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Abstract  

Eosinophilia in clinical practice can occur due to various pathologic processes which 

help in classifying the causes : 1) Reactive 2) Clonal and 3) Idiopathic.

We present here a case of reactive eosinophilia in a 57 yr old fisherman who 

presented us with history of anorexia, episode of hypoglycaemia and bilateral pedal 

oedema. He was a diabetic and hypertensive patient who on routine blood 

examination showed severe eosinophilia leucocytosis (Total WBC = 36,900 and 

Eosinophils = 71%). Peripheral smear and bone marrow examination showed 

increased number of eosinophils without any increase in blasts.

Stool report did not reveal any parasite. Serum IgE was markedly elevated. 

Translocation (9,22), PCR for bcr-abl and FIP1L1 - Platelet Derived Growth Factor 

receptor alpha mutation and test for JAK-2 mutation were negative. Chest X ray did 

not show any infiltration. Patient was put on Diethyl Carbamazine Citrate tablets 

100 mg TDS. He showed dramatic improvement with marked reduction in eosinophil 

count. He was asked to report after completion of the treatment for a repeat blood 

count.

Severe Eosinophilia

Introduction

osinophilia is defined as increase in Eabsolute eosinophil count by > 
1600/cumm.  Lowest count occurs in 

3morning and highest in night.  IL-3, IL-5 

and GM-CSF are 3 factors that promote 

development and proliferation of 

eosinophils. Eosinophils have strong 

antihelminthic activity, participates in 
5phagocytosis and in allergic response.

In severe eosinophilia, counts exceeds 

5000/cumm. Its causes are broadly 
7classified into congenital and acquired.  

Acquired causes can be further divided 

i n t o  P r i m a r y  /  I d i o p a t h i c  /  

Hypereosinophilic syndrome.
6Clonal causes  include ALL, CML, 

platelet derived growth factor receptor 

alpha (PDGFR-alpha) mutation, fibroblast 

growth factor receptor 1(FGFR1) 

mutation, atypical CML including 

sys temic  mas tocy tos i s ,  chron ic  

eosinophilic leukaemia and chronic 

myelomonocytic leukaemia.
2Secondary/Reactive  causes include 

allergy, parasitic infection like filariasis, 

Autoimmune diseases, neoplastic like 

Hodgkins lymphoma, drugs l ike 

anticonvulsants, Tropical Eosinophilia, 

Pulmonary causes like Loffler syndrome 

and  a l l e rg i c  b ronchopu lmonary  

aspergillosis. 

Case Report

A, 57 yr old male who is known case of diabetes 

mellitus and hypertension, a fisherman by 

occupation was referred to our institution with cheif 

complaints of anorexia, episodes of hypoglycaemia 

and bilateral pedal oedema.

Dept of Pathology Bombay Hospital and Medical 

Research Centre, Mumbai - 400 020.
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His investigations revealed the following:

- Peripheral smear showed severe eosinophilic 

leucocytosis (Total WBC = 36,900 and 

Eosinophils = 71%)

- Patient's Serum IgE was markedly elevated to 

1048 U/L.

- USG abdo-pelvis, 2D ECHO and urine routine 

were unremarkable. Stool report did not reveal 

any parasite.

- Chest X ray did not show any infiltration.

- Serum total proteins were low while serum 

creatinine and uric acid were increased.

- Bone marrow aspiration showed marked 

increase in eosinophils (60%) without any 

increase in blasts. Bone marrow biopsy 

exhibited myeloid hyperplasia with increase in 

eosinophils and its precursors.

- PDGFR alpha and JAK2V617F mutations were 

negative in patient.

Patient was then managed on Diethyl 

Carbamazine Citrate tablets 100 mg TDS. He showed 

dramatic improvement with marked reduction in 

eosinophil count. He was diagnosed as a case of 

"Reactive Eosinophilia" due to increased serum IgE 
6levels  suggesting an allergic aetiology and was 

discharged. However, patient  could not be followed 

up for antifilarial antibodies.

Conclusion

This case is an eye opener for us. A 

detailed history, thorough clinical 

examination and a set of relevant blood 

and serological tests help us to rule out 

various aetiologies of eosinophilia. It is 

crucial to understand the cause of 

eosinophilia for further management of 

patient. For expample: patient with 

PDGFR alpha mutation is sensitive to 

imatinib mesylate drug but resistant to 
6steroids.  The take home message being 

that knowing the cause of eosinophilia is 

impor tant  to  t rea t  the  pat i ent  
4appropriately with correct drug therapy.
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Retroperitoneal Fibrosis

There is general agreement on early corticosteroid treatment in most cases of idiopathic 
retroperitoneal fibrosis, and accumulated experience suggests that prolonged treatment for months 
to years is needed to control symptoms and deter progression. Several steroid-sparing drugs, 
including methotrexate, azathioprine, myiohenolate, tamoxifen and even colchicine have been used 
with varying success.

General acceptance of the immune pathogenesis in idiopathic retroperitoneal fibrosis has led most 
practitioners to use immune-directed drugs, some of which have prominent side-effects, as a 
complement to corticosteroid treatment. Tamoxifen has been a common choice, partly because of its 
efficacy in treatment of desmoid tumours with fibroblast proliferation and partly because of its few 
side-effects. 

Richard Swartz, Paul Scheal, The Lancet, 2011,378:295
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