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Olgu: 32YK (Basvuru:8-2012)

Oykiisii:
« 3 yildir olan ve son aylarda artan kuru oksurugtne ;
Goguste sikigma, nefes darligi ve eforda ¢cabuk yorulma eklenmis
« 3 aydir ates, halsizlik, istahsizlik, kilo kaybi(6 kg), urtiker ve kolit tipi ishal

Muayene— Orta hasta gorunimlu
TA 100/70, Nbz 100, S3 (+), Akc de sibilan ve krepitan raller, ekspiryum uzun
Pretibial-ayak bilegi odemi (++)

Rutin incelemeler
Hgb 10, WBC 24.000 (%45PNL, %10L, %35Eo: 8500), PIt 550.000,
Kr N, ALT 70, CPK X4, LDH X4, Alb 3, Glb 4, CRP x22, ESH 35,
TiT N, sAlbuminiiri <20 mg/giin
Akc grafisi: Iki tarafli opasiteler (<2 cm) (6 tane) ve kardiyomegali (KG0>0.50)
Eko:Perikar eflizyon(2.5 cm), EF 0.25, Sl vent global ileri hipokinezi, orta MY/TY
SFT: FEV1/FVC %70, FEV1 56




Olgu: 32YK— Goruntulemeler

1-Karin USG— Hafif asit

2-Toraks BT
Multipl fokal konsolide alanlar ve etrafinda buzlu cam goriinumi
Mediastinal LAP’ler (<3 cm) ve perikardiyal eflizyon (2 cm)

4-Gastroskopi
Korpus, antrum, pilor ve duodenum hiperemik
Bx: Muskularis mukoza iginde giren belirgin Eo artisi (Eo agregatlari)

5-Kolonoskopi
Tum kolonlar hiperemik ve odemli / Bx Eozinofilik aktif kolit

6-IgE 2600, B12 270, digkida helmint yumurtasi (-) (-) (-)



e Tani— ?



» Tani— Hipereozinofilik sendrom (HES)

e Tanimi— Bir ay ara ile bakilan Eo >1500 ve organ tutulumu varsa

Eozinofili nedeninden

bagimsiz bir sonug




Eozinofili >500, hipereozinofili >1500

500 -1500 /mm3 HAFIF

1500 - 5000 /mm3 ORTA

+ 5000 /mms | NSIBBE



Eozinofili (Prevalans ~ %10): Etiyoloji (Hepsi HES yapmaz:1/100.000)

1-Allerjik hastaliklar: Eo genellikle hafifidir (500-1500 / mm3)—
a-llaglar: ASA, NSAIi, TMP-SMZ ( her ilag yapabilir) Klinik tablolar: Ras / DRESS sendromu

| Lokositoklastik vaskiilit / interstisyel nefrit (eozinofiliiriyle birlikte)
b-Atopik hastaliklar:

2-Helmintik infeksiyonlar (HES yapabilir)

3-Romatolojik hastaliklar: Eozinofilik fasit, Churg-Straus sendromu (HES yapabilir)

4-Solit TM’ler: Lenfoma ve dissemine Ca lar (HES yapmaz)
5-Miyeloid neoplaziler (hematolojik kanserler): (HES yapabilir)

5-Endokrin hastaliklar: Addison hastaligi (HES yapmaz)
6-Deri hastaliklari: Dermatitis herpetiformis, eksfoliatif dermatit, pemfigus, psoriasis (HES yapmaz)

7-Pulmoner eozinofilik sendromlari: (Bunlari HES de diisiinme)
1-Basit pulmoner eozinofili (I6ffler sendromu) (Helmintik infeksiyon bulgusu)
2-Churg-Straus sendromu (HES yapabilir)
3-ABPA
4-Akut eozinofilik pnomoni (periferde Eo beklenmez)
5-Kronik eozinofilik pnomoni (Akc de gelip gegigi infiltratlar)

Akut eozinofilik pnomonide periferde Eo beklenmez; BAL da Eo >%20
Kronik eozinofilik pnomonide periferde Eo beklenir; BAL da Eo >%10
IgE >1000 ise APBA ve C-S dusun



Hipereozinofilik Sendrom (HES): Etiyolojik yaklagim
Prevalans (nadir): ~1/100.000

. Il-Edinsel HES

_ I-Familiyal HES

1-Reaktif (sekonder) HES (s%3) B Oldukca nadir, OD gegisli bir hastalik
2-Neoplastik (klonal) (primer) HES (<%15)

3-idiyopatik HES (~%80)

B Kronik-kararl bir hiperozinofili

B Klinik seyir IHES ‘e gore daha benign




HES Nedenleri

1-Reaktif HES
2-Klonal HES

3-Idiyopatik HES

Reactive

I Hypereosinophilia |

WV

| screen for reactive causes |—>Helmintik infeksiyonlar ve C-Straus sendromu

Eosinophilia

\

Treat underlying cause

Positive

Vv

Degilse

Negative

PDGFRA/B ve FGFR1

Positive <«—

Screen for FIP1L1-PDGFRA by FISH or RT-PCR; bone marrow

aspirate and biopsy with cytogenetic analysis ; evaluate for

reciprocal translocations involving 4q12 (PDGFRA),
5q31-q33 (PDGFRB), or 8p11-13 (FGFR1)

JAK2, ber-abl, triptaz , B12 iste

Negatif ise

2

Negative

2

Ki: Blast %5-20/Kronik eozinofilik I1dsemi

y

v Degilse

Other clonal or molecular
abnormality, clonal
eosinophils,
and/orincreased marrow
blasts (>5 - <20%)?

Abnormal T-cell
immunophenotype
and/orin vitro Th2

cytokine production?

idiyopatik HES

\2

2

Yes . - No Yes
Ng NE N2
Myeloid and lymphoid Chronic Eosinophilic Idiopathic Lymphocyte-variant

neoplasms
with eosinophilia and
abnormalities
of PDGFRA, PDGFRB

Leukemia, NOS
or WHO-defined myeloid
neoplasm with
associated eosinophilia

hypereosinophilia

|

hypereosinophilia

If organ damage

myeloid/lymphoid neoplasm

followed by transplantation

or FGFR1 e.g. MDS, MPN, MIDS/MPN 3 .
(eg / ) Idiopathic present
hypereosinophilic
\|/ syndrome
\ A
Imatinib for PDGFRA/B For CEL, NOS: Steroids Steroids

rearranged disease; hydroxyurea or interferon-a; 2nd jine: hydroxyurea 274 jine: steroid-sparing drugs

ALL or AML-type induction 2nd line: imatinib; or interferon-a; or other anti-immune agents;
chemotherapy for FGFR7-rearranged other chemotherapeutics; imatinib; interferon-a; mepolizumab or

clinical trial; transplantation

mepolizumab or alemtuzumab; clinical trial
alemtuzumab; other
chemotherapeutics;

clinical trial; transplantation

Figure 1. Diagnostic and treatment algorithm based on 2008 WHO classification

of eosinophilic disorders.



Hangi helmintik infeksiyonlar eozinofiliye yol agabilir ?
Doku invazyonu gosterenler

1-Nematodlar Tani
Diskida yumurta

intestinal nematodlar
ATASE (tek doz 400 mg albendazol yeterli)

Doku nematodlari Seroloji (ELISA)

T cati T canis (VLM) / T spiralis / W bancrofti Strongyloides stercoralis

2-Trematodlar

F hepatica / S haematobium, S mansoni, S japonicum Diskida yumurta;S hematobium da ise idrarda yumurta

Serloji (ELISA)

3-Sestodlar—eo oimaz
intestinal sestodlar Digkida yumurta ve proglotidinin goriilmesi
T saginata, T solium, H nana, D latum
Doku sestodlari USG/ BT/ MR/ Seroloji (ELISA)
E granulosus, E multilocularis, T solium (Cysticercus) Kc Bx: E multilocularis , Beyin Bx: T solium igin

Barsak limeni i¢inde olan helmintlerde ve dokuda saglam kistik yapisi olanlarda Eo olmaz
Intestinal nematodlardan doku dolagimi olmayanlarda Eo olmaz

Sestodlarda; Eo olmaz (yalniz kistden kagak olursa Eo olabilir)

Doku invazyonu arttikga Eo diizeyi de artmaktadir

Tumi gogunlukla asemptomatik infeksiyona yol agabilir; Eo’den taniya gidilebilir
Helmintler; tropikal ve subtropikal’de endemik; ihman iklimlerde ise sporadik gorultirler



http://www.emedicine.com/cgi-bin/foxweb.exe/makezoom@/em/makezoom?picture=/websites/emedicine/med/images/Large/1194Iso_belli_sporo3_DPDx.jpg&template=izoom2

Hastamizda en olasi HES nedeni asagidakilerden hangisidir?

a-Helmintik infeksiyonlar

b-Romatolojik hastaliklar(Churg-Strauss sendromu)
c-Lenfomalar

d-Miyeloid neoplaziler

e-Idiyopatik HES

Eosinophilic granulomatosis with polyangiitis (Churg-
Strauss), abbreviated EGPA



Ates + Karaciger tutulumu + ciddi eozinofilisi olan bir hastada;
En olasi helmintik infeksiyon asagidakilerden hangisidir?

a-Kc'in ekinokok infeksiyonlari

B-Akut sistosomiaz (Schistosoma haematobium ve S mansoni)
c-VLM (Toxocara canis ve T catis)

d-Fasiola hepatica infeksiyonu

e-Ascaris lumbrucoides karaciger abseleri

Fasiola hepatica infeksiyonu;
Ates (intermittan) + Karin agrisi + urtiker + kilo kaybi +HM ( KFT ‘de bozulma) + Eo
Metaserkarie’nin alinmasindan 1.5-3 ay iginde klinigi baslar; ~3 ay surer
Akut hepatitik donemde birkag hafta Kc de lezyonlar surebilir

Akut donemden sonra larvalarin biliyer sisteme girmesiyle biliyer donem baslar
Biliyer donemde Eo olmaz



Ates + Pnomoni (eozinofilik pnomoni;Loffler sendromu) + ciddi eozinofilisi olan
bir hastada ; En olasi helmintik infeksiyon etkeni asagidakilerden hangisidir?

a-Tenia saginata
b-Trichinella spiralis
c-Toxocara canis
d-Fasiola hepatica
e-Ascaris lumbrucoides

Trigsinoz’da triat: Periorbital odem + Miyalji + Eo



Eosinophilic granulomatosis with polyangiitis (EGPA)
(Churg-Strauss sendromu): 6 Tani kriterleri (ACR)
Tani: 24 kriter (Duyarhlik %85, ozgulluk %99.7)

1-Asthma (>%95); 10 yil oncesine kadar onculuk edebilir

2-Eozinofili (>%10 veya >1500, genellikle 5000-10.000)

3-Noropati; Mononeuropathy (including multiplex) or polyneuropathy (%75)
4-Pnomoni (gelip gegici pulmoner opasiteler; yama bigimi / buzlu cam) (%90)
5-Kronik rinosinuzit

6-Damari igeren Bx (ekstravaskuler alanda Eo varligi)

EGPA’ll hastalarda; MPO-ANCA veya p-ANCA: %50 (+)’dir
Hastamizda 3 ay ara ile 2 kez bakilmistir ve (-) bulunmustur

Renal tutulum ~ %20 (hastamizda yok)



Imatinip tedavisine yanit veren HES nedeni hangisidir ?

a-Churg-Strauss sendromu

b-Lenfomalar (HH’da Eo > NHH)

c-FIP1L1-PDGFRA/B traslokosyonu ile birlikte olan KEL
d-Helmintik infeksiyonlar

e-ldiyopatik HES

Hastamizda—KInoal HES diistiniilmedi; ¢linkii
 FIP1L1-PDGFRA mutasyonu (2 kez bakild) (-)
» JAK2 mutasyonu (gen analizi) (-)

* Triptaz ve B12 Normal (Triptaz mastositosis de ve HES’de yiikselebilir)



Hastamizda tani: Idiyopatik HES Tedavi:
Prednizolon: 1 mg/kg/gun (50 kg) (1-8-2012)

3 hafta tam doz— Sonra hafta bir 5 mg azaltma

Tedavinin ilk haftasi iginde tum yakinmalari geriledi

WBC 15000, Eo %1 (150)

Tedavinin 4 ayinda prednizolon 10 mg/guin de yakinmalari nuksetti
Hastaya oral MTX eklendi (5-2013)— (7-2014 de SC MTX)

INF-alfa 3 MU (3/7) (1-12015) + Prednizolon (10 mg/gun)



Hastamizda tani: idiyopatik HES Tedavi:
Tedavi basi: 1-8-2012
Son degerlendirme tarihi: 1-3-2015 (2.5 yil sonra)

1-Genel degerlendirme: Genel durumu iyi ve yakinmasiz

2-SFT: Duzeldi _
3-Eko: EF 0.25— 0.40 (ACEI + spironolaktan +BB)

4-Toraks BT— Tam duzeldi



Tek tuik goriyoruz
Klinigi: insanda yasam siiresi:~ 14 yil

1-Akut Kc fazi: Ates, ust kar agrisi,HM, miyalji, trtiker, @

Eo (HES eslik edebilir; Lofler benzeri) (1.5 ay suirer)

2-Kronik biliyer faz: 8 ay sonra baslar ve 14 yil siirebilir X

Eo genellikle olmaz. Asemptomatik / kolanijit / ttkanma ,Q E\:ﬁ

ikteri / sklerozan kolanijit / biliyer siroz
Tani: Digkida yumurta; akut fazda goriilmez
Seroloji (her fazda): ELISA / IHA / IFA

Goriintuleme: Subkapsiiler yerlesimli multipl kiiglik
nodiiller ve dallanan lezyonlar

USG’de hipoekoik /BT de hipintens / MR’da T1
hipointens T2’de hipeintens

Tedavi: Triclabendazole: 10 mg/kg (tek doz-tok)

Fascioliasis life cyde

Free-swimming
[4a]  [#B] [ac] e i ——  Matacercariae
Sporocysts  Rediae  Cercarias encyst on (1 on water plant

water plants ingested by human,

5heep or cattle

In snail tissue

Miracidia hatch, 1_-
penetrate snail %

Infective stage .
n 1| Unembrycnated eggs Adults in hepatic
] Dizgnostic stage passed in feces biliary ducts

Immature eggs are discharged in the biliary ducts and in the stool {1). Eggs become
embryonated in water (2), eggs release miracidia (3), which invade a suitable snail
intermediate host (4), including the genera Galba, Fossaria, and Pseudosuccinea. In the
snail, the parasites undergo several developmental stages (sporocysts (4a), rediae (4b),
released from the snail (5) and encyst as

other surfaces. Mammals acquire the infection by
riae. Humans can become infected by ingesting
ants, especially watercress (6). After ingestion,
wum (7) and migrate through the intestinal wall,
nchyma into the biliary ducts, where they develop
from metacercariae into adult flukes takes

= adult flukes (Fasciolz hepatica: up to 30 mm by
e in the large biliary ducts of the mammalian host.
species, mostly herbivores.

of and Prevention. Parasites and Health: Fascioliasis.
aFsciolal.



Toxocariasis life cyde

Gormiiyoruz ?

&) @ma
Larvae
o in tissues

Klinigi: Genellikle <6 y ve ¢ogunlukla asemptomatik
1-VLM: Ates, hepatit, pnomoni (%50),iirtiker, Eo, Kc de ‘é‘@( :

o o
‘ Eggs passed
in faces

Yo
=

il
=
b

metaztaza benzer yaygin ¢ok sayida nodiiller (1-1.5 cm) o
(larvayi cevreleyen granuller ve eozinofilik abseler)

'S Transplacental or
transmammary

Tani: Diskida yumurta; faydasiz _ - o J
Seroloji: ELISA (2 tiirii ayirmaz) o @\ ?—m' m”t

ﬂ Infective stage Embryonated

o
%

[

(&)
e]

d

Adults in lumen
of intestine

2-OLV: Beyazimsi retinal graniilomlar

egg with larva

ﬂ Diagnostic stage

Tedavi: Albendazol: 400 mgX2 / giin-5 gun

Toxocara canis accomplishes its life cycle in dogs, with humans acquiring the infection as

Ay"-ICI tanl: accidental hosts. Unembryonated eggs are shed in the feces of the definitive host (1). Eggs
embryonate and become infective in the environment (2). Following ingestion by dogs (3),
the infective eggs hatch and larvae penetrate the gut wall. In younger dogs, the larvae

Strongiloidoz: Transpulmoner migrasyon migrate through the lungs, bronchial tree, and esophagus; adult worms develop and oviposit
in the small intestine (4). In older dogs, patent infections can also occur, but larval
encystment in tissues is more common. Encysted stages are reactivated in female dogs

LaNaS|; balgamda ve d|§k|da garUIur during late pregnancy and infect by the transplacental and transmammary routes the puppies
(5), in whose small intestine adult worms become established (6). Puppies are a major source
of environmental egg contamination. Toxocara canis can also be transmitted through
ingestion of paratenic hosts: eggs ingested by small mammals (eg, rabbits) hatch and larvae
penetrate the gut wall and migrate into various tissues where they encyst (7). The life cycle
is completed when dogs eat these hosts (8) and the larvae develop into egg-laying adult
worms in the small intestine. Humans are accidental hosts who become infected by ingesting
infective eggs in contaminated soil (9) or infected paratenic hosts (10). After ingestion, the
eggs hatch and larvae penetrate the intestinal wall and are carried by the circulation to a
wide variety of tissues (liver, heart, lungs, brain, muscle, eyes) (11). While the larvae do not
undergo any further development in these sites, they can cause severe local reactions that
are the basis of toxocariasis. The two main clinical presentations of toxocariasis are visceral
larva migrans and ocular larva migrans. Diagnosis is usually made by serology or the finding of
larvae in biopsy or autopsy specimens.

Reproduced from: Centers for Disease Control and Prevention. Parasites and Health: Toxocariasis.

Available at: http://www.cdc.gov/parasites,/toxocariasis/.



Strongyloides life cyde

Gormuyoruz ? -

initiating the infection

The filariform larvae enter
the circulatory system, are
transparted to the lungs, and
penctrate the alveolar

. spaces. They are carried to

\ S the trachea and pharymnx,

l swallowed, and reach the

/ =mall intestine where they

become adults.

Adult female

worm in the

Klinigi—immiinnormallarde gogunlukla asemptomatik Eo
(Eo bile olamayabilir). B

filariform

¢

'S Autoinfection:
/< Rhabditiform
larvae in large
intestine, become
filarifarm larvae,
penetrate intestinal
mucesa or perianal
skin, and follow the

normal 5
infective )
cycle 5]

Epidemiyoloji: Endemik bolgelerde prevalansi %25 - /

Rhabditiform
larvae hatch from

!mmﬁnnormallar: Cogunlukla asemptomatik Eo (Eo olamayabilir), ===
Immiindugkiinler: Hiperinfeksiyon sendromu. Filariform larvalar \ @
hematojen yayilamayla her organi tutabilir (Akc, Kc, Kalp, MSS) _2_-.

(dissemine hastalik; septik sok). KS aldigi icin Eo olmayabilir. Serotofi e mmam

in the intestine are to lumen
excreted in stool

(IgG). IgE de artabilir. Tanspulmoner migrasyon yapabilir .
Strongyloides koliti bile yapabilir. T ) e e

immiindiiskiinlerde agiklanamiyan septok sokda diisiin

Causal agent: The nematode (roundworm) Strongyloides stercoralis. Other Strongyloides
include 5. filleborni, which infects chimpanzees and baboons and may produce limited
Kimlerde arayallm infections in humans.

Life cycle: The Strongyloides life cycle is more complex than that of most nematodes with
its alternation between free-living and parasitic cycles, and its potential for autoinfection

Lkl 1 H ~ : multiplication within the host. Two types of cycles exist:
1'A9|k|anamayan Eo, urtlker! rekurren haflf pnomonller’ G‘ -liwving cycle: The rhabditiform larvae passed in the stool (1) (see "Parasitic cycle"
H below) can either molt twice and become infective filariform larvae (direct development)
yakinmalari, agiklanamyan kasintili deri lezyonlari ve Eo (6), or molt four times and become frae fiving sdult males and females (2) that mate and
produce eggs {3) from which rhabditiform larvae hatch (4). The latter in turn can either
. 0 . develop (53) into a new generation of free-living adults (as represented in [2]1), or into
Tanl- D|§k|da Iarva (/060, konstra d|§|k|da Oran artar) infective filariform larvae (6). The filariform larvae penetrate the human host skin to
initiate the parasitic cycle (see below) (6).
. . g oan Parasitic cycle: Filariform larvae in contaminated soil penetrate the human skin (6), and
Veya balgamda Iarva (dlssemlne hastallklta) gorulur, are transported to the lungs where they penetrate the alveolar spaces; they are carried
through the bronchial tree to the pharynx, are swallowed, and then reach the small
. ) intestine (7). In the small intestine they molt twice and become adult female worms (8).
serOIOJl: ELISA (Larvaya kar§| IgG),_ D %90, 0 %97 Ve IgE de arta'rhe females live threa_ded i.n the epit.h.elium of the small intesFiﬁe and by parthen.ogenesis
produce eggs {9). which yield rhabditiform larvae. The rhabditiform larvae can either be
. . passed in the stool (1) (see "Free-living cycle" abowve), or can cause autoinfection (10).
. . - ) In autoinfection, the rhabditiform larvae become infective filariform larvae, which can
TedaVI. AIbendaZOI. 400 mgX2 (3 7 gun penetrate either the intestinal mucosa (internal autoinfection) or the skin of the perianal
R area (external autoinfection); in either case, the filariform larvae may follow the previoushy
H described route, being carried successively to the lungs, the bronchial tree, the pharynx,
IvermeCtIn + AIbendaZOI and the small intestine where they mature into adults; or they may disseminate widely in
the body. To date, occurrence of autoinfection in humans with helminthic infections is
recognized only in Strongyloides stercoralis and Capillaria philippinensis infections. In the
case of Strongyloides, autocinfection may explain the possibility of persistent infections for
many years in persons who have not been in an endemic area and of hyperinfections in
immunodepressed individuals.
Geographic distribution: Tropical and subtropical areas, but cases also occur in
temperate areas (including the South of the United States). More frequently found in rural
areas, institutional settings, and lower socioeconomic groups.

Reproduced from: Centers for Disease Controf and Prevention. DPDx: Strongyiloidiasis. Available at:
http:fwww.cde.govidpdx/strongyioidiasis/index. html.



Miyeloid Neoplaziler: DSO 2008 Siniflamasi HES Nedenleri

I- Akut miyeloid I6semi (AML) 1 'Reaktif H ES

Il- Miyelodisplastik sendrom (MDS)

lll- Miyeloproliferatif neoplazmlar (MPN) 2-Klonal HES
1-Kronik miyeloid Iosemi (KML), BCR-ABL1 pozitif .
2-Polisitemia vera (PV) 3-ld |y0pat| k HES
3-Esansiyel trombositemi (ET)
4-Primer miyelofibroz (PMF) HES yapabilen miyeloid neoplaziler

5-Kronik natrofilik I6semi (KNL)
6- Kronik eozinofilik I6semi, bagka sekilde sinifanmamis (KEL-BSS) ™ Kronik eozinofilik Iosemi

Periferik kan veya kemik iliginde blast sayisi <%20 (PDGFRA/B traslokosyonlu / translokasyonsuz)
7-Mastositoz = Akut eozinofilik Iosemi
8-Miyeloproliferatif neoplazm, siniflanamayan (MPN-s) = Miyeloproliferatif neoplazmlar (MPNs)
IV- Miyelodisplastik / Miyeloproliferatif neoplazmlar (MDS/MPN) JAK2pozitif: PV, ET, primary myelofibrosis
1. Kronik miyelomonositik [dsemi (KMML) BCR-ABL fusion gen pozitif: KML
2. Jiivenil miyelomonositik I6semi (JMML) Triptaz:Mastositoz

3 Atipik kronik miyeloid I6semi, BCR-ABL1 negatif
4. Miyelodisplastik /miyeloproliferatif neoplazm, siniflanamayan
5. Belirgin trombositoz gosteren ve halka sideroblastlarla birlikte olan refrakter anemi
V- Eozinifili, PDGFRA, PDGFRB veya FGFR1 anomalileri ile birlikte olan miyeloid ve lenfoid neoplazmlar
1. PDGFRA rearanjmanlariyla birlikte olan miyeloid ve lenfoid neoplazmlar
2. PDGFRA rearanjmaniyla birlikte olan miyeloid neoplazm

3. FGFR1 anomalileriyle birlikte olan miyeloid ve lenfoid neoplazmlar

WHO Classification of tumors of hematopoietic and lymphoid tissues. Swerdlow SH et al (eds) 2008. IARC Press; Lyon: 31-50



HES

=) iDiYOPATIK ,
Idiyopatik HES— Cok nadir bir tani.

o > 6 ay (keyfi bir sure) (artik uyulmuyor)
o >1500/mma3 (bir ay ara ile 2 kez bakilan)
o Eozinofilik doku hasari sart

o Hastalarin %90’1 erkek ve daha ¢ok 20 -50 yas

Chusid M3, Dale DC, West BC, Wolff SM.
Medicine (Baltimore), 1975 Jan;S4(1):1-27,

The hypereosinophilic syndrome: analysis of fourteen cases with review of the literature.



Idiyopatik HES

Yasami tehdit eden

Asemptomatik
p— organ hasari

hipereozinofili

= Bulgular nonspesifik olabilir:
o Oksiiriik, gece terlemesi, halsizlik, istahsizlik, kilo kaybi ve GIS yakinmalari
o Subfebril ates !
o Alkol sonrasi flag, bulanti, karin agrisi ve ishal gorulebilir

= Yada etkilenen organla ilgili bulgular olabilir...

Tefferi A. .
Mavo Clin Proc. 2005 Jan;80(1):75-83. Noah S Scheinfeld

= ) ..
Blood eosinophilia: a new paradigm in disease classification, diagnosis, and treatment. _‘;m%md[!c'ne Jan 13, 2006


http://www.emedicine.com/

HES'de her organ tutulabilir

KARDIYOVASKULER SISTEM

Dilate hipokinetik kardiyomiyopati,
Konstriktif perikardit,

Fibroplastik endokardit,
Endomiyokardiyal fibrozis,
Miyokardit,

intramural trombiis,
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Koroner anevrizma ve trombiis ...
SINIR SISTEMI

Mononoaritis multipleks

Periferik noropati ve parapareziler
Serebellar tutulum

Rekiirrent subakut ensefalopati
Epilepsi

Serebral infarktlar ve Demans
Eozinofilik menenjit

KAS VE iSKELET SISTEMi
Artralji

Effiizyon

Destriiktif artrit

Bursit

Poliartrit

Raynaud fenomeni ve nekro
Miyozit
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Mitral ve trikuispit kapak yetersizligi,

SOLUNUM sistemi

o Pulmoner infiltrasyonlar

o Pulmoner fibrozis

o Plevral effiizyon

o Pulmoner emboli
DERMATOLOJIK

Anjioodem

Urtiker

Papulonodiiler lezyonlar
Eritematoz — endurasyonlu plaklar
Tekrarlayan mukozal iilserler
Vezikiilobiilloz lezyonlar
Solar urtiker
GASTROINTESTINAL SISTEM
Assit

Diare

Gastrit

Kolit

Pankreatit

Kolanjit

Hepatit

RENAL (GLOMERULOPATI)

o Proteinuri ve Hematiiri

GOz

o Retinal arterit ve mikrotrombisler
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IHES tedavi?

= KUR yok

= Amac¢— Remisyonna sokup stabil halde tutmaktir
Boylece organ hasarini onlenmis olur

= Erken tani ve tedavi organ hasarinin onlenmesi agisindan ¢ok onemlidir



HES: Tedavi

l-idiyopatik HES’de tedavi:
1- Kortikosteroidler
2- interferon alfa: Steroide direngli olgularda
3- Hidroksiure (1-3 g/gun): Steroide direngli olgularda
4- Monoklonal anti-IL-5 antikor tedavisi (mepolizumab)

I-PDGFRA/B translokasyonu ile birlikte olan kronik eozinofilik losemi
Tedavi: Imatinib 100 mg/gtin

lll- FGFR-1 ‘de imatinip etkisiz; agressifdir ve KT / KIT yapilir

Valent et all. ICON: Eosinophil disorders. WAO Journal 2012; 5: 174-81



Hipereozinofili— Hematologa gonderme endikasyonlari

1- Ciddi Eo (25.000) (Eo >100,000 ise eozinofilik losemi dustin) varsa veya
2- Yayamada ‘3-4 loblu eozinofiller’ (N < 2 lobludur) veya ‘Ring eozinofiller’ varsa veya

3-Trombositopeni varsa veya
4- LAP /| HSM varsa (MPNs’de goruliir)

3-4 loblu eozinofiller veya Ring eozinofiller klonal eozinofilik hastaliklarda gorilir



Sonug olarak;

Eo sik; ama ¢ogunlugu hafif Eo

Hafif Eo’nin ise ana nedeni reaktifdir
Allerjik hastaliklar, atopik hastaliklar ve helmintik infeksiyonlar
Helmintik infeksiyonlar da genellikle hafif Eo yapar

HES ise enderdir; cogunlugu idiyopatik (%80)

HES'in 2. sirada nedeni klonal (miyeloid neoplaziler)

HES’e yol acan reaktif nedenler ise nadirdir (3. sirada yer alir)
Helmintik infeksiyonlar ve C-S hastalig

Barsak i¢inde kalan helmintler Eo yapmaz

Doku invazyonu yapan helmintler ise Eo yapar

Sestod kistinin kapsul butunlugu bozulmadik¢a Eo olmaz

HES olmadikg¢a; agiklanamiyan Eo’de albendazol dene (2x400/7gun)



Sonuc olarak;

Eo’si olan her hastada urtiker sor

Urtikeri olan her hastada Eo eslik edip edmedigine bak

Erigkinlerde urtikerin infeksiyoz nedeni Eo yapan helmintik infeksiyonlardir

Eo ile birlikte olan urtikerlerde albendazol tedavisi dene

Erigkinlerde nigin helmintik infeksiyonlara bagli Eo nadir goruyorouz ?
Bunlar tropikal / subtropikal bilgelerde endemik

lliman ulkelerde (bizde) sporadik
Coguda ¢cocukluk doneminde goruluyor ve asemptomatik



llginiz icin tesekkiirler

Ben toprak oldum yoluna
Sen asiri gozetirsin

Su karsima gogiis geren
Tas yurekli daglar misin

Karli daglarin basinda
Salkim salkim duran bulut
Sagin ¢oziip benim igin
Yasin yasin aglar misin
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