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Dr. Asan Onder, pik LH dUzeyleri (izerindeki etkisinin saptanmasiamaclanmistir.

Goztepe Egitim ve Arastirma Hastanesi, Gereg ve Yontemler: idiyopatik santral puberte prekoks tanisi alan 59 kiz hasta calismaya
Pediyatrik Endokrinoloji Klinigi, dahil edilmistir. GnRH uyari testi sirasindaki antropometrik 6lgtimler ve bazal/uyariimis LH
Fahrettin Kerim Gokay Cad. dizeyleriincelendi. VKI ve gonodotropinler arasindakiiliski arastirildi.

Kadikdy, istanbul, Tirkiye. Bulgular: Katilanlarin ortalamayasi 7,11+1,01 (3,20-7,94) yildi. Olgularin %67,8'i (n=40)
e-posta: asanonder@yahoo.com meme blylmesi sikayeti ile basvurmustu ve %64,4'0 (n=38) evre 2, %35,6'sI (h=21) evre

3 pubertedeydi. Farkli puberte seviyelerindeki olgularda, VKi SDS ile bazal/uyariimis LH
(siraslyla evre 2 puberte icin p=0,531, p= 0,598 ve evre 3 puberte icin p=0,126,
p=0,827), tiim calisma grubunda da VKi/VKi SDS ve pik LH arasinda korelasyon yoktu.
Bazal LH, FSH, E2 ve pik LH seviyeleri normal agirlikl, fazla kilolu ve obez gruplar arasinda
farkhlik gostermiyordu.

Sonug: Farkli puberte evrelerine sahip santral puberte prekokslu kizlarda vicut kitle

Anahtar Sozciikler:
indeksiile bazal/uyariimis gonadotropin diizeylerine arasinda iliski saptamadik.

Erken ergenlik
LHRH

Vicut kitle indeksi ABSTRACT
Objective: Excess adiposity has effects on various aspects of pubertal development as
the timing of pubertal initiation and hormonal parameters during puberty. We aimed to
determine the effect of BMI on peak LH (luteinizing hormone) levels obtained by standard
GnRH (Gonadotropin Releasing Hormone) stimulation test in girls with central precicous

puberty.

Materials and Methods: A total of 59 female patients who were diagnosed as idiopathic
central precicous puberty were included in the study. Anthropometric measurements at

Key Words: the time of GnRH stimulation test and basal/stimulated gonadotropin levels were
Body mass index evaluated. The relationship between BMland gonadotropins was investigated.

Precicous puberty Results: The mean age of the participants was 7.11+1.01 (3.20-7.94) years. 21 cases
LHRH (35%) were overweight/obese. 67.8% (n = 40) of the cases were presented with breast

development and 64.4% (n = 38) were in stage 2, 35.6% (n = 21) were in stage 3 puberty.
There was no significant correlation between BMI SDS and basal/peak LH levels
(p=0.531, p= 0.598 for stage 2 and p=0.126, p=0.827 for stage 3 puberty respectively),
peak LH / FSH (follicle-stimulating hormone) ratio (p=0.408 for stage 2 and p=0.797 for
stage 3 puberty) in patients according to both puberty stages. There was not also any
correlation between BMI /BMI SDS and peak LH in total study group. Basal LH, FSH,
estradiol and peak LH levels did not vary among normal weight, overweight and obese
cases.

Conclusion: We could not find a relationship between basal and stimulated gonadotropin
levels in girls with central precicous puberty in different stages of puberty.

1 Onder A, Kendirci HP, Sagsak E, Demir E. Evaluation of the Relationship Between Luteinizing Hormone Levels and Body Mass Index in Girls
with Idiopathic Central Precocius Puberty. Hitit Med J 2019;2(1): 1-6.



Introduction

Childhood obesity threats public health. There is an
increase in obesity prevalence worldwide (1-3). In studies
performed in 6-16 years old children in Turkey, prevalence
rates of 10.3%-17.6% and 1.9%-7.8% for overweight and
obesity, are reported respectively (4). Excess adiposity is
associated with various medical complications like insulin
resistance, hyperglycemia, hypertension and dyslipidemia
(5). Obesity is also an important contributing factor to the
earlier onset puberty in girls (6-9). Excess fat mass may
lead or be a contributing factor in the course of early
puberty (7).

Precicous puberty is defined as the progressive onset
of secondary sexual characteristics before the age of 8
years in girls (10,11). Idiopathic central precicous puberty
(ICCP) results from premature activation of the
hypotalamic-pituitary-gonadal axis (11). Girls with central
precicous puberty have high LH levels and high LH/FSH
ratio for age and increased secretion of GnRH. In early
puberty, there is also sleep-entrained increase in LH pulse
frequency and amplitude with a subsequent decrease of
LH release during waking hours (12,13). The gold
standard biochemical diagnosis of ICPP is based on the
assessment of gonadotropins after stimulation with
GnRH10. The peak value of LH has the highest specifity
and sensitivity to ICPP diagnosis (14,15).

Genetic, nutritional, enviromental and socioeconomic
factors can effect the beginning of puberty (11,16). Sleep
related LH rise is found blunted in healthy premenarchial
pubertal girls with elevated BMI (17). Obesity in
prepubertal and early pubertal girls is associated with
reduced LH secretion, low morning LH values and
reduced nocturnal changes of LH. Itis linked with reduced
LH amplitude and elevated LH frequency in later pubertal
girls (18,19). Fu et al., reported that higher BMI is
associated with lower LH response to GnRH (20). In
another study, no association was found between obesity
and basal/stimulated LH values (21). In the study of Zhao
et al. (22), the relationship between BMI SDS (standard
deviation score) and peak LH value differed according to
stages of puberty. In our study, we aimed to determine the
effect of BMI on peak LH levels obtained by standard GnRH
stimulation test in girls with idiopathic central precicous
puberty.

Materials and Methods

59 girls diagnosed with ICPP in pediatric endocrino-
logy clinics of Hitit University, Medeniyet University and
Gaziosmanpasa Taksim Training and Research Hospital
from January 2016 to January 2019 enrolled into the

Onder A, Kendirci HP, Sagsak E, Demir E. Evaluation of the Relationship Between Luteinizing Hormone Levels and Body Mass Index in Girls
with Idiopathic Central Precocius Puberty. Hitit Med J 2019;2(1): 1-6.

study. Detailed medical histories of all patients and
anthropometric evaluations were recorded. The study
protocol was approved by the Ethics Commitee of Hitit
University (28.02.2019, number: 2019-102). Parents of
all participants signed in our informed consentforms.

Following criteria were used in the diagnoses of
central precicous pubertyin girls (11,14,23):

- Breastdevelopment before 8 years

- Advanced bone maturation

- Accelerated somatic development according to
ageand gender

- Increased basal and stimulated (with standard
GnRH test) gonadotropin levels (LH:0.3 and 5 mlIU/ml,
respectively).

- Enlarged ovaries and uterus (ultrasound criteria)

Patients with any other endocrinopathy, systemic
disease, having an organic etiology were excluded. Height,
weight, BMI values and their standard deviation scores
were calculated referring to national charts (24). Over-
weight was defined as BMI > +1 SDS and obesity was
defined as BMI > +2 SDS above the mean(25). Pubertal
evaluation was made by pediatric endocrinologists by
using Tanner - Marshall criteria (26). Breast development
was evaluated with palpation and confirmed with ultra-
sound to distinguish from adipomastia if necessary. We
compared anthropometric findings and hormonal status
of the two groups in Tanner Stage 2 (B2/BREAST 2) and
Stage 3 (B3). Bone age was assessed according to
Greulich-Pyle atlas (27).

LH, FSH and estradiol (E2) levels were measured by
chemiluminescence method (Cobas 601®, Roche Diag-
nostics, Switzerland). The samples of FSH and LH were
also taken at 30, 45, 60, 90 minutes after intravenous
100 pcg GnRH (LH-RH Ferring® 0.1 mg/ml, Ferring llac,
Istanbul).

Statistical Analysis

All analysis were performed using SPSS Version 22.0
(IBM SPSS, Chicago, IL). Categorical variables were
presented as numbers (n) and percentages (%). Descrip-
tive statistics were expressed as mean * standard
deviation for variables with a normal distribution, and as
median (minimum-maximum) for variables without a
normal distribution. Normal distribution was assessed by
the Shapiro-Wilks test. Spearman's Correlation Test was
used to evaluate the relationship between BMI, BMI SDS
and gonadotropins. Statistical significance was set at

p<0.05.



Results

59 girls participated in this study. The mean age of the
group was 7.11+1.01 (3.20-7.94) years. 67.8% (n = 40) of
the cases presented with breast development, 18.6%
(n=11) with breast development and pubic/ axillary hair,
6.8% (n=4) with pubic/axillary hair and the remaining
6.8% presented with breast development, pubic/axillary
hair and long stature.38 cases were instage 2 and 21
cases were in stage 3 puberty. There were 8 overweight
(21 %), 1 obese (0.04%) in B2 and 8 overweight (38%), 4
obese (19%) patients in B3 group, respectively. Clinical
and anthropometric characteristics, laboratory findings of
patients according to pubertal stage are shown in Table 1.

There were no statistically significant correlations
between BMI SDS and basal/peak LH levels, peak LH /
FSH ratio in patients according to both puberty stages
(Table 2). There was not any correlation between BMI/BMI
SDS and peak L

H in all participants, also (p=0.764, r=-0.040 and
p=0.705, r=-0.051 respectively (Figurel,2).

Basal LH, FSH, E2 and peak LH levels did not also
vary among normal weight, overweight and obese cases
(p=0.089, p=0.244, p=0.308 and p=0.873, respectively)
after we excluded the effect of pubertal stage.

Discussion

It is well known that major determinants of the timing
of puberty are genetic origin. However, there are
prominent roles of different enviromental factors such as
nutritional status, different stressors, endocrin disruptors,
chronic diseases, etc. A balance between endogenous and
exogenous regulators determine the proper timing of
puberty, or its deviations (28,29). There is a trend that
beginning of puberty decreases in last decades. Obesity is
an important contributing factor to this fact. Overweight
children tend to undergo earlier sexual maturation. Using
NHANES Il (National Health and Nutrition Examination
Survey) data, it was reported that %32 of early maturers
and %20 of average/ late maturing children were
overweight. Overweight was 1.5 fold and obesity was 2 fold
prevalentin early maturing girls (30).

Pubertal Stage

B2 (n=38)

MeanzSD (min-max)

B3 (n=21)
Mean+SD (min-max)

Chronological age (years)

7.331£0.70 (4.75-7.94)

6.73+1.34 (3.20-7.90)

Bone age (years) 8.66+1.29 (6.00-11.00) 8.18+1.97 (3.50-11.00)
Weight SDS 0.58+0.93 (-1.36-3.09) 1.44+1.13 (-0.23-3.43)
Height SDS 0.68+1.17 (-1.32-3.739 1.01+£1.26 (-0.67-3.15)
BMI SDS 0.4240.89 (-1.36-2.02) 1.2740.87 (-0.12-2.95)
Basal LH (IU/ml) 0.36+0.20 (0.05-0.86) 0.42+0.22 (0.10-0.83)

Basal E2 (pg/ml)

15.85+11.62 (4.00-49.00)

10.42+7.51 (2.00-30.00)

Peak LH (IU/ml)

11.09+7.73 (5.18-38.00)

11.93+9.41 (5.06-45.00)

Peak LH/FSH ratio

0.94+1.26 (0.22-7.61)

0.85+0.85 (0.23-3.15)

Over volume (ml)

1.84+1.12 (0.40-5.42)

1.24+0.94 (0.26-3.60)

Uterine length (mm)

30.75+7.95 (14.00-50.00)

29.46+12.87 (11.00-57.00)

Table 1. Clinical and anthropometric characteristics, laboratory findings of patients

according to puberty stage

(SDS:standard deviation score, BMIl:body mass index, LH: luteinizing hormone,
follicle-stimulating hormone, E2:estradiol)

Pubertal Stage | Peak LH |Peak LH/FSH
ratio
5y | BMI R | -0.090 0.140
SDS| p 0.598 0.408
Spearman's rho
BMI R 0.051 0.060
B3
SDS| p | o0.827 0.797

Table 2. Correlation between BMI SDS and basal/peak LH levels,
peak LH / FSH ratio in according to puberty stages

3 Onder A, Kendirci HP, Sagsak E, Demir E. Evaluation of the Relationship Between Luteinizing Hormone Levels and Body Mass Index in Girls

with Idiopathic Central Precocius Puberty. Hitit Med J 2019;2(1): 1-6.
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Figure 1: Correlation between BMI and peak LH values
(whole study group)

There are different plausible mechanisms about the
relationship between fat mass and puberty (31). First of all,
aromatase activity of adipose tissue lead to production of
estrogen from adrenal androgen precursors. Obesity
associated hyperandrogenemia and insulin resistance are
risk factors for early sexual maturation. Insulin augments
LH induced androgen production from ovarian theca cells.
Hyperinsulinism decreases hepatic production of sex
hormone binding globulin (SHBG) leading to increased
androgen bioavailibility. Hyperandrogenemia impairs the
sensitivity of the GnRH pulse generator to negative
feedback, leading to persistantly rapid GnRH pulses and
elevated LH. In hyperandrogenemic girls transition from
sleep- predominant to wake- predominant LH concen-
trations occurs two years earlier during normal pubertal
development. Obesity is also associated with decreased
hepatic clearance of estrogens (7,28,31-33). Leptin is an
important hormone produced by adipocytes. Moreover it
has a role in pubertal development. Leptin communicates
to the central nervous system that energy storage is
adequate to start puberty. So that, it has a permissive role
in activation of GnRH and gonadotropin secretion (28,31).
Leptin levels were found to be much higher in obese
children and the correlation efficient between leptin
and BMI was 0.88, in a study(34). Rise of leptin is a
preceding factorin the pubertal rise of LH and estradiol in
girls. Circulating leptin concentration is related to age at
menarche. Ghrelin is another hormone playing role in
puberty onset. The data suggests that, it suppresses
gonadotropin levels in condition of negative energy
balance.

In contrast with the big data about the relationship
between fat mass and puberty, there are not so many
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Figure 2: Correlation between BMI SDS and peak LH values
(whole study group)

studies about how BMI affects stimulated gonadotropins
in patients with precocious puberty. Fu et al. (20) carried
out aretrospective study on 865 ICPP girls.19.4% of the
participants were overweight and 10.2% were obese.
They reported that higher BMI is associated with lower LH
response to GnRH. Peak LH levels were 9.1, 8.5 and
6.2mIU/ml in normal weight, overweight, obese groups,
respectively. They speculated that, excess adiposity may
paradoxally inhibit gonadotropin secretion. Lee at al. (35),
investigated GnRH stimulation test results of 981 girls with
ICPP. In early stages of puberty (Tanner stage 2,3)
increased BMI was related with lower peak LH values, but
it was not valid instage 4 cases. Our results were not
concordant with those studies. We could not find a
relationship between BMI SDS and stimulated gonadot-
ropins in girls with stage 2 and 3 puberty. We also, could
not find an association between basal gonadotropin and
E2 levels similar withthe report of Leeet al(35). Basal
and stimulated gonadotropins were not different among
normal weight, overweight and obese cases. However, we
did notinclude stage 4-5 pubertal cases. In another study,
no association was found between obesity and
basal/stimulated LH values (21). In the study of Zhao et al.,
the relationship between BMI SDS (standard deviation
score) and peak LH value differed according to stages of
puberty (22). They reported that, in B2 stage, BMI SDS was
negatively correlated with LH peak. However, there was a
negative correlation between BMI SDS and LH peak in
cases with BMI SDS <1.5, and a positive correlation whose
BMI SDS >1.5 in stage 3-4 puberty. They concluded that,
relationship had been affected by other factors as
androgens, E2 and glucose metabolism after using
regression models with different confounding factors.

Onder A, Kendirci HP, Sagsak E, Demir E. Evaluation of the Relationship Between Luteinizing Hormone Levels and Body Mass Index in Girls 4
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Similar with us, there was not any association was
recorded between BMI and basal/ stimulated LH, FSH and
LH/FSH ratio by another group. Obesity seemed to be a
risk factor for early adrenarche but not for maturation
of hypothalamic- pituitary-gonadal axis (21).

There are some limitations of our study. First of all, we
did not evaluated SHBG, insulin, androgen and leptin
levels that have effects on pubertal devolepment. We did
not use direct methods for defining fat mass as dual
energy radiograph absorptiometry (DEXA), bioelectrical
impe-dance analysis, etc. However, the correlation
between BMI and fat mass/fat mass percentage is
sufficientin girls (7,36). Also, we did not include the cases
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Amag: Klinigimizde uygulanan histerektomi operasyonlarini, hastalarin demografik
ozellikleriile birlikte klinik agidan degerlendirmeyi amacladik.

Gereg ve Yontemler: 2015-2018 tarihleri arasinda klinigimizde benign endikasyon-
larla 4 yil boyunca abdominal ve vajinal histerektomi operasyonu yapilmis toplam 776
hastanin demografik ve klinik 6zellikleri retrospektif olarak degerlendirildi.

Bulgular: Histerektomi en sik 45-55 yas grubundaki hastalara uygulanmistir. Calis-
maya alinan 776 hastanin yas ortalamasi abdominal ve vajinal histerektomi igin
siraslyla 50,746,2 ve 61,6+3,1'idi. Uygulanan histerektomi cesitleri incelendiginde
hastalarin 732'sine total abdominal ve 44'Une vajinal histerektomi uygulandigl
gorulmustur. Ortalama abdominal histerektomi siresi 107+15 dk, ortalama vajinal
histerektomi suresi 124+27 dk olarak saptandi. Vakalarin 415'Unde (%53,4)
histerektominin yani sira bilateral salpingooferektomi uygulanmisti. Bunlarin, 398'i
abdominal histerektomide, 17'si vajinal histerektomide gerceklestirildi. Abdominal ve
vajinal histerektomi uygulanan sirasiyla 6 ve 44 hastaya kolporafianterior-posterior
uygulanmisti.

Sonug: Ortalama hasta yasinin vajinal histerektomi gurubunda daha ylksek oldugu
gorulmektedir. Eldeki verilere gore, abdominal histerektomilerin %54,3'Unde vajinal
histerektomilerin %38,6'sinda bilateral salpingooferektomi yapilmistir. American
College of Obstetrics and Gynecology’de belirtildigi gibi histerektominin tipinin
secilmesinde hastanin anatomisi ve cerrahin deneyimi oldukca fazla 6nem tasimak-
tadir. Cerrahi islemi gerceklestirecek jinekolog operatdriin ameliyat teknigini seci-
minde bu bilgilerden istifade edebilecegini umuyoruz.

ABSTRACT

Objective: The aim of the study was to evaluate the hysterectomies carried out in our
clinic with demographic characteristics of patients.

Materials and Methods: The study retrospectively evaluates the clinical and
demographic characteristics of the 776 patients that had abdominal hysterectomy
and vaginal hysterectomy operations with various indications for the four years from
January 2015 to December 2018 in Gynecology and Obstetrics Department at Denizli
Public Hospital .

Results: In our clinic, the most common indication for hysterectomy was myomauteri
and the procedure was performed on 300 (38.6%) patients between the years 2015
and 2018. The second most common indication was dysfunctional uterine
hemorrhage resistant to medical therapy and hysterectomy was performed on 144
(18.5%) patients. The ratio of abdominal hysterectomy was determined to be 94.3%,
whereas the ratio of vaginal hysterectomy was 5.6%. As well as hysterectomy, bilateral
salpingoooforectomia was also performed in 415 (53.4%) cases.

Conclusion: Although, the relative advantages and disadvantages of the abdominal,
vaginal, and laparoscopic hysterectomy types are known, abdominal hysterectomy is
stilthe most common procedure in our clinic.
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Giris

Kadin hastaliklari ve dogum klinigi operasyonlarinda
sezaryen sonrasinda en sik uygulanan ikinci ameliyat
histerektomidir. Kadin hastaliklari ve dogum uzmani
tarafindan myomauteri, disfonksiyonel uterin kanama,
jinekolojik kanserler, uterovajinal prolapsus, endometri-
yozis, adenomyozis, pelvik inflamatuar hastalik ve obstetrik
komplikasyonlari iceren cesitli endikasyonlar nedeniyle
histerektomi ameliyati en sik uygulanan operasyonlardan
biri olmustur (1). Dinya genelinde histerektominin en sik
endikasyonu uterin leiomyomlardir (2). Yiksek gelire sahip
Ulkelerin bir béliminde tim kadinlarin %20'si yasamlari
boyunca histerektomi ameliyati gecirmektedir (3). Uygula-
nacak histerektomi teknigini belirlemede; operasyonun
endikasyonu, hastanin tercihi, kondisyonu, cerrahin egitim
ve deneyimi g6z 6nunde tutulmakla birlikte 12 haftadan
kucuk ve mobil uterusta (yaklasik 280 gr), vajinal histerek-
tomi uygulanabilir (4). Reich tarafindan laparoskopik veya
laparoskopik asiste vajinal histerektomi, 1989 yilinda
abdominal histerektomiye alternatif olarak tanimlanmistir
(5). Hastada agrili endometriozis, buylk uterin fibroid ve
malignansi gibi bir durum séz konusu ise abdominal yon-
tem tercih edilmelidir. Ayrica, adneksiyal bolgeleri de opere
etmek, Ureter trasesi ve Ust abdominal bolgeyi gozlem-
lemek icin de yine abdominal yol tercih edilmektedir (2).

Yaptigimiz bu ¢alismada benign hastaliklar nedeniyle
abdominal ve vajinal histerektomi olan hastalarin operas-
yon sonugclarinin literatlr ile uygunlugunu ve operasyona
ekyapilan uygulamalari retrospektif incelemeyi amacladik.

Materyal ve Metod

2015-2018 tarihleri arasinda klinigimizde benign
endikasyonlarla 4 yil boyunca abdominal ve vajinal
histerektomi operasyonu yapilmis toplam 776 hasta
calismamiza dahil edilmistir. Hastalarin yas dagihmlar,
operasyon endikasyonlari, ek olarak salpingooferektomi ve
Urojinekolojik uygulamalarin uygulanip uygulanmadigl
dosya taramasi ile elde edildikten sonra istatiksel calisma
SPSS 21 programi kullanilarak yapildi. Veriler ortalama +
SD (+ standart deviasyon) ve ylzdelik degerler seklinde
belirtildi. Gruplar arasi farklarin istatistiksel analizleri
Student's t-test kullanilarak yapildi.

Bulgular

Histerektomi uygulamasi en sik 45-55 yas grubundaki
hastalara uygulanmistir. Calismaya alinan 776 hastanin
yas ortalamasi abdominal ve vajinal histerektomi icin
sirasiyla 50,7+6,2 ve 61,6+3,1'idi. Ortalama hasta yasinin
vajinal histerektomi gurubunda daha ylksek oldugu
gorulmektedir (p<0,05). Uygulanan histerektomi cesitleri
incelendiginde hastalarin 732'sine total abdominal ve
44'ine vajinal histerektomi uygulandigl goérulmustar.
Ortalama abdominal histerektomi slresi 107+15 dk,
ortalama vajinal histerektomi suresi 124+27 dk olarak
saptandi. Vakalarin 415'Unde (%53,4) histerektominin yani
sira bilateral salpingooferektomi (BSO) uygulanmisti.
Bunlarin, 398'i abdominal histerektomi sirasinda, 17'si
vajinal histerektomi operasyonu ile birlikte gerceklestirildi.
Buna gore abdominal histerektomilerin %54,3'Unde vajinal
histerektomilerin %38,6'sinda BSO yapilmistir. Abdominal
ve vajinal histerektomi uygulanan sirasiyla 6 ve 44 hastaya
kolporafianterior-posterior (CAP) uygulanmisti. Tablo 1'de
hastalarin demografik ve klinik 6zellikleri gosterilmistir.

Histerektomi islemi myoma uteri, disfonksiyonel uterin
kanama, pelvik organ prolapsusu, servikal displazi, benign
adneksiyel kitle, endometrial hiperplazi, endometriozis ve
diger (Non-jinekolojik maligniteler, tuboovaryan abse,
adenomyozis, kronik pelvik agri ve obstetrik nedenler)
endikasyonlar nedeniyle yapilmistir. 2015-2018 yillar
arasinda hastalarin 300 (%38,6)'ine myoma uteri, 144
(%18,5)'Une disfonksiyonel uterin kanama, 140 (%18)'Ina
pelvik organ prolapsusu, 56 (%7,2)'sina servikal displazi,
48 (%6,1)'ine adneksiyel kitle, 36 (%4,6)'sina endometrial
hiperplazi, 28 (%3,6)'ine endometriozis, 24 (%3)'Une
yukarida aciklanan diger nedenlerle histerektomi operas-
yonu yapiimistir. Tablo 2'de histerektomi endikasyonlarinin
ylzde dagilimi gésterilmistir.

Total Abdominal Vajinal
Histerektomi | Histerektomi

Vaka sayisi 732 44
Ortalama yas 50,7+6,2 61,6+£3,1
Ortalama operasyon siresi (dK) 107+15 124+27
BSO uygulanan hasta sayisi 398 17
Kolporafi anterior-posterior

6 44
uygulanan hasta sayisi

Tablo 1. Demografik ve klinik 6zellikler
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Operasyon Endikasyonlari Sayi (n) %
Myomauteri 300 38,6
Disfonksiyonel uterin kanama 144 18,5
Pelvik organ prolapsusu 140 18
Servikal displazi 56 7,2
Adneksiyel kitle 48 6,1
Endometrial hiperplazi 36 4,6
Endometriozis 28 3,6
Diger 24 3

Tablo 2. Ameliyat endikasyon oranlari

Tartisma

Jinekolojik operasyonlar arasinda histerektomi olduk-
ca sik yapilan bir ameliyattir. Tazegul ve arkadaslarinin
yaptiklari calismada en sik histerektomi nedeni %41,9 ile
myoma uteri iken; ovarian Kistler operasyon endikas-
yonlarinin %13'Un0, disfonksiyonel uterin kanamalar
%10'unu, servikal displaziler ise %3,16'sini olusturmak-
tadir (6). Lynne ve ark.'nin 1,7 milyon histerektomiyi iceren
retrospektif calismalarinda, histerektomi vakala-rinin
%30'u leiomyoma, %20'si endometriozis, %18,2'si kanser
veya endometrial hiperplazi ve %17,5'inin uterin prolap-
susa bagl oldugu gosterilmistir (6). Ozellikle fertilitesini
tamamlamis ve medikal tedaviye yanit vermeyen hasta-
larda uygulanabilir bir cerrahi yontemdir (7). Klinigimizde
en sik histerektomi, myoma uteri endikasyonu ile gercek-
lestirilmis olup, 2015-2018 yillari arasinda 300 (%38,6)
hastaya uygulanmistir. ikinci en sik histerektomi endikas-
yonumuz medikal tedaviye direncli disfonksiyonel uterin
kanama olup, 144 (%18,5) hastaya uygulanmistir. Klinigi-
mizde abdominal histerektomi orani % 94,3 iken vajinal
histerektomi oranimiz %5,6 olarak saptanmistir. Histerek-
tomi endikasyonlarinda uzun siredir degisim olmamakla
birlikte uygulanan ydntemler giin gectikce gelismektedir.
Sajjad ve ark'larinin yaptiklari calismada menometroraji
sikayeti nedeniyle yapilmis histerektomi materyalleri histo-
patolojik olarak incelenmis, bu materyallerin %39'unda

leiomyoma, %22'nde adenomyozis saptanmistir (8).
Amerika Birlesik Devletleri'nde abdominal histerektomi-
lerin vajinal histerektomilere orani 3/1 olarak belirtilmistir
(9). Bu oran Ingiltere'de 2,7/1 ile 6,7/1 arasinda degis-
mektedir (10). Vessey ve ark.'nin 1885 vakali ¢alismala-
rinda, histerektomilerin, %38,5'i leiomyoma, %35,3'U
disfonksiyonel uterin kanama, %6,5'i prolapsus, %5,6's
invaziv ve preinvaziv maligniteler nedeniyle yapildigl
gosterilmistir (11). Maresh ve ark. tarafindan yapilan
calismada, en sik histerektomi nedeninin %46 ile disfonk-
siyonel uterin kanama oldugu goérilmus; %67 abdominal,
%30 vajinal, %3 laparoskopik asiste vajinal histerektomi
(LAVH) uygulanmistir (12). Yaygin olarak uygulanan abdo-
minal histerektominin yani sira son yillarda vajinal histerek-
tomi uygulamalarinda artis gorulmektedir. Maresh'in ¢alis-
masinda bulyuk uterus, malign hastaliklar gibi patalojilerin
tedavisinde abdominal cerrahi tercih edilirken, endomet-
riyal kanserde, vajinal histerektomiyle birlikte laparoskopik
lenf nodu 6érneklemesi uygulanmasi 6nerilmektedir (12).
Tanacan ve ark.'larinin calismasinda artmis uterus agirh-
ginin (normal uterus agirhgl 50 ila 60 g arasinda degis-
mektedir) daha uzun ameliyat sureleri, daha fazla kan
kaybi, daha yiiksek cerrahi komplikasyon oranlari, daha
uzun toplam hastanede kalis sUresi, uzun sureli analjezik
gereksinimleri ile yliksek oranda iliskili oldugunu goster-
mistir (13). Vajinal ve laparoskopik histerektominin karsi-
lastirildigl bir meta-analiz calismasinda; genel komplikas-
yonlar, ameliyat sonrasi 48 saate kadar agri, hastanede
kalis slresi ve iyilesme suresi agisindan fark olmadigy,
ancak vajinal histerektominin operasyon slresinin daha
kisa oldugu gosterilmistir (14).

American College of Obstetrics and Gynecology'de
belirtildigi gibi histerektominin tipinin secilmesinde hasta-
nin anatomisi ve cerrahin deneyimi oldukca fazla énem
tasimaktadir. Son yillarda yaygin olarak kullanilan laparos-
kopik histerektomi jinekoloji pratiginin bir parcasi haline
gelmistir. Laparoskopik histerektomi ve tiplerinin abdo-
minal histerektomiye gére avantaji bulunmaktadir. Her iki
cerrahi islem sonrasi hastanede kalis suresi ve normal
glnluk aktiviteye donls suUreleri karsilastirildiginda
laparoskopik histerektominin anlamh olarak abdominal
histerektomiye gore daha avantajli oldugu saptanmistir
(15). Ulkemizdeki farkl kliniklerin mevcut kosullarina gore
operasyon teknigi seciminde bu bilgiler i1siginda istifade
edebilecegini umuyoruz.

n Atigan A, Eraydin E. Klinigimizde Yapilan Histerektomi Olgularinin Degerlendirilmesi. Hitit Med J 2020;2(1):7-10.
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Giris

Akut faz yanitinin dolayli 6lcimunu ifade eden eritrosit
sedimentasyon hizi (ESH) bircok hastaligin tani konulma
asamasinda yaygin olarak kullanilan yardimci bir laboratu-
var testidir. Calisiimasi basit, maliyeti disuk, kisa zaman-
da sonuclanabilir fakat sensitivite ve spesifitesi dlistktur

(1-4).
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0z
Amagc: Hastanemizde eritrosit sedimentasyon hizinin 100 mm/saat ve lzerinde oldugu
saptanan hastalarda hastalik tani dagiliminiincelemeyi amacladik.

Gerec ve Yontem: Hitit Universitesi Tip Fakiiltesi Egitim Arastirma Hastanesi ic Hasta-
liklari Klinigi ve yan dal bolimlerine 1 Ocak 2018-2020 tarihleri arasinda basvuran
hastalar retrospektif olarak incelendi. Eritrosit sedimentasyon hizin 100 mm/saat ve
Uzerinde olan hastalar calismaya dahil edilerek bu hasta grubunda hastalik tani dagihmi
ve oranlari belirlendi.

Bulgular: Calismaya 203 hasta dahil edildi. Bunlardan 108'i kadin (%53,2), 95'i (%46,8)
erkekti. Ortalama yas 67+13,4 yil olarak tespit edildi. Calismaya dahil edilen hastalarin
hastalik tani dagihmlarina bakildiginda birinci sirada enfeksiydz hastaliklar 77 (%37,92)
yer alirken sirasiyla onkolojik 25 (%12,31), nefrolojik 41 (%20,19) ve romatolojik hastalik
13 (%6,39) tanilarinin gogunlugu teskil ettigi gérildi

Sonug: Eritrosit sedimentasyon hizi enfeksiy6z, bag doku hastaliklari ve malign
hastaliklarda ilk basamaklarda yol gosterici bir tetkik olabilir.

ABSTRACT
Objective: We aimed to investigate the diagnosis of disease distribution in patients with
erythrocyte sedimentation rate of 100 mm/hourand above.

Materials and Methods: Patients who applied to the Internal Medicine Service of Hitit
University Education and Research Hospital and its minor departments between January
1, 2018 and January 1, 2020 were retrospectively analyzed. Patients with erythrocyte
sedimentation rate of 100 mm/hour and above were included in the study, and the
diagnosis and distribution of the disease were determined in this patient group.

Results: 203 patients were included in the study. Of these, 108 were women (53.2%) and
95 (46.8%) were men. The average age was 67+13.4 years. When the disease diagnosis
distribution of the patients included in the study is examined, infectious diseases were 77
(37.9%), while oncological 25 (12.3%), nephrological 41 (20.2%) and rheumatological
disease 13 (6.4%) constituted the majority.

Conclusion: Erythrocyte sedimentation rate may be a guiding test in the first step of
infectious, connective tissue diseases and malignant diseases.

Eritrositlerin dansiteleri plazmadan daha ylksek oldu-
gu icin in vitro (kan tipl) ortamda cokerler. Normalde
eritrositler dis membranlarindaki salisilik asitin karboksil
grubunun getirdigi negatif ylike bagli olarak birbirlerine
karsi itici kuvvet olusturur ve ¢c6kme olmaz, ancak cogu
plazma proteini pozitif yike sahip olduklari icin bu itici

Aydemir N, Biter B, Dogan i, Eser B. Kayadibi H. Eritrosit sedimentasyon hizi 100mm/saat ve (izerinde olan hastalarda hastalik
tani dagilimi. Hitit Med J 2020;2(1): 11-15.



kuvveti baskilarlar ve eritrositlerin agregasyonunu artti-
rirlar. Bir sure sonra tlp Uzerinde o6lculebilen agregasyon
mesafesi ESH (mm/saat) olarak adlandirilir (5-7).

ESH'yi 6lcmede bircok metod (Linzenmeier, Cutler,
Lindow, Adam, Smith ve Rourke Ernstene) (3) olmakla
birlikte, bilinen en eski, en yararl, klinik pratikte en sik ter-
cih edilen ve bizim de bu galismada kullandigimiz Wester-
gren metodudur. Bu metodda sodyum sitrat ile antikoa-
gule edilmis olan vendz kan (2 mL'lik enjektore 0,4 mL
%3,8'lik sodyum sitrat cekilip 1,6 mL ven6z kanla 2 mL'ye
tamamlanir) 200 mm isaretli Westergren pipetine konulur
ve dik olarak yerlestirilir. 1 saat sonra plazmanin Ust duzeyi
ile eritrositlerin Gst siniri arasindaki mesafe Olculip
mm/saat olarak ifade edilir. Westergren'in olumsuz yonleri
sitratin makromolekdllerin konsantrasyonunu dusurerek
ESH'de yalanci diismeye yol agmasi ve dusik hematokritin
ESH'yi azaltmasidir. Bunlarin disinda ESH'nin yalanci
olarak artmis ya da azalmis saptanmasinda bircok faktor
vardir. Konsantrasyonu ylUksek antikoagulan makromo-
lekuller, heparin kullanimi, hiperkolesterolemi gibi durum-
lar yalanci artis sebepleri iken, polisitemi, siddetli [6kosi-
toz, orak hucreli anemi, capi 2 mm'den dar pipet kullanimi,
pipetin kisa olmasi, yliksek doz kortikosteroidlerle tedavi,
hipofibrinojenemi, mikrositler, kalp yetmezligi olmasi,
kaseksi, nekroz olmaksizin kronik karaciger hastalig| gibi
etkenler de yalanci azalma sebepleridir (8-10). Kadin
cinsiyet, sismanlk, gebelik (10. haftadan sonra artar,
postpartum 1. ayda normale doner), ileri yas (11), mens-
triasyon dénemi ve baziilaglar da ESH'nin yuksek saptan-
masina yol agan fizyolojik nedenler arasindadir (5-8, 12-
15). Yasa ve cinsiyete gore yaygin olarak kullanilan
referans degerler 50 yas alti erkeklerde 15 mm/saat,
kadinlarda 20 mm/saat, 50-85 yas aras! erkeklerde 20
mm/saat, kadinlarda 30 mm/saat ve 85 yas Uzeri
erkeklerde 30 mm/saat, kadinlarda 42 mm/saat olarak
belirlenmistir (5-8, 12, 13). Referans araliginin Ust siniri
erkekler icin yil olarak yas/2 ve kadinlar icin (yil olarak
yas+10)/2 ESH'y1 belirlemede klinik pratikte kullanilabilir
(16).

Gerecve Yontem

Calisma 1 Ocak 2018-1 Ocak 2020 tarihleri arasinda
Hitit Universitesi Erol Olgok Egitim ve Arastirma Hastanesi
ic Hastaliklar ve ilgili yan dal polikliniklerine basvurmus
hastalarin AKGUN hastane elektronik bilgi yonetimi siste-
minde kayith bilgilerinin retrospektif olarak taranmasi ile
yapildi. Galismaya 203 hasta dahil edildi. Hasta dosyalari
incelenerek yasi, cinsiyeti, es zamanli kullandigl ilaglar ve
tanilar kaydedildi. Calismaya dahil edilme kriterleri; 18
yasindan buyuk olma ve ESH 100 mm/saat ve Uzerinde
olma olarak belirlendi. 18 yasindan kuli¢cuk olan, calisma

icin laboratuvar kriterlerini desteklemeyen ve sistemde
hastalik tanisi veya klinik bilgileri yetersiz olan hastalar
calisma disi birakildi. Hastalarin laboratuvar tetkikleri
incelenerek ESH, C- reaktif protein (CRP), Hb, ortalama
eritrosit hacmi, Ure, kreatinin, AST, ALT degerleri ve
hastalarin tanilar kaydedildi. Ayni hasta icin sistemde
birden fazla 100 mm/saat ve Uzerinde 6lcuimler varsa en
yUksek ESH degeri kullanildi. Eger birden fazla tani varsa
ESH'y1 100 mm/saat ve Uzerine yukseltecek en muhtemel
tani kullanildi. Hastanemiz Tibbi Biyokimya Laboratu-
varinda ESH 6l¢imu icin Westergren metodu kullanildig)
O0grenildi.

Bulgular

Eritrosit sedimentasyon hizi 100 mm/saat ve lizerinde
olan 203 hasta tespit edildi. Bunlardan 95'i erkek (%46,8),
108'i kadindi (%53,2). Ortalama yas 67+13,4 yildi.
Hastalarin 89'u (%57,5) 65 yas ve Uzeri, 28'i (%13,7) ise
81 yas ve Uzerinde idi. Hastalarin demografik ve labora-
tuvar verileri Tablo 1 ve 2' de gosterildi.

Hasta sayisi, n (%)*
Cinsiyet
Kadin 108 (53,2)
Erkek 95(46,8)
Yas (yil) 67+1,4
Mevcut hastalik tanilar
Hipertansiyon 109 (%53,7)
Diyabet 71 (%35,0)
Hiperlipidemi 15 (%7,4)
Kronik Bébrek Hastalig 76 (%33,1)
Koroner Arter Hastaligl 30 (%13,0)
Malignite dykuisl 37 (%182)
Konjestif Kalp YetmezIigi 24 (%11,8)
Kronik Obstruiktif Akciger Hastalig) 25 (%12,3)
Norolojik hastaliklar (SVO, Alzheimer vb.) 30(%14.,8)
Bag doku hastaliklan 17 (%8.4)
inflamatuar Barsak Hastalig| 5 (%2,5)

Tablo 1. Hastalarin demografik verileri.
(* Hastalarda birden fazla eslik eden hastalik mevcuttur)
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Hastalar ESH ylksekligi agisindan incelendiginde ESH
100-109 mm/saat arasinda toplam 109 hasta (%53,7),
140-149 mm/saat arasinda 2 hasta (%0,98) hasta vardi.
ESH degerlerine bakildiginda alt ve Ust sinir arasinda dagi-
limin alt sinira (100 mm/saat ) yakin degerlerde daha fazla
oldugu gorildi (Tablo 3). En yiiksek ESH degeri larinks
kanseri tanisi alan 60 yasinda bir erkek hastaya aitti ve
143 mm/saat olarak belirlendi. Kadinlarda en yuksek ESH
degeriyse 57 yasinda kronik bobrek yetmezligi tanisi alan
bir bayan hastada 140 mm/saat olarak tespit edildi.

Hastalarin basvuru yaptigl klinikler incelendiginde ilk
sirada enfeksiyon hastaliklari kliniginin oldugu ardindan
Nefroloji, Gogls hastaliklari ve Genel Dabhiliye kliniginin
geldigi tespit edildi (Tablo 4). Calismaya dahil edilen
hastalarin hastalik tani dagihimlarina bakildiginda birinci
sirada enfeksiyoz hastaliklar yer alirken sirasiyla onkolojik,
nefrolojik ve romatolojik hastalik tanilarinin ¢ogunlugu
teskil ettigi goruldu (Tablo 5).

HM]

ESH (mm/saat) Hasta sayisi, n (%)
100 - 109 109 (53,7)
110 - 119 47 (23,2)
120- 129 29 (14,3)
130-139 16 (7,9)

140 - 149 2(0,9)

Tablo 3. Hastalarin ESH (Eritrosit sedimentasyon hizi)

hiz araliklarina gére dagilimi

Klinik Hasta sayisl, n (%)
Enfeksiyon Hastaliklari 51 (25,12)
Nefroloji 49 (24,13)
GOgls Hastaliklari 42 (20,68)
Genel Dahiliye 36 (17,73)
Gastroenteroloji 13 (6,40)
Hematoloji 7(3,44)
Romatoloji 3(1,47)
Tibbi Onkoloji 2 (0,98)

Ortalama+SS
Medyan (25. ¢ceyreklik-75. ¢eyreklik)

Yas (yil) 67+13,4
ESH (mm/saat) 108(103-117)
Hb (g/dL) 9,3411,48
OEH (pms3) 87(82-91)
CRP (mg/dL) 75(34-146)
Ure (mg/dL) 53(33-104)
Kreatinin (mg/dL) 1,2(0,7-3,7)
AST (mg/dL) 20(14-28)
ALT (mg/dL) 15(10-29)

Tablo 2. Hastalarin laboratuvar degerleri.

(Hb; hemoglobin, OEH; ortalama eritrosit hacmi,

CRP; C- reaktif protein, AST; aspartat amino transferaz, ALT;
alanin amino transferaz, ESH; eritrosit sedimentasyon hizi)

Istatistiksel Analizler

Tanimlayicl tipte dizenlenen bu ¢alismadaki verilerin
analizi IBM SPSS 23.0 paket programi kullanilarak yapildi.
Sirekli degiskenlerin normal dagilim gosterip gosterme-
digine Kolmogorov-Smirnov testi ile karar verildi. Normal
dagilim gosteren parametreler ortalamatstandart sapma
ile gosterilirken normal dagilim géstermeyen parametreler
medyan (25. Ceyreklik- 75. ceyreklik) ile gosterildi.
Nominal veriler ise sayi ve yuzde seklinde verildi.

Tablo 4. Calismaya dahil edilen hastalarin
basvuru yaptig kliniklerin dagilimi

Tani Hasta sayis|, n (%)
Enfeksiyon 77 (37,92)
Malignite 25(12,31)
Malignite + Enfeksiyon 13 (6,45)
Kronik Bobrek Hastalig) 41 (20,19)
Bag Doku Hastaliklar 13 (6,39)
inflamatuar Hastaliklar 5(2,46)
Diger hastaliklar 29 (14,28)
(Miyelodisplastik

sendrom, Nefrotik

sendrom, Sarkoidoz vb.)

Tablo 5. Calismaya dahil edilen hastalarin

hastalik tanilarinin dagilimi.
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Tartisma ve Sonu¢

Eritrosit sedimentasyon hizi cok eski zamandan beri
kullanilan, birgcok hastaliga tani koymada yardimci olan ve
akut faz yanitinin dolayh élcimunu ifade eden bir labora-
tuvar testidir. Klinik pratikte oldukc¢a sik kullaniimaktadir
(1-4). ESH parametresi calisilan hastalarda degerin
yuksek saptanmasi durumunda olasi enfeksiyon ve
malignite ihtimalinin yaninda hastanin yasi, cinsiyeti,
komorbid hastaliklari ve kullanmakta oldugu ilaclarin da
degerlendiriimesi gerekmektedir. Yas ile birlikte kesin
olmamakla birlikte hiperfibrinojeneminin bir sonucu
olarak ESH'da yUkseklik olmasi beklenmekle birlikte (15)
yasin tek etken olarak ESH'y1 100 mm/saat ve Uzeri gibi
ciddiseviyelere gikarmasi olasi degildir.

Cogu hastada akut faz yaniti bilesenlerindeki yiksel-
meler birlikte gorulse de, tim hastalarda bu durum benzer
olmayabilir. Farkli hastaliklardaki spesifik sitokinlerin
(6zellikle IL-6, I1L.-1B, TNF-alfa ve INF-gama) veya bunlarin
modulatorlerinin Gretimindeki farkliliklar blyuUk 6lctde bu
varyasyonlari acgiklayabilir (17). Bunun yaninda, bir hasta-
nin klinik takibinde ESH nispeten yavas degisirken, CRP
konsantrasyonlari hizla degisebilir. Calismamizda bu
durum ile ilgili olarak ayni hasta Uzerinde birden fazla
calisilan CRP ve ESH degerleri karsilastiriidiginda literatlr
ile uyumlu olarak CRP degerlerindeki artis veya azalma-
larin ESH degerlerine gére daha kisa zaman dilimlerinde
oldugu goraldu.

Son dénem boébrek yetmezligi (SDBY) veya nefrotik
sendromlu hemen hemen tum hastalarda ESH yUkselir
(Westergren yontemiyle 25 mm/saatten fazla) (17-19,
20). SDBY'li hastalarin yaklasik %60'iInda ESH 60
mm/saatin Uzerinde iken, %20'sinde 100 mm/saatin
Uzerinde olabilen bir ylkselmeler vardir. Bu nedenle,
baska sistemik belirtileri veya semptomlari olmayan bob-
rek hastalig| olan bir hastada izole bir ESH ylkselmesi
mutlaka enfeksiyon, hastalik aktivitesi veya altta yatan bir
maligniteyi gostermez.

Yousuf ve ark. yaptigl retrospektif bir calismada ESH
100 mm/saat ve Uzeri olan 508 hasta incelenmis ve
etyolojik olarak ilk sirada enfeksiyon %38,6 ve sonrasinda
otoimmun hastalik %15,9, malignite %15,4, idiyopatik

%10,2 ve doku iskemisi %8,7 saptanmistir (21). Daniels ve
ark.'nin yapmis oldugu ve 4807 hastanin dahil edildigi
baska bir calismada da yine etiyolojide %40 ile enfeksiyon
hastaliklari ilk sirada bulunmustur. Diger nedenler ise
otoimmun hastaliklar (%38) ve malign hastaliklar (%36)
olarak tespit edilmistir (22). ESH 100 mm/saatin Uzerinde
olan 1006 hastanin dahil edildigi bir diger calismada
etyolojik nedenler; enfeksiyon hastaliklar (%33), malign
timorler (%17), bobrek hastaliklar (%17) ve inflamatuvar
hastaliklar (%14) olarak bulunmustur. Enfeksiyon hasta-
liklarindan en sik olarak akciger enfeksiyonlari, malign
hastaliklardan ise akciger ve over kanseri orani ylksek
bulunmustur (22). Bizim calismamizda da literatir ile
uyumlu sonuclar ortaya ¢ikmistir. 100mm/saat ve Uze-
rinde ESH saptanan hastalarin basvuru aninda aldiklari
tanilar arasinda bu seviye ve Uzerine ¢ikarabilecek
oncelikli tanilar kaydedilmis olup 203 hastanin 77'sinde
tek basina enfeksiyon, 25'inde malignite, 41'inde kronik
bobrek hastaligl saptanmistir. Enfeksiy6z nedenler ara-
sinda tani olarak pndémoni, maligniteler arasinda akciger
kanseri, romatolojik hastaliklar arasinda romatoid artrit,
hematolojik hastaliklar arasinda ise miyelodisplastik
sendrom en sik kaydedilen tanilar oldu. Literattirden farkli
olarak ESH'In 100 mm/saat'in Gizerine ¢iktigl hastaliklarda
tani alinan klinikler arasinda Tibbi Onkoloji, Romatoloji ve
Hematoloji yan dal klinik oranlari disuk seviyede kalmistir.
Bunun nedeni Tibbi Onkoloji B6limu'nde ¢cok sayida hasta
tetkik edilmesine ragmen %0,03 hastada ESH calisiimis
olmasidir. Ayrica Romatoloji ve Hemataloji bélimlerinde
ise calisma verilerinin dahil edildigi tarihler arasinda ilgili
hekimlerin olmamasi nedeniyle bu kliniklerle iliskili hasta-
larin tetkik edilememesidir. Bu da calismamizin Kkisitli-
hgidir.

Enfeksiydz ve malignitelerin 6n planda dusunutldugu
ESH, muayene ve tetkik edilen her hastada rutin calsila-
cak bir laboratuvar testi degildir. Klinik stiphe olmamasi,
hastanin sikayetinin olmamasi durumunda calisiimasi
anlamsizdir. Bu calismada ESH ylksekligi saptanan hasta-
larda ileri tetkikler ile tani konulabilecek bazi hastaliklara
yonelmede ESH'nin ilk basamaklarda yol gosterici bir
tetkik olabilecegi vurgulanmak istendi.
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Introduction

0z

71 yasinda bir kadin hasta acil servise genel durum bozuklugu ve ates sikayeti ile
basvurdu. Hastanin 6zgecmisinde 2,5 yil 6nce kolon kanseri igin ameliyat OykUsu vardi.
Muayenesinde bilinci “stupor” olarak degerlendirildi. intravendz kontrastl bilgisayarli
abdominal tomografide ince bagirsak segmentlerinde ileus ile uyumlu yaygin
distansiyon mevcuttu. Distal ileal segmentlerde intramural gaz goérintileri izlendi.
Karacigerde portal sistemle gaz imaji izlendi. Hastaya acil laparotomi planlandi.
Operasyon sirasinda ileal 40 cm segmentin karin arka duvarina yapisik oldugu ve bu
segmentin nekroze oldugu gozlendi. Pnémosistis intestinalis ile porto-mezenterik
ven0z gaz arasindaki iligki intestinal nekrozun gostergesidir. Acil cerrahi tedavi
olgumuzda oldugu gibi yapiimalidir.

ABSTRACT

A 71-year-old female patient was admitted to emergency department with a general
condition disorder and fever. She had a history of stroke, hypertension and diabetes,
and had a history of operation for colon carcinoma 2.5 years ago. On examination, his
consciousness was stupor. Intra-venous contrast-enhanced computed abdominal
tomography showed diffuse distension consistent with ileus in small bowel segments.
Intramural gas images were seen in the distal ileal segments. Gas images compatible
with portal system were present in the liver. Emergency laparotomy was performed. It
was observed that the 40 cm small bowel loops adhered to the posterior abdominal
wall of the pelvis and necrosis of this segment was observed during the operation. The
association of pneumocystis intestinalis with porto-mesenteric venous gas is indicative
of intestinal necrosis. Emergency surgical treatment should be performed as in our
case.

Pneumatosis intestinalis is the presence of gas sacs
within the small and large intestinal wall in the gastroin-
testinal tract. It was defined by Du Vernoy during dissection
of a human cadaver in 1730 (1). The clinical manifesta-
tions in pneumatosis intestinalis may vary widely, ranging
from life-threatening complications such as intussuscep-
tions, intestinal obstruction, perforation and ischemia to

nonspecific findings as abdominal pain, abdominal disten-
sion and rectal bleeding (2). It can be diagnosed in conven-
tional radiographs, computed tomography, ultrasonog-
raphy and endoscopic or surgical procedures.

In this case report, we aimed to present a case of
pneumatosis intestinalis secondary to intestinal necrosis
accompanied by portomesenteric venous gas.
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Case report

A 71l-year-old female patient was admitted to emer-
gency department with fatigue and fever. On admission,
her arterial blood pressure was 100/50 mmHg, pulse was
123 per minute, fever was 38.5 °C and oxygen saturation
was 85% in room air. It was learned from the anamnesis
that her complaints started two days ago. She had a history
of stroke, hypertension and diabetes mellitus, and had a
history of surgery for trigeminal neuralgia 9 years ago, and
for colon carcinoma 2.5 years ago. On exami-nation, his
level of consciousness was stupor, there was no neck
stiffness, verbal response was in the form of meaningless
sounds, there was no eye-opening response, and there
was a withdrawal response on the extremities to a painful
stimulus. Abdominal evaluation could not be performed
because of altered mental status. In laboratory findings,
leukocyte count was 25.600 K/uL, neutrophil count was
19.800 K/ulL, blood urea nitrogen was 100 mg/dL,
creatinine was 1,6 mg/dL, INR was 1.4, C-reactive protein
was 19,9 mg/dL and there was no electrolyte imbalance.
Cranial imaging showed no evidence of an acute lesion.
Intra-venous contrast-enhanced computed abdominal
tomography showed diffuse distension consistent with
ileus in small bowel segments (Figure 1,2). Intramural gas
images were seen in the distal ileal segments. Gas images
compatible with portal system were present in the liver.
Emergency laparotomy was performed. It was observed
during surgery that a 40 cm small bowel loops adhered to
the posterior abdominal wall of the pelvis and there was
necrosis in this segment. lleal resection and anastomosis
were performed. The patient was followed up in intensive
care unit for 9 days. She was discharged 11 days after the
operation withoutany complication.

Figure 1. The abdominal computed tomography with intravenous
contrast media. The transverse image reveals diffuse distension
consistent with ileus in small bowel segments. Intramural gas
images were seen in the distal ileal segments (arrows).
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Discussion

Pneumatosis intestinalis is a rare pathology characte-
rized by multiple gas-filled cysts in the intestinal subserosa
and submucosa. While most of the disease involves the
jejunum and ileum, the colon is affected by 32% (3). In our
case ileum was involved. Gastrointestinal system diseases
such as appendicitis, Crohn's disease, pyloric stenosis,
ulcerative colitis, diverticular disease, necrotizing entero-
colitis, gastroduodenal ulcer and sigmoid volvulus may
accompany (4). In addition, non-gastrointestinal conditi-
ons such as chronic obstructive pulmonary disease, colla-
gentissue diseases, AIDS, and glucocorticoid use may also
accompanytoo (4).

Because 50% of asymptomatic patients have sponta-
neous remission, no specific treatment is recommended.
Nonoperative oxygen therapy is initiated first in sympto-
matic patients unless perforation, peritonitis or sepsis is
present (5). Surgical treatment should be preferred if
patients have clinical or radiological findings supporting
perforation.

Gas in the porto-mesenteric venous system is another
rare condition. Although it is frequently associated with
mesenteric ischemia or bowel gangrene and necrotizing
bowel diseases, it can be caused by blunt abdominal trau-
mas, intestinal obstruction, ulcerative colitis, abdominal
abscess, gastric ulcer, large gastric cancer, gastric biopsy,
hemicolectomy, pseudomonas sepsis and diverticulitis.

Diagnosis of pneumatosis intestinalis and portome-
senteric venous gas could be established clinically and
radiologically. Conventional radiographs, computed
tomography, ultrasonography can be used to diagnose
both entities (6). Presence of circular gas in the bowel and

Figure 2. The abdominal computed tomography with intravenous
contrast media. The transverse image reveals gas images
compatible with portal system (asterisks).
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the mesentery is characteristic finding of pneumatosis
intestinalis in conventional radiographs. Presence of gas
entrapped within the wall of the bowel is characteristic
finding of pneumatosis intestinalis in computed tomog-
raphy. Computed tomography also distinguishes gas
within the intestinal wall and lumen (5,6). Moreover,
computed tomography also distinguishes gas cysts and
submucosal fatty cysts. A branching area of low attenu-
ation extending to within two cm of the liver capsule is the
radiographic criterion for portal vein gas (7). Lifethrea-
tening causes such as intestinal ischemia, perforation and
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necrosis can also be diagnosed in computed tomography
(8). In our case pneumocystis intestinalis was accompa-
nied by portomesenteric gas, a sign of necrosis. Abdo-
minal examination could not be assessed due to the
patient's level of consciousness. Patient underwent emer-
gency surgery with computed tomography findings (8).

As a conclusion, etiology varies from benign conditions
to fulminant gastrointestinal disease. The presence of
portomesenteric venous gas in pneumocystis intestinalis
is an indicator of intestinal necrosis. Emergency surgical
treatment should be performed as in our case.
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80 yasinda bir kadin hasta, bir ay 6nce kiint kafa travmasinin ardindan sag temporal
bolgede pulsatil ve agrisiz bir kitle gorilmesi Uzerine yatirildi. Birkag aydir derin venoz
tromboembolizm nedeniyle oral apiksaban tedavisi (2x5 mg) kullanan hastada,
Doppler ultrason ve Bilgisayarli Tomografi Anijografi incelemesinde, sag siperfisiyal
temporal arterin psédoanevrizmasi oldugu gorlldi. Hastaya lokal anestezi altinda
cerrahi eksplorasyon yapildi. Sag stiperfisiyal temporal arterin riiptiire oldugu gézlendi
ve bu damar baglanarak tedavi edildi.

ABSTRACT

An 80-year-old female was admitted to the hospital, presenting a pulsatile and painless
mass on the right temporal site occurred one month ago following a blunt head trauma.
She was under oral apixaban therapy (2x5 mg) due to deep venous thromboembolism
for several months. Doppler ultrasound examination and computed tomography
angiography revealed pseudoaneursym of the right superficial temporal artery. Patient
underwent surgical exploration under local anesthesia. Total rupture of the STA was
observed and ligated.
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Introduction

A pseudoaneurysm is a dilation of an artery that
includes a defect in one or more layers of arterial wall (1).
Pseudoaneurysm of the superficial temporal artery is a
rare clinical entity (2).

The use of new oral anticoagulants is increasing day by
day due to increasing indications of these drugs. We
present a case of superficial temporal artery pseudoa-
neurysm under oral apixaban therapy due to deep venous
thrombosis. To our knowledge, this is the first case of
superficial temporal artery pseudoaneurysm developing
under new oral anticoagulant therapy.

Case Report

An 80-year-old female was admitted to the hospital,
presenting a pulsatile and painless mass on the right
temporal site occurred one month ago following a blunt
head trauma (Figure 1). She was under oral apixaban
therapy (2x5 mg) due to deep venous thromboembolism
for several months. Doppler ultrasound examination and
computed tomography angiography (CTA) revealed
pseudoaneursym of the right superficial temporal artery
(STA) (Figure 2) and patient underwent surgical
exploration under local anesthesia. Total rupture of the
STAwas observed and ligated (Figure 3).

1 9 Ozyalcin S, Diken Al, Yalcinkaya A, Tirkmen U. Traumatic Pseudoaneursym of Superficial Temporal Artery in an Under Apixaban Therapy.
Hitit Med J 2020;2(1):19-21.



Figure 1. Painless and pulsatile mass on right temporal site.

Discussion

STA is one the most vulnerable artery involved
following a craniofacial trauma, however; traumatic
pseudoaneursym of the STA is an unusual condition (3).
A pulsatile mass on the temporal site commonly
indicates the presence of a pseudoaneursym and
headache or ear discomfort may accompany to the
condition (4). CTA and/or Doppler ultrasound exami-

Figure 2. Computed tomography image demonstrates
pseudoaneursym sac on the temporal site.

nation are noninvasive and effective diagnostic tools.
Differential diagnoses for STA pseudoaneurysm include
vascular tumor, arteriovenous fistula, meningeal artery
aneurysm with bony erosion, subcutaneous lipoma,
abscess, and localized hematoma. Surgical ligation and
division, thrombin injection, embolisationand endovas-
cular interventions are options for the treatment (4).
New oral anticoagulants are increasingly used by
octogenarian patients with atrial fibrillation or deep
venous thromboembolism. Penetrating or even blunt
trauma to the head may result in pseudoaneursym
formation in elderly patients who are prone to falls and
this diagnosis should be kept in mind to avoid some
serious complications such as hemorrhage.

Figure 3. Intraoperative view of the superficial
temporal artery and pseudoaneursym sac
(Proximal and distal sides of the artery were clamped).
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Dev polip, genellikle rahim agzindan endometriyuma olagandisi uzanan, bir kadin genital
sistem patolojisidir. Servikal veya endometrial maligniteyi taklit edebilir ve tanisal bir
ikileme veya gereksiz agresif mudahaleye neden olabilir. 63 yasindaki menopoz sonrasi
bir kadinda son derece nadir gorilen dev bir endometrial polip vakasi klinisyenler
arasinda farkindalik yaratacak sekilde tarif edilmektedir. Boyle bir olguya yaklasim, ayirici
tanive literatUr taramasi da sunulmaktadir.

ABSTRACT

Giant polyp is an unusual female genital tract pathology, commonly arising from the cervix
than the endometrium. It is a great masquerader of cervical or endometrial malignancy
and can lead to a diagnostic dilemma and unnecessary aggressive interventions.
Experience in one such case of an extremely rare protruding giant endometrial polyp in a
63-year-old postmenopausal female is being described herewith so as to create
awareness among the dealing clinicians. The approach to such a case, differential
diagnosis, and review of the literature is also presented.

Postmenopausal bleeding
Thick endometrium

Introduction

Endometrial polyps are localized overgrowth of endo-
metrial glands and stroma through the uterine cavity. This
benign disease affects 25% of women (1). Postmenopau-
sal bleeding (PMB) accounts for 5% of the gynecological
visits and it is usually seen in up to 10% of women aged
over 55 years (2). This abnormal genital bleeding arises
from both the intrauterine as well as extrauterine sources.
The most common cause attributed to it is the atrophy of
vagina or endometrium owing to the postmenopausal
hypoestrogenism (3). Nevertheless, several other conditi-
ons such as endometrial hyperplasia, cervical/ endomet-
rial polyps, submucosal fibroids, tumours of endomet-
rium/cervix/ovaries, bleeding from non-gynecological
sites, such as the urethra, bladder, anus/rectum/ bowel,
or perineum have also been implicated as its important
etiologies (2). Among the polyps, the uterine or endo-
metrial polyps are benign masses of the endometrium that
bulge into the uterine lumen. They can be single or multiple
and can appear as pedunculated or sessile. In rare

especially the pedunculated ones can protrude through
the cervix into the vagina (4). Their size ranges from a few
millimeters to several centimeters. Most of them are
usually <2 cm in diameter, however, polyps can occasi-
onally attain a size of >4 cm and then they are designated
as giant polyps (4). Most of the giant endometrial polyps
reported in the literature are mainly associated with
postmenopausal tamoxifen or raloxifene treatment, reflec-
ting that they are affected by the hormone levels and grow
in response to the circulating estrogen (5). These rare
giant endometrial polyps are clinically important as they
may cause concern to both the patient and the dealing
clinician for the suspicion of a malignancy, especially
because of their size and associated clinical symptoms
leading to unnecessary diagnostic and therapeutic inter-
ventions. Herein is described an extremely rare case of a
giant endometrial polyp with bleeding in complicated
patientsuch as cardiologic problems.
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Case Report

A 63-years-old female; gravida 2 labor 2, presented to
the gynecological out-patient department with lower
abdominal pain and bleeding per vaginum since the past
30 days. She gave a history of intermittent PMB of 5 years
duration and recently in the past 8 months. However, she
never approached any gynecologist for these complaints
until now. She had two full-term normal vaginal deliveries
and had attained menopause 20 years back. She denied
any use of drugs especially hormone derivatives, recent
intercourse or vaginal trauma. She has heavy cardiologic
disease, hypercholesterolemia and diabetes mellitus in
her medical history. Her drugs were acetylsalicylic acid
100mg, clopidogrel, atorvastatin, benidipine hydroch-
loride 4mg. She has no prior surgery as well as family
history of any cancer (breast/uterine/colon/ovarian) was
contributory.

On general physical examination, she was anemic and
overweight (body mass index-29.2 kg/m?). Per abdomen
examination revealed mild tenderness in the lower abdo-
men with no evidence of ascites or any organomegaly. Per
speculum examination showed a mild-bleeding. Bimanual
pelvic examination revealed anteverted multiparous sized
uterus with free bilateral fornices and without palpable
adnexal masses. On per rectal examination, the rectal
mucosa was free. All other systemic examinations were
within normal limits. Kidney and liver function tests were
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normal. Serum antibodies to the human immunodefici-
ency virus, hepatitis B surface antigen, syphilis were nega-
tive. X-ray chest was normal. Transvaginal sonography
(TVS) showed heterogeneous irregular endometrium of 27
mm thickness. Based on the history, clinical and radiolo-
gical findings, an endometrial or a cervical malignancy was
suspected. On the basis of these histopathological
findings, a final diagnosis of a giant endometrial polyp was
made. First line therapy was performed by blind curettage.
However result of curettage was only proliferative endo-
metrium. Patient had been suffering same symptoms after
this operation. In addition, our patient had a complaint of
uterine prolapse. She was advised hysterectomy and she
was willing to undergo the procedure.

Gross examination of the specimen from the conta-
iner labeled polyp showed a pedunculated polypoidal
smooth gray-brown soft-tissue piece which measured 6
cm x 3,5 cm x 1 cm in size (Figure 1). On microscopic
examination (hemotoxylin eosin (H&E), x 200) loose
edematous stroma and conjugate vessel structures were

i i - ¥ B
Figure 2. Loose edematous stroma and conjugate vessel
structures were seen on microscopic examination.

Figure 3. Cystic dilated gland structures were identified on
microscopic examination.
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seen (Figure 2). However, cystic dilated gland structures
(Figure 3) and conjugate vessel structures (Figure 4) were
also identified on microscopic examination. On follow-up,
her symptoms completely resolved and there were no fresh
complaints.

Figure 4. Conjugate vessel structures were seen on microscopic
examination.

Discussion

Endometrial polyps are composed of endometrial
glands (normal/cystic/hyperplastic), an increased amount
of fibrous tissue, and can contain smooth muscle (1).
These polyps can occur at any age, but most frequently
they are seen in women around menopause. Patients may
either be asymptomatic or can present with abnormal
bleeding patterns (intermenstrual bleeding, menorrhagia,
or PMB) and infertility. Its prevalence ranges from 10% to
24% in women presenting with dysfunctional uterine blee-
ding while it occurs in 24.3% of PMB cases (4). The exact
pathogenesis of endometrial polyps still remains unclear.
Researchers have documented its causative link to aging,
obesity, tamoxifen therapy, hypertension, unbalanced
estrogen receptors and progestins, unopposed estrogen
therapy, and estrogen-like effect (1).

Giant endometrial polyps, as seen in the present case
study, are exceedingly rare variants of classical polyps. On
reviewing the handful of cases mentioned till date, various
clinicopathological features of this rare entity draws the
attention. These giant endometrial polyps are mainly seen
in Turkish origin postmenopausal women with associated
conditions such as obesity, heart ailments, and diabetes
mellitus. The most common presenting symptom is vaginal
bleeding and only a few of them presented with an introital
mass (4,5). The polyp size varied from 4.5-12 cm in its
greatest dimension. Maximum of the cases developed with
the use of selective estrogen receptor modulators such as

SHMJ

tamoxifen or raloxifene or a phytoestrogen (thyme) (1,5).
Nevertheless, few asymptomatic cases without any
drug/hormone use or vaginal bleeding have also been
documented (1). Transvaginal sonography has been the
first line of investigation in most of the cases. The patients
have been managed equally by both the hysteroscopic
polypectomy and total abdominal hysterectomy with or
without bilateral salpingo-oophorectomy. The histopat-
hological examination of the resected specimens was
performed in all the cases which revealed no hyperplasia,
atypia or malignancy in maximum cases.

In the current patient, the polyp developed sponta-
neously in an overweight female and presented as
postmenouposal bleeding with a mass. The transvaginal
sonography revealed a 27 mm thick endometrium. All
these clinico-radiological findings lead to a suspicion of
malignancy and warranted further evaluation of the
patient. Nevertheless, 10%-25% of the symptomatic giant
endometrial polyps may contain hyperplastic foci while the
risk of its malignant transformation has been observed in
about 0%-12.9% cases. Several factors have been linked
to malignancy arising within the polyp such as advanced
age, menopausal status, obesity, diabetes, arterial hyper-
tension, use of tamoxifen, and large size of the polyp (6).

Therefore, the basis for removing these protruding
polyps followed by histopathological examination is not
only for symptomatic relief of the patient, suspicion of
malignancy but it is also for assessing the polyps own
malignant potential. Hysteroscopic polypectomy remains
the mainstay for the operative management and histopat-
hological evaluation of giant endometrial polyps because
of the minimal morbidity associated with it as compared to
a hysterectomy. Our patient had a complaint of uterine
prolapse as well, that's why the patient underwent hyste-
rectomy in stead of hysteroscopy. The blind curettage is
unsuccessful in many cases in terms of incomplete
removal of the polyp, therefore, it should not be used as a
diagnostic or therapeutic intervention (6).

As a conclusion, giant endometrial polyp is a rare entity
which should be keptin mind while dealing with PMB cases
as they can develop spontaneously and can mimic as an
endometrial or a cervical malignancy. The assessment of
such patients should include a detailed history, complete
abdominal/pelvic and speculum examinations along with
identification of its risk factors. Hysteroscopy is quite
beneficial in the differential diagnosis, but the histopat-
hological examination is mandatory for its definitive
diagnosis. However, more insight and exploration is
required of the factors involved in its pathogenesis and for
determiningits oncogenic potential in near future.
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