
The Indian Journal of Pediatrics
March 2008; Volume 75 : Number 3

CONTENTS

Indian Journal of Pediatrics, Volume 75—March, 2008 210

ORIGINAL ARTICLES

Spectral Analysis of Noise in the Neonatal Intensive Care Unit
M.D.Livera, B. Priya, A. Ramesh, P.N. Suman Rao, V. Srilakshmi, M. Nagapoornima,
A.G. Ramakrishnan,  M. Dominic and Swarnarekha .. 217

Impact of Parent and Teacher Concordance on Diagnosing Attention Deficit Hyperactivity
Disorder and its Sub-types

Prahbhjot Malhi, Pratibha Singhi and Manjit Sidhu .. 223

Antithymocyte Globulin and Cyclosporin in Children with Acquired Aplastic Anemia
Jagdish Chandra, Rahul Naithani, Rakesh Ravi, Varinder Singh, Shashi Narayan,  Sunita Sharma,
Harish Pemde and A.K. Dutta .. 229

Homocysteine, Vitamin B12 and Folate Status in Pediatric Acute Lymphoblastic Leukemia
M.N. Sadananda Adiga, Sunil Chandy, Girija Ramaswamy, L. Appaji and Lakshmi Krishnamoorthy .. 235

Growth and Bone Mineralization in Patients with Juvenile Idiopathic Arthritis
Ozgur Okumus, Muferet Erguven, Murat Deveci, Oznur Yilmaz and Mine Okumus .. 239

Dapsone Induced Methemoglobinemia : Intermittent vs Continuous Intravenous Methylene
Blue Therapy

Rajniti Prasad, R. Singh, O.P. Mishra and Madhukar Pandey .. 245

SPECIAL ARTICLE

Doxofylline: The Next Generation Methylxanthine
Jhuma Sankar, Rakesh Lodha and S.K. Kabra .. 251

SYMPOSIUM ON AIIMS PROTOCOLS IN NEONATOLOGY – III

Fluid and Electrolyte Management in Term and Preterm Neonates
Deepak Chawla, Ramesh Agarwal, Ashok K. Deorari and Vinod K. Paul .. 255

Sepsis in the Newborn
M. Jeeva Sankar, Ramesh Agarwal, Ashok K. Deorari and Vinod K. Paul .. 261

Minimal Enteral Nutrition
Satish Mishra, Ramesh Agarwal, M. Jeevasankar, Ashok K. Deorari and Vinod K. Paul .. 267

Approach to Inborn Errors of Metabolism Presenting in the Neonate
Suvasini Sharma, Pradeep Kumar, Ramesh Agarwal, Madhulika Kabra, Ashok K. Deorari and
Vinod K. Paul .. 271

Patent Ductus Arteriosus in Preterm Neonates
Ramesh Agarwal, Ashok K. Deorari and Vinod K. Paul .. 277

CLINICAL BRIEFS

Spinal Cord Hamartoma with Pseudopancreatic Cyst
Shalu Gupta, Ashok Kumar, A.N. Gangopadhyay and Mohan Kumar .. 281

Page

16



CONTENTS

211 Indian Journal of Pediatrics, Volume 75—March, 2008

Page

Vesicoureteric Reflux Deterioration in Monozygotic Twins
Spyridon Tsiouris, Chrissa Sioka, Anna Marinarou, Jihad Al-Bokharhli, Irene Sionti and
Andreas Fotopoulos .. 285

Tay Syndrome
S.D. Jambhekar and A.R. Dhongade .. 288

Rosai-Dorfman Disease
Madhumita Nandi, R.K. Mondal, Supratim Datta, Balai Chandra Karmakar, K. Mukherjee and
T.K. Dhibar .. 290

Langerhans Cell Histiocytosis of Mediastinal Node
Urmila N. Khadilkar, A.T.K. Rao, Kausalya Kumari Sahoo and Mukta R. Pai .. 294

Acute Eosinophilic Pneumonia Due to Round Worm Infestation
Bindu Aggarwal, Monika Sharma and Tejinder Singh .. 296

NOTES AND NEWS .. 248, 284

AUTHOR FOR GUIDELINES .. 298

REVIEWERS OF 2007 .. 300

17



Jambhekar and Dhongade

296 Indian Journal of Pediatrics, Volume 75—March, 2008

aspiration cytology in a case of isolated involvement of
thyroid  with LCH. Diagnostic Cytopathology 1998; 19: 33-37.

7. Elliot M, Kokai GK, Abernethy LJ, Pizer BL. Spontaneous
resolution of isolated thymic  Langerhans cell histiocytosis.
Med  Pediatr Oncol 2002; 38: 274-276.

8. Surico G, Muggeo P, Rigillo N, Gadner H. Concurrent LCH
and MDS in children. Med Paediatr Oncol 2000; 35 : 421-425.

9. Favara BE, Steele A.Langerhans cell histiocytosis of lymph
nodes: a morphological assessment of 43 biopsies. Pediatric

Pathol Lab Med 1977; 17: 769-787.
10. Loman JD, Leeman PJ, Annels NE, Hogendoorn PC, Eglar

RM. Langerhans cell histiocytosis‘ insight into DC biology’.
Comments in: Trends Immunol 2003; 24; 409-410.

11. Jaffe R. Liver involvement in the histiocytic disorders of
childhood. Pediatr Develop Pathol 2004; 7: 214-225.

12. Goo HW, Yang DH, Ra YS, Song JS, Im HJ, Seo JJ et al. Whole
body MRI of LCH: comparison with radiography and bone
scintigraphy. Paediatr Radiol 2006; 36: 1019-1031.

Correspondence and Reprint requests : Dr. Monika Sharma,
Lecturer, Department of Pediatrics, Christian Medical College,
Ludhiana-141008, Punjab, India; Phone : 0981861205

[Received March 30, 2007;  Accepted October 31, 2007]

Roundworm infestation is a fairly common problem in
developing countries, such as ours. Roundworms along
with other nematodes are known to be associated with
visceral larva migrans and pulmonary eosinophilia with
mild and transient symptoms. Sever forms of eosinophilic
pneumonia have been seen in adults and have been
associated with the more severe entity, idiopathic
hypereosinophilic syndrome, with multisystem
involvement. We report a case of sever eosinophilic
pneumonia with extra pulmonary involvements
associated with ascaris infestation.

CASE REPORT

An 18 monthd old male child, presented to us with
history of fever and cough for 10days and respiratory
distress for 3 days. Investigations  done prior to

Acute Eosinophilic Pneumonia Due to Round Worm
Infestation

Bindu Aggarwal, Monika Sharma and Tejinder Singh
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ABSTRACT

We report a case of an 18 month old child who presented with sever eosinophilic pneumonia requiring ventilation as a result
of round worm infestation. This child presented with symptoms alike acute severe asthma and had high absolute eosinophil
count of 9,234/cmm.A course of steroids, albendazole and diethylcarbazine were followed by rapid recovery and a decrease
in eosinophil counts to 616/cmm within one month of treatment. This is the first reported case of a child with severe eosinophilic
pneumonia requiring ventilation as a result of roundworm infection  [Indian J Pediatr 2008; 75 (3) : 296-297]  E-mail :
drsmonika@gmail.com
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hospitalization showed, Hb 9.0mg%, TLC 35,500/cumm,
N71%, L 20%, M05%, E04%(Absolute eosinophil count-
AEC- 1,420 per cu.mm). At admission, the child had
respiratory distress with a respiratory rate of 90 per
minute, heart rate of 180 beats per minute and oxygen
saturation of 80%. Apart from wheezing in the chest,
pushed down liver and spleen, rest of the systemic
examination was unremarkable. Considering a diagnosis
of acute severe of asthma, the child was started on
bronchodilator therapy and had to be ventilated for
respiratory failure. Chest X ray showed bilateral fluffy
opacities with hilar clustering of the confluent shadows
(Fig 1). Hb was 9.3gm%, TLC of 34,200/cumm, N30%,
L42%, M01%, and E27%. AEC was 9234. Serum sodium
was 128 meq, serum potassium 4.3 meq. Urinary spot
sodium was 22 meq. Syndrome of inappropriate secretion
of  anti diuretic hormone (SIADH) was considered and
managed with fluid restriction. Repeat serum sodium
gradually improved to 130 meq on day 2 and 134 meq on
day 3 of admission. Blood urea and creatinine were
within normal limits.

ECG, done in view of persistently high heart rate of
200/min revealed paroxysmal supraventricular
tachycardia (PSVT) which improved with adenosine.
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AEC repeated on 5th day of admission, was 16,380/
cumm. Presence of severe respiratory symptoms and
PSVT, in the background of peripheral eosinophilia,
raised a suspicion of hypereosinophilic syndrome. Serum
IgE was 3094 units. Bronchoalveolar lavage did not show
presence of eosinophil or fungal infection. Serologic tests
for microfilaria were negative. Stool examination showed
presence of ova of ascaris lumbricoides

The child was started on steroids (IV betamethasone)
and albendazole, followed by a reduction in AEC to 1197.
Administration of steroids was followed by a dramatic
improvement, with a reduction in ventilator requirement,
which could be weaned off within 2 days of starting
steroids. Meanwhile, the child also passed round worms
in stool, further confirming ascariasis as the culprit. AEC
gradually came down to 8194 on day 12 and 5060 on day
14. By discharge, the child was symptom free, had no
tachypnoea or tachycardia, and had occasional wheezing
in chest. The child was also given diethycarbazine for 14
days and a course of oral steroids followed by tapering
doses. On follow up, the AEC gradually decreased and
was 616 on the last visit one month after discharge.  The
patient is on regular follow up and has been symptom
free.

DISCUSSION

Our patient presented with severe respiratory symptoms,
peripheral eosinophilia and evidence of intestinal round
worm infestation. Severe respiratory distress in the
presence of hyper-eosinophilia was evaluated on lines of
the possible differential diagnosis-severe asthma,
Idiopathic hypereosinophilic syndrome, pulmonary
aspergillosis and filariasis1. Presence of evidence of
intestinal round worm infestation explaining the
peripheral eosinophilia and a gradual reduction in
eosinophil counts over the next 3 months, negated the
diagnosis of idiopathic HES1. Bronchoalveolar lavage and

serological tests ruled our pulmonary aspergillosis and
filariasis. Lack of response to adequate bronchodilator
therapy and symptom free follow-up over the next one
year does not favour a consideration of bronchial asthma.

Ascariasis, was considered as the likely diagnosis  on
clinical grounds with the background of eosinophilia and
radiological picture. Rapid response to steroids and
albendazole also supports the diagnosis.

The only other case reported with severe eosinophilic
pneumonia due to roundworms is report of a 50year old
male with eosinophilic pneumonia caused by visceral
larva migrans due to ascaris suum, from a rural district of
Japan.2 The diagnosis in this case was based on the
respiratory symptoms, radiological picture, pulmonary
eosinophilia(confirmed by broncho-alveoalar laveage)
and a positive ELISA for the specific parasite. Our case,
presenting with similar clinical features and radiology,
was confirmed by a positive stool examination and ruling
our other possible etiologies. Specific serological testing
for ascaris lumbricoides could not be done.

During a parasitic infestation, the parasitic antigens
activate the eosinophils, which are concentrated in the
sub-epithelial surfaces (e.g., respiratory epithelium during
lung migration). These activated eosinophils release
cytokines such as IL-5 and stimulate T helper cells, which
in turn stimulate the bone marrow to produce and release
more eosinophils3. The first stage of local activation results
in the local toxic affects and explains pulmonary, cardiac
and neurologic manifestations in various hyper-
eosinophilic states. The second stage of bone marrow
stimulation, which occurs a little later, explains the
peripheral eosinophilia.

The treatment is directed towards reduction of the
eosinophil counts with steroids and anti-parasitic drugs.
Hydoxyurea and vicristine have been suggested in
patients unresponsive to steroids4.

To our knowledge this is the first report of a severe
eosinophilic pneumonia with hypereosinophilic
syndrome like picture, in a child with round worm
infestation, the previous one being a 50 year old.
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Fig. 1. Bilateral confluent hilar shadows.

103


