y ; .Zmﬁﬂ
“*AKCIGER HASTALIKLARI

GUNLERI 2-4 Mayis 2025
IZMIR Swissétel Biyik Efes lzmir

Dr. Halide Nur Urer
TANISAL YAKLASIM:

PATOLOJI

Saglik Bilimleri Universitesi

Haseki Egitim Arastirma Hastanesi



Sunum Akisi

* Tarihsel gelisim

* Patolojik degerlendirmede Sorular

* Soru 1. Neden patoloji degerlendirmesi yapilmali?

* Soru 2. Ne zaman biyopsi yapilmali ?

* Soru 3. Hangi tani yontemi secilmeli ?

* Soru 4.patolojik tani algoritmasi var mi?

* Soru 5. Multidisipliner interstisyel konsey gerekli midir?
* Soru 6. Genetik molekdler siniflama uygun mu?



Interstiyel Akciger Hastaliklari Patoloji Tarihi
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Soru 1. Neden Patoloj
Degerlendirmesi yapilmali?

* Tani siniflama ve ayirici
tanisal yaklasim

* Hastalik paterni belirleme

* Radyolojik ve klinik bulgularin
dogrulanmasi

JAMA. 2024 May 21;331(19):1655-1665.
CHEST 2024; 166(2):352-361
Expert Rev Respir Med. 2017 May;11(5):343-359.

Diagnosis of interstitial lung disease (ILD)

» History and clinical examination

» Initial assessment
Chest radiography
Spirometry
» Confirmation of ILD
Computed tomography (CT) scan

Serologic testing for autoantibodies
and serum-specific IgG antibodies

» Multidisciplinary team assessment
Members from pulmonology and radiology

Diagnosis confirmed Diagnosis unconfirmed

» Invasive testing
Bronchoscopy with bronchoalveolar lavage
Cryobiopsy
Video-assisted thoracic surgical biopsy

» Multidisciplinary team assessment
Members from pulmonology, radiology, and pathology

Diagnosis confirmed Diagnosis unconfirmed

Unclassifiable ILD
Assessment and treatment of ILD




Acute Subacute Chronic

Idiopathic pulmonary fibrosis

Idiopathic non-specific interstitial
pneumonia

Acute interstitial pneumonia Cryptogenic organising pneumonia

Desquamative interstitial pneumonia

Pleuroparenchymal fibroelastosis

Patolojik
Siniflama

Unclassifiable interstitial lung disease

Rapidly progressive interstitial lung disease Connective tissue disease-associated interstitial lung disease
(eg, anti-MDA5-antibody-associated amyopathic (eqg, rheumatoid arthritis, systemic sclerosis, idiopathic
dermatomyositis and diffuse alveolar haemorrhage in inflammatory myopathies, anti-synthetase syndrome,
ANCA-associated vasculitis or in systemic lupus erythematosus) Sjogren’s syndrome, and others)

ANCA-associated vasculitis-related interstitial lung disease

Hypersensitivity pneumonitis

Lancet 2022; 400: 769-86 Pneumoconiosis
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EN SIK SAPTANAN
INTERSTISYEL
HASTALIKLAR

-ldiyopatik interstisyel
pnomoni

-Otoimmiin IAH

-llag iliskili IAH
-Enfeksiyon iliskili IAH
-Siniflanamayan IAH

JAMA. 2024 May 21;331(19):1655-1665.

Features of commonly encountered ILD histologic patterns

Usual interstitial
pneumonia (UIP)

IPF, rheumatoid-ILD, ashestosis,
scleroderma-1LD, HP, sarcoidosis

Poor prognosis: untreated
median survival is approximately
3-4 y from diagnosis

and temporal heterogeneity

Predominantly subpleural
distribution of fibrosis

Honeycomh cysts lined
by hyperplastic epithelium

Scattered fibroblastic foci

Nonspecific interstitial
pneumonia (NSIP)

iNSIP, scleroderma-ILD,
rheumatoid-1LD, drug-induced
ILD, smoking-induced ILD

Intermediate prognosis:
untreated median survival
is approximately 8-10 y
from diagnosis

Inflammation and/or fibrosis
within the alveolar wall
Relative preservation of the
lung architecture
Homogeneous distribution
of change across the lung

Organizing
pneumonia
COP, 1IM associated ILD,

drug-induced ILD,
rheumatoid-ILD, vasculitis

Good prognosis: often responds
well to immunomodulatory
therapy; however, some
individuals with secondary OP
progress to pulmonary fibrosis

‘_, fs; BRLS

Patchy filling of alveolar
ducts and alveoli with loosely
formed fibrous connective
tissue (Masson bodies)

Mild associated inflammatory
cell infiltrate

Preservation of alveolar
architecture

Diffuse alveolar
damage (DAD)
ARDS, AIP, [IM (especially

MDAS+) associated ILD, acute
exacerbations of existing ILD

Very poor prognosis:
median survival is 2.2 mo

Hypersensitivity
pneumonitis

Good prognosis: nonfibrotic HP,
frequently resolves without
significant sequelae

Intermediate prognosis:
fibrotic HP

Exudative phase shows
alveolar edema, hyaline
membranes, denudation of
alveolar basement membrane

Organizing phase shows loosely
formed fibrosis within alveolar
septae and hyperplasia

of type Il alveolar epithelium

Airway-centered and interstitial
lymphocytic inflammation

Poorly formed nonnecrotizing
airway-centered granulomata

If present, fibrosis tends to be
airway centered
In some cases, fibrosis may

show features consistent with
UIP or NSIP

Subpleural basal reticulation
and honeycombing with
associated traction
bronchiectasis

Predominantly basal ground
glass attenuation with fine
reticulation and traction
bronchiectasis

Subpleural sparing

Patchy consolidation

Cryptogenic disease is often
unifocal while autoimmune
disease tends to be multifocal

Atoll sign (central ground glass
opacity with surrounding ring
of consolidation)

Exudative phase shows
widespread patchy, dependent
ground glass change

Organizing phase shows
widespread consolidation

in a dependent distribution
with traction bronchiecstasis
and often cystic destruction
of the lung

Nonfibrotic (acute) disease
shows centrilobular nodules,
patchy ground glass, and mosaic
attenuation

Fibrotic (chronic) disease shows
peribronchovascular fibrosis

in an upper or midzone
distribution with associated
mosaic attenuation and

traction bronchiectasis



Tipik Interstisyel Fibrozis Paterni

a. Bronsiolosentrik Fibrozis- b. Nonspesifik Interstisyel Pnémoni c. Usual Interstisyel Pnémoni (UIP)

i : NSIP
A ol By ! ( ) & Hatali doku yenilenmesi, hiicresel
"Alve_o ler mﬂamaso SOntast yaslanma/ kisa telomer iliskili
* Peribronsiolar alveol duvarlarinda » Alveoler septalarda yaygin ve » Subplevral bolgelerde belirgin
kolajen birikimi ve peribronsioler homojen fibrozis fibrozis ve mikroskopik bal petegi
metaplazi * Yapisal mimari korunmustur; “tozlu yapilari
oriimcek ag1” goriinlimi verir * Fibroblast odaklar
* Siklikla inhale partikiiller, * Otoimmiin hastaliklar, ila¢ « Idiyopatik pulmoner fibrozisle
aspirasyon veya sistemik reaksiyonlar1 ve bazen HP iligkili iliskili

hastaliklarla iliskili

Eur Respir Rev 2018; 27: 170132



Soru 2. Ne zaman biyopsi yapilmali ?

Klinik-radyolojik korelasyonu zayif olgular
* Noninvazif testlerle tani netlesmezse
* Tanimlanamayan/nadir ILD olgularinda yaklasimin bir parcasi
« Immunosupresif veya antifibrotik tedavi kararinda destek

CHEST 2024; 166(2):352-361



* Antijen Tanimli

e Tipik/Uyumlu HRCT L Hist(%o[oji
* BAL lenfositoz

* Antijen Belirsiz

* Uyumlu/Belirsiz
HRCT

 BAL lenfositoz X

- (  Histopatoloj
[

HIPERSENSITIVITE PNOMONISI
TANISAL ALGORITMA

Antijen maruziyeti
elirsi <

Hayir Hayir Evet r
¥ ¥ ¥ , 2 | ¥
Orta olasiikla om olasilikla Diisiik Orta olasihikla Diisiik
HP HP olasilikla HP HP olasilikla HP
DC %51-69 DC %51-69 DC <%50 DC %51-69 DC <%50

o e e

DC: Tam Giiveni
oy HP
degil

andez Pérez ER et al.Diagnosis and Evaluation of Hypersensitivity Pneumonitis: CHEST Guideline and Expert Panel Report. Chest. 2021 Aug;160(2)




Suspected IPF

v

Other fibrosing lung diseases

Clear UIP
radiological pattern

Histology:
clear UIP
pattern

HRCT

POS|bIe UIP Not
J' consistent with UIP

Surgical lung biopsy

|—> Histology:

Probable UIP
o Possible UIP
Multidisciplinary Non-classifiable DILD
discussion

IPF/not IPF

v v

Not IPF




K|ST|K AKC'GER HASTALIKLARI Hazirlayan: Dr. Nick Mark Ceviren: Uzm Dr. Burcu Babaoglu, Prof. Dr. Erdogan Cetinkaya

Cok ince <1mm

TANIMLAR veya duvari yok

Parankim icinde hava dolu
alanlar bulunuyor mu?

Kalin duvarli
>4mm

ince duvarli
1-4mm

L
baskin

PULMONER LANGERHANS
HUCRELI HiSTIOSITOZ (PLHH)
* Sigara iligkili inflamasyon
a>e
" Grafi: UL baskin

NOROFIBROMATOZIS TiP 1
(NF1)

* Genetik; Norofibromin (NF1)
Cilt: Cafe-au-Lait lekeleri,
aksiller gillenme,

Bigimsiz sekilli . - noroflkiromlar X

kistler & i g "4- mUIT II

baskin kistler,

-
yildiz seklinde . . 1F
sentrilobiiler amfizem, &bUl, gl

nodiiller(1-5 mm) & AL fibrozis_, |~ 55

PNEUMOCYSTIS JIROVECIi
PNOMONISi (PJP)
=infeksiydz; ciddi immun
yetmezlikli hastalarda olusur
(HIV CD4<200, KiT, gibi)
Grafi: UL Pnémotosel&
Subplevral bleble?f'
buzlu cam ¢
(Proflaksi altinda
ise UL, degilse AL;
periferal buzlu cam)

PARAKOKSIDIOIDOMIKOZIS

* infeksiydz: Gliney Amerika'da
kirsal kesimde calisan isgilerde
(immunokompetant) géralir.

T g>Q
Diffliz LAM'ye neden olur ve

" birgok organda graniilomlara
neden olabilir
Grafi:Lober baskinhgi olmayan
daginik kistler, ters halo isareti,
kavitasyonlar ve bronsektazi

=

HiPERSENSITIVITE PNOMONISI

* Antijen inhalasyonuna bagli
inflamasyon, graniilomlar

= Genellikle buzlu cam ve mozaik
atentiasyon, nadir olarak Ust
loblarda kist formasyonu

AMILOIDOZ

" Grafi: difftz periferik ince duvarl

dahil) veya kitleler ile birlikte
EATERS-DANTOY SENDROMU SENDROMU

Genetik bag dokusu hastaligi,
nadiren difliz kistler gelisebilir

" 12veya 22 amiloidoz ile ortaya gikabilir

kistler, siklikla noddiller (endobronsiyal

~ Yaygin kistlerle ortaya ¢ikabilen
nadir Genetik sendrom (AKT1)

; ‘
AMFIZEM KOAH(LL) v
* alAT(~L) (AL baskin) Amfizem tanimlayicilari:
L . .+ BLEB <2cm
; Malignite -
KAVITE infekgsiyon '\Slzrsjrgliimbo“ * BUL>2cm
) ' DEV BUL >%30 hemitoraks
KIST

L

Diffiiz

LENFANJIOLEIOMYOMATOZI
S (LAM)
+ Genetik veya
tuberoskleroz iligkisiz/iliskili (TSC) @>
= (e
_ Cilt: ylzde anjiofibrom
Renal: Anjiomyolipom
" Grafi: Uniform boyutta
diffiiz kistler
-intralobiiler
kalinlagma, &
- plevral efiizyon

(silotoraks) 2 r 1

HAFiF ZiNCiR DEPOLANMA HASTALIGI
(LcDD)

Lenfoproliferatif hastalk
toplulugu (6zellikle M Miyelom),
Amiloid olmayan antikor

" birikmesi neden olur.
e=q

+ Renal: Proteindri
/nefrotik sendrom
Grafi:Degisken .
boyutta kistler, | .
nodiller, &LAM

| I .

PULMONER KiSTiK

METASTATIK HASTALIKLAR
Metastatik malignite genellikle
kaviter (kalin duvarli) lezyonlara
neden olur. Diffliz kistler epiteloid
metastazi ile ve puradd bildirildigi
gibi nadiren adenokarsinomlar
/sarkomlar ile gorilebilir.

BiRT-HOGG-DUBE
(BHD)
Genetik: AD Folikulin (FLCN) gen
mutasyonu,?=d"
Bobrek: Kromofob RCC

" Cilt: Fibrofolikiiloma&

anjiofibroma
Grafi: AL baskin
lentiform
kistler,
genellikle PTX ile L
prezentasyon f

| ]
| 4

DESKUAMATIF iINTERSTISYEL
PNOMONI (DIR)

* Sigara iliskili, genellikle RB-

iAH ile , >9
y AL baskin
Subplevral / baziller
agirlikh uniform,
kiguk caph
buzlucamla
iiligkili
kistler

PULMONER PAPILLOZiS(PP)

" Infeksiyoz: HPV enfeksiyonunun

vertikal gegisi, cok nadir,

" Genellikle EBL,

Grafl:Nadiren kiste dénisen diffiz
pulmoner noddller

ATES YIYENLERIN AKCIGER

" Yanici petrol bilesiklerinin

aspirasyonuna bagli inflamasyonun
sebep oldugu kistik/kaviter hastalik

Kist taklitleri:
KiSTiK BRONSEKTAZI
. Geni§lemi§'havayollar|
BAL PETEGI
* >3 komsu hava boslugu
" Amfizem ile goralir,
kistlerle degil

baskin

LENFOSITIK INTERSTISYEL

PNOMONI (LIH)

(Sjogren sendromu)

& immun yetmezlik (HIV) iliskili
inflamasyon
FB ile yogun lenfositik
infiltrasyonlar
Grafi: AL baskin
Bronkovaskiiler
dagihmli ksitler |

FOLIKULER BRONSIYOLIT

(FE) iliskili &
immun yetmezlik iligkili
Grafi: Sentrilobuler
buzlucam ve
nodiiller, bazen
bronkovaskiler
dagihmh,
orta-blylk AL . .
baskin
kistler

KONSTRiKTiF BRONSIYOLIT
Viral, ya da GVHD den
dolayi olusur. Tipik olarak mozaik
atenliasyon & bronsektazi.
nadiren difuiz kistler

HiPER-IgE SENDROMU

. Sinopulmoner enfeksiyonlara sebep

olan immun yetmezlik /STAT 3
mutasyonu, & nadiren pnémotosel ve
kistler



Soru 3. Hangi Tani Yontemi Secilmeli ?

HRCT tanida onemli ancak bazi durumlarda patoloji kritik rolu
* Altin standart: Cerrahi biyopsiVATS

* Yeni alternatif: Transbronsial kriyobiyopsi-TBLC

* Bronkoalveolar lavaj

Ozellik Kriyobiyopsi VATS

Tani orani 76,8-80,3 93,5

Mortalite 0.6 1.7

Avantaj Deneyimli merkezlerde daha basarili Daha genis ve tam kat
riskli hastalarda onerilir doku

Dikkat Standart protokollerin histopatolojik -

kaliteyi artiriyor

Eur Respir Rev 2022, 31: 210280



Kriyobiyopsi IPF’de Tanm1 Degeri

FHP ve UIP/IPF Ayriminda Patolojik Bulgular

Patolojik Bulgular

Yama tarzi fibrozis
Fibroblast odaklar

Mimari bozulma
Bal petegi (Honeycombing)

interstisyel dev hiicreler / graniilomlar
Havayolu ici (airspace) dev hlcreler / granulomlar
Peribronsiolar metaplazi (PBM) varlig

Bronsiolosentrik (airway-centered) fibrozis

Andrew Churg et al. / Mod Pathol 36 (2023) 100221

FHP
%78

%56

%65
%22
%24

%20

%36

Nadiren

UIP/IPF
%84

%71

%84
%45
%0

%2.6

%32

Nadiren

Tanida Degeri

Ayirimda anlamli degil
Ayirimda anlamli degil

Yoklugu FHP lehine
Yoklugu FHP lehine
FHP icin 6zgul

FHP lehine destekleyici
Ayirimda anlamli degil

Ayirimda anlamli degil



Histopathology

Histopathology 2025, 86, 260-267. DOL: 10.1111/his.15311

Pathological features of connective tissue disease-associated
interstitial lung disease in transbronchial cryobiopsies

Kriyobiyopsi Bulgularinin Tanilar Arasindaki Dagilimi

Patern
NSIP
I NSIP + OP
B UIP

70T

601

N o
o o

w
o

Vaka Orani (%)

20

10}

CTD-ILD (%) FHP (%) IPF (%)



Diagnosis of Hypersensitivity Pneumonitis in

.o . Adult
Soru 4.Patolojik Tani algo ritmasi var mi? ‘An Official ATS/JRS/ALAT Clinical Practice
Guideline
Tipik Nonfibrotik Hipersensivite Tipik Fibrotik Hipersensivite
Pnomoni Pnomoni
1)Brosiolosentrik interstisyel pnémoni, NSIP 1 )Fibrotik interstisyel pnédmoni, NSIP
benzeri patern, lenfosit baskin benzeri, bal petegi, fibroblastik fokuslar
2) Hucresel kronik bronsiyolit, lenfosit baskin, 2)Peribronsial fibrozis, peribronsial
organize pnomoni, kopuksu makrofajlar metaplazi, koprulesme fibrozis
3) Tipik nonnekrotizan granulomatoz 3)Nonnekrotizan grantulom, multinukleer
inflamasyon, multinukleer dev hucreler dev hucreler
4) Diger olasi alternatif histopatolojik ozellik yok
Nonfibrotik HP Tipik Olasi Belirsiz
Fibrotik HP Tipik Olasi Belirsiz
Madde Tamu Ilk Giclin en az ikisi +4 Lk Gclin biri +4

J Respir Crit Care Med Vol 202, Iss 3, Agu 1, 2020



Idiyopatik Interstisyel Fibrozis

UIP

e Yogun fibrozis ve yapisal
bozulma (0rn. yikici
skarlasma ve/veya bal
petegi gorunimu)

e Subplevral ve/veya
paraseptal dagilimda
fibrozis

e Akciger parankiminde
yama tarzi tutulum

e Fibroblast odaklari

Olasi UIP

* 1. kolondaki bazi
histolojik ozellikler
mevcut, ancak kesin tani
icin yetersiz

* 1. kolondaki bazi
histolojik ozellikler ile
alternatif taniyi
dusunduren diger
ozellikler

UIP igin Belirsiz

e Yapisal bozulma olan
veya olmayan fibrozis,
ancak UIP disi bir paterni
veya baska bir nedene
bagli UIP’yi dusunduren
ozellikler barindirir

e Alternatif bir taniyi
dusundurecek ozellikler
yok ya da yetersiz

Alternatif Tani
* Diger idiyopatik
interstisyel pnomoni (11P)
paternlerine ait 6zellikler
(orn. fibroblast odaklari
yoklugu veya gevsek
fibrozis) tum biyopsilerde
mevcut
¢ Alternatif hastaliklara
ait histolojik bulgular
(orn. hipersensitivite
pnomonisi, Langerhans
hucreli histiyositoz,
sarkoidoz, LAM)

Am J Respir Crit Care Med 2018 Sep 1;198(5)




Fibrotik HP'nin Ayirici Tanisi

interstisyel il Granulomlar
: y agregatlar/ Fibroblast Peribrongiolar
Tani inflamasyon . veya dev .
o germinal % odaklari metaplazi
(baskin hicre) hicreler
merkezler
Az hucreli . Her zaman Nadiren odaklar
_Ldls (lenfosit baskin) Azya da hig yok Yok mevcut olabilir
Azila orta Bron§|o’ll.er.|n
diizeyde hicreli =%50'sinl
Fibrotik HP y . Az ya da hi¢ yok Nadir Sik etkilemesi
(lenfosit > . . ,
lazma hucresi) fibrotik HP'yi
P destekler
Azila orta
Bag dokusu duzeyde hucreli Az sayida olguda Degisken, her :

o ere_trs . mevcut, varsa Nadiren odaklar
hastaligi iligkili (genellikle Sik / yaygin enellikle az zamah mevcut olabilir
ILD (CTD-ILD) | plazma hiicresi > g degil

. sayida
lenfosit)
Cok sayida, iyi
. : . : sinirli, siklikla . .
Sarkoidoz Hiposellularite | Azya da hic¢ yok konsantrik Nadir Cok nadir
fibrozisle

A. Churg Modern Pathology (2022) 35:15 — 27




Patoloji Tanisinda Sinirlar

ES

Yetersiz klinik bilgi
Yetersiz biyopsi: Kiiciik veya ylizeyel ornek
Ileri fibrozis: End stage hastalik, diffiiz bal pategi

Tedavi sonrasi degisiklikler: Ozellikle steroidler histolojik yapiy1 degistirebilir

Ortiisen paternler:
e UIP + bronsiolosentrik fibrozis
* UIP + NSIP benzeri degisiklik
* UIP + yaygin alveoler hasar
* NSIP + organize pnomoni



Soru 5. Multidisipliner interstisyel INTERSTISYEL HASTALIKLARDA
KARAR MEKANIZMAS

konsey gerekli midir?
Pulmonologist
« Interprets medical history,
clinical data and PFTs Respiratory physiologist
« Diagnosis and « Interpret lung volume and gas
treatment of ILDs J exchange analysis on PFTs
- « Assesses disease progression

Radiologist

« Interprets extent and patterns
of fibrosis on HRCT

« Contributes to diagnosis
and disease staging

« Assesses disease
progression on CT

Clinical nurse specialist \/ ;
« Supportive care, symptom | ) ! :
management, palliative care F

i

| 5 \ Pathologist
\ [ i « Interprets histopathological
[c\ (__ features on lung biopsy
|« Contributes to diagnosis
= . |
\:. //

p

Physiotherapist @ Rheumatologist
Occupational therapist Variables evaluated during an MDT « Reviews serological tests
« Supportive care (pulmonary R ] « Diagnosis and treatment
rehabilitation, physiotherapy, ’ Clln'lcal information “EFT of CTD-ILDs
and supplemental oxygen) « Environmental exposures «CT
» Biology and autoimmunity « Serological testing
» Familial history/genetic « Biopsy Eur Respir Rev 2022; 31
information : Em”,cthils_coﬁ’lf EAL o Kirk D.Jones European Respiratory
« Longitudina evolution -
£ Review 2018 27(147): 170132



https://publications.ersnet.org/search?query=&f%5B0%5D=author%3AKirk%20D.%20Jones

Radyoloji, klinik ve patolojinin birlesimi dogru tani

icin kritik

MDD sonrasi hastalar
%90+ tani glveni olan,
%70-90 orta guvenli,

%50-70 dusuk guvenli

Ann Am Thorac Soc 2022 Jan;19(1):7-9
Eur Respir Rev 2018; 27: 170132
JAMA. 2024 May 21;331(19):1655-1665

K

Diagnosis of interstitial lung disease (ILD)

» History and clinical examination
» Initial assessment

Chest radiography

Spirometry
» Confirmation of ILD

Computed tomography (CT) scan

Serologic testing for autoantibodies
and serum-specific IgG antibodies

> Multidisciplinary team assessmen
5 Members from pulmonology and radiology
Diagnosis confirmed Diagnosis unconfirmed

» Invasive testing

Cryobiopsy
Video-assisted thoracic surgical biopsy

Bronchoscopy with bronchoalveolar lavage

> Multidisciplinary team assessment

ﬂ Members from pulmonology, radiology, and pathology
A ————————————————

Diagnosis unconfirmed

Diagnosis confirmed

Table 1. Selected diagnostic guidelines/position statements mentioning MDM

Society

Canadian Thoracic Society

National Institute for Health
and Care Excellence
(UK)

Fleischner Society

American Thoracic Society,
European Respiratory
Society, Japanese
Respiratory Society, and
Latin American Thoracic
Society

Unclassifiable ILD
Y
Assessment and treatment of ILD

Thoracic Society of
Australia and New
Zealand

American College of Chest
Physicians

Year

2017

2013

2018

2018

2020

2021

ILD Type

Fibrotic ILD

IPF

IPF

IPF

CTD-ILD

HP

Recommendations Regarding
Multidisciplinary
Diagnosis

¢ Respirologists, radiologist, and
pathologists present
e |terative process, rereview should
occur if new information becomes
available
MDM should occur when possible
before disease-specific treatment
Differing composition of MDM
based on clinical question, but at
minimum respiratory physician,
radiologist, ILD nurse, team
coordinator
Not required for all patients; focus
on disease that is not fully
characterized or suspicion of non-
IPF etiology
Clinician, radiologist, and
pathologist; rheumatologist often
helpful
Direct contact or telemedicine
Weekly to monthly frequency,
depending on volume
Goals: diagnosis, management,
review of disease progression
Pulmonologist, radiologist, and
pathologist; rheumatologist on
case-by-case basis
Meeting mode deferred to clinicians
Conditional recommendation
for MDM for diagnostic
decision-making
e Face-to-face discussion with
respiratory physicians, radiologist,
pathologist if relevant;
rheumatologists may also play role
MDM defined as pulmonologists,
chest radiologists, and pathologists
with sometimes rheumatologists,
occupational medicine
MDM should be performed in cases
in which a high confidence
diagnosis cannot be established
(weak recommendation, very low-
quality evidence)
e Cases with biopsy require MDM to
confirm diagnosis

Definition of abbrewviations: CTD-ILD = connective tissue disease-associated interstitial lung
disease; HP = hypersensitivity pneumonitis; ILD = interstitial lung disease; IPF = idiopathic
pulmonary fibrosis; MDM = multidisciplinary meeting.



Soru 6. Radyolojik Patolojik Genetik molekiiler siniflama
uygun mu?

Farkl fibrotik interstisyel
pnomoni turleriyle iliskili tek
nukleotid polimorfizmleri
(SNP'ler)

CTD-ILD
(RA)

A. Churg Modern Pathology (2022) 35:15 — 27
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