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Roadmap to diagnosis

Diagnostic Approach to Peripheral Eosinophilia
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Figure 2. Chest computed tomography scan. (A) About 3-cm sized irregular consolidation (arrow) with surrounding ground-glass
opacity. (B) Previous lesions were disappeared after treatment with praziquantel and albendazole.
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Table 1. Definition and classification of HE and HES

Proposed term Proposed abbreviation Definition and criteria
Hypereosinophilia HE > 1,500 /uL eosinophils on 2 examinations (interval > 4 weeks)
and/or tissue HE
Hereditary (familial) HE HEga Familial clustering, no signs or symptoms of hereditary
immunodeficiency, exclusion of HEn, HEr
Primary (clonal/neoplastic) HE HEx Underlying stem cell, myeloid, or eosinophil neoplasm
Secondary (reactive) HE HEr Underlying condition/disease in which eosinophils are considered
nonclonal cells
HE of undetermined significance HEuys HE but exclusion of HEga, or HEx or HEr and no end-organ
damage attributable to HE
Hypereosinophilic syndrome HES Criteria for HE fulfilled and organ damage and/or dysfunction
attributable to tissue HE
Primary (neoplastic) HES HESN Criteria for HEx fulfilled and end-organ damage attributable to HE
Secondary (reactive) HES HESRr Criteria for HEr fulfilled and end-organ damage attributable to HE
Idiopathic HES HES; Criteria for HE fulfilled and end-organ damage attributable to HE,
exclusion of HESy or HESx
Eosinophil-associated single organ disease Criteria of HE fulfilled and single-organ disease
Specific syndromes accompanied by HE Gleich syndrome, Chrug-Strauss syndrome, Eosinophilic myalgia

syndrome, Omenn syndrome, Hyper-IgE syndrome

Adapted and modification from [2].
HE, hypereosinophilia; HES, hypereosinophilic syndrome.
*Sub variant: lymphoid variant HES (clonal T cells identified as the only potential causes).

| Eosinophilia in peripheral blood |

|

Evaluation for secondary causes

History: allergic diseases, medications, dietary habit (especillay raw food), travel history, connective tissue disease,
malignancy
Laboratory test: CBC with differential count, PBS, AEC, liver function test, BUN/Cr, total IgE, stool exam

and serologic test for parasite (including 7oxocara canis), chest X-ray

Mild and/or Moderate Moderate Moderate to Severe
secondary eosinophilia without eosinophilia with eosinophilia suggesting
eosinophilia symptoms symptoms myeloid malignancy
1 l Anemia, thrombocytopenia,
AEC follow up after 1 month E jon for urgent sy blasts or myeloid precursors
< 1,500 cells/uL Heart and CNS involvements
— thromboembolic events

yes
No No yes
Treat with underlying

disease

Evaluation of organ involvement

Regular follow up: ensure
eosinophils normalized

PFT, troponin I, EKG, echocardiogram, Transfer to specialists

abdomen CT (or US), tissue biopsy if indicated
RT-PCR and FISH for FIP1L1-PEGFRA

nory \,«bnormal

Treat as indicated, corticosteroids
imatinib

Assessment for eosinophils and
organ involvement at regular interval

Figure 3. Algorithm for the diagnostic approach of eosinophilia. CBC, complete blood count; PBS, peripheral blood smear; AEC, ab-
solute eosinophil count; BUN/Cr, blood urea nitrogen/creatinine; CNS, central nervous system; PFT, pulmonary function test; EKG,
electrocardiogram; CT, computed tomography; US, ultrasonography; RT-PCR, reverse transcription polymerase chain reaction; FISH,
fluorescent in situ hybridization; FIP1L1-PEGFRA, fip 1 like 1-platelet driven growth factor receptor alpha.
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