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AKUT INFERIOR MiYOKARD ENFARKTUSLU
HASTALARDA LEAD IIl >LEAD Il ST-ELEVASYONUNUN
SAG VENTRIKUL ENFARKTUSUNU VE HASTANE iCi
MORTALITEYi ONGORDURUCU DEGERI

Predictive Value of Lead Ill >Lead Il ST Elevation for Ventricular
Infarction and Hospital Mortality Rate in Patients with Acute
Inferior Myocardial Infarction

Baris YAYLAK, Erkan BAYSAL, Bernas ALTINTAS

OZET
Amag: Bu calismanin amaci akut inferior miyokard enfarktiisi ile basvuran primer perkiitanoz ko-
roner girisim yapilan hastalarda lead Ill ‘deki ST- Elevasyonun lead IlI'deki ST-elevasyonundan fazla
olmasinin sag ventrikil miyokard enfarktiisii ve hastanei¢i mortalite yi 6ngérdirmedeki degerini
arastirdik.
Yontem: Calismaya sag koroner arterden kaynaklanan ve primer perkitanoz koroner girisime gi-
den 180 akut inferior miyokard enfarktiisii hasta alindi. Sag ventrikil miyokard enfarktiisi sag ta-
rafli gekilen EKG’de V4R’daki ST-elevasyonu olmasi ile tanimlandi. VAR'daki ST-elevasyonu olmayan
hastalar sag ventrikil miyokard enfarktlsl olmayan akut inferior miyokard enfarktisi, V4AR'da ST-
elevasyonu olan hastalar sag ventrikiil miyokard enfarktlsii olan akut inferior miyokard enfarktisu
hastalar olarak iki gruba ayrildi. lead Ill ‘deki ST- elevasyonun lead II'deki ST-elevasyonundan yiiksek
olmasinin sag ventrikll enfarktisi belirlemesi ve hastaneigi mortaliteyi dngérmesine bakild.
Bulgu: Lead IlI>1l ST-elevasyonu sag ventrikil miyokard enfarktlisii olan hastalarda orani daha yuik-
sek izlendi (p<0.001). Yapilan multivariate regresyon analizinde, lead IlI>Il ST-elevasyonunun sag
ventrikil miyokard enfarktlisi bagimsiz 6ngordurici oldugu izlendi ( odds ratio :2.8,95% Cl 1.55-
Baris YAYLAK, Uzm. Dr. 5.25; p=0.008). Ancak, hastaneigi mortalite Gzerindeki 6ngorduriculigi izlenmedi.
Erkan BAYSAL, Uzm. Dr. Sonug: Sag koroner arterden kaynaklanan akut inferior miyokard enfarktisli  primer perkiitanoz
Bernas ALTINTAS, Uzm. Dr. koroner girisime giden hastalarda Lead IlI>Il ST-elevasyonu sag ventrikil miyokard enfarktistniin
bagimsiz dngordirictsudir. Ancak hastaneigi mortalite Gzerine bir 6ngordiculigi yoktur.
Anahtar kelimeler: Sag ventrikiiler miyokard enfarktiisii; ST-elevasyon; Perkiitanéz koroner
girisim

1Gazi Yasargil Egitim ve Arastirma
Hastanesi, Kardiyoloji Klinigi,

Diyarbakir

ABSTRACT

Objectives: The aim of this study was to evaluate ST-elevation in lead Ill more than Il (I1I>11) findings
in predicting right ventricular infarction (RVI) and in-hospital mortality in patients with acute
inferior myocardial infarction (AIMI) undergoing primary percutaneous coronary intervention
(pPCl).

Methods: A total of 180 AIMI patients undergoing pPCl and right coronary artery (RCA) as infarct-
related artery were included in the study. The presence of RVI was determined by ST-elevation in
right side lead (V4R). Patients were divided into 2 groups: patients without ST-elevation in lead
V4R (AIMI without RVI), and patients with ST-elevation in lead V4R (AIMI with RVI). We assessed
the diagnostic accuracy of ST-elevation in lead Ill more than Il to identify RVI and predicting in-
hospital mortality.

Results: A large proportion of ST-elevation in lead llI>1l (p=0.001) were observed in patients with
Gyl RVI. In a multivariate regression analysis, ST-elevation in lead IlI>Il remained an independent
R S EIREi predictor of RVI (odds ratio :2.8,95% Cl 1.55-5.25; p=0.008). However , this predictive effect was
not observed in-hospital mortality.

Conclusion: ST-elevation in lead IlI>Il was an independent predictor of RVI in patients with RCA
related inferior myocardial infarction undergoing pPCl. However, ST-elevation in lead IlI>1l was
Bozok Tip Derg 2016:6(2)1-9 not predictor of in-hospital mortality.

Bozok Med J 2016;6(2):1-9 Key words: Right ventricular infarction; ST-elevation; Percutaneous coronary intervention
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INTRODUCTION

Acute Inferior myocardial infarction (AIMI) is usually
considered to have a better prognosis in the short
term than anterior Ml (1,2), but there are subgroups
of AIMI associated with increased mortality. Right
ventricular Infarction (RVI) occurs in 30% to 50% of
patients with AIMI (3,4). Although AIMI generally has
a favorable prognosis, the presence of right ventricular
(RV) involvement is associated with increased in
hospital adverse events and mortality. Several studies
demonstrated that patients with AIMI involving RV
have a poor prognosis and increased mortality rates in
the pre-primary angioplasty era (5-8).

The diagnosis of RVI is often based on clinical findings
in patients with AIMI. The main clinical characteristics
of a hemodynamically deteriorating RVI consist of
hypotension, clear lung fields and increased jugular
venous pressure. On the other hand, hemodynamic
deterioration may not be manifested among nearly
60% of patients with RVI and concurrent presence of
this clinical triad has a sensitivity of 10 to 25% (6, 9-11).
For this reason, among patients with AIMI suffering
hypotension, an electrocardiographic diagnosis of
concurrent RVI should be considered. The ECG of
patients with RVl may reveal ST elevation of more than
1 mm in the right-sided precordial derivations V4R to
V6R. ST elevation in right-sided leads, especially in V4R,
indicates acute RV injury (6,12-14). Also, ST-elevation
in lead Ill more than Il (IlI>Il) indicates acute RV injury
(15, 16).

Although predictive value of ST elevation in lead llI>Il in
patients with AIMI is satisfactory, their predictive value
for RVI and in-hospital mortality in patients with AIMI
undergoing pPCl has not been evaluated prospectively.
In this study, we aimed to evaluate the roles of ST-
elevation in lead llI>Il findings in predicting RVI and in-
hospital mortality considering ST-elevation in lead V4R
for RVI among patients with AIMI undergoing pPCl.

METHODS

Study population
This prospective study was conducted between

Bozok Tip Derg 2016;6(2):1-9
Bozok Med J 2016;6(2):1-9

February 2012 and May 2015. A total of 180 right
coronary artery related AIMI patients presented within
6 hours from the symptom onset were included in the
study. AIMI was defined as ST segment elevation of
>1 mV in inferior leads. RVI was defined according to
ECG criteria as the recommendations of ESC guideline
(17). Patients were divided into 2 groups according
to ECG criteria as the ST-elevation in lead V4R before
perfusion : patients without ST-elevation in lead V4R
(AIMI without RVI ), and patients with ST-elevation in
lead V4R (AIMI with RVI ). Patient delay time is the
delay between symptom onset and first medical
contact (17). All patients underwent emergency
cardiac catheterization. All patients received dual
antiplatelet theraphy with aspirin and clopidogrel
(600 mg) or ticagrelor (180 mg) loading dose.
Preprocedural anticoagulation consisted of intravenous
unfractionated heparin (70 IU/kg) in all cases. PPCI
with stent implantation was performed according to
current guidelines (18). In patients who were treated
with tirofiban, the agent was administrated after
pPCl in the coronary care unit. The systemic bolus of
tirofiban was used according to operator’s decision,
and continued for the following 12 hours accordingly.
Exclusion criteria were concurrent pericardial disease,
left anterior fascicular block, previous RV dysfunction,
previous heart failure (defined as previously measured
left ventricular ejection fraction of <50%), chronic
pulmonary disease, pulmonary hypertension, valvular
heart disease (moderate to severe insufficiency and/
or stenosis), acute pulmonary embolism, inferior
myocardial infarction due to circumflex artery occlusion
and acute anterior myocardial infarction (shown to be
present in 10 percent of patients with right ventricular
involvement) (19). Informed consent of each subject
and approval of the Local Ethics Committee was
obtained.

Assessment of ECG

Standart 12-lead electrocardiograms and right
precordial electrocardiograms (V3R through V6R)
were recorded immediately after admission to the
emergency room.
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ST-segment elevation was measured 0.08 second after
thelJpointinleadsll, lll,aVFand V4R . Three consecutive
QRS complexes were measured with the PQ level used
as the isoelectric line. All analyses were performed by
a cardiologist blinded to the clinical data of the patient.
By the help of ECG of each patient, the presence of ST
elevation 21 mm in lead V4R, ST-elevation in lead IlI>ll
was searched accordingly.

Assessment of coronary angiography

Angiographic variables were multivessel coronary
artery disease, the site of occlusion of the RCA. The
site of the RCA was defined as proximal or distal based
on the origin of the major ( >1 mm in diameter) RV
branch. The purpose of the primary PCl procedure was
to obtain a residual stenosis of <20% in the infarct-
related artery (IRA) by visual evaluation. A succesful
angiographic result was defined as residual stenosis
<20% associated with TIMI grade 3 flow.

Assessment of ventricular function

Patients were underwent standard two-dimensional
echocardiography with a digital ultrasonic device
system (Philips 1E-33, Holland) immediately after
PCI. Left ventricular and right ventricular function
was defined according to the rules set by American
Society of Echocardiography (20). Echocardiographic
evaluation of the RV function was completed by right
ventricular fractional area change (RVFAC), tricuspid
annular plane systolic excursion (TAPSE ). Also, from
the apical four-chamber view, the right ventricular
free-wall was divided into three segments and the
motion of each segment was scored on a scale of 1to 4
(1= normal, 2= hypokinetic, 3= akinetic, 4=dyskinetic).
The overall score for right ventricular free-wall motion
was calculated as the average score for the segments.
Modified Simpson‘s method was used to assess the left
ventricular ejection fraction (LVEF).

Statistical Analysis

Statistical analysis was performed using SPSS 18.0
(SPSS, Inc., Chicago, IL, USA). Continuous variables
were tested for normal distribution by the Kolmogorov-
Smirnov test. Continuous variables are presented as
mean+SD whereas categorical variables as count and
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percentages. Continuous variables were compared
with Student’s t test. Categorical variables were
compared with chi-square statistic or Fisher’s exact
test as appropriate. Multiple logistic regression analysis
was used to assess the independent predictors of RVI
and in-hospital mortality estimated as relative risks
with corresponding 95% confidence interval in leads
II>1l. A p value of <0.05 was considered statistically
significant.

RESULTS

There were 90 patients (mean age 56.5+9.6 years, 74%
men) without RVI and 90 patients (mean age 55.5+11.5
years, 82% men) with RVI. Baseline characteristics are
listed in Table 1. There were no statistically significant
differences in respect to demographic, coronary risk
factors and in-hospital therapy among the groups.
A large proportion of ST-elevation in lead V4R was
observed in patients with RVI and a large proportion
of ST-elevation in lead IllI>Il in patients with RVI.
Patient delay time (4.2+1.3 vs 4.6+1.5 , p=0.02) was
significantly higher in patients with RVI, but there was
no statistically significant difference in door to balloon
time. At the time of admission, cardiogenic shock and
ST-elevation in lead IlI>Il were significantly higher in
patients with RVI. Echocardiographic findings are listed
in Table 1. Global left ventricular ejection fraction was
similarly preserved in both groups. Patients with RVI
had significantly worse regional right ventricular free-
wall dysfunction (wall motion score index 2.0+0.6
vs.1.310.5 , p<0.001) ,as well as more severely
depressed global right ventricular performance (TAPSE
of 12.8+2.2 vs. 19.3+1.9 , p<0.001; RVFAC of 32.445.4
vs. 39+4.0, p<0.001). Angiographic procedural data
of the groups were listed in Table 1. Coronary lesion
location, multivessel coronary disease and succesful
pPCI  were significantly different between the
groups. A higher number of patients with proximal
coronary lesion was observed in patients with RVI.
A higher number of unsuccesful pPCl was observed
in patients with RVI. A higher number of multivessel
coronary disease was observed in patients without
RVI. In-hospital adverse cardiac events and in-hospital
mortality were significantly higher in patients with RVI.
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Table 1
Baseline characteristics
Variable Right Ventricular Infarction p Value
Absent (n=90) Present (n=90)
Age(years) 56.5+9.6 55.5+11.5 0.20
Male [n (%)] 67(74) 74(82) 0.45
Hypertension [n (%)] 47(52) 51(57) 0.65
Diabetes Mellitus [n (%)] 23(25.6) 22(24.4) 0.90
hyperlipidemia [n (%)] 35 (38.8) 38 (42.2) 0.83
Smoke [n (%)] 49(54) 54(60) 0.56
Body Mass Index(kg/m?) 25.2+2.8 24.3+3.2 0.25
Family History of CAD [n (%)] 15(16.5) 19(21) 0.67
Previous Ml [n (%)] 20(22.2) 16(17.8) 0.46
Previous PCl [n (%)] 7(7.8) 9(10) 0.60
Previous CABG [n (%)] 3(3.3) 4(4.4) 0.38
Patient delay time (hours) 4.2+1.3 4.6%1.5 0.02
Door to balloon time (minutes) 46.5+10.5 48.5+11.8 0.12
Shock at time of admission [n (%)] 1(1.1) 15 (16.6) <0.001
ST Elevation in lead 1>l [n (%)] 36(40) 84(93.3) <0.001
Echocardiographic characteristics
Left ventricular ejection fraction(%) 44.8+2.7 44+3.4 0.20
Right ventricular fractional area change (%) 39+4.0 32.4+5.4 <0.001
Tricuspit annular plane systolic
excursion(mm)(TAPSE) 19.3#1.9 12.842.2 <0.001
Right ventricular free-wall index 1.3+0.5 2.0+0.6 <0.001
In-hospital therapy
Aspirin [n (%)] 86(96) 87(96) 0.84
ACEI-ARA [n (%)] 55(61) 40(44.4) 0.10
Clopidogrel [n (%)] 78(87) 80(89) 0.64
Ticagrelor [n (%)] 12(13) 10(11.1) 0.60
Statin [n (%)] 84(93) 87(97) 0.53
Glycoprotein llb /llla inhibitor [n (%)] 24(27) 26(29) 0.56
Coronary angiography characteristics
Succesful PPCI [n (%)] 84 (93.3) 76 (84.4) 0.03
Multivessel coronary disease [n (%)] 0.02
1 36 (40) 52 (56.5)
>1 54 (60) 38 (43.5)
Coronary lesion location [n (%)] 0.001
Proximal 53 (59) 77 (85.5)
Distal 37 (41) 13 (14.5)
In-hospital adverse cardiac events [n (%)]
Third-degree atrioventricular block 9(10) 19 (21) 0.03
Hypotension 8 (8.8) 30 (33.3) <0.001
Ventricular Tachcardia/Fibrillation 5(5.5) 13 (14.4) 0.03
Cardiogenic shock 4 (4.4) 20 (22.2) 0.008
In-hospital death 4(4.4%) 14(15.6%) 0.01

Data are expressed as meanz SD for normaly distributed data or count (percentage) for categorical variables; CAD, Coronary
artery disease; MI, Myocardial infarction; PCl, Perc-utaneous coronary intervention; CABG, Coronary artery by-pass greft;
ACEI-ARA, angio-tensin-converting enzyme inhibitor-angiotensin Il receptor antagonist; PPCI, primary percutaneous

intervention
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Baseline characteristics of patients with or without
ST-segment elevation in lead II>Il (llI<Il and [lI>ll,
respectively) is summarized in Table 2. There were
no statistically significant differences in respect to
demographic, coronary risk factors, patient delay time
door to balloon time , and shock at time of admission
among the groups. Global left ventricular ejection
fraction, TAPSE and RVFAC was similarly preserved
in both groups. Patients with ST-segment elevation

Table 2
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in lead llI>Il had significantly worse regional right
ventricular free-wall dysfunction (wall motion score
index 1.7540.6 vs.1.5+0.55 , p=0.02). There were no
statistically significant differences between the groups
in respect to presence of coronary lesion location,
multivessel coronary disease and succesful pPCl. There
were no statistically significant differences between
the groups in respect to in-hospital adverse cardiac
events and in-hospital mortality.

Clinical, echocardiographic and coronary angiography characterisitics, IACE and in-hospital death according to

the presence of ST-elevation in lead IlI>ll

Variable ST-Elevation in Lead IlI>l p value
1<l (n=60) II>1I (n=120)
Age (years) 56.519.1 55.8+11.3 0.28
Male [n (%)] 49(81.6) 92(76.6) 0.68
Hypertension [n (%)] 33(55) 65(54) 0.87
Diabetes Mellitus [n (%)] 13(21.7) 32(26.7) 0.92
Smoke [n (%)] 34(56.6) 75(62.5) 0.56
Hyperlipidemia [n (%)] 23(38.3) 50(41.6) 0.47
Family History of CAD [n (%)] 10(16.6) 24(20) 0.63
Patient delay time (hours) 6.0+1.3 6.2+x1.4 0.52
Door to ballon time (minutes) 46x10 47112 0.48
Shock at time of admission [n (%)] 4(6.7) 12(10) 0.45
Left Ventricular Ejection Fraction (%) 44.613.2 44.3+3.1 0.48
TAPSE 17.4+2.7 15.8+3.3 0.08
Right ventricular fractional area change (%) 37.745.2 34.515.6 0.15
Right ventricular free-wall index 1.5+0.55 1.7+£0.6 0.02
Coronary angiographic characteristics
Succesful PPCI 55(91.6) 105(87.5) 0.35
Multivessel disease 0.15
1 28(47) 61)51)
>1 32(53) 59(49)
coronary lesion location 0.25
proximal 42(70) 88(73)
distal 18(30) 32(27)
IACE [n (%)]
Third-degree atrioventricular block 7(11.7) 21(14.2) 0.35
Hypotension 10(16.6) 28(23.3) 0.20
Ventricular Tachycardia/Fibrillation 4(6.7) 14(11.6) 0.15
Cardiogenic shock 6(10) 18(15) 0.10
Death 5(8.3) 13(10.8) 0.60

Data are expressed as meanz SD for normaly distributed data or count (percentage) for categorical variables; IACE, In-
hospital adverse clinical events; MI, Myocardial infarction; PPCI, Primary Percutaneous coronary intervention; RCA, right

coronary artery
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We identified several univariate predictors of RVI in
patients: Door to balloon time, patient delay time,
multivessel coronary disease, coronary lesion location,
unsuccesful pPCl and ST-segment elevation in lead
1>l (p<0.25 for all). Patient delay time ( odds ratio
[OR] 1.25, 95% ClI 1.11 to 1.70, p=0.02), coronary
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lesion location (OR 1.6, 95% CI 1.25 to 2.85, p=0.04),
unsuccesful pPCl ( OR 1.8, 95% Cl 1.15 to 3.25, p=0.03)
and ST-segment elevation in lead IlI>1l (OR 2.8, 95% ClI
1.55 to 5.25,p=0.02 ) were independent predictors of
RVI after multivariate analysis (Table 3).

Table 3

Univariate and multivariate logistic regression analysis for prediction of RVI

Variable Univariate Multivariate
Unadjusted ¢ 95% Cl pvalue .djusted O 95%Cl p value

Door to balloon time 101 0.90-1.08 0.20

Patient delay time 1.30 1.01-1.75 0.01 1.25 1.11-1.70 0.02

Multivessel coronary disease 1.2 0.30-4.72 0.15

Coronary lesion location 1.8 1.12-3.13 0.03 1.6 1.25-2.85 0.04

Unsuccesful PPCI 21 1.25-6.54 0.02 18 1.15-3.25 0.03

ST-Elevation in Lead 11=1] 3.5 1.35-11.5 0.004 28 1.55-5.25 0.008

OR=odds ratio; Cl=confidence interval;MI, Myocardial infarction; PPCI, Primary Percutaneous coronary interention

We identified several univariate predictors of in-
hospital mortality in patients: Age, door to balloon
time, patient delay time, shock at the time of
admission, LV ejection fraction, multivessel coronary
disease, coronary lesion location, unsuccesful pPCl and
ST-segment elevation in lead llI>1l (p<0.25 for all). Age

(OR 1.04, 95% Cl 1.04 to 1.65, p=0.04), patient delay
time (OR 1.4, 95% Cl 1.15 to 2.9, p=0.04), shock at the
time of admission (OR 11.05, 95% ClI 3.80 to 38.30,
p=0.001) and unsuccesful pPCI (OR 2.0, 95% ClI 1.18 to
3.75, p=0.02) were independent predictors of RVI after
multivariate analysis (Table 4).

Table 4

Univariate and multivariate logistic regression analysis for prediction of mortality

Variable Univariate Multivariate
Unadjusted D 95% Cl pvalue  Adjusted DR 95%C1  pwalue

Age 1.15 1.02-1.08 0.01 1.1 1.03-1.6 0.04

Patient delay time 15 1.25-3.45 0.03 14 1.15-2.9 0.04

Door to balloon time 1.03 0.54-2.20 0.18

Shock at the time of admission 121 3.80-45.40 <0001 11.06 3.80-38.30 <0.001

Left ventricular ejection fraction on admission 0.50 0.08-12.2 0.22

Multivessel coronary disease 1.2 0.30-4.72 0.20

Coronary lesion location 18 1.12-3.13 0.02

Unsuccesful PPCI 2.5 L.0B-7.15 0.01 2.0 1.18-3.75 0.02

ST-Elevation in Lead 111211 15 0.68-3.15 0.40

OR=odds ratio; Cl=confidence interval;MI, Myacardial infarction; PCI, Percutaneous coronary interention; RV, Right ventricular

DISCUSSION

In the present study, ST-elevation in lead Ill >Il was an
independent predictor of RVI in patients with AlMI
undergoing pPCI. This association remained significant
after adjusting for other confounding factors that
were identified in multivariate analysis. However, this

predictive effect was not observed in-hospital mortality.
The standard 12 lead ECG, right-sided chest leads
and posterior chest leads, in conjuction with clinical
findings often provide the necessary information for
physician to predict complications.
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AIMI patients may have associated RVI, evaluation
using standard 12-lead electrocardiography (ECG)
often reveals corresponding ST segment elevations
in leads 11, lll and aVF. Standard 12-lead ECG images
mainly assess the LV. However, Lead Ill only directly
images RV. In the literature there has been only one
study searching the diagnostic value of ratio of ST-
elevation in lead llI>Il for RVI and it was retrospectively
designed (15). In this study, Saw et al. found that this
ratio had sensitivity of 97%, but relatively nonspecific
when compared to ST-elevation in lead V4R (56% vs.
78%, respectively). The presence of acute ST-elevation,
Q waves or both in the right precordial leads (V3R-
V6R) was found to be reliable in the diagnosis of
right ventricular infarction compared to the gold
standard methods such as hemodynamic assessment
or autopsy. The right-sided precordial leads can show
ST-elevation across the entire right precordium from
V1R through V6R ; a sole ST-elevation in lead V4R>1
is a reliable marker of an RVI, with sensitivity 88%,
specificity 78 % using findings from results of autopsy,
cardiac catheterization, hemodynamic monitoring and
radionuclide imaging as the “gold standard”(6). Also,
the diagnostic accuracy of this finding is greatest within
the first 10 h of symptomes, as it disappears in 50% of
patients after this time period (6,21). In the literature,
there has not been any prospective study to evaluate
ST-elevation in lead llI>Il findings in predicting right
ventricularinfarction (RVI) in primary angioplasty era. In
this study, we found that odds ratio of the ST-elevation
in lead llI>Il for predict of RVI was 2.8 . Also, patients
with ST-elevation in lead IllI>Il had significantly worse
regional right ventricular free-wall motion. In this case
we thought that lead Il images directly RV free wall.
In the setting of AIMI, if the larger ST-elevation in lead
I1I>11, RVl is also suggested. The prognostic effect of ECG
criteria pertaining to ratio of the ST-elevation in lead
[11>1I for RVMI is uncertain in AIMI patients undergoing
primary PCI. There have been only one study searching
predictive value of ST-elevation in 1lI>ll for in-hospital
mortality in trombolitic era(15). In this study, 70% of
the patients were given thrombolytic therapy while
30% of the patients took only medical therapy without
reperfusion. They found that odds ratio of ST-elevation
in lead IlI>Il for predicting in-hospital mortality was 5.0.
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In our study, we applied mechanical perfusion therapy
to all patients and the patients were homogenously
distributed in respect to the type of supplementary
medical treatment. Based on this population, we
found that odds ratio of ST elevation in lead IlI>Il for
in-hospital mortality was 1.5. In this study , patients
with ST-elevation in lead IllI>Il had significantly worse
regional right ventricular free-wall motion, but there
were no significant difference RVFAC and TAPSE
between groups. RVFAC and TAPSE defines global right
ventricular performance (20). In this study RVFAC was
observed close to normal values in patients with ST-
elevation in lead llI>Il. Since the global right ventricular
sistolic functional deterioration, in-hospital adverse
events and hemodynamically deteriorating were not
observed different than in patients with ST-elevation in
lead llI<Il. RVFAC and TAPSE values of patients with ratio
of the ST-elevation in lead IlI>Il were similar to those
of the patients with ratio of the ST-elevation in lead
llI<Il Additionally there was no significant difference
between these two groups in respect to in-hospital
adverse events and in-hospital mortality. Also, we did
not find any significant relation between in-hospital
adverse events/in-hospital mortality and RVFAC/TAPSE
indicating echocardographically RV hemodynamical
comprimise. Altogether, ratio of the ST-elevation in
lead IlI>Il was not predictor for in-hospital mortality.
Actually, the main reason of such result was due to
mechanical intervention rather than thrombolytic
therapy. Otherwise, it is well known that primary PCl
reduces in-hospital mortality and it has been proven by
the previous studies. That is the reason that ratio of the
ST-elevation in lead IlI>Il was not helpful predictor for
in-hospital mortality. Thus, it meant that ST-elevation
in lead IlI>Il did not have sufficient correlation with
global RV performance in pPCl era.

Another main finding that we also found that proximal
coronary lesion location and longer delay time have
an independent predictor of RVI. RVI usually develops
upon total occlusion of the proximal right coronary
artery (RCA)(22-24). Some studies described proximal
RCA occlusion compromising flow to the major RV
branches as the most common anatomic substrate of
RV dysfunction.
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In this study confirmed that proximal RCA lesion location
was associated with RVI. In our recently published, we
demostrated that time duration from symtom onset to
PCI (delay time ) has an independent predictor of RV
dysfunction(25). It meant that the patient has longer
delay time increases risk of RVI.

Limitation toour studies were as follows: 1) In
enrollment of patients, nearly gold standard method
which is hemodynamic assessment was not used for
diagnosis of RVI. 2) Echocardiographic examination
was carried out following PCl due to short of time, thus
possibility of recovery in RV functions just after PCl and
inability to assess interobserver variability 3) inability
to evaluate RV functions by strain and strain rate.

CONCLUSION

ST-elevation in lead llI>Il was an independent predictor
of RVI in patients with RCA related AIMI undergoing
pPCl. However, ST-elevation in lead IllI>Il was not
predictor of in-hospital mortality.
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TURKIYE’DE BULUNAN ViTiLOGOLU HASTALARIN
ISITMELERININ DEGERLENDIRILMESI

An Evaluation of the Hearing Examinations of Vitiligo Patients
in Turkey

Selma BAKAR DERTLIOGLU?, ismail iYNEN?, Emrah SAPMAZ3, Demet CiCEK POSTA?

OzZET

Amag: Vitiligo, depigmente makula ve belirgin melanosit yikimiyla karekterize edinsel, idiopatik, otoimmuin
bir hastaliktir. Calisma vitilogo hastalarinda olasi odyolojik anormallikleri saptamak igin planlandi. Konvansiyo-
nel odyolojik testlerle (saf ses esigi ) ve transient otoakustik emisyon (TEOAE) ile vitiligo hastalarinda koklear
fonksiyonlari 6lgtiik ve kontrol grubuyla karsilastirdik.

Materyal ve Metot: Vitiligolu 32 hasta cinsiyetce benzer 32 saglkl kisi calismaya alindi. Odyometrik ve
TEOAE testleri hasta ve kontrol grubunda yapildi. Odyometrik olglimler ses gegirmeyen kabinde saf ses odyo-
metriyle yapildi. Saf ses esikleri 250-6000 Hz’de her kulak igin dlguldi.

Bulgular: Odyometrik bulgular vitiligolu hastalar ve kontrol grubu arasinda 250-6000 Hz arasi saf ses egikle-
rinde fark olmadigini ortaya koydu. Vitiligolu hastalarda saf ses odyogramda sensorinéral isitme kaybi yoktu.
Vitiligolu hastalarda saf ses odyometride degisiklik olmasa da transient otoakustik emisyon degerlerindeki dis-
melerin dis tiy hicrelerini etkiledigi distinilebilir.

Sonug: Konvansiyonel odyometri ile birlikte TEOAE testleri koklear disfonsiyonun erken tanisinda giivenilir
testlerdir. Vitiligolu hastalarda hastaligin ilerlemesi ve erken fark edilmesi agisindan odyolojik incelemenin ru-
tin olarak yapilmasi gerektigini distinliyoruz.

Anahtar kelimeler: Vitiligo, Odyometri; Transient uyarilmis otoakustik emisyon; Koklear disfonksiyon.

ABSTRACT

Objective: Vitiligo is an acquired, idiopathic autoimmune disease characterized by depigmented maculae and
marked with melanocyte destruction. The study was performed to detect possible audiological abnormalities
in vitiligo patients. We aimed to use conventional audiological tests (pure tone threshold) and altered cochlear
function, by measuring and analyzing transient evoked otoacoustic emission (TEOAE) testing any subclinical
auditory abnormalities of in patients with vitiligo, compared with controls.

Materials and Methods: Thirty-three patients with vitiligo and 32 age- and sex-matched healthy control
cases were included in this study. Audiometric and TEOAE testings for both ears were performed for both
patients and controls. Audiometric examinations were performed using a pure tone audiometer in a silent
cabin. Pure tone thresholds were determined for each ear at frequencies of 250 — 6000 Hz for air conduction.
Results: Findings of the audiometric tests indicate that there was no difference between vitiligo and control
group cases in pure tone threshold values between 250 and 6000 Hz. There was not sensorineural hearing
loss on pure-tone audiogram in patients with vitiligo. Although there is no change in pure tone audiometry
in vitiligo patients, it is considered that reductions in transient evoked otoacoustic emission values began to
affect the outer hairy cells.

Conclusion: Conventional audiometry with TEOAE testing are reliable tests for the early detection of cochlear
dysfunction. All patients with vitiligo required routine monitoring and audiological assessments for early
identification and monitoring of changes as the disease progresses.

Key words: Vitiligo; Audiometry; Transient evoked otoacoustic emission; Cochlear dysfunction.
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INTRODUCTION

Vitiligo is a common, acquired disorder resulting
from destruction of functional melanocytes. It has
a worldwide occurrence of 0.3-1.0%. Functional
melanocytes in patients with vitiligo disappear by
a mechanism that has not yet to be identified. In
general, there have been three hypotheses to explain
vitiligo: the immune, the neural and the autocytotoxic
hypotheses (1).

Melanocytes are found not only in the skin but also
in the uveal tract, the inner ear, the retinal pigment
epithelium and the leptomeninges. Due to this reason
mechanisms causing the loss of skin melanocytes can
also affect other organs that contain melanocytes (2).
The inner ear is one of the important region in which
melanocytes are located. Many authors have reported
that melanin-containing cells in the inner ear protected
cochlea against various stress, particularly loud noise
(3). Although some studies determined that hearing
was affected in patients with vitiligo (4), several studies
reported that hearing wasn’t affected (5,6).

Most patients with vitiligo are asymptomatic for
audiological abnormalities. Therefore, we aimed to use
conventional audiological tests and altered cochlear
function, by measuring and analyzing transient evoked
otoacoustic emission (TEOAE) any subclinical auditory
abnormalities of in vitiligo patients, compared with
controls.

METHODS

A total of 33 vitiligo patients, all of whom had been
referred to the Department of Dermatology of Medical
Center Hospital, and 32 healthy control subjects were
enrolled in the present prospective study. The age of
onset, duration, family history of vitiligo were recorded.
Patients were also investigated for blood hemoglobin
and glucose levels, total and differential leukocyte
counts, erythrocyte sedimentation rate, antinuclear
antibodies and thyroid autoantibodies. After the
thorough dermatological examination patients were
classified into three disease groups: acral, segmental
and generalized. In addition, the vitiligo patients
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divided into 2 groups according to presence or absence
of lesions around the ears. The percentage of the body
surface involved with disease was estimated by using
the ‘rule of nines’(7). The control group included sex-
and age-matched normal individuals, with no history
of otitis media or inner ear diseases, no exposure to
excessive noise. After physical examination, all subjects
underwent pure-tone audiometry and TEOAE tests.
We excluded patients with definitive ear diseases (e.g.,
tympanic perforation or chronic otitis media), familial
hearing loss, chronic noise exposure, head trauma,
or metabolic, neurological, vascular or autoimmune
disease.

Clinical and tympanometric examination was made
for exclusion of middle-ear pathologies. Audiometric
and TEOAE examinations for both ears were
performed for both patients and controls. Audiometric
examination; audiometry was performed using a pure-
tone audiometer (clinical audiometer model AC40;
Interacoustics, Copenhagen, Denmark) in a silent cabin.
Pure-tone thresholds were determined for each ear at
the frequencies of 250-6000 Hz for air conduction. The
extent of hearing impairment was assessed according
to the International Standard Organization hearing
threshold parameters (normal: inability to hear at
minus 10-20 dB; mild deafness: inability to hear at 27
-40 dB; moderate deafness: inability to hear at 41-55
dB).

In both groups, the parameters of the TEOAE
amplitudes, stimulus stability, stimulus intensity, and
reproducibility were recorded (8).

All subjects provided written informed consent; our
study was approved by the Local Ethic Board at Medical
Faculty of University.

Statistical analysis

Pure-tone audiometry andTransient Evoked
Otoacoustic Emission results were compared between
the vitiligo and control group using Student’s t-test
and Pearson’s correlation coefficient. All statistical
analyses were performed using SPSS software (version
12.0; SPSS Inc.; Chicago, IL). A p value < 0.05 was the
threshold of significance.
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RESULTS

In total, 33 patients with vitiligo (11Male, 22 Female)
and 32 healthy, sex and age-matched controls (10
Male, 22 Female) were randomly enrolled. Mean +*
SD age was 23.0+12.3 (range 8-47) for the patients
with vitiligo, and 25.9+12.5 (range 5-48) for the
controls. There was no statistical difference for the age
distribution between the vitiligo and control groups or
between male and female participants.

The mean duration of illness was identified as 5.15 +
4.20 (1-20) years in vitiligo group. Of the patients, 16
(48.5%) had acral, 16 (48.5%) had generalized and 1
(3.0%) had segmental distribution. Twenty one patients
(63.6%) did not have vitiligo lesions in the periauricular
area, but 12 (36.4%) did. Ten patients (30.3%) had
the disease in their family history. Percentage disease
involvement ranged between the minimum 9% (4
patients) and the maximum 81% (5 patients).

There was not sensorineural hearing loss on pure-tone
audiogram in patients with vitiligo. Findings of the

Bozok Tip Derg 2016;6(2):10-5
Bozok Med J 2016;6(2):10-5

audiometric tests indicate that there was no difference
between vitiligo and control group cases in pure tone
threshold values between 250 and 6000 Hz (Table 1).
No significant correlation was established between
hearing and presence or absence of periauricular
involvement, body involvement percentages, familial
vitiligo history and positive autoantibody values.

Amplitude (1.0, 1.4, 2.0, 2.8 and 4.0 Hz frequency),
Stimulus, Reproducibility and Stability values of
the patients and the control group were measured
through the use of TEOAE test. Reduction of transient
evoked otoacoustic emission amplitude values of 1.4,
2.0 and 2.8 kHz were found significant in the right
ear (9.42+8.56 vs 14.83+6.37 p=0.027, 9.68+9.60 vs
15.65+5.73 p=0.014 and 9.48%8.13 vs 16.0816.82
p=0.009, respectively), while 2.0 kHz amplitude value
was significant in the left ear (8.86+7.30 vs 15.55+6.08
p=0.004). As of reproducibility values, both right and
left ears produced responses above 50% and therefore
both were accepted as positive. Stimulus and stability
values were not found significantly different (Table 2).

Table 1: Audiometric signs in patient and control groups (Pure-Tone Thresholds (dB-HL)

. Right Left o
Right ear Left ear Significance
ear ear
Frequency i Control i Control
Patients Patients ] p

(Hz) group group

250 14,87+4,02 | 15.75+5.44 | 14,63+4,06 | 14.50+4.26 | 0.507 | 0.908 NS
500 12,81+4,05 | 11.25+3.93 | 11,84+4,43 | 11.50+2.85 | 0.174 | 0.755 NS
1000 12,15+2,74 | 10.75+4.66 | 11,54+3,80 | 10.25+4.12 | 0.173 | 0.250 NS
1500 11,4543,75 | 10.35+3.55 | 9,96%3,67 9.45+3.83 0.295 | 0.626 NS
2000 10,75+5,46 | 9.75%4.12 8,75+4,66 8,00+2,99 0.481 | 0.608 NS
4000 11,6345,39 | 11.25+5.82 | 10,45+7,00 | 11.00+3.47 | 0.807 | 0.747 NS
6000 17,03%6,72 | 16.50+6.50 | 19,09+9,95 | 17.00+5.71 | 0.779 | 0.396 NS
NS=not significant.
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Table 2: Transient Evoked Otoacustic Emission values in the patient and control groups.
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Amplitude Right ear Left ear Right ear Left ear
Frequency . Control . Control

(Hz) Patients group Patients group p ¢]
1.0 5.56+6.19 | 11.00+8.66 | 3.31+3.50 11.24+15.36 | 0.053 0.086
1.4 9.42+8.56 | 14.83+6.37 | 9.90+4.94 12.62+6.40 | 0.027* 0.191
2.0 9.68+9.60 | 15.65%5.73 | 8.86%7.30 15.55+6.08 | 0.014* 0.004*
2.8 9.48+8.13 | 16.08+6.82 | 11.46+6.96 13.91+6.90 | 0.009* 0.299
4.0 8.97+8.47 | 13.54+7.88 | 10.26+8.78 12.38+6.68 | 0.099 0.392
Stimulus 80.2945.69 | 79.72+20.71 | 77.11+8.52 | 81.34+12.77 | 0.926 0.295
Reproductivity 76.27422.5 | 92.09+7.56 | 73.18+20.13 | 89.33+11.88 | 0.001 0.002
Stability 99.90+0.83 | 99.33+2.66 | 100.27+1.61 | 97.52+13.88 | 0.488 0.519

*Statistically significant difference between vitiligo patients and controls(p < 0.05).

DISCUSSION

Alphonse Corti was the first researcher who mentioned
the presence of pigment cells in the inner ear. There
are many melanocytes in the human cochlea,
particularly in the modiolus, in the osseous spiral
lamina, in Reissner’s membrane and in the vascular
stria; melanocytes are found especially in highly
vascularized areas of apparently important secretory
or metabolic function (9,10). The exact role of melanin
is unknown but is thought to be vasomotor function in
the inner ear. According to Savin, (11) cells containing
pigments are adhered to blood vessel walls, that are
regions of intense metabolite exchanges. For this
author, melanin facilitates the passage of substances
from one side to the other, thus protecting the balance
of the cell membrane. Because of the important role of
melanin in the inner ear, hearing is affected in systemic
disorders that affect pigmented areas (eyes, skin and
hair) such as the Vogt-Koyanagi and Waardenburg
syndromes (9,10).

Otoacoustic emissions (OAEs) are spontaneous
acoustical signals that are produced by outer hair
cells of theorgan of Corti and can be elicited by
acoustic stimulation. OAEs are simple, efficient, and
objective. For clinical applications, OAEs are evoked
by using either transient (transient evoked otoacoustic
emissions (TEOAEs) or tone pairs (distortion product
otoacoustic emissions (DPOAEs) of sound envelopes.

TEOAEs are highly sensitive to cochlear pathology in
a frequency-specific way. TEOAEs can be recorded in
almost all persons who have up to 20 to 30 dB hearing
level (dB HL) of hearing threshold (12). Angrisani et al.
(9) reported that twenty-one (87.5%) of 24 patients
with vitiligo had normal pure tone audiometries, two
had unilateral hearing loss between 3000 Hz and 8000
Hz, and one had moderate cochlear loss in the left ear;
thus, 12.5% of patients had hearing loss. Fourteen
(66.7%) of 21 patients with normal audiometries
presented partial (at 4 KHz) or absent TEOAE, suggesting
cochlear dysfunction. Eleven (64.7%) of 17 patients in
which TEOAE were absent had bilateral failure, and six
(35.2%) patients had unilateral failure.

Aslan et al. (8). reported that hearing thresholds at 0.25,
4, 8, 10, and 12.5 kHz were found to be increased in
vitiligo patients. Significant reduction in the amplitudes
of TEOAEs was found only at 4 kHz in the vitiligo group.
In our study, a change was found not in the pure tone
audiometry, but in TEOAE. We think this may be due to
the fact that although high-frequency audiometry was
used in other studies, we evaluated hearing only up to
6000 Hz. In TEOAE, a significant change was established
at 1.4 and 2.8 kHz in the right ear, and significant results
were obtained at 2.0 kHz in both right and left ears
(amplitudes were decreased compared with control

group).
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In addition, although pure tone audiometry is normal
in vitiligo patients. It is considered that reduction in TE-
OAE amplitudes began to affect the outer hairy cells in
the inner ear.

Tosti et al. (4) found hearing loss in 16 % of patients
with vitiligo; they strengthened the hypothesis that
part of the melanocytes was damaged by auto-immu-
nity which is the one of accepted etiological theories of
vitiligo. In an another study; Fleissig et al. (13) showed
that; vitiligo patients demonstrated a significantly hig-
her prevalance of sensorineural hearing loss. Aydogan
et al.(1) examined the audiological thresholds betwe-
en 250 and 8000 Hz and the electrophysiological po-
tentials in 57 patients with vitiligo and 50 healthy cont-
rols. These authors found that 14% of vitiligo patients
reported mild sensorineural dysacusis, of which six had
bilateral hearing loss and two had unilateral hearing
loss. They reported that their findings were similar to
other data and suggested that melanin might have an
important role in modulating the transduction of audi-
tory stimuli in the inner ear andin maintaining the func-
tion and structure of the auditory system.

Ardic et al. (3) studied 29 vitiligo patients, applying
audiometry from 250 Hz to 16 KHz. This author found
pure tone thresholds between 4 000 Hz and 10 000
Hz in the vitiligo group, which was significantly worse
compared with the control group. Male patients pre-
sented hearing loss at higher frequency ranges than fe-
male patients, which was statistically significant. They
reported that vitiligo is a significant hearing loss factor,
and males are more affected than females.

Some studies (1,5,13-16) did not find any correlation
between loss of hearing and disease duration, while
others (3,8,17) did. Nawaf Al-Mutairi et al. (5) exami-
ned the audiological abnormalities in 197 patients
developing vitiligo after the age of 40. Audiometric
examinations were done using a pure tone audiome-
ter. The majority of patients showing hypoacusis had
sensorineural type of impairment (30 patients). There
was no statistically significant difference between the
healthy group. They concluded that in contrast to the
association noticed in early onset vitiligo, late onset vi-
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tiligo does not seem to be significantly associated with
audiological abnormalities. In accordance to another
study; high frequency sensory neural was detected in
8 patients of total 21 vitiligo patients (16). In this study,
as has previously been shown by Sharma and colleagu-
es and Fleissig and colleagues there was no correlation
between duration of disease and visual abnormalities.
They explained this situation as the possibility that otic
melanocytes are affected as the beginning of disease
and than stabilized.

Sharma L. et al (15). evaluated hearing in vitiligo pati-
ents and they found hypoacusis in 34 vitiligo patients
(18.89%). Thirty four patients suffered from deafness,
which was not associated with the duration of the di-
sease. Deafness was significantly more common in the
patients with generalized involvement. Therefore, the
authors speculated that the melanocytes being gene-
ralized might be playing a role in this condition.Akay
et al.(17) aimed to to establish the clinical and epide-
miological profile of vitiligo in Turkey. Audiometry was
performed in 53 vitiligo patients and sensorineural
hypoacusis was found in 20 patients (37.7%). Nine of
these patients showed unilateral minimal hearing loss
and the other 11 bilateral hearing loss. Their results
demonstrate that vitiligo is a part of systemic autoim-
mune process and audiological examination should be
performed in all patients examinated for hypoacusis.

Although no significant correlation was found betwe-
en hearing and presence of periauricular involvement,
body involvement percentage, familial history of vitili-
go and positive autoantibody values in our study, there
was a significant correlation between disease duration
and left ear 1500, 2000 and 4000 Hz. Our findings show
that TEOAE are a sensitive test for detecting cochlear
dysfunction before symptoms become manifest, des-
pite normal audiometries. TEOAE results were signifi-
cant. Our findings support this statement, adding that
conventional audiometry with TEOAE testing are reli-
able tests for the early detection of cochlear dysfuncti-
on. Our study thus strengthens the hypothesis that viti-
ligo is a significant factor for altered cochlear function.
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One limitation of our study should be mentioned. Neit-
her distortion product otoacoustic emissions (DPOAEs)
were performed nor high frequency audiometry asses-
sed in the present study. High frequency audiometry
and DPOAEs could have been used in the audiological
assessment instead of conventional audiometry and
TEOAEs. But the structure of our hospital was not app-
ropriate to these assessments because of technical de-
ficiencies.

The mechanism destroying the melanocyte in the skin
could also affect other melanocytic organs. It is belie-
ved that, loss of epidermal melanocytes and melanin-
containing cells in the inner ear lead to sensorineural
hearing loss in vitiligo (2). Also vitiligo patients appear
to be more predisposed to cochlear dysfunction, as
shown by the significance of otoacoustic emissions,
although pure tone audiometry was within normal li-
mits in most of the sample.We believe that even if most
of the patients with vitiligo are usually asymptomatic
in hearing, all vitiligo patients required routine moni-
toring and audiological assessments by specialists for
early identification of cochlear dysfunction and monito-
ring of changes as the disease progresses. Also further
large-scale clinical trials which include high frequency
audiometry and DPOAEs may provide statistically signi-
ficant values and allow clarification of the relationships
between hearing loss and prognostic factors in vitiligo.
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ETKiSiNiN DEGERLENDIRILMESi

Evaluation of Hand Dominancy on Life Quality in Elderly
Patients After Conservatively Treated Extra-Articular Distal
Radius Fractures

Serdar YILMAZ, Deniz CANKAYA, Alper DEVECI

OZET

Amag: Gunimuzde yash populasyon sayisi giderek artmakta ve daha aktif yasam beklentisi olusmaktadir. Eslik
eden travmalar ise yasam kalitesini bozmaktadir. Calismamizda radius alt ug kirigi nedeniyle konservatif tedavi
uygulanan yasli hastalarda dominant koldaki kirigin hayat kalitesine etkisi arastirildi.

Gereg ve Yontemler: Eklem digi radius alt ug kirigi tanisiyla konservatif tedavi uygulanan 65 yag ve iizeri 38
hasta calismaya dahil edildi. Hastalarin yas, cinsiyet, takip streleri ve dominant eli kaydedildi. Hastalarin son
kontrolde 6n-arka ve yan grafileri gekilerek agilanma durumu degerlendirildi. Ayrica klinik degerlendirme igin
el kavrama giicli 6lguldi ve Mayo el bilek skoru, gorsel agri skalasi (VAS) ve hizli kol, omuz ve el sorunlari anketi
(Quick-DASH) kullanild.

Bulgular: Hastalarin tamaminda kirik kaynamasi gergeklesti. Hastalarin % 71.1’i kadin (27 hasta), % 28.9’u
ise erkekti (11 hasta). Hastalarin ortalama yasi 71+4.62 (dagilim; 65-82) idi. Ortalama takip stresi 16.82+6.44
(dagihim, 9-31 ay) idi. Yedi hastada k6t sonug, 2 hastada iyi sonug, 29 hastada ise orta derecede sonug alin-
di. Dominant tarafta kirigi olan hastalar, tim hastalarin % 60.5’ini (23 hasta), diger hastalar ise %39.5'ini (15
hasta) olusturuyordu. Dominant tarafta kirigi olan hastalarda diger hastalara gére VAS, Mayo el bilek skoru ve
yas agisindan istatistiksel olarak fark saptanmadi (p>0.05). Ancak el kavrama gilicii dominant taraf kirigi olan
hastalarda daha ytiksek, Quick-DASH skoru ise daha dustik bulundu (sirasiyla p<0.001 ve p=0.006).

Sonug: Radius alt ug kingi nedeniyle konservatif tedavi uygulanan yasli hastalarda dominant olmayan kolda
daha ¢ok gl¢ kaybi ve fonksiyonel kisitlilik olusmakta, ancak bunun hayat kalitesine negatif bir etkisi bulunma-
maktadir.

Anahtar kelimeler: Radius kiriklari; Yash; El bilegi; Kirik iyilesmesi

ABSTRACT

Objective: At the present time, aged population issue is increasing and more active life expectancy is growing.
The accompanying trauma impairment affects the quality of life. We evaluated the dominant distal radial
fractures on the quality of life in conservatively treated elderly patients.

Materials and Methods: The study consists of 38 patients over 65 years who were conservatively treated
for extra-articular distal radial fractures. Age, gender, follow-up time and hand dominancy were recorded.
Antero-posterior and lateral radiographies were taken and the fracture alignment was evaluated at last visit.
Hand grip strength, Mayo wrist score, visual analogue scale (VAS) and the quick disabilities of arm, shoulder
and hand score (Quick-DASH) were also recorded.

Results: Fractures were healed in all patients. 71.1% of the patients were female (27 patients) and 28.9% of
were male (11 patients). The mean age of the patients was 71+4.62. The mean follow-up time was 16.82+6.44
month. Seven patients had poor, 2 patients good and 29 patients had moderate results. The patients with
fractured dominant hands were 60.5% of all patients (23 patients) and non-dominant hand fractures were
39.5% (15 patients). There was no significant difference between dominant and non-dominant hand fractures
according to VAS, Mayo wrist score and age (p>0.05). However hand grip strength was higher and Quick-DASH
score was lower in the patients with fractured dominant hand (p<0.001 and p=0.006 respectively).
Conclusion: The strength diminution and functional impairment was observed after conservatively treated
distal radial fractures in the elderly patients, without an effect on the quality of life.

Key words: Radius fractures; Elderly; Wrist; Fracture healing
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GIRIS

Ortalama yasam siiresinin artmasiyla beraber toplumda
yasl popilasyon sayisi da giderek artmaktadir (1).
GUnlmuizde daha aktif yasam tarzini benimseyen
yasli poplilasyon artmakta ve hayat kalite standartlar
da yukselmektedir. Dolayisiyla kirik sonrasi tedavi
ve takip sireci de hastanin beklentilerine gére 6nem
kazanmaktadir.

Radius alt ug kiriklari cogunlukla basit diisme sonrasi
olusanve 6zellikle yaslilarda sik gérilen travmalardandir
(2). Yaslilarda kemik kalitesinin diisiik olmasi, kaynama
sirecinin uzunlugu tedavi sirecini olumsuz olarak
etkilemektedir (1). Her ne kadar yaslilarda daha ¢ok
konservatif tedavi tercih edilse de, hayat standartlarinin
ylikselmesinden dolayl giderek artan oranda cerrahi
tedaviuygulanmaktadir (3, 4). Konservatif tedaviile yash
hastalarda el bilegi uzun siire hareketsiz birakildigindan
ve erken hareket verilmemesinden dolayr eklem
sertligi sikhkla olusmaktadir (5). Ayrica reduksiyon
kaybi da ¢ogunlukla karsimiza ¢ikan problemlerdendir
(1-5). Bundan dolayi el bilegi fonksiyonlarinda bozulma
olusabilmektedir. Yash hastada elin glnlik aktivite
dizeyi goz online alindiginda, zaten sinirli olan hayat
standartlarini daha da bozabilen bu kiriklarin tedavisi
daha ¢ok 6nem arz etmektedir.

Literatlirde zaman igerisinde radyolojik gorlinimden
bagimsiz olarak fonksiyonel sonuglarda iyilesme
oldugu bildirilmistir (6, 7), ancak dominant kolda radius
alt ug kirigr olmasinin hayat kalitesine etkisi konusunda
yeterli sayida arastirma bulunmamaktadir. Biz
calismamizda radius alt ug kirigi nedeniyle konservatif
tedavi uygulanan yasl hastalarda dominant tarafta kirik
olugmasiyla dominant olmayan kolda kirik olugmasinin
hayat kalitesine etkisini arastirdik.

GEREG VE YONTEMLER

Calismaya 2012-2014 illari arasinda klinigimize
bagvuran ve AO siniflamasina gore tip A kingi olan
eklem digi radius alt ug kirigi nedeniyle konservatif
tedavi uygulanan 65 yas ve (izeri hastalar dahil edildi.
Takip siresi en az 9 ay olan hastalar ¢alismaya alindi.
Daha 6nce her hangi bir kolunda ameliyat ya da kirik
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oykusi olan hastalar, kaymamis kirigi olan hastalar, 65
yas altindaki hastalar, patolojik kirigi olan hastalar, her
2 kolunda kirik olan hastalar, demans ya da psikiyatrik
hastaliklar dolayisiyla zihinsel agidan kooperasyon
kurulamayan hastalar, tam ya da kismi felg gegiren
hastalar ve cerrahi tedavi uygulanan hastalar ¢alisma
disi birakildi. Bu kriterlere uyan 56 hasta son kontrole
cagirildi. Kontrole gelen 38 hasta ¢alismaya dahil edildi
Radius alt ug¢ kingr nedeniyle acil servise basvuran
hastalara herhangi bir anestezi yontemi uygulanmadan
kapali reduksiyon ve dirsek alti sirkiiler algi ile tespit
uygulandi. Sisligi nedeniyle sirkiler algi yapilamayan
hastalara uzun kol atel yapildi ve 3-7 giin sonra kontrole
cagirilarak sirktler alglya alindi. Rediiksiyon sonrasi el
bilek hafif ulnar deviasyonda ve fleksiyonda, dirsek 90
derece fleksiyonda ve noétral pozisyonda olacak sekilde
algiya alindi (Resim 1, 2).

Resim 1a

§
A
1
]

Resim 1b

Resim 1a, 1b: 67 yasinda bayan hasta, basit diisme sonrasi
sol el bilekte agri nedeniyle gekilen 6n-arka ve yan grafilerde
eklem digi radius alt ug kirigi gelistigi goralda.
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Resim 2b

Resim 2a, 2b: Hastaya kapali rediiksiyon sonrasi sirkler algi
yapilmistir ve kontrol 6n-arka ve yan grafide kirigin uygun
pozisyon ve aglya geldigi gorilmektedir.

Rediiksiyon sonrasi on-arka ve yan grafi cekilerek
rediksiyonu kontrol edilen hastalarda, 10 derecenin
altinda acilanmasi olan hastalara konservatif tedavi
uygulanmasina karar verildi. Hastalar ertesi giin
tekrar dolasim kontroll igin hastaneye ¢agirildi. Erken
donemde parmak ve dirsek hareketleri dnerilen hastalar
haftalik poliklinik kontrollerine ¢agirildi. Yaklasik 4-6
hafta icinde algilari gikarilarak el bilek hareketlerine
baslamalari 6nerildi ve ev-egzersiz programi verildi.

Hastalarin yas, cinsiyet, takip sireleri, kirik taraf
ve dominant el durumu kaydedildi. Hastalarin son
kontrolde 6n-arka ve yan grafileri ¢ekilerek agilanma
durumu degerlendirildi (Resim 3). Ayrica el bilek eklem
hareket acikliklari gonyometre ile 6lgllerek kaydedildi.
El kavrama glicii dinamometre ile o6lclildi ve 3 tekrar
yapilarak ortalamasi alindi. Klinik degerlendirme igin
Mayo el bilek skoru, gorsel agri skalasi (VAS) ve hizli kol,
omuz ve el sorunlari anketi (Quick-DASH) kullanildi.
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Resim 3b

Resim 3a, 3b: Hastanin 11. Aydaki kontrol 6n-arka ve yan
grafisinde kirngin kaynadigi gorulda.

Verilerin istatistiksel degerlendirilmesi SPSS 13.0
paket programi kullanilarak yapildi. Dominant tarafin
fonksiyonel degerlendirmeye etkisi bagimsiz 2 6rnek
t testi, Mann-Whitney U testi ile degerlendirildi. P
degerinin 0.05’in altinda olmasi istatistiksel olarak
anlamli olarak degerlendirildi.

BULGULAR

Hastalarin tamaminda kirik kaynamasi gerceklesti.
Kingin olus mekanizmasi bir hastada arag¢ disi trafik
kazasi, diger hastalarda ise basit disme seklinde idi.
Hastalarin % 71.1’i kadin (27 hasta), % 28.9’u ise erkekti
(11 hasta). Hastalarin ortalama yasi 71+4.62 (dagilim;
65-82) idi. Ortalama takip siresi 16.82+6.44 (dagilim,
9-31 ay) idi. Yedi hastada kotl sonug, 2 hastada iyi
sonug, 29 hastada ise orta derecede sonug alindi.
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Dominant tarafta kirigi olan hastalar, tim hastalarin %
60.5’ini (23 hasta), diger hastalar ise %39.5’ini (15 has-
ta) olusturuyordu. Dominant tarafta kirigi olan hastalar-
da diger hastalara gore VAS, Mayo el bilek skoru ve yas
acisindan istatistiksel olarak fark saptanmadi (p>0.05).
Ancak el kavrama glici dominant taraf kirigi olan has-
talarda daha yiiksek, Quick-DASH skoru ise daha disik
bulundu (sirasiyla p<0.001 ve p=0.006) (Tablo 1).

YILMAZ ve ark.
Radius Alt Ug Kiriginda Dominant El Kirigi

Ug hastada rediiksiyon kaybi sonrasi 10 derecenin {ize-
rinde dorsal angulasyon olustugu goézlendi. Klinik ola-
rak bu hastalarin bir tanesinde Mayo el bilek skoruna
gore kotl sonug, diger 2 hastada ise orta dereceli sonug
alindi. Hastalarin % 21.1’inde (8 hastada) algi tedavisi
bitiminde kompleks bolgesel agri sendromu gelisti. Bu
hastalara salmon kalsitonin tedavisi onerildi ve fizik te-
davi programina alindi.

Tablo 1: Radius alt ug kirigi olan yasl hastalarda sonuglarin dominant elde kirik olup olmamasina gore

degerlendirilmesi

Dominant elde kirik olan hastalar Dominant olmayan elde kirik olan hastalar p degeri

VAS 2.91+1.13
Mayo el bilek skoru 1.87+0.46
El kavrama giicli 72.22+6.48
(Saglam tarafa gére %)

Q-DASH 37.316.02
Yas (Yil) 70.83+4.75
Cinsiyet (Kadin/Erkek) 16/11
Takip suresi (Yil) 15.65+7.34

3.13+1.46 0.603
1.87+0.52 0.986
62.6+5.83 <0.001
43.92+7.92 0.006
71.27+4.56 0.778
7/4 0.809
17.06+6.81 0.652

TARTISMA

Yasin ilerlemesi ile birlikte hayat kalitesinde bozulma
olmakta, eslik eden kiriklar da bu durumu negatif ola-
rak etkilemektedir. Dominant kolda radius alt ug kirigi
olmasi da, yasli hastalarin elini kullanmasinda daha faz-
la kisitlanmaya yol agarak hayat kalitesini daha da diisu-
rebilecektir. Calismamizda da dominant olmayan kolda
radius alt ug kirigi olan hastalarda el kavrama giliclinde
azalma ve Q-DASH skorlarinda artma oldugu bulundu.

Her ne kadar radius alt ug kiriklarinda amag anatomik
restorasyonu saglamak olsa da, yash hastalarda radyo-
lojik deformite ile fonksiyonel sonug arasinda her za-
man dogru orantinin olmadigi bildirilmistir (6, 7). Calis-
mamizda da kot kaynama gelisen 3 hastadan ikisinde
orta, bir tanesinde ise kotl sonug alinmistir. Bundan
dolayl yasam standartlari distk olan hastalarda kon-
servatif tedavi uygulamaya egilim vardir (8). Genellik-
le bu hastalarda uygulanan fizik tedavi yontemleri net
olarak bildirilmediginden fonksiyonel sonuca etki ede

bilecek dominant ya da dominant olmayan tarafta kirik
olmasinin hastanin fonksiyonlarina etkisinin degerlen-
dirilmesi 6nem tasimaktadir.

El kavrama fonksiyonu giinlik yasam aktivitelerinin
devamini saglayan 6nemli parametrelerdendir ve el
kavrama glict 6l¢im Ust ekstremite performansinin
degerlendirilmesinde kullanilmaktadir (9, 10). Biz de
calismamizda hastalarin el kavrama kuvvetlerini 6l¢g-
tik. Buna gore dominant tarafta kirik olan hastalarda el
kavrama gucliniin dominant olmayan tarafta kirik olu-
san hastalara gore daha gli¢lii oldugu bulundu. Fujii ve
ark ise ¢alismamiza benzer yonde ortalama 2 yil takip
ettikleri radius alt ug kirig1 olan hastalarda el kavrama
guclinde dominant olmayan tarafta yaklasik % 30 kayip
oldugunu bildirmislerdir (11). Bundan dolayi dominant
olmayan tarafta radius alt ug kinigi olan yagsh hastalarda
yogun fizik tedavi programi uygulanmasinin yararl ola-
cagini vurgulamiglardir.
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Peterson ve ark dominant elin diger ele gére % 10 daha
fazla kavrama kuvvetine sahip oldugunu bildirmislerdir
(12). Bazi yazarlar ise bu kuralin sadece sag kol icin ge-
cerli oldugunu bildirmislerdir (13). Sonugta dominant
kol daha kuvvetli oldugundan kirik sonrasi kavrama
glicinde azalma olsa da, karsi kola kiyaslandiginda,
dominant olmayan koldaki kiriktan daha az kayba ugra-
yacaktir. Buna gore dominant kolda radius alt ug kirig
olan hastalarda daha az fonksiyonel kayip olacagi bek-
lenebilir.

Ust ekstremite sorunu olan hastalarda fizik muayene ve
sikayetlerin degerlendiriimesinde Q-DASH skorlamasi
kullanilabilecek 6l¢limlerden biridir. Her ne kadar yasli
hastalara yonelik kolaylikla yapilabilecek bir degerlen-
dirme olmasa da, bu skorlama giinlik aktivite diizeyinin
belirlenmesinde 6nemli yer tutar (14). Calismamizda
da dominant kolda radius alt ug kirigi olanlarda Q-DASH
skorunun arttigi bulundu. Gunlik aktivite dlizeyini yan-
sitan bu skorlamaya gére dominant kolda radius alt ug
kirigi olmasi guinliik aktivite diizeyinde daha ¢ok bozul-
maya yol acacakdir.

Her ne kadar gorsel agri skalasi 6lglimleri dominant
tarafta kirik olan hastalarda daha yiiksek olsa da, do-
minant taraf ile dominant olmayan tarafta krik olanlar
arasinda istatistiksel olarak anlamli fark olmadigi bulun-
du. Yash hastalarda zaman ilerledikce el bilegi fonksi-
yonlarinda diizelme oldugu gibi gorsel agri skalasinda
da diizelme olmasi beklenir. Ancak ¢alismamizda domi-
nant tarafa gore ayrilan gruplar arasinda hastalarda ta-
kip stiresi agisindan fark saptanmadi (p=0.652). Litera-
tire gore gcalismamizdaki ortalama takip siiresinin daha
uzun olmasi (16.82+6.44 ay) gorsel agri skalasinda fark
olusmamasina neden olmus olabilir.

Calismamizda dominant taraf ile diger taraf hastalarin
karsilastirilmasinda kullanilan Mayo el bilek skorlama-
sinda ise fark saptanmadi. Bu skorlamaya gore hasta-
larin % 76.3’tinde orta derecede sonug alindigl tespit
edildi. Hastalarin buyilk ¢ogunlugunda orta derecede
sonug alinmasi skorlamanin ayirt edici yetenegindeki
azalmayla iligkili olabilir. Calismamizda hastalari deger-
lendirirken temel faktor olarak yasi aldik, ancak has-
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tanin hayat kalitesinin degerlendirilmesinde hastanin
aktivite diizeyi yasa gore daha belirleyici rol oynamak-
tadir. Bu ¢calismamizin eksik yonlerinden birini olustur-
maktadir. Ayrica sonuglari etkilemesi mimkin olan
kemik mineral yogunlugu olcimiinin yapilmamasi da
¢alismamizin eksik yonlerinden biridir.

Sonug olarak dominant olmayan taraf radius alt ug kirigi
olan yasl hastalarin daha ¢ok hayat kalitesi bozulmak-
tadir. Bu hastalarda erken fizik tedavi programi uygu-
lanmasi ile hayat kalitesini iyilestirmek mimkinddr.
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ENDOMETRIAL POLIP VE TAM KAN SAYIMI
PARAMETRELERiI ARASINDAKI
ILISKININ DEGERLENDIRILMESI

Evaluation of the Relationship Between Endometrial Polyp and
Complete Blood Count Parameters

Ali SEVEN?, Suna KABIL KUCUR?, Cengiz KOCAK?, ilay GOZUKARA?, Beril YUKSEL?,
Murat POLAT, Hiiseyin METINEREN?, Nadi KESKiN*

OZET

Amag: Endometrial polip ile tam kan sayimi parametreleri, notrofil/lenfosit orani (NLR) ve trombosit/lenfosit
orani (PLR) arasindaki iliskiyi degerlendirmek.

Gereg ve Yontemler: Dumlupinar Universitesi Kiitahya Evliya Celebi Egitim ve Aragtrma Hastanesi’'nde 2014
Ocak ile 2015 Haziran aylari arasinda histeroskopi (H/S) yapilan hastalarin dosyalari ve patoloji sonuglari taran-
di. Calismaya toplam 96 hasta dahil edildi ve olgular yapilan H/S sonucunda herhangi bir endometrial patolojisi
olmayanlar (kontrol grubu, n=45) ve endometrial polipi (polip grubu, n=51) olanlar seklinde iki gruba ayrildi.
Gruplar arasinda hemogram parametreleri, NLR ve PLR agisindan karsilagtirma yapildi. Ek olarak; polip grubu
kendi arasinda polip sayisina gore iki gruba ayrilarak alt grup analizi yapildi.

Bulgular: Kontrol grubunu ve polip grubunun ortalama trombosit hacmi (MPV) degerleri sirasiyla 8,6+0,98 ve
8,31+0,89'idi ve gruplar arasinda istatistiksel anlaml fark saptanmadi (p=0,13). Kontrol grubunun PLR degeri
138,98+60,51 iken polip grubunun 146,89+61,33 idi (p=0,52). NLR ise; kontrol grubunun 2,45+1,45, polip gru-
bunun 2,7942,25 (p=0,81) seklinde idi. Gruplar arasinda tam kan sayimi parametreleri, PLR ve NLR degerleri
agisindan istatistiksel olarak anlamli fark bulunmadi. Ancak; yapilan alt grup analizi sonuglarinda, 1 polipi olan
gruba gore 2 ve lzeri polipi olan grupta MPV degerleri istatistiksel olarak anlamli yiiksek bulundu (p=0,035).
Sonug: Endometrial polip ile tam kan sayimi parametreleri, NLR ve PLR arasinda anlamli bir iligki olmadig
tespit edilmistir.

Anahtar kelimeler: Endometrial hastaliklar; Polipler; inflamasyon; Ortalama trombosit hacmi

ABSTRACT

Aim: To evaluate the relationship between endometrial polyp and parameters of complete blood count,
neutrophil/lymphocyte ratio (NLR) and platelet/lymphocyte ratio (PLR).

Materials and Methods: We reviewed medical files and pathological reports of patients who underwent
hysteroscopy (H/S) procedure between January 2014 and June 2015 in Dumlupinar University Kiitahya Evliya
Celebi Training and Research Hospital. Totally 96 patients were included in the study, and based on H/S
examination, the cases were classified into two groups as those who did not have any endometrial pathology
(control group, n=45) and those who had endometrial polyp (polyp group, n=51). The groups were compared
in terms of complete blood count parameters, NLR and PLR. Additionally, the polyp group was further divided
into two subgroups according to number of polyps, and the subgroups were compared with each other.
Results: Mean platelet volume (MPV) was 8.6+0.98 fL and 8.31+0.89 fL in the control and polyp groups,
respectively, and there was no statistically significant difference between the groups (p=0.13). Mean PLR value
was 138.98460.51 in control group, and 146.89+61.33 in polyp group (p=0.52). Mean NLR value was 2.45+1.45
in control group, and 2.79+2.25 in polyp group (p=0.81). There was no statistically significant difference
between the groups regarding complete blood count parameters, PLR and NLR values. However, according the
results of subgroup analysis, MPV was significantly higher in the group with two or more polyps compared to
the group with one polyp (p=0,035).

Conclusion: In conclusion, it was determined that there was no significant relationship of endometrial polyp
with complete blood count parameters, including NLR and PLR.

Key words: Endometrial diseases; Polyps; Inflammation; Mean platelet volume
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GIRIS

Endometrial polipler (EP) genellikle asemptomatik
olurlar (1). Kadin genital sisteminde inflamatuar ya
da neoplastik polipler gorilebilir (2). Histolojik olarak
endometrial dokudan koken alan, icinde farkli sayida
gland, stroma ve kan damari iceren, Uzeri epitelle
kapl lokal bayimelerdir (3). EP’ler intermenstriel
kanama, menoraji, irregiler menstriel kanama ve
postmenopozal kanamanin sik karsilagilan nedenleri
arasindadir. Ayrica bu lezyonlar tamoksifen kullanimi,
dismenore ve infertilite ile de iliskilendirilmistir (1).
insidansi reprodiiktif cagda yasla birlikte artmaktadir
(4).

Daha once yapilan c¢alismalarda EP’ler, endometrial
hiperplaziler ve endometrium kanseri ile tam kan
sayimindaki parametreler arasinda anlamli iliski oldugu
saptanmistir (3, 5, 6). Notrofil, lenfosit ve trombositler
inflamasyon silirecinde aktif gérev alan 6nemli kan
hicreleridir.  Ortalama trombosit hacmi  (MPV)
ise; siklikla inflamatuar sirecin ve malignensilerin
degerlendiriimesinde bir trombosit aktivite belirteci
olarak kullanilir (5). Ayrica endometrium kanseri
ve endometrial hiperplazilerde nétrofil/lenfosit
orani (NLR), trombosit/lenfosit orani (PLR) ve MPV
degerlerinin yiiksek bulunmasinin inflamatuar sirecin,
salinimlarini  tetikledigi bazi sitokinlerin etkisiyle
oldugu disunulmektedir (7, 8, 9). Calismamizda
mevcut literatlr bilgisinden yola cikarak; klinigimizde
histeroskopi (H/S) vyapilan hastalarda endometrial
polipi olan ve organik endometrial patolojisi
olmayan hastalarin tam kan sayimi parametrelerini
karsilastirmak suretiyle EP’in hemogram parametreleri
Uzerindeki etkisini arastirmayi amacladik.

GEREG VE YONTEMLER

Retrospektif ve kesitsel bir analiz olan galismamizda;
Dumlupinar  Universitesi Kiitahya Evliya Celebi
Egitim ve Arastirma Hastanesi'nde 2014 Ocak ile
2015 Haziran aylari arasinda H/S yapilan hastalarin
dosyalari ve patoloji sonuglari tarandi ve 122 olgu
tespit edildi ancak; calismaya toplam 96 hasta dahil
edildi. Malign hastaligi ve leiomyomu olan hastalara
ek olarak; inflamasyon siirecini etkileyebilecegi
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dusinlerek, hipertansiyon ve diabetes mellitus tanisi
olan hastalardan olusan toplam 26 hasta g¢alisma disi
birakildi. Hastalar yapilan H/S sonucunda herhangi
bir endometrial patolojisi olmayanlar (kontrol grubu,
n=45) ve endometrial polipi (polip grubu, n=51) olanlar
seklinde iki gruba ayrildi. Preoperatif donemde rutin
olarak tam kan sayimi tetkiki yapildigi icin ¢alismaya
katilan butiin hastalarin dosyalarinda tam kan sayimi
sonuglari bulundu ve veriler kayit altina alindi. Gruplar
arasinda tam kan sayimi parametrelerine ek olarak;
NLR ve PLR degerleri agisindan karsilastirmalar yapildi.
Calismaya katilan hastalarin H/S yapildigi dénemde
kullanilan; monopolar elektrik enerjisi ile galisan Karl
Storz GmbH & Co.(Tuttlingen, Germany) markal cihaz
idi. Calismaya dabhil edilen hastalara da yapildigi gibi;
klinigimizde preoperatif donemdeki biitin olgulardan
hemogram icin EDTA'lI tiipe 2 ml vendz kan alinip ve
hastanemiz laboratuvarinda mevcut olan Beckman
Coulter (Beckman Coulter, Inc, Fullerton, CA, USA)
markal cihazda volumetric-impedance-conductivity-
laser scatter (VCS) teknigi ile cahsilmistir.

istatistiksel Analiz

Calismanin istatistiksel analizi Statistical Package for
Social Sciences version 21 (SPSS Inc, Chicago, IL, USA)
kullanilarak yapildi. Tanimlayiciistatistik olarak ortalama
ve standart sapmalar kullanildi. Normal dagihm
gosteren sirekli degiskenlerde bagimsiz degiskenler
Student’s t-test kullanildi. Normal dagilim géstermeyen
subgruplarin karsilastirilmasinda Kruskall- Walls testi ve
Mann-Whitney U test kullanild. istatistiksel olarak p <
0.05 degeri anlamli kabul edildi.

BULGULAR

Calismaya; 51’i endometrial polip tanisi almis ve 45'i
kontrol grubu olmak tizere toplam 96 hasta dahil edildi.
Kontrol grubu ile polip grubunun yas ortalamalari
sirasiyla 43,53+8,35 ve 43,62+9,50 idi (p=0,96). Kontrol
grubunu ve polip grubunun ortalama MPV degerleri
sirasiyla 8,6+0,98 ve 8,31+0,89’idi ve gruplar arasinda
istatistiksel anlamli fark saptanmadi (p=0,13).
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Kontrol grubunun PLR’si 138,98+60,51 iken polip gru-
bunun 146,89+61,33 idi (p=0,52). NLR’si ise; kontrol
grubunun 2,45+1,45, polip grubunun 2,79+2,25%idi
(p=0,81). Hastalarin beyaz kire (WBC) degerleri
ise kontrol grubunda 7,72+1,89 ve polip grubunda
7,83+2,62 (p=0,81) olarak bulunmustur. Gruplar arasin-
da tam kan sayimi parametreleri, PLR ve NLR agisindan
istatistiksel olarak anlamli fark saptanmadi. Endomet-
rial polip grubunu 1 polipi olan hastalar ve 2 ve lze-
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ri polipi olan hastalar olmak Uzere polip sayisina gore
iki alt gruba ayirip kontrol grubu ile endometrial polip
gruplari arasinda hemogram parametreleri, PLR ve NLR
acisindan karsilastirmalar yaptik. Sonug olarak; 1 poli-
pi olan gruba gore 2 ve lizeri polipi olan grupta MPV
degerlerini istatistiksel anlamh olarak yuksek bulduk
(p=0,035). Polip grubunu alt gruplara ayirdiktan sonra
yapilan analizler tablo 2’de 6zetlenmistir.

Tablo 1. Hemogram parametreleri agisindan endometrial polip grubu ile kontrol

grubunun karsilastirilmasi

Polip Kontrol P degeri

Degisken (n=51) (n=45)
Yas 43,6219,50 43,5318,35 0,96
Whbc 7,83+2,62 7,72+1,89 0,81
Hb 12,53+1,71 12,77+1,39 0,46
Htc 38,20+4,81 37,76%13,73 0,63
Trombosit 281,11+68,78 284,28+92,93 0,84
Mpv 8,31+0,89 8,610,98 0,13
Lenfosit 2,11+0,70 2,23+0,73 0,42
PLR 146,89+61.33 138,98+60,51 0,52
Notrofil 5,09+2,39 4,93+1,66 0,73
NLR 2,79+2,25 2,45+1,45 0,81
* Gruplarin karsilastirlmasinda Student’s t-test ve Mann-Whitney U test kullanildi.
Tablo 2. Polip sayilarina goére gruplarin verilerinin karsilastirilmasi

*1.grup **2. grup Kontrol p
Degisken (n=37) (n=8) (n=39)
Whbc 7,79%2,5 7,43+2,29 7,73+1,82 0,67
Hb 12,54+1,68 11,87+1,77 12,69+1,38 0,45
Htc 38,04+4,7 36,67+4,99 37,413,58 0,76
Trombosit 293,73+66,23  227,12+58,85  289,58+85,37  0,034°
MPV 8,13+0,82 8,95+1 8,55+0.96 0,039°
Lenfosit 2,09+0,61 2,08+1,24 2,25+0,75 0,51
PLR 149,77+45,12 152,85+122,8  141,12+58,56 0,22
Notrofil 5,1+2,32 4,73+1,85 4,81+1,53 0,87
NLR 2,68+1,98 3,6213,67 2,41+1,51 0,93

*1 polipi olan hastalar **2+ polipi olan hastalar *** Gruplarin karsilastirilmasinda Kruskall- Walls ve
Mann-Whitney U testi kullanildi. a 1. ve 2. grubun karsilastiriimasinda p= 0,012; 1. grup ve kontrol
grubunun karsilastirilmasinda p= 0,48; 2. grup ve kontrol grubunun karsilastirilmasinda p=0,019. b 1.
ve 2. grubun karsilastirlmasinda p=0,035; 1. grup ve kontrol grubunun karsilastirilmasinda p=0,053;

2. grup ve kontrol grubunun karsilastiriimasinda p= 0,27
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TARTISMA

Kan elemanlari ile jinekolojik benign patolojiler
arasindaki iliski organizmadaki bazi patolojilere oranla
daha az arastinlmistir. MPV; inflamatuar sirecin
degerlendiriimesinde bir trombosit aktivite belirteci
olarak siklkla kullanilmaktadir (5). Gasparyan ve
ark/nin (10) yaptig bir calismada; kardiyovaskiler
ve serebrovaskiler hastaliklar gibi disik seviyede
inflamatuar yanit ile karakterize durumlarda artmis
MPV degerleri tespit edilmistir. Aktive romatoid artrit
ve akut atakta ailesel akdeniz atesi gibi yliksek seviyede
inflamatuar yanit ile karakterize durumlarda ise;
normalden daha disik MPV degerleri bulunmustur.
Periferik kandaki NLR ve PLR sistemik inflamatuar
yanit belirtecleridir. NLR, diabetes mellitus, koroner
arter hastaligl, Ulseratif kolit ve inflamatuar artrit gibi
sistemik ya da lokal inflamatuar yanit ile karakterize
bazi hastaliklarda tanisal degere sahiptir. Bu iki
hlcrenin birbirine orani inflamasyonu tespit etmek
icin kullanilan bir arag¢ haline gelmistir. PLR endojen
antikanser rezidllerin  pre-inflamatuar ve pre-
koagulatif belirteci olarak kullanilmistir. Ayrica meme,
over ve kolon kanseri icin bir belirte¢ ve prognostik
faktor olarak degerlendirilmektedir (11).

Literatur incelendiginde; benign, premalign ve malign
jinekolojik hastaliklar ile MPV gibi bazi hemogram
parametrelerinin yani sira, NLR ve PLR gibi oranlar
arasindaki iliskilerin de arastirildig1 gorilmektedir (5, 6,
12, 13). Bizim ¢alismamizda hemogram parametreleri,
PLR ve NLR agisindan gruplar arasinda anlaml fark
saptanmadi. Ancak c¢alismamizda alt grup analizi
yapildiginda MPV degerlerinin polip sayisi ile dogru
orantili olarak arthgi tespit edilmistir. Ayrica; yine alt
grup analizinde trombosit sayisi polip sayisi 2 ve Uzeri
olan grupta 1 polipi olan gruba gore anlamli olarak
disik bulunmustur. Ancak calismamizda 2 ve Uzeri
polipi olan hasta sayisinin az olmasi bir limitasyon
olarak degerlendirilmistir. Yavuzcan ve ark./nin (12)
yaptigl benign jinekolojik olgulari iceren calismada
endometriomasi olan, endometrioma disi
neoplastik adneksiyal kitlesi olan ve kontrol grubu
olarak bilateral tlip ligasyonu yapilan 3 hasta grubuna
ait hemogram parametreleri karsilastiriimistir. Sonugta
gruplar arasinda MPV, NLR, PLR ve diger hemogram
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parametreleri agisindan anlamh fark saptanmamistir.
Arici ve ark./nin (3) yaptigl calismada ise; semptomatik
endometrial polipi olan hastalarda hemoglobin
seviyeleri anlaml olarak daha disiik bulunmustur.

Premalign ve malign jinekolojik patolojiler ile tam
kan sayimi parametreleri, NLR ve PLR arasindaki
iliskiyi arastiran bazi ¢alismalarda anlamli sonuglar
bulunmustur (5, 7, 13). Agmaz ve ark’nin (7) yaptgi
calismada endometrial hiperplazi, endometrium
kanseri ve kontrol gruplari arasinda NLR ve PLR
acisindan karsilastirma yapilmistir. Bu ¢alismada NLR
ve PLR, kanser grubunda diger gruplara gére anlaml
olarak yiksek bulunmustur. Karateke ve ark’nin yaptigi
calismada anormal vajinal kanama sikayeti ile basvuran
hastalar patoloji sonuglarina gbére endometrial
hiperplazi, endometrial kanser ve kontrol gurunu
olmak tizere 3 gruba ayrilmis ve gruplar MPV degerleri
acisindan karsilastiriimistir. Sonug olarak; endometrial
kanser grubuna ait MPV degerleri en yiiksek seviyede
bulunmustur (5). Kurtoglu ve ark'nin (6) yaptgi
calismada endometrium kanseri nedeniyle cerrahi
operasyon geciren hastalar ile benign nedenlerle
histerektomi olan hastalarin MPV, PLR ve NLR degerleri
karsilastirilmistir. MPV degerleri kanser olgularinda
benign olgulara gore anlamli olarak yliksek bulunmus
ancak PLR ve NLR gruplar arasinda anlamli farklilik
gostermemistir.

Sonug olarak; premalign ve 6zellikle malign endometrial
lezyonlarda NLR, PLR ve MPV degerlerinin yiksek
bulunmasinin inflamatuar siirecin salinimini tetikledigi
bazi sitokinlerin etkisiyle oldugu dustnilmektedir
ancak bizim calismamizda bu degerler arasinda anlamli
fark saptanmamistir. Bu durum; endometrial polipi
olan hastalarda NLR, PLR ve MPV'yi degistirecek
yeterli diizeyde inflamasyon olmamasi ile agiklanabilir
ya da sinirh olan literatir bilgisiyle benign jinekolojik
lezyonlarda bu parametrelerin ciddi bir artis
gostermedigi dusinilebilir. Endometrial poliplerile kan
hiicreleri arasindaki iliskiyi daha acik bir sekilde ortaya
koyabilecek genis hasta serilerinde yapilacak prospektif
¢alismalara ihtiyag vardr.
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KRONIK POSTTRAVMATIK KOKSIDINIiA TEDAVISINDE
KOKSEKTOMi SONUCLARIMIZ

Clinical outcomes of Coccygectomy after Chronic Post-
Traumatic Coccygodynia Treatment

Musa Ugur MERMERKAYA, Fatih KARAASLAN

OZET

Amag: Bu calismada kronik posttravmatik koksidinia tedavisinde koksektomi sonuglari degerlen-
dirilmistir.

Hastalar ve Yontem: Eylil 2011, Temmuz 2013 yillari arasinda kronik posttravmatik koksidinia ta-
nistyla koksektomi uygulanmis 19 hasta calismaya dahil edilmistir. (7 [36.8%] erkek, 12 [63.2%]
kadin; ortalama yas, 47.5 + 9.3 yil). BuitUn hastalar cerrahi tedavi 6ncesi ve son kontrollerinde klinik
olarak visual analog score (VAS) kullanilarak skorlanmistir.

Bulgu: Calismamizda hastalar igin ortalama takip siresi 30.5 aydir (aralik; 22—38 ay). Cerrahi te-
davi 6ncesi ortalama VAS skoru 7 (aralik, 6-9) olup, son kontrollerde bu deger 2’ ye (aralik, 1-7)
gerilemistir. Sadece 2 hastada gecikmis yara iyilesmesine neden olan ylizeyel yara enfeksiyonu
gorilmesine ragmen sonunda bltin yaralar sorunsuz iyilesmistir.

Sonug: Konservatif cerrahi disi tedavilerin basarisiz oldugu durumlarda koksektomi nisbeten gu-
venli ve etkili bir tedavi yontemidir.

Anahtar kelimeler: Koksigeal travma; Kronik koksidinia; Koksektomi

ABSTRACT

Objectives: We evaluated the clinical outcomes of total coccygectomy for chronic traumatic
coccygodynia.

Methods: We performed a retrospective review of 19 consecutive patients (7 [36.8%] male,
12 [63.2%] female; mean age, 47.5 £ 9.3 years) who underwent total coccygectomy between
September 2011 and July 2013. All patients were clinically rated prior to surgery and at the final
follow-up visit using a visual analog score (VAS).

Results: The mean follow-up duration was 30.5 months (range, 22—38 months). The median
preoperative VAS score was 7 (range, 6—9) points, which had decreased to 2 (range, 1-7) points at
the final follow-up visit. We observed two superficial wound infections that caused delayed wound
healing. However, all wounds eventually healed completely.

Conclusion: Coccygectomy is a relatively safe and effective treatment method for chronic post-
traumatic coccygodynia when non-operative treatment methods fail.

Key words: Coccygeal trauma,; Chroniccoccygodynia; Coccygectomy
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INTRODUCTION

Pain that affects the coccyx is referred to as
coccygodynia (1), and may occur due to different causes.
It has a female-to-male ratio of 4:1 (2), with women
between 30 and 40 years of age mostly affected. The
sitting position, defecation, and sexual activities may
all exaggerate the pain. Trauma is the most common
etiology of coccygodynia (3). A fall onto the buttocks
may cause a contusion, fracture, or dislocation of the
tailbone. Even relatively minor, repetitive trauma such
as sitting for long hours on hard or narrow surfaces
(e.g., during cycling) can lead to chronic coccygodynia
(4). Key (5) first described a surgical procedure
in 1937 that included the removal of the mobile,
fractured portion of the coccyx. Nevertheless, many
surgeons prefer Gardner’s technique (6), and there
is no general consensus on treatment options. The
extent of the excision is also unresolved, with many
authors reporting similar results with total and partial
coccygectomy (7,8), whereas others (9,10) claim total
coccyx resection to bethe best surgical choice.

The purpose of this retrospective study was to evaluate
the clinical outcomes and wound complications in total
coccygectomy.

METHODS

Between September 2011 andJuly 2013, 19 consecutive
patients who had undergone surgical coccygectomy
were enrolled. Of these, 7 (36.8%) were male and 12
(63.2%) were female, with a mean age of 47.5 years.
All patients reported a traumatic fall onto the tailbone,
and there were no cases of idiopathic coccygodynia. All
patients were examined with lateral radiographs and/or
magnetic resonance imaging (Fig. 1A, Fig. 1B). On initial
admission, all patients were managed conservatively
with corticosteroid injections and a ‘doughnut’ cushion
to provide pressure relief. Patients who did not respond
to conservative treatment after at least 6 months of
follow-up were offered coccygectomy.

On preoperative clinical examination, all patients

showed a marked tenderness on palpation over the
coccyx. A digital rectal examination was performed to
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rule out a rectal-based pathology. Dietary restrictions
were enforced 3-5 days before surgery and patients
who were to undergo surgery had a preoperative
enema. Surgery was performed under anesthesia
and 2 gcephazoline was also administered. Patients
were placed in the prone position with flexed hips
and buttocks slightly spread open by means of a
plaster aid, with the aim of stretching the skin on
the intergluteal line. A 5 cm midline skin incision was
made approximately 1 cm above the gluteal cleft. After
dissection through the subcutaneous tissue, the fascia
was opened and the coccyx was carefully removed
using electrocautery. Hemostasis was achieved
using hemostatic agents (e.g., bone wax). The entire
coccyx was resected in all patients. All patients were
examined with lateral radiographs postoperatively (Fig.
2). Postoperatively, patients were allowed to move
freely and were fully weight-bearing as tolerated by
their level of pain. Patients were discharged 1 day
after surgery, with clean wound dressings and after
administration of a second dose of 2 gcephazoline.
Further antibiotic administration with levofloxacin was
continued for 5 days and a low-fiber, high-starch diet
was started, with the aim of preventing defecation for
the first 5 postoperative days. Wound cleaning was
carried out every 3 days and a sitting aid was used, if
needed.

Patients were assessed at least 1 year after surgery.
A visual analogue scale (VAS) was used to assess pain
both postoperatively and also at the final follow-up. The
success of the operation was determined on the basis
of collected data. An “excellent” result was achieved
with the complete absence of pain or a significant
improvement of the pain; this was operationalized as
a VAS score of less than 2 out of 10 and an increase in
the quality of life. A significant improve-ment in pain
and a VAS score of less than 3 out of 10 was classified
as a “good” result, while a moderate improvement
in pain and a VAS score of less than 6 out of 10 was
classified as a “satisfactory” outcome. Unchanged pain
symptoms, an increase in com-plaints, or a VAS score of
more than 6 out of 10 at the time of the investigation
was classified as a “poor” result.



Bozok Tip Derg 2016;6(2):27-32
Bozok Med J 2016;6(2):27-32

Statistical Analysis

Data analysis was performed with the IBM Statistical
Package for the Social Sciences (SPSS) version 17.0
software (IBM Corporation, Armonk, NY, USA). Metric
discrete variables are shown as means t+ standard
deviation or median (min-max), where appropriate.
The number of cases and percentages are used for
categorical data. A Wilcoxon signed-rank test was used
to evaluate whether or not the differences between
pre- and postoperative VAS scores were statistically
significant. A p-value less than 0.05 was considered to
indicate statistical significance.

Table 1: Overview of the examined cases
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RESULTS

The study group consisted of 19 (7 males, 12 females)
patients who underwent at least 1 year of follow-up.
The mean age of the patients was 47.5 years (range,
31-62 years) at the time of surgery. The mean follow-up
period was 30.5 + 5.0 months (range, 22—38 months).
The demographic and clinical characteristics of the
patient population are listed in Tables 1 and 2. We
observed two superficial wound infections that caused
delayed wound healing. Cultures from the superficial
infections were negative and they were treated with
dressing changes for a duration of 3 weeks. All wounds
eventually healed completely.

Age VAS Follow-up
Case no Gender Complication Outcomes
(years) Pre-op Post-op (months)

1 38 Male 8 1 No Excellent 26
2 41 Male 7 2 No Good 24
3 62 Female 7 1 No Excellent 29
4 56 Male 8 2 No Good 33
5 51 Male 7 1 Infection Excellent 31
6 45 Female 6 4 No Moderate 36
7 36 Female 6 1 No Excellent 29
8 60 Female 7 2 No Good 37
9 59 Female 6 3 Infection Moderate 37
10 51 Female 9 5 No Moderate 32
11 34 Male 8 4 No Moderate 29
12 31 Female 7 7 No Poor 22
13 39 Female 7 5 No Moderate 33
14 53 Female 9 4 No Moderate 36
15 50 Female 8 2 No Good 38
16 54 Female 8 2 No Good 31
17 49 Male 7 3 No Moderate 22
18 40 Female 6 3 No Moderate 26
19 53 Male 8 1 No Excellent 28
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Preoperative and postoperative measurements are
listed in Tables 3 and 4. The median preoperative VAS
score was 7 (range, 6-9) points, which had decreased
to 2 (range, 1-7) points at the final follow-up visit (p<
0.001). In all, 18 patients benefited from surgery (as
reflected in the data) and reported an overall improve-
ment in their pain symptoms: 5 of the 18 patients had a
complete absence of pain with an increase in their qua-
lity of life; i.e. an excellent result. Five patients reported

Table 2: Demographical and clinical characteristics
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a good result, with a significant improvement in their
pain symptoms with a VAS score of less than 3 out of
10 and an increase in their quality of life. Eight patients
reported a satisfactory result, with a significant impro-
vement in their pain symptoms with a VAS score of less
than 6 out of 10 and an increase in their quality of life.
Persistence or worsen-ing of pain symptoms occurred
in only one patient.

n (%) meantSD min-max
Age (years) Gender 47.549.3 31-62
Male 7 (36.8)
Female 12 (63.2)
Complication
No 17 (89.5)
Yes 2 (10.5)
Follow-up (months) 30.545.0 22-38

Table 3: Pre- and post-op VAS scores

median (min-max)

Pre-op 7 (6-9)
Post-op 2(1-7)
p-value <0.001

T Wilcoxon Sign Rank test.

Table 4: Frequency distribution of cases regarding for outcome

Number of cases

Percentage

Excellent 5
Good 5
Moderate 8
Poor 1

26.3
26.3
42.1
5.3
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DISCUSSION

Although fractures of the coccyx are common
in traumatology, the precise recommendations
concerning their treatment remain difficult to
determine and continue to be controversial. Patients
with coccygodynia, particularly if it is an idiopathic
form, should be examined thoroughly to rule out
any concomitant pathologies. Degenerative lumbar
disease has been associated with coccygodynia
(8,11). Furthermore, colorectal disorders such as
proctalgia fugax, rectal tumor, or descending perineum
syndrome can mimic the symptoms of coccygodynia
(12,13). In our series, all patients suffered from
traumatic coccygodynia with a clear traumatic event
in their history. A number of conservative options
and algorithms have been suggested to address
coccygodynia (14). No universally accepted guidelines
for conservative interventional management exist,
but various non-operative treatment options are
available according to the experience and expertise
of the physician. Non-operative treatment includes
ergonomic adjustments such as a specialized cushion
for sitting, application of local heat, and oral analgesics
(14). Acute, post-traumatic coccygodynia, however,
may last more than 2 months and may then turn into
chronic coccygodynia (15). When chronic pain occurs,
which happens in approximately 20-30% of cases (16),
surgical resection should be indicated (17). The success
rate in coccygectomy ranges from 54% to 100% (2,18).
Our success rate averaged 94%, consistent with the
literature (2,17,18).

Coccygectomy may appear to be a technically facile
procedure. However, myriad complications have been
documented in the extant literature. In a review of
24 studies involving 671 patients, an overall 11%
complication rate was reported, while complication
rates in individual studies varied from 0% (18) to 50%
(19). Themostcommon complications cited werewound
infections (8.34%) and wound heal-ing problems with
dehiscence.These are generally produced by S. aureus
(20). Surgical site infections are facilitated by poor
antibiotic prophylaxis or surgical technique. Antibiotic
protocols may vary widely (19, 20) and either single-
shot therapy (20) or prolonged administration within
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3-5 post-operative days have been suggested (17).
The patients themselves may encourage infection
by poor self care (19, 21). In this study, we used 2 g
intravenous cephazoline at time 0 and again after 24 h.
After patient discharge, we administered 1 g/day oral
levofloxacin for 5 postoperative days. Wound care was
strictly maintained by wound cleaning in hospital every
3 days until the removal of sutures. With this protocol,
only two superficial wound infections were observed.
The results of this study suggest that coccygectomy is
a relatively safe and effective treatment method for
coccygodynia when non-operative treatment methods
fail.

This study was limited by its observational and
retrospective design and relatively small number of
patients. In addition, we also did not include a control
group for comparison. The ideal scenario would be to
perform a prospective, multicenter, randomized trial.
Comparative studies of the long-term outcomes of
different surgical techniques, incorporating larger case
series with similar qualifications, are required in the
future.

CONCLUSIONS

Coccygectomy is effective for most cases of post-
traumatic coccygodynia, particularly when associated
with fracture-dislocation and radiographic instability.
Surgical coccygectomy in patients with trauma-induced
coccygodynia is associated with good outcomes
and can be justified as a therapeutic option after all
conservative treatment options have been exhausted.
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TOTAL KALCA ARTROPLASTISi SONRASI KOMPLIKASYON
ORANLARINI ETKILEYEN SOSYAL VE DEMOGRAFIK
FAKTORLER

Social and Demographic Factors Influencing the Complication
Rates After Total Hip Arthroplasty

Deniz CANKAYA?, Alper DEVECIY, Olgun BINGOL?, Giizelali OZDEMIR?, Uygar DASAR?,
Sualp TURAN?

OZET

Amag: Sosyal ve demografik faktorler degisik tibbi durumlarda sonugu etkileyen énemli faktorler-
dir, ancak total kalga artroplastisi sonrasi bu faktorlerin sonuglara etkisi ¢ok da iyi anlagilamamigstir.
Bu ¢alismada; sosyal, demografik ve klinik faktorlerin, total kalga artroplastisi (TKA) sonrasi komp-
likasyon oranlarina etkisini degerlendirdik.

Gereg ve Yontemler: Bu ¢cok merkezli retrospektif calismaya; TKA uygulanan 38 erkek ve 69 kadin
olmak tizere 107 hasta (ortalama yas; 66, aralik:54-80 yaslar) alindi. Hastalarin viicut kitle indeksi
(VKI), anestezi tipi, Amerikan Anestezistler Derneginin (ASA -American Society of Anesthesiolo-
gists) skoru (ASA), ameliyat suireleri ve agrinin kroniklesme siresi klinik kayitlarindan tarandi. Me-
deni durum, egitim diizeyi, sigara aliskanlig ve hastalarin yasam sekli gibi veriler kaydedildi. ilk iki
yillik takip stirecinde gorilen komplikasyonlar da kaydedildi.

Bulgular: Cinsiyet, yas, egitim diizeyi, anestezi tipi ve operasyon siiresi yoniinden ameliyat sonrasi
komplikasyon gortlen ve goriilmeyen hastalar arasinda fark yoktu (p>0.05). Komplikasyon gortlen
hastalarda, daha yiiksek VKi (p=0.016), ASA skoru (p=0.037) ve kronik agri siiresi (p=0.000) vardi.
Yalniz ya da huzurevinde yasayan, evli olmayan ve sigara kullanan hastalarda daha ylksek kompli-
kasyon oranlari (p <0.05) vardi.

Sonug: Postoperatif komplikasyon orani, hastanin cinsiyeti ve yasiyla, egitim dlzeyiyle, anestezi
tipi ve calisma siiresi ile iliskili degildir. Yiiksek VKi, ASA skoru ve kronik agri siiresi, tek basina veya
huzurevinde yasiyor olmak ve sigara kullanimi TKA sonrasi komplikasyon oranlarini arttirmaktadir.
Hastalar; TKA sonrasi komplikasyonlari dnleme stratejisinin bir pargasi olarak, bu risk faktorleri
hakkinda bilgilendirilmelidir.

Anahtar kelimeler: Total kal¢a artroplastisi; Komplikasyon,; Sosyal; Demografik; Sonug

ABSTRACT

Introduction: Social and demographic factors are important factors that influencing outcomes in
a number of medical conditions but their role in total hip arthroplasty is poorly understood. We
evaluated the effect of social, demographic and clinical factors on complication rates after total
hip arthroplasty (THA).

Material and Methods: This multicentre retrospective study included 107 patients (38 men, 69
women; mean age 66 years; range 54 to 80 years) undergoing THA. The body mass index (BMI),
anaesthesia type, ASA score, operation time and chronicity of the pain were screened. Marital
status, education, smoking habit and living style of the patients were recorded. Complications
were also recorded from regular first two-year follow-up.

Results: Regarding to the gender, age, education level, anaesthesia type and operation time, there
was no differences between the patients who had postoperative complication or not (p>0.05).
Patients who have complications have higher BMI (p=0.016), ASA score (p=0.037) and chronic
pain duration (p=0.000) Patients who lived alone or lived in nursing home, were not married and
smoked, had higher complication rates (p<0.05).

Conclusion: Postoperative complication rate was not correlated with gender and age of the
patients, anaesthesia type and operation time. Higher BMI, ASA score and duration of chronicity,
lower education level, living by oneself or in nursing home and smoking habit increase the
complication rates after total hip arthroplasty. Patients should be informed about these risk factors
as the part of strategy in preventing complication after THA.

Key words: Total hip arthroplasty; Complication; Social; Demographic; Outcome 33
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INTRODUCTION

Complications and early readmission rates are
important parameters in determining success of total
hip arthroplasty (THA) and post-operative lifestyle,
socioeconomic parameters are poorly understood
possible independent predictor outcomse THA [1-5].
Identifying risk factors which need special attention
to increase the response rate and decrease the
complication rate is critical to obtain successful result
after TKA [1,2,6-9]. In every part of the world, there
is growing recognition of sociodemographic disparities
influencing outcomes of a major surgeries such as TKA,
and such disparities recently triggered discussions on
adjustment of quality measures for sociodemographic
risk factors [10,11].

Influence of age [1-3,6,7], sex [1,2,6,7], body mass
index (BMI) [2,3,5-7], marital status [4,8], education
[4,7,8], smoking [5,8,12,13] and several other factors
on outcome of THA were investigated. However
influence of these factors on complication rates is
poorly understood and bests our knowledge, there is
no study examining influence of these factors on post-
operetive complication rates in Turkish literature. We
evaluated the effect of social, clinical and demographic
factors such as age, sex, BMI, marital status, education
level, ASA score, anaesthesia type, operation time and
chronicity of pain on complication rates after THA.

MATERIAL AND METHODS

This multicentre retrospective study comprised 107
patients who underwent TKA and THA procedures.
Information on demographics (age, sex) , surgical
characteristics (i.e., ASA score, operation time,
anaesthesia type), BMI, smoking habit, education,
chronicity of pain, life style and complications within
two years after surgery were screened from hospitals
and clinic records. All patients were followed up by the
surgeon at least four times in the first posts of surgical
year, and two times in 2 years. If there was any missing
data from follow-up records, patients are contacted
by letter and/or telephone and asked to complete
a standardized data collection form which includes
information mentioned above and complications.
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Standard data such as age, sex, BMI were obtained
from hospital records and confirmed by forms filled
by patients. Information on marital status, education,
smoking, chronicity of pain and living style was
retrieved from the patient-provided forms stored as
part of the patients’ electronic medical records. Marital
status was defined based on patients’ responses to
their relationship status at the time of surgery (i.e.,
married, widowed or divorced, single). Education level
was categorized under 4 categories (illiterate, primary
school, high school and university) based on patients’
report of the highest grade of school that they had
completed. Smoking status was classified as smoker
on current and past smoking history. Living-style was
classified as alone, with family and in nursing home.
Chronicity of pain was described as duration of time
since first onset of hip pain. Anaesthesia type, ASA
score and operation time were screened from hospital
records and confirmed by anaesthesia chart of the
patients.

We classified complications as surgical site infections;
implantloosening, instability, dislocation, periprosthetic
fracture, neurovascular problems, wound problems,
thrombovascular events and presence of persistent
pain during follow-up of two years after surgery.
Patients were reported in the study by classifying
into two according to the presence or absence of the
complication during follow-up and this classification
was also used during statistical evaluation. Descriptive
statistics were used to characterize the sample. All data
were calculated as mean and standard deviation. Chi-
square test and student’s t test was used for statistical
analysis of the patient data. Statistical calculations
were performed with SPSS 20.0 (SPSS Inc.,Chicago, IL,
USA.). A value of P<0.05 was considered statistically
significant.

RESULTS

This study contains 107 patients whose mean age
was 66.4 years and 64% were female. Mean BMI of
the patients was 30.2 kg/m2. At the time of surgery,
a majority of patients (57%) reported being married.
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About a third of patients were illiterate and 43% of the
patients had primary school education. At the time
of surgery, 19% of the patients had smoking history.
Regarding to the living style; 17% of the patients lived
alone and 15% lived in nursing home. Age, sex and
education level had no influence in complication rates
after TKA. Patients who lived alone or lived in nursing
home, were not married and smoked, had higher
complication rates (p<0.05). Social and demographic
data of the patients are shown Table 1 with their P
values.

Table 1: Demographic and social data of patients
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Regarding to the clinical data of the patients; a majority
of patients (73%) had ASA IlI-IV score. Spinal and
combined spinal-epidural anaesthesia was applied
to about two third of the patients. Mean operation
time was 74.2 minute. At the time of surgery, mean
duration of chronic hip pain was 2.9 years. ASA score,
anaesthesia type and operation time did not influence
complication rates. Regarding to the chronicity of
pain, patients with longer chronic hip pain duration
(p=0.000) had higher complication rates. Clinic data of
the patients are shown Table 2 with their P values.

Complication (-) Complication(+) P-value

Female/Male 56/33 13/5 0.592
Age 659+7.1 68.817.6 0.113
Body mass index 29.8+3.6 32.1+3.6 0.016
Smoking (+/-) 7/79 11/10 0.000
Education (llliterate/primary 25/40/17/7 10/6/2/0 0.118
/High school/university)

Marital status (single/married 12/56/21 5/5/8 0.023

/widowed or divorced)

The values are given as the number of patients or mean and the standard deviation.

Table 2: Clinical data of patients

Complication (-) Complication(+) P-value
Pain chronicity (year) 2.5+1.1 46+1.6 0.000
ASA (I-11/111-1V) 17/62 1/17 0.037
Operation time (minute) 74.3 +14.5 73.7 £15.6 0.879
Anesthesia (General/ 23/66 8/10 0.118

Spinal-Spinalepidural

The values are given as the number of patients or mean and the standard deviation.

DISCUSSION

In the Turkish literature, there was only one study
examining post-operative outcome with quality of life
after THA [14]. However there was no study examining
relation between social, demographic, clinical factors
and complication rates. We examined the role of

selected patient-reported social, demographic and
clinical factors on post-operative complication rates in
a cohort of patients who underwent THA surgery from
data of three tertiary centres.
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Our findings indicate that two non-clinical, non-
modifiable social factors (education and marital sta-
tus) had different influence on complication rates after
THA. While education level is not associated with a hig-
her risk of complications, patients who were married
had lower complications rates compared to single or
widowed/divorced patients. Several previous studi-
es addressed smoking as a risk factor for increasing
complication rates and decreasing outcome after THA
[5,8,12,13,15-17] and we also concluded that smoking
is absolute risk factor for higher complication rates.

The mechanisms through which social and demograp-
hic risk factors have an effect on health outcomes are
complex and differences in socioeconomic compositi-
on, healthcare systems and socioeconomic measures
across countries imply that the findings of some ex-
cellent studies are not always generalizable to other
countries [8]. This emphasized the importance of the
studies based upon a nationwide data regarding to the
social and demographics factors and their influence for
any type of medical situation.

In the present study, gender, age, education level, ana-
esthesia type and operation time, had no influence on
complication rates.. Higher BMI, ASA score and durati-
on of chronicity, lower education level, living by one-
self or in nursing home and smoking habit increase the
complication rates after total hip arthroplasty. These
findings showed potential impact of social, demograp-
hic, clinical factors on complication rates after THA and
highlighted the need of examining any other characte-
ristic s of patients that was not existed in this study.

There are some limitations to this study. First, this study
was a retrospective study with the data from hospital’s
computerized medical records. Further prospective
studies may strengthen the conclusion of the present
study. The results are only those of the selected pati-
ent-reported data, it possible to reach a more genera-
lized conclusion with additional characteristics of the
patients regarding to the social, demographic and clini-
cal factors. Finally, this study evaluated three tertiary
centres, larger patients database would help us to re-
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ach more generalized statement about factors influen-
cing complication rates after THA for Turkish patients.

CONCLUSION

Postoperative complication rate was not correlated
with gender and age of the patients, anaesthesia type
and operation time. Higher BMI, ASA score and durati-
on of chronicity, lower education level, living by one-
self or in nursing home, being unmarried and smoking
habit increase the complication rates after total hip
arthroplasty. Patients should be informed about these
risk factors as the part of strategy in preventing comp-
lication after THA.
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HEMOPTIZi: TANISAL YONTEMLERIN
KARSILASTIRILMASI VE AKCIGER KANSERI iCiN RiSK
FAKTORLERININ BELIRLENMESI

Hemoptysis: Comparison of Diagnostic Modalities, and
Prediction of Risk Factors of Lung Cancer

Yavuz Selim INTEPE?, Yener AYDIN?

OZET

Amag: Hemoptizinin farkl etyolojik nedenlerinin sikhigini, bilgisayarh akciger tomografisi, bronkos-
kopinin tanisal basarisini ve cut-off degerleriyle akciger kanseri igin risk faktorlerini belirlemeye
calistik.

Gereg ve Yontemler: Bozok Universitesi ve Yozgat Devlet Hastanesinde mayis 2009 ve ocak 2012
tarihleri arasinda hemoptizisi olan 80 hasta retrospektif incelendi.

Bulgular: Hastalar yas ortalamasi 48.1+10.71 (21-71) yil olan 47 (58.8%) erkek ve 33(41.2%) ka-
dindan olugmaktadir. Hemoptizinin ana etyolojisi bronsiektazi (42.5%) takiben akciger kanseri
(17.5%), pndmoni (15%), akciger absesi (8.8%) ve idiopatik (16.2%) idi. Akciger tomografisinin ta-
nisal basarisi 52.5% ve bronkoskopinin 37.5% iken beraber kullanildiklarinda basari 83.8% olmak-
tadir. Kanser ve kanser-disi grup arasinda yas (p<0.001), hemoptizi miktari (p=0.011), hemoptizi
stiresi (p<0.001) ve sigara iciciligi paket/yil (p<0.001) agisindan istatistiksel anlamli fark vardi. Akci-
ger kanseri hastalarinda hemopizi stiresi igin 10 glin (Se: 92.86%; Sp: 81.82), kanama miktari igin 40
ml (Se: 92.86%; Sp: 45.45), sigara i¢in 18 paket/yil (Se: 92.86%; Sp: 96.97%) ve yas icin 56 yil (Se:
100%; Sp: 100%) cut-off degerleri bulundu.

Sonug: Hemoptizinin en sik nedenleri olarak bronsiektazi ve akciger kanserini bulduk. Teshis igin
akciger tomografisi ve bronkoskopi tamamlayici yontemlerdir. Akciger kanseri tanisini atlamamak
icin tanimlanmus rsik faktorleri akilda tutulmalidir.

Anahtar kelimeler: Akciger kanseri; Akciger tomografisi; Bronkoskopi; Etyoloji; Hemoptizi.

ABSTRACT

Background: We aimed to identify the relative frequency of different etiologies of hemoptysis,
diagnostic yield of computerized chest tomography, bronchoscopy and risk factors for lung cancer
with their cut-off levels.

Method: We reviewed 80 patients with hemoptysis retrospectively at the Yozgat State Hospital
and Bozok University Hospital, Yozgat, Turkey between May 2009 and January 2012.

Results: There were 47 male (58.8%) and 33 female (41.2%) patients with a mean age of 48.1+10.71
(21-71) years. The main etiology of hemoptysis was bronchiectasis (42.5%), followed by lung
cancer (17.5%), pneumonia (15%), lung abscess (8.8%) and idiopathic (16.2%). The diagnostic yield
of chest CT was 52.5% and that of bronchoscopy was 37.5% while the yield was 83.8% together.
There was statistically significant difference between cancer and non-cancer group patients in
terms of age (p<0.001), volume of hemoptysis (p=0.011), duration of hemoptysis (p<0.001), and
smoking duration package/years (p<0.001). The cut-off value in the lung cancer patients was
found for the duration of hemoptysis as 10 days (Se: 92.86%; Sp: 81.82), the amount of bleeding
as 40 ml (Se: 92.86%; Sp: 45.45), package/years for smoking as 18 (Se: 92.86%; Sp: 96.97%), and
the age as 56 years (Se: 100%; Sp: 100%).

Conclusion: We found that bronchiectasis and lung cancer were the most common reasons for
hemoptysis. CT of the chest and bronchoscopy are complementary modalities for the diagnosis.
Defined risk factors should be kept in mind not to skip the diagnosis of lung cancer.

Key words: Lung cancer; Tomography of chest; Bronchoscopy; Etiology; Hemoptysis.
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INTRODUCTION

Hemoptysis, literally comes from two Greek words
“hemo” which means “blood”, and “ptysis” which
means to spit, and is defined as the expectoration of
mere blood or blood-stained sputum (1). Hemoptysis
is a worrisome symptom and accounts referral reasons
for 6,8% outpatients and 11% inpatients of chest clinics
while 38% patients are forwarded to thoracic surgery
(2). The relative frequencies of hemoptysis etiologies
have wide variations in the literature. These variations
depend on time of the study, age and gender of the
patient, population, geographic region, the status
and the amount of smoking, diagnostic methods, and
criteria used for diagnosis. Effective antituberculous
therapy, increased use of antibiotics, remarkable
improvements in Computerized Tomography (CT)
and Fiberoptic Bronchoscopy (FOB) technology have
contributed to these diversities. Clinical outcome of
hemoptysis ranges from asymptomatic bleeding to
airway obstruction due to massive bleeding. Every
hemoptysis attack should be investigated in order to
find out the etiology, especially the lung cancer. Being
older than 40, being male, bleeding for more than
one week and positive smoking history are the known
increased risk factors for lung cancer in patients with
hemoptysis (3, 4).

In this study, our purpose is defining the etiology of
hemoptysis, the pathologies and diagnostic yields
of the chest CT and FOB, and the risk factors for lung
cancer with their cut-off levels.

MATERIAL AND METHODS

In this study, we investigated clinical files of 80 patients
whose primary presenting symptoms were hemoptysis
in Yozgat State hospital and Bozok University Hospital
between May 2009 and January 2012. Age, gender,
medical history, physical examination, comorbidities,
use of antiaggregant or anticoagulant medication,
smoking status and the package amount, volume of
blood loss and the duration of it, number of hemoptysis,
chest radiography and computerized tomography
pathologies, bronchoscopy findings, diagnostic tests
used, the treatment and the final diagnosis were
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clinical variables collected.

Severity of hemoptysis was classified on the basis of
the clinical condition and the volume of the blood
loss as being mild if the amount was less than 30 mL/
day or only streaking of sputum, moderate if it was
30-100 mL/day, severe if it was 100-600 mL/day, and
massive if it was more than 600 mL/day (5). Number
of hemoptysis were classified as “the first attack” and
“the recurrent hemoptysis” repeated with a minimum
of 30 days interval.

Laboratory tests including complete blood count,
biochemistry, coagulation tests and sputum
examination including gram staining and culture for
Acid Fast Bacilli (AFB) and bacteria were performed for
all patients. Hemoptysis was concluded after ear-nose-
throat and gastrointestinal system examination and
pseudohemoptysis or hematemesis were excluded. All
patients had cardiac examinations for mitral stenosis,
tricuspid endocarditis, and congenital heart disease
and left heart failure.

Fiberoptic  bronchoscopy was performed by
pulmonologist to assess endobronchial abnormalities.
Transbronchial or bronchial biopsies and lavage
were performed and sent for histopathology and
microbiology for cancer, tuberculosis and other
suspected pathologies. Radiography and computerized
tomography of the chest were evaluated by a radiologist
for presence or absence of abnormality and type of
pathology. Chest CT and bronchoscopy were methods
used to name the diagnosis. Idiopathic hemoptysis was
the final diagnosis after a thorough evaluation, and no
clear reasons were found for hemoptysis. Conservative
therapy and surgery were administered in order to
control hemoptysis.

The Statistical Package for the Social Sciences (SPSS)
version 20.0 (SPSS Inc., Chicago, IL, USA) was used for
statistical analysis. The variables were investigated
using visual (histograms, probability tests) and
analytical methods (Kolmogorov-Smirnov/Shapiro-
Wilk’s Test) to determine whether or not they were
normally distributed.
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Descriptive analyses were presented using medians
and the interquartile range for the non-normally
distributed and ordinal variables. Variables were not
normally distributed and group numbers were low,
therefore, nonparametric tests were used. The Mann-
Whitney U and the Kruskal-Wallis tests were used to
compare the ordinal and scalar variables. A p-value less
than 0.05 was considered to be statistically significant.
In order to determine a cut-off value of age, package per
year, the duration and the amount of hemoptysis for
lung cancer, a Receiver Operating Characteristic (ROC)
Curve Analysis was constructed, and the area under
the curve was reported, which is representative of the
discriminatory ability of the variable cut-off. Sensitivity
and specificity values of the best cut-off variables were
determined using the ROC Curve Analysis. The cut-off
levels of the segments were calculated using MedCalc
9.2.0.1 Program (MedCalc Software, Mariakerke,
Belgium).

Figure 1: Etiologies in patients with hemoptysis (n = 80).
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RESULTS

Bronchiectasis was found to be the most frequent
etiology of hemoptysis followed by lung cancer (Figure
1).

Among 80 patients, 47 (58.8%) were male, 33 (41.2%)
were female (Male/Female ratio was 1.43:1), and
the average age was 48.11+10.71 (median: 45,
range: 21-71) years. The average smoking history
was 10.00+9.44 (median: 10, range: 0-32) package/
year. 27 of the patients (33.8%) were non-smokers,
26 (32.5%) were active smokers, and 27 (33.8%) were
former smokers. The average bleeding volume was
66.44+35.38 (median: 60, range: 10-120) ml, There
were no massive hemoptysis and 10 patients (12.5%)
were mild, 47 patients (58.8%) were moderate and 23
patients (28.8%) were severe hemoptysis. The average
bleeding period was 9.13+2.37 (median: 9, range: 4-14)
days. The number of the patients with first episode
was 43 (53.7%) while recurrent episode was observed
in 37 (46.35) patients. The demographic data for each
etiology are shown in Table 1.

Bronchiectasis Lung cancer Pneumaonia

Idiopathic

Abscess
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Table 1: Demographic data for each group.
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Variables Bronchiectasis Lung Cancer Pneumonia Abscess Idiopathic
(n=34) (n=14) (n=12) (n=7) (n=13)
Age 46.85 + 3.67 68.14 £ 2.32 45.42 +4.03 39.71 £4.79 36.85+5.21
Gender (M/F) 14/20 11/3 7/5 5/2 10/3
(41.2%/58.8%) | (78.6%/21.4% | (58.3%/41.7%) | (71.4%/28.6%) | (76.9%/23.1%)
frgcc’:;”gi fyear) 5.7146.38 24.5+8.08 6.047.58 5.715.46 11.6243.10
Smoking history (%)
Non smoker 7 (50) 1(7.1) 6(50) 3(42.9) 7(53.8)
Smoker 8(23.5) 5(35.7) 3(25) 3(42.9) 7(53.8)
Former smoker 9(26.5) 8(57.1) 3(25) 1(14.3) 6(46.2)
XZ::?;;:IS (m) 5574+3576 | 86.43+26.78 |69.17+39.88 | 61.43%34.85 | 73.08+31.99
Mild 9 (26.5%) 0 (0%) 0 (0%) 0 (0%) 1(7.7%)
Moderate 18 (52.9%) 9 (64.3%) 7 (58.3%) 5(71.4%) 8 (61.5%)
Severe 7 (20.6%) 5(35.7%) 5(41.7%) 2 (28.6%) 4 (30.8%)
32?23:\/;2 (days) 8.18 +2.05 12142117 17.92£2.23 7.57 +1.13 10.31+ 1.03
Episode of hemoptysis
First 18 (52.9%) 10 (71.4%) 6 (50%) 3 (42.9%) 6 (46.2%)
Recurrent 16 (47.1%) 4 (28.6%) 6 (50%) 4(57.1%) 7 (53.8%)

Chest x-rays were normal in 28 (35%) patients while
being abnormal in 52 (65%) patients. All patients in
the Lung Cancer and the Abscess Groups had at least
one pathology on radiographies while no patients of
the Idiopathic Group had any abnormalities on chest

Table 2: Chest x-ray pathologies.

x-rays. Consolidation was the most common pathology
seen on the chest x-rays of 25 (48%) patients, followed
by mass in 8 (15.3%) patients, bronchiectasis in 10
(19.2%) patients, abscess in 5 (9.6%) patients and hilar
lympadenopathy in 4 (7.9%) patients (Table 2).

Bronchiectasis Lung Cancer Pneumonia Abscess Idiopathic

(n=34) (n=14) (n=12) (n=7) (n=13)
Normal 13 (38.2%) 0 (0%) 2 (16.7%) 0 (0%) 13 (100%)
Consolidation 10 (29.4%) 4 (28.6%) 8 (66.7%) 3(42.9%) 0 (0%)
Mass 0 (0%) 8 (57.1%) 0 (0%) 0 (0%) 0 (0%)
Cystic 10 (29.4%) 0 (0%) 0 (0%) 0 (0%) 0 (0%)
Abscess 0 (0%) 0 (0%) 1(8.3%) 4(57.1%) 0 (0%)
Hiler enlargement 1(2.9%) 2 (14.3%) 1(8.3%) 0 (0%) 0 (0%)
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Chest CT was performed to all patients and the
pathologies were observed as 19 (23.8%) consolidation,
8 (10%) mass, 13 (16.3%) cystic, 7 (8.7%) abscess, 12
(15%) hilar enlargement, 15 (18.7) fibrosis, 6 (7.5%)
emphysema (Table 3). Fiberoptic Bronchoscopy was
not performed in 21 (26.3%) patients while 59 (%73.7)

Table 3: Pathologies of Ct-Thorax for each etiology.
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patients underwent FOB and findings were observed
as 12 (20.3%) endobronchial lesions, 9 (15.3%)
hyperemia, 13 (22%) hemorrhage, 8 (13.6%) chronic
changes, 5 (8.5%) circumferential narrowing, and 12
(20.3%) extrinsic compression signs. In our study no
patients had FOB complication (Table 4).

Bronchiectasis Lung Cancer Pneumonia Abscess Idiopathic

(n=34) (n=14) (n=12) (n=7) (n=13)
Consolidation 11 (32.4%) 1(7.1%) 5 (41.7%) 2 (28.6%) 0 (0%)
Mass 0 (0%) 8(57.1%) 0 (0%) 0 (0%) 0 (0%)
Cystic 13 (38.2%) 0 (0%) 0 (0%) 0 (0%) 0 (0%)
Abscess 0 (0%) 2 (14.3%) 0 (0%) 5(71.4%) 0 (0%)
Hyler enlargement 1(2.9%) 3(21.4%) 6 (50.0%) 0 (0%) 2 (15.4%)
Fibrosis 8(23.5%) 0 (0%) 1(8.3%) 0 (0%) 6 (46.2%)
Emphysema 1(2.9%) 0 (0%) 0 (0%) 0 (0%) 5 (38.5%)

Table 4: Findings of Bronchoscopy for each etiology.

Bronchiectasis Lung Cancer Pneumonia Abscess Idiopathic

(n=34) (n=14) (n=12) (n=7) (n=13)
Not Performed 21 (61.8%) 0 (0%) 0 (0%) 0 (0%) 0 (0%)
Endobronchial 0 (0%) 12 (85.7%) 0 (0%) 0 (0%) 0 (0%)
lesion
Hyperemia 6 (17.6%) 0 (0%) 1(8.3%) 0 (0%) 2 (15.4%)
Hemorrhage 5(14.7%) 0 (0%) 5(41.7%) 1(14.3%) 2 (15.4%)
Chronic changes 1(2.9%) 0 (0%) 2 (16.7%) 2 (28.6%) 3(23.1%)
Circumferential 0 (0%) 0 (0%) 0 (0%) 2 (28.6%) 3(23.1%)
narrowing
Extrinsic 1(2.9%) 2 (14.3%) 4 (32.3%) 2 (28.6%) 3(23.1%)
compression signs

It was found that chest CT had a diagnostic yield of
52.5% while FOB had 37.5% for all patients. When
these two techniques were used together, diagnostic
yield was increased up to 83.8%. The diagnosis could
not be named in 13 (16.2%) patients.

In the male group, 13 (27.7%) were nonsmokers, 18

(38.3%) were active smokers and 16 (34%) were former
smokers while in the female group, nonsmokers were
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observed as 14 (42.45) patients, active smokers in 8
(24.2%) and former smokers as 11 (33.3%) patients.
There were no significant differences between the
male and female groups for package/year (p=0.07). It
was the same for age (p=0.10), amount of bleeding
(p=0.008) and duration of hemoptysis (p=0.17).

Idiopathic patients were followed up with an average
duration of 9.243 (6-14 months).
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The organisms isolated in pneumonia were
Streptococci  pneumonia  (33.3%), Haemophilus
influenza (25%), Klebsiella pneumonia (25%) and
unidentified organisms (16.7%).Histological analyses of
lung cancer revealed the following results; squamous
cell (50%), adenocarcinoma (28.6%), and small-cell
carcinoma (21.4%). There were 66 patients in the non-
cancer group while there were 14 in the cancer group.
(Table 5) There was a statistically significant difference
between the lung cancer group and the non-cancer
group in terms of age (p<0.001), volume of hemoptysis
(p=0.011), duration of hemoptysis (p<0.001) and
smoking package/year (p<0.001). There was a tendency
for male predominance in the lung cancer group
compared to subjects with the non-cancer group, but
it did not reach the level of significance (p=0.097).
However, the subjects were grouped further according
to age (below 40 and >40). Among subjects who were
240 years old, there was obvious predominance for
being male in the lung cancer group (n=14) compared
to the non-cancer group (n=51) (p=0.035).

ROC analysiswasperformedtoestimatethe cut-offlevels
in the lung cancer group for duration of hemoptysis,
amount of bleeding, age of years and package/year.
The area under the receiver operating characteristic
curve (AUC) for the duration of hemoptysis in the lung
cancer group was good (p=0.935). The cut-off value for
the duration of hemoptysis in the lung cancer patients

Table 5: Comparison of cancer and non-cancer groups.
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was 10 days (Se: 92.86% ; Sp: 81.82). The cut-off level
for the amount of bleeding was 40 ml (AUC: 0,716; Se:
92.86%; Sp: 45.45). The cut-off level for duration of
smoking was eighteen package/year according to ROC
analysis. (AUC: 0.943; Se: 92.86%; Sp: 96.97%). Also the
cut-off level was found as 56 for the age (AUC: 1.000;
Se: 100%,; Sp: 100%).

Patients with lung cancer had a higher frequency of
smoking history compared to the subjects with non-
cancer etiology (p=0.027). All subjects with cancer had
one or more chest x-ray findings while only 57.6% of
the non-cancer group had findings on chest x-ray, the
difference was significant (p=0.002).

The most frequent diagnosis in case of recurrent
hemoptysis was bronchiectasis (43.2%), but it was
not significant (p=0.901), and the odds ratio for
bronchiectasis in recurrent hemoptysis was 0.945 (95%
Cl: 0.389-2.299).

There was no correlation between the age and the
amount of bleeding (r=0.156 p=0.167), meanwhile
there was a weak but significant correlation between
the age and the duration of bleeding (r=0.245, p=0.028).
There was a strong and significant correlation between
package/year of smoking and duration of bleeding
(r=0.793, p<0.001) as well as between package/year
and amount of bleeding (r=0.727 p<0.001)

Variables Non-lung Cancer Lung Cancer (n=14) p-value
(n=66)

Age 43.86+5.79 68.14 +2.32 0.000

Gender (M/F) 36 /30 11/3 0.097
(54.5% / 45.5%) (78.6% / 21.4%)

Smoking (package/year) 6.92 +6.36 24.5 + 8.08 0.000

Volume of hemoptysis(ml) 62.2 +35.69 86.43 +26.78 0.011

Mild-moderate 48 (72.7%) 9 (64.3%)

Severe 18 (27.3%) 5 (35.7%)

Duration of Hemoptysis (days) 8.48 +2.04 12.14+1.17 0.000
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DISCUSSION

Presence of hemoptysis alerts patient to seek chest
physician, and therefore, full diagnostic investigation
is required until clarifying the cause. The ratios of
the etiologies vary in different series according to the
features of the population studied and the diagnostic
methods used. Assessment of 11 reports, which were
performed between 1974 and 2012 with 1996 patients
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from different parts of the world, showed that 26.9%
had sequel or active pulmonary tuberculosis, 15.6%
lung cancer, and 15.4% bronchiectasis. Bronchitis
was the fourth reason with 9.3%. Despite expressive
improvement in screening and therapeutic devices,
9.6% patients remained idiopathic (4-13). (Table 6).

Table 6 : Main causes of hemoptysis.

Santiago® Hirshberg® | McGuinness’ | Fidan® Unsal™* Tsoumakidou® | Prasad® Abal®® Ozgul*? Lee® Current Mean of
study series
Year of study 1974-1981 1980-1995 | 1991-1992 2000 2002 2001-2003 1996-2002 1998-1999 | 2000-2005 | 2005-2010 | 2009-2012 | 1974-2012
Location Los Angeles, | Jerusalem, New York, istanbul, Ankara, Crete, Lucknow, Safat, istanbul, Gwangju, Yozgat,
USA Israel USA Turkey Turkey Greece India Kuwait Turkey Korea Turkey
No of cases 264 208 57 108 143 184 476 52 203 221 80 1996
Bronchogenic | 78 (29%) 39 (19%) 7 (12%) 37 (34.3%) | 27 (18.9%) | 24 (13%) 24 (5 %) 5(9.6%) |44 (21.7%) | 13(5.9%) | 14 (17.5%) | 312 (15.6%)
carcinoma
Bronchiectasis | 2 (1%) 41 (20%) 14 (25%) 27 (25%) | 32 (22.4%) |48 (26.1) 18 (3.8%) 11(21.2%) | 9 (4.3%) 72(32.6%) | 34 (42.5%) | 308 (15.4%)
Tuberculosis 15 (6%) 3 (1.4%) 9 (16%) 19 (17.6%) | 16 (11.2%) | 8 (4.3%) 329 (69.1%) | 8(15.4%) | 89 (43.8%) | 41 (18.5%) [ - 537 (26.9%)
Pneumonia 15 (6%) 33 (16%) 7(12%) 11 (10.2%) | 7 (4.9%) 8 (4.3%) 8(1.7%) |- 20 (9.7%) 12 (15%) | 121 (6.06%)
Bronchitis 62 (23%) 37 (18%) 4(7%) 8 (5.6%) 42 (22.8:%) 19 (4%) 3(5.8%) 11 (5.5%) - 186 (9.3%)
Abscess 5 (2%) 2(0.96%) | - 2(1.4%) |- 2(0.4%) - 3 (1.9%) 7 (8.8%) 21 (1.1%)
idiopathic 57 (22%) 17 (8%) 11 (19%) 19 (13.2%) | 10(5.4%) 13(2.8%) 13 (25%) | 13(6.3%) | 26 (11.7%) | 13(16.2%) | 192 (9.6%)
Miscellaneous | 22 (8%) 36 (16.64%) | 3 (5%) 9(12.9%) | 9(6.3%) 13 (7%) 12(2.5%) 3(5.7%) 14 (6.8%) | 45(20.3%) | -- 166 (8.3%)
Our study was coherent with recent series. In recent decades, bronchitis is rising in developed

Bronchiectasis (42.5%) and lung cancer (17.5%) were
the main reasons of hemoptysis. Our hospital has no
inpatient clinic for tuberculosis and three important
reference centers are very close to the city of Yozgat.
Outpatients’ records for hemoptysis were incomplete,
therefore, they were not included. In contrast to
other series, the mean age of this study was smaller
(48.11+10.71), and the female patients (41.2%) had
much more ratios. Also, only 32.5% were active
smokers and the mean package/year of smoking was
low (10.00+9.44). We thought that all these factors
affect the frequency of tuberculosis and bronchitis.
Although all cases had radiography and CT of the chest
as screening modalities and 73.7% patients underwent
FOB, 13 (16.3%) patients were grouped as idiopathic
hemoptysis.
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countries whereas in developing countries tuberculosis
is still an important factor. Studies before 1950s
showed that tuberculosis and bronchiectasis were
important causes of hemoptysis in developed countries
while effective antituberculosis therapy and control
of childhood infections with antibiotics and vaccines
diminish their frequency (14, 15).

Tuberculosis is still the most important problem in
regions with a high prevalence of the disease. Nawal et
al (16). from India, conducted a prospective study and
found that tuberculosis, old and active together, was
the major cause in 34.5% of 110 patients
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Wong et al. (17) grouped 160 patients with hemoptysis
according to below or above 60 years of age in
Malaysia, Southeast Asia. Tuberculosis was the primary
reason in 27% of patients younger than 60 while
bronchogenic carcinoma was the main cause in 49.3%
of older group. They advised not to accept tuberculosis
for every hemoptysis attack especially in patients who
were older than 60 despite high prevalence of the
disease. Another study from the Asia-Pacific region
reported that hemoptysis was accepted most often
as tuberculosis without prior diagnostic evaluation.
They noted to investigate other reasons for hemoptysis
especially for old ages (18). In Portugal, pulmonary
tuberculosis, active or sequel, preserve its importance.
Pires et al. (19) analyzed 221 patients and reported
that tuberculosis (32.1%) and bronchiectasis (15.8%)
were the main reasons of hemoptysis Recent studies
from Turkey have shown that bronchiectasis and lung
cancer are the leading causes, and tuberculosis is still
an important problem. Celik et al. and Dogan et al. (20,
21) reported 22% and 56% ratios that were similar to
the series performed in referral centers

We found at least one pathology of chest x-ray for all
cancer patients similar with Pires et al. and McGuinnes
et al. Weaver et al. detected abnormality of chest
radiology in 26 of the 28 cancer patients (7, 19, 22).
All cancer patients (18.9% and 34.3%) had chest x-ray
pathology in studies reported by Unsal et al. and Fidan
et al (5, 11). Santiago et al. (6) found abnormality in
chest x-rays in 94.8% of cancer patients. Although
up to 10% of patients with hemoptysis due to lung
cancer may have a normal or non-localizing chest
roentgenogram, our study supported the initial choice
of screening modality of the chest radiography in the
evaluation of hemoptysis.

Increased utilization of FOB and CT of the chest in
course of time affect the order of frequency. There
is no definite order to apply them in the algorithm.
Davoodi et al. investigated 40 patients in order to
determine the efficacy of CT of chest and FOB. They
found that CT of the chest detected the etiology in
60% of patients while FOB in 32.5%. They stated that
CT of the chest was more efficient than FOB to detect
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the site and cause of hemoptysis (23). Senyigit et al.
analyzed 82 hemoptysis cases who had a normal chest
x-ray retrospectively. They found that the diagnostic
yield of CT of the chest was 57% and that of FOB was
16%. When they combined these two modalities, the
accuracy was increased to 63%. They concluded that
both CT of the chest and FOB should be used in all
hemoptysis cases (24). Hirshberg et al. (4) reported the
diagnostic yield of CT scan as 67% and that of FOB as
42%. Combination of these two methods had positive
yield of 93%4. Another study which was conducted
between 2004 and 2008 with 237 patients produced
76.7% diagnostic yield for chest CT and 44.8% for FOB.
The best ratio was achieved by combination of two
utilities (87.3%) In our study, the diagnostic accuracy
of chest CT was 52.5% and that of FOB was 37.5%. We
reached 83.8% positive yield when they were used
together. CT of the chest is also required for staging of
lung cancer. FOB is useful method for most cases even
bronchiectasis and lung cancer may present normal
radiography. Our results verified that CT of the chest
and FOB do not compensate each other, but rather,
they are complementary techniques for identifying the
causes of hemoptysis.

We found statistically significant difference between
cancer and non-cancer group patients in terms of age
(p<0.001), volume of hemoptysis (p=0.011), duration
of hemoptysis (p<0.001), and duration package/
year (p<0.001). There was male predominance
above 40 years of age in cancer group (p=0.035). By
ROC analysis, we estimated the cut-off value for the
duration of hemoptysis (10 days), amount of bleeding
(40 ml), package/year of cigarette smoking (18) and
age of years (56) for lung cancer patients. Up to now,
there has not been a study defining the cut-off level for
risk factors in patients with lung cancer. Our study is
unique for this kind of reports. Poe et al. defined three
risk factors associated with bronchogenic carcinoma.
These were age of >50, male gender and >40 package/
year smoking. They also found that the diagnostic
yield of bronchoscopy was increased with the amount
of bleeding 230 mlI25. Herth et al. (26) analyzed 135
patients with idiopathic hemoptysis for 6.6 years.
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During the follow-up, 6% patients who were smokers
and who were >40 years old had lung cancer within
three years. They concluded that closer follow-up was
required in the defined patients at risk (26). McGuinnes
et al. found significant difference between lung cancer
and non-cancer groups when the age was above 50
years and smoking rate was >40 package/year (7).
Weaver et al. defined four risk factors showing a high
probability of lung cancer which were >40 vyears,
pathologic chest x-ray, bleeding duration 21 week and
smoking >40 package/year (22).

Our study has some limitations, particularly its being
retrospective is one of the limitations. Our study
population consisted of only inpatients. Our center
was unable to manage massive hemoptysis and had
no tuberculosis clinic. There are three reference
centers very close to the city of Yozgat, and therefore,
some urgent hemoptysis cases were directed to these
centers. These factors can affect the population of the
study.

CONCLUSIONS

We found that bronchiectasis and lung cancer were
the main causes of hemoptysis. Although tuberculosis
can be primary cause in some studies from Turkey, our
data is compatible with recent series in the literature.
Combination of chest CT and FOB is the best diagnostic
approach. Bleeding more than 10 days and 40 ml,
smoking >18 package/year and age =56 years were
defined as risk factors for patients with lung cancer.
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GEBELIKTE KRONIK HEPATIT B YONETIMI

Management of Chronic Hepatitis B in Pregnancy

Mehmet Ali NARIN', Suat DEDE?, Raziye NARIN?

OZET

Gebelikte kronik hepatit B (KHB) enfeksiyonu global bir problem olarak karsimiza ¢gikmaktadir. Diin-
yadaki yaklagik 350 milyon KHB tastyicinin %50’ si enfeksiyonu perinatal donemde edinmektedir.
KHB ile enfekte gebe kadinlar genel nifustan farklidir ve hepatit B virlis (HBV) enfeksiyonunun
anne ve g¢ocuga etkisi, gebeligin HBV replikasyonuna etkileri, gebelik siirecinde annenin antiviral
tedavi alip almayacagl, tedavinin anne ve ¢ocuga etkileri, yenidoganin nasil immiinize edilecegi ve
bunun hastaliga etkileri gibi pek ¢ok 6zel poblem s6z konusudur. HB e Ag pozitif annelerden dogan
ve immunprofilaksi yapilmayan infantlarda vertikal gegis orani %40-90 diizeyindedir. KHB enfeksi-
yonlu, dogurganlik ¢cagindaki kadinlar bulas icin 6nemli bir kaynak durumundadirlar; bu nedenle
gebelikte KHB yonetimi perinatal gegisi azaltmak agisindan énemli bir siiregtir. Bu derleme peri-
natal gecisin &nlenmesi ve gebelikte tedavisini de iceren KHB ydnetimi ile ilgili optimal yaklasimi
Ozetlemektedir.

Anahtar kelimeler: Kronik hepatit B; Gebelik; Anneden ¢ocuga bulas; Antiviral tedavi

ABSTRACT

Chronic hepatitis B (CHB) virus infection in pregnancy is an important global health problem. Over
50% of the 350 million chronic hepatitis B carriers acquire their infection perinatally. Pregnant
women infected with CHB are different from the general population, and their special
problems need to be considered: such as the effect of hepatitis B virus (HBV) infection on the
mother and fetus, the effect of pregnancy on replication of the HBV, whether mothers should take
HBV antiviral therapy during pregnancy, the effect of these treatments onthe mother and
fetus, how to carry out immunization of neonates, whether it can induce hepatitis activity
after delivery and other serious issues. Without immunoprophylaxis, infants born to HBeAg-
positive mothers have a 40-90% risk of vertical transmission. Women of childbearing age with
chronic HBV infection remain an important source of HBV transmission. Thus, the management
of chronic HBV infection during pregnancy is an important opportunity to interrupt the perinatal
transmission of HBV. This review will provide an optimal approach to a number of issues of HBV
management in pregnancy, including the prevention of perinatal transmission and the treatment
of chronic hepatitis B in pregnancy.

Key words: Chronic hepatitis B; Pregnancy; Mother-to-child transmission; Antiviral therapy
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GIRIS

Gebelikte kronik hepatit B enfeksiyonu (KHB) ozel ve
onemli bir sorundur. Tim diinyada 350 milyon oldugu
tahmin edilen KHB tasiyicilarinin % 50’si enfeksiyonu
perinatal donemde edinmektedir (1,2). HBe Ag-pozitif
annelerden dogan ve imminprofilaksi yapiimayan in-
fantlarda vertikal gegis orani % 40-90 olarak bildirilmek-
tedir (3). Hepatit B virls (HBV) enfeksiyonunun kronik
taslyiciliga ilerlemesi yasla ters orantilidir. Enfekte olan
infantlarda kronik enfeksiyon gelistirme riski % 85- 95
arasinda iken yetiskin donemde bu oran % 5 in altin-
dadir (3,4). Dogurganlik yasindaki kadinlar KHB enfek-
siyonu icin 6nemli bir kaynaktir. Bu yastaki kadinlarda
HBV enfeksiyon orani halen oldukga yiksektir (%8.16).
immiinprofilaksinin mevcudiyetine ragmen yilda yak-
lasik olarak 50 milyon yeni hepatit B olgusu tani al-
maktadir (5). HBV enfeksiyonunun anneden infanta
gecmesini onlemek icin uygulanan spesifik hepatit B
imminglobulin (HBIG) ve hepatit B asisI yenidoganda
acil (pasif bagisiklik) ve uzun doénem(aktif bagisiklik)
koruyuculuk saglamakla birlikte HBeAg- pozitif anne-
lerden dogan infantlarin % 5-10’u HBV ile enfekte ol-
maktadirlar (6-8). Dolayisiyla HBV’nin perinatal gegisini
azaltmak icin KHB enfeksiyonunun gebelikte yonetimi
Onem arz etmekte ve hastaligin yayiiminin azaltiima-
sinda en 6nemli etmenlerden biri olarak gérilmektedir.

Gebelik ve kronik HBV enfeksiyonu

Hastalarda siroz ya da karaciger yetmezligi gelismedigi
siirece HBV enfeksiyonun fertilite ve gebelik oranlari-
na belirgin etkisi yoktur (9). Onceki yayinlarda gebe-
lik sirasindaki HBV enfeksiyonunun maternal ve fetal
morbidite ve mortaliteyi artirmadigi belirtilse de daha
sonraki vaka kontrolli yayinlarda gestasyonel diya-
bet, postpartum kanama ve erken dogum eylemi ris-
kinin arttigr gorilmastir (10,11). Karaciger fonksiyon-
lari belirgin olarak bozuk olan gebelerde; postpartum
kanama, puerperal enfeksiyon, disik dogum agirhkli
infant, fetal distress, prematir dogum, fetal 6lim ve
neonatal asfiksi riski artmistir (12-11). KHB artmis pro-
inflamatuar sitokin seviyesi ile birliktedir(13-14). Ge-
belikteki olumsuz sonuglardan bu sistemik cevabin so-
rumlu oldugu distiniilmektedir (15). Gebelik esnasinda
artmis metabolizma hizi ve besin tiiketiminide iceren
pek ¢ok fizyolojik degisiklikler olmaktadir. Bu degisik-
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liklerin amaci annenin oldugu kadar gelisen fetiisiin de
ihtiyaglarini karsilamaktir. Annede asiri miktarda Ure-
tilen seks hormonlarinin metabolize edilerek inaktif
hale getirilmesi ile fetusdaki hormon metabolizma ve
detoksifikasyonu annenin karacigerinde gerceklestirilir
ve eger halihazirda bir karaciger hastaligi s6z konusu
ise hastalik ilerler ve harabiyet artar. Cogunlukla gebe-
likte hepatit B enfeksiyonu iyi tolere edilmekle birlikte
siddetli hepatit ve hepatik yetmezlik nadir de olsa geli-
sebilmektedir.

KHB nin perinatal donemde yonetimi

HBV enfeksiyonunun tanisinda glvenilir testlerin mev-
cudiyeti ve buna bagl olarak etkili tedavi yontemleri
gelistiriimesinden dolayi perinatal donemde HBV tara-
masi standart bir yaklasim haline gelmistir. Boylece he-
patit B asisi ve HBIG gereksinimi olan yenidoganlar ve
antiviral tedavi gerektiren gebeler tespit edilebilmekte-
dir. Enfeksiyonunun énlenmesi ve kontroliinde tarama
ve asilama anahtar faktorlerdir.

KHB enfeksiyonu olan anne adaylari gebelik planlanma-
dan 6nce HBsAg, HBeAg, HBeAg’e karsi antikor(anti-
HBe), HBV DNA, karaciger hasarinin siddeti ve birlikte
mevcut olan diger viral enfeksiyonlar acisindan bazal
bir degerlendirmeye tabi tutulmahdirlar. Anne adayi
gebeligin surdirulebilirligi ve vertikal gegis riski agisin-
dan bilgilendirilmelidir. Tim gebeler ilk perinatal ziya-
rette HBV agisindan taranmali ve pozitif bulunanilar bu
konuda deneyimi bulunan merkezlere yénlendirilmeli-
dirler.

Gebelikte KHB yonetimi

Gebelikte KHB tedavisinde temel amag¢ annede kara-
ciger fonksiyonlarinin stabilizasyonu ve yenidoganda
HBV enfeksiyonunun onlenmesidir. Gebelik siiresin-
ce duzenli araliklarla karaciger fonksiyonunun ve HBV
DNA seviyesinin monitorize edilmesi hastaligin ilerle-
yisi ve antiviral tedavinin gerekliligi agisindan 6nemlidir
(12). HBV enfeksiyonu olan gebenin tedavisi, etkinligini
gosteren gicli kanitlarin bulunmamasi nedeniyle tar-
tismalidir. En 6nemli kisitlamalardan biri antiviral ilagla-
rin glvenilirligidir.
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Yeterli veri olmamakla birlikte tedavinin, gebelikte muh-
temel KHB komplikasyonlarini (gestasyonel diyabet,
antepartum kanama ve erken dogum tehdidi) 6nledigi-
ne, hastaligin ilerleyisini durdurduguna ve anneden ¢o-
cuga gecisi azalthigina dair gicli veriler mevcuttur (16).
Antiviral ilaglarin glivenilirligi ile ilgili verilerin yetersiz-
ligi nedeniyle eger mimkiinse tedavi gebelik tamam-
landiktan sonraki déneme ertelenmelidir. KHB tedavisi
siirecinde gebe kalan olgularda antiviral tedavinin de-
vamina annenin karaciger hastaliginin siddeti ve fetiise
potansiyel risk ve faydalarinin belirlenmesinden sonra
karar verilmelidir, ¢linkl tedaviye ara verilmesi hepati-
tin alevlenmesine neden olabilmektedir (17).

Anneden ¢ocuga gegisin azaltilmasi

Daha 6nce de bahsedildigi gibi annenin HBeAg duru-
mu anneden cocuga gecisi etkiler. HBeAg pozitif an-
nelerde, negatif olgulara gére HBV gegis riski belirgin
olarak artmistir (sirayla %70-90, %10-40) (3). Preterm
eylem tehdidi hikayesinin olmasi, villoz kapiller endo-
telyal hicrelerde HBV varligi, HBeAg-pozitif maternal
kanin transplasental gegisi, eylem ve dogum esnasinda
maternal kan ve servikal sekresyonlara maruz kalma ve
maternal HBV de spesifik allellerde mutasyon olmasi
gibi pek cok faktor cocuga gegis riskini artirmaktadir
(18). Maternal kan virls yiki (mL de 108 kopyadan
fazla) de artmis riskle birliktedir (19). Ek olarak yuksek
HBV DNA seviyesi asi basarisizligl, intrauterin enfeksi-
yon ve HBV mutasyonuna neden olabilmektedir (20).

Hicre proliferasyonunu engelledigi icin interferon ge-
belikte kontrendikedir. interferon kullanan kadinlarda
gebeligi ilaci biraktiktan 6 ay sonraya ertelemek 6nem-
lidir. NIH (National Institute of Health- Amerikan Saghk
Bakanligi Biyomedikal ve Saglik Arastirma Dairesi) ge-
belikte antiviral tedavide B grubu ilaglardan lamivudi-
ne telbivudine ve tenofovir’ i 6nermektedir (21).

Bebege HBV gecisini 6nlemek amaciyla antiviral teda-
viye baslamadan once, pek ¢cok 6nemli nokta belirlen-
melidir. Bunlar arasinda; hangi esik maternal HBV DNA
seviyesinin Ustlinde antiviral tedavinin baslanmasinin
daha uygun oldugu, tedaviye baslama zamaninin ne
oldugu, antiviral ila¢ se¢imi ve tedavinin slresi 6nemli
olanlaridir. Giinimuzde kabul edilen goris lamivudine,
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tenofovir ve telbivudine ile tedaviye gebeligin 28-30.
haftasindan itibaren baslanmasidir. HBV DNA seviyesi
ve daha onceki gebeliklerde perinatal gecis hikayesinin
olup olmadigi birlikte degerlendirilerek tedaviye bas-
lanip baslanmayacagina karar verilmelidir. Onceki
cocukta HBV pozitif ise perinatal gecis riski ylksektir
dolayisiyla tedaviye baslamada esik HBV DNA seviye-
si klinisyen ve anne igin daha dustiktir. Ancak 6nceki
cocuk HBV negatif ise tedavi; HBV DNA seviyesi 108
kopya/mL’ nin Gzerindeyse s6z konusu edilir (Sekil-1)
(22-23).

Dogum sonrasi anne ve ¢ocugun tedavisi
Postpartum donemde hepatik enfeksiyonun alevlenme
riskinin ylksek olmasi nedeniyle yakin takip énemli-
dir. Ne yazik ki, kronik enfeksiyonu olan pek ¢ek kadin
postpartum dénemde yeterli tedavi almamaktadir. Bu
durum ozellikle KHB enfeksiyonu olan dogum yapmis
kadinlarda tasiyiciligl olmayanlara gore daha fazla ka-
raciger karsinomunun varlig ile iliskilidir (24). Ozellikle
postpartum 6. haftadaki kontrolde bu hastalar yeniden
degerlendirilmelidir. HBsAg —pozitif anneden dogan ye-
nidogana 12 saat icinde asl ve tek doz HBIG yapilmali-
dir. Daha sonra asilama ACIP (Advisory Committee on
Immunization Practices -Asilama Uygulamalari Komite-
si) Onerilerine uygun olarak tamamlanmahdir (25). AsI-
lama tamamlandiktan sonra anti- HBs ve HBsAg testleri
9-18.aylar arasinda tekrarlanmalidir. HBsAg- negatif
ve anti- HBs seviyesi 10 mIU/mL den yuksek olan ¢o-
cuklar korunmus kabul edilir ve ileri degerlendirmeye
gerek kalmaz. Tersine anti-HBs seviyesi 10 mlU/mL
nin altinda olanlar yeterince korunamamistir ve 2.kez
3 dozluk seri ile asilanarak; son dozdan 1-2 ay sonra
test tekrarlanmalidir. HBsAg —pozitif olan ¢ocuklar HBV
enfekte kabul edilmeli ve bu konuda deneyimli uzman-
lar tarafindan takip edilmelidir. HBV-pozitif annelerin
emzirmesi glvenilirdir ve bebege gegis riski 6zellikle
dogumda immunprofilaksi yapilmissa oldukg¢a diistik-
tlr. Antiviral ilaglarin anne sitline gegisi ile ilgili veriler
sinirli olmakla birlikte Gretici firmalar tedavi esnasinda
emzirmeyi 6nermemekte veya devam edilecekse teda-
vinin kesilmesini dnermektedirler.
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Sekil 1. Gebelikte hepatit B ydnetiminin algoritmasi.
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AGRILI HASHIMOTO TiROIDIiTi: NADIR BiR OLGU
SUNUMU

Painful Hashimoto’s Thyroiditis: A Rare Case Report
Ziynet ALPHAN UC', Esra ADEMOGLU?

OZET

Kronik lenfositik tiroidit veya Hashimoto tiroiditi (HT) iyot eksikliginin olmadigi bolgelerde guatr
ve edinilmis hipotiroidinin en sik nedeni olan, patogenezinde otoimminite, genetik yatkinlk ve
cevresel faktorlerin rol oynadigi inflamatuvar bir tiroid hastaligidir. HT'de boyunda nadiren suba-
kut granulamatoz tiroiditi (SAT) taklit eder sekilde agri ve hassasiyet olabilir. SAT genellikle kendi
kendini sinirlayan bir durum olmasina ragmen semptomlarin siddetli oldugu olgular streroid kul-
lanimini gerektirebilir. SAT'da steroid kullanimi ile birlikte semptomlar kisa strede azalir. Steroid
tedavisi kesildikten sonra daha ytiksek dozlarda tekrarlarlayan steroid tedavisi bazi olgularda na-
diren gerekebilir. Agrili HT’de SAT’in aksine, medikal tedaviye cevap ya gegicidir ya da yoktur ve/
veya tekrarlayan relapslar gorilar. Agrili HT olgularinda medikal tedaviye yanit alinamadigi durum-
larda tiroidektomi bir secenek olabilir Bu yazimizda, klinik ve laboratuvar 6zellikler nedeniyle ilk
olarak SAT tanisiyla takip ettigimiz, ancak daha sonra medikal tedaviye yanitsizlik nedeniyle agrili
HT olabilecegini dislindiglimiz ve cerrahi dnerdigimiz, patoloji sonucu HT ve mikropapiller tiroid
karsinomu ile uyumlu olan nadir bir olguyu sunmayi amagladik.

Anahtar kelimeler: Subakut granulamatéz tiroidit; Boyun agrisi; Hashimoto tiroiditi

ABSTRACT

Chronic lymphocytic thyroiditis, or Hashimoto’s thyroiditis (HT) is an inflammatory thyroid disease
which is the most common cause of goiter and acquired hypothyroidism in iodine sufficient areas
that autoimmunity, genetic predisposition and environmental factors play role in pathogenesis.
Thyroid pain and tenderness may rarely be present in HT mimicking subacute granulamatous
thyroiditis (SAT). Although SAT is a selflimiting condition, cases with severe symptoms may
necessitate use of steroids. Symptoms reduce in a short time with use of steroids in SAT. Higher
and repeated doses of steroids may be rarely necessary in some cases after stopping steroids. In
contrary to SAT, patients with painful HT have only temporary or no response to medical treatment
and/or show repeated relapses. Thyroidectomy may be an option in painful HT cases that do not
response to treatment.

In this article, we aimed to present a rare case of micropapillary thyroid cancer with coexistence
of HT who was suggested surgery after compatible pathology findings which was first followed for
the diagnosis of SAT after clinical and laboratory findings, while it was assumed to be a case with
painful HT because of the unresponsiveness to medical therapy.

Key words: Subacute granulamatous thyroiditis; Neck pain; Hashimoto’s thyroiditis
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GIRIS

Hashimato tiroiditi (HT) iyot eksikligi bolgelerinde
primer hipotiroidinin en sik nedenidir. Genellikle guatr
ve/veya hipotiroidi ile birliktelik gosterir. Agril HT nadir
gorilen bir durum olup HT’nin atipik bir varyanti olarak
distunulmektedir (1,2). Tiroid otoantikorlari hastalarin
cok buiyuk bir kisminda pozitiftir. subakut granulamatoz
tiroidit (SAT), nedeni tam olarak bilinmemekle birlikte
viral enfeksiyon sonrasi ortaya c¢ikan inflamatuvar bir
tiroid hastaligidir. SAT ‘de steroidlere dramatik olarak
yanit alinirken, agrili HT ‘de ya hi¢ yanit yoktur ya
da gegici bir yanit vardir. SAT ve agrih HT ‘de tedavi
yaklasimlari farkli olacagindan bu iki antitenin ayrimi
son derece 6nemlidir. Medikal tedavinin basarisiz
oldugu agnili HT vakalarda cerrahi 6nemli bir secenektir
(2,3).

Papiller tiroid kanseri (PTK) tiroid kanserlerinin en sik
gorilen formudur. SAT ile PTK birlikteligi nadir gorilen
bir durum olup literatiirde vaka sunumlari seklinde
raporlanmistir (4,5,6). Ancak literatlir taramamizda
agrih HT ile PTK birlikteligine rastlamadik. Olgumuz,
gecmiste tiroid hastaligi 6ykistu bulunmayan, klinik
ve laboratuvar olarak SATI taklit eden, ancak SAT’
de dramatik olarak yanit alinan medikal tedavilere
cevap vermeyen bir olguydu. Tekrarlayan agrili tiroidit
ataklari sonrasi total tiroidektomi yapilan vakamizin
histopatolojik incelemesi kronik lenfositik tiroidit ve
PTK ile uyumlu idi.

OLGU SUNUMU

38 yasinda erkek hasta klinigimize tiroid lojunda siddetli
agn, hassasiyet, hafif kilo kaybi, halsizlik sikayetleri ile
basvurdu. FM’de, tiroid lojunda palpasyonda siddetli
hassasiyeti mevcuttu.  Laboratuvar incelemede
sedimentasyon 75 mm/h ve C-reaktif protein (CRP)
97,7 mg/l idi. Teshis esnasinda tiroid fonksiyon
testleri (TFT) subklinik hipertiroidi ile uyumlu idi.
Tiroid otoantikorlari negatifti. Tiroid ultrasonografi
(USG)’de her iki tiroid glandinda hafif boyut artisi ile
birlikte tiroid parankiminden net ayirt edilemeyen,
tiroidit ile uyumlu hipoekoik alanlar mevcuttu. Tiroid
sintigrafisinde radyoaktif iyot uptake azalmisti. Mevcut
klinik ve laboratuvar degerlendirmelerle hastada
subakut granulamatoz tiroidit distnuldi. Hastanin
tetkik ve tedavileri devam ederken agri nedeniyle
nonsteroidal anti-inflamatuar (NSAI) tedaviye 30
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mg/gin dozunda kortikosteroid eklendi. Hastanin
semptomlarinda azalma olmakla birlikte 6. haftada
doz 8 mg’a dislinlldi. Doz azaltimiyla birlikte ilacin
kesilmesi planlanirken hastanin sikayetlerinde ve
laboratuvar  degerlerinde  progresyon  saptandi.
Sedimentasyon degeri 65 mm/h, CRP degeri 80,3 mg/It
idi. Subklinik hipertroidi tablosu devam ediyordu. Tiroid
otoantikorlari negatifti. Bu defa daha yiksek dozda;
40 mg/gun kortikosteroid tedavisi baslandi. 2 aylk
kortikosteroid tedavi sonunda doz azaltilarak kesildi.
Kortikosteroid tedavi kesildiginde hastanin laboratuvar
degerleri normale donmistii ve semptomlari yoktu.
2 ay sonra hasta tiroid lojunda siddetli agri nedeniyle
tekrar poliklinigimize basvurdu. Bu esnada CRP 132
mg/| ve sedimantasyon 90 mm/h idi. Antikorlarinin
negatif olmasi, tekrarlanan USG de diizensiz hipoekoik
alanlarin gériilmesi ve subklinik hipertroidi tablosunun
devam etmesi hastaya SAT dusunllurek 48 mg/giin
KS tedavisi baslandi. Bu defa doz azaltimi daha uzun
araliklarla yapildi. Tedavinin ikinci ayinin sonunda
semptomlarda ve sedimentasyon, CRP degerlerinde
azalma izlendi. TFT normaldi ancak antitiroglobilinde
(anti Tg) yukselme mevcuttu. KS tedavisi kesildikten
iki ay sonra hastada subklinik hipertiroidi ile beraber
boyunda tekrar siddetli agrisi gelisti. Bu esnada
bakilan CRP 134,3 mg/It, sedimentasyon 88 mm/h,
Anti Tg>500 u/ml idi. Bir ay sonra yapilan tetkiklerde
antitiroid peroksidaz (anti TPO) pozitifti. KS tedavisine
yanit alinamamasi ve tekrarlayan niksler nedeniyle
olguda agrili HT olabilecegi distinildl ve tiroidektomi
onerildi. Tiroidektomi sonrasi histopatolojik
incelemede HT ile uyumlu yaygin lenfosit infiltrasyonu,
fibrozis ve hurtle hiicre degisiklikleri goruldu. SAT ile
uyumlu granulamatoz degisiklikler yoktu. Ayrica, 1 mm
¢apinda bir timor odaginda PTK ile uyumlu belirgin
papiller yapilar ve bu yapilarda seffaf, yariklanma ve
inkllzyon iceren atipik tirosit nukleuslari mevcuttu.
imminohistokimyasal calismalarda tiimérde CK19
ve galectin-3 ile kuvvetli boyanma saptandi. Vaka,
agrih HT ve mikropapiller tiroid karsinomunun birlikte
seyrettigi nadir bir olgu olarak kabul edildi. Hasta
tiroidektomi sonrasi postoperatif 5. ayinda olup
poliklinigimizce halen takiplerine devam edilmektedir.
Takipler sirasindaki laboratuvar incelemeleri Tablo 1'de
gosterilmistir.
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Tablo 1. Takipler sirasindaki laboratuvar sonuglari

Tanida 3.ay 5.ay 7.ay 8.ay 9.ay 1l.ay

TSH (mIU/L) 0.00 0.28 0.16 0.29 0.05 0.99 0.04
0.57-5.6

Serbest T4 (ng/dl) 1.89 1.37 1.45 13 1.9 13 1.6
0.88-1.72

Serbest T3 (pg/ml) 3.81 2.5 3.2 3.4 3.4 3.7 2.9
2.3-4.2

Anti TPO (U/ml) <28 <28 <28 <28 <28 <28 390
0-57

Anti TG (U/ml) 31 21.7 26.4 25 30.7 181 >500
0-40

CRP (mg/L) 97.7 80 47.7 6.2 132 15 134
0-5

Sedimentasyon 75 65 46 19 90 11 88
(mm/h)

0-20

Anti TG;antitiroglobulin, anti TPO;antitiroid peroksidaz, CRP; C reaktif protein

TARTISMA

HT genellikle sert ve agrisiz guatr ile prezente olur.
Nadiren, HT'de SAT’takine benzer sekilde tim bezi
veya bir lobu veya bir lobun sadece bir bolimini
tutan, ve tedaviye yanitsiz agri gorilebilmektedir
(1,3,7). Agn kronik, persistan veya rekirrent olabilir.
Boyunda agri ile seyreden guatr olgularinda ayirici
tanida SAT ile birlikte agrih HT de dustnalmelidir (3,7).
Klinik ve laboratuvar olarak bu iki antiteyi ayirmak ¢ogu
zaman zordur. Bu ylzden agrili HT olgulari da ¢ogu
kez SAT olarak distnilip steroid tedavisi ile tedavi
edilmektedir.

Mazza ve ark.lari (8) tiroidde agri sikayeti ile basvuran,
ultrasonda tiroidit bulgulari saptanan ve tiroid
otoantikorlarin pozitif oldugu, steroid tedavisine iyi
cevap veren olgularda etyolojide hafif agrili tiroidit
veya HT ile birliktelik gdsteren SAT olabilecegini iddia
etmislerdir (8).

HT’li hastalarda tiroid bezindeki agri ve hassasiyetin
nedeni bilinmemektedir. Bu konuda en c¢ok tiroid
kapsdl distansiyonu suglanmaktadir. Ancak tiroid bezini

kigultmek amacl kullanilan tiroksine bazi hastalarda
cevap alinirken bazi hastalarda bezdeki kigcillmeye
ragmen cevap alinmamustir. Literatirde agrih HT
olgularinin ¢ogunda SAT’tan farkl olarak siresi aylar
veya yillara dayanan guatr oykisi oldugu saptanmistir
(7,9). Ancak literatirin aksine olgumuzda agrih HT
tanisi 6ncesi guatr oykiisi yoktu.

HT’de tiroid otoantikorlarinin pozitif olmasi 6nemli bir
ayirici faktor iken genel popiilasyonda tiroid otoantikor
pozitifliginin yaygin olmasi nedeniyle SAT olgularinda
da tiroid otoantikor pozitifli§inin olabilecegi, SAT
gelisen hastalarda daha 6nce olasi HT varligi akilda
tutulmalidir. Agrili HT’de eritrosit sedimentasyon hizi
SAT’tan farkh olarak genellikle normaldir. Radyoaktif
iyot uptake’i (RAl) normal, artmis veya azalmis olarak
cesitlilik gosterirken SAT’ta RAI uptake g¢ogunlukla
azalmistir. Her iki hastali§in histopatolojik bulgulari
farkhihk gostermektedir. SAT’ta dev hicrelerin eslik
ettigi, granulamatoz inflamasyon bulgulari géralurken,
agrih HT'de folikillerde yaygin lenfosit infiltrasyonu,
fibrozis ve hurtle hiicre degisiklikleri belirgindir (8,10).
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Zimmerman ve ark.lari (1) tiroid bezinde agri ve
hassasiyetin oldugu sekiz HT tanisi almis hasta ile tiroid
bezinde agri ve hassasiyetin olmadigi HT olgularinin
tiroid  dokularinin  histopatolojik  incelemelerini
karsilastirmis ve histopatolojik agidan her iki durum
arasinda bir fark olmadigini bildirmistir. Agrili HT ve
SAT’In ayirici tanisinda ince igne aspirasyon biyopsisi
ve tiroid ultrasonunun yeri ile ilgili literatlr verileri net
degildir (8).

SAT ile agrii HT ayiriminda medikal tedavilere
yanitsizlik ya da kismi yanit énemli bir géstergedir (1-
3). SAT olgularinda steroid tedavisi baslandiktan 24-
48 saat sonra semptomlarda dramatik bir iyilesme
goralirken, agrih HT'de steroid tedavisine cevap
cogunlukla ya gecicidir ya da hi¢ yoktur. Ancak agrili
HT olgular klinik bulgular agisindan oldukga biyik
degiskenlik gosteribilir. Literatlirde KS dozunun 75 mg’a
kadar yukseltildigi ve yanit alinamadigi agril HT olgulari
oldugu gibi, 40 mg ya da daha disik dozlarla tam
yanitin alindigi olgular da bildirilmistir (8,9). Shigemasa
ve ark.lari (7) SAT klinik bulgularinin goézlendigi ama
biyopsi sonrasi HT tanisi koyduklari olgularinda steroid
tedavisine cevap aldiklarini belirtmislerdir (11).

Literatlr incelendiginde agrili tiroidit vakalarinda
medikal tedaviye yanitsizdurumlarda cerrahinin 6nemli
ve etkin bir secenek oldugu gérilmektedir (8,10). Kon
ve ark.lari bir yazilarinda, agrili HT tanisi koyduklari
ve KS tedavisi basladiklari olgularda agrida gegici
iyilesmeyi takiben relaps gorildigini veya tedaviye
yanit alinamadigini belirtmislerdir. Medikal tedaviye
yanit alinamayip tiroidektomi yapilan 7 olgunun 4’iinde
tam remisyon bildirmisler ve medikal tedaviye direngli
agrih HT olgularinda total veya near—total tiroidektomi
yapilmasini énermislerdir. Tiroidektominin risklerinin
bu hastalarda glanddaki fibrotik degisikliklerden
dolay1 fazla olabilecegini, bu ylzden cerrahinin
deneyimli cerrahlar tarafindan yapilmasini, near-total
tiroidektomi sonrasi agrinin devam etttigi olgularda
radyoaktif iyot ile ablasyonun en iyi yaklasim olacagini,
radyoaktif iyot tedavisinin yararlarinin gland boyutuna
bagh oldugunu belirtilmistir (3).

Tiroid kanseri ile HT’nin birlikte gorilmesi nadir bir
durumdur. HT olgularinda PTK iliskisi gesitli calisma ve
vaka sunumlarinda gosterilmistir. Daha 6nce agrili HT
tanisi konulan ve tedavi yanitsizligi nedeni ile cerrahiye
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verilen vaka sayisi literatiirde yaklasik 20 hasta ile sinirh
olup, bu vakalarin histopatolojilerinde PTK birlikteligi
gorilmemistir (12-14). Ancak, literatir incelendiginde
SAT ve PTK birlikteligi ile ilgili ¢cok sayida literatdr
gbze carpmaktadir. Bu hastalar sipheli bolgelerden
yapilan biyopsiler ile PTK tanisi dogrulandiktan sonra
opererasyona verilen hastalardir (4,5).

Olgumuzda klinik ve labaratuvar bulgularin agirlikh
olarak SAT’1 duslndirmesiyle beraber, KS dozu
azaltildiginda semptomlarin alevlenmesi, sik rekirrens
olmasi ve tiroid otoantikorlarinin pozitiflesmesi tanida
daha ¢ok agrili HT disiinmemize neden oldu. Medikal
tedaviye cevap alamadigimizicin hastamizatiroidektomi
onerdik. Postoperatif histopatolojik bulgular HT ve
tiroid papiller mikrokarsinom ile uyumlu idi. Cerrahi
sonrasl hasta PTK agisindan remisyonda olup, halen
poliklinigimizce takibine devam edilmektedir.

Sonug olarak, HT nadiren agrili olabilir ve SAT1 taklit
edebilir. Bu yilzden, agrili tiroidit olgularinda ayirici
tanida subakut granulamatoz tiroidit (SAT) ile birlikte
agrih HT de disunidlmelidir. Agrili HT tedavisinde
medikal tedavi yanitsizhgl s6z konusu oldugunda
cerrahi distntlmelidir.
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HiPOFiZ MAKROADENOMUNA BAGLI ATiPiK GORME
ALANI OLAN BiR OLGU

Atypical Visual Field in a Case of Pituitary Macroadenoma

Nese ARSLAN?, Mustafa KOSKER?, Hayri KERTMEN?, Canan GURDAL!
OzET

Bu yazida hipofiz makroadenomunda bekledigimiz klasik bitemporal hemianopsi seklinde izlenen
gorme alani defektinin aksine agrisiz monokiiler temporal hemianopsi olan 28 yasinda geng kadin
bir hastanin gérme alani kaybinin 6zelliklerini ve patofizyolojisini tartismayi amagladik. En iyi di-
zeltilmis gérme keskinligi sag gozde 7/10 ve sol gézde ise 10/10 idi. Nispi afferent pupiller defekt
(APD) sag gozde pozitifti. Optik sinir sag gozde hafif soluktu. Monokiiler temporal gérme alani
defekti ve sag optik disk soluklugu mevcuttu. Hasta beyin cerrahisinde hipofiz makroadenomu ta-
nisiyla opere edildi. Cerrahi sonrasi yapilan muayenede hastanin bas agrisi ve goz agrisi sikayetleri
diizelmisti ama sag temporal gorme alanindaki defektte diizelme izlenmedi. Sonug olarak goz kli-
nigine gorme azalmasi yada gérme kaybi ile basvuran hastalara gorme alani testi uygulanmasi
gerekmektedir bu sekilde erken tedavi ve muhtemel cerrahi sonrasi gormede ve gérme alaninda
iyilesme de elde edilebilir.

Anahtar kelimeler: Hipofiz adenomu; Monokiiler temporal hemianopsi; Makroadenom
ABSTRACT

We aimed to discuss the characteristics and pathophysiology of a 20-year-old female patient
with an unusual visual field loss as a painless monocular temporal hemianopia unlike the classic
bitemporal hemianopia. The best-corrected visual acuity was 7/10 in the right eye and 10/10 in
the left eye. Relative afferent pupillary defect (RAPD) in the right eye was positive. Monocular
visual field defect and pale optic disc was observed in the right eye. The patient was operated
with the diagnosis of pituitary macroadenoma in the neurosurgery clinic. In the postoperative
examination, the patient’s headache & ocular pain complain were improved but no improvement
was observed in the visual field defect. Patients attending to the ophthalmology clinics with
decrease in visual acuity should undergo visual field examination. In this way, early treatment and
probable postoperative visual field improvement could be obtained.

Key words: Pituitary adenoma; Monocular temporal hemianopsia;, Macroadenoma
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GIRIS

Optik kiyazmada aksonlar nazalde ve temporalde re-
tina ganlion hiicrelerinden ayrildiktan sonra, nazal re-
tinal lifler kontralateral optik sisteme kiyazmadan ge-
cerken temporal retinal lifler lateral kiyazma vasitasiyla
ipsilateral optik sisteme akmaktadir. Kiyazmanin sikisti-
rilmasi veya infiltrasyonu degisik sekillerde gérme ala-
ni kaybina neden olabilmektedir. Hipofiz timori optik
kiyazmada farkh konumlarda bulunabilir. Gérme alan
defektleri kiyazmanin 6n agisi, gévde, arka agisi veya la-
teralindeki lezyonlara bagli olusmaktadir. Gérme alani
defektlerinin timore bagh optik kiyazmanin kan akimi-
nin etkilenmesi veya dogrudan kitle tarafindan sikisti-
rilmasi sebebiyle olustugu distinilmektedir. Hipofiz tu-
mori genellikle baslangicta optik kiyazmayi sikistirarak
bitemporal hemianopsi’ye neden olmaktadir (1).

Biz bu yazida hipofiz makroadenomunda bekledigimiz
klasik bitemporal hemianopsi seklinde izlenen gérme
alani defektinin aksine monokdler temporal hemianop-
sisi olan bir hastanin gérme alani kaybinin 6zelliklerini
ve patofizyolojisi tartismayi amagladik.

OLGU SUNUMU

Yirmi sekiz yasinda geng kadin hasta sag gozlinde agri-
siz, temporal gérme kaybi ile klinigimize basvurdu. En
iyi dizeltilmis gorme keskinligi sag gézde 7/10 ve sol
gozde ise 10/10’ydi. Pupil her iki tarafta esit ve yuvar-
lakti. Nispi afferent pupil defekti (APD) sag gbzde po-
zitifti. Biyomikroskopta on segment bulgulari normal
olup goz ici basinci her iki gozde 14 mmHg idi. Pupil
dilatasyonu yapildiktan sonra fundus muayenesi yapil-
diginda optik sinir sag gozde hafif soluktu; makadila, vas-
kiler yapilar ve periferik retina her iki gdzde normal idi.
Norolojik muayenesi normaldi. Hastanin 6zgegmisinde
onemli bir 6zellik yoktu. Sag gdzde gorme keskinliginde
azalma, monokdiler temporal gérme alani defekti (Sekil
1) ve sag optik disk soluklugu vardi. Hastanin optik ko-
herens tomografisinde sag retinal sinir lifi tabakasinda
incelme izlendi (Sekil 2). Optik kiyazmay! etkileyen int-
rakraniyal patoloji siphesi ile néro-oftalmolojiye refe-
re edildi. Hastanin yapilan kontrasth kraniyal manyetik
rezonans gorintilemesinde (MRI) hipofiz makroaade-
nomu saptandi. Kraniyal MRI'inda ayrica sellar bolgeyi
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kismen tutan, suprasellar bolgeyi kaplayan ve sfenoid
sintise dogru ekspansiyon gosteren intravendz kontrast
madde enjeksiyon sonrasi heterojen kontrast tutulu-
mun oldugu lezyon alani rapor edildi. Hasta beyin cer-
rahisinde hipofiz makroadenomu tanisiyla opere edildi.
Cerrahi sonrasi 1. ay yapilan muayenede hastanin bas
agrisi ve goz agrisi sikayetleri diizelmisti ama sag tem-
poral gérme alanindaki defektte diizelme izlenmedi.

/

A

Sekil 1. A, sol gozde normal gérme alani izleniyor; B,
sag gozde monokiler temporal hemianopsi izleniyor
(Beyaz oklar).

ONH/GCC OU Report

Right/ OD
GCCNDB Reference

Sekil 2. Sag optik diskte tiim kadranlarda Retinal Sinir
Lifi (Retinal Nerve Fiber Layer = RNLF) kalinligi referans
araliga gore %1’in altindayken, sol optik diskte RNLF'nin
normal kalinlikta oldugu izleniyor.
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Hipofiz adenomun genisledigi 3 ayri muhtemel yon
mevcut: suprasellar, infrasellar ve parasellar alan (ka-
vernus sinds) (2). Hipofiz adenomlari boyutlarina
gore genellikle mikroadenom, makroadenom ve dev
adenomlari olarak siniflandiriimaktadir (3-6). Hipofiz
adenomu genisledikge optik kiyazma yada optik sinir
kompresyonu riskinin yikselmesine bagh (1,7,8) gérme
alani defekti makroadenomlu ve dev adenomlu hasta-
larda daha ylksek oranda bildirilmistir (4).

Bizim vakamizda makroadenoma bagl sag gézde mo-
nokuler temporal gorme alani defekti vardi. Literatiirde
temporal monokiler hemianopsi optik sinir veya ki-
yazma lezyonlarinin potansiyel bir sonucu olarak bildi-
rilmistir. Monokiler hemianopsi hem organik hem de
organik olmayan etiyolojiler nedeniyle olan olagandisi
gorme alani kayiplaridir (9-11).

Nazaldeki retinal dekolmani, dogustan tilte bir optik
disk teorik olarak temporal bir gérme alani defektine
neden olabilse de bizim hastamizin fundus muayene-
sinde retina dogaldi ve optik sinirler tilte degildi. Bu
yuzden, hastamizdaki gérme alani kusurunun kiyazma-
nin ondndeki nedenlerden kaynaklandigini disiinme-
mekteyiz. Kiyazmal bir lezyonunsa -bu alandaki yapila-
rin ¢ok yakin olmasi sebebiyle- bir gdziin sadece nazal
liflerini etkilemesi icin ¢cok lokalize olmasi gerekmekte-
dir. Bu, olagandisi bir bulgudur. Toronto Hastanesi’nde
15 yillik bir donemde monokiler temporal hemianop-
sisi olan 24 hasta rapor edilmis (1). Hastalarin 19’unda
hipofiz adenomu veya kraniofarengiyomalar gibi jux-
tasellar lezyonlar saptanmis. Bir hastada tilte disk kay-
masl, bir hastada optik nérit, bir hastada astrositom,
diger iki hastada islevsel gérme kaybi bulunmustur.
Hastalarin ¢ogunda gérme keskinligi kaybi, optik sinir
soluklugu ve/veya APD tespit edilirken izlenmis. Yine
bu galismada bitemporal gorme alani defekti olan bir
hastada hipofiz adenomu rezeksiyonu sonrasi gérme
alani defektinin tek gozde diizeldigi izlenmis.

Gittinger ve arkadaslari (9) 4 eriskin hastada monokii-
ler temporal hemianopsi, bas agrisi ve goz agrisini ilk
semptom olarak rapor etmisler. Bizim hastamiz da sag
gbzde gormede azalma ve gbz agrisi sikayetiyle basvur-
mustu. Traquair ve arkadaslari erken kiazmal lezyon
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larda st temporal defektin sadece tek alanda belirgin
olabilecegini bildirmislerdir (1). Scott’a gére, mediyal
taraftan laterale uzanan 6n kiazmal agidaki lezyonlar ilk
olarak etkilenen tarafta temporal hemianopsiye neden
olan capraz gegis yapan lifleri etkilemektedir (1). Bizim
olgumuzda makroadenom sellar bolgeyi kismen tutar-
ken, suprasellar bolgeyi tamamen kapliyordu. Acaroglu
ve arkadaslari (12) makroadenoma bagh monokiler
temporal gérme alani defekti rapor edilen bir hastada
cerrahi sonrasi gorme alaninda diizelme bildirmelerine
ragmen bizim oldugumuzda cerrahi sonrasi 3. ay ya-
pilan gérme alaninda sag monokiler temporal gérme
alani defektinin devam ettigi gozlendi. Bunu hastanin
gec tani almasina bagli sinir hasarinin kalici hale gelme-
sine baglamaktayiz.

Sonug olarak goz klinigine gérme azalmasi yada gérme
kaybi ile basvuran hastalara mutlaka gérme alani testi
uygulanmasi gerekmektedir ve bu hastalarda tek tarafli
yada her hangi bir defekt saptandiginda hipofiz mak-
roadenomdan stphelenmeli ve nérolojik konsiltasyon
onerilmeli bu sekilde erken tedavi ve muhtemel cerrahi
sonrasl gorme alani iyilesmesi elde edilebilir.
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IDIOPATiIK HIPOPARATIROIDiIZME BAGLI 3 FAHR
HASTALIGI VAKASI

Three Cases of Fahr Disease due to Idiopathic
Hypoparathyroidism

Elif TURANY, Sait GONEN?, Guilstim GONULALAN?, Mustafa KULAKSIZOGLU®, Ahmet KAYA*
OzZET

Bazal ganglionlarda bilateral kalsifikasyona bagli nérolojik belirtiler Fahr hastaligi olarak bilinmek-
tedir. Fahr hastaliginin etiyolojisinde; idiopatik, konjenital, kalsiyum bozukluklari; agirlikli olarak
hipoparatiroidiler, infeksiyonlar yer almaktadir. Bizim yazimizda hipoparatiroidiye bagli bazal gang-
lionlarda bilateral kalsifikasyon ve ekstrapiramidal semptomlari olan tig vakadan bahsedilecek.

Anahtar kelimeler: Hipoparatiroidi, Fahr hastaligi; Bazal ganglionlarda kalsifikasyon

ABSTRACT

Bilateral calcifications in the basal ganglia associated with neurological manifestations have been
diagnosed as Fahr disease. The most frequent etiology of this syndrome is, together with idiopathic
causes and congenital, infections, calcium disorders, mainly primary hypoparathyroidism. We
present the cases of three patients with bilateral calcifications in the basal ganglia who presented

hypoparathyroidism and extra-pyramidal syndrome.

Key words: Hypoparathyroidism; Fahr disease; Bilateral calcifications
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GIRIS

Hipoparatiroidi cerrahi, otoimmun, ailevi yada idio-
patik nedenli olabilen, belirti ve semptomlari hipokal-
semiye baglh néromuskiler uyarilabilirligin artmasiyla
yada yumusak dokularda kalsiyum birikmesiyle kaynak-
lanan yerine olusan hastaliktir. Akut donemde hipokal-
semi nedeniyle el ve ayak parmaklarinda paresteziler,
kas kramplari ile epileptik ataklar gorilebilir. Kronik
hipoparatiroidi olgularinda ¢esitli dokularda kalsifikas-
yonlar gelisebilmektedir (1).

Fahr Hastahg (bilateral striopatellodentat kalsifikas-
yon); etiyolojisi kesin olarak bilinmemekle birlikte ilk
kez 1930 yilinda tanimlanmistir. Cogunlukla kalsiyum
metabolizmasindaki degisiklikler sonucu gelismektedir
(2). Bu sendroma paratiroid bozukluklari (hipoparati-
roidizm, psoddohipoparatiroidizm, hiperparatiroidizm)
neden olabilir. Erken tani ve tedavisi hastada hayati
dnemi vardir. Bu yazida Necmettin Erbakan Universitesi
Tip Fakiltesi Endokrinoloji Klinigine basvuran, idiopatik
hipoparatiroidi nedenli hipokalsemiye bagh bilateral
intakranial kalsifikasyonlari (Fahr Hastalig) olan ve eks-
trapiramidal semptomlarla basvuran 3 vakadan bahse-
dilecektir.

oLGu 1

54 yasinda kadin hasta, son 1.5 yildir unutkanlhk, bas
donmesi, konusma bozuklugu, halsizlik sikayetleri ile
basvurdu. Ozgecmisinde 20 yil 6nce hipoparatiroidi ta-
nisi almis ve kalsiyum karbonat 3x1000 mg ve kalsitriol
0.5 1x1 tedavisi aliyordu. Soyge¢misinde herhangi 6zel-
lik yoktu. Fizik muayenesinde genel durumu iyi, koope-
rasyonu ve oreyantasyonu normal. Kan basinci 120/80,
nabiz 90 atim/dk, vicut isisi 37.1, solunum sayisi 18/
dk, sistemik muayenesi normal, hafif dizartri ve istem-
siz gbz kirpma hareketi digsinda belirgin patolojik bul-
guya rastlanmadi. Kas kuvveti ve duyu muayenesi nor-
maldi. Tedavi altinda iken kalsiyum 9.3 mg/dl (8.6—10.2
mg/dl) fosfor 4.3 mg/dl (2.5-4.5 mg/dl), serum albumin
4.3 g/dl, parathormon 12,6 pg/ml, 15-65 pg/ml TSH
4,10 ulU/ml, diger biyokimyasal ve hematolojik para-
metreleri normaldi. Hastaya dizartri nedeniyle gcekilen
kraniyal MR goriintiilemede bilateral intraserebral kal-
sifikasyonlar seklinde rapor edildi.
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OLGU 2

36 yasinda kadin hasta 5 yil 6nce ellerde kasilma ne-
deniyle basvurusunda hipokalsemisi tespit edilmis ve
kalsiyum oral preperati baslanmis. Tedavisine uyumsuz
olan hasta kasilma bayilma ve ani gérme kaybi nede-
niyle acil serviste bakilan kan kalsiyum degeri 4.7 mg/
dl olmasi tzerine endokrin klinigine yatirildi. Fizik mu-
ayenede suuru agik koopere, tansiyon arteriyel 110/60
mmHg, nabiz 64 atim/dk, vicut isisi 36,8, solunum sa-
yisi 16/dk, sistemik muayenesi, ekstremite kas kuvveti,
duyu muayenesi normaldi. Kan glukoz 72 mg/dI, kalsi-
yum 4,7 mg/dl, fosfor 7.8 mg/dl, magnezyum 1.9 mg/
dl, albumin 4 g/dl, serum parathormon 4.37pg/ml (15-
65pg/ml), vitamin D3 5.9 ng/ml ( kis mevsimi10-60), di-
ger biyokimyasal ve hematolojik parametreleri normal-
di. Gorme kaybi icin gbz hastaliklarina konsulte edilen
hastanin gz muayenesi normaldi. Bayllma ve gérme
kaybi sikayeti nedeniyle beyin magnetik rezonans isten-
di intraserebral kalsifikasyon FAHR hastaligi ile uyumlu
olarak rapor edildi (Resim 1).

Resim .1
intraserebral
kalsifikasyon

OLGU 3

61 yasinda erkek hasta, néroloji klinigine konusmada ve
ylriimede bozulma sikayetleriyle basvurmus. Cekilen
beyin tomografisinde intraserebral yaygin kalsifikasyon
tespit edilmis. Fahr hastaligi nedeniyle etiyolojik aras-
firma yapilan hastanin hipokalsemisi tespit edilerek
hasta endokrinoloji klinigine yatirildi. Ozgegmisinde
disme sonrasi klavikula da kirik 6ykisi vardi. Soygec-
misinde ozellik yoktu.
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Fizik muayenesinde genel durumu iyi kooperasyonu
ve oryantasyonu normaldi. Tansiyon arteriyel 80/60
mmbhg, nabiz 90 atim /dk, vucit isisi 36,7, solunum 20
/dk. Sistemik muayenesi normaldi. Nérolojik muayene-
sinde dizartri ve ataksik ylriylsiu ve ataksik ylrlylsi
mevcuttu. Kalsiyum 6.3 mg/dl, fosfor 7.4 mg/dl, albu-
min 3.9 g/dl, parathormon 10.3 pg/ml, vitamin D3 20
ng/ml idi. Diger biyokimyasal ve hematolojik paramet-
releri normaldi. Dizartri ve ataksik yuriylis nedeniyle
cekilen bilgisayarli beyin tomografisinde bilateral int-
raserebral kalsifikasyonlar seklinde rapor edildi (Resim
2a-b).

Resim 2a

Resim 2b:
Bilgisayarli beyin
tomografisinde
bilateral
intraserebral
kalsifikasyonlar

TARTISMA

Hipoparatiroidizm, semptom ve belirtilerinin ¢ogu hi-
pokalsemiye bagh tetani, parestezi, nobetler, organik
beyin sendromu gibi néromuskuler semptomlarla yada
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katarakt ve bazal ganglion kalsifikasyonu gibi yumusak
dokularda kalsiyum birikmesiyle karekterizedir. Parati-
roid hormonun sekresyon eksikligi veya bozuklugu ola-
bilecegi gibi hedef dokulardaki etki eksikligine de bagh
olabilir. Klinik olarak idiopatik, cerrahi sonrasi, infitratif
hastaliklar, radyasyona maruziyet sonrasi ortaya ¢ika-
bilir. Semptomlarin belirleyicisi hipokalsemi diizeyidir.
Hiperkalemi ve hipomagnezemi ile artan néromuskiler
eksitabilite mevcuttur. Tum hipoparatiroidi formlarin-
da frontal lob ve bazal ganglionlarda kalsifikasyon go-
rilmektedir (3). Bazal ganglionun ve dentat nukleusu
icine alan simetrik patern bilateral striopatellodentat
kalsifikasyonu veya Fahr Hastaligl olarak ifade edilir
(4). Ozellikle gorilme yasi orta yastir ve nadir gériiliir
(5). Etiolojisi Fahr sendromunun etiolojisinde dort grup
hastalik mevcuttur; ilki, kalsiyum metabolizma degi-
siklikleri, hipoparatiroidizm, psddohipoparatiroidizm,
bazen de hiperparatiroidizm olusturmaktadir. ikincisi
konjenital dejeneratif gelisim anomalileri, Gglncisi
sistemik hastaliklar ve gecirilen enflamatuvar olaylari
kapsar. Son grup ise ise toksik ve anoksik etkilenme-
lere ikincil olarak gelismektedir. Familial ve sporadik
tipleri literattrde bildirilmistir (6). Boller ve ark. familial
otozomal dominat gecis gdsteren bazal ganglion kalsifi-
kasyonlu olgular tanimlamistir (7). Bizim hastalarimizda
alinan anamneze gore ailede benzer dykuisii olan yoktu.

Hareket bozuklugu en sik gorilen semptomdur. Man-
yav ve ark. yayinlanan literatlir degerlendirmelerine
gore 99 fahr hastasinin 67 si semptomatik, 32 tanesi
asemptomatik bulunmus. Semptomatik vakalarin %55
de hareket bozukluklari tespit edilmis. Hareket bozuk-
lugu olanlarin %57 si parkinsonizm , %19 korea, %8 tre-
mor, %8 distoni, %5 atetoz, gortlmus. Diger norolojik
bulgular kognitif bozukluk, serebellar belirtiler, konus-
ma bozukluklari, piramidal belirtiler, psikiatrik degi-
siklikler, yarlylts bozuklugu, duygusal degisiklikler ve
agridir (8). Ug vakanin 2’sinde konusma bozuklugu én
planda iken Ug¢lincl vakada ani gérme kaybi ve lglinci
vakada hipokalsemiye bagh belirtiler kasilma 6n plan-
daydi. Tanida kalsiyum birikimlerini gbstermede en sik
kullanilan inceleme kraniyal BT dir. Klinik ile gorinti-
leme bulgulari arasinda uyumsuzluk olabilecegi rapor
edilmisir (9).
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Asemptomatik olan vakalarda pozitif goriintl bulgu-
su olabilir (10). Kowdly KV ve ark. 11 hipoparatiroidi
hastasini cinsiyet, yas ve muayene bulgulariyla kontrol
grubuyla kiyasladi. Hastalarin ortalama yasi 55, hipopa-
ratiroidi slreleri ortalama 9 yildi. Hipoparatiroid has-
talarin %65’inde norofizyolojik bozukluk tespit edildi.
10 hastanin 6’sinda bilgisayari tomografide intrakranial
kalsifikasyon tespit edildi. Kognitif defisit ile serebral
kalsifikasyon arasinda pozitif korelasyon tespit edildi
(11).

Fahr hastaligi icin tanimlanmis 6zel bir tedavi yoktur.
Sadece beyinden kalsiyumu uzaklagtirmak igin gereken
segici bir tedavi mevcut ilaglarla miimkiin degildir. Gi-
nimizde bilinen o ki; depozitler yalnizca kalsiyumdan
ibaret degildir, baska bir¢ok mineralleri de (arsenik, ko-
balt, mangan, magnezyum, fosfor, bakir vs) icermekte-
dir. Nimodipin gibi sinir sistemine 6zglin kalsiyum kanal
onleyicileri ile tedavi de beklenen sonucu vermemistir
(6). Disodyum etidronatin ise bazi hastalarda sempto-
matik yarar sagladigina dair bir vaka bildirimi mevcut-
tur (12). Ancak bunun igin daha genis calismalara ih-
tiyag¢ vardir. Bizim vakalarimizda sadece semptomatik
tedavi ile devam edilmistir.

Sonug olarak belirtilen g olgunun ikisi konusma ve yi-
rime bozuklugu, biri gérme bozuklugu klinigi ile bas-
vurmustur. Bilateral sitriopallidodentat kalsinosiz klinik
olarak ¢ok farkli sekillerde karsimiza gikabilmektedir.
Semptomlari gesitlilik gdsterebilir. Semptomatik, teda-
vi edilebilir alt grup hastaliklarin hizla saptanmasi has-
ta icin hayati 6nem tasir. Hipoparatiroidism nedeniyle
takip edilen hastalarda nérolojik semptom gelistiginde
ayirici tanida bilateral sitriopallidodentat kalsinosiz var-
lig1 distinmeli ve bilgisayarh beyin tomografisi tetkiki
istenmelidir.
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ILERI DUZEYDE SEREBELLAR HERNIASYONU OLAN
CHIARI TiP | MALFORMASYONLU GEBE KADINLARIN
DOGUM SEKLI NE OLMALIDIR: OLGU SUNUMU

What Should be the Delivery Mode in Pregnant Women with
Chiari Type | Malformation who have Severe Cerebellar
Herniation : A Case Report

Keziban DOGAN?, Hakan GURASLAN?, Nadire Sevda iDiL%, Murat DOGAN2, Ammar KANAWATI*
OzET

Chiari tip | malformasyonu; serebellar herniasyon ile karakterize magnetik resonans goriintiileme
ile tani konulabilen konjenital bir anomalidir. En sik gériilen semptomlar; bas, boyun ve extremite
agrisi, ozellikle Gist ekstremitelerde gorilen hipoestezi ve gligsiizliiktir. Chiari tip | malformasyonlu
gebe kadinlar icin uygun dogum ve anestezi yontemi hala tartismalidir. Biz bu makalede genel
anestezi altinda sezeryan ile dogurttugumuz Chiari tip I malformasyonlu, ileri derecede serebellar
herniasyonu olan bir olguyu sunduk. Multidisipliner bir yaklasimla bu hastalar igin uygun dogum
ve anestezi yoéntemini tartismayi amacladik.

Anahtar kelimeler: Chiari tip | malformasyonu,; Gebelik; Dogum
ABSTRACT

Chiari type | malformation which is characterized by cerebellar herniation is a congenital anomaly
that can be diagnosed by magnetic resonance imaging. Most common symptoms are headache,
neck and extremity pain, hypoesthesia and weakness especially in the upper extremities. The
suitable mode of delivery and anesthesia for the pregnant patients with Chiari type | malformation
is controversial. In this case report, we present a case of 37 weeks of gestation of a pregnant
woman with Chiari type | malformation who had severe herniation of cerebellum and gave the
birth by cesarean section with general anesthesia. We aimed to discuss about the suitable mode
of delivery and anesthesia for each patient with Chiari type | malformation with multidisciplinary
approach.

Key words: Chiari type | malformation; Pregnancy; Delivery
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INTRODUCTION

Chiari malformations were first described by Cleland
in 1883 and classified by Hans Chiari in 1891, into
four groups. Type | malformation is characterized
by abnormaly shaped cerebellar tonsils which are
displaced below the level of the foramen magnum
with abnormal cerebrospinal fluid flow (1). Incidence
of Chiari type | malformation ranges between 0.56%
and 0.77% on magnetic resonance imaging (MRI)
studies (2). It may manifest with headaches, neck pain,
and mild coordination problems, but most often it is
asymptomatic. Women with Chiari type | malformation
are of particular concern because of the potential risk
of increased intracranial pressure during pregnancy and
delivery. There is limited information in the literature
about the obstetric management in pregnant patients
with Chiari | malformation. Some authors declare that
these patients can safely deliver vaginally (3), on the
other hand some authors believe that it would be more
appropriate to prefer cesarean delivery because of the
morbidity of potential of the vaginal delivery (4).

Also there is no consensus about the mode
of anesthesia for the labor of these patients.
Although some authors reportin the opposite
way (5), most of the authors declare that
spinal anesthesia should be avoided in these
patients, and epidural anesthesia should be
made by an experienced anesthesiologist
in order to avoid dural puncture which
may initiate or aggravate the neurological
symptoms of this condition (6).

In this case report we report the succesful use
of general anesthesia for elective cesarean
section in a woman with known Chiari type |
anomaly. We discuss the anesthetic and the
obstetric management of this case.

CASE REPORT

A 35-year-old woman, gravida 1 para 0 with

clinically asymptomatic Chiari type | malformation
was admitted to our delivery room because of the
onset of her labor pains at 37th gestational week. Her
neurological condition had been diagnosed after an

DOGAN ve ark.
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MRI scan 4 years ago because of her shortness of neck
and kyphoscolosis.

The sonographic examination revealed that the fetal
biometry was compatible with her gestational week,
and the amniotic fluid index was in normal limits.
The nonstress test was reactive with irregular uterine
contractions. Because of her known diagnosis of Chiari
type | malformation, we decided to consult the patient
to neurology, neurosurgery and anesthesiology in
order to decide the appropriate mode of delivery and
anesthesia. Neurological examination was considered
to be in normal limits except for limited lateral gaze
bilaterally. Magnetic resonance imaging which was
done before the pregnancy reported that there was
developmental fusion of the C2-C3 vertebral corpuses,
kyphoscoliosis, dilatation of foramen magnum and
almost 28,22 mm herniation of cerebellar tonsils
through the foramen magnum. There was also cervical
costal formation beginning at the 4th cervical vertebral
level (Figurel).

Figure 1. Sagital magnetic resonance image of Chiari
type | malformation [28.2 mm tonsillar herniation from
the cerebellum].
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The neurosurgeon recommended avoiding vaginal
delivery because of the diagnosis of Chiari type 1
malformation. So we decided to perform cesarean
section. The preoperative anesthetic
showed limited neck movement. The patient was
informed of anticipated difficult airway entubation. The
trial of epidural anesthesia had been unsuccessful and
general anesthesia was performed. Tracheal intubation
was considered to be easy. A female newborn was
delivered with a weight of 2620 grams and a height
of 46 centimeters, with an Apgar score of 8 in the
first minute and 9 in the fifth minutes of delivery.
She had diffuse nevus formations and bullous lesions
throughout her entire body which were diagnosed as
‘giant melanocytic nevi’. The baby was hospitalized in
the neonatal care unit for follow up. The mother was
discharged on the second postoperative day without
any complications.

evaluation

DISCUSSION

The Chiari malformations are a heterogenous
group of congenital disorders that are defined by
anatomic anomalies of the craniocervical junction,
with downward displacement of the cerebellar
structures. Type 1 is the most common type of Chiari
malformations and usually diagnosed at adult age
Associated abnormalities may include syringomyelia
and kyphoscoliosis. Nearly one third of the patients
are clinically asymptomatic and do not need any
therapy (2). These patients are usually diagnosed
incidentally when an imaging study is performed
for another indication. On the other hand, it may be
observed progressive neurologic deterioration and
finally neurologic deficits in the latter two thirds of the
patients with Chiari type 1 malformation. In this group,
decompression with suboccipital craniectomy can be a
surgical therapy option.

In Chiari type 1 malformation, the length of the
cerebellar tonsil herniation below the foramen
magnum can vary between 3 to 29 milimeters. Although
the clinical severity of the symptoms does not correlate
with the degree of herniation, patients with 12 mm
herniation or more are usually symptomatic (1). We
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determined 28.2 mm herniation in our patient but she
was neurologically asymptomatic except for limited
lateral gaze bilaterally. She was diagnosed incidentally
while investigating about kyphoscoliosis.

The suitable mode of delivery for the pregnant patients
with Chiari type | malformation remains controversial.
The alterations in the abdominal and thoracic pressures
secondary to uterine contractions lead to an elevation
of the cerebrospinal fluid pressure. It is unclear
whether this elevation causes any harmful effects
on maternal and fetal outcomes. Generally, cesarean
section is prefered even if there is no obstetrical
indication, because of the risk of cerebrospinal fluid
pressure elevation (7). On the other hand there is
no established evidence supporting that vaginal
delivery should be contraindicated in these patients.
Chantigian and et al. reported that 24 vaginal deliveries
in 12 patients with Chiari type 1 malformation ended
up without any complications (8). Newhouse and et al.
have also reported that a pregnant woman with Chiari
malformation 1 and also sickle cell anemia successfully
delivered vaginally by vacuum extraction under
epidural anesthesia (3). Nevertheless vaginal birth is not
prefered for women with Chiari type 1 malformation,
because of the risk of the detoriation of the herniation,
especially at the 2nd stage of labor while straining.
This thought is supported by the fact that headache,
feeling of dizziness and other neurologic symptoms
are exacerbated by Valsalva maneuvers (such as
couhing, laughing, sneezing and etc) in these patients.
In our patient there were no symptoms of elevated
intracranial pressure, but the herniated part of the
cerebellar structures was extremely wide (28.2mm).
For this reason in order to avoid further herniation, we
decided to perform cesarean section with the advise
of neurosurgeon. The patient was informed and the
consent form is signed by the patient. The suitable
mode of anesthesia for the pregnant patients with
Chiari type | malformation remains also controversial.
Although there has been several case reports declairing
that spinal anesthesia could be successfully performed
in these patients (2), most authors recommend that
spinal anesthesia should be avoided in these cases (9).
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Hullander and et al reported that a 31 years old
pregnant woman presented with paroxysmal
headaches after spinal anesthesia for cesarean
section. On the postoperative 6th day, because of
the exacerbation of her headaches and development
of visual disturbances, epidural blood patch had to
be performed to this patient (10). Because of the
high risk of difficult endotracheal intubation, epidural
anesthesia can be an appropriate option for these
patients. On the other hand, it should be taken into
account that epidural anesthesia can cause intracranial
pressure elevation and if incidentally dural puncture
occurs, neurologic symptoms could be triggered (8).
Due to the limitation of the neck movements and
skeletal deformities, we preferred epidural anesthesia
for our patient. After an unsuccessful attempt for
epidural anesthesia, the operation is continued with
general anesthesia. No surgical or anesthesiological
complications have occured intra- or postoperatively.

As a result, no consensus have been reached until now
about the appropriate mode of delivery and anesthesia
in pregnant women with Chiari type 1 malformation.
According to the available data in the literature, any
interventional procedure which can cause an elevation
of intracranial pressure could initiate neurologic
symptoms or worsen the neurologic condition of the
patient. For this reason it is acceptable that cesarean
section is much more safer when compared to vaginal
delivery. The advantages and disadventages for all
modes of delivery and anesthesia should be discussed
with the patient and should be individualized with a
multidiciplinary approach including the obstetrician,
anesthesiologist and the neurosurgeon.
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YOZGAT iLINDE BEKLENMEDIK iKi PEDIATRIK KUTANOZ
LEISHMANIASIS OLGUSU

Two Unexpected Pediatric Cases with Cutaneous Leishmaniasis
Esra Akyiiz OZKAN?, Adem YASAR?, Esra DOMUR?, U. Aliye GECIT?, Fatma inci ARIKAN®
OZET

Bozok Universitesi Tip Fakiiltesi Cocuk Poliklinigi'ne kollarda ve yiizde farkh biyiikliklerde yara
sikayetiyle Irak’tan go¢ etmis iki kardes basvurdu. Yara yerinden alinan materyalden yapilan ince-
lemede kutanoz leishmaniasis tanisi konan hastalara intramuskiler meglumin antimonat tedavisi
haftada bir kez toplam bes hafta verildi. Tedaviyle lezyonlar geriledi. Bu calismada endemik bdlge
disinda gorilen iki kutanoz leishmaniasis olgusu degerlendirilmistir.

Anahtar kelimeler: Cocuk; Kutanéz leishmaniasis; Meglumin antimonat
ABSTRACT

The two brothers emigrated from Iraq admitted to Bozok University School of Medicine Pediatrics
clinic; with a complaint of wounds in different sizes available in the face and arms. In the analysis
of the sample taken from the wound, patients diagnosed with cutaneous leishmaniasis; intramus-
cular meglumine antimonate therapy once a week was given a total of five weeks. The lesions reg-
ressed with treatment. In this study; two cases of cutaneous leishmaniasis seen outside endemic
areas were assessed

Key words: Children; Cutaneous leishmaniasis; Meglumine antimoniate
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GIRIS

Kutano6z leishmaniasis (KL), Gilkemizde sark ¢cibani olarak
bilinen, baslica deride ve bazen mukozalarda, yerinde
deriden ¢okiik bir iz birakarak iyilesen deri hastahgidir
(1). Enfekte tatarciklarin kan emme sirasinda bulastir-
diklari bu hastaliga Leishmania genusuna ait zorunlu
makrofaj ici protozoonlar neden olur. Ulkemizde gérii-
len kutandz ve visseral leishmaniasis vaka sayilarinin
goclerden dolayi arttigr bildirilmistir (2). Calismamizda
vakalarin hem Irak kékenli olmasi hem de tlkemizde sik
gorilebilen bolgeler disinda da gorilebilecegi vurgula-
narak saghk personelinin bilgilendirilmesi amaglanmis-
tir. Hasta yakinindan tibbi verilerinin yayinlanabilecegi-
ne iliskin yazili onam belgesi alinmistir.

OLGU SUNUMU 1

13 yasinda erkek hasta her iki kolda bulunan yara si-
kayetleriyle basvurdu. Yaralarin bir aydir oldugu, be-
raberinde ates ve kilo kaybi olmadigi 6grenildi. Fizik
muayenesinde vicut isisi 36,5°C ve her iki kolda Gzeri
hemorajik kurutlu nodiler lezyonlar tespit edildi (Re-
sim1,2). Diger sistem muayene bulgulari normaldi. La-
boratuvar incelemelerinde; beyaz kire sayisi: 7.600 /
mm3, hemoglobin dizeyi: 11.5 g/dl, platelet sayisi:
250.000 /mm3 idi. Dermatoloji poliklinigi tarafindan
yapilan deri biyopsisinde granulamatoz dermatit sap-
tanmis ve pediatri poliklinigine konsilte edilmisti.
Anamnezinde daha 6nceden yasadigi bolgede bu has-
tahga sik rastlanildigi ve akrabalarinda da oldugu 6gre-
nildi. Leishmania tanisi igin mikroskobik inceleme yon-
temi kullanildi. Klinik 6rnek hasta basinda alindi. Hasta
lezyonlarinin kenarindan kazinti ve aspirasyon yontemi
ile 6rnekler alindi ve 3-4 adet lama hafif¢e yayildi. Bo-
zok Universitesi Arastirma ve Uygulama Hastanesi Tibbi
mikrobiyoloji laboratuarinda mikroskopik olarak deger-
lendirildi. Yaymalar havada kurutuldu ve (zerine saf
metanol konarak fikse edildi. Daha sonra Giemsa bo-
yasl ile boyandi. Giemsa boyali preparatlar mikroskop-
ta 100x objektif ile immersiyon yagi kullanilarak en az
25-30 dakika incelendi. immersiyon objektifi ile yapilan
incelemede negatif sonug vermeden Once, preparatin
kenarlarini kapsayacak sekilde en az 300 mikroskop
alani tarandi. Leishmania spp amastigotlari genellikle
retikiloendotelyal sistem fagositik hiicrelerinin iginde

3-5 um capli yuvarlak veya oval organizmalar seklinde
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gorulurler. Bir amastigotta Giemsa ile kirmizi-mor bo-
yanan nikleus, olduk¢a kiigik daha koyu kirmizi-mor
boyanmis kinetoplast ve acgik mavi sitoplazma fark
edilir. Mikroskobik incelemede amastigotlarin goril-
mesi klasik dogrulayic testtir ve “kesin tani” koydu-
rur.Tedavisi icin glucantim ampul Yozgat Halk Saghgi
Mudurligi’'nden (cretsiz olarak temin edildi. Haftada
bir toplam bes hafta intramuskiiler olarak uygulandi.
Tedavi sonrasi lezyonlar geriledi.

Resim 1. El bilegindeki lezyon

Resim 2. Kollardaki lezyon

OLGU SUNUMU 2

5 yasinda kiz hasta ylizde ve kollarda agrisiz tizeri kurut-
lanmis Ulsere lezyonlar nedeniyle basvurdu. Kardesine
KL tanisi konan hastada da ayni tani diistinilerek tedavi
baslandi.
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Hastanin diger fizik muayene bulgulari ve laboratuvar
incelemelerinde 6zellik yoktu. Hastaya haftada bir defa
olmak lizere toplam bes doz intramuskiler meglumin
antimonat enjeksiyonu uygulandi. Hastanin tedavi ile
klinik bulgular geriledi.

TARTISMA

Leishmaniasis Ulkemizin de i¢cinde bulundugu Akde-
niz tlkelerinde, Orta ve Glney Amerika Ortadogu ve
Hindistan’da endemiktir (3). Leishmaniasis’in parazitin
tirtine ve konagin immun yanitina bagli olarak gelisen
g farkh klinik formu vardir; Glseratif deri lezyonlari (ku-
tanoz leishmaniasis, sark cibani), destriktif mukozal
enflamasyon (mukokutanoz leishmaniasis) ve dissemi-
ne visseral enfeksiyon (kala azar). Visseral leishmaniasis
tedavi edilmediginde mortalite ile sonuglanabilirken,
KL tedavi edilmediginde deride skar ve deformasyon
olusumu ile kendiliginden iyilesebilir.

KL Turkiyede en sik glineydogu ve Akdeniz bolgesinde
gorulir (1,4,5). Son zamanlarda dis goglerden dolayi
KL endemik olmayan bolgelerde de bildirilmistir (1,5).
Travmatik Ulser lezyonu, yabanci cisim reaksiyonu, en-
fekte bocek isiriklari, impetigo, fungal, bakteriyel ve mi-
kobakteriyel enfeksiyonlar, sarkoidozis ve deri timorle-
ri ile leishmaniasis’in ayirici tanisi yapilmalidir (4).

KL lezyonlari viicudun agikta kalan bolgelerinde en ¢ok
da yiz bolgesinde gorilmektedir. Bu ¢alismadaki olgu-
larda da lezyonlar agirlikh olarak viicudun agik bolge-
lerinde tespit edilmistir. Leishmaniasis tanisi amasti-
gotlarin doku 6rneklerinde gosterilmesiyle, leishmania
antikorlarinin serolojik testlerle saptanmasiyla, polime-
raz zincir reaksiyonu (PZR) ve kilturle konulabilir. PZR
ve kiltir yontemleri ile tlr tayini de yapilabilmektedir.
Gunllk pratikte en ¢ok kullanilan yontem KLde Ulser ta-
banindan alinan ser6z sivida, visseral leishmaniasis’de
ise kemik iligi aspirasyonunun mikroskopik inceleme-
sinde amastigotlarin gorilmesidir. Ancak bazi durum-
larda parazit yliki az olabileceginden tani parazitin
direk gosterilmesine dayanan bu yontemle konulama-
yabilir. Literatirde amastigotlarin gorilebilmesi igin
tekrarlayan kemik iligi aspirasyonlarinin yapilabilecegi
bildirilmistir (6). Hastamizin lezyonlu bdlgelerinden
alinan biyopsi 6rneklerinden hazirlanan Giemsa boyali
preparatlarin mikroskobik muayenesinde Leishmania
amastigot formu tespit edilmistir.

KLl'de tedavideki amag protozoal disseminasyonu, re-
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lapsi, ozellikle kozmetik agidan skari 6nlemek ve kir
saglamaktir. Kutan6z leishmaniasis tedavisinde oOn-
celikle intralezyoner meglumin antimonat onerilir (7,
8). Multipl lezyonlarda, genis lezyonlarda, immin sis-
temi baskilanmis hastalarda ve kozmetik agidan kaygi
uyandiracak bolgede veya eklem yerlerinde bulunan
lezyonlarda sistemik meglumin antimonat tedavisi ter-
cih edilir (9). Hastamizda multipl lezyonlar ve viicudun
acik bolgelerinde gorilen lezyonlar nedeniyle sistemik
tedavi tercih edilmistir. Calismamizda Glkemizde KLlin
stk gorilmedigi bolgelerde de goglerden dolayi goriile-
bilecegi, hastaligin tani ve tedavisinin az bilinebilecegi,
klinisyenin bu taniyi akilda bulundurmasi gerektigi vur-
gulanmugtir.

KL bildirimi zorunlu bir hastaliktir ve saglik mudurlik-
lerinden ilag temini mimkiindir. Hastaligin yayiliminin
onlenebilmesiicin zamaninda ve dogru tani konmasi ve
erken tedaviye baslanmasi 6nemlidir.
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UMBILIKAL KORD KiSTi: OLGU SUNUMU

Umblical Cord Cyst: Case Report

Ahter Tanay TAYYAR!, Mehmet TAYYAR?
OzZET

Umbilikal kord kistinin birinci trimesterde prevalansi %0.4-%3.4 olarak bildirilmetedir. 2.ve 3. tri-
mesterde nadir sonografik bulgu oldugundan prevelansi bilinmemektedir. Kord kistleri ve fetal
anomaliler arasinda iliski bulunabilmektedir. 33 yasinda G2 P1 A0 Y1 olan, 20 hafta 3 glinlik um-
bilical kordun fetusa yakin kisminda 3x2 cm ¢apinda kistik lezyon bulunan gebeyi prenatal tani
amaciyla inceledik. Baska patolojik bulgu saptanmayan gebeye istisare sonucunda amniyosentez
yapildi. Karyotipanalizi 46 XY, normal karyotip olarak geldi. ilave malformasyon bulunmadan da
kromozom alanomali olabileceginden fetal karyotip bu olgularda incelenmelidir. ilave anomalileri
bulunmayan ve karyotipi normal olan olgularda fetal prognozun iyi olacagi tahmin edilebilir.

Anahtar kelimeler: Umblikalkord; Kist; Prenatal yonetim
ABSTRACT

First trimester umbilical cord cysts prevalence is between 0.4 % and 3.4 %. But, in second and
third trimesters, real prevalence of umbilical cord cysts is unknown as they are not common. The-
re might be associations between fetal anomalies and cord cysts. We observed a thirty-three-
year-old (gravida 2, parity 1) pregnant woman who referred at 20 weeks gestation due to 3x2 cm
umbilical cord cyst formation for prenatal diagnosis purposes. In second trimester sonography,
there was no other pathological finding and amniocentesis was performed in consequence of
consultation. Karyotype analysis revealed normal 46 XY. The fetal karyotype should be investigated
in these cases as there may be a chromosome anomaly without additional malformation. Good
fetal prognosis can be predicted in cases with no additional anomalies and with normal karyotype.

Key words: Umblical cord; Cyst; Prenatal management

73



TAYYAR ve ark.
Umblikal Kord Kisti

GIRIS

Umbilikalkord kistlerinin etyolojisi bilinmemektedir.
Gergek ve psodokist olma kizere iki tipi bulunmakta-
dir ancak bunun ayirimi prenatal olarak mimkin de-
gildir[1]. Umbilikalkord kistinin birinci trimesterdepre-
valansi %0.4-%3.4 olarak bildirilmekle birlikte 2. ve 3.
trimesterde nadir sonografik bulgu oldugundan preve-
lansi bilinmemektedir (2). Umbilikalkord kistleri ve fe-
tal anomaliler arasinda iligski bulunabilmektedir (3). Bu
olgu sunumuyla umbilikalkordkistlerinin prenatal ola-
rak tanisi ve takibinde nasil bir yolizlenmesi gerektigini
irdelemeyi amagladik.

OLGU SUNUMU

33 yasinda G2 P1 AO Y1 olan ,6zge¢mis ve soygecmi-
sinde bir 6zellik olmayan, Ugcll testi normal sinirlarda
bulunan 20 hafta 3 glinliik gebeyi prenatal tani amaciy-
la inceledik. Yaptigimiz anomali taramasinda fetal ipe-
rekojen kardiyakodak ile umbilikalkordun fetusa yakin
kisminda 3x2 cm ¢apinda biradetdopler ile kanakimi
olmayan, kistik yapi izlendi (Resim 1). Kordda 2 arter 1
ven yapisli mevcuttu. Baska patolojik bulgu saptanma-
yan gebeye istisare sonucunda amniyo sentez yapildi.
Karyotipanalizi 46 XY, normal karyotip olarak geldi. Do-
gumsonrasi aileden alinan bilgide 3640 gr agirliginda
spontan vajinal yolla canh bir erkek bebegin diinyaya-
geldigini, yenidogan donemini tamamladigini ,herhangi
bir probleminin olmadigini ve umbilikal korddaki kistin-
dogum aninda mevcut bulundugunu 6grendik.

GA(LMP)=20W3D P8O

PROF. DR. HEHMET TAYYAR
B4

Resim 1: Umbilikalkordun fetusa yakin kisminda kistik
olusum
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TARTISMA

Umbilikalkord kistleri ultrasonografi ile rahatlikla ta-
nina bilmektedir (4). Umbilikal kord kistleri gercek ve
psodokistler olarak ikiye ayrilir. Psodokistler daha fazla
gorilmektedir ve epitelyum ile cevrili degildir. Whar-
tonjelinin likefaksiyonu ve lokalize 6demden meydana
gelir (5). Gergek kistlerise allantois ve omfalomezen-
terik kanal alintilarindan olusmuslardir. Gergek veya
psodokistlerin ultrasonografi ile taninmasi genellikle
mimkin degildir (6). Allantoik kistleri Griner sistem
anomalileri, patent urakus, hidronefroz ve mekel diver-
tikulu ile sikhkla birlikte goralirler (7). Gergek kistler
gebelik stirecinde genellikle geriler. Ancak bu urakusun
tamamen kapandigini gostermez. Dogum sonrasi pa-
tent urakus yoninden inceleme yapilmalidir (8). Bazi
calismalar kordkistlerinin morfolojik yapilari kromozo-
mal anomali arasinda iliski oldugunu goéstermistir. K-
¢uk ve ¢ok sayida kordkistlerinin tek blyuk kistlere gére
kromozomal anomali ile iliskili oldugu 6ne strilmustir
(9). Ayrica fetal veya plasental insersiyon yerlerine ya-
kin olanlarin fetal anoploidiile korelasyon gosterdigi sa-
vunulmustur (7). Umbilikalkord da 2 arter 1 ven olmasi
kromozom alanomalilerden uzaklastirmaktadir.

Bizim olgumuzda prenatal ultrasonografide gercek veya
psddokist ayirimi yapilamadi. ilk trimesterde saptanan
ve sonra kaybolan kistlerin kromozomalanomalilerle
iliskili olmadigr ancak daha ¢ok abdominal duvar ve
Griner traktusa ait konjenital malformasyonlarla iliskili
olabilecegi ve rutin karyotip analizinin gerekli olmadigi
bildirilmistir. ikinci ve ticlincii trimester umbilikal kord
kistleri ise fetal kromozomal anomali (siklikla trizomi
18,13), omfolosel, trakeadzefagial fistil, imperfore
anis gibi patolojik durumlarla birlikte % 20’ lere varan
oranlarda bulunabilmektedir. Ayrica bliyliik umblikal
kistlerin hizli biyimesi durumunda kordondamarlarina
baski yaparak fetal disstrese yol agabilcegi unutulma-
malidir. Olgumuzun dogumdan sonra saglkli oldugunu
ve ek bir anomalinin saptanmadigini égrendik. ilave
malformasyon bulunmadan da kromozomalanomali
olabileceginden fetal karyotip bu olgularda incelenme-
lidir. ilave anomalileri bulunmayan ve karyotipi normal
olan olgularda fetal prognozun iyi olacagl tahmin edi-
lebilir. Umbilikal kordun utrasonografik incelenmesi-
nin muayenenin énemli kisimlarindan biri olarak kabul
edilmesinin uygun oldugu kanisindayiz.
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1999;81(11):1600-10.

e Format for books; initials of author’s names and surnames, chapter title, editor’s name, book title, edition, city, publisher, date and
pages.

* Kozin SH, Bishop AT, Cooney WP. Tendinitis of the wrist. In Cooney WP, Linscheid RL, Dobins JH, eds. The wrist: diagnosis and operative treatment.
Vol. 2. St. Louis: Mosby, 1998: 1181-96.
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o Article with a Digital Object Identifier (DOI):
*Zhang M, Holman CD, Price SD, Sanfilippo FM, Preen DB, Bulsara MK. Comorbidity and repeat admission to hospital for adverse drug reactions in older
adults: retrospective cohort study. BMJ. 2009 Jan 7;338:a2752. doi: 10.1136/bmj.a2752.

e For other reference style, please refer to “ICMJE Uniform Requirements for Manuscripts Submitted to Biomedical Journals: Sample
References”.

CATEGORIES OF ARTICLES
Original Research Articles:
Original prospective or retrospective studies of basic or clinical investigations in areas relevant to medicine.
Content: - Abstract (200-250 words; the structured abstract contain the following sections: Objective, material and methods, results, conclusion;
both in Turkish and English)
- Introduction
- Material and Methods
- Results
- Discussion/ Conclusion
- Acknowledgements
- References
*Qriginal articles should be no longer than 5000 words and should include no more than 6 figures / tables and 40 references.
Review Articles
The authors may be invited to write or may submit a review article. Reviews including the latest medical literature may be prepared on all medical
topics. Authors who have published materials on the topic are preferred.
Content: - Abstract (200-250 words; without structural divisions; both in Turkish and English)
- Titles on related topics
- References
* These manuscripts should be no longer than 5000 words and include no more than 4 figures and tables and 100 references.
Short Communications
It should be no longer than 2000 words and include no more than 2 figures and tables and 20 references.
Case Reports
Brief descriptions of a previously undocumented disease process, a unique unreported manifestation or treatment of a known disease process, or
unique unreported complications of treatment regimens. They should include an adequate number of photos and figures.
Content: - Abstract (average 100-150 words; without structural divisions; both in Turkish and English)
- Introduction
- Case report
- Discussion
- References
Letters to the Editor
These are the letters that include different views, experiments and questions of the readers about the manuscripts that were published in this journal
in the recent year.
Content: - There’s no title, abstract, any figures or tables
- It should be no more that 500 words, the number of references should not exceed 5.
- Submitted letters should include a note indicating the attribution to an article (with the number and date) and the name, affiliation and
address of the author(s) at the end.
- The answer to the letter is given by the editor or the author(s) of the manuscript and is
published in the journal.
Checklist
The manuscript should be prepared as separate files in the following order:
1. Cover Letter
2. Title Page
3. Abstract
4. Main Text (text, acknowledgments, references, tables, and figure legends)
5. Figures
6. Copyright Form
Manuscripts should be prepared according to the instructions to authors and submitted online to the tip.editor@bozok.edu.tr
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