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EOZUNOFULOK AKCUOUr ER

AHet er oj en bir grup hastal ek
AHava yollaré ve paranki mde anor mal eozinof

APeriferik kan eozinofilisi ( O ®d2.0microL), BAL eozinofilisi (> %10) ve
transbrvoenykai yaa-l1é k akci jer biyopsisinde dokuda



EOSINOPHILIC LUNG DISEASE OF DETERMINED CAUSE

AEosinophiliggneumonia®f parasiticorigin

A Tropicaleosinophilia

A Ascarigopneumonia

A Eosinophilipneumonian larvamigranssyndrome

A Strongyloidestercoralianfection

A Eosinophilipneumoniasn other parasitianfections
AEosinophiligpneumonia®f other infectiouscauses
AAllergicbronchopulmonanaspergillosiandrelatedsyndromes

A Allergicbronchopulmonanaspergillosis

A Other allergicbronchopulmonarsyndromesassociatedvith fungior yeasts

A Bronchocentricgranulomatosis
A Drug-, toxic agend, andradiationinducedeosinophilippneumonias
Drugs(typical occasionalor exceptionakosinophiligpneumonia
Toxic agentqtoxic oil syndrome | -tryptophan
Eosinophilipneumonianducedby radiationtherapyto the breast
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EOSINOPHILIC LUNG DISEASE OF UNDETERMINED CAUSE

Aldiopathic eosinophilic pneumonias

A Idiopathic chronic eosinophilic pneumonia (ICEP)

A Idiopathic acute eosinophilic pneumonia (IAEP)
AEosinophilic granulomatosis with polyangiitis (ChBiigiuss syndrome)
AHypereosinophilic syndrome (HES)

Aldiopathic hypereosinophilic obliterative bronchiolitis




BAL eozi nof i1 | | 1 | e

3 BAL eozinofili y¢ksek ( O%25)i se;
KEP (O %40)

EGPA (O %30)

AEP (O %25)

Tropikal pulmonere oz i n o f i-10) (O %40

3 BAL eozinofilihafif -orta (O 25) i se;
BDH

'l aca balLl & nitroduBaatdin , mknosiklanj sn¢, | f o pampisilidvb.)
Mantar

IPF (<%10)

Pulmoner LHH




AKUT EOZI NOFI LI K PN¥MONI

Akut solunum yetmezl i Li nedenl erinden bi
¢olLunl ukddl €0yall ar da
Erkekl erde 2 kat daha fazla g°r¢l ¢r
'di yopati k
Sigara,nargile, eroin, esrar, kokain,
HIV+, SARS 0\t 2 enfeksiyonu
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AKUT EOZI NOFI LITK PN¥MONI

Histopatolojide :
3 DAD

3 Hyalin membran (%78),alvecler® dem, fi brobl ast prolifera
he¢ecreler

3 Tip2p n° maperpazisi, interstisiyel lenfosit, alveoler eozinofili ,
organize intraalveoler f i breksudaz nekr oz i -ermeyen peri va
intramural inflamasyon



AKUT EOZI NOFI LI K PN¥MONI

B A L &>elh25eesinofili
AFR vy lgs/egkk,s ek

3 Semptom s¢resi < 4 hafta

3 ¥kse¢er ¢k, nefes darl elLée, atel seék

3 Halsizlik, myalji, gece terlemesi, tremor, pl °rg@®li ks alLr és

3 Tal i, bibaegiler raller,

3 Balvuruda -oLunlukla solunum yetmezl i Li

3 NO°trolf°ikloski t oz, ball ange-ta kanda eozinof i
3
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AKUT EOZI NOFI LI K PN¥MONI

Radyolojide:

c I'nce retike¢gler ve kedegyBu-cami bpasiteleri,
konsolidasyonlar,sentrilobuler n o d ¢ lbllae.r ,pl evr al ef ¢zyon



Case Reports > BMJ Case Rep. 2019 Sep 26;12(9):e231095. doi: 10.1136/bcr-2019-231095.

Idiopathic acute eosinophilic pneumonia

1

Matthew Pizzuto 1, Matthew Seychell 1, Brendan Caruana Montaldo 1, Adrian Mizzi

4

Figure 3 High resolution CT coronal view showing smooth Figure 4 Airspace consolidation most evident in the left middle zone.
interlobular septal thickening (arrows).




Figure 5 Patches of ground-glass change, Figure 6 High resolution CT coronal view showing
peribronchovascular soft tissue thickening (arrows).




Tedavide:

o Oksijen, MV

o Ampirik antibiyoterapi
o Sistemik KS




EOZI NOFI' LI K GRAN, LOMAT¥Z POLTI

3 Polianjiitisle birlikte seyreden eozinofiik g r a n ¢ | o pChurgSrauss

sendr omu) ; sekl éekla solunum sistemini
damarl aré et ki | e gogimofilisi deskarakterize; gistenhib k u
nekrotizan birvas k ¢. 1 t tir

3 Klinik triad: Astén, hipereozinofili ve nekrotizan sistemik v as k ¢ | i t

2 Hast al arén %9006énda astém mevcut



Eur J Rheumatol 2022;9(3):153-166 Ross et al. Updates in ANCA-associated vasculitis

Table 1. Classification criteria and definitions of the antineutrophil cytoplasm antibody (ANCA)-associated vasculitides according to the
American College of Rheumnatology (ACR, 1990; microscopic polyangiitis was not yet individualized as a specific entity at that time),
and the 2012 Chapel Hill nomenclature.'-3

1990 ACR classification criteria for Wegener's granulomatosis
For purposes of classification, a patient shall be said to have Wegener's granulomatosis if at least two of these four criteria are present. The
presence of any two or more criteria yields a sensitivity of 88.2% and a specificity of 92.0%.
1. Nasal or oral inflammation: Development of painful or painless oral ulcers or purulent or bloody nasal discharge.
2. Abnormal chest radiograph: Chest radiograph showing the presence of nodules, fixed infiltrates, or cavities.
3. Urinary sediment: Microhematuria (=5 red blood cells per high power field) or red cell casts in urine sediment.
4. Granulomatous inflammation on biopsy: Histologic changes showing granulomatous inflammation within the wall of an artery or in
the perivascular or extravascular area (artery or arteriole).
1990 ACR classification criteria for Churg-Strauss syndrome
For purposes of classification, a patient shall be said to have Churg—Strauss syndrome if at least four of these six criteria are present. The pres-
ence of any four or more criteria yields a sensitivity of 85% and a specificity of 99.7%.
1. Asthma: History of wheezing or diffuse high-pitched expiratory rhonchi.
2. Eosinophilia greater than 10% on differential white blood cell count.
3. Mononeuropathy (including multiplex) or polyneuropathy: Development of mononeuropathy, multiple mononeuropathies, or polyneu-
ropathy (glove/ stocking distribution) attributable to systemic vasculitis.
4. Nonfixed pulmonary infiltrates: Migratory or transitory pulmeonary infiltrates (not including fixed infiltrates) attributable to vasculitis.
5. Paranasal sinus abnormality: History of acute or chronic paranasal sinus pain or tenderness or radiographic opacification of the para-
nasal sinuses.
6. Extravascular eosinophils: Biopsy including artery, arteriole, or venule showing accumulations of eosinophils in extravascular areas.
Definition of ANCA-associated vasculitides in the nomenclature of systemic vasculitis adopted in 2012 by the Chapel Hill consensus conference
Large vessel vasculitis: Giant-cell arteritis; Takayasu arteritis.
Medium-sized-vessel vasculitis: Polyarteritis nodosa; Kawasaki disease.
Small vessel vasculitis :
ANCA-associated vasculitides™
Granulomatosis with polyangiitis (Wegener's).
Necrotizing granulomatous inflammation usually involving the upper and lower respiratory tract, and necrotizing vasculitis affecting
predominantly small to medium vessels (eg, capillaries, venules, arterioles, arteries, and veins). Necrotizing glomerulonephritis is
common.
Eosinophilic granulomatosis with polyangiitis (Churg-Strauss syndrome).
Eosinophil-rich and necrotizing granulomatous inflammation often involving the respiratory tract, and necrotizing vasculitis predom-
inantly affecting small to medium vessels, and associated with asthma and eosinophilia. ANCA is more frequent when glomerulo-
nephritis is present.
Microscopic polyangiitis.
Necrotizing vasculitis, with few or no immune deposits, predominantly affecting small vessels (ie, capillaries, venules, or arterioles).-
Necrotizing arteritis involving small and medium arteries may be present. Necrotizing glomerulonephritis is very common. Pulmo-
nary capillaritis often occurs. Granulomatous inflammation is absent.
Immune complex small-vessel vasculitides
lgA vasculitis (Henoch-Schénlein purpura)
Cryoglobulinemic vasculitis
Hypocomplementemic urticarial vasculitis (anti-C1q vasculitis)
Antiglomerular basement membrane (antiglomerular basement membrane) disease
Variable vessel vasculitis: Behcet's disease; Cogan’s syndrome
Single-organ vasculitis: Cutaneous leukocytoclastic angiitis; cutaneous arteritis; primary central nervous system vasculitis; isolated aortitis;
others
Vasculitis associated with systemic disease: Lupus vasculitis; rheumatoid vasculitis; sarcoid vasculitis; others
Vasculitis associated with probable etiology: Hepatitis C virus—associated cryoglobulinemic vasculitis; hepatitis B virus—associated vasculitis;
syphilis-associated aortitis; drug-associated immune complex vasculitis; drug-associated ANCA-associated vasculitis; cancer-associated vascu-
litis; others




EGPA

3 ANCAEGPAWd st al a6 @he®Bd pozitif

3 Akci Lerde gezici, ge-ici, yamal é buzl u
bilat. n o d glveblex rhemoraji

3 Mi kr on ¢idtgrlbbulerrseptalk al € nlpaelrma,r tal epwhlal ma ve
geni Il eme

3 Eozinofili k plevral ef¢zyon ( %30 )
3 B A L dedzmofili >%30

3 Histolojik bulgular: K¢ - ¢ k ar mnekrotizae vask e, Ive gozinofilik
inflamasyon.



3 Tané kr (4 ewrdyear idaha fazla kriterin ol mas
1. Ast ém

2.Periferik eozinofili

3. Mono/ polin®°ropat.

. Sin¢gzit

4
5. Ge zi opulmhoger epastaler
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Bi yopsi de ekstravaske¢ler eozinofil wvar
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Fig. 1. Venn diagram representing overlapping syndromes with their association immunological and cliniclal manifestations.
Anti-neutrophil cytoplasmic antibody (ANCS)-associated vasculitis (AAV); granulomatosis with polyangiits (GPA); microscopic polyangiitis (MPA); anti-proteinase 3
(PR3); anti-myeloperoxidase (MPO); diffuse alveolar haemorrhage (DAH); human leucocye antigen (HLA); interleukin (IL); eosinophilic granulomatosis with pol-

yangiitis (EGPA); hypereosinophilic syndromes (HES); platelet-derived growth factor receptor alpha (PDGFRA); fusion gene Fip1-like-1 (FIP1L1)-PDGFRA; platelet-
derived growth factor beta (PDGFRB); fibroblast growth factor receipt 1 (FGFR1) [14].




ALLERJI K BRONKOPULMONER ASPER
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Aspergillus cilt testleri

Bal gam k¢l ter ¢
Periferik eozinofili

Total IgE

A.fumigatus spesifik IgEve I1gG
Radyoloji

parametrel er:
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Late phase of allergy and large
number of eosinophils in airway

Airway inflammation and

‘- - - VY il +  poorasthma control
mﬂammanon (. ' ‘
Mast cell . SRR

* 5

Exaggerated

-

Bronchiectasis

Mucus plugging

Fig. 1. Pathogenesis of allergic bronchopulmonary aspergillosis. Aspergillus conidia trapped in the airway mucus germinate into hyphae, in
genetically predisposed individuals. The hyphae provide the antigenic stimulus for the allergic response, resulting in fungal sensitization. In
susceptible individuals, an exaggerated T-helper 2 (Th2) immune response promotes further airway inflammation. This phase is characterized by
recruitment of mast cells, increased production of immunoglobulin E (total as well as specific IgE to the fungus) and [gG antibodies to the fungi.
The secreted chemokines and cytokines attract large number of eosinophils which attack the fungal hyphae, perpetuate further inflammation,
finally culminating in end-organ damage and clinical manifestations. The red arrows indicate the steps where genetic predisposition plays a
key role.

Agarwal V et al. Allergic bronchopulmonary aspergillosis. Indian J Med Res151, June 2020, pp 529-549




ABPA

Patoloiji:
3 Mukus téka-larée i1 -eren genillemil brontl

M¢ s, iCarschmannspiralleri

Charcot-leiden k r i st al |l eri , | néokimthatveuaPthegtrél ¢r

3
3
3 Akci Ler parankiminde belirgin eozinofil v
3

OP ve BO bulgulare da olabilir



ABPA

3 KOty¢ kontroll ¢ astémleél arda seéek

3 Nefes darl éelLé, ©°ks¢r ¢k, hemopti zi, kil o

3 Kahverengi muku) teka-1areée (%31

3 A.fumigatus spesifik IJEABPA t anéesénda en duyarl e t
3 Deri testinindduyarl él elLe %88

3 Normal Total Igd ¢, zeyi ABPA taneséné deéell ayabil
3

A.fumigatus IgGduy ar |l el éLe %27



ABPA

Radyoloiji:

3 Santr al bronlektazi (%40 hastada perife
3 Y¢ ksagd ke n ¢ asnukosn | u

3 Sentrilobuler n o d ¢ |

3 Tomurcukl anmélatadmsgas oz ai k
3 Perihleropasiteler, plevralkodflywpwooner tam akc.i
kitleler



Table III. International Society for Human and Animal
Mycology-Allergic Bronchopulmonary Aspergillosis
(ISHAM-ABPA) Working Group criteria used for the
diagnosis of ABPA

Table IV. International Society for Human and Animal
Mycology-Allergic Bronchopulmonary Aspergillosis
(ISHAM-ABPA) Working Group radiologic classification

Classification  Features

Predisposing conditions
Asthma, cystic fibrosis
Obligatory criteria (both should be present)

Immediate cutaneous hyper-reactivity to Aspergillus antigens

or Aspergillus fumigatus-1gE >0.35 kKUA/I

Total IgE >1000 TU/ml

Other criteria (at least 2 out of 3)

Peripheral blood eosinophil count >500 cells/pl
Transient pulmonary infiltrates on chest radiograph

Presence of precipitins (IgG) against A. fumigatus

Agarwal V et al. Allergic bronchopulmonary aspergillosis. Indian J Med Res151, June 2020, pp 529-549

ABPA-S All the diagnostic features of ABPA (Table
[1I) but no evidence of bronchiectasis on CT

ABPA-B All findings of ABPA including
bronchiectasis on CT of the chest

ABPA-HAM  All features of ABPA including HAM on
CT of the chest

ABPA-CPF ABPA with other radiologic features
such as pulmonary fibrosis, bleb, bullae,
pneumothorax, parenchymal scarring,
emphysematous change, multiple cyst,
fibrocavitary lesions, aspergilloma, pleural
thickening

CT, computed tomography; ABPA-S, serological ABPA;
ABPA-B, ABPA with bronchiectasis; ABPA-HAM, ABPA
with high attenuation mucus; ABPA-CPF, ABPA with chronic
pleuropulmonary fibrosis

Source: Reproduced with permission from Ref. 3

|




[ Bronchial asthma ]

’

[ Aspergillus fumigatus (Af) specific IgE levels >0.35 kUA/I J

'

{ Total IgE =500 IU/ml ]

.

Peripheral blood eosinophil count >500/pl
Af-specific IgG =27 mgA/l

[ CT chest ]

v ‘ +

[ High-attenuation ] Bronchiectasis [ Normal ]

mucus )

[ ABPA-HAM ] ABPA-B [ ABPA-S J

b vy

1
o

Fig. 4. Algorithm followed in the diagnostic work-up of allergic
bronchopulmonary aspergillosis (ABPA).
Reproduced with permission from Ref. 3.

Agarwal V et al. Allergic bronchopulmonary aspergillosis. Indian J Med Res151, June 2020, pp 529-549




ABPA tedavisi

3 Si stemi k KS : @ Hhamgl/akggmafaatEr edéz arz
3-5 ay

3 Antifungal tedavi ( itrakonazol, varikonazol)

3 Omalizumab( ikinci basamak ted.)
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38 yal, kadeéen hasta

Ev haneme

LT KAYET: ¥ks¢r ¢k, nefes darl| el é, héer e
HI KAYE: Son3 ayder I|ikayetleri gidere
sonraseée hospitalize edil di

¥ZGE¢MIL: Astem bronliale, LABA+ | K
SOYGE¢MI'L: ¥zellik y 0k

Sigara : Nonsmoker

Maruziyet yok



FI ZI K BAKI

s Bilin- a-éeék, koopere, dispnei k,
35 TA: 110/ 60mmHg, NB: 80, Atel : 36
3 SPO2: %90,2

3830l unum sesl er.| bi |l ateral ekspir

DI Ler sistem bakeéel areée ol alan



LABORATUVAR:

WBC: 16800, NE: 11800, EOZ:1200 (% 7,1RLT: 383000, HB: 13,2
Sedim: 16mm/h, CRP: 2mg/dI
Bi yoki mya ol alLan

TKT nor mal

Gaitada parazit saptanmadeée
Oda h aaneaysl &KG: ph:7,45 P02:52,3 PC02:39,02sat: %90,9HCOS3: 27
ANA, RPANCA, CANCA negatif
Total IgE 35,9 IU/m|

N N N N N LN N N



SOLUNUM FONKSI YON TESTLERI

FVC: 2,63 % 85
FEV1: 2,07 %77
FEV1/FVC: %79
MEF 2575:1,88 %51
PEF:3,84 %60
TLCORb):4,38 %53
Kco(hb):1,10 %59

N N N N N N AN
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r dlatt elrah dHazeadi csregment d

3 Sa] akcije b
| -erisinde nekroz alanlaré i -eren, e
opasiteler, buzlu cam dansitesinde o
nekr ot i z a-abseforrfasyonu ile uyumliu konsolidatif
infiltrasyon. Her 1 ki akcijer o
bronkovask¢l er aja- traselerinc
opasite arteémlareée, peribronki al
orta ve alt | oblar d¢zeyinde be

(bronkosel).












Bronkoskopi:
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Endobr

Br onk

onki al | ezyon saptanmadé.

aspirasyonu ve BALO6da ARB

Benign sitoloji

BALOda

h¢cre oranl ar é; Al veol er
Eozinofil %25
Lenfosit %9
N°trofil %8

negatif,

makr of aj



BAL sitolojisi: HE boyama 400x




TTKKAB:

el emanl!| ar &, al veo

3 Hemoraji k zeminde vya é
z | di . Malign h¢gcre sa

epitel h¢gcecrelerdi i
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Allerji-T mmu n Kklomjsi¢g |l t asyonu:
Prick deri testi negatif

IgA,lgG,IlgMnormal

Hemat ol oj I kons¢l tasyonu: Nor mal
N°r ol oj i kons¢l tasyonu: Nor mal
Kardi yol oj i kons¢l tasyonu: Nor mal

Sin¢gzit saptanmade.




Periferik eosinofili,

BALOda eosinofildi
P-ANCA negatif

Total IGE normal

Ekstraorgan tutulumu yok

Aspergillus fumigatusa spesifik antikor testleri negatif




ABPAOda:
1. Asteém ve kisti k fibrozis birliktelilLi

2. Periferik eosinofili>1000/mcl
3. Total IgE>10001U/ml

4. Aspergillus deri test pozitifliLi
5. Aspergillus spesifik ab pozitifliLi
6 . Ge°re¢nt ¢l emede | ezyonl ar santr al bronl e

Olgumuzda3-4-5-6 ol mamaseé nedeniyle ABPA d¢l¢nyg



EGPAOGda,;

1. Astém birliktelilLi
2. Periferik eosinofili >1000/mcl

3. Total IgE>1000 IU/m|

4. BALOda eosinofildi

5. Ekstra organ tutulumu( deri, n°ral, kal
6.P-ANCA pozitifl i Li

Olgumuzda3-5-6 ol mamasé nedeniyle EGPA d¢l ¢ngl



Olgumuz;

1. Astém birli kteli Li

2. Periferik eozinofili >1000/mcl

3.Total Ignormal ( KEPO6l gul arén %508sinde nor mal )
4. B A L dedzmofili

5. Ekstra organ tutulumu yok

6. P-ANCA negatif

7.Aspergillus fumigatus deri testleri negatif ve spesifik antikorlar normal

Ol masé nEBRONI KI EOZI NOFTIAIl &r &PKN¥dVeOINe r | end i r |



324 mg/ g¢n predni zol on, PO ball ande.

3 Doz azaltelarak 6 ay sonunda tedavi sonl a
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Tedavinin 6. ayeéenda

3 FVC: 2,83 (% 92)
3 FEV1: 2,40 (%90)
3 FEV1/FVC: %85




43.2016-1 . n¢ ks (4 ay







N N N W

FVC: 1,98 (% 62)
FEV1: 1,38 (%50)
FEV1/FVC: % 70

Periferik eozinofili (eoz: 1100 - % 10,5)
Bronkoskopi: Bronlk
B AL &a@%eozinofili

Total IgE: 46,7

asp.

vV e

BALOda

ARB mentf i



3 N KS KRONI K EOZI NoQFarLal' kk dPeN¥eMOANendi ri | di

30,5 mg/kg/ge¢n (32 mg) prednizol o PO ba
haftal ek 8 mg azaltelarak 16 mg I 3
n

n,
| e
I 1l e 1 dame tedavi 12 aya t amaml andé.
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Tedavinin
FVC: 2,80 (% 91)
FEV1: 2,42 (% 91)
FEV1/FVC: % 86

1.

ayenda:
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2. N! KSTE:

3 FVC: 1,75 (% 55)
3 FEV1: 1,35 (% 49)
3 FEV1/FVC: % 77




N N N WKW

24 mg/ gé¢n prednizol on ball ande. 3 ayén
Il e (4 mg/ g¢n) tedavi devam et mekt e

Tedavinin 6. ayeéenda
FVC: 3,00 (% 98)

FEV1: 2,48 (% 94)

FEV1/FVC: % 82

Tedavinin 13. ayeénda.



23.11. 2018( tedavinlW
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FVC:2.81(%93)

FEV1:2.35 (%90)

FEV1/FVC: %84

TLco(Hb) mmol/kPa/min:6.27 (%76)







Ocak 2020 Toraks BT

Ekim 2017 tarihli Toraks HRCT tetkiki ile kar Kk él akdlagak él mal é
dejerlendiril miktir

Od®° ne maeeen ; herikiak ci ] gsdll leb superior segmentlerde
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dilatasyon b u | g u | tamn-ténmady & krégnesyons apt anmékt ér

Yine o0 d ° n e mdemen e K | eddn mediastinal LAP larda da belirgin
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Hasta allerji - immunoji b° 1 ¢m¢ 11l e birli kte takip edi

18 ay d¢l ¢k doz (2 mg prednizol on)






Mart 2023

Parametre Adi

Birim

Degerler

Sonuc

Eritrosit 472 Mful 35 4067414
Hemoglobin 10.8 7 11.
Hematokrit 395 % 36 4 | 314/329
MCV 837 fL 80 100 | 774/796.
MCH 28.1 pgr 27 M | 265/267.
MCHC 335 gr/dL 32 35 343/335
Trombosit 385 x10.3/ul | 150 | 450 | 470/ 358
MPY 95 flL 74 11 715/79
PCT 0.37 %o 0.1 0.4 | 0.35/0.28.
PDW 159 % 16.8 / 16.
Lenfosit % 352 %o 20 55 16.6/33.9
Monosit % 6.7 %a 25 10 71162
Bazofil % 0.3 %o 0 2 11705
Bazofil # 0.04 x10.3/ul 0.2 0.2/01.
Matrofil & 513 x10.3ul | 14 ) 106/55
Matrofil % 456 Yo 37 75 7217486




Mart 2023

Spirometry + Flow-Volume

E
z
8
s
EEE L .0 II 2z 3 L L] : L] ¢

parameter unit pred act. %opred
Ve 1 2099 265 89
ERV 1 Los  -0.09 -9
IRV 1 0.34

™V 1 231

IC 1 209 265 127
FWVCex 1 3.02 237 79
FEV1 1 239 210 81
FEV1/FVC % 21 89 109
FEV1/IVC % 21 79 98
PEF l's 6.32 4.40 70
MEFT75 I's Sod 0 433 77
MEF50 s 398 319 80
MEF25 I's 1.72 123 72
MEF25-75 I's 347 281 81
PIF l's 396 564 142
MIF50 I's g4 563 155
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Haziran 2023

Parametre Adi Birim [:tggfér g‘;ﬁi‘g
Likosit 9.45 x103ul | 36 | 10 |1217/952.
Eritrosit 415 Mul | 35 | 6 | 443/463
& |Hemoglobin 17 gudl | 12 | 18 | 126/127.
Monosit 0.64 x103uL| 0 | 07 | 08/057
& |Hematokrit 353 % 36 | 54 | 375/388
MCV 85.2 fl 80 | 100 | 845/839
MCH 283 pgr 27 | 34 | 285/275.
MCHC 332 gid. | 32 | 35 | 33.7/328.
RDW 134 % 116 | 165 | 131 /171
Trombosit 344 x10.3/ul | 150 | 450 | 355/425
MPV 93 L 74 | 11 | 98/94
PCT 032 % 01 | 04 | 035/04
PDW 15.9 % 9 | 28 | 16/156
F Llemfosit# | 35 | x103uL| 12 | 35  427/334
Lenfosit % 37.7 % 20 | 55 | 351/351
Monosit % 67 % 25 | 10 | 65/59
Eozinofil # 0.07 x103uL| 0 | 05 | 008/114
Eozinafil % 07 % 05 | 6 06/12
Bazofil % 03 % 0 2 03/04
Bazofil 0.03 x103uL| 0 | 02 | 0.03/004
Nétrofil # 515 x10.3uL | 14 | 6 | 6.99/443
Notrofil % 546 % 37 | 75 | 57.5/466
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KEP Tedavisi

Tedavide oral kortikosteroid

Prednizon 0.5 mg/ kg/ g¢n, s ednmitacaha@®&nt r o
hafta) verilir.
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KEP Tedavisi

Alternatif tedavi:

D¢l ¢k doz KS il e kontrol altéena al enamaya
KSOuzhnun vadel.i yan etkil eri ge°r ¢l ¢rse alte
Omalizumab
Mepolizumab

Benralizumab
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Dupilumab
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Idiopathic Chronic Eosinophilic Pneumonia

Eric Marchand, M.D., Ph.D." and Jean-Francois Cordier, M.D.%3

ABSTRACT

Idiopathic chronic eosinophilic pneumonia is a rare disorder of unknown cause
with nonspecific respiratory and systemic symptoms but rather characteristic peripheral
alveolar infiltrates on imaging. The disorder is highly responsive to oral corticosteroid
therapy. However, relapses are frequent when tapering or after stopping treatment.
Moreover, some patients develop severe asthma at some time in the follow-up. The
high incidence of relapses and prevalence of severe asthma is responsible for the great
proportion of patients with idiopathic chronic eosinophilic pneumonia who require
prolonged oral corticosteroid therapy. There are tight links between asthma and idiopathic
chronic eosinophilic pneumonia. These links might help in the comprehension of the
pathogenesis of both diseases. Interestingly, there might exist a continuum between
hypereosinophilic asthma, idiopathic chronic eosinophilic pneumonia, and the Churg-
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Real-Life Study of Mepolizumab in Idiopathic
Chronic Eosinophilic Pneumonia

Emeline Brenard, Charles Pilette, Caroline Dahlqvist, Benoit Colinet, Florence Schleich, Florence Roufosse &
Antoine Froidure

Lung 198, 355-360(2020) | Cite this article
651 Accesses | 1 Citations |2 Altmetric | Metrics

Abstract

Introduction

Idiopathic chronic eosinophilic pneumonia (ICEP) is an orphan lung disease characterized by
concomitant systemic and local eosinophilia, along with bilateral lung infiltrates. Symptoms
include dyspnea of subacute/chronic onset, cough, and general systemic signs. Although all
patients do respond to oral corticosteroids, relapse rate is very high, which highlights the need
for alternative therapies in case of relapsing ICEP. Mepolizumab is a fully humanized antibody
directed against interleukin 5, a key growth factor of eosinophils. In the present study, we
retrospectively studied the effect of off-label use of mepolizumab for relapsing ICEP.
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LABORATUVAR:

AWBC: 13 800,

ANE: 3500 (%25.5),

AEaz 7100 (% 51.5)

AHb:11.3Hct: 34.3,PIt 433 000

A Crp: 1.5mg/dlsedim 35mm/h

A Rutinbiyokimyanormal

A Anti-ccp:1.38, ANA, ANCA, p-ANCA negatif
A Total IgE 337 IU/ml




SFT:

ARVC:2.75 %69 FEV1: 1.95 % %56
AFEV1/FVC: %70

i ErkenreverzibilitedeF EV1 6de 8 a0 tmal ( %4 1)
APEF:4.61 % 62
AFEFR2575:1.42 % 34
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Isotretinoin SIT SEARCH
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Advanced search

| - Interstitial/parenchymal lung disease

Eosinophilic pneumonia (pulmonary infiltrates and eosinophilia) 1

Acute eosinophilic pneumonia (AEP) b DIAGNOSING DIRD

IV - Airway involvement

IV.a Bronchospasm - Wheezing - Asthma

V - Pleural and/or pericardial involvement

<

b Eosinophilic pleural effusion

XI - Miscellaneous
Esophageal toxicity 1
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A Biraysonrakik ont r al ¢ nde

-Klinik

-Laboratuvai eoz: 7100 (% 51.)5~ 700(% 8.9,
Total IgE 337 1U/ml 8.2 1U/ml)
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