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Enteric fever is a common infectious disease of the tropical world. Characteristic 
presenting features include fever, relative bradycardia, diarrhea or constipation, 
and abdominal pain. Central nervous system involvement is not rare and 
has a wide spectrum of presentation in enteric fever. Complications such 
as meningism, delirium, coma, and convulsions have been reported often. 
However, isolated acute cerebellar ataxia associated with enteric fever is rare.

Here, we report a seven-year-old boy with enteric fever who presented with 
acute cerebellar ataxia. Following treatment with appropriate antibiotics, the 
patient showed complete recovery over the next four weeks.
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Enteric fever is caused by Salmonella group 
organisms. It is a common infectious disease 
of the tropical world, with about 80% of cases 
occurring in Asian countries1. Fever, anorexia 
and headache are common symptoms of the 
disease. Abdominal pain, diarrhea, constipation, 
and myalgia are other known symptoms.

Central nervous system involvement is a 
recognized complication of enteric fever, with 
the incidence varying from 5-35% in adults 
and 2.1-2.7% in children2. Various well-known 
neuro-psychiatric manifestations include 
confusional state, encephalopathy, meningism, 
convulsions, and focal neurological deficits3. 
Cerebellar involvement is rare. In the literature, 
isolated acute cerebellar ataxia associated with 
enteric fever has been reported in only a few 
case reports4,5.

Here, we report a case of enteric fever who 
presented with acute cerebellar ataxia.

Case Report

A seven-year-old boy admitted to our hospital 
with a complaint of instability of gait and 
frequent falls while walking for five days before 
admission. For the previous 12 days, he had 
complained of fever, headache, diarrhea, and 
abdominal pain. 

On his physical examination, the vital signs 
including pulse rate and blood pressure were 
normal. He had bilateral cerebellar signs in the 
form of hypotonia of all the limbs, dysarthria, 
nystagmus, bilateral dysdiadochokinesia, 
and bilateral finger-nose and heel-knee 
incoordination. He also had marked ataxia 
(trunk, limbs). The deep tendon reflexes 
were normal and plantars were flexor. Cranial 
nerves were intact, and there were no signs 
of meningeal irritation. The remainder of the 
physical and neurological examination was 
unremarkable.

In the laboratory studies, hemoglobin, total 
and differential white cell counts, erythrocyte 
sedimentation rate, serum urea, creatinine, 
and urinary sediment analyses were in normal 
limits. His cerebral magnetic resonance imaging 
was normal. Lumbar puncture was performed, 
and cerebrospinal fluid (CSF) was acellular, 
and on culture it was sterile. Abdominal 
ultrasonography was also normal. A Gruber-
Widal test done at the time of admission 
showed antibody titer of 1:1320 for both O 
and H antigens.

The diagnosis of enteric fever complicated by 
cerebellitis was made on the basis of the clinical 
findings and the laboratory studies. The patient 
was treated with intravenous ceftriaxone 100 
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mg/kg twice a day for 14 days. At the follow-up 
four weeks later, the patient showed complete 
neurological recovery. 

Discussion

Central nervous system involvement is not 
uncommon in patients with enteric fever. 
Neurological involvement has a wide spectrum 
of presentation. Meningism, delirium, coma, 
and convulsions have been reported often. 
Other neurological manifestations such as 
acute transverse myelitis, isolated cranial 
nerve palsies, focal neurological deficits, 
optic neuritis, Guillain-Barré syndrome, and 
Bickerstaff's brainstem encephalitis are found 
rarely in the literature3,6. 

Acute cerebellar ataxia as an isolated neurological 
complication of enteric fever is very rare and 
limited to only a few case reports4,5. Most of 
the neurologic complications occur during the 
second week, but it may manifest within the 
first few days of illness7. 

In the literature, Kalra et al.4 reported a 
patient with enteric fever who developed acute 
cerebellar ataxia during the second week of 
illness. In another report, Dewan et al.8 reported 
a seven-year-old boy with enteric fever who 
presented with cerebellar ataxia on the 2nd 
day of fever. Sawhney et al.9 reported cerebellar 
involvement in three patients on the 2nd or 
3rd day of enteric fever in adult patients. In 
our case, ataxia developed in the first week of 
the illness. Cerebellar signs are most likely to 
appear during the second week of illness, but 
as in our case, it may appear earlier. 

The exact pathogenesis of this complication 
is unknown. Metabolic disturbances, toxemia, 
hyperpyrexia, and non-specific central nervous 
system changes such as edema and hemorrhage 
have been hypothesized. Because of its acute 
onset, self-limiting course and CSF pleocytosis, 
a para- or post-infectious demyelinating process 
has been postulated as the mechanism for 
ataxia10.

Management of enteric fever with ataxia requires 
only appropriate antibiotics. The cerebellar 
symptoms do not warrant any specific treatment 
(including corticosteroids). However, some have 
also recommended use of dexamethasone as 
an adjunct to antibacterial therapy in patients 
with neurological complications11. Kang et 

al.12 reported the success of high doses of 
intravenous dexamethasone together with 
antibiotics in the treatment of a patient 
presenting with cerebellar ataxia. We used 
only ceftriaxone, and his symptoms recovered 
successfully. 

This case highlights the fact that enteric fever 
with cerebellar ataxia can be very important 
and the diagnosis should be suspected in febrile 
children presenting with ataxia and/or acute 
neurological symptoms. 
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