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Figure 2: (A) Saggital T2 sequence showing resolution of epidural 
hematoma. (B) Axial T1 (Fat sat) sequence showing resolution of 

hematoma 

compressing the spinal cord.[4] Methylprednisolone has been used 

occasionally with good results and its beneficial effects evolve around 

the membrane-stabilizing effect and the ability to suppress lipid 

perioxidation and hydrolysis and inflammatory chain reaction at 

the injury site.[5] 
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Enterococcus avium 
cerebellar abscess 

Sir,

 A right-handed 5-year-old boy was admitted to the hospital 

with a 10-day history of severe headache (aggravated by coughing 

and sneezing), vomiting and high-grade fever. His past history 

was unremarkable except for left-sided otitis media of three years 

duration. On examination, the patient had a blood pressure of 

100/70 mm Hg, a pulse rate of 84/minute and a temperature of 

37.8ºC. Otoscopic evaluation revealed exudation of fresh pus from 

the left ear. 

Laboratory examination revealed a hemoglobin level of 144g/ 

L, a total leucocyte count of 8.6 x 109/L (76% polymorphs, 22% 

lymphocytes, 2% eosinophils) and platelet count of 391 x 109/ L. 

Routine blood chemistry and coagulation tests were normal. The 

patient underwent a contrast enhanced computed tomography 

scan of the brain which showed a cerebellar abscess on the left 

side. Left paramedian suboccipital craniectomy was performed 

with excision of left cerebellar abscess. Pus aspirate was sent for 

bacterial culture. Thereafter, cavity was irrigated, wound drainage 

done and the patient placed on parenteral antibiotics 

(cefoperazone/sulbactam and metronidazole). 

Culture of the pus aspirate revealed pure growth of Enterococcus 

avium identified by conventional biochemical tests.[1] The organism 

(gram positive cocci) was catalase negative, hydrolysed bile-esculin 

and grew in 6.5% sodium chloride. In carbohydrate utilization 

tests performed in purple broth[1] (brain heart infusion broth 

with bromocresol purple as indicator), the organism fermented 

arabinose, lactose, mannitol, sorbitol and sucrose but not raffinose. 

It did not hydrolyse arginine and did not reduce potassium 

tellurite. Identification of the isolate was confirmed as Enterococcus 

avium by the API 20 Strep system (Bio-Mérieux, Marcy l’Etoile, 

France).

 In a standard Kirby-Bauer sensitivity test, the organism was 

susceptible to penicillin, erythromycin, gentamicin, ciprofloxacin, 

teicoplanin, vancomycin and linezolid. Antibiotic therapy 

consisting of cefoperazone/sulbactam (2 gm i.v. 8 hrly) and 

metronidazole (100ml i.v. 8 hrly) was continued for 2 weeks and 

the patient improved. He was discharged on the 14th postoperative 

day in a stable condition with a healthy wound and was advised to 

come for follow-up in the otorhinolaryngology clinic. 

Brain abscesses are intracerebral infections arising from microbial 

introduction, leading to cerebritis followed by an encapsulated 

focal collection of pus. The usual routes of infection include 

contagious spread from sinus, dental, and otogenic infections.[2] 

Brain abscess due to an otogenic source is rare (1 in 10,000) in 

the post-antibiotic era, largely due to prompt therapy of otitis 

media.[2] Untreated or chronic otogenic infections, however, may 

lead to intracranial complications such as brain abscess.[3] 

Enterococcus avium (formerly known as group Q Streptococcus), 

the etiologic agent of brain abscess in our patient, is a rare pathogen 

in humans.[1] Other cases of Enterococcus avium induced 

abscesses in human beings include those of pancreas,[4] gall 

bladder[5] and spleen.[6] Prior to this case, we have recently reported 

another case of brain abscess due to E.avium.[7] The patient was 

an immunocompetent adult with a history of chronic otitis media 

and the abscess was located in the temporal lobe.[7] Apart from 

abscesses, other cases of E.avium-induced human infections 

include bacteremia, endocarditis, osteomyelitis, 

meningoencephalitis and infection of a breast prosthesis.[7] 

Since strains of E.avium are usually susceptible to beta-lactams 

and aminoglycosides,[1,5,7] it cannot be excluded that at least some 

of the infections previously reported as caused by sensitive 
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An unusual cause of
hyponatremia: Ventricular
drainage

Sir,

Ventricular drainage is rarely used in pediatric practice.

Unfamiliarity with such procedures might result in late recognition

of the complications. Therefore, we would like to present a case

with hyponatremia due to excessive salt loss after ventricular

drainage.

A hydrocephalic ten-month old boy was admitted to the hospital

because of a distal end dysfunction of the shunt, a lung infection

and malnutrition. The abdominal end of the ventriculo-peritoneal

shunt was immediately taken out for free drainage until he was

ready for shunt revision. On admission, Na serum of 137 mmol/

l was given. Within two days, this was progressively decreased to

125 mmol/l. In spite of five Na replacements, the maintenance of

normal serum sodium levels could not be achieved. The boy had

neither gastroenteritis nor weight loss.

Other laboratory investigations were as follows: Urine density

1015 (which roughly indicates no water loss - for significant

hypovolemia results are expected to be over 1030), plasma

osmolality 258 mOsm/l (which shows true hyponatremia and

indicates the absence of pseudo-hyponatremia), urine excretion

of sodium 8 mmol/l (less than 20 mmol/l indicates renal

conservation of sodium and excludes intrinsic renal failure and

the inappropriate secretion of antidiuretic hormone syndrome).

The drainage volume of cerebrospinal fluid (CSF) was 300-350

ml/d. CSF sodium was 134 mmol/l. Serum Na concentration

spontaneously normalized 24 hours after ventriculo-atrial shunt

operation and was maintained between 136-145 mmol/l.

Repeated CSF drainage in the past has been frequently used in

premature babies with posthemorrhagic hydrocephalus in order

to lower CSF pressure. It has been calculated that 3 mmol Na is

lost in each ventricular tap.[1] Therefore, oral salt supplementation

has been proposed to prevent the development of hyponatremia.

In an another report, two cases with hyponatremia due to excessive

CSF loss from ventricular drains have been presented and it was

emphasized that normal saline (ml for ml) should be started to

replace ongoing losses of CSF when the drain is placed.[2] The

relationship between hyponatremia and ventricular drainage has

been well demonstrated by Tenbrock, et al.[3] Twelve of sixteen

premature babies (or 75%) treated withserial punctureto drain

liquor developed hyponatremia. The maximum amount of liquor

tapped a day was 3–34 ml (mean 15.6 ml). The resulting daily

loss of sodium in the tapped liquor was 0.4–3.7 mmol/kg/day.

The extent of hyponatremia significantly correlated with the

maximum daily sodium loss in liquor. Besides, premature babies

are prone to hyponatrenia since their renal salt conservative system

is also imperfect.[4]

In the present case, Na loss was 10-11 mmol/kg/day. This can

explain why the normalization of serum Na could not be achieved,

in spite of the replacement sodium five times. Failure in the

correction of hyponatremia was attributed to the fact that the

replacement therapy was started after hyponatremia developed.

It has been concluded that the development of hyponatremia might

most probably have been prevented if the replacement therapy

was started at the same time as ventricular drainage.
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Letter to Editor 

enterococci may in fact have been unrecognized infections by 

E.avium. 

In summary, E.avium is an uncommon cause of brain abscess; 

however, its incidence may be rising, and it should be considered 

in the differential of causative organisms. This shall enable proper 

selection of antimicrobial agents, a key to the successful 

management of brain abscess. 
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