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The Incidence Of Barreit's Esophagus
In Iragi Patients With Erosive Gastroesophageal Reflux
Disease
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Aackground: Barett's esophagus is the condition i which colwnnar e pithe lintn re places
the sguarnons epthe o thatnorrmallrhines the distal esophagus. The diag nosis of Barre tt's
eeophaz us isbasedon the endoscopic findings and confired bathe presence of specialized
intestinal metaplasiaine sophagealbiopevepecitmens, Barett s asophagus 12 cormon in the
western world present in ahout 10%,  of patients with GERD who undergo endoscopry and
pethaps 1% ofthe zeneral population. Barmett's esophagus 15 predorunantl ya

digease of middle-aged white males and tao to three tines more cominon i e than
) ol

dunofihe Shidy

Towerifirthe incidence of Barre tt's esophagus in [raq i patie nts with exoste GERT.

Patients And Methods: Patierts who were discovered to have erosive GERD when
underwe nt OG0 were included . Duning endoscopie exarmination a carefil asesamentof
GE], squamocolurnnar junctionand hiahis hernia was made. Erosre GERDY wag graded
according to Savary-Ddilley Classification. Binpeies 2 crooabove the Tline were obtained
and exarine d foreside iee ofesophazitis,

cardiae tope me taplasia, and inte stinal me taplasia

JSesults: 115 patients (78 males and 37 females) were mcluded, the median aze was 46
wears. The shortest duration of illness was | month and the longest was 20 years. Cardiac
retaplasia (CIVD) was histologieally confivined in 2 (7.0%) patients; Barrett's metaplasia
(BIvD) was confirmed in 1 2010 4% patients, oo patients with Barretts metaplasia (2 outof
12716.75%7) also were diagnosed as having low and high-zrade dysplasia. The mean age of
patierts with Chiwas 47.9 years and that for Bl weas 49 6 years. Patie nts with Chiand BRI
were predorinantlymales. S yraptorn durationwas longer in B M zroup, BI and Ch wrere
seenmore frequently i erosive GERD ofgrades [ &£11 than in grade II1 & IV, Hiatus hermia
was also seen o re frequentl yin B zroup.

Lonclusipn syprovimately of patent with erasion givd were diagnosed with rant. epsvches
tale gender longer diveet of GERD swraptor and  bdatns hemia were confitrned as risk
factarfor B Iv
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junction.The gastroesophageal
junction the point at which the esophagus
ends and the stormach begins, is the most
proximal part of the gastric folds. Often
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INTRODITCTION

Barrett's esophagus is the condition in
which columnar epithelium replaces the
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suamous epitheliumthat normally lines
the distal esophagus. The condition
developswhen gastroesophageal refli:
disease (GERD) damages the
squamous esophagealmucosaandthei
njury  heals through a metaplastic
process in which columnar cells replace
SQUAMOoUs ones.
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Fiquire (1) classic Bamedt's esphages, with formpue s
off salfron-colred i woosd e xdemdling pross ally foe
e gasimesopiageal gurahion indo momy al pake
esopkageal i LooFa

The diagnosis of Barrett's esophagus is
hased on the endoscopic findings of
columnar  epthelium lining  the distal
esophagus and confirmed by the
presence of specialized intestinal
metaplasia in esophageal bhiopsy
specimens  {figure1).To document the
finding of columnar epithelivmin thedistal
esophagus the endoscopist mustidentify
haoththe squamo-columnar junction (SCJ)
and gastroesaophageal junction
(GEJ).The juxtaposition of pale
sguamods epithelium and reddish
columnar epithelium forms a visible line
calledthe z- line arthe squarmacolumnar

the £ line and the gastroesophagesl
junction coincidewhen the Z line is
located ahowe the GEJthere is a
colurmnar lined sedrment of esophagus’
Barrett's esophagus is common in the
western world | present in about 10%  of
patients with GERD who undergo
endoscopy  and perhaps 1% of the
general population. Barrett's esophagus
is predominantly a disease of middle-
aned white males and two to three times
mare camman in men than wamen It is
rare in nan white population,especially
African-American and Asiansand is
uncommon outside of Morth America
LEurope andAustralia, possibly related to
higher rates of H. loriinfection and less
severe GERD'The average age at the
time of diagnosis is approkimatel 55
years, but it has been repartedin children
older than & years® The prevalence of
Barrett's esophagus increases with
age,paralleling that of reflux
esophagitis hut the length of the
columnar-lined sedment remains
rermarkahl stable ewen over years of
endoscopic followup*Families are
reported with multiple members having
Barrett's esophagus,some with cancer
affecting more than one generation®. b ost
patients have classic reflux
symptams, hut  approximately  25%
discovered at endoscopy have no
esophageal complaints®. The classic
histologic finding in Barrett's esophagus
is a distinctive, specialized, intestinal
metaplasia with acid mucirrcontaining
goblet cells easily seen on hematoxylin
and ensin-stained sections with an alcian
hlug PH 2.5 stain {figure). It occupies
most ar all af the calumnar lined area and
is the type of epithelium in which
adenocarcinoma arises™. The epithelium
is composed mainky of goblet cells




interspersed between intermediate
mucous cells, hoth in the surface and
glandular epithelium. mature absorptive
intestinal cells with 3 well defined brush
horder are rare®™  t owas classically
considered that thethree typesof mucosa
had a zonal distribution from intestinal to
cardiac to fundic mucosa joining the
upper part of the stomach. However,
some mapping studies hawve
demonstrated in most Barrett's
oesophadgus a patchwark of the three
mucosal types, with a predominance of
the intestinal mucosa.
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Figure (2]
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enitheliun with goblet cells(right).

Some controversy exist owver the
classification of the Barrett's
esophagus’ classic or "lony sedment'
Barrett's esophagus requires at least 2
crm of columnar-lined esophagus and is
the best studied Barrett's subset  with
tradtional demographic features and
increased risk for dewveloping
adenocarcinoma. "short
segment'Barrett's esophagus refers to
shorter lenaths = 3 cm or tongues of
columnar  epithelium in the distal
esophagus  with intestinal metaplasia
anhiopsy. Thisentity isthree to five times
mare common than long  segment
variant and its risk of cancer appearsto
helowerlntestinal metaplasia at the
esophagogastric junction refers to
microscopic findings on biopsy hut no
wisible esophageal columnar epithelium
at endoscogpy and reportted in 10% to
32% of hiopsies from unselected
patients, many without reflux
symptoms'®. Wormen  and  ATrican-
Americans have a higher frequency of
thiz legion than patients with long ar
short segment Barrett's esophagus. The
etiology is controversial,some people
suggest this is the earliest form of
GERD"whereas others believe these
changes are secondary to H.pylori
infection™ lmporantly the cancer risk is
minimal,if atallPatients with long
segment Barrett's esophagus have an
estimated 30 to 125 times increased risk
of developing esophageal cancer
compared with the general population'™.
Cwer the past 20 years the incidence of
squamous cell carcinoma has stayed
canstant,while the incidence of
adenocarcinoma of the esophagus and
esophagogastric junction has risen five
fold Despite this cancer risk, most
patients with Barrett's esophagus die of
unrelated causes.Mearly 95% of patients
whio developed cancer did not know they
had antecedent Barrett's
esophagus”. Epidemniologic data suggest
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that the mean mferval from developing

Barre tt's e sophagus to cancer raaybe 20 10 30
arg.

Aim qfthe Sudp:

Towenfiyrthe incidence of Barrett'se sophagus

inIragi patients with erostee GERD.

PATIENTSANDMETHODS

The study group included 115 patients who
were referred to the endoscopy unit in the
Gastroenterclogy & Hepatology Teaching
Hospital betereern Jan. 2006 and Jan. 2008
and were discoversd to have erosive
gastroesophageal reflux disease ({erosive
GERD) during e ndosacopic exarination. 411
patients entering the study were requested to
camplete a symptom guestionnaire
concerning the presence of symptorms of
GERD (hearfomm, regmaitation, waterbrash,
odynophagia nausea and vomiting) ™™ and
eplgastric pain, and a history of
stnoking aleohol intake and nonsteroidal
anti-inflaroematory drugs (HSAID)  intake.
511 endoscoplc examinations were
perforned by one of the serdor endoscopists
using a standard wideo upper endoscope
(Olyngms GIF-Q240E, Tokwo, Japan).
Dhring endoscoplc examnination a careful
assessrnent of the following points wasraade:
The appearance of the
gastroesophageal junction was carefully
inspected (GET, definedas the jure tion of the
proximal gastric folds and the tubular
esaphagus]l "
The synamocolmomar junction was
alan ientified as the point where the
seuarnons mwucosa joimed the red-
coloreolmanar raucosa™
- Hiatus hemia (defined as the gastric
folds seen = 2 e abowve the
dia phoag e tie hiates) ™
Erostee GERD was graded according 1o
Savvary Wliller Classification™
as miable (1), Fourgquadrantbiopsies (2 from
each cuadinf) 2 cwm above the Zline,
regardless of its locatior, were obtained. The
specitnens we e the nexarined for evidenee

e 2
il 2

of - esophagitis (defined as the presence of
polymorphomuclear leukocytes, eosmaphils
ot an iherease d rumber of Tyrphocytes in the
esophageal epithelinm, degeneration of the
basal cell layers of the squarmous e pithe i
with exocytoels ofinflanmatoryeells, or
inflarmrnation inthe larmina propria),
cardiac and  fundic type metaplasia was
defined as coluwavar retaplasia with
glands containing mucouscells,
intestinal metaplasia (defined as the
presence of specialized absorptive
columnar epithelium with Goblet
cells) ™
Lnd Diyeplasia defined as neoplastic
change of the epithelinm that remains
confined within the basernent merbrane of
the gland from which it arises (l.e.
intrae pithe lial neoplasia). ™
The biopsy speciriens were exarined bya
single expert pathologist with special
interest in gastrointestinal pathology
Statistic al analysis was perforraed nsing the
P55 software package, wersion 7.5, The chi
sejuared test was used to cormpare categoncal
data.




RESULTS

During the 2 year period of the study 115
patients (78 males and 37 females) were
induded, the medisn age waz 46 wears
(range: 16-84 years). The shortest duration of

illne sz was 1 month and the longest was
20 yearsithe mean 38 m andthe range 3
240m inmalesand the mean 10 m and the
range 1-171 m in females). Demographic
and dinical charaderistics of patients are
shown in Table 2.
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GERD with imte shina! meizolzsiz and
lowegEne dysolasia (HEE X100

The mean age of patierts with Chl was
47 Syearsandthatfor BM was 49 Gyears.
patientswith reflux esophagitis alone were
predominantly males (67 4% ws 32.6%
females), also patients with  reflux
esophagitis and Ch were mainly males
(62.9% v 37.8% females CM =
&, similarly patientzwith refle: esophagitis
and BM were predominantly males (75%
vs 28% fermales, B =12) Although
gastrointestinal symptoms such as
hearthurn, epigastric pain, and nausea
were seen morefrequently inmale

[=11-3)
il 2

patients and male patients had more
social habits suchas smoking and alcohol
consumption, there was no significant
difference between these

threegroups.

Syrmptom duration was longer in the
RE+BM group than in the other twao
groups (RE alone and RE+CM 3 96
[2240]ws12[1162] and 43 [2211] manths,
respectively, (p=0.05).

Tahle 58 shows the endoscopic
characteristics of patients according to
the histopathological features.



B and Ch were seen more frequerth in
erosive GERD of grades | & Il than in
grade Nl &I,

InCh [ 38 patients (37.5%), 4/8 (50.0%],
T8 (12.8%) 1 were in grades |, & Il

DISCUSSTON

Barrett's metaplasia has heen accepted
as a premalignant lesion of the
ezsophagus which can lead to the
development of adenocarcinoma of the
esophagus. Therefore the lower
esophagus and the cardia have beeh the
focusof extensive research over the past
decade. This is mostly because of a
dramatic increaze in the incidence of
adenaocarcinoma ofthe GEJ overthe past
decadein'Western countrigg ®* ==
Inthe present study, we foundthat 10.4%
of patients whao had endoscopic GERD
had Barrett's metaplasia and 7% had
cardiac metaplasia We could anly find a
single similar study in the lterature
gstimating theincidence of Barrett's

In B [6/12 patient= (0%, 201 2(25%:),
212016.7%), and 10112 {8.2%) Jwerain
gradesl|, 1, 1 & W respectively.

Hiatus herniawas seen more frequently
in RE+BM group (66, 79%) than RE+CM
(50%) and RE alone aroup (34 8% with
{F =001

tetaplasia in patients with  endoscopic
GERD, all other studies in this field had
foensed on the ineidence or prevalence of
Barrett's esophagus in the general
population or in patients with GERD
syraptornshoth e rosive and non exoste.
Differences between the reported
prevalence of BE hawve been ohserved
atnong shodies frorm different countries. In
Grerrnany, prevale nee of BE was reported to
be 42%, howewer, BE prevalence was
reported to be 2.4% in Jordan " In another
study fror Turkey; Dincer et al. reported a
wery low prevalence (1.7%) of BE in their
study popnlatinn, although the noreber of
patients studied was quite small (n = 60),
they concluded that this finding may be
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related to the relatively yoinger mwan age of
patierts " The incidence of BE moar stdy zioup
1s higher thanother studies becanse our hos pital is
a temtiavr teferral center amd wre specifically
selected those patents with endascopie GERD,
while others stadied the gereral population or
those with symptomns of GERD only.  But it 15
sirilar to or even lower “considering our s pecific
shady group™ thanwrestern reports wlich indicate
prEvalence rates of 519%™ In a previous
Iraqi study dome in the Gastroenterclogy and
Hepatology Teacking Hospital in 2002 the
incidence of BE was Z2% i patierds with GERD
SYTHphos .

"% also found that BE is seen predominantly in
older age groops and males. These results are
similar to the previons stadies that wported a
higher prevalence m older gronps of patients and
males.”

Heowever Vontlainenet al. foind that the nale to
formale mtio of BE patients was 1." Hirota et al.
have also reported an equal distribution of BE
b etereen males and famales ™'

We also foand a2 sigmificast corwlation betarean
the symptom darabon and the presence of BE,
which demonstrates that lomger dumbon of
acidibile refhax to esophagus is a #sk factor for
developing BE.

Chir stady revealed that esophazifis 15 one of the
tisk factor in the development of EBE, also
Barrett's metaplasia was seenmom freqerntly in
erasive GERD of grades T & II (73%3) than in
grades OI & IV (25%) becanse early grades of
GERED wrere mor comrmon in our pabents.
Eesults of previows stadies Dmvestizating the
assoclation betwreen erosive esophagitis and BE
were comtraversial. While some of those shadies
fourd 1o correlation bebareen esophagitis and
BE,™" Vomtilairen et al. demomstrmted that
manctional spedalized cohnmar epithalim wras
assoclated with erosive esophagitis, sugges ting
that specialized colirmmar epithelmm may be a
remlt of GERD. 'Hiatms hema is known to be
more cormon a Inonr stady, latis henva was
fourd in&é T n= Bf12) of patierds with BE ;in
5% (redi8) of patients with CM and in only
3d 8% (n= 4095 of patients withait BE cx C M (P
= 0017, It has been known that hiatas hemia
presence may lead to GEED wlich can canse
BE."Dysplasia associated with Barrett's
esophagns 15 also comwidered a premaliznant
lesionIn our stady dysplasia was confimed
1885 of patients with BI (x= 2013 | the 2
patiemts weie bothmales oversl years, having the
symptons for long time, ore with grade ITGERD
and having katas herrnawhile the otherarith

[=11-3)
il 2

grade I GERD. This remlt is lower than that
reported by Hirota et al wiuch reported dysplasia
ind 5% ofhis BM patients.™

in patients with Bamett's metaplasia than in
healthy controls. & recent study by Careron
denonstrated that 6% of his patients with
BE habored a hiatus hernia ™ In our study,
hiatus hernia was found in 66 7% (n=8112)
of patients with BE  in 50°% (n=4%) of
patients with ChI and in ordy 348% (n =
40195} of patients without BE or CIWV (F =
0.013. It has been known that hiatus hernia
presenoe mavlead to GERD whichcan canss
BE "Diyeplasia associated with Bamett's
esophagus is also considered a prermalignant
lezion In our study dysplasia was confirmed
in 16.6%: of patie nts with BlI{n= 2112}, the 2
patients were hoth males owver &0
wears having the syrupto s for long titne, one
with grade II GERD and having hdatus hermia
while the other with grade III GERD. This
resultis lower than that reported by Hirota et
al. which reported dysplasia in 45% of his
BL patients ™

Inconclusion approxirately 10%: of patients
with erosive GERD were diaghosed with
Banett's esophiag us, Iale gendsr

. lomger duration of GERD syraptorns and
hiatos hermia were confirrned as risk factors
forBIW.
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