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v AKADEMIK GASTROENTEROLOJi DERGISi'nde,
gastroenteroloji alanindaki 6zguin arastirmalar, olgu su-
numlari, 6zguin gortintller yayinlanir.

V' Dergide derleme yazi yayinlanmayacaktir.

V' BUitdin yazilar YAYINLAMA ve iNCELEME KURU-
LU'nun onayindan gectikten sonra yayinlanir.

V' Dergide yayinlanacak yazi ve makaleler icin dil TURK-
CE'dir. Yabanci dilde yazilar yayinlanmayacaktir.

v Yazlar AKADEMiIK GASTROENTEROLOJi DER-
GiSi, Tlrk Gastroenteroloji Vakfi, Gaziler Sokak, 22/1,
06620, Abidinpasa, Ankara adresine 3 kopya gonderil-
melidir. Ayrica yazinin dtzeltilmis son seklinin dijital or-
tamda PC’'de Windows altinda Word programiyla yazi-
larak “doc” dosyasi olacak sekilde (CD'ye) kaydedilmis
bir kopyasinin gdnderilmesi gerekmektedir. Postadaki
kayiplardan dergi sorumlu degildir.

V' Dergiye génderilen yazilarin daha énce baska bir
yerde yayinlanmamis olmalari gerekir. Daha 6nce kong-
relerde teblig edilmis ve &zeti yayinlanmis calismalar,
bu 6zelligi belirtiimek lzere kabul edilebilir. Yayin icin
gdnderilen yazilarin geri alinmasi istenirse yazarin bir
dilekge ile basvurmasi gerekir.

V' Yazilar génderilirken kontrol listesi izlenecek ve
yayin hakkinin devri s6zlesmesi tiim yazarlarca imzala-
nacaktir.

V' Dergi, “Insan” 6gesinin icinde bulundugu tim calis-
malarda Helsinki Deklerasyonu Prensipleri‘ne uygunluk
(http://www.wma.net/e/policy/b3.htm) ilkesini kabul
eder. Bu tip calismalarin varliginda yazarlar, makalenin
GEREC VE YONTEMLER béltimtinde bu prensiplere uy-
gun olarak calismayi yaptiklarini, kurumlarinin etik ku-
rullarindan ve calismaya katilmis insanlardan “Bilgilen-
dirilmis olur” (informed consent) aldiklarini belirtmek
zorundadir.

yazarlara aciklama

v Calismada “Hayvan” 6gesi kullanilmis ise yazarlar,
makalenin GEREC VE YONTEMLER béliimiinde Gui-
de for the Care and Use of Laboratory Animals (www.
nap.edu/catalog/5140.html) prensipleri dosrultusunda
calismalarinda hayvan haklarini koruduklarini ve kurum-
larinin etik kurullarindan onay aldiklarini belirtmek zo-
rundadir.

v Olgu sunumlarinda hastanin kimliginin ortaya cik-
masina bakilmaksizin hastalardan “Bilgilendirilmis olur”
(informed consent) alinmalidir.

V' Eger makalede direkt-indirekt ticari baglanti veya
calisma icin maddi destek veren kurum mevcut ise ya-
zarlar; kullanilan ticari trtin, ilag, firma... ile ticari hicbir
iliskisininin olmadigini ve varsa nasil bir iliskisinin oldu-
gunu (konstiltan, diger anlasmalar), editére sunum say-
fasinda bildirmek zorundadir.

v Makalelerin etik kurallara uygunlugu yazarlarin so-
rumlulugundadir.

v Gonderilen yazilarin kontrol ve dtizeltmeler igin pos-
ta giderleri karsiligi olarak 50.00 TL, Turkiye is Bankasi,
Ankara Abidinpasa subesi (Sube Kodu: 4232) TGV Sag-
Ik Malz. Ltd. Sti. 512442 Nolu TL hesabina (IBAN: TR21
0006 4000 0014 2320 5124 42) yatirlacak ve dekon-
tun kopyasli yaziyla birlikte gonderilecektir.

V' Baslik sayfasinda kisaltma yapilmadan Tirkce ve
ingilizce olarak yazilmis basliklar yazilmalidir. Ttirkge ve
ingilizce basliklarin altina, en fazla 4 kelimeden olusan
kisa baslk yazilmalidir. Bu sayfada baslik disinda su bil-
giler bulunmalidir. Yazarlarin adlari bashgin altina acik
olarak yazilmali, soyadlarinin (izerine rakam yazilarak
calistiklari kurumlar dipnot olarak belirtiimelidir. Yazis-
malar icin sorumlu yazarin adresi, telefon ve faks numa-
rasl ile E-posta adresi yazilmalidir.

V' Arastirma herhangi bir kurulus tarafindan maddi des-
tek gérmusse makalenin bagliginin son kelimesi tizerine
yildiz (*) konularak ayni sayfada dipnot olarak belirtilir.



v Arastirma yazilarinda 6zetler Ttirkce ve ingilizce ola-
rak, en fazla 250 kelimeden olusacak sekilde yazilmali-
dir. Giris ve amag, gereg ve yontem, bulgular ve sonug
béltimlerinden olusmalidir. Ozetlerde kaynak, tablo,
resim ve kisaltma olmamalidir. Olgu bildirilerinde Ttirk-
ce ve ingilizce olmak tizere kisa bir 6zet yazilmalidir.
Anahtar kelimeler Tirkce ve ingilizce ézetlerin altina
yazilmaldir.

V' Metin yazimi A4 (21X29.7) katida cift aralikli olarak
sol ve sag tarafta 3 cm, Ust ve alt taraftan 2 cm bosluk
birakilarak yazilmalidir. Tim sayfalar baslik sayfasindan
baslamak lizere numaralandiriimalidir.

V' Kisaltmalar mimkiin oldugu kadar az kullaniimali
ve ilk gectigi yerde parantez icinde belirtimelidir. Ozet-
lerde kisaltma kullaniimamalidir. Arastirma yazilar 15
sayfayi, olgu bildirileri 5 sayfayr gegmemelidir.

v ARASTIRMA YAZILARI metni giris, gereg ve yon-
tem, bulgular, tartisma, kaynaklar, tablolar ve resim alt
yazilari seklinde siralanmalidir.

v 6ZGUN GORUNTULER bolimtinde yazi en fazla 4
fizik bulgu, cerrahi bulgu, cerrahi materyel, endosko-
pik, radyolojik veya histopatolojik resimlerden olusmali
ve bir hastaligi tanimlamalidir. Tanimlayici, kisa baslikla
baslamali, ilave bir metin, kaynakca ve tablo olmamali-
dir. ilk resim alt yazisinda hasta kisaca tanimlanmalidir.
Resim alt yazilar toplam 120 kelimeyi asmamalidir ve
cift aralikli yazilmalidir.

v DERGIYE MEKTUP kdsesine gonderilecek yazilar
AKADEMIK GASTROENTEROLOJI DERGISi'nde son
zamanlarda yayinlanmis yazilar tizerine olmalidir. Kisa
olgu sunulari, yeni bulgular ve yontemler de bu kdseye
gonderilebilir. Buraya génderilecek yazinin 2 sayfadan
fazla olmamasi arzu edilir.

V' Resim, grafik ve cizimler, iyi kalitede kuse kagida
cizilmis ya da basiimis olmalidir. Resim, grafik ve cizim-
lerin arkasinda bir ok isareti ile Gst kismi, sira numarasi
ve makalenin adi mutlaka belirtilmelidir.

vyazarlara aciklama

v Tablolar her biri ayri bir sayfaya arabik rakamlar-
la (Tablo 1, Tablo 2.... gibi) yazilmalidir. Her tablonun
bashgi olmali ve tabloda gecen kisaltmalar tablo altinda

belirtiimelidir.

v Kaynaklar, yazida gecis sirasina gore yazilmal
ve metinde parantez iginde belirtiimelidir. Cift aralikli
yazilmali, kisaltmalar Index Medicus'ta kullanildigi gibi
yapiimalidir. Konuyla ilgili yerli yayin varsa yazilmalidir.

Kaynaklarin formatlari su 3 sekilde olmalidir.
Uc veya daha az yazarli makale icin;

Ozbek E, Esrefoglu M. Tavsan ve sican duodenumunda-
ki bezlerin yapisal ve histolojik 6zellikleri. Turk J Gastro-
enterol 1999;10:126-32.

Ucten fazla yazarli makale icin;

Mungan Z, Demir K, Onuk MD, ve ark. Gastro6zofageal
refli hastaliginin tlkemizdeki 6zellikleri. Turk J Gastro-
enterol 1999;10:101-7.

Kitap kaynagi yazim ornegi;

Pope CE Il. Anatomy and developmental anomalies.
In: Sleisenger MH, Fordtran JS, Editors. Gastrointesti-
nal disease, pathophysiology, diagnosis, management.
Section A. The esophagus, 3 rd ed. Philadelphia. Saun-
ders 1983;407-14.

v Olcii birimi olarak metrik sistem kullanilmalidir.
V' Reprint verilmeyecektir.

V' Yayin kurallarina uygun olmayan sekilde génderilen
yayinlar degerlendirmeye alinmayacaktir. Bu nedenle
yayin basvurusu yapanlarin bu konulara azami dikkat

gbstermesi gerekmektedir.



instructions to

Specific research papers, case reports and authentic
images in the field of gastroenterology are publis-
hed in the THE TURKISH JOURNAL OF ACADEMIC
GASTROENTEROLOGY.

V' Review articles will not be published in the Journal.

V' All articles are published subject to authorization of
Publishing and Editing Board.

V' Articles in Turkish and English languages will be
published in the Journal.

v Articles should be mailed to THE TURKISH JOUR-
NAL OF ACADEMIC GASTROENTEROLOGY, Turk
Gastroenteroloji Vakfi, Gaziler Sokak, 22/1, 06620,
Abidinpasa, Ankara, Turkey in 3 copies. The final edited
version of the article should be submitted as softcopy
written on Word under Windows as “doc” file format
saved in a CD.

The journal do not undertake any liability for any pos-
sible losses in mail service.

V' Articles submitted to the journal should not be un-
published or under consideration for publication elsew-
here. The articles that were presented in congresses
and the abstracts of which were published may be ac-
cepted for publication in the Journal, as indicated they
were presented or published elsewhere. For the wit-
hdrawal of an article, the author should apply for the
Journal with a petition.

v A check list will be followed when submitting artic-
les and the Authors Agreement must be undersigned
by all authors .

V' The Journal abides by the principle of compliance to
the Helsinki Declaration (http://www.wma.net/e/poli-
cy/b3.htm) in all its works that are based on the “hu-
man” factor. In such studies, authors should confirm
compliance to such principles in the MATERIALS AND
METHODS part and should clearly state that they have
obtained “informed consents” from ethical boards of
relevant institutions and study participants.

v In studies involving “animal factor”, authors should
declare that they observe animals’ rights and have ta-
ken approval from ethical boards of their institutions as
per the principles of Guide for the Care and Use of La-
boratory Animals (www.nap.edu/catalog/5140.html)
in the MATERIALS AND METHODS part of the article.

V' Informed consent will be taken from the patients
in case reports notwithstanding disclosure of patient
identity.

V' As for direct and indirect commercial relations or
financial sponsorship for the study, authors should
acknowledge either absence of such commercial links
with the commercial products, drugs, companies, ... or
should disclose to the editor the type of relationship
they have with relevant counterparts (consultation, ot-
her agreements) in the cover page of the article.

V' Articles’ compliance to ethical rules is under the
responsibility of authors.

v As a mailing contribution of articles to be subject
to further proofreading and editing, 50,00 TL (Turkish
Liras) will be deposited to TL account of the TGV Saglik
Malz. Ltd. Sti. before Tuirkiye is Bank (IBAN: TR21 0006
4000 0014 2320 5124 42) with a copy of the bank
receipt submitted in attachment of the article.

V' The title in English will be stated in the title page
without any abbreviation. The brief title of maximum 4
words will be stated under the title. On the title page,
the following information will be stated besides the tit-
le: names of the authors will be written below the title.
Footnotes will be added to the surnames of the authors
and their institutions will be explained in the footno-
tes. The address, telephone and facsimile numbers and
e-mail address of the author responsible for correpon-
dences will be stated.

V' In case there is financial support given to the study,
footnote (*) will be added to the last word of the title
and it will be explained in the footnote on the same

page.




V' The abstracts of the research papers will be at most
250 words and be written in English. The articles will be
structured in parts of Background and Aims, Material
and Methods, and Results and Conclusions. The abstra-
cts will not include references, tables, images and abb-
reviations. Case reports will be supported with a short
abstract in English. The key words will be written right
below the abstract.

V' The text will be written on A4 paper (21x29.7) in
double line spacing and with 3 cm of margin from left
and right and 2 cm of margin from top and bottom. All
the pages starting from the title page will be numbered.

v Abbreviations should be avoided as much as possib-
le and should be indicated in brackets wherever they
are used. No abbreviation should be used in abstracts.
The research papers will not be more than 15 pages
and case reports will not more than 5 pages.

v RESEARCH PAPERS will be structured in the order
of introduction, material and method, results, discussi-
on, references, tables and captions.

v AUTHENTIC IMAGES text will include at most 4
physical results, surgical results, surgical material, en-
doscopic, radiological or histopathological images; and
they will define a disease. It will start with a definitive
short title and no text, reference and table will be al-
lowed. In the first caption the patient will be explained
briefly. The captions will be at most 120 words and will
be written in double line spacing.

v LETTERS TO THE JOURNAL will be on the recent
publications of the THE TURKISH JOURNAL OF ACA-
DEMIC GASTROENTEROLOGY. Short case reports,
new results and methods may also be sent to this part.
The letter to the journal will not be more than 2 pages.

v Pictures, graphics and charts, will be drawn or
printed on high quality coated paper. At the back page
of the pictures, graphics and charts, the top side will be
marked with an arrow and the number and the name
of the article will be stated.

v Each table should be given in a separate page with
Arabic numerals (Table 1, Table 2, etc.) with a title as-
signed for each table, and abbreviations used in the
table should be given under the table.

v References should be indicated according to order
of appearance in the article and they will be stated in
the text in paranthesis. Double spacing will be used and
the abbreviations will be given as in the format of Index
Medicus. Relevant national publications, if any, will be
stated. The format of the references will be as follows:

For Articles with three or less authors;

Ozbek E, Esrefoglu M. Structural and histological chara-
cteristics of duodenal glands of rabbits and rats. Turk J
Gastroenterol 1999;10:126-32.

For Articles with more than three authors;

Mungan Z, Demir K, Onuk MD, et al. Gastroesophage-
al reflux characteristics in Turkey. Turk J Gastroenterol
1999:10:101-7.

Book Reference entry sample;

Pope CE Il. Anatomy and developmental anomalies. In:
Sleisenger MH, Fordtran JS, Editors. Gastrointestinal
disease, pathophysiology, diagnosis, management. Se-
ction A. The esophagus, 3™ ed. Philadelphia. Saunders
1983;407-14.

V' Metric system will be used.
v Reprints will not be allowed.

V' Articles that are not in compliance with the publica-
tion rules will not be taken into consideration. There-
fore the applicants of publications need to pay utmost
attention to the publication rules.
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Porcelain Gallbladder

Porselen safra kesesi

ORIGINAL IMAGES

Muhammet Yener AKPINAR, Mustafa KAPLAN, Hale GOKCAN, Vedat ERKAN, Ertugrul KAYACETIN

Department of Gastroenterology, Turkiye Yuksek ihtisas Training and Research Hospital, Ankara

A 77-year-old female patient was admitted to our
hospital with abdominal pain, fever, and fatigue. Ul
trasonography was insufficient to evaluate her intraab-
dominal pathology due to intestinal gas. Computed
tomography revealed abscess formation. Surprisingly,
porcelain gallbladder appearance was observed (Figure
1). She was then administered intravenous antibiotics,
followed by percutaneous abscess drainage.

Porcelain gallbladder is defined as intramural gallblad-
der calcifications (1). Despite its rare frequency, it is be-
lieved that porcelain gallbladder has a high malignant
potential. Due to the risk of gallbladder cancer, prophy-
lactic cholecystectomy is the treatment of choice for
porcelain gallbladder (2).

REFERENCES

1. Cornell CM, Clarke R. Vicarious calcifications involving the gall-

bladder. Ann Surg 1959;149:67-72.

Correspondence: Muhammet Yener AKPINAR

Tlirkiye Yksek ihtisas Training and Research Hospital, Kizilay Street,
Sihhiye 06100 Ankara, Turkey

Phone: +90 312 306 10 00 + E-mail: muhammet.yener@gmail.com

Figure 1. Black arrow demonstrate porcelain gallbladder,
white arrow demonstrate abcess formation.

Opatrny L. Porcelain gallbladder. Can Med Assoc J 2002; 166:
933.

Manuscript: 25.02.2016 - Accepted: 23.03.2016
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OZGUN ARASTIRMA

Konya il merkezinde gastro6zofageal reflli hastaligi prevalansi

Prevalence of gastroesophageal reflux in the central province of Konya

Ozlem OZER CAKIR!, Ahmet CIZMECIOGLU?, Murat BIYIK?, Sami CIFCi#, Hiiseyin ATASEVEN?,

Hakki POLAT?, Ali DEMIR?

'Alanya Alaaddin Keykubat Universitesi, Tip Fakiiltesi, Gastroenteroloji ve Hepatoloji Bilim Dali, Antalya

’Konya Farabi Hastanesi, ic Hastaliklari Klinigi, Konya

3Necmettin Erbakan Universitesi, Meram Tip Fakliltesi, Gastroenteroloji ve Hepatoloji Bilim Dali, Konya

4SBU Kanuni Sultan Stileyman Egitim ve Arastirma Hastanesi, Gastroenteroloji ve Hepatoloji Klinigi, istanbul

Girig ve Amac: Gastroézofageal reflii hastaligi (st gastrointestinal ka-
nalin sik rastlanilan bir hastaligidir. Anatomik lokalizasyonu nedeniyle
dzofagusa komsulugu olan organlarin hastaliklarini taklit edebildigi gibi;
asil hastaligin sikayetini maskeleyebilmekte hatta olusan komplikasyon-
lari da baska organlarin fonksiyonlarini bozabilmektedir. Diinyada bati
tipi yasantisi olan toplumlarda daha sik gérilmektedir. Ttirkiye'de has-
talik epidemiyolojisi ile sinirli veri vardir. Gereg ve Yéntem: Yasadigimiz
cevrenin prevalansini belirleyebilmek amacgli yapilan ¢alismada Konya lli
Merkez ilcelerinde énceden belirlenmis rastgele adreslerdeki 2000 kisi
ile anket gdrismesi yapilmistir. Bulgular: 1188 kisi ile anket tamam-
lanabilmis, (%59 geri déntis orani), katiimcilarin 581°i kadin (%48.9),
607'si erkek (%51.1), yas ortalamasi 41.34+12.8 olarak hesaplanmistir.
Aylik semptomlar géz dntine alindiginda aylik %10,9 prevalans bulun-
mustur. Cinsiyet, medeni hal, egitim dlizeyi, meslek ve gelir durumu
refld ile iliskili bulunmazken yas ve viicut kitle indeksi ile korelasyon
saptanmistir (p<0.05). Sonug: Bulunan sonug itibariyle Konya ili merkez
ilcelerinde her U kisiden birinin kilolu ya da obez oldugu saptanmis,
reflti prevalansinin bati tlkelerine yakin oldugu gdrdlmdistdir.

Anahtar kelimeler: Gastroézofageal reflu, prevalans, Konya

GiRiS

Gastrodzofageal reflii hastaligi (GORH), mide veya du-
edenum iceriginin 6zofagusa gecerek semptomlara ve
histopatolojik hasara neden olmasi durumudur. Bircok
6nemli hastaligin benzer sikayetleri olmasi sebebiyle cogu
zaman diger hastaliklar dislandiktan sonra akla gelen;
buna ragmen toplumda sik rastlanan bir saglik sorunu-
dur. Oysa masum gibi gérilen hastalik; semptomlari ne-
deniyle sadece kisinin yasam kalitesini etkilemekle kalma-
makta, komplikasyonlari ile de orta derecede morbidite
ve mortaliteye de neden olmaktadir (1,2). Kaybettirdigi
is glict kaybi ve maliyetler de degerlendirilecek olunursa
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Background and Aims: Gastroesophageal reflux is a common disease
of the upper gastrointestinal tract. Because of the localization of esoph-
agus, gastroesophageal reflux can mimic the disease symptoms of oth-
er organs and mask the symptoms of the main illness. Furthermore,
some of its complications can impair the functions of other organs.
Reflux is common in the Western-societies; however, in Turkey, there is
limited data related to the epidemiology of this disease. Therefore, this
study aimed to determine the prevalence of gastrointestinal reflux in
Turkey. Materials and Methods: In this study, 2000 individuals were
randomly interviewed in the predetermined addresses of the central
districts of Konya. Results: The questionnaire was completed by 1188
subjects (response rate, 59%), including 581 (48.9%) women and 607
(51.1%) men. The mean age of participants was 41.34+12.8 years.
Gastroesophageal symptoms were prevalent in 10.9% of the study
population. There were no significant associations between gastro-
esophageal reflux disease and sex, marital status, level of education,
profession, or level of income. However, age and body mass index had
a significant positive correlation with gastroesophageal reflux disease
(p < 0.05). Conclusion: This study demonstrated that one of every
three subjects in the central region of Konya was overweight or obese
and the prevalence of gastroesophageal reflux was similar to that in
the Western countries.

Key words: Gastroesophageal reflux, prevalence, Konya

hastaligin boyutu daha iyi gorllebilir. Amerikan Gastro-
enteroloji Birligi'ne (AGA-American Gastroenterological
Association) gére GORH icin, prevalansin %6 civarinda
oldugu 2000 yilinda bile yaklasik olarak 24 milyar dolar
kadar harcama yapilmistir (2,3). Antirefli mekanizma-
larin bozulmasi sonucu olusan GORH, toplumun farkl
kesimlerinde farkli ylizdelerde gértilmekte olup haftalik
sikayet %4 ile %20 arasinda dediskenlik gostermektedir.
Bati diinyasinda siklik daha da artmaktadir. GORH, Ame-
rikan Gastroenteroloji Koleji (American College of Gast-
roenterology-ACG) tarafindan mide iceriginin 6zofagusa
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anormal bicimde gecisi ile olusan semptomlar toplulugu
ve mukozal hasar olarak tanimlanmistir (2). Bir baska
gbrus, Montreal Siniflandirmasi (The Montreal Classifica-
tion-TMC), mide refllstiniin semptomlara ve komplikas-
yonlara yol actigi durumda hastalik olarak kabul edilebile-
cedini tanimlamistir (3).

Refli hastaliginin ana semptomlari mide yanmasi (he-
artburn) ve regurjitasyondur.Bu sebeple epidemiyolojik
tahminlerde hastalik prevalansi ana semptomlarin olup
olmamasina gore yapilmaktadir (4). Ancak hastalarin
hepsinde heartburn olmayabilir (5). TMC, ntifus tabanli
calismalarda haftada bir ya da fazla semptomlari derece-
sine gore hafif, orta, agir seklinde gruplamistir (3).

Amerika Birlesik Devletleri'nde (ABD) Gallup Organizas-
yonu (The Gallup Organization) tarafindan llke ¢apinda
yapilmis toplum temelli calismada, katilimcilarin %44
ayda bir kez heartburn tariflemistir (6). Yine ABD'de ya-
pilmis bir ankette katilimcilarin %22'si son bir ay icerisin-
de heartburn ve regtirjtasyon tanimlarken, %16’sI sadece
regurjitasyon tariflemistir (5). 3 aylik suire icinde semp-
tomatik refltisti olan hastalar icin Avrupa‘daki prevalans
ise %5 ile %15,5 arasindadir (7). GORH prevalansi, haf-
talik sikayetler baz alindiinda bati dlinyasinda %10 ile
20 iken Asya'da %5 civarindadir (8,9). insidans ise bati
dlinyasinda %0,5'dir. Hastalik her iki cinsiyeti neredeyse
esit oranda etkilese de komplikasyonlari erkeklerde daha
sik gérulmektedir (10).

Tlrkiye'de yapilan GORH epidemiyolojik calismalarda ise
Mayo soru formu ve GERD-Q formu kullanimistir (11-
13). Bor ve arkadaslarinin Mayo skoru kullanarak yaptigi
calismada GORH prevalansi %20 saptanmistir (11). Tuir-
kiye'de Sivas ilinde yapilan calismada GORH prevalansi
%19,3 (12), Bolu ilindeki prevalans %12,5 (14), GORHEN
calismasindaki prevalans ise %22,8 (15) idi. Mungan ve
arkadaslarinin GERD-Q kullanarak Ttrk genel poptilas-
yonunda yaptiklari calismada GORH prevalansi %24,7
olarak saptanmistir (13). Bu calismalarin ktiimuilatif deger-
lendirilmesinde ise GORH prevalansi %23 olarak hesap-
lanmistir (16).

Konya ili merkez ilcelerinde yaptiggimiz anket calismasi ile
buradaki poptilasyonun GORH'den ne kadar ve ne sartlar
altinda etkilendigini ortaya koymayi amacladik. Buldugu-
muz yerde GORH sikliginin yas, cinsiyet, kilo, meslek, kro-
nik hastalik birlikteligi, ekonomik durum gibi demografik
ozelliklere gére dagiimini inceledik. Bulunan prevalans
ile Konya ili Merkez ilcesinde gtinltik yasamda ayni sika-
yetlerle gelen ytiz hastanin kacinda ayirial tanida GORH
ddstintlmesi ihtimalini de gdstermis olduk. Calisma esna-
sinda gunlik yasantisini 5nemli derecede etkileyen semp-
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tomlu hastalari ve hatta farkli tani alanlari birincil ve ikincil
tedavisi icin degerlendirme firsati bulduk.

GEREC ve YONTEM

Calismamiz; Konya il Merkezinde adresleri dnceden rast-
gele belirlenmis kisilere reflii hastaliginin ana belirtileri-
ni, sikligini ve kisisel 6zelliklerini sorgulayan toplamda 39
soru iceren anketin yéneltilmesi sonucu yapilan kesitsel
bir arastirmadir. Calisma Haziran 2010-Ekim 2010 tarih-
leri arasinda yapiimis olup 18-80 yas arasi gondillu kisiler
alinmistir. Calisma icin, Universitemizin ilag disi klinik aras-
tirmalar degerlendirme komisyonunun 26 Mayis 2010
tarih ve 2010/044 sayili etik kurul onayi alinmistir. GERD-
HRQL (Gastroeosophageal reflux disease-health related
quality of life), RDQ (Reflux disease questionnaire), GERD
Impact Scale (Gastroeosophageal reflux disease impact
scale), CROME Il (Combined ROME Il questionnaire) gibi
daha 6nceden kullaniimis anketler baz alinarak yeni bir
anket yapildi (Tablo 1). Ankette deneklerin yas, cinsiyet,
boy, kilo, medeni ve editim durumu, meslek, gelir gibi
demografik &zellikler yani sira aliskanliklar, kronik has-
taliklar gibi edinsel durumlar sorgulandi. Kullandigi ilag
ismini ya da grubunu bilen kisilerin kullandiklari ilaclar da
kayit edildi.

ilk 5 soru GORH varligini ortaya koyarken, 6, 7, 17, 22 nu-
marali sorular komplikasyonlari irdelemekte; 1, 2, 3, 4, 5,
9, 16, 24 numarali sorular 6zofagus semptomlart ile iligkili
iken 8, 10, 11,12, 13, 14, 15, 16, 17, 18, 19, 20, 21, 22,
23, 24 numarali sorular ise ekstra 6zofageal semptomlari
sorgulamakta idi. 17, 18 ve 25 numarali sorular hari¢ di-
ger tiim sorular 1'den 6'ya kadar semptomun siddetine
gbre derecelendirildi (11) (Tablo 2).

Buna gdre ilk 5 soruya (4, 5’e ilaveten/veya 1, 2, 3 ) dere-
ce olarak 4, 5, 6 cevabini verenler reflt pozitif gruba dahil
edildi. Duinyada benzer sekilde yapilmis ¢calismalar deger-
lendirildi. Bunlardan rastgele olarak ispanya’da yapilimis
olanin prevalans dederi alindi (12). %90 gli¢, £5 sapma
ile bilinen bir degerden tahmini evrende drnek sayisi he-
saplama teknigi ile 589 kisilik 6rnek sayisi olusturuldu. Bu
sayl dlizeltme etkisi “2" ile carpildi (589x2=1188). Ornek
buyukligu 1188 olarak bulundu. Bir toplumda 30 ayri
kidime alinmasinin heterojeniteyi temsil edecedi varsayil-
di. Boylece 6ngdrtlen drnek buyukltgu icinde toplamda
40 adet kiime hacmi hesaplandi (1188/30=40). Her evde
en az 2 eriskin olmasi muhtemel varsayilarak, her mahal-
leden 20 evin ankete alinmasi planlandi (40/2=20). 20
evde istenilen kdime hacminin elde edilemedigi durumda
ev sayisi 21-22-23... seklinde artirildi.
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Tablo 1. Anket formu

KONYA iLi MERKEZ iLCESINDE REFLU PREVALANSI ANKETI
Ad: Yas: Cinsiyet: Medeni Hali: Uyruk
Egitim durumu: Meslek: Aylik Gelir:
Boy Kilo Sigara Alkol Spor
Kronik hastalik KAH SVO DM KOAH Astim
KBY KrKC RA ( OA GUATR Migren
Depre Anemi Kanser Hepatit Gebelik :
ilag
- iE BN i
Son 3 ay icinde; ne sikhikla IR I N ~ 3y B
> i ® 87 8 iKY E
mig igiT T
1 | Mide lzerinde yanma hissiniz oldu? 1 2 3 4 5 6
2 | GOgus kemigi arkasinda agriniz oldu? 1 2 3 4 5 6
3 | GOgus kemidi tizerinde yanma hissi oldu? 1 2 3 4 5 6
4 | Mideden agziniza yiyecek gelmesi oldu? 1 2 3 4 5 6
5 | Agdziniza aci, tuzlu su gelmesi oldu? 1 2 3 4 5 6
6 | Agrili yutmaniz oldu? 1 2 3 4 5 6
7 | Yutma glgligundz oldu? 1 2 3 4 5 6
8 | Okslirtk, gece 6kstirtigu oldu? 1 2 3 4 5 6
9 | Bulanti, kusma oldu? 1 2 3 4 5 6
10 | Nefeste 6tme, islik oldu? 1 2 3 4 5 6
11 | Ses kisikhiginiz oldu? 1 2 3 4 5 6
12 | Giaklanmaniz oldu? 1 2 3 4 5 6
13 | Agiz kokunuz oldu? 1 2 3 4 5 6
14 | Bogazda ac tat hissettiniz? 1 2 3 4 5 6
15 | Bogazda dugtmlenme hissiniz oldu? 1 2 4 5 6
16 | Salya artisiniz oldu? 1 2 4 5 6
17 | Kilo verdiniz? EVET HAYIR
18 | Kilo aldiniz? EVET HAYIR
19 | Uykunuz béltindu? 1 2 3 4 5 6
20 | Salya artisiniz oldu? 1 3 4 5 6
21 | Nefes darliginiz oldu? 1 2 3 4 5 6
22 | Sinuzit oldu? 1 2 3 4 5 6
23 | Geniz akintiniz oldu? 1 2 3 4 5 6
24 | Siskinlik, gaz hissettiniz? 1 2 3 4 5 6
25 | Tedavi aldiniz mi? EVET HAYIR
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Tablo 2. Anket sorularinin derecelendirilmesi

1 2 3
Yok 3 ayda 1 Ayda 2'den az

Mahalle bazinda ntfusa agirlikli kiime &rnekleme yénte-
miyle klmelerin hangi mahallelerden alinacagina karar
verildi. il saglk muddrligtnden alinan ev halki tespit
fisi (ETF) kayrtlarinda merkez ilcelere baglh kéyler iptal
edilerek Konya ili merkez ilcelerinde (Selcuklu, Meram,
Karatay) mahalle niteliinde toplamda 251 vyerlesim
yeri secildi. Segilen yerlesim yerlerinin toplam ntfusu
950.152 idi. Bu ntifus saptanilan kiime sayisina béltindu
(950.152/30=31.672). Rastgele sayilar tablosundan 5 ra-
kamli sayilar sinifindan rastgele bir sayi secildi (24.323).
Bu saymnin icinde oldugu kidme ilk kiime olarak belirlen-
di. Bu secilen sayi Uizerine 31.672 eklenerek 2. kiimenin
baslayacagi mahalle, eklenilerek bulunan sayinin tizerine
tekrar 31.672 eklenerek 3. Klimenin baslayacagi ntifusun
oldugu mahalle bulundu. Bu sekilde 30 kiime ve mahal-
le secimleri yapildi. B&ylece ntfusa agdirlikli olarak her
31.672 kiside 1 kiime olusturulmus oldu. Belirlenen 30
mahalleye 20 saglik ocaginin hizmet verdigi goruld. ilgili
saglk ocaklarinin telefon numaralari il saglhk mdddirld-
glinden temin edildi. Her bir saglik ocagr aranarak secilen
mahalleye bakan ebe ve/veya hemsire ile gérusdldu. ETF
kartlarindan rastgele birini secmesi ve sectigi adresi bildir-
mesi istenildi. Alinan adres secilen mahalle icin baslangic
noktasi kabul edildi. Anket sorgulamasina bu noktadan
itibaren 20 hane/40 kisi oluncaya kadar ayni sokakta,
sokagin sonlanmasi durumunda saat yéntinde olan ilk
sokaktan devam edildi.

18 yasindan buytk 80 yasindan ktictik gondillu kisiler an-
kete alindi. Her evden 1. dereceden akraba olan en ¢ok
bir kisi alindi. Son 1 senedir Konya il Merkezinde oturma-
yan, ankete katilmayi reddeden, 18 yasindan klictik olan
kisiler ankete alinmadi. Anket esnasinda gerek gorildu-
glinde alarm semptomlar da soruldu. Semptomatik olan
hastalar fakdlltemiz gastroenteroloji poliklinigine davet
edildi.

Haziran-Ekim 2011 tarihleri arasinda yapilan calismada
hedeflenen 1188 anket formu icin ankete katilmama is-
tegi, yanlis cevap verme gibi nedenlerden dolayi yaklasik
olarak 2000 kisi ile gdrustldu (geri donus orani: %59).
Alinan kisisel bilgilerin kesinlikle paylasiimayacagi her de-
nege anket 6ncesinde séylenildi. Onceden belirlenen bir
hanede 2 kisi bulma ihtimalini artirmak icin hafta sonlari
ve mesai saatleri disinda anket yapildi. Birbirine komsu
olan mahalleler anketin duyulma ihtimalini ddstrmek icin

4 5 6

Ayda 2 kez Haftada 2 kez Hergtn

ardisik olarak tarandi. Bazi mahallelerde ankete dahil edil-
me kosuluna uyan ve énceden belirlenen rastgele adres
lizerine denk gelen isyerlerinde de anket uygulamasi ya-
pildi.

istatistiksel Analiz

Anket verileri SPSS (Statistical Packace For Social Science)
15.0 versiyon istatistik paket programi kullanilarak deger-
lendirildi. Verilerinin yorumlanmasinda Selcuk Universi-
tesi Meram Tip Faktiltesi Tibbi Istatistik Bilim Dali'ndan
destek alindi. Hastalarin yasi, ortalama+standart sapma,
diger degiskenler aksi belirtiimedikce ortalamazortalama-
nin standart hatasi seklinde ifade edildi. Strekli verilerin
bagintisini belirlemek icin “Pearson Korelasyon Katsayisi”
kullanildi. TUm P degerleri icin 6nemlilik diizeyi P< 0.05
kabul edildi. Kategorik degiskenlerde refli varliginin de-
recesi ile iliskisi icin “backward” yéntemi uygulandi. Y&-
neltilen sorularin reflild hastalarla olan iliskisini ortaya
koyabilmek icin “regresyon analizi” yapildi.

BULGULAR

Anket calismasinda 581'i kadin (%48.9), 607'si erkek
(%51.1) toplam 1188 kisi ile gdrdstildu. Yas ortalama-
s1 41.34+12.8 yil, ortanca yas 40 idi. Deneklerin 1002’si
(%84.3) evli iken 186'sI (%15.7) bekar ya da dul idi.

502 kisi (%42.2) ilkégretim mezunu iken, 397'si (%33.4)
lise, 289'u (%24.3) Universite mezunu idi. Aylik gelir be-
yaninin yaklasik %60'a yakini 1-2 bin lira arasinda idi.

Kilogram olarak alinan agirlik ve metre cinsinden alinan
boy olctleri viicut kiitle indeksi (VKi) (kg/m2) oranin-
dan hesaplandi. Buna gdre ankete katilanlarin sadece
%32.6'si normal kilolu (VKi=18.5-24.9), %57.9'u VKi=25-
29.9, %9,5'u ise VKI>30 idi. Veriler degerlendirilirken
santimetre olarak boy ve kilogram olarak agirlik degerleri
kendi iclerinde gruplandirilmisti. Ancak VKi hesaplanirken
ankete katilanlarin bilgileri direk hesaplanmisti. Béylece
verinin kendi grubu icinde dusuk veya ytksek bir bélim-
de olup da VKI hesaplanmasinda yanlislikla ytiksek ya da
ddstik ¢ikmasinin éntine gecilmis olundu.

Katilimailarin %31'i sigara kullanirken, %10a yakini spor
yapabiliyordu. %29.7'sinde dispeptik yakinmalar yapabi-
lecek ilaglarin kullanildigi en az bir kronik hastalik mevcut-
tu (Tablo 3).
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Tablo 3. Eslik eden kronik hastaliklar _I-lgstallgl irdeleyen son 25 soruya bakildiginda refli tanisi
icin 3, 4, 5 numarali sorulara cevaben siklik olarak 4, 5,

6 cevabini verenler reflti hastaligi var olarak kabul edildi
(3,11). Sorular degerlendirildiginde kriterlere uyan cevap

Frekans Yilizde Gegerli Toplanmis
ylizde ylizde

Y.°k . XL WA= AP /1.3 derecesine gére bulunan gastrodzofageal refll prevelan-
Hipertansiyon 72 6,1 6,1 77,4 s1%10.9 idi (Sekil 1).
Diabetes mellitus 61 5,1 5,1 82,5
Kroner arter hastaligi 29 2,4 2,4 84.9 Ankete gore refllist saptanan katilimcilarin demografik
Kronik obstriiktif ozelliklerine gore irdelenmesinde ise su sonuglara ulasild;
akciger hastaligi 12 1.0 Lo €52 cinsiyet, medeni hal, egitim durumu, meslek ve gelir du-
Hipotroidi 30 2,5 2,5 88,5 rumu reflu ile korelasyon géstermezken artan yas ve VKi
Gebelik 16 1,3 1,3 89,8 anlamli sekilde koreleydi (Tablo 4).
ool gff < nesialic 2l L) ] S Refllisu saptanilanlarin verdigi cevaplarla refld pozitifligi-
Diger 101 8.5 8,5 100,0 nin korelasyonuna bakildiginda ise 6, 7, 8, 10, 11, 13, 14,
Toplam 1188 100,0 1000 15, 19, 21ve 22 numarali sorular kismen; 1, 2,9, 12, 18,
20, 23 ve 24 numarali sorular orta derecede; 3, 4, 5ve 16
Tablo 4. Reflii ile demografik 6zellik arasindaki numarali sorular yuksek derecede iliskili idi. Verilen “refli
korelasyon yok” cevabina (derece 1) gdre siklik agisindan degerlen-
Yas Pearson korelasyonu ,85 (**) dirme yapildiginda soru 3 icin 2,4; soru 4 icin 12,3; soru
Sig. (2-tailed) ,003 5icin 2,4; soru 16 icin 1,6 Odds orani tespit edildi. Buna
N 1188 gore retrosternal yanma hissinin bulunmasi, reflist olma-
Cinsiyet Pearson korelasyonu 151 (%) yanlara gdre riski 2,4 kat, agiza mide iceriginin gelmesi
Sig. (2-tailed) ,000 (soru 4) 12,3 kat, agiza aci tuzlu sivi gelmesi (soru 5) 2.4
N 1188 kat ve salya artiginin olmasi (soru 16) 1,6 kat artirmakta
Egitim Pearson korelasyonu - 138 (**) idi (Tablo 5).
Sig. (2-tailed) ,000
N 1188
Meslek Pearson korelasyonu %10,9
Sig. (2-tailed)
N 1188
Gelir Pearson korelasyonu
Sig. (2-tailed) i
N e m Reflu (+)
Medeni Hal Pearson korelasyonu -,083 (**) m Reflli (-)
Sig. (2-tailed) ,004
N 1188
VKI Pearson korelasyonu L1119 (7%)
Sig. (2-tailed) ,000 %89,1
N 1188 Sekil 1. Gastro6zofageal reflli prevalansi

** +0.01 Uzeri degerde korelasyon anlamli (2-tailed). VKI: Viicut kitle indeksi.

Tablo 5. Reflii ile iliskili sorularda Odds oranlari

95,0% C.l.for

B SIES Wald df Sig. Exp(B) EXP(B)
Alt Ust Alt Ust Alt Ust Alt Ust
Soru 3 ,902 173 27,037 1 ,000 2,465 1,754 3,463
Soru 4 2,515 ,283 79,001 1 ,000 12,365 7,102 21,530
Soru 5 ,882 173 26,121 1 ,000 2,415 1,722 3,387
Soru 16 AT77 ,232 4,225 1 ,000 1,611 1,022 2,540
Constant -12,563 1,206 108,439 1 ,000 ,000




Daha Onceden tedavi alinip alinmadigini sorgulayan
25 numarali soru ile refltintin iliskisi tedavi alanlar lehi-
ne oldukca anlamlydi (PC=0,456, p<0,05). Kadinlarin
%15'inde reflii pozitif bulunurken erkeklerde bu oran
%6'da kalmakta; evli ntifusun %11'inde refli var iken
bekar ya da dullarin %4'tinde; ilkégretim mezunlarinin
%16'sinda reflli saptanmisken lise mezunlarinin %7sin-
de, Universite mezunlarinin %5'inde; normal ya da kilolu
ntfusun %8'inde reflti varken obezlerde oran %?24'lere
cikmaktaydi (Tablo 6).

Sigara, alkol ve sporla refll arasindaki iliski negatifti (PC
=-0,104, PC=-0,030 ve PC=-0,077, siraslyla). Ancak bu ko-
relasyon bir neden sonug iliskisi degildi.

Tablo 6. Reflii ile demografik veriler arasindaki

iliski korelasyon

Refliisti Olan Refliistii Olmayan

Cinsiyet Kadin 91 (%15,7) 490 (%84,3)

Erkek 38 (%6,3) 569 (%93,7)

. Evli 120 (%11,2) 882 (%88,8)
Medeni hal

Bekar 9 (%4,9) 177 (%95,1)

ilkokul 45 (%16,3) 232 (%83,7)

Ogrenim Ortaokul 36 (%16) 189 (%84)

Durumu Lise 31 (%7,8) 366 (%92,2)

Universite 17 (%5,9) 272 (%94,1)

18,524,9  31(%8,1) 356 (%91,9)

VKl kg/m?  2529,9 70 (%10,2) 618 (%89,8)

>30 28 (%24,8)
VKI: Viicut kitle indeksi.

85 (%75,2)

TARTISMA

GORH sik rastlanilan bir saglik sorunudur. Fizyolojik ola-
rak bazi insanlarda refltiye yatkinlik normal ntifusa gére
sik olsa da demografik 6zellikler de refld sikliginin artma-
sinda ¢ok dnemli rol oynarlar. Hastaligin topluma verdigi
zarar farkli boyutlarda kendini gosterebilmektedir. Kimi
hastada sadece yemek sonrasi regurjitasyon, rahatsizlik
hissi seklinde kendini g&sterirken kimisinde de tani alabi-
lecek bir karsinom olarak ortaya cikabilir. Hastaligin tani-
sinda ileri teknolojik aletlerden ziyade sadece anamnezin
ylksek olasilikla tanlyi koydurmasi hastalik icin kesinlikle
bir avantajdir. Bu avantaji kullanarak yasadigimiz cev-
renin reflti prevalansini belirlemek icin semptomlara ve
komplikasyonlara yénelik hazirladigimiz anket vasitasiyla
yaptigimiz calismada %11’e yakin prevalans elde ettik.
Bizim ilimizdeki refli prevalansi; Turkiye'de yapilan di-
ger calismalarin kimdilatif degerlendirilmesinden ortaya
cikan GORH prevalansi %23 olarak hesaplanmistir (16)

Konya ili ve refli prevalans

ve buna gére dustiktir. Konya il merkezimizdeki GORH
prevalansi %10,9 olup, Bolu ilindeki prevalansa (%12,5)
benzerlik gostermistir (14).

Hastalik icin uzun yillardir farkl (lkelerde prevalans ca-
lismasi yapilmis olup, bircok demografik ézelliklere gére
tasnif yapiimistir. Modern yasam, obezite, ekonomik
durum, yasl olmak hastalikla daha fazla karsilasma ihti-
malini arttirir gibi gértinse de bélgesel calismalar oldukca
dedisik sonuglar sunmaktadirlar.

Yetiskin ntifusu icine alacak sekilde Almanya’da yapiimis
benzer bir calismada 18-79 yas arasi 7124 kisi beslenme,
hayat kalitesi, demografik &zellikler acisindan arastiriimis,
%25 hafif, %14 orta ve %4 siddetli reflti prevalansi bu-
lunmustur (13). Yas dikkate alinmadiginda kadin-erkek
orani benzer bulunmus; 60-70'li yaslarda ise bayanlarda
siddetli reflli yakinmalari daha fazla bulunmustur. Calis-
mada refll prevalansi yasla son derece iliskili bulunmus,
sosyoekonomik durum, VKI, sigara icimi hakkinda yeterli
gorus belirtiimemis, sadece refllii semptomlari tizerinden
ylrdtdlmds ekstradzafageal semptom ve komplikasyon-
lar hakkinda soru sorulmamustir. VKi ile anlamli korelas-
yonu gosterdigimiz calismada tdm sorular arastirma go-
revlisi tarafindan yénlendirilmis olup hastaligi sorgulayan
sorular yaninda, 6zafagus disi semptomlari sorgulayan
sorular ve komplikasyonlari sorgulayan sorular da vard.
Calismamizda da refltisti olan hastalarin yasa bagl sika-
yet derecesinde artis vard.

Yine Almanya’da refllisi olan hastalarda disfaji preva-
lansini inceleyen bir diger ¢alismada 268 kisiye yoneltilen
anket sorularinin degerlendirilmesi neticesinde %34 reflu
prevalansi bulunmustur (14). KéIn sehrinde en az 1 yildan
fazla ikamet etmis kisilerle posta yoluyla irtibat kurulmus-
tur. Erkeklerin daha fazla sikayetlerinin bulundugu (%36)
calismada hastalarin %90'inin aylk, %25’inin haftada
ikiden fazla, %9’unun da guinltik semptomlarinin oldugu
ayrica %45'inin de reflli nedeniyle ilag aldigi saptanmistir.
Calismamizda reflti nedeniyle ilag kullanma orani %13,8
idi. Calismada prevalans ytzdesini arttirici etken olarak
refltintin  semptomatolojisinin iyi irdelenmesi, yapilan
gdriisme sayisinin coklugu ve donts oranindan bahsedil-
mistir. Bizim calismamiza Konya merkez ilceleri nlifusunu
temsil edebilecek en yuksek oranda érnek sayisi alinmis,
Onceden belirlenen adrese gidilip anket yapildigindan
geri dénus orani %59 olmustur.

Amerika’'da iyi drnekleme yapilmis GORH ve spastik kolon
birlikteligini sorgulayan bir diger calismada 2298 kisi ile
elektronik posta yolu ile anket yapilmis; erkeklerde %15,
kadinlarda %14 refli prevalansi bulunmustur (15). Calis-
mada reflti derece skorlamasi stire olarak 1 sene Uzerin-




OZER CAKIR ve ark.

den yapilmis, hastalik semptomlari olan kisiler refltindin
oldugu gruba alinmistir. Degerlendirmede erkek-kadin,
VKI, egitim durumu, medeni hali ve yaslar arasi fark sap-
tanilmamistir. Calismamizda son 3 aylik sure zarfinda
sorgulama yapilmis, ayda 2 ve daha fazla sikayeti olan
kisiler refltilti olarak kabul edilmistir. Calismamizin yapil-
digi zaman arali§i yaz dénemine rastladigindan bulunan
rakamlar da mevsimsel 6zellik tasimaktadir. Bu nedenle
senelik refld prevalansini géstermemektedir. Calismamiza
neredeyse esit sayida kadin ve erkek katilimar alinmistir.
Bizim buldugumuz degerlere gére de cinsiyet, editim du-
rumu ve medeni hal refli ile korelasyon gdstermezken
yas ve VKi yakin korelasyon gdéstermektedir.

Amerika'da azinliklar Uzerine yapilmis bir calismada ise
haftalik ortalama %26,2 gibi yuksek prevalans bulunmus-
tur (16). Kafkas, ispanyol, Afrika ve Asya gé¢menlerinde
yapilmis arastirmada hastalarin %32,9'u kilolu, %31,7’si
obez bulunmustur. VKI, yas ve dustik sosyoekonomik du-
rum ile korele olan refli hastalarindan Afrika ve ispan-
yol kokenlilerde reflti prevalansi daha fazla bulunmustur.
Burada ilging olan s6z konusu irklarin kendi tlkelerinde
yapilan benzer calismalarda reflli prevalanslarinin daha az
olmasiydi. Bati toplumlarinda prevalansin artmis gértilme-
sini destekler nitelikte olan bu durumun nedeni yapila-
cak buyuk ve detayll calismalarla ortaya konulabilecektir.
Ancak anket sonrasi verilen hediye ¢ekinin de prevalansi
ylksek cikartma ihtimali unutulmamalidir. Bizim ¢alisma-
mizda kilolu kisiler (VKi 25-30 arasl) %57,9, obezler ise
%39,5 oraninda idi. Sosyoekonomik farklilik yoktu. Lakin
calismamizda etnik grup detayr gézetilmemisti. Arjan-
tin'in farkli bolgelerinden toplamda 839 kisi ile anket ¢a-
lismasi yapilmig; yillik reflt semptomlar prevalansi %23,
GORH prevalansi % 11,9 olarak rapor edilmistir (17).
Emekli olmus yaslilar ve aktif calisanlarin secildigi bu calis-
mada, GERQ anketi semptom sikligi bir sene ile her glin
arasinda olacak sekilde yeniden dtzenlenerek 32 soru-
luk yeni bir anket yapilmis, degerlendirme sonrasi aylik
%16,8, haftalik %10,3 ve guinltik %3,1 reflli prevalansi
bulunmustur. Yine degerlendirmelerinde cinsiyet agisin-
dan farklilik bulamazken yas ve VKi ile belirgin korelasyon
bulmuslardir. Arjantin’de yapilan bu calisma yeni diizen-
lenmis bir anketin Ulkenin farkl 6zelliklerini sorgulayacak
olmasi bakimindan gerekliligini savunmustur. Ancak Av-
rupa ve Amerika kitalarr arasindaki belirgin refld farklihgr-
nin olmasinin bir nedeninin de farkl 6zellikte anket kul-
lanimina bagl olabilecedini de belirtmistir. Anketimizdeki
sorular daha énceden kullanilmis 4 farkli anketin yeniden
ddizenlenmesiyle yapilmistir. Tahmin edilen birgok faktére
ragmen Avrupa ile Amerika arasindaki bu reflti prevalans
farkliigr temelde halen belirsizdir (17).

Kalixanda calismasinda, isvec'te yaklasik olarak 3 bin
katilimar ile anket calismasi yapilmig, bunlardan rastgele
bin tanesine 6zofagogastroskopi yapilmistir (18). Haftalik
prevalans %14 bulunurken, %15,4 6zofajit saptanmistir.
Calismada ASQ kullaniimis olup prevalansin bu denli ytik-
sek cikmasinin sebebi olabilir. ASQ st ve alt abdominal
semptomlari beraber iceren sorulara sahiptir. Bizim calis-
mamizda %90 glic ile yasadigimiz cevreyi temsil edebile-
cek optimal érnek sayisi tespit edilmis, anket sorularinin
tamamen refli semptomatolojisi ve komplikasyonlarini
icermesine dikkat edilmistir.

Avustralya’da yapilmis 2973 kisiden olusan anket calis-
masinda ise reflli ve antisekretuvar ila¢ kullanimi arasin-
daki iliski 6ne cikariimistir (19). Bulunan reflli prevalansi
%12,4 iken, refli semptomlari nedeniyle ila¢ kullanan
hasta orani %16,9 olarak rapor edilmistir. Bizim ¢alisma-
mizda semptom nedeniyle ya da tedavi amacli ilag kulla-
nanlarin orani %13,8 idi. Antisekretuvar ilag kullanimimin
bu derece yuksek olmasi reflt sikliginin bati tlkelerinde
artis sikiginin indirek bir géstergesi olabilmektedir. Ytizde
59 geri donust olan bir diger calismada 50 soruluk bir
anket hazirlanmis, 2231 kisinin %21'inde GORH sempto-
mu tariflenmistir (20). Hastalarin kisisel 6zelliklerine bakil-
diginda VKI'i ve irritabl barsak sendromu (iBS), dispepsi
gibi bazi ek hastaliklar ile pozitif korelasyon bulunurken
yas ve cinsiyet ile korelasyon saptaniimamistir. Diger calis-
malarda saptaniimayan bir bulgu ise GORH etiyolojisinde
genetik faktdrlerin de bulunabilecek olmasi ihtimaliydi.
Galismada refltist olan hastalarin birinci derece yakinla-
rinda da reflu sikh@i artmis olarak bulunmustur. Oysa yap-
ti§imiz calismada oldugundan fazla ¢ikabilecek prevalansi
engellemek icin bu ihtimali gbzeterek birinci dereceden
yakinligr olan kisilerle anket gériismesi yapilmamisti. Fazla
alkol tiiketiminin refli ile iliskili bulundugu ¢alismada, bu-
nun sebebi olarak kronik alkol tiketiminin neden oldugu
néropatik hasar sorumlu tutulmustur. Bizim buldugumuz
alkol tlketimi %3 idi, ve refltilii hastalarla korelasyonu
yoktu (PC -0,030).

iran’da yapilmis bir baska calismada %33 gibi oldukca
ylksek bir reflti prevalansi bulunmustur (21). Ancak bu
calismada 6rnek sayisi nispeten az tutulmus ve gogebeler
lizerinde yapilmistir. Yine de bulunan sonuclar ilginctir.
Obez ya da olmayan kisiler ve cinsiyet arasinda istatis-
tiksel fark bulunamamis, risk faktérleri arasinda Gzellik-
le meyve ve sebze tlketiminin refltyd arttirmis oldugu
gorilmustdr. Calismaya gére meyve ve sebze tliketimi
reflliyi 2,7 kat artirmakta idi (OR:2,7). Bu durum yeni-
len yiyecedin niteligi yaninda arastirmanin yapildigi top-
lumun ekonomik durumu ve aliskanliklari ile daha alakali
gibi géziikmektedir. Calismamizda VKI artisinin refltyui



arttirdigi g6sterilmis; yeme aliskanliklari ve etnik kékene
ait sorularin olmamasi nedeniyle VKi'nin ytiksek oldugu
bélgemizde daha detayli sonuclar g¢ikarilamamistir (22).
Ancak calismamizin amaclari arasinda yasadigimiz cev-
renin prevalansini bulacak olmamiz etnik kokeni sorgu-
lamamamizin nedeni olabilir. Ayrica belirtilen ¢alismada
yasak olmasindan dolayi alkol sorgulamasi yapiimamistir.
Bu nedenle olasi alkol aliminin etkileyecedi dispeptik ya-
kinmalar nedeniyle prevalans yuksek bulunmus olabilir.

Diger bir Ortadogu llkesi olan israil'de de benzer bir
arastirma yapilmig; haftalik refli prevalansi %12,5 olarak
bulunmustur (23). Telefon konusmasi seklinde yapilan
ankette toplamda 2027 gérisme yapilmis, dederlendir-
mede ise diger calismalar gibi cinsiyet farki saptanmamis-
tir. Calismada bazi acilardan eksik sorgulama yapildigi
kabul edilse de ilging bazi saptamalar da belirtmistir. Sos-
yoekonomik durum ile reflti diskordansi mevcuttu. Bu so-
nucu destekleyen diger calismalarda da séylenildigi lizere
sosyoekonomik olarak dtstik kesimde sigara ve normal
kiloyu asma ihtimali daha fazla idi. Yine bu calismada
sikayetlerden dolayr ilag alan, almayan kesimin yaninda
bazi yontemler ile reflli semptomlarini ortadan kaldirma-
ya calisan %22,5'luk bir grup daha vardi. icerik olarak
dogal bitki karisimlarindan ve geleneksel bazi yéntemler-
den olusmakta idi. Calismanin bir uzman tarafindan yapil-
mamasl, ekstra 6zofageal semptomlarin sorgulanmamig
olmasi ve bircok calismada ispatlanmis VKi-reflu iliskisine
ragmen VKi hesaplanilmamis olmasi eksik taraflari idi. Bu
nedenle her ne kadar ortalama bir refli prevalansi raka-
mi bulunmus olsa da bizim calismamizdaki sartlar olus-
turulmamis, bdylece olasi diger nedenler dislanamamis
olabilir.

Akdeniz kiyisinda yapilan bir calismada ise haftalik pre-
valans %15 olarak bulunmustur (12). Arastirmada bizim
anketimize benzer demografik 6zelliklerden sadece VKIi
ile refli korelasyonu bildirilmistir. Calismadaki yas arall-
ginda alkol aliminin %100’e yaklastigi halde refli ile ilis-
kilendirilmemis olmasi ilginctir. Daha 6nceki calismalarda
risk faktord olarak bahsedilmemis hiperkolesteroleminin
bu calismada iliskili bulunmus olmasi dikkat cekicidir. An-
cak bu faktéri cogu zaman obeziteden ayirmak mumkdin
degildir. Ornekleme modeli, benzer demografik 6zellikler
ve ortalama refll prevalansi nedeniyle anketimizin sayisal
niteliklerini olustururken bu calismadan esinlendik.

Avrupa, Orta Dogdu ve Amerika'da refli prevalansi
%710-20 arasinda iken Asya’daki veriler prevalansin %2-7
arasinda oldugunu gdstermektedir. Ancak Asya‘da ra-
kamsal olarak az gibi gérilen prevalansin sanildigindan
daha fazla oldugu endoskopik calismalarla gosterilmistir
(24).

Konya ili ve refli prevalans

Dedisik tlkelerdeki reflt prevalansi farkliliginin sebeplerin-
den bazilari da semptom tanimlama yanlish§i ve tanida
standardizasyon yapilmamasi olabilir. Bizce sadece semp-
tomlari olan hastalarin degil; komplikasyonu olan hasta-
larin da prevalansa dahil edilmesi gerekmektedir. Oyle ki
bazi llkelerde katilimcilara birebir ¢evrilmis anket sorulari
sorulmus, katilimcilar ézellikle “heartburn” ifadesini tam
olarak anlayamadan olumsuz yénde cevap vermislerdir.
Hatta kimi Uzakdogu dillerinde “heartburn” teriminin
tam olarak karsiligr yoktur.

Japonya'da rutin kontrole gelen kisilerde yapilmis bir ca-
lismada haftalik %4,6, aylk %12,8, ortalama %6,6 ora-
ninda prevalans bulunmustur (11). Cinsiyet farkliigi bulu-
namayan degderlendirmenin timunun belirli sirketlerde ve
calisanlar tizerinde yapilmis olmasi tiim ntifusa genellene-
meyecek olmasini dustindtirmektedir.

Tdm ntfusa genellenebilecek bir érnek sayisi ile yapilan
diger bir calismada ise prevalans aylik %20 olarak gdsteril-
mistir (25). Anketin katilimci sayisinin cok olmasina karsin
anket sorularinin detaysiz, endoskopi kontroltine gelen
kisilerde yapilmasi ve (g sorudan ibaret olmasi topluma
uyarlanabilirligini stiphede birakir gibiydi. Yine de seksen
bin civarinda kisinin anketinin yapilmasi ile yetinilmeyip
endoskopisinin de yapiimasi guvenilirligini arttiran etken-
lerdir. Sonucta hiatal hernili ve Ulserli hastalarda cinsiyet
gdzetmeksizin prevalansin fazla oldugu saptanmistir.

Kore'den gelen prevalans ylzdesi ise haftalik %3,5'dir
(26). Yas, cinsiyet, VKi, sosyoekonomik durumla korelas-
yon bulunmamistir. Dogu-Bati arasindaki reflt prevalans
farkina dair genetik ve Helicobacter pylori (H. pylori) etki-
sinin bahsedildigi calismada H. pylori koruyucu bir faktér
olarak sunulmustur. Oysa calismada H. pylori'ye ait veri
olmamasina ragmen H. pylori'nin Gliney Asya ve siyah
irkta fazla olmasi da istatiksel olarak verileri destekler ni-
teliktedir.

Son olarak tilkemizde birinci basamak saglik kuruluslarina
basvuran hastalarda yapilmis bir prevalans calismasinda
dispeptik sikayetleri olan ve olmayan hastalar ankete tabi
tutulmus, dispeptik sikayetlerle gelen hastalarda %38,3
reflli tanisi konulurken, diger grupta %25,4 gibi olduk-
ca yuksek bir rakam bulunmustur (27). Burada anketin
doktor tarafindan yapilmasi, dolayisiyla taninin doktor
tarafindan konulmasi dikkat cekerken, saglik kurumuna
zaten herhangi bir rahatsizlik nedeniyle basvuran hasta-
larda ytiksek oranda refli prevalansi bulunmasi kabulleni-
lebilecek bir durumdur. Erkek/kadin orani 2,25 olarak bu-
lunmustur. Bizim calismamizda anket sorulari arastirma
gbrevlisi tarafindan yéneltilirken, degerlendirme sonrasi
refllilli hastalarda erkek kadin orani esit olarak cikmistir.
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Referansi verilen calismanin sikayeti olan hastalar tzerin-
de yapilmis olmasi nedeniyle toplumdaki gercek prevalan-
si yansitmayacak olmasi bilinmelidir.

Sonucta; yapilan tiim calismalarda ortak olarak GORH ile
iliskili durumlar kilo alimi, yas, beslenme sekli, sigara-alkol
kullanimi gibi literatlirde zaten hastaligin etiyolojisinde
bahsedilen sebepleri onaylamaktadir. Diyetteki yag orani-
nin batiya gidildikce artmasi, hastaligin dogu tlkelerinde
daha az gorilmesini agiklayabilir. Hemen hemen bdittin
calismalarda zannedilenin aksine kadinlarda refld preva-
lansi erkeklerdekine esit bulunmustur. Ancak yas artisl
ile beraber kadinlar aleyhine bir artis da séz konusu gibi
gortlmektedir.

Yapilan ¢alismalarin tamaminda bat-dogu karsilastirmasi
yapilirken kuzey-gtiney kiyaslamasi yapilmamistir. Sicaklik
ve iklim degisikliklerinin de etiyolojide yer alabilmesi adina
bu konuda da arastirma yapiimasi faydali olacaktir.

Yine buituin calismalarda 6zellikle analjezik olarak non-ste-
roid antiinflamatuvarlarin (NSAIi) ne kadar fazla kullanil-
digi rakamsal olarak da ifade edilmistir. Etiyolojideki yeri
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OZGUN ARASTIRMA

Colyak hastaliginda Helicobacter pylori prevalansinin

degerlendirilmesi

Evaluation of Helicobacter pylori prevalence in celiac disease

Evrim KAHRAMANOGLU AKSOY', Ferdane SAPMAZ', Muhammet Yener AKPINAR', Metin UZMAN'

Zeynep GOKTAS?

'Kecioren Eg@itim ve Arastirma Hastanesi, Gastroenteroloji BSIUmu, Ankara,

?Hacettepe Universitesi Saglik Bilimleri Faktiltesi Beslenme ve Diyetetik Anabilim Dali, Ankara

Giris ve Amag: Helicobacter pylori’'nin ¢élyak hastaligina karsi koru-
yucu rolti olabilecegini gosteren calismalarin yani sira; ¢Slyak hastali-
ginda Helicobacter pylori prevalansinin arttigini gdsteren ¢alismalar da
mevcuttur. Biz ¢alismamizda; klinigimizde ¢Slyak hastaligi tanisi almis
hastalarda tani aninda Helicobacter pylori prevalansini saptamayi ve yas
uyumlu kontrol grubu ile karsilastirmayr amacladik. Gere¢ ve Yéntem:
Calismaya 41 ¢blyak hastasi, yas ve cinsiyet uyumlu dispeptik sikayetleri
nedeni ile st gastrointestinal sistem endoskopisi yapilmis 82 kontrol
hastasi dahil edildi. Bulgular: Helicobacter pylori 41 ¢dlyak hastasinin
20'sinde (48,8%), 82 kontrol hastasinin 70‘inde (85.4%) tespit edildi.
Helicobacter pylori prevalansi ¢élyak hastalarinda genel poptilasyondan
daha az saptandi. Sonug¢: Colyak hastaliginin patogenezinde Helicoba-
cter pylori‘'nin roltind degerlendirmek igin ¢ok sayida hasta iceren ¢cok
merkezli calismalara ihtiya¢ vardir.

Anahtar kelimeler: Célyak hastaligi, Helicobacter pylori, prevalans

GiRiS

Colyak hastaligi (CH); genetik olarak yatkin bireylerde ta-
hil ve tahil trtinlerinde bulunan glutene maruziyet sonra-
s tetiklenen T-hticre aracili otoimmtn bir hastaliktir (1).
Dunya capinda bircok poptilasyonda yapilan farkl calis-
malarda CH prevalansi yaklasik %1 olarak g&sterilmistir
(2). Hastalar asemptomatik olabildigi gibi, karin agrisi,
siskinlik, kilo kaybi, ishal gibi semptomlar da gérdilebilir.
Bunlarin yani sira mikronutrientlerin yetersiz absorbsiyo-
nu sonucu anemi ve osteoporoz gibi cesitli ekstraintesti-
nal semptomlara da yol acabilir. Tip 1 diabetes mellitus
(DM), otoimmuin tiroidit, Sjégren sendromu gibi otoim-
mun hastaliklar, Down ve Turner sendromu gibi genetik
hastaliklar ile birliktelik gosterebilir (3).

GH'da klasik histopatolojik bulgular villuslarda atrofi, kript
hiperplazisi, villus kript oraninin azalmasi ve intraepitel-
yal lenfosit (IEL) sayisinin artmasidir. Villus atrofisi nor-
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Background and Aims: Although studies have reported a protective
role of Helicobacter pylori against celiac disease, some studies have
shown an increased prevalence of Helicobacter pylori in celiac disease.
We aimed to detect the prevalence of Helicobacter pylori at the time
of the diagnosis of celiac disease and compared it with an age-matched
control group in our clinic. Materials and Methods: In this study, 41
celiac and 82 control patients, with similar age and sex, who underwent
an upper gastrointestinal endoscopy for dyspeptic symptoms were in-
cluded. Results: Helicobacter pylori was detected in 20 (48.8%) of the
41 celiac patients and in 70 (85.4%) of the 82 control subjects. The
prevalence of Helicobacter pylori was lower in celiac patients than in
the general population. Conclusion: Multicenter studies including a
larger number of patients are needed to assess the role of Helicobacter
pylori in the pathogenesis of celiac disease.

Key words: Celiac disease, Helicobacter pylori, prevalence

mal villus yapisinin korunmasindan, parsiyel ya da yaygin
atrofiye kadar degisik derecelerde gértilebilir. Ancak bu
degisiklikler karakteristik olmasina ragmen CH icin spesi-
fik degildir. Duodenal lenfositoza yol acan diger nedenler
arasinda infeksiyéz diyare, gida alerjileri, insan bagdisiklik
yetmezlik virlisu (HIV) enteropatisinin yani sira Helicobac-
ter pylori (H. pylori) enfeksiyonu sayilabilir (4,5).

H. pylori; kronik gastrit, peptik Ulser, adenokanser gibi
ciddi gastrointestinal hastaliklara yol acabilen gram nega-
tif bir bakteridir (6). Otoimmuin gastritin yani sira immdn
trombositopenik purpura, multiple skleroz, psoriazis gibi
gastrointestinal sistem disi otoimmdin hastaliklarla da ilis-
kilendirilmistir (7). Dogustan immdin inflamatuvar yanitin
yani sira sistemik humoral immun yanit da hem CH hem
de H. pylori enfeksiyonunda gdsterilmistir (8). CH ve H.
pylori iliskisini g&steren celiskili calismalar mevcuttur. H.
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pylori enfeksiyonunun CH ile birlikte duodenal mukozal
hasari daha da arttiracagini gésteren calismalarin yani
sira; CH ile H. pylori arasinda zit iliskiyi gésteren calisma-
lar da bulunmaktadir. H. pylori'nin CH'na karsi koruyucu
rolii olabilecedi tzerinde durulmustur (9-11).

Biz bu calismamizda; klinigimizde CH tanisi almis hasta-
larda tani aninda H. pylori prevalansini saptamayi ve yas
uyumlu kontrol grubu ile karsilastirmayr amacladik.

GEREC ve YONTEM

Bu calisma, CH'larindaki H. pylori prevalansini saptamak
lizere retrospektif olarak planlandi. Ocak 2007 ile Eyldil
2017 tarihleri arasinda Ust gastrointestinal sistem endos-
kopisi yapilmis, mide ve duodenum biyopsisi alinmis, his-
topatolojik dederlendirme sonucu CH tanisi almis, 18 yas
UstU yeni tanili hastalar calismaya dahil edildi. Hastane
veritabanindan hastalarin medikal kayitlari incelendi. Son
dort hafta icerisinde antibiyotik ve proton pompa inhi-
bitéru kullanan hastalar calisma disi birakildi. 41 ¢célyak
hastasi (29 kadin, 12 erkek ) calismaya dahil edildi. Kont-
rol grubu olarak dispeptik sikayetleri nedeni ile Ust gast-
rointestinal sistem endoskopisi yapiimis ve mide ve duo-
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denum biyopsisi alinmig, patolojisinde ¢élyak ile uyumlu
bulgu saptanmamis, yas ve cinsiyet uyumlu, son dort
hafta icerisinde antibiyotik ve proton pompa inhibitoru
kullanimi olmayan 82 hasta rastgele secildi.

istatistiksel Analiz

Veriler SPSS IBM 22.0 (New York, ABD) programi kul-
lanilarak analiz edilmistir. Nominal veriler sayi ve ylzde
olarak belirtilmistir. Sayisal veriler ortalama ve standart
sapma olarak belirtiimistir. Nominal ve ordinal verilerin
analizinde Ki-kare testleri kullaniimistir. Odds Ratio (OR)
ve %95 gliven araliklari hesaplanmistir. iki grup ortalama-
lari Student t test kullanilarak analiz edilmistir. P degeri
0.05'in altinda istatistiksel olarak anlamli sayilmistir.

BULGULAR

H. pylori; 41 ¢lyak hastasinin 20'sinde (%48.8), 82 sag-
likli kontroltin 70’inde (%85.4) pozitif olarak saptandi.
Tedavi sonrasi eradikasyon oranlari her iki grupta da ben-
zerdi (p>0.05). Mide mukozasindaki H. pylori siddeti acI-
sindan gruplar arasi fark mevcuttu. CH grubunda H. pylo-
ri siddeti +1 olan hasta sayisi fazla iken, kontrol grubunda
+2 H. pylori hasta sayisi fazla idi (Tablo 1). Célyak hasta

Tablo 1. Célyak hastalar ve kontrol grubu arasindaki demografik 6zellikler

Colyak Hasta Grubu Kontrol Grubu OR (CI 95%) p
(n=41) (n=82)

Yas (yil) 36.5+11.91 36.1£12.11 N/A >0.05
Cinsiyet (%K) 29 (%70.7) 57 (%69.5) 1.06 (0.47-2.41) >0.05
H. pylori pozitif hasta sayisi (%) 20 (%48.8) 70 (%85.4) 0.16 (0.07-0.39) <0.001
H. pylori siddeti

(+) 9 (%45.0) 13 (%18.6) N/A <0.001

(++) 8 (%40.0) 36 (%51.4) N/A <0.001

(+++) 3 (%15.0) 21 (%30.0) N/A <0.001
Tedavi sonrasi H. pylori pozitif hasta sayisi (%) 3 (%15.0) 8 (%11.4) N/A >0.05

Tablo 2. Célyak hasta grubu ve kontrol grubunun endoskopi endikasyonlari

Endoskopi Endikasyonu Colyak Hasta Grubu Kontrol Grubu OR (CI 95%) p

Dispepsi 17 (%41.5) 58 (%70.7) 0.29 (0.13-0.64) 0.002
Anemi 27 (%65.9) 14 (%17.1) 9.37 (3.94-22.24) <0.001
Refli semptomlari 0 (%0.0) 23 (%28.0) N/A <0.001
ishal etiyolojisi 10 (%24.4) 0 (%0.0) N/A <0.001
Antikor pozitifligi 4 (%9.8) 0 (%0.0) N/A 0.004
Disfaji 0 (%0.0) 3 (%3.7) N/A >0.05
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Endoskopi Bulgusu Colyak Hasta Grubu
Antral gastrit 0 (%0.0)

Pangastrit 29 (%70.7)
Duodenit 15 (%36.6)
Taraklanma 7 (%17.1)

Nodtiler duodenum 19 (%46.3)
AOS yetmezligi 0 (%0.0)

AOS: Alt 6zofagus sfinkter

Tablo 4. Colyak hastalarinda Marsh skorlamasina gore H. pylori pozitifligi

Tablo 3. Colyak hasta grubu ve kontrol grubundaki endoskopik bulgular
Kontrol Grubu
29 (%35.4)
42 (%51.2)
17 (%20.7)
0 (%0.0)
0 (%0.0)
21 (%25.6)

OR (Cl 95%) p
N/A <0.001
2.30 (1.03-5.12) 0.039
2.21 (0.96-5.06) >0.05
N/A <0.001
N/A <0.001
N/A <0.001

Marsh Hp Pozitif
2 5 (%25.0)
3a 6 (%30.0)
3b 4 (%20.0)
3¢ 5 (%25.0)

Hp Negatif
3(%14.3)
4 (%19.0)
4 (%19.0)
10 (%47.6)

OR (Cl 95%) p
2.0 (0.41-9.78) >0.05
1.8 (0.43-7.76) >0.05
1.1(0.23-4.98) >0.05

0.37 (0.10-1.38) >0.05

Tablo 5. Célyak hasta grubu ve kontrol grubu arasinda H. pylori pozitifligine gére Sydney siniflamasi

parametrelerinin degerlendirilmesi

Colyak Hasta Grubu

Hp Pozitif

inflamasyon
) 1(%5.0)
(+) 2 (%10.0)
(++) 10 (%50.0)
(+++) 7 (%35.0)

<0.001
Aktivasyon
() 2 (%10.0)
(+) 7 (%35.0)
(++) 8 (%40.0)
(+++) 3 (%15.0)

<0.001
Atrofi
() 20 (%100.0)
(+) 0 (%0.0)
p >0.05
intestinal metaplazi
() 19 (%95.0)
(+) 1 (%5.0)
53 0 (%0.0)
P >0.05

*Ki-kare testi uygulanmistir
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Hp Negatif

13 (%61.9)

4 (%19.0)
3(%14.3)
1(%4.8)

20
0
1
0

%95.2)
%0.0)
%4.8)
%0.0)

e

20 (%95.2)
1(%4.8)

19 (%90.5)
0 (%0.0)
2 (%9.5)

Kontrol Grubu

Hp Pozitif

0 (%0.0)
16 (%22.9)
46 (%65.7)
8 (%11.4)

2 (%2.9)
38 (%54.3)
27 (%38.6)

3 (%4.3)

69 (%98.6)
1(%1.4)

62 (%88.6)
7 (%10.0)
1(%1.4)

Hp Negatif

5 (%41.7)

7 (%58.3)

0 (%0.0)

0 (%0.0)
<0.001

8 (%66.7)

4 (%33.3)

0 (%0.0)

0 (%0.0)
<0.001

12 (%100.0)
0 (%0.0)
>0.05

12 (%100.0)
0 (%0.0)
0 (%0.0)
>0.05



grubunda en sik endoskopi endikasyonu anemi etiyolo-
jisi arastirmak iken kontrol grubunda dispepsi etiyolojisi
arastirmakti (Tablo 2). Célyak hasta grubundaki en sik
endoskopik bulgu pangastrit (%70.7) iken bunu nodtiler
duodenum (%46.3), duodenit (%36.6) ve duodenumda
taraklanma bulgusu (%17.1) izlemekteydi. Kontrol gru-
bunda ise en sik endoskopik bulgu pangastrit (%51.2)
iken bunu antral gastrit (%35.4), alt 6zofageal sfinkter
yetmezligi (%25.6) ve duodenit (%20.7) izlemektedir
(Tablo 3). Célyak hastalarinda Marsh siniflamasina gére
H. pylori pozitifligi karsilastirldiginda gruplar arasi fark-
llik saptanmadi (p>0.05) (Tablo 4). Cdlyak hastalarinin
ve kontrol grubunun H. pylori pozitifligine gore inflamas-
yon, aktivite, atrofi ve intestinal metaplazi skorlari Tablo
5'de gOsterilmistir.

TARTISMA

Biz calismamizda; CH'da H. pylori prevalansini kontrol
grubundan daha az bulduk. Marsh siniflamasi ile H. pylori
prevalansi arasinda herhangi bir iliski saptamadik.

Daha énceki CH'da H. pylori prevalansini gésteren calis-
malarda celiskili sonuclar bulunmaktadir. Lebwohl ve ark.
calismalarinda H. pylori enfeksiyonu olan hastalarda CH
riskinin azaldigi hipotezini éne stirmuslerdir. Ust gastro-
intestinal sistem endoskopisi yapilan 136.179 hastadan
mide ve duodenum biyopsisi almislar ve kontrol grubun-
da H pylori prevalansini CH grubundan daha az bulmus-
lardir (%8.8 ve %4.4, siraslyla p<0.0001) (12).

CH grubu ve kontrol grubu arasinda H. pylori prevalan-
si bakimindan fark olmadigini gésteren ¢ok sayida calis-
ma vardir. Luzza ve ark. 81 CH cocuk ve 81 yas cinsiyet
uyumlu kontrol grubuyla yaptigi calismada H. pylori pre-
valansini sirasiyla %18.5 ve %17.3 olarak bulmustur (13).
Yine Diamanti ve ark. (%89 CH, %97 kontrol grubu), Ros-
tami-Nejad ve ark. (%82 CH, %86 kontrol grubu), Jocefc-

KAYNAKLAR

1. Green PH, Cellier C. Celiac disease. N Engl J Med 2007;357:1731-
43.

2. BiagiF, Klersy C, Balduzzi D, Corazza GR. Are we not over-estimat-
ing the prevalence of coeliac disease in the general population?
Ann Med 2010;42:557-61.

3. Kochhar GS, Singh T, Gill A, Kirby DF. Celiac disease: Managing a
multisystem disorder. Cleve Clin J Med. 2016 Mar;83:217-27.

4. Sergi C, Shen F, Bouma G. Intraepithelial lymphocytes, scores, mim-
ickers and challenges in diagnosing gluten-sensitive enteropathy
(celiac disease). World J Gastroenterol. 2017 Jan 28;23:573-589.

5. Harris LA, Park JY, Voltaggio L, Lam-Himlin D. Celiac disease: clin-
ical, endoscopic, and histopathologic review. Gastrointest Endosc
2012,;76:625-40.

Célyakta H. pylori prevalansi

zuk ve ark. cocuklarda yaptigi calismada (%5.8 CH, %6.4
kontrol grubu) benzer sonuclar elde etmislerdir (14-17).

Villanacci ve ark. H. pylori saptanan Colyak hastalarinda
vill6z atrofi siddetinin azligindan bahsetmiglerdir. Kontu-
rek ve ark. CH'da H. pylori prevalansinin arttigini, bunun
yani sira Cag-A pozitif H. pylori prevalansinin azligindan
s6z etmislerdir. Yazarlar dusuk virulansli H. pylori suslari-
nin CH'na yatkinlk yaratacagini, bunun yani sira ytksek
virtlansli H. pylori suslarinin koruyucu roll olacag tezini
One strmektedirler (18). Narang ve ark. 324 ¢6lyak has-
tasini iceren calismasinda 37 hastada (%11.4) H. pylori
saptamislar. CH ve H. pylori arasinda saptadiklari ters ilis-
ki, H. pylori enfeksiyonunun CH'na karsi koruyucu etkisi
olabilecegi sorusunu akillara getirmektedir (19).

H. pylori; astim ve diger immtinolojik temelli hastaliklarda
azalmis risk ile iliskili bulunmustur. Hayvan calismalarin-
da; H. pylori tarafindan ortama ¢ekilen regtlatér T len-
fositlerin sistemik etkilerinin oldugu, allerjen tarafindan
induiklenen astima karsi koruyucu rolt oldugu tzerinde
durulmaktadir (20). Bunun yani sira; regulatér T hticreler
CH patogenezinde de rol oynayabilirler. Célyak hastala-
rinda barsak duvarinda regtilatér T hicreler tarafindan
diizenlenen hticresel yanitlarin down-regtilasyonu azalir.
H. pylori olmayan veya ortamda gastrik regulator T htic-
resi bulunmayan hastalarda glutene karsi immun yanitin
down regtilasyonu azalir. H. pylori; gastrik pH'nin modi-
fikasyonu veya proteazlari raciligi ile parcalayarak sindiril-
mis glutenin immdinojenitesini azaltabilir (12,21).

Hasta sayisinin azligi ve retrospektif olmasi calismamizin
temel kisitlamalaridir. Hastalarin H. pylori pozitifligini be-
lirleyecek diyet aliskanliklari, sosyoekonomik durum gibi
bazi faktdrler bilinmemektedir. Célyak hastalarinda H.
pylori prevalansini, koruyuculuk ve yatkinlk durumunu
belirlemek lizere daha cok hasta iceren cok merkezli pros-
pektif calismalara ihtiyac vardir.
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Gaitada gizli kan testi pozitifligi nedeni ile kolonoskopi yapilan
hastalarin kolonoskopik ve patolojik sonuc¢larinin degerlendirilmesi

Evaluation of colonoscopic and pathological outcomes of patients who have undergone
colonoscopy with a positive fecal occult blood screening test

Ozlem Gl UTKU, Bilal ERGUL, Dilek OGUZ

Kirikkale Universitesi Tip Fakdiltesi, Gastroenteroloji Béltimdi, Kirikkale

Giris ve Amag: Kolorektal kanser taramasinda gaitada gizli kan testi
disinda, fekal immtinokimyasal test, fleksible sigmoidoskopi ve kolo-
noskopi kullanilan diger ydntemlerdir. Bu ¢alismada gaitada gizli kan
testi pozitif olmasi nedeni ile kolonoskopi istenmis olan hastalarin kolo-
noskopik ve patolojik bulgularini degerlendirmeyi amacladik. Gereg ve
Yéntem: Bu calismaya Haziran 2014-Ekim 2016 yillari arasinda gaitada
gizli kan testi pozitif saptanan ve kolonoskopi yapilmasi icin Ahi Evran
Universitesi Egitim ve Arastirma Hastanesi endoskopi Ginitesine ydn-
lendirilen hastalar alindi. Yetersiz kolon temizligi, aktif hematokezyasi,
kolon operasyonu oykdisti, inflamatuvar barsak hastaligi Sykdsu veya
list gastrointestinal sistem endoskopisinde kanamaya neden olabilecek
lezyonu olan hastalar calisma disi birakildi. Hastalarin yaslari, cinsiyetleri,
kolonoskopik bulgulari, patoloji sonuglari not edildi. Uc ya da daha fazla
polip, 1 cm’den blytik adenomatéz polip, patolojik incelemede vill6z
komponent iceren ya da yliksek dereceli displazi saptanan hastalar yuk-
sek riskli grup olarak degerlendirildi ve bu kriterlere gére kolon kanser
tarama programina alindi. Bulgular: Calismaya toplam 225 hasta dahil
edildi. Hastalarin 1111 (%49.3) erkek, 114G (%50.7) kadin, ortalama
yaslari 58.52 (24-90), ortalama hemoglobin dtzeyi 13.63 (7.2-18) idi.
Endoskopik tanilari; normal kolonoskopik bulgular 86 (%38,2), polip 59
(%26,2) , yalnizca perianal hastalik 27 (%12), divertikil 16 (%7,1), ko-
lon kanseri 14 (%6,2), inflamatuvar barsak hastaligi 14 (%6,2), enfeksi-
y6z kolit 6 (%2,7), anjiodisplazi 3 (%1,3) hasta seklinde idi. Endoskopik
olarak kolon kanseri distintilen ve polip saptanan 73 (%32,4) hastanin
patoloji sonuglari; tibdler adenom 31 (%42,5), adenokarsinom 17
(%23,3), hiperplastik polip 16 (%21,9), tubdilovilléz adenom 7 (%9,6),
serrated adenom 2 (%2,7) seklinde degerlendirildi. Kolonoskopik olarak
polip saptanan 3 (%5,08) hastanin patolojisinde erken evre karsinom
saptandi. Polip saptanan 59 hastanin 30°u (%50,8) yuksek riskli, 29'u
(%49,2) dustik riskli olarak bulundu. Sonug: Gaitada gizli kan testi
pozitifligi ile gelen hastalarin yaklasik yarisinda kolon patolojisi tespit
edilmistir. Bu test, kolon kanseri ve éncdil lezyonlarinin tespitinde old-
ugu gibi, subklinik inflamatuvar barsak hastaligi, kronik kan kaybina
yol acan divertikdil, anjiodisplazi gibi patolojilerin de tespitinde yardimci
olan ucuz, kolay uygulanabilir bir yontemdir.

Anahtar kelimeler: Gaitada gizli kan testi, kolonoskopi, kolorektal
kanser, polip

GiRiS
Kolorektal kanserler diinyada tcglincu siklikta karsilasilan

ve kansere bagli Slimlerin dnde gelen nedenlerinden
biridir (1). Tarama programlari sayesinde erken evre

iletisim: Bilal ERGUL
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Yenimahalle, Ankara, Turkey

E-mail: bilalergul@gmail.com

Background and Aims: Methods such as guaiac fecal occult blood-sc-
reening test, fecal immunological test, colonoscopy, and sigmoidoscopy
are generally used in colorectal screening programs. The aim of this study
was to evaluate the colonoscopic and pathological findings of patients
with a g-fecal occult blood-screening test-positive result. Materials and
Methods: This study was conducted between June 2014 and October
2016 on patients who were referred to Ahi Evran University Training and
Research Hospital endoscopy unit after a positive stool blood test and
then underwent colonoscopy. The exclusion criteria were inadequate co-
lon cleansing, active hematochezia, a history of colonic surgery, inflam-
matory bowel disease, or any lesion that may lead to hemorrhage in the
upper gastrointestinal system. Age, sex, and colonoscopic and pathologi-
cal findings of the study participants were recorded. Patients with three
or more polyps, an adenomatous polyp measuring >1 cm in diameter,
pathological examination involving the villous component, or high-grade
dysplasia were evaluated as the high-risk group. These patients attended
the colon cancer screening program. Results: A total of 225 patients,
including 111 (49.3%) males, were recruited in the study. The mean age
was 58.52 (range: 24-90) years. Mean hemoglobin levels were 13.63
(range: 7.2-18) g/dl. Endoscopic findings of these patients included nor-
mal colonoscopy [86 patients (38.2%)], polyps [59 patients (26.2%)],
perianal disease [27 patients (12%)], diverticulum [16 patients (7.1%)],
colon cancer [14 patients (6.2%)], inflammatory bowel disease [14 pa-
tients (6.2%)], infectious colitis [6 patients (2.7%)], and angiodysplasia
[3 patients (1.3%)]. Pathological findings of 73 (32.4%) patients who
were diagnosed with colon cancer and polyps through endoscopy were
as follows: tubular adenoma [31 patients (42.5%)], adenocarcinoma [17
patients (23.3%)], hyperplastic polyps [16 patients (21.9%)], tubulovil-
lous adenoma [7 patients (9.6%)], and serrated adenoma [2 patients
(2.7%)]. Early-stage carcinoma was diagnosed in the pathology of 3
(5.08%) patients who had colonoscopically detected polyps. Of the 59
patients who were diagnosed with polyps, 30 (50.8%) patients were at
high risk and 29 (49.2%) were at low risk. Conclusion: Colonic patho-
logy was detected in about half of the patients positive for g-fecal occult
blood-screening test. This test is not only an inexpensive and easily app-
licable method for colon cancer screening, but it is also helpful for the
detection of pathologies that could lead to chronic blood loss, such as
subclinical inflammatory bowel disease, diverticulitis, and angiodysplasia.

Key words: Fecal occult blood screening test, colonoscopy, colorectal
cancer, polyp

kolorektal kanserler ve prekanseréz lezyonlarin tespiti
ile sag kalim oranlari artmaktadir. Tarama programi igin
uygulanacak yéntem invaziv olmayan, yuksek duyarllik
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ve Ozglillige sahip, guvenilir, kullanish ve maliyet etkin
olmalidir. Kolorektal tarama programlari tlkelere gére
degismektedir. Taramada kullanilan invaziv ve invaziv ol-
mayan testler mevcuttur. Diskida gizli kan testi (GGK),
diski immuinokimyasal testi (FIT), fekalbazli DNA testi ve
kan bazli DNA testi (SEPTO testi) noninvaziv testlerdir. in-
vaziv testler ise sigmoidoskopi ve kolonoskopidir. Kolo-
noskopi lezyonun direk tespiti ve biyopsi alinmasina ola-
nak sagladigi icin diger testlere Ustlin olmakla beraber
invaziv bir yontemdir. Kolonoskopi Amerika Birlesik Dev-
letleri, Almanya, Polonya ve italya gibi llkelerde birinci
basamak tarama testi programina alinmistir. FIT ve DNA
bazli testler daha hassas yontemler olmalarina ragmen,
Fransa, Finlandiya ve ingiltere gibi llkelerde GGK testi
maliyet etkin olmasi nedeni ile hala tarama testi olarak
kullanilmaktadir. Diger Avrupa llkelerinde GGK yerine
FIT testi kullaniimaya baslanmistir (2).

Gaitada gizli kan testi uzun zamandir kolorektal kanser
tarama programlarinda kullanilmaktadir. Bircok calismada
sensitivite %12.9-%79.4, spesifitesi %86.7-%97.7 oran-
lari arasinda gosterilmistir (3). GGK testinin dezavantaji
Ust ve alt gastrointestinal kanamalari ayirt edememesi ve
diyetteki bircok faktorden etkilenmesidir. Buna ragmen,
kolay uygulanabilir olmasi ve maliyet etkin olmasi nedeni
ile llkemizde tarama programlarinda birinci sirada kul-
lanilmaktadir. Bu calismada GGK testi pozitif olmasi ned-
eni ile kolonoskopi istenmis olan hastalarin kolonoskopik
ve patolojik bulgularini degerlendirmeyi amacladik.

GEREC ve YONTEM

Bu calismaya Haziran 2014-Ekim 2016 vyillar arasinda
gaitada gizli kan testi pozitif saptanan ve kolonoskopi
yapilmasi icin Ahi Evran Universitesi Egitim ve Arastir-
ma Hastanesi endoskopi Unitesine yonlendirilen hastalar
alindi. Yetersiz kolon temizligi, aktif hematokezyasi, ko-
lon operasyonu 6ykusU veya inflamatuvar barsak hastaligi
Oykusu olan, st gastrointestinal sistemde erozyon, (ils-
er ve malign lezyon tespit edilen hastalar calisma disi
birakildi. Hastalarin yaslari, cinsiyetleri, kolonoskopik
bulgulari, patoloji sonuclari not edildi. Uc ya da daha fa-
zla polip, 1 cm’den buyuk adenomat6z polip, patolojik
incelemede vill6z komponent iceren ya da ytksek dere-
celi displazi saptanan hastalar ytksek riskli grup olarak
degerlendirildi ve bu kriterlere gére kolon kanser tarama
programina alindi.

BULGULAR

Calismaya toplam 225 hasta déahil edildi. Hastalarin 111°i
(%49.3) erkek, 114'U (%50.7) kadin, ortalama yaslari
58.52 (24-90), ortalama hemoglobin dtzeyi 13.63 (7.2-
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18) idi. Endoskopik tanilari; normal kolonoskopik bul-
gular 86 (%38,2), polip 59 (%26,2), yalnizca perianal
hastalik 27 (%12,1), divertikil 16 (%7,1), kolon kanseri
14 (%6,2), inflamatuvar barsak hastali§i 14 (%6,2),
enfeksiy6z kolit 6 (%2,7), anjiodisplazi 3 (%1,3) hasta
seklinde idi (Tablo 1). Endoskopik olarak kolon kanseri
dustintilen ve polip saptanan 73 (%32,4) hastanin patolo-
ji sonuglarr; tuibtler adenom 31 (%42,5), adenokarsinom
17 (%23,3), hiperplastik polip 16 (%21,9), tlbdlovilléz
adenom 7 (%9,6), serrated adenom 2 (%2,7) seklinde
dederlendirildi (Tablo 2). Kolonoskopik olarak polip sap-
tanan 3 (%5,08) hastanin patolojisinde erken evre kar-
sinom saptandi. Polip saptanan 59 hastanin 30'u (%50,8)
yuksek riskli, 29"u (%49,2) dstik riskli olarak bulundu.

Tablo 1. Kolonoskopi bulgulari

Kolonoskopi Bulgulari
Normal kolonoskopik bulgular

N (%)
86 (%38,2)

Polip 59 (%26,2)
Perianal hastalik 27 (%12,1)
Divertikil 16 (%7,1)
Kolon kanseri 14 (%6,2)
inflamatuvar barsak hastaligj 14 (%6,2)
Enfeksiyéz kolit 6 (%2,7)
Anjiodisplazi 3 (%1,3)

Tablo 2. Patoloji Bulgulari

Patoloji Bulgulan
Tubuler adenom

N (%)
31 (%42,5)
Adenokarsinom 17 (%23,3)
Hiperplastik polip 16 (%21,9)
Tubulovill6z adenom 7 (%9,6)
Serrated adenom 2 (%2,7)

TARTISMA

Gaitada gizli kan testi gastrointestinal sistemin herhan-
gi bir noktasindan kaynaklanan kanamay gdsteren bir
testtir. Daha ¢ok anemi etiyolojisi arastirilirken veya ko-
lon kanseri tarama programlarinda kullanilir. GGK testi
Guaiac metodu olarak adlandirilir. Guaiac reaksiyonu
ortotoluidin, ortodonisidine ve benzidin gibi indikatdrleri
kullanan kimyasal bir metod olup, bu ydntemle 10
ml'den az kanamalar tespit etmek mdmkdndur. GGK
tespiti icin ge¢miste farkli yontemler kullanilmakla bera-
ber gliniimlizde Guaiac ve immunokimyasal yontemler
kullaniimaktadir. Guaiac metodu, ¢esitli modifikasyonlar-
la sensitif bir test haline getirilmis olsa da, hem grubunun
peroksidaz benzeri aktivitesini (psddoperoksidaz) belirle-
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meye dayali bir test oldugundan spesifitesi dustikttir. Bu
yontem, intakt hemoglobine ve ayni zamanda serbest
hale gelmis hem grubuna duyarli olmanin yani sira, per-
oksidaz aktivitesine sahip btitlin molekdillerden ve yiye-
ceklerden etkilenir. Bu nedenle test yapilmadan birkag
glin 6nce yalancl pozitiflige neden olabilecek kirmizi et,
salgam, turp, lahana, karnabahar, brokoli, elma, muz ve
demir tedavisi gibi peroksidaz aktivitesi tasiyan besinlerin
kesilmesi gerekir. Bol narenciye ttiketilmesi ve C vitamini
alimi testi yalanci negatif hale getirebilir (4,5).

Gastrointestinal kanserin nlenmesi, 6ltim oraninin azaltil-
masi, prekanseréz lezyonlarin radikal tedavisi ve erken
evre kanserlerin tespiti asemptomatik bir poptlasyonun
taranmasi yoluyla olur. Kolorektal kanser tarama pro-
gramlari ile mortalite ve morbiditenin azaldigini gésteren
calismalar mevcuttur (6). Gaitada gizli kan testinin sen-
sitivite ve spesifitesi dUstik olsa da bazi tlkelerde 40 yas
bazilarinda ise 50 yas Uzeri insanlarin bu testi yilda birkez,
ailesinde kolon kanseri olan bireylerin bu testi daha erken
dénemde yaptirmasi gereklidir. Bu test pozitif tespit
edildiginde kolonoskopik ve endoskopik degerlendirme
yapilmalidir.

Literatlirde Amerika Birlesik Devletleri, Danimarka ve Bu-
yuk Biritanya'da Guaiac metodu ile tarama yapilan, uzun
suireli kontrollu li¢ adet calisma mevcuttur. Bu ¢alismalar-
da hastalara sirasiyla 13, 10, 8 yillik takiplerinde yilda 3
kez GGK takibi yapiimis. GGK testi taramasi ile hastalarin
kolorektal kanserden &lUm oranlarinin azalabilecegi be-
lirtilmis. Bu Ug¢ calismada &lim oranlarinda azalma sira-
siyla %33, %18, %15 olarak tespit edilmis ve kolorektal
kanser taramasinda ucuz ve etkili bir yontem olabilecedi
belirtilmistir (7-9). GGK pozitif ¢ikan hastalarin yaklasik
%60'inda kolonoskopik bulgular normaldir, ancak bu bul-
gulara sahip kisilerin nasil takip edilmesi gerektigi konu-
sunda fikir birligi yoktur. Danimarka ve Hollanda’da 8-10
yil sonra tarama yapmak onerilse de ingiltere’de 2 yilda
bir yapiimaktadir (10).

Paimela ve arkadaslarinin yaptiklar calismada GGK
pozitif tespit edilen hastalar arasinda invaziv kolorektal
kanser tespit orani %8,2, adenom ve kolorektal mukozal
invazyon gosteren kanser orani ise %39,7 olarak tespit
edilmistir. Bu gruptaki hastalardan 2 tanesinde GGK pozi-
tif olmasina ragmen kolonoskopi normal olarak rapor
edilmis, ilerleyen sirecte bu iki hastada sonraki kolo-
noskopide kanser tespit edilmistir. Kolonoskopinin yeter-
sizlik orani %0,3 olarak tespit edilmistir (11). Brenner ve
arkadaslarinin yapmis olduklari toplum kdkenli calisma-
da kolorektal kanser tarama programina alinan bireyler
degerlendiriimis. GGK pozitif tespit edilen bireyler ile
negatif tespit edilen bireylerin kolonoskopik bulgulari

dederlendirildiginde GGK pozitif tespit edilen bireylerde
kolorektal kanser daha sik bulunmus (12). lJspeert ve ark-
adaslarinin yapmis olduklari kohort calismada ingiltere,
ispanya, italya, Hollanda ve Polonya’da tarama program-
larindaki veriler degerlendirilmis ve serrated adenom ve
eslik eden adeomat6z polip oranlari dederlendiriimeye
alinmis. ingiltere’de GGK, Ispanya ve italya’da fekal im-
muinohistokimyasal test, Hollanda ve Polonya‘da kolo-
noskopi tarama programi olarak kullanilmis. ingiltere’de
2009-2015 yillar arasinda GGK testi tarama programina
alinan 205.949 hastanin kolonoskopi bulgulari deger-
lendirilmis. Adenomatdz polip %43 oraninda tespit edi-
lirken serrated polip %15,3 olarak tespit edilmis. Primer
taramada kolonoskopi kullanan kohortlar ile GGK temel-
li tarama kullanan kohortlarin serrated adenom tespit
oranlari benzer bulunmus (13). Andreas ve arkadaslarinin
yapmis olduklari ¢alismada GGK pozitif olan 26.123 kisi-
ye kolonoskopi planlanmis 385 kisi daha énce kolorektal
kanser tanisi almalari nedeni ile calisma disi birakilmis.
Kolonoskopik taramaya alinan bireylerin yaklasik %5‘inde
kolorektal kanser, %15'inde adenoma, %15’inde diger
kolorektal patolojiler ve %65’inde negatif kolonoskop-
ik bulgular tespit edilmis (10). Steele ve arkadaslarinin
Birlesik Krallikta yapmis olduklari tarama programli
calismada hastalar 2 yillik tarama programina alinmis, ilk
turda 167.415, 2. turda 164.077, 3. turda 175.583 birey
tarama programina girmeyi kabul etmis. Bireylere GGK
testi uygulanmis, hem negatif c¢ikan gruba hem pozi-
tif ¢ikan gruba kolonoskopi yapiimis. Birinci turda GGK
pozitif olan grupta kolorektal kanser tespit orani %12,
adenom tespit orani %36,5, yuksek riskli adenom tespit
orani %4,3 olarak tespit edilmis. Ikinci turda kolorektal
kanser tespit orani %7, adenom tespit orani %30,3, yuk-
sek riskli adenom tespit orani %3,1 olarak tespit edilmis.
Uclincti turda kolorektal kanser tespit orani %7,5, ade-
nom tespit orani %29, 1, yuksek riskli adenom tespit orani
%3,1 olarak tespit edilmis ve GGK'nin pozitif olmasi kolo-
noskopik tarama icin dnemli oldugu, ancak negatif ¢ikan
hastalarin da 2 yillik tarama programlarina alinmasi vurgu-
lanmistir (14). Bizim ¢alismamizda GGK'nin pozitif olmasi
nedeni ile gastroenteroloji klinigine génderilen hastalar
dederlendirmeye alindi. Kolonoskopide 17 hasta (%7,5)
kolorektal kanser tanisi aldi. Polip saptama oranimiz ise
%26,2 idi, %50,2 hastada normal kolonoskopik bulgular
ve perianal hastalik mevcuttu, %17,3 hastada diger kolo-
noskopik bulgular mevcuttu. Bizim grubumuz literattrde-
ki gruplara kiyasla daha ktictik bir grup olmakla beraber
polip, kolorektal kanser tespit oranlari literattirle uyum-
ludur. Literattirde, GGK testi ile ilgili calismalar toplum
bazli kolon kanseri tarama programlarina dahil edilen
bireylerin verilerini icermekte ve cogunlukla prekanser6z
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lezyonlar ve kolorektal kanserlerin tespit oranlarini yansit-
maktadir. Calismamizda GGK testi, kolon kanseri ve
oncll lezyonlarinin tespitinde oldugu gibi, subklinik in-
flamatuvar barsak hastalidi, kronik kan kaybina yol acan
divertikil, anjiodisplazi gibi patolojilerin de tespitinde
yardimci olan ucuz, kolay uygulanabilir bir yéntem olarak
degerlendirilmistir.
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ORIGINAL RESEARCH

MDCT findings on gastrointestinal tract lipomas located along the

esophagus to the rectum

Ozofagustan rektuma gastrointestinal lipomlarin cok kesitli bilgisayarli tomografi bulgulari

Berat ACU

Department of Radiology, Osmangazi University, School of Medicine, Eskisehir

Background and Aims: To evaluate the multidedector computed
tomography findings of gastrointestinal lipomas in various locations.
Materials and Methods: This study included 45 patients who were
referred from the gastroenterology or surgery department over the
period of 2007 to 2016. The patients were referred for detailed ab-
dominal examination for various reasons and symptoms. Among the
included patients, 21 were males and 24 were females. The mean age
of the patients was 62.64+11.82 (median 69.5, range 37-81). The main
complaints of the patients were abdominal pain, abdominal distension,
tiredness, and constipation. All patients were examined through en-
hanced or nonenhanced multidedector computed tomography. Imag-
es were acquired with 64-slice multidedector computed tomography.
The densities of the masses were measured in Hounsfield units, and the
detailed multidedector computed tomography findings of the masses
were summarized. Results: Lipomas were found in 47 patients. Lipomas
of the esophagus, stomach, duedonum, jejenum, ileum, and caecum
were found in 1(2.1%), 4 (8.5%), 2 (4.2%), 5 (1.0%), 3 (6.3%), and 9
(19.1%) patients, respectively. Lipomas of the ascending colon, trans-
verse colon, descending colon, sigmoid colon, and rectum were found
in9(19.1%), 4 (8.5%), 5 (1.0%), 4 (8.5%), and 1 (2.1%) patients, re-
spectively. The lipomas had a mean Hounsfield unit density of -93+10.5
(median 85, range —70--100). The maximum mean diameter of the lipo-
mas was 23 mm #+ 18. 5 (median 20, range 12-50 mm). All lesions were
submucosal in location. Conclusion: Lipomas may be located anywhere
along the gastrointestinal tract and may be found from the esophagus
to the rectum. Multidedector computed tomography is a useful tool for
the diagnosis, location, and definition of lesions and does not require or
requires minimal assistance from endoscopic biopsy.

Key words: Lipoma, multidedector computed tomography, gastroin-
testinal

INTRODUCTION

Lipomas are benign tumors of adipose tissue. Although li-
pomas are mostly found in subcutaneous tissue, they are
often observed in the retroperitoneum, striated muscle,
and visceral organs (1-7). Lipomas are benign tumors of
the gastrointestinal (Gl) tract and usually lack malignant
potential except when located in the esophagus (8,9).
Given that they are usually asymptomatic, lipomas are
mostly encountered incidentally during the investigation
of the Gl tract for other reasons (7). Lipomas of the Gl
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Giris ve Amag: Gastrointestinal sistemde dedisik lokasyonlarda sapta-
nan submukozal lipomlarin ¢ok kesitli bilgisayarli tomografi bulgularini
degerlendirmek. Gere¢ ve Yontem: Bu calismaya 2007-2016 tarihleri
arasinda gastroenteroloji ve genel cerrahi kliniklerinden dedisik neden-
lerle gonderilen ve abdomen bilgisayarli tomografisi cekilen 47 hasta
dahil edildi. Hastalarin 21°i erkek, 24"t kadin idi. Ortalama yas 62,64 +
11.82 (medyan 69.5, aralik 37-81) idi. Hastalarin baslica sikayeti abdo-
minal agri, distansiyon, halsizlik ve kabizlikti. Blittin hastalar kontrastli
veya kontrastsiz ok kesitli bilgisayarli tomografi ile degerlendirildi. Go-
riinttiler 64 kesitli cok kesitli bilgisayarli tomografi cihazi ile elde edildi.
Hounsfield tinitesi olarak kitlelerin dansite dlgtimleri yapildi ve ¢ok kesitli
bilgisayarli tomografi bulgulari 6zetlendi. Bulgular: Toplam 47 hastada
lipoma saptandi. Ozofagusta 1 (%2.1), midede 4 (%8.5), duedonumda
2 (%4.2), jejenumda 5 (%1.0), ileumda 3 (%6.3), cekumda 9 (%19.1),
¢ikan kolonda 9 (%19.1), transvers kolonda 4 (%8.5), inen kolonda 5
(%1.0), sigmoid kolonda 4 (%8.5) ve rektumda 1 (%2.1) lipom olgusu
vard. Lipomalarin ortalama Hounsfield dansite degeri -93+10,5 (medi-
an 85, aralik -70 ile -100) idi. Ortalama en bdytk timdr capr 23 mm +
18. 5 (median 20, aralik 12 ile 50 mm) idi. Tdm lezyonlar submukozal
yerlesimli idi. Sonug¢: Gastrointestinal trakt lipomalari 6zefagustan rek-
tuma kadar herhangi bir yerde izlenebilir. Cok kesitli bilgisayarli tomog-
rafi tani, lokalize etme ve tanimlama agisindan endoskopik biyopsinin
minimal ya da hi¢ yardimi olmaksizin faydali bir gortinttileme yéntemi-
dir.

Anahtar kelimeler: Lipom, ¢ok kesitli bilgisayarli tomografi, gastroin-
testinal sistem

tract are uncommon, slow-growing fatty tumors that can
occur anywhere along the gut. They are generally solitary
but may also occur in multiples. The peak occurrence of
lipomas is during the fifth to seventh decades of life (2).

Gl lipomas are localized encapsulated tumors of mature
fatty tissue that are mostly often submucosal and occa-
sionally subserosal and are usually solitary; the sizes of Gl
lipomas range from 1-to 30 cm (3). Most Gl lipomas are
located in the colon, ileum, and jejunum and are rarely
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responsible for clinical symptoms. Lipomas found in the
stomach and esophagus are even more unusual and rep-
resent less than 1% of all gastric tumors and account for
only 5% of Gl lipoma cases (4-6). Their associated symp-
toms depend on their size and location. Lipomas smaller
than 1 cm are generally incapable of inducing symptoms,
however, 75% of lipomas with sizes exceeding 4 cm may
cause Gl symptoms (7).

The diagnosis of Gl tract lipomas can be established
through endoscopic and radiologic evaluation. However,
clearly differentiating between gastric lipomas and oth-
er submucosal neoplasm through endoscopy is impossi-
ble because routine endoscopic gastric biopsies do not
reach the submucosal layer (9). Distinguishing between
lipomas and other submucosal neoplasms may not be
always possible with endoscopy because the endoscopic
sampling of the submucosal lesion may not be always
possible (11). MDCT examination is an appropriate first
step for definitive diagnosis of a lipoma (2,4).

The purpose of this study was to evaluate MDCT findings
on lipomas found in various sites along the Gl.

MATERIALS and METHODS

This study included 45 patients who were referred from
the gastroenterology or surgery department over the
period of 2007 to 2016. The patients were referred for
detailed abdominal examination for various reasons and
symptoms. This study was a retrospective single center
study. Formal informed consent was obtained from the
patients for imaging. The patient group comprised 21
males and 24 females with a mean age of 62.64 + 11.82
(median 69. 5, range 37-81) (Table1). A total of 47 Ii-
pomas were found. The main complaints of the patients
were abdominal pain, abdominal distension, tiredness,
and constipation. All patients were examined through
enhanced or nonenhanced MDCT. Images were acquired
with 64-slice MDCT (Aquillion, Toshiba, Ottawara, Japan)
with a slice thickness of 5 mm. Water was used as a
negative gastrointestinal contrast agent. The density of
the masses was measured in Hounsfield units (HUs), and
the detailed MDCT findings of the masses were summa-
rized. Routine endoscopic biopsy was not performed in
all patients because the finding of a homogeneous mass

Table 1. Baseline characteristics and MDCT features of the study group.

Total number of patients
Total number of lipomas
Age—year, mean * standard deviation, (range)
Gender

Location of lipomas

Mean HU unit of lipoma density
Mean largest diameter of lipomas
Contrast enhancement on MDCT

Contour of lipomas
Layer of lipomas

Internal structure of lipomas

22

n =45
n =47
62.64+11.2 (median 69.5, range 37-81)
21M (46.6%) 24F (53.4%)
Esophagus in 1 (2.1%)
Stomach in 4 (8.5%),
Duedonum in 2 (4.2%)
Jejenum in 5 (1.0%)
lleum in 3 (6.3%)
Cecum in 9 (19.1%)
Ascending colon in 9 (19.1%)
Transverse colon in 4 (8.5%)
Descending colon in 5 (1.0%)
Sigmoid colon in 4 (8.5%)
Rectum in 1 (2.1%)

-93+10.5 (median 85, range -70 to —100)
23 mm=18.5 (median 20, range 12 to 50 mm).
None
All smooth (97.8%) except one ulcerated (2.2%)
All submucosal (100%)

All homogenous (100%)



with between —60 and —120 is nearly patognomonic for
a lipoma (2). One radiologist who has had at least 15
years of experience in abdominal imaging evaluated the
images acquired by the workstation.

RESULTS

Lipomas of the esophagus, stomach, duedonum, jeje-
num, ileum, and caecum were found in 1 (2.1%, Figure
1), 4 (8.5%, Figure 2), 2 (4.2%, Figure 3), 5 (1.0%, Figure
4), 3 (6.3%), and 9 (19.1%, Figure 5) patients, respec-

Figure 1. Axial MDCT image of a submucosal lipoma (arrows) in
the distal esophagus.

Figure 2. Axial MDCT image of a submucosal lipoma (white ar-
row) in the antrum. The lipoma was ulcerated (black arrow) and
was bleeding.

Gastrointestinal lipomas

tively. Lipomas of the ascending colon, transverse co-
lon, descending colon, sigmoid colon, and rectum were
found in 9 (19.1%, Figure 6), 4 (8.5%, Figure 7), 5 (1.0%,
Figure 8), 4 (8.5%, Figure 9), and 1 (2.1%, Figure 10)
patients. The mean HU density of the lipomas was =93 +
10.5 (median 85, range —70--100). The maximum mean
diameter of the lipomas was 23 + 18.5 mm (median 20,
range 12-50 mm). All lesions were submucosal in loca-
tion. Enhanced MDCT examinations showed that none of
the masses showed contrast enhancement. The HU units
of lipomas in different locations did not significantly vary.
The contours of all identified masses were smooth with-
out lobulation. All masses were round or ovoid in shape
with homogenous internal structures.

DISCUSSION

Lipomas may cause abdominal pain, bleeding, intussus-
ception, obstruction, volvulus, diarrhea, constipation, or
dyspepsia. Intestinal obstruction is a major result of the
occlusion of the lumen by a large protruding lesion. Hem-
orrhage might be due to the ulceration of the overlying
mucosa caused by direct pressure from the lipoma or due
to intussusception (7). Gl bleeding due to direct pressure
is usually chronic and can cause anemia (2). Lipomas are
usually incidentally found during Gl imaging performed
for unrelated reasons. Although lipomas lack malignant
potential, concomitant malignant lesions can occur. Co-
lonic adenocarcinomas occur in 39% of patients with co-
lonic lipomas (8).

CT is an ideal noninvasive technique for the diagnosis of
fatty tumors and can reliably differentiate fat from other

area. 11mni]

Figure 3. Axial MDCT image of a submucosal lipoma (arrows) in
the second part of the duodenum.
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Figure 4. Axial MDCT images (a)-(b) of a jejunal lipoma (white arrows) that caused intussusception (black arrow).

Juralad d3 2GR TIED N

Figure 5. Axial (a) and coronal (b) reformatted MDCT images of a cecal lipoma (arrows).

tissues (4). The detection of fatty tissue density within
masses on CT scans supports the presence of lipomas
(7). The finding of a homogeneous mass with HU units of
-80--120is nearly patognomonic for lipomas (2). On CT
and MRI, lipomas are depicted as homogeneous, nonen-
hancing, well-marginated lesions that are consistent with
adipose tissue. Density measurements on CT images con-
sistent with fat are virtually diagnostic for lipomas. Given
that lipomas can be incidentally found, they should be
considered in the differential diagnosis of Gl system-re-
lated soft tissue masses. CT or MRI examinations can be
performed to correctly diagnose a lipoma nonoperative-
ly, thereby improving treatment planning (12)
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Esophageal lipomas

Lipomas are rarely found in the esophagus and account
for less than 1% of all esophageal neoplasms (13,14).
Esophageal lipomas constitute the third most common
benign tumors of the esophagus after sessile leiomyomas
and fibrovascular polyps (1). Although esophageal lipo-
mas account for only 0.4% of the benign tumors of the al-
imentary tract (14), they may undergo malignant differen-
tiation because of the vascularity of large benign tumors
and may be complicated by ulceration (14). The preoper-
ative diagnosis of esophageal lipomas can be confirmed
through CT and endoscopic examination, which are per-
formed to evaluate the origin, extent, surface features,



Gastrointestinal lipomas

Figure 9. Axial MDCT image of a submucosal lipoma (arrow)
located in the sigmoid colon.

Figure 6. Axial MDCT image of an ascending colon lipoma (ar-
row).

Figure 10. Axial MDCT image of a rectal lipoma (arrow).

and consistency of the mass (7-9). Esophageal lipomas
must be differentiated from esophageal lipomatosis and
liposarcoma on the basis of location and appearance. Li-
pomas are well-circumscribed, uniform, fatty masses that
Figure 7. Axial MDCT image of a well-defined submucosal lipo- are surrounded by a single ring of the normal esophageal
ma (arrow) located in the transverse colon. wall. Esophageal lipomatosis exhibits a double ring ap-
pearance because of the circumferential deposition of fat
within the esophageal wall. Liposarcomas may have fatty
components but usually contain elements with the same
density as soft tissue; moreover, these elements show
contrast enhancement on CT or by MR (15). In this study,
esophageal lipomas do not show contrast enhancement,
and the characteristics of the identified lipomas are the
same as those previously described.

Gastric lipomas

Gastric lipomas are rare lesions that account for only 5%
of alimentary tract lipomas and for only 3% of all benign
gastric masses (2). Gastric lipomas account for 10% of
the Gl tract lipomas identified in this study. This high ra-

— tio may be attributed to the different cohort recruited
Figure 8. Axial MDCT image ofla submucosal lipoma (arrow) in this study. A typical gastric lipoma is usually a single,
located in the descending colon fipoma. well-differentiated adipose tumor covered by a fibrous

25




ACU.

capsule (10). The majority (95%) of gastric lipomas origi-
nate from the submucosal layer, and the remainder aris-
es from either the subserosal or intramural layer (16). In
the current study, all identified lipomas are submucosal.
Lipomas are located mostly in the antrum (2), and others
are spread throughout the body and fundus (1). Lipo-
mas with an antral location may cause prolapses into the
pylorus. In the current study, the identified lipomas are
single and are located in the antrum (3/4, 75%) or in the
corpus (1/4, 25%). Gastric lipomas usually occur singly
(90%) but may also occur in multiples (1-17). Gastric lipo-
mas larger than 3 cm are commonly symptomatic (16). In
the current study, lipomas with diameters of 5 cm caused
ulceration and hemorrhage. The most common presenta-
tion is chronic or acute upper Gl hemorrhage caused by
the ulceration of the lipoma. Hemorrhage caused by pres-
sure necrosis overlying the mucosa can be mild and may
lead to chronic anemia or it can be severe to the point
of causing a medical emergency (1). Lipomas closest to
the pylorus can cause obstructive symptoms, frequently
by obstructing the pylorus or by prolapsing through the
pylorus into the duodenum (6). Other symptoms include
abdominal pain, dyspepsia, diarrhea or constipation, and
obstruction. Thompson et al stated that CT should be
applied to characterize large submucosal masses before
endoscopic biopsy is performed (16).

In most cases, a gastric lipoma can be definitively diag-
nosed through CT. CT findings that suggest gastric lipo-
ma include well-circumscribed areas of uniform fatty den-
sity within an attenuation range of -70--120 HU (16).
However, if the tumor has ulcerations, inflammation and
scarring may extend into the tumor and mask lipomatous
characteristics on CT (18,19).

Small-bowel lipomas

After leiomyomas, lipomas are the second most common
benign tumors of the small bowel. Small-bowel lipomas
are usually asymptomatic and are discovered incidentally;
they may sometimes cause symptoms and, rarely, gas-
trointestinal bleeding. Patients with small-bowel lipomas
may present obstructive symptoms, vomiting, and intus-
susception (20). The diagnosis of these lipomas is often
complicated by the lack of clinical signs and the problems
in examining the small intestine through routine endos-
copy (21,22). The diagnosis of asymptomatic intestinal li-
pomas can be facilitated by CT and US. Intestinal lipomas
usually appear as sessile protrusions into the intestinal
lumen (7). Benign tumors in the small intestine lack a
characteristic CT appearance and, in most cases, are diffi-
cult to differentiate from malignant lesions. Lipomas can
be definitively diagnosed on the basis of the presence of
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fat attenuation within the mass (22). Small-intestine lipo-
mas may appear on CT scans as round, homogeneous,
well-circumscribed masses with densities similar to those
of fat. In many cases, their morphological features pro-
vide sufficient information for diagnosis.

Small-bowel lipomas tend to cause intussuseption but
rarely cause intestinal intussusception (23). Intestinal
lipomas arise from the mucinous layer. This origin ac-
counts for the tendency of lipomas to invaginate into the
intestine. Intussuseption associated with lipoma usually
develops rapidly and recovers spontaneously.

Colonic lipomas

The colon is the most common location of Gl tract lipo-
mas. Colonic lipomas account for 65%-75% of all cases
of lipomas (2) and are the third most frequent benign
neoplasia of the large intestine following hyperplastic
and adenomatous polyps (24).

Colonic lipomas arise from the submucosa but may oc-
casionally extend into the muscularis propria, and up to
10% of colonic lipomas have a subserosal origin. Lipo-
mas are found most commonly in the colon, particularly
in the ascending colon and cecum followed by in the
transverse colon, descending colon, sigmoid, and least
often in the rectum (25). They are generally solitary but
may occasionally occur in multiples (2) and may be sessile
or pedunculated. They are usually asymptomatic and de-
tected incidentally during colonoscopy and laparotomy.
They can cause symptoms when their sizes exceed 2 cm.
These symptoms include bleeding with anemia, consti-
pation, changes in bowel habits, abdominal pain, intesti-
nal obstruction, and prolapse; colonic lipomas also rarely
cause intussusception (26,27).

CT is used successfully in the diagnosis of colonic lipomas,
especially of large lesions. On CT, colonic lipomas appear
as sharply demarcated ovoid lesions with absorption den-
sities of -40--120 HU. However, the surrounding soft
tissue or stool may artificially increase CT density values.
This phenomenon limits the accuracy of CT images in the
diagnosis of colonic lipomas. In addition, small tumors
are undetectable on CT given the presence of artifacts
and partial volume averaging (26). Symptomatic lipomas
can cause surgical emergencies, such as intussusception,
obstruction, and very rarely massive hemorrhage (24-26).

Rectal lipomas

Rectal lipomas are extremely rare and could be confused
with other lesions. The confusing characteristics of rec-
tal lipomas could be lead to diagnostic problems. Rectal
lipomas may present with intussusception, ulceration, in-



testinal obstruction, prolapsus, and rectal bleeding (28).
The current cohort was asymptomatic for rectal lipomas.

This study is limited by its retrospective nature. Furthermore,
CT cannot accurately determine the Gl layer from which li-
pomas originate. EUS was not correlated in this study.
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Changes in serum levels of cytokeratin-18 fragments in patients
with chronic hepatitis C under antiviral therapy

Kronik hepatit C hastalarinda antiviral tedavi ile serum sitokeratin-18 duzeylerinin degisimi
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Background and Aims: Cytokeratin-18 is the known substrate for
caspases, which are encountered during hepatic and pancreatic aci-
nar apoptosis. Studies performed in recent years have indicated that
the cleavage level of serum cytokeratin-18 (M30 antigen) is correlated
with hepatic fibrosis and disease severity in both chronic hepatitis C
and non-alcoholic steatohepatitis. It was shown that antiviral therapy
in chronic viral hepatitis C patients significantly reduced hepatocellular
apoptosis and cytokeratin-18 is accepted as a reliable marker of hepato-
cyte apoptosis. Our aim was to determine the correlation between the
cytokeratin-18 level and treatment response in patients with chronic
viral hepatitis C. Materials and Methods: Sixty patients with chronic
viral hepatitis C were included in the study. A 48-week course of pegin-
terferon-ribavirin therapy was given to appropriate patients. Hepatitis C
virus RNA was measured at 0, 12, and 24 weeks at the end of therapy
and 72 weeks. In addition, cytokeratin-18 levels were measured at 0,
24, and 72 weeks. Results: The mean age of 60 patients was 52+10.9
years. While 31 (51.6%) of patients were in the sustained viral response
group, 29 (8.4%) of patients were in the non-sustained viral response
group. It was determined that while the cytokeratin-18 level at week 0
in the sustained viral response group was 243+21, the cytokeratin-18
level at week 24 was 115+12 U/L and the difference between the level
of cytokeratin-18 at weeks 0 and 24 were 127+209 U/L (p: .014). While
the cytokeratin-18 level at week 0 in the non- sustained viral response
group was 270+14; at week 24, the cytokeratin-18 level was 136+19
U/L and the difference between cytokeratin-18 levels at weeks 0 and
24 was 136156 U/L (p >.5). At week 72, the cytokeratin-18 level in
the sustained viral response group was 109+38 and the difference be-
tween weeks 0 and 72 was 1344215 (p <.002). Conclusion: In chronic
viral hepatitis C patients, there was a correlation between sustained
viral response and cytokeratin-18, which is a marker of apoptosis.
During treatment, it was found that there was a relationship between
sustained viral response and the decrease in cytokeratin-18 levels. This
finding indicates that cytokeratin-18 level monitoring may be used as a
predictive marker of sustained viral response.

Key words: Chronic hepatitis C, cytokeratin-18, sustained viral response

INTRODUCTION

Chronic HCV (CHCQ) infection is one of the major caus-
es of severe liver diseases like chronic hepatitis, cirrho-
sis, and hepatocellular carcinoma. HCV infection, which
affects approximately 3% of the world’s population, is
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Giris ve Amag: Sitokeratin-18, hepatik ve pankreatit asiner apopitozi-
si sirasinda ortaya ¢ikan kaspazlarin bilinen substuratidir. Son zaman-
larda yapilan calismalarda,; serum sitokeratin-18 (M30 antijen) dtizeyi
ile non-alkolik steatohepatit ve kronik hepatit C'nin siddeti ve hepatik
fibrozis ile korelasyonu belirtilmistir. Kronik viral hepatit C hastalarin-
da, basarili antiviral tedavi ile hepatoselltiler apopitozisin anlamli olarak
azaldigi, hepatosit apopitozisini gdstermede sitokeratin-18'in gtivenilir
bir markir oldugu gésterilmistir. Bizim amacimiz kronik viral hepatit C'li
hastalarda sitokeratin-18 dlizeyi ve tedavi yaniti arasindaki korelasyonu
belirlemektir. Gereg¢ ve Yontem: Kronik viral hepatit C tanisi alan 60
hasta calismaya alindi. Tedavi icin uygun hastalara 48 hafta peginterfe-
ron-ribavirin tedavisi verildi. Tedavinin 0-12-24. haftalarinda, tedavinin
sonunda ve 72. haftada hepatitis C virusu RNA miktari dlgiildd. Ayrica
tedavinin 0-24 ve 72. haftasinda sitokeratin-18 duizeyleri él¢tildd. Bul-
gular: Altmis hastanin ortalama yasi 52+10.9 yil idi. Hastalarin 31
(%51,6) kalici viral yanit grubunda iken, 29°u (%48,4) kalici viral yanit
elde edilemeyen grupta idi. Kalici viral yanit grubunda 0. haftada sito-
keratin-18 dtizeyi 243+21 U/L iken, 24. haftada sitokeratin-18 dtizeyi
115412 U/L saptanmis olup 0. hafta ile 24. hafta arasindaki dedisim
1274209 U/L bulunmustur (p: 0.014). Kalici viral yanit elde edilemeyen
grupta 0. haftada sitokeratin-18 dtizeyi 270+14 U/L iken, 24. haftada
sitokeratin-18 duizeyi 133419 U/L saptanmis olup O. hafta ile 24. hafta
arasindaki degisim 136+156 U/L bulunmustur (p>0,5). Kalici viral yanit
grubunda, 72. haftada sitokeratin-18 dtizeyi 109+38 saptanmis olup O.
hafta ile 72. hafta arasindaki degisim 134+215 bulunmustur (p<0.002).
Sonug: Apopitozisin gdstergesi olan sitokeratin-18 ile kronik viral he-
patit C hastalarinda kalici viral yanit arasinda korelasyon tespit edildi
ve tedavi seyrinde sitokeratin-18 dtizeyinde azalma ile kalici viral yanit
arasinda iliski bulundugu gésterildi. Bu da sitokeratin-18 dtizeylerinde
azalmanin kalici viral yaniti 6n gérmede bir parametre olarak kullanila-
bilecegini gdstermektedir.

Anahtar kelimeler: Kronik viral hepatit C, sitokeratin-18, kalici viral
yanit

a widespread and serious health problem. Pegylated-in-
terferon (Peg-IFN) a.2a and 2b in combination with riba-
virin are administered as the standard therapy for CHC.
Treatment success rates with this therapy are 50%-60%
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among genotype 1 patients, and 80%-90% among gen-
otypes 2 and 3 patients (1,2). Genotype 1, male gen-
der, high viral load, age over 40 years, obese, immuno-
suppressive conditions, alcoholism, and advanced stage
fibrosis confirmed by liver biopsy may be listed among
factors that unfavorably affect treatment response to
CHC (2,3).

Studies performed in recent years showed that cellular
death, which occurred in chronic viral hepatitis C disease,
was a significant determinant of clinical disease progres-
sion. There are two types of cell death in hepatocytes:
apoptosis and necrosis. Apoptosis is programmed cell
death with both morphological and biochemical chang-
es, which is mediated by caspase enzymes following the
apoptotic stimulus. In different pathophysiological condi-
tions, the equilibrium between cellular proliferation and
cellular death can deteriorate, and apoptotic pathways
may be activated. Cytokeratin-18 (CK-18) is a major fibril-
lary protein and is present in glandular epithelial tissue
like the pancreas, liver, biliary duct, and intestines. CK-18
is also the known substrate of caspases (aspartate-specif-
ic cysteine proteases), which is revealed during hepatic
and pancreatic acinar apoptosis (3, 4). It is released with
cytokeratins 8 and 18 by hepatocyte cells (5). CK-18 is
the major cytoplasmic intermediate filament protein of
hepatocytes and is specifically fragmented during apop-
tosis. Recently performed studies have revealed that the
serum cleavage level of CK-18 (M30 antigen) by apop-
totic caspases (caspases 3,6,7) might significantly reflect
liver damage in chronic hepatitis C and non-alcoholic
steatohepatitis (NASH), and it was correlated with both
hepatic fibrosis and disease severity (6). Over the years, it
has been shown that there was not only a close relation-
ship between apoptosis level and treatment responses of
chronic viral hepatitis B and C but a significant correlation
between decreases in CK-18 levels during both treatment
and sustained viral response (SVR) (7-9).

Our aim in this present study was to reveal the relation-
ship between CK-18 level, an indicator of apoptosis, and
treatment responses of patients with chronic viral hepa-
titis C; and to show whether CK-18 level will be a predic-
tive parameter for treatment response in the future.

MATERIALS and METHODS

In this present study, 60 patients, who were diagnosed
with chronic viral hepatitis C in the Gastroenterology
Clinic of Izmir Atatlrk Training and Research Hospital
between December 2009 and December 2010, and had
HCV-RNA positivity longer than 6 months, were enrolled.
Patients, who were pregnant or lactating; had known

Cytokeratin-18 fragments, chronic hepatitis C, antiviral therapy

allergy against drugs; had decompensated liver disease,
severe coronary artery or cerebrovascular or neuropsychi-
atric diseases, renal failure, solid organ transplantation
history, and alcohol and/or narcotic drug abuse, were
excluded from the study. Before initiation of treatment,
patients provided peripheral venous blood samples for
HCV genotyping, HCV-RNA tests, CBC, CRP, AST, ALT,
ALP, GGT, total bilirubin, INR, thyroid function tests, and
antibodies. Liver biopsy was performed on patients, and
samples were evaluated according to the modified histo-
logical activity index (ISHAK).

Eligible patients who fulfilled treatment criteria received
the following: genotype 1 patients received 180 pg/week
dose of PEG-interferon alpha-2a or 1.5 ug/kg/week dose
of PEG-interferon alpha-2b for 48 weeks with 1000 mg/
day ribavirin for patients <75 kg or 1200 mg/day for pa-
tients >75 kg; genotype 2 patients received 180 pg/week
dose of PEG-interferon alpha-2a for 24 weeks or 1.5 ug/
kg/week dose of PEG-interferon alpha-2b with 800 mg/
day dose of ribavirin.

Laboratory tests were repeated in each month after the
treatment initiation and at the end of treatment. HCV
RNA was measured in Weeks 4, 12, and 24, at the end
of treatment, and 24 months after treatment ended by
the enzyme-linked immunosorbent assay (ELISA) meth-
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Figure 1. Distributions of CK-18 and HCV-RNA be-

fore treatment.

SVR: Sustained viral response. Non-SVR: Non-sustained viral response.
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od. Therefore, rapid viral responses, early viral responses,
end of treatment responses, and SVRs of patients were
defined. Patients, who had no detectable HCV RNA 24
weeks after the end of treatment, were defined as SVR
group; who had less than a 2 log decrease in Week 12 of
treatment or had detectable HCV RNA levels in Week 24
of treatment, were defined as the nonresponder group;
and who had positive HCV RNA 6 to 12 months after the
end of treatment were defined as recurrences. Nonre-
sponder and recurrent patients were defined as patients
without sustained viral response (non-SVR patients). Ad-
ditionally, serum CK-18 levels were measured in Weeks
0, 4,12, 24, and 72 of treatment by M30-ELISA (Peviva)
kits, which used multiwell plates with cells reactive for 96
tests and were developed for quantitatively specific and
sensitive measurement of caspase-cleaved cytokeratin 18
(CK18Asp396-NE: M30 neo-epitope).

Statistical Analysis

Data were evaluated using SPSS for Windows 15.0 pro-
gram. For comparisons of two independent groups, an
independent t-test and Mann-Whitney U test were used,

whereas the ANOVA method was used to compare more
than two independent groups. Correlations between
continuous variables were analyzed by correlation anal-
ysis, whereas correlations between categorical variables
were tested by the Chi-square test.

RESULTS

The mean age of the 60 patients was 52 + 10.9 years;
25 (41.6%) were males, and 35 (58.4%) were females.
Of patients, 31 (51.6%) were sustained viral responders
(SVR), and 29 (48.4%) were in the group without sus-
tained viral response (non-SVR); and no significant dif-
ference was detected in age, gender, body mass index
(BMI), HAI, and modified ISHAK scores, ALT values, and
CK-18 levels in Week 0 between these two groups. There
were statistically significant differences in baseline HCV-
RNA and HOMA-IR values of groups (P = .038/.025). Dif-
ferences in both laboratory and demographic characteris-
tics of the two groups are given in Table 1. There was no
correlation between baseline viral loads and CK-18 levels
of patients (Figure 1).

Table 1. Laboratory and demographic characteristics of patient population

SVR

Age (years) 51.4£11.1
Gender (male/female) 12/19
BMI (kg/m2) 26.4+4.2
HCVRNA (1U/ml) 2645855+5024572
HAI 5.1£1.9
Fibrosis-Stage 2.4+1.9
ALT 65+38
HOMA-IR 3.9+3.6
Ferritin 94+138
CK18 in Week 0 243+214

Non-SVR P
52.5+10.7 NS
13/16 NS
27.4+5.0 NS
2703832+4683512 .038
5.2+1.7 NS
2.8+1.7 NS
54+27 NS
7.7+7.1 .025
227+327 NS
270+143 NS

SVR: Sustained viral response, Non-SVR: Non-sustained viral response, BMI: Body mass index, HAI: Histological activity index, ALT: Alanine aminotransferase,

HOMA-IR: Homeostatic model assessment for insulin resistance.

Table 2. CK-18 levels and correlation between CK-18 levels and treatment responses in SVR and non-SVR

patients

SVR
M30-WEEK 0 243+21
M30-WEEK 24 116£12
M30-Difference b/w WEEKS 0&24 12720
P .014
M30-WEEK 72 109+38
M30- Difference b/w WEEKS 0&72 134421
P <.002

SVR: Sustained viral response, Non-SVR: Non-Sustained viral response.
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Non-SVR P
27014 NS
134423 <.001
136+15

NS
251443 .017
115+10

.049



At week 0, the CK level in the SVR group was 243421
whereas it was 270+143 in the non-SVR group. This dif-
ference between week 0 CK levels was not statically sig-
nificant (p > .5). At week 24, whereas the CK-18 level in
SVR group was 116+12.4, the CK-18 level in the non-SVR
group was 134 + 23. The difference between these levels
at week 24 was statically significant (p < .001). At week
72, CK-18 level was 109+37.0 in the SVR group. While
at week 0, the CK-18 level in SVR group was 243421, at
week 24 it was 116+12, and the difference was 127+20.
This difference was statically significant (p: .014).

While in non-SVR patients the CK-18 level was 270+14 at
week 0, 134+23 at week 24, and the difference between
weeks 0 and 24 was 136+156. This difference was not
statically significant (p > .5).

While in SVR patients the CK-18 level was 243+21 at
week 0, it was 109+38 at week 72, and the difference
between weeks 0 and 72 was 134+21. This difference
was statically significant (p < .002). The relationship be-
tween the CK-18 level and treatment response in SVR
and non-SVR patients is shown in Table 2.

DISCUSSION

Infection with CHC is one of the leading causes of se-
vere liver diseases, like chronic hepatitis, cirrhosis, and
hepatocellular carcinoma (HCC). Hepatocellular apopto-
sis plays a major role in the pathogenesis of chronic hepa-
titis C. Compensatory regeneration and inflammation are
initiated in hepatocytes, which are progressing to pro-
grammed cellular death. During apoptosis, intracellular
cysteine caspases are activated, and specific degenera-
tion products are formed. Cytokeratins are secreted from
apoptotic or proliferating cells. Cytokeratin 18 (CK-18) is
the major intermediate filament protein in hepatocytes.
During apoptosis, CK-18 is cleaved at aspartate 238 and
aspartate 396 by caspases. The M30 monoclonal anti-
body specifically recognizes the cleaved fragment of CK-
18 at aspartate 396 (M30 antigen). Therefore, CKs can
be used as apoptotic indicators (10). CK-18 is cleaved at
a special position for apoptosis so that it will form a new
epitope formation in cells progressing to apoptosis. The
new antigen formed is called the caspase-cleaved CK-18
or M30 antigen. M30 antigens can be secreted from
apoptotic cells into serum and can be easily measured by
ELISA. It has been observed that the M30 antigen is an
important prognostic marker in cancer patients. Because
the M30 antigen can be measured in the serum, it seems
to be a promising appropriate biomarker especially for
follow up of diseases of epithelial origin (epithelial can-
cers) in routine clinical practice (11). Total CK-18 levels
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are increased in patients with chronic liver diseases and
NASH in correlation with hepatic inflammation and ste-
atosis (6-9,12).

The correlation between hepatic fibrosis and apoptotic
CK-18 level in the circulation has been demonstrated. In
patients with successful HCV clearance, both disease pro-
gression and fibrosis related to a significant decrease of
CK-18 in the circulation during hepatocellular apoptosis
are decreased (5-7).

Our aim in this present study was to reveal the relation-
ship between CK-18 levels as an apoptosis marker and
both SVR and non-SVR in patients with chronic viral hepa-
titis and to define whether CK-18 levels would be not only
a marker but also an indicator for the responsiveness to
chronic viral hepatitis C treatment in the future. Levels of
CK-18 were defined in blood samples of patients drawn
in Weeks 0, 24, and 72 of the treatment. When differ-
ences in CK-18 levels were evaluated between treatment
weeks of 0, 24, and 72 in SVR patients, and differences
in CK-18 levels were evaluated between treatment weeks
of 0 and 24 in non-SVR patients; the difference between
Weeks 0 and 24 in SVR patients was statistically signifi-
cant (P = .014). When the difference between Weeks 0
and 72 was evaluated in SVR patients, it was defined as
significant (P <.002). In non-SVR patients, the difference
between Weeks 0 and 24 was not significant (P > .5).
Even though the level of CK-18 in the SVR and the non-
SVR group was similar at first, the distribution was not
homogeneous, and CK-18 levels in the non-SVR group
were much higher initially. This increase was associated
with cirrhotic patients who were more typically found in
the non-SVR group even though there was no significant
difference in HAI and fibrosis scores between the two
groups. Bantel et al. showed that CK-18 level was as-
sociated with higher stages of fibrosis and a significant
correlation between CK-18 levels and liver damage in 59
patients with chronic viral hepatitis C (5).

Sgier et al. reported significant decreases in CK-18 and
ALT levels in SVR patients among 315 patients with
chronic viral hepatitis C following treatment. This ob-
served decrease was not significant in patients with re-
lapse or without response. A decrease in hepatocellular
apoptosis caused a significant decrease in CK-18 level in
the circulation during hepatocellular apoptosis after HCV
clearance by successful antiviral treatment. Also in the
same study, no significant correlation was detected be-
tween HCV RNA and CK-18 level (8). Volkmann et al.
reported in their study performed in 23 patients with
chronic viral hepatitis C that CK-18 levels were signifi-
cantly decreased in patients who responded to antiviral
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treatment when compared with non-responsive patients
or relapsing patients (13). Similarly, a significant decrease
in CK-18 level was detected in SVR patients in our study
(P <.002). However, no significant correlation was found
with CK-18 levels in relapsing and non-responsive pa-
tients (P > .5). Sgier et al. showed that CK-18 levels were
high in relapsing patients (8). Kronenberg et al. reported
that a high basal apoptosis level was correlated with the
slow decrease in HCV RNA level in their 19-patient study
(6). Parfieniuk-Kowerda et al. reported that elevated se-
rum M30-CK-18, an indicator of enhanced apoptosis of
hepatocytes, parallels active hepatic inflammation and
fibrosis but also biochemical activity in chronic viral hepa-
titis C; thus, it may serve as a comprehensive non-invasive
marker of disease activity (14). El-Zefzafy et al. showed
CK-18 is a sensitive indicator of the severity of liver dis-
ease. Patients with CHC infection can be followed up by
measuring serum levels of CK-18 which can predict the
development of HCC (15).

In our study, no statistically significant difference was de-
tected in CK-18 levels between SVR and non-SVR patients
(P>.5).

A statistically significant difference was detected in CK-
18 levels between SVR and non-SVR patients measured
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Transhepatic endovascular portal vein embolization before

hepatectomy

Hepatektomi dncesi transhepatik endovaskdiler portal ven embolizasyonu
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Background and Aims: To evaluate the safety and efficacy of tran-
shepatic portal vein embolization with Embosphere, Gelfoam, and Am-
platzer vascular plug Il before extended hepatectomy in patients with
metastatic liver disease. Materials and Methods: Between January
2008 and October 2014, patients with metastatic liver disease, who
were treated with transhepatic endovascular portal vein embolization
before extended hepatectomy to increase the future remnant liver vol-
ume, were retrospectively evaluated. Multidetector computed tomog-
raphy was utilized before and after the hepatectomy to calculate the
future remnant liver volume. Ipsilateral portal vein embolization was
performed in all patients with a microspheric embolic agent (Embo-
sphere, 700-900 um), gelatin foam (Gelfoam), and Amplatzer vascular
plug II. Primary outcome measures are the increase in the percentage
of the future remnant liver volume, procedure-related mortality and
morbidity, and both technical and clinical success rates. Results: Four-
teen (78%) right portal vein and 4 (22%) left portal vein embolizations
were performed in a total of 18 patients (12 men and 6 women) with
a mean age of 48+10.1 years (range, 32 to 59 years). The mean in-
crease in the future remnant liver volume at 6 weeks was 41.6+6.7%
(range, 35% to 45%), which was sufficient for extended hepatectomy,
and the clinical success rate was 100%. The technical success rate was
100%, and there was no procedure-related mortality. A self-limited
subcapsular hematoma occurred in one patient (5%). There was no
recanalization of embolized portal veins during follow-ups. Conclusion:
Transhepatic portal vein embolization with Embosphere, Gelfoam, and
Amplatzer vascular plug Il before extended hepatectomy in patients
with metastatic liver disease, is a safe and effective procedure.

Key words: Liver, portal vein, embolization, Embosphere, Gelfoam,
Amplatzer vascular plug, hepatectomy

INTRODUCTION

Surgical resection is the most effective treatment option
in patients with primary or secondary liver malignancies
regarding long-term survival (1). However, insufficient fu-
ture remnant liver (FRL) volume after hepatectomy is the
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Girig ve Amag: Bu calismanin amaci, metastatik karaciger hastaliginda
genisletilmis hepatektomi dncesi transhepatik portal ven embolizasyo-
nu icin Embosphere, Gelfoam ve Amplatzer vascular plug Il kullaniminin
etkinlik ve gtivenilirligini arastirmaktir. Gereg¢ ve Yéntem: Ocak 2008
ile Ekim 2014 tarihleri arasinda, gelecekteki remnant karaciger hacmini
artirmak amaciyla, genisletilmis hepatektomiden énce transhepatik en-
dovaskdiler portal ven embolizasyonu yapilan metastatik karaciger has-
taligi olan hastalar, geriye déntik degerlendirildi. Gelecekteki remnant
karaciger hacmini hesaplamak icin hepatektomiden dnce ve sonra ¢ok
detektorld bilgisayarl tomografi gériintdleri kullanildi. Tdm hastalarda
ipsilateral portal ven embolizasyonu, mikrosiferik embolik ajan (Em-
bosphere, 700-900 um), jelatin képtik (Gelfoam) ve Amplatzer vascular
plug Il kullanilarak yapildi. Primer sonug dlctitleri, gelecekteki remnant
karaciger hacminin yuzdelik artisi, prosedtire bagl mortalite ve morbi-
dite, teknik ve klinik basari oranlari olarak belirlendi. Bulgular: Ortala-
ma yas! 48+10.1 yil (dagilim 32-59 yil) olan toplamda 18 hastanin (12
erkek ve 6 kadin), 14'tinde (%78) sag portal ven ve 4’linde (%22) sol
portal ven transhepatik yaklasimla embolize edildi. Gelecekteki remnant
karaciger hacminde 6 haftada ortalama artis orani %41.6+6.7 (dadilim
%35-45) olup genisletilmis hepatektomi icin yeterli idi ve klinik basari
orani %100, teknik basari orani %100 idi ve prosedtire bagl mortalite
yoktu. Bir hastada karacigerde kendini sinirlayan subkapstiler hematom
vardi (%5). Embolize edilen portal venlerde takip stiresince rekanali-
zasyon olmadi. Sonug: Metastatik karaciger hastaligi olan hastalarda
genisletilmis hepatektomiden énce transhepatik portal ven embolizas-
yonu icin Embosphere, Gelfoam ve Amplatzer vascular plug Il gtivenli
ve etkili proseduirddir.

Anahtar kelimeler: Karaciger, portal ven, embolizasyon, Embosfer,
Gelfoam, Amplatzer vascular plug, hepatektomi

main limiting factor for surgical resection. An FRL volume
of 25% is generally adequate in patients with normal liv-
er, but an FRL volume below 40% increases mortality and
morbidity in patients with cirrhotic liver (1).
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Portal vein embolization (PVE) can be performed pre-
operatively to increase FRL volume. In 1920, atrophy of
the ipsilateral liver lobe and compensatory hypertrophy
of the contralateral liver lobe were first defined in a pa-
tient with portal vein thrombosis (2). From 1920 to the
present, surgeries with high complication rates, such as
portal vein ligation and transileocolic PVE, and interven-
tional techniques, such as percutaneous transhepatic ip-
silateral or contralateral PVE, have been developed (1,3-
23). Many embolic agents, as gelfoam, glue, polyvinyl
alcohol, microspheric particles, coils, Amplatzer vascular
plug (AVPIl; AGA Medical, Plymouth, MN), or different
combinations of these can be utilized for percutaneous
PVE (3-23). The choice of embolic material is pivotal to
get sufficient FRL volumes because recanalization of the
embolized portal vein diminishes compensatory hypertro-
phy of the contralateral liver lobe (6). In the literature,
many papers define different usage and combinations of
embolic agents for PVE; however, a single worldwide ro-
bust embolic agent or combination of embolic materials
has not yet been accepted worldwide.

In this retrospective study, we aimed to assess the safety
and efficacy of transhepatic PVE with Embosphere (Bio-
sphere Medical, Rockland, MA), Gelfoam (Gelfoam, Up-
john, Kalamazoo, M), and AVPII before extended hepa-
tectomy in patients with metastatic liver disease.

MATERIALS and METHODS

This study is a single-center retrospective study. Formal
consent and informed consent for all individual partic-

ipants included in the survey were obtained. Between
January 2008 and October 2014, a total of 18 patients
[12 men (66.6%) and 6 women (33.3%)] with a mean
age of 48+10.1 years (range, 32-59 years) and with met-
astatic liver disease (all colorectal cancer liver metastasis)
who were treated by transhepatic endovascular PVE be-
fore extended hepatectomy, were included in the cur-
rent study. All patients underwent contrast-enhanced
multidetector computed tomography (MDCT) evaluation
before both procedures and volume measurements were
analyzed with the software. Fourteen (78%) right portal
vein and 4 (22%) left portal vein embolizations were per-
formed. There were no patients with cirrhotic liver.

Portal Vein Embolization

All patients tolerated the percutaneous PVE procedure
well. The portal vein was punctured under ultrasound
guidance in all patients, and ipsilateral portal vein was
embolized with microspheric embolic agent (Embo-
sphere, 700-900 pm), gelfoam, and AVPIl. Embosphere
was administered until observing flow stasis in the pe-
ripheral branches of the portal vein. Thereafter, gelfoam
was administered until flow stasis was seen in central
parts of portal veins. Last, AVPIl was deployed according
to the size of the ipsilateral portal vein (Figure 1). Contra-
lateral PVE was not performed. In all patients, blood flow
to the targeted portal vein was totally stopped.

Follow-Ups

Liver function tests and other biochemical data were
assessed. All patients were evaluated with contrast-en-

Figure 1. Digital subtraction portal venography images pre- (a) and post-embolization (b) of the portal vein.
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hanced MDCT 6 weeks after PVE. Volume measurements
were obtained using software. Increases in FRL volumes
were discussed, and all patients underwent surgery.

RESULTS

The technical success rate was 100%. There was no
procedure-related mortality. Only one patient (5%) had
a self-limiting subcapsular hepatic hematoma. An inter-
vention or blood transfusion was not necessary for this
particular patient. There were not any other major com-
plications.

The increase in FRL volumes was sufficient to prevent liver
failure in the early post-operative period after hepatecto-
my in all patients. Adequate FRL volumes were achieved
at 6 weeks, and the mean increase in FRL volume was
41.616.7% (range, 35% to 45%). Recanalization was
not detected in embolized target portal veins during fol-
low-ups. In all patients, extended hepatectomy was per-
formed for surgical treatment of hepatic metastases.

DISCUSSION

In the current study, we discussed the safety and efficacy
of pre-operative PVE with a combination of Embosphere,
Gelfoam, and AVPII before extended hepatectomy in pa-
tients with metastatic liver disease to increase FRL vol-
ume. Adequate FRL volume was achieved at 6 weeks,
and extended hepatectomy was performed successfully
in all patients. The procedure was very safe, and there
was no detected liver failure after hepatectomy due to
inadequate FRL volume.

The use of PVE has grown to become a standard pro-
cedure to raise remnant liver volume before extended
hepatectomy (7,8). However; the exact mechanism of at-
rophy in the liver lobe in which the portal vein was embo-
lized and the hypertrophy of the remnant liver lobe, are
not clearly understood. Animal models and post-resec-
tion studies have revealed that growth factors stimulated
liver regeneration (8). In particular, alterations in portal
vein pressure provoke the secretion of nitrous oxide that
causes the intrahepatic release of both hepatic growth
factor and transforming growth factor alpha and eventu-
ally results in the hypertrophy of the remnant liver (8,9).

New embolic agents and embolization techniques are
emerging to increase FRL volume with minimal side ef-
fects in a very short period of time. There are many em-
bolic materials and different combinations of them for
PVE. In a meta-analysis by van Lienden et al., (5) N-Butyl
cyanoacrylate (NBCA; TruFill, Cordis, Miami Lakes, Fl; Glu-
bran 2, Gem, Viareggio, Lucca, Italy) was found to be the

Transhepatic endovascular portal vein embolization

most utilized embolic agent, and it caused more hyper-
trophy in the remnant liver compared with 18 different
embolic agents. But NCBA can lead to both intense peri-
portal inflammation and fibrosis, which complicate sur-
gical resection (10). This critical disadvantage limits the
usage of NBCA in PVE procedures. Another disadvantage
of NBCA is non-target embolization of the remnant liver,
especially in inexperienced hands. Thus, during the PVE
procedure, also with liquid or particular embolic agents,
placement of vascular plugs or occlusive balloons at the
proximal part of the targeted portal vein is recommend-
ed (11,12).

AVP is a relatively new embolic material that is used suc-
cessfully in the embolization of aneurysms, acquired or
congenital arteriovenous malformations, and portal vein
(13). Bent et al. (14) reported that AVP usage in conjunc-
tion with other embolic agents for PVE reduced the risk
of non-target embolization and increased FRL volume as
high as 68%. Also, in the current study, non-target embo-
lization was prevented with AVP deployment. However,
because AVP occludes the proximal part of the target-
ed portal vein, it does not hamper the intrahepatic por-
ta-portal collateralization, which leads to decreased FRL
volumes (14,15). This is the reason why it is necessary to
embolize the portal vein distally also. For this purpose,
Embosphere microspheres (700-900 pm) and Gelfoam
were used in the current study. Better vascular pene-
tration and fewer surgical hemorrhages are the main
advantages of microspheric embolic agents over other
embolic materials (16). Madoff et al. (17) found that
spherical embolic particles as Embosphere microspheres
were more effective than non-spherical embolic particles
as polyvinyl alcohol regarding the increase in the amount
of FRL volume. Embosphere microspheres are small- (40-
120 pm) or large-sized (700-900 pm) particles and the
latter were shown to cause less inflammation (18).

Gelfoam is an inexpensive, safe, and effective temporary
embolic agent that has already been used for uterine ar-
tery embolization for a long time (19). In addition, Gel-
foam can easily be injected into the vessel and absorb the
fluid within it. So, it can be utilized for the embolization
of large portal vein branches (20). However, usage of
Gelfoam solely may increase the risk of recanalization,
which in the end can cause decreased remnant liver hy-
pertrophy. In other words, Gelfoam can preclude reca-
nalization only when used in combination with perma-
nent embolic agents and vascular plugs (21). To produce
a sufficient FRL volume increase, the ideal embolic agent
must occlude the portal vein effectively without recanali-
zation and complication rates must be low.
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In the current study, we achieved a mean increase of
41.6%16.7% (range, 35% to 45%) in the FRL volume. In
the literature, there were two comprehensive meta-anal-
yses reporting FRL volume increases as 17.8%-69.4% and
16%-44%, respectively, in patients with PVE (1,5). The
wide spectrum of the rise in FRL volumes was probably
due to both different embolic materials and combina-
tions used, experience level of interventionalists, coexis-
tence of cirrhosis, and use of chemotherapeutic drugs
before PVE. Cirrhosis reduces the amount of hypertrophy
in the remnant liver (22). It was found that chemother-
apeutic drugs, except those that were platinum-based,
did not affect the percentage of liver hypertrophy; how-
ever, diabetes mellitus decreased the hypertrophy ratios
(1,5,10). However, Giraudo et al. (23) demonstrated that
cirrhosis and diabetes mellitus did not decrease the per-
centages of liver hypertrophy but increased the essential
time interval to reach sufficient FRL volumes.

The technical success indicates the feasibility of percuta-
neous PVE and the clinical success indicates a sufficient
increase in the FRL volume to perform hepatectomy af-
ter PVE. In a comprehensive meta-analysis, the technical
and clinical success rates were found to be 99.3% and
96.1%, respectively (5). In the current study, both the
technical and clinical success rates were 100%. The high-
er percentages of clinical success rates than those report-
ed in literature might be attributed to having no patients
with a cirrhotic liver. Another reason might be our small
sample size. With a larger number of patients, both the
technical and clinical success rates may approach those
reported in the literature.

After PVE, some minor complications can be observed
such as fever, increase in serum transaminase levels,

pain, ileus, nausea, or vomiting, and the incidence was
reported to be 8.9%-14.9% (5,24). In contrast, major
complications were rarer and biliary leakage, subcapsular
hematoma, portal hypertension, non-target emboliza-
tion, infection, abscess or transient liver failure might be
observed (5,24). Procedure-related mortality in PVE was
reported in only one study (23). Hemorrhage could be
seen in the form of hemobilia, hemoperitoneum, or sub-
capsular hematoma, and the most frequent major com-
plication in PVE occurred with an incidence of approxi-
mately 2%-4% (24). In our study, there was a self-limiting
subcapsular hematoma in only one patient (5%). It was
relatively higher compared with that reported in the lit-
erature; however, it might be acceptable because there
was no need for intervention, blood transfusion, and no
permanent morbidity occurred.

The current study had several limitations. First, the low
number of patients restricted the statistical analysis. The
retrospective design of the study, lack of randomization,
and absence of a control group for comparison with
other embolic materials were the other limitations. Final-
ly, the patient population did not contain any individu-
als with cirrhotic liver. Despite all these limitations, the
current valuable study was first to report the results of
pre-operative percutaneous PVE with a combination of
Embosphere, Gelfoam, and AVPII.

In conclusion, transhepatic PVE in combination with
Embosphere, Gelfoam, and AVPIl to increase the FRL
volumes before extended hepatectomy in patients with
metastatic liver disease was both a safe and effective
procedure with excellent technical success and low com-
plication rates.

*The authors have nothing to disclose.
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OLGU SUNUMU

Jejunal duvar kalinlasmasinin nadir bir nedeni: Primer sero6z papiller

peritoneal karsinoma

A rare cause of jejunal wall thickening: Primary peritoneal serous papillary carcinoma

Banu Demet COSKUN', Eylem SEVINC?

'Kayseri Egitim ve Arastirma Hastanesi, Gastroenteroloji Klinigi, Kayseri
?Karabtik Universitesi Tip Fakiiltesi, Cocuk Gastroenteroloji Bilim Dali, Karabtik

Primer serdz papiller peritoneal karsinoma, peritonun nadir gdrtilen bir
adenokarsinomudur ve histolojik 6zellikleri overin seréz papiller karsino-
mu ile benzerdir. Ancak primer seréz papiller peritoneal karsinomada
tipik olarak overler normaldir. Siklikla postmenapozal kadinlarda (orta-
lama yas 55-65) gdrdildir. En sik gordlen bulgular asit ve karsinoembriyo-
nik antijen-125 yksekligidir. Abdominal bilgisayarli tomografi ve man-
yetik rezonans gdrtinttilemelerde asit, peritoneal kalinlasma, omental
kek ve intraabdominal kitle gdrdilen bulgulardir. Bu yazimizda jejunoileal
duvar kalinlasmasi ve asit ile basvuran ve primer seréz papiller peritone-
al karsinoma tanisi alan olgu sunuldu. Literattirde jejunaileal tutulum ile
prezente olan ilk vakadir.

Anahtar kelimeler: Primer seréz papiller peritoneal karsinoma, jejuno-
ileal duvar kalinlasmasi

GiRiS

Primer serdz papiller peritoneal karsinoma (PSPK) nadir
gorilen abdomen veya pelvikperitoneal ylizeyden kay-
naklanan bir adenokarsinomdur. Swerdlow ve arkadasla-
r tarafindan ilk kez 1959°da yeni bir timdr antitesi olarak
tanimlanmistir (1). Gergek insidansi bilinmemektedir, an-
cak over kanserlerine gore sikhgr 1/10'dur (2). Cogunluk-
la kadinlarda gériilmesine ragmen erkeklerde de gértlen
olgular rapor edilmistir (3,4). Siklikla yasllarda (ortalama
yas 55-65) ve postmenapozal kadinlarda gérulir. TUmor
histolojik, sitolojik ve immtinohistokimyasal 6zellikler ba-
kimindan overin seréz papiller karsinomu ile benzerdir.
Ancak PSPK tipik olarak normal gérinuimlu overlerin var-
lig1 ile karakterizedir. Hastalar tipik olarak karin agrisi, ab-
dominal distansiyon, asit, bulanti ve kusma gibi subileus
sikayetleri ile basvurabilirler (5). Bu yazimizda jejunoileal
duvar kalinlagmasi ve asit ile bagvuran hastalarda PSPK'in-
da akilda tutulmasi gerektigini vurgulamak istedik. Lite-
ratlirde jejunaileal tutulum ile prezente olan ilk vakadir.

OLGU SUNUMU

Elli sekiz yasinda kadin hasta 1 aydir devam eden epi-
gastrik agri, dolgunluk hissi, tekrarlayan kusma ve kilo
kaybi (5 kg) nedeniyle gastroenteroloji servisine yatirildi.
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Primary papillary serous carcinoma is a rare neoplasm of the peritoneum
and is histologically similar to papillary serous carcinoma of the ovary.
However, the presence of ovaries is quite common in primary papillary
serous carcinoma. It is predominantly present in postmenopausalwom-
en (mean age, 55-65 years). The most common clinical findings are as-
cites and elevated carcinoembryonic antigen 125. Radiological findings,
such as computed tomography and magnetic resonance imaging, on
the abdomen showed ascites, peritoneal thickness, omental cake, and
intra-abdominal mass. In this abstract, we are presenting the clinical
findings of apatient with primary papillary serous carcinoma along with
jejunoileal wall thickening and ascites.

Key words: Primary papillary serous carcinoma, jejunoileal wall thick-
ening

Hastanin 6zgecmisinde 30 yildir diabetes mellitusu (DM)
oldugu ve son 4 yildir diyabetik nérépatiye baglh dustik
ayak nedeniyle takip edilmekte oldugu égrenildi. DM icin
instilin ve diyabetik néropati icin gregabalin kullanmakta
idi. Hastanin fizik muayenesinde konjonktivalar soluk ve
cilt yaygin hafif 6demli idi. Hastanin vital bulgulari stabil
idi. Hastaneye kabultinde bakilan laboratuvar tahlillerinde
beyaz kire (WBC): 8190/mm?3, nétrofil %70, hemoglo-
bin: 10 gr/dl, ortalama eritrosit hacmi (MCV): 85, total
protein: 5,1 gr/dl, alblimin: 2,7 gr/dl, sodyum: 127, se-
dimentasyon: 6, C-reaktif protein (CRP): 4 idi. idrar tetki-
kinde glukoztiri disinda 6zellik yoktu. Serum tiroid stimdile
edici hormon (TSH): dtzeyi 1,2 ng/dl idi. Hastanin st
endoskopisi normaldi. Diyabetik gastroparezi dustintile-
rek sintigrafik mide bosalma hizi dlctildi ve normal ola-
rak raporlandi. Batin ultrasonografi (US) normal olarak
degerlendirildi. Cekilen tim batin magnetik rezonans
gérintlilemede yaygin jejunoileal anslarda inflamatuvar
duvar kalinlagmasi tespit edildi (Resim 1,2).

Bilgisayarli tomografi anjiografik incelemede mezente-
rik arter ve venler acik olarak yorumlandi. Kolonoskopi
ile agizdan girilerek jejunumun 1/3 proksimaline kadar
ilerlendi. Endoskopik bakida jejunumda 4-5 cm araliklarla
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mukozada sirkuler tarzda eritemli alanlar izlendi ve biyop-
si alindi. Jejunal biyopsi mukozal 6dem olarak raporland.
Hastanin izlemi esnasinda viicutta yaygin édem ile birlikte
plevral mai ve asit gelisti. Asit 6rneklemesinde serum asit
alblimin gradienti: 0,8, assitadenozindeaminasyon (ADA)
5 mg/dl, EZN boyamasi ile ARB (-), ttiberktloz PCR nega-
tif, asit sitoloji class Il olarak raporlandi. Tdmdr markirla-
rindan karsinoembriyonik antijen (CEA): 75 (normal, <3
IU/ml), kanser antijeni (CA)-125: 835 (normal, < 20 U/
mL) idi. Kadin dogum muayenesinde adneksiyel yapilar
normal olarak degerlendirildi. Perkttan jejunal biyopsisi
icin girisimsel radyoloji ile gériistldu ancak sag st kadran-
da peritoneal kalinlagma tespit edilerek periton biyopsisi
alindi. Periton biyopsi sonucu serdzal ylizeylerin papiller
karsinomu olarak rapor edildi. Hasta tedavi plani icin me-
dikal onkoloji béltimuine devir edildi. Hastaya paklitaksel
ve karboplatinden olusan kombine kemoterapi protokold
baslandi. 3 kur sonrasi hastanin gerek sikayetleri gerekse
jejunoileal duvar kalinlasmasinin belirgin sekilde azaldig
ve kontrol CA-125 dtzeyinin geriledigi gdzlemlendi.

TARTISMA

PSPK nadir gértilen peritoneal ytizeyden kaynaklanan bir
adenokarsinomdur. Hastalik agirlikli olarak abdomen ve

Resim 1. ileal duvar kalinlasmasi.

Resim 2. Jejunal duvar kalinlasmasi.

Jejunal duvar kalinlasmas:

pelvik bolgenin peritoneal, mezenterik ve omental ytize-
yinde gordilur (1,2).

PSPK gerek histolojik gerekse prognostik agidan papiller
ser6z over adeno karsinomlarina (PSOK) benzer 6zelik-
ler gbsterebilir. Bu benzerligi agiklamak icin 2 teori 6ne
strdlmustdr. 1. teori: peritoneal karsinoma, overlerin
embriyonik gelisimi stiresince peritonun icerisinde kalan
overial doku kalintilarindan orjin almaktadir, 2. teori: hem
overial hem de peritoneal doku (mezodermal orjinli) mdil-
lerian sistem kaynaklidir (6,7). Jinekolojik Onkoloji Grubu
tarafindan PSPK'I PSOK'dan ayirt etmek icin tani kriterleri
tanimlanmigtir. Bunlar; her iki overin normal boyutta ya
da benign bir lezyon nedeniyle normalden buytk olma-
sl, lezyonun her iki over ylzeyinden daha buytk olmasi,
overyan tutulum varsa, over ylizeyinde veya korteksinde
maksimum 5x5 mm’yi asmayan implant varliginin olmasi
ve timdrun histolojik ve sitolojik karakteristiginin seréz
tip ile uyumlu olmasidir (8).

PSPK'in gdrlilme yasi ortalama 55-65'dir. Hastalar karin
agrisi, abdominal distansiyon, abdominal kitle, asit ve su-
bileus ile bagvurabilir. Rapor edilen olgularin %70-90'Inda
CA-125'de anormal yuikselme ve asit bulunmaktadir. Boy-
lece CA-125 tedavi etkinliginin takibinde ve nukstin erken
tespitinde kullanilabilinir (9,10). Morita ve arkadaslarinin
yayinladiklari 11 PSPK'li vaka serisinde; 9 hasta karin ag-
risi, 7 hasta abdominal rahatsizlik, 5 hasta abdominal dis-
tansiyon, 3 hasta asit ve 3 hasta abdominal ele gelen kitle
sikayetleri ile basvurmus olup tim hastalarda CA-125 se-
viyeleri artmig idi (10). Bizim hastamiz da PSPK'nin jejuno-
ileal duvar invazyonuna sekonder yaygin duvar kalinlas-
masina sekonder subileus sikayetleri ile basvurmus olup
hastamizin takiplerinde asit gelismistir. Literattirle uyumlu
olarak bizim hastamizda da CA-125 seviyeleri ytiksekti.

Olgularin bilgisayarli tomografi (BT) ve magnetik rezo-
nans (MR) gdrtinttilemelerinde asit, peritoneal kalinlas-
ma, peritoneal nodtl, omental nodul veya kek, ve lenfa-
denopati en sik gértlen bulgulardir (9,11). Olgularin %20
-70'inde pelvik/retro-peritoneal lenf nodlarina, <%15
visseral ve ekstraperitoneal lenf nodu yayilimi rapor edil-
mistir (5). PSPK, nadiren de olsa intestinal duvari invaze
ederek intestinal kitlelere neden olabilmektedir. Litera-
tlrde glinlimuize kadar kolonda kitle (kolon karsinomu)
ile prezente olan ve kétu diferansiye PSPK tanisi konulan
yalnizca 3 olgu bildirilmis olup ince badirsak tutulumu su
ana kadar hig bildirilmemistir (12-14). Bizim olgumuzda
PSPK'un jejunum orta kismindan baslayip ileal duvari yay-
gin bir sekilde infiltre ettigi g6zlendi.

Jejunoileal duvar kalinlasmasinda ayirici tanida; inflama-
tuvar nedenler (Crohn hastaligi), infeksiyéz nedenler (tu-
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berkliloz, tifo, giardia, Yersinia enterocolitis), malignensi
(lenfoma, sarkom), iskemi ve infarkt, vaskdilit (sistemik
lupus eritematozus, Henoch-Schénlein sendromu), intes-
tinal 6dem (nefrotik sendrom, siroz, protein kaybettiren
enteropati), intramural hemoraji (hemofili, antikoagtilan
kullanimi) yer almaktadir (15). Hastamizin endoskopik ba-
kisi ve biyopsisinde Crohn hastaligina ait bulgu izlenmedi.
BT anjiyografisinde superior mezenterik arter ve ven acik
olup duvar kalinlagmasi hematom ile uyumlu degildi. Asit
tliberkuloz PCR negatif idi. Diger nedenlerde dislanarak
peritoneal kalinlasmadan biyopsi yapildi ve hastamiza
PSPK tanisi kondu.

PSPK'nin tedavisi stage IlI-IV ser6z ovarian papiller kan-
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OLGU SUNUMU

Alerjik rinitli bir olguda eozinofilik 6zofajit

Allergic rhinitis in eosinophilic esophagitis
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Eozinofilik dzofajit; 6zofagus mukozasinda eozinofilik infiltrasyon ile
karakterize kronik, immdin aracili bir tablodur. Eriskinlerde &zofageal
disfonksiyon semptomlari olan disfaji, gida takilma hissi, regdirjitasyon,
kusma ve gédtis adrisi en sik gortilen yakinmalardir. Tani hastanin semp-
tomlari esliginde endoskopik ve histolojik bulgular ile konur. Bu olguda
alerjik riniti ve eozinofilik 6zofajiti olan bir hasta tanimlanmaktadir.

Anahtar kelimeler: Disfaji, eozinofilik infiltrasyon, alerjik rinit

GiRiS

Eozinofilik ézofajit (EQ); kronik, immdin aracili, eozinofil-
den zengin inflamasyonla seyreden &zofagus disfonksi-
yonu ile karakterize bir hastaliktir (1). Normal sartlarda
6zofagus eozinofilden yoksundur. Ozofagusta eozinofil
infiltrasyonunun gdsterilmesi tipik olarak eozinofilik 6zo-
fajit veya gastrointestinal reflii hastaligini dustindtrmek-
tedir (2,3). Eozinofilik &zofajitli olgularin %75'i atopik
yapida olup; cogunlukla gida, ikinci sirada da inhalen
alerjen duyarliligi saptanmaktadir.

OLGU SUNUMU

23 yasinda erkek hasta, alerji klinigimize basvurusunda
10 yasindan beri yil boyu stiren ancak 6zellikle bahar ay-
larinda yogunlasan siddetli burun akintisi, burun kasintisi,
damakta kasinti, gdzlerde kizariklik ve kasinti seklinde
siddetli alerjik rinit ve konjonktivit semptomlari mevcuttu.
Okstirtik, nefes darligi veya hirilti gibi astim semptomlari
yoktu. Ayrica sorgulamasinda 2-3 yildir olan, son 3 ayda
artis gosteren ve dzellikle bahar aylarinda olan gidalarla
bogazda takilma hissi, yutma guicltigu ve kusma yakin-
masl mevcuttu. Fizik muayenesinde; tansiyon arteriyel
(TA): 120/80 mmHg, nabiz (Nb): 75/dk, konjonktivalar
hiperemik, burun bakisinda mukoza soluk izlendi, hafif
sulu sekresyonu mevcuttu. Solunum sistemi muayenesi

iletisim: Fatma DUSUNUR GUNSEN

Ege Universitesi Tip Fakiiltesi, ic Hastaliklari Anabilim Dali,
Alerji ve Klinik Immtinoloji Bilim Dali, Bornova-izmir
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Eosinophilic esophagitis is a chronic, immune-mediated disease that is
characterized by eosinophilic infiltration into the esophagus mucosa.
In adults, the symptoms of esophageal dysfunction include dysphagia,
food bolus impaction, regurgitation, vomiting, and chest pain. The di-
agnosis of eosinophilic esophagitis should be based on the symptoms,
endoscopic appearance of the esophagus mucosa, and histological
findings. This case report describes a 23-year-old male with eosinophilic
esophagitis and allergic rhinitis.

Key words: Dysphagia, eosinophilic infiltration, allergic rhinitis

ve diger sistem muayeneleri olagandi. Kulak burun bogaz
tarafindan yapilan fizik muayenesinde de burun mukoza-
si soluk, rinitle uyumlu mukozal degisiklikler olup polip
saptanmadi. Nazal smear &rneklemesi rutin uygulamada
kullanilmadigindan ve taniya ek fayda saglamadigindan
yapiimadi. Ozgecmisinde ek hastalik &ykdisti, sigara kul-
lanimi, operasyon Gykusu yoktu; soy ge¢misinde ailesin-
de alerjik hastalik dykdsu yoktu. 13 yasina kadar evde
kedi besledigi ancak 10 yildir kedisinin olmadigi 6grenil-
di. Buna ragmen hastanin rinit semptomlari kedi temasi
ile belirgin olarak artiyordu. Mevcut rinit yakinmalari ile
cesitli merkezlere basvurmus, degisik antihistaminik tab-
let ve nazal steroid tedavileri kullanmasina ragmen rinit
yakinmalari hicbir zaman tam olarak gerilememisti. Has-
tanin kan biyokimyasinda karaciger ve borek fonksiyon
testleri normaldi; hemogramda eozinofil sayisi 470/uL (0-
500/pL), normal sinirlarda idi, bu deger periferik yayma
ile dogrulandi. Total (immtinglobulin E) IgE seviyesi 36.1
IU/mL (0-100 IU/mL) normal, GX1 (Grass Panel-ot karisi-
mi paneli) spesifik IgE: 0.58 kUA/I Rast Mtd ( >0.35 po-
zitif) pozitif, WX3 (Weed Panel-yabani ot karisimi paneli)
spesifik IgE: 0.36 kUA/I Rast Mtd ( >0.35 pozitif) pozitif
saptandi. Deri prik testinde ot polenleri +3, sinir otu +2,
kedi +3 pozitif saptandi. Gida alerjisi agisindan yapilan

Gelis Tarihi: 23.11.2017 - Kabul Tarihi: 28.12.2017

DOI: 10.17941/agd.428946
41

m
#
-
<
~
-—
~
~N
-
0
-
(=]
(o]
2
o
=
(V]
©
" —
o
o
S
[}
+-
c
[}
o
S
=)
w
©
(=)}
=
£
[}
©
©
£
©




DUSUNUR GUNSEN ve ark.

testleri negatifti. Gastroenteroloji tarafindan yapilan gast-
roskopide; distal 6zofagusta gegisi daraltmayan Schatzki
halkasi ve hiatus hernisi izlendi. Alinan biyopsilerde; distal
0zofagusta skuamoz epitel igerisinde bir buyuk buyttme
alaninda 30 ve Uzeri; proksimal ézofagusta bir buyttme
alaninda 20 eozinofil izlendi; bulgular eozinofilik 6zofajit
ile uyumlu olarak yorumlandi (Resim 1 A-B). Gastrodzofa-
geal refli hastaligi acisindan yapilan 6zofagus manomet-
risi, empedans ve pH analiz sonuglari normaldi. Hastaya
eozinofilik 6zofajit ve alerjik rinit tanisi konarak rinite y6-
nelik polenlerle sublingual immdnoterapi (OralAir®) bas-
landi, 6zofajite yonelik oral budesonid kapsul 400 mcg
2,5 ay sureyle verildi. Tedavinin birinci ayinin sonunda
hastanin gida alimi sonrasi ortaya ¢ikan klinik yakinmalari
ve alerjik rinit semptomlari diizeldi.

TARTISMA

Eozinofilik 6zofajit; ilk olarak 1970li yillarda tanimlanmig
olup, farkindaligin artmasi ve tani yéntemlerinin gelisme-
si ile son yillarda insidansi artmakta olan bir hastaliktir
(4,5). Gastroozofageal reflu tanisina sahip hastalarin as-
linda yaklasik %6-10'unda gercek taninin EO oldugunu
One suren yayilar mevcuttur (6). Yetiskinlerde genellik-
le erkeklerde gdrtilmekte olup; hastalarin yaklasik %60-
70'inde periferik eozinofili, artmig serum total IgE dtizeyi
ile alerjik astim, alerjik rinit veya atopik dermatit gibi aler-
jik hastaliklar eslik edebilmektedir (7). Cocuklarda ise gida
alerjisi birlikteligi solunum yolu alerjilerine gére daha sik
rastlanmaktadir. Bizim olgumuzda da yapilan testlerde
gida duyarlihgr saptanmamis olup, tablo aeroalerjenlerle
iliskilendirilmistir. Solunum yoluyla alinan alerjenlerin 6zo-
fagusa ulaganlarinin burada inflamasyonu basglattigi ve bu
yolla 6zofagusta eozinofil infiltrasyonu olustugu dusundil-
mektedir (8).

Hastalarin klinik yakinmalari yasa gére degiskenlik gos-
terebilmektedir. Yetiskin hastalarda ilk yakinma siklikla
kati gidalara karsi gelisen disfajidir. Buna ek olarak gida
takilma hissi, tedaviye yanitsiz reflli yakinmalari ve (st ba-
tin agrisi olabilmektedir (9). Ayrica literattirde 6zofagusta
motilite bozuklugu, strikttirler, spontan 6zofagus perfo-
rasyonu (Boerhaave sendromu) veya endoskopi sirasinda
6zofagus perforasyonu gibi klinik durumlar da tanimlan-
mistir. Disfaji nedeniyle endoskopi yapilan hastalarin yak-
lasik %15'inde EQ saptanmaktadir (10). Cocuklarda ise
klinik bulgularda yutma problemleri, kusma, karin agrisi
ve ilerleyen olgularda bulyltme-gelisme geriligi 6n planda
olmaktadir.

Tani yasi yetiskinlerde 20-30 arasindadir. Tani klinik bul-
gular egliginde endoskopik biyopsi ve histolojik inceleme
ile konmaktadir. Histolojik incelemede; mukozal eozinofi-
li, eozinofil mikroabseleri, ekstrasellliler alanlarda eozino-
fil grantilleri, ytizey epitelinde deskuamasyon, bazal zon
hiperplazisi, interselltiler alanlarda dilatasyon, subepitel-
yal fibrozis/sklerozis/lamina propriada fibrozis gértilebil-
mektedir (1). Buna gdre tani icin; bir blyuk buytitme ala-
ninda 15 ve Uzeri eozinofil gérilmesi, klinik bulgu olmasi,
gastrointestinal sistemde 6zofagusa sinirli eozinofil infilt-
rasyonu olmasi, sekonder ézofageal eozinofili nedenleri-
nin dislanmasi (refld gibi...) ve bu bulgular esliginde di-
yet-steroid tedavisi ile klinik yanit alinmasi gerekmektedir
(11). Ozofagusta eozinofili saptanabilecek ayirici tanida
dustintilmesi gereken hastaliklarin basinda gastroézo-
fageal reflii gelmektedir. Bunun disinda da; eozinofilik
gastrointestinal hastalik, ¢dlyak hastaligi, Crohn hastalig,
enfeksiyonlar, hipereozinofilik sendrom, akalazya, ilac hi-
persensitivitesi, vaskdilitler, pemfigus vegetans, bag doku
hastaliklari, graft versus host hastaligi gibi bircok degisik
klinik durumda da 6zofageal eozinofil infiltrasyonu olabil-
mektedir, ayirici tanida akla gelmelidir (1).

. 3 .
2%V 1 X s vas

Resim 1 A,B. Cok katli yassi epitelde yogun bazal hticre hiperplazisi, papiller elongasyon (%80-90), bir biiytik buytitme alaninda > 40 eozi-

nofil infiltrasyonu (**Resim A 10x, Resim B 40x buytitme).
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Tedavide Ozellikle gida alerjisi saptanan vakalarda gida
eliminasyon diyetleri énerilmekte, alerjenle temas kesi-
lince tablo dtzelebilmektedir. Ancak gida alerjisi sapta-
namamasl durumunda elemental diyet gibi uygulamasi
zor diyet tedavileri hem hasta agisindan uygulamasi zor
oldugundan hem de kanit dtizeyi duistik oldugundan dne-
rilmemektedir. Farmakolojik tedavide dncelikle asit stip-
resyonu (proton pompa inhibitorleri ile) yapilmali, 6zel-
likle altta refli gibi klinik tabloyu karistiran bir durum var
ise dlizeltiimelidir. Oncelikle en az iki ay gibi bir stire ile
bu tedavinin verilmesi ve sonrasinda kontrol endoskopi
ile degerlendirme yapilmasi énerilmektedir (12). Topikal
kortikosteroidler esas tedaviyi olusturan ajanlardir. Bude-
sonid ve flutikazon bu konuda en cok calisilan steroid-
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