
INTRODUCTION
One of the women’s most prevalent endocrine conditions, 
polycystic ovarian syndrome (PCOS) is marked by 
hyperandrogenism, ovulatory failure, and sonographic 
evidence of polycystic ovaries.1 affecting (5.6–21.3%) of 
women of reproductive age worldwide.2 In order to diagnose 
this disorder, at least two of the three Rotterdam criteria 
must be satisfied: Menstrual abnormalities (oligomenorrhea 
or amenorrhea), clinical or biochemical hyperandrogenism 
(HA), and ultrasound-verified polycystic ovaries are three 
examples.3 It is to blame for 40% of female infertility instances. 
it is a significant contributor to both reproductive disorders 
and endometrial cancer. Additionally, various metabolic 
diseases, including hepatic steatosis, glucose intolerance, 
dyslipidemia, type 2 diabetes, and hypertension, are linked 
to PCOS.4 The main causes of metabolic dysfunction in 
PCOS women are elevated free fatty acids (FFAs) and rising 
adiposity. Over 10% of females develop PCOS, which is 
characterized by polycystic ovaries, high clinical levels of 
biochemical androgen, and ovulatory dysfunction. Insulin 
resistance, type 2 diabetes, obesity, and an elevated risk of 

cardiometabolic disease are metabolic consequences linked 
with PCOS.5 There is a complicated relationship between 
lipid metabolism and PCOS traits, which may help to explain 
why long-term cardiovascular disease risk is higher in PCOS 
women with diverse characteristics. These PCOS patients 
also presented with distinct lipid profiles. Investigating the 
best patient subgroups with PCOS who require lipid-lowering 
therapy might be worthwhile.6

MATERIAL AND METHODS

Study Design 
This study was performed in “The Fertility Center at AL-Sadder 
Medical City in Najaf Province Iraq, during the period from 
the 1st October. 2022 to 1st March. 2023. The patients’ info 
included age, address, contraceptive taking, thyroid disease, 
hypertension, diabetes mellitus. The patient number was 90 
women divided into two groups: first group was 45 women 
who are suffering from (PCOS) according to the Rotterdam 
Criteria (2003). On ultrasound scan, it necessitates the presence 
of at least two of the following traits: menstrual irregularities, 
hyperandrogenism, and polycystic ovaries. The patients’ age 
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ranged from 17 to 45 years. The second group is the control 
group, which comprises of 45 women who are eligible if they 
have a regular menstrual cycle, normal ovulation, and normal 
ovaries as determined by the gynecologists who do not not 
contraceptives. The study case-control study. The exclusion 
criteria consist of a grouping of females having another cause 
of infertility.
Ethical Consideration
AL-Najaf Al-Ashraf Health Directorate approved this study 
according to their instruction. Verbal agreement from the 
patients and/or their next of kin after a full exploration of the 
study aims was taken before blood was drawn.
Statistics
Statistical Package for Social Sciences (SPSS) version 25 
for iWindows, developed by IBM in the US in 2017, was 
used to input, organize, and analyze the data of the research 
participants, polycystic women patients, and controls. Prior to 
doing the study, all variables were reviewed for mistakes or 
inconsistencies. Utilizing histogram and normal distribution 
curves it was determined whether or not the continuous 
variables age, cholesterol, TG, HDL, LDL, VLDL, FSH, LH, 
PRL, testosterone, and DHEA, followed the statistical normal 
distribution. The significance of variations in categorical 
variable frequencies between polycystic woman patients and 
controls was evaluated using the chi-square test. p-values of 
0.05 or less are regarded to be substantial levels of significance. 
Finally, using the Windows version of Microsoft Word 2013, 
results and conclusions were presented in tables and/or figures 
as appropriate.

RESULTS 

Lipid Profile among (PCOS) Patients and Control 
The results of the current study in Table 1 showed that the mean 
± standard deviation of the triglyceride parameter is higher 
than other parameters in both women patients with polycystic 
syndrome (73.2 ± 147.3 mg/dl) and control (57.9 ± 123.7 mg/dl) 
groups with highly significant difference (p < 0.001).

While mean ± standard deviation of others parameters, 
including cholesterol, HDL, LDL and VLDL reaches 50.5 
± 139.2, 28.3 ± 46.7, 27.1 ± 72.8 and 19.5 ± 29.01 mg/dl, 
respectively, in the patient’s group, the in control group reaches 
33.5 ± 126.9, 21.7 ± 40.4, 25.7 ± 43.8 and 14.8 ± 25.8 mg/dl, 

respectively with significant difference (p <0.001 to <0.05) as 
shown in the Table 2.
Level of Sex Hormones among PCOS Patients and 
Control
Table 3 shows the results of hormone levels among patients 
and controls. The results appear that the prolactin hormone 
level was highest in the PCOS category (7.9 ± 30.7 ng/ml) 
than the control category (7.1 ± 18.9 ng/mL) and this rise was 
statistically significant (p-value<o.oo1). 

From the side, luteinizing hormone level appeared to 
increase amongst the control group (4.06 ± 12.3 mIU/mL) 
compared to women patients with polycystic syndrome (3.4 
± 16.6 mIU/mL). Also, this rise was statistically significant 
(p < 0.001). 

Also, follicle-stimulating hormone (FSH) level was 
statistically higher significant in the control group (2.2 ± 
6.5 mIU/mL) compared to women patients with polycystic 
syndrome (1.4 ± 2.7 mIU/mL).

As well as, testosterone hormone levels appear to be 
statistically significantly raised (p < 0.001) amongst women 
patients with the polycystic syndrome (1.03 ± 1.8 ng/mL) 
compared to the control group 0.2 ± 0.75 ng/mL).
Level of Dehydroepiandrosterone (DHEA) Hormone 
among Patients and Control
DHEA hormone amongst studied categories, where the level of 
DHEA hormone was higher in women patients with polycystic 
syndrome (40.08 ± 168.9 ng/mL) compared to the control group 
(26.18 ± 70.4 ng/mL), (p-value < 0.001) (Figures 1-8). 

DISCUSSION 
Hormone imbalance is an important factor contributing to 
high cholesterol in PCOS patients. Low levels of the female 
hormone estrogen are linked to an increase in total cholesterol 
due to greater levels of blood lipid (fat) known as triglyceride 
and another low-density lipoprotein (LDL), also known as 
“bad” cholesterol.7

High cholesterol in ladies with polycystic ovary syndrome 
are also overweight or fatty, especially in the belly area, as 
excess insulin can lead to weight gain. Visceral or belly fat 
can result in reduced HDL, or “good” cholesterol, and greater 
triglycerides.8

Table 1: Lipid profile of blood serum among PCOS pateints and control categories

p-valueStatistical test
Study Group

Parameters
Control Mean ± SDPatients Mean ± SD*

<0.001t=1.333.5 ± 126.950.5 ± 139.2Cholesterol (mg/dl)

<0.001t=1.657.9 ± 123.773.2 ± 147.3Triglyceride (mg/dl)

<0.05t=1.121.7 ± 40.428.3 ± 46.7HDL (mg/dl)

<0.001t=5.225.7 ± 43.827.1 ± 72.8LDL (mg/dl)

<0.05t=0.8614.8 ± 25.819.5 ± 29.01VLDL

*: standard deviation; HDL: high-density lipoprotein; LDL: low-density lipoprotein; VLDL: very low-density lipoprotein; t: independent t-test; 
significance at p<0.05.
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Hyperinsulinemia and hyperandrogenemia may be the 
causes of dyslipidemia in people with PCOS. As a result, 
catecholamine-induced lipolysis in adipocytes increased, 
releasing free fatty acids into the bloodstream. The release 
of VLDL is triggered by elevated free liver fatty acids, which 
results in hypertriglyceridemia. decreased high-density 
lipoprotein cholesterol as well as low-density lipoprotein 
cholesterol are produced from hypertriglyceridemia via the 
reverse cholesterol transfer route. Early androgenic stimulation 
of adipocytes predisposes to dyslipidemia associated with 
PCOS.9,10

 Triglyceride (TG) levels may have increased due to body 
fat buildup, a decrease in the rate at which fat is eliminated, or 

a decrease in the oxidation of fatty acids. High concentrations 
of plasma TGs were caused by the liver secreting more very-
low-density lipoprotein (VLDL) than usual. Insulin resistance, 
which is seen in PCOS patients, could be to blame for this. 
Additionally, insulin resistance accelerates the breakdown 
of HDL-C molecules and LDL-C production. In addition 
to changing the structure of lipids, hyperandrogenism has 
been linked to an increase in hepatic lipase activity, which is 
important for the metabolism of HLD-C molecules. Increased 
blood triglyceride levels are thought to be a risk factor for 
cardiovascular disease.12

 The current study showed a high mean concentration level 
of HDL cholesterol in PCOS group (28.3 ± 46.7 mg/dl) other 
than control group (21.7 ± 40.4 mg/dl). The findings of the 
current investigation, which demonstrated that ladies suffered 
PCOS had a significant rise in the lipid concentration (total 

Table 2: Hormones level among polycystic women and control

p-valueStatistical test
Study group

Parameters
Control mean ± SDPatients mean ± SD*

<0.001**t=9.52.2 ± 6.51.4 ± 2.7FSH (mIU/ml)
<0.001t=5.34.06 ± 12.33.4 ± 16.6LH (mIU/ml)
<0.001t=7.37.1 ± 18.97.9 ± 30.7Prolactin (ng/ml)
<0.001t=6.70.2 ± 0.751.03 ± 1.8Testosterone (ng/ml)

*: standard deviation; FSH: follicle stimulating hormone; LH: luteinizing hormone; t: independent t-test; **: highly significance.

Table 3: Level of DHEA hormone among the study groups

p-valueMean ± SD*GroupsParameter

<0.001 H.S
40.08 ± 168.9Patients No. (45)DHEA 

(ng/mL) 26.18 ± 70.4Healthy control No. (45)
*:standard deviation; DHEA: dehydroepiandrosterone; H.S: highly 
significance; two independent t-test.

Figure 1: DHEA & Cholesterol 

Figure 2: DHEA & HDL 

Figure 3: DHEA & LDL 
 

Figure 4: DHEA & VLDL

Figure 5: DHEA & FSH 
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cholesterol, triglyceride, high-density lipoprotein (HDL), and 
LDL, were consistent with the findings of earlier studies.11-13

 The findings of the current study, however, were at odds 
with,14-16 which founds no significant difference in the levels of 
total cholesterol, triglycerides, HDL, and LDL lipids between 
women with PCOS and the control group.

Also our results are conflicted with9 in addition,17 found 
that obese PCOS females had lower HDL and higher cholesterol 
compared to control group. Furthermore, according to,18 while 
blood HDL was lower in the PCOS group than in the matched 
control group, there appeared to be a statistically significant 
rise in blood seum low density lipoprotein, triglyceride, 
and cholesterol. In contrast with obesity regulation, this 
investigation discovered excess in these patients’ blood seum 
low density lipoprotein and cholesterol.

PCOS, the most prevalent illness of endocrine among 
females in age of reproduction, is linked with several metabolic 
syndrome symptoms, including obesity, insulin resistance, 
hyperlipidemia, hyperpiesia, sleep apnea, and irregular 
menstruation. These days, the prevalence of PCOS is rising 
quickly, which could be attributed to dietary and lifestyle 
changes as well as hormonal imbalances.19

The aberrant ovarian hormonal dynamics associated with 
PCOS are caused by fast gonadotropin-releasing hormone, 
including recurrence with enhanced pituitary gland sense to 
gonadotropin-releasing hormone.20 As a result, there is an 
increase in the excretion of luteinizing hormone associated 
with follicle stimulation hormone.

Along with chronic decreasing, continuous estrogen 
levels more strongly limit follicle stimulation hormone than 
luteinizing hormone. The sustained rise among gonadotropin-
releasing hormones and recurrence is thought as a primary 
factor among higher production of leutinizing hormone 
compared to FSH from the pituitary. Obesity reduces PCOS-
related women’s aberrant gonadotropin dynamics. Higher 
levels of leptin and/or insulin are thought to have a direct 
inhibitory effect on the release of gonadotropins, mediating 
this action only at the pituitary.20

According to21 PCOS affects women with hyperandrogenism, 
which causes insulin resistance (IR) among skeletal muscles 
and adipose tissue.

 According to some researches22 serum PRL and glucose 
metabolism interact, with different levels of serum prolactin 
having varied effects on how glucose is metabolized. As 
a result, hyperprolactinemia patients are more prone to 
experience impaired glucose tolerance and insulin resistance.

The adrenal cortex’s zona reticularis produces DHEA, the 
precursor to androgen primarily made from cholesterol. More 
than 95% of the DHEA produced by PCOS patients comes 
from their adrenal glands, and the remaining 5% comes from 
their ovaries.23 

 Patients with PCOS have higher levels of DHEA, which 
can be attributed to the increased androgen production in 
PCOS, which comes from the ovaries and adrenal glands. 
According to some researches24 between 40 and 60% of PCOS 
patients have excessive androgen production from the adrenal, 
and this is indicated via elevated DHEA level in blood serum 
or plasma. 

 Two of the key characteristics of women with PCOS 
include hyperandrogenicity and ovulatory failure. Given that 
the zona reticularis of the adrenal cortex is responsible for more 
than 95% of its production, DHEAS is a helpful measure for 
adrenal androgen production in clinical practice.25

 Breast cancer and other hormone-sensitive cancers are 
more likely to strike women with polycystic ovaries and high 
levels of the hormone DHEA.26

 The correlation between DHEA and cholesterol our data 
shows a significant correlation between DHEA and cholesterol, 
HDL, VLDL in the patient’s group (R= 0.089, R=0.151, 
R=0.088, respectively, the p-value was > 0.05). And this may 
due to DHEA might decrease HDL or good cholesterol levels. 
While there is a positive statistical correlation between DHEA 
and LDL (R=0.341, p-value was < 0.001). And this positive 
linking due to the fact that DHEA did improve total body fat 
and LDL (bad cholesterol) (Figures 1-4).

As for the correlation between DHEA and hormones, the 
results showed a passive association (statistically significant) 
between [DHEA and FSH] (R=-0.614, p-value was < 0.001). 

Figure 6: DHEA & LH 

Figure 7: DHEA & prolactin 

Figure 8: DHEA & Testosterone 
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DHEA affects early follicle maturation by regulating androgen 
receptor (AR) transcription, increasing FSH receptor (FSHR) 
expression, modulatingi FSH activity ini granulosa cells (GCs), 
and increasing the number of growing preantral and small 
antral follicles (Figure 5).27

Also, we observed that there is a significant positive 
correlation between DHEA and LH, prolactin, and testosterone 
(R=0.392, R= 0.519, R=0.438 respectively, p-value was < 
0.001) (Figures 6-8). DHEA is a steroid hormone capable of 
modifying responses of hormones from the pituitary gland 
into hypothalamic organizers. Its effect on the pituitary gland 
LH in addition to prolactin releasing by a limited reflection of 
dopamine inactivation, as well as via a simplification of type 
two ang excretory work.28 DHEA also converted by the body 
into testosterone and other sex hormones. Therefore this is 
commonly seen in polycystic ovarian syndrome.29

REFERENCES
1. Bernier A, Fung J, Ergun-Longmire B. A narrative review: 

polycystic ovary syndrome (PCOS) and type 1 diabetes (T1D). 
Pediatric Medicine. 2023 Aug 30;6.

2. Doretto L, Mari FC, Chaves AC. Polycystic ovary syndrome and 
psychotic disorder. Frontiers in Psychiatry. 2020 Jun 10;11:543.

3. Kasim SF, Saadoon SJ. The Correlation of BMI and Age to Some 
Hormonal Indices in Iraqi Women with the Polycystic Ovarian 
Syndrome.

4. Al-Ghanam EA, Omear HA, Shehab AF. Association of Follicle-
Stimulating Hormone Receptor Gene Polymorphisms with PCOS 
in Salah Al-Din, Central Iraq. Annals of the Romanian Society 
for Cell Biology. 2022 Nov 2;26(01):3324-36.

5. Liu M, Zhu H, Hu X, Zhu Y, Chen H. Efficacy of coenzyme 
Q10 supplementation on glucose metabolism, lipid profiles, and 
biomarkers of inflammation in women with polycystic ovary 
syndrome: A protocol for a systematic review and meta-analysis. 
Medicine. 2020 Nov 11;99(46).

6. Guo F, Gong Z, Fernando T, Zhang L, Zhu X, Shi Y. The lipid 
profiles in different characteristics of women with PCOS and 
the interaction between dyslipidemia and metabolic disorder 
states: a retrospective study in Chinese population. Frontiers in 
Endocrinology. 2022 Jul 4;13:892125.

7. Shahid R, Mahnoor, Awan KA, Iqbal MJ, Munir H, Saeed I. Diet 
and lifestyle modifications for effective management of polycystic 
ovarian syndrome (PCOS). Journal of Food Biochemistry. 2022 
Jul;46(7):e14117.

8. Han Y, Wu H, Sun S, Zhao R, Deng Y, Zeng S, Chen J. Effect 
of High Fat Diet on Disease Development of Polycystic Ovary 
Syndrome and Lifestyle Intervention Strategies. Nutrients. 2023 
May 8;15(9):2230.

9. Ibrahim TA, Ali AE, Radwan ME. Lipid profile in women with 
polycystic ovary syndrome. The Egyptian Journal of Hospital 
Medicine. 2020 Jan 1;78(2):272-7.

10. Cinar N, Kizilarslanoglu MC, Harmanci A, Aksoy DY, Bozdag 
G, Demir B, Yildiz BO. Depression, anxiety and cardiometabolic 
risk in polycystic ovary syndrome. Human Reproduction. 2011 
Dec 1;26(12):3339-45.

11. Shoaib OM, Mustafa SM, Nourein IH. Serum lipid profile of 
polycystic ovary syndrome in Sudanese women. International 
Journal of Medical Science and Public Health. 2015 Nov 1;4(11):1.

12. Gatea EA, Hamdan IA, Eabaid FA. Effect of polycystic ovarian 

Syndrome on the lipid profile and sexual hormones. Journal of 
Pharmaceutical Sciences and Research. 2019 May 1;11(5):2048-
50.

13. Gülücü S, Can İS. Total cholesterol/high-density lipoprotein 
and inflammatory parameters in patients with polycystic ovary 
syndrome. Revista da Associação Médica Brasileira. 2022 Nov 
28;68:1499-503.

14. Rocha MP, Marcondes JA, Barcellos CR, Hayashida SA, Curi 
DD, da Fonseca ÂM, Bagnoli VR, Baracat EC. Dyslipidemia in 
women with polycystic ovary syndrome: incidence, pattern and 
predictors. Gynecological Endocrinology. 2011 Oct 1;27(10):814-
9.

15. Heidary M, Yazdanpanahi Z, Dabbaghmanesh MH, Parsanezhad 
ME, Emamghoreishi M, Akbarzadeh M. Effect of chamomile 
capsule on lipid-and hormonal-related parameters among women 
of reproductive age with polycystic ovary syndrome. Journal 
of research in medical sciences: the official journal of Isfahan 
University of Medical Sciences. 2018;23.

16. Bickerton AS, Clark N, Meeking D, Shaw KM, Crook M, Lumb 
2P, Turner C, Cummings MH. Cardiovascular risk in women 
with polycystic ovarian syndrome (PCOS). Journal of clinical 
pathology. 2005 Feb 1;58(2):151-4.

17. Rashidi H, Tafazoli M, Jalali MT, Aleali AM. Association of 
serum lipid profile and insulin resistance in polycystic ovary 
syndrome (PCOs) women in Ahvaz, Iran. InEndocrine Abstracts 
2019 May 1 (Vol. 63). Bioscientifica.

18. Abd El-Fattah AI, Elboghdady AA, Kamel MM, Mohamed 
ES. Obestatin and copeptin levels in Egyptian polycystic ovary 
patients and their relation to obesity, insulin resistance and 
cardiovascular risk. Merit Res. J. Med. Med. Sci. 2016;4:451-7.

19. Zafar U, Memon Z, Moin K, Agha S, Hassan JA, Zehra D. 
Prevalence of PCOS with associated symptoms and complications 
at tertiary care hospital of Karachi. Journal of Advances in 
Medicine and Medical Research. 2019 Jul 31;30(4):1-9.

20. Okigbo CC, Gill S, Hall JE. The Hypothalamic-Pituitary Axis 
in PCOS. InPolycystic Ovary Syndrome: Current and Emerging 
Concepts 2022 Apr 14 (pp. 73-93). Cham: Springer International 
Publishing.

21. Milnerowicz H, Madej P. The effect of abdominal obesity 
in patients with polycystic ovary syndrome on metabolic 
parameters. Eur Rev Med Pharmaco. 2017;21:4755-61.

22. Yang H, Di J, Pan J, Yu R, Teng Y, Cai Z, Deng X. The association 
between prolactin and metabolic parameters in PCOS women: 
a retrospective analysis. Frontiers in Endocrinology. 2020 May 
12;11:263.

23. Yang S, Gu YY, Jing F, Yu CX, Guan QB. The effect of statins 
on levels of dehydroepiandrosterone (DHEA) in women with 
polycystic ovary syndrome: a systematic review and meta-
analysis. Medical Science Monitor: International Medical Journal 
of Experimental and Clinical Research. 2019;25:590.

24. Pasquali R, Oriolo C. Obesity and androgens in women. 
Hyperandrogenism in Women. 2019;53:120-34.

25. Cussen L, McDonnell T, Bennett G, Thompson CJ, Sherlock 
M, O’Reilly MW. Approach to androgen excess in women: 
Clinical and biochemical insights. Clinical Endocrinology. 2022 
Aug;97(2):174-86.

26. Kostakis EK, Gkioni LN, Macut D, Mastorakos G. Androgens 
in menopausal women: not only polycystic ovary syndrome. 
Hyperandrogenism in Women. 2019;53:135-61.

27. Recchia K, Jorge AS, Pessôa LV, Botigelli RC, Zugaib VC, de 



Evaluation of Lipid Profile and Sexual Hormones in Women with PCOD at Al-Najaf Province

IJDDT, Volume 13 Issue 3, July - September 2023 Page 947

Souza AF, Martins DD, Ambrósio CE, Bressan FF, Pieri NC. 
Actions and roles of FSH in germinative cells. International 
Journal of Molecular Sciences. 2021 Sep 18;22(18):10110.

28. Milano W, Colletti C, Capasso A. Hyperprolactinemia induced by 
antipsychotics: from diagnosis to treatment approach. Endocrine, 
Metabolic & Immune Disorders-Drug Targets (Formerly Current 

Drug Targets-Immune, Endocrine & Metabolic Disorders). 2017 
Mar 1;17(1):38-55.

29. Ashraf S, Nabi M, Rashid F, Amin S. Hyperandrogenism in 
polycystic ovarian syndrome and role of CYP gene variants: 
a review. Egyptian Journal of Medical Human Genetics. 2019 
Dec;20(1):1-0.


