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ABSTRACT 

Aim: Polycystic ovarian syndrome (PCOS) is a multifactorial disorder with different phenotypic 
characteristics, the most frequent endocrine disorder in women, and the leading cause of anovulatory 
infertility. Kisspeptin is recognized to have a crucial function in regulating reproductive hormone 
production through signaling its G protein-coupled receptor to the hypothalamic-pituitary-gonadal axis. 
High kisspeptin levels have been found in PCOS patients, although other investigations show the 
reverse. Our study aims to contribute to the scientific literature by discussing our patient population 
data on this subject. 

Material and Methods: Forty-two women with PCOS (mean age: 22.1±3.9) and thirty-nine healthy 
women (mean age: 21.3±2.6) were included in the study. Kisspeptin and routine laboratory tests were 
analyzed with the blood samples on the third day of menstruation. Height, weight, homeostatic model 
assessment-insulin resistance (HOMA-IR), body mass index (BMI), age, hirsutism, waist circumference, 
smoking, and irregular period data were also recorded. Comparison and correlation analyses were 
performed between groups, within PCOS patients, and in all individuals. 

Results: Kisspeptin levels did not differ between PCOS patients and healthy women (p=0.086). PCOS 
patients had greater weight, BMI, free thyroxine, luteinizing hormone, insulin, hemoglobin A1c, platelet, 
and HOMA-IR values. Kisspeptin and thyroid-stimulating hormone correlated within all individuals, and 
kisspeptin and progesterone correlated within PCOS patients. 
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Conclusion: Contrary to the literature, kisspeptin levels in PCOS patients did not differ from healthy 
women. The absence of differences in kisspeptin levels between PCOS patients and healthy women may 
be attributed to the hypothalamic or ovarian subtypes of PCOS. Further research is needed to enlighten 
the topic entirely.  
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ÖZET 

Amaç: Polikistik over sendromu (PKOS), farklı fenotipik özelliklere sahip, kadınlarda en sık görülen 
endokrin bozukluk olan ve anovulatuar infertilitenin önde gelen nedeni olan çok faktörlü bir hastalıktır. 
Kisspeptinin, G proteinine bağlı reseptörünü hipotalamik-hipofiz-gonadal eksenine sinyal göndererek 
üreme hormonu üretimini düzenlemede çok önemli bir işleve sahip olduğu kabul edilmektedir. PKOS 
hastalarında yüksek kisspeptin seviyeleri bulunmuştur, ancak diğer araştırmalar bunun tersini 
göstermektedir. Çalışmamız bu konudaki hasta popülasyonu verilerimizi tartışarak bilimsel literatüre 
katkı sağlamayı amaçlamaktadır. 

Gereç ve Yöntem: Çalışmaya PKOS tanılı 42 kadın (ortalama yaş: 22.1±3.9) ve 39 sağlıklı kadın 
(ortalama yaş: 21.3±2.6) dahil edildi. Adetin üçüncü gününde alınan kan örneklerinden Kisspeptin ve 
rutin laboratuvar testleri incelendi. Ayrıca boy, kilo, homeostatik model değerlendirmesi-insülin direnci 
(HOMA-IR), vücut kitle indeksi (BMI), yaş, hirsutizm, bel çevresi, sigara kullanımı ve adet düzensizliği 
verileri de kaydedildi. Gruplar arasında, PKOS hastalarında ve tüm bireylerde karşılaştırma ve 
korelasyon analizleri yapıldı. 

Bulgular: Kisspeptin düzeyleri PKOS hastaları ile sağlıklı kadınlar arasında farklılık göstermedi 
(p=0.086). PKOS'lu hastaların kilosu, BMI, serbest tiroksin, luteinize edici hormon, insülin, hemoglobin 
A1c, platelet ve HOMA-IR değerleri daha yüksekti. Kisspeptin ve tiroid stimüle edici hormon tüm 
bireylerde korelasyon gösterirken, kisspeptin ve progesteron PKOS hastalarında korelasyon gösterdi. 

Sonuç: Literatürün aksine PKOS hastalarında kisspeptin düzeyleri sağlıklı kadınlardan farklı değildi. 
Hipotalamik veya yumurtalık kaynaklı PKOS alt tipleri, PKOS hastaları ile sağlıklı kadınlar arasında fark 
göstermeyen kisspeptin düzeylerini açıklayabilir. Konunun tamamen aydınlatılması için daha fazla 
araştırmaya ihtiyaç vardır. 

Anahtar Kelimeler: Polikistik Over Sendromu, Kisspeptin, Metabolik Sendrom 

 
 
 
 
 

INTRODUCTION 

Polycystic ovary syndrome (PCOS) is a 
multifactorial condition with various 
phenotypic factors, with clinical diagnosis 
typically requiring at least two of the 
following features: polycystic ovaries, 
androgen excess (hyperandrogenemia), and 
chronic anovulation, characterized by the 
former two frequently being the most 
prominent (1). The most prevalent endocrine 
condition in women and a primary cause of 
anovulatory infertility is PCOS. Even though 
the cause of PCOS is unknown, it is 
considered a complex condition involving 
genetic, metabolic, endocrine, and 
environmental abnormalities (2). PCOS is 
characterized by increased gonadotropin-
releasing hormone (GnRH) pulse velocity, 
elevated luteinizing hormone (LH), 

decreased follicle-stimulating hormone 
(FSH), and progesterone insensitivity (3,4). 
Disruptions in the neuroendocrine 
reproductive axis, in addition to 
hyperandrogenemia, lead to abnormal 
ovarian maturation and decreased fertility 
(5). In addition, PCOS is frequently 
associated with metabolic disorders, such as 
obesity, increased abdominal adiposity, 
insulin resistance, glucose intolerance, and a 
greater risk of type 2 diabetes (6).  

Kisspeptin is now known to have a critical 
role in the control of reproductive hormone 
secretion, according to two fundamental 
studies published in 2003 that showed that 
diminished signaling of its G protein-coupled 
receptor (KISS1R) led to hypothalamic-
pituitary-gonadal (HPG) axis dysfunction 
(7,8). Furthermore, Kisspeptin was further 
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linked to positive and negative estrogen 
feedback after the reproductive activity of 
neurokinin B (NKB) was found (9). 
Kisspeptin, NKB and dynorphin (Dyn) are all 
expressed in the hypothalamus and are 
typically colocalized in a highly conserved 
area known as KNDy (Kisspeptin, NKB, and 
dynorphin) neurons (10,11). Arcuate nucleus 
(ARC) kisspeptin neurons regulate kisspeptin 
release by modulating NKB and Dyn 
secretion, hence mediating the negative 
feedback of sex hormones (12). 
Furthermore, kisspeptin neurons, which are 
found in the rostral periventricular region of 
the third ventricle (RP3V) in rodents and the 
preoptic area (POA) in humans, regulate 
estradiol positive feedback by expressing 
estradiol and cotransmitters such as tyrosine 
hydroxylase, gamma-aminobutyric acid 
(GABA) and glutamate, that last two of which 
have the effect of stimulating GnRH neurons 
(13).  

Given PCOS's strong neuroendocrine 
underpinning, it is critical to evaluate 
Kisspeptin's involvement in its pathogenesis 
(14). Researchers discovered that serum 
Kisspeptin levels positively correlate with 
BMI, free androgen index, and insulin 
resistance indices in PCOS (15). Conversely, 
some studies showed comparable, negatively 
correlated, or insignificant results (14,16). 
Our aim in carrying out the study is to 
contribute to the literature in which different 
opinions are presented by investigating the 
change in kisspeptin levels in PCOS patients. 
We aim to find out if there exists a 
substantial disparity in kisspeptin levels 
between those diagnosed with PCOS and 
women who are in good health. 

MATERIALS AND METHODS 

Subjects 

Forty-two non-pregnant women with PCOS 
(mean age: 22.1±3.9) as patients and thirty-
nine healthy non-pregnant women (mean 
age: 21.3±2.6) as controls between March 
and November 2023 were included in the 

study. A gynecologist made the diagnosis of 
PCOS based on three criteria (anovulation or 
oligo-ovulation, clinical and/or biochemical 
hyperandrogenism, and polycystic ovarian 
morphology (PCOM) seen on ultrasound) 
according to the European Society of Human 
Reproduction and Embryology/American 
Society for Reproductive Medicine Rotterdam 
consensus (ESHRE/ASRM) (1). The study 
excluded postmenarchial women, those with 
known or suspected additional illnesses 
other than insulin resistance caused by 
PCOS, women with corticoid therapy, and 
used oral contraceptives. 

Ethical Considerations 

All participants provided written informed 
consent. In addition, the Amasya University 
Institutional Review Board gave ethical 
approval for the study with a 22.09.2022 
date and 91568 number. The study follows 
the World Medical Association's Helsinki 
Declaration on the ethical conduct of 
research involving human beings and/or 
animals. 

Study Design 

After fasting on the third day of the menstrual 
period, blood samples were taken from all 
individuals in tube with K3EDTA for the 
complete blood count (CBC) and tube with 
gel, without additives for clinical chemistry, 
immunoassay tests, and kisspeptin. CBC was 
analyzed the same day with a Sysmex XN-
1000 analyzer (Sysmex, Kobe, Japan). For 
clinical chemistry, immunoassay tests, and 
kisspeptin, gel tubes without additives were 
centrifuged at 1500*g for 15 minutes, 
portioned, and stored at -80°C until the day of 
the study. On a working day, samples were 
thawed at room temperature (25°C). FT3, FT4, 
TSH, 17-hydroxy progesterone (17-OHP), free 
testosterone, follicular stimulating hormone 
(FSH), luteinizing hormone (LH), estradiol 
(E2), progesterone, prolactin, beta-human 
chorionic gonadotropin (beta-HCG), 
dehydroepiandrosterone sulfate (DHEAS), 25-
OH vitamin D, testosterone, and insulin were 
analyzed with an immunoassay method by 
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Siemens Advia Centaur XP analyzer (Siemens, 
Erlangen, Germany). In addition, glucose, 
urea, creatinine, aspartate aminotransferase 
(AST), and alanine aminotransferase (ALT) 
were analyzed with a spectrophotometric 
method on a Beckman Coulter AU-5800 
analyzer (Beckman, California, USA). Serum 
kisspeptin levels were measured with the 
 Enzyme-Linked ImmunoSorbent Assay 
(ELISA) via ELK Biotechnology Elisa kit (ELK 
Biotechnology CO., Wuhan, PRC) kit (Catalog 
Number: ELK4058) with a detection range of 
31.25-2000 pg/mL and a sensitivity of 13.1 
pg/mL, and calculated on a Thermo Scientific 
Multiscan GO plate reader (Thermo Fisher 
Scientific, Massachusetts, USA). The HOMA-IR 
(homeostatic model assessment insulin 
resistance) was calculated as (Fasting insulin, 
uIU/mL)*(Fasting glucose, mg/dL) / 405, with 
0.7-2.0 reference ranges (17). Height (m), 
weight (kg), and body mass index (BMI; 
kg/m2) were calculated. The average BMI 
range was set as 18-24.9 kg/m2. Women with 
a BMI of 25-29.9 kg/m2 were classified as 
overweight, while those with a BMI of 30 
kg/m2 or more were categorized as obese 
(18). According to the Ferriman and Gallwey 
hirsutism score, out of 36, those with a score 
of ≥ 8 were considered to have hirsutism, and 
those with a score of <8 was considered 
absent (19). Smokers (20 pieces a day) and 
patients with irregular periods were also 
recorded. Finally, according to the 
International Diabetes Federation, persons 
with a waist circumference higher than 80 cm 
were deemed high risk (20). In comparison, 
those with a waist circumference of less than 
80 cm were considered low risk. Regarding 
the factors and measures mentioned earlier, 
comparisons were made between PCOS 
patients and healthy individuals. Furthermore, 
the patient group was investigated in terms of 
several indicators above. 

Statistics 

Categorical values were expressed as 
percentages or frequency, and 
noncategorical variables were expressed as 
median, minimum, maximum, mean, and 
standard deviation. Chi-square tests were 

used to examine categorical data. Parametric 
values were compared using the t-test, and 
non-parametric ones were compared with 
the Mann-Whitney-U test. Data were also 
investigated regarding correlation statistics 
such as Pearson's or Spearman's, depending 
on whether they are parametric or not. The 
result is considered statistically significant 
when the p-value is less than 0.05. Statistical 
analyses were performed using JASP 0.14 
statistical software (JASP team, Amsterdam, 
Netherlands) and Excel 2016 (Microsoft Inc., 
Redmond, Washington, USA).  

RESULTS 

PCOS patients had considerably greater 
weight and BMI values than healthy women. 
In addition, the PCOS group had significantly 
increased mean FT4, LH, insulin, HbA1c, 
platelet (PLT), and HOMA-IR values. Table 1 
demonstrates the data and statistical 
analyses of the specified parameters. 
However, kisspeptin values did not differ 
between PCOS patients and healthy women 
(p=0.086). 

Considering all individuals, kisspeptin levels 
did not change in patients with hirsutism and 
irregular period complaints (p=0.255 and 
p=0.250, respectively) than in healthy 
women. HbA1C levels were significantly 
increased in patients with hirsutism and 
irregular period complaints (p=0.007 and 
p=0.003, respectively) than in healthy 
women.  

When the PCOS group is examined within 
itself, while kisspeptin levels in PCOS 
individuals with hirsutism were not different 
from those without hirsutism (p=0.910), 
DHEAS levels were considerably greater 
(p=0.020). Furthermore, there is a positive 
relationship between kisspeptin and 
progesterone levels (r=0.376, p=0.038). On 
the other hand, no correlation was found 
between waist circumference and kisspeptin 
levels (r=0.344, p=0.396). A positive 
relationship was found between kisspeptin 
and TSH (r=0.489, p=0.049) in the PCOS 
group.  
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Table 1. Demonstration of the data and statistical analyses of the specified parameters. 
BMI: Body mass index, FT3: free thyroxine 3, FT4: free thyroxine 4, TSH: thyroid stimulating hormone, 17-OHP: 17-hydroxy 
progesterone, FSH: follicle-stimulating hormone, LH: Luteinizing hormone, E2: Estradiol, Beta-HCG: Beta-Human chorionic 
gonadotropin, DHEAS: dehydroepiandrosterone sulfate, HBA1C: hemoglobin A1C, AST: aspartate aminotransferase, ALT: 
alanine transaminase, HB: hemoglobin, HCT: hematocrit, PLT: platelet, WBC: white blood count, HOMA-IR: homeostasis 
model assessment-insulin resistance. P value<0.05 was considered significant and shown as bold. 
 

Tablo 1. Belirtilen parametrelere ait verilerin ve istatistiksel analizlerinin gösterilmesi. 
BMI: Vücut kitle indeksi, FT3: Serbest tiroksin 3, FT4: Serbest tiroksin 4, TSH: Tiroid uyarıcı hormon, 17-OHP: 17-
hidroksi progesteron, FSH: Folikül uyarıcı hormon, LH: Luteinize edici hormon, E2: Estradiol, Beta -HCG: Beta-İnsan 
koryonik gonadotropini, DHEAS: dehidroepiandrosteron sülfat, HBA1C: hemoglobin A1C, AST: aspartat aminotransferaz, 
ALT: alanin transaminaz, HB: hemoglobin, HCT: hematokrit, PLT: trombosit, WBC: beyaz kan sayımı, HOMA-IR: 
homeostaz modeli değerlendirmesi-insülin direnci. p değeri<0,05 anlamlı kabul edildi ve koyu renkle gösterildi. 
 

Group Control (n=39) Patients (n=42) p value 

Parameter Median (Min-Max) Mean±Std. 
Deviation 

Median (Min-Max) Mean±Std. 
Deviation 

Age 21 (17-30) 21±3 21 (15-39) 23±5 0.101 

Height (m) 1.62 (1.53-1.75) 1.63±0.05 1.63 (1.55-1.75) 1.64±0.05 0.730 

Weight (kg) 55 (44-97) 58±12 64 (42-107) 67±15 0.002 

BMI (kg/m2) 19.6 (16.4-33.2) 21.7±4.1 24.2 (16.4-37.5) 25.0±5.2 0.002 

Kisspeptin 
(pg/mL) 

33.2 (32.5-41.6) 33.7±1.7 33.2 (32.5-110.0) 37.3±12.8 0.086 

FT3 (ng/L) 3.28 (2.5-4.41) 3.32±0.4 3.34 (2.85-4.36) 3.4±0.42 0.350 

FT4 (ng/dL) 1.24 (1-1.55) 1.26±0.14 1.3 (0.91-1.81) 1.33±0.17 0.047 

TSH (mU/L) 1.92 (0.53-5.02) 2.2±1.14 2.3 (0.01-6) 2.59±1.51 0.186 

17-OHP (ng/mL) 0.69 (0.3-7.9) 1.05±1.25 0.9 (0.3-2) 1±0.55 0.834 

Free 
Testosterone 
(ng/L) 

1.3 (0.16-16.22) 1.77±2.66 1.59 (0.41-5.5) 1.85±1.2 0.118 

FSH (U/L) 5.18 (2.37-12.96) 5.26±2.07 5.81 (2-71) 8.32±11.64 0.059 

LH (U/L) 7.07 (3.54-29.26) 8.21±4.83 9.7 (2.28-79.5) 13.98±15.23 0.027 

E2 (pg/mL) 63.8 (17.18-12) 69.89±31.77 47.51 (13.07) 72.25±68.7 0.065 

Progesterone 
(ng/mL) 

0.8 (0.13-13.7) 1.57±2.57 0.66 (0.24-13.5) 2.14±3.6 0.467 

Prolactine 
(ng/mL) 

11.29 (3.38-43.38) 13.55±7.82 11.37 (5.26-41.77) 13.61±7.97 0.970 

Beta-HCG (U/L) 2 (0.2-2.7) 1.99±0.33 2 (2-2.9) 2.04±0.17 0.436 

DHEAS (µg/dL) 300.94 (145-693.66) 312.02±124 280.26 (90.21-683.8) 298.3±115 0.612 

25-OH Vitamin D 8.76 (5.56-31.09) 11±5.69 8.94 (4.2-21.98) 9.45±3.6 0.154 

Testosterone 
(ng/dL) 26.2 (8.57-61.8) 29.15±12.11 27.82 (7-70.96) 28.01±11.7 0.670 

Insulin (uIU/mL) 9.13 (2.28-47) 11.84±9.41 12.65 (2.86-231.88) 25.71±43.8 0.029 

HBA1C (%) 5.1 (4.6-5.7) 5.1±0.27 5.3 (4.9-6.4) 5.4±0.36 < 0.001 

Glucose (mg/dL) 91 (71-160) 91.64±14.9 93.5 (74-178) 95.74±16.2 0.087 

Urea (mg/dL) 23 (12-48) 23.07±7.07 20 (13-34) 21.35±5.35 0.219 

Creatinine 
(mg/dL) 

0.61 (0.49-0.86) 0.61±0.08 0.59 (0.46-0.82) 0.6±0.08 0.582 

AST (U/L) 16.5 (10-46) 17.6±5.91 18.5 (11-34) 18.45±4.26 0.461 

ALT (U/L) 13 (6-43) 15.54±7.65 15 (7-33) 16.05±6.27 0.743 

HB (g/dL) 13 (9.7-15.5) 13±1.3 13.2 (10.3-15.7) 13.16±1.25 0.571 

HCT (%) 39.75 (31-45.5) 39.57±3.45 39.8 (14-46.7) 39.04±5.19 0.592 

PLT (10^3/ µL) 261 (195-550) 271.59±66 290 (147-427) 293.61±56.14 0.010 

WBC (10^3/ µL) 6.38 (3.89-12.43) 6.78±1.65 7.11 (4.61-235) 12.86±35.2 0.284 

HOMA-IR  1.97 (0.1-11.26) 2.65±2.43 2.98 (0.67-101.91) 7.21±16.46 0.011 
 
 

Türk Klinik Biyokimya Derg 2024; 22(2) 45 



Doğan R.  et al. 

 
 
 

DISCUSSION 

The main implication of our study is that 
Kisspeptin levels were similar between PCOS 
patients and healthy women. Panidis et al., 
the first researchers to look into Kisspeptin, 
found that it was inversely correlated with the 
elevated levels of free androgen that are 
common in PCOS patients (14). In a study 
done in Saudi Arabia with thirty healthy 
women and twenty-eight PCOS patients, the 
researchers observed no significant 
difference in the levels of Kisspeptin between 
the two groups (16). This finding is 
comparable to the findings that we obtained 
They suggested that differences in the KISS1 
gene could have a role in the onset of 
polycystic ovary syndrome. In another 
retrospective investigation, researchers in 
Turkey found no difference in Kisspeptin 
levels between 285 PCOS patients and 162 
controls (21). A multicenter study also found 
no statistically significant difference in 
Kisspeptin levels between 44 PCOS sufferers 
and 44 healthy women (22). However, a 
growing body of research in the literature 
claims that Kisspeptin levels are high in 
PCOS patients, which runs counter to the 
studies we cited and our study results. In a 
review of 12 investigations, four studies 
found that kisspeptin levels in PCOS patients 
did not rise, whereas eight studies found that 
kisspeptin levels increased considerably in 
PCOS (15). In another review with 699 
patients and 583 controls, PCOS patients 
had greater serum kisspeptin levels than 
non-PCOS individuals. Researchers also 
believed Kisspeptin to be an independent 
biomarker for PCOS patients (23). In addition 
to Kisspeptin, scientists have identified 5-
alpha reductase activity, leptin, insulin-like 
factor 3 (INSL3), and inhibin B as possible 
PCOS biomarkers (24). Another meta-
analysis published in 2021 reaffirmed the 
result that PCOS patients have elevated 
blood levels of Kisspeptin. Since then, 
Kisspeptin has become increasingly 
prevalent as a PCOS diagnostic sign (25). 
There may be several reasons why the 
findings in our study contradict the more 

comprehensive data in the literature. PCOS 
patient group criteria may have differences 
between studies. For example, while one 
study accepted only "oligomenorrhea" and 
"abnormal ovary" as PCOS diagnostic criteria 
(16), another study did not accept "chronic 
anovulation" and "hyperandrogenemia" as 
exclusion criteria (14). Although we selected 
the PCOS patient group in our study using 
the Rotterdam criteria, the fact that our 
results are insignificant and do not match the 
literature data brings to mind different 
reasons. In this respect, the fact that PCOS 
phenotypes have a wide variety of metabolic 
features suggests that kisspeptin levels are 
not always high in all PCOS subtypes. The 
unfavorable results in certain studies like 
ours may be due to a bias in the data caused 
by a large proportion of one PCOS 
phenotype with normal kisspeptin levels. 
Another factor that might explain the 
unfavorable findings is the small sample 
size, vulnerable to unanticipated sampling 
error. For certain PCOS patients, 
hypothalamic overactivity may be less severe 
than ovarian disorder, while the role of 
Kisspeptin in the ovary has been rarely 
reported previously and appears to be 
unimportant, explaining why these patients 
have PCOS symptoms but no elevated 
kisspeptin levels in their blood. 

Our results are compatible with literature 
regarding higher weight, BMI, Insulin, 
HbA1c, and Homa-IR values in PCOS patients 
(26). Metabolic syndrome is a group of 
metabolic disorders. The most common 
ones are abdominal obesity, insulin 
resistance, poor glucose metabolism, high 
blood pressure, and abnormal cholesterol 
levels. The risk of Type 2 diabetes mellitus 
(DMT2), coronary heart disease (CHD), 
cardiovascular diseases (CVD), and 
endometrial cancer goes up because of 
these related conditions. Many people with 
PCOS have signs of metabolic syndrome, like 
visceral obesity, high insulin levels, and 
insulin resistance (26,27). Apart from that, 
we found high FT4, LH, and PLT values in 
PCOS patients. According to a study that 
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compared 226 women diagnosed with PCOS 
to 383 healthy women, the FT4 levels in the 
PCOS group were found to be significantly 
higher (28). Also, in a cross-sectional study 
with 52 PCOS patients and 68 controls, 
researchers found significantly higher FT4 
levels in the PCOS group (29). In addition, 
scientists indicated higher LH levels in PCOS 
patients (30). In another study, using a 
mouse model of PCOS, researchers found 
dramatically elevated levels of LH and 
Kisspeptin (31). According to the 
researchers, platelet-rich plasma (PRP) can 
modulate hormonal interactions and boost 
ovarian antioxidant capability and 
folliculogenesis, and its auto-location might 
be regarded as a novel strategy to 
prevent/improve PCOS-induced pathogenesis 
(32). In this context, we hypothesize that 
ovarian feedback and biochemical 
interactions in PCOS may increase PLT 
levels.  

We have also found a positive correlation 
between Kisspeptin with TSH and LH values. 
Consistent with our study data, a study with 
30 PCOS patients and 30 healthy volunteers 
noted increased TSH levels in PCOS patients 
(33). In a second investigation involving 40 
PCOS patients, researchers acquired 
elevated TSH levels and identified 
abnormalities in TSH synthesis (34). Despite 
this information, a study conducted with 83 
PCOS patients and 66 healthy controls could 
not detect a correlation between Kisspeptin 
levels and TSH (35). In addition, the same 
study found a positive correlation between 
Kisspeptin and LH in PCOS patients, contrary 
to our results [35). The different results in 
these studies may be due to the 

heterogeneity of the patient group. However, 
the reagents and methods used may have 
caused different data to be obtained. 

Limitations 

First of all, the low number of patients and 
control groups was the main factor limiting 
our research. Secondly, the absence of 
disease duration of PCOS patients in the 
hospital database left our research 
incomplete. In addition, we could not study 
the parameters of GnRH, anti-mullerian 
hormone, and sex hormone binding 
globulin, this situation was a limiting factor 
in evaluating the HPG axis of the patients. 

CONCLUSION 

Kisspeptin, considered efficacious on the 
HPG axis in the literature and believed to 
elevate PCOS patients significantly, did not 
vary between our patient group and healthy 
women. This discrepancy may be because 
our patient group belongs to a different 
PCOS subtype than the studies in the 
literature or may be caused by hypothalamic 
and ovarian factors. Furthermore, PCOS 
patients had significantly elevated FT4, LH, 
and PLT levels. While our findings were 
consistent with the literature on FT4 and LH, 
we could not locate a previous study that 
indicated PCOS individuals have a high PLT 
level. In conclusion, we believe that 
investigating Kisspeptin levels with higher 
patient numbers and subtyping them would 
shed light on the topic. 
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