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ABSTRACT

The working and non-working women'’s food prepamatmd consumption of food ready at
home to determine their status in Samsun. Thisyshadudes 167 women (76 working, 91
non-working). Women food preparation, cooking, at@, query the status questionnaire
was administered. The results were evaluated mgusPSS 21.0, percents and Chi Square
test were used. In all tests, p<0.05 were congidsignificant. The working and non-
working women, respectively, 9.9% and 39.5% past®01); 26.4% and 51.3% tarhana
(p<0.05); 1.1% and 11.8% ketchup / mayonnaise (50.30.8% and 55.3% ii drying
vegetables (p<0.05) are doing in their own homeer&hwas not statistically significant
differences between of working and non-working wairia respect to frozen meat, frozen
vegetables, dried the frequency of consumptiodaify desserts (p>0.05). Working and
non-working women, respectively, 24.2% and 7.9% t8s a week; still respectively,
62.7% and 68.4%, two weeks or once a month, it determined that diner outside
(p<0.05): Even though working life of women is still thémary responsibility of feeding
the family. Therefore, healthy food preparationrage, cooking, fast food consumption in
matters related to education of women is important.

Key Words: Home food preparation, food storage, eating otitoofe

OZET

Samsun ilindeki ¢ajan ve cakmayan kadinlarin, evde besin hazirlama ve hazia gid
tiketim farkliliklarini saptamaktir. Cainada 76 cagmayan, 91 cajan olmak Uzere
toplam 167 kadina besin hazirlamaginpne, saklama durumlarini sorgulayan anket
uygulanmgtir. Sonuglar, SPSS 21.0 ilegelendirilmistir. Verilerin analizi sayi, yizde Ki-
kare testi ile dgerlendiriimistir. TUm istatistiksel analizlerde p<0.05 anlamlabkil
edilmistir. Calisan ve ¢cakmayan kadinlarin sirasiyla %9.9 ve %39.5'i salgagr0.01);
%26.4 ve %51.3'0 tarhanay! (p<0.05); %1.1 ve %1ik8&tcap/mayonezi (p<0.05); %30.8
ve %55.3'i sebze kurutmasini (p<0.05) kendi evipdptgl saptanngtir. Dondurulmy et,
dondurulmy sebze, kurutulmusebze, konserve gida, et suyu tableti, hazir pkska hazir
sutll tatilarin tiketim sik@ agisindan ¢alan ve cakmayan kadinlar arasinda istatistiksel
olarak bir fark saptanmasgtir (p>0.05). Cakan kadinlarin %24.2'si, ¢ceinayan kadinlarin
%7.9'u haftada 2-3 kez; yine sirasiyla galive camayan kadinlarin %62.7 ve %68.4 (
iki haftada bir ya da ayda bir kezsdinda yemek yedikleri saptarghr (p<0.05). Cakma
hayati olsa bile hala ailesinin beslenmesindemdiderecede sorumlu olan kadinlardir. Bu
nedenle sdikli besin hazirlama, saklamagipme, hazir gida tiketimi ile ilgili konularinda
egitim almasi 6nemlidir.

Anahtar Kelimeler: Evde besin hazirlama, besin saklama, eynda yemek yeme



GIRIS

Beslenme, bireyin yma, cinsiyetine, caima ve ozel
durumuna gore ihtiyaci olan enerji ve besigel@rinin
yeterli miktarlarda sanmasidir. Besingeleri, besinlerle
kargilandg i¢in, besinlerin uygun secimi, hazirlanmasi,
pisiriimesi, saklanmasi ve tiketilmesinde belirli kilaea
uyularak, sgliga zararl duruma getirmeme, besleyici
degerlerini koruma ve maliyeti azaltma, beslenmenigedi
amagclarindandi.

Besinleri, yemek durumuna getirmek i¢in yapibazi
hazirlama ve pgirme islemleri, besinlerin yararl
niteliklerinin azalmasina, §aga zararli duruma gelmesine
neden olmaktadir. Yine yapilan hatali uygulamabesin
degerlerinde kayiplara yol acabifgi gibi, ekonomik
kayiplara da neden olmaktadir.

Kadinlarin ¢ama hayatinda daha fazla yer almalari
ile, ailelerin beslenme akanliklari, yemek hazirlamaya
ayirdiklari zaman, hazir yiyecekleri tiketme mildarve
pisirme yontemleri zaman igerisinde dnemligdékliklere
ugramstir.®

Gunumuzde teknolojinin geinesiyle, bireylerin
yasam bicimine bgli olarak beslenme gakanliklari
desismis, dolayisiyla tiketilen besinlerin i¢gri de

desismistir. Evlerde genellikle bireylerin beslenmesinde,
yani yemeklerin hazirlanmasi vesipiimesinden sorumlu
kisi kadindir. Toplumun gelime duzeyiyle birlikte
kadinlarin ev dinda bir cagma hayati olsa bile, kadinin
pek ¢cok sorumlulgunun yaninda, en 6nemli gérevi aile
icindeki bireylerin beslenmesiyle ilgilidfrKadinin artan
gorevleri batin 6nem ve gafigiyle surdiglinden,
kadinin yorgunluk, rahatsizlik, bilgi yetersgili ve
zamanin olmamasi gibi nedenlerle beslenme konusuna
gereken O6nemi verememesinden dolayi meydana
gelebilecek kayiplar, aile bireylerinin beslenmesaile ve
Ulke ekonomisini etkileyebilir. Bu c¢agmanin amaci,
calsan ve calmayan kadinlarin evde besin hazirlama,
saklama ve hazir gida tiketim farkhliklarini saptir.

MATERYAL VE METOD

Arastirma bdlgesi ve 6érneklem:Arastirma bdlgesi olarak
Samsun il merkezi secilgiolup, burada ymyan 20-50
yas arasi caban (gelir kagihgl isi olan) ve cajmayan
kadinlar (gelir kaplgi isi olmayan) cajmaya alinmytir.
Tesadufi drnekleme ydntemi ile secilen 91 gl ve 76
calsmayan olmak Uzere toplam 167 kadina spat
konusunda bilgi verilerek onamlari alirgtnn.

Arastirma verilerinin toplanmasi: Arastirma verileri, 15
Haziran-15 Temmuz 2013 tarihleri arasinda yuz ylze

—

gorisme tekngi uygulanarak anket ile elde edilgtir.
Anket, kadinlara ve ailelerine ait genel bilgilkadinlarin
besin hazirlama, grme yontemleri, hazir gida tiketimleri
hakkinda bilgi ve tutumlarini saptamaya yo6nelik
sorulardan olgmustur.

Verilerin degerlendiriimesi: Arastirma sonucunda elde
edilen veriler, SPSS 21 for Windows (StatisticatliRee
for the Social Science) paket programinda bilgisaya
kaydedilerek dgerlendirilmistir. Kategorik verilerin
analizinde sayl, yizde, capraz verilerde Ki-karstite
degerlendirilmis ve p<0.05 anlamli kabul edilgtir.

BULGULAR

Calsan (s=91) ve caimayan (s=76), toplam 167, 20-
50 ya aras! kadinin evde besin hazirlama ve hazir gida
tiketim durumlarn arduriimistir. Demografik ozellikleri
Tablo 1'de verilmtir.

Calsan kadinlarin ~ %67'si  Universite  mezunu;
calsmayan kadinlarin  %65.8' illggetim  mezunu
oldugu,calsan ve cakmayan kadinlarin aylik gidaya
ayrilan butgesi yaklak %60’inin 250-500 TL oldgu,
calsan ve cakmayan kadinlarin ailedeki birey sayisi
sirasiyla %93.4 ve %86.8'i 2-5skioldugu saptanmtir
(Tablo 1).

Tablo 1: Calisan ve calsmayan kadinlarin demografik 6zellikleri
Durum Calisan Calismayan o]
(n=91) (n=76)
S % S %
Egitim durumu
Okur-yazar dgil 1 11 0 0 <0.01
ilkogretim 7 7.7 50 65.8
Lise 22 242 22 28.9
Universite 61 67.0 4 5.3
Gidaya ayrilan butce
100-250 TL 13 14.3 9 11.8 | >0.05
250-500 TL 55 60.4 46 60.5
500-750 TL 23 25.3 21 27.6
Birey sayisi
2-3 49 53.8 32 42.1 | >0.05
4-5 36 39.6 34 447
6-10 6 6.6 10 13.2
Calsan kadinlarin %9.9'u, camayan kadinlarin

%39.5'i salgasini (domates, biber) kendisi yapnaycih
ettigi saptanmgtir  (p<0.01). Cakan kadinlarin
%26.4'Unln, cadmayan kadinlarin %51.3'U tarhanayi
(p<0.05), cakan kadinlarin %1.1'i ketgcap/mayonezi,
calsmayan kadinlarin %11.8'i (p<0.05); ga&n ve
¢alismayan kadinlar, sebze kurutmasini sirasiyla %30.8'i
ve %55.3 kendi yaptl bulunmutur (p<0.05). Konserve,

Kaya PS.The Determination of Food Preparation amthslimption of the working and non-WorkiWpmen in Samsun.
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donmy sebze yapma acisindan gah ve cakmayan
kadinlar arasinda fark saptanmetmi(p>0.05) (Tablo 2).

Tablo 2: Calsan ve calgmayan kadinlarin bazi besinleri evde
hazirlama, saklama durumlari
Besinler Kendisi Hazir p
yapiyor ahyor
S % S %
Salca
Calisan 9 9.9 82 | 90.1 | <0.01
Calsmayan 30 395 | 46 | 60.5
Tarhana
Calisan 24 26.4 | 67 | 73.6 | <0.05
Calsmayan 39 513 | 37 | 48.7
Ketcap/mayonez
Calisan 1 11 90 | 98.9 | <0.05
Calismayan 9 11.8 | 67 | 88.2
Konserve
Calisan 46 505 | 45| 499 | >0.05
Calsmayan 46 60.5 | 30 | 39.5
Sebze kurutmasi
Calisan 28 30.8 | 63 | 69.2 | <0.05
Calismayan 42 55.3 | 34 | 447
Sebze dondurulmus
Calisan 59 64.8 | 32 | 35.2 | >0.05
Calismayan 60 789 | 16 | 21.1

Dondurulmg et, dondurulmg sebze, kurutulmyu
sebze, konserve gida, et suyu tableti, hazir psta,
hazir sitli tathlarin tiketim silgh acisindan, cajfan ve
calismayan kadinlar arasinda istatistiksel olarak bik fa
saptanmamngtir (p>0.05). Cakan kadinlarin %56.1,
calismayan kadinlarin %50'si dondurulgnat/tavuk/balik
ve urdnlerini tiketim sik@i ayda bir kez veya daha azdir.

Calsan ve cabmayan kadinlarin, sirasiyla %19.8 ve
%14.5'inin dondurulmsl sebzeleri, %52.7 ve %36.8'inin
kurutulmu; sebzeleri, %23.1 ve %27.6’sinin konserve
gidalari, %53.8 ve %64.5'inin et/tavuk suyu tableéti,
%41.8 ve 9%59.2'sinin hazir kek ve pastalari, %527
%59.2'sinin  hazir satli tathlart  hi¢ tiketmedikler
saptanmgtir (Tablo 3).

Calsan kadinlarin %24.2'si, catnayan kadinlarin
%7.9'u haftada 2-3 kez, yine sirasiyla gal ve
calismayan kadinlarin %62.7 ve %68.4 U iki haftada hir y
da ayda bir kez siklikla ghrida yemek yedikleri
saptanmytir (p<0.05) (Tablo4).

TARTI SMA

Calsan (s=91) ve cajmayan (s=76) toplam 167, 20-
50 ya arasl kadinin evde besin hazirlama ve hazir gida
tiketim durumlarn ardinldigt bu aratirmada, her on
calsandan dokuzu, c¢amayan kadinlarin ancak on
kisiden Uc¢u Universite veya lise mezunudur. Kadinlarin
egitim dulzeyi arttikga, § hayatina katilimi artrgtr.
Ancak her iki grupta da, kadinlarin beslenmeye cagar
bitce ve ailedeki birey sayisinigigirmemistir (Tablo 1).

—

Yapimi zahmetli birsiolan salcayl (domates, biber),
yaklagik her on ¢gakan kadindan biri ve ¢ggmayan her on
kadindan dordinin evde kendisi yg@ptisaptanmstir.
Calsma durumu ile, kadinlarin evde salca ve tarhana
yapma sikliklari arasindakigki istatistiksel olarak 6nemli
bulunmutur (p<0.05). Dgru kurutularak yapildi
takdirde, 6zellikle kalsiyum ve proteinden zengilaro
tarhananin yapimi Samsunil’inde gatayan kadinlarin
ancak yarisi yapmakta olup, galnlarin nerdeyse dortte
cl hazir almay tercih etmektedir. Kogagalsmasinda,
kadinlarin evde 9%90.0'u tarhana, %32.2'sinin salca
yaptgini saptamytir. Girbiiz ve arkagéar®, tarhana
yapiminin giderek azalgini bildirmistir. Bu farkliliklar,
bélge farkliliklarindan, ekonomik iyijenelerden, iklim
kosullarindan, toplu beslenme sistemindeki gaklerden,
bu konularda bilgi ve deneyim yetersgtiden kaynakli
olabilir.

Calsan ve calmayan kadinlar, sebze saklama
yontemlerinden birinci sirada dondurucuda saklahkiagi
sirada konserve yontemlerini tercih eflmidir (p>0.05).
Diger bir saklama yontemi olan kurutma ydntemini,
calsan kadinlar daha az tercih egiardir (p<0.05).
Kurutma klemin daha uzun sire gerektirmesi, ayrica
egitim dlzeyinin artmasi, ¢aln kadinlarin bu yéntemden
uzaklamasina neden olmngtur. Ancak, ¢cakan kadinlarin
nerdeyse vyarisi, sebze kurutmasini ara sira da olsa
tikettikleri saptanmgtir. Bu kadinlar, ya hazir satin
aldiklarini ya da aile yakinlarinin yagti kurutulmug
sebzelerden evlerine aldiklarini  beyan slendir.
Sebzelerde, 0Ozellikle C vitamini kaybina neden olan
glnste kurutma gleminin azalmasi ve dondurucuda
saklama yonteminin benimsenmesi, olumlu bigigien
olarak saptanngtir.

Evde konserve, dondurulghu sebze yontemleri
acisindan cajan ve calmayan kadinlar arasinda fark
saptanmangtir (p>0.05).Is hayatina girmekle beraber,
¢calsan kadinlarin ¢ayjmayan ev kadinlari ile benzer
sekilde evde konservesini kendi yapti kendisi
yapamayanlar icin anne veya kayinvalidelerinin yapt
belirlenmitir. Kogak, kadinlarin %65.4'Unln sebzeleri
saklarken konserve, % 58.2'sinin kurutma, % 53r8'in
dondurma yontemlerini kullandiklarini bildirgtir. 15-49
yas grubu ev hanimlarinin besin hazirlamasirpie ve
saklama yoOntemleri konusunda bilgi, tutum ve
davranglarinin aratirildigl bir calsmada, ev hanimlarinin
besinleri saklamada derin dondurucu kullanimi %25.6
olarak belirlenmitir.”

Ev kadinlarinin sosyo-ekonomik duzeyinin
yukselmesiyle, ki icin sebzeleri dondurucuda saklama
oraninin  artf@ll  gorulmektedir. Kadinlarin  buyuk
¢ogunlugunun, sebze ve meyveleri skigin kurutarak
sakladiklari ve sebze kurutmanin, en fazla kirgsirkde
yapildigi da bildirilmistir.®°
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Tablo 3: Calisan ve calsmayan kadinlarin hazir gidalar tiiketim sikliklari
Besinler Her giin Gun agiri Haftada 2-3 kez Ayda 1-2 kez Hig p

S % S % S % S % S %
Dondurulmus etler
Calisan 8 8.8 8 8.8 24 264 35 38.5 16 17.6 >0.05
Calmayan 3 3.9 4 5.3 31 40.8 31 40.8 7 9.2
Dondurulmus sebze
Calisan 4 4.4 6 6.6 16 17.6 47 51.6 18 19.8 >0.05
Calismayan 0 0 4 53 26 34.2 35 46.1 11 145
Kurutulmu s sebze
Calisan 1 11 0 0 7 7.7 35 38.5 48 52.7 >0.05
Calsmayan 0 0 3 3.9 19 25.0 26 34.2 28 36.8
Konserve gidalar
Calisan 0 0 6 6.6 17 18.7 47 51.6 21 23.1 >0.05
Calismayan 0 0 1 1.3 14 184 40 52.6 21 27.6
Et suyu tabletleri
Calisan 5 55 4 4.4 16 17.6 17 18.7 49 53.8 >0.05
Calismayan 3 3.9 2 2.6 8 10.5 14 184 49 64.5
Hazir kek/pasta
Calisan 0 0 2 2.2 7 7.7 44 48.4 38 41.8 >0.05
Calsmayan 2 2.6 1 1.3 5 6.6 23 30.3 45 59.2
Hazir sutlu tathlar
Calisan 0 0 2 2.2 9 9.9 32 35.2 48 52.7 >0.05
Calmayan 1 1.3 2 2.6 6 7.9 22 28.9 45 59.2
Tablo 4: Calisan ve ¢alsymayan kadinlarindisarida yemek yeme tercih durumlari

Her gun bir Haftada 2-3 kez 15 giinde bir Ayda bir kez Hig p

Besinler kez
Disarida yeme n % n % n % n % n % <0.01
Calisan 3 3.3 22 24.2 29 31.9 28 30.8 9 9.9
Calismayan 1 1.3 6 7.9 12 15.8 40 52.6 17 224

Cicek ve ark kadinlarin, sosyo-ekonomik durumu ve
egitim duzeyi yukseldikge besinleri saklamaya yonelik
uygulamalarinin  d#stigini  bildirmistir. Calismasinda
eriste-makarna, konserve, tarhana, hazirlama ise sieasi
% 62.8, %38.2, %30.0, olarak saptgnuisuk, orta ve
yuksek sosyo-ekonomik dizeylerdeki ev kadinlarinin
blylk cagunlugu (sirasiyla % 21.5, %36.3 ve %36.0)
sebzeleri dondurarak (p<0.05) sakfadi bildirmistir.

Dondurulmg et, dondurulmgi sebze, kurutulmu
sebze, konserve gida, et suyu tableti, hazir psta,
hazir sutli tathlarin tuketim silgh acisindan, cafan ve
calismayan kadinlar arasinda istatistiksel olarak bik fa
saptanmamngtir  (p>0.05). Guler ve Ozgefik
calismalarinda, cajan kadinlarin en fazla kullandiklari
hazir besinler %48.7 ile konserve, %63.3 ile h&=ak-
pasta, ¢catmayan kadinlarda %44.7 ile dondurufrauda,
%45.3 ile hazir ¢corba olgunu saptanstir.

Calsan kadinlarin %24.2'si, cafnayan kadinlarin
%7.9'u haftada 2-3 kez s@drida yemek yedikleri
saptanmtir (Tablo4). Cakan kadinlarin, si nedeniyle
batiin gun veya yarim gun sdrida olmasi bir ginin
¢ogunlukla dsarida yenilmesine sebep olmakla birlikte,

sosyallame, arkadglarla paylaim, birliktelik, is hayatinin
yogunlugu, hazir gida tiketimi kadar, toplu beslenme
alanlarinda yemek yemeyi hizla artirktadir. Haftada
kez ev d¢ginda yemek yeme, c¢ahn kadinlarda
calismayanlarin 3 katidir. Onbegiinde ev dinda yemek
yeme ise, ¢cagmayan kadinlarin 2 katidir. Cghayan ev
kadinlarinin yarisindan ga, ayda en az bir kez sérda
yemek yemektedirler. Her ne kadar gah ve ¢camayan
kadinlar arasinda istatistiksel olarak fark olsg da
disinda toplu beslenme yapan kurumlarda yemek yeme,
tim kadinlar tarafindan artik tercih edilmeyeglaamstir.

Bu durum, toplu beslenme sistemlerinin hizla artmas
kolay ulgllabilir olmasi, evlere kadar servis hizmetlerinin
artmasil, ucuz olmasi, evdesgm yemek dunda birseyler
yeme istgi tercih sebepleri arasinda sayilabilir. Ancak i
yogunlugu, yemek aralarinin kisa olmasi ve ekonomik
nedenlerden dolayl, ¢gin kadinlarin daha c¢ok durdm,
pide ve simit, pgaca gibi daha ¢ok hamuglerini tercih
ettikleri gozlenmgtir.

Bu alanda yayinlangi ¢alsmalarin  yetersizdii,
¢alismamizin literatlirle kiyaslanmasini zgtlamistir. Bu
nedenle, bu konuda daha fazla gallarin yapilmasina
gereksinim duyulmaktadir.
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SONUC

Calsma hayati olsa bile, ailenin beslenmesinden birinci
derece sorumlu olan kadinlarin, beslenme konusunda,

besin dgeleri ve okabilecek kayiplarla ilgili gitiimeleri
gereklidir.

Yeterli ve dengeli beslenme, sadecglikl besinler
yiyerek deil, saglikl besinleri sg@liga uygun keullarda
hazirlayarak ve ikl pisirme yontemleri ile giirerek,
glvenilir gidaya ulgmakla miimkin olmaktadir.
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/ \ ABSTRACT

Objective: We aimed to determine the role of trace elemesgkenium and boron
levels in children and adolescents who have AtentDeficit Hyperactivity
Disorder (ADHD).

Turkish Journal of Family
Medicine & Primary Care
2015;9 (1):6-9.

doi:10.5455/tjfmpc. 166446 Material-Method: The study group consisted of 30 children who wtegnosed

as ADHD according to DSM-IV criteria and was comgghrwith 20 healthy
children who did not have ADHD. The study and cohgyroups were given to fill
out a questionnaire which consists of 30 questidos screening socio-
demographic data, age, gender, prenatal, natgbestdatal trauma history, having

Elif Deniz Safak any toxic-metabolic condition or infection, famllidnistory of ADHD and
. psychiatric disorders. Turgay's DSM-IV-Based Chidd Adolescent Behavioral

Mimtaz M. Disorders Screening and Rating Scale (T-DSM-IV-&)nners’ Teacher Rating

Mazicioglu Scale, Conners’ Parent Rating Scale, Kiddie scleethr affective disorders and

schizophrenia-present and lifetime version (K-SAPIS; and Wechsler
Intelligence Scale for Children-Revised (WISC-R)reveised to diagnose ADHD.
Selguk Mistik Serum selenium and boron levels were measured thighatomic absorption

Hasan Basri Ustiinba spectrophotometry.

Ugur sahin?

) ' . Result: All the scores of scales rating the ADHD symptashshe children in the
EDePa”meUm_Of F_amllyslvkl]edllcmef, study group were significantly higher than in thenitol group. A statistically
reiyes University  School o significant decrease in the serum selenium and rbdevels was detected in

Medicine, Kayseri, Turkey hild ith
’Department of Chemistry Erciyes children with ADHD.

University, Faculty of Science,
Kayseri, Turkey Conclusion: One of the important mechanisms in ADHD etiology hrain

damage. Deficiency in the level of selenium andohogntering into the structure
of the antioxidant enzyme system can lead to ADH ather psychiatric
disorders by causing damage to the brain tissagegtto free radicals.

Key Words: Attention deficit hyperactivity disorder, etiologfactors, selenium,
] boron, trace element.
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INTRODUCTION

Attention deficit hyperactivity disorder (ADHDs one
of the most commonly diagnosed psychiatric diserdsr
childhood. It is characterized by difficulty in nmé&ining
attention developmentally, hyperactivity and bebeadi
and cognitive impulsivity. ADHD commonly coexists
with other psychiatric and social problems. Itsgfrency
is 5% to 10% in children and adolescents, and 4% in
adults?

The DSM-IV diagnostic criteria of ADHD, preegice
is reported as 2% - 12%The relative frequency of
ADHD is two fold high in school children comparedthv
adults®® ADHD is frequent in boys and the male/female
ratio is 6:1 to 9:f.
Although there are several studies to determine the
pathogenesis the etiology of ADHD has not cleasgrb
identified yet. However, genetic, biological
(neuroanatomic and neurochemical) and periphecabifa
are considered as causative factors in ADHD etiplogt
the interactions between these factors have nonh bee
explained vyet. Currently ADHD is considered as a
hereditary disorder and a cause of some alterations
structure and function of the central nervous syste
The trace element selenium contributes to the lgtabf
neurons for glutathione peroxide activityBoron is also
considered to play role in neuronal membrane stplaihd
neuronal metabolisfhLow levels of both serum selenium
and boron may lead to regression in psychomotdlsski
attention, perception and memory functiéfiS.However,
there are limited studies about the role of thege tace
elements in etiology of ADHD. Considering that both
selenium and boron have protective effects on &trac
and functional properties of neurons, we aimed to
investigate the levels of these elements in chivddho
associated with the occurrence of the ADHD.

METHODS

Participants and Procedure: Patients who were
admitted to outpatients’ clinics of Child and Adsdent
Psychiatry Department and diagnosed as ADHD acegrdi
to DSM-IV criteria, between September 2007 and Apri
2008 were included in the study. Outpatients whaewe
admitted to Family Medicine, Pediatrics, Child and
Adolescent Psychiatry and who were not diagnosed as
ADHD were chosen as the control group. FollowedHzy
given information about the study the consent veken
from their families. Institutional review board &frciyes
University Faculty of Medicine approves the study
procedure.

The inclusion criteria were children aged 6yiars,
with an intelligence quotient (IQ) higher than &hd
those who were not using any drug and not suffefriog

—

any neurological, endocrine or metabolic disorddreo
than ADHD.

The study and control groups were given
qguestionnairesto obtain information regarding age,
gender, prenatal, natal and postnatal trauma kistord
the information was also checked from their patidet.
Also the participants were asked whether they hagl a
existing toxic-metabolic condition or infection, nidial
history of ADHD and psychiatric disorders.

It is not usual to ingest trace elements in ovezdmsd
environmental exposure to certain trace elementg lmea
the cause of overus® Since selenium fortified egg is the
only source of the extra selenium from food in mgion,
families were asked that if they had used selenium-
fortified eggs in the diet of their children.

Turgay’'s DSM-IV-Based Child and Adolescent
Behavioral Disorders Screening and Rating Scale (T-
DSM-IV-S), Conners’ Teacher Rating Scale, Conners’
Parent Rating Scale, Kiddie schedule for affective
disorders and schizophrenia-present and lifetinrsioe
(K-SADS-PL), and Wechsler Intelligence Scale for
Children-Revised (WISC-R) were used to diagnose
ADHD as described elsewhefre.

Blood Samples: Thyroid, renal, liver function and
complete blood count tests were done to show isthdy
group has any endocrine, metabolic disorder or amem
not. a. A 5 cc venous blood sample were drawn and
transferred to heparinized tubes from study androbn
groups. Samples were centrifuged at 4000 rpm for 15
minutes and separated plasma were then stored’s€ -2
The boron and selenium elements were tested with an
Agilent 750 series model with inductive matched
plasmatic mass spectrometer by calibration methibe.
sample and calibration solutions was divided by the
internal standards and obtained results were natedn
analytical signal. The signals obtained were placed
calibration line and derivations were counted wih
software?*3

Statistical evaluation SPSS (Statistical Package for
Social Sciences) 15.0 software was used in stalsti
analysis. Descriptive characteristics were caledlabs
mean and standard deviatiop+ sd), median, minimum
and maximumipedian (min-max)]. Independent samplés
and Mann-Whitnet U test was used to compare paramet
and non-parametric variables.

RESULTS

The 30 children with ADHD and 20 healthy chdd
(control group) were included in the study. Thererev3
girls (10%) and 27 boys (90%) in the study groud &n
girls (40%) and 12 boys (60%) in the control groups
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(gender difference was significapk0.05). The mean age
of children and adolescents with ADHD was 8.63+h8d
8.75+1.65 in controls. The mean ages of mothersewer
34+4.63 and 34+5.13, and fathers were 37+5.53 &3id .88
respectively in children with ADHD and controls.

The mean WISC-R scale score for performance, verbal
and total were 102.60+14.29 101.76+x12.62, and
102.40+£10.87 respectively in ADHD group. In constol
the corresponding WISC-R scale scores were
112.45+13.34,107.80+14.87, and 110.80+13.00.

The Conners’ Parent Rating Scale’s behavioralniegr
and impulsivity, hyperactivity scores were sigrafitly
high in ADHD group (p<0.001) The Conners’ Teachers
Rating Scale’s inattention, hyperactivity, and heéba
problems scores were about two times higher in the
ADHD group (p<0.001). Serum selenium and boronldeve
were significantly lower in the ADHD group (Tablg 1

Table 1: Serum selenium and boron levels of studyaups
ADHD Control
X +sd X+ sd p
Median(min-max) Median (min-max)
Serum 84.70:18.50 100.52:27.94
selenium | 86.5(56-125) 96 (56-191)
level 0.028
Serum 57.70:34.85 84.95+49.20
boron 56(16-157) 71.5(45-241) 0.017
level

*Mann-WhitneyU test

DISCUSSION

There is limited information about the assbeora
between ADHD and trace elements; selenium and boron
Low serum selenium and boron levels are reported to
cause regression in psychomotor skills, attention,
perception and functions of memdry? This study aimed
to determine whethethere are low serum selenium and
boron levels in children with ADHD compared with
controls. Gender predominance in ADHD prevalence is
reported as 6:1 to 9:1 in favor of bdysCorresponding
gender predominance (boys vs girls) in our study %a.

Willmore and Rubin first reported the rolesaflenium
for brain functions. Itwas also proposed thatelenium
induction with F&" improved EEG abnormalitiéé. Low
selenium level may cause reduction in brain fumstjo
loss of neurons, predisposition to trauma and other
neurodegenerative  conditiofts. Selenium  deficiency
increases lipid peroxidation together with decrease
glutation peroxidase activity, which leads into nteeme
injury and loss of neuronal céfl.Seafood, meat, garlic
and grain crops are the sources of selenium iamation
and selenium-fortified egg is the only source ofrax
selenium. We may consider that dietary deficiengy i

—

selenium may be related with ADHD since even inilsim
selenium containing soil its bioavailability by pta
(grains and e.t.c.) may vary significantly.

Schweizer et al. showed that the hippocamméll c
death in rats leads selenium deficit since selerderficit
has a neuron protective characteriSticThe rapidly
developing brain is more vulnerable to nutrientidehcy
especially protein, energy, certain fats, ironczioopper,
iodine, vitamin A, and seleniumAdditional nutrients
and/or nutritional deficiency may have impact oraibr
and behavior development in fetal developmiént.
Additionally Dura Travé et al. showed that decrease
total calorie intake with other nutrient and mineraould
lead low selenium intakg.

In 1996, boron element was classified amormgeiptial
basic elements for human health’ by World Health
Organization (WHOY® Even though boron is not
considered as a significant nutrient in human dietne
human and animal studies show that it may also lsave
significant role in cellular membrane function, the
metabolism of mineral and hormones and enzymesinsed
metabolic reactionS. Low boron intake is also
considered as a cause of regression in psychorakilts
and decline in attention, perception and dutieateel to
memory within mental process&sWe could not explain
subsequent boron deficiency with selenium sinceomor
containing nutrients are used frequently even gt dif
people who are in low socioeconomic level. Similath
selenium, boron bioavailability by plants may aliberon
intake as a nutrient.

There are four commonly used psychometricstést
diagnose ADHD; T-DSM-IV-S, Conners’ Teacher Rating
Scale, Conners’ Parent Rating Scale, K-SADS-PL, and
WISC-R. The WISC-R performance scores of our study
group were significantly lower than the controldjieh is
compatible with the literatur&:?* However in T-DSM-IV
scale, Conners’ rating scale and its sub-testethers a
significant difference between the ADHD and control
group. Since a qualified child psychiatrist did dbeests,
we may conclude that diagnosis of ADHD is relialithe
small sample size can be stated as the major tiontaf
this study but results indicate that there may Ipecbable
association of selenium and boron deficiency in ADH
and this initial finding may contribute future dkal
practice and research for ADHD.

In conclusion ADHD is a relatively prevalatisorder
in childhood and adolescence. Although the bramaize
in ADHD etiology is well known deficiency of trace
elements has not been studied yet. Consideringethéts
with the limitations in our study design one maycode
that our results may contribute as an initial ukefu
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information about ADHD etiology that selenium and
boron deficiency may be an etiological factor.
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ABSTRACT

Background: The serotonin concentration peaksgét avhich causes intestinal cramps. Both serotonin
and melatonin have circadian rhythms and they peéalight. While there are only serotonin circadian
rhythms during birth, the melatonin circadian rhgthbegin after 3rd month. It is argued that seiaton
is high and melatonin is low for the infants whovbaolic, yet there are no studies proving this
argument.

Methods: The study population is chosen with a el random sampling method among 50 infants
who have infantile colic and 66 infant as healthgtcol group.

Results: The melatonin levels of the blood sampleish were taken from both groups at 09.00 am and
also from 20 infants with infantile colic blood sples were taken 09.00 pm.were compared;

The melatonin level of the infants with infantilelic is found to be lower than the control grogp (
0.014). The evening melatonin levels in babiedviitfantile colic were significantly higher than
morrning levels (p:0.001).

Conclusions: Serum melatonin levels of the studyugrwere found to be lower and also significant
statistically . The results of our study suppor thypothesis that the decrease of melatonin causes
infantile colic.

Key Words: Infantile colic, healthy baby, melatonin
OZET

Girig: Serotonin konsantrasyonu saknlari pik yapar, bu intestinal kramplara nedenr.oldem
serotoninin hem de melatoninin sirkadiyan ritmi diarve akamlari pik yapar. Dgumda sadece
serotoninin sirkadiyan ritmi varken melatonininksidiyan ritmi 3.ayda b#ar. Kolikli bebeklerde
serotoninin yiksek, melatoninin gik oldusu hipotezleri ileri surilmgiama bu konuda bebeklerde
calismalar yapiimanstir.

Yontem:Calgma populasyonu; gatirilen rastgele érnekleme ydntemi ile 50 infarkblikli ve 66
normal glayan bebek arasindan segildi.

Bulgular: infantil kolikli ve sebepsiz@ayan bebeklerde sabah 09:00'da alinan kanda semweiatonin
seviyeleri ile infantil kolikli 20 bebekte sabah:00 ve akam 21:00'deki serum melatonin seviyeleri
karsilastirildiginda; infantil kolikli bebeklerin serum melatonievéyeleri sebepsizgayan bebeklerin
serum melatonin seviyelerinden istatistiki olarakaali disiik bulundu (p:0.014)infantil kolikli
bebeklerde sabah vesakn melatonin seviyeleri kafastirildi, aksam ki melatonin seviyeleri istatistiki
olarak anlamli yiiksek bulundu (p :0.001).

Sonug: Calma grubumuzun serum melatonin seviyeleri istasistikolarak anlaml derecede sdi

bulundu. Bu sonuglarimiz melatonin seviyesinin mzahnin infantil kolik gefimesine sebep olgu
hipotezini desteklemektedir.

Anahtar Kelimeler: infantil kolik, sa&likli bebek, melatonin



INTRODUCTION

Infantile colic is a phenomenon which is ctherized
with crying attacks that especially occur in therngs
with the style of the paroxysms of unknown reason i
healthy infants, aged 2 weeks to 4 mohths

Mostly it disappears in the 4th-6th monthswduwer,
the baby's constant crying without any disease,distort
communication within the family by both increasing
anxiety and creating a feeling of inadequacy irepts. It
may cause parents to use violence against each att
sometimes to the baby

In addition, as it is reported in some studiesting,
sleep and behaviour disorders are more commonen th
babies with infantile colic. Hence the treatmentd an
prevention of infantile colic and informing famiieof
such infants are important Unnecessary hospital
admissions can thus be prevente@ioo many risk factors
have been identified for the development of infantblic.
Although different risk factors in different studiegain
significance, an exact risk factor has not beemtifled
yet'. Since the exact cause of infantile colic is unknp
and there are a lot of risk factors, many treatnogions
such as behavioural therapy, diet therapy, drugathe
and other treatment types have been proposed

The aetiology of infantile colic hasn't beeallyf
elucidated. The theories to be emphasized to exjla
infantile colic are psychosocial factors, immataentral
nervous system and gastrointestinal dysmdtilitfhe
hypothesis that the imbalance between melatonin and
serotonin in  gastrointestinalregulation is the sealwof
infantile colic has been established but therertaseen
scientific studies on this issue. Melatonin andos®in
reach the peak concentration in the evening. Seiroto
increases the contraction of intestinal smooth meusc
whereas melatonin relaxes them While there is a
serotonin circadian rhythm at birth, melatonin ad@n
rhythm begins only at the 3rd month of fifeMelatonin
has therapeutic potential to cure gastric ulcedicc
irritable bowel syndrome and infantile cdlic

In this study, we aimed to investigate theatieh of
serum melatonin levels with infantile colic in inta aged
between 2 weeks to 4 months.

MATERIALS and METHODS

This study was conducted in a case control study
manner. The study group comprised of 50 infant wit
infantile colic who were followed at Gulhane Miliya
Medical Academy and the Military Medical Faculty,
Department of Pediatrics, born between June, 201l a
October, 2012, aged between 2 weeks and 4 months an

—

66 healthy infants who come for routine check aptee
control group.

Approval for this study was obtained from the Guida
Military Medical Academy Ethics Committee.

Families were informed about the procedures to be
carried out and written consent was obtained frioemt

Infants were examined and their diagnosis was
established by the same clinicians. The level oftirge
melatonin was assessed/measured with ELISA kit
(Enzyme immunoassay for the in-vitro-diagnostic
quantitative determination of melatonin in humanuse
and plasma REF RE54021 IBL INTERNATIONAL
GMBH/Hamburg).

The study group was composed by 116 infants, 50 of
116 infants who are followed outpatients at GATA
Pediatrics Clinic, diagnosed with infantile coliccarding
to ROME criteria( Infants whose ages are between 0 to 4
months. These infants cry with the reasons whiginot
be known. Crying occurs 3 hours a day and thisagdn
continues at least three days a week. Cryingchkstdon’t
influence the development of infants.).

Babies with colic and control groups were gredl ;
by taking 3 cc blood from 20 colicsy babies an®and 9
pm. Bloods were centrifuged 5 minutes at 3000 rth.
the blood tubes were protected from direct gimjiand
their plasmas were stored at -80 ° C. The bloo#erta
from the 66 healthy infants in the control groaiso
underwent the same procedure.

Infants with; a chronic disease, crying besauof an
organic cause, growth retardation, increased body
temperature, congenital anomalies, perinatal asphyx
and/or asphyxia sequel and premature were exclirded
the study.

All of the statistical analyses of the stwdys done by
using PASW Statistics (Version 18.0.0). Categorical
variables were defined as frequency and percentige,
numeric variables showing a normal distribution was
defined as mean * standard deviation and the ooes n
showing a normal distribution were shown as mediad
interquartile range. Comparisons between binaryuggso
were done using by t test for variables with a redrm
distribution and Mann-Whitney U test for variablesh

RESULTS
Totally, 116 infants were included in the stuGroup

with infantile colic consist of 50 infants; 60% tiem
were male, 44% of them were female. Of the 66thgal
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Table 1. Results of infants with infantile colic cmpared to control group

Infantil Colic group Control group o]
n: 50 % n: 66 %
<30 da 9 18 15 23
Age
of infans 31-60 day 22 44 27 41
0.776
61-120 day 19 38 24 36
<2500 5 10 5 8
Birth weight
@ 2501-3500 38 76 71 62
0.168
>3500 7 14 20 30
VD 21 42 32 48
Delivery method
C&S 29 58 34 52 0.487
BM 34 68 41 62
Nutritional status
FF 4 8 2 3
0.270
BM+FF 12 24 23 35
Mother <19 0 0 0 0
Age
(vear) 2024 6 12 3 20
2529 28 56 24 36
0.540
3034 15 30 22 33
>35 1 2 7 11
Maternal Yes 10 20 11 16.5
Diseases*
No 40 60 55 82.5 0.644
Smokers 2 4 7 11
Maternal smoking
0.296
Non-Smokers 48 96 59 89
The presence of his older brothers 20 40 30 45.5
0.557
Brother colicky abdominal pain in the presence 9 45 0 0 0.001
Mean Body weight (gr) £ SD (min-max) 4785+ 237.189(42005220) | 4900+ 425.418(39905950) 0.594
Mean Tall (cm) £ SD (min-max) 55 + 0.684 (54-58) 56 + 1.743 (53-60) 0.416

n: number,BM:Breast milk,FF: Formula foodVD: vaginal
delivery,C&S: cesarean deliver
* hypertension, preeclampsia, gestational diabetekijple

pregnancies, migraine

SD: standard deviatiomin: minimum,max: maximum
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infants in the control group, 56% were male an&o42
were female. Gender distribution difference betwee
infantile colic infants and healthy infants was rfiotind
statistically significant (p: 0.671).

Results of infants with infantile colic in cparison
with the results of the control group is displaye Table
1.

When serum melatonin levels of 50 infants with
infantile colic were evaluated, average melatoremel
was 14 771.61 = 19.53 pgr/mL. Minimum value: 14 691
par/mL, the maximum value: 14,812 pgr/mL, median
value: 14 771.50 pgr/mL was calculated respectively

When serum melatonin levels of 66 healthyntgan
the control group were evaluated, average melatiewiel
was 14 803.21 = 87.997 pgr/mL. Minimum value: 14 69
pgr/mL, the maximum value: 15,484 pgr/mL, median
value: 14 797 pgr/mL was calculated respectiveljnew
serum melatonin levels of infants with infantilelico
compared to control group in Table 2.

Table 2. Melatonin levels of infantile colic and
control group in the morning at 9-00 AM

Patients Mean melatonin p
levels (pg/mL) = SD
(min-max)

Babies with 14 771.61 £19.53 0.001

infantil colic (14691-14812)

group

Control group 14 803.21 + 87.997 0.001
(14699-15484)

When serum melatonin levels of 20 infants withantfle
colic at 21:00 was evaluated, average melatonielde
were 14 806.15 + 19.519 pgr/mL. Minimum value: BO7
par / mL, the maximum value: 14,872 pgr / mL, media
value: 14 800.00 pgr / mL were calculated respebti

When serum melatonin levels of 20 infants with
infantile colic at 9 am evaluated, average melatdevels
werel4d 770.501£17.470 pgr/miComparison of morning
and evening serum melatonin levels of infants with
infantile colic is presented in Table 3.

Table 3. Serum melatonin levels of infantile colic
babies at 9:00 in the morning and at 21:00 in the
evening
Mean melatonin
Patients levels (pg/mL) +SD p
(min-max)
Babies with 14 770.50+17.470 | 0.001
infantile colic in (14 748-14 807)
the morning
Babies with 14 806.15+ 19.519 | 0.001
infantile colic in (14 780-14 872)
the evening

—

DISCUSSION

This study was designed and analyzed by ttieesi
The results of our study support that decreaseeimns
melatonin levels are associated with the developroén
infantile colic.

When the gender distribution of babies witfaimile
colic included in the study was evaluated, distiiu
difference of gender between babies with infantitdic
and control group healthy infants was not found
statistically significant (p:0.671). These resudte in line
with similar studies in the literatf®e2. Only one study
states that male babies cry mdrand no other study has
been found supporting this finding.

Publications are available about the criesinfnts
peaked in the 6th wetk and decreased by 50% in the
12th weel’. In addition, neuro-developmental changes in
infants are around in the 6th wékAccording toBarr and
his colleagues' study, it was determined that thes peak
in the 6th weeK. Although the rate of infants with
infantile colic and the control group infants, twmeonth-
ones, is more than the other age groups in ourysthe
difference in age distribution was not found stadgly
significant (p: 0.776). Publications are availalihe the
literature representing that infantile colic is mdrequent
in two- month- infants and support this idea

The distribution of the difference in birth igbt
between infants with infantile colic and contrologps
was not found statistically significant as in ottstudies
(p:0.168). In a study involving prematures, low thvir
weight has been identified as a risk fattoHowever,
premature groups had not been included in our study
However, in the study that Crowcroft and his cadliees
conducted with the participation of over 76 thoubkan
infants, they have found that birth weight of infamith
infantile colic is more and they gain more weight.
However, another study that supports this findiag hot
been determined as far as we know.

When the ways of the birth of babies are doeetl in
terms of risk factors, there was no difference leetwthe
groups in terms of delivery by cesarean or vaginal
delivery. The distribution difference of mode oflidery
between infantile colicky infants and control granfants
were not found statistically significant as welliasother
studies (p:0.487). Although some publications stated that
cesarean delivery increased the risk of infantitdicc
slightly, statistically significant data has not ebe
achieved’.

In our study, difference in the distributioatlyeen the
ages of parents of infants of infantile colickyants and
control groups was not found statistically sigrafit
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(p:0.540). In our study infantile colic was higlierinfants
with maternal age between 25-29. But it was not
statistically significant. Although there are puhliions on
maternal age has no contribution to incidence Efte
colic?, it is indicated that more infantile colic was sde
25-29 and 30-34 age groups in two stutfies

When the status of 50 infants with infantilelic
getting breast milk or formula baby food, the diffiece in
feeding type between infantile colicky infants drehlthy
control group was not found statistically signifita
(p:0.270). While some older studies that Rubin &l
colleagues conducted stated that the incidencefahtile
colic in breastfed infants is more, in other stgdieis
indicated that breastfeeding is protectfvélowever, there
are not many of them. Results of most of the worKine
are in line with the results we have achie¥ed

In the studies conducted, more risk of infantildiaco
has been identified in infants with parents who leeo
including passive smoking during pregnancy or dffieth
than infants who do not exposed to cigarette siioke
Nicotine and its metabolites have been found sicpmitly
higher in saliva, urine and serum of smoker moshieaby
and baby directly exposed to cigarette smbkét is
suggested that nicotine increases the motilin $vel
increased levels of motilin cause pain by leading a
increase of phasic contractions in the intestthe§here
are also publications that smoking does not coutitio
the formation of infantile colf®. Most of the studies is
related to the post-natal maternal smoking, thezeadew
reports on smoking status during pregnancy or asipa
smoking.

In our study, the difference between infantiblic and
control groups were not found statistically sigradnt
regarding the distribution of babies of smokingthess
(p:0.296). This may be because the number of srgokin
mothers of infantile colic (n = 2), is too little.

The difference of weight (p: 0.594) during asksion
between infants with infantile colic, and controbgp and
the difference of length (p: 0.416) distribution rithg
admission were not found statistically significambere
are publications advocating that the baby's weighd
length during the time of application do not haviuence
on development of infantile cofit Our study showed
parallelism with these studies.

There are publications indicating that matkdistress,
stress and disease increases the risk of postinéatile
colic (18,20). In our study, the incidence of hypasion,
preeclampsia, gestational diabetes, and multiple
pregnancies in mothers of infantile colic and tieal
babies were not statistically found significant.

—

In a study conducted in Turkey, between tHantile
colicky babies and the control group of healthy ibab
difference was not detected in terms of the stémgoticky
sibling®. And in our study the story of sibling with colic
was statistically found significantly higher in amftile
colicky infants (p:0.001). As in the study of Cueand his
colleagues conducted in 2008, our results alsoesigbat
infantile colic may be genetic, mutations in genes
encoding enzymes involved in the synthesis of ralat
may have a role in the development of infantiléa?dl

The hypothesis established that imbalance detw
melatonin and serotonin in gastrointestinal systamses
infantile colic, however, there have not been gmou
scientific studies. Lobo and Denyer showed that
melatonin inhibits the contractions caused by spogbus
or serotonin in rat deodondfm That smooth muscle
contractions in the stomach, colon and ileum were
inhibited by melatonin is shown in further experitte’.

Melatonin and serotonin reach the peak canaton
in the evening. Serotonin increases intestinal $moo
muscle contraction, and melatonin relaxes intektina
smooth muscles. While there is serotonin circadigthm
at birth, melatonin circadian rhythm begins in tBel
montH®. Melatonin has therapeutic potential on gastric
ulcers, colic, irritable bowel syndrome and infantolic’.

That infantile colic in infants has lower &v of serum
melatonin hypothesis was establisheuut in this regard
there have not been enough scientific studiesuirstudy,
when serum melatonin levels compared in infantsh wit
infantile colic and the control group of healthyants, it
was statistically found significantly higher in ticentrol
group infants (p:0.014). Our study results suppbe
hypothesis that the decrease of melatonin caudadtite
colic.

Although babies' crying varies in the day time
increases in the evening and at night. Althougé known
that the normal infants cry rather in the eveniitghas
been identified that infants with infantile colicydowards
the evening hours and at night more than the nfaniite
colic babies, intensity of crying of the babies wtrg in
the daytime hours even excess in the evening aod /
night hourd In our study, when the morning and
evening levels of melatonin of 20 infants with intfite
colic compared, the evening levels of melatonin
statistically found significantly higher (p:0.000These
findings suggest that infantile colic arises wheglatonin
levels decreases. This issue must be clarifiedotigitly
by broader and more comprehensive future studies.

The studies on the effectiveness and the plaice
melatonin in the treatment of infantile colic inetffuture
are also needed.

Cengiz et al. The Relationship of Serum Melatonin Levels with Infantile Colic.
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ABSTRACT

Background: Due to the severity of pain, effects on qualitylit, and economic effects on
individuals and society, migraine is a significaoblic health problem.

Objectives: to determine prevalence, socio-demographic cheniatits and risk factors of
migraine in western Anatolia.

Method: In this cross-sectional, descriptive study, tofed42 volunteer participants in the age of
18-89, living in the center of Canakkale Westerratdtia, were enrolled from the nine primary
care centers. A questionnaire asking about theiostemographic features was applied, and the
ID-Migraine Screening Test was administered. Theigpants answering the ID-Migraine test
were questioned about characteristics of headatfiggering factors and accompanying
complaints along with loss of labor and qualitylifef during attacks.

Results: The mean age of the participants was 44.1+15.0@¢ordling to the ID-Migraine
Screening test the prevalence of migraine was 159641) with a rate of 4.7% (n=44) in males
and 10.3% (n=97) in females. Results of the muliata analysis suggested that the risk of
developing migraine increased 2.7 times by beingale (95% CI: 1.75-4.00), and 2.0 times
increased by being employed (95 Cl: 1.37-3.05).r&hgere 89 women (65.0%) and 40 men
(29.2%) who reported migraine attacks affectindydaprk. There was no statistically significant
relationship between migraine attacks affectingydde and gender.

Conclusion: the prevalence of migraine in western Anatolia Wa%, lower than the average for
Turkey. In addition the variables of being femaled &employed increased the possibility of
migraine.

Key words: migraine, prevalence, risk factors, ID migraireeegning Test

OZET

Giris: Agrinin siddeti, yaam kalitesine etkisi, bireysel ve toplumsal ekorlostkileri nedeniyle
migren diinyada 6énemli bir halk@ez1 sorunudur.

Amag: Migrenin Bati Anadolu'daki sikdi, sosyo-demografik dzellikleri ve risk faktdrleinn
belirlenmesi amagclanstir.

Metot: Tanimlayici kesitsel desendeki bu galada, Anadolu’nun batisindaki Canakkale il
merkezinde bulunan dokuz aileghgl merkezinden 18-81 yaarasinda toplam 942 gonullu
katilmciya ulaildi. Calsmada katilimcilara sosyo-demografik 6zellikleriorgulayan anket ile
ID-migren testi uygulandi. ID-Migren Testine goreignen olan katihmcilara BRaagrisinin
karakteri, tetikleyici faktorleri ve gaegrisi ataklari esnasindasgaliklari glicti kaybi sorgulandi.
Bulgular: Katilimcilarin ya ortalamasi44,1+15,00 idi. ID-Migren testine gére migren sikli
%15,0 (n=141), erkeklerde %4,7 (n=44) ve bayanlé¥eD,3 (n=97) siklikta saptandi. Cok
degiskenli analiz sonuglarina gore migren gele riskini kadin olmak 2,7 kat (%95 GA: 1,75-
4,00), caklyor olmak 2,0 kat (%95 GA: 1,37-3,05) artirmaktaydigren at&inin gunlik
islevselligi etkiledigini belirten 89 kadin (%65,0) ve 40 (%29,2) erkekikmci vardi.

Sonug: Calsmamizda Anadolu’'nun batisinda migren gik#o15 olarak saptangsolup, Tirkiye
ortalamasinin altindadir. Bununla birlikte kadimak ve cakiyor olmak dgiskenlerinin migren
olma olasilgini artirdgi tespit edilmgtir.

Anahtar Kelimeler: Migren, siklik, risk faktorleri, ID Migren Testi



INTRODUCTION

A chronic persistent disease, migraine chiaraed by
attacks and no symptoms between attacks, has a
prevalence of 20-37% globall§. According to the World
Health Organization among diseases causing lo&sbof
it is placed 12 for women and 19 for merf. Due to the
severity of pain, effects on quality of life, andoaomic
effects on both individuals and society, migrairse a
significant public health problelmHowever migraine is
generally not viewed as a public health problemt no
diagnosed in children and adults and not treated. |
England and the USA, about two thirds of migraine
patients do not apply to doctors or use empirtraig
treatment'®. This insufficient diagnosis and treatment can
lead to economic losses due to loss of labor linted
increased frequency or severity of migraine attathsa
study in England, the loss of labor in males relate
migraine was 5.6 days per year, with 1.5 days atesand
4.1 days of low productivity in work. For womenghias
6.7 days of labor loss per yearin Turkey the average
loss of labor is 5.4 days per year and was detemunto
cause a loss of about 50 trillion TL per yéar

Prevalence of migraine varies linked to dsiit
tools, gender, race and geographical region, seasdn
stage of healthcare servise. In the United States o
America in white women the prevalence is 17.3% iand
white men is 5.7%. The highest levels are among emom
between 30 and 39 years of age. It may also chaithe
the individual’'s income and educational level. larkey
the prevalence of migraine in one year was idexatifas
28.8% .

The inability to prevent migraine diseaséieaand
its chronic nature with attacks increase the treatncosts
and loss of labor. It appears that one choicedage costs
is to inform patients with migraine diagnosis abattacks
and treatments. This study aims to determine peecal
of migraine and related factors in the western Aliat

METHOD
Participants

In this cross-sectional, descriptive studyividuals
were above the age of 18 living in the city centér
Canakkale. Population-based sample registry systas
used among participants who were enrolled in nine
primary care services from each district. There rare
primary care centers with a total of thirty-thresmily
medicine units in the central region of Canakk&ach
unit has an average of 3500 people registeredhestudy,
we enrolled at least one family medicine unit freach
district, total of 9 units in city center of Canal.
Between October 2012 and March 2013 individualsrabo
the age of 18 applying to a primary care centerewer
included in the study. The first ten patients, where
admitted to primary care center for any reason,ewer

—

invited to the study.A total of 942 volunteers were
included in the study. Any patient with history lfain
trauma, individuals below the age of 18, those \bitain
tumors, any cerebral infarctus or hemorrhage inlése¢
three years, any pathology of the cervical or lumba
regions, and any disease that disrupts truthfuluatian
(dementia, mood disorders) and do not accept to
participate the study were excluded.
Data Collection Tools

After the aim of the study was explained, atrand
written consent was obtained from the participamts.
guestionnaire to the participants about their socio
demographic features was given. Then the ID-Migrain
Screening Test with 3 questions was administerétie
qguestion was, it the last three months did you have 2 or
more headache attacks that affected your daily dife
made you consider attending a do¢tdf the answer was
“yes then the remaining 3 questions in the ID-Migraine
test were also included. The ID-Migraine test depetl
by Lipton has a specificity of 75%, sensitivity ®f% and
positive predictive value of 93% in the diagnosit o
migraine®. The reliability and validity of the Turkish ID-
Migraine test was tested by Karli et &lThe participants
answering the ID-Migraine test were questioned &bou
characteristics of headache, triggering factors and
accompanying complaints along with loss of labod an
quality of life during attacks. The ID-Migraine ®eming
Test is presented below in Table 1.
Statistical Analysis

Data analysis was completed using the SP&Statal
program 19.0. Descriptive variables are given asgig,
mean, standard deviation (SD), median, minimum and
maximum. Independent and dependent variables were
analyzed with the chi-square test for single vdeistand
logistic regression test for multivariate analysis.
The dependent variable for logistic regression el
was the presence of migraine. According to theltesi
univariate analysis the independent variables (gerefje
and employment) that may be related to the dependen
variables were investigated using Backward Stepwise
(Conditional) logistic regression analysis methotb
determine the fit of the model the Hosmer-Lemeshow
statistical compliance test was used. For stadistic
evaluation p<0.05 was accepted as significant.

RESULTS

The age range of the 942 participants wagol89
years, with average age 44.1+15.00. Of participdd3
were male (46.7%) and 502 (53.3%) were female. The
socio-demographic characteristics of participantsgiven
in Table 2.

Uludag et al.Migraine prevalence and related fastar Canakkale
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Table 1. The ID migraine test

ID-Migraine

In the last three months if you had 2 or more helaglaattacks that affected your daily life or made gonsider attending a doctor answer

following:

1.Did you feel nausea or discomfort in your stonfach

Yes No

2.Did light make you uncomfortable (more than atets when you don't have headache)?

Yes No

3.Did your headache limit your ability to work oo @hat is required for at least one day?

Yes No

Table 2.Socio-demographic features of the participants

Variables Patients with migraine Patients without migraine

(n=141) (n=801)

N(%)# N(%)* Chi-square P
Gender
Woman 97 (19.3) 405 (80.7) 16.012 0.001
Man 44 (10.0) 396 (90.0)
Marital Status*
Married 30 (12.8) 205 (87.2) 1.119 0.290
Single 110 (15.6) 595 (84.4)
Education level
Secondary school and above 61 (15.3) 337 (84.7) 0.070 0.792
High school and above 80 (14.7) 464 (85.3)
Working status
Working 70 (19.2) 295 (80.8) 8.298 0.004
Not working 71 (12.3) 506 (87.7)
Perception of income**
income<expenditure 31(13.1) 205 (86.9)
income=expenditure 80 (14.8) 460 (85.2) 0.855 0.652
income>expenditure 26 (16.5) 132 (83.5)

*2 participants didn’t answer the marital statud &8 participants didn’t answer perception of imoe.

Table 3.Participants of the risk factors associated with tle diagnosis of migraine with logistic regression atysis, Canakkale, 2013*

B deger OR Cl %95 P

Constant -3,372 0,03 - <0,001
Gender

male (0) 1,0

female (1) 0,974 2,65 1,75-4,00 <0,001
Working Status

No (0) 1,0

Yes (1) 0,715 2,04 1,37-3,05 <0,001
Age Group

18-29 (0) 1,0

3049 (1) 0,917 2,50 0,95-6,60 0,064

>50 (2) 0,679 1,97 0,76-5,14 0,165

* Backward Stepwise (Conditional) logistic regressanalysis; OR: Odds ratio; Cl: confidence intérva

Uludag et al.Migraine prevalence and related fastar Canakkale
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Table 4. Distribution of symptoms during migraine dtack
Symptoms Gender

Woman Man X2 p
Sound sensitivity 86 (63.2%) 32 (23.6%) 0,339 0,561
N 94 42
Pyhisical activity 71 (55.4%) 34 (26.6%) 1,745 0,186
N 88 40
Light sensitivity 86 (54.6%) 35 (26.4%) 0,212 0,646
N 92 41
Smell sensitivity 71 (55.5%) 26 (20.3%) 0,112 0,737
N 91 37
Loss of appetite 82 (61.7%) 27 (20.3%) 0,039 0,834
N 92 41
Nausea 78(58.2%) 28 (20.9%) 0,193 0,661
N 93 41
Vomiting 72(53.4%) 28(20.9%) 0,207 0,649
N 93 42
Table 5. Properties of Headache
Woman Man
n=97 n=44

Properties of Headache* N (%] N(%)" Chi-Square p
Throbbing 71(51.8) 25 (18.2)
Compressive 12 (8.8) 8 (6.8) 7,185 0,126
Partiatlocalized 11 (8.0) 10 (7.3)
Number of migraine attack (last 1
mounth)**
Never 3(2.2 3(2.2)
1 -2 attacks/month 52 (38.5) 30 (22.2) 4,178 0,124
3 and more attacks/month 37 (24.4) 10 (7.4)
Visit the doctor because of headache***
Yes 65 (47.8) 29 (21.3)
No 28 (20.6) 14 (10.3) 0,083 0,774

4 participants didn’t answer type of headach@ participants didn’t answer number of attack **pdrticipants didn’t answer the visit the doctocduese of

headache.

According to the ID-Migraine Screening test the
prevalence of migraine was 15% (n=141) with a w@fte
10% (n=44) in males and 19.3% (n=97) in females Th
average age of those with suspected migraine amgkth
without was 39.85+12.47 (18-83) and 44.89+15.29- (18
89), respectively, with a statistically significatifference
between the groups (p<0.001; t:4263). While 36.286 0
women with migraine and 16.3% of men with migraine
were between 20 and 30 years of age, 14.2% of women
and 29.8% of men were between 30 and 40 years old.

Logistic Regression Analysis

According to the results of Backward Stepwise
(Conditional) logistic regression analysis the most
appropriate model appeared to include the indepgnde
variables of gender, age and employment. According
the results of the analysis, the model of the dete
determined to be compliant (Nagelkerke R Squa@z1).
Hosmer and Lemeshow ChiSquare: 1.977 P: 0, 0.922).
Based on multivariate analysis the risk of deveigpi
migraine is 2.7 times increased by being femalé&q%3:
1.75-4.00), and 2.0 times increased by being enepld95
Cl: 1.37-3.05). In addition, no significant relatghip was
found in our investigation based on the age graigble
3).

There was no statistically significant difflace
between males and females in terms of discomfort
experienced during attacks by migraine sufferers
(p>0.005). The frequency of discomfort experiendsd
migraine patients during attacks is given in thel&al.

There was no significant difference between men and
women in terms of headache characteristics, nurober
attacks and visits to the doctor among patientses@&h
characteristics are shown in Table 5.

There were only 135 participants reportedtake
medication before migraine attacks. Of the patievith
suspected migraine; 22 women (16.3%) and 6 mefo4.4
took migraine medication before an attack. Fiftpatients
reported using no medication (11.1%), 1 used herbal
medication cream (0.7%), 89 used non-steroidal- anti
inflammatories (65.9%) and 2 used all of the above
(1.4%).

There were 89 women (65.0%) and 40 men (29.2%)
reporting that migraine attacks affected daily workere
was no statistically significant relationship betme
migraine attacks affecting daily life and gende?t{X147;
p=0.701).
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DISCUSSION

The results of our study can be determinedhoge
perspectives; the general characteristics of ngrai
patients, usage of ID-migraine test in primary carel
loss of labor in migraine patients.

In our study the prevalence was 15% in Caalzkk
western Anatolia, being female increased the piigibf
migraine by 2.7 times and being employed incredtsky
2 times. The prevalence of migraine varies in i@hato
geographical region, race, season of the studyhaadth
care facility. Erta et al’ in a population-based prevalence
study in Turkey identified the yearly incidencenoigraine
as 28.8% while the yearly prevalence in Asia i9§.1he
chronic migraine incidence is 1.1% in Germany amel t
life-long migraine incidence is 21.3% in France drid
in the USA®3 In tertiary-healthcare service, a study in a
neurology clinic in China found 80.2% and in Brdeiind
79.8% migraine'**® In our study in spite of different
climatic conditions in terms of seasonal changés t
prevalence was lower than the average for Turkety bu
similar to Europe in terms of life-long prevalence.
Migraine is a chronic, paroxysmal and neurovascular
disease that begins before the age of 30 and sesesith
advancing age. The prevalence of migraine in meh an
women begins to increase from the age of 12 and
continues to increase until the 48", It is reported that
the prevalence of migraine is higher in women timem in
Europe, North America and Asid@**™® In the study in
Turkey by Erta et al’ the incidence in women was 38%, 2
times higher than for men. In our study the highest
prevalence of migraine was in the age interval®t®30
for women and the age interval of 30-40 for men.
However according to study there was no significant
relationship between age group and patients with an
without suspected migraine.

It is emphasized that the incidence of miuggai
changes in relation to socioeconomic factors. lidiss in
Europe and North America while the prevalence of
migraine increased among women with low incomelfgve
in Korea there was no relationship between educatio
level and economic clas§™ Erta et al’ reported more
migraine cases among those with higher educational
levels. In our study while no relationship with the
economic level was detected, being female increéised
possibility of migraine by more than two times. We
believe that this may be linked to factors suclhihaslow
socioeconomic level of women in Turkish society,
childcare, spousal duties together with increasess due
to work responsibilities and nutrition.

The average migraine attack duration is @4ré, with
at least 10% of patients having an attack everykw&dn
our study group 38.5% of women and 22.2% of men
reported one or 2 attacks in the previous month.

The incidence and duration of the diseasmigraine
determines the prevalence. Collecting correct
epidemiological data is difficult due to factorschuas

—

trusting the symptoms reported by the patient ac#t bf
application to doctors for migraine diagnosts In our
study group 20.6% of women with suspected migraima
10.3% of men reported that they had not visitecbetat
due to headache complaints. In spite of differenices
studies completed at different times in differeatitries
and societies, it is emphasized that collecting
epidemiological data related to migraine prevaleand
other factors is importarif. Our study was conducted in
primary care centers and we believe the resultaimdd
will contribute to the literature.

ID-migraine screening test is used for dsing
migraine with a specificity of 75%, sensitivity 81% and
positive predictive value of 93% Especially in primary
care, it is a useful diagnostic tool because of tihe
limited work conditions. There have been many ssidi
showing the usefulness of this test in the liteafti® In
our study, it was used to diagnose the patinetd wit
migraine.

In a study on the economic and social effects @fraine

in England, very few migraine patients consultedbator

in the previous three months and 78% of migrairteepts
used non-prescription medication. As a result itswa
determined that it was necessary to inform migraine
patients about the use of treatment servites. The
researchers reported that migraine disease is tbgt m
common cause of temporary loss of ability but gtk
individuals did not consult a doctét. In our study while
the number of patients suspected of migraine who
consulted a doctor was very low, many used medicati
without doctor’'s advice. Meanwhile 11.1% of suspdct
migraine patients reported using no medicatiorf/Qused
herbal skin medication and 65.9% used non-steraini
inflammatorie$’. However in the literature it has been
shown that effective migraine treatment and contant
reduce loss of labor, loss of ability and abserftes
work. In our study 65% of women and 29% of men
reported that migraine attacks affected daily w@tkidies
have shown that migraine attacks reduce work
productivity, increase absences from work and céose

of labor®3®. Santos IS and et #l.found that high strain
job and migraine have a strong association. Thpgrted
that according to job stress domains and job stress
classification in Karasek’s model, job control im@graine
related factor in women. According to logistic reggion
analysis, being employed increases the possibiity
migraine by 2 times. In addition, if migraine istno
correctly treated, it may cause productivity lossthe
workplace, unemployment of, or inability to find widfor
individuals with migrainé™.

CONCLUSION

Our study has shown that the prevalenamigfaine
in Western Anatolia was 15%, which was lower thiaa t
average for Turkey. In addition the variables ofnbe
female and employed increased the possibility of

Uludag et al.Migraine prevalence and related fastar Canakkale
Turkish Journal of Family Medicine & Primary Cap®15; 9(1):16-22.



migraine. It was determined that individuals with
suspected migraine experienced loss of labor arnlg da
work due to migraine attacks and triggering factdrs
addition the individuals in our study group weretn
monitored by a physician and did not have regular
migraine treatment, but still used a variety of mations
without consulting a physician. Screening tests for
migraine diagnosis can be used by every physiciah a
thus suspected migraine cases can be easily diréate
experts.

Limitations:

The majority of participants were women who
frequently used primary care services. This coutdab
disadvantage of this study. But in Turkey, thegxas who
were admitted to the primary care are mostly women.
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ABSTRACT

Syncope, with the absence of postural tone, a sudde transient loss of
consciousness is characterized by full and oft@idrapontaneous recovery. Most
of the potential causes of syncope are benign aetdimiting. However, Syncope
can be life-threatening causes. Approximately thirel of patients during episodes
of syncope cause injuries and can be psychologicaastating for patients with
recurrent syncope. History, physical examinationd &lectrocardiogram can be
detected an underlying cause in about 50 to 80%atients. Despite detailed
diagnostic tests, reason of syncope is undetectabl&8-41% of patients with
syncope.This article is based on the problems afristic approach to syncope in
emergency department.

Key Words: Syncope, emergency department, diagnosis

OZET

Senkop, postural tonus yoRuyla birlikte olan, tam ve genellikle hizli spontan
dizelmeyle karakterize edilen ani ve gegici bilkaybidir. Senkopun potansiyel
nedenlerinin ¢gu iyi huyludur ve kendi kendini sinirlar. Ancak,ylaé tehdit eden
nedenler de senkop ile kendini gosterebilir. Senkoganik kalp hastatl olanlarda
kardiyak arrestin 6n belirtisi olabilir. Senkop ld&xi sirasinda hastalarin yagla
Ucte birinde yaralanma alur ve tekrarlayan senkop ataklari, hasta icin pejko
olarak yikici olabilir. Senkop, senkop gecireriyi senkop taniklarini, aileyi ve
doktoru alarma gegiren bir belirtidir. Oykii, fizikuayene ve elektrokardiyografi
degerlendirmesiyle, hastalarin yakia % 50-80’'inde altta yatan neden
saptanabilmektedir. Ayrintili tanisal testlergmeen hastalarin % 18-41’inde senkop
nedeni belilenmeden kalir. Bu gaha, acil servise senkop nedeniylephaan
hastalarin dgerlendiriimesi ve yonetiminin nasil olmasi gerghtie ilgili bir
derlemedir.

Anahtar Kelimeler: Senkop, acil servis, tani



GIRIS

Senkop, nérolojik fonksiyonlarin kendilnden geri
dondigl, resiistasyon gerektirmeyen ve postural tonus
kaybiyla birlikte olan gecici biling kaybidirSenkop, acil
servise bgvurularin yaklaik % 1-3'tinden sorumluddr.
Senkopun nedeni iyi huylu olabilegiggibi, yasami tehdit
eden bir durum da olabilir. Ayirici tani yelpazekiukca
genktir. Acil servise senkop nedeniyle d¢varan bir
hastanin yonetiminde, ©ncelikli olan acil grana
gerektiren ve hastaneye yatiriimasi gereken hastalat
etmek ve taburcufiun givenli oldgu hastalan
belirlemektir.

1.Senkop Nedenleri

Acil servisteki doktorun esas sorumlgly senkopun
hayati tehdit eden bir nedeninin olup olnfad
belirlemektir. Acil serviste senkopun nedenini sapak
siklikla zordur. Acil hekimi, dikkatli bir oyku, fik
muayene, elektrokardiyografi (EKG) ve selektif yandi
testler kullanarak, hastalarin yakk yarisinda senkop
nedenini belirleyebilif. Bir calismada, daha odaklangn
bir 6yku ve fizik muayene ve bulgularin kilavugiinda
yapilan laboratuar tetkikleriyle, acil servis héatein
yaklasik % 80’inde akla yatkin bir taninin konabilgce
gosterilmitir.* Acil serviste senkop nedeni belirlenmese
bile, hangi hastalarin hastaneye yatiriimasi gggieke
hangi hastalarin glvenle eve godnderilebigece
saptanmalidir. Bunun icin, 6ncelikle senkop nedmile
iyi bilmek ve etkili bir risk siniflamasi yapmak rgexir >
Senkopun hayati tehdit eden en &dnemli nedenleri
kardiyak hastalik, kan kaybi, pulmoner emboli ve
subaraknoid kanamadir (Tablo ®IN6bet, inme ve kafa
travmasi gibi gergcek senkop tanimina girmeyegedi
durumlarin da, ilk dgerlendirme sirasinda akilda
tutulmasi  gerekmektedir. Norokardiyojenik senkop,
senkopun en yaygin nedenidir (Tablo 2) ve olguldfin
25-65'inden  sorumludur. Bu hastalarin  prognozu
milkemmeldir, morbidite ve mortalite artyoktur.

Norokardiyojenik senkopu olan hastalaringgonda
prodromal bir donem vardir, hastalar bilin¢ kaytand
once sersemlik hissi veya sa@onmesi, sicaklik hissi,
solukluk, bulanti veya kusma, karirgresi ve terleme
hissederler.  Norokardiyojenik ~ senkopun  sayisiz
potansiyel tetikleyicisi vardir ve altta yatan neihe
belirlenmesi siklikla polikliniksartlarinda yapilir. Ornek
olarak miksiyon veya defekasyon senkopu, durumsal
senkop (6rngin kan gorme) veya oksurikle skili
senkop verilebili#

Ortostatik senkop, senkop olgularinin % 5-24'Gnden
sorumludur ve kan basincinda 20 mmHg’'dan daha fazla
disme veya dakikada 20 atimdan daha fazla refleks
tasikardi olarak tanimlanit. Ortostatik senkop, siklikla
herhangi bir nedenden kaynaklanan intravaskuleiimol
kaybindan veya otonom sinir sistemi yeterginlilen ileri
gelir. Bununla birlikte acil doktoru dikkatli olmlr,

cunku ortostatik hipotansiyon kardiyak senkopla da
birlikte olusabilir.

Tablo 1. Senkopun hayati tehdit eden nedenleri

Kardiyak Senkop

Aritmi

Ventrikiler tgikardi

Uzun QT sendromu

Brugada sendromu

Bradikardi: Mobitz tip Il veya lIl. derece kalp Ko
Onemli sintis duraklamasi > 3 saniye

iskemi

Akut koroner sendrom

Miyokard enfarktlisu

Yapisal Anormallikler

Kalp kapak hastali: Aort stenozu, mitral stenoz
Kardiyomiyopati (iskemik, dilate, hipertrofik)
Atriyal migzoma

Kardiyak tamponad Aort diseksiyonu

Ciddi kanama

Travma

Gastrointestinal kanama

Doku riptura: Aort anevrizmasi, dalak, over kisktopik gebelik,
retroperitoneal kanama

Pulmoner Emboli

Hava yolu ttkkanmasina neden olan biyiuk emboli wiyai
hipoksi

v/ Subaraknoid Kanama

AN N N N N N N VY N U U N N Y NN

ANIAN

Tablo 2. Senkopun yaygin nedenleri

Norokardiyojenik senkop
Miksiyon senkopu
Defekasyon senkopu
Oksurikle ilikili senkop
Yutma senkopu
Glossofaringeal sinir senkopu
Pozisyonel senkop
Karorid Sinus Airi Duyarllig
Bagl cevirme
Boyun basisi
Tiras olma
Ortostatik senkop
Sivi kaybi
Otonomik disfonksiyon
Kondisyon bozulmasi
Uzamg yatak istirahati
ilaglailiskili Senkop
Vazoaktif ilaclar: Alfa ve beta blokerler, kalsiyurkanal
blokerleri, nitratlar, ditretikler, erektil disfoskyon ilaclar
v" Kondusyonu etkileyen ilaclar: Antiaritmikler, kajsim kanal
blokerleri, beta blokerler, digoksin
v QT aralgini etkileyen ilaglar: Antiaritmikler, antiemetikle
antipsikotikler, antidepresanlar
v" Sivi durumunu ve elektrolit konsantrasyonunu egleiteilaclar:
Dilretikler

\\\\OO\OOO\OO\OOO\

Ortostatik vital bulgular, sivi durumunu belirlenged
veya senkop tanisi koymada duyarl ve 6zgigildi.*°
Bircok hasta sistolik kan basinci 90 mmHg'nin atin
distigunde  semptomatik olur, fakat ortostatik
hipotansiyon tanimina uyan populasyonun buoytk bir
kisminda senkop yoktur.
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Ilaglar, senkopun % 5-15’inden sorumludur. Senkopa
neden olabilen ilaglar arasinda kalsiyum kanal éitsci,
beta blokerler, alfa blokerler, nitratlar, antieikler,
didretikler, antipsikotikler ve antiemetikler saghilir.
Ditretikler, SIvI durumunu ve elektrolit
konsantrasyonlarini etkileyerek, antipsikotik ve
antiemetikler QT arajini uzatarak senkopa neden
olurlar™

Anksiyete ve panik bozukluklar durumsal senkopa
neden olabilir. Acil servis doktoru, senkopu ps#iyk
nedene bgElamadan ©nce dikkatli olmahdir. Hipoksi,
yetersiz serebral perfiizyon veyageli tibbi durumlar
nedeniyle hasta konflize go6rinebilir veya anksiy6z
olabilir.*? ilag kétii kullanimi veya alkol gegcici biling
kaybina neden olabilir, fakat bu hastalar gendlikl
toksisite bulgusu gosterir ve bilincin kazaniimaksn
hemen sonra normal nérolojik fonksiyonlar spontan
olarak geri donmez. Alkol, vazokonstriiksiyonu bakar
semptomatik ortostatik hipotansiyona da neden tiabi

Senkopun nadir nedenleri arasinda atriyal migzoma,
Takayau arteriti, sistemik mastositoz ve karsinoid
sendromudur. Anaflaksi de senkopa yol agabilir eenh
hastalar hem de taniklar bazen kizankhk,sifkena,
Urtiker, ©ksuruk, bronkospazm veya karin krampii gib
daha seyrek ve daha erken olan semptomlari gérmezde
gelebilir veya unutabilir. Ayrica, bu daha az dréka
olan semptomlar hasta tarafindan gideriloiabilir.2

2.Senkop Tanisi
2.1.0ykii

Oykiide, ilk sorgulanmasi gereken hastanin gercekten
senkop gecirip gecirmegi netlestirmektir. Gergek
senkop ani ggir, biling kaybini takiben hastanin bazal
fonksiyonlari spontan geri doner ve yeni fokal néjik
bulgu gelimez** Ayrintili 6ykii senkopun altta yatan
nedenini d@ru bir sekilde tespit etmede esastir. Birgok
calisma oyki ve fizik muayenenin hastalarin yakta
olarak yarnisinda taninin  konmasini glsaigini
gostermitir.>* Laboratuar tetkikleri 6zellikle ani 6lim
acisindan yuksek riskli hastalari saptamak igin
yapilmalidir® ESC Kilavuzuna gére senkopun tanisal
kriterleri tablo 3'de belirtilmtir.>

Yas: Geng¢ hastalarda daha siklikla norokardiyojenik
senkop gorular. Yine de acil hekimi, ¢zellikle déor
olusan senkop ve ailede ani 6lim Oykusi olanlarda,
aritmi olasilgini distinmelidir.

Yasl hastalarda otonomik disfonksiyon, ortostatik
hipotansiyon ve ¢oklu ila¢ kullanimi gibi senkogkini
artiran durumlar daha fazladir. sfahastalarda senkop
sonrasi prognoz genc hastalara goére daha kotlidiir.
Senkoplu hastalari dgerlendirirken ileri yain bir risk
faktord oldgu g6z 6nlne alinmalidir. Senkop sonrasi
koti prognoz riski yga birlikte kademeli olarak artar,
ancak buna gamen ya, nonspesifik bir bulgudur ve riskli
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hastalari belirlemede altta yatan kalp hagtatiykisui
daha 6ngorduriciddr.

Tablo 3. Senkopun tanisal kriterler?

Vazovagal senkop, emosyonel stres veya ortostzék ge
indUiklenen ve tipik prodromla birlikte olan senkalprak tanimlanir
(1C).

Durumsal senkop, spesifik tetikleyiciler sirasivéga hemen
sonrasinda okan senkoptur (IC).

Ortostatik senkop, aga kalktiktan sonra ofan ve ortostatik
hipotansiyonun dokimate edigilisenkoptur (IC).

EKG'de aagidaki 6zelliklerden biri oldgunda olgan senkopa
aritmiyle iliskili senkop denir (IC):

v" Uyanik iken kalici siniis bradikardisi (< 40 atiniita) veya
tekrarlayici sinoatriyal blok veya siniis duraklama8 saniye.

v" Mobitz Il ikinci veya lc¢ilncl derece AV blok

v' Alterne eden sol ve galal blgsu

v" VT veya hizli paroksismal SVT

v" Nonsustained polimorfik VT agave uzun veya kisa QT
intervali

v' Kardiyak duraklamayla birlikte kalici kalp pili vayCD
fonksiyon bozuklgu

Kardiyak iskemiyle ilkili senkop miyokardiyal enfarktusle birlikte
veya dgil EKG'de akut iskemi kaniti olanlarda ggln senkoptur (IC).

Eslik Eden Semptomlar ve Tetikleyiciler: Senkopa
eslik eden semptomlar tanida 6nemli ipuciglagabilir.
Ornesin gogus a&risi, akut koroner sendrom veya
pulmoner emboliyi garet edebilir. Carpinti, aritmiyi
diUstindurdr. Dispne, pulmoner emboliyi veya kalp
yetersizlgi sUphesini artirir. Bg agrisi, subaraknoid
kanama olasiini akla getirir. Ba agrisi, parestezi veya
gugsuzlik gibi semptomlar noérolojik bir nedeni
distinduriir®

Prodromal semptomlarin vagli  genellikle
norokardiyojenik senkopuaret eder ve siklikla sicaklik
hissi, bulanti ve kusma, terleme ve soluklggklinde
gorular, senkoptan hemen 6nce veya kisa bir simeaso
ortaya cikar. Norokardiyojenik senkopla yaygin alar
birlikte olan tetikleyiciler; &ir fiziksel veya emosyonel
stres, miksiyon, defekasyon, dksurik, yutkunmaicaks
ortamda uzun slre ayakta kalmaktir.

Pozisyon:Uzun sire (6rngn en az 15-20 dakika) ayakta
kalma  sonrasl, bilincini kaybeden hastalarin
norokardiyojenik senkopu olmasi daha olasidir. ata
pozisyondan dik pozisyona gegtide, biling kaybi
yasayan hastalarin ortostatik senkop olgsilidaha
fazladir. Otururken veya yatarken senkop, aritmi
stiphesini artirit®

Baslangi¢: Herhangi bir tetikleyici faktor veya prodromal
semptom olmaksizin ani biling kaybi aritmiyisdiindtrGr.
Tekrarlayan senkopu olan hastalarda implante dtileb
olup, kaydedici kullanilarak yapilan prospektizégimsel
bir calsmada hastalarin % 64’Unde ani biling kaybi
sirasinda aritmi bulunngtur.*® Prodromal semptomu olan
hastalarda nérokardiyojenik senkop olasitiaha fazladir
ve bu hastalarin gk riskli oldusu gosterilmitir.”
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Semptom Siresi: Ortalama 4-5 dakikadan daha fazla
suren olay veya biling kaybi, nébet veya mentaludur
degistiren diger nedenlerigiiphesini artirmalidit!

Egzersiz SenkopuEforla olan senkop aritmi veya
kardiyak senkop (Orggn aort stenozu, hipertrofik
kardiyomiyopati veya perikardiyal tamponad) olasrii
artirir. Bu hastalar, dgis rontgeni, elektrokardiyogram
ve ekokardiyografiyi iceren tam bir kardiyak
degerlendirmeyi gerektirit®

Senkop Sayisitek atak veya uzun yillardir ¢coklu atak iyi
huylu etyolojiyi dundurir. Senkop 6ykisiu olmayan
birinde kisa bir zaman periyodunda bircok senkop
atgginin  olmasi, aritmi gibi daha ciddi bir nedeni
distindurir?

Aile Oykusii: Ailede aciklanmangiani 6lim veya yakin
akrabalarda 50 yendan once kardiyovaskiler hastalik
oykust olmasi kardiyak senkop riskini artfrir.

Birlikte Olan Yaralanma: Akut biling kaybi
yaralanmaya neden olan ciddi travmalara yol agalli
durum, motorlu arag¢ kazalari, kalga kiriklari védural
hematomla sonugclanabilir. Acil hekimi, yaralanma
potansiyeli olan hastalari belirlemelidir. Prodrédma
semptomlari olan hastalar daha az 6lim ve kéturuog
riski tasimasina rgmen senkoptan kaynaklanan akut
yaralanmaya daha az maruz kaldiklariyla ilgili kanit
yoktur. Boyle hastalar haberci bulgulari ihmal dtiele
prodrom olmayan hastalar gibi yaralanabilir.

Senkop ve Nobet Ayirici Tanisi: Bazi durumlarda
doktorlar hastalarin nébet mi senkop mu gegirdli
belirlemede zorlanabilir. Nobeti olan hastalardapet
jeneralize olmayabilir; senkoplu hastalarda kisa
tonik/klonik nébet olabilir. Dier taraftan senkop gegiren
hastalarin % 5-15'inde ayrica bir nébet hagtall
olabilir.*

No6beti digiindtren bulgulagunlardir:

- Vazodepresor senkopta tanimlanandan
prodromal semptomlar (aura dénemi)

- Travmayla birlikte ani bdangic atg|

- Ritmik- klonik aktivitenin balamasindan énce tonik
fazin varlg

- Atak sirasinda kan deviasyonu veya allmadik
durus

- Dil 1sirilmasi (6zellikle dilin lateral kismi)

- Idrar veya defekasyon inkontinansi

- Hastanin konflize ve dezoryante @dwzamg atak
sonrasl faz (postiktal donem)

farkl

Bu ayirt edici faktorlere ganen, senkopu ndbetten
ayirt etmek her zaman mumkin olmayabilir.

2.2.Fizik Muayene

Fizik muayenede, Oncelikle vital bulgulara
bakilmalidir. Ardindan 6zellikle kardiyak ve norpko
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muayene yapilmali ve hastanin herhangi bir spesifik
sikayeti varsa ona odaklaniimalidir.

Vital Bulgular: Senkop sirasinda, gonlukla gegici
hipotansiyon veya bradikardi glr. Anormal vital
bulgular, genellikle hasta acil servise ggidde
dizelmitir. Kalici olarak anormal vital bulgular egdi
uyandirmali ve agariimalidir. Ust ekstremitelerdeki
nabiz veya basing farki aort diseksiyonunu veya
subklavyen c¢alma sendromunu gdsterebilir. sk
oksijen satlrasyonu veya takipne kalp yetegsialeya
pulmoner emboli bulgusu olabilir.

Hastanin ortostatik vital bulgulari da elde edilidiel
Hasta, once 5 dakika supin pozisyonunda olmalidir.
Supin pozisyonunda ve ag¥a kalktiktan sonra vital
bulgular alinmali ve kadastirimalidir. Asagidaki
degisiklikler anormaldir ve hipovolemi veya otonomik
disfonksiyonu yansitabilit:

- Sistolik kan basincinda 20 mmHg veya daha fazla
disme

- Kalp attminin 20 atim/dakika veya daha fazla
artmasi

Cogu asemptomatik hastada bu ortostatik kriterlerle
karsilasilir, ancak semptomlarla birlikte kan basincinin 90
mmHg altina d§mesi tanisal olabilir. Acil serviste,
ortostatik hipotansiyondan kaynaklanan senkop tdoirs
diglama tanisidir ve taniyla uyumlu semptomu olaglidi
riskli hastalara saklanmalidir.

Kalp Muayenesi: Kalp muayenesinde vyapisal kalp
hastalgini ditnduren bulgular agarnimalidir. Kalbin
oskultasyonu ya anormal ya da duzensiz (gmatriyal
fibrilasyon) bir ritmi g6sterebilir. Acil doktorugzellikle
aort ve mitral stenoza ve hipertrofik kardiyomiytipa
bagli Gfiirim olup olmadiina dikkat etmelidir. Ek sesler,
yani S3 veya S4 siklikla kalp yetersgitide duyulabilir?

Akciger muayenesi: Akciger oskultasyonu, kalp
yetersizlgi veya dger patolojilerle (pulmoner emboli,
kardiyak iskemi) uyumlu anormal sesleri (ral, rogku
gibi) acga cikarabilir

Norolojik Muayene: Senkoplu hastada, bazal nérolojik
fonksiyonlar sekelsiz geri kazanilir. Strokusdfidiren
supheli fokal anormallikleri saptamak icin nérolojik
muayene yapilmalidi.

Boyun Muayenesi: Acil doktoru karotid Uftrimini
dinlemelidir. Aort stenozu Uftrimu de boyuna yalyilia.
Boyun vendz dolguniu, olasi bir kalp yetersigi
bulgusu olabilif?

Acil serviste, senkop nedenini belirlemede karotid
masajl sensitivite ve spesifitesi sl bir testtir. Ayrica
potansiyel karotid arter hastaliolan hastalarda, karotid
masajl uygularken dikkatli olunmali, bu hastalatoee
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boyun bolgesi oskulte edilmelidir. Boyunda ufariim
duyulursa karotis masaji yapilmamalidir.

Rektal Muayene: Rektal muayene, senkopa neden olan
gastorintestinal kanamali bazi hastalar tespibidideBu
hastalarda gaytada gizli kan da bakiimahdir.

Agiz ici Muayenesi: Dilin yan kenarlarinda
laserasyonlar nébeti giindiirirt®

Yaralanma Degerlendirmesi ve Genel Muayene:
Acil hekimi, senkoplu hastada travma kaniti arangak,
bastan ay@a muayene yapmalidir. Senkopu takiben,
disme sonucu yiuz kemiklerinde kiriklar, kalca kiriklar
bilek kiriklari ve subdural hematom gibi yaralanamal
gelisebilir. Hasta sikayetlerinin kilavuzlgunda, genel
muayene, papil 6demi veya pulsatil abdominal kifile!
onemli bulgulari ortaya ¢ikarabilir.

2.3.Yardimci Tetkikler

2009 ESC Kilavuzu senkop nedenini shirarken
asagidaki test stratejisini 6nermektedir:

- 40 ygIn Ustlinde olanlarda karotis sindis masaijl

- Bilinen 6nceki kalp hast@h veya yapisal kalp
hastalgini distindtren bulgu varsa EKO

- Aritmik senkop slUphesi varsa acil
monitérizasyonu

- Senkop ayakta durmayla skiliyse veya refleks
mekanizma siphesi varsa ortostatik gerlendirme
(yatarken ayga kaldirma veyag@k masa testi)

- Norolojik deserlendirme veya kan testleri gibi
diger daha az spesifik testler, sadece nonsenkopdali ge¢
biling kaybisiphesi oldgunda endikedir.

EKG

Elektrokardiyografi: Senkoplu  tim  hastalarda
elektrokardiyografi (EKG) cekilmelidit® Acil doktoru,
senkoplu bir hastanin EKG’sinde kardiyak aritmi a&ey
iskemi kaniti aramalidir. Anormal EKG, altta yateadp
hastalgini distindurdr ve bu hastalarda ileri gimama
gereklidir® Avrupa Kardiyoloji Derngi'nin konsensus
raporunda, aritminin indiklegii senkopu dglindiren
EKG bulgulari tablo 4'de siralangtir.??

Tablo 4. Aritmik senkopu disiindiren klinik ve EKG bulgular

Egzersiz sirasinda veya yatar pozisyonda senkop
Senkop aninda garpinti
Ailede ani kalp 6lumi 6ykisu
Non-sustained ventrikulergi&ardi
Bifasikuler blok (sol anteriyor veya sol posteriyasikiiler
blokla birlikte sol dal blgu veya sa dal blgzu) veya QRS siresinin
120 ms oldgu diger intraventrikiler ileti anormallikleri

v' Semptomatik sintis bradikardisi veya negatif krooyit ilac
veya fizik egzersiz olmaksizin sinoatriyal blok

v' Preeksite QRS kompleksi

v' Uzams veya kisa QT intervali

v V1-3 derivasyonlarinda ST elevasyonuyla birliktg dal blggu
paterni (Brugada paterni)

v Sa prekordiyal derivasyonlarda negatif T dalgasijleps
dalgasi ve aritmojenik gaventrikul displazisini d§iindiren ventrikuler
ge¢ potansiyel vagi

AN N NN
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Kalp Monitdrizasyonu: Anormal kardiyak ritimsliphesi
olan hasta, acil servisteyken monitorize edilmelidir
prospektif gozlemsel camada, ardik 95 senkoplu
hastada Holter monitdrizasyonunda belirlenen major
anormallikler ciddi bradikardi (kalp hizi < 30
atim/dakika), sinds duraklamalari (6zellikle 3 gadien
fazla olanlar), Mobitz Il blok, tam kalp bta, ventrikiler
tasikardi ve sik prematir ventrikiler kontraksiyonlar
olmustir.?®

Atriyal tasiaritmiler, senkopa neden olabilir, ancak
genellikle yapisal kalp hastgli olmayanlarda senkopa
neden olmaz?

Laboratuar Tetkikleri:  Senkoplu hastada, rutin
laboratuar taramasinin yeri yoktur ve acil doktoru
hastanin  klinik durumuna gore test yapmalfdir.
Hipoglisemi, nadiren akut senkop olayini
aciklayabilmesine gmen mental durumunda gleiklik
olan her hastada kaekerine bakiimalidir.

Elektrolitler, kritik olarak hasta olanlarda veyavis
kaybi veya ditretik kullanimindan kaynaklanan elakt
anormallgi distndlenlerde yararh olabilir. Aktif kanama
veya anemglphesi olanlarda hematokrit bakilmalidir ve
koagilasyon camalar yararli olabilir. Hematokrit
degerinin 30’'dan dgiik olmasi senkoplu hastalarda kisa
sureli kot olay riskini artiri?.

Dogurganlik cg@indaki kadinlarda, idrarda gebelik
testi yapilmahdir.

BNP veya pro-BNP o6lgumleri, senkopu takiben kott
prognoz riskini 6ngérmede kullanilir. Bir propektif
gozlemsel cagmada, senkop sirasinda BNP> 300 pg/mL
olmasinin artmy riskle birlikte old@gu bulunmugtur,
ancak bunun kalp vyetersigli veya yapisal kalp
hastalginin  6tesinde bir anlam ¢gip tsimadgl
bilinmemektedi>*’

Norolojik Testler: Oykii veya fizik muayenede, gegici
iskemik atak, inme veya yeni gangich ndbetstiphesi
olan hastalar ileri agarmaya alinmaldir. Oykii veya
muayenede, norolojik  hastall  digtindirmeyen
hastalarda daha ileri norolojik testlere gerek wokt
Senkoplu hastada, beyin tomografisi ve magnetik
rezonansi gorintilemenin tanisal yarargtgiiolmasina
ragmen, kafa travmasi oykiisii olanlarda yapilmaftir.
Elektroensefalografi epilepsiyi damada yararl olabilir.

Ekokardiyografi: Cogu acil servislerde, kolaylikla hazir
olmamasina @men ekokardiyografi (EKO) yapisal kalp
hastalg varligini belilemede yardimcidff. Oykii veya
fizik muayene, yapisal kalp hasg@hi diunduriyorsa
EKO yapilmahdir. Ekokardiyografi kapak
anormalliklerini, duvar hareket bozukluklarini, pjudner
arter basin¢ agini ve perikardiyal eflizyonu gosterebilir.
Ozellikle kalp hastagn Oykiisii veya anormal EKG
bulgusu olan hastalarda EKO yapilmalidir.
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Efor Testi: Senkoplu hastalarda, efor testinin tanisal
degeri disik olmasina rgmen efor testi bazi spesifik
durumlarda endike olabilir. 2006 AHA/ACC Kilavuzu
koroner arter hast@h oykisu veya riski olan senkoplu
hastalarda efor testini 6nerirk8n2009 ESC Kilavuzu
efor sirasinda veya hemen sonrasinda senkopu olan
hastalarda efor testini dnefifEfor testinden énce EKO
yapilmasi dnerilmektedir.

2.4. Risk Siniflamasi

Senkoplu bir hastayla kalasan bir hekimin en
o6nemli gorevi, ygami tehdit eden problemleri belirlemek
ve tedavi etmek ve hangi hastalarin giivenle taburcu
edilecgi ve hangi hastalarin hastaneye yatiriimasi
gerektginin ayirimini yapmaktir (bkz. algoritma). Hekim,
bu ayrimi yaparken presenkop (bilincin neredeysdiRa
ve gercek senkopun ayni hagtal bir spektrumu
oldugunu ve tedavilerinde fark olmagini
unutmamalidif!

Senkop hastasini gerlendirirkensu ¢ soru akilda
tutulmahdir:

- Bu gercek senkop mudur, yoksa hastanimgili
kaybindan sorumlu kka bir ciddi durum var midir
(6rnegin strok, nébet, kafa travmasi)?

- Bser bu gercgek bir senkopsasgani tehdit eden
bir durum var midir?

- Ber bu gercek bir senkopsa ve nedeni belli
degilse, hasta yuksek riskli midir?

Senkopun ygami tehdit eden nedenleri kanama
(gastrointestinal, subaraknoid), pulmoner emboli ve
aritmi veya akut koroner sendromdan kaynaklanan
kardiyak senkoptur?

Major kanamaya R senkop gecgiren hastalarin,
genellikle hematokriti diikttr. Eser kanamaiddetli ve
akutsa, hematokrit dinemi olabilir ve bu durum
yaniltici olabilir. Majér kanamanin en yaygin neiden
gastrointestinal kanamadir ve siklikla rektal mumeye
veya gaytada gizli kan testi pozitif bulunur. Ringti@ort
anevrizmasi, riptire ektopik gebelik, ripture dusti ve
riptire dalak gibi gier kanama nedenleri de akla
getiriimelidir.  Daogurganhk  cgindaki  kadinlarda,
kantitatif gebelik testi yapilmalidir. Yatak gaultrason
abdominal aort anevrizmasi, ektopik gebelik ve
intraabdominal kanama vagini belirlemede ¢ok derli
olabilir.

Pulmoner emboli nadir fakat potansiyel olarak
tehlikeli bir senkop nedenidir. Pulmoner embolkli&ia
dispne ve g@ls arisina neden olur ve hipoksiye yol
acabilir. Elektrokardiyografide ga kalp ylUklenmesi
bulgusu fikir  vericidir.  Tani, siklikla toraks
tomografisiyle konur.

—

Ciddi ba agrisiyla birlikte, senkop olasi subaraknoid
kanamay! dgiindurir ve beyin tomografisi ve lomber
ponksiyon gerekli olabilir. Oykiu ve fizik muayene
bulgulari gecici iskemik atak veya stroku sdiidiren
hastalarda, beyin tomografisi veya manyetik rezenan
goruntileme ve ndrolojik konslltasyon yapilmahdir.
Nobet tanisi konmuve prezentasyonlagtpheli 6zellik
gostermeyen hastalarda, daha az kapsambrindirme
uygun olabilir.

Kardiyak senkopu tanima 6zellikle dnemlidir, ¢tinki
bu hastalarda 1 yillik mortalite % 30’a yakla bu oran
kardiyak senkopu olmayanlardan veya senkop etybloji
bilinmeyen hastalardan énemli derecede daha ytikSekt
Senkop geciren kalp yetersgilihastalarinda mortalite
daha da yiiksek olabifr.

Aritmi en yaygin kardiyak senkop nedenidir, fakat
acil servisteki dgerlendirme sirasinda aritmi dizeimi
olabilir ve bu nedenle yakalanmayabilir. Tim seridop
hastalarda EKG c¢ekilmesi dnerilmektedir. Acil hekim

EKG'de iskemi, aritmi ve ileti anormafi kaniti
aramalidir.

Senkoplu hasta acil serviste géelendirilirken
kardiyak  monitérizasyon  yapilmalidir.  Miyokard

enfarktlsi nadir fakat 6nemli bir senkop nedeni@ogu
hastada bgangic EKG'de ST segment elevasyonu
olmaksizin atipik prezentasyon vardir. Miyokard
enfarktisii senkoplu hastalarin % 3’Unln nedenigir v
normal EKG'nin negatif prediktif dgri % 99'dan
fazladir®®

Hastanin dykusundeki birkag faktér, kardiyak senkop
sUphesini artirir; kuvvetli aile dykusu (yakin akeddrda
50 yaindan 6nce ani 6lum veya miyokard enfarktisi
gibi), kalp hastafii dykisu (kalp yetersizi, miyokard
enfarktisii, kapak hastgly aritmi gibi) ve kalp
hastalgiyla uyumlu semptom (dggis &risi, carpinti,
nefes darly gibi).>*>®

Hastanin kalp hizi veya ritmi veya kan basincini
etkileyebilen ila¢ kullanip kullanmagli sorgulanmalidir.
Yasl ve ¢ok sayida ila¢ alan hastalarda, ilac etkilden
kaynaklanan senkop riski daha fazlddir.

Norokardiyojenik senkop (vazovagal senkop) tanisi
alan hastalar, kotl gigit agisindan ¢ok duk risklidir.
Prodrom gibi (yani sicaklik hissi, sersemlik hissi,
solgunluk, terleme, abdominal gra veya bulanti)
oykudeki faktorler tanida yardimcidir. Acil hekimi,
miksiyon, defekasyon, okstlrik, uzun sire ayaktankal
veya stresli bir olay (kan alinmasi) gibi olasilietyici
faktorleri  belirleyebilir.  Oykiisii  norokardiyojenik
senkopu dglindiren hastalarda, fizik muayene ve EKG
de normal ise y@mmi tehdit eden komplikasyon riski ¢ok
disuktur.
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Amerikan Acil Doktorlar Derng (The American
College of Emergency Physicians, ACEP) senkoplu
hastada tedavi ve hastaneye vyatiriima ile ilgilnika
dayali bir kilavuz yayinlangtir.* Bu kilavuz, esas olarak
yukarida  sunulan  risk  siniflamasi bilgilerine
dayanmaktadir ve akut dekompanze kalp yetegsizéiya
yapisal kalp hasta kaniti olan hastalarin ve kot gidi
acisindan yuksek riskli hastalarin hastaneye iraasini
onermektedir (Tablo 5).

Tablo 5. Senkoplu hastada yiiksek risk kriterleri

AN

Anormal EKG: Akut iskemi veya enfarktis, aritmi aegiddi
ileti anormallikleri

Kalp hastalgl 6ykusu 0zellikle kalp yetersigii varligi

Kalici olarak dgik kan basinci (sistolik < 90 mmHg)

Olay aninda veya g@erlendirme sirasinda nefes darl

Hematokrit < 30 olmasi

ileri yas ve komorbidite vargi

Ailede ani kalp 6lumi 6ykisu

AN N NANANRN

SONUC

Senkop nedeniyle acil servise skaran hastaya
yaklssimda, acil hekiminin primer sorumlyu yassami
tehdit eden bir durumun olup olmgdu belirlemek ve
varsa uygun tedaviyi yapmaktir. $ami tehdit eden en
onemli senkop nedenleri; kardiyak senkop, kan kaybi
pulmoner emboli ve subaraknoid kanamadir. Nobetkst
ve kafa travmasi gibi ger nedenler, senkopun tanimi
dahilinde dgildir, fakat balangic dgerlendirmesi
sirasinda dgiindlmelidir.

Senkopun yaygin fakat daha az tehlikeli nedendey; i
norokardiyojenik senkop, karotid sinisira duyarhlig,
ortostatik senkop ve ilaclagkili senkoptur.
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ALGORITMA: ACIL SERVISTE SENKOPLU HASTAYA YAKLASIM
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ABSTRACT

Brucellosis is a common infectious disease in d®iag countries and it
usually has systemic symptoms. It is an endemieadis also in our country. It
may rarely involve urogenital system. Epidydimofitis may be seen in the
course of the systemic disease or may arise asndividual clinical

manifestation. Severe testicular complications meyelop in case of delay in
diagnosis. In this case report, we presented &mgatvho was diagnosed with
brucella orchitis in family medicine outpatient rdi and whose family

members were detected to have brucella infectieretfter.

Key Words: Brucellosis, orchitis

OZET

“Bruselloz” gelsmekte olan Ulkelerde yaygin olarak goérilen ve klli
sistemik seyreden bir enfeksiyon haggar. Ulkemizde de bruselloz endemik
bir hastaliktir. Brusella nadir olarak genitolrinsistemi tutabilmektedir.
Epididimoosit bazen sistemik hastgln seyri sirasinda gorilmekte, bazen de
yalniz baina bir klinik tablo olarak ortaya g¢ikmaktadir. Tium gecikmesi
durumunda testislerde ciddi komplikasyonlar gsdilmektedir. Bu ¢agmada
aile hekimlgi poliklini ginde brusella aiti tanisi alan ve tim aile bireylerinde

brusella enfeksiyonu saptanan bir olgu sungtonu

Anahtar Kelimeler: Bruselloz, osit



GIRIS

Brusella enfeksiyonlarina dinyada bazi bolgele
endemik olarak, 6zellikle gi sit ve st drlnleri ile
beslenenlerde ve hayvancilikla  grasanlarda
rastlanabilmektedir. Ulkemizde en sik izole ediltir
Brusella melitensiir.> Bruselloz bir cok organi veya
sistemi tutabilmektedir. Bu nedenle 0&zellikle baiin
basamakta calan hekimler akut ve kronik bruselloz
semptomlarini her zaman aklinda tutmalfdfas-iskelet,
gastrointestinal, kardiyovaskuiler ve genitolrinéstesn
dahil olmak Uzere birgok sistemde brusellozsahilir.
Genitouriner sistemi %2-14 oraninda tutar; tutulum
prostatit, testikller apse, seminal vezikilit, wyedfrit,
sistit, renal apse gibi d&ik sekillerde olmakla birlikte en
sik tek tarafli epididimait gorilir® Semptomlar siklikla
akut olarak meydana gelir. En sifgrg testislerdsislik ve

ates sikayetleri gorulurt

Biz bu cakmada, testislerdega ve atg sikayeti ile
gelen, epididimoait ve brusella tanisi aldiktan sonra
yapilan taramalarda aile bireylerinde de bruselloz

saptadgimiz olguyu sunduk.

OLGU

Kirk sekiz yainda erkek hasta, 10 glndir devam eden
sol testikiler ari ve sislik, halsizlik, ylksek ate
sikayetleriyle aile hekimfii poliklinigine bavurdu.
Hastanin fizik muayenesinde @t&8.3°C, kan basinci
120/80 mmHg, nabiz 80/dk, sol testisitdik, kizariklik ve
hassasiyet mevcut idi. pgr sistem muayeneleri normaldi.
Laboratuvar incelemelerinde beyaz kiire 3100/mm
hemoglobin ve trombosit sayisi normal araliktatresit
sedimantasyon hizi 43mm/s ve C-reaktif pro{€@RP) 8
mg/dl (normal: 0,00-6,00 mg/l) olarak saptanam idrar

tahlili normaldi. Bu bulgular ile hasta epididimgibrén

tanisi ile droloji bolimiine konsulte edildi. Urdtg
yapilan dgerlendirme

sonucunda epididimogit tanisi ile siprofloksasin 2x500
mg ve parasetamol tedavisistendi. Hasta begiin sonra
aile hekimlgi poliklinigine kontrole carildi. Yapilan
degerlendirmede ateve g sikayetinin devam etfi ve
yapilan tam kan sayiminda
(2300/mm) gorildii. Oykiisu deringgirildi ginde hastanin

yaklagik bir ay 6nce pazardan taze peynir gidre evde

I6kopeninin  degtife

bir stredir bu peynirin tiketildi 6grenildi. Hastada
brusella ogitinden stphelenildi ve Rose-Bengal ve
Brusella aglitinasyon testleri istendi. Rose-Bentgsti
pozitif olup, aglitinasyon testinde brusella 1/128fede
pozitif saptandi. Bunun Uzerine ayni evdeayan dger
aile fertleri (iki cocgu ve ai) de brusella yoniinden test
edildi ve brusella aglitinasyon testleri yiiksekretle
pozitif bulundu. Enfeksiyon hastaliklarina konsudtgilen
hasta ve aile bireylerine, enfeksiyon hastaliklamani
tarafindan doksisiklin 200 mg/gin ve rifampisin 600
mg/gun tedavisi bdandi. Tedavinin doérdincli guninde

hastanin testislerindeki ga ve sislik sikayetinin
azaldginin ve atein geriledginin gorilmesi Uzerine

tedavi alti haftaya uzatildi.

TARTI SMA

Bruselloz siklikla hayvancilikla gtesan kiilerde
ortaya ¢ikan, sut ve st Grdnlerinin tiketimi ilesana
bulasan bir enfeksiyondur® Neredeyse 100 yil énce
ramen,

enfeksiyonu halen énemli bir halk@gs1 sorunu olmaya

Ulkemizde tanimlanngi olmasina brusella

devam etmektedir. Ulkemizdeki insidansinin 1970'li
yillarda ¢ok dguk iken, 2004 yilinda milyonda 2567 vaka
oldugu bildirilmistir. Son yillarda saptanan bu dramatik
artisin gercek bir argtan ziyade, g#ik sisteminin
iyilestiriimis olmasi ile tanilarin daha rahat konmasi ve
dizenli  bildirimlerin ofadu

yapllmasi  sayesinde

Asma S et al. Brucellosis in an Adult Who Was Adohitvith Clinical Signs of Orchitis.
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distnilmektedi®  Turkiye’'nin  caitli  bélgelerinde
bruselloz endemiktir ve vyapilan bazl granalarda
seropozitifligin % 2-6 oldgu belirlenmitir.’

Pastoérize edilmemiaz pgmis sut ve sut drtnlerinin
tiketimi, enfekte hayvana veyaglon materyaline direkt
temas brusellozun Waca bulama yollanidi® Bizim
olgumuz ve ailesinde bujgolunun, ailece tiiketilniolan
ve pastorize edilmemisit Urinunin kullanimi olgu

g6rilmektedir.

Brusellozun klinik belirti ve bulgular ile gg bir
spektrumu mevcuttur. Bruselloz olgulari inceleinalile,
en yaygingikayetlerin artralji (% 87.4), kirginlik (% 86),
ates (% 79.5), terleme (% 78), ve belresi (% 71) oldgu,
sik gorulen laboratuar bulgularinenitrosit sedimantasyon
hizi artgl (%61.6), CRP pozitifli (% 60), anemi (% 51.7)
ve lenfomonositoz (%44.4) olgu bildirilmistir.® Bizim
olgumuzda yiksek agehalsizlik ve testisteg@ mevcuttu.
Ayrica hastamizda sedimantasyon hizi yiuksek vesitko
saylisI azalmgiidi.

Kas-iskelet, gastrointestinal, kardiyovaskileve
genitolriner sistem dahil olmak Uzere bircok esistle
bruselloz olgabilir.  Epididimoosgit ayrici tanisinda
testikulersislige sebep olan tumor, travma, hematom, kist,
torsiyon ve dier akut ve kronik enfeksiyonlar (apse,
gonore, tuberkiloz, kabakulak, sifiliz, bruselldgrkidya)
distuntlmelidir?*® Bruselloz olgularinin % 2 ile % 20'si
Ulkemizde

kadarinda genitolriner sistem  etkilenir.

yapilms olan ¢ok merkezli bir ¢caimada genitouriner
yaygin
epididimoogit, kadinlarda ise piyelonefrieklinde oldgu

brusellozun en formlarinin erkeklerde
bildirilmistir.**  Bizim olgumuzda da epididimogt

seklinde genitolriner sistem tutulumu saptagimi

Bruselloz tanisi esas olarak hikaye, fizik garee,
klinik bulgular, aglitinasyon testi ve kan kiltalély

konulmaktadir. Aglutinasyon testi brusella antilaonhi

—

o6lcmek icin en fazla baurulan testtir. Akut
enfeksiyonlarda titrede genellikle 1/160 ve Uzeeitid.
Kan kultlriinin sensitivitesi yaldék %50 civarindadir ve
yaklasik olarak 1-3 haftada  sonuclanmaktadir.
Olgumuzda brusella aglitinasyon titresi 1/1280etitr
pozitif bulunmutur.
Brusellaya bl gelisen epididimoggit tedavisi
konusunda farkli yakkamlar mevcuttur ve gaunlukla
medikal tedavi yeterli olmaktadir. Diinyagha Orgiitii en
az alti hafta oral doksisiklin + 15 gin intramulsku
streptomisin kullaniimasini 6nermektedir. Bu tegavi
alternatif olarak alti hafta sireyle doksisiklinrifampisin
onerilmektedir® Hastamizin da doksisiklin ve rifampisin
ile tedavinin dérdincti guninde siten distigl ve &ri

sikayetlerinin azaldil gorilmistir.

SONUC

Sonug olarak, ozellikle endemik bolgelerdekglik
calsanlarinin akut ve kronik brusellozun semptomlarini
aklinda tutmasi gerekmektedir. Ulkemizde bruselloz
endemiktir ve qgit bulgulari gérildiginde ayirici tanida
brusella epididimogiti géz 6ntnde bulundurulmalidir.
Ozellikle

epididimoositlerde ayirici tanida diintlmelidir.  Bu

ampirik antibiyoterapiye cevapsiz

hastalarin éykusu alinirken taze peynir yemgkahligl ve
meslekleri mutlaka sorgulanmali ve tani igin brlzsel

aglutinasyon testi kullanilmalidir. Ayrica, biregile

birlikte yasadi kisilerin de bruselloz acgisindan

degerlendirilmesi gereki unutulmamalidir.
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