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v Ozefagus Neoplazmlari Hakkinda ?

Ne Ogrenmeli, Ne Bilmeli?

Ozefagus anatomi/histoloji/fizyoloji
Disfajili hastaya yaklasim

Ozefagus timorleri ayrimi/etiyopatogenezi

Barret 6zefagus anlami/takibi
Tanisal yaklasimlarin ozellikleri
Tamorlerin eveelemesi &

Evrelere 6zgl tedavi yaklagimlart -

Schwartz’s 12 Ed. / Sabiston 21 Ed. / Bailey&Love 27 Ed. / Lawrence 8. Ed. .......
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65 Y E, Yakinmasi: Yutma Guclugu

Olasi Tanilar (Oncelik sirasiyla)
> Malign Neoplazm (Ozefagus Kanseri)

o Benign Neoplazm (Leiomyom, GIST)
o Peptik Striktiir (GORH oykiisi nedeniyle)
o Motilite Bozuklugu (orn. Akalazya)

65Y E
o 3 aydir kati gidalara karsi artan yutma

gucligu (ilerleyici disfaji)

Son 2 ayda (istemeyen) 10 kg kilo kaybi.
o Uzun yillardir GORH semptomlar
(heartburn, regtrjitasyon)




Intraluminal Intramural

Extrinsic

Pharynx/upper oesophagus
Foreign body
Moniliasis
Sideropenic web
Corrosives
Carcinoma
Myasthenia gravis
Bulbar palsy

Pharyngitis/tonsillitis

Thyroid enlargement
Pharyngeal pouch

Body of oesophagus

Foreign body Corrosives
Peptic oesophagitis
Carcinoma

'Mediastinal lymph nodes|
Aortic aneurysm

Lower oesophagus

Foreign body Corrosives
Peptic oesophagitis
Carcinoma|
Diffuse oesophageal
spasm
Systemic sclerosis
Achalasia
Post-vagotomy

Para-oesophageal hernial




Functional grades of dysphagia

GRADE

DEFINITION

INCIDENCE AT
DIAGNOSIS (%)

|
I1

Eating normally

Requires liquids with meals

11
21

I11

IV

VI

Able to take [semisolids]but
unable to take any solid food

Able to take [liquids Dnly]

Unable to take liquids, but able
to swallow saliva

Unable to swallow saliva

30

40

7

12




llk Ikilem: Lezyon Benign mi, Malign mi?

Benign Tumirler (Cok Nadir) Malign Tiimorler (Daha Sik ve Onemli)

o Gentellikle asemptomatiktir ve tesadifen saptanir.

o Cogu submukozal kaynaklidir (epitelyal kokenli degil). o Olgularin >%95’i Skuamo6z Hucreli Karsinom
Leiomyom, Gastrointestinal StromalTimor (GIST). (SCC) veya Adenokarsinom
0 Endo%gGérUnUm: Mukoza altindan kéken alan, tzeri o Prognozlari ciddidir; 5 yillik saékéllm orani
dlizglin®ukozayla kapl kabariklik

Maligniteyi ekartasyonu, biyopsi ??. EUS, lezyonun hangi
duvar katmanindan kaynaklandigini gostermekte yardimci

vaklasik %20°dir. Erken tani hayati 6nem tasir.
gndoskopide friabl (kolay kanayan), |

ulserlesmis kitleler veya duzensiz darhiklar




Most Common Type in the World — SCCA (90%)

TRENDS IN ESOPHAGEAL CANCER CELL TYPE > ]
1970 VS. 2010 |

30

Esopha jeal cancer U.S. Esophageal cancer U.S. S 25
~ S

S 20

$ 15
o

8 10

1975 1980 1985 1990 1 C ?f
'5«; RN, 'f R st-'

FIG. 42.28 Trends in incidence of eso hageal cce , Wpes
(1975-2001). LRed line, Adenocarcinoma;| blue fine, :uarﬁdﬂs II carm-
noma; green line, not otherwise specified. (From Pohi ‘% Velc h HG The
role of overdiagnosis and reclassification in the marked lr}creaseef esoph-

B SCCA [ AdenoCA Other ageal adenocarcinoma incidence. J Nat/ Cancer Inst. 2005:97:142-146.)
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Table 5-2. Risk Factors for Esophageal Cancer

SQUAMOUS CELL

RISK FACTOR CARCINOMA ADENOCARCINOMA
Tobacco use s +

Alcohol use + -

Barrett’s esophagus N +

Frequent gastroesophageal reflux - +

Body mass index > 30 - +

Low socioeconomic status + ~

Prior caustic lye ingestion + —~ Vissei P Aebm
Diet: high N-nitroso compounds, pickled vegetables, toxic + - *
fungi, areca nuts or betel quid, hot beverages, low selenium X 8
and zinc S s
Human papilloma virus + S “’”/j
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Ozellik
Yerlesim

Epidemiyoloji
Risk Faktorleri

Tipik Hasta
Irk

\\
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Yerlesimi

Skuamoz Huicreli Karsinom (SHK)

Genellikle list ve orta 2/3

Diinya genelinde en sik; ‘Asya Kanser Kusagi'nda
(Iran'dan Cin’e) endemik

Tiitiin & Alkol (sinerjistik etki), Kostik yaniklar,
Akalazya, Plummer-Vinson

Sigara ve alkol kullanan erkek hasta
Siyah irkta daha sik

oy
Adenokarsinom E E"
Yerlesimi %ol
Adenokarsinom

Genellikle alt 1/3, GEJ
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Obez, reflii oykiisii olan beyaz erkek hasta
Beyaz irkta daha sik <



Table 5-1. Clinical Features of Esophageal Cancer

FREQUENCY
CLINICAL FEATURE (%) SIGNIFICANCE
Peak age at onset 65-75) ‘Comorbidities often preclude operability |
Gender. @) Q) 4:1 Much more common in men
Race (black: white) 50:50 SCCA > black men
AdenoCA > white men
Dysphagia (Yutma Gaclaga) 90 Often advanced disease
Anorexia and weight loss 75
Odynophagia (Yutarken Agr) 50 Suggests tumor ulceration|
Chest pain, often radiates to Less frequent Implies invasion of neuromediastinal structures
back ; ,k'}’a;'
Vocal {mrd paralysis Less frequent Suggests invasion more typical of &CCA e
Cough and pneumonia Less frequent Esophageal obstruction, aspiration, ﬂstu’ @ =
Hoarseness (Ses Kisiklig) Less frequent High GERD, coincident ENT mallgmncy, SCCA "
invasion |
Hiccups (Higkirik) Less frequent Diaphragmatic involvement

\




Suphenin Kanitlanmasi: Goruntuleme ve Biyopsi

U 'Enduskupl. Altin Standartl Endoskopi  Baryumlu Grafi Hrsit?patup

e Lezyonun dogrudan gnrulmeslm,yerinin ve
buyutunun saptan masini saglar.

kesinlestirir. Tanlsal dnﬁruluk orani, her ikisi
birlestirildiginde %95'in Uzerindedir.

e Tum supheli lezyonlardan, ne kadar onemsiz
gorunurse gorunsun, mutlaka biyopsi alinmalidir.

r@ lBaryuqu Ozefagus Graflm ) S Appl Cor
: EEfE,T&@&iEHEE}EEnEE |E|H sikca yapilan ilk & =
tetkiklerden biridir. B ot i >
- N

e Klasik bulgular: Diizensiz darlik, dolma defekti,
+ ‘omuzlu kenarlar’ (shouldering) ve ‘elma koganr’

(apple-core) gorunumi.




Barrett Ozefagus(+) = Omir Boyu Ozefagus Ca Riski x40
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Reflu Surekliligi: Mekanik Hasardan Hucresel
Dejenerasyona

PPl Tedavisi v Cerrahi Mudahale

Evre 2: Barrett Evre 4:
Evre 1: GERD Ozofagusu Evre 3: Displazi Adenokarsinom

Alt Gzofageal sfinkterin (LES) Skuamoz epitelin intestinal ) Diisiik dereceli -> Yiiksek ) Intramukozal karsinom ve
mekanik zayifiigi. Asit ve metaplaziye (IM) dontiglimu. dereceli. Niikleer anormallikler. invazyon. Cerrahi veya
safraya kronik maruziyet. Kadeh (goblet) hiicreleri belirir. PPI tedavisine ragmen endoskopik rezeksiyon
Yillik kanser riski %0.2 - %0.5 [ ETEL gerekdtirir.
(Genel popiilasyonun 40 kati).




Figure 7-1. Barrett’s esophagus seen at conventional endoscopy. Note the salmon-colored epithelium that contrasts with the normal
gray epithelial lining of the esophagus.
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Location Incidence

Cervical

Upper
thoracic

Middle
thoracic

Lower
thoracic

Cardia

Figure 25-68. Incidence of carcinoma of the esophagus and cardia
based on tumor location.




FIG. 42.29 Barium esophagram demonstrating advanced carcinoma
with abrupt, irregular narrowing in the distal esophagus with more proxi-
mal dilatation and air-fluid level.

| —

Fig. 13.6 Barium swallow showing a malignant looking stﬁcture 098

of the mid-oesophagus.



KontrastlyToraks/Abdomen BL .
Uzak mgtastazlari ve gros leni /
nodlayini saptamak icin ilk adim.
aragiger ve akciger metastazlarini
uksek dogrulukla gosterir. Ancak

| invazyon derinligini icin

Endoskopik Ultrasonografi (EUS)
Tumor invazyon derinligini (T
tutulumunu (N evresi) belirlemede
en hassas yontemdir. Stpheli lenf
nodlarindan igne aspirasyon
biyopsisi (FNA) alma imkani sunar.

PET-BT Standart BT de
saptanmayan klicuk uzak
metastazlari veya lent nodlarini
tespit etmede cok degerlidir.
Hastalarin yaklasl-k %15’inde
evreyi ve tedavi planini etkiler. -
Ayrica tedaviye yaniti gosterir.




Esophageal
cancer
surrounding
mediastinal
structures







Fig. 13.8 Endoscopic ultrasound (EUS). [A] The normal layers of the Fig. 13.9 [A|Endoscopic view of a 2-cm diamete@ polypoid submucosal\]
oesophagus and a small T1 cancer confined to the mucosa marked with an gastric lesion. |B | EUS confirms the lesion is arising from the muscularis
arrow. @\ full-thickness T3 tumour)of the oesophagus. Note the complete propria and likely to be a GIST.

destruction of the normal oesophageal layers.

_/‘,\ i



Onkolojik Is Akisi: Teshis ve Evreleme

L !

Adim 1: Z‘ Adim 2: Adim 3: Ex . Adim 4. \\ Adim 5:
Baryum ainn “a Enduskupl ve \\) EUS \ PET/CT ve \} Neoadjuvan

J,.f Biyopsi // Bronkoskopi /[ Tedavi
Disfajinin ilk( i Tumaorun duvar igi S Ameliyat oncesi timoru
degerlendirmesi. Barrett displazisi ‘derinligini I taramasi. Ust - kiiglitmek igin
Diuzensiz dolum defekti ||  slrveyansiigin supheli lenf nodlarini timarlerde Kemoradyoterapi (5-FU
ve darlik (striktdr) zorunludur. dederlendirir. trakeobronsiyal ve Sisplatin + 45 Gy).
gosterir. | invazyon kontroll.

ﬁam yanit sagkahmi

dramatik sekilde artirir.
o £33

li-"':--r'llj Hglj'ﬁ. %

df.l rl.&




E-Table 5-3. Methods of Esophageal Cancer Staging

METHOD STRENGTH

Endoscopy [Tissu:: sampling]
Location (cervical, thoracic, abdominal)
Tumor >5 c¢m, poor prognosis

CT chest and Readily identified significant [metastasis}

abdomen

EUS {Best for T and N staging}

FDG-PET Complements EUS and CT

PET scan +/— Most cost effective fﬂrﬂletecting ur:.r:.ult]

integrated CT metastasis

Bronchoscopy Esophageal cancers of the proximal
esophagus, at or above the carina

WEAKNESS
No N or M staging

Limited value for celiac axis nodal
involvement
Limited for small metastasis

Limited for M staging
Limited by obstructing tumors (30%
of esophageal cancers)

FDG uptake by primary esophageal
tumor may obscure local N, ,
Poor spatial resolution

e s
Rt

CT, Computed tomography; EUS, endoscopic ultrasound; FDG, (18 F)-2-deoxy-D-glucose; M, metastasis; N, node; PET,..pﬂﬁ'ifrnn :

emission tomography; T, tumor.



Epithelium

T1 intramucosal | : Basement membrane

T1 submucosal

Lamina propria

Muscularis mucosa

Submucosa

Muscularis
propria

Periesophageal
issue

FIG. 42.31 Tumor classification for esophageal carcinoma as defined by depth of invasion. HGD, High-grade
dysplasa.




TABLE 62.2 TNM staging scheme for oesophageal cancer.

Tis High-grade dysplasia

T1 Tumour invading lamina propria or submucosa

T2 Tumour invading muscularis proprial

13 Tumour invading beyond muscularis propria

T4a Tumour invading adjacent structures (pleura, pericardium,
diaphragm)

T4b Tumour invading adjacent structures (trachea, bone, aorta)

NO No lymph node metastases

N1 Lymph node metastases in 1-2 nodes

(N2 Lymph nodes metastases in 3-6 nodes]

N3 Lymph node metastases in 7 or more lymph 1odes

MO No distant metastases

M1 All other distant metastases

Stage 1A: TINOMO; 1B: T2NOMO; 2A: TANOMO; 2B: T1/2NOMO;
3A: T4aNOMO, TBN1MO, T1/2N2M0

Stage 3B: T3N2MQO; 3C: T4aN1/2M0, T4bNO-3MO, T1-4N3MO;

4T:1-4N1-3M1

X
L K W
T\




Tedavi Stratejisi ? Proghoz? e T-N-M Evreleme

Amag

Tedavi stratejisini belirlemek ve
prognozu ongormek icin hastaligin
anatomik yayginhigini (evre) anlamak.

=/ TNM Sistemi (AJCC 8. Versiyon)

o T(Tumor): Tiumoriin 6zefagus
duvarindaki invazyon derinligi.

2« N (Nodiil): Bolgesel lenf nodu
metastaz sayisi. (NO: Yok, N1: 1-2,
N2: 3-6, N3: 27)

* M (Metastaz): Uzak organ yayilim.
(MO: Yok, M1: Var - en sik karaciger, Tis: Yiksek dereceli displazi (bazal membrani
. akciger) X e - 3) . .
0000000000000000000000000000° ina propria veya muscularis mucosa yaphdl
invazyonu (a: rezeklahl b: uaniEFrl:ahl]
T1b: Submukoza invazyonu

Adventisya

\ \



Table 5-4. American Joint Committee on Cancer Esophageal Cancer Staging Guidelines

High-grade dysplasia (Note: this includes carcinoma in situ, a term no longer used)

Tumor invades lamina propria, muscularis mucosa, or submucosa

Resectable tumor invading pleura, pericardium, or diaphragm

Primary Tumor (T-Stage)

TX Primary tumor cannot be assessed

TO No evidence of primary tumor

Tis

T1

Tla Tumor invades lamina propria or muscularis mucosa
Tlb Tumor invades submucosa

T2 Tumor invades muscularis propria ] -
T3 Tumor invades adventitia

T4 Tumor invades adjacent structures

T4a

T4b

Regional Lymph Nodes (N)

Unresectable tumor invading other adjacent structures: aorta, vertebrae, trachea

NX Regional lymph nodes cannot be assessed
NO No regional lymph nodes

N1 Metastasis in 1-2 regional lymph nodes
N2 Metastasis in 3-6 regional lymph nodes
N3 Metastasis in > 7 regional lymph nodes

Ngte: 2010 TNM staging no longer classifies (+) celiac axis lymph node M1a; it is just N (+).

istant Metastasis (M)
MO

No distant metastasis

Ml Distant metastasis

Histologic Grade (G)

GX Grade cannot be assessed—stage in grouping as G1
Gl Well differentiated

G2 Moderately differentiated

G3 Poorly differentiated

G4 Undifferentiated—stage in grouping G3
Stage

Stage 0 Tis, NO, MO

Stage | T1, NO, MO

Stage 11A T2, NO, MO; T3, NO, MO

Stage 1IB T1, N1, M0; T2, N1, MO

Stage 111 T3, N1, MO; T4, any N, MO

Stage IVA Any T, any N, Mla

Stage IV B

Any T, any N, M1b




TABLE 42.7 Clinical stage groupings

(cTNM) for esophageal adenocarcinoma.

Stage 0 Tis NO MO
Stage | T NO MO
[Stage IA 1 N1 M[ﬂ
Stage 1B 2 NO MO
Stage Il 12 N1 MO

13 NO-1 MO
T4a NO-1 MO
Stage IVA T1-4a N2 MO
T4b NO-2 MO
Any T N3 MO
Stage VB Any T Any N M1




T1 Olgu EMR (Endoskopik Mukozal Rezeksiyon)

| @d’-" Hetilef'Hasta G[uhu: T1a (mukoza ile sinirli) ve ONCE SONRA
secilmis T1b (yuzeyel submukozal | f |
invazyonlu) tumorler.

(1) Temel Prensip: T1a lezyonlarda lenf nodu
“;E’J”‘ metastaz riski <%2'dir. Bu nedenle, yiiksek
morbiditeli 6zefajektomi ameliyatindan kacinilabilir.

Yontemler:

N o Endoskopik Mukozal Rezeksiyon (EMR): Lezyon,
submukozaya sivi enjekte edilerek yukseltildikten
sonra bir snare (tel halka) ile kesilerekgakanlir.
Hem tanisal (invazyon derinligini netl€3ti
hem de tedavi edicidir.

» Ablasyon Terapileri (Radyofrekans Ablasyon -
RFA / Kriyoterapi): EMR sonrasi kalan displastik
Barrett mukozasini yakarak (RFA ‘

‘gundurarak (Kriyo) yok etmek igin kull




FIG. 42.36 A superficialWarising In the setting of Barrett esophagus (left)and submucosal |
defect after endoscopic mucosal resection (right).

\



Barium swallow, endoscopy

Clinical evaluation

l

Tumor staging
(CT chest and abdomen,
endoscopic ultrasonography)

\

Late disease or Early disease Advanced disease
significant comorbidity

- Distant organ metastasis Tumor suspected not Through the wall and multiple
- Imminent cardiac pulmonary . to be through the wall and/or less than lymph node metastasis
or hepatic failure 8 lymph nodes involved

Chemoradiation Curative Preoperative chemoradiation

en bloc resection followed by en bloc resection

.

“".\_H_H .. ® ®e . ) :: )“,-_. 4 ?: ’g‘i\:ﬂi\!-:f } T .‘ y o \
i/ Treatment failure or ™ <% AN AT AN
L recurrence 3 =S AN
S T /‘_:Lq., N ;g“ )
— 2\ ’_ \{ 1

Distant metastasis
No local recurrence

Severe debility
Advanced disease

(Q)

Supportive care

Local recurrence Unresectable proximal Airway fistula or
No metastases or bleeding tumor unresectable primary

Complete excision tumor or local

possible recurrence
@ Y
Palliative surgery Laser ablative therapy

Chemotherapy




Physiologic
fithess

Endoscopic
ultrasound

Intraoperative
staging

Curativeen [E
@l bloc resection B

Palliation

>75 years

Palliation

FEV, <1.25
Ejection fraction <40%

Palliation

Recurrent nerve paralysis

Horner's syndrome

Persistent spinal pain

Paralysis of diaphragm

Fistula formation

Malignant pleural effusion

Endoscopic tumor length =9 cm

Abnormal esophageal axis

Multiple enlarged nodes or distant
organ metastasis on CT

More than 20% weight loss

Loss of appetite (relative)

Palliation

\ S |
Palliative symptoms Requirements for
Dysphagia palliative transhiatal
Obstruction resection* .
Pain of ulceration r Free of distant organ Nogﬁig[[%ﬁal
Bleeding ~  metastases P
Infection / - Complete excision of
Anxiety primary tumor possible
A

Transmural tumors
with >4 enlarged nodes

Palliation
Unresectable primary
Cavitary spread

Distant metastasis

Extension through mediastinal wall

Multiple gross lymph node metastases

Microscopic nodal metastasis at margins of
the en bloc dissection




[ls the patfgnt fit fqr surgery? ]

v

[Haematogenous metastases? ]

No »  Palliation

No Yes »  Palliation

v

[ Contiguous organ invasion ]

No Yes »  Palliation

[ Peritoneal spread? ]

PN

No Yes > Palliation

¢

Lymph node metastases?

S

No Yes

Endoscopy for
mucosal disease
or surgery alone .-

ultimodal therapy X o o




Cerrahi - Ozefajektomi

IlvorLewis(iki Evreli):Abdominal
(mideyi hazirlama) veﬁg_
torakotomi (6zefagusu cikarma)
insizyonlari. En sik kullanilan
yontemdir. Mediastinal lenf nodu
diseksiyonu icin mikemmel gorus
saglar. Anastomoz toraksta

Transhiatal{Torakotomisiz):
Abdominal ve boyun insizyonlari
ile toraks

acilmadan, kor diseksiyonla
yapilir. Daha az pulmoner
komplikasyon, ancak orta/{ist
lenfadenektomi yetersiz Sadece
distal 6zefagus tm icin

McKeown (Ug Evreli): Ivor
Lewis'e ek olarak boyun
insizyonu. Ust torasik
tumorlerde, anastomozu

boyunda, sizinti fazla, riski
daha da riski daha az

Minimal invaziv Ozefajektomi:

Laparoskoeik ve/yeya
torakoskopik (robotik dahil)

yaklasimlar. Daha az agri, daha -

hizli iyilesme ve benzer
onkolojik sonuclar sunar.



Left gastro—epiploic
artery divided

Left gastric
artery divided

Hepatic
artery

Right gastric
artery
preserved

Fig. 13.15 Reconstruction after lvor-Lewis oesophagectomy.
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Ader\loCA

Y !

Fit Unfit
CT-RT or .
» Surgery‘ palliation Palliation

— | ]

| Tis-T1a: endoscopic resection Cisplatin /
| T1-T2, NO-1: surgical resection 5FU
: +
RT
=)
M Sl ' | s / &2
treatment postoperative %X \ 2 . |

CT-RT for
selective patients

Figure 5-2. Esophageal cancer treatment algorithm for limited disease (stage 1). AdenoCA, Adenocarcinoma; C, cisplatin; CT,
chemotherapy; E, epirubicin; F, fluorouracil; RO, complete resection; R1-2, incomplete resection; RT, radiation therapy; SCCA,
squamous cell carcinoma.
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AdenoCA

Y

Fit Unfit
Preop Definitive o
chemoradiation chemoradiation Palliation
(40-50 Gy) (>60 Gy)
Surgery Definitive
»! chemoradiation
(>60 Gy)

+
RT

No further
treatment

5FU based
postoperative
CT-RT for
selective patients

Figure 5-3. Esophageal cancer treatment algorithm for locally advanced disease (stage 1I-11I). AdenoCA, Adenocarcinoma; C,
cisplatin; CT, chemotherapy; E, epirubicin; F, fluorouracil; RO, complete resection; R1-2, incomplete resection; RT, radiation
therapy; SCCA, squamous cell carcinoma.




Unrezektable - Palyatif Tedavi

Amac
Evre IV veya cerrahiye uygun olmayan hastada,
Semptomlari (0zellikle disfajiyi) hafifletmek,
Hastanin yasam kalitesini artirmak.

Palyasyon Yontemleri
o Ozefageal Stent (Genisleyebilir Metal Stentler): Tikanikligi
/icin en hizli ve etkili yontemdir.

o Endoskopik Ablasyon (Lazer,Argon Plazma Koagulasyonu):
TOmor vukunu azaltarak [Umeni acmak icin kullantlir. Etkisi
ecicidir ve tekrarlayan seanslar gerektirir.

Palyatif Radyoterapi/Kemoterapi: Semptom kontrolu icin daha
uzun sureli bir cozum. Ozellikle ag" rve kgngma kontrolunde

eslenme Destegi: Enteral beslenme icin jejunostomi tpd ONCES! SONRASI



Tanldan { Distaji + Alarm Semptomlan (Kilo Kaybi vb.) J

Tedaviye v
Akl§ [ Ust GIS Endﬂs_l-:ﬂpi + Biyopsi ]

Tani: Ozefagus Kanseri

v

Evreleme: Kontrasth Toraks/Abdomen BT,
EUS (+/- FNA), PET-BT

b

Erken Evre Lokal ileri Evre Metastatik Evre
(Tis, T1a, secilmis T1b-SM1) (T1b-T4, N+) (M1)
. _ ) [ woltimodalTedavi Palyat:f’" gdaw ) |
EF;;;E_“EGEEE??' {HEﬂadjuv_an Kemoradyoterapi (Stent, Paiyatlf KTIR"T
| B Y — Ozefajektomi) Beslenme Destegi)

L o b, r b
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Oesophageal cancer

e Always investigate dysphagia
e GORD, Barrett's and oesophageal adenocarcinoma are linked
oo . e Early diagnosis can allow curative endoscopic or surgical
Ozefagus Kanseri .. therapy | |
e |ate diagnosis (the norm) results in poor prognosis
e Curative treatment now usually multimodal
e Surgical outcomes better in high volume centres.

Disfajilher zaman arastiriimali

GC")F% Barrett ve ozefagiyal adeno karsinom birbiriyle iliskili

Erken teshis, kiratif endoskopik ve cerrahi tedaviye olanak

aglayabilir

Gec tani kotu prognoza yol acar

Kiratif tedavi genellikle[multimodaldir]

Yuksek volumlu merkezlerde sonuclar daha iyidir



Carcinoma of the oesophagus
* Squamous cell usually affects the upper two-thirds;
adenocarcinoma usually affects the lower third

¢ Common aetiological factors are tobacco and alcohol
(squamous cell), GORD and obesity (adenocarcinoma)

o z efa g u s Ka n Se ri A : The incidence of adenocarcinoma is increasing

Lymph node involvement is a bad prognostic factor

® Dysphagia is the most common presenting symptom, but is a
late feature

» Accurate pretreatment staging is essential in patients thought
to be fit to undergo ‘curative’ treatment

Yerlesim - SCC genellikle proksimal 2/3, [AdenoCa distal 1/3}te
Yaygin|etiyolojik|faktorler — SCC'de Tutin, Alkol,
Adeno Ca'da GORH, Obezite

deno Ca insidansi artiyor

ﬂ_enf nodu]tutulumu — Kotu prognostik faktor

Disfaji — En sik semptom, ancak gec farkediliyor

Kuratif tedavi icin erken teshis ve[dog‘jru evreleme]g,art




Treatment of carcinoma of the oesophagus
¢ Radical oesophagectomy is the most important aspect of
curative treatment

® Neoadjuvant treatments before surgery may improve survival
in a proportion of patients

e Chemoradiotherapy alone may cure selected patients,
particularly those with squamous cell cancers

e Useful palliation may be achieved by chemo-/radiotherapy or
endoscopic treatments

Ozefagus Karseri .

a
KURATIF TEDAVi|Sansi — Radikal 6zefajektomi

meliyat onceci [(neoadjuvan)] KT sagkalimi artirabilir

Secilmis SCCA olgularinda — Tek basina KT ile olumlu sonuglar
[ileri 0|9U]- KT/RT veya Endoskopik tedaviler ile PALYASYON




Konunun Anahatlar

1. Disfaji ge¢ bir semptomdur. Ozefagus kanseri genellikle limeni
onemli olg¢ude daralttiginda, yani ileri evrede belirti verir.

. Epidemiyoloji degisiyor: Bati tilkelerinde Adenokarsinom artik
daha siktir. GORH, Barrett ve Obezite gibi risk faktorlerini
sorgulamak kritiktir.

Tedavi evreye ozeldir ve mutlaka multidisipliner bir ekip (Genel
Cerrahi, Medikal Onkoloji, Radyasyon Onkolojisi,
Gastroenteroloji) tarafindan yonetilmelidir.

. Lokal ileri hastalikta (hastalarin cogunlugu) giincel standart

bu grup icin yetersizdir.

tedavi, neoadjuvan tedavi sonrasi cerrahidir. Tek basina cerraht? 7 W, S
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No dysplasia

/

Low-grade or indefinite
for dysplasia

'

Confirm with second
pathologist, treat GERD

Continued
surveillance

'

Repeat biopsy — persistent
low-grade dysplasia

< NIESERN.

Table 7-1. Recommended Surveillance Intervals for Barrett’s Esophagus

No dysplasia
Low-grade dysplasia
High-grade dysplasia

3-5 years
6-12 months

3 months (in the absence of ablation therapy)
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FIG. 42.33 Traditional, white light view of Barrett esophagus with high-grade dysplasia (A) and narrow-band
imaging of the same area (B).

/ 5 - FIG. 42.35 Licngd nigbgen spray cryotherapy performed in a patient with Barrett @sophagus-and dysplasia,

' e (A) Dysplastic seg t in background of Barrett esophagus seen anteriorly. (B) and (C): Targeted delivery of
eter seen adjacent to area of metaplastic disease. (B) Posttreatment afigg radiofrequency ablation. (From Raja- iquid mtroen_s s Other.a ., O Ffosttreatmgnt aft,er liquid nitrogen Spray cryotaSrEpY. (SR Fsjalam R
ram R, Hofstetter WL. Mucosal ablation techniques for Barrett's esophamr_ Thomi ﬂc_rfstetter WL: Mucosal ablation techniques for Barrett's esophagus and early esophageal cancer.-Thorac Surg
Surg Clin. 2018;28:473-480.) Clin. 2018;28:473-480.)

FIG. 42.34 Radiofrequency ablation performed in a patient with Barrett esophagus. (ARSEEablation with cath-




LEIOMYOMA
e En sik goriilen Benign tm

e Ortalama Yas 38
e Erkek x2

uzgun konturlu
e Genellikle tek

e Yavas blylyen tm
e Biyopsi - Onerilmez

e Tedavi— Torakatomi Eniikleasyon




Adventitia

Muscularis
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Leiomyoma

30-40%

50-60%

Figure 2: Distribution of esophageal leiomyomas based
on anatomical location.
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A B

Figure 25-71. A. Computed tomographic scan of ¢ leiomyosarcoma [black arrow) that caused compression of the heart and symptoms of
syncope. B. Surgical specimen of leiomyosarcoma shown in A with a pedunculated luminal lesion (white arrow) and a large extraesophageal
component (black arrow). There was no evidence of lymph node metastasis at the time of operation.




BACKGROUND

* THIN, CIRCULAR MEMBRANE
of TISSUE that FORMS in LOWER ESOPHAGUS

* CAUSES NARROWING of CANAL of ESOPHAGUS

* MOST COMMON CAUSE »f EPISODIC SOLID
FOOD DYSPHAGIA & FOOD IMPACTION in ADULTS

SYMPTOMS CAVSES

* > 2Smm DIAMETER —> ASYMPTOMATIC s t'i°g)“f::§€';’&'fxe * HIATAL HERNIAS
* <13mm DIAMETER (- ), CAuses cANBe * ACID REFLUX

~ DYSPHAGIA * BARRETT'S ESOPHAGUS

~ HEARTBURN * f

~ REGURGITATION of FOOD ‘

~ FOOD IMPACTION % TREATMENT

C> ODYNOPHAGIA
2 * TARGETED at 111 DIAMETER of RING to ALLOW FOOD

~ "STEAKHOUSE SYNDROME"
s SEVERE CHEST PAIN PASSAGE & REDUCE SYMPTOMS

~ BALLOON DILATION

* PROTON PUMP INHIBITORS
G |4} SYMPTOMS




ESOPHAGEAL DIVERTICULUM

i

Esophagus with

Normal Esophagus Diverticulum

Inferior pharyngeal
constrictor

Zenker’s diverticulum
(70%)

Trachea 1 |

Parabronchial

diverticulum \ “
(20%) M|
Left main Il Right main
bronchus 1 bronchus
Esophagus,
| thoracic part
| Epiphrenic
Diaphragm 1 “ divertlcu.um
\\\| (10%)
Esophagus,

abdominal part

—

En sik gorulen Zenkse

Upper esophageal diverticulum
(Zenker diverticulum)

Y
L

— Thyropharyngeal part
and

Cricopharyngeal part
of the inferior pharyn-
geal constrictor muscle

AMiddle esophageal diverticulum

Gercek Divertikt

(traction diverticulum)

S—

—

) | = Lower esophageal diverticulum

(epiphrenic diverticulum)
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