients informed writ-
ten consent was obtained. Thyroid hor-
mones, antiperoxidase (anti-TPO) and anti -
thyroglobulin (anti-Tg) antibodies were
analyzed. The number of affected joints,
CRP, RF, ANA, ENA C3 and C4 comple-
ment fractions were determined.

We calculated the prevalence of antithyroid
antibodies among cases and controls. Rate
ratios (RR) with 95% confidence intervals
(95% Cl) were used when comparing r ates.

In a second step we evaluated the correla-
tion of antithyroid antibodies with the pa
tient's serological and clinical variables.
Regression coef ficients were calculated by
multiple logistic regression analysis using
anti-tg positivity (0= no; 1= yes), anti-TPO
positivity (0= no; 1= yes) and positivity of
any of thetwo antibodies (0= no; 1=yes) as
dependent variables in three groups of dif-
ferent models, respectively. Age was used
as covariate in the models. Each biochemi-
cal and clinical variable was then used as
independent variable in a separate model to
calculate regression coefficients. Positivity
for ANA, ENA, RF was found respectively
in1(3.5%), 3 (10.7%), and 27 (96.4%) pa-
tients. FT3 and FT4 values werein the nor -
mal range and were not significantly differ-
ent from the controls (FT3: 4.2+1.6vs3.9
+1.1pg/ml; FT4:12.4+29vs11.9+2.7 pg/
ml). Six patients with RA presented subcli-
nical hypothyroidism (21%) with increased
TSH values (4.8+ 0.7 mlU/ml), which can-
didates them to |-thyroxine treatment. Nor -
mal TSH levels were detected in the re-
maining patients (mean:1.7 £ 0.9 mIU/ml)
and in controls (mean: 1.5+0.7 miU/ml) .
The prevalence of both anti-TPO and anti-
Tg in patients with RA was significantly
higher than in controls. anti-TPO= 32% vs
4% (RR=8.02; 95%CI=5.25-10.8); anti-Tg
=25% vs 8% (RR=3.12; 95%Cl = 1.9-4.35).
Even when consdering antithyroid antibo-
dies as a whole the prevalence of positive
subjects was significantly higher among
patients (43%), as compared to controls
(10%) (RR=4.3; 95%CI=3.01-5.58). No
significant correlation was found between
antithyroid antibodies positivity and bio-
chemical and clinical variables.

Data indicate a pathogenetic link between
RA and ATD and relevant data have already
been reviewed regarding the thyroid hor-
monal pattern in RA patients (2,3). Uneven
geographical distribution has been describ-
ed for both RA and ATD. RA has been re-
ported to occur more frequently among pop-
ulations in northern Europe and among na
tive Americans (4,5). Antithyroid antibodies
are serological markers for thyroditis, re-
presenting also arisk factor for clinical hy-
pothyroidism (6). Six of the RA patients
showed thyroid function test results indica-
tive of subclinical hypothyroidism.

The prevalence of antithyroid autoantibod-
ies in the female RA patients examined is
higher than reported by others (7-10). In lit-
erature, an increased prevalence of anti-Tg
and anti-TPO, varying from 3.4 to 12% and
4.4 10 33%, respectively, has been shownin
RA patients when compared to a normal
population. However, in the present study
all patients were newly diagnosed RA,
therefore never treated for the disease. This
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fact can explain the high prevalence rate of
antithyroid antibodies, expression of the
initial autoimmune disorder still unaffected
by drugs. Female sex and high proportion
of RF positive cases may be factors which
contribute to the reported result.

In conclusion, results from the present stu-
dy outline the high prevalence of ATD in
newly diagnosed, unselected RA patients.
Data support the usefulness of ATD screen-
ing in RA patient’s management. Still un-
known remain the predictive factors of this
association.
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