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Summary
A 48-year-old man with a 4 months history of asthenia, 
anorexia, 10 kg weight loss and 1 month of hematuria 
and dysuria was admitted to another hospital for sudden 
muscular weakness. He was found to have areflexic 
tetraparesis and was referred to our hospital.
On admission, he was bradycardic, tachypneic, with 
flaccid tetraplegia. Laboratory results showed metabolic 
acidemia, severe hyperkalemia and hyponatremia, acute 
renal dysfunction and sterile pyuria. After hyperkalemia 
correction, the neurological symptoms resolved.
On the second day, he became febrile and chest 
radiograph and CT images showed a pulmonary bilateral 
reticulomicronodular pattern, left hydronephrosis 
and diffuse bladder wall thickening. Disseminated 
tuberculosis was considered as diagnosis by the 
coexistence of this imagiologic alterations and sterile 
pyuria. Acid-fast test for Mycobacteriumtuberculosis was 
negative, but the urine culture became positive after 2 
weeks.
Antituberculosis treatment was started. One year later, 
he was asymptomatic and the structural urinary lesions 
had disappeared.

Background
The authors describe a very uncommon clinical 
presentation of disseminated tuberculosis, a protean 
disease which requires a high level of suspicion for a 
timely diagnosis and correct treatment, allowing for 
cure without irreversible sequelae.

caSe preSentation
A previously healthy 48-year-old man reported a 
4 months history of asthenia, anorexia and weight 
loss (10 kg); 3 months later hematuria and dysuria 
appeared.

On the day of admission, he presented to another 
hospital with sudden muscular weakness. He was 
admitted with tetraparesia and areflexia. Head and 
neck CT scan were normal, and he was referred 
to our hospital for further evaluation. On arrival, 
12 hours after the onset of symptoms, he had flaccid 
tetraplegia with areflexia and no sensory alterations.

inveStigationS
Head and spine conventional MRI without contrast 
were normal; ECG showed completeleft bundle 
branch blockwith tall and peaked T waves.

Arterial blood gas showed metabolic acidemia 
(pH 7.29, Pco2 23.7 mm Hg, HCO3 11 mmol/L), 
hyperkalaemia (8.1 mEq/L), hyponatremia (102 
mEq/L) and hyperlactacidemia (4.51 mg/dL). 
Blood tests also showed leukocytosis (21.5×109/L, 
92% neutr), creatinine 3.33 mg/dL,  urea 170 mg/
dL andleukocyturia 222/μL. Renal ultrasound 
revealed left hydronephrosis and diffuse bladder 
wall thickening.

All neurological symptoms resolved on the first 
day after correction of the hyperkalemia.

The day after admission, he became febrile. 
Blood and urine cultures were sterile. A chest X-ray 
showed bilateral micronodular lesions (figure 1). A 
CT scan revealed a diffuse pulmonary reticulomi-
cronodular pattern, left ureterohydronephrosis and 
diffuse bladder wall thickening (figures 2 and 3). 
Cystoscopy revealed reddened and swollen bladder 
walls, with the presence of abundant sediment; the 
left meatus was obliterated by oedema. Biopsies 
were not performed. Serology for HIV was nega-
tive.

Tuberculosis was considered the most likely diag-
nosis; a urinary Ziehl-Neelsen test was negative, but 
urine culture became positive for Mycobacterium 
tuberculosis 2 weeks later.

differential diagnoSiS
In a patient presenting with hyperkalemia and 
acute renal dysfunction, imagiologic investigation 
is important for aetiological investigation since the 
list of possible causes is extensive. Hydronephrosis 
points to obstructive/postrenal causes such as 
neoplastic, lithiasic or infectious. The concomitant 
bladder thickening make neoplastic and infectious 
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figure 1 Chest radiograph.
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causes more probable, and a histological examination would be 
important to confirm the diagnosis.

In Portugal, where tuberculosis is still a frequent disease, the 
coexistence of a miliary pulmonary pattern, sterile pyuria, left 
ureterohydronephrosis and diffuse bladder wall thickening is 
virtually diagnostic of tuberculosis.

treatment
The patient was started on antituberculosis (anti-TB) drugs to 
pulmonary and genitourinary TB treatment.

outcome and follow-up
Renal function and blood sodium level quickly normalised with 
rehydration.

Since there was a complete neurological recovery, brain or 
spine follow-up images/examinations, namely lumbar puncture 
or MRI, were not performed. Because of the sudden resolution, 
it was admitted that the neurological alterations occurred in the 
context of hyperkalemia due to acute renal injury, as has been 
described in a few case reports.1–3

He maintained anti-TB treatment for 6 months and remained 
asymptomatic with weight gain. Further evaluation with CT scan 
and cystoscopy, 1 year after presentation, showed progressive 
recovery with no structural alterations.

diScuSSion
TB is one of the main causes of mortality from infectious 
diseases worldwide, especially in developing countries, and 
about one-third of the world’s population has latent tubercu-
losis, according to the WHO 2015 report.4

Genitourinary TB is a relative common form of extrapul-
monary TB,5 often underdiagnosed because of its variable and 
insidious course. A high level of suspicion is important to avoid 
a delayed diagnosis which can result in organ dysfunction, irre-
versible sequelae and death.6 7

Urinary TB is usually secondary to hematogenous spread 
from pulmonary or disseminated TB7; prolonged steroid 
use or immunosuppressive therapy may increase the risk of 
reactivation of latent foci.8 Symptoms vary with the organ 
affected, and the disease course may be indolent and asymp-
tomatic but with progressive renal dysfunction and structural 
deformities.9 10

Urine culture gives the definitive diagnosis, taking up to 8 
weeks to become positive and with up to 20% of false negative 
results.11 Molecular methods, as polymerase chain reaction (not 
done on our patient), give faster results and has been proved 
to be sensitive and specific, although some false negatives occur 
because of urinary inhibitory substances.6 10

Anti-TB therapy is recommended for at least 6 months; surgery 
may be needed for structural deformities.7

We present this case for its peculiar presentation and to 
the best of our knowledge, there is no other description 
of a presentation from genitourinary TB as this one in the 
literature. However, we could not fully explain the marked 
increase in potassium levels and the reason for the severe 
acute renal failure, neither its rapid reversion even before 
starting tuberculostatic treatment. This case also highlights 
the importance of a timely diagnosis to avoid sequelae of 
genitourinary TB.

learning points

 ► Urinary tuberculosis has an indolent and unspecific course 
which may lead to delayed diagnosis and long-term 
sequelae.

 ► Correct and early treatment is effective and avoids sequelae.
 ► Although rarely, severe hyperkalemia can cause ascending 

weakness with hyporeflexia.
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figure 2 CT scan showing left hydronephrosis and diffuse bladder 
wall thickening.

figure 3 CT scan showing left hydronephrosis and diffuse bladder 
wall thickening (reconstruction).
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