
lthough small cell carcinoma (SCC) is a common pulmonary neop-
lasm, it is rarely detected in other organs including esophagus, sto-
mach, pancreas, small intestine, nasal cavities, paranasal sinuses,

larynx, hypopharynx, salivary glands, kidney, skin, urinary bladder, pros-
tate, breast, endometrium and uterine cervix.1,2

Esophageal carcinoma is an aggressive tumor which is difficult to cu-
re. Its incidence in the Western world is relatively modest (United Kingdom
male: 14.0, female: 9.2 per 100.000 population).3 Esophageal SCC constitu-
tes only 1 to 1.5% of all esophageal malignancies.1,2 Herein we report a ca-
se of esophageal SCC with advanced disease.
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A Rare Tumor:
Primary Small Cell Carcinoma of Esophagus:

Case Report

AABBSSTTRRAACCTT  Esophageal small cell carcinoma constitutes about 1% to 1.5% of all esophageal
malignancies. The most common location of esophageal small cell carcinoma is the lower third part
of esophagus. Although tumors arising in this area give early symptoms,  metastatic disease is usually
determined at the initial presentation and the prognosis is generally poor. Our patient was admitted
to the department of surgery with general fatigue, epigastric pain, dysphagia, loss of appetite and
weight loss. An esophageal small cell carcinoma at an advanced stage was detected when he was
evaluated. Combined chemo-radiotherapy was proposed but he declined therapy and died two
months after the diagnosis. Early diagnosis and new therapy modalities are necessary in these
patients.

KKeeyy  WWoorrddss::  Esophageal neoplasms; carcinoma, small cell

ÖÖZZEETT  Özofagus küçük hücreli kanseri tüm özofagus malignitelerinin yaklaşık %1-1.5’ini oluşturur.
Özofagus küçük hücreli kanserinin en yaygın yerleşimi özofagus alt 1/3’üdür. Bu bölgeden köken
alan tümörler erken semptom vermelerine rağmen, genellikle ilk incelemede metastatik hastalık
saptanır ve prognoz kötüdür. Hastamız yorgunluk, epigastrik ağrı, disfaji, iştah ve kilo azalması
şikâyetleri ile kliniğimize başvurdu. Değerlendirmeler sonucunda hastada ileri evre özofagus küçük
hücreli kanseri saptandı. Hastaya kombine kemoradyoterapi önerildi, fakat hasta tedaviyi reddetti
ve tanı konulduktan iki ay sonra öldü. Bu hastalık grubunda doğru yaklaşım için erken tanı ve yeni
tedavi modaliteleri gereklidir. 

AAnnaahh  ttaarr  KKee  llii  mmee  lleerr:: Özofagus neoplazmaları; küçük hücreli kanser
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CA SE RE PORT

A seventy-six ye ar-old ma le pa ti ent with his tory of
he avy smo king was ad mit ted to our sur gery de part -
ment with ge ne ral fa ti gu e, epi gas tric pa in, dyspha -
gi a, loss of  ap pe ti te and loss of 6 kg du ring the last
month. His comp la ints star ted six months ago. Phys-
i cal exa mi na ti on was nor mal ex cept mul tip le pal pa-
b le lympha de no pat hi es (LAP) in the cer vi cal re gi on.
Blo od tests re ve a led ane mi a (9 g/dL), and elevated
li ver enz ymes (LDH: 413 UI/L, AST: 64 UI/L). 

Esop ha go gas tros copy was per for med in order
to de ter mi ne the ca u se of his comp la ints. An ul ce -
ra ting and fra gi le mass was lo ca ted bet we en 33 cm
dis tal to the in ci sors and car di a, and no du la ti ons
we re de tec ted at the car di a and the cor pus of sto m-
ach (Fi gu re 1). Mul tip le en dos co pic bi op si es ob ta i -
ned were re por ted as SCC his to pat ho lo gi cally af ter
light mic ros co pic and im mu no his toc he mi cal exa -
mi na ti on.

He ma toxy le ne and eo sin sta i ned sec ti ons of
the bi op si es we re cha rac te ri zed by aty pi cal small
cells with narrow cytop lasms and dark ir re gu lar
hyperc hro ma tic nuc le i lo ca ted be ne ath the in tact
squ a mo us epit he li um of the esop ha ge al mu co sa.
Tu mor cells sho wed fa ce ti za ti on to each ot her. Im-
mu no his toc he mi cal analy sis re ve a led dif fu se cyto-
p las mic ChA, mem bra no us CD56 and cytop las mic

Bcl-2 sta i ning. No po si ti vity was ob ser ved for
ACTH (Fi gu re 2).

The next step con sis ted of tho ra co-ab do mi no -
pel vic com pu ted to mog raphy (CT) which de mons -
tra ted a 7 cm mass (Fi gu re 3) that was tho ught to
ori gi na te from esop ha gus, lo ca ted in the car di a nar-
ro wing the lu men. Left at ri um was al so in va ded by
the tu mor. Additionally, mul tip le pe ri vas cu lar, aor-
ta pul mo nary, sub ca ri nal en lar ged LAP and mul tip -
le hypo den se me tas ta tic le si ons less than 1 cm we re
de tec ted in the li ver. The CT scan fa i led to show
any pul mo nary le si ons.

To eli mi na te the qu es ti on of whet her the tu -
mor ori gi na ted from the lungs, a bronc hos copy was
performed. It did not re ve al any ne op las tic le si ons
ari sing from the lungs. 

The pa ti ent was di ag no sed as esop ha ge al SCC
with an ad van ced di se a se. He was con sul ted to the
me di cal on co logy de part ment and com bi na ti on
che mo ra di ot he rapy was pro po sed, but he dec li ned
the rapy and disc har ged from the hos pi tal with nu-
t ri ti o nal sup port. He di ed at ho me two months af -
ter the di ag no sis.

DIS CUS SI ON

Pri mary SCC in vol ving the esop ha gus is a very ra -
re con di ti on. The ma jo rity of ca ses ha ve be en re-
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FIGURE 1: A. Ulcerating and fragile mass 33 cm distal to the incisors. FIGURE 1: B. Nodulations at the cardia of the stomach.



por ted in ma les af ter the sixth de ca de and most
com mon symptoms are prog res si ve dyspha gi a, loss
of ap pe ti te and we ight loss. The se tu mors may be
fun ga ting, poly po id or ul ce ra ti ve and the lat ter may
form a fis tu la to the trac he a. The me an age of the
pa ti ents and the lo ca ti on of esop ha ge al SCC are si -
mi lar to tho se of esop ha ge al squ a mo us cell car ci -
no mas. However, esop ha ge al SCC is a mo re

ag gres si ve tu mor and as so ci a ted with ra pid growth,
and pa ti ents usu ally pre sent with wi des pre ad me -
tas ta tic di se a se.4

The cel lu lar ori gin of esop ha ge al SCC is con-
troversial. For merly, it was tho ught that this tu mor
ari sed from arg yrop hi lic Kulc hitsky cells of esop -
ha ge al mu co sa. The se cells synthe si ze and sto re
ami nes and de car boxy la te so me ami no acids. So,
the se cells are cal led as ami ne pre cur sor up ta ke de-
car boxy la ti on (APUD) cells. To day, it is be li e ved
that this tu mor originates from plu ri po ten ti al ba -
sal epit he li al cells. It may pre sent as pu re SCC or as
a tumor with squ a mo us and/or glan du lar dif fe ren -
ti a ti on in mic ros co pic analy sis.2,4 Esop ha ge al SCC
is an ex cep ti o nal fin ding in pa ti ents with Bar rett’s
esop ha gus, and its as so ci a ti on with dysplas tic Bar-
rett’s esop ha gus is ex tre mely in fre qu ent.5

The most com mon lo ca ti on of esop ha ge al SCC
is the lo wer thirds of esop ha gus. Alt ho ugh so me ca -
ses may pre sent with early symptoms, the tu mors
at this level usu ally pre sent with ex ten si ve di se a se
in the first eva lu a ti on. Since it dis se mi na tes early
des pi te of dif fe rent the rapy mo da li ti es, the prog-
no sis is po or.1

The re is no de ter mi ned ad van ta ge of one the -
rapy mo da lity to the ot hers in esop ha ge al SCC.
Treatment mo da li ti es are sur gery, che mot he rapy,
ra di a ti on the rapy or any com bi na ti on of these.
Sur gi cal re sec ti on was pre vi o usly con si de red as
the pri mary tre at ment of this di se a se. Re cently so -
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FIGURE 2: A. Tumour infiltration beneath the squamous epithelium of the
esophageal mucosa ( HE, x200).

FIGURE 2: B. Membranous CD56 expression in tumor cells (streptavidin-
biotin peroxidase, x400).

FIGURE 3: CT appearance of the 7 cm mass in the mediastinum.



me aut hors in di ca ted that so me pa ti ents tre a ted
with in duc ti on che mot he rapy fol lo wed by che-
mo ra di ot he rapy can ac hi e ve long-term sur vi val
wit ho ut sur gery.6 

Me tas ta ses are ob ser ved usu ally in li ver, lungs,
bo nes and me di as ti nal lymph no des. Bra in me tas -
ta ses are un com mon in esop ha ge al SCC.7 A me di an
sur vi val of only eight months was reported for pa-
ti ents with li mi ted di se a se and three months for pa-
ti ents with ex ten si ve di se a se.8,9

Our pa ti ent is a go od examp le of esop ha ge al
SCC. He was ad mit ted to our sur gery de part ment

with ge ne ral fa ti gu e, epi gas tric pa in, dyspha gi a, loss
of ap pe ti te and we ight loss. The se symptoms, ra di -
o lo gic, gas tro-en te ro lo gic and pat ho lo gic work-up
re ve a led an ad van ced sta ge of esop ha ge al SCC. CT
scan of the chest and bronc hos copy fa i led to show
any pul mo nary ne op las tic le si on, and the ca se was
the re fo re re gar ded as a pri mary esop ha ge al ma lig -
nancy. The prog no sis of our pa ti ent was po or be ca -
u se he had an ad van ced di se a se. It is very hard to
de tect the se tu mors at early sta ges be ca u se they dis-
se mi na te early. Large studies are ne ces sary to de fi -
ne a tre at ment al go rithm in the se pa ti ents. 
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