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Summary
A 47-year-old male smoker admitted complaining of progressive bilateral lower-limb and upper-limb weakness, without any numbness. He
also complained of productive cough and fever for the last 2 weeks before admission. There were no nasal symptoms, sore throat, night
sweats, loss of appetite and weight, nor did he have any gastrointestinal symptoms.

BACKGROUND
Association of TB with Guillain-Barré syndrome (GBS) is
far from being clear; furthermore, diagnosis of TB in a
patient with GBS might be challenging due to respiratory
muscle weakness and difficulty to expectorate sputum.

CASE PRESENTATION
A 47-year-old male smoker complaining of progressive
bilateral lower limbs and upper limbs weakness, without
any numbness, was admitted to our hospital. He also
complained of productive cough and fever for the last
2 weeks before admission. There were no nasal symptoms,
sore throat, night sweats, loss of appetite and weight, nor
did he have any gastrointestinal symptoms.

On admission, he was febrile with a respiratory rate of
18 breaths/min with decreased left sided chest expansion
and left basal crackles. Neurological examination revealed
a grade 3 of 5 symmetrical lower-limb weakness and grade
4 of 5 symmetrical upper-limb weakness. Importantly, he
had absent tendon reflexes in lower limbs and depressed
tendon reflexes in both upper limbs. Sensation and anal
sphincteric tone were both normal. Our patient did not
have any facial weakness or eye movement disorder.

INVESTIGATIONS
Results of laboratory investigations showed haemoglobin
16.3 g/dl, normal white cell count 5900 cells/μl, platelet
count 550 000 cell/μl, serum protein 63 g/l, serum albumin
23 g/l, aspartate aminotransferase 71 IU/l, alanine amino-
transferase 50 IU/l, alkaline phosphatase 72 IU/l, urea
3.3 mmol/l, creatinine 64 μmol/l, serum potassium
4.3 mmol/l, serum glucose 8.4 mmol/l, serum C reactive
protein 43.8 mg/l and procalcitonin of 0.53 μg/l.
Cerebrospinal fluid revealed cell count of 3, glucose
4.5 mmol/l, protein 0.18 g/dl. with a negative yield on
bacterial and mycobacterial smears and cultures. HIV test
was negative.

A non-contrast CT scan of the brain did not show any
acute haemorrhage or infarct; chest radiograph revealed a
confluent cavitating opacity in the left lower zone. The
chest CT scan confirmed a large consolidation with air

bronchogram in the lingula, left upper and lower lobes
with minimal pleural effusion and no pleural enhance-
ment (figures 1–3).

Blood and urine cultures were negative, and serum
Melioidosis serology was negative. The patient had a
weak cough and was unable to expectorate representative
sputum, despite induction with nebulised saline.

His slow vital capacity was moderately reduced at 2.51
l. with normal maximum inspiratory pressure at 75 cm
H2O. As expected, he showed a moderately reduced
maximum expiratory pressure at 63 cm H2O.

The patient was started on a 5-day course of intraven-
ous immunoglobulin on clinical suspicion of Gullian-Barré
syndrome, with concomitant empirical broad-spectrum
antibiotics for community acquired pneumonia.

Figure 1 Chest x-ray of the chest at presentation of patient
showing consolidation and cavitation.

BMJ Case Reports 2012; doi:10.1136/bcr-01-2012-5484 1 of 3



Nerve conduction studies at day 7 of illness showed
mild conduction slowing down at the fibula neck (both
peroneal nerves), elbow (right ulnar nerve) and leg
segment (right tibial); F-wave latencies were slightly pro-
longed in both lower limbs. Overall findings reaffirmed
the diagnosis of GBS.

TREATMENT
The patient was started on a 5-day course of intravenous
immunoglobulin on clinical suspicion of Gullian-Barré
syndrome, with concomitant empirical broad-spectrum
antibiotics for community acquired pneumonia.

Seventy-two hours after initiating antibiotics, he con-
tinued to be febrile with unremitting cough. He under-
went bronchoscopy and bronchoalveolar lavage from the
lingula lobe segments which revealed acid-fast bacilli 4+.
Isoniazid, rifampicin, ethambutol and pyrazinamide were

started for pulmonary tuberculosis disease. His fever
promptly defervesce and respiratory symptoms subsided.
Upon discharge after 3 weeks, he was able to ambulate
with a walking frame. Further reviews in the subsequent
2 months showed clinical resolution and radiological clear-
ance of the consolidation and significant improvement of
his lower-limb weakness.

OUTCOME AND FOLLOW-UP
Upon discharge after 3 weeks, he was able to ambulate
with a walking frame. Further reviews in the subsequent
2 months showed clinical resolution and radiological clear-
ance of the consolidation and significant improvement of
his lower-limb weakness.

DISCUSSION
GBS is viewed as a reactive, self-limited, autoimmune
disease triggered by a preceding bacterial or viral infection.
Approximately two-thirds of patients give a history of an
antecedent respiratory tract or gastrointestinal infection.

1

A case control study from the UK has found that 26% of
patients affected by GBS had evidence of Campylobacter
jejuni infection.

2
Patients with Campylobacter-associated

GBS appear to have slower recovery and greater neuro-
logical disability.

2
Our patient did not have any gastro-

intestinal symptom therefore serological tests for the
detection of C jejuni was not ordered.

Treatment of GBS consists mainly of supportive mea-
sures and as well as disease-modifying treatment. Accord-
ing to a 2003 practice parameter from the American
Academy of Neurology on immunotherapy for GBS, Intra-
venous immune globulin (IVIG) is as effective as plasma
exchange for the treatment of GBS.

3
Steroid has no role in

the treatment of GBS as it has not been shown to be
beneficial.

4

The patient’s chest x-ray showed cavitation which is a
recognised finding in pulmonary TB and Burkholderia
pseudomallei (melioidosis). Melioidosis occurs predomin-
antly in Southeast Asia northern Australia, South Asia
(including India) and China.

5
Pneumonia is the most

common clinical presentation of melioidosis.
5
Therefore,

in the endemic areas it is important to obtain microbio-
logical diagnosis of TB before starting anti-tuberculous
medication as treatment regimen and duration of therapy
is different from that of melioidosis.

To our knowledge, association of pulmonary tubercu-
losis and GBS has been reported only in a published
report of two case studies.

6

In our case, GBS could be coincidental finding but it
could also be an autoimmune reaction to tuberculous
bacilli and it can be due to direct nerve root invasion by
TB bacilli.

Early microbiological detection of the active pulmonary
tuberculosis in the case of respiratory muscle weakness
can be clinically challenging, even as a cavitatory lung
lesion might possibly be harbouring a higher acid-fast
bacilli burden.

7

Our case also demonstrated the importance of thorough
investigation for infection in a patient with GBS since
early treatment of specific infections may change the mor-
bidity and mortality of the patient. With suspicion of pul-
monary infection, early bronchoscopic sampling might be
worth considering.

Figure 3 Chest x-ray of the patient 6 months after initial
presentation showing minimal fibrotic sequelae.

Figure 2 CT scan of the chest at presentation of patient
showing consolidation and cavitation.
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Learning points

▸ In Guillain-Barré syndrome (GBS) infection needs to be
excluded.

▸ Early microbiological detection of TB might be difficult
in cases of GBS with respiratory muscle weakness.

▸ If clinically indicated bronchoscopy should be
considered in patients of GBS for microbiological
diagnosis.
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