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Bu sunumla ilgili mevcut veya potansiyel
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swallowing

A difficult diagmosis to swallow

PEOPLE SWALLOW A swallowing disorder may affect:
Swallowing uses More-ﬂh:an = i
" émﬁh 1 million 16-30% mecmmmeny
+ Australians
muscles iz kbl il e

TIMES PER DAY

swallowing

dysphagia

tretereeeteeeet

One in 17 people will develop some
form of dysphagia in their lifatime.

Humans |
swallow:
Dysphagia
and even more during (diz-fay-juh) - = .
meals! noun, difficulty or of patients with Multiple

Sclemnsis have swallowing
26% difficulties-increasing to as

many as 857 of those with

savere Multiple Sclerosis.

discomfort in swallowing.
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DYSPHAGIA: HOW DOES
IT AFFECT CHILDREN?

Dysphagia affects:
Between 25 - 40 % of a typically developing paediatric population
Between 31 - 99 % of children with cerebral palsy

Between 26.8 - 40 % of infants born prematurely

What difficulties does dysphagia lead to in
infants, children and young people?

¢ Issues with the development of feeding skills

* Behavioural issues associated with eating, drinking
and mealtimes

* Can cause chest infections, pneumonia, choking,
dehydration, weight loss and malnutrition




V Yutmada zorlanma hissi

% Yemek borusunda takilma hissi
A
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v O Orofaringeal disfaji

O Ozofageal disfaji

> Ozofagus ve alt 6zofageal sfinkterin anatomik,
inflamatuvar veya fonksiyonel patolojileri sonucu
ortaya cikan disfaji

Oesophagus

Diaphragm

Oesophagogastric
junction
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O Gergek insidansi ve prevalansi?
U Yasla birlikte goriilme sikhigi artiyor.

. . oo O insidans ve prevalans yillar icinde artiyor.
Epidemiyoloji preveeE v e B AT

L Beslenme ve yutma sorunlari
» Normal gelisen cocuklarin %25-45’inde
» Gelisme geriligi olan ¢ocuklarin %30-80’inde




Akut
Klinik

Subakut — Kronik



Akut

O Ani baslangicli

1 Beslenememe veya beslenme reddi

O Agrili yutma (Odinofaji)

1 Salya akmasi (“Drooling”)

[ +Solunum sistemi belirti ve bulgulari

1 +Ek yakinmalar (ates, bulant, epigastrik agr, hematemez gibi)
U Gastroenterolojik acil

1 Yabanci cisim, korozif madde, enfeksiyonlar




Subakut - Kronik

Bebek ve kuctk cocuklarda;

U Beslenmede zorluk

U Beslenme sirasinda huzursuzluk

U Beslenme reddi

U Regiirjitasyon ve kusma

U Diyetin sinirlanmasi (icerik ve miktar olarak)

1 Kilo alamama, kilo kaybi




Subakut - Kronik

Bliyuk cocuk ve adolesanlarda;

1 Gogus bolgesinde takilma hissi

1 Beslenme ile gbgis agrisi, yanma

O Kusma ile sindirilmemis besinlerin ¢ikariimasi
[ Beslenme sirasinda dolgunluk hissi

O Post-prandiyal kusma

[ Nokturnal kusma

Supin pozisyonda yakinmalar artabilir!




Yakinmasi ile ilgili
oyku

Ozgecmis

Soygecmis

Tani

Fizik Muayene

Sistemlerin
muayenesi

Belirti ve
bulgulara yonelik
muayeneler

On tani

Ayirici tanilar

Bazen kesin tani
icin oyku ve fizik

Tanisal incelemeler

Tani & Izlem

muayene yeterli.

En 6nemli tanisal yaklasim basamagi kapsamh bir éyki
ve ayrintili bir fizik muayenedir.

Laboratuvar
Goruntileme
Manometri
Endoskopi

Patoloji

Tedavi plani

Ek incelemeler

izlem

Taninin gdézden
gecirilmesi




Oykd

U Disfaji orofaringeal mi 6zofageal mi?
O Altta yatan neden ne olabilir?

[ Hastanin (organik nedenli) disfajisi var mi?




Orofaringeal
disfaji

M Sivilarla daha siddetli

O Yutar yutmaz, beslenirken
Q Oksiirme

L Bogulma

a Ogiirme (“gagging”)

L Morarma

1 Kusma, nazal regiirjitasyon
U Yas ses (“wet voice”)

1 Bogaz temizleme




Ozofageal
disfaji

O Yakinmanin lokalizasyonu

» Yemek borusunda/gogiis bolgesinde/sternum arkasinda
» Takilma/zor gegme/kalma

» Hastanin tarif ettigi yer ile patolojinin oldugu yer farkl
olabilir

J Retrosternal yanma
(1 Reglirjitasyon
(1 Non-kardiyak gogiis agrisi

1 Solunum yolu bulgulari daha nadir ve
genellikle tedavi edilmemis agir vakalarda




Oykd

O Hangi tip besinlerle?

Sivilarla

Katilarla

l Sivi ve Katilarla




Ozofageal
disfaji

Kural degil ancak;

Ozofageal striktiir veya stenoz
Eozinofilik 6zofajit

Q Katilarla Erken donem akalazya
Korozif madde hasari

lleri evre akalazya

O Sivi ve katilarla Bag dokusu hastaliklari
Primer veya sekonder motilite
bozukluklari




Oykd

U Altta yatan neden ne olabilir?
> GORH semptomlari?
» Alerji hikayesi?
+ Besin alerjisi, ilag alerjisi, astim, alerjik rinit, atopik dermatit
» Kullanilan ilaglar?
% NSAIi, KCl, bisfosfonatlar, tetrasiklin, kinin
» Korozif maruziyeti?
» Komorbiditeler?

+» Noromdiskuler hastaliklar, bag dokusu hastaliklari, sendromik
durumlar, dermatolojik hastaliklar, 6zofagus atrezisi

» Gecirilmis cerrahiler?
» Sik akciger enfeksiyonu hikayesi?




(Gastroenterology 2016;150:1368-1379

SECTION II: FGIDs: DIAGNOSTIC GROUPS Rome |V

https://www.mdcalc.com

Esophageal Disorders ®
Rome IV Diagnostic Criteria for Functional Rome IV Diagnostic Criteria for Globus 7~
Table 1.Functional ESDphageaI Disorders Dysphagia kg Official Reme IV criteria for the diagnosis of globus.

Official Rome IV criteria for the diagnosis of functional dysphagia.

Functional chest pain INSTRUCTIONS

. Use in patients with symptoms suggestive of globus, such as a persistent or intermittent
Functional heartburn WSTRECTIONS : : ko
. Use in patients with symptoms suggestive of functional dysphagia, such as a recurrent non-painful sensation of a lump or foreign body in the throat, for at least 6 months.
Reflux h}’ persen 5|tW|t}" sense of solid and/or liquid foods passing abnormally through the esophagus, for at least 6 Patients with any of the following features must be evaluated clinically for other diagnoses

even though globus may be present:

Globus months.
Patients with any of the following features must be evaluated clinically for other diagnoses
even though functional dysphagia may be present:

Functional dysphagia Dysphagia.
Odynophagia.

Odynophagia. Sore throat.
Sore throat.

Unexplained iron deficiency anemia.
Heartburn or esophageal reflux/regurgitation.

Functional esophageal disorders consist of a disease cate- Unexplained iron deficiency anemia.
gory that presents with esophageal symptoms (heartburn, Unintentional weight loss.
chest pain, dysphagia, globus) that are not explained by

Unintentional weight loss.
Palpable cervical lymphadenopathy on exam.

Palpable cervical lymphadenopathy on exam. EEBRE NI

Persistent vomiting.

mechanical obstruction (stricture, tumor, eosinophilic When to Use v Pearls/Pitfalls v Why Use ~
esophagitis), major motor disorders (achalasia, esoph- When to Use v Pearls/Pitfalls v Why Use v

agogastric junction outflow obstruction, absent contrac-

tility, distal esophageal spasm, jackhammer esophagus), or Must have the following:

gastroesophageal reflux disease. Although mechanisms Must have the following:

responmhle are l:l]_ll:]eal} It _lS thE'lf!l'lZEd that wsceral_ hY. Persistent or intermittent, nonpainful, sensation of a lump or foreign body in

Sense of solid and/or liquid foods sticking, lodging, or passing abnormally the throat with no structural lesion identified on physical examination,

through the esophagus laryngoscopy, or endoscopy _ _
Occurrence of the sensation between meals, absence of dysphagia or odynophagia, and
WAl Absence of evidence that esophageal mucosal, or structural abnormality is absence of a gastric inlet patch in the proximal esophagus
the cause of the symptom

S g ? Absence of evidence that gastroesophageal reflux or EgE is the cause of the
O u S I S S I u Absence of evidence that gastroesophageal reflux or EQF is the cause of the symptom 7

symptom
Absence of major esophageal motor disorders (achalasia/EG) outflow

Absence of major esophageal motor disorders (achalasia/EG) outflow obstruction, diffuse esophageal spasm, jackhammer esopflidgus, absent

[ L] e
? obstruction, diffuse esophageal spasm, jackhammer esoplidgus, absent peristalsis)
onksiyonel aistajl: e
Diagnostic Result Diagnostic Result

. ]
o0 - . o
DISp epSI ? Positive Diagnosis for functional dysphagia as per Rome IV criteria POSI tlve T ST TS S P o A

Copy Results i Next Steps Copy Results @ Next Steps 35




How to use Rome IV criteria in the evaluation
uf esuphageal disorders Curr Opin Gastroenterol 2018, 34:000-000

***EKARTASYON

Roma IV tanisal yaklasim algoritmalari

Globus

Fonksiyonel disfaji
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Fizik muayene

[ Sistemik fizik muayene

[ Oral kavite, farenks ve boyun muayenesi

J Norolojik muayene
> Kraniyal sinir ciftleri
» Kas tonusu, kas glici, refleksler degerlendirilmeli
> Kitle?
» Kraniyal sinir defektleri?

» Noromuskiler hastaliklar?
» Bag dokusu hastaliklari?




Goruntuleme

Dz grafi

Hiatal herni

P

Aspirasyon

Sag aortik ark Akalazya .. ..
pnémonisi




Krikofaringeal

O Baryumlu ¢alismalar/6zofagografi
[ Anatomik patolojiler
0 GOR

Goruntuleme

f Vaskiiler ring Hiatal herni




Akalazya

 Baryumlu calismalar/6zofagografi

L Motilite sorunlari

Goruntuleme

. Distal 6zofageal spazm,
hiperkontraktil 6zofagus




Goruntuleme

1 VFSS - Videofloroskopik yutma calismasi
1 Daha cok orofaringeal patolojiler
[ Aspirasyon ve penetrasyon

O islem sirasinda 6zofagus motilitesi ile ilgili
bilgi verebilir.




 Kesitsel goriintileme teknikleri — BT, MRG

[ Kitle (benign, malign)
[ Vaskiler patolojiler
 Dismotilite ??

O Akciger hastaliginin takibi!

Goruntuleme

Akalazya

| Akalazya

Vaskiiler ring

\
L]
L
|
\
%
1
€«




3 OGD ve endoskopik biyopsi, firca ile mukozal
siruntu ornegi

[ Anatomik etiyolojiler
» Strikturler, web, distan basi

3 inflamatuvar etiyolojiler

E n d OS ko pl > EoE, refll 6zofajiti, enfeksiydz 6zofajit, korozif hasari

] Motilite bozukluklari

» Akalazya, dilate 6zofagus, aperistalsis
1 Endoskopik USG

O Terapotik — Dilatasyon, miyotomi




EoE

Reflii 6zofajit Candida 6zofajiti

Endoskopi

Akalazya

O
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Figure 5 | Examples of major oesophageal motility disorders never seen in healthy individuals. a | The three achalasia
subtypes, (i) type | no compression (ii) type Il with compression (arrow) (iii) type Ill (spastic achalasia). b | Examples of non-
achalasic major motor disorders. (i) oesophageal spasm (premature contraction, short distal latency) (ii) hypercontractile
‘jackhammer’ oesophagus (DCI =8,000 mmHg.s.cm (iii) absent peristalsis. Abbreviations: CFV, contractile front velocity;
DCI, distal contractile integral; DL, distal latency; IRP, integrated relaxation pressure.
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Esophageal motility disorders on high-resolution manometry:

Neurogastroenterology & Mutiity

Chicago classification version 4.0°

Classification

Disorders of EGJ
Qutflow

Disorders of
Peristalsis

Disorder

Type | Achalasia

Type Il Achalasia

Type lll Achalasia®

EGJ Qutflow Obstruction®®

Absent Contractility

Distal Esophageal Spasm®

Hypercontractile
Esophagus®

Ineffective Esophageal
Motility

Definition

Abnormal median IRP & 100% failed
peristalsis

Abnormal median IRP, 100% failed
peristalsis, & 220% swallows with
panesophageal pressurization

Abnormal median IRP & 220% swallows
with premature/spastic contraction
and no evidence of peristalsis

Abnormal median IRP (supine and
upright), 220% elevated intrabolus
pressure (supine), and not meeting
criteria for achalasia

Normal median IRP (supine and upright)
& 100% failed peristalsis

MNormal median IRP & 220% swallows
with premature/spastic contraction

Normal median IRP & 220%
hypercontractile swallows

Normal median IRP, with >70%
ineffective swallows or 250% failed
peristalsis

HRM’den elde edilen veriler kullanilarak 6zofageal

motilite bozukluklarinin siniflandirilmasi.

Received: 16 May 2019

Revised: 30 July 2019

Accepted: 26 August 2019

DOI: 10.1111/nmo.13721

WILEY

ORIGINAL ARTICLE

High-resolution esophageal manometry in pediatrics: Effect of
esophageal length on diagnostic measures

REVIEW ARTICLE

What is the role of high-resolution oesophageal manometry
in paediatrics?

WILEY

Nouragastrenterology & Motdity

O Teknik zorluklar

QO Eriskinler i¢in kullanilan verilerin ¢ocuklardaki
uygunlugu

O Hasta boyutu — 6zofageal uzunluk ve kalibre

Table 1

Indication

Indications for investigation with high-resolution manometry

Comments

Non-cardiogenic chest pain
Gastroesophageal reflux disease

Dysphagia post-fundoplication
Rurmnination
Oesophageal atresia

Achalasia

Hiatal hernia

Dysphagia

Eosinophilic oesophagitis

Swallowing disorders
Vascular rings

Aberrant right subclavian artery
@rate placement of pHiimpedance pr

If difficult to treat and prior to fundoplication to exclude primary disorders of oesophageal
ratility

To differentiate between tight wrap and oesophageal dysmotility as cause

Diagnaosis and subtyping

For evaluation of dysphagia in absence of stricture, and for evaluation of "cyanotic spells’ and
feeding difficulties

For diagnosis and subtyping, assessment of impact of intervention

To determine size and effect prior to surgery

Past caustic ingestion in absence of stricture

In presence of dysphagia and food bolus impaction in absence of stricture and if biopsies
normal

In presence of direct aspiration to determine aetiology and evaluate treatment

To determine role in dysphagia by looking at pressurisation patterns during bolus transport
due to extrinsic compression

In difficult patients with prior oesophageal surgery and hiatal hernia
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WILEY

Revgasreniecoy & Wil

ORIGINAL ARTICLE

WILEY

Neuragastroenterology & Motdity

ORIGINAL ARTICLE

High-resolution esophageal manometry in pediatrics: Effect of
esophageal length on diagnostic measures

European Society for Neurogastroenterology and Motility
(ESNM) recommendations for the use of high-resolution
manometry of the esophagus

Indications

REVIEW ARTICLE

Journal of Paediatrics and Child Health 56 (2020) 1754-1759

What is the role of high-resolution oesophageal manometry
in paediatrics?

46. Esophageal manometry is only indicated after obstruction and esophageal mucosal lesions have
been ruled out, preferably by upper gastro-intestinal endoscopy.

47. Esophageal manometry is indicated in patients with dysphagia when obstruction and
esophageal mucosal lesion have been ruled out.

O Teknik zorluklar

QO Eriskinler i¢in kullanilan verilerin ¢ocuklardaki
uygunlugu

O Hasta boyutu — 6zofageal uzunluk ve kalibre

48. Esophageal manometry is indicated with non-cardiac chest pain when a cardiac cause has been
ruled out, and mechanical obstruction, esophageal mucosal lesions, and reflux disease.

49. Manometry is imperative befare reflux testing (pH or pH-impedance monitoring) to accurately
localize the OGJ.

50. Esophageal manometry is mandatory in the work up prir to'antireflus sirgery.

51. Esophageal manometry is indicated in connective tissue disorders.

Table 1 Indications for investigation with high-resolution manometry

52, An edrophonium provocation test is indicated in patients with non-cardiac chest pain.

Indication Comments

53. Amyl nitrite administration is useful in patients todistinguish post-surgical stenosis fr
achalasia [example achalasia vs Dor fundoplication). Nan-cardiogenic chest pain
Gastroesophageal reflux disease If difficult to treat and prior to fundoplication to exclude primary disorders of oesophageal
ratility
To differentiate between tight wrap and oesophageal dysmotility as cause
Diagnaosis and subtyping
For evaluation of dysphagia in absence of stricture, and for evaluation of "cyanotic spells’ and

feeding difficulties

54, Esophageal manometry with meal is indicated when rumination is suspected.

Dysphagia post-fundoplication
Rumination
Oesophageal atresia

55. Postprandial manometry helps to diagnose the rumination syndrome.
56. Combined HRM impedance is required for the diagnosis of rumination syndrome.

57. Postprandial manometry helps to diagnosg Belehing disorders.

. . . . ; . . . Achalasia For diagnosis and subtyping, assessment of impact of intervention
58. Combined HRM impedance is required for the diagnosis of belching disorders. g , YPne ) P
Hiatal hernia To determine size and effect prior to surgery
Dysphagia Past caustic ingestion in absence of stricture

U Organik hastalik vs. dismotilite ???
O Once organik patolojileri ekarte et!
J Endoskopi ve biyopsi

Eosinophilic oesophagitis In presence of dysphagia and food bolus impaction in absence of stricture and if biopsies
normal
In presence of direct aspiration to determine aetiology and evaluate treatment

To determine role in dysphagia by looking at pressurisation patterns during bolus transport

Swallowing disorders
Vascular rings

U Kontrasth ¢alismalar

Aberrant right subclavian artery
wrate placement of pHiimpedance pr

due to extrinsic compression

In difficult patients with prior oesophageal surgery and hiatal hernia




Figure 6 | Diagnosis algorithm for oesophageal dysphagia. *Minor motor disorders
are rapid contractions, weak peristalsis, frequent failed peristalsis and
hypertensive ‘nutcracker’ oesophagus. Abbreviations: EGJ, oesophagogastric

junction; EPT, oesophageal pressure topography.

Oesophageal dysphagia: manifestations
d nd d iagn OSiS 18 November 2014,



Subakut — Kronik
Ozofageal disfaji | o anatomik
nedenleri O Inflamatuvar

[ Fonksiyonel / Dismotilite




Anatomik
nedenler

IMDb RATING

Anatomik sebepler ve
post-operatif disfaji % 10/10

Seventh entry in the long-running Mission: Impossible series.

Director Christopher McQuarric

Writers

Bruce Geller (based on the television series created by) - Christopher
e (screenplay)

Stars Prof. Dr. Tutku Soyer

IMDbPro See production, box office & company info (2




i nﬂa matuva r [ Eozinofilik 6zofajit

1 Gastroozofageal refli — peptik 6zofajit

neden Ier L Enfeksiyonlar — enfeksiyoz 6zofajit
I




Eozinofilik
Hzofajit

1 Klinik olarak 6zofagus disfonksiyonu ve histolojik
olarak eozinofillerin baskin oldugu inflamasyon
ile karakterize kronik, immdin/antijen aracili

O Klinik bulgular yasa gore degiskenlik gosterir.

Children Adults

Natural history. Gradual esophageal tissue remodelling

Inflammatory phenotype EoE Stenotic phenotype EoE
White exudates, linear furrows, edema or
normal

GERD, PLRD, cough, dysphonia, abdominal pain Dysphagia, impaction

Rings, strictures or narrow caliber

PROGRESIF!




Digestive Diseases and Sciences (2022) 67:1101-1115
https://doi.org/10.1007/510620-022-07419-6

IMVITED REVIEW

Pathophysiology of Dysphagia in Eosinophilic Esophagitis: Causes,
Consequences, and Management

Edward Young'2( - Hamish Philpott'?

Anatomik bozulma

(1 Bazal zon hiperplazisi

O Dz kas hipertrofisi ve hiperplazisi
O Mukozal vaskiiler proliferasyon

O Fibrostenotik hastalik
» Strikturler
» Daralmis 6zofagus (yaygin fibrozise sekonder)

1.

Table 1 Barium swallow features in EoE

Author/year

Study design

Patients

Fibrostenotic features

Small caliber
esophagus

Limited maximal
esophageal dilation

Rings (narrowed
segment< 1 cm in

Strictures (nar-
rowed segment

length) 1-8 cm in length)  (narrowed seg-
ment> 8 cm in
length)
Muinuddin, 2018 Prospective case— 10 EcE, 22 controls Esophageal diam-  N/A 20% (n=2) N/A
[46] control series eter reduced in
EoE vs controls
(p=0.002)
Al-Hussaini, 2016  Retrospective 26 EoE 38% (n=10) 15% (n=4) 31% (n=8) 19% (n=15)
[19]
Podboy, 2016 [47]  Retrospective 66 EoE 44% (n=29) 35% (n=23) 20% (n=13) 52% (n=34)
Savarino, 2015 [48] Prospective cohort 45 EoE 51% (n=23) N/A N/A N/A
study
Gentile, 2014 [45]  Retrospective 58 EoE 59% (n=34) 26% (n=15) 17% (n=10) 14% (n=8)
defined
as<2] mm
Lee, 2012 [49] Prospective case— 11 EoE, 10 controls 453% (n=35) N/A N/A N/A
control series Median 19 mm vs
24 mm in con-
trols (p=0.004)
Diniz, 2012 [50] Retrospective 107 EoE Not recorded 6% (n=T) 10% (n=11) 4% (n=15)
White, 2010 [51] Retrospective case 10 EoE, 9 controls  n= 10 (mean diam- N/A N/A N/A
series eter 14.7 mim)
A T Ve P s
= W= -f"_‘ffl:—: L
:::::-' — - d (%@ Eosincphi
---Epithelium o : %’ Fibroblast
“ERGRmRE. Fibrosis

~Submucosa...

_..--Lamina propria-.._ ~

MUSCUIAFS MUCOS - et — -

“Muscularis propria

Fig. 1 Anatomical distortion predisposing to dysphagia in EoE. a:
Normal esophageal layers. B Eosinophilic infiltration throughout all
layers of the esophagus, with increased epithelial thickness, submu-

e

cosal fibrosis, muscle hypertrophy and hyperplasia, and submucosal
fibrogis. This figure was created using Servier Medical Art available
at hitps:/fsmart.servier.com



Digestive Diseases and Sciences (2022) 67:1101-1115
https://doi.org/10.1007/510620-022-07419-6

IMVITED REVIEW

Pathophysiology of Dysphagia in Eosinophilic Esophagitis: Causes,
Consequences, and Management

Edward Young'2( - Hamish Philpott'?

2.

Dismotilite

®

Check far
Lpdates

Table 2 Features of dysmotility on manometry in EoE

Authorfyear Study design  Patients Abnormal Manometry features
tilit
oty Lower esopha-  Weak peri- Frequent Esophagogas- Pan-esoph-
geal sphincter stalsis failed peri-  tric junction  ageal pres-
resting pressure stalsis outflow surization
obstruction
Ghisa, 2021 Prospective 109 EoE 38% (n=41) N/A 22% (n=24) 5% (n=35) 4% (n=4)
[78] case series
Hejazi, 2020  Retrospective 14 EoE 57% (n=8) Low 14% (n=2) 14% (n=2) n=0 14% (n=2)
[80] case series (<15 mmHg)
in 2 patients
Von Arnim, Prospective 24 EoE, 23 54% (n=13) 34 mmHg (EoE) 29% (n=7) 4% (n=1) 21% (n=3) N/A
2017 [81) case—control  controls vs 26 mmHg
(controls)
Colizzo, 2016 Retrospective 29 EoE 21% (n=6) N/A 7% (n=2) n=0 T% (n=2) 7% (n=2)
[84] cohort
Nennstiel, Prospective 20 EoE 35% (n=T) Mean 10% (n=2) 5% (n=1) n=0 15% (n=13)
2016 [85) cohort 21.2 mmHg
Van Rhijn, Retrospective 31 EoE, 31 58% (n=18) 12 mmHg (EoE) 29% (n=9) 13% (n=4) 6% (n=2) N/A
2014 [86] case—control  GORD, 31 vs 14 mmHg
controls (controls)
Monnerat,, Prospective 20 EoE 25% (n=13) Hypotensive 15% (n=13) 5% (n=1) N/A
2012 [87] cohort in 1 patient
(4.6 mmHg)
Martin Mar-  Prospective 21 EoE, 21 76% (n=16) 162 mmHg 29% (n=6) n=0 48% (n=10)
tin, 2011 case—control  controls (EoE) vs
[82] 12.6 mmHg
(controls)
Moawad, 2011 Retrospective 75 EoE 37% (n=28) N/A 33% (n=25) N/A 4% (n=13)
[88] cohort
Roman, 2011 Retrospective 48 EoE, 50 8% (n=18) N/A 17% (n=8) 10% (n=5) 63%(n=30) 17% (n=8)
[89] case—control  controls
Bassett, 2009  Prospective 30 EoE N/A N/A 17% (n=35) N/A N/A
[90] cohort
Nurko, 2009  Prospective 17 EoE, 13 41% (n=T) 23.7 mmHg 35% (n=6) 6% (n=1) N/A N/A
[83] case—control  GORD, 11 (EoE) vs
controls 19 mmHg
(children) {controls)
Martin Mar-  Prospective 11 EoE 55% (n=6) N/A 45% (n=3) N/A 9% (n=1)
tin, 2008 cohort

[91]
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Dysmotility in Eosinophilic
Esophagitis
Charmaine Chai "™ and Usha Krishnan*?

single motility pattern has been associated with EoE. The
results of both conventional and high resolution manometry
studies in EoE groups have been diverse, ranging from
normal peristalsis to hypo contractile patterns (Figures 1-3),
including ineffective esophageal motility (IEM) (Figure 4)
and absent contractility, as well as hyper contractile patterns
such as distal esophageal spasm (DES), nutcracker esophagus,
jackhammer esophagus and pan-esophageal pressurization — Max Pressue
(Figure 5). Esophago-gastric junction outflow obstruction and
achalasia have also been described. It has been hypothesized
that the different phases in the development of esophageal
motor abnormalities in EoE may reflect @ progression
of disease from normal to hyper peristalsis/spastic to low
amplitude simultaneous contractions, followed by ineffective
esophageal motility and eventually leading to aperistalsis in

SEVEre Cases.

Max Admttance |
Distal Contractie Velocty * Max. Admittance (st EGJ) Distal Contractila Vielocity * Max. Admittance (al EGJ)

Max. AGMUIINCE | | eemm Mak, Prossuro
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TABLE 3 | Manometry findings before and after eosinophilic esophagitis treatment.

. SRR References N Treatment Manometric findings Manometric findings
111 PE‘{__] 1 -::11 L T’I{_?S before treatment after treatment
Landres et al. (23) 1 Myotormy Vigorous achalasia Mormalised penstalsis and

Dysmotility in Eosinophilic s |
Esophagitis p— 1

Charmaine Chai ™ and Usha Krishnan®*

Mennstiel (320) 20

[ Disfaji ve besin takilmasi
O Dismotilite, bozulmus esneyebilirlik > anatomik komplikasyonlar

Systemnic steroids

Fluticasone

Fluticasone

Budesonide

Systemic steroids

Low LES and DES

Hypomaotility

High ampilitude contractions
in 3, severe abnormal
peristalsis and 1 with mildly
abnormal penistalsis

Early pan-esophageal
pressurisation 3 (15%)
Compartmentalised
esophageal pressurisations
1 (5%:) Frequently failed
peristalzis 1 (5%) Weak
perstalsis 2 (10%) Blevated
IBP in 208

Jackhammer esophagus

Jackhammer esophagus

LES pressure

Low LES; normalised
peristalsis

80% normalised

7 had ongoing manometric
abnomalities but all
improved

Reduction of IBP in 55% of
patients

Resolution in &7 patients
with manometric findings
(no improverment in
frequently failed peristalsis)

Mo change after steroids;
resolution after myotomy

All normalised

Nyotarmy
Funakd (54) k] Systemnic steroids
D H I pe rkO ntra ktl | Ite 9 h I p O kO ntra ktl | Ite LES, Lower asophageal sphincter prassure; DES, Distal esophageal spasm; IBR Intrabolus prassure.

L HRM, EoE iliskili motilite sorunlarini saptayabiliyor ancak heniiz tani ve tedavinin takibindeki yeri net

degil.

[ EoE icin spesifik bir manometrik bulgu heniiz yok.

O EoE iliskili motilite sorunlari tedaviye cevap verebiliyor ancak semptomatik iyilesme ile korelasyonu

?

U EoE hastalarinda disfajinin aydinlatilmasi acisindan tek basina yeterli degil.

1 HRM - terapotik hedeflerin belirlenmesi
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IMVITED REVIEW

Pathophysiology of Dysphagia in Eosinophilic Esophagitis: Causes,

Consequences, and Management

Edward Young'2( - Hamish Philpott'?

3.

Duyusal patolojiler
1 Hiposensitivite veya hipersensitivite?

Check far
updates

v F
= Eozinofili // besin takilmasi
= Azalmis esneyebilirlik // besin takilmasi

v’ Hiposensitivite
= Sessiz GORH’na benzer olabilir mi?
= jlk basvuru yakinmasinin besin takilmasi olmasi
= Klinik disfaji olmadan fibrostenotik hastalik
= Sensoryel norotoksisite

v’ Hipersensitivite
= Noronal TRPV1 ekspresyonunun artmasi
= Retrosternal yanma ve dispepsi sik yakinmalar



Enfeksiy6z
Hzofajit

 Candida albicans (en sik)
 Cytomegalovirus

4 Fungal [ Herpes simplex virus

Q Viral  Aspergillus

U Bakteriyel (nadir) O Histoplasmosis

J Paraziter (nadir) O mycobacterium tuberculosis

[ E. coli, Enterobacter cloacae,
Klebsiella pneumoniae




Aciklanamayan ve progresif;

4 D'Sfa" + retrosternal yanma/agri, ates, epigastrik agri,
O Odinofaji | bulanti/kusma, istahsizlik, hematemez

O Genellikle immin yetmezlik temelinde

Yakin zamanda antibiyotik kullanimi

Kemoterapi

Transplantasyon

Radyoterapi

Malignite

immiinsipresif tedavi

AIDS

Primer immun yetmezlikler

O immiinkompetan kisilerde de bildirilmis!
» Akalazya, 6zofageal gastrik metaplazi, skleroderma
» HSVileilgili olgu sunumlari

Enfeksiy6z
Hzofajit

VVVVVYYY

Tani; endoskopi ve biyopsi, firca ile mukozal siiriinti, sitoloji, kiiltir,
PCR, immiinohistokimya = ETKENIN BELIRLENMESIi’ne yonelik!




Table 1. A Comparison of Candida, H3Y, and CMY Esophagitis.

Pathogens Endoscopic Findings Histologic Features

Candida  White mucosal plaques Pseudohyphae and yeast
dispersed throughout the  among patches of

esophagus. with an necrotic squamous cells.
underlying erythematous Pseudohyphae invading
MUCasa. Gl tissue.

H5V Diffuse, superficial ulcers Muclear molding,
typically in the distal multinucleation, and
esophagus. Early chromatin margination.
endoscopic findings Easinophilic ar basophilic
include wesicles up to 2 inclusion bodies in
erm. Later findings are squarmous epithelial cells
coalescing ulcers with at ulcer margins (Cowdry
friable mucosa. type A inclusions).

CHY Multiple linear or Infection of mesenchymal
longitudinal ulcers tha and stromal cells at the
are found in the distal base of the ulcer.
mucasa. The uleers are Cyramegaly, intranuclear
well circumseribed and basaphilic inclusions

can be shallow or deep. (owl's eye), granular
cytoplasmic inclusions.

Abbreviadons: CMY, cytomegalovirus; G, gastrointestnal; H5V, Herpes sim-
plex virus.

GE Port ) Gastroenterol 201%;26:452-453 Received: December 13,2018

. 0004 Accepted after revision: January 27, 2019
DOL: 10,1159 97286 Published online: March 20, 2019

Deceptive Presentation of Infectious
Esophagitis

» Candida?
» Herpes?

Rui Mendo? Catarina Félix* Pedro C. Figueiredo® ®




Gastroozofageal
refli

O Tipik bir belirti degil
O Alarm semptomu

Tablo 2. Gastrotzofageal refll hastaliginin sistemlere gore belirti ve bulgular

Belirtiler

Bulgular

Genel

Huzursuzluk/irritabilite
Aciklanamayan asin aglama
Uyku bozuklugu
alamama/kilo kay
Beslenme redd

Sandifer sendromu

MNobet benzeri ataklar

Dis gurdklen

Halitozis

Demir eksikligi anemisi
BlUyUme gerilig

Gastrointestinal

RekUrren regurjitasyon/kusma

Gegirme

Retrosternal yanma/adri, nonkardiyak
gogus agnsi

Epigastrik agn

Yemek sonrasi dolgunluk/erken doyma hissi
Hematemez, melena

Disfaji/odinofaji

Globus farengeus (bogazda takima hissi)

Ozofajit
Ozofageal striktir

Barret 6zofagusu

Ekstradzofageal/Hava yolu

Higilti

Stridor

Oksirik

Ses kisikhd, boduk ses

Kisa sUrede dUzelen agiklanamayan olaylar

(“Brief Resclved Unexplained Events”, BRUE)

Apne/siyanoz ataklar

Astim

Tekrarlayan akciger enfeksiyonlan
Tekrarlayan aspirasyon pndmonisi
Tekrarlayan otitis m
lekrarlayan larenjit/farenjit
Vokal kord granGlomlan
Subglottik stenoz

(=}




Gastroozofageal
refli

Upstream factors
Xerostomia
Impaired swallow initiation

Impaired clearance

Fragmented peristalsis

Hypomotility IEM )

mechanisms Absent contractility
\ EGJ dysfunction

TLESR
Hypotensive EGJ

Structural
mechanisms

Downstream factors

Acid pocket
Delayed gastric emptying
Hypersecretory state




Gastroozofageal
refli

d Ozofageal dismotilite
O Hipersensitivite m
O Hiatal herni zemininde

O Erozif 6zofajit
1 Mekanik obstriiksiyon

U Kronik mukozal inflamasyona sekonder fibrotik strikttr
O Ozofagografi

O Anti-reflU cerrahisi sonrasi




N. contractions

300

250

200

150

100

50

ORIGINAL ARTICLE

Role of Esophageal Motility, Acid Reflux, and of Acid
Suppression in Nonobstructive Dysphagia
J Clin Gastroenterol 2017

B A 10 - Bo-
E— 9 8 A
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o 6 4 ]
. 8 51
25
69% E E &
[-% a . * 2
$ 4 2 $
& S 34 o) (0]
3-\
2 - 2 1 ey NOD AET- off PPI
= NOD AET+ off PPI
1 4 14 +sff+ NOD AET+ on PPI
«+{@+ NOD AET+ on PPI
o4 0

Group 1 AET+

Group 1 AET- Group 2 AET+ Group 2 AET- NERD AET+ NERD AET-

mNormal mFregmemed @Wex pFailed

[ Patolojik asit maruziyeti azalmis kontraktil kuvvet ile iliskili.
1 PPI tedavisi 6zofageal dismotilitede diizelme sagliyor.



MOtl I |te [ Primer motilite bozukluklari
bozukluklari

] Sekonder motilite bozukluklari




Motilite
bozukluklan

Classification

Disorders of EGJ
Outflow

Disorders of
Peristalsis

Disorder

Type | Achalasia

Type Il Achalasia

Type lll Achalasia®

EGJ Outflow Obstruction®*

Absent Contractility

Distal Esophageal Spasm®

Hypercontractile
Esophagus®

Ineffective Esophageal
Motility

Secondary esophageal motility disorders

Myasthenia gravis
Dermatomyositis
Scleroderma esophagus
Connective-tissue disorders
Diabetes mellitus

Secondary achalasia esophagus

Definition

Abnormal median IRP & 100% failed
peristalsis

Abnormal median IRP, 100% failed
peristalsis, & 220% swallows with
panesophageal pressurization

Abnormal median IRP & 220% swallows
with premature/spastic contraction
and no evidence of peristalsis

Abnormal median IRP (supine and
upright), 220% elevated intrabolus
pressure (supine), and not meeting
criteria for achalasia

Normal median IRP (supine and upright)
& 100% failed peristalsis

Normal median IRP & 220% swallows
with premature/spastic contraction

Normal median IRP & 220%
hypercontractile swallows

Normal median IRP, with >70%
ineffective swallows or 250% failed
peristalsis

Low pressure of upper esophageal sphincter and esophageal muscle fatigue
with repetitive swallowing

Low pressure of upper esophageal sphincter and esophageal muscle fatigue
with repetitive swallowing

Low to absent pressure of lower esophageal sphincter; absence of esopha-
geal contractions and peristalsis in smooth muscle of the esophagus

Low to absent pressure of lower esophageal sphincter; absence of esopha-
geal contractions and peristalsis in smooth muscle of the esophagus

Low-amplitude, multipeaked esophageal contractions and low pressure of
the lower esophageal sphincter

Associated with neoplastic infiltration of lower esophageal sphincter or
Chagas' disease




O Primer motilite bozuklugu

P d ° t ° k D NérOdejeneratif (inhibitor myenterik pleksusun kaybi veya harabiyeti)

3 AOS’nin gevsemesinde bozulma ve 6zofagus
a ka Iazya govdesinde aperistalsis veya spastik kontraksiyon

3 Etiyoloji ? = idiyopatik
7 -15vyas, E>K
O Yillik insidans 0,1-0,18/100.000




Genetic predisposition

|

Environmental trigger (possibly viral infection)

|

Autoimmune myenteric plexitis

|

Inflammation
|

¥ ¥
Aganglionosis and Imbalance between
neuronal cell death inhibition and excitation
| |
¥ ¥ ¥ 1
Type 1 Type 2 Type 3
achalasia achalasia achalasia EGJOO

Fig. 4 | Two possible pathways of pathogenesis differen-
tiate achalasia subtypes. In genetically predisposed indi-
viduals, an environmental trigger, perhaps a viral infection,
is thought to initiate a cell-mediated immune response as
well as an antibody-mediated response that preferentially
attacks inhibitory ganglia and neurons in the oesophageal
neural plexi. If complete loss of ganglia and neurons results,
abnormal lower oesophageal sphincter (LES) relaxation
coexists with absent contraction in the oesophageal body,
characterizing potentially type 2 achalasia in early stages,
and type 1 achalasia as the disease progresses. If inflamma-
tion ensues without complete loss of inhibitory control,
imbalance between inhibition and excitation results in pre-
mature or spastic oesophageal body contractions charac-
terizing type 3 achalasia or even intact oesophageal body
contractions in conjunction with abnormal LES relaxation
characterizing oesophagogastric junction outflow
obstruction (EG]OQ).

Patogenez ve hastaligin dogal seyri

MNormal
oesophagus

Immune-mediated
inflammation

'

Gradual destruction
of myenteric plexus
ganglion cells

'

Loss of inhibitory
innervation mediated
via nitric oxide

'

Oesophagus

Early achalasia Established achalasia End-stage achalasia
Symptoms may type 1 or 2* type 1 or 2*
not be classic Abnormal oesophageal Oesophageal retention,
and may be emptying leading to symptoms abnormal emptying, aspiration
mistaken for GERD of dysphagia, regurgitation, pneumonia, symptoms persist
weight loss and chest pain despite disruption of LES
Abnormal Dilated,
+—————— body sigmoid
peristalsis oesophagus
Abnormal Open LES
LES from past
relaxation therapy

il 23

Normal myenteric plexus (left)
and normal ganglion cell (right)

Depleted myenteric plexus (left)
and inflamed ganglion cell (right)

Extreme loss of myenteric plexus (left)
and destroyed, fibrosed ganglion cell (right)



Pediatrik
akalazya

L Progresif disfaji
 Retrosternal rahatsizlik/takilma hissi/agri
[ Reglirjitasyon ve kusma

1 (Kronik) oksiiriik, genellikle supin pozisyonda ve
noktirnal

J Rekdiirren aspirasyon, trakeal basi
1 Beslenme reddi

O Kilo kaybi ve malnutrisyon




Functional lumen imaging probe

wme- Pressure (mmHg)
~Volume (ml)

Topographical depiction
of cross-sectional area

Time (s)

Estimated
diameter (mm)
20.1

Pl
[
o o

[y AT v
R

z
2
7
2
v
1

O = ko
P

Distensibility
(F>5mmHg)
3.9
4.7
5.1
4.9
4.5
48
43
3.6
23
0.4
0.2
1.0
2.6
4.6
S
5.0

Table 1. Eckardt score.

Score 0 1 2 3
Dysphagia No Occasionally Daily At each meal
Regurgitation No Occasionally Daily At each meal
Chest pain No Occasionally Daily At each meal
Weight loss No <5 kg 5-10 kg =10 kg

d Klinik stiphe!
O Duiz grafi — sinirli bilgi saglar

[ Kontrastli seriler — tersiyer kontraksiyonlar, dilate
0zofagus, 6zofagusta hava-sivi seviyesi, kus gagasi
gorinumd, sigmoid 6zofagus, kontrast retansiyonu

( HRM- altin standart — tani ve tiplendirme

1 Endoskopi — rutin?, ayirici tani agisindan

[ HRIM = “high resolution impedance manometry”
[ EndoFLIP — “functional lumen imaging probe”




Pediatrik

akalazya - HRM

Normal B

Y =

) A

) |
Mﬁ

= !
U s

‘s": -

Achalasia esophagus

Oesophageal J
body

EG) (LES { \

and CD)

Definition

LES

relaxation

Smooth
muscle
dysfunction

Oesophageal
emptying

Normal pattern

Intact
oesophageal

body

peristalsis

= |IRP < upper limit of normal
= Mormal peristalsis or
=30% ineffective or
<50% failed swallows

Mormal

Both circular and
longitudinal muscles
contract

Normal oesophageal
empyting

Type 1 achalasia

Absent body
peristalsis
without

pressurization

Impaired LES relaxation

= [RF = upper limit of normal

* 100% absent peristalsis

= No pressure
compartmentalization

Impaired

Circular and longitudinal
muscles do not contract
and oesophagus is dilated

Very limited; by gravity and by
unique patient manoeuvres to
increase intrathoracic pressure

Type 2 achalasia
ee
Absent body
peristalsis with

pan-oesophageal
pressurization

Impaired LES relaxation

= |RP > upper limit of normal

* 100% absent peristalsis

» =20% pan-oesophageal
pressure
compartmentalization

Impaired

Circular muscle does not
contract but longitudinal
muscle contraction

is retained

Suboptimal;

by pan-oesophageal
pressurization

Type 3 achalasia

Abnormal body
peristalsis with
premature
contraction

»
Impaired LES relaxatmn

= [RP > upper limit of normal
» 100% abnormal peristalsis
» =70% premature peristalsis

Impaired

Circular and longitudinal
muscle contraction are
discoordinated and
asynchronous

Emptying may be adequate,
but peristalsis is segmented
and compartmentalized

Alt tipleri belirlemek prognoz ve tedavi a¢isindan 6nemli!

il

140

120

100

a0

- 60



Olgu

16y E
* 4 aydir olan progresif disfaji
 Katilarla = kati ve sivilarla L/P Heller Miyotomi

L

."Fll'-'." ’!—%‘_dt--_ﬂ'- e -

} Tani: kIazya
On tani: Akalazya? Alt tipi: Tip 2




Pediatrik
akalazya

O Dismotiliteyi diizeltecek kiireatif tedavi yok — AOS
basincini distirmeye yonelik yaklasimlar

O Farmakoterapi — sinirh fayda saglar

1 Endoskopi — aspirasyon riskine dikkat
» Botulinum toksin enjeksiyonu
» Pnomatik dilatasyon

O L/P Heller miyotomi
> PO GORH riski, parsiyel fundoplikasyon?

1 POEM — PerOral Endoskopik Miyotomi
L Metalik stent yerlestirilmesi — “self-expanding”
O Etanolamin oleat enjeksiyonu

Q Ozofajektomi




L Beslenme sorunlari
O Malnitrisyon ve komplikasyonlari
O Blylme geriligi
) U Yasam kalitesinde diisme
Ta k| p [ Psiko-sosyal sorunlar
[ GORH ve komplikasyonlari
 Ozofajit, Barret 6zofagus, SCC

O Aspirasyon ve komplikasyonlari

Multidisipliner yaklasim ve takip onemli.




Mutrition in Clinical Practice
YVolume 35 Number 2
April 2020 265-272

Review

Nutrition Management in Pediatric Gastrointestinal
Motility Disorders

O Beslenme durumunun degerlendirilmesi
Antropometrik dlgiimler

Beslenme odakli FM

Gelisimsel degerlendirme
Beslenme oOrintisi

GIS yakinmalari

Komorbidite(ler)

Laboratuvar incelemeleri

YVVVYVVYY

[ Oral?, Enteral?, Parenteral?

4

» Aspirasyon riski yiksekse N/G

* Pozisyon onerileri — dik

* Yatmadan saatler once beslenme
tamamlanacak

()

L)

()

L)

L)

4

+* Sadece katilarla disfaji varsa diyet
modifikasyonu

+» Sivilar, yumusak, piire kivaminda katilar

** Her lokmadan sonra sivi

Patient with Gl
miatility disorder

Contraindication tofor Ves

failure of enteral nutrition?

| Parenteral nutrition

A

Maodified oral diet, oral supplements
-GERD: small, Irequent meals, positional change;
infant GERD thickened teeds, elemental formula

-Esophageal matility disorder:softer foods, liquid chaser, upright position
-Gastroparesis, PIPO: finely ground foods, small, frequent meals, low fiber/Tat

Ciral diet,
regular follow-up

Is patient able o meet
goal nutrition after diet modification?

V]
Y
High risk of aspiration,
severe GERD, or gastroparesis?
Mo

| Trial of enteral nutrition |

Gastric feeds via
nasogasiric tule

M
. Gastric feeds tolerated?

Yes
Anticipated use =8 weeks?

vies
ros

Yes
o Postpyloric feeds via
oy nasojejunal ube
No v

Pastyionic feeds tolerate

Yes

Anticipated use =8 weaks?

fes

L

@nnﬂumy +- Gastmst@




Sozun ozu;
M Yasam kalitesini disliren ve istenmeyen uzun donem sonugclara yol acabilen bir klinik durumdaur.
O Baslica nedenleri anatomik, inflamatuvar ve fonksiyonel olarak siniflandirilabilir.
1 Endoskopi+biyopsi ve baryumlu calismalar ile obstriiktif ve mukozal patolojiler dislanmalidir.
1 HRM motilite bozukluklarinin tanisinda altin standart yaklasimdir.
 Primer tedavi altta yatan hastaliga yoneliktir.

1 Hastalar beslenme, bliyiime ve komplikasyonlar (altta yatan hastaliga ya da tedavisine bagli

gelisen) acisindan yakin takip edilmelidir.

O Multidisipliner yaklasim ve takip 6nemlidir.
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