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Eosinophilia
Hypereosinophilia

Hypereosinophilic syndrome
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Parasitic Disease Development and duration
Organism(s) of Eosinophilia Main anatomical site(s) Diagnosis
Acute Persistent

Angiostrongyloidiasis

Angiostrongylus cantonensis + CNS Larvae in CSF
Angiostrongylus costaricensis + Gl Biopsy
Ascariasis + Gl Eggs in stool
Clonorchiasis + + Hepatobiliary Eggs in stool, serology
Fascioliasis + + Hepatobiliary Eggs in stool, serology
Fasciolopsiasis + Gl Eggs in stool

Filarial infections

Lymphatic Filariasis

Brugia, Wuchereria + + Blood, lymphatics MTf in blood, serology, CFA
Loa loa® -+ + Subcutaneous, eye Mf in blood, worm extracted
Mansonella ozzardi * + + Blood MTf in blood
Mansonella perstans * + + Blood, body cavities MTf in blood, adult in tissue
Mansonella streptocerca® + + Skin, subcutaneous tissue MT in skin snips
Onchocerca volvilus® + + Skin, eye, subcutaneous tissue MTf in skin snips, adults in nodules

Semin Hematol. 2012 Apr; 49(2): 149-159.
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Parasitic Disease Development and duration
Organism(s) of Eosinophilia Main anatomical site(s) Diagnosis
Acute Persistent

Tropical pulmonary eosinophilia* + + Lung Serology
Gnathostomiasis + + Soft tissue Serology, worm in specimen
Hookworm™* + + GI, lung (acutely) Eggs in stool
Opisthorchiasis + + Hepatobiliary Eggs in stool
Paragonimiasis + + Lung, CNS, subcutaneous Eggs in sputum, BAL, stool
Schistosomiasis + Serology

Schistosoma haematobium + Urinary tract Eggs in urine

Schistosoma intercalatum + Hepatic, GI Eggs in stool

Schistosoma japonicum + Hepatic, GI Eggs in stool

Schistosoma mansoni + Hepatic, GI Eggs in stool

Schistosoma mekongi + Hepatic, GI Eggs in stool
Strongyloidiasis + + GI, lung, skin Larvae in stool, serology
Trichinosis + + GI, muscle Serology, muscle biopsy

Visceral larva migrans®
Toxocara canis; T catis + + Liver, eye, lung Serology, larvae in tissue

Baylisascaris procyonis + + CNS, eye Larvae in specimen

Semin Hematol. 2012 Apr; 49(2): 149-159.
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Parasitic Disease Development and duration
Organism(s) of Eosinophilia Main anatomical site(s) Diagnosis

Acute Persistent
Tropical pulmonary eosinophilia* + + Lung Serology
Gnathostomiasis + + Soft tissue Serology, worm in specimen
Hookworm™* + + GI, lung (acutely) Eggs in stool
Opisthorchiasis Henatobiliarv Eggs in stool
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Schistosoma intercalatun stool
Schistosoma japonicum + Hepatic, GI Eggs in stool
Schistosoma mansoni + Hepatic, GI Eggs in stool
Schistosoma mekongi + Hepatic, GI Eggs in stool
Strongyloidiasis + + GI, lung, skin Larvae in stool, serology
Trichinosis + + GI, muscle Serology, muscle biopsy

Visceral larva migrans®

Toxocara canis; T catis + + Liver, eye, lung Serology, larvae in tissue

Baylisascaris procyonis + + CNS, eye Larvae in specimen

Semin Hematol. 2012 Apr; 49(2): 149-159.



ZNDMHE LB ET H&E
~HEE DR & RELUNOERES~

RE - EIREE

TR RE T

SFEAERIS & BB ST B SF 1B (GleichfE 1R B)
Eleiit s |EITHETHE| B S RME AN FIEE(EGPA
o iz | DOHEISH PR TR I8

‘ 2 B R KB
INT 8 B R IR B

OmennyE (& &
SIgESEIRRE

i ‘ IR K4 B8 R/ B e R/ X /BT R /RE KB 2 /BERT

-~ ﬁ 2 - EZ ke —— T = b NV ko ke 1N Feke oke
g © | S S8 | s mpum a7 3/ AL IR IR 20 i B
= ¢ i A B A /AR RE 2/

~EREUS~  BERTRTIRR | pere i R R e S B X A A HIE %)

J Allergy Clin Immunol. 2012 Sep; 130(3): 607-612.



ZTOMHELEET AR EHEE

~ RI§RE~

S
ot
114}

RE - JEIREE

HEIZ{ThEd S 455%E

DIRE

==

~ R[5 m ~

HEMEREXME") /@RI, 7 b E—EKE X,
AP OF A T REKBHEERERE XD IFHRIKMEMIIR K, Z
REREERD EREEERX FERPEHEIN, iFERIKE O
a5 IFERBKTE I S 28 BEE PN 3 B, Vg o 5 S /4 RBBATIES
& BRRRE, R IFERIRN SR, 5 > 7 )L/ ATl 3 fE

fE, BRI E/SezaryfE 1% £, iE

BHEEX EXRERE XEE,

IEIREAER [E X 48 ) /B ZMP, IE X, Well sfEIXE*

J Allergy Clin Immunol. 2012 Sep; 130(3): 607-612.




Hypereosinophilic syndrome
(HES)



Hypereosinophilic syndrome
~ WFEREKIE ZIEIREF ~
- Hypereosinophilig(HE) DE# % i f= L

- AHMEBOIFERRKIEZ L SBREESNH Y
- BEREFZSISECITORENRS S NTLNS
B3DETZEMIzI CENLE

KIFERIKIE D IC L D lEaRIESE & (X -

- s g » _ &b = 1~40) L\—ds;h/h\
N4z I IZIIE '~ I\E.ﬁ 0) _=|:|I=_
;@ Bk > FE] c‘: éff‘ BY, B 1 ﬁkﬁ"ﬁﬂ:
and/or + 2. I/t EASLE
3. KRE *EHEQ%II&I/??HE/%E/O;’E%
FESEK AR D EERI D AR D LTS 4, R - REERZ 2—0O/N\F—

J Allergy Clin Immunol. 2012 Sep; 130(3): 607-612.




Hypereosinophilic syndrome(HES) ) variant
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Myeloid and lymphoid neoplasms with eosinophilia and abnormalities of PDGFRA, PDGFRB, or FGFR1

Diagnostic criteria of an MPN® with eosinophilia associated with FIPIL1-PDGFRA

A myeloproliterative neoplasm with prominent eosinophilia

AND

Presence of a FIPILI-PDGFRA fusion geneb

Diagnostic criteria of MPN associated with ETV6-PDGFRB fusion gene or other rearrangement of PDGFRB

A myeloproliferative neoplasm, often with prominent eosinophilia and sometimes with neutrophilia or monocytosis

AND

Presence of t(512)(q31~q33;p12) or a variant translocation® or, demonstration of an ETV6-PDGFRB fusion gene or rearrangement of PDGFRB

| Diagnostic criteria of MPN or acute leukemia associated with FGFRT rearrangement

A myeloproliferative neoplasm with prominent eosinophilia and sometimes with neutrophilia or monocytosis

OR

Acute myeloid leukemia or precursor T-cell or precursor B-cell lymphoblastic leukemia/lymphoma (usually associated with peripheral blood or bone
marrow eosinophilia)

AND

Presence of t(8;13)(p11;q12) or a variant translocation leading to FGFRI rearrangement demonstrated in myeloid cells, lymphoblasts, or both

Chronic Eosinophilic Leukemia, Not Otherwise Specified (NOS)

1. There is eosinophilia (eosinophil count =15 X 10°/L)

2. There is no Ph chromosome or BCR-ABL fusion gene or other myeloproliferative neoplasms (PV, ET, PMF, systemic mastocytosis) or MDS/MPN (CMML or
atypical CML)

3. There is no t(5;12)(q31~q35;p13) or other rearrangement of PDGFRB

4. There is no FIPILI-PDGFRA fusion gene or other rearrangement of PDGFRA

5. There is no rearrangement of FGFRI1

6. The blast cell count in the peripheral blood and bone marrow is less than 20% and there is no inv(16)(p13g22) or t(16;16)(p13;q22) or other feature
diagnostic of AML

7. There is a clonal cytogenetic or molecular genetic abnormality, or blast cells are more than 2% in the peripheral blood or more than 5% in the bone
Marrow.

Idiopathic Hypereosinophilic Syndrome (HES)

Exclusion of the following:

1. Reactive eosinophilia

2. Lymphocyte-variant hypereosinophilia (cytokine-producing, immunophenotypically aberrant T-cell population)

3. Chronic eosinophilic leukemia, NOS

4. WHO-defined myeloid malignancies associated eosinophilia (e.g., MDS, MPNs, MDS/MPNs, or AML)

5. Eosinophilia-associated MPNs or AML/ALL with rearrangements of PDGFRA, PDGFRB, or FGRI.

6. The absolute eosinophil count of >1,500/mm?® must persist for at least 6 months and tissue damage must be present. If there is no tissue damage,

idiopathic hypereosinophilia is the preferred diagnosis.
Am J Hematol. 2014 Mar;89(3):325-37.
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Myeloid and lymphoid neoplasms with eosinophilia and abnormalities of PDGFRA, PDGFRB, or FGFR1
Diagnostic criteria of an MPN® with eosinophilia associated with FIPIL1-PDGFRA

A myeloproliferative neoplasm with prominent eosinophilia
AND
Presence of a FIPILI-PDGFRA fusion genet’

Diagnostic criteria of MPN associated with ETV6-PDGFRB fusion gene or other rearrangement of PDGFRB

A myeloproliferative neoplasm, often with prominent eosinophilia and sometimes with neutrophilia or monocytosis

AND

Presence of t(512)(q31~q33;p12) or a variant translocation® or, demonstration of an ETV6-PDGFRB fusion gene or rearrangement of PDGFRB
|_Diagnnstic criteria of MPN or acute leukemia associated with FGFR1 rearrangement

A myeloproliferative neoplasm with prominent eosinophilia and sometimes with neutrophilia or monocytosis

OR

Acute myeloid leukemia or precursor T-cell or precursor B-cell lymphoblastic leukemia/lymphoma (usually associated with peripheral blood or bone
marrow eosinophilia)

AND

Presence of t(8;13)(p11;q12) or a variant translocation leading to FGFRI rearrangement demonstrated in myeloid cells, lymphoblasts, or both

Chronic Eosinophilic Leukemia, Not Otherwise Specified (NOS)

1. There is eosinophilia (eosinophil count =15 x 10%/L)

2. There is no Ph chromosome or BCR-ABL fusion gef|
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5. There is no rearrangement of FGFRI \ 'g_ ;}’L ‘ - _'E) j: —F cl\ _'E) %

6. The blast cell count in the peripheral blood and b L -~ T ‘ o~ b d‘ L 0)
diagnostic of AML - .

7. There is a clonal cytogenetic or molecular genetig |d | Opat q IC H ES t -d_ 6

marrow.

Idiopathic Hypereosinophilic Syndrome (HES)

Exclusion of the following:

1. Reactive eosinophilia

2. Lymphocyte-variant hypereosinophilia (cytokine-producing, immunophenotypically aberrant T-cell population)

3. Chronic eosinophilic leukemia, NOS

4. WHO-defined myeloid malignancies associated eosinophilia (e.g., MDS, MPNs, MDS/MPNs, or AML)

5. Eosinophilia-associated MPNs or AML/ALL with rearrangements of PDGFRA, PDGFRB, or FGRI.

6. The absolute eosinophil count of >1,500/mm?® must persist for at least 6 months and tissue damage must be present. If there is no tissue damage,

idiopathic hypereosinophilia is the preferred diagnosis.
Am J Hematol. 2014 Mar;89(3):325-37.
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CEL:Chronic Eosinophilic Leukemia :
NOS:not otherwise specifued Mayo Clin Proc. 2010 Feb;85(2):158-64.
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