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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 Blitdin 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 AKADEMiK GASTROENTEROLOJi DER-
GiSi, Tlrk Gastroenteroloji Vakfi, Gaziler Sokak, 22/1,
06620, Abidinpasa, Ankara adresine 3 kopya gdnderil-
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 gonderilmesi gerekmektedir. Postadaki
kayiplardan dergi sorumlu degildir.

V' Dergiye génderilen yazilarin daha énce baska bir
yerde yayinlanmamis olmalari gerekir. Daha dnce kong-
relerde teblig edilmis ve 6zeti yayinlanmis calismalar,
bu 6zelligi belirtiimek tizere 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, “Iinsan” 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.

vyazarlara 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 (konsuiltan, diger anlasmalar), editére sunum say-
fasinda bildirmek zorundadir.

v Makalelerin etik kurallara uygunlugu yazarlarin so-
rumlulugundadir.

v Génderilen yazilarin kontrol ve dtizeltmeler icin pos-
ta giderleri karsiligr olarak 75.00 TL, Ttrkiye Is Bankas,
Ankara Abidinpasa subesi (Sube Kodu: 4232) TGV Sagd-
Ik Malz. Ltd. Sti. 512442 Nolu TL hesabina (IBAN: TR21
0006 4000 0014 2320 5124 42) yatirilacak ve dekon-
tun kopyasi yaziyla birlikte gonderilecektir.

v Baslk sayfasinda kisaltma yapilmadan Tirkce ve
ingilizce olarak yazilmis basliklar yazilmalidir. Ttirkce 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 lizerine 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 baghgmnin 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 yazilmal-
dir. Giris ve amag, gereg ve yontem, bulgular ve sonug
bélimlerinden olusmalidir. Ozetlerde kaynak, tablo,
resim ve kisaltma olmamalidir. Olgu bildirilerinde Ttirk-

ce ve ingilizce olmak lizere kisa bir ézet yazilmalidir.
Anahtar kelimeler Tirkce ve ingilizce 6zetlerin 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 Uizere numaralandiriimalidir.

V' Kisaltmalar mimkin oldugu kadar az kullaniimali
ve ilk gectigi yerde parantez icinde belirtimelidir. Ozet-
lerde kisaltma kullaniimamalidir. Arastirma yazilari 15
sayfayl, olgu bildirileri 5 sayfayl 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 késeye
gonderilebilir. Buraya génderilecek yazinin 2 sayfadan
fazla olmamasi arzu edilir.

V' Resim, grafik ve cizimler, iyi kalitede kuse kagida
cizilmis ya da basilmis 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
baslgi olmali ve tabloda gecen kisaltmalar tablo altinda

belirtiimelidir.

v Kaynaklar, yazida gecis sirasina gore yazilmal
ve metinde parantez icinde 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 ozellikleri. Turk J Gastro-
enterol 1999;10:126-32.

Ucten fazla yazarli makale icin;

Mungan Z, Demir K, Onuk MD, ve ark. Gastro6zofageal
reflli hastaliginin Glkemizdeki 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 Olci 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, Ttrk
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, 75,00 TL (Turkish
Liras) will be deposited to TL account of the TGV Saglik
Malz. Ltd. Sti. before Tirkiye 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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EDITORDEN

Sayin; AKADEMIK GASTROENTEROLO]I DERG[SI okuyuculari,

Tiirk Gastroenteroloji Vakfi'nin yayin organi olan dergimizin 20. yilinda,
teknolojideki gelismelerden en cok etkilenen alanlardan birisi olan endoskopik
retrograd kolanjiopankreatografinin (ERCP) 50. vyilindaki dénim
noktasindan geriye baktigimizda ERCP'nin heyecan verici yeniliklerle dolu olan
yolcugunu incelemek tizere bir yazi dizisi hazirlamayi dustinduk.

Simdilik ERCP'nin genel ve kisa bir tarihcesi ile basliyor ve kantilasyon,
sfinkterotomi, ayrica stentler ve diger aksesuvarlarin tarihsel gelismelerini bu
platformda sizlere sunabilmeyi umuyoruz.

ERCP’'den fayda goren hastalara...

Prof. Dr. Erkan PARLAK
Editor

Dergimiz DOI ve CrossRef tiyesidir.
TUBITAK ULAKBIM

Tiirk Tip Dizini tarafindan indekslenmektedir.



ERCP’nin tarihc¢esi

History of ERCP

® Salih TOKMAK, @ Serkan TORUN

Dtizce Universitesi Tip Fakiiltesi, Gastroenteroloji Bilim Dali, Diizce

zamanlarda ortaya cikan tim
|\/| Od ern buluslar icin bir baslangic nok-
tasi belirlemek, her daim heyecanli ve cazip bir mesgale
olmustur ama aslinda hicbir bilimsel gelisme, kelimenin

tam manaslyla bir baslangi¢ noktasina sahip degildir; ken-
disini meydana getiren pek ¢ok bulusun toplamidir.

Ornegin guintimtiz Diinya’si icin vazgecilmez olan ntikleer
enerji ile ilgili kabul edilebilecek ilk bulus, Leucippus'un
milattan énce 440 yilinda “atom” kavramini ortaya atma-
sidir. Kokeni bu kadar eskiye dayanmakla birlikte, tipki
diger modern buluslarda oldugu gibi, hayatimiza ntifuz
eden ve vazgecilmez olmasini saglayan gelismeler, 19.
ylizyilin ikinci yarisinda pes pese ortaya ¢cikmistir. Bu loga-
ritmik gelismelerin tetikleyicisi, 1895 yilinda “X 1sini” varli-
gini kesfeden Alman fizik¢i Wilhelm Roentgen olmustur.
Bu tarihten sadece 73 yil sonra, 1968 yilinda insanoglu,
nukleer enerji sayesinde enerji Greten ilk santrali gtindelik
kullanima sunmustur (1).

1968 yili, Tip Bilimleri alaninda ¢idir acan bir baska bulus
icin de tetikleyici bir tarihtir. “Endoskopik retrograd ko-
lanjiopankreatografi” (ERCP) ya da o zamanki adiyla “En-
doskopik pankreato-kolanjiografi“nin (EPC) teknik olarak
ilk basarili uygulamasi, bir jinekolog olan Dr. William S.
McCune tarafindan, Washington Universitesi Tip Fakdilte-
si'nde, pankreas kanali kantilasyonu ve kontrastlanmasi
ile goruintu alinarak bu tarihte gerceklestirilmistir (2).

Tipki diger buluslarda oldugu gibi, ERCP'nin tarihcesi de
bu tetikleyici andan ¢cok éncesine uzanmaktadir. Pankre-
as anatomik konumu ve kendine has &zellikleri sebebiyle
her daim patolojilerinin saptanmasi ve mtidahale edilmesi
zor bir organ olagelmistir. Gunimduz icin siradan kabul
ettigimiz bilgisayarli tomografi (BT) veya manyetik rezo-
nans (MR) gibi géruntlileme tekniklerinin olmadigi 50
yil éncesi dénemi ise, pankreas icin “kara delik” olarak
nitelemek yanlis olmaz. Pankreas patolojilerinin tespitine
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yonelik kabul edilebilecek ilk bulus, 1642 yilinda, Alman
anatomist Johann Georg Wirsung'un ana pankreas ka-
nalini kesfetmesi ve bunu bakir plaklar tizerine kaziyarak
resmetmesidir (3). ERCP’'nin dogusundaki temel ¢ikis nok-
tasi da, aslinda pankreas kanalinin gértinttilenmesi ve ola-
si patolojilerin tespit edilmesi idi.

Burada ERCP'nin gerceklemesini miimkdin kilan iki dnem-
li gelismeden daha bahsetmek gerekir. Bunlardan ilki,
1928 yilinda, ingiliz bilim insani Baird'in kablolar ile go-
riintl aktarimi prensibini tarif etmesi ve ikincisi de 1957
yilinda Hirschowitz ve arkadaslarinin, fiberoptik prensibini
tibbi bilimler alanina uyarlayarak ilk gastroskopu yapma-
laridir (4). Bu prensipler tizerinden ilerleyen Dr. McCune,
Chicago yerlesik Eder endoskopi firmasi destedi ile, Uste-
lik hem 6n g6rusli hem de yan gérisli olan, tiim duode-
noskoplarin atasinin gelistiriimesini saglamis ve ilk basaril
uygulamayi gerceklestirmistir (5).

Bu tetikleyici olay, Dunya'nin cesitli yerlerinde pek ¢ok
parlak, becerikli, girisken ve vizyon sahibi doktorun ha-
yatlarini ERCP’ye adamasina ve gliniimtizde vazgecilmez
hale gelen bu devrim niteligindeki islemin, logaritmik
olarak gelismesine sebep olmustur. Pankreas ve koledok
kantilasyonu ve gdrtinttlenmesine dair ilk gérsel sunum,
1970 yilinda Kopenhag'ta dtizenlenen 2. Duinya Kong-
resi'nde, Kazuei Ogoshi ve Itaru Oi tarafinca gercekles-
tirilmistir (6). EPC kisaltmasi da bu doktorlar tarafinca
ortaya atilmistir, ancak hizla evrimlesen uygulamanin adi,
bu alanda efsane haline gelmis isimlerden Dr. Peter Cot-
ton’in Onerisiyle 1974 yilinda, Mexico City'de dtizenlenen
Dunya Kongresi‘'nde ERCP olarak degistirilmistir (Resim
1). 1970 yilindaki sunum sonrasi, her biri ayri bir makaleyi
hak eden, Ogoshi ve Oi'nin 1971 yilinda ilk konvansiyo-
nel duodenoskoplari gelistirmesi, 1973 yilinda Classen ve
Kawai'nin sfinkterotomi, 1977'de Kruse'nin ilk guidewire
uygulamasi, 1978 yilinda Soehendra’nin ilk plastik stenti
kesfi gibi déndm noktalari olmustur.

Tokmak S, Torun S. History of ERCP. The Turkish Journal of Academic
Gastroenterology 2021,20:1-2. DOI: 10.17941/agd.936799
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TOKMAK ve ark.

Resim 1. 1974 yilinda Mexico City'deki Dlnya Kongresi'n-
de, ERCP ismini onaylayan calisma grubu: (soldan-saga):
Kazuei Ogoshi, Laszlo Safrany, Meinhard Classen, Tatsuzo
Kasugai, Peter Cotton ve Jack Vennes

ERCP ve ntkleer enerji arasindaki iliski ve benzerlikler
burada yeniden belirginlesmektedir. Ntikleer enerji ve
ERCP arasindaki en dnemli iliski, ERCP'nin gerceklesmesi-
ni mumkun kilan, bizlere islem sirasinda Uctincu boyutun
kapilarini acan fluoroskopi cihazidir, zira bu cihaz hepimi-
zin bildigi gibi X-1sinlari sayesinde gériintu saglamaktadir.

ERCP acisindan en énemli degdisim, tanisal bir tetkik ola-
rak ortaya cikmasina ragmen, BT ve MR gibi gértinttileme
teknikleri ayrica Uroloji, radyoloji gibi branslardan uyarla-
nan girisimsel tedavi metodlari sayesinde, ¢cok az sayida
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birka¢ endikasyon disinda, artik tamamen terapétik bir
islem haline doénutismesidir. Bir diger 6nemli degisim ise,
1990’1 yillarda patlayan laparoskopik cerrahi firtinasi ile
gelisen cerrahi teknik, ilaglar, iyilesen hasta bakimi ve ER-
CP'nin komplikasyonlarina odaklanilmasidir. ERCP éncesi
dénemde, serviste birka¢ hafta yatirilarak takip edilen
sarilik sikayeti ile gelen hastalar, eger sarilik kendiligin-
den dtizelirse taburcu edilip, dlizelmezse cerrahiye veril-
diginde, %99 &lim oranlarina sahipken gérmezden ge-
linebilen kanama, perforasyon, post-ERCP pankreatit ve
duodenoskop kaynakli direncli enfeksiyonlar gibi kompli-
kasyonlar, cerrahi alandaki gelismeler sayesinde sorgula-
nir olmus, hem islem hem hasta gtivenligini 6n plana alan
yeni bir anlayis ortaya ¢kmistir. islem standardizasyonu
icin yonergeler, kriterler ortaya ¢ikmis, net endikasyonlar
belirlenmis ve zorluk derecesine gére islemler basamak-
landirilmistir (7).

Ulkemizde ise ilk ERCP islemi 1976 yilinda Ankara Univer-
sitesi Tip Fakdiltesi'nde Prof. Dr. Atilla Ertan tarafindan
yapilmis olup, ayni yil icerisinde Dr. Burhan Sahin tarafin-
dan Ttrkiye YUksek ihtisas Hastanesi'nde de yapilmaya
baslanmistir (8).

Cikar Catismasi: Yazarlar herhangi bir cikar ¢atismasi
beyan etmemislerdir.

Finansal Destek: Yazarlar finansal destek beyan etme-
mislerdir.
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OZGUN ARASTIRMA

Mide hiperplastik polipleri ve onciil lezyonlarinin degerlendirilmesi

Evaluation of gastric hyperplastic polyps and their precursor lesions

®Rifat PEKSOZ', @ Ali MIZRAK?

Mus Devlet Hastanesi 'Genel Cerrahi BéItimdi, 2Patoloji BSltimu, Mus

Giris ve Amag: Mide poliplerinin yaklasik %75-90 kadarini hiperplastik
polipler olusturur. Kronik inflamasyon nedenli epitelin asiri rejeneras-
yonuna badli, foveolar hiperplazi ve kronik gastrit sonrasinda bu éncil
lezyonlardan hiperplastik polipler olusur. Bu calismada mide hiperplastik
polipler ve dnctil lezyonlarinin Helicobacter pylori ile iliskisi ve bu lezyon-
larin intestinal metaplazi, atrofi durumlarinin literatdir bilgileri esliginde
tartisiimasi amaclanmistir. Gere¢ ve Yéntem: Mus Devlet Hastanesi
Endoskopi tinitesinde Ocak 2016-Ocak 2020 tarihleri arasinda 6zofa-
gogastroduodenoskopi yapilan 7903 hastadan endoskopik gdriindmdi
polipoid yapida olan 172 hastanin histopatolojileri degerlendirildi. Has-
talarin yasi, cinsiyeti, basvuru sikdyeti, polipoid gdrindmlid lezyonun
yeri, lezyonlarin histopatolojik tipi kaydedildi. Bulgular: 172 hastaya
polipektomi yapildi. Hastalarin 71'i erkek (%41.2), 101’i kadin (%58.8)
olup, yas ortalamalari 49.4 + 15 (19-83) yildi. Hastalar reaktif polipoid
lezyonlar, foveolar hiperplazi 57 hasta, kronik gastrit 53 hasta ve ger¢ek
polipoid 62 hasta (en sik hiperplastik polip 47 hasta %75) olarak iki gru-
ba ayrildi. Polipoid gdrinimld lezyonlar en fazla antrumda lokalize idi.
Hastalarin basvuru sikayeti her iki grupta en fazla dispepsi idi. Gercek
polip lezyonlarinin ¢api, reaktif polipoid lezyonlarin ¢apindan istatistik-
sel olarak blytik saptandi (p < 0.05). Helicobacter pylori orani reaktif
polipoid grupta istatistiksel olarak daha yuksek bulundu (p < 0.05).
Intestinal metaplazi ve atrofi durumu agisindan fark saptanmadi (p >
0.05). Sonug: Hiperplastik polipler ve énctdil lezyonlarinin prekanseréz
durumlar olan atrofi ve intestinal metaplazi oranlari arasinda anlam-
I fark saptanmamustir. Bu ytizden endoskopide saptanan lezyonlardan
tani ve displazinin varligini saptamak icin biyopsi alinmali ya da eksize
edilmeli ve Helicobacter pylori saptanan hastalar tedavi edilmelidir.

Anahtar kelimeler: Hiperplastik polip, foveolar hiperplazi, kronik gast-
rit, Helicobacter pylori

GiRIS

Gastrointesitinal sistemden ltimene dogru uzanip mu-
koza ya da submukozadan kaynaklanan proliferatif lez-
yonlar polip olarak tanimlanir. Gastrik polipler genellikle
endoskopik islem esnasinda insidental olarak saptanan
kiiclik ve asemptomatik lezyonlardir (1,2). Midede en sik
hiperplastik polip ve fundik gland polipleri gérdilir. Polip-
lerin midede yerlesimleri ve histolojik tipleri genellikle mi-
dedeki anatomik bolgelere gére farklilik géstermektedir.
Hiperplastik ve adenomat6z polipler Helicobacter pylori

iletisim: Rifat PEKSOZ
Mus Devlet Hastanesi Genel Cerrahi BéIimu, Mus
E-mail: rifat-peksoz@hotmail.com

Background and Aims: Approximately 75-90% of gastric polyps are
comprised of hyperplastic polyps formed by precursor lesions after fove-
olar hyperplasia and chronic gastritis due to excessive epithelial regen-
eration caused by chronic inflammation. In this study, we discuss the
relationship between gastric hyperplastic polyps and precursor lesions
and Helicobacter pylori as well as intestinal metaplasia and the atrophy
states of these lesions in light of the literature. Material and Methods:
Among 7,903 patients who underwent esophagogastroduodenosco-
py at Mus State Hospital between January 2016 and January 2020,
172 with an endoscopic view of polypoid structures were included and
histopathologically examined. Data including age, sex, admission com-
plaint, location of the polypoid lesion, and histopathological type were
recorded. Results: The patients [101 females (58.8%); age, 49.4 + 15
(19-83) years] underwent polypectomy. They were divided into the
reactive polypoid group (57 patients with reactive foveolar hyperplasia
and 53 with reactive chronic gastritis) and the actual polypoid group
(62 patients, hyperplastic polyps in 47). Polypoid lesions were most of-
ten localized in the antrum. The most common complaint on admission
was dyspepsia. The diameter of the actual polypoid lesions was sig-
nificantly larger than that of the reactive polypoid lesions (p < 0.05).
The rate of Helicobacter pylori infection was significantly higher in the
reactive polypoid group than in the actual polyploid group (p < 0.05).
There was no difference in terms of intestinal metaplasia and atrophy
(p > 0.05). Conclusions: No significant differences were observed in
the prevalence of intestinal metaplasia and atrophy or between the
rates of atrophy and intestinal metaplasia (precancerous condition of
the hyperplastic polyps and their precursor lesions). Therefore, biopsy
or excision of endoscopically detected lesions should be performed to
diagnose dysplasia. Patients should be treated for Helicobacter pylori.

Key words: Hyperplastic polyp, foveolar hyperplasia, chronic gastritis,
Helicobacter pylori

(H. pylori) enfeksiyonunun sik oldugu yerlerde, fundik
gland poliplerinden daha fazla gérilmektedir (2,3).

Mide poliplerinin yaklasik %75-90 kadarini hiperplastik
polipler olusturur (4). Kronik inflamasyon nedeniyle epi-
tel asin rejenerasyona ugrar bdylece polip énclilleri ve
hiperplastik polipler olusur (5,6). Poliplerin ¢cok buyuk
kismini olusturan hiperplastik polipler ve énctillerini olus-
turan polipoid gorinimli lezyonlarin karsilastiriimasini
inceleyen genis capli bir literatdr calismasi hentiz yoktur.

Pekscz R, Mizrak A. Evaluation of gastric hyperplastic polyps and their precursor
lesions. The Turkish Journal of Academic Gastroenterology 2021,20:3-7. DOI:
10.17941/agd.927776
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PEKSOZ ve ark.

Bu calismada H. pylori gértilme oraninin ytksek oldugu
Mus ydresinde yapilan endoskopik islemlerde saptanan
mide hiperplastik polipleri ve éncul lezyonlarinin, H. py-
lori ile iliskisi ve bu lezyonlarin intestinal metaplazi, atrofi
durumlarinin incelenmesi amaclanmistir.

GEREC ve YONTEM

Bu calisma icin Erzurum Bdlge Egitim ve Arastirma Hasta-
nesi Etik Kurulu'ndan 2020/06-67 karar numarasi ile onay
alindi. Mus Devlet Hastanesi Endoskopi nitesinde Ocak
2016-Ocak 2020 tarihleri arasinda 6zofagogastroduode-
noskopi (OGD) yapilan 7903 hasta retrospektif olarak
incelendi ve endoskopik gértiniimd polipoid yapida olan
172 hastadan alinan lezyonlar degerlendirildi. Hastalarin
yasl, cinsiyeti, basvuru sikdyeti, polipoid gértintmlt lezyo-
nun yeri, lezyonlarin histopatolojik tipi kaydedildi. Lezyon
siniflamasi icin Odze ve Turner'in histopatolojik siniflama-
si rehber olarak kullanildi (Tablo 1) (6). Lezyonlar gercek
polipler ve reaktif polipoid lezyonlar olarak iki ana gruba
ayrildi. Hiperplastik polip disi gercek polipler calisma disi
birakilmis olup ayni hastada birden fazla hiperplastik po-
lip saptandiginda ise analizler icin ortalama deger alind.
Hiperplastik polip ve onclil lezyonlari olan kronik gastrit
ve foveolar hiperplazideki H. pylori varli§i, atrofi ve in-
testinal metaplazi degisiklikleri karsilagtirildi. islem 6ncesi
hasta ve yakinlarina islem ile ilgili bilgi verildikten sonra
hasta riza onam formu imzalatildi. islem éncesi glin di-
yet verildikten sonra hastalarin en az 8 saat oral yoldan
beslenmesi kesildi. islem esnasinda hastalar monitérize
edildi ve oksijen destedi altinda oral lokal anestezi (%10
lidokain sprey) uygulanarak islem yapildi. 5 mm altindaki
polipler forseps ile, 5 mm Ustlndeki polipoid lezyonlar

snare ile eksize edildi. istatistiksel analiz icin SPSS 21.00
paket programi kullanildi. Sonuclar kategorik degiskenler
icin sayi, ylzde surekli degiskenler igin ortalama + stan-
dart sapma olarak belirtildi. Grup ortalamalarinin karsi-
lastirlmasinda normal dagilim g&steren degiskenler igin
Student t testi, normal dagilim gostermeyen degiskenler
icin Mann-Whitney U testi kullanildi ve p < 0.05 anlamli
deder olarak kabul edildi.

BULGULAR

Endoskopi tinitemizde OGD yapilan 7903 hastada sap-
tanan lezyonlarin  3950'sinden (%50) biyopsi alindi,
172'sine (%2.2) polipektomi yapildi. Toplamda 186 po-
lipoid lezyon eksize edildi. Hastalarin 71'i erkek (%41.2),
101" kadin (%58.8) olup, yas ortalamalari 49.4 + 15 (19-
83) yildi.

Endoskopik gérinimu polipoid yapida olan reaktif poli-
poid lezyonlarin 110'unun (%63.9) histopatolojisi, foveo-
lar hiperplazi (57) veya kronik gastrit (53) olarak deger-
lendirildi.

Gercek polip olan lezyonlar olarak; en yaygin tip hiperp-
lastik polip 47 hastada (%75) 56 tane, epitelyal polip 8
hastada (%13) 11 tane, hamartamatéz polip 4 hastada 5
tane, inflamatuvar polip 2 hastada 3 tane ve miscellaneo-
us polip 1 hastada olmak Uizere toplamda 76 gercek polip
tespit edildi. Hastalarin %58 kadari kadin, %62'si 50 yas
Uzeri olup, pik yapilan aralik 5-6. dekat arasi (%36) idi.

Hiperlastik lezyon saptanan hastalarinin yas ortalamasi
52.8 + 14.8 (19-83) yas ve 16 erkek 31 kadin hasta idi.
Reaktif polipoid lezyonlarin yas ortalamasi 47.4 + 15 (20-

Tablo 1. Mide poliplerinin histopatolojik siniflamasi

Hiperplastik Polipler
Hiperplastik polip

Polipoid foveolar hiperplazi
Foveolar polip

Gastritis sistika polipoza/profunda

Lezyonlar
Ksantom
Histiyositozis-X

Menetrier hastaligi situ
inflamatuvar Polipler Grantilom
Amiloidozis

inflamatuvar retansiyon polibi
Polipoid gastrit
Hamartamat6z Polipler Hemosiderosis
Fundik gland polipleri

Peutz-Jeghers polipozis

Jivenil polip

Cronkhite-Canada sendromu-iliskili polip

Miscellaneous Polip ve Polip Benzeri

Yalanc tash ytiztik hticreli karsinoma in

Kalsiyum depozitleri

Heterotopik Polipler
Heterotopik pankreatik polip
Pankreatik asiner metaplazi
Brunner bez noddilleri

Epitelyal Polipler
Adenom

Pilorik bez adenom
Polipoid karsinom
Oksintik bez polipi
Karsinoid timaor
Metastatik karsinom

Non-Epitelyal Polipler
inflamatuvar fibroid polip
inflamatuvar miyofibroblastik timér
Gastrointestinal stromal timér
Vaskdiler timor

Lenfoid hiperplazi

Lenfoma



82) yil idi. Bu grupta 45 erkek, 65 kadin hasta bulunmak-
taydi. Hiperplastik polipler ve reaktif polipoid lezyonlarin
yaslari arasinda istatistiksel olarak anlamli fark saptanma-
di (p > 0.05).

Hastalarin poliklinik basvuru sikayetine bakildiginda, re-
aktif ve gercek polipoid lezyonlu hastalarda gértlen en
fazla sikayet dispepsi idi (Tablo 2).

Polipoid gériiniimlu lezyonlar midede en fazla antrumda
lokalize olarak saptandi (Tablo 3).

Gergek polip lezyonlarinin ¢capi 4.8 £ 1.5 mm, reaktif po-
lipoid lezyonlarin ¢apr 3.7 + 0.66 mm olup, iki grup ara-
sinda istatistiksel olarak anlamli fark saptandi (p < 0.05).

Lezyonlarin H. pylori, intestinal metaplazi, atrofi durumla-
ri karsilastirildi (Tablo 4).

H. pylori orani reaktif polipoid grupta istatiksel anlamli
olarak daha ytiksek saptandi (p < 0.05). intestinal metap-
lazi ve atrofi durumu acisindan gruplar arasinda anlamli
bir fark saptanmadi (p > 0.05).

Hiperplastik polip ve éncilleri

TARTISMA

Polipoid lezyonlar (st gastrointestinal sistem endoskopi-
leri sirasinda %0.6-3.8 oraninda ve genellikle rastlantisal
olarak saptanir (2,7). Polipler genelde asemptomatik ol-
makla birlikte en sik basvuru sikayeti dispeptik sikayetler
olup karin agrisi, kanama, anemi ve mide cikis obstrtiksi-
yonu diger sikayetlerdir (2,8,9). Hastalarimizin buiytk kis-
mi literatlire benzer sekilde %47'si dispepsi, %29'u karin
agrisi sikayetleriyle basvurdu.

Calismamizda poliplerin sikligi %0.78 olup literattire gére
kismen daha ddstik oranda saptanmistir. Bunun nedeni
bircok calismada ytksek oranda gértlen foveolar hiperp-
lazi gibi polip nclillerinin polip grubuna dahil edilmesin-
den kaynaklanmaktadir (3,9).

Gastrik polipler midenin her tarafinda gérdilebilir. Yapi-
lan bir calismada mide poliplerinin %51'i antrum, %35'i
korpus, %8'i fundus, %6'si kardiyada saptanmistir (10).
Calismamizda gercek mide poliplerinin %74'i antrumda,
%19'u korpusta, %3’U fundusta gordldu.

Tablo 2. Hastalarin basvuru sikayetleri

Hastanin Sikayeti
Sahip Hastalar (n, %)

Dispepsi + reflu 29 (%47)
Karin agrisi 18 (%29)
Malignite taramasi 6 (%10)
Anemi 4 (%6)
Diger semptomlar 5 (%8)

Gercek Polipoid Lezyona

Reaktif Polipoid Lezyona
Sahip Hastalar (n, %)

62 (%56)

33 (%30)
3 (%56)
3 (%3)
9 (%3)

Tablo 3. Gastrik polipoid lezyonlarin lokalizasyonu

Lokalizasyon
Sahip Hastalar (n, %)

Antrum 46 (%74)
Korpus 12 (%19)
Prepylorik alan 2 (%3)
Fundus 2 (%3)

Gercek Polipoid Lezyona

Reaktif Polipoid Lezyona
Sahip hastalar (n, %)

105 (%10)
3 (%3)
2 (%2)

0

Tablo 4. Hiperplastik, foveolar hiperplazi, kronik gastrit karsilastiriimasi

Helicobacter pylori
Hiperplastik polip %63
Foveolar hiperplazi %83
Kronik gastrit %82

intestinal Metaplazi Atrofi
%19 %15
%25 %14
%25 %7




PEKSOZ ve ark.

Mide polipleri patolojik siniflamasi icin Diinya Saglk Or-
gltd'ndn, non-neoplastik, neoplastik, reaktif polipoid si-
niflamasi olmasina ragmen pratik uygulamada genelde
farkli siniflamalar kullanilmaktadir. Bircok calismada oldu-
gu gibi calismamizda da Odze ve Turner'in histopatolojik
siniflamasi rehber olarak kullaniimistir (6,11).

Mide poliplerinin ¢cok bdytk kismini olusturan hiperplastik
polipler siklikla yasli insanlarda gériltir ve 6. ve 7. dekad-
larda pik yaparlar. Her iki cinste de esit oranda gdérdiltirler
(11). Calismamizda hiperplastik poliplerin %66sini kadin-
lar olusturup hastalarin %62'si 50 yas tzerinde ve pik yas
5-6. (%38) dekatlardadir.

Hiperplastik poliplerin histopatolojik &zellikleri incelendi-
ginde %85'den fazlasi kronik gastrit zemininde olusur.
Bu lezyonlar doku hasari ve enflamasyona asiri bir muko-
zal cevap sonucu gelisirler (12,13). Gastritin hasar strec-
lerini baslattigi ve bu mukozal iyilesme yanitinin foveolar
hiperplazi ve polipoid hiperplazi fazlarindan ilerleyerek
hiperplastik polip olusumuyla sonuclandigi dustintlmek-
tedir (6).

Foveolar hiperplazi ve polipoid gérinimlu kronik gastrit,
polipoid éncdil lezyonlaridir. Polip tanisi histopatolojik ola-
rak konulur ve mideden Itimene ¢ikinti yapan her lezyo-
na polip tanisi konulmamalidir (3). Yapilan genis capl bir
calismada endoskopik islem serisinde lezyonlarin %48.8'i
klasik epitelyal polip 6zelliklerine sahip bulunmustur (14).
Baska bir calismada gergek polipoid lezyon orani %40
saptanmistir (7). Calismamizda literattire benzer sekilde
gercek polipler %36, reaktif polipler ise %64 (foveolar hi-
perplazi %33, kronik gastrit %31) oraninda bulunmustur.

Hiperplastik polipler midenin herhangi bir bélgesinde gé-
rilebilmesine ragmen en sik antrumda gértiltir. Hiperp-
lastik poliplerin cogu 1 cm’den kiiclik olup %50 kadari
5 mm’nin altindadir (15). Calismamizda en sik antrumda
gorilmds olup %68 kadart 5 mm’nin altinda ve %95 ka-
dart 1 cm’nin altindadir. Hiperplastik poliplerin displazi-
ye déntisme riski %1-20 arasinda degismektedir. Hentiz
evrensel bir fikir birligi olmasa da yas énemli bir faktér
olmakla birlikte 1,5 cm’nin altinda displazi gérilme duru-
mu nadirdir (6).

Hiperplastik poliplerin atrofik gastrik ve H. pylori enfeksi-
yonu ile iliskisi bilinmektedir. H. pylori enfeksiyonunun sik
gordldigu cografik yerlerde hiperplastik ve adenomatéz
poliplerin fundik gland poliplerine gére daha sik oldugu
gorilmdstlr. H. pylori enfeksiyonunun az goruldigu,
proton pompa inhibitériintin fazla kullanildigi bati Clkele-
rinde ise fundik gland polipleri daha fazla gérilmektedir
(2,11,16). H. pylori'nin mide mukozasina persistan kolo-

nize olmasina bagl olarak gastrit ve Ulser gelisir. Hastala-
rin %1'inde stiperfisyel atrofik gastrit geliserek hticrelerde
hasar olusur ve zamanla mide kanseri gelisir (17). Cesitli
calismalarda H. pylori'nin eradike edilmesi ile hiperplas-
tik poliplerin geriledigi gézlemlenmistir. Ulkemizde yapi-
lan calismalarda H. pylori orani bati llkelerine gére daha
yuksektir (3,18). Hiperplastik poliplerin %35-76'sinda H.
pylori bulunmustur (7,19). Calismamizda hiperplastik po-
liplerdeki H. pylori orani %63 olup literattire gére kismen
yuksektir.

intestinal metaplazi (IM) gastrik kansere yol acabilen bir
prekanserdz lezyondur. Gastrik kanser gelisme riski 6
kat artabilmektedir (20). Yine mide mukozasinda siddetli
atrofi olmasi daha fazla mide kanseri riski olarak gérdil-
mektedir (21). Yapilan calismalarda hiperplastik polipli
hastalarda intestinal metaplazi orani %38 ve atrofik gast-
rit saptanma orani %8 olarak bulunmustur (3). Bizim ¢ca-
lismamizda hiperplastik grupta intestinal metaplazi %19,
atrofik gastrit orani %15 bulunmustur.

Karaglille ve arkadaslarinin yaptigi calismada reaktif ve
gercek polipoid lezyonlar arasinda; H. pylori reaktif po-
lipoid grupta anlamli olarak daha ytksek saptanmistir
ancak atrofik gastrit, intestinal metaplazi mevcudiyeti acI-
sindan istatistiksel fark saptanmamustir (7). Calismamizda
gercek ve reaktif polipoid lezyonlar arasinda intestinal
metaplazi ve atrofi oranlari arasinda anlamli fark saptan-
mamistir. Ancak bu konuda az sayida literattir calismasi
mevcut olup daha kapsamli calismalara ihtiyag vardir.

Gastrik polipler belirgin semptoma neden olmayan tesa-
ddfen bulunan olusumlardir. Malign déntstimleri nede-
niyle 6zellikle 50 yas Uzeri hastalarda énemlidir. Polipoid
lezyonlarin blytk kismini olusturan hiperplastik polipler
ve oncll lezyonlarinin prekanseréz durumlar olan atro-
fi ve intestinal metaplazi oranlari arasinda anlamli fark
saptanmamistir. Ancak H. pylori orani, her iki grupta da
ylksek saptanmis olmasina karsilik polipoid énclillerinde
anlamli olarak daha ytksek saptanmistir. Endoskopi es-
nasinda saptanan lezyonlar tespit edildiklerinde tani ve
displazinin varligini saptamak icin biyopsi alinmali ya da
eksize edilmeli ve uygun hastalar H. pylori eradikasyonu
icin tedavi edilmelidir.

Etik Kurul Onayi: Erzurum Bdlge Egitim ve Arastirma
Hastanesi Klinik Arastirmalar Etik Kurulunun 2020/06-67
karart ile etik kurul onayr alinmistir.

Cikar Catismasi: Yazarlar herhangi bir cikar ¢atismasi
beyan etmemislerdir.

Finansal Destek: Yazarlar finansal destek beyan etme-
mislerdir.



KAYNAKLAR

1.

Sen Oran E, Gengosmanoglu R. Midenin hiperplastik polipleri:
Tanl, tedavi ve izlemde glincel yaklasimlar. Glincel Gastroenteroloji
2003;7:127-35.

Morais DJ, Yamanaka A, Zeitune JM, Andreollo NA. Gastric polyps:
a retrospective analysis of 26,000 digestive endoscopies. Arq Gas-
troenterol 2007;44:14-7.

Soyttirk M, Akkaya Ozdinc S, Sarioglu S, et al. Location of endo-
scopic examination-detected gastric polyps, histopathological types
and association with Helicobacter pylori. Endoscopy 2012;20:01-
04.

Zea-Irlarte WL, Sekine |, Itsuno M, et al. Carcinoma in gastric hyper-
plastic polyps: a phenotypic study. Dig Dis Sci 1996,41:377-86.

Dirschmid K, Platz-Baudin C, Stolte M. Why is the hyperplastic pol-
yp a marker for the precancerous condition of the gastric mucosa?
Virchows Arch 2006;448:80-4.

Turner JR, Odze RD. Polyps of the stomach. In: Odze RD, Goldblum
JR, Eds. Surgical pathology of the Gl tract, liver, biliar tract, and
pancreas. 3nd ed. Saunders Elsevier, Philadelphia (Pa), 2015;540-
78.

Karaglille OO, Yavuz E. Assessment of the polypoid lesions deteced
in upper gastrointestinal system endoscopies. IKSSTD 2020;12:63-
8.

Demiryilmaz I, Albayrak Y, Yilmaz SP. Frequency of various types of
gastric polyp. Cumhuriyet Med J 2011;33:209-14.

Gencosmanoglu R, Sen-Oran E, Kurtkaya-Yapicier O, et al. Gastric
polypoid lesions: analysis of 150 endoscopic polypectomy speci-
mens from 91 patients. World J Gastroenterol 2003;9:2236-9.

. Sl B, Demir E, Guinerhan Y. Endoscopic diagnosis and manage-

ment of gastric polyps: A clinical study. Turkish journal of Surgery
2012;28:17-20.

11.

12.

13.

14.

15.

20.

21

Hiperplastik polip ve éncilleri

Carmack SW, Genta RM, Graham DY, Lauwers GY. Management
of gastric polyps: a pathology-based guide for gastroenterologists.
Nat Rev Gastroenterol Hepatol 2009;6:331-41.

Di Giulio E, Lahner E, Micheletti A, et al. Occurrence and risk factors
for benign epithelial gastric polyps in atrophic body gastritis on
diagnosis and follow-up. Aliment Pharmacol Ther 2005;21:567-74.

Abraham SC, Singh VK, Yardley JH, Wu TT. Hyperplastic polyps of
the stomach: associations with histologic patterns of gastritis and
gastric atrophy. Am J Surg Pathol 2001;25:500-7.

Vatansever S, Akpinar Z, Alper E, et al. Gastric polyps and polypoid
lesions: Retrospective analysis of 36650 endoscopic procedures in
29940 patients. Turk J Gastroenterol 2015;26:117-22.

Melton SD, Genta RM. Gastric cardiac polyps: a clinicopathologic
study of 330 cases. Am J Surg Pathol 2010;34:1792-7.

. Archimandritis A, Spiliadis C, Tzivras M, et al. Gastric epithelial

polyps: a retrospective endoscopic study of 12974 symptomatic
patients. Ital J Gastroenterol 1996;28:387-90.

. Matysiak-Budnik T, Mégraud F. Helicobacter pylori infection and

gastric cancer. Eur J Cancer 2006;42:708-16.

. JiF, Wang ZW, Ning JW, et al. Effect of drug treatment on hyper-

plastic gastric polyps infected with Helicobacter pylori: a random-
ized, controlled trial. World J Gastroenterol 2006;12:1770-3.

. Karaman A, Deniz K, Karaman H, et al. Prevalence and histopatho-

logical condition of gastric polyps in Central Anatolia. Endoskopi
2011;19:56-8.

Zullo A, Hassan C, Romiti A, et al. Follow-up of intestinal metaplasia
in the stomach: When, how and why. World J Gastrointest Oncol
2012;4:30-6.

. Ayguin C, Demirci E, Cayirci M. Prevalence of gastric cancer precur-

sor lesions in patients with dyspepsia. Dicle Med J 2010;37:25-9.




(o}
h
0
-~
-—
'
(=}
(o}
‘._.
o
(=]
(o}
a
(o))
M
(]
©
)
o
S
(]
=
c
<]
o
S
=3
wn
©
(o))
=
£
()]
©
©
=
©

OZGUN ARASTIRMA

Cerrahi prosedltirler 6ncesi anti-HCV taramasi: Hastalar yeterince
bilgi sahibi mi?

Anti-hepatitis C virus screening before surgical procedures: Are patients sufficiently informed?

®Nilay DANIS!, @ Ayse ARSLAN?, @ Abdullah Murat BUYRUK?, @ Fulya GUNSAR?, ® Aysin ZEYTINOGLU?,

®imre ALTUGLU?, @ Ulus Salih AKARCA*

Karabtik Universitesi Tip Fakiiltesi, Ic Hastaliklari Anabilim Dali, 'Gastroenteroloji Bilim Dali, Karabtik

Ege Universitesi Tip Fakdiltesi, 2Tibbi Mikrobiyoloji Anabilim Dali, “Gastroenteroloji Bilim Dali, izmir

Trabzon Kanuni Egitim ve Arastirma Hastanesi, *Gastroenteroloji Klinigi, Trabzon

Girig ve Amag: Direkt etkili anti viral ilaglarin kullanilmasiyla, hepatit C
virtisti enfeksiyonunun tedavisinde basari orani %100’e yaklasmistir. Bu-
nunla birlikte, bircok hasta teshis konulmayi beklemektedir. Biz mevcut
calismada cerrahi éncesi hepatit C virlisi taramasi yapilan hastalarda
anti-hepatit C virlistii ve hepatit C virlis-RNA pozitifliginin prevalansini
belirlemeyi ve hastaligindan habersiz olan hastalarin oranini arastirmayi
amacladik. Gereg ve Yontem: 2012-2015 yillari arasinda cerrahi klinik-
lerinde anti-hepatit C virtisti pozitif saptanan hastalar, hepatit C virtis-R-
NA pozitifligi ve tedavi gecmisi agisindan arastirildi. Hepatit C virtis-RNA
pozitifligi agisindan hastane kayitlari tarandi. Tedavi bilgilerine Medula
Sisteminden (Sosyal Gtivenlik Sisteminden entegre bir veri tabani) ulasil-
di. Tedavisiz anti-hepatit C virtist pozitif hastalara telefonla pozitiflikten
haberdar olup olmadiklari soruldu. Bulgular: 4 yil boyunca 19627 hasta
anti-hepatit C virdst pozitifligi agisindan tarandi. 158 hastada (%0.8)
anti-hepatit C virtisu pozitif bulundu (76 erkek, 82 kadin; yas: 58.2 +
17.6). Hepatit C virtis-RNA 83 hastada bakilmisti, 75 hastada hepatit C
virtis-RNA testi yoktu. Ulasilabilen 58 hastanin sadece 14'ti anti-hepatit
C virdisu pozitif oldugunu biliyordu. Diger 44 hasta gastroenteroloji veya
enfeksiyon hastaliklari polikliniklerine basvurmalari konusunda uyarildl.
Sonug: Cerrahi girisim uygulanan 19627 hastanin %0.8’inde anti-hepa-
tit C virdsti genel Ttirkiye niifusuna benzer oranda pozitif bulunmustur.
Hastalarin neredeyse yarisinda hepatit C virlis-RNA test edilmemis ve
cogu hasta hepatit C virtisi-RNA’nin test edilmesi ve izlenmesi gerektigi
bilgisine sahip dedildir. Anti- hepatit C virtistintin cerrahi éncesi taran-
masi yeni hastalarin tespiti acisindan yetersiz bulunmustur.

Anahtar kelimeler: Anti-HCV pozitifligi, HCV-RNA, serolojik tarama

GIRiS

Hepatit C (HCV), Turkiye'de kronik hepatitlerin ve karaci-
ger nakillerinin hepatit B'den sonra ikinci sikliktaki sebe-
bidir (1,2). Dogrudan etkili antivirallerle (DOA) hastalarin
%100’e yakininda kdir elde edilmis olmasina ragmen has-
talarin ancak %20 kadari hastaliindan haberdar oldu-
gu icin sadece yuksek basarili ilaglarla hastaligin eradike
edilemeyecedi agiktir (3). Bugtin icin HCV tedavisi yone-
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Karabtk Universitesi Egitim Arastirma Hastanesi, Gastroenteroloji Boltimi
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Background and Aims: The success rate of hepatitis C virus treat-
ment is ~100% after administration of direct-acting antivirals. Howev-
er, many patients remain undiagnosed. We determined the prevalence
of anti-hepatitis C virus and hepatitis C virus-RNA positivity in patients
who were screened for hepatitis C virus before surgical procedures
and investigated the rate of awareness of their illness. Materials and
Methods: Anti-hepatitis C virus screening data were requested and
reviewed from all surgical clinics between 2012 and 2015, and positive
patients were evaluated for hepatitis C virus-RNA positivity. Treatment
data were collected from the Medula System, an integrated database
of the Social Security System. Untreated anti-hepatitis C virus positive
patients were contacted by phone and asked whether they were aware
of their positivity. Results: A total of 19,627 patients were screened
for anti-hepatitis C virus during the study period, of which 158 patients
(0.8%) were positive (male: 76, female: 82, age: 58.2 + 17.6 years).
Eighty-three patients were tested for hepatitis C virus-RNA, whereas 75
patients were not. Of the 58 patients who could be contacted, 14 were
aware of their anti-hepatitis C virus positivity. The remaining 44 patients
were alerted to present to the gastroenterology or infectious diseases
outpatient clinic. Conclusion: Among the 19,627 patients screened,
0.8% showed anti-hepatitis C virus positivity, which is similar to the
prevalence of anti-hepatitis C virus positivity among the general Turkish
population. Almost half of the patients were not tested for hepatitis C
virus-RNA, and most of the patients had no information about their an-
ti-hepatitis C virus positivity. These results indicate that pre-surgical an-
ti-hepatitis C virus screening is insufficient for diagnosing new patients.

Key words: anti-HCV positivity, HCV-RNA, serology screening

timinde hedef, hastaligindan habersiz hastalarin yakalan-
masl icin taramalar yapilmasidir. Taramanin maliyet etkin
olmasi igin taranan toplumda HCV prevalansinin %2'nin
lizerinde olmasi gerektigi hesaplanmistir. Bunun icin tara-
malar daha ¢ok yuksek prevalansa sahip risk gruplarina
yogunlasmaktadir. Ancak bu yaklagim ile hastalarin en
az %70'ine ulasilamamaktadir (4). Taramanin acil servi-
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se basvuranlar, tip 2 diyabet vb. HCV'nin ekstrahepatik
belirtilerine sahip hastalar gibi yeni poptlasyonlara yay-
ginlastirnimasina dair calismalar bulunmaktadir (5-7). Bu-
nun yaninda gerekcesi belli olmamakla beraber cerrahi
girisimlerden 6nce de HCV taramasi yapilmaktadir. Bu
calismada, cerrahi girisimlerden énce yapilan anti-HCV ta-
ramasinda hepatit C saptama orani, anti-HCV pozitif olan
olgularin hastaliklar hakkinda bilgi sahibi olup olmadikla-
r, tedaviye yonlenip yénlenmedikleri arastiriimistir.

GEREC ve YONTEM

Kurumumuz buinyesinde 2012-2015 yillari arasinda her-
hangi bir amacla ya da cerrahi operasyon dncesi yapilan
seroloji testlerinde anti-HCV (+) olan hastalar saptand.
Daha sonra bu hastalarin mevcut Medula doktor bilgile-
rinden daha énce HCV enfeksiyonuna yénelik herhangi
bir tedavi alip almadiklari tespit edildi, mevcut 6ltim bildi-
rim sisteminden yine ayni hastalarin éltim kayitlar sorgu-
landi. Bu sorgulama egder hasta élmtisse hasta yakinlarini
travmatize etmemek icin yapilmistir. Tim bu asamalar-
dan sonra anti-HCV (+) olan ve tedavi almadigi tespit edi-
len hastalara kurumumuz sistemine kayitl olan telefon
numaralarindan ulasilarak, mevcut hastaliklari hakkinda
bilgi sahip olup olmadigi sorgulanmis, hasta eder isterse
birimimize basvurarak tani ve tedavi icin ileri tetkik plan-
lanabilecegi ve tedavi olabilecegi anlatiimistir. Telefon g&-
rismeleri iki arastirmaci tarafindan (ND, MB) yapilmistir.
Yapilan bu telefon goértismelerinde hasta mahremiyetine
son derece 6nem verilmis kisinin kendisi disinda 1. derece
akrabalarina bile bilgi verilmemistir. Bu telefon konusmasi
su sekilde gerceklestirilmistir.

1. Aranilan kisiye kendini tanitma

2. Ad-soyad teyit ettirme (Hastanin kendisi disinda her-
hangi bir yakini ile gériisme yapilmamistir.)

3. Hastanin yapilacak gérisme ile ilgili onaminin alinma-
sI

4. Daha 6nce Ege Universitesi Tip Fakiltesi Hastanesi
buinyesinde herhangi bir nedenle yaptigi basvuruda
yapilan incelemeler neticesinde anti-HCV testinin nasil
sonuglandigina dair bilgisinin olup olmadiginin sorul-
masl

5. Hastanin anti-HCV testinin sonucu ile ilgili bilgisi yok
ise yliz ylize gdrismek icin hastanemize basvuru ya-
pabilecedi

6. Hastanin anti-HCV sonucu ile ilgili bilgisi var ise ek tet-
kik yapilip yapilmadigi, tedavi alip almadigi.

Preop anti-HCV taramasi

istatistiksel Analiz

istatistiksel analiz Windows SPSS programi (version 22.0,
SPSS Inc., Chicago, IL) kullanilarak yapilmistir. Verinin
normal dagilim gosterip géstermedigi Kolmogorov-Smir-
nov ve Shapiro-Wilk testleri ile analiz edilmistir. Normal
dagiim gdésteren veri icin ortalama ve standart sapma
analiz edilirken, normal dagilim g&stermeyen veri icin or-
tanca, minimum ve maksimum degerleri hesaplanmistir.

Etik Kurul Onayi

1964 Helsinki Bildirgesi'nde ve sonrasindaki degisiklik-
lerinde belirtildigi Czere, calismamizda tim ydntemler
ulusal arastirma komitesinin etik standartlarina uygun
olarak yurtitdilmdstdr. Etik kurul onami Ege Universitesi
Tip Fakdiltesi Klinik Arastirmalar Etik Kurulu'ndan 7 Ocak
2021'de 21-1T/55 karar numarasi ile alinmistir. Katilan
hastalardan bilgilendirilmis olur formu alinmistir.

BULGULAR

Dort yil boyunca 19627 hasta anti-HCV pozitifligi agisin-
dan tarandi. 158 hasta (%0.8) pozitif bulundu. Bu 158
hastanin 76'si erkek, 82'isi kadin idi. Ortalama yaslari
58.2 + 17.6 bulundu. HCV RNA 83 hastada bakilmis, bun-
lardan 36'sit HCV RNA negatif, 15'i pozitif ve tedavi-naiv,
32'si ise pozitif ve tedavi deneyimli veya sonradan tedavi
edilmis hastalardi.

Yetmis bes hastada HCV RNA testi yoktu. Bu hastalar
telefonla aranarak anti-HCV pozitifliginin farkinda olup
olmadiklari sorulmustur. Ulasilabilen 58 hastanin sadece
14'0 (%24.1) anti-HCV pozitif oldugunu biliyordu (Sekil
1). Bu 58 hastanin alanin aminotransferaz (ALT) ortala-
masi 22.5 £ 11.9; aspartat aminotransferaz (AST) orta-
lamasi 26 + 14.2; trombosit ortalamasi 248 + 82.6 idi.
Uluslararasi normallestiriimis oran (INR) bakilmis olan 51
hasta mevcuttu; ortalamasi 1.02 + 0.1 saptandi. Gama
glutamil transferaz (GGT) 40 hastada, alkalen fosfataz
(ALP) 43 hastada, alblmin ise 39 hastada bakilmisti, or-
talamalari sirayla 39.8 + 43.7; 88.8 + 49.8 ve 4.2 + 0.6
bulundu.

Anti-HCV pozitif olduklarini bilmeyen 44 hastadan 15 il
disinda yasadigindan tetkikleri icin bulunduklari yerdeki
gastroenteroloji ya da enfeksiyon hastaliklari poliklinigi-
ne basvuracaklarini séyledi. 3 hasta il disinda HCV RNA
bakildigini, negatif geldigini belirtti. 19 hasta Ege Univer-
sitesi Gastroenteroloji Bilim Dali'na bagvuracagini séyledi.
Aranan 7 hasta il i¢i baska gastroenteroloji ya da enfek-
siyon hastaliklari polikliniklerine basvuracagini séyledi.
Klinigimize gelecegini sdyleyen 19 hastanin 15'i basvur-
du. Bu hastalardan 3 tanesinin klinigimizde yapilan HCV
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RNA testi negatif saptandi, 1 hastanin bakilan anti-HCV'si
negatif bulundu (Sekil 2). Mevcut bulgularla kendileri-
ne ulasilmaya calisilan 58 hasta arasinda ve klinigimize

83 Hasta

HCV RNA Bakilmis

basvuran hastalar arasinda dekompanse karaciger sirozu
olan hasta mevcut degildi. Mevcut calismada hastaligin-
dan habersiz 7 hastaya, toplamda ise 18 hastaya tedavi

158 Hasta

(Anti HCV Pozitif)

75 Hasta
HCV RNA Bakilmamis

47 Hasta 36 Hasta 17 Hasta 58 Hasta
HCV RNA (+) HCV RNA (-) Telefonla Telefonla Ulasilan
Ulasilamayan
15 Hasta 22 Hasta 10 Hasta 14 Hasta 44 Hasta
HCV RNA (+) HCV RNA (+) HCV RNA (+) Durumu Bilen Durumu Bilmeyen
Tedavi Almamis Tedaviye Cevapsiz Baska Merkezlerde
ya da Tedavi Almis

Ogrendikten Sonra

10 Hasta Tedaviye Baslanmis

Ex Olmus

Sekil 1. Anti-HCV pozitif 158 hastanin dékdmdu

15 Hasta il Disi
Gastroenteroloji
ya da
Enfeksiyon Hastaliklan
Poliklinigine Basvuracak

19 Hasta Ege Universitesi
Gastroenteroloji
Poliklinigine Basvuracak

Durumu Bilmeyen 44 Hasta

(HCV RNA Bakilmamis)

7 Hasta il ici Bagka
Gastroenteroloji
ya da
Enfeksiyon Hastaliklari
Poliklinigine Basvuracak

3 Hasta (il Dis1)
Bakilan
HCV RNA Negatif

15 Hasta Basvurdu

3 Hastada
HCV RNA Negatif

Sekil 2. Anti-HCV pozitif oldugunu bilmeyen hastalarin dagilimi

10

1 Hastada
Anti-HCV Negatif

11 Hastada
HCV RNA Pozitif
Bulundu



baslandi. Tedavi verilen hastalarin 11'i anti-HCV pozitif
oldugunu biliyordu ancak hastaligin tedavi edilebilir oldu-
gunu bilmiyordu. Tedavi edilen tiim hastalarda sustained
virolojik yanit (SVR) 12'ye ulasti. HCV'den haberi olan ve
tedavi baslanan hastalarin 3'U renal transplantli olguydu.
Daha da énemlisi hastalar belirlendikten sonra aileler icin
Onerilen hepatit seroloji taramasinda bir hastanin karde-
sinde HCV'ye sekonder karaciger sirozu tanisi konuldu ve
tedavi edildi. Uc hasta tedavi almayi kabul etmedi. Teda-
vi edilen hastalardan ikisi 8 haftalik tedavi ile SVR 12'ye
ulasti. Sekiz haftalik tedavi alan hastalardan biri kendi
istedi ile 3. ay ilacini kullanmadi. Diger hasta yan etkiler
nedeniyle 3. ay ilaci kullanamadi.

TARTISMA

HCV enfeksiyonu; erken déneminde asemptomatik oldu-
gu icin sinsi seyirli, enfekte olanlarin %60-80’inin kronik-
lestigi, karaciger sirozunun ve hepatoselltiler karsinomun
(HCC) en sik sebeplerinden biridir. HCV'nin hem karaci-
ger sirozunun hem de HCC'nin Turkiye'de 2. sik sebe-
bi oldugu yapilan calismalarla ortaya konmustur (2,8).
HCV enfeksiyonu guinimtizde basari ile tedavi edilebilen
bir hastaliktir. DOA ilaclarin kullanilmasiyla, HCV enfek-
siyonunun tedavisinde basari orani %100’e yaklasmistir
(3). HCV eradikasyonu ile dekompanse karaciger sirozu
hastalarinin dekompansasyon bulgularinin ve son dénem
karaciger hastaligi [Model for End-Stage Liver Disease
(MELD)] skorlarinin belirgin olarak geriledigi gosterilmis-
tir. Ayrica eradikasyonun; kompanse sirozlu hastalarin
dekompansasyon oranlarini dustirdligu, portal hipertan-
siyonu azalttigi, HCC olusum riskini azalttigi, fibrozisin
gerilemesini sagladigi gdsterilmistir (9). Hatta HCC'si olan
hastalarda bile HCV eradikasyonunun hepatik rezervi ko-
rudugu, yasam beklentisini uzattigi da gdsterilmistir (10).
Ancak yine de en buiytik faydanin hastalari kronik hepatit
déneminde yakalayip tedavi etmek oldugu da ortaya kon-
mustur. Hastalik ne kadar erken yakalanirsa enfekte kisi-
lerin fayda g6érme orani da o kadar artmaktadir (9). DOA
ile HCV eradikasyonunun sadece hepatik komplikasyon-
lari azaltmadigi, kardiyovaskdler hastalik riskini azalttig,
glisemik kontrol tzerinde etkili olduguna dair calismalar
da yayinlanmaktadir (11,12). Bunun yaninda siroz asama-
sinda HCV kdru saglanan hastalarda, azalmakla beraber,
HCC riskinin devam ettigi iyi bilinmektedir. Bu nedenle
hastalarin olabildigince erken dénemlerde yakalanmalari
ve tedavi edilmeleri esastir. Kir saglanabilen bir hasta-
lik oldugu icin hem sayilan komplikasyonlarin, hem de
bulastiriciigin engellenmesi agisindan HCV hastalarinin
tedavi edilmesi cok 6nemlidir. Dtinya Saglik Orguitdi’niin
(WHO) 2030 yilina kadar olan surecte diinya genelinde
yeni hepatit C hastalarini %90, mortaliteyi %65 azaltma

Preop anti-HCV taramasi

hedefi vardir (13). 2015 yilinda yayimlanan TURHEP ca-
lismasinda 2013 yilinda Tdirkiye'de yaklasik 514000 has-
tanin HCV ile enfekte oldugu, bu hastalarin 5500'tintn
yeni tani aldigi, sadece 4200 hastanin HCV nedeniyle
tedavi aldi§i hesaplanmis ve bildirilmistir (1). Buradan
da anlasildigi tizere daha tedavi olmayi bekleyen hasta
grubu tedavi alanlardan ¢ok daha fazladir. Duinya Uize-
rinde de yapilan calismalarda HCV ile enfekte hastalarin
%50-80’inin tani alamadigi, sadece %20Q’sinden azinin
uygun tedavi aldigi gosterilmistir (14). Buna ragmen, bir-
cok hasta gelistirilen tarama politikalari sayesinde teshis
konulmayr beklemektedir. Ne yazik ki, hicbir tilkede ideal
bir HCV tarama programi gelistirilmemistir. Bu nedenle
en azindan mikroeliminasyon yapmanin dogru bir stra-
teji oldugu dustindlmektedir. Daha dnce yayimlanan pek
cok calismada riskli grup oldugu belirlenmis; damardan
ilac kullanicilar, hemodiyalize girenler, cezaevinde olan-
lar gibi gruplar mikroeliminasyonlarin akilci hedefleri gibi
gorinmektedir. Tarama ve tedavinin hedeflenebilecedi
diger bir grup da herhangi bir nedenle tarama yapilan
(evlilik 6ncesi, girisimler 6ncesi) kisiler arasindaki enfekte
kisilerdir. Turkiye'de cerrahlarin cogu cerrahi éncesinde
hastalardan ampirik olarak hepatit serolojisi istemektedir.
Calismamizda cerrahi éncesi gonderilen seroloji tetkikleri
arasinda anti-HCV pozitifliginin (%0.8) Turkiye prevalansi
ile benzer oldugu ortaya konmustur. Yeni hastalari sapta-
mak icin cerrahi 6ncesi anti-HCV bakmak yeterli degil gibi
goriinmektedir. Ayrica bu seroloji sonucunun hastalar ta-
rafindan bilinip bilinmedigi, ilgili branslara gidip gitmedigi
bilinmemektedir. Bu da cerrahi éncesi génderilmis sero-
lojinin yeni hasta yakalamadaki dederini distirmektedir.
Norvec'ten yapilan bir calismada HCV ile enfekte kisilerin
%39'unun hastaligindan haberdar olmadi§i ortaya kon-
mustur (15). Birlesik Krallik'tan yapilan calismada HCV ile
enfekte kisilerin sadece %39'unun hepatolojiye yénlen-
dirildigi, tim enfekte hastalarin sadece %22’sinin uygun
tedavi alabildigi bildirilmistir (16). Daha 6nce Ttirkiye'den
yapilan bir calismada enfekte kisilerin yaklasik %27’sinin
HCV ile enfekte oldugunu tarama 6ncesi bilmedigi, bu
kisilerin yaridan fazlasinin cerrahi tarafindan ya da tele-
fonla bilgilendirildigi, ancak bilgilendiriimeyen enfekte
kisilerin de %33 kadar oldugu gdsterilmistir (17). Yine
llkemizden yapilan diger bir calismada enfekte olan ki-
silerin %22'sinin mevcut durumu bilmedigi gdsterilmistir
(4). Bizim calismamizda da telefonla ulasilabilen hastala-
rin sadece %24.1'inin durumdan haberdar oldugu ortaya
cikmistir. Anti-HCV pozitifliginden haberdar olmayan 44
hastaya bilgi verilerek gastroenteroloji veya enfeksiyon
hastaliklari polikliniklerine basvurmalari gerektigi iletilmis-
tir. Kurumumuz gastroenteroloji poliklinigine basvuranlar
arasindan hastaligindan veya hastaligini bilip hastaligin
artik tedavi edilebilir oldugundan haberdar olmayan has-
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talarin da icinde oldugu toplam 18 hasta tedavi alabilmis,
hepsi SVR 12'ye ulasmistir. Bu hastalarin kronik karaciger
hastaliginin komplikasyonlarindan korunabilecek olmasi
onemlidir. Ancak halen tani konmayi ve tedavi almayi
bekleyen pek cok hasta oldugu da asikardir. Bu neden-
le bir taraftan yeni hastalari yakalamaya yénelik tarama
programlari gelistirilirken bir taraftan da taranmis olup
pozitif saptanmis olan hastalarin en azindan ilgili polikli-
niklere yénlendirilmesi uygun olacaktir.

Sonug olarak, calismamizda cerrahi éncesi anti-HCV po-
zitif saptanan hastalarin hastaliklari hakkinda yeterince
bilgi sahibi olmadigi, tedavi seceneklerine yeterince ula-
samadigi gosterilmistir. Bu amacla tim hekimlerin bilgi-
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OZGUN ARASTIRMA

Karaciger fonksiyon testleri bozuklugu gostergesi olarak Manyetik
Rezonans Kolanjiyopankreatografide minimal perihepatik sivi varhgi

Presence of minimal perihepatic fluid in magnetic resonance cholangiopancreatography as a marker

of liver function test impairment
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Giris ve Amag: Karaciger ve karaciger disi patolojilere bagl gérdintu-
lemede perihepatik alanda sivi gértilebilmektedir. Belirli bir patolojiye
spesifik olmayan bu durum dedisik mekanizmalar ile olusabilmektedir.
Bu ¢alismanin amaci manyetik rezonans kolanjiyopankreatografide mi-
nimal perihepatik sivi varligi ile karaciger fonksiyon testleri ve manye-
tik rezonans kolanjiyopankreatografide ortaya koyulabilecek etiyolojik
faktorlerden olan biliyer obstriiksiyon ile arasindaki iliskiyi arastirmak-
tir. Gereg¢ ve Yéntem: Hastanemiz Radyoloji bélimcinde 2017 yilinda
manyetik rezonans kolanjiyopankreatografi yapilan hastalar retrospek-
tif olarak tarandi. Minimal perihepatik sivisi olan 62 hasta ¢alisma gru-
buna, perihepatik sivisi olmayan ve rastgele secilen 62 hasta kontrol
grubuna dahil edildi. Hasta ve kontrol grubuna ait karaciger fonksiyon
testleri (aspartat aminotransferaz, alanin aminotransferaz, alkalen fos-
fataz, gama-glutamil transpeptidaz, laktat dehidrogenaz, total/direkt/
indirekt bilirtibin) karsilastirildi. Perihepatik sivi kalinligi, dagilim paterni,
karaciger loblarina gore lokalizasyonu, intrahepatik safra kanallarinda
genisleme varligi ve derecesi, koledok tasi, periportal 6dem, perisplenik
sivi varligi kaydedildi ve perihepatik sivi ile arasindaki iliski degerlendiril-
di. Bulgular: Perihepatik sivisi olan hasta grubunda laktat dehidrogenaz
disinda tum laboratuvar degerleri kontrol grubuna gdére anlamli olarak
ytiksekti (p = 0.131 ve p < 0.011, sirasiyla) ve perihepatik sivisi olan
grupta kontrol grubuna gére daha fazla hastada laboratuvar degerlerin-
de ytikseklik saptandi (p < 0.037). intrahepatik safra kanallarinda genis-
leme ve perisplenik sivi varligi agisindan iki grup arasindaki fark istatistik-
sel olarak anlamliidi (p = 0.01 ve p < 0.001, sirasiyla). Alkalen fosfataz
degerleri ile intrahepatik safra kanallari genisleme derecesi korelasyon
gdstermekteydi (r = 0.349, p = 0.05). Sonug¢: Manyetik rezonans kolan-
Jjiyopankreatografide karaciger cevresinde minimal diizeyde sivi varligi
karaciger fonksiyon testlerinde bozukluga isaret edebilir ve kolestaza
neden olabilecek patolojiler agisindan uyarici olmalidir.

Anahtar kelimeler: MRKP, perihepatik sivi, karaciger fonksiyon testi

GiRIS
Perihepatik sivi, karaciger cevresinde sivi birikimi olup
belirli bir duruma spesifik degildir. Karaciger cevresinde

biriken sivi kan, lenf, safra, pankreatik salgi, idrar veya
pu niteliginde olabilir (1). Perihepatik sivi birikiminde rol
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Background and Aims: Perihepatic fluid caused by liver and non-liver
pathologies can be observed through imaging. This condition is not spe-
cific to a particular pathology and can occur with different mechanisms.
This study aimed to investigate the relationship between the presence
of minimal perihepatic fluid in magnetic resonance cholangiopancrea-
tography and liver function tests and biliary obstruction, which is one
of the etiological factors that can be detected through magnetic reso-
nance cholangiopancreatography. Materials and Methods: Patients
who underwent magnetic resonance cholangiopancreatography in
the department of radiology in our hospital in 2017 were retrospec-
tively screened. Sixty-two patients with minimal peripheral fluid were
included in the study group, and randomly selected 62 patients with-
out perihepatic fluid were included in the control group. Liver function
tests (aspartate aminotransferase, alanine aminotransferase, alkaline
phosphatase, gamma-glutamyl transpeptidase, lactate dehydrogenase,
total/direct/indirect bilirubin) of the patient and control groups were
compared. Perihepatic fluid thickness, distribution pattern, localization
according to liver lobes, presence and degree of intrahepatic bile duct
dilatation, and presence of choledocholitiasis, periportal edema, peris-
plenic fluid were recorded, and the relationship with perihepatic fluid
was evaluated. Results: All laboratory values except lactate dehydroge-
nase were significantly higher in the patient group than in the control
group (p = 0.137 and p < 0.011, respectively). The number of patients
with higher laboratory values was higher in the patient group than in
the control group (p < 0.037). The difference between the two groups
as regards intrahepatic bile duct dilatation and presence of perisplenic
fluid was significant (p = 0.01 and p < 0.001, respectively). Alkaline
phosphatase values correlated with the degree of intrahepatic bile duct
dilatation (r = 0.349, p = 0.05). Conclusions: The presence of minimal
fluid around the liver detected by magnetic resonance cholangiopan-
creatography may indicate impairment in liver function tests and should
alert clinicians of pathologies that can cause cholestasis.

Key words: MRCP, perihepatic fluid, liver function test

oynayan etkenler: negatif subdiyafragmatik basing, kara-
cigerin anatomik baglantilari, yer cekimi ve lenfatik dola-
simdir (1-3). Bunlarin iginde, 6zellikle karaciger lenfatik
dolasiminin énemli yeri vardir.Vicut lenf sivisinin buyuk
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kismi karaciger tarafindan uretilmekte olup duktus tora-
sikusa ulasan lenf miktarinin yaklasik %25-50'si karaciger
kaynaklidir (4). Hepatik lenfatik sivi, sintizoidlerden Disse
araligina gecen plazma komponentlerinden olusur. Kara-
cierde, portal, sublobliler ve ytizeyel sistem olmak tizere
3 lokasyonda bulunur (5,6). Disse araligindaki lenfatik si-
vinin %80 ve daha fazlasi portal lenfatik damarlara drene
olurken geri kalani santral ven cevresindeki sublobtiler
lenfatik damarlara ve hepatositler arasindaki interstis-
yumdan gecerek ytizeyel kapstiler lenfatiklere drene olur
(7,8). Deneysel biliyer obstrtiksiyon yapilmis calismalarda
gosterildigi gibi perihepatik alanda sivi birikiminden 6zel-
likle ytizeyel lenfatiklerin sorumlu oldugu ddstintlmekte-
dir (9-11).

GOzlemlerimize gdre, karaciger fonksiyon bozuklugu
olan hastalarda radyolojik gértinttilemede tek bulgu peri-
hepatik sivi olabilmektedir. Bu ¢alismanin amaci, manye-
tik rezonans kolanjiyopankreatografide (MRKP) minimal
perihepatik sivi varligi ile karaciger fonksiyon testleri ve
MRKP’de ortaya koyulabilecek etiyolojik faktérlerden
olan biliyer obstrtiksiyon arasindaki iliskiyi arastirmaktir.

GEREC ve YONTEM

Calisma Dizayni

Retrospektif bu calisma icin 04-231-18 protokol numarasi
ile kurumsal etik kurul onayr alinmistir. Ocak 2017- Aralik
2017 tarihleri arasinda Ankara Universitesi Tip Fakdiltesi
Radyoloji bélimtinde gerceklestiriimis 688 MRKP incele-
mesi retrospektif olarak tarandi. Kronik karaciger hastalr-
g1, asit, pankreatit, transplantasyon ve gecirilmis cerrahi
Oykusu olan toplamda 269 hasta dislandi. Minimal (kalin-
ligr 1 cm’den az) perihepatik sivisi olan 62 ardisik olgu,
hasta grubu olarak belirlendi. Kontrol grubu, perihepatik
sivisi olmayan 357 MRKP incelemesi arasindan, hasta gru-
bu ile ayni sayida olacak sekilde rastgele olarak secildi.

MR Cekim Teknigi

Cekimler 1.5 Tesla MR cihazlarinda (Optima 450, GE
ve Aera, Siemens, Erlangen, Almanya) gerceklestirilmis-
tir. Tdm olgulara standart MRKP protokolti (koronal T2
agirlikli SSFSE, aksiyel T2 adirlikli FSE, aksiyel T2 agirlikli
yag baskili FSE, 3D aksiyel-koronal MRKP, radial kalin slab
FSE, b=50, 400, 800 degerleri ile aksiyel diftizyon agirlikli
goruntdler, aksiyel T1 adirlikli dual eko GRE sekanslarr)
uygulanmistir.

MR Gortintti Analizi

Tum goruntdler, klinik bilgiden habersiz 2 radyolog tara-
findan (D.K.O. ve E.P.) konsensus ile degerlendirildi. Pe-
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rihepatik sivi kalinligr, dagilim paterni, karaciger loblarina
gdre lokalizasyonu, intrahepatik safra kanallarinda genis-
leme varligi ve genisleme derecesi, koledok tasl, peripor-
tal 6dem, perisplenik sivi varligi degerlendirildi. Perihepa-
tik sivi kalinhigr milimetre cinsinden ortalama deder olarak
kaydedildi. Dagiim paterni fokal, kesintili, diftiz seklinde
siniflandirilmis olup perihepatik tek bir alanda olmasi, fo-
kal (Resim 1); tim perihepatik alani sivar tarzda olmasi,
difliz (Resim 2); ve birka¢ alanda ancak devamli sekilde

Resim 1. 46 yasinda kadin hasta. Karaciger inferior ke-
siminde fokal perihepatik sivi (beyaz ok). Safra kanallari
normal genislikte.

Resim 2. 38 yasinda erkek hasta. Perihepatik alanda
difliz sivar tarzda sivi (beyaz oklar). Hepatik konfluens
dlizeyinde Klatskin ttimértine ikincil ana safra kanalinda
izlenememe ve intrahepatik safra kanallarinda belirgin
genisleme mevcut.



olmamasi durumunda kesintili (Resim 3) olarak degerlen-
dirilmistir. Loblara gore lokalizasyon, perihepatik sivinin
karaciger cevresinde agirlikli oldugu lokalizasyona gore
sag, sol veya esit seklinde siniflandirldi. intrahepatik saf-
ra kanallarinda genisleme varliginda genisleme derecesi
subjektif olarak hafif ve belirgin seklinde siniflandirildi.
Hasta ve kontrol grubunun karaciger fonksiyon testleri
[aspartat aminotransferaz (AST), alanin aminotransferaz
(ALT), alkalen fosfataz (ALP), gamaglutamil transpepti-
daz (GGT), laktat dehidrogenaz (LDH), total/direkt/indi-
rekt bilirubin] kaydedildi.

istatistiksel Analiz

Verilerin analizi SPSS for Windows 11.5 (SPSS Inc, Chi-
cago, IL, USA) programinda yapilmistir. Tanimlayici ista-
tistikler dagilimi normal olan degiskenler icin ortalama
+ standart sapma, dagilimi normal olmayan degiskenler
icin ortanca (min-maks), nominal degiskenler ise kisi sayisi
(n) ve ylizde (%) olarak gésterilmistir. Gruplar arasindaki
farkin 6nemliligi, Ki-Kare/Mann-Whitney U Testi ile aras-
tinlmistir. Hasta grubunda, sivi kalinligi ve intrahepatik
safra kanallarindaki dilatasyon derecesi ile laboratuvar
testleri arasindaki iliski Spearman korelasyon testi ile de-

Karaciger fonksiyon testleri ve perihepatik sivi varligi

gerlendirilmistir. P < 0.05 icin sonuclar istatistiksel olarak
anlamli kabul edilmistir.

Resim 3. 44 yasinda erkek hasta. Perihepatik alanda ke-
sintili vasifta sivi (beyaz oklar). Koledok distalinde tas (si-
yah ok) ve intrahepatik safra kanallarinda hafif genisleme
mevcut.

Tablo 1. Hasta ve kontrol grubundaki laboratuvar degerleri ve serum degerlerinde ytikselme saptanan

olgularin sikhgi

Laboratuvar Ylikselme Saptanan

Testi (U/L, Olgular, n (%) p

mg/dL) Hasta Kontrol

AST (>34) 33 14 <0.001*
(53.2) (22.6)

ALT (>49) 35 15 <0.001*
(56.5) (24.2)

GGT (>38) 50 24 <0.001*
(80.6) (38.7)

ALP (>129) 42 14 <0.001*
(67.7) (23.3)

LDH (>246) 12 3 0.037*
(20.7) (6.4)

T. Bil (>1.2) 26 7 <0.001*
(43.3) (11.9)

D. Bil (>0.3) 47 31 0.001*
(81.0) (52.5)

i. Bil (>0.8) 20 5 0.001*
(34.5) (8.5)

* [statistiksel olarak anlamli sonuglar (p < 0.005)

Serum Degeri

Median (min-max) p
Hasta Kontrol
37.5 21.0 <0.001*
(13-340) (7-354)
48.0 22.5 0.001*
(9-779) (8-726)
163.5 28.0 <0.001*
(11-2070) (5-767)
158.0 79.0 <0.001*
(27-1176) (32-365)
191.0 175.0 0.131
(20-906) (132-354)
0.90 0.65
(0.28-13.30) (0.26-6.94) 0.001*
0.31 0.20 <0.001*
(0.10-9.83) (0.05-4.90)
0.62 0.45 0.011*
(0.10-6.63) (0.18-2.59)

AST: Aspartat aminotransferaz, ALT: Alanin aminotransferaz, ALP: Alkalen fosfataz, GGT: Gamaglutamil transferaz, LDH: Laktat dehidrogenz T. Bil/D.Bil/i.Bil: Total/

Direkt/indirekt bilirubin.




KURU OZ ve ark.

BULGULAR

Calismamizda, 62 hasta ve 62 kontrol olmak lizere top-
lam 124 olgu (ortanca yas 58, aralik 22-89 yil; ortanca
yas 53, aralik 20-88 yil, sirasiyla) retrospektif olarak de-
gerlendirildi. Hasta grubunun 32'si (%51.6) kadin, 30"u
(%48.6) erkek idi. Kontrol grubunu ise 37 (%59.7) ka-
din, 25 (%40.3) erkek olusturmaktaydi. Hasta ve kontrol
grubu arasinda yas acisindan istatistiksel olarak fark var
iken (p = 0.008), cinsiyet agisindan anlamli fark yoktu
(p = 0.366). Perihepatik sivisi olan hasta grubunda LDH
disinda tiim laboratuvar degerleri kontrol grubuna gére
anlamli olarak yuksekti (p = 0.131 ve p £ 0.011, sirasly-
la). Ayrica perihepatik sivisi olan grupta kontrol grubuna
gbre daha fazla hastada laboratuvar degerlerinde yuk-
seklik saptandi (p < 0.037). Hasta ve kontrol grubundaki
laboratuvar degerleri ve serum degerlerinde yukselme
saptanan olgularin sikligi Tablo 1'de gdsterilmistir.

Perihepatik sivisi olan 62 hastanin 32'sinde (%51.6) int-
rahepatik safra kanallarinda genisleme saptanirken kont-
rol grubunda 18 (%29) hastada genisleme mevcuttu.
iki grup arasindaki fark istatistiksel olarak anlamli idi (p
= 0.01). Hasta grubunda 62 hastanin 33linde (%53.2)
perisplenik sivi, 19'unda (%30.6) periportal ddem ve
12'sinde (%19.4) koledok tasi mevcuttu. Perihepatik si-

Tablo 2. Hasta ve kontrol grubunda intrahepatik

safra kanallarinda genisleme, perisplenik sivi, ko-
ledoktasi ve periportal 6dem varliginin sikhgi

n (%)
Hasta Kontrol p
iHSK genisleme 32 (51.6)  18(29.0) 0.01*
Perisplenik sivi 33(53.3) 3(12.0) <0.001*
Periportal 6dem 9(306) 8(12.0) 0.065
Koledok tasi 2 (19.4) 5(8.1) 0.068

* |statistiksel olarak anlamli sonuglar (p < 0.005)
IHSK: intrahepatik safra kanallari.

visi olmayan kontrol grubunda ise 3 (%12) hastada pe-
risplenik sivi, 8 (%12) hastada periportal 6dem, 5 (%8.1)
hastada koledok tasi saptandi. Perisplenik sivi varliginin
sikligr iki grup arasinda istatistiksel olarak farkli idi (p <
0.001). Koledokta tas varligi ve periportal 6dem siklig
agisindan ise iki grup arasinda anlamli fark saptanmadi
(p = 0.065) (Tablo 2). Ayrica perihepatik siviya eslik eden
periportal ddemi olan hastalarda periportal ddemi olma-
yanlara gére AST ve GGT degerlerinde ylkselme istatis-
tiksel olarak daha sik olup (p = 0.007, p=0.012, sirasiyla)
bunlar disindaki laboratuvar degerleri ile periportal 6dem

Tablo 3. Periportal 6dem, perisplenik sivi ve koledokta tas varligi ile laboratuvar testleri arasindaki iligki

Laboratuvar Periportal 6dem Perisplenik Sivi Koledok Tasi

Testi (n, %) (n, %) (n, %)
Hasta Kontrol p Hasta  Kontrol P Hasta  Kontrol P

AST 15 18 0.007* 18 15 0.824 8 25 0.299
(78.9) (41.9) (54.5)  (51.7) (66.7)  (50.0)

ALT 14 21 0.069 18 17 0.747 9 26 0.149
(73.7) (48.8) (54.5) (58.6) (75.0) (52.0)

GGT 19 31 0.012* 27 23 0.803 10 40 1.000
(100.0)  (72.1) (81.8)  (79.3) (83.3)  (80.0)

ALP 16 26 0.065 22 20 0.847 10 32 0.306
(84.2) (60.5) (66.7)  (69.0) (833)  (64.0)

LDH 5 7 0.502 7 5 0.805 3 9 0.698
(26.5) (17.9) (219)  (19.2) (25.0)  (19.6)

T. Bil 9 17 0.668 16 10 0.265 5 21 0.896
(47 4) (41.5) (50.0) (35.7) (417)  (438)

D. Bil 16 31 0.474 27 20 0.517 10 37 1.000
(88.9) (77.5) (84.4) (76.9) (83.3)  (80.4)

i. Bil 8 12 0.284 14 6 0.099 4 16 1.000
(44.4) (30.0) (43.8) (23.1) (33.3)  (34.8)

* [statistiksel olarak anlamli sonuglar (p < 0.005)

AST: Aspartat aminotransferaz, ALT: Alanin aminotransferaz, ALP: Alkalen fosfataz, GGT: Gamaglutamil transferaz, LDH: Laktat dehidrogenz T. Bil/D.Bil/i.Bil: Total/

Direkt/indirekt bilirubin.
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bulgusu arasinda iliski saptanmadi (p > 0.065). Perisple-
nik sivi ve koledokta tas varligi ile tiim laboratuvar testleri
arasinda ise herhangi bir iliski saptanmadi (p > 0.099, p >
0.149, sirasiyla) (Tablo 3).

Perihepatik sivi kalinlidi ile laboratuar degerlerinin higbiri
arasinda korelasyon bulunmadi (r<0.219, p > 0.08). ALP
disinda (r = 0.349, p = 0.05) diger laboratuvar degerleri
ile intrahepatik safra kanallari genisleme derecesi korelas-
yon gdstermemekte idi (r < 0.197, p > 0.124) (Tablo 4).

Perihepatik sivi en sik sol lob cevresinde (%37.1) ve fokal
patern seklinde gortldu (%54.8) (Resim1). Lokalizayon
ve dagilim paterni sikliklari Tablo 5te gdsterilmistir.

Tablo 4. Perihepatik sivi kalinhgi ve intrahepatik

safra kanallari genisleme derecesi ile laboratuvar
degerleri arasindaki korelasyon

Sivi Kalinhgi IHSK Genisleme
Derecesi

r P r P
AST 0.173 0.180 0.149 0.249
ALT 0.082 0.528 0.085 0.511
GGT 0.219 0.088 0.197 0.124
ALP 0.102 0.430 0.349 0.005*
LDH 0.034 0.799 -0.082 0.538
T. Bil 0.217 0.096 -0.032 0.806
D. Bil 0.138 0.301 -0.025 0.849
i. Bil 0.203 0.126 -0.142 0.286

* |statistiksel olarak anlamli sonuglar (p < 0.005)

IHSK: Intrahepatik safra kanallari, AST: Aspartat aminotransferaz, ALT: Alanin
aminotransferaz, ALP: Alkalen fosfataz, GGT: Gamaglutamil transferaz, LDH:
Laktat dehidrogenz T. Bil/D.Bil/i.Bil: Total/Direkt/indirekt bilirubin.

Tablo 5. Perihepatik sivi lokalizasyonu ve dagilim

paterni sikliklar

Dagilim Paterni n (%) Lokalizasyon n (%)

Fokal 34 (54.8) Sag 20 (32.3)

Aralikl 15 (24.2) Sol 23 (37.1)

Diftiz 13 (21) Esit 19 (30.6)
TARTISMA

Karaciger ve karaciger disi patolojilere bagli olarak gértin-
tllemede perihepatik alanda sivi gortlebilmektedir. Sivi
birikiminin nedenleri arasinda timér, safra sisteminde ti-
kaniklik, travma, otoimmuin hastaliklar, kalp yetmezligi,
enfeksiyon, apse, iatrojenik faktérler (6r; asiri paraseta-
mol kullanimi), toksinler ve siroz sayilabilir (2). Herhan-

Karaciger fonksiyon testleri ve perihepatik sivi varligi

gi bir patolojiye spesifik olmayan bu bulgu degisik me-
kanizmalar ile olusmaktadir. Akut veya kronik karaciger
hasarinda, serum aminotransferaz (AST-ALT) konsant-
rasyonlarinda artis ile karakterize hepatoselltler baskinlik
meydana gelirken, biliyer kanaliktillerin hasar gérddigu
durumlarda, safra kanallar epitelinde bulunan ALP ve
GGT yukselmesi ile karakterize kolestatik baskinlik izlenir
(12).

Bildigimiz kadariyla bugtine kadar perihepatik sivi varlig
ile karaciger fonksiyon testleri arasinda iliskiyi arastiran
hentiz bir calisma yoktur. Erden A. ve ark.larl, daha az sa-
yida hastayi kapsayan calismalarinda, kolestazli olgularda
perihepatik sivinin daha sik gérldugunu belirlemislerdir
(13). Hasta sayisinin daha fazla oldugu bu ¢alismamizda
ise perihepatik sivisi olan hastalarda ALP ve GGT yani sira
aminotranferaz degerlerinde de yukseklik saptanmasi
ile bu bulgunun kolestaza spesifik olmadigini séyleyebil-
mekteyiz. Ancak perihepatik sivisi olan hasta grubunda
intrahepatik safra kanallarinda geniglemenin daha fazla
gorilmesi ve intrahepatik safra kanallarindaki genisleme
derecesi ile ALP degderinin korelasyon géstermesi perihe-
patik sivi varliginin kolestazla da iliskili oldugunu géster-
mektedir.

Perihepatik sivi olusumunda en énemli etkenlerden biri
olan hepatik lenfatik dolasim, derin (portal-sublobtiler)
ve ylzeyel lenfatikler olmak Czere iki ana gruba ayrilir.
Karaciger kapsultinden invajine olan bag dokusu, portal
triad (hepatik arter, portal ven dallar ve safra kanalla-
r) boyunca uzanmakta ve yani sira lenfatik damarlari da
cevrelemektedir (8,14). Hepatik lenf sivisi, esas olarak he-
patik sintizoidlerden ve daha az miktarda da interlobdiler
safra kanallarinin gevrili oldugu peribiliyer pleksustan kay-
naklanir (15-17). Koledoga retrograd recine enjeksiyonu
sonrasl, hepatik lobul periferinde recinenin safra kanalla-
rindan ¢iktigi ve portal trakt diizeyinde lenfatik damarlara
gectigi gosterilmis olup bu durum safra kanali obstrtiksi-
yonunda safra iceriginin lenfatik damarlara gectigi gerce-
gini desteklemektedir (6). Rosa G ve ark.’'nin akut biliyer
stazda hiperbiliriibinemi ve enzim bozukluklarinin meka-
nizmalarini arastirdigl, kedilerde yaptigi calisma sonucun-
da da biliyer stazda safra trtinlerinin karaciger lenfatikleri
ve hepatik ven araciligi ile es zamanli olarak kana ulastidi,
lenfatik sistem ve kanda ALP degerlerinde ilimli dlizeyde,
transaminazlarda ise belirgin sekilde ylkselme oldugu
saptanmistir (9). Calismamiz biliyer obstruiksiyonun len-
fatik sistem ve kandaki etkileri ile ilgili var olan bilgileri
desteklemektedir.

Karaciger cevresi peritoneal refleksiyon agisindan zengin-
dir ve karaciger, komsulugundaki anatomik yapilara ve
ekstraperitoneal alanlara ligamentler ile baglanir (1,15).
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Galismamizda, bu baglantilar ile perihepatik bolgede sivi
birikimine neden olabilecek durumlar (akut pankreatit,
bilinen abdominal malignite) dislanmistir. Ayrica kronik
hepatit, karaciger fibrozisi ve sirozda karacigerde lenfan-
jiogenez artar (18). Bu nedenle bilinen kronik karaciger
hastaligi olan hastalar da calisma disinda birakilmistir.

Lenfédemin gértintlilenmesinde en yardimci manyetik re-
zoanans (MR) sekanslarinin 3D adir T2 agirlikli gérdinttile-
rin oldugu ortaya konmustur. Agir T2 agirlikl fast spin eko
sekansi, zemin doku intensitesinde hemen tlimdyle sinyal
kaybina neden olarak uzun T2 relaksasyon stiresi ile lenfatik
damarlarin spesifik olarak gérilmesini saglayarak MR len-
fanjiyogram elde edilmesine olanak saglar (19). Bu nedenle
agir T2 agirlikli gordinttlerde, miktari cok az olan perihepa-
tik sivilarin saptanmasi mimkuinddr. Normal sartlarda ke-
sitsel goriintlilemede hepatik lenfatikler gértilmezler. Anor-
mal genislemis lenfatikler periportal alanlarda, bilgisayarl
tomografide (BT) lineer hipoatentie, MR'da agir T2 agirlikli
sekanslarda lineer hiperintensiteler seklinde gordilir (20).

Calismamizda, perihepatik sivi en sik sol lob cevresinde
gordlmustlr. Chen CJ ve ark.'nin hepatik subkapstiler sivi
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koleksiyonlari ile ilgili bir calismasinda; bizim calismamiz-
dan farkli olarak hastalarin cogunda sivi koleksiyonunun
sad lob cevresinde oldugu bulunmustur (21).

Calismamizin sinirlamalari, retrospektif olmasi yani sira
hastalarin tdmunun ayni cihazda cekilememesi ve has-
talarin alkol tuketimi, bitkisel-tibbi ilag kullanimi, toksin
maruziyeti gibi detayl klinik bilginin elde edilememesidir.

Sonug olarak MRKP'de karaciger gevresinde minimal du-
zeyde sivi varligi karaciger fonksiyon testlerinde bozuk-
luda isaret edebilir ve biliyer obstrtiksiyona neden olabi-
lecek patolojiler ve kolestaz ile iliskili bulgular agisindan
uyarict olmalidir.
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Effects of alcohol on liver apparent diffusion coefficient values:

A single center study

Alkoltin karaciger gorundr diftizyon katsayisi dederleri tizerine etkileri: Tek merkez calismasi
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Background and Aims: This study aimed to investigate the relation-
ship between liver apparent diffusion coefficient values and potential
early-stage liver injury by comparing apparent diffusion coefficient val-
ues obtained by liver diffusion-weighted magnetic resonance imaging
between individuals with a history of excessive alcohol consumption
and healthy volunteers. Materials and Methods: This study enrolled
35 individuals with a history of excessive alcohol consumption and 32
healthy volunteers. In all cases, blood samples were taken to measure
biochemical parameters and complete blood count. Upper abdominal
magnetic resonance imaging including liver diffusion-weighted imaging
was performed. Results: In total, 19 individuals with a history of ex-
cessive alcohol consumption and 20 healthy volunteers were included
in the study. The mean apparent diffusion coefficient values obtained
by high b value (b 1000) diffusion-weighted imaging in individuals with
a history of excessive alcohol consumption were lower than those in
healthy volunteers. Although no significant difference was observed
between the two groups in terms of biochemical parameters, hepat-
ic apparent diffusion coefficient values in both groups were positively
correlated with international normalized ratio values and negatively
correlated with gamma-glutamyl transferase and alkaline phosphatase
levels (r = 0.002, r = =0.007, r = -0.049, respectively). Conclusion:
Diffusion-weighted imaging is a noninvasive imaging technique that
can be used for the detection and follow-up of liver fibrosis induced by
alcohol consumption.

Key words: Alcohol, liver, diffusion-weighted magnetic resonance
imaging

INTRODUCTION

Alcohol consumption is one of the major causes of liver
cirrhosis. It stands out as the cause of approximately sixty
diseases and pathological conditions, including cancer,
and it is the third leading cause of premature death in
Europe. Every year, approximately 2.5 million people die
from alcohol-related medical problems.

Alcohol-related liver diseases range from fatty liver or liv-
er steatosis to alcoholic hepatitis to chronic hepatitis to
cirrhosis with hepatic fibrosis (1). The American Gastro-
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Girig ve Amac: Bu calismada asiri alkol tiiketimi Sykust olan bireyler
ve sadlikli gondilliler arasinda karaciger diffizyon adirlikli manyetik
rezonans gdrtinttileme ile elde edilen gdriindr diffizyon katsayisi de-
gerlerini karsilastirarak, karaciger gorindir difflizyon katsayisi degerleri
ile potansiyel erken evre karaciger hasari arasindaki iliskiyi arastirmak
amacglanmistir. Gere¢ ve Yoéntem: Asiri alkol tiketimi Sykust olan 35
kisi ve 32 saglikli géndilli bu ¢alisma icin planlanmistir. Tdm olgularda
biyokimyasal parametreleri 6lcmek ve tam kan sayimi icin kan drnek-
leri alinmis olup, karaciger difftizyon adirlikli gdriinttilemeyi iceren st
abdominal manyetik rezonans gértinttileme yapilmistir. Bulgular: Asiri
alkol tiiketimi Sykdisti olan 19 birey ve 20 sadlikl gondilli calismaya dahil
edilmistir. Asiri alkol ttiketimi dykdst olan bireylerde ytiksek b dederi
(b 1000) diffizyon adirlikh gortintiilemeyle elde edilen ortalama go-
rindir diffizyon katsayisi dederleri, saglikli gondilliilerden daha dtistik
bulunmustur. Her iki grup arasinda biyokimyasal parametreler agisin-
dan anlamli bir fark gézlenmese de, her iki gruptaki karaciger gordncir
difftizyon katsayisi dederleri uluslararasi normalizasyon orani degerleri
ile pozitif, gama-glutamil transferaz ve alkalen fosfataz dedgerleri ile ne-
gatif korelasyon gdstermistir (sirasiyla r = 0.002, r =-0.007, r =-0.049).
Sonug: Difftizyon agirlikli gértinttileme, alkol tiiketiminin neden oldugu
karaciger fibrozisinin saptanmasi ve takibi icin kullanilabilecek noninva-
ziv bir gériintileme teknigidir.

Anahtar kelimeler: Alkol, karaciger, difftizyon adirlikli manyetik rezo-
nans gdrtinttileme

enterological Association, the American Association for
the Study of Liver Diseases and the American College of
Gastroenterology have a consensus definition of exces-
sive alcohol consumption which stipulates that it must
occur over a two year period and be at a rate of 210 g
per week for men and 140 g per week for women.

Diffusion-weighted magnetic resonance imaging (DWI)
measures the random motion of water molecules in tis-
sues. It is a single breath holding imaging technique that

Okcesiz |, Artas H, Yalniz M. Effects of alcohol on liver apparent diffusion
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doesn’t require a contrast agent for the imaging process.
DWI was first introduced in neuroradiology for the early
diagnosis of stroke. It is very sensitive to cardiorespira-
tory pulsatility and peristaltism, so it could only be used
for brain imaging in the past. When fast magnetic reso-
nance imaging (MRI) sequences such as echo-planar im-
aging developed, DWI could be used on other parts of
the body. DWI is a part of routine MRI protocols for the
diagnosis of focal or diffuse liver disease in many medical
institutions today (2-4).

Previous studies showed that the mean liver apparent dif-
fusion coefficient (ADC) values of patients with chronic
liver disease and hepatic fibrosis were significantly lower
than those of healthy individuals (5-7).

The aim of this study was to investigate the role of liver
ADC values in potential early stage liver injury related to
alcohol consumption in heavy drinkers.

MATERIALS and METHODS

This study was approved by the Institutional Ethics Re-
view board.

Participants

Thirty-five volunteers with excessive alcohol consumption
and 32 healthy individuals with no known diseases were
considered for the study. Blood samples for biochemical
tests and complete blood count were obtained from all
subjects, and upper abdominal magnetic resonance ex-
aminations were performed.

Diffusion-Weighted Magnetic Resonance
Imaging

Upper abdominal MRI examinations were performed us-
ing a 1.5 Tesla scanner (Ingenia, Philips, NV, USA) with
32 channel body coil. All MRI examinations were per-
formed after eight hours of fasting at approximately the
same time of the day (between 08:00 and 12:00 a.m.).
All individuals were prepared for the examination in the
supine position with respiratory monitoring. They were
all informed about the facts that would be observed
during the examination. No sedation was administered
prior to the examination.

In all cases, the following diffusion-weighted (DW) im-
ages were obtained: b0, b 400 and b 1000 values [Field
of View (FOV): 40x35 cm; Matrix: 132x114; Number of
Excitations (NEX): 2.0; slice thickness: 5 mm, inter slice
gap: 0.5 mm; Repetition Time (TR) and Echo Time (TE):
minimum, diffusion direct: all directions]; ADC maps and
T2-weighted fast spin echo images (FOV: 40x35 cm; Ma-
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trix: 288x251; NEX: 1.0; slice thickness: 5 mm, inter slice
gap: 0.5 mm; TE: 80 msn; TR: 441 msn).

Image Analysis

One radiologist interpreted all the DW images and ADC
maps for liver ADC measuring. The radiologist was
blinded to the study groups for clinical details, labora-
tory findings and final diagnosis. All ADC measurements
were performed using General Electric Company (GE)
Advantage Workstation Release 4.6 Software. To mea-
sure liver ADC values, operator-defined circular regions
of interest (ROIs) were used. Right lobe posterior liver
parenchyma was selected on the ADC map to place on
three ROIs, and liver ADC values were determined by av-
eraging these measured ADC values. ROls were carefully
placed to avoid focal liver lesions and vessels. The ROls
sizes were 1 cm? each (Figure 1).

Blood Sample Analysis

Blood samples were taken from all individuals after fast-
ing for eight hours. Complete blood counts were mea-
sured using ABX Pentra DX 120 (Horiba), hepatic mark-
ers were analysed using ARCHITECT i1000SR (Abbott
Diagnostics) and biochemical parameters were analysed
using ADVIA 1800 Chemistry (Siemens Healthcare Diag-
nostics) devices. Statistical analysis was performed on
these values.

Statistical Analysis

The data were statistically analysed using the Statistical
Package for the Social Sciences (SPSS) version 20.0 for
Windows. All values were expressed as meantstandard
deviation, and values of p <0.05 were considered statis-
tically significant. The differences between the parame-
ters for the two groups were tested using the one-way
analysis of variance (ANOVA) and Kruskal-Wallis variance
analysis. The Pearson test was performed to evaluate the
correlation between the two groups.

Figure 1. An example of ROl measurements.



RESULTS

Nineteen of the 35 individuals with histories of exces-
sive alcohol consumption, and 20 of the 32 healthy vol-
unteers were included in the study. In the alcohol con-
sumption group, six cases consumed less alcohol than
the eligibility criteria for heavy alcohol consumption, so
they were excluded from the study. Three cases were
found to have hepatitis B infection and two cases had
claustrophobia, so they were also excluded from the
study. In the control group, there were three cases of
hepatitis B infection, so they were excluded from the
study. Two cases in the control group were excluded
from the study because of claustrophobia. Five cases in
the alcohol consumption group and seven cases in the
control group were found to have liver steatosis by using
signal loss compared to the in-phase in out-of phase up-
per magnetic resonance imaging, so they were excluded
from the study.

Analysis of the images revealed the following: liver cysts
in four cases, renal cysts in seven cases, liver haemangio-
mas in two cases, gallbladder polyps in one case and gall
bladder bile duct stones in one case.

The alcohol consumption group consisted of 17 males
and two females. In the control group, there were 15
males and 5 females. The mean age of the individuals
in the alcohol consumption group was 39.3+13.7 (23-
64) years, and the average age of the healthy volunteer
group was 36.1+10.1 (22-54) years. There was no sta-
tistically significant difference (p=0.417) between the

Healthy volunteers group

* Minimum

Graphic 1. Age distribution of the study groups.
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two groups in mean age values (Graphic 1). The aver-
age height of those in the alcohol consumption group
was significantly higher than the average height of the
healthy volunteers [176.52+7.55 (160-190) c¢cm and
170.55+7.15 (160-185) cm, respectively, p=0.016]. In
the alcohol consumption group, the average duration of
consumption was 17.25 years, and the average alcohol
intake was 256 g per week.

The average albumin value in the alcohol consumption
group was statistically significantly higher than in the
healthy volunteer group [4.50+0.22 (4.00-4.90) g/dL,
4.46+0.21 [4.10-4.90) g/dL, respectively, p=0.04]. There
were no statistically significant differences between the
two groups in the other biochemical parameters.

Although the difference between the two groups was
not statistically significant (p=0.47), the mean ADC value
obtained by high b value (b 1000) DWI in the alcohol
consumption group was lower than in the healthy volun-
teer group (Graphic 2). The mean ADC value obtained by
lower b value (b 400) in the alcohol consumption group
was higher than in the healthy volunteer group, but
there was no statistically significant difference between
the two groups (p=0.35). In both groups, the ADC values
obtained with low b value (b 400) and high b value (b
1000) DWI showed statistically significant positive cor-
relations with each other (r=0.049). In both groups, the
ADC values obtained with high b value (b 1000) DWI and
age showed a statistically significant negative correlation
(r=-0.010) (Graphic 3).

Alcohol consumption group

¥ Average
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®b 400 (x107° mm?s) *b 1000 (x10"° mm? s)

1.85+0.24 1.93+0.28

1.42+0.13 1.38+0.18

Healthy volunteers group Alcohol consumption group
Graphic 2. Mean ADC values of the study groups with low (b 400) and high (b 1000) b values.
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Graphic 3. Age-ADC value relationship of the study groups.

Between the two groups, there were no statistically  (INR), gamma-glutamyl transferase (GGT) and alkaline
significant differences in international normalised ratio  phosphatase (ALP) values. However, ADC values ob-
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tained with high b value (b 1000) DWI and GGT and ALP  hand, ADC values obtained with high b value (b 1000)
values showed statistically significant negative correla-  DWI and INR values showed a statistically significant pos-
tions (r= —0.007, r= —0.049, respectively). On the other itive correlation (r= 0.002) (Graphic 4-6).

we GGT(U/l) ===b 1000 (x10-> mm? s)

T
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Graphic 4. Relationships between ADC value and GGT of the study groups.
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Graphic 5. Relationships between ADC value and ALP of the study groups.
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Graphic 6. Relationships between ADC value and INR of the study groups.

DISCUSSION

Consistent with the literature, this study found that the
mean ADC value of the alcohol consumption group was
lower than the healthy volunteer group (8,9). Liver DWI
can be used for fibrosis screening in alcoholics.

The liver is one of the organ most affected by alcohol
consumption. Among individuals who consume more
than 60 g of alcohol per day, 90% develop fatty liver.
This fatty liver may completely reverse after 4-6 weeks of
abstinence. However, 5-10% of patients develop fibrosis
and cirrhosis despite abstinence. Persistent alcohol intake
(40 g or more per day) increases the risk of fibrosis and
cirrhosis by 30-40%. Perivenular fibrosis occurs in patients
who ingest 40 g of alcohol or more per day for about 25
years. This condition is an independent and significant
risk factor for progression to fibrosis and cirrhosis (10).

Alcoholic hepatitis describes a ‘disease spectrum’ that
ranges from mild injury to severe and life-threatening
liver damage. Especially for those who drink more than
100 g of alcohol per day for at least twenty years, this
condition occurs in approximately 10% to 35% of cases.
Even when alcohol consumption is stopped or signifi-
cantly reduced, alcoholic hepatitis may still occur. Even
though alcoholic hepatitis can occur in a mild form, pa-
tients with this condition are at high risk of developing
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progressive liver injury, as cirrhosis develops up to 50%
of the time. With abstinence, histological normalisation
occurs in about 27% of patients. Even with abstinence,
alcoholic hepatitis may progress to cirrhosis in 18% of
patients (11,12).

Alcohol-related hepatotoxicity and more severe alcohol-
ic liver disease (with shorter histories and lower alcohol
consumption) are seen in women twice as often as in
men (13). This may be associated with their higher pro-
portion of body fat, their relatively lower amount of gas-
tric alcohol dehydrogenase, or the effects of menstrual
changes on alcohol absorption. However, alcoholic liver
disease is more frequent in men because excessive alco-
hol consumption is twice as common in men.

Micronutrient and protein deficiency, coexisting hepatitis
C infection and obesity are listed as prominent risk fac-
tors that precipitate alcohol-mediated liver damage. Sur-
prisingly, in this study, the average albumin value in the
alcohol consumption group was statistically significantly
higher than in the healthy volunteer group.

Excessive alcohol consumption is one of the significant
risk factors for liver cirrhosis development and hepatocel-
lular carcinoma (HCC) in industrialised countries. Chronic
alcohol consumption induces chronic inflammation, re-
generation and hepatocyte necrosis that promote he-



patic carcinogenesis. Acetaldehyde, which is the main
metabolite of alcohol metabolism, has procarcinogenic
effects through direct interaction with hepatocyte DNA
(14,15). Ikeda et al. reported that total alcohol intake
was found to be an independent risk factor and was sig-
nificantly associated with liver carcinogenesis in all 795
patients in their study (16).

The gold standard technique for the assessment of fi-
brotic changes in chronic liver disease is percutaneous
liver biopsy. However, it is an invasive method that may
lead to such complications as pain, bleeding and perito-
nitis. Therefore, in recent years, there has been a search
for an alternative, simple, reliable and noninvasive meth-
od to diagnose and monitor hepatic fibrosis. DWI is a
promising technique for this application, and it has been
demonstrated in several studies. All 1.5 Tesla MRI devices
can easily obtain diffusion images. DWI is known as a
cost-effective imaging modality that is fast, noninvasive
and does not require contrast media. In addition, DWI
is a preferable imaging modality because it can be ob-
tained rapidly (16,17).

DWI was first introduced in neuroradiology for the diag-
nosis and follow-up of cerebrovascular disease (18,19).
Following the development of rapid MRI sequences, such
as echo-planar imaging, studies regarding the use of DWI
in other parts of the body have been accelerated (20).
Today, DWI is a part of the routine liver MRI protocol in
many institutions. Several studies in the last decade have
investigated the contribution of DWI to the assessment
of focal and diffuse hepatic disease (21,23). Important
research has assessed DWI capability in the quantifica-
tion of hepatic fibrosis in chronic liver disease (22,24,25].

In the fibrotic process, the water component of collagen
reduces in the liver tissue. As a result, the diffusion capa-
bility of water protons reduces in liver tissue in advanced
fibrosis. Recent studies confirmed that patients with he-
patic fibrosis had lower hepatic ADC values than healthy
individuals. The reason for reduced ADC values (limited
diffusion) was explained by the fibrotic process with the
accumulation of proteoglycans, glycosaminoglycans and
collagen fibrils in liver tissue (17,26).
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OZGUN ARASTIRMA

Inflamatuvar bagirsak hastaliginda nonalkolik yaglh karaciger

hastaligi sikhgi

Prevalence of nonalcoholic fatty liver disease in inflammatory bowel disease

@®Emre GERCEKER', @ Serkan CERRAH?, @ Ahmed Ramiz BAYKAN?

izmir Ozel Gazi Hastanesi 'Gastroenteroloji BItimdi, izmir

Erzurum Egitim ve Arastirma Hastanesi, Gastroenteroloji BoItimd, Erzurum

Girig ve Amac: Nonalkolik yagl karaciger hastaligi, inflamatuvar badir-
sak hastaliginda yaygindir. Bu ¢alismanin amaci inflamatuvar bagirsak
hastaliginda nonalkolik yagh karaciger hastaligi prevalansini eslestirilmis
bir kontrol grubuyla karsilastinldiginda degerlendirmek ve inflamatu-
var badirsak hastaliginda nonalkolik yadl karaciger hastaligi ile iliski-
li 6zellikleri tanimlamaktir. Gere¢ ve Yéntem: Karin agrisi nedeniyle
gastroenteroloji poliklinik kontrollerinde ultrasonografi tetkiki yapilan
225 inflamatuvar badirsak hastaligi tanili olgunun tibbi kayitlari geriye
ddnuik olarak incelendi. Bu olgular yas ve viicut kitle indeksi ile Diabetes
Mellitus varligi agisindan eslestirilmis, inflamatuvar badirsak hastaligi ol
mayan 70 kontrol olgusu ile karsilastirildi. Batin ultrasonografi verileri,
karacigerdeki hepatosteatoz varligi veya yoklugu agisindan analiz edildi.
Bulgular: Calisma poptilasyonu icinde nonalkolik yagl karaciger hasta-
ligi orani %38.3 saptandi. Inflamatuvar badirsak hastalarinda kontrol
grubuna gdre anlamli olarak daha ytiksek oranda nonalkolik yagh kara-
ciger hastaligi izlendi (%43.3'e karsi %25; p = 0.004). Ulseratif kolit alt
grubunda kontrol grubuna gdre anlamli olarak daha ytiksek oranda no-
nalkolik yagl karaciger hastaligi izlendi (%43.9'a karsi %25, p = 0.007).
Crohn hastaligi alt grubunda kontrol grubuna gére anlamli olarak daha
yliksek oranda yagl karaciger izlendi (%42.4e karsi %25, p = 0.015).
inflamatuvar badirsak hastaligi varliginin, Diabetes Mellitus varliginin,
viicut kitle indeksinin >25 tizerinde olmasinin bagimsiz olarak nonalkolik
yagl karaciger hastaligi gelisimi riskini arttirdigi saptandi. Sonug: Infla-
matuavar badirsak hastaligi varligi nonalkolik yagli karaciger hastaligi
gelisim riskini arttirmaktadir. inflamatuvar badirsak hastalarinda siste-
mik iltihaplanma ve badirsak mikrobiyomunun dedismesi nonalkolik
yadli karaciger hastaligi gelisiminde potansiyel nedensel faktdrler olarak
belirtilmistir, ancak patofizyolojiyi aydinlatmak igin daha fazla ¢alismaya
ihtiya¢ duyulacaktir.

Anahtar kelimeler: Hepatik steatoz, inflamatuvar badirsak hastaligi,
nonalkolik yagli karaciger hastaligi

GiRiS

Nonalkolik yagh karaciger hastaligi, son on yilda belirgin
bir artis géstermektedir. Bati lkelerinde kronik karaciger
hastaliginin en yaygin nedenlerinden biridir (1). Nonalko-
lik yagh karaciger hastaligi tanisi, hem karaciger hastaligr-
nin ikincil nedenlerinin hem de gtinltik alkol tlketiminin
erkekler icin > 30 g ve kadinlar icin > 20 g disinda tutul-
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Background and Aims: Nonalcoholic fatty liver disease is common
among patients with inflammatory bowel disease. We aimed to eval-
uate and compare the prevalence of nonalcoholic fatty liver disease in
inflammatory bowel disease cases and matched controls, and to define
the features of nonalcoholic fatty liver disease associated with inflam-
matory bowel disease. Materials and Methods: The medical records
of 225 patients with inflammatory bowel disease who underwent ul-
trasonography examination for abdominal pain in our gastroenterology
clinic were analyzed retrospectively. The records of these cases were
compared with those of 70 controls without inflammatory bowel dis-
ease, matched for age, body mass index, and the presence of Diabetes
Mellitus. Abdominal ultrasonography findings were analyzed for the
presence or absence of hepatosteatosis. Results: The rate of nonalco-
holic fatty liver disease in the study population was 38.3%. Nonalcohol-
ic fatty liver disease was observed at a significantly higher rate in the
inflammatory bowel disease patient group than in the control group
(43.3% versus 25%, p = 0.004). Nonalcoholic fatty liver disease was
observed at a significantly higher rate in the ulcerative colitis subgroup
than in the control group (43.9% versus 25%, p = 0.007). A significant-
ly higher percentage of nonalcoholic fatty liver disease was observed
in the Crohn’s disease subgroup than in the control group (42.4% ver-
sus 25%, p = 0.015). The presence of inflammatory bowel disease,
Diabetes Mellitus, and body mass index >25 were found to increase
the risk independently of developing nonalcoholic fatty liver disease.
Conclusion: The presence of inflammatory bowel disease increases the
risk of developing nonalcoholic fatty liver disease. The current results
suggest systemic inflammation and alteration of the gut microbiome
in inflammatory bowel disease as causal factors in the development
of nonalcoholic fatty liver disease, but further studies are required to
elucidate the pathophysiology involved.

Key words: Hepatic steatosis, inflammatory bowel disease, nonalcoholic
fatty liver disease

masini gerektirir (2). Nonalkolik yagl karaciger hastalig,
basit hepatik steatozdan nonalkolik steatohepatit, karaci-
ger fibrozu, siroz ve hepatoselltiler karsinoma ilerleyebilir
(3). Genel poptlasyondaki sikligi %19-46 arasinda de-
gismektedir. Nonalkolik yagh karaciger hastaligi icin risk
faktorleri obezite, insulin direnci, Diabetes Mellitus (DM),

Gerceker E, Cerrah S, Baykan AR. Prevalence of nonalcoholic fatty liver
disease in inflammatory bowel disease. The Turkish Journal of Academic
Gastroenterology 2021,20:27-31. DOI: 10.17941/agd.799316
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hipertansiyon ve hipertrigliseridemidir (4). inflamatuvar
bagirsak hastaligi (IBH); Crohn hastaligi (CH) ve tilseratif
koliti (UK) kapsayan, gastrointestinal sistemin kronik re-
misyonlu enflamasyonu ile karakterizedir (5). Ayrica, IBH
siklikla karaciger dahil ekstraintestinal belirtilerle iliskilidir.
iBH genellikle bazi durumlarda malabsorpsiyon ve ciddi
kilo kaybr ile karakterize bir zayiflama hastaligi olarak
kabul edilmesine ragmen, son veriler inflamatuvar bagir-
sak hastalari arasinda nonalkolik yagli karaciger hastalig
prevalansinin genel poptlasyona kiyasla artti§ini goster-
mektedir (6). inflamatuvar bagirsak hastalar arasinda
nonalkolik yagl karaciger hastaligina yol acan nedenler
ve yatkinlastiriar faktérler yeterince arastirilmamistir. inf-
lamatuvar aktivite, hastalik stresi, 6nceki bagirsak cer-
rahisi, uzun sureli steroid kullanimi, immunosupresanlar
ve biyolojik ajan tedavileri gibi bagirsak hastaligi ile iliskili
faktdrlerin inflamatuvar bagirsak hastalarinda nonalkolik
yagh karaciger hastaligi gelisme riskini arttirdigi ddsundil-
mektedir (7). Ote yandan, yeni tedavilerin baglatiimasi,
bagirsak iltihabi ve semptomlarinin daha iyi kontrold,
obeziteyi ve inflamatuvar bagirsak hastalarinda metabo-
lik sendromu genel poptlasyonla karsilastirilabilir oranla-
ra ylkseltmistir (8). IBH tanisi olan hastalarda nonalkolik
yagh karaciger hastaligi prevalansi giderek artmakta ve
bildirilen calismalardaki sikligi %8-59 arasinda dedismek-
tedir (9,10). Ulkemizde inflamatuvar bagirsak hastaligin-
da nonalkolik yagl karaciger hastaligi prevalansini bildi-
ren bir calisma bulunmamaktadir. Bu calismanin amaci,
inflamatuvar bagirsak hastalarinda nonalkolik yagl ka-
raciger hastaligi prevalansini eslestirilmis bir kontrol gru-
buyla karsilastirildiginda degerlendirmek ve inflamatuvar
bagdirsak hastaliginda nonalkolik yagl karaciger hastaligi
ile iliskili 6zellikleri tanimlamaktir.

GEREC ve YONTEM

Hastanemiz Gastroenteroloji bélimtinde 2014-2019 yil-
lari arasinda abdominal agri yakinmasi ile basvuran ve
degerlendirmesinde abdominal ultrasonografi taramasi
yapilan 18 yas ve Ustu IBH tanisi olan hastalar retrospektif
olarak calismaya dahil edildi. inflamatuvar bagirsak has-
talarinda yas, vicut kitle indeksi (VKI), DM varligi, infla-
matuvar bagirsak hastaligi tipi, aspartat aminotransferaz
(AST), alanin aminotransferaz (ALT), total bilirtibin, alka-
len fosfataz, albiimin ve trombosit sayisi sonuglari kayde-
dildi. Tdm hastalarin ultrasonografi kayitlarindaki nonal-
kolik yagli karaciger hastaligi varligi ve siddeti kaydedildi.
Karaciger parankim ekojenitesi, bdbrek ekojenitesine
kiyasla daha fazla ise, karaciger testlerinde bir bozukluk
saptanmadi ise, olgular nonalkolik yagl karaciger hasta-
ligi olarak tani aldi. Kronik karaciger hastaligi dykusu ve
anlamli alkol kullanimi dykdsu (guinltik alkol tiketimi; er-
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kekler icin > 30 g ve kadinlar icin > 20 g) olan olgular ise
calismaya dahil edilmedi. inflamatuvar bagirsak hastaligji
grubu UK ve CH olmak tizere iki alt gruba ayrildi ve kont-
rol grubu ile tim dediskenler icin karsilastirma yapildi.

inflamatuvar bagirsak hastaligi tanisi olmayan, irritabl
bagirsak sendromu (iBS) bulgular ile gastroenteroloji
poliklinigine bagvuran ve ultrasonografi taramasi yapilan
olgular kontrol grubu olarak belirlendi. Karin agrisi yakin-
masl ile basvuran, karin agrisi etiyoloji arastirmasi sirasin-
da yapilan endoskopi, kolonoskopi tetkikleri sonucu iBH
tanisi dislanan ve IBS tanisi alan olgular kontrol grubuna
dahil edildi. Kontrol grubu olgularinda yas, VKi, DM var-
g1, AST, ALT, total bilirtibin, alkalen fosfataz, albtimin
ve trombosit sayisi sonuclari kaydedildi. Tim kontrol ol-
gularinin ultrasonografi kayitlarindaki nonalkolik yagli
karaciger hastaligi varligi ve siddeti kaydedildi. Karaciger
parankim ekojenitesi, bébrek ekojenitesine kiyasla daha
fazla ise, karaciger testlerinde bir bozukluk saptanmadi
ise olgular nonalkolik yagli karaciger hastaligi olarak tani
aldi. Kronik karaciger hastaligi oykusi ve anlamli alkol
kullanimi &ykdsu (guinluk alkol tiketimini erkekler icin >
30 g ve kadinlar icin > 20 g) olan olgular ise calismaya
dahil edilmedi.

Hem IBH hem de kontrol grubunda nonalkolik yagl kara-
ciger tanisinda ultrasonografi bulgulari dikkate alindi. Sa-
dece karaciger testi normal bireyler calismaya dahil edildi.
Calismada sadece basit yaglanma degderlendirildi. Calis-
ma poplulasyonu icinde nonalkolik steatohepatit (NASH)
hastalari olmamasi nedeni ile NASH olgulari calismaya
dahil edilmedi.

Bu calisma Erzurum Bdlge Editim ve Arastirma Hastanesi
Klinik ve Arastirmalar Etik Kurulunun 2019/16-146 karar
no’lu onayi sonrasinda gerceklestirilmistir.

istatistiksel Analiz

Parametreler ‘SPSS 22 for Windows' istatistik programi
kullanilarak yapildi. Kategorik (nominal) degerler ytizde
(%) olarak ifade edildi ve ki-kare testi (2) ile karsilastiril-
dr. Surekli sayisal (kantitatif) degerler ortalama + standart
sapma (SD) ile ifade edildi. Kantitatif degiskenler ‘Stu-
dent t-testi’ ve ‘Anova’ ile karsilastirildi. Bagimsiz degis-
kenler lojistik regresyon analizi ile karsilastirildi ve deger-
lendirildi. p <0.05 ise istatistiksel olarak anlamlilik olarak
belirlendi.

BULGULAR

iki ytiz yirmi bes inflamatuvar bagirsak hastasi ve 70 kont-
rol olgusu olmak Uizere toplam 295 olgu calismaya dahil
edildi. inflamatuvar bagirsak hastalarinin %51.6'si (n =
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Tablo 1. inflamatuvar barsak hastaligi ve kontrol grubu demografik veriler

iBH

Yas 39.87 £11.82
Cinsiyet (Kadin) %50.7

VKI 23.50 £ 4.76
VKi >25 %29.3
DM %4.7
NAYKH %43.3
AST 19.22 £ 11.56
ALT 24.35 £ 14.99
Alblimin 3.76 £ 0.62
Trombosit 282.13 + 48.61
UK/CH %51.6 / %48.4

Kontrol P-degeri
38.08 £ 11.49 0.244
%53.8 0.641
22.65+3.13 0.139
%21.3 0.167
%5 0.900
%25 0.004
20.63 £ 10.44 0.341
23.25+10.35 0.546
3.88 £ 0.63 0.133
283.70 £51.13 0.809

iBH: inflamatuvar barsak hastaligi, VKI: Vcut kitle indeksi, DM: Diabetes Mellitus, NAYKH: Nonalkolik yagl karaciger hastaligi, AST: Aspartat aminotransferaz,

ALT: Alanin aminotransferaz, UK: Ulseratif kolit, CH: Crohn hastaligi.

Tablo 2. inflamatuvar barsak hastaligi ve kontrol grubu, demografik veriler

UK
NAYKH %43.9

CH
NAYKH %42.4

UK
NAYKH %43.9

UK: Ulseratif kolit, NAYKH: Nonalkolik yagl karaciger hastaligi, CH: Crohn hastaligi.

116) UK, %48.4't (n = 99) CH tanili olgulardi. Olgularin
%51.5'i kadin cinsiyete sahipti. Calisma poptlasyonunun
yas ortalamasi 40.39 + 12.58 saptandi.

Tablo 1'de calisma poptilasyonu, inflamatuvar bagirsak
hastaligi grubu ve kontrol grubunun demografik verileri
Ozetlenmistir. Calisma poptilasyonu icinde nonalkolik yag-
i karaciger hastaligi orani %38.3 saptandi. inflamatuvar
bagirsak hastaligi grubunda kontrol grubuna gére anlam-
Il olarak daha yuksek oranda nonalkolik yagli karaciger
hastaligi sikligi izlendi (%43.3"e karsi %25, p = 0.004).
inflamatuvar bagirsak hastaligi grubu ve kontrol grubu
karsilastirildiginda yas, cinsiyet, VKi ve DM tani oranlari
agisindan anlamli farklilik izlenmedi. Her iki grup karsilas-
tinldiginda karaciger transaminaz dtzeyleri, albimin ve
trombosit diizeyleri benzerdi.

Tablo 2'de UK, CH hasta alt gruplarindaki nonalkolik yag-
Il karaciger hastaligi oranlari ve alt grup karsilastirmalari
6zetlenmistir. Ulseratif kolit alt grubunda kontrol grubu-
na gore anlamli olarak daha yuksek oranda nonalkolik

Kontrol P-degeri
%25 0.007
Kontrol P-degeri
%25 0.015

CH P-degeri
%42.4 0.820

yagl karaciger hastaligi izlendi (%43.9'a karsi %25, p
= 0.007). Crohn hastaligi alt grubunda kontrol grubu-
na gore anlamli olarak daha ytksek oranda nonalkolik
yagl karaciger hastaligi izlendi (%42.4"e karsi %25, p =
0.015). Ulseratif kolit ve Crohn hastaligi alt gruplari karsi-
lastirildiginda ise nonalkolik yagli karaciger hastaligi oran-
lar benzerdi (%43.9'a karsi %42.4, p = 0.820). inflama-
tuvar bagirsak hastaligi varliginin, DM varliginin, VKi >25
lizerinde olmasinin bagimsiz olarak nonalkolik yaglh kara-
ciger hastaligi gelisimi riskini arttirdi§i saptandi (Tablo 3).

TARTISMA

Nonalkolik yagli karaciger hastaligi, bati llkelerinde en
yaygin karaciger hastaligidir (11). Basit yagh karaciger iyi
huylu bir durum olmasina ragmen, %10-20’si nonalkolik
steatohepatite ilerleyebilir, ayrica siroz ve son dénem ka-
raciger hastaligi riskini nemli dlctide arttirmaktadir. Onti-
muizdeki yillarda ise karaciger naklinin ilk nedeni olmaya
adaydir (12). Glinimtizde, nonalkolik yagli karaciger has-
taligi yaygin olarak obezite ile yakin iliskili olarak metabo-
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Tablo 3. Nonalkolik yagh karaciger hastaligi gelisimi icin risk faktérleri

% 95 Confidence Interval

Odds-Ratio Lower
Yas >40 1.073 0.665
Cinsiyet 1.136 0.710
DM 4.320 1.321
VKI >25 9.170 5.065
iBH (+) 2.287 1.289

DM: Diabetes mellitus, VKI: Viicut kitle indeksi, iBH: inflamatuvar barsak hastalig.

lik sendromun bir belirtisi olarak kabul edilmektedir. Obe-
zite ve artan metabolik sendrom prevalansi nedeniyle,
nonalkolik yagl karaciger hastaliginin kuresel prevalansi
artmaktadir. Nonalkolik yagli karaciger hastaligi prevalan-
si gliniimtizde genel poplilasyonda %24 olarak tahmin
edilmektedir (13). Calismamizdaki genel poptilasyonda
ise karin agrisi nedeni ile yapilan ultrasonografi tetkikinde
izlenen nonalkolik yagl karaciger hastaligi orani %38.3
saptanmistir. Literatlir incelendiginde IBS hastalarinda
genel popllasyona gére nonalkolik yagh karaciger has-
taliginin daha sik géruldigund gésteren calismalar (14)
bulunmasina ragmen calismamizda IBS hastalarini iceren
kontrol grubunda ise nonalkolik yagli karaciger hastalig
sikigl normal saglikli poptilasyon oranlarina benzer sekil-
de %25 olarak saptanmistir.

Calismamizda sadece nonalkolik yagl karaciger hasta-
ligr arastinimistir. NASH ile ilgili bir dederlendirme yapr-
lamamistir. inflamatuvar bagirsak hastalarinda bildirilen
nonalkolik yagl karaciger hastali§gi prevalansi ise tani
kriterlerine bagl olarak %8-59 arasinda dedismektedir.
Nonalkolik yagl karaciger hastaligi prevalansi karaciger
histolojisine gére %59, hepatik steatoz indeks skoruna
gore %34, kombine ¢oklu gériintlileme yontemleri ve
ultrasonografiye gore ise %40 olarak belirtilmistir (15-
19). Calismamizda inflamatuvar bagirsak hastalarinda
kontrol grubuna gére anlamli olarak daha ytksek oranda
nonalkolik yagli karaciger hastaligi izlendi (%43.3"e kar-
sl %25, p = 0.004). Ulseratif kolit alt grubunda kontrol
grubuna gdére anlaml olarak daha ytksek oranda no-
nalkolik yagl karaciger hastaligi izlendi (%43.9'a karsl
%25, p = 0.007). Crohn hastaligi alt grubunda kontrol
grubuna gdére anlamli olarak daha ytksek oranda nonal-
kolik yagli karaciger hastaligi izlendi (%42.4e karsi %25,
p = 0.015). Ulseratif kolit ve Crohn hastaligi alt gruplari
karsilastirildiginda ise nonalkolik yagl karaciger hastaligi
oranlar benzerdi (%43.9'a karsi %42.4, p = 0.820). Ge-
nel poptilasyonla karsilastirildiginda, iBH tanili olgular ge-
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Upper p-degeri
1.733 0.772
1.817 0.594
14.126 0.009
16.601 0.001
4.058 0.004

nellikle daha duistik bir VKI ve daha dtistik metabolik risk
faktorleri prevalansina sahiptir (20). Literattirdeki ¢alisma-
larda daha yasli, siklikla daha ytiksek ortalama VKi'ne sa-
hip olmalari ve daha sik DM tanisi almalari nedeni ile iBH
olgularinin daha fazla oranda nonalkolik yagl karaciger
hastaligina sahip olduklari belirtiimektedir. (21). Calisma-
mizda ise yas, VKi, DM vb degiskenler acisindan karsilas-
tirma yapildiginda kontrol grubu ile iBH grubu benzerdi.
2 grup arasinda metabolik profilde anlamli bir farkllik
yoktu. inflamatuvar aktivite, hastalik stiresi, 6nceki bagir-
sak cerrahisi, uzun streli steroid kullanimi, immuinosup-
resanlar ve biyolojik ajan tedavileri gibi badirsak hastalig
ile iliskili faktérlerin inflamatuvar bagirsak hastalarinda
nonalkolik yagl karaciger hastaligi gelisme riskinin art-
tirdigi distintilmektedir (7). Ote yandan, yeni tedavilerin
baslatilmasi, bagirsak iltihabi ve semptomlarinin daha iyi
kontroll, inflamatuvar bagirsak hastaliginda obezite ve
metabolik sendromu genel poptilasyonla karsilastirilabi-
lir oranlara yukselttigi bilinmektedir. (8). Calismamizdaki
poptilasyonda inflamatuar bagirsak hastalarinin %38.2'si
budezonid ya da metil prednizolon olmak tizere steroid
kullanim &ykdsu olan hastalar iken kontrol grubunda ste-
roid kullanim orani sadece %5.5 olarak saptandi. Mevcut
tedavilerin uygulandigi calismamizdaki iBH poptilasyonu-
nun bu nedenlerden dolayr daha fazla oranda nonalko-
lik yagl karaciger hastaligi tanisi aldigini diistinmekteyiz.
Calismamizda bu durumu destekler sekilde 6zellikle IBH
varligi, DM varligi, VKi >25 tizerinde olmasi gibi degisken-
lerin bagimsiz olarak yagli karaciger gelisimi riskini arttir-
digi saptanmistir.

Sonug olarak, IBH varligi nonalkolik yagl karaciger has-
talig gelisim riskini arttirmaktadir. IBH olgularinda siste-
mik iltihaplanma ve bagirsak mikrobiyomunun degismesi
nonalkolik yaglh karaciger hastaligi gelisiminde potansiyel
nedensel faktorler olarak dnerilmistir, ancak patofizyolo-
jiyi aydinlatmak igin daha fazla calismaya ihtiya¢ duyula-
caktir.
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Etik Kurul Onayi: Erzurum Bdlge Egitim ve Arastirma Hastanesi Klinik ve Arastirmalar Etik Kurulunun
2019/16-146 karari ile etik kurul onayr alinmistir.

Cikar Catismasi: Yazarlar herhangi bir ¢ikar catismasi beyan etmemislerdir.

Finansal Destek: Yazarlar finansal destek beyan etmemislerdir.
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ORIGINAL ARTICLE

Comparative evaluation of various scoring systems to predict
prognosis in patients with acute biliary pancreatitis

Akut biliyer pankreatitli hastalarda prognozu éngérmede ¢esitli skorlama sistemlerinin karsilastirmali

dederlendirilmesi

® Gokhan TAZEGUL', @ Mete AKIN?, @Btilent YILDIRIM?

Departments of 'Internal Medicine and *Gastroenterology, Akdeniz University School of Medicine, Antalya

Background and Aims: To identify the severity of pancreatitis in pa-
tients diagnosed with acute biliary pancreatitis, and it also seeks to
assess the congruence between the revised Atlanta classification and
clinical and laboratory findings and prognostic scoring systems. Mate-
rials and Methods: A total of sixty-six patients with biliary pancrea-
titis were evaluated with revised Atlanta classification. Ranson score,
Glasgow-Imrie score, Bedside Index of Severity in Acute Pancreatitis,
Harmless Acute Pancreatitis Score, Japanese Severity Score, Acute Phy-
siology and Chronic Health Evaluation-ll, Sequential Organ Failure As-
sessment score, albumin-bilirubin grade were evaluated and compared,
along with clinical and laboratory findings. SPSS Windows version 23.0
and Medcalc 19.2 were used in the analysis. Results: Bedside Index
of Severity in Acute Pancreatitis had the highest correlation coefficient
in differentiating moderate and severe pancreatitis. Glasgow-Imrie, al-
bumin-bilirubin grade (48 h) and Japanese Severity Score score and
Sequential Organ Failure Assessment score were also moderately cor-
related. Albumin-bilirubin grade (admission) and Harmless Acute Panc-
reatitis Score were weakly correlated. No correlation was found with
the Ranson score and Acute Physiology and Chronic Health Evaluation
score. The presence of albumin-bilirubin grade 3 at 48th hour increases
the risk of moderate and severe pancreatitis by 17 times. Presence of
antibiotic use increases the risk 6.6 times and positive Bedside Index of
Severity in Acute Pancreatitis score increases the risk 4.7 times. Conc-
lusion: The use of multiple scoring systems or co-evaluation of labora-
tory data can increase the sensitivity and specificity of clinical decisions.
Combined use of Bedside Index of Severity in Acute Pancreatitis and
antibiotherapy requirement is a candidate for predicting moderate and
severe pancreatitis. Further studies on albumin-bilirubin grade, especial-
ly in acute biliary pancreatitis, are necessary.

Key words: Pancreatitis, biliary pancreatitis, prognosis, prognostic sco-
res

INTRODUCTION

Acute pancreatitis refers to a heterogeneous group of
diseases with different etiologies (1). Episodes can assu-
me a mild or severe course, which can result in mortality.
Therefore, identifying patients who will require aggres-
sive treatment and being able to predict at the time of
admission which patients will have a severe course is im-
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Giris ve Amag: Bu calismada, (i) akut biliyer pankreatitli hastalarda
pankreatitin siddetini belirlemek, (ii) revize edilmis Atlanta siniflandir-
masina gére siddet ile klinik ve laboratuvar bulgular ve prognostik skor-
lama sistemlerinin uyumunun degerlendirilmesi amaclanmistir. Gereg
ve Yéntem: Calismada, biliyer pankreatit tanisi almis toplam altmis alti
hasta revize Atlanta siniflandirmasi ile degerlendirilmistir. Ranson skoru,
Glasgow-Imrie skoru, Yatak Basi Akut Pankreatit Siddet indeksi (Bedside
Index of Severity in Acute Pancreatitis), Zararsiz Akut Pankreatit Skoru,
Japon Siddet Skoru, Akut Fizyoloji ve Kronik Saglik Degerlendirme (Acu-
te Physiology and Chronic Health Evaluation-ll), Ardisik Organ Yetmez-
ligi Degerlendirmesi (Sequential Organ Failure Assessment) skoru ve
albumin-biliriibin skoru degerlendirilmis; klinik ve laboratuvar bulgulari
ile karsilastinlmistir. Analizde, SPSS Windows stiriim 23.0 ve Medcalc
19.2 kullanilmistir. Bulgular: Yatak Basi Akut Pankreatit Siddet indeksi,
orta ve siddetli pankreatiti ayirt etmede en yuksek korelasyon katsa-
yisina sahipti. Glasgow-Imrie, albuimin-biliriibin skoru (48 saat), Japon
Siddet Skoru skoru ve Ardisik Organ YetmezIligi Degerlendirmesi skoru
da orta derecede korelasyona sahipti. Alblimin-biliriibin skoru (basvu-
ru) ve Zararsiz Akut Pankreatit Skoru zayif bir sekilde korele saptandi.
Ranson skoru ve Akut Fizyoloji ve Kronik Saglik Degerlendirme skoru
ile pankreatit siddeti arasinda herhangi bir korelasyon bulunmadi. 48.
saatte alblimin-bilirtibin grade 3 varligi, orta ve siddetli pankreatit riskini
17 kat arttirmaktaydi. Antibiyotik kullanim gerekliliginin riski 6.6 kat,
Yatak Basi Akut Pankreatit Siddet indeksi skoru pozitifliginin ise riski
4.7 kat arttirmakta oldugu gdsterilmistir. Sonug: Skorlama sistemlerinin
coklu kullanilmasi veya laboratuvar verileri ile beraber degerlendiriimesi,
klinik kararlarin duyarliligini ve 6zgdilligind arttirabilir. Yatak Basi Akut
Pankreatit Siddet indeksi ve antibiyoterapi gerekliliginin kombine kulla-
nimi, orta ve siddetli pankreatiti tahmin etmeye aday bir coklu kullanim
érnegidir. Ozellikle akut biliyer pankreatitte alblmin-bilirtibin skoru ile
ilgili daha ileri calismalar gereklidir.

Anahtar kelimeler Pankreatit, biliyer pankreatit, prognoz, prognostik
skorlar

portant for predicting the risk of developing permanent
organ failure and local complications (2).

Given the current literature on organ failure and pancre-
atic necrosis, the revised Atlanta classification was estab-
lished in 2012 (3). Mild acute pancreatitis constitute the
group that heals completely in no later than a week, of-
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ten without the need for imaging, and has a low morta-
lity rate (4). Moderate pancreatitis accounts for 15-20%
of all pancreatitis cases, mortality in this group reaches
10% (5). Severe pancreatitis accounts for less than 10%
of all pancreatitis cases, and mortality can range betwe-
en 35-50%, with early and late complications (6).

Various scoring systems including Pancreatitis-specific
Ranson score, Glasgow-Imrie score, Bedside Index of Se-
verity in Acute Pancreatitis (BISAP), Harmless Acute Panc-
reatitis Score (HAPS), and Japanese Severity Score (JSS),
whose advantages and disadvantages differ from each
other, have been defined to predict which patients will
develop moderate or severe pancreatitis (7-10). Acute
Physiology and Chronic Health Evaluation-Il (APACHE-II)
and Sequential Organ Failure Assessment (SOFA) scores,
which are not specific for pancreatitis and have been
defined in association with patient mortality and organ
failure in intensive care, may also be associated with se-
verity and prognosis in acute pancreatitis (11,12). In a
recent publication, in addition to these scores, it was de-
monstrated that albumin-bilirubin (ALBI) grading, a use-
ful score of evaluate liver function and a grading system
used in hepatocellular cancer, may also be prognostically
significant (13). In addition to prognostic scores, there
are comparative studies showing that acute phase indica-
tors such as neutrophil lymphocyte ratio (NLR), C-reactive
protein (CRP), and procalcitonin levels can also predict
severe acute pancreatitis, pancreatic necrosis, organ fai-
lure, and mortality (14,15).

The aim of this study was to identify the severity of panc-
reatitis in patients diagnosed with acute biliary pancrea-
titis, and it also seeks to assess the congruence between
the revised Atlanta classification and clinical and labora-
tory findings and prognostic scoring systems.

MATERIALS and METHODS

This study was conducted in accordance with the Decla-
ration of Helsinki. Ethics committee approval was recei-
ved from Akdeniz University Faculty of Medicine Ethics
Committee (30.05.2018/382). Informed consent was
obtained from the patients for the use of information.

Selection of Patients

Patients who followed up with the diagnosis of acute bili-
ary pancreatitis at the Gastroenterology Clinic of Akdeniz
University Medical Faculty Hospital between June 2017
and June 2018 were retrospectively evaluated. Diagnosis
of acute pancreatitis was made according to the revised
Atlanta classification, and the presence of at least two of
the diagnostic criteria (abdominal pain typical for pancre-
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atitis, amylase and/or lipase concentration at least three
times higher than the upper limit, and imaging findings
specific to pancreatitis) was diagnosed as acute pancrea-
titis (3). Patients, aged 18 years and above, whose diag-
nosis of biliary pancreatitis was confirmed by laboratory
and imaging methods followed by at least 48 hours of
hospitalization, and those whose laboratory and imaging
data were planned to be evaluated were included in
the study. Patients with chronic pancreatitis, diagnosed
with exocrine or endocrine pancreatic insufficiency, hos-
pitalized due to early period pancreatitis relapse (within
90 days), with local and/or systemic complication due
to previous pancreatitis, with history of hepato-pancre-
ato-biliary surgery, pregnant or postpartum patients, pa-
tients with advanced stage organ failure before pancrea-
titis (recent chronic renal failure, patients with congestive
heart failure...) were excluded from the study.

In-house Rules for Routine Management of
Pancreatitis

Patients who applied to our center with a diagnosis of
pancreatitis were followed up with for at least 48 hours
after hospitalization except patients who withdrew the-
ir consent. Admission and 48th hour examinations were
routinely performed. Information necessary for sco-
ring were recorded in patient files. Narcotic analgesics
were administered to patients with a visual analog scale
(VAS) score of 5 and above, despite paracetamol and/or
non-steroidal anti-inflammatory therapy in the hospitali-
zation process. VAS scores were followed at intervals of 6
hours. Decisions on starting oral intake, discharge, blood
culture, and starting antibiotic therapy were undertaken
by a consultant clinician (an expert gastroenterologist).
Patients with suspicion of concomitant sepsis were routi-
nely sampled and antibiotic therapy was started.

Recording Patient Data

Demographic, clinical, and laboratory data of the pa-
tients were retrospectively obtained from patient files
and hospital information system. Patients’ age, gender,
comorbidity, history of abdominal surgery, number of
pancreatitis episodes, duration of hospitalization (days),
use of antibiotic therapy during hospitalization, blood
culture results, examination findings and visual analog
scale (VAS) scores recorded for pain at the time of ad-
mission and 48" hour, and the total amount of narcotic
analgesics used were recorded. Narcotic analgesic doses
were calculated based on equivalent doses of morphine
(16).
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For laboratory findings, hemoglobin (g/dL), platelet (10%/
uL), leukocytes (10°/uL), neutrophils (10%/uL), lymphocy-
tes (10°/pL) levels, neutrophil-tolymphocyte ratio (NLR),
sedimentation (mm/h), blood-urea-nitrogen (BUN, mg/
dL), creatinine (mg/dL), alboumin (g/dL), aspartate aminot-
ransferase (AST, U/L), alanine aminotransferase (ALT, U/L),
gamma-glutamyl transferase (GGT, U/L), alkaline phospha-
tase (ALP, U/L), lactate dehydrogenase (LDH, U/L), total bi-
lirubin (mg/dL), direct bilirubin (mg/dL), amylase (U/L), lipa-
se (U/L), C-reactive protein (CRP, mg/dL), and procalcitonin
(ng/mL) results at admission and 48™ hour were recorded.

Prognostic Scoring Systems Used

Patients were classified according to the revised Atlan-
ta classification: mild (organ failure, no local or systemic
complications), moderate (less than 48 hours of organ
failure or local or systemic complications without persis-
tent organ failure), and severe pancreatitis (dysfunction
of one or more organs lasting more than 48 hours) (3).

For the Ranson score, 10 findings identified for acute biliary
pancreatitis were used. Only 9 clinical findings were taken
into evaluation for the JSS scoring, and imaging findings
were not evaluated as imaging was not performed for all
patients. The presence of at least three of the listed factors
for Ranson, Glasgow-Imrie, and JSS scores was considered
positive (7,10,17). The presence of at least two factors
was considered positive for BISAP scoring and the pre-
sence of any one factor was considered positive for HAPS
scoring (8,9). Predetermined grades in the literature were
used for ALBI grade (Grade 1: <-2.60, Grade 2: >-2.60 to
<-1.39, and Grade 3: >-1.39), and Grade 3 patients were
considered positive (Table 1) (13). The cut-off value was
8 for APACHE positivity and 4 for SOFA positivity (11,12).

Statistical Analysis

SPSS Windows version 23.0 was used in the analysis of
data. Delong test was performed using Medcalc 19.2
for diagnostic test evaluation and pairwise comparison
of ROC curves. Continuous variables were expressed as
median (minimum-maximum) and categorical variables
were expressed as number and percentage. Chi-square
test was used to evaluate the relationship between ca-
tegorical data and Mann-Whitney U test was used for
intergroup evaluation of continuous variables.

In addition to Chi-Square test, phi correlation coefficient
was used to examine the associations of categorical va-
riables. Correlation coefficient was evaluated as follows:
0-0.3 "weak”, 0.3-0.5 “medium”, and 0.5-1 “strong.”
Univariate and multivariate logistic regression analyses
were used to evaluate the relationship between catego-
rical and continuous variables and categorical results. In
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order to homogenize the data in multivariate regression
analysis, clinical findings, laboratory findings, and sco-
ring systems were grouped separately and the Backwar-
ds-Wald method was performed, and variables with sta-
tistical significance in each group were evaluated again
by multivariate regression analysis. Data in all groups
were then evaluated together and modeled. The reciever
operator characteristics curve (ROC) analysis and curve
method was used to determine the cut-off value for the
tests and calculate the area under the curve (AUC). P
< 0.05 was considered significant for all statistical tests.

RESULTS

A total of sixty-six patients with biliary pancreatitis were
included in the study. According to the revised Atlanta
classification, 46 of these patients (69.6%) were classi-
fied as mild, 13 as moderate (19.6%), and 7 (10.8%)
were classified to be having severe pancreatitis.

Clinical and demographic data of patients according to
the revised Atlanta classification are presented in Tab-
le 2. Patients with severe pancreatitis were 18 years ol-
der than patients with moderate and mild pancreatitis
(Mann-Whitney U test, p = 0.03). 30.4% of patients with
mild pancreatitis received in-patient treatment for more
than 5 days, whereas this ratio was 76.9% for patients
with moderate pancreatitis and 100% for patients with
severe pancreatitis. Patients with mild pancreatitis were
hospitalized for 5 days less than patients with modera-
te and severe pancreatitis (Mann-Whitney U test, p =
0.001). In the moderate and severe pancreatitis group,
antibiotic therapy requirement was 2 times more frequ-
ent compared to mild pancreatitis group (Chi-Square
test, p = 0.001). Similarly, reproduction in blood culture
was detected 2 times more often in moderate pancre-
atitis group and 3 times more often in severe pancre-
atitis group (Chi-Square test, p = 0.002). Although the
VAS scores of patients were similar on admission, pain
persistence at 48" hour was 3 times more frequent in
the moderate and severe pancreatitis group (Chi-Square
test, p = 0.003). In accordance with this finding, the use
of narcotic analgesics was also more frequent in these
groups (Chi-Square test, p = 0.01).

Laboratory data of patients on admission and at 48"
hour according to the revised Atlanta classification are
presented in Tables 3 and 4. In patients with mild panc-
reatitis, NLR (Mann-Whitney U test, p = 0.03 and 0.002,
respectively), CRP (Mann-Whitney U test, p = 0.016 and
0.02, respectively), and procalcitonin (Mann-Whitney-U
test, p = 0.008 and 0.01, respectively) levels on admis-
sion and at 48" hour were lower compared to patients
with moderate and severe pancreatitis.
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Table 1. Pancreatitis scoring systems used in the study

Ranson Score for biliary

pancreatitis (7)
Within 48 h

Positive > 3

Glasgow-Imrie Score
(17)
Within 48 h

Positive > 3

JSS score (10)
Within 24 h

Positive > 3

BISAP score (8)
Within 24 h

Positive > 2

HAPS score (9)

On admission

Positive if any present
ALBI grade (13)
Positive if Grade 3

On admission

Age > 70

Glucose > 220 mg/dL
Leukocyte > 18 000/mm?
AST > 250 U/L

LDH > 400 U/L

48 hour

BUN increase > 2 mg/dL
Base deficit > 5 mEq/L
Hematocrit decline > 10%
Calcium < 8 mg/dL

Fluid loss > 4 Lt

On admission

Age > 55

PaO, < 60 mm Hg
Leukocyte > 15 000/mm?
Calcium > 8 mg/dL

48 hour

BUN > 45 mg/dL

AST > 200 U/L or LDH > 600 U/L
Albumin < 3.2 g/dL

Glucose > 180 mg/dL

Base excess < -3 mEq/L or shock (systolic blood pressure\ 80 mmHg)
PaO, < 60 mmHg (room air) or respiratory assistance needed

BUN > 40 mg/dL or (or creatinine >2.0 mg/dL) or oliguria (daily urine output < 400 mL even
after intravenous fluid resuscitation)

LDH twice upper limit of normal

Platelet count < 100 000/mm?

Serum calcium < 7.5 mg/dL

CRP > 15 mg/dL

Number of positive measures in SIRS criteria > 3

Age = 70 years

Age >60

BUN >25 mg/dL

SIRS findings

Mental disorder (disorientation, lethargy...)

Pleural effusion

Peritonitis (defender or rebound sensitivity)
Creatinine >2 mg/dL
Hematocrit (= 43% in men, 39.6% in women)

(log10 bilirubin x 0.66) + (albumin x -0.085)

Grade 1 =<-2.60
Grade 2 =>-2.60 to <-1.39
Grade 3=>-1.39

JSS: Japanese Severity Score, BISAP: Bedside Index of Severity in Acute Pancreatitis, HAPS: Harmless Acute Pancreatitis Score, ALBI: Albumin-bilirubin grade,
AST: Aspartate aminotransferase, LDH: Lactate dehydrogenase, BUN: Blood-urea-nitrogen, SIRS: Systemic inflammatory response syndrome, CRP: C-reactive protein.
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Table 2. Demographic and clinical follow-up data of patients according to Atlanta classification.

Age (years)

Gender Female

Concomitant disease
Respiratory
Cardiovascular
Rheumatologic
Endocrine
Multiple diseases

Previous abdominal surgery

Number of episodes First episode

Multiple episodes

Duration of hospitalization (days)

> 5 days
Antibiotherapy requirement
Reproduction in blood culture
VAS score on admission
>5

VAS score at 48" hour
Persistent pain

Dosage of narcotic analgesics mg-morphine eq.

Narcotic use
Organ failure
Renal
Respiratory
Cardiovascular
Multi-organ
Death

VAS: Visual analog scale.

All prognostic scores evaluated in the study were used
to predict moderate and severe pancreatitis according
to the revised Atlanta classification. The distribution of
prognostic scores according to the revised Atlanta classi-
fication is presented in Table 5. The values of 15 mg/dL
and 0.5 ng/mL for CRP and procalcitonin were used in re-
ference to previous publications in the literature (10,15).
There are different cut-off values in the literature for NLR
(14). In the present study, the values of 7.5 on admission
and 9.5 at 48™ hour were shown to have 50-55% and 80-
85% sensitivity and specificity and were used according-
ly. In the revised Atlanta classification, the scoring system
with the highest correlation coefficient in differentiating
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Mild Moderate Severe

(n =46) (n=13) (n=7)
55 (21-90) 58 (37-88) 76 (34-97)
24 (52.2%) 9 (69.2%) 5 (71.4%)

3 (6.5%) 0 (0%) 0 (0%)
4 (8.7%) 6 (46.2%) 1(14.3%)
5(10.9%) 0 (0%) 1(14.3%)

3 (6.5%) 0 (0%) 0 (0%)
16 (34.8%) 3(23.1%) 4 (57.1%)
13 (28.3%) 3(23.1%) 2 (28.6%)
29 (63%) 8 (61.5%) 4 (57.1%)
17 (37%) 5 (38.5%) 3 (42.9%)
4(2-17) 9 (2-18) 10 (6-16)
14 (30.4%) 10 (76.9%) 7 (100%)
21 (45.7%) 11 (84.6%) 7 (100%)
3 (15.8%) 3(33.3%) 3 (42.9%)

8 (3-10) 9 (4-10) 7 (6-10)
36 (78.3%) 12 (92.3%) 7 (100%)

0 (0-5) 3 (0-5) 3 (0-5)
13 (28.3%) 9 (69.2%) 5(71.4%)
5 (0-40) 20 (0-45) 15 (10-30)
31 (67.4%) 12 (92.3%) 7 (100%)
6 (46.1%) 1(14.3%)
2 (15.3%) 1 (14.3%)

2 (15.3%) 0 (0%)
3(23.3%) 5(71.4%)
0 (0%) 0 (0%) 3 (42.9%)

moderate and severe pancreatitis is BISAP (0.443, mode-
rate correlation). Glasgow-Imrie, ALBI grade (48" h), JSS
score, NLR >7.5 (48" h), procalcitonin =0.5 ng/mL (on
admission), and SOFA score are moderately correlated
with the revised Atlanta classification. The ALBI grade
3 (admission) and the HAPS score are weakly correla-
ted. No correlation was found with the Ranson score,
APACHE score, CRP 215 mg/dL (on admission), NLR 29.5
(on admission), CRP 215 mg/dL (48 h), and procalcitonin
> 0.5 ng/mL (48 h).

Prognostic scores correlated with the revised Atlanta
classification were examined by uni- and multi-variate
regression analysis. In regression analyses, staging was
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Table 3. Comparison of total blood count parameters of patients on admission and at 48 hours according

to Atlanta classification

Mild Moderate Severe
(n = 46) (n=13) (n=7)
Hemoglobin (g/dL) Admission 12.3(9.2-15.8) 12.6 (10-14.1) 11.7 (10.8-13.5)
48 h 12.1(7.7-15.1) 12 (9.3-14.7) 12.1 (8.9-15.2)
Leukocyte (103/uL) Admission 9(2.2-18) 11.1 (5-19.6) 9.4 (3.8-11.54)
48 h 7.47 (3.21-15.54) 10.37 (4.46-23.95) 7.2 (4.06-10.6)
Neutrophil (103/uL) Admission 7 (1.2-79.2) 9.5 (4.3-16.8) 7.3 (3-9.84)
48 h 4.9 (1.3-13.6) 8.7 (3.2-21.6) 5.5(2.3-8.4)
Lymphocyte (103/uL) Admission 1.23(0.339.1) 0.84 (0.43-2.75) 0.8 (0.36-1.94)
48 h 1.6 (0.26-2.8) 0.9 (0.7-2) 1.3(0.5-1.85)
NLR Admission 5.6 (0.6-32.3) 8.6 (5.6-22) 7.3 (3.7-24.5)
48 h 2.9 (1-14.1) 7.5 (4-19.1) 3.3(1.4-12)
Platelet (10%/uL) Admission 213 (117-357) 219 (105-350) 204 (52-482)
48 h 210.5 (76-350) 175 (106-325) 209 (165-434)
Sedimentation (mm/h) Admission 15 (3-44) 23 (2-45) 42 (2-81)
48 h 16 (0-60) 31 (2-72) 32 (3-61)

NLR: Neutrophil-to-lymphocyte ratio.

applied before the multivariate step, and clinical findin-
gs, laboratory findings, and prognostic scores were exa-
mined in different groups. After multivariate regression,
laboratory findings and prognostic scoring systems were
subjected to logistical regression together in a combined
model (Table 6,7). The presence of ALBI grade 3 at 48"
hour increases the risk of moderate and severe pancre-
atitis by 17 times (Model 1). The presence of antibiotic
use increases the risk 6.6 times and positive BISAP score
increases the risk 4.7 times (Model 2).

Test statistics and ROC analysis of antibiotic use, procalci-
tonin 0.5 ng/mL (on admission), NLR >7.5 (48" h), and
prognostic scoring systems are presented in Table 8. The
highest specificity was obtained in the SOFA score, and
the highest sensitivity was obtained in HAPS and BISAP
scores. The largest AUC value was observed in the Glas-
gow-Imrie score. No statistical significance was found
between antibiotic use, procalcitonin >0.5 ng/mL (on
admission), NLR >7.5 (48 h), BISAP score, JSS score, and
ALBI grade 3 (48 h) ROC curves included in multivariate
regression analysis (DeLong test, data not shown).

DISCUSSION

Herein, we aimed to evaluate the clinical and labora-
tory findings and prognostic scores with revised Atlanta
classification in patients with acute biliary pancreatitis.

In the present study, the distribution of mild, moderate,
and severe pancreatitis was similar to other reports in
the literature (3). In particular, severe pancreatitis patient
group consisted of patients of advanced age. This obser-
vation is also used in almost all scoring systems. Although
cut-off values are different, advanced age is integrated
as a factor in Ranson, Glasgow-Imrie, JSS, BISAP, and
APACHE scoring systems.

It has been demonstrated that moderate or severe panc-
reatitis according to the revised Atlanta classification
is associated with a longer duration of hospitalization,
more frequent use of antibiotic therapy, reproduction
in blood culture, persistence of pancreatitis pain, and
the need for narcotic analgesics. In the context of these
data, the present study is the first study in the literatu-
re comparing these clinical data with the revised Atlanta
classification, which is a consensus for determining the
severity of pancreatitis. Identification of moderate and
severe pancreatitis is associated not only with the deve-
lopment of organ failure and local complications but also
with prolonged hospitalization, development of sepsis,
increased pain sensations, and the need for analgesia.
In patients with moderate and severe pancreatitis, inf-
lammatory markers such as NLR, procalcitonin, and CRP
are elevated. Inflammatory markers are often studied as
a standalone indicator, but they are also integrated into
scoring systems such as JSS (6,10,15).
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Table 4. Comparison of biochemical parameters of patients on admission and at 48 hours according to

Atlanta classification

Mild
(n = 46)
BUN (mg/dL) Admission 14.8 (3.47-32)
48 h 10.1 (5-28.5)
Creatinine (mg/dL) Admission 0.68 (0.37-1.69)
48 h 0.67 (0.2-1.68)
Albumin (g/dL) Admission 3.8(3.2-4.4)
48 h 3.74 (3.1-4.3)
AST (U/L) Admission 72 (9-930)
48 h 31 (13-205)
ALT (U/L) Admission 96 (10-910)
48 h 67 (8-507)
GGT (U/L) Admission 163.5 (10-1.058)
48 h 125.5 (12-821)
ALP (U/L) Admission 102 (41-815)
48 h 95 (38-714)
LDH (U/L) Admission 275 (141-1.207)
48 h 228 (139-497)
Total bilirubin (mg/dL) Admission 1(0.1-9.7)
48 h 0.73 (0.3-13.1)
Direct bilirubin (mg/dL) Admission 0.46 (0.01-7.5)
48 h 0.23 (0.04-10.11)
Amylase (U/L) Admission 509 (39-1.663)
48 h 96 (23-464)
Lipase (U/L) Admission 657 (39-3.458)
48 h 93 (23-1.504)
CRP (mg/dL) Admission 2.3(0.1-21.4)
48 h 6.6 (0.3-24.7)
Procalcitonin (ng/mL) Admission 0.04 (0.01-16.22)
48 h 0.02 (0.01-4.44)

Moderate
(n=13)
13.9 (8.9-39.2)
10 (3.1-43.7)
0.83 (0.39-8.35)
0.69 (0.38-6.9)
3.7 (3-4.3)
3.2 (2.4-3.9)
168 (9-372)
33 (8-265)
94 (10-459)
41 (6-301)
215 (20-566)
148 (37-468)
148 (68-306)
121 (53-316)
340 (184-1.392)
329 (173-982)
1.7 (0.5-5.72)
1(0.44-6.41)
1(0.1-3.7)
0.5 (0.13-5.02)
813 (39-3.435)
188 (46-848)
1.089 (33-3.795)
101 (31-505)
6.6 (0.8-18.3)
15.9 (7.9-21.6)

0.46 (0.01-17.7)
0.16 (0.01-31.68)

Severe
(n=7)
19 (6.1-25.4)
17.6 (7.7-26.3)
0.89 (0.45-1.41)
1(0.62-1.4)
3.7 (2.8-4.1)
3.6 (2.9-4.5)
86 (28-222)
44 (13-62)
3 (20-159)
50 (12-115)
345 (22-759)
264 (17-540)
181 (102-943)
176 (107-651)
269 (219-589)
229 (160-544)
1.5(0.9-15.1)
1.1 (0.3-24.77)
0.97 (0.2-11.8)
0.7 (0.1-18)
555 (101-1.705)
152 (51-583)
340 (232-548)
131 (64-350)
5.38 (2.1-15.9)
10.3 (6.6-18.3)

1.01 (0.04-14.23)
0.51(0.01-3.53)

e | = | =

BUN: Blood-urea-nitrogen, AST: Aspartate aminotransferase, ALT: Alanine aminotransferase, GGT: Gamma-glutamyl transferase, ALP: Alkaline phosphatase,

LDH: Lactate dehydrogenase, CRP: C-reactive protein.

After the introduction of the revised Atlanta classificati-
on in 2012, numerous studies have been conducted on
the power of different scoring systems and laboratory
parameters to predict the severity of pancreatitis. Ran-
son and Glasgow-Imrie are older scores, and previous
studies have demonstrated that they can predict severe
pancreatitis. The biggest criticism of these scores is that
they have to be completed in 48 hours, and they are
complex. In a retrospective study on 675 patients compa-
ring Ranson and Glasgow-Imrie scores, the Ranson score
had 92.7% sensitivity and 52.8% specificity in predicting
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severe acute pancreatitis whereas Glasgow-Imrie score
had 76.8% sensitivity and 69.2% specificity (18). In the
present study, contrary to previous reports, there was no
correlation between Ranson scoring and factors associa-
ted with both pancreatitis severity and prognosis, where-
as a better correlation was found with the Glasgow-Imrie
score. The reason for this difference may be due to the
fact the patient population in this study consisted only of
biliary pancreatitis cases and the frequency of mild panc-
reatitis cases was higher.
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Table 5. Distribution of prognostic scoring results of patients according to Atlanta classification

Mild Moderate and Severe Phi Phi-p
(n =46) (n=20) correl.

Ranson Score >3 2 (4.3%) 3 (15%) 0.18 0.13
Glasgow-Imrie Score >3 5 (10.9%) 10 (50%) 0.429 0.001
HAPS Score =1 17 (37%) 13 (65%) 0.259 0.035
BISAP Score >2 9 (19.6%) 13 (65%) 0.443 0.001
JSS Score >3 3 (6.5%) 8 (40%) 0.413 0.001
APACHE Score 28 21 (45.7%) 10 (50%) 0.04 0.74
SOFA Score >4 2 (4.3%) 5 (25%) 0.308 0.012
ALBI grade 3 (admission) 7 (15.2%) 8 (40%) 0.272 0.027
ALBI grade 3 (48 h) 5(10.9%) 10 (50%) 0.429 0.001
CRP >15 mg/dL (admission) 10 (21.7%) 5 (25%) 0.03 0.77
Procalcitonin >0.5 ng/mL (admission) 9 (19.6%) 10 (50%) 0.309 0.012
NLR >9.5 (admission) 13 (28.3%) 7 (35%) 0.06 0.58
CRP 215 mg/dL (48 h) 14 (30.4%) 9 (45%) 0.14 0.25
Procalcitonin >0.5 ng/mL (48 h) 8 (17.4%) 8 (40%) 0.24 0.05
NLR >7.5 (48 h) 7 (15.2%) 10 (50%) 0.36 0.003

HAPS: Harmless Acute Pancreatitis Score, BISAP: Bedside Index of Severity in Acute Pancreatitis, JSS: Japanese Severity Score, APACHE: Acute Physiology and Chronic
Health Evaluation-Il, SOFA: Sequential Organ Failure Assessment, ALBI: Albumin-bilirubin grade, CRP: C-reactive protein, NLR: Neutrophil-to-lymphocyte ratio.

Table 6. The relationship between clinical findings, laboratory findings, and prognostic scores with mo-

derate and severe pancreatitis according to Revised Atlanta classification: regression analysis-I

OR (95% ClI) P value Multivariate OR (95% ClI) P value
Antibiotic requirement! 4.8 (2.05-11.4) 0.001 6.76 (1.3-35.1) 0.02
Culture reproduction’ 7.7 (1.7-34.1) 0.007 NS -
Persistent pain at 48"-hour! 5.92 (1.87-18.73) 0.002 NS -
Use of narcotics' 9.19 (1.12-75.3) 0.038 NS -
Procalcitonin >0.5 ng/mL (admission)? 4.1(1.3-12.8) 0.015 3.7 (1.1-12.6) 0.03
NLR >7.5 (48 h)? 5.5(1.69-18.3) 0.005 5.15(1.48-17.8) 0.01
Glasgow-Imrie >33 8.2 (2.28-29.39) 0.001 NS -
BISAP 223 7.63 (2.36-24.66) 0.001 4.81(1.12-20.6) 0.034
HAPS 212 3.16 (1.05-9.48) 0.039 NS -
JSS 232 9.55 (2.1-41.6) 0.003 7.18 (1.17-43.7) 0.03
SOFA 243 7.33(1.28-41.83) 0.024 NS -
ALBI grade 3 (admission)? 3.71(1.1-12.3) 0.03 NS -
ALBI grade 3 (48 h)* 8.2 (2.28-29.3) 0.001 11.8 (2.52-55) 0.002

Univariate logistic regression. Superscript figures refer to groups that were included in the multivariate analysis.

': Clinical findings group, 2 Laboratory findings group. * Prognostic scores group. NLR: Neutrophil-to-lymphocyte ratio. BISAP: Bedside Index of Severity in Acute
Pancreatitis, HAPS: Harmless Acute Pancreatitis Score, JSS: Japanese Severity Score, SOFA: Sequential Organ Failure Assessment, ALBI: Albumin-bilirubin grade,
OR: Odds ratio. CI: Confidence interval. NS: Not significant.
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Table 7. The relationship between clinical findings, laboratory findings, and prognostic scores with mo-

derate and severe pancreatitis according to revised Atlanta classification: regression analysis-II

Model 1 P value Model 2 P value
OR (95% CI) OR (95% Cl)
Antibiotic requirement! NS - 6.64 (1.28-34.3) 0.02
Procalcitonin >0.5 ng/mL (admission)? NS - NS -
NLR >7.5 (48 h)? NS - NS -
BISAP >23 NS - 4.7 (1.34-16.4) 0.015
JSS >33 NS - NS -
ALBI grade 3 (48 h)? 17.4 (3.1-97.3) 0.001 NI -

Multivariate logistic regression. ': Clinical findings group, ?: Laboratory findings group. *: Prognostic scores group. NLR: Neutrophil-to-lymphocyte ratio. BISAP: Bed-
side Index of Severity in Acute Pancreatitis, JSS: Japanese Severity Score, ALBI: Albumin-bilirubin grade, OR: Odds ratio. Cl: Confidence interval. NS: Not significant.
NI: Not included.

Table 8. The relationship between clinical findings, laboratory findings, and prognostic scores and mo-

derate and severe pancreatitis according to the revised Atlanta classification: Test statistics and ROC

analysis
Sensitivity Specificity AUC (95% CI) P value

Antibiotherapy requirement 54% 90% 0.72 (0.59-.084) 0.004
Procalcitonin 20.5 ng/mL (admission) 50% 80.4% 0.65 (0.51-0.8) 0.05
NLR >7.5 (48 h) 50% 84.7% 0.67 (0.52-0.82) 0.026
Ranson =3 15% 95.6% 0.66 (0.52-0.8) 0.039
Glasgow-Imrie >3 50% 89.1% 0.81 (0.69-0.92) 0.001
BISAP >2 65% 80.4% 0.75 (0.61-0.89) 0.001
HAPS =1 65% 63% 0.64 (0.49-0.78) 0.072
JSS 23 40% 93.4% 0.667 (0.54-0.84) 0.012
APACHE =8 50% 54.3% 0.59 (0.44-0.74) 0.236
SOFA 24 25% 95.6% 0.66 (0.52-0.81) 0.032
ALBI grade 3 (admission) 40% 84.7% 0.62 (0.54-0.84) 0.112
ALBI grade 3 (48 h) 50% 89.1% 0.69 (0.51-0.82) 0.012

NLR: Neutrophil-to-lymphocyte ratio. BISAP: Bedside Index of Severity in Acute Pancreatitis, HAPS: Harmless Acute Pancreatitis Score, JSS: Japanese Severity Score,
APACHE: Acute Physiology and Chronic Health Evaluation-Il, SOFA: Sequential Organ Failure Assessment, ALBI: Albumin-bilirubin grade. AUC: Area under curve. Cl:
Confidence interval. P values of ROC curves are presented.

JSS, a Japanese scoring system, was modified in 2008,  sults similar to our findings for predicting the severity of
and it is an original scoring system as it integrates 9  pancreatitis (20).

prognostic factors as well as contrast-enhanced abdo-
minal tomography findings. Although studies on JSS are
limited, in a study of 17 901 patients, the AUC of JSS
for predicting intra-hospital mortality was 0.798 (95% Cl
0.775:0.821) (10). In a study comparing HAPS, Ranson, have indicated that BISAP scores predict the severity of
BISAP, Glasgow, and JSS's ability to predict important ~ Pancreatitis, pancreatic necrosis, and mortality at similar
adverse events in the hospital, 30-day mortality and 30- levels to APACHE and Ranson (21,22). In another study
day readmission rate, JSS was found to be the superior  involving a higher rate of (35.2%) severe pancreatitis,
scoring system (19). Previous studies have reported re-  BISAP was more powerful in predicting severe acute

Unlike Ranson and Glasgow-Imrie scores, BISAP is a prog-
nostic score that is developed for faster patient separati-
on on admission. Two different studies in the literature
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pancreatitis, pancreatic necrosis, and mortality compa-
red to the Ranson score (22). The sensitivity and specifi-
city of the BISAP score in predicting pancreatitis severity
was 51% (43-60%) and 91% (89-92%), respectively. Alt-
hough the sensitivity of BISAP was lower compared to
APACHE and Ranson scores, its specificity was higher (8).
In the present study, BISAP score had a lower specificity
but better sensitivity in predicting moderate and severe
acute pancreatitis compared to Ranson score. The reason
for this difference may be due to the patient population
included in the study consisting only of biliary pancrea-
titis cases, the application of different cut-off values for
APACHE in different studies, and the higher frequency of
mild pancreatitis cases in the present study. In addition,
except for the ALBI grade, the BISAP score stands out as
an independent prognostic factor in predicting moderate
and severe pancreatitis in multivariate analyses.

Unlike other scores, HAPS is a scoring system designed
to differentiate mild pancreatitis. Literature data is limi-
ted because it is more recent compared to other scoring
systems and its objective is different. In a study of 116
patients where the HAPS score was compared to the
Ranson score, HAPS predicted the severity of the disease
in 101 (87%) patients with a sensitivity of 98% and a
specificity of 77% (23). In another study of 144 patients,
HAPS predicted mild pancreatitis with 81% specificity
and 96% positive predictive value, while the predictive
power of the Ranson score was not statistically signifi-
cant (24). In the present study, HAPS score had 63%
sensitivity and 65% specificity in predicting moderate or
severe acute pancreatitis. This may be due to the fact
that, unlike other studies in the literature, the patient po-
pulation included in this study contains a higher ratio of
moderate and severe pancreatitis.

Along with being a score used to predict grading and
survival in patients with hepatocellular cancer, a current
study has stated that ALBI may be an independent prog-
nostic factor for critically-ill pancreatitis patients. 284 pa-
tients were evaluated and 35 patients died during this
study, and it was found that ALBI was better than SOFA,
SAPS-II, APACHE-Il, Ranson score, and Glasgow-Imrie
score (13). In the present study, ALBI grade 3 was found
to be an independent prognostic factor in multivariate
analyses for predicting moderate and severe pancreatitis,
especially in ALBI grade 3 patients at 48™ hour.

However, the use of ALBI grade for this purpose in acute
biliary pancreatitis may lead to an inherent bias, since
acute biliary pancreatitis is often a secondary negative

Pancreatitis severity and scoring systems

acute phase to hyperbilirubinemia and inflammation, and
thus characterized by hypoalbuminemia.

In addition to prognostic scoring systems, there are com-
parative studies showing that acute phase indicators such
as neutrophil lymphocyte ratio (NLR), C-reactive protein
(CRP), and procalcitonin levels can also predict severe
acute pancreatitis, pancreatic necrosis, organ failure, and
mortality. The sensitivity of NLR to predict severe acute
pancreatitis ranges from 77-82%. Although different va-
lues were reported for optimal cut-off, 63-90% sensitivity
and 50-57% specificity were reported in predicting seve-
re acute pancreatitis (14,25). In a study of 75 patients
-of which 12 had severe acute pancreatitis- while inves-
tigating the predictive power of procalcitonin levels on
severe acute pancreatitis, it was found that procalcitonin
levels on admission and at 48" hour had limited predic-
tive power on biliary pancreatitis and severe pancreatitis
(26). However, in another study on 50 patients, the pre-
dictive power of procalcitonin levels determined by strip
test for duration of hospitalization, the need for intensive
care, the necessity of antibiotic therapy, and the develop-
ment of severe acute pancreatitis was examined, and it
was found that procalcitonin levels showed higher corre-
lation than CRP and leukocyte levels (15). In the present
study, cut-off value of NLR at 48" hour for predicting
the severity of pancreatitis was 7.48, and its predictive
power was shown to be at a level consistent with other
studies in the literature. Procalcitonin levels are higher in
moderate and severe pancreatitis, both at the time of
admission and at 48" hour. However, the findings are far
from definitive, and further studies are needed.

It can be said that there is no single ideal scoring system
or laboratory finding for predicting the severity of pancre-
atitis. In the present study, BISAP was the scoring system
with the highest correlation coefficient in differentiating
moderate and severe pancreatitis using the revised At-
lanta classification (0.443, moderate correlation). BISAP
was followed by Glasgow-Imrie score and ALBI grade, but
no scoring system indicated a strong correlation with the
revised Atlanta classification. In multivariate regression
analysis, ALBI grade 3 at 48th hour increased the risk for
moderate and severe pancreatitis according to Revised
Atlanta Classification 17 times; however, as previously
mentioned, this scoring system may have a bias for biliary
pancreatitis. BISAP score has 65% sensitivity, 80.4% spe-
cificity, and 0.75 (0.61-0.89) AUC in predicting moderate
and severe pancreatitis, and within the available scoring
systems, it appears to be the most suitable candidate in
terms of routine clinical use in terms of diagnostic test
values, ease of use, factors included, and the fact that it
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can be completed on admission. Moreover, the combined
use of BISAP and antibiotics use is a novel option in clinic
settings for predicting moderate and severe pancreatitis.

There are certain limitations of the present study. Due to
its retrospective design, patients with incomplete data
were not evaluated; therefore, the study was conducted
with a limited sample. However, despite the limited num-
ber of patients included, many different scoring systems
were evaluated with a homogeneous group of patients.

There is no consensus regarding an ideal scoring sys-
tem in predicting the severity of pancreatitis. The use
of multiple scoring systems or co-evaluation of labora-
tory data can increase the sensitivity and specificity of
clinical decisions. According to the results of the present
study, the combined use of BISAP and antibiotic therapy
requirement is a potential candidate for predicting mo-
derate and severe pancreatitis. Further studies on the
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OZGUN ARASTIRMA

Ateroskleroz yayginhgi ile kolon kanseri gelisimi arasinda iligki

var mi?

Is there a relationship between the severity of atherosclerosis and the development of colon cancer?

® Ahmet VURAL

Saglik Bilimleri Universitesi, Fatih Sultan Mehmet Egitim ve Arastirma Hastanesi, Radyoloji Klinigi, Istanbul

Giris ve Amag: Kolorektal kanser ve ateroskleroz; erkek cinsiyet, Dia-
betes Mellitus, sigara icme ve obezite gibi yaygin risk faktérlerini paylas-
maktadir. Aterosklerozun kolorektal kanser riskini belirlemede dnemini
anlamak lizere kolorektal kanser ve abdominal aorta aterosklerozu ara-
sindaki iliskiyi arastirdik. Gere¢ ve Yéntem: Kolorektal kanser tanisi
almis erkek hastalarin tani aldigi dénemdeki abdominal bilgisayarli to-
mografi incelemeleri degerlendirilmistir. Histopatolojik olarak kolorektal
kanser tanisi konmasindan 3 ay once ve 3 ay sonraki dénem araliginda
yapilmis olan abdominal bilgisayarli tomografi incelemeleri olan 63 er-
kek hasta calismaya dahil edilmistir. Ayrica cesitli nedenlerle abdominal
bilgisayarl tomografi incelemesi yapilmis 56 erkek denek kontrol grubu
olarak degerlendirilmistir. Abdominal bilgisayarli tomografi incelemele-
rinde sagittal reformat gdrtintdler tzerinden, L2, L3 ve L4 vertebralar
seviyesinde, aorta 6n ve arka duvarinda izlenen ateroskleroz skorlandi-
rilmistir. Kolorektal kanseri bulunan ve kontrol grubu deneklerin abdo-
minal aorta ateroskleroz skorlari karsilastirlmistir. Bulgular: Kolorektal
kanseri bulunan hasta grubunun yas ortalamasi 63.95 + 11.1, kontrol
grubu deneklerin yas ortalamasi 64.79 + 11.5 idi. Kolorektal kanseri
olanlarda abdominal aorta ateroskleroz skor ortalamasi (5.44 + 3.7),
kontrol grubuna (3.86 + 2.6) gére anlamli diizeyde daha yliksekti (p
<0.05). Sonug: Bu ¢alismada, kolorektal kanseri bulunan olgularda ab-
dominal aortada ateroskleroz siddetinin kontrol grubuna kiyasla daha
yuiksek oldugu gordldu. Dedisik nedenlerle yapilan abdominal bilgisa-
yarli tomografi incelemelerinde aorta ateroskleroz skorlamasinin yapil-
masi ile kolorektal kanser gelisim riski bakimindan dederli bilgi edinile-
bilecegini diisinmekteyiz.

Anahtar kelimeler: Ateroskleroz, kolon kanseri, abdominal aorta

GiRIS

Kolorektal kanser, hem erkeklerde hem de kadinlarda
kansere bagl élimlerin tctincli 6nde gelen nedenidir (1).
Kolorektal kanserler diinyada bdlgelere gore degisken-
lik g&stermekle birlikte tlim kanserler icerisinde yaklasik
%13'Itik kesimi olusturmakta olup, kanserler arasinda
siklik olarak 3. sirada, kanserden éliimlerde ise 4. sirada-
dir. Ulkemizde ise bélgelere gére tiim kanserler icerisinde
orani %3-14 arasinda degismektedir (2-5).
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Background and Aims: Colorectal cancer and atherosclerosis share
common risk factors, such as male gender, diabetes mellitus, smok-
ing, and obesity. We investigated the relationship between colorectal
cancer and atherosclerosis of the abdominal aorta to understand the
importance of atherosclerosis in determining the risk of colorectal can-
cer. Materials and Methods: Sixty-three male patients with abdomi-
nal computed tomography examinations performed 3 months before
and 3 months after the diagnosis were included in the study after being
histopathologically diagnosed with colorectal cancer. In addition, 56
male subjects who had an abdominal computed tomography examina-
tion for various reasons comprised the control group. Atherosclerosis
observed on the anterior and posterior wall of the aorta at the level
of the L2, L3, and L4 vertebra was scored on sagittal reformatted ab-
dominal computed tomography images. The abdominal aortic athero-
sclerosis scores of the subjects with colorectal cancer and the control
group were compared. Results: The mean age of the patient group
with colorectal cancer was 63.95 + 11.1 years, and the mean age of
the control group was 64.79 + 11.5 years. The mean abdominal aorta
atherosclerosis score (5.44 + 3.7) was significantly higher in the pa-
tients with colorectal cancer than in the control group (3.86 + 2.6) (p <
0.05). Conclusion: Abdominal aorta atherosclerosis was more severe
in patients with colorectal cancer than in the control group. Valuable in-
formation on the risk of colorectal cancer development can be obtained
by scoring aortic atherosclerosis on abdominal computed tomography
scans performed for various reasons.

Key words: Atherosclerosis, colon cancer, abdominal aorta

Yas, sporadik kolorektal kanserlerde majér risk faktoru-
dir. 40 yasindan 6nce nadirdir. 40-50 yaslar arasinda
anlamli artis vardir. 50 yasindan sonraki her dekatta bu
oranlar artmaya devam etmektedir (4,5). Hem kolorektal
kanserin hem de aterosklerozun erkek cinsiyet, diabetes
mellitus, sigara icme ve obezite gibi ortak risk faktérleri-
ne sahip oldugu bildirilmistir (6). Bununla birlikte, bu iki
hastalik arasindaki iliski kapsamli olarak arastiriimamistir.
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Kolorektal kanser ve koroner arter hastaligi (KAH) ara-
sindaki iliski tGizerine yapilan az sayida calisma celiskili so-
nuclar bildirmektedir (6-12). Ug farkli calisma kolorektal
kanser ile KAH arasinda anlamli bir iliski bulunmadigini
belirtirken (8,10), bir ka¢ calismada ise KAH ile kolorek-
tal kanser ve adenomlarin birlikte gérdlmesi arasinda an-
lamli bir iliski bulunmustur (7,9,13). Ancak bu calismala-
rin cogunda KAH icin ya klinik bilgiler kullaniimis ya da
efor testi, elektrokardiyografi (EKG) gibi indirekt veriler
kullanilmistir. Aterosklerozu koroner arterler disinda bir
alandan, bilgisayarli tomografi (BT) inceleme ile ayrintili
olarak degerlendiren calisma ise bulunmamaktadir.

Kolorektal adenokarsinomlarin cogunun adenomlardan
kaynaklandigi bilinmektedir. Cogu KAH vakasina siddetli
ateroskleroz neden olur. Kolorektal kanser ve ateroskle-
roz, erken dénemde &ncu lezyonlar ile tanimlanabilecek,
goriinuste bagimsiz, benzer patogeneze sahip stireglerin
gec belirtileridir (7). Bu nedenle, kolorektal adenom ve
ateroskleroz icin risk faktérlerinin tanimlanmasi, birbir-
leri ile iliskinin ortaya konmasi hastaligin énlenmesi icin
Onemlidir.

Bu calismanin amaci kolorektal kanser ile abdominal aor-
tada ateroskleroz derecesi arasindaki iligkiyi analiz etmek-
tir. Ayrica, demografik bulgularin her iki durum ile iliskisini
inceleyerek risk faktorlerini ortaya koymak amaclanmistir.

GEREC ve YONTEM

Denek Secimi

Ekim 2014'ten Haziran 2018’e kadar hastanemizde his-
topatolojik olarak kolorektal adenokarsinom tanisi alan
hastalar incelenmistir. Bu hastalarin histopatolojik tani ta-
rini esas alinarak bu tarihten 3 ay énceki ve 3 ay sonraki
6 aylik dénem taranmis ve bu tarih araliginda, operasyon
oncesi abdominal BT incelemesi olan denekler calismaya
dahil edilmistir. Ateroskleroz ve kolorektal kanser gelisimi
konusunda farkl etkenlerin sonuclari etkilemesini 6nle-
mek amaciyla 40 yas alti ve 75 yas Ustl denekler, inflama-
tuvar bagirsak hastaligi bulunanlar, bagirsak rezeksiyonu
olanlar, ateroskleroz ile iliskili kronik hastaligi olanlar (Di-
yabetes Mellitus, hiperlipidemi, kronik bébrek hastalig,
hipertansiyon, kalp hastaligi) ve viicut kitle indeksleri yasa
uygun egrilerde 95 persentil tizerinde olanlar calisma di-
sinda birakildi. Ayrica abdominal aort anevrizmasi bulu-
nan 2 hasta ile abdominal aorta grefi bulunan 1 hasta
calisma disi birakildi. Sonug olarak, toplam 167 kolorektal
kanseri bulunan ve 111 kontrol grubu olarak degerlendi-
rilen, abdominal BT incelemesi bulunan denekten; 63 ko-
lorektal kanserli, 56 kontrol grubu denek calismaya dahil
edildi. Calismaya alinan deneklerin dahil edilme ve hari¢
tutulma kriterlerine gére secimini gésteren akim semasi

Ateroskleroz ve kolon kanseri

Sekil 1'de gosterilmistir. Calisma protokolU, Helsinki dek-
lerasyonuna uygun olarak yapilmis olup kurumumuzun
bilimsel calismalar ve etik kurulu tarafindan onaylanmistir
(Fatih Sultan Mehmet Egitim Arastirma Hastanesi-Klinik
Arastirmalar Etik Kurulu-2020/161).

Toplam 278 Kisi
Degerlendirildi

167 Kolorektal
Kanserli

111 Kontrol
Grubu Denek

-40 yas alti ve 75 yas Ustd,
-Abdominal operasyon 6ykusu,
-Ateroskleroz ile iliskili kronik hastahgi olanlar
(Diyabetes mellitus, hiperlipidemi, kronik
bébrek hastaligl, hipertansiyon, kalp hastaligi)
-Morbid obez olanlar calisma disinda birakildi.

63 Kolorektal Kanser Hastas:

56 Kontrol Grubu Denek
calismaya dahil edildi

Sekil 1. Calismanin akis semasi.

Bilgisayarli Tomografi ile Aterosklerozun
Degerlendirilmesi

incelemeler 128 kesitli (GE Healthcare Optima CT660,
ABD) BT cihazi ile gerceklestirildi. Sagittal reformat gérin-
tller incelenmis olup abdominal aortanin L2-L4 vertebra-
lar arasindaki seyri degerlendirilmistir. L1-L2 intervertebral
disk ile L2-L3 intervertebral disk arasindaki alan 1. seviye,
L2-L3 intervertebral disk ile L3-L4 intervertebral disk arasin-
daki alan 2. seviye, L3-L4 intervertebral disk ile L4-L5 inter-
vertebral disk arasindaki alan 3. seviye olarak ayriimistir.
Her seviye icin aortanin én duvari ve arka duvari ateroskle-
roz bakimindan ayri ayri puanlanmistir. Seviyenin 1/3'ln-
den azinda kalsifiye aterom plagi bulunmasi durumunda 1
puan, 1/3 ile 2/3'U arasinda aterom plagi bulunmasi duru-
munda 2 puan, 2/3'linden daha fazla kismi kaplayan ate-
rom plagi varliginda 3 puan verilmistir. On ve arka duvar
puanlari her seviye icin toplanmis, ayrica tim seviyelerin
puanlari toplanarak abdominal aorta ateroskleroz skoru
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belirlenmistir. TUm calismalar 14 yillik BT deneyimi olan bir
radyolog tarafindan analiz edildi (Resim 1). Ateroskleroz
skrolamasina iliskin 6rnekler Resim 2 lizerinde gdrdilebilir.

istatistiksel Analiz

Stirekli degiskenler ortalama olarak ifade edildi. Standart
sapma (SD), kategorik degiskenler ise mutlak degerler ve
ylzdeler olarak sunulmustur. Strekli degiskenler arasin-

Resim 1. Sigmoid kolonda tiimére ait dlizensiz duvar ka-

linlasmasi (ici dolu ok) ve proksimal barsak segmentlerin-
de dilatasyon (ici bos ok).

daki farklar Student t-testi ile, kategorik degisken arasin-
daki farklar ki-kare testi ile analiz edildi. istatistiksel analiz
Statistical Package for the Social Science 22 (Windows
icin versiyon 22; SPSS, Turkiye) programi ile yapildi. P
degerinin <0.05 olmasi istatistiksel olarak anlamli kabul
edildi.

BULGULAR

Kolorektal kanser tanisi alan ve kontrol grubu hastalarin
demografik 6zellikleri Tablo 1°de karsilastiriimistir.

Kolorektal kanseri bulunan hasta grubunun yas ortalama-
s1 63.95 + 11.1, kontrol grubu deneklerin yas ortalama-
s 64.79 £ 11.5 idi. Calismaya dahil edilen 119 denegin
47'si (%39.5) glinde en az 5 adet olmak tizere sigara ici-
cisi idi. Kolorektal kanseri bulunan hasta grubunda sigara
icicisi 26 (%41), kontrol grubunda ise sigara icicisi sayisi
21 (%38) idi. Kolorektal kanseri olanlar ile kontrol grubu
denekler arasinda sigara iciciligi bakimindan istatistiksel
olarak anlamli farklilik yoktu (p = 0.678). Calismaya dahil
edilen 119 denegin viicut kitle indeksi (VKI) ortalamasi
24.38 + 4.4 idi. Kolorektal kanseri bulunan hasta grubun-
da VKi ortalamasi 24.53 + 4.4, kontrol grubunda ise VKI
ortalamasi 24 + 4.5 idi. Kolorektal kanseri olanlar ile kont-
rol grubu denekler arasinda VKI bakimindan istatistiksel
olarak anlamli farklilik yoktu (p = 0.647).

Kolorektal kanseri olanlarda abdominal aorta ateroskle-
roz skor ortalamasi (5.44 + 3.7), kontrol grubuna (3.86 +
2.6) gore anlamli duizeyde daha ytiksekti (p <0.05).

Toplam 7 Puan

Resim 2. Sagittal reformat bilgisayarli tomografi gértinttistinden abdominal aorta ateroskleroz skorunun hesaplanmasi.
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Tablo 1. Kolorektal kanser ve kontrol grubu temel bulgulari

Kolorektal Kanser (n = 63) Kontrol Grubu (n = 56) P-value
Yas (yil) 63.95 + 11.1 64.79 + 11.5 0.689
Ateroskleroz skoru 5.44 + 3.7 3.86+2.6 0.008
Sigara icimi (%) 41 38 0.678
VKI (m?/kg) 2453 +4.4 24+45 0.647

VKI: Vicut kitle indeksi.

TARTISMA

inflamatuvar stirecin aterosklerozun merkezinde oldugu
anlasiimaktadir (14). Kolorektal karsinogenez ve ytiksek
C-reaktif protein (CRP) seviyeleri arasindaki iliski dolayl
olarak kolorektal kanserin kronik inflamasyon ile bag-
lantili oldugunu dustindtrmektedir (15), nonsteroid an-
tinflamatuvar ilaclarin (NSAIi) duzenli kullaniminin kar-
sinogenezde tutarll koruyucu etkisi oldugu (16) ve bazi
proinflamatuvar sitokinlerin karsinogenezde &nemli rol
tstlendigi konusunda calismalar mevcuttur (17). Kolo-
rektal adenomlarda, inflamasyon ile yakin iliskisi bilinen
siklooksijenaz-2 enziminin, makrofajlar ile birlikte stromal
hticrelerde bulundugu gosterilmistir (18).

Ayrica, ateroskleroz ve kolorektal karsinogenezde ortak
olan molekiler mekanizmalar ortaya cikarilmistir. Orne-
gin, proinflamatuvar sitokin olan makrofaj migrasyon
inhibitér faktérin (MIF) aterogenez (19) ve kolorektal
karsinogenezin (20) ilk asamalarinda rol oynadi§i gdste-
rilmistir.

Aterosklerotik hastalik ve kolorektal kanser arasindaki
iliski agirlikli olarak Asya kaynakli calismalarda ortaya
konulmustur. Asya disi populasyonlarda daha ileri epide-
miyolojik calismalar yapilmali, ateroskleroz ve kolorektal
karsinogenez konusunda kronik inflamasyonun roltintn
daha iyi anlasilmasi gerekmektedir. Ayrica obezite gibi
proinflamatuvar durumlarla baglantinin aydinlatiimasi
(21), risk faktorleri olarak CRP ve serum sitokin seviyeleri
gibi inflamasyon biyobelirteclerinin roltintin arastiriima-
si gerekmektedir. Belki de inflamasyona yonelik tedavi,
kanser énleme ve vaskliler profilaksi konusunda birlikte
kullanilabilecek, degerli bir secenek olabilecektir (22).

Bu calismada, kolorektal kanser hastalari ile kontrol gru-
bu deneklerde abdominal BT ile saptanan aorta aterosk-
leroz skoru arasindaki iliski arastirildi. Kolorektal kanseri
bulunan hastalarda kontrol grubuna gére daha yuksek
abdominal aorta ateroskleroz skoru oldugunu bulduk.

Hong Kong'da yapilan bir calismada, kolonoskopi ile be-
lirlenmis kolon lezyonlari varligi ile koroner anjiyografi ile

saptanmis KAH varligi arasinda bir iliskinin bulundugu ra-
porlanmistir (6). Saglikli kontrol grubu hastalara invaziv
koroner anjiyografi uygulama konusundaki sinirlamalar
nedeni ile BT anjiyografi (BTA) ile koroner arterlerin de-
gerlendirildigi, kolorektal adenom ve polip varhgi ile iligki-
sinin arastirldigi bir baska calismada, koroner ateroskle-
roz ile kolorektal adenom varligi arasinda anlamli bir iliski
bulunmustur (23). Bu calismada BTA'nin koroner arterin
subklinik aterosklerozunu tespit etmek ve olasi kardiyo-
vaskdiler sorunlarin éntine gecebilmek icin yararl bir arag
olabilecegi bildirilmektedir.

Calismamizda verileri, daha dnceki calismalarin aksine ko-
roner arter aterosklerozu degil abdominal aorta aterosk-
lerozu ile dederlendirdik. Ayrica Chan ve ark.’nin anlamli
darlik varligi ya da yoklugu (6) ya da Yang ve ark.'nin ko-
roner arterlerin normal, hafif darlik (%50 alti) ve ileri dar-
lik (%50 Ustu) seklinde yaptiklari (23) sinirli siniflamalarin
aksine abdominal aorta Uzerinden L2-L4 arasi genis bir
bélgede, ayrintili bir skorlama ile ateroskleroz degerlen-
dirmesi yaptik. Bu skorlama yontemi Kauppila ve ark. (24)
tarafindan tanimlanan L1-L4 vertebralar arasi uyguladik-
lari abdominal aorta ateroskleroz skorlamasinin modifiye
edilmis halidir. Ateroskleroz ve kolorektal kanser gelisimi
konusunda etkili olabilecek erken ve gec yas araliklari, inf-
lamatuvar bagirsak hastaligi éykusu, Diyabetes Mellitus,
hiperlipidemi, kronik bdbrek hastaligi, hipertansiyon gibi
kronik hastaliklara sahip olanlar ile morbid obez denekler
calisma disi birakilarak abdominal aortada aterosklerozun
kolorektal kanser icin bagimsiz bir risk faktérd oldugunu
gorduik. Sonuclarimiz aterosklerozun kolorektal kanser
ile yliksek oranda iliskili oldugunu gdstermektedir. Bu iki
hastaligin eszamanli gelisimi konusunda olasi mekaniz-
malari belirlemek icin daha fazla calismaya ihtiyac vardir.

Calismamizin bazi sinirliliklari vardi. Birincisi, BT inceleme
ile yapilan kesitsel bir ¢calismaydi ve ortaya konan iliskinin
nedensellik degerlendirmesi yapilamadi. ikincisi, deger-
lendirmeyi etkilememesi icin risk faktérlerinin bir kismini
disladik ancak, deneklerin alkol ttiketimi, aspirin ve diger
NSAIl'lar veya antilpidemik ilaglarin kullanimi g6z éntine
alinmamistir. Ayrica diyet degiskenleri degerlendirilemis-
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tir. Calismamizda kontrol grubu olarak alinan denekler
genel olarak bébrek tasi, nonspesifik karin agrisi ya da
travma sonrasi abdominal BT taramasi yapilan kisilerden
secildi. Genel poptlasyonda abdominal aortada ate-
rosklerozun prevalansini dederlendirmek zordur, ctinkd
saglikli insanlarin tiimdne tarama amacl abdominal BT
inceleme yapmak muimkin dedildir. Bu calismanin de-
nekleri sikayetlerini dnemseyerek saglik merkezini ziyaret
eden ve abdominal BT uygulanan bireylerden alinmistir.
Béylece saglk durumlar konusunda daha fazla endise
eden ve genel nufusa gére daha bilincli ve beslenme du-
rumlari daha iyi olan bireyler olma ihtimalleri mevcuttur.
Dolayisiyla kontrol grubu denekler ile kolorektal kanseri
bulunan hastalarin beslenme durumlarinin tam olarak
karsilastirlamamasi calismanin sinirlamalarindan biri ola-
rak kabul edilebilir. Bu degiskenler kolorektal kanser ve
ateroskleroz riskinde dnemli bir rol oynayabilir. Kolorek-
tal kanser ve ateroskleroz birlikteligi konusunda diger risk
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faktdrlerinin de dahil edilecedi calismalara ihtiyag vardir.

Ozetle, kolorektal kanseri bulunan erkek hastalar ile sag-
lik kontrollerinin bir parcasi olarak abdominal BT incele-
mesi yapilan deneklerin degderlendirildigi calismamizda,
kolorektal kanseri olanlarda kontrol grubuna gére abdo-
minal aortada ateroskleroz skoru anlamli olarak yuksek
bulunmustur. Abdominal aorta ateroskleroz skorunun,
kolorektal kanser icin bagimsiz bir risk gdstergesi olarak
kullanilabilmesi mumkuin olabilir.
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Hepatitis C virus epidemiology in Yemen: Systematic review

Yemen'de hepatit C virlist epidemiyolojisi: Sistematik derleme

® Amtalsaboor A. A. ALMAHBASHI

Ankara University, Biotechnology Institute, Ankara

Bacground and Aims: To identify and well-characterize the prevalence
of hepatitis C virus infection in different populations in Yemen. Also, to
determine the future epidemiological study areas in Yemen. Materials
and Methods: A systematic review was conducted with the use of the
PRISMA guidelines. Between 1980 to 2020, a comprehensive search
was done for any epidemiological data on hepatitis C in Yemen that
were conducted in each PubMed, web of Science, Scopus, and Google
Scholar. Results: Forty-nine (49) studies were matching the inclusion
and exclusion criteria from the four databases. After analyzing these
49 studies we found that in the general group of the population the
prevalence was ranged between 0.07%-8.5%. Where the highest pre-
valence was in pregnant women (up to 8.5%) then the public (up to
6%) then blood donors and children up to 3% and 2.8% respectively. In
the intermediate-risk group, hepatitis C virus infection prevalence was
ranged between 1.03%-3.5% where all population was from the health
department workers. In the high-risk group, the range was between
6.4%-62.7%, and the highest prevalence was recorded in liver disease
patients. In the patient’s group the range of hepatitis C virus infection
prevalence was between 0%-46%, while the sickle cell anemia patients
were the lowest prevalence the chronic renal failure patients had the
highest prevalence. Conclusion: This systemic review demonstrates a
high prevalence of hepatitis C infection in Yemen. There is also a need
to expand the scope of research and pay attention to new research
groups and other cities to get a more comprehensive idea of the preva-
lence of the hepatitis C virus in Yemen.

Key words: Hepatitis C virus, epidemiology, Yemen, systematic review

INTRODUCTION

Hepatitis C virus (HCV) is causing chronic liver disease,
hepatocellular carcinoma, and cirrhosis. where this virus
is a blood-borne disease and progresses from acute to
chronic infection in the liver. Also, it associates with sev-
eral morbidities, and it is the reason for a lot of liver trans-
plantation in many countries (1,2). Also, it considers as
The seventh leading cause of death globally and the fifth
in the Middle East and North Africa (MENA) (3,4). Glob-
ally about 71 million people infected with HCV where the
most affected region is MENA region with nearly 15 mil-
lion infected persons (5). Even though the related mor-

Correspondence: Amtalsaboor A. A. ALMAHBASHI
Ankara University, Biotechnology Institute,
GUimdsdere 60. Yil Yerleskesi, Kegiéren/ ANKARA
E-mail: amtalsaboor1@gmail.com

Giris ve Amac: Yemen'deki farkli poptilasyonlarda hepatit C virdst en-
feksiyonunun prevalansini belirlemek, iyi karakterize etmek ve ayrica,
Yemen'de gelecekteki epidemiyolojik calisma alanlarini belirlemektir.
Gerec ve Yontem: PRISMA ydnergelerinin kullanimiyla sistematik bir
inceleme yapildi. Yemen’deki hepatit C ile ilgili; PubMed, web of Sci-
ence, Scopus ve Google Scholar’da 1980 ile 2020 arasinda ydirtitdilen,
herhangi bir epidemiyolojik veri icin kapsamli bir arastirma yapildi. Bul-
gular: Kirk dokuz (49) calisma, dort veri tabanindaki dahil etme ve disla-
ma kriterleriyle eslesti. Bu 49 calismanin analizi ile niifusun genel gru-
bunda prevalansin %0.07-%8.5 arasinda dedistigini bulduk. En ytiksek
prevalansin hamile kadinlarda oldugu (%8.5e kadar), ardindan genel
(%6°ya kadar), ardindan da sirasiyla %3 ve %2.8 ile kan badiscilari ve
cocuklarda oldugu gdrdldd. Orta risk grubunda, tim popdilasyon saglik
departmani ¢alisanlarindan olmak tizere, hepatit C virtisti enfeksiyonu
prevalansi %1.03-3.5 arasinda dedisiyordu. Ytiksek riskli grupta, preva-
lans araligi %6.4-%62.7 arasinda olup, en ytiksek prevalans karaciger
hastaligi olanlarda kaydedilmistir. Hasta grubunda hepatit C virtisi en-
feksiyonu prevalansi araligi %0-%46 arasindayken, orak hticreli anemili
hastalar en dustik prevalansa, kronik bobrek yetmezligi olan hastalarsa
en ylksek prevalansa sahipti. Sonug: Bu sistemik derleme, Yemen'deki
hepatit C enfeksiyonu prevalansinin ytiksek oldugunu gdstermektedir.
Yemen'deki hepatit C virtisiintin prevalansi hakkinda daha kapsamli bir
fikir edinmek icin arastirma kapsamini genisletmeye ve yeni arastirma
gruplarina ve diger sehirlere dikkat etmeye ihtiya¢ vardir.

Anahtar kelimeler: Hepatit C virds, epidemiyoloji, Yemen, sistematik
derleme

tality of HCV strains healthcare systems worldwide, the
Direct-acting antivirals (DAAs) give promising prospects
to clear HCV infection and reduce HCV disease burden in
the soon future (6). Whereas the elimination of hepatitis
C virus by 2030 is a global goal for the World Health
Organization (WHO). The epidemiology of hepatitis C in
Yemen is still not well described, and it needs to define
the prevalence in different populations and define the
areas of a future epidemiological study in Yemen which
are the objectives of this systematic review (7,8).
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MATERIALS and METHODS

The preparation of this systematic review was done ac-
cording to the PRISMA guideline (Preferred Reporting
ltems for Systematic Reviews and Meta-Analyses) (9).
The articles were searched in four main biomedical and
health databases of Scopus, PubMed, Web of Science,
and Google Scholar. In the first three databases, the re-
search was done without any language restriction, but
the period of the search was restricted from 1980 to the
end of 2020 because the discovery of HCV was in 1989
(10). The search was done using the terms of “hepatitis C
or HCV or anti-HCV or HCV antibody or core HCV antigen
or HCVcAg or HCV RNA and Yemen or limited to Ye-
men” in the three databases to determine all publications
about HCV from Yemen. All identified articles from these
databases were exported to endnote for processing. But
in Google Scholar, the research was done by using key-
words of “hepatitis C or HCV and Yemen” and the same
period restriction as in the other database by screening
the titles of all the articles that could be related to our
inclusion and exclusion criteria and then exported to the
Endnote. The duplicate articles were identified and ex-
cluded from all the articles in the Endnote. The remaining
unique articles were undergone to a two-stage screening
process. In the first stage, all the articles’ titles and ab-
stracts were screened for relation to the aim. The related

or it could be related articles proceeded to the next stage
of screening, wherein this stage full-texts were evaluat-
ed according to our inclusion/exclusion criteria. Eligible
articles were included in this study, and ineligible articles
were excluded according to criteria. The summary of the
whole process can be found in the diagram in Figure 1
that was produced according to the PRISMA guideline.

The Inclusion and Exclusion Criteria

Briefly, every article reporting any epidemiological data
of the prevalence and incidence of Hepatitis C virus in
Yemen was included. The excluded articles were case
reports, case series, reviews, articles that contained du-
plicate information, articles that their full text is not avail-
able, and if the study population was Yemeni nationals
residing outside Yemen.

Data Analysis and Population Classification

The rest articles were analyzed by identifying and present-
ing as tables in Excel included these data: authors, year
of sample collection, year of publishing, type of study,
sample size, prevalence, study site, prevalence by gender,
Governorate, population, and test type. Then the popu-
lation was divided into four groups 1-General population
(low-risk group): included blood donors, public people,
pregnant women, children, and healthy controls. 2-Inter-

,§ PubMed Web of Science Scopus Google Scholar
& (41) (30) (91) (52)
= | [ | |
GJ
=
4{ (81) Duplicates Removed.
= - (133)
= 5
g Articles
A
41 (82) Excluded after Screening. }
(51)
Z Articles
k]
Qo
o (2) Removed after full text
assessed for eligibility.
3 (49)
§ Articles Finally

Figure 1. PRISMA's diagram for HCV epidemiology in Yemen.
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mediate risk group: included workers in various medical
fields or in health departments. 3- High-risk group: includ-
ed patients with hepatocellular carcinoma, liver disease,
and hemodialysis. 4- Patient from other diseases: included
all other patients from different clinics and diseases.

RESULTS

The results and the steps for the articles search were
summarizing in flow diagram (Figure 1). From the four
databases a total of 214 articles were identified; about
81 duplicates articles were removed, then 82 articles
were removed after the title and abstract screening. The
remaining 51 publications that met the inclusion crite-
ria were screened again with the full text, two of them
were excluded due to not meeting the inclusion criteria.
Finally, 49 studies were meeting the inclusion criteria for
result analysis.

From our result we can found that in the year of pub-
lishing the period between 2016-2020 was having the
highest publishing numbers (n = 20, 40.8%) then 2011-
2015 with (n = 16, 32.6%), where 2006-2010, 2001-
2005, 1996-2000, and 1990-1995 have the number of
publishing n =5, n =3, n=2, and n = 3 respective-
ly (Figure 2). While the study type of all the research-
es were cross-sectional studies except one research was

B 27 studies B 2 studies
. 8 studies 2 studies
I 6 studies 1 study

B 5 studies

Figure 3. Distribution of HCV studies in Yemen.

Hadhramaut

Epidemiology of HCV in Yemen

case-control where it has a 9.9% HCV of prevalence in it
(11). Also, among the studies reporting the prevalence
of hepatitis C by gender (n = 30 studies) the prevalence
range for both genders was similar, where it was in the
females between 0%- 62.5% and the males between 0%-
63.3%. According to the governorate, about 27 studies
were conducted in the Sana’a governorate altogether
involved a prevalence range between 0.2%-54.2%. The
governorate distribution of studies was Aden (n = 8), Al-
hudaydah (n = 6), Ibb (n = 5), Taiz (n = 4), Hadhramaut
(n = 2), Hajjah (n = 2), and for each of Amran, Dhamar,
Raymah, Sa‘dah, and Socotra one study as seen in (Fig-
ure 3). Where sample sizes across the forty-nine stud-

The publishing numbers by the
years

1990-1995  1996-2000 2001-2005 2006-2010 2011-2015 2016-2020

Figure 2. The publishing numbers by the years.
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able 1. General population group

Authors, Year of Year of Type of Sample Prevalence of Prevalence  Study Governo-  Population  Test
References Sample Publishing  Study Size HCV by Site rate Type
Collection Gender
Scott et al. 1988 1992 cs 348 6% M=2.8%, Schools, Sana‘a, Public ELISA,
(12) F=2.2 houses Hajjah, RIBA*
Taiz,
Alhudaydah
El Guneid. Na 1993 cs 294 1.00% Na Blood Taiz Blood EIA
etal. (13) bank doners
(as control)
El Guneid Na 1993 cs 243 3.30% Na Hospital Taiz Pregnant EIA
etal. (13) women
(as control)
Gray et al. 1992 1999 cs 627 0.30% Na Houses Ibb, Public EIA
(14) Hajjah
Al-Moslih & Na 2001 cs 120 4.20% Na Hospital Sana‘a Public ELISA
Al-Huraibi (health
(15). control)
Sallametal.  Na 2003 cS Aden=494, Aden=0.6, Na Blood Sana'‘a, Blood EIA,
(16) Sana’a=493 Sana'a=0.2 bank Aden donors RIBA*
Sallam et al. Na 2003 (@ African Ethnic=97,  African=5.2%, African Blood Sana’a, Public EIA,
(16) and Soqotra Island=5.1%  Residents bank Socotra RIBA*
Sogotra Island=99 (F=4.3%, island
M=5.9%),
Soqotra
(F=2%,
M=7.8%)
Sultan 20082010 2010 cs 3602 1.05% M=1.05% Blood Sana‘a Blood MEIA
etal. (17) bank donors
Bin Selm 2007 2010 cs 100 0.80% Na Blood Aden Blood NA
(18) bank donors
(as control)
Al-Shamiri 2007-2009 2011 cs 214 2.80% Na Schools Taiz Children NA
etal. (19)
Saghir et al. 2008-2010 2012 cS 1483 0.79% Na Blood Alhudaydah  Blood ICT
(20) bank donors
Alodini (21) 2010 2012 cs 3000 3% Na Blood Sana‘a Blood ELISA
bank donors
Al-Waleedi & 2007 2012 (&) 469 1.30% Na Blood Aden Blood EIA
Khader (22) bank donors
Gacche & 2010 2012 cs 554 1.99% M=0.18%, Hosues ibb Public ICT,
Al Mohani F=1.81% EIA*
(23)
Gacche & 2010-2011 2012 cs 2379 1.30% M=0.29%, Houses Ibb Public ICT,
Al-Mohani F=1.01% ELISA*
(24)
Murad 2011 2013 cs 400 8.50% Na Hospital Sana‘a Pregnant ELISA
et al. (25) women
Al-Nabehi Na 2015 cs 501 Sana‘a (1.5%), Na High, Sana‘a, Public ELISA
etal. Taiz (0.6%) schools Aden,
(26) and Aden (0%). universities  Taiz
Al-Zubiery 2016 2017 cs 11374 1% M=1%, Blood Sana‘a Blood ECLIA
etal. (27) F=0.9% bank donors
Al-Zubiery 20162017 2017 cs 3606 1.60% M=1.60% Blood Sana‘a Blood EIA
etal. (28) bank donors
Al-Kadassy 2012-2015 2017 cs 1286 1.60% M=1.6% Houses Alhudaydah  Public ELISA
etal. (29)
Al-Hatheq 2018 2019 cS 500 2.80% Na Blood Amran Blood ICT,
etal. (30) bank donors ELISA*
Ghaleb 2017 2020 (& 340 1.20% Na Blood Sana’a Blood ECLIA,
etal. (31) bank doners ELISA*
Bin Barkat & 2019 2020 cs 300 0.07% F=0.07% Clinics Hadhramaut ~ Pregnant ELISA
Naseeb (32) women

*=Confirmed test.

HCV: Hepatitis C virlis, ELISA: Enzyme-inked immunosorbent assay, RIBA: Recombinant immunoblot assay, EIA: Enzyme immunoassay, MEIA: Microparticle enzyme immunoassay,
NA: Not available, ICT: Immune-chromatographic technique, ECLIA: Electrochemiluminescence immunoassay analyzer, CS: Cross-sectional, F: Female, M: Male,
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ies ranged from 30 to 11 374 participate. On the other
hand, seven different techniques used to test HCV in the
46 studies where 3 studies did not clarify what technic
was used. Twenty-nine studies used Enzyme-Linked Im-
munosorbent Assay (ELISA) as the main test for HCV and
3 studies used it as a confirmed test. Enzyme immunoas-
say (EIA) was used in 8 studies as main and in one study
was as a confirmed test. The immune-chromatographic
technique (ICT) in five studies, electrochemiluminescence
immunoassay analyzer (ECLIA) in two studies, but each
of microparticle enzyme immunoassay (MEIA), and Che-
miluminescent Microparticle Immunoassay (CMIA) was
used only one study. While recombinant Immunoblot
Assay (RIBA) and Polymerase Chain Reaction (PCR) used
only as a confirmed test. RIBA was in 3 studies and PCR
was in one study. Besides that, all the articles were HCV
prevalence only there were not any incidence studies.

The prevalence of HCV was different according to the
population groups as we divided the population into four
groups, the prevalence according population is:

General Group (low risk group)

In the general group of the population, the prevalence
was ranged between 0.07%-8.5%. about twenty-one
studies were done on the general population as the main
group or control group. wherein 11 studies blood donors
were the sample population two of them were control
groups and the range of HCV prevalence in blood donors
was (0.2%-3.0%) with the mean of 1.27%. Also, eight
studies on the public one of them were the control group
and the range of HCV prevalence was (0%-6%) with the
mean 2.8%. For the pregnant women, only three studies
were done on them one of them as a control group and
the prevalence range was 0.07%-8.5% with the mean
of the HCV prevalence 3.95%. On the other hand, just
one study was done on the children with a prevalence of
2.8% (Table 1).

Epidemiology of HCV in Yemen

Intermediate Risk Group

In the intermediate-risk group, three studies were done
on the health workers and dental clinic, and public health
center cleaners. Where HCV prevalence was ranged be-
tween 1.03%-3.5% (Table 2).

High Risk Group

In the high-risk group, about 17 studies were done with
a range between 6.4%-62.7%. All these studies are pa-
tients but with different diseases. For the hemodialysis
patients, 8 studies show us the range between 10.7%-
27.6% and the mean 19.8%. And for Hepatocellular car-
cinoma five studies are found with range 28.4%-43.7%
and mean 37.5%. On the other hand, 4 studies had liv-
er disease patients as sample group one is acute liver
disease and one chronic liver disease with prevalence
ranged between 6.4%-62.7% with the mean 33.3% (Ta-
ble 3).

Patients Group

Each of the other patients’ groups has one study except
non-Hodgkin's lymphomas patients which are two stud-
ies. The other patients are chronic renal failure, renal
failure, non-Hodgkin's lymphomas, leprous, cataract sur-
gery, diabetes, endoscopic, eye camps, sickle cell anemia,
surgical department, and clinic visitors. The range of HCV
prevalence was between 0%-46%.

DISCUSSION

In our systematic review, it was noted in the last decade
that there has been an increase in research activity in
hepatitis C, where the number of researches was nearly
three times that in the first two decades, and this indi-
cates a high awareness of the seriousness hepatitis C,
but most of this research was limited to the city of Sana’a
for being the capital of Yemen and a suitable city for
researchers to work where it provides a better level of

Table 2. Intermediate risk population group

Authors, Year of Year of Type of Sample Prevalence of Prevalence Study Governo- Population Test

References Sample Publishing ~ Study Size HCV by Site rate (Workers of)  Type
Collection Gender

Shidrawi et al. NA 2004 cs 567 3.50% NA Hospital Sana‘a Healthcare EIA

(33)

Al-Kebsi et al. 2014 2017 cs 509 1.60% M=1.2%, Dental clinics Sana'a Dental clinic ELISA

(34) F=1.9%

Al-Marrani & 2015 2018 cS 388 1.03% M=0.6%, Hospital,health Sana'a Public health ELISA

Al-Shamahy (35) F=2.9% centers center cleaners

*=Confirmed test.

HCV: Hepatitis C virus, ELISA: Enzyme-linked immunosorbent assay, EIA: Enzyme immunoassay, CS: Cross-sectional, F: Female, M: Male,
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services than other cities and most of the patients come
to it to receive treatment there. On the other hand, we
cannot rely on this epidemiological information to give us
a correct idea of the prevalence of the hepatitis C virus
because most of this research focused on only 12 cities
and neglected the rest of the Yemeni governorates. Also,
the difference in techniques used in hepatitis C tests may
be an influencing factor on the true prevalence of hepa-
titis C, as there was a difference in the use of techniques
in the research conducted on the prevalence rate (60).
It was also noted that there were no researches on the
incidence of HCV, while all researches were on the prev-
alence of hepatitis C virus. also, There was not any dif-
ference in the HCV prevalence between the gender in
Yemen.

Table 3. High risk group population

The prevalence of HCV was different according to the
population group. According to the WHO report 2017
the prevalence of HCV infection in WHO regions vary
from 0.5% to 2.3% which indicates that the prevalence
in Yemen is high and the Yemeni population is consid-
ered at risk of HCV infection. In the general population,
the prevalence was less than in Central Asia but it is more
than that in the middle east and north Africa MENA
(61,62). In the healthy blood donors group, the preva-
lence in Yemen was close to that in Iraqg, but compared
to those in gulf countries ( Kuwait, Qatar, Saudi Arabia )
it was considered to be lower except that in Oman (63).
Also, the prevalence of HCV in blood donors in Yemen
consider higher than that in Somalia (64). Unfortunately,
the prevalence of HCV in pregnant women was higher

Authors, Year of Year of Type of Sample Prevalence of Prevalence Study Governo- Population Test
References Sample Publishing Study Size HCV by Site rate (Patients Type
Collection Gender of)
El Guneid NA 1993 CS 108 21.50% NA NA NA Acute liver EIA
etal. (13) hepatitis
Gunaid et al. NA 1997 cs 78 6.40% NA Hospital Aden Chronic liver ELISA
(36) disease
Al-Moslih & NA 2001 (& 143 37.10% NA Hospital Aden Hemodialysis NA
Al-Huraibi (15)
Al-Selwi et al. 2004-2007 2009 (& 54 27.60% NA Hospital Ibb Hemodialysis ELISA
(37)
Bin Selm (38) 2007 2010 (& 76 17.90% NA Hospital Sana’'a Hemodialysis ELISA
Bin Selm (18) 2007 2010 (@ 51 62.70% M=39.2%, Hospital Alhudaydah, Hemodialysis ELISA
F=23.5% Raymah,
Sa'dah
Bin Selm (39) 2006-2007 2011 cs 316 43.70% M=62%, Hospital Aden Hemodialysis NA
F=12%
Saeed et al. 20082010 2012 cs 88 28.40% M=28.1%, Hospital Sana'a Hemodialysis ELISA,
(40) F=28.6% PCR*
Salem et al. 2001- 2008 2012 (& 251 38.20% NA Hospital Dhamar Hemodialysis ELISA
(41)
Baghza (42) 2010 2014 cs 200 22.50% M=60%, Hospital Sana’'a Hemodialysis ELISA
F=40%
Aman et al. 2000-2013 2015 cs 219 40.20% NA Hospital Sana’‘a Hepatocellular ELISA
(43) carcinoma
Al-Haimi et al. 20092013 2016 cs 120 54.20% NA Hospital Sana'a Hepatocellular ELISA
(44) carcinoma
Gaballah et al. NA 2018 cs 30 16.70% M=63.3%, Hospitals Sana'a, Hepatocellular ELISA
(45) F=36.6% Aden, carcinoma
Hadhramaut
Amran et al. 2018 2019 cc 202 9.90% M=11.5%, Hospital Sana’‘a Hepatocellular ELISA
(11) F=15% carcinoma
Hanash et al. 2016 2019 cs 159 10.70% M=14.3%, Hospital Sana'a Hepatocellular ELISA
(46) F=8.7% carcinoma
Al-Yousofi (47) 2018 2019 cs 349 17.20% M=9.5%, Hospital Sana'a Liver disease ELISA
F=7.7%
Almezgagi 20132016 2020 cs 100 21% M=14.28%, Hospital Taiz Liver disease EIA
et al. (48) F=29.54%

*= Confirmed test.

HCV: Hepatitis C virus, EIA: Enzyme immunoassay, ELISA: Enzyme-linked immunosorbent assay, PCR: Polymerase chain reaction, CC: Case-control, CS: Cross-sectional, F: Female, M: Male, NA:

Not available.
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Table 4. Patients population group

Epidemiology of HCV in Yemen

Authors, Year of Year of Type of  Sample Prevalence of Prevalence  Study Governo- Population Test
References Sample Publishing  Study Size HCV by Site rate (Patients Type
Collection Gender of)

Denis et al. (49) 1988-1990 1994 cs 1309 71% (F=8.9%, NA NA Leprous EIA,
(From 7 (Yemenis = 21%) M = 5.5%) RIBA*
countries)

Salem (50) 2005-2007 2009 cs 192 15.10% M =17.6%, Hospital Sana'a Non-Hodgkin's ELISA

F=10.7 % lymphoma
Salem (50) 2005-2007 2009 cs 20329 4% M = 4.3%, Hospital Sana'a Other clinics ELISA
F=3.5% as control

Al-Mansoob 2009-2011 2013 cs 394 14.20% M = 6.8%, Hospital Sana'a Surgical ELISA

etal. (51) F=7.4% department

Thabet et al. NA 2014 cS 50 10% M =60%, Hospital NA Diabetes ELISA

(52) F = 40%

Al-Hegami et al. 2013-2014 2015 (@ 243 46.01% M =40.13%, Hospital Aden Chronic renal ELISA

(53) F=62.5% failure

Al Awfi et al. 2011-2015 2017 (@ 278 1.07% M =1.18%, Blood Alhudaydah Renal failure ELISA

(54) F=0.92% dialysis

center

Al-Kadassy 2014-2016 2018 cS 121 0% M= 0%, Hospital Alhudaydah Sickle cell ELISA

etal. (55) F=0% anemia

Ghanem & 2017 2018 (@) 1592 1.50% M =12.8%, Patients Sana'a Endoscopic ELISA,

Al-Rabeei (56) F=17.9% clinic PCR*

Alhaj et al. (57) 2014-2015 2018 (@ 144 2.80% M = 3%, Hospital Sana'a Non-Hodgkin's CMIA

F=22% lymphoma

Al-Shaer et al. 2016-2017 2019 cs 376 1.30% NA Patients Sana‘a, Ibb Eye camps ICT

(58)

Bamashmus & 2012 2019 CS 1203 4.10% M = 44.9%, Eye Sana'a Cataract surgery ~ ELISA

Abdulrahim (59) F=551% hospital

Al-Hatheq et al. 2018 2019 cS 300 28.00% NA Blood Amran Clinic visitors ICT,

(30) banks, ELISA*

hospitals

*= Confirmed test.

HCV: Hepatitis C virus, EIA: Enzyme immunoassay, RIBA: Recombinant immunoblot assay, ELISA: Enzyme-linked immunosorbent assay, CMIA: Chemiluminescent microparticle immunoassay,
ICT: Immune-chromatographic technique, CS: Cross-sectional, F: Female, M: Male, NA: Not available.

than blood donors in Yemen and even that from the
pregnant women in Saudi Arabia and Irag, but com-
pared with that in Egypt it considers lower (63, 65). Be-
sides that, the prevalence of HCV in the Yemensi public
is considered higher than that in Lebanon and Iraq (63).
On the other hand, the children have only one study for
the prevalence of HCV with 2.8% which is higher than
that in Somalia, but lower than that in Egyptian children
(64,65). The situation in Yemen could be one of the rea-
sons to have a high prevalence in the general population
which they suppose to be the health group with a low
prevalence.

In the intermediate-risk group in Yemen, the health
workers have the highest prevalence of 3.5%, then the
dental worker (1.6%), then the cleaners in health facili-
ties (1.03%) where the range of the prevalence in Yemen
is close to that of Iraq, but in Iraqg, the high prevalence
of HCV was high in dental workers group (63). However,
the range of HCV in Yemen was higher than in Jordon,

and Kuwait, but lower than in Egypt (63,65). This indi-
cates that there is more need for adequate training of
working safely for workers in the health facilities in Ye-
men and regularly test for HCV infection in this group as
a control for safety.

In the high-risk group, the range of the prevalence of
HCV in Yemen was up to 62.7% which is less than the
range of the risk group of Fertile Crescent (63). Where
the prevalence of hepatitis C in the hemodialysis group
considered higher than the prevalence in the Middle
East and African regions (66-68). While it was less than
Oman, Kuwait, and Saudi Arabia (69). But the prevalence
of HCV in hemodialysis patients is close to that in Leba-
non and Palestine (63). Also, it was found that the more
number of hemodialysis times the more risk of getting
infected with the virus in Yemenis patients (11). This high
prevalence in hemodialysis considers the high-risk level
of infections in the centers of hemodialysis in Yemenis
patients where there are difficulties of controlling the in-
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fections because of the poor level of health. In chronic
liver disease the prevalence was found only in one study
where it is less than Somalia’s and United Arab Emir-
ates’ prevalence, but in acute liver disease, it was higher
than united Arab emirates and less than in Saudi Arabia
(64,69).

In the fourth group of patients, the diabetic patients had
a prevalence more than that of Kuwait, but less than in
Iraq and Egypt (65, 69). Beside in non-Hodgkin patient,
the prevalence in Yemenis patients were lower than in
Saudi Arabia and Egypt (65,69). But for the hemolytic
anemia, there was no relation with the infection of HCV
where the prevalence was 0% but in the study in Jordon,
it was 40.5% (63). Also, in the other patients, the preva-
lence of Yemenis patients was higher than Saudi Arabia
and lower than Kuwaiti patients (69) we can figure that
there is a need for doing tests for HCV for all patients
to facilitate the elimination of HCV infections in Yemen.

In conclusion, we can say that there is an increase in
the prevalence of hepatitis C in Yemen in all population
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OLGU SUNUMU

Spontan bakteriyel peritonit: Etken ne? Olgu sunumu

Spontaneous bacterial peritonitis: What is the causative agent? A case report

®Feyzi BOSTAN', @ Miiberra KAPLAN CAYIR!, @ Ayhan Hilmi CEKIN?

Saglik Bilimleri Universitesi, Antalya Egitim ve Arastirma Hastanesi, 'ic Hastaliklari Klinigi, ?Gastroenteroloji Klinigi, Antalya

Spontan bakteriyel peritonit intra-abdominal cerrahi éykdsu olmaksizin
asit sivisinda bakteriyel enfeksiyon gériilmesidir ve asitin Slimcdil bir
komplikasyonudur. Spontan bakteriyel peritonit tanisi genelde sirozlu
hastada, karin adrisi, hepatorenal sendrom gibi dekompanzasyon ol-
dugunda ya da rutin yapilan parasentezde nétrofil sayisinin 250/mm?
ve Uzerinde olmast ile konur. Siklikla etken mikroorganizmalar enterik
gram negatif bakterilerdir. Tedaviye bu mikroorganizmalara yénelik am-
pirik olarak baslanir ve kiltiir sonucuna gdre revize edilebilir. Listeria
monocytogenes spontan bakteriyel peritonitin nadir gdrdlen etkenidir.
Gram pozitif, fakdiltatif anaerob basildir ve ézellikle neonatallerde, yash
ve immduinsuprese kisilerde enfeksiyona yol acar. Diger enfeksiyonlarin
genel bir bulgusu olan ates, spontan bakteriyel peritonitli hastada ge-
nellikle gérilmez. Biz bu yazimizda asit ve periferik 6dem sikayetiyle
yatirilan, kriptojenik karaciger sirozu tanisi konulan, altmis yedi yasinda
bayan hastada ampirik olarak tedavi edilirken karin agrisi ve atesi olmasi
nedeniyle alinan asit sivisinda Listeria monocytogenes Lireyen vakamizi
sunduk. Spontan bakteriyel peritonit ampirik olarak tedavi edilirken ate-
si ¢ikan hastanin alinan asit kilttiriinde ve kan kuilttirtinde Listeria mo-
nocytogenes uredi. Listeria monocytogenes’in nadir gérdilen bir patojen
oldugu bilinmesine ragmen bizim vakamizda oldudgu gibi yas ve kronik
hastalik gibi faktdrler gérilme sikligini arttirabilir. Ampirik tedaviye yanit
vermeyen veya tedavi sirasinda ates gibi sistemik belirti gdsteren spon-
tan bakteriyel peritonitli hastalarda ¢ok nadir olmasina ragmen Listeria
monocytogenes akla gelmelidir.

Anahtar kelimeler: Listeria monocytogenes, spontan bakteriyel peri-
tonit, siroz

GiRiS

Sirotik hastada asit gordlmesi dnemli bir mortalite ve
morbidite nedenidir. Persistan asit genellikle dekompan-
se karaciger hastaliginin bir gdstergesi veya sonucudur.
Bu daha sonra enfekte olabilir ve spontan bakteriyel pe-
ritonite (SBP) neden olabilir. SBP, batin ici bir kaynaga
dair kanit olmaksizin asit sivisinda >250 polimorfontkleer
(PMN) hticre/mm? varligi olarak tanimlanir (1,2). SBP'nin
en yaygin nedeni Escherichia coli ve Klebsiella gibi gram
negatif bakterilerdir. Bununla birlikte Candida, anaerob
bakteriler ve Listeria monocytogenes kaynakli SBP'ler
de gésterilmistir (3). Listeria tdrleri sporsuz gram pozitif
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Saglik Bilimleri Universitesi Antalya Egitim ve Arastirma Hastanesi, Dahiliye
Klinigi, Varlik Mah., Muratpasa, Antalya
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Spontaneous bacterial peritonitis is a bacterial infection in ascitic fluid
without a history of intra-abdominal surgery and is a fatal complication
of ascites. Spontaneous bacterial peritonitis is usually diagnosed when
a cirrhotic patient has abdominal pain or when a patient with cirrhosis
decompensates, such as hepatorenal syndrome, or when routine para-
centesis is performed. The diagnosis is established when the neutrophil
count is 2250/mm?. The causative microorganisms are often enteric
Gram-negative bacteria. Spontaneous bacterial peritonitis is treated
empirically, and the treatment can be revised according to the culture
result. Listeria monocytogenes is a rare cause of spontaneous bacterial
peritonitis. It is a Gram-positive facultative anaerobe bacillus that causes
infections, particularly in neonates, the elderly, and immunocompro-
mised individuals. Fever, a common finding of other infections, is not
usually seen in patients with spontaneous bacterial peritonitis. In this
case report, we present a case of a 67-year-old female hospitalized with
complaints of ascites and peripheral edema and who was diagnosed
with cryptogenic liver cirrhosis. Listeria monocytogenes grew in ascit-
ic fluid recovered during empirical treatment due to fever. While the
spontaneous bacterial peritonitis was being treated empirically, Listeria
monocytogenes grew in ascites and blood cultures of the patient, who
developed fever and recovered after a change in treatment. Although
Listeria monocytogenes is a rare pathogen, factors, such as age and
chronic disease, may increase its incidence, as in our case. Listeria
monocytogenes should be considered in patients with spontaneous
bacterial peritonitis who do not respond to empirical treatment or who
show systemic symptoms, such as fever, during treatment.

Key words: Listeria monocytogenes, spontaneous bacterial peritonitis,
cirrhosis

basillerdir ve fakuiltatif anaerobdurlar. Cevresel kaynak-
lardan veya memeli diskilarindan bulasirlar. Ozellikle ye-
nidoganlar, yasllar ve immtuinsuprese kisilerde menenijit,
septisemi, neonatal enfeksiyonlar gibi tablolara yol acabil-
mektedirler (4). Bu yazimizda kriptojenik karaciger sirozu
tanisi konulan, kan ve asit kiilttrlerinde Listeria monocy-
togenes Ureyen altmis yedi yasindaki bayan hastayi sunu-
yoruz. Tlrkiye'de Listeria monocytogenes'e badli yayin-
lanan ilk SBP vakasi olmasi dolayisiyla da Trkiye'de SBP
tedavisi yapan hekimlere kaynak olacagini dustintiyoruz.

Bostan F, Kaplan Cayir M, Cekin AH, Spontaneous bacterial peritonitis: What
is the causative agent? A case report. The Turkish Journal of Academic
Gastroenterology 2021,20:59-61. DOI: 10.17941/agd.928433
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BOSTAN ve ark.

OLGU SUNUMU

Altmis yedi yasinda bayan hasta, karin ve bacaklarda sislik
sikayeti ile gastroenteroloji poliklinigine basvurdu. Batin-
da asit saptanan hasta asit etiyolojisinin tetkik edilmesi
icin servise yatirildi. Kronik hastalik olarak hipertansiyon
ve Diyabetes Mellitusu mevcuttu. Hastanin vital bulgu-
larinda; tansiyon: 150/90 mm/Hg, nabiz:100/dk, SpO,:
95 idi. Fizik muayenede solunum sesleri bibaziler azalmis,
batinda grade 3 asit ve bilateral ++/++ pretibial 6dem
mevcuttu. Diger sistem muayeneleri dogaldi. Yapilan asit
incelemesinde portal tipte asit oldugu gérildu. Hastada
asite neden olan durumun karaciger sirozu oldugu gé-
ruldu. Sirozun etiyolojisine yonelik yapilan viral serolojik
testler, ekokardiyografi, otoantikor testleri, demir ve
bakira yonelik kan ve idrar tetkikleri negatif geldi. Alkol
kullanim Gykusu olmayan ve gdériinttilemelerde hepatos-
teatoz bulgusu bulunmayan hasta kriptojenik karaciger
sirozu olarak kabul edildi. Model for End-Stage Liver Dise-
ase (MELD) skoru 11 olarak hesaplandi. Bagvuru sirasinda
tanisal amagl yapilan parasentezde SBP olmayan hasta-
nin yatisinin 5. guintinde karin agrisi ve ates nedeniyle
tekrarlanan parasentezinde asitte nétrofil sayisi 10493/
mm3 geldi. SBP acisindan yapilan batin bilgisayarli to-
mografide ve cerrahi konstiltasyonda SBP dstindtrecek
bulguya rastlanmadi. Hastaya ampirik olarak intravenz
yoldan sefotaksim 3x2 g baslandi. 48. saatte alinan asitte
notrofil sayisi 5861/mm? gelmesi izerine tedaviye devam
edildi. Sefotaksim tedavisinin 5. gtintinde hastanin atesi
oldu. Yeniden yapilan asit hticre sayiminda notrofil sayisi
8256/mm? geldi. Geriye dénuk olarak alinmis olan asit
ve kan kdilturleri incelendiginde SBP tanisi konuldugu,
sefoaksim tedavisinin baslanmadan 6nce alinan asit ve
kdltdrdnde Listeria monocytogenes Uredigi goruldu. Te-
davi antibiyograma uygun olarak ampisilin 6x2 g olarak
degistirildi. Klinigi dtizelen hastada, ampisilin tedavisinin
48. saatinde alinan asit ve kan kdiltirlerinde tireme olma-
di. Tedavisi 14 gline tamamlanan hasta taburcu edildi.
Hastadan bilgilendirilmis onam formu imzalatilarak onam
alinmistir.

TARTISMA

SBP; siroz hastalarinda asitlerde ortaya cikan enfeksiyon-
dur ve siklikla bagirsak kaynakli bakterilerden (enterik
gram negatif) kaynaklanir (2). Listeria monocytogenes
daha nadir bir etkendir. Listeria monocytogenes, faklilta-
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tif anaerobic, gram pozitif bir basildir ve bulas kontamine
gida veya hayvansal urtinlerden fekal-oral yolla gercekle-
sir (5). Hafif grip benzeri hastaliktan menenjit, meningo-
ensefalit ve septisemiye kadar genis klinik semptomlara
neden olabilir (5,6). Genellikle neonatallerde, yaslilarda
ve htcresel badisikligi baskilanmis kisilerde enfeksiyona
yol acar (5).

Siroz; spesifik siroz-iliskili immtn disfonksiyona yol agar
(7). Siroz-iliskili immtin disfonksiyon, sirozda meydana ge-
len hem immdin yetmezlik hem de sistemik inflamasyonu
ifade eder (8). Bizim olgumuzda da hastamizin hem siroz
olmasi hem de yas faktdri nedeniyle immtnite zayiflig
g6ze carpmaktadir.

SBP'de ampirik tedaviyi geciktirmemek énemlidir. Genel-
likle ilk basamakta 3. kusak sefalosporinler baslanir (1).
Ampirik tedavi; gram pozitif koklar, ilaca direncli bakte-
rileri ve duyarli mikroorganizmalari kapsamalidir (2). Kar-
tali ve ark. 71 yas non-alkolik karaciger sirozu olan kadin
hastada Listeria monocytogenes’e bagli SBP olgusu bildir-
mislerdir (6). Calismada Listeria monocytogenes’in peni-
silinler, birinci ve ikinci kusak sefalosporinler, makrolidler,
aminoglikozidler, tetrasiklinler, trimetoprim-stilfametok-
sazol, karbapenemler, rifampisin ve kloramfenikol gibi
cok sayida antibiyotige duyarli ancak genis spektrumlu
sefalospoinlere dogdal direncli oldugunun gdésterilmesi dik-
kati cekmektedir. Listeria monocytogenes’'e bagl SBP'de
tedavi ile ilgili net bir stire belirtiimese de ortalama tedavi
stiresi genellikle 10-14 guindur (9). Bizim olgumuzda da
14 guin ampisilin tedavisi verilmistir.

Sonug olarak; standart tedavilere yanit vermeyen ve ates
gibi sistemik semptomlari gelisen SBP’li siroz hastalarin-
da, Listeria monocytogenes peritonit nedeni olarak akla
gelmelidir. SBP'te tedaviyi geciktirmemek mortaliteyi
azaltmada 6nemlidir, ancak Listeria monocytogenes'in 3.
kusak sefalosporinlere direncli oldugu unutulmamalidir.
Ampirik tedavi baslanirken Listeria monocytogenes gibi
nadir gortlen mikroorganizmalarin da akla getirilmesinin
yararli olacagi dustincesindeyiz. Ampirik tedaviye yanit
vermeyen veya tedavi sirasinda ates gibi sistemik belirti
gdsteren SBP'li hastalarda cok nadir olmasina ragmen Lis-
teria monocytogenes akla gelmelidir.

Bu vaka sunumumuzda Helsinki Deklarasyonuna uyul-
mustur ve herhangi bir cikar catismasi ve finansal katki
yoktur.
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LETTER TO THE EDITOR

Atypically located spider angioma

Atipik lokalizasyonlu spider anjiom
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To the Editor,

A spider angioma or spider naevus is a type of telangie-
ctasis found slightly beneath the skin surface, often con-
taining a central arteriole and many small vessels which
radiate outwards like a spider’s web. Applying pressure
to the center of the lesion leads to fading of the lesion.
Spider angioma is a common presentation of liver cirr-
hosis, especially alcoholic cirrhosis. Spider angiomas are
found only in the distribution of the superior vena cava,
and are thus commonly found on the face, neck, upper
chest and upper arm. Spider angioma is rarely observed
on hand (1, 2). Here, we report a a very rare case with
spider angioma on back of hand.

A 54-year-old male patient admitted to our clinic with ic-
terus and ascites. The patient had a diagnosis of alcoholic
liver cirrhosis one month before. On physical examinati-
on, he had icterus and ascites. He had spider angiomas
on his back, neck and on the back of his right hand,

just proximal to second metacarpophalangeal joint (Figu-
re 1). The patient’s Child Turcotte Pugh score (CTP) and
model for end stage liver disease (MELD) scores were 12
and 22, respectively. Abdomen ultrasound showed cirr-
hosis with massive ascites. Endoscopy revealed grade 1
esophageal varices and portal hypertensive gastropathy.
The patient gave written consent regarding this article.

Spider angioma appears frequently in alcoholic cirrhotic
or noncirrhotic alcoholic liver diseases with deuteriation
of liver functions. Although, the exact cause of SA is not
known, there have been many theories of possible etiologic
factors such as disturbance of sex hormones (increased le-
vel of luteinizing hormone, decreased level of testosterone
and a higher estradiol/testosterone ratio), angiogenesis,
vasodilation, alcohol abuse, hyperdynamic circulation sta-
te, and liver dysfunction (3, 4). The number and size of SA
are correlated with the degree of liver disease (1, 3, 4).

Figure 1. A. Spider angioma on back of right hand, proximal to first metacarpophalangeal joint, center is dark red with
dome shape, surrounded with telangiectatic small vessels and erythema. B. Pressing on the center of the lesion, lesion is

fading temporarily.
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Our patient was a heavy drinker and had alcoholic liver
cirrhosis with high CTP and MELD score. Although, our
patient had multiple telangiectasias, it is a very rare fin-
ding of SA, observed on back of hand.
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EDITORE MEKTUP

Chilaiditi sendromu ve mide kanseri

Chilaiditi's syndrome with gastric cancer

® Serdar OZDEMIR, ® Abuzer OZKAN

Saglik Bilimleri Universitesi, Umraniye Eg§itim Arastirma Hastanesi, Acil Tip Béltimdi, Istanbul

Sayin Editor;

Bas ve arkadaslari tarafindan hazirlanan ve Derginizin
2019 yili ilk sayisinda yayinlanan, “Chilaiditi sendromu ve
mide kanseri” baslikli olgu sunumunu bdydk bir ilgi ile
okuduk (1). Yazarlara Chilaiditi sendromunun malignite
ile birlikteligini vurgulayan bu yazidan dolayi tesekkdr
ederiz. Bununla birlikte olgunun tartismasina katki suna-
bilecek birkag noktaya deginmek isteriz.

Her ne kadar Viyanali radyolog Demetrius Chilaiditi tara-
findan 1911 yilinda raporlanmis ve onun adiyla aniliyor
olsa da, 1865 yilinda Cantini tarafindan, 1899 yilinda
ise Beclere tarafindan bu sendromun otopsi bulgulari ve
rontgenografi bulgular subdiyafragmatik apse olgusunda
bildirilmistir. Bununla birlikte, literatlirde asemptomatik
hastalardan “Chilaiditi belirtisi”, semptomatik olgularda
ise “Chilaiditi sendromu” olarak bahsedilmistir (2). De-
metrius Chilaiditi, modern radyolojinin énctilerindendir ve
Tdrk Radyoloji Dernedi'nin de ilk tyelerinden birisidir (3).

Kolonun hepatodiyafragmatik interpozisyonunun farkli
anatomik alt tipleri tanimlanmistir. Daha siklikla gortilen
alt tip; diyaframin énilinde ve karacigerin sagd lobunun
Ustlinde, anterior subfrenik boslukta kolonun bulunmasi
seklindedir. Posterior subfrenik boslukta hepatodiyafrag-
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matik interpozisyon nadir gdrtlen bir alt tiptir. Kombine
anterior ve posterior kolonik interpozisyon ise daha nadir
gorilmektedir (4).

Chilaiditi belirtisinin karakteristik Uc¢ radyolojik bulgusu;
kolon veya ince barsak segmentlerinin diyafram ile kara-
ciger arasinda yerlesmesi (semptomatik hastalarda seg-
mentler siklikla dilatedir), sag hemidiyafram elevasyonu,
karacigerin mediale yer degistirmesi seklindedir. Kolonik
gaz imajinin lateralde veya posteriorda yerlestigi, karaci-
ger Uzerinde izlenmedigi durumlar ise inkomplet hepato-
diyafragmatik interpozisyon olarak isimlendirilir (5).

Chilaiditi sendromunun erken taninmasi; bu nadir duru-
mun, gereksiz cerrahi mtidahalelere yol acarak, cerrahi
acil bir durum olarak kabul edilen pnémoperitoneum ile
karistirilarak gereksiz cerrahi muidahalelere neden ola-
bilmektedir. Ozellikle réntgenografide sag hemidiyaf-
ram altinda gaz imaji izlenen ve pnémoperitoneum ile
psédo-pnémoperitoneum ayrimi yapiimasinda zorlanilan
olgularda sag hemidiyafram altindaki kolon haustrasini
ortaya cikaran sol lateral dekubitus pozisyonda cekilen
grafiler yardima olabilir. Bilgisayarli tomografinin tanisal
oldugu kanitlanmistir (4,5).
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