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YAZARLARA YONERGELER

GENEL BiLGILER

Ege Klinikleri Tip Dergisi, izmir Hastanelerine Yardim ve Bilimsel
Arastirmalan Tesvik Dernegi'nin sireli yayin organidir. Yilda Ug sayi
olarak yayimlanir. Basim aylari Nisan, Agustos ve Aralik’tir. Dergide,
tibbin her dali ile ilgili prospektif, retrospektif ve deneysel arastirmalar,
olgu sunumu, editére mektuplar ve derlemeler yayinlanir. Yayinlanan
makalelerde konu ile ilgili en ylksek etik ve bilimsel standartlarda
olmasi ve ticari kaygilarda olmamasi sarti gozetilir. Yayin igin génderilen
galismalar; orijinal, bagka bir dergide degerlendirme siirecinde olmayan

ve daha 6nce basilmamig olmasi kosullariyla kabul edilir.

Dergiye gonderilen makale bigimsel esaslara uygun ise, bas editor ve en
az yurt igi-yurt digi iki danisman incelemesinden gegip gerek goruldugu
takdirde istenen degisiklikler yazarlar tarafindan yapilip hakemlerce
kabul edildikten sonra yayimlanir.

BiLIMSEL SORUMLULUK

Tim yazarlar galismaya direkt olarak katkida bulunmalidir. Yazar olarak
tanimlanmis tim kisiler galismayl planlamali veya gergeklestirmeli,
galismanin  yazilmasinda, gozden gegiriimesinde ve son halin
onaylanmasinda rol almalidir. Bilimsel kriterleri karsilayan bir metnin
ortaya ¢tkmasi tiim yazarlarin sorumlulugudur.

ETiKSEL SORUMLULUK

insan calismalari ile ilgili tiim makalelerde ‘yazili onamim’ alindigini,

galismanin Helsinki Deklarasyonu’na

(World Medical Association Declaration of Helsinki

http://www.wma.net/en/30/publications/10policies/b3/index.html)

gore yapildigi ve lokal etik komite tarafindan onayin alindigini bildiren

cimleler mutlaka yer almalidir.

Hayvanlar Uzerinde yapilan deneyleri bildirirken yazarlar; labaratuvar
hayvanlarinin bakim ve kullanimi konusunda kurumsal veya ulusal

yonergelerin takip edilip edilmedigini mutlaka bildirmelidirler.

Ege Klinikleri Tip Dergisi yazarlarin cimlelerinden sorumlu degildir.
Makale bir kez kabul edildikten sonra derginin mal olur ve dergiden
izinsiz olarak baska bir yerde yayinlanamaz.

iSTATISTiIKSEL DEGERLENDIRME

Tim retrospektif, prospektif ve deneysel g¢alisma makaleleri
bioistatiksel olarak degerlendirilmeli ve uygun plan, analiz ve bildirimde
bulunmalidir. p degeri yazi icinde net olarak belirtiimelidir (6rn,
p=0.014).
YAZIM DiLi

Derginin resmi dilleri Tiirkge ve ingilizce’dir. Tiirkge metinlerde Tiirk Dil
Kurumu’nca (www.tdk.gov.tr)www.tdk.gov.tr yayinlanan Tirkge sézlik
temel alinmahdir. Gonderilmis makalelerdeki tim yazim ve gramer
hatalari sunulan verileri degistirmeksizin editor tarafindan duzeltilir.

Yazim ve gramer kurallarina metin yazimi yazarlarin sorumlulugundadir.

TELIiF HAKKI BiLDIRIMI

Telif hakki devrini bildirmek igin kapak mektubunda ‘Bu makalenin telif hakki;
galisma, basim icin kabul edilmesi kosuluyla Ege Klinikleri Tip Dergisi'ne
devredilir’ seklinde belirtilmelidir. Makaleler igin yazarlara herhangi bir tcret

6denmez.

YAZI TiPLERI

Derleme: Derlemeler yeni veya tartismali alanlara 1gik tutar. Dergi editori
derleme yazimi igin yazar veya yazarlardan istekte bulunur.

Orijinal makaleler: Orijinal makaleler temel veya klinik gahismalar veya klinik
denemelerin sonuglarini bildirir”. Orijinal makaleler 2500 kelime ve 25
kaynaktan fazla olmamalidir.

Olgu Sunumlari: Dergi, tibbin her alanindaki belirgin 6neme haiz olgu
sunumlarini yayinlar. Yazar sayisi 6’y1, kaynak sayisi ise 5’i gegmemelidir.
Editor'e Mektup: Metin 400 kelimeyi gegmemeli ve kaynak sayisi ise en fazla
3 olmalidir (kaynaklardan biri hakkinda degerlendirme vyapilan yayin
olmalidir)

YAZI GONDERIMI

Tum vyazilar elektronik ortamda idhdergi@yahoo.com adresine
gonderilmelidir.

Kapak mektubu: Kapak mektubu gonderilen makalenin kategorisini, daha
once baska bir dergiye gonderilmemis oldugunu, ¢ikar iligkisi bildirimini,
yayin hakki devri bildirimini ve varsa galismayr maddi olarak destekleyen kisi
ve kurumlarin adlarini igermelidir.

Baglik sayfasi: Bu sayfada ¢alismanin tam ismi ve kisa bashgi (karakter sayisi
ve bosluklar toplami 55’i gegmemelidir) olmalidir. Katkida bulunanlarin
adlarini ve galistiklari kurumlari listeleyin. Yazismalarin yapilacagl yazar
(yazisma vyazan) belirtilmelidir. Bu yazar yayinin basim sirecinde dergi
editérii ile iletisimde bulunacaktir. Ote yandan tim yazarlarin ORCID
numarasi da eklenilmeli, ORCID numarasi olmayan yazarlar en kisa zamanda
edinmelidir. http://orcid.org adresinden bireysel ORCID igin licretsiz kayit
olusturulabilinir.

Oz ve Anahtar Kelimeler: Ozet 250 kelimeyi gecmemelidir. Calismanin
amacini, yéntemi, bulgu ve sonuglari 6zetlemelidir. ilaveten 3 adet anahtar
kelime alfabetik sirayla verilmelidir.

Giris: Giris bolimiu kisa ve agik olarak ¢alismanin amaglarini tartismali,
¢alismanin neden vyapildigina yodnelik temel bilgileri icermeli ve hangi
hipotezlerin sinandigini bildirmelidir.

Gereg ve yontemler: Okuyucunun sonuglari yeniden elde edebilmesi igin agik
ve net olarak yéntem ve geregleri acgiklayin. ilk vurgulamada kullanilan arag
ve cihazlarin model numaralarini, firma ismini ve adresini (sehir, tlke)
belirtin. Tim 6lgiimleri metrik birim olarak verin. ilaglarin jenerik adlarini

kullanin.



http://www.wma.net/e/policy/b3.htm
http://www.wma.net/e/policy/b3.htm
http://www.wma.net/e/policy/b3.htm
http://www.wma.net/e/policy/b3.htm
http://www.wma.net/e/policy/b3.htm
http://www.wma.net/e/policy/b3.htm
http://www.wma.net/e/policy/b3.htm
http://www.wma.net/e/policy/b3.htm
http://www.wma.net/e/policy/b3.htm
http://www.wma.net/e/policy/b3.htm
http://www.wma.net/e/policy/b3.htm
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
http://www.wma.net/en/30/publications/10policies/b3/index.html
mailto:idhdergi@yahoo.com
mailto:idhdergi@yahoo.com
mailto:idhdergi@yahoo.com
http://orcid.org/
http://orcid.org/
http://orcid.org/
http://orcid.org/
http://orcid.org/

YAZARLARA YONERGELER

Bulgular: Sonuglar mantikli bir sirayla metin, tablo ve goruntiler
kullanilarak sunulmaldir. Cok 6nemli gozlemlerin altini gizin veya
Ozetleyin. Tablo ve metinleri tekrarlamayin.

Tartigma: Calismanin yeni ve ¢ok 6nemli yonlerine, sonuglarina vurgu
yapin. Tartisma bolimu ¢alismanin en 6nemli bulgusunu kisa ve net bir
sekilde icermeli, gozlemlerin gegerliligi tartisiimal, ayni veya benzer
konulardaki yayinlarin 1siginda bulgular yorumlanmali ve vyapilan
galismanin olasi 6nemi belirtilmelidir. Yazarlara, ¢alismanin esas
bulgularini kisa ve 6zl bir paragrafla vurgu yapmalari 6nerilir.
Tegsekkiir: Yazarlar arastirmaya katkida bulunan ancak yazar olarak
atanmayan kisilere tesekkir etmelidir.

Kisaltmalar: Kelime veya s6z dizinini ilk gectigi yerde parantez iginde
verilir. Tim metin boyunca o kisaltma kullanilir.

Tablolar: Metin iginde tablolar ardisik olarak numaralandirilmalidir. Her
bir tabloya bir numara ve baslk yazin. Tablolar fotograf veya grafik
dosyasi olarak gonderilmemelidir.

Kaynaklar: Kaynaklar metin icinde alintilanma sirasina uygun olarak
dogal sayilar kullanilarak numaralandirilmali ve ciimlenin sonunda
parantez iginde verilmelidir. “ Uniform Requirements for Manuscript
Submitted to Biomedical Journals” formatini kullanin. Yazar sayisi alti
veya daha az ise hepsini, yedi veya daha fazla ise sadece ilk Gg ismi
yazin ve ‘ve ark.i ilave edin. Dergi isimleri tam olarak verilmelidir.
Kaynak ve kisaltilmis dergi adlari yazimlari Cumulated Index Medicus’a
veya asagida verilen 6rneklere uygun olmaldir.

Dergi makaleleri igin 6rnek

Sigel B, Machi J, Beitler JC, Justin JR. Red cell aggregation as a cause of
blood-flow echogenicity. Radiology 1983;148(2):799-802.

Komite veya yazar gruplari igin 6rnek

The Standard Task Force, American Society of Colon and Rectal
Surgeons: Practice parameters for the treatment of haemorrhoids. Dis

Colon Rectum 1993; 36: 1118-20.

Kitaptan konu igin 6rnek

Milson JW. Haemorrhoidal disease. In: Beck DE, Wexner S, eds.
Fundamentals of Anorectal Surgery. 1 1992; 192-214. la ed. New
York: McGraw-Hill

Kitap igin 6rnek
Bateson M, Bouchier I. Clinical Investigation and Function, 2nd edn.

Oxford: Blackwell Scientific Publications Ltd, 1981.

iLETiSimM

Prof.Dr. A.Akin SIVASLIOGLU

Bas Editor

izmir Hastanelerine Yardim ve Bilimsel
Aragtirmalari Tegvik Dernegi
Yesilyurt/ iZMIR

Tel: 023224434 38

e-mail. idhdergi@yahoo.com




INSTRUCTIONS FOR AUTHORS

INSTRUCTIONS FOR AUTHORS

GENERAL INFORMATION

The Medical Journal of Aegean Clinics is a periodical of the Society of Aid
to Hospitals of izmir and Fosterage of Scientific Investigations. The journal
is published three times in a year. The printing months are April, August
and December. The articles which could be prospective or retrospective
on investigational studies, case reports, letter to the editor and reviews
of every aspect of medicine are published. The studies should have
paramount ethical and scientific standards as well as no commercial
concerns. Articles are accepted for publication on the condition that they
are original, are not under consideration by another journal, or have not

been previously published.

The studies that are sent to the journal provided that the study is
appropriate for formal principles are evaluated by the head editor and

two peer reviewers.

The study is published once the approval of the reviewers have been
taken. Hence, the authors should make the necessary changes in
accordance with the reviewers comments.

SCIENTIFIC RESPONSIBILITY
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Hemsirelerin Malniitrisyon Farkindalik Diizeyleri:
Cift Merkezli Calisma

The Malnutrition Awareness Levels of The Nurses: A
Double-Centered Study

0z

Amag: Bu calisma egitim ve arastirma hastanesinde calisan hemsirelerin
hastane malnitrisyonu tani ve tedavisi hakkinda farkindalk duzeylerini
belirlemek amaciyla yapilmistir.

Gereg ve Yontem: Tanimlayici tipte yapilan bu arastirmaya, iki farkli egitim ve
arastirma hastanesinde 6 aydan fazla galisan ve ankete katilmayi kabul eden,
2014 yili Ekim ayinda 364, 2016 yili Ekim ayinda 370 hemsire katilmistir.
Hemsirelerin malnitrisyon farkindalik diizeylerini 6lgmek icin arastirmaci
tarafindan gelistirilen 13 soruluk anket kullaniimistir.

Bulgular: Hemsirelerin 2014 yilinda %77.2" sinin malnltrisyon tani ve
tedavisine yonelik herhangi bir egitim almadiklari, bu oranin 2016 yilinda
%45.7" ye distugu belirlenmistir (p<0.05). Hastanede yatan hastanin olmasi
gereken viicut agirhgini hesaplamay: bilenlerin orani anlamli olarak artmistir
(p<0.05). Hastanin almasi gereken glinlik kaloriyi hesaplayabilirim diyenlerin
ve pratik yoldan (kg/kcal) hesaplamay: tercih edenlerin oraninda anlaml fark
bulunmustur (p<0.05). Hastanin almasi gereken giinliik besin miktarinin ne
kadarini aldigini sorgulayanlarin, malnitrisyonu belirlemede kullanilan bir
tarama Olgegi bilenlerin, daha ©6nce malnitrisyon tedavisi yaptiklarini
belirtenlerin orani anlamh sekilde artmistir (p<0.05). Malnlitrisyon tedavisi ile
ilgili bir egitime ihtiyaci oldugunu dusiinen hemsirelerin orani anlamli olarak
azalmistir (p<0.05).

Sonug: Arastirmamizda malnitrisyon farkindaliginin yillar iginde arttigi
saptanmistir.  Hastanelerde nltrisyon egitimleri hizmet ici egitim
programlarinda yer almali ve zorunlu olmalidir.

Anahtar Kelimeler: Farkindalik, malnitrisyon, nltrisyon egitimi

Abstract

Aim: This study was carried out to determination awareness of the nurses
who work at hospital on hospital malnutrition.

Material and Methods: This study was conducted on 364 and 370 nurses
from two separate training and research hospitals, who were working more
than six months at the same hospital and accepted to be involved in the
study, at October 2014 and at October 2016, respectively. A survey of
thirteen question developed by the researcher was asked to the subjects to
measure their awereness on nutrition.

Findings: The 77.2 % nurses was found not to take any education on
diagnosis and treatment of malnutrition in 2014 and this rate was decreased
to 45.7% in 2016 (p<0.05). The number of the nurses who known to calculate
the optimal weight of a hospitalized patient was found increased significantly
by years (p<0.05). The number of nurses who was saying that she/he could
calculate daily caloric need and preferring calculate practically by using
kg/cal were found increased by years (p<0.05). The number of nurses who
questioned that how much of the daily food was consemed by the patient

was found increased by years (p<0.05).
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The rate of the ones who answered correctly the question about
frequency of malnutrition in hospitalized patients, the number of ones
who were aware of the presence of a screening survey on detecting
malnutrition and the rate of nurses who said to have treat malnutrition
previously was increased by years (p<0.05). The number of nurses who
thought she/he needed training on malnutrition treatment was
decreased significantly (p<0.05).

Conclusions: We found that knowledge on malnutrition was increased by
years in this study. The training on nutrition must be included in-service
training programs.

Key words: Awareness, malnutrition, nutrition education

Giris

Malnitrisyon, viicut igin gerekli besin 6gelerinin yetersiz veya dengesiz
alimi sonrasi, vicut fonksiyon bozukluklari ile seyreden ve dogru
beslenmeyle dizeltilebilen bir siregtir (1).Hastaneye yatan hastalarin
yarisindan fazlasi malnutrisyonludur. Bu durum hastaneye kabul
esnasinda var olabilecegi gibi hastanede kalinan siire igerisinde de
gelisebilir (2).Yetersiz beslenen kisiler, iyi beslenenlere gore yuksek
enfeksiyon ve komplikasyon oranlari, yara iyilesmesinde gecikme,
hastanede kalis siiresinde artma, kas kutlesi kaybi, morbidite ve mortalite

de artis gibi daha kotu klinik sonuglara sahiptirler (3-6).

Glnimiz saghk yonetiminde, beslenmenin degerlendiriimesi ve hasta
takibi multidisipliner bigcimde ele alinmaktadir. Bununla birlikte,
beslenme uzun zamandir hemsirelik hizmetlerinin énemli bir alanini

olusturmaktadir.

Saghk ekiplerinin baslica Uyelerinden olan hemsireler, beslenmenin
degerlendirmesinde ve tedavisinin gergeklestiriimesinde dnemli bir role
sahiptirler. Yeterli beslenme bilgisine sahip hemsireler, beslenme sorunu
olan hastalara optimal bakim saglayabilir ve klinik sonuglari olumlu yonde
etkileyebilirler (3).

Beslenme durumunu belirlemek igin tarama yontemlerinin kullanimi,
malnitrisyonun ayrintil  degerlendirilmesinden o6nce fark edilmesini
saglar. Hemsirelerin beslenme degerlendirmesi; genellikle g¢igneme veya
yutkunma bozukluklarinda sorun, agirlik gegmisi, cilt butinltgu, édem
varhgi, elektrolit anormallikleri, kavrama gilici gibi parametreleri igerir.
Daha detayli beslenme degerlendirmesi genellikle bir diyetisyen veya

nutrisyon destek ekibi tarafindan yapilir (7,8).

Malndtrisyonun tani, tedavi ve dnlenmesinde hasta bakiminda gérev alan
hemsire, diyetisyen, hekim is birligi erken ve etkin mudahaleyi
kolaylastirir. Disiplinler arasi bakim ekibindeki her kisi beslenme planinin
yuritilmesine  katilmalidir ~ ve  birbirinden  bagimsiz  olarak
distinulmemelidir. Calismalar, etkin beslenme mudahalelerinin, hastane
kaynakli yetersiz beslenme veya hastaliga bagli komplikasyon oranlarini,
hastanede kalig siiresini ve maliyeti, hastaneye geri kabul oranlarini ve

mortaliteyi 6nemli oranda azalttigini géstermektedir (9-12).

The Malnutrition Awareness Levels of The Nurses: A Double-Centered
Study

Bu c¢alismada egitim ve arastirma hastanelerinde calisan, hasta
bakiminda birincil gérev alan hemsirelerin, hastane malnitrisyonu tani
ve tedavisi hakkinda farkindalik dizeylerini belirlemek amaci ile

yapilmistir.

Gereg ve Yontem

Tanimlayici tipteki bu ¢alisma hastane yerel etik kurulundan alinan onay
ile gerceklestirilmistir (HNEAH, KAEK, 2014/KK/187). Arastirma iki farkl
egitim ve arastirma hastanesinde 2014 ve 2016 yillarinda, anket
calismasina katilmayi kabul eden hemsireler Uzerinde yapilmistir.
Kurumunda 6 ay ve daha kisa suire galisan hemsireler ¢alisma digi
birakilmigtir. 2014 vyili 6ncesi her iki kurumda da nUtrisyonun
degerlendirmesi ile ilgili bir egitim verilmemisken, 2016 yilina kadar
toplamda dort kez konuyla ilgili hizmet igi egitim verilmistir. Anket
¢alismasina 2014 yilinda 364, 2016 yilinda 370 hemsire katilmistir.
Malnutrisyon farkindahg; kilo ve kalori hesaplamaya iliskin dort soru (1-
4), besin alimi, istah ve kilo kaybina iliskin dort soru (5-8), malnttrisyon
tani ve tedavisine iligkin Ug¢ soru (9-11), malnitrisyon egitimi ve
ihtiyacina iligkin iki sorudan (12-13) olusan toplam 13 soruluk anket ile
Olgllmustir.  Anket sorulari arastirmaci tarafindan gelistirilmistir.
Arastirma sonunda anlasilmayan veya degistirilen soru olmamistir.
Orneklem hesabi online Raosoft yazilimi (Raosoft, Inc., Seattle, WA,
USA) ile yapilmistir. Elde edilen verilerin istatiksel analizi MedCalc
Statistical Software Version 12.7.7 programi (MedCalc Software bvba,

Ostend, Belgium; http://www.medcalc.org; 2013) kullanilarak

gergeklestirilmistir. Kategorik degiskenler, frekans ve yuzde (%) ile
tanimlanmistir. Kategorik degiskenler arasindaki iliskinin incelenmesi
amaclyla Ki-Kare ya da Fisher Exact test kullanilmistir. Hicrelerdeki
gozlem sayisi 5’'ten biylk ve en kiguk beklenen deger 25’ten buyik
oldugu durumlarda Ki-Kare, diger durumlarda Fisher Exact test

kullanilmigtir. p<0.05 olmasi anlamli olarak kabul edilmistir.

Bulgular

Arastirmaya 2014 vyilinda katilan hemsirelerin yas ortalamalarinin
31.42+ 9.12 yil, galisma siirelerinin ortalamasinin 8.51+4.11 yil oldugu,
% 57.1" inin lisans, %22' sinin 6n lisans, %19.5" inin lise, %1.4’ Gniin
ylksek lisans mezunu oldugu saptanmistir. 2016 yilinda katilan
hemsirelerin ise yas ortalamalarinin 28.30+6.49 yil, ¢alisma sirelerinin
ortalamasinin 6.3+3.10 yil oldugu, %54.5" inin lisans, % 22.7' sinin 6n
lisans, %20.1' inin lise, % 2.7’ sinin yiksek lisans mezunu oldugu
belirlenmistir. Anket sorularinin 2014 ve 2016 yilarina gore

karsilastirlmasi Tablo 1’ de verilmistir.
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Tablo 1. Hemsirelerin malnutrisyon farkindalik durumlarinin

incelenmesi, yillara gore karsilastiriimasi

Sorular

1.Hastanizin yatista kilosunu tartiyor musunuz?

Evet

Hayir

2.Yatan hastanizin olmasi gereken ideal viicut agirhgini
hesaplamayi biliyor musunuz?

Evet

Hayir

3.Hastanizin almasi gereken giinliik kaloriyi hesaplayabilir
misiniz?

Evet

Hayir

3+Cevabiniz evet ise; hangi hesaplama yontemini
kullaniyorsunuz

Harris Benedict

Pratik yol

Tecriibe

Schofield

4.Hastanizin almasi gereken besin aliminin ne kadarini aldigini
sorguluyor musunuz?

Evet

Hayir

4+Cevabiniz evet ise; ne sikhkta?

Hergiin

2giindel

Haftada 2

15 giinde 1

5.Hastanizin tedavi gordiigii siiregte istahsizligi olup
olmadigini sorguluyor musunuz?

Evet

Hayir

6.Hastanizin besin aliminda azalma olup olmadigin
sorguluyor musunuz?

Evet

Hayir

7.Hastanizin son iig ay iginde kilo kaybi olup olmadigini
sorguluyor musunuz?

3733

Hayir

8.Hastanizin ¢igneme veya yutma zorlugu cekip ¢ekmedigini

sorguluyor musunuz?

Evet

Hayir

8+Cevabiniz Evet ise; ne siklikta?

Hergiin

2giindel

LEVELEY]

15 giinde 1 Gerektikge

Yatista

9.Sizce hastanede yatan hastalarin ne kadarinda malniitrisyon
goriilmektedir?

%5alti

%5-10

%10-20

%20 ve Ustii

10.Bugiine kadar hi¢ malniitrisyon tedavisi yaptiniz mi?
Evet

Hayir

11.Malniitrisyonu belirlemede kullanilan bir tarama anketi
biliyor musunuz

Evet

Hayir

11+Cevabiniz evet ise; hangisi?

NRS'

SGD*

PEM*

12.Malniitrisyonun tanisi veya tedavisine yonelik hic egitim
aldiniz mi?

Evet

Hayir

13.Malniitrisyonun tanisi ve tedavisine yonelik bir egitime
ihtiyaciniz oldugunu iyor musunuz?

Evet

Hayir

2014 yih

Sayi (%

196 (%58.8)
168 (%46.2)

237 (%65.1)
127 (% 34.9)

91 (%25.0)
273 (%75.0)

8(%8.8)
39 (%42.9)
44 (%48.3)

0(%0)

72 (%19.8)
292 (%80.2)

47 (% 65.3)

11 (% 15.3)

12(%16.7)
2(%2.8)

311 (%85.4)
53 (% 14.6)

302 (%82.9)
62(%17.1)

282 (%77.5)
82 (% 22.5)

290 (%79.7)
74(%20.3)
118 (% 40.7)
42(%14.5)
34 (% 11.7)
15 (% 5.17)
58 (% 20.0)
23(%7.93)

93 (%25.5)
89 (%24.5)
66 (% 18.1)
116 (% 31.9)

156 (% 42.9)
208 (% 57.1)

74 (%20.3)
290 (% 79.7)

66 (%89.2)
6(%8.1)
2(%2.7)

83 (%22.8)
281(%77.2)

192 (%57.7)
172 (%47.2)

2016 yili
Sayi (%,

220 (%59.5)
150 (%40.5)

280 (%75.7)
90 (% 24.3)

179 (%48.4)
191 (%55.6)

10 (%5.6)
144 (%80.5)
25 (%13.9)
0(%0)

165 (%44.6)
205 (%55.4)

63 (%38.2)
48(%67.3)
39 (% 23.6)

15(%9.1)

322 (%87.0)
48 (% 13.0)

300 (%81.1)
70 (% 18.9)

291 (%78.6)
79 (% 21.4)

315 (%85.1)
55 (% 14.9)
124 (% 39.4)
50 (% 15.9)
37 (%11.7)
20 (% 6.3)
44(% 14.0)
40 (% 12.7)

28 (%7.6)
52 (% 14.1)
65 (% 17.5)

225 (% 60.8)

220 (% 59.5)
150 (% 40.5)

305 (%82.4)
65 (% 17.6)

301 (% 98.7)
4(%1.3)
0(%0)

201 (%54.3)
169 (% 45.7)

105 (%28.4)
265 (% 71.6)

0.125*

0.002*

0.0001*

0.46*
0.0001*
0.0001*

0.0001*

0.0002*
0.0001*
0.3091*
0.1460*

0.303*

0.506*

0.700*

0.052*

0.80*
0.71*
0.89*%
0.68*
0.06*
0.07*

0.0001*
0.0001*
0.93*
0.0001*

0.0001*

0.0001*

0.0001**
0.004**
0.0474**

0.0001*

0.0001*

*Ki-Kare p, **Fisher’s Exact p, 'NRS:Nutrisyonel RiskTaramasi ,25GD: Subjektif

Global Degerlendirme, *3PEM: Protein Enerji Malniitrisyonu

Elvan YILMAZ AKYUZ

Tartisma

Saglk sektoriindeki 6nemli gelismelere ragmen malndtrisyon ciddi bir
saghk problemi olmayi sirdurmektedir. Yetersiz beslenmeyle veya
hastalik stirecinde ortaya ¢ikan malnitrisyon hastanin  tedavisini
olumsuz yonde etkiler (13,14). Hastaneye basvuru esnasinda
malnitrisyonu olmayan hastalarda bile yatig suresi boyunca %20-50
arasinda gelisebilecegi birgok

galismada vurgulanmistir

(15,16).iatrojenik  malniitrisyon; uygunsuz beslenme politikalari,
yetersiz personel egitimi, malnutrisyonu saptama basarisizligi ve sik sik
personel gorev yeri degisikligi ile iligkilendirilebilir. Malnutrisyonun
mortalite, morbidite, hastanede kalis siresi, infeksiyonlara karsi
duyarhhgin artmasi, iyilesmenin gecikmesi, yasam kalitesinin dlismesi
ile yakin iliskisi uzun siredir bilinmektedir ve dnlenmesi igin dogru,
etkin bir tedavi planinin olusturulmasi arastirmalari devam etmektedir.
Birgok arastirmaya gore malnitrisyon tanisi koymak ve tedavi etmek
gereksiz saglik harcamalarini 6nler, hastalarin morbiditesini azaltip
yasam siresini artinr (17-20). Sutton ve arkadaglarinin  (21)
galismasinda ndtrisyon hemsirelerinin  6nemine deginilmis, bakim
sonucu hastalarda kateter ve sepsis oraninin %52'den %2.3’e dustugu
bildirilmistir.

Hastanede yatarak tedavi goren hastalar besin alimi bakimindan
sorumlu hemsireler tarafindan duzenli olarak degerlendirilmelidir.
Siddetli malnitriyonu tanimlanmak kolaydir, ancak hafif dereceli
malnitrisyonun tespiti zordur ve detayli inceleme gerektirir (22).
Beslenmenin dogru degerlendiriimesi ve beslenme gereksinimi olan

hastalara uygun tedavinin bir an 6nce baslanmasi 6nemlidir (22,23).

Hasta beslenmesinde hemsire; hastayl sosyal, fiziksel ve psikolojik
acllardan degerlendirmeli, beslenme sorununa neden olabilecek
faktorleri saptamalidir. Hastanin yemesini etkileyen dis problemleri,
agiz ici yara, sindirim sistemi sorunlar, halsizlik, bulanti, kusma ve
hastalik gibi fiziksel faktorleri degerlendirilmelidir. Yiyecekleri
sevmeme ve reddetme, yemeye karsi isteksizlik, diyete uyum
saglayamama, bulanti gibi psikolojik faktorler ile yeme aligkanliklari,
yemek segimi gibi sosyal faktorler de géz 6niinde bulundurulmalidir.
Hastaliktan ya da verilen medikal tedaviden dolayi besinlerin aliminda,
sindiriminde, emiliminde ve besin 6gelerinin metabolizmasinda veya
hastanin besinlere karsi davraniglarinda degisiklikler olabilir. Hemsire,

bu gibi durumlari da degerlendirmelidir (7,8,24).

Hasta beslenmesinde hemsire, diyetisyen, hekim is birligi yapmali ve
hasta katihmi saglanmalidir. Hemsire, hastanin genel durumunu
degerlendirmeli ve beslenme agisindan

bagimsiz  yapabilecegi

islemlerde yardimci olmalidir (7).

Malnitrisyonda beslenme stratejisinin belirlenmesi; hastanin dykusu
(zayiflama, yutkunma gugligu, tat degisimi, bulanti ya da kusma,
sindirim  sisteminin  degerlendirilmesi), fiziksel muayenesi ve
laboratuvar verilerinin degerlendirilmesi ile yapilir (7,8,25). Saghk
personelinin nitrisyon tedavisi ile ilgili egitim ve bilincinin olmamasi,

saptama, degerlendirme ve tedavide eksiklige yol agmaktadir (26).
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Hemsirelerin Malnitrisyon Farkindahk Diizeyleri: Cift Merkezli
Calisma

Galismamizda saglik personellerinin  blytk bir kismini olusturan
hemsirelerin, hastanede yatan hastalarda malnutrisyon varligi ile ilgili
farkindaliginin, iki yillk sire icerinde anlamli olarak arttigi
gorilmektedir. Bu durumun hastane bilgi islem sistemlerine
malnUtrisyon tarama anketlerinin eklenmesi ve bir kisim hemsirelere
nidtrisyon egitimi verilmesi ile agiklanabilir. Anket sonuglarinda
hastalarin yatista kilo kaybi, istahsizlik, besin alimi gibi sorularla
sorgulanma oraninin yiksek olmasina ragmen, klinik takipte kilo
degisimleri ve giinlik besin alimi degerlendirilmesinin distk oldugu
saptanmistir. Yogun is yliki veya hemsire basina diisen hasta sayisinin
fazlaliginin takipteki aksamalarla iliskili oldugu dustindlebilir.

Ndtrisyon taramasinin, hemsireler ve tedavi ile iligkili tim saglik
personelleri tarafindan vyapilabilecek kadar basit, hizli olmali ve
farkindaliginin arttiriimasi gerekmektedir. Arastirmamizda
malnltrisyon tarama anketi ile ilgili farkindalik orani yillar iginde

onemli oranda artmigstir.

The Malnutrition Awareness Levels of The Nurses: A Double-Centered

Study

En kolay, hizli ve giivenilir tarama testlerinden biri olan Nutrisyonel
Risk Taramasi (NRS-2002) formunun standart olarak hasta dosyalarina
eklenmesi ve hastane kalite kontrol birimlerince doldurulmasinin
zorunlu hale getirilmesi, hemsirelerde biling dizeyinin artmasina
neden olmustur. Bunlara ek olarak bu artista Saglik Bakanliginin Total
Parenteral Nitrisyon igin Guvenli Uygulamalar Rehberi konulu
genelgesi ile hastanelerde multidipliner nitrisyon destek ekiplerinin
olusturulmasinin katkisi yadsinamaz (27).

Sonug olarak malnitrisyon oldukga yaygindir fakat onlenebilir bir
durumdur. Bunun igin tim saglik personeline hastane hizmet igi

egitim programlari ile zorunlu niitrisyon egitimi verilmelidir.

Tesekkir
Galismanin yurutilmesindeki katkilar igin Dr. Cebrail Akyuz'e ve

istatiksel analizi igin biyoistatistik uzmani Arzu Baygil’ e tesekkdrler.
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Psodoeksfoliyatif Glokom Hastalarinda Gérme Alani Testi
Sonrasi Goz i¢i Basing Degisiklikleri

The Change Of Intraocular Pressure in Pseudoexfoliation
Glaucoma Patients After Visual Field Testing

0z

Amag: Klinigimizde takip edilen Psédoeksfoliyatif glokom hastalarinda gérme alani
testinin goz igi basing degerlerine etkisini gdstermek.

Gereg ve yontem: Calismamiza Ekim 2015 — Subat 2016 arasi klinigimiz glokom
birimine kontrole gelen 30 hastanin 38 gozu dahil edildi. 24-2 SITA Standard
stratejisi kullanilarak uygulanan gérme alani testi hemen 6ncesi, hemen sonrasi(0.
Dk), 15.dk ve 30.dk da Icare Rebound Tonometri ile dlglilen goz igi basing degerleri
karsilastirildi.
Bulgular: Hastalarin 16 (%53,3)’s1 erkek, 14 (46,7)’t kadindi. 12 hastada sol, 10
hastada sag ve 8 hastada bilateral Psédoeksfoliyatif glokom mevcuttu. Ortalama
yas 68,9 + 5,1 idi. Ortalama test siiresi 5,7 £ 0,5 dakika olarak saptandi. GA testi
dncesi ortalama GiB 17.3+4.3 mmHg’ iken GA testi sonrasi hemen élgiilen ortalama
GIB 17.4%+3.9 mmHg, 15. Dk’ da 17.3+3.8 mmHg ve 30.dk’ da 17.5+4.0 mmHg idi.
Once yapilan élgiimlerle test sonrasi yapilan dlgiimler arasinda istatistiksel olarak
anlamh fark saptanmadi( sirasiyla p= 0.741, p=0.531, p=0.144). Tutulum izlenen
gozlerin 22’ sine sadece medikal tedavi uygulanirken 4 goze sadece trabekiilektomi
ve 12 goze ise medikal tedavi ve trabekiilektomi kombine uygulanmisti. Farkh
tedavi uygulanan gruplar arasinda; 0.dk, 15.dk ve 30.dk basing degisimleri klinik
olarak farkli degildi.

Sonug: Psddoeksfoliyatif glokom hastalarinda kisa test surelerine izin veren 24-2
SITA Standard stratejisi kullanilarak uygulanan gérme alani testi sonrasi anlamli bir
g6z ici basing degisikligi izlenmedi.
Anahtar Kelimeler: Gorme Alani, Psodoeksfoliyasyon Glokomu, Rebound

Tonometre

Abstract

Purpose: To demonstrate the effect of visual field test on intraocular pressure
values in patients with pseudoexfoliation glaucoma followed up in our clinic.
Materials and methods: From October 2015 to February 2016, 38 eyes of 30
patients who came to our clinic for glaucoma control were included. Immediately
before, immediately after (0 min), at 15th and 30th minutes using the 24-2 SITA
Standard strategy, intraocular pressures measured by Icare Rebaund Tonometer
were compared.

Results: Sixteen (53.3%) of the patients were male and 14 (46.7%) were female. 12
patients had left, 10 patients had right and 8 patients had bilateral
pseudoexfoliation glaucoma. The mean age was 68.9 * 5.1 years. The mean
duration of the test was 5.7 £ 0.5 minutes. The mean intraocular pressure
immediately before the VFT was 17.3+4.3 mmHg, the mean masured IOP
immediately after the VFT was 17.4+3.9 mmHg, 17.3+3.8 mmHg at the 15th

minute, and 30th minutes was 17.5+4.0 mmHg.
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There was no statistically significant difference between the
measurements made before and after the test(p= 0.741, p=0.531,
p=0.144 respectively). Only medical treatment was applied to 22 of the
eyes followed by trabeculectomy with 4 eyes only and medical
treatment and trabeculectomy combined with 12 eyes. There was no
clinical difference in pressure changes at 0 minute, 15th and 30th
minites between the different treatment groups.

Conclusion: No significant intraocular pressure change was observed
after visual field testing using 24-2 SITA Standard strategy allowing short
test duration in pseudoexfoliation glaucoma patients.

Keywords: Visual Field Test, Pseudoexfoliation Glaucoma, Rebaund

Tonometer

Girig

G6z ici basinci (GiB) glokomdaki tedavi edilebilir yegane risk faktéridiir.
Glokom progresyonunu saptamada, tedavinin vyeterliligine karar
vermede, tekrarlayan GiB &l¢iimleri ve gérme alani (GA) testi basit ama
temel prosedurlerdir(1-2).

Cogu glokom kliniginin giinlik pratiginde, GiB 6lgimii, GA testi sonrasi,
altin standart kabul edilen Goldman Aplanasyon Tonometrisi (GAT,
Haag-Streit AG, Bern, Switzerland) ile yapiimaktadir. Boylece Olgiim
sirasinda kullanilan topikal anestezinin ve floresseinin GA testinde
hataya yol agmasi engellenmis olur. Icare rebound tonometresi
(RT,Tiolat, Oy, Helsinki, Finland) tasinabilir, kullanimi basit, topikal
anestezi ve biyomikroskop gerektirmeyen ve GAT ile yiliksek korelasyon
gOsteren yeni nesil tonometrelerdendir(3-4-5-6).

Literattirde Primer Agik Agili Glokom ( PAAG) hastalarinda, GA testinin
akomodasyon , emosyonel stres gibi cesitli mekanizmalar ile GiB artisina
sebep oldugunu gdsteren yayinlar yaninda, GiB degerlerinde anlamli bir
degisiklik olmadigini gésteren yayinlar da mevcuttur(7-8-9).
Psddoeksfoliyatif glokom, eksfoliyatif materyalin ve iris pigmentlerinin
trabekiiler agida ve kanallarda birikimi sonucu, disa akimdaki artmis
direngle karakterizedir. PEG tedavisi zor bir glokom tipidir. PAAG ile
karsilastirlldiginda tedavide basarisizlik insidansi ¢ok daha fazladir.
PEG’deki kétli prognostik faktérler; ortalama GiB’in ok yiiksek olmasi,
gin igi basing piklerinin sikligi ve ditirnal dalgalanmalarin fazlahgi olarak
bilinmektedir(10-11).

Calismamizdaki amacimiz ise; sekonder glokomlardan olan PEG
hastalarinda, GA testinin, RT ile digiilen GIiB degerlerine olan etkisini
gostermektir.

Gereg ve Yontem

Calismamiza Ekim 2015 — Subat 2016 arasi 5 aylik siirede izmir Bozyaka
Egitim ve Arastirma Hastanesi Gz Hastaliklari Klinigi glokom birimine
basvuran 30 hastanin 38 gézii dahil edildi. Calisma izmir Katip Celebi
Universitesi Etik Kurulundan onay alinarak, Helsinki Deklarasyonu

prensiplerine uygun olarak diizenlendi.

The Change Of Intraocular Pressure in Pseudoexfoliation Glaucoma Patients
After Visual Field Testing

Son bir yil iginde en az 3 kontroliine gelen, klinigimizde en az 3 defa
GA testi uygulanan, dncesinde trabekilektomi disinda goz cerrahisi
gegirmeyen, travma Oykusi olmayan, onerilen medikal tedaviyi
dizenli kullanan hastalar g¢alismaya dahil edilirken; GA testi yeni
uygulanan, kontrollerine ve onerilen tedavilere vyeterli uyumu
saglamayan, oOncesinde gegirilmis travma ve cerrahi oykisu olan
hastalar galismaya dahil edilmedi.

Kontrol glini glokom birimine basvuran ve onayi alinan hastalarin
timuine ayni standart prosedir uygulandi. Gerekli refraktif diizeltme
sonrasi yakin igin yasa uygun adisyonlari belirlendi. Ayni hekim
tarafindan RT ile GIB &lglimii yapilan hastalar GA testine oturtuldu.
Test yapilan goze uygun cam takilip diger goz kapatildi. Test
tamamlandiktan hemen sonra(0. Dk), 15 .dk ve 30. dk tekrar RT ile
olgtimler alindi. Sonrasinda biyomikroskopi ve goz dibi bakisi igin ilgili
hekime yonlendirildi.

Calismamizda gorme alani testi sirasinda Humphrey System Model
750 Perimetrisi (Humphrey Field Analyzer Dublin CA USA. ) ve
Swedish Interactive Thresholding  Algorithim  (SITA) olarak
adlandirilan programin SITA Standard stratejisi ve santral 24-2
threshold testi kullanildi. Arka plan aydinlatmasi 31, 5 ASB idi ve
uyaran buyUkligli Goldman Ill numarali uyaran bulyukliginde
beyazdi.

Tim analizler SPSS17.0 progami kullanilarak gergeklestirildi. Nimerik
degiskenlerin normal dagilima uygunlugu Shapiro Wilk Testi ile
sinandi. Kategorik degiskenler frekans ve yizde, nimerik degiskenler
ortalama ve standart sapma degerleri ile betimlendi. Ardisik basing
6lcim degerleri Wilcoxon Testi ile karsilastirildi. Niimerik degiskenler
arasindaki iligki Spearman Korelasyon Analizi ile incelendi. Farkl
tedavi kollarindaki basing 6lgim degerlerinin karsilastiriimasinda
Wallis  Testi  kullanildi.

Kruskal Calisma %95 glven dizeyinde

gercgeklestirildi (p<0.05 istatistiksel anlamli farklilik kabul edildi.).

Bulgular

Hastalarin 16 (%53,3)’s1 erkek, 14 (46,7)’G kadindi. 12 hastada sol, 10
hastada sag ve 8 hastada bilateral PEG mevcuttu. Toplam 38 goz
calismaya dahil edildi. Ortalama yas 68,9 + 5,1 idi. Ortalama GA test
siiresi 5,7 + 0,5 dakika olarak saptandi. Test siiresi ve yas ile GiB
degisimleri arasinda bir korelasyon izlenmedi.

GA testi dncesi ortalama GiB 17.3+4.3 mmHg’ iken GA testi sonrasi
hemen élgiilen ortalama GiB 17.4+3.9 mmHg, 15. Dk’ da 17.3+3.8
mmHg ve 30.dk’ da 17.5+4.0 mmHg idi. Once yapilan él¢iimlerle test
sonrasl yapilan Ol¢imler arasinda istatistiksel olarak anlaml fark

saptanmadi(Tablol).
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Akmaz ve ark.

Tablol. Géz ici Basing Degerleri(mmHg)

Ortalama#SS

Once-30.dk 17.3+4.3 17.5%#4.0

Tutulum izlenen gozlerin 22 (%57,9) sine sadece medikal tedavi

-0.1£1.5 0.741
0.0+1.4 0.531

-0.1£1.5 0.144

uygulanirken 4 (%10,5) goze sadece trabekulektomi ve 12 ( %31,6) goze
ise medikal tedavi ve trabekiilektomi kombine uygulanmisti. Tedavi
gruplarinin kendi iglerinde ki ve diger gruplarla karsilastirildiginda ki
basing degisimlerinin, klinik olarak belirgin olmadigi izlendi(Tablo2).
Klinik olarak dikkatimizi ¢eken tek fark; trabekiilektomi ve kombine
tedavi gruplarindaki GiB degerlerinin, sadece medikal tedavi alan gruba
gore daha yuksek olmasiydi. Bu da bize cerrahi tedavinin, ileri evre

direngli PEG olgularinda tercih edildigini disundurda.

Tablo2. Tedavi Gruplarinda Géz igi Basing Degerleri(mmHg).

OrtalamazSS

Once-0.dk 16.8+4.3

16.8+3.3 0.0+1.4
m 16.8+4.3 17.0+4.1 -0.2+1.3
16.8+4.3 17.2+4.3 -0.5¢1.3
20.06.5 20.05.0 0.0+1.6
m 20.0£6.5 18.8+5.2 1.2+1.8
20.046.5 18.6+5.6 1.4+1.9
17.4+3.7 17.7£3.9 -0.3+1.8
17.4+3.7 17.3+¥2.9 0.1£1.5
17.4+3.7 17.5£3.0 -0.1+1.6

38 gbzlin 5’'inde (%13,1) 3 mmHg’ yi asan degisiklikler izlendi. Bu
olgulardan 3’linde GIB degerlerinde yiikselme , 2’sinde azalma
goruldi.

Tartisma

PEG, glikozaminoglikanlarca gevrelenen bir protein g¢ekirdeginden
olusan beyaz-gri lifsi ekstraselliler birikim olan eksfoliyatif
materyalin trabekiler agda birikerek ag fonksiyonlarini bozmasiyla

ortaya gikan bir sekonder glokomdur

Akmaz et al.

Primer Agik Acill Glokom’a (PAAG) goére tedaviye yaniti daha azdir ve
daha agresif seyirlidir. Bu olgularda diiirnal GiB dalgalanmalarinin
normal bireylere gére daha genis bir aralikta seyrettigi bilinmektedir(12-
13).

Trabekller ag hasari olan, glin i¢i uzun dalgalanmalarla seyreden bu
olgularda uygulanan GA testinin GIB {izerine kisa sireli etkisini
gostermeye galistik. Literatirde bu konuda PAAG hastalari igin yapilmig
yayinlar mevcut iken, PEG hastalar igin yapilmis bir c¢alismaya
rastlamadik.

Icare rebound tonometresi taginabilir, kullanimi basit, topikal anestezi
ve biyomikroskopi gerektirmeyen, oturur pozisyonda konforlu 6lglim
saglayan yeni nesil tonometrelerdendir. Rebound 6l¢im prensibine
dayanir. Aletin ucunda tek kullanimhk ug¢ vardir. Bu ucun santral
korneaya carpip geri donmesiyle elde edilen deger dijital olarak LCD
ekrana yansir. Ortalama 6 kere 6l¢im yapilir. Bu degerlerin ortalamasi
alinir.  RT ile vyapilan olgimler GAT ile yuksek korelasyon
gostermektedir(3-4-5-6).

Calismamizda PEG hastalarinda RT ile GIB dl¢iimleri alinmistir. Bdylece
topikal anestezinin, floresseinin ve GAT ile 6l¢lim alirken olusabilecek
epitel degisikliklerinin GA testini etkilemesini engellemeye galistik. GA
testi hemen 6ncesi, hemen sonrasi, 0. dk., 15. dk. ve 30. dk GIB
degerlerinde istatistik olarak anlamh fark saptamadik. Olgu sayimiz
sinirl olmakla beraber tedavi gruplarinda; sadece medikal, sadece
cerrahi ve kombine tedavi alan hastalarimizda da test sonrasi GIB
degerlerinde anlamli bir farklilik izlemedik.

Calismamizda yapilan 6lgtimlerin gogu tekrarlayan RT igin kabul edilebilir
sinirlar igindeydi(5-14). 38 géziin 5’inde (%13,1) GiB degerleri aras
degisim 3mmHg lzerindeydi. Bu gézlerin de 3’iinde GIiB degerlerinde
artma, 2’sinde azalma izlendi. Tim o6lglimlere bakildiginda da dulzensiz
bir degisim oldugu gérildi. Bazi gdzlerde GIB degerlerinde artma
izlenirken bazilarinda azalma izlendi. Bu degisimlerin yas ve test sureleri
ile de korelasyon gostermedigi saptandi.

ilk olarak Recupero ve ark. GA testi sonrasi PAAG hastalarinda GIB
degisiklikleri oldugunu yayinlamiglardir(7). Olgiimleri hemen test éncesi,
hemen test sonrasi ve yukseklik izlenen hastalarda 1. saatte GAT ile
yapmislardir. Calismalarinda glokom olgularinin % 45’ inde 2 mmHg dan
fazla artis oldugunu, ortalama artisin 5,5 mmHg oldugunu ve yikselen
degerlerin 1 saat sonunda test dncesi degerlere dondiiglini ama kontrol
grubundaki olgularda anlaml bir degisikligin olmadigini géstermislerdir.
Ayrica yash glokom hastalarindaki artisin geng glokom hastalarindaki
artisa gore daha ylksek oldugunu gozlemlemislerdir.

Yine bu galismayi takiben Ni ve ark. yaptiklar retrospektif calismada GA
testi sonrasi PAAG hastalarinda GIiB artisinin %10,6 oldugunu
gostermiglerdir. Bu ¢alismada GA testi hemen sonrasi élgim yapilmig
ama test 6ncesi 6lgim olarak énceki visitteki degerler dikkate alinmistir.
Hemen test dncesi dlgiimler yapilmadigi igin, bu artisi sadece GA testine

baglamak zordur(15).
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Bahsedilen calismalarin yanisira, literatiirde anlamli bir GIiB artigi
izlenmeyen yayinlar da mevcuttur(8-9-16). Ozellikle C.M.Lee ve
Y.C.Yoo nun yaptiklari 45 hastanin 71 géziini dahil ettikleri prospektif
¢alismalarinda, GA testi dncesi, hemen sonrasi, 10. dakikada ve 20.
dakikada RT ile dlglimler yapilmistir. Sadece 10. dakikada istatistiksel
olarak anlamh bir degisiklik saptamislardir. Bu degisiklikte -0,57
mmHg azalis seklindedir. Bunun da klinik olarak kabul edilebilir 8lgim
hatalarindan kaynaklanabilecegini diisinmuslerdir(16).

Akomodasyonun akéz disa akimi arttirarak GIB degerini diisiirdigi
dustinulmektedir(17-18-19-20). Recupero ve ark.’na goére de yasla
azalan akomodasyon, akdz disa akimi azaltmistir ve GA testi sonrasi
GIB yiikselmesi buna bagl olabilir. Yash glokom hastalarindaki GiB
artisinin geng glokom hastalarindaki GiB artisina gére daha fazla
olmasini  da boyle agiklamaktadirlar(7). Calismamizda da
hastalarimizin kendi refraktif bozukluklari diizeltildikten sonra yasa
bagl gerekli yakin ilaveler eklenerek &lglimleri yapilmistir. Béylece
akomodasyon en az seviyeye indirilmistir. PEG, diger glokom tiplerine
gore daha yasli hastalarda, akomodasyonun iyice azaldigi donemde
gorilmektedir. Recupero ve ark.’nin galismasinda ortalama yas
63,2410,36, C.M.Lee ve Y.C.Yoo'nun ¢alismalarinda 57,4 iken,
galismamizda yas ortalamamiz 68,9 * 5,1 idi. Buna ragmen azalmig
akomodasyonun GIB degerini arttirici etkisini izlemedik. Calismamizin
bir eksikligi olarak, olgularimizin gonyoskopik muayene bulgularini
belirtmememize ragmen; PEG olgularinda, eksfoliyatif materyalin ve
iris pigmentlerinin trabekiler agida ve kanallarda birikimi sonucu
olusan mekanik tikaniklik ylziinden disa akimda artmis direng séz

konusudur.

The Change Of Intraocular Pressure in Pseudoexfoliation Glaucoma Patients

After Visual Field Testing

Bu ylizden akomodasyonun bu olgularda PAAG hastalarina gore daha
kisith bir etkisi olacagini dustiniiyoruz

Emosyonel stresin de artmis sempatik cevap araciliglyla GiB degerini
arttirdigi bilinmektedir(21-22-23-24). GA testinin de hastalar tzerinde
bir stres olusturarak GiB degerini yiikseltecegi diisiiniilmektedir. Bize
gore buradaki en o6nemli etken test slresi ve hastalarin test
tecriibesidir. Recupero ve ark. galismalarinda santral 30-2 full-
threshold strateji modunu kullanmalari ve bunun sonucu olarak
testlerin 7-21 dakikalari bulan uzunlukta olmalari stres artisina neden
olabilir(7). Calismamizda bu duruma engel olmak igin daha kisa test
surelerine izin veren santral 24-2 SITA standart stratejisini kulandik.
Ayni zamanda 6ncesinde en az li¢c kez GA testi uygulanmis hastalari
calismamiza dahil ederek, test sirasinda olusacak stresi en aza
indirmeyi amacladik. Calismamizda GiB artigi goriilmemesinin

nedenlerinden birinin buna bagli oldugunu dusinlyoruz.

Sonug

Psodoeksfoliyatif glokom hastalarinda, kisa test strelerine izin veren
24-2 SITA Standard stratejisi kullanilarak uygulanan GA testleri sonrasi
anlamli bir GiB degisikligi izlenmedi. Genis serilerle desteklenmesi
gerekmekle birlikte, bu testler sonrasi alinan 6l¢imlerin hastanin

tedavi protokoliinl etkilemeyecegini diistiniyoruz.

16



Akmaz ve ark.

Kaynaklar

1.Schmidt T, The use of the Goldmann applanation tonometer.
Transactions of the Ophthalmological Societies of the United
Kingdom,vol.79,pp.637-650,1959.

2. Agarwal HC, Gulati V, Sihota R, Visual field assessment in
glaucoma: comparative evaluation of manual kinetic Goldmann
perimetry and automated static perimetry. Indian Journal of
Ophthalmology,vol.48,n0.4,pp.301-306,2000.

3. Brusini P.,Salvetat ML, Zeppieri M, Comparison of ICare tonometer
with Goldmann applanation tonometer in glaucoma patients. J
Glaucoma vol.15,pp.213-17,2006.

4. Pakrou N.,Gray T, Clinical comparison of the ICare tonometer and
Goldmann applanation tonometry. J Glaucoma vol.17,pp.43-7,2008.

5. Asrani S, Chatterjee A, Evaluation of the ICare rebound tonometer
as a home intraocular pressure monitoring device. J Glaucoma
vol.20,n0.2,pp.74-9, 2011.

6. Baykara M, Tartudd S, Zaim N ve ark. Icare Tonometresi ve
Goldmann Aplanasyon Tonometrelerinin Klinik Olarak
Karsilastirilmasi. Uludag Medical Journal. Vol.37,n0.2,pp.89-91,2011.
7. Recupero SM, Contestabile MT, Taverniti L et al. Open-angle
glaucoma: variations in the intraocular pressure after visual field
examination. J Glaucoma,vol.12,n0.2,pp.114-118,2003.

8. Rebolleda G, Rodr’iguez-Villace C, Anton MV et al. Variations in
intraocular  pressure  after visual field examination. J
Glaucoma,vol.13,n0.2,pp.178-179,2004.

9. Martin L, Intraocular pressure before and after visual field
examination. Eye, vol. 21, no.12,pp.1479-1481,2007.

10. Konstas AGP, Stewart WC, Stromman GA, Clinical presentation
and initial treatment patterns in patients with exfoliation glaucoma
versus primer open angle glaucoma. Ophthalmol Surg Lasers
vol.28,pp.111-117,1997.

11. Konstas AGP, Mantziris DA, Stewart WC, Diurinal intraocular
pressure in untreated exfoliation and primer open angle glaucoma.
Arch Ophthalmol vol.115,pp.182-185,1997.

12. Altintas O, Yiksel N, KarabagVL ve ark. Diurnal intraocular
pressure variation in pseudoexfoliation syndrome. Eur J Ophthalmol.
Vol.14,pp.495-500,2004.

13. Gumus K, Bozkurt B, Sonmez B ve ark. Diurnal variation of
intraocular pressure and its correlation with retinal nerve fiber
analysis in Turkish patients with exfoliation syndrome. Gra-efes Arch
Clin Exp Ophthalmol. Vol.244,pp.170-176,2006.

Akmaz et al.

14. Scuderi GL, Cascone NC, Regine F et al. Validity and limits of the
rebound tonometer (ICare®). Eur J Ophthalmol.vol. 21,n0.3,pp.251-
7,2011.

15. Ni N, Tsai JC, Shields MB et al. Elevation of intraocular pressure in
glaucoma patients after automated visual field testing. J Glaucoma, vol.
21, no. 9, pp. 590-595, 2012.

16. Lee CM, Yoo YC, Short-Term Effect of Standard Automated Perimetry
Testing on Intraocular Pressure in Patients with Open-Angle Glaucoma.
ISRN Ophthalmology, vol. 2013, Article ID 956504, 5 pages, 2013.
doi:10.1155/2013/956504.

17. Armaly MF, Jepson NC, Accommodation and the dynamics of the
steady-state  intraocular  pressure. Investigative ophthalmology.
Vol.1,pp.480-3,1962.

18. Read SA, Collins MJ, Becker H et al. Changes in intraocular pressure
and ocular pulse amplitude with accommodation. The British journal of
ophthalmology. Vol.94,n0.3,pp.332-5,2010.

19. Armaly MF, Rubin ML, Accomodation and applanation tonometry.
Arch Ophthalmol. Vol.65,pp.415-423,1961.

20. Bechrakis E, Uber der spontanen druckabfall bei
applanationstonometrie. Ophthalmologica. Vol.151,pp.604-614,1966.

21. Erb C, Brody S, Rau H, EinfluB von mentalem und physischem StreR
auf den intraokuldren Druck - eine Pilotstudie [Effect of mental and
physical stress on intraocular pressure — a pilot study] Klin Monbl
Augenheilkd. Vol.212,n0.5,pp.270-274,1998.

22. Grignolo FM, Bongioanni C, Carenini BB, Anderungen des
Augeninnendrucks durch psychologischen Stress [Variations of
intraocular pressure induced by psychological stress (author’s transl)] Klin
Monbl Augenheilkd. Vol.170,n0.4,pp.562-569,1977.

23. Kaluza G, Strempel I, Effects of self-relaxation methods and visual
imagery on IOP in patients with open-angle glaucoma. Ophthalmologica.
Vol.209,n0.3,pp.122-128,1995.

24, Kaluza G, Strempel I, Maurer H, Stress reactivity of intraocular
pressure after relaxation training in open-angle glaucoma patients. J
Behav Med. Vol.19,n0.6,pp.587-598,1996.

17



KLINIK CALISMA/CLINICAL TRIAL

Ege Klin Tip Derg 2019;57 (1): 18-22

interl6kin-6 Geni Promotér Bolge Polimorfizmi ve Serebral
Palsi iligkisinin incelenmesi

Investigation of Interleukin-6 Gene Promoter Region
Polymorphism and Cerebral Palsy

Evren GUMUS*0000-0001-9932-0730

Oguz CiLINGIR** 0000-0003-1984-1494

Coskun YARAR*** 0000-0001-7462-4578

Kiirgsat Bora CARMAN***0000-0002-4629-1873
Ozan KOCAK**** 0000-0002-2285-7983

Sibel Laciner GURLEViK*** 0000-0001-9434-3597
Sevilhan ARTAN* 0000-0001-7658-6309

Beyhan DURAK ARAS* 0000-0003-1881-1912

* Department of Medical Genetics, Faculty of
Medicine, University of Eskisehir Osmangazi,
Eskisehir

** Department of Medical Genetics, Faculty of
Medicine, University of Eskisehir Osmangazi,
Eskisehir

“** Department of Pediatrics, Faculty of Medicine,
University of Eskisehir Osmangazi, Eskisehir

“*** Department of Pediatrics, Samsun Research
and Training Hospital, University of Health
Sciences, Samsun

Corresponding author: Evren GUMUS
Department of Medical Genetics, Faculty of
Medicine,

University of Harran, Sanliurfa, Turkey
E-mail address: evreng@harran.edu.tr

Gelis Tarihi: 17.07.2018
Kabul Tarihi: 04.12.2018

0z

Amag: Serebral palsi (CP) cocukluk ¢aginda hareket kisithhg ve durus
bozuklugunun en sik nedenidir. Hastalik etiyolojisindeki karmasikliga karsi,
hasta popiilasyonundaki interlékin-6 promotér bélge polimorfizmi de dahil
olmak tzere genetik faktorler arastirmaya deger hedeflerdir.

Yéntem: Aralik 2014-Aralik 2015 arasinda gocuk noroloji kliniginde ve tibbi
genetik laboratuvarinda degerlendirilen 78 olgu ve 60 kontrol birey galismaya
dahil edildi. PZR-RFLP yontemini kullanarak, ilgili polimorfizm uygun kesim
enzimi ile degerlendirildi.

Bulgular: interldkin-6 -174 C/G polimorfizmi icin yapilan degerlendirmede, CC,
CG, GG genotipine sahip olma yoninden iki grup arasinda istatiksel olarak bir
fark saptanmamistir. Interlékin-6 -174 C/G polimorfizmi igin yapilan
degerlendirmede, C ve G allelini tasima yoninden iki grup arasinda istatiksel
olarak bir fark saptanmamistir.

Sonug: Calismamiz Ulkemizde IL-6 promotér boélge polimorfizmi ile serebral
palsi iligkisini inceleyen ilk ¢alismadir. Farkli cografi ve etnik gruplarda yapilan
gahismalarin sonuglarinin beraber degerlendirilmesi stiphesiz ki bu iligkinin
daha net ortaya konulmasini saglayacaktir.

Anahtar Kelimeler: Serebral palsi, interlokin-6, polimorfizm, RFLP

Abstract

Objective: Cerebral palsy (CP) is the most frequent cause of mobility restriction
and posture disturbance in childhood. Against the complexity in disease
etiology, genetic factors, including Interleukin-6 promoter region
polymorphism, in patient population, are worthy targets for investigation.
Method: Between December 2014 and December 2015, 78 cases and 60
control individuals evaluated in the child neurology clinic and medical genetics
laboratory, were included in the study. Using the PCR-RFLP method, the
relevant polymorphism was assessed with the appropriate truncation enzyme.
Results: Interleukin-6-174 C / G polymorphism was not statistically different
between the three groups of CC, CG, GG genotype. Interleukin-6-174 C / G
polymorphism was not statistically different between the two groups including
to Cand G alleles.

Conclusion: Our study is the first study to investigate the relationship between
IL-6 promoter region polymorphism and cerebral palsy in our country. The
evaluation of the results of studies carried out in different geographical and
ethnic groups will undoubtedly make this relationship clearer.

Keywords: Cerebral palsy, interleukin-6, polymorphism, RFLP
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interl6kin-6 Geni Promotér Bélge Polimorfizmi ve Serebral Palsi iliskisinin
incelenmesi

Girig
Serebral palsi (SP), beyin gelisiminde hasar sonucu olusan, 2-3,5/1000
oraninda goziken, ilerleyici olmayan motor fonksiyon bozuklugu ile
karakterize bir hastaliktir. Hareket ve postir bozuklugu, iletisim sorunlari,
davranigsal anomaliler, biling bozuklugu ve nébetlerden bir veya
birkaginin kombinasyonu seklinde kendini gosterir (1). Serebral palside
temel etkilenme motor islevlerde olmasina ragmen hastalarda etkilenen
beyin bolgesine bagli olarak birden fazla organ ve sistem etkilenebilir. En
stk karsilagilan ek sorunlar, mental retardasyon, nobet, konusma
problemleri, gorme ve isitme sorunlari, konugma gligligu, solunum yolu
problemleri ve ortopedik problemlerdir (2,3). Serebral palsi, benzer
lokasyonda ve benzer beyin hasarlari sonucu meydana gelmis olmasina
ragmen klinik etkileri degiskenlik gostermektedir. Bu degiskenligin nedeni
serebral palsinin multifaktoriyel bir hastalik olmasidir. Serebral palsi
etyolojisinde preterm dogum ve intrauterin blyime-gelisme geriligi gibi
klinik risk faktorleri iyi tanimlanmis olmasina ragmen genetik iliskiler ile
ilgili raporlar son on yilda ortaya ¢ikmaya baslamistir (4). Bu calismalarda
elde edilen sonuglara gére, genetik polimorfizmler bireyin serebral palsi
duyarhligi icin degisken riskler gdstermektedir. interlékin-6 (IL-6),
interlokin-8, tumor nekroz faktér-a (TNF-a), indiklenebilir nitrik oksit
sentaz (i-NOS), lenfotoksin 60, Faktor V Leiden, metilentetrahidrofolat
rediktaz (MTHFR), protrombin ve platellet aktivator inhibit6r
genlerindeki polimorfizmler en ¢ok arastirilan genetik polimorfizmlerdir
(5).

Sitokinler, inflamutuar cevapta ve kanser patogenezinde rol oynayan,
hiucreler arasinda sinyal iletiminde gorevli, glikoprotein veya peptit
yapisinda, ¢dziinebilir biyolojik mediyatérlerdir. interlékin-6, pleitrofik bir
sitokin olup, akut faz reaktanlarinin diizenlenmesi, hematopoez, iskemik
hasar ve beyin gelisiminde énemli rol oynamaktadir. interldkin-6 immiin
regiilasyon ve inflamasyondaki biyolojik aktivitelerin diizenlenmesinde
de c¢ok ®nemli bir role sahiptir. inflamatuar ve immiin olaylarin
olusumunda anahtar rolu Ustlenen TNF ve IL-1'e yanit olarak Uretilir.
Diger akut faz reaktanlar gibi karacigerde sentezlenen IL-6, lipoprotein
lipaz aktivitesini, yag asitlerinin depolanmasini ve sentezini azaltir.
Yenidoganlarda IL-6 diizeylerinin intrauterin enfeksiyon ve inflamasyon
nedeniyle yukseldigi ispatlanmistir. Bu fetal inflamatuar cevap sendromu
serebral palsi ile sonuglanan beyin hasarinin nedenlerinden biridir.
interldkin-6'nin ratlarda ve gerbillerde yapilan cesitli ¢alismalarinda
gelisimsel bir nérotrofik faktor oldugu, noronlari ekzotoksik ve iskemik
etkilerden korudugu, akson buylmesi ve ilgili bolgedeki sinaps sayisi
artist ve noron sagkalimi ile ilgili rolleri oldugu gosterilmistir (6,7).
interldkin-6  geninin  promotér bdlgesindeki -174. pozisyonunda
tanimlanan C-G degisikligi fonksiyonel bir 6neme sahiptir (rs1800795). Bu
degisiklik gostermistir ki neonatal monositlerdeki in-vitro lipopolisakkarid
stimule interl6kin-6 sentezi CC genotipi tasiyanlarda G alleli tasiyanlara
gore daha ytiksek bulunmustur. Bu polimorfizmin yenidoganlarda sepsise
duyarhhk, beyaz cevher hasari ve intraventrikiler hemoraji ile ilgili
oldugu ve bunun

sonucu olarak SP’ye yatkinhk olusturdugu

dustnilmustur (8-10).

Investigation of Interleukin-6 Gene Promoter Region Polymorphism and
Cerebral Palsy

Serebral palsinin multifaktériyel ve heterojen bir hastalik olmasi
sebebiyle altta yatan genetik faktorlerin  aydinlatiimasi 6nem
tasimaktadir. Biz de c¢alismamizda Tirk popilasyonundaki serebral
palsili gocuklarda IL-6 gen polimorfizmini degerlendirmeyi ve hastalik
etiyolojisine katki saglamayl amagladik. Calismamizda ilgili promotor
bolge polimorfizmi, olgu ve kontrol grubunda prospektif olarak
incelenmis ve ulusal ve uluslar arasi literatir esliginde tartisiimistir
Gereg ve Yontem

Calismamiza Eskisehir Osmangazi Universitesi Tip Fakiiltesi Cocuk
Saghgl ve Hastaliklari Anadilim Dali Cocuk Norolojisi Poliklinigi'ne
Aralik  2014-Aralik 2015 tarihlerinde  basvuran,  poliklinik
degerlendirmesi sonucu SP tanisi alan 78 gocuk, olgu grubu olarak
dahil edilmistir. Calismamiza Eskisehir Osmangazi Universitesi Tip
Fakiltesi Cocuk Saglg ve Hastaliklari Anadilim Dali Saglam Cocuk
Poliklinigi’'ne Aralik 2014-Aralik 2015 tarihlerinde bagvuran, poliklinik
degerlendirmesi sonucunda herhangi bir norolojik hastaliga sahip
olmadigl tespit edilen 60 kontrol dahil edilmistir. Hasta ve kontrol
grubu kan ornekleri toplanirken, aydinlatilmig onam formu hasta velisi
tarafindan okunmus ve imzalanmistir. Calismaya dahil edilen tim
olgulardan 3ml'lik ethylene diamine tetra-acetic acid (EDTA) igeren
tiplere alinan vendz kan o&rneklerinden Magpurix Blood DNA
Extraction Kit 200 ile DNA izole edilmistir. Elde edilen DNA
orneklerinin Nanodrop SMA1000 spektrofotometre cihazinda saflik ve
miktar analizleri yapildiktan sonra Qubit 3 fluorometer (invitrogen ,
Turkiye) cihazinda da flourometrik tayin yapilmistir. Temel
mekanizmasi, polimorfik degisimlerin enzimin kesim noktasini ortadan
kaldirmasi ya da yeni bir kesim noktasi olusturmasi ve buna bagl
olarak da fragment sayisi ve uzunlugunu degistirmek olan Restriksiyon
Fragment Uzunluk Polimorfizmi (RFLP) incelemesinde, forward dizisi
‘ATGCCAAGTGCTGAGTCACTA, reverse dizisi ise
‘TCGAGGGCAGAATGAGCCTC’ olan primerler ile polimeraz zincir
reaksiyonu (PZR) gergeklestirilmistir. Uygun kesim enzimi olan Nlalll
(Thermo) (5 U/ul)

gergeklestirilmistir. Kesim sonrasi elektroforez islemi tamamlandiktan

restriksiyon  enzimi kullanilarak  kesim

sonra jel gorintileme ve dokimantasyon sistemi (Gene Genius)
kullanilarak inceleme yapilmigtir. PZR drinlerinin uzunluklari ve
koyuluklari ilk kuyucuga eklenen marker ile karsilastiriimistir.

IL-6 polimorfizminin hasta ve kontrol gruplarindaki allel dagilimlari,
lojistik analizi kullanilarak

regresyon (¢oklu degisken analizi)

hesaplanmistir. TUm analizler igin SPSS 21 paket versiyonu

kullanilmistir.  Stirekli  degiskenlerin  normal dagilima uygunlugu
Shapiro-Wilk testi ile arastiriimistir. Normal dagilima uymayan (sadece
yas) iki grup arasindaki karsilastirma Mann-Whitney U testi ile
arastiriimistir. Uygulanan istatiksel analizlerde anlamlilik degeri olarak
p<0,05 kabul edilmistir.

Calismamiz igin Eskisehir Osmangazi Universitesi Tip Fakiltesi Etik

Kurulu'ndan 06.11.2014 tarih ve 2014/13 sayili onay alinmistir.
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Calismanin tim asamalarinda 2013 Helsinki bildirgesine uygun hareket
edilmistir. Cahismaya katilan bireylerin velisinden bilgilendirilmis onam

formu alinmistir.

Bulgular

Calismaya katilan 78 olgunun, 45’i (%58) erkek, 33't (%42) kiz, kontrol
grubundaki 60 gocugun ise, 31’i (%52) erkek, 29’u (%48) kiz idi (Sekil 1.).
Olgu ve kontrol grubundaki ¢cocuklarda cinsiyet dagilimi agisindan anlaml
bir fark tespit edilmedi. Olgu ve kontrol grubuna ait yas dagiliminin genis
bir yelpazede olmasi nedeniyle aritmetik ortalama yerine ortanca degeri
kullanilmasi istatiksel olarak daha anlamh bulunmustur. Hasta grubunun
ortanca degeri 6 yas, kontrol grubunun ortanca degeri 5 yas olarak

bulunmustur.
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Sekil 1. Olgu ve kontrol grubundaki cinsiyet dagihmlari (%)

interlokin-6 -174 C/G polimorfizmi icin yapilan degerlendirmede, CC, CG,
GG genotipine sahip olma yoninden iki grup arasinda istatiksel olarak bir
fark saptanmamistir (Tablo 1.) . interlékin-6 -174 C/G polimorfizmi icin
yapilan degerlendirmede, C ve G allelini tagima yoninden iki grup

arasinda istatiksel olarak bir fark saptanmamistir (Tablo 2.).

Tablo 1. Olgu ve kontrol grubundaki genotip dagilimlarinin
karsilastiriimasi

Olgu 35 29 14 78 p>0.05

Kontrol 26 23 11 60

I S N S N

Tablo 2. Olgu ve kontrol grubundaki allel dagilimlarinin
karsilastiriimasi

| |- - —

Olgu 99 57 p>0.05
Kontrol 75 45

R N N

GUMUS etal.

Tartisma

Serebral palsi, gelisim doneminde olan beyinde preterm, term ve
postterm zedelenme sonucu gelisen, progresif olmayan ancak yasla
birlikte degisim gosterebilen, hareketi kisitlayici kalici motor islev
kaybi, postlr ve hareket bozuklugu olarak tanimlanmaktadir (11,12).
Son yillarda gen polimorfizmlerinin, bazi hastaliklara olan yatkinhgi,
hastaligin seyrini ve tedaviye cevabi degistirebildigi gortlmektedir.
Bu polimorfizmlerin degisik populasyonlarda arastiriimasi 6nem
kazanmistir. Etiyolojisinde gesitli genetik ve gevresel faktorlerin rol
oynadigl norogelisimsel bir hastalik olan SP ile ilgili de bu tip
galismalar yapilmaktadir. Serebral palsi ile ilgili olarak yapilan
¢alismalarda yogunluk IL-6, IL-8, IL-1, TNF-alfa ve MTHFR Uzerine
yogunlagmistir (4,13). Biz de galismamizda IL-6 promoter bolge
polimorfizmi ile SP arasindaki iliskiyi degerlendirmeyi amagladik.
Yenidoganlar, maternal intrauterin enfeksiyon ve inflamasyona,
plasental hipoperflizyona, hipoksik iskemik ensefalopatiye IL-6
dlzeylerini artirarak yanit verirler. Benzer sekilde vyetiskinlerde
iskemik inmede ayni cevap gozlenir ve bu durum farkli olaylarin
ortak final yolu olan inflamutuar cevap sendromu olarak
degerlendirilebilir. Serebral palside sikga gozlenen hipoksik iskemik
ensefalopati  nedeniyle, IL-6 gen polimorfizmlerinin  gen
ekspresyonunda yol acabilecegi degisiklikler sebebiyle etiyolojide
yeri olabilecegi hipotezi ortaya atilmistir (6,7,14—16). Smith ve ark.
(17) tarafindan yapilan c¢alismada preterm dogan bebeklerin
dogumda amnion sivisindaki artmis IL-6 duizeyleri PVL ve SP ile iligkili
bulunmustur. Bi ve ark. (8) tarafindan 2014 yilinda yapilan galismada
SP’li gocuklarda IL-6 duzeyinin ylksek oldugu ve bu etkinin cinsiyet
ve gestasyonel yasa bagli oldugu tespit edilmistir. Yapilan ¢ok sayida
farkli galismada IL-6 -174 G/C polimorfik bélgesinde C allelinin
varhginin yiiksek IL-6 dizeyleri ile, bazi ¢calismalarda da C allelinin
dustk IL-6 duzeyleri ile iligkili oldugu gosterilmistir. Bu nedenle bu
polimorfizmin fonksiyonel net etkisi hala tartisma konusudur (18—
22). Biz galismamizda IL-6 Uriin miktarini degerlendirmedik, direkt
olarak polimorfizm ile SP arasinda olasi bir iliski hipotezini
degerlendirdik.  interldkin-6  miktarini  8lgmemezin  nedeni,
sitokinlerin dokulardaki ve dolagimdaki dizeylerinin ¢ok gesitli
faktorlerden ( 6lgim zamani, enfeksiyon varligi, fetal stres varligi)
etkilenmesi sonucu, polimorfizm ile IL-6 seviyesi arasinda direkt bir
iliskiden bahsedilememesidir.

Bugiine kadar yapilan IL-6 promotor boélge polimorfizmi ile serebral
palsi arasindaki iliskiyi ¢alismamizda oldugu gibi direkt olarak
inceleyen arastirmalarda; Wu ve ark. (9) yaptiklari ¢alismada IL-6
promoter polimorfizminin term ve terme yakin dogmus bebeklerde
SP gelisiminde bagimsiz bir risk faktori oldugunu soéylemislerdir.
Callaghan ve ark. (4) tarafindan yapilan c¢alismada IL-6’'nin da
aralarinda bulundugu serebral palsi ile iligkili olabilecegi dustinilen
35 bolge incelenmis, ama IL-6 promoter bolge polimorfizmi ile SP

arasinda bir iliski bulunmamigtir.
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incelenmesi Cerebral Palsy
Vidak ve ark. (10) tarafindan yapilan ¢alismada IL-6 polimorfizmi ile SP Farkl cografi ve etnik gruplarda yapilan ¢alismalarin sonuglarinin
arasinda istatiksel olarak anlamli bir iliski tespit edilmemistir. beraber degerlendiriimesi stphesiz ki bu iliskinin daha net ortaya
CGalismamiz Glkemizde IL-6 promotdr bolge polimorfizmi ile serebral palsi konulmasini saglayacaktir.

iliskisini inceleyen ilk gaismadir. Calismamizin gli¢ analizi sonrasi sonrasi
yeterli sayida olgu ve kontrol igermesi, prospektif olarak yapiimasi 6nemli
yanlari iken, IL-6 duzeyleri ile ilgili veri igermemesi eksik yani olarak

gozukmektedir

21



GUMUS ve ark.

Kaynaklar

1. Colver A, Fairhurst C, Pharoah POD. Cerebral palsy. Lancet 2014
;383(9924):1240-9.

2. Adin S, Aslan M, Dogan M. Term ve preterm serebral palsili
cocuklarda etiyoloji, klinik ve manyetik rezonans gérinttleme bulgulari.
Turgut Ozal Tip 2009;6(3):169-72

3. Ones K, Celik B, Caglar N, Gultekin O, Yilmaz E. Serebral Palsi
Poliklinigine Muracaat Eden Hastalarin Demografik ve Klinik Ozellikleri.
Turkiye Fiz Tip ve Rehabilitasyon Dergisi 2008;54:13-6

4. O’Callaghan ME, MacLennan a. H, Gibson CS, et al. Fetal and
Maternal Candidate Single Nucleotide Polymorphism Associations With
Cerebral Palsy: A Case-Control Study. Pediatrics 2012;129(2):414-23.

5. Wu YW, Croen LA, Vanderwerf A, Gelfand AA, Torres AR. Candidate
genes and risk for CP: A population-based study. Pediatr Res
2011;70(6):642-6.

6. Matsuda S, Wen TC, Morita F, et al. Interleukin-6 prevents ischemia-
induced learning disability and neuronal and synaptic loss in gerbils.
Neurosci Lett 1996;204(1-2):109-12.

7.Loddick S a, Turnbull a V, Rothwell NJ. Cerebral interleukin-6 is
neuroprotective during permanent focal cerebral ischemia in the rat. J
Cereb Blood Flow Metab 1998;18(2):176-9.

8. Bi D, Chen M, Zhang X, et al. The association between sex-related
interleukin-6 gene polymorphisms and the risk for cerebral palsy. J
Neuroinflammation 2014;11.

9.Wu YW, Croen LA, Torres AR, Van De Water J, Grether JK, Hsu NN.
Interleukin-6 genotype and risk for cerebral palsy in term and near-
term infants. Ann Neurol 2009;66(5):663—70.

10. Kapitanovi¢ Vidak H, Catela Ivkovi¢ T, Joki¢ M, Spaventi R,
Kapitanovi¢ S. The association between proinflammatory cytokine
polymorphisms and cerebral palsy in very preterm infants. Cytokine
2012;58(1):57-64.

11.Bax M, Tydeman C, Flodmark O. Clinical and MRI correlates of
cerebral palsy: the European Cerebral Palsy Study. Jama
2006;296(13):1602-8.

12. Rosenbaum P, Paneth N, Leviton A, et al. A report: the definition
and classification of cerebral palsy. Dev Med Child Neurol Suppl

2007;109:8-14.

GUMUS etal.

13.Wu D, Zou YF, Xu XY, et al. The association of genetic
polymorphisms with cerebral palsy: a meta-analysis. Dev Med Child
Neurol 2011;53(3):217-25.

14. Spooren A, Kolmus K, Laureys G, et al. Interleukin-6, a mental
cytokine. Brain Res. Rev. 2011;67(1-2):157-83.

15.Papanicolaou DA, Wilder RL, Manolagas SC, Chrousos GP. The
pathophysiologic roles of interleukin-6 in human disease. In: Annals
of Internal Medicine. 1998. p. 127-37.

16. Hama T, Miyamoto M, Tsukui H, Nishio C, Hatanaka H.
Interleukin-6 as a neurotrophic factor for promoting the survival of
cultured basal forebrain cholinergic neurons from postnatal rats.
Neurosci Lett 1989;104(3):340-4.

17. Smith SEP, Li J, Garbett K, Mirnics K, Patterson PH. Maternal
immune activation alters fetal brain development through
interleukin-6. J Neurosci 2007;27(40):10695-702.

18. Brull DJ, Leeson CPM, Montgomery HE, et al. The effect of the
Interleukin-6-174G &gt; C promoter gene polymorphism on
endothelial function in healthy volunteers. Eur J Clin Invest
2002;32(3):153-7.

19. Duggan PJ, Maalouf EF, Watts TL, et al. Intrauterine T-cell
activation and increased proinflammatory cytokine concentrations in
preterm infants with cerebral lesions. Lancet 2001;358(9294):1699—
700.

20. Humphries SE, Luong LA, Ogg MS, Hawe E, Miller GJ. The
interleukin-6 -174 G/C promoter polymorphism is associated with
risk of coronary heart disease and systolic blood pressure in healthy
men. Eur Hear J2001;22(24):2243-52.

21. Kilpinen S, Hulkkonen J, Wang XY, Hurme M. The promoter
polymorphism of the interleukin-6 gene regulates interleukin-6
production in neonates but not in adults. Eur Cytokine Netw
2001;12(1):62-8.

22. Nokso-Koivisto J, Patel JA, Chonmaitree T. IL-6 -174 c¢/c genotype
is not conclusively a low IL-6 production phenotype. J Infect Dis

2011;203(12):1876-8.

22



KLINIK CALISMA/CLINICAL TRIAL

Ege Klin Tip Derg 2019;57 (1): 23-28

Demet ETIT * 0000-0002-6282-0173

Eyliil GUN * 0000-0003-2643-7617

Sultan Deniz ALTINDAG* 0000-0002-7167-2432
Arzu AVCI * 0000-0002-5522-0022

izmir Katip Celebi Universitesi Atatiirk Egitim ve
Arastirma Hastanesi Patoloji Klinigi

Yazisma Adresi: Demet ETiT

izmir Katip Celebi Universitesi Atatiirk
Egitim ve Arastirma Hastanesi Patoloji Klinigi
E-mail: demetetit@yahoo.com

Gelig Tarihi: 23.07.2018
Kabul Tarihi: 27.09.2018

Adrenal Gland Lezyonlarinin Histopatolojik
Degerlendirilmesi: 11 Yillik Deneyimimiz

Histopathological Evaluation of Adrenal Gland Lesions: 11
Years of Experience

0Oz

Amag: Adrenal kitle nedeniyle opere edilen ve klinigimizde tani alan olgularin
demografik ve histopatolojik 6zelliklerini degerlendirmektir.

Gereg ve Yontem: Hastanemizde Ocak 2007- Aralik 2017 arasinda adrenal kitle
nedeniyle opere edilen ve klinig§imizde tani alan 221 olgunun verileri
retrospektif olarak incelenmis ve yas, cinsiyet, yapilan cerrahi islem, lezyon
lokalizasyonu ve histopatolojik 6zellikler belirtilerek sunulmustur.

Bulgular: Calismaya alinan 221 olgunun 139’u kadin, 82’si erkekti. Yas
ortalamasi 44.8 olarak saptandi. Laboratuarimiza gelen spesmenler iginde 11
adet ince igne biyopsisi, 26 adet kitle eksizyonu, 184 adet adrenalektomi
bulunmaktaydi. Tim lezyonlar iginde en sik gorilen lezyon 74 olgu ile
adrenokortikal adenom iken, bunu 57 olgu ile feokromositoma ve 13 olgu ile
adrenokortikal hiperplazi izlemekteydi. Toplam 31 olguda izlenen metastatik
karsinomlardan en sik goérileni 17 olguyla renal hicreli karsinomdu. Primer
adrenokortikal karsinom 5 olguda goriiliirken, 4 olguda lenfoma saptandi.
Sonuglar: Literatiirde adrenal gland lezyonlari ve insidansi hakkinda sinirl
sayida ¢alisma mevcuttur. Calismamizdaki insidans verileri diger calismalarla
uyumlu olarak bulunmustur. Histopatolojik degerlendirmede lezyonun boyutu
ve agirhgi buylik 6nem tasimaktadir.

Anahtar Kelimeler: Adrenal gland, insidentaloma, adrenalektomi

Abstract

Aim: We aimed to evaluate the demographic and histopathological features of
the cases that were operated for adrenal mass and diagnosed in our clinic.
Materials and Methods: Data from a total of 221 cases that were operated in
our hospital for adrenal mass and diagnosed in our clinic between January
2007 and December 2017 were reviewed retrospectively and presented by
specifying age, gender, performed surgical procedure, localization of the lesion
and histopathological features.

Findings:There were 139 female and 82 male patients. The average age was
44.8. There were 11 fine needle biopsies, 26 mass excisions and 184
adrenalectomies among the specimens. Adrenocortical adenoma was the most
common lesion with 74 cases, followed by pheochromocytoma with 57 and
adrenocortical hyperplasia with 13 cases. Renal cell carcinoma was the most
common type of metastatic carcinoma with 31 cases. Primary adrenocortical
carcinoma was found in 5 cases and in 4 cases lymphoma was detected.
Conclusion: A limited number of studies are available in the literature about
adrenal gland lesions and their incidence. The data of incidence in our study
were found to be consistent with other studies. Histopathological evaluation
of the size and weight of the lesion is of great importance.

Keywords: Adrenal gland, incidentaloma, adrenalectomy
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Adrenal Gland Lezyonlarinin Histopatolojik
Degerlendirilmesi: 11 Yilik Deneyimimiz

Girig

Adrenal glandlar gelisim, yapi ve fonksiyon olarak farklilik gosteren iki
yapidan; korteks ve medulladan olusan bir ¢ift endokrin organdir.
Korteks kendi igerisinde temel olarak mineralokortikoid sentezinden
sorumlu zona glomerulosa, glukokortikoid sentezinden sorumlu zona
fasciculata ve seks steroidlerinin yapimindan sorumlu zona reticularis
olmak Uzere Ug bolime ayrilir. Adrenal medulla ise katekolamin
sentezleyen kromaffin hiicrelerden olusur (1). Adrenal glandlarin
eriskinlerde normal agirligi 3.2-4.8 gr'dir (2).

GlUnumuzde kullanimi  giderek artan radyolojik goruntileme
yontemleri ile bir kismi insidental olarak saptanan lezyonlara patoloji
pratiginde daha sik rastlanmaktadir. Bunlar arasinda hiperplaziler,
tiimorler ve timor benzeri lezyonlar yer alir. Adrenal kitleler benign ya
da malign olabilirken, ayni zamanda non-fonksiyonel ya da hormon
aktif olabilirler (3). Adrenal kortikal timérler klinik olarak asiri hormon
salinimi, lokal kitle etkisi ya da malignite ile iligkili semptom ya da
bulgular ile gelebilirler. Adrenal kortikal karsinom nadir gorilse de
agresif davranisindan dolayi tanisi 6nemlidir. Adrenal medulladaki
kromaffin hicrelerden gelisen ve intra-adrenal paraganglioma olarak
da bilinen feokromositoma da nadirdir. Buna bagli asiri katekolamin
saliniminin sebep oldugu semptomatik etkiler kitlenin eksizyonu ile
ortadan kalkar. Bu bakimdan feokromositoma tanisi klinik olarak
6nem arz eder (4).

Adrenal glanda metastazlar patoloji rutininde genellikle otopsilerde
goralir. Klinik olarak siklikla asemptomatiktirler ve diger organlara
olan metastazlar arastiriirken  gorintileme  yontemlerinde
belirlenirler. En sik olarak akciger, bobrek ve meme karsinom
metastazlari izlenir (5).

Bu g¢alismamizda amacimiz adrenal kitle nedeniyle opere edilen 221
olgunun demografik ve histopatolojik 6zelliklerini degerlendirmekti.
Gereg ve Yontem

Ocak 2007- Aralik 2017 tarihleri arasinda adrenal kitle nedeniyle opere
edilen ve izmir Katip Celebi Universitesi Atatiirk Egitim ve Arastirma
Hastanesi Patoloji Bolum{’'nde tani alan olgularin verileri retrospektif
olarak hastane bilgi islem arsivinden tarandi. Calisma igin hastane etik
kurulundan onam alindi. Olgularda demografik o6zellikler, klinik

semptomlar, yapilan cerrahi islem, lezyon lokalizasyonu, lezyon
boyutlari ve agirliklari degerlendirildi ve histopatolojik 6zellikler
kaydedildi.

Bulgular

Calismaya alinan toplam 221 olgunun 139 (%62,8)'u kadin, 82
(%37,2)'si erkekti. Yas ortalamasi 44,8 (17-85) olarak saptandi.
Laboratuarimiza gelen spesmenler icinde 11 adet tru-cut igne
biyopsisi, 26 adet kitle eksizyonu, 184 adet adrenalektomi
bulunmaktaydi. Lezyonlardan 161’i (%72,8) kortekste, 60'1 (%27,2)
medullada vyerlesim gostermekteydi. Adrenal kortikal lezyonlar
arasinda 13 hiperplazi ile 95’i benign olmak lizere 132 neoplazm yani
sira 8 kist, 3 psddokist ve 5 hematom/hemorajik infarkttan olusan 16
adet non-neoplastik benign lezyon bulunmaktaydi. Adrenal kortikal

ttimorler ve dagilimlari Tablo 1’de gosterilmistir.

Histopathological Evaluation of Adrenal Gland Lesions:
11 Years of Experience

Adrenal kortikal timorler arasinda en sik gorileni 74 (%56) olgu ile
kortikal adenom (Sekil 1 ve 2), ikinci siklikta 27 (%20.5) olgu ile
sekonder (metastatik) timorler ve sonrasinda 11 (%8,3) olgu ile
mezenkimal ve stromal timérler grubundan myelolipom (Sekil 3) idi.
Adrenal kortikal adenomlarin 63 (%85,2) tanesi fonksiyonel iken, 11

(%14,8) tanesi non-fonksiyonel olarak saptandi.

Tablo 1. Adrenal kortikal timérler

LEZYON SAYI YUZDE (%)

ORTALAMA

YAS (En Biiyiik

56.8 (27-77)
Kortikal 74 56 52 (25-73)
adenom
1 83 51.8 (22-68)

0 : 2920
1 0.8 31
1 0.8 39

8 6 47.8 (34-68)

58.5 (34-85)

ST I N N O

Sekil 2. Adrenal bez- adrenokortikal adenom gegis alani
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sekil 3. Myelolipom

Vaskiler timorler grubunda 5 lenfanjiom ve 3 hemanjiom yer
almaktaydi. Adrenokortikal karsinom tanisi alan 5 (%3,8) olgu
mevcuttu (Sekil 4 ve 5). Bu olgulardan 4’Gnln tani aldiktan sonra 1
yil iginde kaybedildigi saptandi. Hematolojik timorler grubunda ise
4 (%3) adet diffuz blyuk B hucreli lenfoma tanisi alan olgu
bulunmaktaydi.

Adrenal kortikal karsinom raporlamasinda 2004 Dinya Saghk

Orgiitii kitabinda da yer alan Weiss kriterleri belirtilmistir.

‘ 5 5 e " Ve, 7 4
E N s SRty b |5
Sekil 5. Adrenokortikal karsinom lenfovaskiler invazyon alani

ETiTetal.

Sekonder (metastatik) tumorler arasinda en sik goérileni 17 (%20,5)
olgu ile renal hiicreli karsinom iken, 6 adet akciger, 1 adet pankreas, 2
adet primeri bilinmeyen adenokarsinom yani sira bilateral metastazla
gelen 1 adet de embriyonel karsinom olgusu bulunmaktaydi. Bu

tumorlerden 20’si erkek, 7’si ise kadinlarda izlendi.

Adrenal medulla lezyonlari arasinda 53 (88,3) olgu ile feokromositoma
(Sekil 6 ve 7), 4 (%6,6) olgu ile kompozit feokromositoma ve 3 (%5)
olgu ile ganglionéroma dahil toplam 60 olgu bulunmaktaydi.
Feokromositoma olgularindan  28’i kadin, 25'i erkek idi.
Feokromositoma olgularindan 3’4, kompozit feokromositoma

olgularindan ise 1’i bilateral olarak izlenmekteydi. Adrenal meddller

lezyonlar ve dagilimlari Tablo 2’de g6sterilmistir.

Sekil 6. Feokromositoma.

Sekil 7. Feokromositoma.




Adrenal Gland Lezyonlarinin Histopatolojik
Degerlendirilmesi: 11 Yilik Deneyimimiz

Tablo 2. Adrenal mediiller tiimorler

LEZYON I

YUZDE (%)

ORTALAMA YAS (En

biiyiik — En kiiciik)

e
40 (17-55)
Kompozit 55.5 (46-60)

Feokromositoma

Adrenal lezyonlar degerlendirilirken lezyonlarin boyut ve agirliklar

onem tasimaktadir. Calismamizdaki ortalama cap ve boyutlar Tablo

3’te verilmistir.

Tablo 3. Adrenal lezyonlarin ortalama ¢ap ve boyutlari

43 22
42 57.9
° 665
61 836
16 530

Tartisma

Goruntuleme yontemlerinin giderek gelismesi ve yayginlasmasiyla
adrenal bezlerde saptanan lezyonlarin sayisi giderek artis
gostermektedir. Oncesinde semptom vermeyen ve ek tetkikler ile
insidental olarak saptanan lezyonlar igin “insidentaloma” terimi
kullanilmaktadir. insidentalomalar yapilan gériintiilemelerin %4-
6’sinda saptanmaktadir ve biyik c¢ogunlugu benigndir (6,7).
Adrenal bezin lezyonlari temel olarak koken aldiklari anatomik
lokalizasyona gore kortikal ve meddller lezyonlar olarak ikiye

ayrilir.

Adrenal kortikal lezyonlar

Calismamizda kortikal lezyonlardan en sik gorileni 74 olgu ile
adrenokortikal adenom olarak saptanmistir. Adrenokortikal
adenomlar tim olgularin %33.4’Un0, kortikal lezyonlarin ise
%56'sin1 olugturmaktaydi. Kadin-erkek orani 4/1 idi. Adenomlarin
ortalama boyutlari 5 cm’den kuguk ve siklikla 50 gr'in altinda
olmaktadir. 3 cm’den kiigtikler genellikle non-fonksiyonel olup,
insidentaloma olarak saptanirken, daha buylk boyuttakiler siklikla

semptom vermektedir (8,9)

Histopathological Evaluation of Adrenal Gland Lesions:
11 Years of Experience

Adrenal kortikal adenomlar makroskopik olarak iyi sinirli, bazilari
kapsulli, parlak sari-turuncu renkte, homojen lezyonlar olarak
gorulmektedirler (9). Bizim ¢alismamizda da boyutlari ortalama 4,2 cm
olup, 1,5 ila 10 cm arasinda degismekteydi. Ortalama agirliklari ise 36,5
gr idi. Adrenal kortikal adenom olgularimizdan 11’i (%14,8) non-
fonksiyonel kategorisinde olup, bunlar operasyon oncesi biyokimya
tetkiklerinde hormon profili izlenmeyen, genellikle renal bir baska
lezyon ya da gorintilemelerde rastlantisal olarak izlenen adrenal kitle
vb. nedenlerle opere edilen olgulardi. Altmis Ug (%85,2) olguda ise
hormonal olarak aktif, fonksiyonel adenom izlendi.

ikinci siklikta goriilen kortikal lezyonlari 27 olgu ile (sekonder)
metastatik timorler olusturmaktaydi. Adrenal metastazlar siklikla
otopsi sirasinda saptanirlar ancak nadiren klinik olarak da bulgu
verebilirler (10). Lam ve ark. yaptigi ¢alismada, yas ortalamasi 62 olan
464 metastatik adrenal timor olgusunda en sik akciger, mide ve
ozofagus tumorlerinin metastazlar gorilirken, timorlerin %56’sini
adenokarsinomlar olusturdugunu belirtmiglerdir (11). Calismamizda
adrenal metastaz olgularinin yas ortalamasi 58,5 iken en yasli hasta 85
yasinda renal hicreli karsinom metastazi olgusu iken, en geng hasta 28
yasinda embriyonel karsinom metastazi olgusu idi. En sik primer timor
bolgeleri 17 olgu ile bobrek ve 6 olgu ile akciger olarak saptandi.
Adrenal bezlerin hiperfonksiyonu ile olusan adrenokortikal hiperplaziler
adrenal kortikal hiicrelerin non-neoplastik artisi olarak tanimlanir ve
siklikla hipofiz bezinden ya da ektopik ACTH salinimina bagl olarak
olusurlar. Diffiz ve nodiler morfolojide olabilirler. Patolojik incelemeye
siklikla ihtiyag duyulmaz ancak timoér benzeri nodil morfolojisi
goruldiginde non-fonksiyonel adenom ayirici tanisi ile eksize
edilebilirler (12). Calismamizda ortalama vyasi 56,7 olan 13
adrenokortikal hiperplazi olgusu bulunmaktaydi. Ortalama agirliklar
19,5 gr. olarak saptandi. Bu olgularin 3’Gnde renal hicreli karsinom,
2’sinde ise endometrial adenokarsinom tanisi bulunmaktaydi.
Mezenkimal ve stromal timorler grubunda 11 (%8,3) myelolipom, 1
schwannom (%0,8), 1 leiomyosarkom (%0,8) saptandi. Matir adipositler
ve normal hematopoietik dokudan olugan benign timorlerden olan
myelolipom siklikla otopsi serilerinde saptanirlar. Bir galismada tim
adrenal lezyonlarin ~ %7’sini  olusturduklari  bildirilmistir ~ (13).
Calismamizda ise bu oran %4,9 olarak saptandi.

Adrenokortikal karsinomlar milyonda bir gorilen gok nadir timorlerdir
ve kadinlarda erkeklere gore biraz daha fazla goruldikleri
belirtiimektedir (9). Eriskinlerde agirliklari genellikle 100 gr'in Gzerinde
olmakla birlikte bircogu 750 gr ve Uzerine ulasmaktadir (14). Malignite
tanisi koymada patolojik inceleme hayati 6nem tasimaktadir. Tran ve
ark. yaptiklari 180 hastalik ¢calismada, hastalarin 73’Gnln 2 yil iginde,
57’sinin 5 yil icinde kaybedildigi, 37’sinin 5-10 yil, 12’sinin ise 10 yildan
fazla yasadigi saptanmistir (15).
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Calismamizda saptanan 5 adrenokortikal karsinom olgusunda
ortalama yas 56,8 olmakla birlikte, olgulardan 4’inin tani
aldiktan sonra 1 yil iginde kaybedildigi gorildi. Barnett ve ark.
adrenal kitlelerin boyutunun malignitenin en giivenilir belirteci
olarak gorildiguni ancak bazi adrenokortikal karsinomlarin 5
cm’in altinda da gorilebildigini ve bu nedenle boyutun tek
basina iyi bir belirteg olmadigini séylemislerdir (16). Yine Kargin
ve ark. adrenal kitlelerde agirlik ve malignite arasindaki iligkiyi
arastirmis ve malignite tanisinda kitle boyutu kadar agirhiginin da
taniya katkida bulunacagi sonucuna varmislardir (17).
Calismamizda karsinom olgularimizin ortalama boyutu 11,6 (9-
15) cm ve ortalama agirlig1 518,8 (122-1290) gr. olarak saptandi.
Primer adrenal lenfomalar nadirdir ve adrenal yetmezlik
semptomlari gosterir. Singh ve ark. galismasinda toplam 241
Non-Hodgkin lenfoma olgusunun vyalnizca 4’inin adrenalde
goruldigini belirtmislerdir. Ayni calismada literatiirde yer alan
65 primer adrenal lenfoma olgusunun ortalama yasinin 68
oldugunu ve birgogunun Diffliz buylk B-hicreli lenfoma
histolojisi gosterdigini saptamiglardir (18). Calismamizda bulunan
4 lenfoma olgusunun ortalama yasi 50,5 olup, histolojik olarak
hepsi Diffliz bliyiik B-hicreli lenfoma olarak izlendi.

Adrenal glandin ¢ok nadir bir timoéri olarak tanimlanan
onkositom, literatiirde non-fonksiyonel ya da fonksiyonel olarak
gorilebilen ve malignite potansiyeli tam olarak bilinmeyen
benign bir lezyon olarak karsimiza g¢ikmaktadir  (19).
Calismamizda 1 adet 39 yasinda kadin hastada goriilen benign

davranis potansiyelli onkositom vakasi bulunmaktaydi.

Adrenal mediiller lezyonlar

Calismamizda en sik gorilen adrenal mediiller lezyon (%88,3) ve
tim olgular igerisinde ikinci siklikta gorilen adrenal lezyon
(%23,9) 53 olgu ile feokromositomaydi. Feokromositomalar
kromafin hiicrelerden kdken alan gogunlukla sporadik ve benign
timorlerdir, 4 ve 5.dekadlarda goralurler ve familyal olanlari
bilateral olma egilimindeyken sporadik olanlar unilateraldir (8).
Calismamizda feokromositoma saptanan olgularin ortalama yasi
48,2 iken, kadin erkek orani benzerdi. 3 olgu bilateral olarak

saptandi.

ETiTetal.

Melicow ve ark. yaptigi 100 feokromositoma olgusunun klinikopatolojik
analizinde yalnizca 2’sinin (%2,4) malign oldugunu belirtmislerdir (20).
Olgularimizdan yalnizca 1'i (%1,8) malign 6zellik géstermekteydi.

noroblastik  timorleri, adrenal  medulladaki

Adrenal  glandin

noroektodermal hicrelerden koéken almakta olup, noroblastom,
ganglion6roblastom ve ganglionérom olmak Uzere 3’e ayrilmaktadir.
Merkezimizde pediatri ve pediatrik cerrahi klinigi olmamasi sebebiyle
serimizde noroblastom ve ganglionéroblastom olgusu saptanmadi.
Adrenal ganglionéromlarin ise 4 ila 5. dekadda goéruldiagi bilinmektedir
(21). Calismamizda saptanan ortalama yasi 40 olan 3 adet ganglionérom
olgusu tiim medadiller lezyonlarin %5’ini olusturmaktaydi.

Hem noroblastik tiimorlerin hem de feokromositomalarin birlikte
goruldugl timorler olan kompozit feokromositomalar tiim adrenal gland
tiimorlerinin %3’0nu olusturmaktadir (22). Calismamizda bulunan olgular
arasinda 4 (%1,3) adet kompozit feokromositoma olgusu saptandi ve bu
olgular tim adrenal mediiller lezyonlarin %6,6’sin1 olusturmaktaydi. Dort
noroblastik  tlimor

olguda da feokromositomaya eslik eden

ganglionéroma idi. Olgulardan biri bilateral olarak saptandi.

Sonug

Adrenal gland farkh histolojik komponentleri sebebiyle ¢ok gesitli
lezyonun gorilebildigi bir organdir. Bu lezyonlarin spektrumu gok genistir
ve benign-malign ayriminin ¢ok dikkatli yapilmasi gerekmektedir.
Histopatolojik degerlendirmede histolojik o6zellikler yani sira lezyonun
boyutu ve agirlig biyik énem tagimaktadir. Literatiirde adrenal gland
lezyonlari ve insidansi hakkinda sinirl sayida ¢alisma mevcuttur.
CGalismamizdaki insidans verileri diger ¢alismalarla uyumlu olarak

bulunmustur.
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Adrenal Gland Lezyonlarinin Histopatolojik
Degerlendirilmesi: 11 Yilik Deneyimimiz

Histopathological Evaluation of Adrenal Gland Lesions:
11 Years of Experience
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Gynecomastia Causes Majority of Male Breast Pain

Jinekomasti Eriskin Erkeklerde Meme Agrilarinin
Cogunlugundan Sorumludur

Abstract

Objective: Pain is the most common symptom of the breast and accounts for
47% of breast related visits. Although hormonal, pathologic, nutritional, and
psychiatric aspects of breast pain in females extensively researched, to the
best of our knowledge breast pain in males has not been studied. Our aim in
this study is to investigate clinical features of male breast pain and compare
them with female breast pain.

Materials and Methods: Patients who admitted to our department’s breast
clinic due to breast pain between October 2014 and September 2017 included
into the study. Clinical features of the male breast pain were collected and
compared with female breast pain patients.

Results: There were 10 male and 40 female patients. Mean age was 55 + 23
and 43.4 + 13 years; the mean pain intensity score was 4.2 + 2.2 and 5.2 + 2.1
for the male and female patients respectively. Sonography revealed 12 (30 %)
simple cyst, 2 (5 %) complex cyst, 12 (30 %) solid mass, 2 (5 %) mastitis, and 12
(30 %) normal findings in the female patients; and 9 (90 %) gynecomastia and 1
pseudo-gynecomastia (10%) in the male patients.

Conclusion: To the best of our knowledge, this article is the first article in the
literature investigating male breast pain and comparing them with female
breast pain. We found that majority of males who present with breast pain
have underlying gynecomastia. Physicians should consider gynecomastia in the
differential diagnosis of male breast pain and perform a breast examination in
addition to a detailed patient history.

Keywords: Breast, pain, gynecomastia, surgery, radiology.

6z

Girig: Agri memenin en sik goérilen semptomudur ve meme Kkliniklerine
basvurularin %47’sini olusturmaktadir. Kadinlarda meme agrisinin hormonal,
patolojik, nutrisyonel ve psikiyatrik yonleri genis olarak arastirilsa da su anki
bilgilerimiz 1518inda erkeklerde meme agrisinin sebepleri arastirilmamistir. Bu
¢alismada amacimiz erkeklerde meme agrisinin klinik 6zelliklerini arastirmak ve
kadinlarla kiyaslamaktir.

Gereg¢ ve Yontemler: Hastanemiz meme klinigine Ekim 2014 ve Eylil 2017
arasinda meme agrisi ile bagvuran hastalar ¢alismaya dahil edildi. Meme agrisi
sikayeti ile bagvuran erkek hastalar kadin hastalarla kiyaslandi.

Sonuglar: 10 erkek 40 kadin hasta calismaya dahil edildi. Erkek ve kadin
hastalar igin sirasiyla ortalama yas 55 + 23 ve 43.4 £ 13 yil, ortalama gorsel agri
skoru 4.2 +2.2 ve 5.2 + 2.1 idi. Ultrasonografik incelemede kadinlarda 12 (30 %)
basit kist, 2 (5 %) kompleks kist, 12 (30 %) solid kitle, 2 (5 %) mastit, ve 12 (30
%) normal bulgu saptanirken erkeklerde 9 (90 %) jinekomasti ve 1 psédo-

jinekomasti saptandi.
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Tartigma: Su anki bilgilerimiz 1siginda bu galisma literatiirde erkek
meme agrisinin klinik ozelliklerini kadin hastalar ile kiyaslayan ilk
calismadir. Meme agrisi olan erkek hastalarin buytik ¢ogunlugunda
jinekomasti oldugunu saptadik. Hekimler jinekomastiyi erkek meme
agrilarinin ayirici tanisinda disiinmeli ve detayli bir anamnezin yani
sira meme muayenesi de yapmalidirlar.

Anahtar Kelimeler: Meme, agri, jinekomasti, cerrahi, radyoloji.

Introduction

Pain is the most common symptom of the breast and accounts for
47% of breast related visits (1). Breast pain can be classified
depending on its relation to menstrual cycle in females. Cyclic breast
pain is related to menstrual cycle and non-cyclic pain is not related to
menstrual cycle. The differential diagnosis of breast pain includes a
broad list. Pain may emerge from a breast related condition or an
extra-mammary source like musculoskeletal pain including chest wall
pain, costochondritis, trauma, cervical radiculopathy or miscellaneous
conditions like coronary artery disease, pleurisy, gastro-esophageal
reflux disease so on. However, breast cancer risk is the most common
concern for the patients to seek medical attention (2).

Although hormonal, pathologic, nutritional, and psychiatric aspects of
breast pain in females extensively researched, to the best of our
knowledge breast pain in males has not been studied.

Our aim in this study is to investigate clinical features of male breast
pain, determine possible causes of the pain and compare them with

female patients with breast pain.

Materials and Methods

Patient Selection: Patients who admitted to our department’s breast
clinic due to breast pain between October 2014 and September 2017
included into the study after obtaining an informed consent and
ethical approval. One physician prospectively recorded the whole
data including age, gender, pain intensity, occupational status and
educational background. We selected male patients with breast pain
and the last 40 female patients as a control group.

This study was conducted according to the ethical principles of
Helsinki declaration.

Pain Intensity:

Visual Analog Scale ,which was reported by Gould et al (3), was
shown to each patient to determine severity of breast pain.
Differential Diagnosis of Breast Pain:

Myalgia, back or neck pain, cervical vertebral root diseases,
gastroesophageal reflux disease were included for the differential
diagnosis of chest pain so that heartburn, regurgitation, neck or back
pain, upper extremity numbness was questioned in the patient
history. In the physical exam, a neurosurgeon performed an upper
extremity neurologic exam to find any dysesthesia or weakness in

addition to general surgeon’s breast exam.

Jinekomasti Eriskin Erkeklerde Meme Adrilarinin Codunlugundan

Sorumludur

Patients who had any neurologic finding underwent to cervical
vertebra magnetic resonance imaging (MRI) to find any cervical
radiculopathy. Moreover, all patients underwent to breast
sonography to find the cause of the breast pain.

Control Group:

Last 40 female patients with breast pain were selected consequently
from our study records.

Statistical Analysis:

Variables were classified as scale, ordinal or nominal data and a
Shapiro Wilk normality test analysis was performed for the scale
data to determine normal distribution. We compared two
categorical data with either Pearson chi-square or Fisher’s exact
test. To compare a categorical and a scale data, an independent
samples t or Mann—Whitney U test was carried out. Educational
status of the patients was grouped into none or primary school and

high school or higher education for the statistical comparison.

Results

There were 10 male and 40 female patients. Mean age was 55 + 23
and 43.4 £ 13 years; the mean pain intensity score was 4.2 + 2.2 and
5.2 + 2.1; number of patients with back or neck pain were 4 (40 %)
and 25 (62.5 %); number of patients with reflux symptoms were 3
(30 %) and 12 (30 %); number of patients with upper extremity
neurologic findings were 6 (60 %) and 27 (67.5 %), for the male and
female patients respectively. Cervical vertebra MRI showed 2 (20%)
vs 18 (45%) disc herniation in the male and female patients.
Sonography revealed 12 (30 %) simple cyst, 2 (5 %) complex cyst, 12
(30 %) solid mass, 2 (5 %) mastitis, and 12 (30 %) normal findings in
the female patients; 9 (90 %) gynecomastia and 1 pseudo-
gynecomastia (10%) in the male patients (table 1). Pain location and
characteristics were shown in the figure 1 and 2. Mammography
images of gynecomastia and pseudo-gynecomastia were shown in

figure 3 and 4.
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Table-1: Clinical features of the male and female breast pain
patients

Clinical Features Male Female Breast
Breast Pain

N=40

55£23 43.4+13
42%22  52%21
4(40%)  25(62.5%)
3(30%)  12(30%)
Education
None or Primary School 7 (70 %) 24 (60 %) 0.2
High School or University 1(10 %) 16 (40 %)
Missing 2 (20%)
Occupation
Employed 3 (30%) 13 (32.5 %) 0.8
Unemployed 5 (50%) 27 (67.5 %)
Missing 2 (20%)
6(60%)  21(52.5%) 06
0(0%) 3(7.5%) 0.4 Figure 3: Mammography image of a gynecomastia
Upper extremity hypo/hyperesthesia 0(0%) 6 (15 %) 0.2
Upper Extremity
Neurologic Findings
Absent 4(40 %) 13 (32.5 %) 0.8
Present 6 (60 %) 27 (67.5 %)
Sonography Findings N/A
Normal - 12 (30 %)
Simple Cyst - 13(32.5 %)
Complex Cyst - 1(2.5%)
Solid mass - 12 (30 %)
Mastitis - 2 (5 %)
Gynecomastia 9 (90%) N/A
Pseudo-gynecomastia” 1(10%) N/A

2 (20%) 18 (45%) 03

Pain Location

Figure 4: Mammography image of a pseudo-gynecomastia

25
2 Discussion
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We investigated causes of the male breast pain and found that
gynecomastia is responsible for majority of male breast pain cases

in this study. Gynecomastia is defined as benign glandular tissue

Number of Patients

proliferation of the male breast. It is not a rare disease which

- develops in infancy, puberty and senility. The highest prevalence

RIGHT BREAST LEFT BREAST BILATERAL . .
of senile gynecomastia was reported as 24 to 65 % of males who

ke W e were between the ages 50 and 80 (4). Imbalance between

estrogen and androgens has been asserted for development of

Figure-1: Pain location of the patients gynecomastia. Under the estrogen effect, breast ducts elongate,

epithelium becomes hyperplastic, fibroblasts grow and vascularity
Pain Character

12
12 —

increases. However, without progesterone effect acinar
development does not occur. This histopathologic findings is
called as florid stage of gynecomastia (5).

6 Pubertal gynecomastia (25%), drug induced gynecomastia (10-

20%), and idiopathic gynecomastia comprises majority of the

Number of Patients
o
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Mﬁl 2 causes of gynecomastia. However, cirrhosis or malnutrition (8%),
1
< < primary hypogonadism (8%), testicular tumors (3%), secondary

S @\“(’ & hypogonadism (2%), hyperthyroidism (1.5%) or renal disease (1%)
s are the rare causes and should be also considered in the
Ll ol differential diagnosis of the disease (6). Braunstein (7)

summarized the pathophysiological mechanisms of development
Figure-2: Pain characteristics of the patients of gynecomastia as the following:
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of Male Breast Pain

* testes may secrete more estrogen during puberty or a Sertoli or
Leydig cell tumor may secrete more estrogen from the testes;

* low testosterone secretion due to primary hypogonadism;

* indirect estradiol secretion via a human chorionic gonadotrophin
(hCG) secreting tumor or an extragonadal germ cell tumor or a
paraneoplastic syndrome including large cell carcinoma of the lung,
gastric cancer or renal cell carcinoma.

Male breast pain was considered in pediatric population while assessing
differential diagnosis of chest pain and gynecomastia was determined
as an etiologic factor for male breast pain. Sliding cloths on the skin on
the gynecomastia could be a cause of breast pain due to its pressure
effect or trauma (8). Ozturk et al (9) investigated chest pain etiology in
Turkish pediatric population and reported that breast enlargement or
thelarche, initiation of the breast development in puberty in females,
was responsible for 0.3 % of chest pain in pediatric population.

Female breast pain was widely investigated in the literature. Arslan et
al (10) studied sonography findings of female breast pain and reported
that among 789 breast pain cases 32.3% were cysts, 8.8% were ductal
ectasia, 6.1% were fibroadenoma and 0.2% were invasive breast
carcinoma. Olculuoglu et al (11) researched sonography findings of
breast pain under the age 30 in Igdir, a rural city in the east of Turkey,
and stated that among 200 patients sonography showed no
abnormality in 98(48%), fibroadenoma In 47 (23.5%), simple cysts in 45
(22.5%), intraductal papilloma in 6 (3%), lipoma in 4 (2%). One study
from Turkey questioned the relation between breast pain and
fibromyalgia. Sixty-one female patients with breast pain and 53 female
patients with fiboromyalgia enrolled to the study and they found that
47.2% of patients with fibromyalgia had breast pain and 37.7% of
patients with breast pain had fibromyalgia. Balci et al (12) studied risk
factors for breast pain in female patients and found that marital status,
parity, breast feeding history and family history of breast cancer were
related to breast pain. The role of radiology in breast pain was
researched by Peters et al (13). They compared 212 patients with breast
pain and 212 patients without pain and found that maximal ductal
dilatation was higher in the breast pain patients and extent of the duct

dilatation was correlated with pain severity.

Jinekomasti Eriskin Erkeklerde Meme Adrilarinin Codunlugundan
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The risk of underlying breast cancer, however rare, arouses anxiety
and many women visits breast clinics and undergo imaging studies. A
few studies investigated breast pain and breast cancer risk. Plu-
Bureau et al (14) reported that the relative risk of breast cancer of
women with cyclic breast pain was 2.12 after adjustment for family
history, presence of benign breast disease, and age at menarche.
Goodwin et al (15) conducted a case control study among
premenopausal breast cancer patients and controls and reported that
odds ratio of breast cancer for cyclic breast pain was between 1.35-
3.32 depending on the pain severity. However, no study reported
sonography findings of male breast pain except our study.

We observed that female patients were younger than males because
females suffer breast pain in their reproductive period. Moreover,
gynecomastia can be seen in adolescent or senile period of males. We
did not include pediatric patient population into our study so that we
did not have any adolescent gynecomastia. Furthermore, this study
included male patients with breast pain and patients who presented
with a complaint other than pain like lump swelling, redness, were not
included. We have Investigated necessity of neurologic examination in
female breast patients as a further study and preliminary results
showed that female breast pain patients had more numbness and
hypoesthesia in the upper extremity examination comparing to
controls (16).

Conclusion

To the best of our knowledge, this article is the first article in the
literature investigating male breast pain and comparing them with
female breast pain. We found that majority of males who present
with breast pain have underlying gynecomastia. Physicians should
consider gynecomastia in the differential diagnosis of male breast
pain and perform a breast examination in addition to a detailed
patient history.

Acknowledgements: We would like to thank our breast clinic nurse

Emine Karaca for her technical support.
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Is Population Movement Affected to Epidemiological
Data? Pneumothorax

Niifus Hareketleri Epidemiyolojik Verileri Etkiler mi?
Pnémotoraks

Abstract

Introduction and Purpose: This study aims to determine the diagnostic-
related complaints of the patients diagnosed with pneumothorax in the
emergency service and to discuss the factors that may affect it.

Material and Method: This study was carried out retrospectively between
the dates of 01.08.2014 and 31.08.2015. A total of 201 pneumothorax cases
who applied to the Emergency Service of the hospital and were diagnosed
with pneumothorax were included in the research. Patients were divided
into two groups as spontaneous pneumothorax and traumatic
pneumothorax. They were evaluated in terms of risk factors, medical
histories, treatment methods, outcomes and recurrence.

Findings: Two hundered one pneumothorax cases were included in the
research. 174 of the patients (86.6%) were male, and 27 of them (13.4%)
were female. The average age of the patients was 41.51. Sixty-two of the
patients (30.8%) were in the spontaneous pneumothorax group, and 132 of
them (65.7%) were in the traumatic pneumothorax group. Fifty-seven
patients (28.4%) were administered with medical treatment with oxygen, 140
patients (69.7%) were administered with tube thoracostomy, and 1 patient
(0.5%) was administered with thoracotomy as a treatment. 8 of the 201
patients died.

Conclusion: The epidemiological data of pneumothorax cases may vary due
to the situations that lead to internal and external human migration for
reasons such as urban transformation, war and seasonal labour along with
the social structure of that region. The change of the demographic structure
could be the cause of the increasing traumatic pneumothorax cases.

Keywords: Pneumothorax, Emergency, Trauma, Civil war.

0z

Girig ve amag: Bu calisma, acil serviste pnémotoraks tanisi alan hastalarin
tani iliskili sikayetlerini belirlemek ve bunu etkileyebilecek faktorleri
tartismayl amaglamaktadir.

Gereg ve yontem: Bu ¢alisma 01.08.2014-31.08.2015 tarihleri arasinda geriye
donuk olarak yapildi. Hastane Acil Servisine bagvuran ve pnémotoraks tanisi
almis olan toplam 201 pnémotoraks olgusu arastirmaya dahil edildi. Hastalar
spontan pnémotoraks ve travmatik pnémotoraks olarak iki gruba ayrildi. Risk
faktorleri, tibbi  6zgegmigleri, tedavi yontemleri, sonlanimlari ve

tekrarlamalari agisindan degerlendirildi.
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Bulgular

201 pnoémotoraks olgusu arastirmaya dahil edildi. Hastalarin 174’0
erkek (% 86,6), 27’si (% 13,4) kadin idi. Hastalarin yas ortalamasi 41,51
idi. Olgularin 62'si (% 30,8) spontan pnomotoraks, 132’si ise (% 65,7)
travmatik pnémotoraks grubunda idi. Tedavi olarak 57 hastaya (%28,4)
oksijen ile medikal tedavi, 140 hastaya (%69,7) tip torakostomi, 1
hastaya (%0,5) torakotomi uygulandi. 201 hastanin 8'i eksitus oldu.
Sonug: Pnomotoraks olgularinin epidemiyolojik verileri, o bdlgenin
sosyal yapisinin yani sira kentsel dontigim, savas ve mevsimlik isgilik
gibi nedenlerle i¢ ve dis insan gogline yol agan durumlar nedeniyle
degiskenlik gosterebilmektedir. Demografik yapinin degisimi artan
travmatik pnémotoraks olgularinin nedeni olabilir.

Anahtar Kelimeler: Pndmotoraks, Acil, Travma, Sivil savas.

Introduction

Pneumothorax is a life-threatening clinical condition which is frequently
encountered in the emergency service and which may require
emergency treatment. More than half of the pneumothorax cases result
from non-traumatic causes?. Pneumothorax needs to be treated
immediately when it reaches large volumes and in the presence of
severe shortness of breath in the patient. It is clinically and
radiologically diagnosed. The complaints of the patient are usually
associated with the area covered by pneumothorax and the
physiological reserves of the patient. Minor changes in the lung volume
do not create symptoms and also cannot be determined during
examination. The diagnosis is made along with the appearance of the
visceral pleural line around the collapsed lung in the posteroanterior
chest radiography (PAAC). The first step in emergency treatment is the
bed rest, oxygen treatment, observation, simple aspiration, closed
underwater drainage and tube thoracostomy 3.

Adana province is quite close to Turkey's border with Syria. According to
2015 data based on the data given by the Turkish Statistical Institute
(TSI) to the address-based population registration system, the
population of Adana exceeds 2 million and its population density is 157
people/km?2. This ratio is quite above the country average (102
people/km?) 4. In this city, urban transformation studies are intensely
maintained due to the earthquake fault lines passing through the
borders of our country, and multi-storey buildings are intensely built. It
has the characteristic of a center allowing intensive population
migration due to the ongoing civil war in Syria since 2011 as well as the
neighboring and nearby provinces. Adana Numune Training and
Research Hospital is a tertiary hospital providing service to a large
population. Emergency medical clinic admits annual average of 400.000
patients.

This research aims to determine the demographic characteristics and
the diagnostic-related complaints and symptoms of the patients who
applied to the emergency service and were diagnosed with

pneumothorax.

Material and Method

This study was carried out in the R.T Ministry of Health Public
Hospitals Administration Adana Numune Training and Research
Hospital. A total of 201 pneumothorax cases who applied to the
emergency service of the hospital between the dates of
01.08.2014 and 31.08.2015 and were diagnosed with
pneumothorax were included in the research. Within the scope
of the research, all patients diagnosed with pneumothorax who
applied between the dates specified were included in the
research. Patients whose files could not be reached and whose
data were incomplete were excluded from the study.

Patients' date of application, age, gender, status of additional
disease, occupations, smoking status, place of living, complaints
for coming to emergency service, diagnostic examinations
performed, etiological reasons, pneumothorax type, type of
treatment, presence of recurrence, outcome in the emergency
service, clinics where they stayed, duration of hospital stay and
outcome information at the clinic where they stayed were
recorded. Patients were divided into three groups as
spontaneous, traumatic and iatrogenic according to their
ethiology, and they were divided into two groups as open and
closed according to the type of pneumothorax.

The necessary permissions to carry out the research were
received from Adana Numune Training and Research Hospital
Ethics Committee. SPSS 23.(0) (IBM SPSS, Turkey) statistical
package program was used for the evaluation and statistical
analysis of the findings obtained in the study. The compliance of
the parameters with normal distribution was evaluated by the
Kolmogorov-Smirnov and Shapiro Wilks test. In addition to
descriptive statistical methods (mean, standard deviation,
frequency), Student t test in the comparison of the parameters,
that showed normal distribution in the comparison of
guantitative data, between the two groups, and the Mann
Whitney U test in the comparison of the parameters, that did not
show normal distribution, between the two groups were used

while evaluating study data.

Findings

One hundered four of the patients (86.6%) were male, and 27 of
them (13.4%) were female. The average age of the patients was
41.51.

It was determined that 64 (31.8%) of the pneumothorax cases
that were included in the research applied in spring. It was
determined that 32 (15.9%) of the pneumothorax cases that
were included in the research applied in May, and 23 (11.4%) of

them applied in June.
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When business (occupational) statuses of 201 patients diagnosed
with pneumothorax were analyzed, it was found that 105 of them
(52.2%) were working, 49 of them (24.4%) were unemployed, 27 of
them (13.4%) were retired, 6 of them (3%) were housewives, 12 of
them (6%) were students, and 2 of them (1%) were prisoners.

Eighty-five point six percentage of pneumothorax patients
participated in the research (n=172) lived in urban regions. It was
determined that 14.4% of patients (n=29) lived in rural areas (Table

1).

Table 1. Distribution of Pneumothorax Patients by the Regions where They
Live

%

100,0

The statuses of additional diseases of 201 patients diagnosed with
pneumothorax who were included in the research at the moment of
admission were analyzed. Additional disease was found in 62 of them
(30.8%) (Table 2). Asthma/COPD (n=12) was mostly found in 62 patients
as an additional disease. 45.8% of pneumothorax patients who
participated in the research (n=92) were smokers. 54.2% of patients (n =

109) were nonsmokers.

Table 2. Distributions of the Status of Additional Disease (Yes/No) of
the Patients who Participated in the Research

psmsers |0 | %
o 139

69.2

es 62 308

When the complaints for applying to emergency service of 201 patients

diagnosed with pneumothorax were analyzed, it was determined that
127 people (63.2%) were admitted to the emergency service due to
trauma, 55 people (27.4%) were admitted to due to shortness of breath,

20 people (10%) were admitted due to chest pain (Table 3).

GEDIK et al.

Table 3. Distribution of Pneumothorax Patients by their Complaints
for Applying to Emergency Service

*Trauma: Blunt Trauma + Penetrating Trauma
Blunt Trauma: Traffic Accident + Falling + Assault

Penetrating Trauma: Sharp Object Injury + Gunshot Injury

Two hundered-one patients diagnosed with pneumothorax were
examined as the diagnostic examination used. It was determined
that 93 of the patients (46.3%) only had a computed
tomography, 49 of them (24.4%) only had a chest radiography,
and 58 of them (28.9%) had a chest radiography and computed
tomography together. It was determined that only 1 person

(0.5%) was administered with ultrasound (Table 4).

Table 4. Distribution of the Tests requested for Diagnostics
Purposes

I
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o3 463
49 24
58 289
uss . 5
201 1000

When the pneumothorax type of 201 patients diagnosed with
pneumothorax were examined, traumatic pneumothorax in
132 of them (65.7%), spontaneous pneumothorax in 62 of
them (30.8%) and iatrogenic pneumothorax in 6 of them (3%)

were determined (Table 5).
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Table 5. Distribution of Pneumothorax Patients with respect to
Etiology

I

132 657
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200 995
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I 201 100,

The etiology was examined in 127 patients diagnosed with traumatic
pneumothorax. It was found that traffic accident was the most
common reason in blunt traumas with 49 people, and the sharp
object injury was the most common reason in penetrating traumas

with 30 people (Table 6).

Table 6. Etiology in Traumatic Pneumothorax

hose due to Blunt Trauma raffic Accident 49 (% 38,5)

Falling 37 (% 29,3)

I ot 5%39)

hose due to Penetr: Sharp Object Injury 30 (% 23.6)
rauma

6 (% 4,7)
127 (% 100)

Gunshot Injury

When the pneumothorax type of 201 patients diagnosed with
pneumothorax were examined, closed pneumothorax in 190
patients (94.5%) and open pneumothorax in 11 patients (5.5%) were
found. When we analyzed the type of treatment of the patients
included in the research, 140 patients (69.7%) were treated with
tube thoracostomy, 1 patient (0.5%) was treated with tube
thoracostomy, and 1 patient (0.5%) was treated with surgical
operation (thoracotomy). 57 patients (28.4%) were followed under
observation.

The recurrent pneumothorax developed in 19 (9.5%) of 201
pneumothorax patients included in the research. It was determined
that spontaneous pneumothorax developed in 15 (78.9%) of 19
patients with developed recurrence, and trauma-induced
pneumothorax developed only in 4 of them (21.1%). The recurrence
rate was found higher in spontaneous pneumothorax.

In our research, the outcomes of 201 patients diagnosed with
pneumothorax were examined in the emergency service. It was
determined that 10 patients (5%) were discharged, 178 patients
(88.6%) were admitted to hospital, and 2 patients (1%) died. 6
patients (3%) left hospital without permission. In our research, the
clinics where 201 patients diagnosed with pneumothorax stayed
examined.

after emergency service were

144 of the patients (71.6%) were admitted to the department of
thoracic surgery, 6 of them (3%) were admitted to the neurosurgery
department, 3 of them (1.5%) were admitted to the cardiovascular
surgery clinic, and 16 of them (8%) were admitted to the general
surgery clinic.

Discussion

Pneumothorax is defined as the accumulation of air between two
leaves of the pleura and secondarily-developing passive pulmonary
atelectasis. It is one of the emergency cases most frequently
encountered by thoracic surgery and emergency services®.

The prevalence of pneumothoraces is 18-28 per 100 thousand in males
by average vyear, and it is 1-6 per 100 thousand in females.
Pneumothoraces emerge as a major health problem and further affect
males in the ratio of 1/4-1/7¢. No reliable information related to the
annual prevalence of pneumothoraces in our country is found.
According to a research carried out’, it was emphasized in the 10-years
research that 12.2% (n=20) of 164 spontaneous pneumothorax patients
were female patients. In the studies carried out by Karasu S8 et al. on
260 patients, it was emphasized that 87.3% of patients were male
patients. In our research, it was determined that 174 of the patients
(86.6%) were male, and 27 of them (13.4%) were female. The
male/female ratio was found similar to the literature data. In the
studies carried out, the average age of the patients was found between
the range of 31.3+20.2 - 41.2+19,538, It was found that the average age
values that we obtained in our study were similar to these studies.

It was found that 32 (15.9%) of the pneumothorax cases included in the
research applied in May. It was found that pneumothorax cases are
mostly seen in the spring and summer months in Adana province. Our
province is one of the provinces where seasonal labor migrations take
place for agricultural works from the other provinces. It is thought that
the agricultural worker migration increasing during the spring and
summer months contributes to the reasons we have mentioned about
the high incidence of traumatic pneumothorax patients. In addition,
epidemiological studies indicate that the increasing air temperature
negatively affects especially the lung-related processes of the patients
with underlying pulmonary pathology®. It is thought that the negative
effect of the air temperature increasing in the summer months
especially in patients with additional lung pathology could be another
reason of the increasing pneumothorax cases.

While the pneumothorax ratio is about 12% lifelong in smokers, it is
0.1% in nonsmokers'?, In a research carried out, 86.9% of patients were
observed to be smokers. Although the ratio of smoking was 93.3% in
patients with PSP, it was determined as 18.2% in patients with SSP. The
ratio of smoking was found to be higher in patients with PSP2. In our
research, the ratio of smoking was found low compared to the
literature. It is thought that our data could be low because of the
application of smoke-free air zone put into force by the Ministry of
Health in our country and the positive effects of the public service
announcements promoting smoking cessation in the visual media on

the society.
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In a study carried out, while the most common symptom was
shortness of breath (52.1%), this was followed by the symptoms of
chest pain (20.8%), shortness of breath together with chest pain
(15.6%) and cough (9.3%)%. It was found that trauma exposure was
placed on the top among emergency admission complaints in
pneumothorax cases included in our research unlike the literature.
According to a research carried out® 91.5% of patients were found to
have spontaneous pneumothorax. In our research, when all
pneumothorax cases were etiologically evaluated, traumatic
pneumothorax ratio was found to be higher than the other
(spontaneous/iatrogenic) pneumothorax types. Adana province is
geographically close to Syria. As a result of the studies carried out by
the USA with respect to the Asians living in their country for a long
time, they put forward that immigrant health was impaired. This
theory is called negative acculturation effect. According to this
theory, unhealthy cultural changes for the western lifestyle are
supposed to be driving factor 2. In our country, a serious human
migration is experienced due to the civil war in Syria. According to the
data of the Republic of Turkey Prime Ministry Disaster and Emergency
Management Presidency (DEMP), although it is reported that the
number of people who emigrated from Syria to Turkey is uncertain, it
is stated that about 200,000 people are living in camps as of
23.08.2013, an about 350,000 people reside outside of the camps
under control'3. It has been determined that 2.5 million Syrians
entered into the biometric registration system in our country as of
2016, It can be said that this number is gradually increasing because
of the ongoing war. The indigenous people living in the living spaces
where they are staying are also affected by the cultural structure of
the people who immigrated and the impoverishment caused by the
war. Although we are in the 21st Century, wars and civil conflicts lead
to miserable consequences. People who change their natural living
spaces to another place may cause terrible effects on the people
living in the places where they go®. It is presumable that the
economic expenses for refugees, integration of refugees to the social
life and the increasing economic problems negatively affect the daily
life of the indigenous people. Under these conditions, it leads to the
increase in problems and in tendency to violence both in indigenous
people and in refugees and between both components. It is thought
that, the high ratio of traumatic pneumothorax patients we obtained
in our study may result from these reasons. In addition, our province
is located on the earthquake fault line because of its geographical
location. The urban transformation project conducted to minimize
the building demolitions experienced because of the demolitions in
previous earthquakes brings along the active and hard work of the
construction sector. Construction sector is included in the high-risk
business group. The fact that the occupational safety measures
required to be taken in these businesses are not yet at the desired

level leads to increased traumas.
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The acceleration of the works in these places of business along with the
coming of the spring is thought to be another reason of higher
traumatic pneumothorax cases in this period.

The standard plain radiographs, USG and CT can be used in the
diagnosis. For stable patients, the sensitivity of posteroanterior chest
radiograph is standard although it is 83%°. In a research carried out,
the diagnosis was made by direct radiography in 255 patients (98%).
The remaining 2% of patients were diagnosed with minimal
pneumothorax by performing CT based on the symptoms and physical
examination findings®. In our research, 24.4% (n=49 people) of
pneumothorax cases were diagnosed by chest radiography, 46.3% of
them (n=93 people) were diagnosed by CT, and 28.3% of them (58
people) were diagnosed by chest radiography and CT. When the
superiority of computed tomography over direct radiographies in
diagnosis is taken into account, it can be said that it increases the
computed tomography preference to confirm the diagnosis the
pneumothorax cases with low percentage or which are undetectable in
direct radiography.

In a study carried out, all patients were administered with tube
thoracostomy for therapeutic purposes, and the average duration of
staying in tube was determined as 4.6 days'’. 1 (0.5%) of 201 patients
who participated in our research was administered with surgery, 57
(28.4%) were administered with follow-up, and 140 (69.7%) of them
were administered with tube thoracostomy. When the treatment
methods in our research are analyzed, the patients with low
pneumothorax size were not administered with tube thoracostomy,
they were followed with O,. The ratio of the pneumothorax cases that
we treated, healed by follow-up was found higher compared to the
literature. It is thought that this could be due to the low pneumothorax
sizes determined.

The mortality is less than 1% in PSP. In SSP, mortality was increased
depending on the underlying reasons, advanced lung disease and
decrease in physiological reserves!®19, In the study carried out with 83
cases, the relationship between the primary underlying lung disease,
low birth weight, prematurity and mechanical ventilation therapy and
mortality was found statistically significant?. In the study carried out
with 53 cases, 25 patients with PSP and 28 patients with SSP were
evaluated. Two cases in the SSP group lost their lives?!. In the follow-up
process, 8 of 201 patients in our research resulted in death. 7 of the 8
patients who died were in the traumatic pneumothorax group, and 7 of
these patients had multiple trauma/high mortality risk. 1 of the 8
patients who died was in the iatrogenic pneumothorax group. The
multiple traumatic pneumothorax cases requiring urgent operation can
be usually seen as complicated, and their mortality risk could be higher.
Conclusion

Consequently, epidemiological data of the pneumothorax cases may
vary by being affected by the social situation of that region, large
population changes caused by the internal and external migrations

experienced.
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Moreover, the increase in activities related to occupational safety and
health in high-risk business lines to minimize the building demolitions
to be experienced as a result of natural disasters causes these

epidemiological data to vary.

We believe that taking the necessary measures related to social life
changes experienced as a result of migration movements for our region,
increasing the trainings that will increase awareness about
business/worker safety and health in high-risk business lines, and raising
the protection measures to the high standards will lead to fewer

emergences of the traumatic pneumothorax cases.
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Postmenopozal Uterin Kanamalarda Uterin Arter Resistans
indeks ve Endometrial Kalinlik Olgiimlerinin Histopatolojik Tani
ile Karsilastirilmasi

Comparison of Uterine Artery Resistance Index and
Endometrial Thickness Measurements With Histopathological
Diagnosis in Postmenopausal Bleeding

0Oz

Amag: Postmenopozal kanamali hastalarin ilk muayenesinde, vajinal renkli Doppler
ultrasonografi ile elde edilen uterin arter rezistans indeksi ve endometrial kalinhk
bulgularinin endometrial malignite tahminindeki yerini aragtirmak.

Gere¢ ve yontemler: Postmenopozal kanama sikayetiyle basvuran 50 hastaya
endometrial 6rnekleme Oncesi, endometrium kalinhiginin ve her iki uterin arterin
rezistans indekslerinin tespiti igin transvajinal renkli Doppler ultrasonografi uygulandi.
Hastalar patoloji sonuglarina gore benign ve malign olmak uzere iki gruba ayrildi. Her
iki grup yas ve ultrasonografi bulgulari agisindan karsilastirildi.

Bulgular: Postmenopozal kanamali 50 hastanin 44' i (%88) benign 6' si (%12) malign
endometrial 6rnekleme sonucuna sahipti. Benign ve malign gruplar endometrial
kalinlik agisindan karsilastirildiginda her iki grup arasinda anlamli fark tespit edildi
(p<0,05). iki grup uterin arter rezistans indeksler agisindan degerlendirildiginde malign
grupta anlamli olarak diistik direng izlendi (p<0,05).

Sonug: Transvajinal Doppler ultrasonda 10 mm altinda endometrial kalinhk ve >0.79
uterin arter rezistans indekse sahip postmenopozal kanamasi olan hastalarda,
konservatif tedavi bir segenek olabilir.

Anahtar Kelimeler: Endometrium, menopoz, ultrasonografi, uterin hemoraji.
Summary

Objective: The aim of this study was to evaluate the position of uterine artery
resistance index and endometrial thickness findings in the estimation of endometrial
malignancy in vaginal color Doppler ultrasonography in the first examination of
patients with postmenopausal bleeding.

Material and methods: Transvaginal color Doppler ultrasonography was performed for
the determination of endometrial thickness and resistance index of both uterine
arteries in 50 patients who presented with postmenopausal bleeding before
endometrial sampling. Patients were divided into two groups as benign and malignant
according to their pathology results. Both groups were compared in terms of age and
ultrasonography findings.

Results: Of 50 patients with postmenopausal hemorrhage, 44 (88%) had benign 6 (12%)
malignant endometrial sampling. When the benign and malignant groups were
compared in terms of endometrial thickness, a significant difference was found
between the two groups (p <0.05). When the two groups were evaluated in terms of
uterine artery resistance indexes, a significantly lower resistance was observed in the
malignant group (p <0.05).

Conclusion: Conservative treatment may be an option in patients with
postmenopausal bleeding with transvaginal Doppler ultrasound 10 mm below
endometrial thickness and> 0.79 uterine artery resistance index.

Keywords: Endometrium, menopause, ultrasonography, uterine hemorrhage.
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Postmenopozal Uterin Kanamalarda Uterin Arter Resistans indeks ve
Endometrial Kalinlk Olgiimlerinin Histopatolojik Tani ile Karsilastiriimasi

Girig

Postmenopozal kanamada malignite tahmini igin transvajinal ultrason,
endometrial kalinhk o6lgimG igin  uzun yillardir kullaniimaktadir.
Malignite tahmininde uterin arter rezistans indeksinin renkli Doppler
ultrasonografi  ile  tespitinin  endometrial  kalinlikla  birlikte
yorumlanmasi, 6zellikle ilk muayenede malign histopatolojiden
uzaklasilmasini ve hastanin kanama semptomunun bir siire takibi ile
yonetilmesini saglayabilir.

Postmenopozal kanama, endometrium kanserinin en sik semptomu ve
endometrial 6rneklemenin kesin endikasyonu olmasi nedeniyle
onemlidir. Ancak endometrial 6rnekleme yontemlerinin hepsi invaziv
bir islem olup, degisen oranlarda morbidite ve mortalite oranlarina
sahip olmasina karsin, postmenopozal kanamalarin yaklasik %90' 1
benign nedenlidir (1,2). Dolayisiyla postmenopozal kanama nedeniyle
yapilan endometrial 6rneklemelerin ¢ogu gereksizdir. Postmenopozal
kanamaya neden olan endometrial patolojilerin tespiti igin non-invaziv
yontemlerden biri de vajinal renkli Doppler ultrasonografidir (3,4).

Biz bu ¢alismada postmenopozal kanamali hastalarin ilk muayenesinde,
vajinal renkli Doppler ultrasonografi ile elde edilen uterin arter rezistans
indeksi ve endometrial kalinhk bulgularini, endometrial 6rnekleme

histolojisi ile karsilagtirarak, vajinal renkli Doppler ultrasonografinin

endometrial malignite tahminindeki yerini arastirdik.

Gereg ve yontemler

3.basamak bir hastanenin jinekoloji poliklinigine postmenopozal
kanama sikayetiyle bagvuran 50 hastaya endometrial 6rnekleme 6ncesi,
endometrium kalinhginin ve her iki uterin arterin rezistans indekslerinin
tespiti i¢in transvajinal renkli Doppler ultrasonografi uygulandi.
Ultrasonografi i¢in Toshiba Sono Layer SSH-140 modeli ultrasonografi
cihazi kullanildi. Tim hastalara litotomi pozisyonunda ve bos mesane ile
ultrasonografik tarama yapildi. Uterus longitudinal plana alinarak
maksimal endometrium kalinhgi 3 kez olgllerek ortalama deger
kaydedildi. Uterus korpusunun lateralindeki uterin arterin sag ve sol
asendan dali ile intrauterin damarlar goriintulendi. Damar Uzerindeki
ornek hacim hesaplanip pulsed Doppler moduna gegcilerek kan akim
dalga formlari olusturuldu. Rezistans indeksi, akim hizi dalga formundan
Olglilen peek sistolik akim hizi ile son diastolik akim hizi arasindaki farkin
peek sistolik akim hizina bélinmesi ile hesaplandi. Myoma uteri tespit
edilen hastalar ayri bir subgrup olarak kaydedildi. Tum hastalara
ultrasonografiyi takiben endometrial 6rnekleme dilatasyon ve kiretaj
ile bir giin igersinde uygulandi. Patolojik inceleme kurum igersindeki
laboratuarda yapildi. Hastalar patoloji sonuglarina gore benign ve
malign olmak uzere iki gruba ayrildi. Her iki grup yas ve ultrasonografi
bulgulari agisindan karsilastirildi.

Calismaya en az bir yillik amenore sonrasi kanama sikayeti ile
hastanemiz jinekoloji poliklinigine basvuran, 45 yas ve Uzeri, gebeligin

ekarte edilmis oldugu kadinlar alindi.

Comparison of Uterine Artery Resistance Index and Endometrial Thickness

Measurements With Histopathological Diagnosis in Post ]

Bleeding

Daha once pelvik radyasyon alan veya ek kanser histopatolojisine
sahip hastalar ile bir yil icinde postmenopozal kanama nedeniyle
endometrial 6érnekleme yapilan veya daha 6nceden hiperplazi tespit
edilip tedavi altinda olan hastalar ¢alismaya alinmadi.

Kategorik veriler sayi, ortalama ve yilzde olarak ifade edildi.
istatistiksel analizde student t test kullanildi. P<0,05 anlamli olarak
kabul edildi. Tum hesaplamalar SPSS 24.0 istatistik programi (Inc,
Chicago, IL) ile yapildi. Galismamiz Dr. Zekai Tahir Burak Kadin Saghg
Egitim ve Arastirma Hastanesi Etik Arastirma Kurulu tarafindan
incelenerek uygun bulundu.

Bulgular

Postmenopozal kanama sikayetiyle bagvurup calismaya alinan 50
hastanin 44' (i (%88) benign 6' si (%12) malign endometrial 6rnekleme
sonucuna sahipti. Postmenopozal kanama nedenlerinin dagilimi tablo

1' de gosterilmistir.

Tablo 1: Endometrial 6rnekleme patoloji sonuglarinin dagihmi

[ Sonuc | Sayun | Vizde% |
8

4

18 36
| Endometrit [ 10
6 12
7 14
4 8
6 12

Hastalarin yas ortalamalari benign grupta 57+5,8 , malign grupta ise
54410 oldugu goruldi. Her iki grup yas ortalamasi agisindan
karsilastirildiginda anlamh bir fark bulunamadi (p>0,05).

Benign ve malign hasta gruplar vajinal ultrason ile tespit edilen
endometrial kalinlik agisindan karsilastirildiginda her iki grup
arasinda anlamli farkin bulundugu tespit edildi (p<0,05). iki grup
uterin arter rezistans indeksler agisindan degerlendirildiginde benign
ve malign gruplar arasinda anlaml fark tespit edildi (p<0,05). Her iki
grubun endometrial kalinlik ve uterin arter rezistans indeks

ortalamalari tablo 2' de gosterilmistir.

Tablo 2: Benign ve malign hasta gruplarinin endometrial kalinhk ve
uterin arter rezistans indeks ortalamalari

Ortalama endometrial 5,09+4,4 19,3+7,3 <0,05
rezistans indeks

Endometrial kalinlik igin cut-off degeri 10 mm olarak kabul

0,76+0,01 <0,05

edildiginde malignitenin tespiti agisindan sensitivite %83, spesifite
%81, pozitif prediktif deger %38, negatif prediktif deger %97 olarak
tespit edildi.
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Benign grup igerisinde myoma uteri tespit edilen 10 kisilik alt grubun
ortalama rezistans indeksi 0,70+0,08, myoma uteri tespit edilmeyen 34
kisilik alt grupta ise 0,84+0,04 olarak tespit edilmis olup her iki alt grup
arasinda anlamh bir fark vardi (p<0,05). Myoma uteri varligi veya
yokluguna gore olusturulan her iki grubun rezistans indeksleri malign
grupla karsilastirildiginda, malign grubun rezistans indeksinde her iki
alt gruba gore anlaml derecede diistik degerler tespit edildi (p<0,05).

Rezistans indeks igin cut-off degeri 0,79 olarak belirlendiginde
malignite tanisi agisindan sensitivite %100, spesifite %75, pozitif

prediktif deger %35, negatif prediktif deger %100 olarak tespit edildi.

Tartisma

Postmenopozal kanama endometrium kanserinin en sik belirtisi olmasi
sebebiyle endometrial ornekleme igin ylksek ©6nemde bir
endikasyondur (5). Ancak postmenopozal kanamalarin %80-90' inda
kanama sebebi malign olmayan nedenler olup, yapilan endometrial
orneklemede siklikla atrofi bulgular tespit edilmektedir (5,6). Benzer
olarak calismamizda da %36 oraninda atrofiye bagh kanama tespit
edilmistir. Bu durum postmenopozal kanamali hastanin ilk muayenede
direkt endometrial 6rneklemeye yonlendirilmesine alternatif bir non-
invaziv yontem arayisi icin gesitli arastirmalar baslatmistir (7,8). S6z
konusu arastirmalar ilk olarak transvajinal ultrasonda endometrial
kalinhk artisi tespit edilen hastalara endometrial biyopsi yapilmasini
onermislerdir  (1,9). Calismamizda endometrial  6rneklemede
endometrium kanseri tespit edilen 6 olguda Olglilen en dusik
endometrial kalinlik 7 mm' dir. Ancak geri kalan 44 benign endometrial
histolojiye sahip hastanin 9' unda endometrial kalinlik 5 mm' nin
Uzerindedir. Weiner ve arkadaslarinin 85 postmenopozal kanamali
kadin Gzerinde yaptigi bir calismada, endometrial kalinlk igin cut-off
degerini 5 mm olarak belirlediklerinde tim malign olgularin 5 mm
Uzerinde endometrial kalinhga sahip oldugunu gordiler (10).
CGalismamizda cut-off degeri 10 mm' ye ¢ikardigimizda ise sensitivite
%100' den % 83' e diismekte ancak yine de 8 olguda yalanci pozitiflik
tespit edilmektedir. Bu durum yalanci pozitifligin yiksek olarak tespit
edildigi daha 6nce yapilan benzer ¢alismalar ile uyumludur (11,12).
Doppler ultrasonun kullanima girmesi ile birlikte malignite tahmininde
uterin arter rezistans indeksindeki distkligin endometrial kalinliga
gore daha anlamli oldugu ileri stirilmeye baslamistir (13). Weiner ve
arkadaslari ayni ¢aligmalarinda transvajinal Doppler ultrason ile tespit
edilen uterin arter rezistans indeksinin malign vakalarda anlamli

derecede dusuk (0,77£0,03) oldugunu bulmusglardir (10).

KASAPOGLU et al.

Bizim g¢alismamizda da malign grupta uterin arter rezistans indeksi
anlaml sekilde dustik (0,76+0,01) bulunmustur.

Weiner ve arkadaglarinin galismasinda myoma uteri tespit edilen hasta
grubunda uterin arter rezistans indeksi malign vakalardan daha dusik
olarak tespit edilmistir (10). Bu bulgu bizim galismamizdaki 9 myoma
uteri vakasi igin de gegerlidir (0,70%0,08). Biz galismamizda benign
grubu myoma uteri varligi ve yokluguna gére iki subgruba bélap, her iki
subgrubu malign grupla uterin arter rezistans indeksleri agisindan
karsilastirdigimizda, ozellikle myoma sahip subgrupta anlamh farkin
devam ettigi gorulmustir. Ancak myoma uterinin uterin arter rezistans
indeksini dugurdugi goz ardi edilemez bir durumdur.

Endometrial patolojilerin degerlendiriimesinde glinimizde 3 boyutlu
power Doppler ultrason ile ilgili birgok calisma literatiire katiimaktadir.
Ancak postmenopozal kanamali hastanin ilk muayenesinin yapildigi
ozellikle yogun jinekoloji polikliniklerinin ¢ogunda, hem 3 boyutlu
ultrason olmamasi hem de zaman yetersizligi tekrardan 2 boyutlu renkli
Doppler ultrason pratigine doniilmesine neden olmaktadir. Bu ¢alisma
ve glincel literatlr taramasi, postmenopozal kanamali hastalarin
triajinda endometrial kalinlhlk ve uterin arter rezistans indeksi
Olgimiinin etkili olabilecegini gostermektedir.

Galismamizdaki sinirhlik, yogun poliklinik sartlari nedeniyle ultrason
yapan c¢alismacinin ultrason bulgularini bilerek dilatasyon kiretaj
islemini uygulamasidir. ileride bu konu ile ilgili yapilacak prospektif
randomize galismalarin, tiim ultrasonlarin Doppler ultrason konusunda
daha tecrlbeli bir yazar tarafindan gerceklestirildigi, endometrial

orneklemenin ise ultrason bulgularini bilmeyen ayri bir yazar tarafindan

yapilacak sekilde dizayn edilmesi gerekir.

Sonug
Endometrial kalinlik cut-off degerinin 10 mm ve uterin arter rezistans
indeks durumunda;

cut-off degerinin ise 0,79 olarak alinmasi

transvajinal Doppler ultrason ile tespit edilen 10 mm altinda
endometrial kalinlik ve ylksek uterin arter rezistans indekse sahip
postmenopozal kanamasi olan hastalarda konservatif tedavi bir segenek

olabilir.
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Acute Appendicitis in Geriatric Patients

Risk Factors For Perforation and Postoperative Morbidity

Oz

Amag

Son yillarda yasam siresindeki uzama birlikte geriatrik nifusta bir artis meydana
gelmistir. Akut apandisit gibi hastaliklar geriatrik olgularda da sikga gorulir
olmustur. Bu ¢alismada geriatrik apandisit olgularinda apandisit perforasyonuna
ve postoperatif morbiditeye neden olan faktérlerin incelenmesi amaglandi.

Gereg ve Yontem

iki bin yedi yiiz otuz sekiz eriskin akut apandisit hastasinin kayitlari dosya tarama
yontemi ile incelendi. Altmis bes yas tizerindeki 133 hasta ¢alismaya dahil edildi.
Bulgular

Ortalama yas 74,34 (+ 6.41) olarak saptandi. Erkek/Kadin dagilimi %51,9/%48,1
olarak hesaplandi. Hastaneye basvuruda gecikme, daha ileri yas ve muayenede
rebound hassasiyet bulunmasi perfore apandisit igin risk faktorl olarak belirlendi.
Geng eriskinlerden farkl olarak kan beyaz kire (BK) degerlerinin hastaligin
siddetini yansitmadigi saptandi. Perfore apandisit, koroner arter hastaligi (KAH)
varligl ve postoperatif C-reaktif protein (CRP) yiiksekligi postoperatif morbidite
gelisimi igin risk faktori olarak tespit edildi. En ¢ok saptanan morbidite pulmoner
sistem kaynakli enfeksiyondu. Ug hastada pulmoner enfeksiyon kaynakli mortalite
gelistigi goraldu.

Sonug

Geriatrik akut abdomen olgularinda sikayetler ve muayene bulgularn geng
erigkinlerden farkli olabilmektedir. Klinik semptomlarin siddetindeki dusuklik,
immin sistem ya da sinir sistemi iliskili degisikliklerden kaynaklanabilir. BK
degerlerindeki degisikliklerin hastaligin siddetini yansitmamasi bu immiin sistem
fonksiyonlarindan kaynaklanabilir. Hastaneye bagvuran akut karin sikayeti olan
geriatrik hastalarda sikayet siresi iki giinden uzunsa ve muayenede rebound
hassasiyet saptanirsa BK degerlerinde ciddi artis gozlenmese dahi perforasyon
gelismis olabilecegi dugtinulmelidir. Perfore apandisit, ileri yas (>77), KAH varligi ve
ameliyat sonrasi yiksek CRP degerleri (> 12 mg/L) postoperatif morbidite igin
ciddi risk olusturmaktadir. Tim bunlar uzun sireli hastane yatisi ve tedavi
masraflarinda ¢ok ciddi artisa yol agmaktadir.

Anahtar Kelimeler: Apandisit, Apandisit komplikasyonlari, Geriatrik hasta

ABSTRACT

Objective

The geriatric population has increased in the last decades. With the increase in life
expectancy, acute abdominal diseases like acute appendicitis have been become a
serious health problem for geriatric patients in recent years. This study aimed to
investigate the risk factors for postoperative morbidity and perforation in geriatric
patients.

Materials and Methods

The records of 2,738 adult acute appendicitis patients were retrospectively

examined. Total 133 patients over 65-year-old were included in the study.
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Acute Appendicitis in Geriatric Patients

Results
The mean age was 74.34 (t 6.41) year-old. The rate of male and female
patients were almost equal (M:51.9%-F:48.1%). Pre-hospital delay, older
age and rebound tenderness were determined as risk factors for
perforation. We determined that White Blood Cell (WBC) counts were not
predicted the severity of the disease. Perforated appendicitis, Coronary
Arterial Disease (CAD), higher postoperative C-reactive protein (CRP)
levels were determined as risk factors for postoperative morbidity. The
most frequent postoperative morbidity was the pulmonary system
related infection. We detected

three postoperative pulmonary

complication related mortality.

Conclusion

Geriatric patients admit to the emergency room with atypical
presentation of acute abdomen. The reduction in the severity of clinical
symptoms is caused by changes in the immune or neurologic system.
Unfortunately, unlike in children or young adults, the WBC counts could
not predict the severity of appendicitis in elderly patients.

If rebound tenderness is present with more than two days pre-hospital
delay, perforation should be considered even if the WBC count is not
excessively high. And, patients with perforated appendicitis, CAD and
older age, have more postoperative complications. These parameters are
caused to the long hospital stay and increased treatment cost.

Keywords: Appendicitis, Appendicitis complications, Geriatric patients

INTRODUCTION

Acute appendicitis is the most common problem concerning abdominal
surgery. The lifetime risk of acute appendicitis is approximately 6.7-8.6%
and peaks between the ages of 10 and 30 years (1). Only 5-10% of acute
appendicitis patients were elderly; however, increased life expectancy
and growing population of the elderly in developed countries require
intervention in a larger number of acute geriatric appendicitis patients (2,
3).

Acute appendicitis has been defined as a risk factor for complications in
the perioperative periods in advanced ages. But there are also studies
that have reported no significant difference in the duration of
hospitalization or post-operative morbidity between the elderly and
young patients with uncomplicated acute appendicitis (4). However,
acute appendicitis (especially perforated appendicitis) that causes
peritonitis in geriatric patients is known to increase postoperative (PO)
morbidity (5-7). The postoperative morbidity and related factors lead to
prolonged hospitalization, long-term antimicrobial treatment, and
increased treatment cost (8, 9).

To contribute to this issue, this study aimed to research the appendicitis
perforation and other post-operative morbidity factors in patients over

65 years of age who underwent an emergent appendectomy.

Risk Factors For Perforation and Postoperative Morbidity

MATERIALS and METHODS

The approval of the ethics committee of Dokuz Eylul University was
obtained prior to the study. The data of 2,738 patients over 18 years
of age that underwent emergency surgery with a pre-diagnosis of
acute appendicitis between January 2008 and December 2017 in a
university hospital in Izmir, was retrospectively analyzed. The data
were obtained from the archive of patient records and the university
computerized registration system.

Diagnosis and treatment of acute appendicitis

In our emergency department, immediately after receiving the

diagnosis of appendicitis based on clinical history, clinical
examination, and laboratory and radiological findings, patients are
treated with either open appendectomy using McBurney’s incision or
laparoscopic appendectomy using the three-port technique in
emergency conditions.

Statistical analysis

The exclusion criteria were; having malign or natural appendicitis
tissue revealed by the histopathological examination after the
operation, being under 65 years of age, and having incomplete
medical records.

Perforation was confirmed based on the results of operative records
and histopathological examination data. Patients’ demographic
information, time from the onset of complaints to hospital admission,
comorbidities including diabetes mellitus (DM), coronary artery
disease (CAD), pulmonary disease, hypertension (HT), chronic renal
failure, and medical history of malignancy were obtained. Complaint
period, employed radiological diagnostic tools, the results of
laboratory tests, the time from emergency service admission to
surgery, operative time, the presence of a perforation, duration of
postoperative stay in the intensive care unit and hospital, and
postoperative morbidity were recorded. The period prior to admission
to emergency service and the post-operative duration of stay in the
intensive care unit and hospital were calculated as “days”. The
duration of preoperative evaluation calculated as “hours” and the
operative time calculated as “minutes”. The perforation, which was
defined as a powerful variable affecting postoperative complication in
the literature, and related factors were also examined.

Results were expressed by using the mean + SD or median (min-max).
Categorical variables were compared by employing the Chi-square
test. Continuous variables were compared among two groups using
the Independent Samples t-Test or the Mann Whitney U test
according to the respective distribution of the variables. Direct logistic
regression was performed in subjects to assess the impact of age,
perforation, CAD, C reactive protein (CRP) levels, on the likelihood of
having postoperative complications.

Statistical analysis was performed by SPSS version 22.0 (SPSS Inc.,
Chicago, IL, USA). A two-tailed value of p < 0.05 was considered to be

statistically significant.

46



DERICi ve ark.

RESULTS

The study group consisted of 133 patients and 69 (51.9%) were male.
The mean age of the patients was 74.34 (+ 6.41) year old. The most
common comorbidities were HT (36.1%) and DM (25.3%) (Table 1).
Computed tomography (CT) was the most commonly used radiological

evaluation method in our study group (84.5%) (Table 2).

Table 1. Patients’ demographics, co-morbid diseases

Non-
All patient: Perforated
I

I
Age (years) 7434 (£6.41) 76.08  (¢6.78) 73.19  (£5.92) 0.011

51.9% 57% 49% 0.375

48.1% 43% 51%

36.1% 39.6% 33.8% 0.490

25.3% 24.3% 26.1% 0.854
20% 13.9% 25% 0.216

18% 17% 18.8% 0.795

I
7.7% 14.3% 2.3% 0.084
I
e am e

HT: Hypertension; DM: Diabetes Mellitus; CAD: Coronary Artery Disease

Table 2. Diagnostic tools

All perfo Non-

Variable patie Perfo
rated

nts rated

I
[ USonly | 15.5% 5.9% 21.8%
I

US and CT 22.5% 25.5% 20.5%
I
62% 68.6% 57.7%

US: Ultrasonography; CT: Computerized Tomography

When the laboratory results were examined, it was determined
that the mean white blood cell (WBC) count was 11.3 10°/L and
70.9% of patients had elevated WBC. The mean percentage of
neutrophils was 76.7%, and there was no statistical difference
between the patients with and without perforated appendicitis

(Table 3).
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Table 3. Perforation related parameters

Age 76.08 (£6.78) 7319  (¢5.92) 0.011

Pre-hospital delay (day) 3.19  (+2.54) 1.6 (£1.08) 0.002

1269 (+6.8) 11.68  (5.1) 0.455
807 (+19.7) 7481  (+22.1) 0.214
88.4% 74.2% 0.072
90.7% 65.2% 0.003
619  (¢314) 645 (#310) 0.700
114 (+41.91) 104  (+31.8) 0.134

958 (+12.44) 635  (£7.46) 0.063

Post-op ICU stay (day) 214 (¢636) 0.5  (£0.54) 0.032

WBC: White Blood Cell; ICU: Intensive Care Unit

The time from the onset of complaints to hospital admission was
significantly longer in the perforated group (3.19 vs. 1.6 days, p =
0.002). Patients with perforated appendicitis were older than the
others. In the physical examination, rebound tenderness was found
significantly higher (91% vs. 65%, p = 0.003) for perforated patients.
There was no statistical difference in the findings of muscular defense

between two groups (88% vs. 74%, p = 0.072) (Table 3).

Older age, rebound tenderness, and long pre-hospital delay were
revealed as dependent risk factors in univariate analysis for
perforation of appendicitis (Table 4). Longer than 2 days pre-hospital
delay was determined as an independent risk factor in multivariate

analysis (Table 5).

Table 4. Univariate analysis risk estimate for perforation

95% Confidence

Perfor Non- Odds Interval

ated Perforated Ratio
Lower Upper

Age >77 433% 25% 23 109 483 0026

<0.00
90.6% 34% 18.76 4.98 70.58

Rebound tenderness
positive 90.7% 65.1% 5.21 1.65 16.41 0.003
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Table 5. Multivariate analysis risk estimate for perforation

95% Confidence
0Odds Ratio Interval
Lower Upper

Age >77

1.081 0983  1.189 0.107
Pi spital delay > 2 days

13.760 3.486  54.317 <0.001
Rebound ness p

3.686 0.788  17.240 0.097

When the postoperative complications were examined, we
determined that the most frequent complications were associated
with the pulmonary system. Surgical site infections were the
second most. Post-operative mortality was observed in three

patients (Table 6).

Table 6. Post-operative complications

|_complications | _______n_____| (% |
I

15 (11.3)
I

7 (5.3)
I

[ Mews 000000 | 2 (L.5)
I

1 (0.5)
I

3 (23)

Patients with postoperative complications were older and had
more CAD than the others. In the postoperative period, having
higher CRP levels in postoperative day2 were determined as risk
factors for postoperative complications. Patients with perforated
appendicitis had more postoperative complications than patients
with non-perforated appendicitis. Older age, having CAD, having
perforated appendicitis, and higher post-operative day2 CRP
levels (> 12 mg/L) were determined as dependent risk factors for
postoperative complications in univariate analysis (Table 7).
Nevertheless, none of these variables were identified as an
independent risk factor for postoperative complication in
multivariate analysis.

Table 7. Post-op complication related parameters (Univariate
analysis)

Post- Post-op 95% Confidence
op complic Interval
compli ation [oL.I.H
cation non- Ratio
observ observe Lower  Upper
ed d

Post: y 2
CRP>12mg/L

66.7% 33.9% 390 1.28 11.87 0.013

Age >77

appendicitis
CAD

73.9% 23.6% ONI'S] 3827, 25.62 <0.001

_ 39.1% 13.6% 4.07 149 11.05 0.007

CRP: C-Reactive protein; CAD: Coronary Artery Disease

Risk Factors For Perforation and Postoperative Morbidity

DISCUSSION

The highest incidence of acute appendicitis has been reported in the range of
10 to 29 years old in epidemiological studies (10-12). On the other hand, > 65
years of age is generally considered as the geriatric and approximately 40%
of geriatric patients presenting to emergency services need for surgical
intervention (13). The third most frequently etiologic cause is acute
appendicitis in this age group (10, 14). Therefore, we aimed to investigate
the postoperative complication related factors in geriatric acute appendicitis
cases, which are increasingly occurring in life expectancy increased countries.
Approximately 60-70% of young patients with acute appendicitis are male.
Similar to the reports of Segev et al., Ghnnam et al., and Ceresoli et al., we
noticed a decrease in the ratio of males in our geriatric appendicitis study
group (male & female: 51.9% & 49.1%) (2, 11, 15). As in the literature, the
most prevalent pre-operative comorbidity was HT (36.1%) (16). This result is
not unexpected considering that the incidence of HT among the elderly in
Turkey is about 43.3% (17). The most frequent finding of the physical
examination was the muscular defense for the entire study group with a rate
of 79.8% as in the other published studies (18). When this finding was
statistically evaluated, we determined that muscular defense did not
contribute to distinguishing the perforation. As also reported by Baek et al.,
we consider that these statistical findings may result from abdominal wall
myoatrophy and changes in the nervous system in elderly patients (19).
Rebound tenderness was statistically more frequent in the perforated
patients, which suggests that abdominal laxity that conceals some clinical
findings in elderly patients, not affect the rebound tenderness symptoms of
peritonitis (20).

An elevated WBC count was detected in 70.9% of patients. When we
examined the efficacy of WBC count in predicting perforation, we observed
higher values in the perforated patients. However, statistical significant
difference could not be detected between perforated and non-perforated
patients (12.69 10%/L & 11.68 10°/L; p = 0.455). Bates et al. reported an
increase in WBC values in approximately 90% of children diagnosed with
acute appendicitis, which suggested that increased WBC values could be
used as a predictor of the severity of appendicitis (21). However, neither our
study nor article of Coleman et al, supported the idea of "elevated WBC
values can be a predictor of perforation" (22). As also suggested by Castle,
we consider that these unexpected results are caused by a decrease in
immune function associated with advanced age (23).

Both ends of the life process have difficulties. Similar to the early period of
childhood, the older age of the elderly period also includes weaknesses,
especially in immune function and against to the infectious complications
(24). The older age was determined as a risk factor for appendicitis
perforation and postoperative complication in our study, similar to prior
studies (25, 26). The odds ratios of an older age than 77-year-old were 2.3
(1.09-4.83 95%Cl) for perforation and, 9.154 (3.27-25.62 95%Cl) for having

postoperative morbidity in univariate analysis.
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The duration of complaint has serious differences in the elderly
patient than the younger patients and we recognized delay for
operation in our study group. This delay should be evaluated in
two stages; the time from the onset of complaints to hospital
admission (pre-hospital delay) and the time from hospital
admission to surgery (pre-operative delay). Pre-hospital delay
increased the risk of perforation, in this study, similar to prior
studies (20, 27, 28). Perforated patients were admitted to the
hospital with an average delay of 3.19 + 2.54 days, which were
statistically significantly higher than non-perforated patients (pre-
hospital delay: 1.6 + 1.08 days, p = 0.002). As we mentioned the
delayed admitting to emergency service is more frequent in
elderly patients than younger adults or children. This retardation
may occur from, the patient's spontaneously healed abdominal
pain experience or fear of hospital. Abdominal-wall myoatrophy,
abdominal laxity and changes in the nervous system were also
thought to contribute to this delay due to reducing the severity of
symptoms and masking abdominal pain (19, 20, 29). It was seen
that 61% of the patients were operated on within 12 hours, and all
of the patients were operated on within 24 hours (Table 3). There
was no statistical relationship between the development of
perforation or post-operative complications and the duration of
diagnosis and preoperative (in hospital) delay. Quick intervention
about the abdominal disease for elderly people is very important.
Evaluating the patient without causing delay during diagnosis,
directly affects the results of treatment. Especially in patients
without specific medical history and physical examination findings,
the choice of effective methods is important if radiological
examinations are to be used. In this study group, the most
commonly used radiological examination technique for the
diagnosis of acute appendicitis was CT (84.5%). Only 15.5% of
patients were diagnosed with acute appendicitis based on
ultrasonography alone. Similarly, when the literature was
reviewed in terms of radiological diagnostic tools used in elderly
patients that presented to emergency service with an acute
abdomen and were diagnosed with acute appendicitis, CT
appeared to be the most frequent method (9, 15, 29). Behind the
preference of CT was, the atypical presentation of acute abdomen,
the variability of physical examination findings, and the desire to
make a prompt diagnosis (9).

If the patients had perforated appendicitis we determined that
they had a significantly longer operative time, postoperative
hospital stay and intensive care unit stay compared to the non-
perforated patients (118 vs. 107 minutes, 9.58 vs. 6.35 days, 1.87
vs. 0.09 days, respectively). In particular, the postoperative
hospital stay and intensive care stay were prolonged as a result of
postoperative complications. Certainly, postoperative
complications are expected events for elderly patients with

surgical intervention.
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However, because of appendectomy is very simple and short-term and
clean contaminated surgery, we have expected lower complication rates.
We found 17.3% postoperative complication rate in this study group. For
the development of these complications, having CAD and perforated
appendicitis were increasing the risk in the geriatric patient group. The
odds ratios of perforated appendicitis was 4.51 (1.70-11.92 95%Cl) and CAD
was 4.07 (1.49-11.05 95% Cl) in the univariate analysis for postoperative
complications. The pulmonary complication was the most common
complication and we determined surgical site infections secondly. Based on
these results, we thought that intraperitoneal septic state and reduced
functioning of the immune system cause the pulmonary complications and
surgical site infections.
In the postoperative period, high CRP levels were associated with
complications. CRP level over 12 mg/L in the post-operative second day had
3.90 odds ratio (1.28-11.87 95% Cl) for complications. The CRP values were
elevated in response to infection and did not differ according to age. This
result underlines the importance of closely monitoring patients, especially
those with CRP values higher than in terms of complications in order to
take necessary preventive measures.
Mortality occurred in three patients with perforated appendicitis, who
were aged 74, 85, and 89 years, respectively, and who all had a post-
operative CRP level of above 12 mg/L. Pulmonary complications were
found to be the cause of mortality in all three cases.
Non-operative treatment is reported as a treatment option for acute
appendicitis, especially in elderly patients. However, this treatment can
only be undertaken in cases of non-complicated appendicitis. Thus, the
selection of treatment according to patients is crucial. According to the
results of our study, the pre-hospital delay being shorter than two days and
presence of rebound tenderness in physical examination both had 90%
sensitivity in predicting non-perforation of appendicitis. The negative
predictive values of these two parameters were calculated as 92% and 85%,
respectively.
In the presence of complicated appendicitis, the non-operative treatment
option increases the risk of mortality (1). The results of the current study
revealed that the development of perforation was more likely among
geriatric patients with a pre-operative hospital delay of two days or longer
and those with signs of rebound tenderness in physical examination. The
positive predictive value of both parameters in predicting perforation was
estimated to be 69%.
Considering the role of perforation particularly in the development of
septic complications in the post-operative period, it seems to be a good
idea to initiate empirical parenteral antibiotherapy at the time of diagnosis
in geriatric cases with rebound tenderness in physical examination and a
pre-operative hospital delay of longer than two days. This may reduce the
risk of developing perioperative local and systemic infective complications.

This retrospective study had certain limitations.
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An examination of appendicitis specimens in terms of inflammation,
ischemia and collagen structure would have been more beneficial to
investigate the causes of perforation. In future, a prospective study
can be undertaken to examine the results of appendiceal
vascularization measured by Doppler ultrasonography and
histopathologic assessment, as well as the effect of bacterial isolates
sampled from the perforation site and clinical manifestations.

In conclusion, it should be noted that the prolonged time from the
development of appendicitis to treatment increases the risk of
perforation. It is important to obtain a detailed history of
complaints, perform a careful physical examination. Consider the
possibility of atypical presentation in geriatric acute appendicitis
cases, and utilizing radiological examinations, such as CT or
ultrasonography without delay. Delayed admission to hospital and
rebound tenderness in physical examination should bring to mind
the possibility of perforation, even in the absence of elevated WBC

values.

Risk Factors For Perforation and Postoperative Morbidity

Patients, suspected of having perforated appendicitis (delayed hospital
admission and rebound tenderness in the physical examination), older
than 77-year-old and with CAD, have a high risk of postoperative
complications and mortality.

Preoperative broad-spectrum intravenous empiric antibiotherapy,
emergent (not urgent) appendectomy with right lower quadrant lavage,
postoperative antibiotherapy (based on culture results), postoperative
close monitoring of patient may be an effective and appropriate

treatment for these patients.
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The Effect of Bisphosphonates on Lumbar Vertebral

Disc Height

Bifosfanatlarin Lomber Vertebra Disk Yiiksekligi
Uzerine Etkisi

0z

Amag: Amacimiz, osteoporotik hastalarda kantitatif manyetik rezonans
gorintileme Olgimlerine dayanarak bifosfonatlarin  lomber disk
yuksekligi Gzerindeki etkisini arastirmaktir.

Gereg ve yontem: Klinigimizde Ocak 2017 - Ocak 2018 arasinda muayene
edilen osteopenik veya osteoporotik toplam 74 hasta galismaya alindi. Bu
74 hastanin 37 ‘si son donemde bifosfasfanat kullanmisken, bunlarin
37'sinde bifosfanat kullanim 6ykusii yoktu. Hastalarin yas, boy, kilo, viicut
kitle indeksi (VKi) skorlari, omurga ve kalca T skorlari ile birlikte alti
lomber intervertebral seviyede (T12 — L1 - L5 — S1) disk yuksekliklerinin
medyan degerleri incelendi.

Bulgular: Bifosfonat ile tedavi edilen grup tedavi edilmeyen gruba gore
daha yasli, daha kisa ve daha inceydi (Welch t-testi, p = 0,038, p <0,001, p
<0,001). Bununla birlikte, gruplar arasindaki BMI skorlari agisindan
istatistiksel olarak anlamh bir fark yoktu. Omurga T skorlari, bifosfonatla
tedavi edilen grupta (Welch t-testi, p = 0,016) tedavi edilmeyen gruba
gore anlamli olarak daha distktli, ancak kalga T skorlari benzer bulundu.
Tedavi edilmeyen gruptaki korelasyon analizi, tim seviye disk
yuksekliklerinde ve L4-5 ve L3-4 duzeyleri disindaki omurga T skorlarinda
pozitif bir korelasyon oldugunu ortaya koymustur.

Sonug: Bifosfonat tedavisinin duigiik kemik mineral yogunlugu diizeylerine
ragmen lomber disk ylksekligini korumayla iliskili oldugunu bulduk
Anahtar Kelimeler: Bifosfonat, kemik mineral yogunlugu, intervertebral

disk, osteoporoz

Abstract

Objective: Our purpose was to investigate the effect of bisphosphonates
on the lumbar disc height, based on quantitative magnetic resonance
imaging measurements in osteoporotic patients.

Materials and Methods: A total of 74 patients with osteopenia or
osteoporosis were retrospectively included in the study. Thirty-seven
patients received bisphosphonate treatment and 37 did not receive any
treatment. Age, body mass index scores, spine and hip T scores of the
patients together with the median values of the disc heights in six lumbar
intervertebral levels (T12-L1 to L5-S1) were analyzed.

Results: The bisphosphonate treated group were significantly older
compared to the untreated group. However, there was no statistically
significant difference in BMI scores between the groups. The spine-T-
scores were significantly lower in the bisphosphonate treated group
compared to the untreated group, but the hip T scores were found to be

similar.
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The correlation analysis in the untreated group revealed a very weak
positive correlation between the disc heights and the spine T scores
except for the discs between L4-5 and L3-4.

Conclusion: We found that, bisphosphonate therapy might be
associated with the preserving of the lumbar disc height despite of low
bone mineral density levels.

Keywords: Bisphosphonates, Bone mineral density, Intervertebral disc,

Osteoporosis
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Introduction

Osteoporosis is a skeletal disease which is characterized by decreased
bone mass and weakening of bone structure. Increases the risk of bone
fracture leading to significant morbidity and mortality in patients.
Osteoporosis is frequently seen in the spine, hip and forearm bones and
decreases bone mineral density (BMD). It is mostly seen in the lumbar
spine region. The idea that osteoporosis has a reducing effect on both
vertebral body height and disc height has changed in recent studies.
[1,2]. It is stated that the average disc height is maintained or even
increased in old age, due to either the disc sinking into the vertebrae [2,
3] or to secondary changes in the end plates [4]. In an epidemiological
cross-sectional study a significant relationship between high BMD and
low-back pain was found [5]. There is an increasing evidence for a
significant correlation between high BMD and degenerative changes in
the intervertebral discs [6]. Several reports have demonstrated that
patients with low BMD, despite a higher risks of vertebral body
fractures or in some cases, advanced multilevel vertebral body collapse,
seem to paradoxically present with reduced rates of intervertebral disc
degeneration [6, 7]. However, exactly how osteoporosis influences the
morphology of the intervertebral discs still remains unknown.
Bisphosphonates is generally a first-line drug for postmenopausal
women with osteoporosis, suppressing the bone turnover and reduce
the incidence of fractures [8]. It was stated that bisphosphonates affect
not only bone tissue but also non-skeletal tissues, including disc [9, 10].
Magnetic resonance imaging (MRI), a three-dimensional study, is the
gold standard diagnostic tool used to demonstrate and investigate the
disc degeneration [2]. Our purpose with this study was to investigate
the effect of bisphosphonates on the lumbar disc height based on a

quantitative MRI based measurement in osteoporotic patients.

Materials and Methods

The study was approved by the Local Ethics Committee (26.07.2018-
12/04). We retrospectively included 74 patients in the cross-sectional
study. All patients were examined in the orthopedic clinic at our
hospital, between January 2017 and January 2018. Demographic

characteristics were recorded for all patients.

The Effect of Bisphosphonates on Lumbar Vertebral Disc Height

The included patients were both men and women who had osteopenia or
osteoporosis. The patients were divided into two groups according to if
they had received bisphosphonate treatment for at least two years or
not. In the group, which has received bisphosphonate, all were women
and in the other group eight were men. Osteopenia or osteoporosis was
diagnosed on the basis of their lumbar spine T-score values, set by the
World Health Organization [11]. A normal BMD was defined as a value
less than -1 standard deviation (SD) below the young adult peak BMD (T-
score). Osteopenia was defined as a value ranging from -1.0 to -2.5 SD
below the young adult peak BMD, and osteoporosis was defined as a
value equal to or greater than -2.5 SD below that of the young adult peak
BMD.

The coefficient of variation of dual-energy x-ray absorptiometry used in
our laboratory was 0.7. Standard Turkish reference data were used for
the T-score calculations [12]. Patients were excluded if they had diabetes,
malignancies or any other treatment rather than bisphosphonates, which
may influence bone metabolism; such as estrogen receptor modulators
or calcium treatment. The patients who did not have any lumbar
vertebrae MRI studies were excluded from the study. Subjects with
evidence of lumbar vertebral fracture, bone tumors, or who had any
surgical treatment for osteoporotic spine fractures were also excluded.

A single physician who was blinded to the clinical data undertook the
lumbar disc measurements. Signa HDx 1.5™ Viewer, UK was used for MRI
image tracing and measurement. MRI images of all subjects were
analyzed, and the central slice of each disc was used. Anterior height
(Ha), middle height (Hm), posterior height (Hp), AP dimension of 6 discs
(T12-L1 to L5-S1) were measured and median values were recorded.
Power calculations indicated that a minimum of 35 patients in each group
was required to identify 10 % difference in disc height, allowing for an
alfa value of 5% and a power of 80%.

Summary statistics were expressed as mean * SD, minimum and
maximum. The Welch t-test was used to compare the disc height in both
groups. The Pearson correlation analysis for the lumbar disc heights with
the variables of age, hip and spine T score values and BMI were done for
both groups.

A p value less than 0.05 were considered significant.

Results

The age, BMI, hip and spine BMD and disc heights of all 74 participants
were evaluated (Table 1).

The participants in the bisphosphonate treated group were found to be
significantly older than the ones in the untreated group. No statistically
significant difference was found between the groups for BMI.
Additionally, spine T scores were significantly lower in the
bisphosphonate treated group compared to untreated group (-2,18 vs -
1,41 respectively, p=0,016; Table 1). However, the hip T scores were
found to be similar in both groups.

All the lumbar disc heights between L5-S1 to L1-L2, and T12-L1 did not

differ significantly between the groups (Table 2).

53



CANBEK ve ark.

We found a very weak negative correlation between L1-T12 disc
height and spine T score in the bisphosphonate treated group (r=-
0.36, Table 3).

A weak positive correlation was observed between the spine T scores
and all of the disk height levels except for L4-5 and L3-4 in the
untreated group (Table 4).

Table 1: The difference between two groups in accordance with
demographic data is presented

Bisphosphonate
Treated group (n=37)

Untreated group (n=37)

D Min; Max D Min, Max
Age 7173 % ) 68.62 * .
599 59; 85 6.61 54; 80 0.038
BMI 29.28 20.03; 30.57 % 20.80; 0.224
(kg/m?) 421 39.00 4.80 44.40 :

+
+

Hip -1.41 -3.70; -1.38 -3.27;

1.06 2.60 1.10 0.85 28
Spine T- -2.18 -4.20; -1.41 -3.70; 0.016
score 1.48 2.90 1.18 0.40 :
SD: Standard deviation

Min: Minimum
Max: Maximum

+
+

Table 2: The comparison of the L5-S1, L4-L5, L3-L4, L2-L3, L1-L2,
T12-L1 disc heights, between bisphosphonate treated group
and untreated group is presented

Bisphosphonate

Disc Height
(mm)

Treated group (n=37) Untreated group (n=37)

Mean +SD Min; Max Mean + SD Min, Max

10.61£3.14 4.23;16.00 9.63+2.54 4.23;14.11 0.144
8.79+3.21 2.58; 14.00 9.95+2.81 4.67;18.34 0.103
9.76+2.35 5.86; 14.26 9.82+2.40 4.38;14.11 0.904
9.80+2.43 4.23;14.11 9.27+£1.55 5.89;12.65 0.274
8.84+2.48 3.71; 15.05 8.01+1.97 2.31;11.27 0.112
8.24+1.80 4.83;12.53 7.56+1.61 4.38;11.12 0.090

SD: Standard deviation
Min: Minimum
Max: Maximum

Table 3: Correlation coefficient (r values) of the demographic
characteristics to lumbar disc height in bisphosphonate treated

group is presented.
. Spine T
Hip T score score

L5-S1 disc height -0.26 0.06 -0.10 -0.13

Variable

L4-L5 disc height -0.24 0.17 -0.14 -0.12
L3-L4 disc height -0.24 0.02 -0.14 -0.23
L2-13 disc height -0.31 -0.06 -0.09 -0.29
L1-L2 disc height -0.10 -0.05 -0.13 -0.10

T12-L1 disc height -0.03 -0.20 -0.04 -0.36

BMI: Body Mass Index

CANBEK et al.

Table 4: Correlation coefficient (r values) of the demographic
characteristics to lumbar disc height in untreated group is
presented

Hip T Spine T
score score

Variable

L5-S1 disc height -0.07 0.18 0.17 0.39

L4-L5 disc height -0.10 -0.10 -0.01 0.04

L3-L4 disc height 0.03 0.07 -0.02 0.17

L2-13 disc height 0.11 -0.13 0.04 0.39

L1-12 disc height -0.26 0.08 0.21 0.33

T12-L1 disc height -0.03 0.02 0.14 0.41

BMI: Body Mass Index

Discussion

We found that the bisphosphonate-treated group had a lower spinal
bone mineral density value than the untreated group. Lumbar disc
height was similar in both groups. The data suggest that, in addition to
other factors, bisphosphonate may somehow protect the disc height.
There have been many studies in the literature that emphasizes on
the effect of aging and especially osteoporosis on disc degeneration
[3, 13, 14]. It has been stated that the greatest water loss in
intervertebral discs occurred during childhood and adolescence and
after that the change is almost independent of age [13, 14]. On the
other hand, Frobin and coworkers found that the height of lumbar
discs (T12-L1 to L5-L1) of male subjects within the age 17 to 57 years
increased linearly with increasing age [15]. High BMD levels are
related to increased low back pain [5]. An explanation could be that
reduced BMD leads to endplate weakening and loss of vertebral body
height, a process that allows the disc to push into the endplates and
expand vertically. The expansion possibly also facilitates the
dissipation of forces applied to the disc and helps maintain the disc
integrity [16]. Another explanation could be that osteoporosis may
delay intervertebral disc degeneration because of an increase in intra-
discal nutrient diffusion by increased endplate vascularization [17].
We have found similar lumbar disc height measurements in both the
bisphosphonate treated group and the untreated group. The
correlation analysis between three levels of disc height and spine T
scores in the untreated group revealed a weak positive correlation.
The correlation is weak, and the clinical significance is not completely
clear. However, the disc height seems to increase in the untreated
group who has a worse BMD. Other studies have also presented
similar result, a worse BMD value causes a less degenerated disc [16,

17].
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The bisphosphonate treated group was significantly older and had
lower spine BMD scores compared to the untreated group. Despite
being older and having lower BMD scores, the bisphosphonate
treated group demonstrated similar lumbar disc height values
compared to the untreated group. These findings are in accordance
with others, showing that elderly could still have high disc levels in
combination with less degenerated discs [16, 17].

Bisphosphonates has been widely used for the treatment and
prevention of postmenopausal osteoporosis, enhancing the skeletal
quality and reducing the risk of fractures [10]. It has been stated that
bisphosphonates affect not only bone tissue but also non-skeletal
tissues, including discs [9, 10]. The effect on disc degeneration has
been presented in a clinical trial, demonstrating that pamidronate, an
intravenous bisphosphonate could be effective in relieving erosive
degenerative disc disease-induced low back pain [18]. Another study
have investigated the effects of alendronate on the progression of
lumbar disc degeneration in postmenopausal women and concluded
that alendronate lessens the progression of disc space narrowing
compared to a placebo group [10]. In an experimental study with
ovariectomized rats, alendronate was found to have a protective
effect on lumbar disc degeneration by maintaining the metabolic

balance in the disc matrix [19].

The Effect of Bisphosphonates on Lumbar Vertebral Disc Height

We found similar lumbar disc height measurements in both the
bisphosphonate treated group and the untreated group. In the
bisphosphonate treated group, the spine BMD levels were lower
compared to the untreated group. These findings, which are in
accordance with others [16-18], indicate that bisphosphonates seem
to preserve the disc heights in osteoporotic patients, despite of low
BMD values. The disc heights in these patients were found to be
almost similar to the ones with better bone mineral density.

Overall, in our study, the disc heights were unchanged despite of
bearing significantly lower BMD levels.

Our study has some limitations. The number of patients included in
the study is rather low. There is a slight difference in age. However, all
patients are over 60 years of age. We also had a difference in gender
between the groups. We found a very weak correlation (r<0.41)
between some lumbar disc heights and the spine T score in both
groups and the clinical significance is not completely clear. Further
studies are indicated with higher number of patients to clarify if any
correlation exists. However, our results are supported by other
studies as mentioned above.

In conclusion, the bisphosphonate treated group had a better spine
bone mineral density values than the untreated group. Both groups
had similar lumbar disc height. The data indicate that bisphosphonate

may somehow protect the disc height.
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Kronik Alt Ekstremite Okliizyonu Anjiyoplastisi Sonrasi
Gelisen Lokal iskemi-Reperfiizyon Hasarinin Basarili Tedavisi:
Bir Olgu Sunumu

Successful Treatment of Local Ischemia-Reperfusion Injury
After Chronic Lower Extremity Occlusion Angioplasty: A Case
Report

0z

iskemik bir ekstremite arterinin reperfiizyonu sonrasi akut hadiselerde
reperflizyon hasari, klinik olarak bilinirken daha az olmakla beraber kronik
okllizyonun tedavisi sonrasi da gorilebilmektedir.

Klinigimizde yapilan, bilinen koroner arter hastaligi, diyabeti ve hipertansiyonu
olan hastanin sag superfisiyel arter anjioplastisi sonrasi yeterli uzuvda akim
saglanmis iken birinci glinde ortaya cikan reperflizyon sendromunun basarili
olarak tedavisini sunduk.

Reperfiizyon hasari mortal olabilecek, sistemik tutulum ile seyredebilecek bir
antitedir. Anti-oksitan ve 6dem 0nleyici tedavi ile lokal hadise basarili olarak
yonetilebilir.

Anahtar Kelimeler: Periferik arter hastaligi, iskemi, reperfiizyon hasari

Abstract

After reperfusion of an ischemic extremity artery, reperfusion injury in acute
events is well- known but it can be seen also after chronic occlusion therapy.

In our clinic, we present successful treatment of reperfusion syndrome on the
first day after adequate superficial artery angioplasty on a patient that had
diabetes, hypertansion and coronary arterial disease.

Reperfusion injury is an event that can be seen with mortal systemic
involvement. The local phenomenon can be successfully managed with anti-
oxidant and anti-edema treatment.

Keywords: Peripheral artery disease, ischemia, reperfusion injury

Giris

iskemiye ugrayan bir ekstremitenin reperfiizyonu, paradoksik olarak mortalite,
hatta morbitite ile sonuglanabilecek, hem bolgesel hem sistemik hasar
olusturabilecek bir patolojiye yol agabilir (1). Mevcut tabloda hem lokal hem
sistemik inflamatuvar sistem aktivasyonu sonrasi kapiller vasodilatasyon, sivi
birikmesi, lokosit ve plazma-protein tikaglar ve mikrosirkulasyonun her
kademesinde bozulma ve radikal oksijen tretimi ile hasar ile sonuglanir (1). Lokal
etkiler disinda sistemik sonuglar 6zellikle myokard, bébrek ve akciger dokusunda
gozlenir(1). Akcigerler ise bu dokulardan en ¢ok hasar goéren uzak organ olup,
bazi vakalarda dustik sistemik basing ve ventilasyon destek ihtiyaci nedenli
mortal olabilir(2). Bu reperflizyon riski akut iskemi sonrasi blyuk Olglide
iken(%4), kronik iskemi sonrasi revaskdlarizasyon islemlerinde sonra reperflizyon
hasari daha azdir(%3). Sunacagimiz vakada akut olmayan iskemi sonrasi gérulen

reperfiizyon hasari géralmastir.
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Vaka sunumu

Hastamiz F.T., 60 yasinda erkek, bilinen hipertansiyon ve 6 yil dnce opere
koroner by-pass 6ykisi mevcut. Hastamizin bir siiredir uzun yiriylslerde
olan sag bacakta kladikasyosu mevcut iken, son 2-3 aydir bu yakinma
ortalama 100 metre mesafede, normal tempoda yiriyis ile olmasi sonrasi
yapilan dopler ultrasonografi'de superfisiyal femoral arterde okliizyon
saptanarak anjiyografi igin yatirildi. Yapilan transtorasik ekokardiyografide,
sol ventrikiil ejeksiyon fraksiyonu %60, 1 derece mitral yetmezligi, 1 derece
trikiispit yetmezligi, evre 1 sol ventrikiil diyastolik disfonksiyon saptandi.
Hemoglobin degeri 12 g/dL, serum kreatinin degeri 1,44 mg/dL, serum
sodyum degeri 137 mmol/L, serum potasyum degeri 3,7 mmol/L, ve GFR
degeri 53 mL/min/1.73 m? olarak saptandi. Hastaya yapilan koroner
anjiyografide LIMA-LAD, SF-OM, SF-RCA, SF-D greftleri acik ve periferik

anjiyografide sag slperfisiyal femoral arterde %95 + %99 ardisik lezyonlar

saptandi (Resim 1a-b). Takibinde elektif perkttan girisim karari alindi.

Resim 1 — Superfisiyal femoral arterde politeal arter 6ncesi ardigik ciddi
lezyonlar(a-b) gorulmektedir. Hidrofilik tel ile ilk lezyon gegildikten sonra
(c), periferik destek kateteri(beyaz ok ile belirtilen) destegi ile hidrofilik

tel(siyah ok ile belirtilen) ikinci lezyondan ancak gegilebilmistir(d).

Hastaya ayri seansta yapilan sol femoral ponksiyon sonrasi sag
superfisiyal femoral arterdeki %95 lezyon ZIPwire™(Boston Scientific,
MA, USA) hidrofilik tel ile gegildi ancak %99'luk lezyon igin perifer
destek kateteri yardimi alinarak lezyon telle gegisi tamamlandi(Resim 1

c-d).

Successful Treatment of Local Ischemia-Reperfusion Injury After Chronic
Lower Extremity Occlusion Angioplasty: A Case Report

Takibinde ayni kateter Uzerinden distal limedeki ZIPwire™(Boston
Scientific, MA, USA) hidrofilik tel, sert tel ile degistirildi. Lezyonlara
distale 5.0x60 mm ilagh periferik balon ve proksimale 5.0x150 mm
ilagh periferik balon ile ardigik dilatasyonlar uygulandiktan sonra
goruntiler alindi (Resim 2a-b). Antegrat normal akim gorilmesi ve
komplikasyon / rezidi olmamasi nedenli islem basarili olarak
sonuglandirildi(Resim 2c). Kreatinin yuksekligi nedenli IV hidrasyon

baslandi.

Resim 2 - Sert tel Uzerinden ilagh periferik balon(beyaz ok ile belirtilen)
dilatasyonu vyapilmasi sonrasi proksimal lezyonun sebat ettigi
izleniyor(b), ikinci dilatasyon sonrasi lezyonlarin kayboldugu ve akimin
yeterli olarak saglandigi izleniyor(c).

islem sonrasi ilk giinde sag bacakta kizariklik, sislik ve hipoestezi
saptandi (Resim 3a-b). On planda islem komplikasyonu olarak trombozu
diglamak igin arteriyel dopler ultarasonografi istendi. Arteriyel dopler
ultarasonografide ana femoral arterden distal yataga kadar intimal
kalinlasma olmakla birlikte pedal arterlere kadar akim patent olarak
izlendi. Gene olasi bir derin ven trombozu(DVT) acisindan venéz dopler

ultarasonografi istendi ve sonucunda DVT izlenmedi. Bu bulgular

1siginda reperflizyon hasari disunulda.

Resim 3 - islemden sonraki birinci giinde bacakta 6dem, hipoestezi ve isi
artisi izlendi(a-b). Altinci glin sonunda verilen medikal tedavi ile bu
durumun geriledigi saptandi(c-d).

Hastamizin tedavisine intravenéz 300 cc %20 Mannitol ve 500 cc %20
Dextroz inflizyonu tedavileri 3 gtin streyle verildi. 1V 500 mg askorbik
asit(vitamin C) 1x1 ve oral 400 IU d-alfa tokoferol (vitamin E) 3x1,
tedavileri 6 gln sureyle verildi. Gene 5 giin boyunca 10 mg amlodipin
1x1 verildi. Altinci giinde sikayeti ve klinigi dizelen hasta onerlerle
taburcu edildi(Resim 3c-d).

Tum islemler hastanin yazili ve/veya s6zlii onami sonrasi, etik kurallar

ve gecerli endikasyonlar gergevesinde yapilmistir.
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Tartisma

Akut arter oklizyonunun, embolektomi ve kateter ile tedavisinin
tanimindan sonra, basarili islemlere ragmen morbidite, mortalite ve
amputasyon oranlarinin yiksek olabilecegi fark edildi(3). Zaman
icerisinde bunun nedeninin reperfiizyon hasari denilen bir antite oldugu
Ogrenildi. Bu antite Post-iskemi sendromu, Tourniquet sendromu ya da
Legrain-Cormier-Haimovici sendromu olarak da adlandirildi. Tikali
damarin aniden reperflizyonu laktat, potasyum, miyoglobin, ve muhtemel
bakteriyel toksinlerin distale, yani sistemik dolagima salinimi ve sistemik
asidoz, hiperkalemi, ve myoglobindri ile sonuglanmasi ile alakaldir(4). Her
ne kadar genelde bu reperfiizyon hasari, akut iskemilerin tedavisi sonrasi
disunilse de, kronik lezyonlarin

olusabilecegi revaskiilarizasyon

islemlerinden sonra da akut iskemi tedavisine vyakin oranlarda
reperflizyon hasari gorilebilmektedir(%3’e karsin %4 gibi bir oran ile).
Gene akut ve kronik iskemi tedavisi sonrasi ampitasyon riskleri bile yakin
oranlardadir(% 1’e karsin % 2)(5,6).

Sadece lokal etkiler degil, sistemik olarak; akciger disfonksiyonu, myokard
hasari hatta multiorgan disfonksiyonu ile mortaliteye kadar uzanan bir

klinik olabilir. Bu sistemik organlardan akciger en gok etkilenenidir(1).

Bizim sundugumuz hastamizin, mevcut bilinen koroner arter hastaligi ile
yaygin ateroskleroz klinigi altinda periferik arter hastaligi mevcuttur.
Elektif olarak yapilan kronik superfisiyal arter okluzyonuna (Resim 1)
balon anjioplasti sonrasi (Resim 2), basarili olarak antegrat akim elde
edilmesine ragmen 6dem ve perflizyon bozuklugu klinigi (Resim 3)
gelismistir. Reperflizyon hasari akut lezyon miidahelelerinde gelismesi
daha sik oldugundan kronik bir lezyonda islem sonra aklimiza vaskiler
komplikasyonlar (arter okliyonu yada DVT) gelmesi nedenli dopler US
yaptirildi ancak arter ve ven akiminda patoloji izlenmedi. Bunun lzerine
reperflizyon hasari lehine tedavi baslandi.

Reperflizyon hasarinin kesin kanith bir tedavisi yokken, asil korunma
yontemi iskemi siiresinin >4 saat Uistiine gikartmamaktir. Bunun ile birlikte
hayvan merkezli deneylerde birincil basamak olarak oksijen radikalleri ve
arakidonik asid metabolitlerini azaltmaya yonelik; Mannitol inflizyonu (0-
29 mg/kg) etkili olabilmekte, ayrica perimabiliteyi azalatarak 6édemi de
azalmaktadir(7). Bununla birlikte ksantin oksidaz ve superoksit-dismutaz
inhibitorlerinin, kalsiyum kanal blokerlerinin hatta demir selatorlerinin de
etkisi kitabi olarak s6z konusudur(8). Gene bu basamakta E vitamini, C
vitamini, propranolol, kalsiyum kanal blokerleri, ve lipoksijenaz inhibitori
nafazatrom da anti-oksidatif etki ile hiicre dizeyinde koruyuculugu
mevcut olup, ancak bu ajanlardan hangisinin daha fazla klinik fayda

sagladigi konusunda fikir birligi yoktur(1).

OZDEMIR et al.

ikinci olarak, lipoksijenaz veya tromboksan sentetaz inhibitérleri
dokuya nétrofil migresyonunu azaltarak kilcal reperfiizyon iyilesmesi
saglayabilirler. Ugiinciil olarak, yoénelik monoklonal antikorlar nétrofil
CD 18 kompleksi veya endotel ICAM-1 inhibisyonu ile etkili olabilecegi
bildiriimektedir(9). Diger yandav hipotermi ve reperflizyon sonrtasi
kisa iskemi epizodlari yaratarak perflizyona alismayl saglamak
(iskemik 6nkosullama) fiziksel olarak kullanilabilir(1).

Tim bu bilgiler 1s18inda klinik kullanimimiza uyabilecek dekstroz,
mannitol ve antioksidatif olarak vitamin C ve E tedavisi verildi. Gene
amlodipin oral olarak verildi. Hastanin bu tedaviler altinda klinigi 6
gin sonunda gerileyerek sifa ile taburcu edildi (Resim 3). Hastamizda
bazal olarak diyabetik nefropati olmasina ragmen bdbrek
disfonksiyonunda ilerleme olmadigi gibi uzak organlarda klinige

yansilyan hasar da gorilmedi.

Sonug

Reperflizyon hasari, iskemik bolgenin refahi icin yapilan bir islemin,
hem hekim hem hasta icin, hayal kirikligina yol agan komplikasyondur.
Tim vicudu etkileyerek mortal seyredebilecegi gibi amputasyonla
sonuglanabilir ya da bizim hastamizdaki gibi medikal tedaviye yanit
vererek yliz gulduricl sekilde sifa ile sonuglananabilir.

Tedavi acisindan, fizyolojik  temelli  tedaviler  (stperoksit

dismutaz,katalaz, nitrik oksit), farmakolojik (manitol, dekstroz,

allopurinol, antioksidanlar) ve fiziksel (iskemik ©nkosullama,

hipotermi) yaklagimlari iskemi-reperflizyonun hasari sonuglarini

sinirlamak igin arastirilma asamasinda onerilebilecek yontemlerdir.

Kolay bulunabilirlik ile reperfliizyon hasarini sinirlamakta mannitol

veya diger oksijen radikal inhibitorleri (vitaminler) faydal
olabilmektedir.

Bununla beraber akut iskemiden bagimsiz olarak kronik
reperfizyonda da bu hasarin  olusabilecegi g6z O6ninde

bulundurulmali ve tedavi yontemleri akilda olmaldir.
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