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mainly affects the lungs. Before the era of HIV, the
risk of contracting this infection in most develo-
ping countries had been declining by 1-5% per year.
Since the mid-1980s, however, with the explosion
of HIV, the incidence of TB has increased conside-
rably. Even in industrialized countries, significant
TB incidences are observed due to increased immi-
gration from developing countries, the interaction
between tuberculosis and HIV infection and the
decline in the health care infrastructure related to
tuberculosis control programs1. 

The most common form of infection is by inha-
lation of bacilli, which are then engulfed by alveo-
lar macrophages. These bacilli continue replicating
and are disseminated throughout the body inside
infected macrophages. Once a cell-mediated im-
mune response develops, the infection is brought
under control, and granulomas develop in a pro-
cess mediated by cytokines, primarily tumor ne-
crosis factor (TNF). In approximately 90% of affec-
ted individuals, the infection remains latent, with
the bacilli inside the granulomas. In some patients
(particularly those who are immunocompromi-
sed), the infection progresses to tuberculosis dise-
ase2.Due to its polymorphic presentation, tubercu-
losis is always a difficult diagnosis, a statement that
is supported by epidemiological data.

Aside from concern about co-infection of tuber-
culosis and HIV, another serious issue is the deve-
lopment of active tuberculosis disease in patients
receiving anti-TNF therapy, which is primarily used
to treat rheumatoid arthritis3. TNF is the crucial
cytokine in responding to a variety of infectious
agents, particularly intracellular pathogens such as
Mycobacterium tuberculosis. TNF is essential in the
formation and maintenance of the granulomas that
physically contain the infection2. Moreover, TNF
directly activates macrophages, which are respon-
sible for phagocytosis and pathogen death4. As with
HIV-positive individuals, TB frequently occurs in
anti-TNF-treated patients in an atypical fashion,
with extra-pulmonary manifestations or dissemi-
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Introduction

Tuberculosis (TB) is a granulomatous disease cau-
sed by Mycobacterium tuberculosis bacilli that
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nated disease, resulting in a serious diagnostic
challenge5.

We describe the occurrence of a pituitary tuber-
culoma that manifested as central diabetes insipi-
dus (CDI) in a patient with RA and nodulosis. In
this case, the main goal was to differentiate the
rheumatoid nodule in the CNS from other mass le-
sions, primarily tumors or infections.

Case Report

A 33-year-old woman was admitted to investigate
an asymptomatic pulmonary nodule. She had suf-
fered from Rheumatoid Arthritis (RA) for 10 years
(ACR criteria). The disease was controlled with me-
thotrexate (MTX) (17.5 mg weekly), sulfasalazine
(SSA) (1 g daily), deflazacort (15 mg daily) and non-
steroidal anti-inflammatory drugs. The histopa-
thology of the nodule, obtained by open lung bi-
opsy, was compatible with a rheumatoid nodule.
At that time, chloroquine (250 mg daily) was intro-
duced, the SSA dose was increased to 2 g daily 
and MTX was maintained at a lower dose (10 mg
weekly). 

After remaining asymptomatic for the next se-
ven months, the patient developed subcutaneous
nodules in the left axilla, supraclavicular area, right
arm, forearms and legs. Some of the nodules in the
arms and legs became painfully ulcerated, and
their biopsy result was suggestive of rheumatoid
nodules with negative cultures. The axillary nodu-
le evolved into an abscess, which was submitted to
surgical intervention, after which the material was
sent for culture (fungus and mycobacterium in-
cluded). Antibiotic therapy led to complete reso-
lution of the abscess. 

Concomitantly, the patient presented with hea-

dache, vomiting and photophobia. Examination
of the cerebrospinal fluid revealed lymphocytic
meningitis (550 cells, 69% lymphocytes, 19% mo-
nocytes, protein 72 mg/dL, glucose 46 mg/dL).
Thoracic radiographs were unremarkable, tuber-
culin and anti-HIV tests were negative, but Myco-
bacterium tuberculosis was identified in the mate-
rial from the axillary abscess. Next, the patient de-
veloped polyuria and polydipsia with normal
glycemia; a saline 3% infusion test and antidiure-
tic hormone (ADH) treatment before and after in-
fusion were performed, and diagnosis of diabetes
insipidus was presupposed. Encephalic magnetic
resonance imaging (MRI) showed sellar and su-
prasellar masses (Figs. 1 and 2), strengthening the
diagnosis of central diabetes insipidus (CDI). Sur-
gery was scheduled and the patient was placed un-
der careful medical supervision while receiving
standard TB treatment (Rifampin, Isoniazid and
Pyrazinamide) for 6 months and DDAVP (desmo-
pressin acetate) during diabetes insipidus symp-
toms. Regression of the subcutaneous lesions and
control of CDI were observed. A pre-surgical MRI
showed no pituitary mass (Figs. 1 and 2). At the
time of the last visit, the patient’s RA activity was
controlled with SSA and chloroquine diphospha-
te. No new nodules or CDI manifestations were re-
ported. 

Discussion

More than 34 cases of intrasellar tuberculoma have
been documented in the literature, most of them
in India.It is an unusual condition, reported in au-
topsy series, rarely with clinical manifestations6. 

TB central nervous system (CNS) involvement,
more commonly manifested as meningitis, results
from a distant focus of Mycobacterium tuberculo-

Figure 1. Mass lesion with cystic aspect in sellar and
suprasellar regions before and after treatment. Magnetic
resonance imaging (MRI) on T1 sequence, sagittal 
incidence.

Figure 2. Mass lesion with cystic aspect in sellar and
suprasellar regions before and after treatment.
Gadolinium-enhanced Magnetic resonance imaging (MRI),
coronal incidence.
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in the presence of active TB11,12. 
In this case, one important differential diagno-

sis was the CNS rheumatoid nodule, especially un-
der MTX therapy, which accelerates nodulosis for-
mation. Nodules in RA occur in 50-60% of patients
and are commonly localized in the subcutaneous
tissue, but have also been described in the heart,
lungs, gastrointestinal tract and CNS13.

Jackson et al14, in their review of 14 cases of CNS
rheumatoid nodules, reported that RA was long-
standing and erosive. Subcutaneous nodules were
also observed concomitantly in most reported ca-
ses. CNS nodulosis was largely asymptomatic un-
less there was concomitant vasculitis or meningi-
tis. In this series, meningeal involvement was more
common than parenchymal disease, which was
observed in only 1 patient with nodules in the left
cerebral hemisphere. 

In another review of inflammatory CNS involve-
ment in RA15, less than half of the patients had acti-
ve articular RA when CNS nodulosis was diagno-
sed. The majority of cases had debilitating cuta-
neous disease with important subcutaneous nodu-
losis, leg ulcers and gangrene, although the
frequency of other RA extraarticular features was
not reported. Our patient did not have aggressive
RA and had been in remission when the neurolo-
gical problem developed.

This case highlighted the importance of tuber-
culoma in the differential diagnosis of an intracra-
nial mass lesion. It also should be considered an
alert for considering a TB diagnosis in the most va-
ried clinical settings, particularly in immunosup-
pressed patients, and especially at the present time
with the widespread use of anti-TNF drugs. 
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