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ABSTRACT 

Purpose of Research: The aim of the research is to summarize the impact of GLP-1 analogs on fertility 

according to clinical studies, particularly in obese or overweight women with PCOS.  

Research Materials and Methods: The study is built upon an analysis of current literature, clinical 

trials, meta-analyses, and systematic reviews as well as press reports from various sources. Data were 

collected from studies examining the effects of obesity on fertility, as well as the impact of GLP-1 

analogs on both fertility and obesity. 

Basic Results: GLP-1 analogs promote weight management among obese and overweight patients 

leading to improvement in their fertility. Furthermore, they improve pregnancy rates in women with 

PCOS, although further examination is needed. 

Conclusions: We observe, GLP-1 analogs are often used in regulation of type 2 diabetes. They have 

proven their ability to impact a variety of hormonal as well as metabolic pathways. They manage glucose 

metabolism, appetite, as well as insulin secretion. Alongside their metabolic influence, research 

demonstrates that GLP-1 analogs may have an effect on the reproductive system, involving fertility via 

metabolic and hormonal pathways. 

Keywords: GLP-1 analogs, fertility, obesity,  PCOS  
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Introduction  

Glucagon-Like Peptide-1 receptor agonists (GLP-1RAs) represent quite a new drug class, used 

in the treatment of type 2 diabetes and obesity, with exenatide being the first one introduced in 

the treatment of DM 2 in 2005 (1). The mechanism of GLP-1RAs is based on increasing insulin 

secretion while simultaneously suppressing glucagon secretion, which leads to reducing 

hemoglobinA1c and fasting plasma glucose concentration, while also helping maintaining 

glucose homeostasis. These advantages are accomplished without causing hypoglycemia (2). It 

is confirmed that GLP-1RAs increase the sensitivity of peripheral tissues for insulin (3) (4). 

Furthermore, GLP-1RAs contribute to reducing body weight through the mechanism of delayed 

gastric emptying, which is being evidenced during paracetamol absorption tests (5) (6). This 

phenomenon is associated with reduced postprandial blood glucose in patients with type 2 

diabetes mellitus. The postponement in gastric emptying leads to a prolonged sensation of 

satiety, loss of appetite and therefore lower calorie intake. Studies show, that the loss of appetite 

is also linked with the GLP-1 receptors' activation in the central nervous system, more 

specifically in the brainstem as well as the hypothalamus, causing a decrease in hunger (7) (8). 

Obesity and fertility 

Obesity is a condition characterized by an excessive accumulation of body fat, which is 

associated with various health complications such as diabetes, cardiovascular diseases, and 

particular types of cancer (9). In 2022, according to WHO data, 43% of the adult population 

were obese or overweight, reflecting a significant increase, compared to the 1990 statistic, 

where the percentage was 25% (43). Research demonstrates that obesity decreases the ability 

to conceive in both men and women (10) (11). Fertility is a state where it is possible to establish 

a clinical pregnancy after 12 months of unprotected and regular intercourse. In contrast, 

infertility is the inability to achieve such outcome after this time period. Among causes of 

infertility are parental age, hypogonadotropic hypogonadism, ciliary dysfunction, infections, 

hyperprolactinemia, polycystic ovary syndrome as well as systemic diseases and lifestyle 

related factors such as e.g. obesity (12). 

 

Obesity impact on men’s fertility 

Male obesity leads to hypogonadism. It is associated with a decreased production of sex 

hormone binding globulin (SHBG) in the liver. An increase in BMI may be inversely 

proportional to testosterone and SHBG levels. It is also linked to increased adipocyte aromatase 

activity, converting testosterone to estradiol. Due to these given mechanisms the hypothalamic-
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pituitary feedback loop is disrupted leading to reduced release of gonadotropin-releasing 

hormone (GnRH) thereby lowering luteinizing hormone (LH) and testosterone levels. It is 

shown that significant weight loss leads to increase in testosterone, SHBG and LH levels (13). 

Among men, obesity causes significant decline in semen quality. Obese men exhibit reduced 

sperm concentration as well as total sperm count. For example, Danish military recruits with a 

BMI >25 kg/m² showed  

a 21% and 23.9% reduction in sperm concentration and sperm count, which leads to 

oligospermia or even azoospermia, respectively (14). Meta-analyses have demonstrated that 

both, overweight and obese men are associated with reduced sperm quality which includes 

semen volume, sperm count, sperm concentration, sperm vitality, total motility and normal 

morphology (13) (15). When it comes to analyzing outcomes of IVF and ICSI methods, the 

data suggests that obese fathers are less likely to achieve live births. It may be connected with 

increased sperm DNA fragmentation and decreased mitochondrial activity,  among obese and 

overweight men (13) (16). Another crucial factor affecting male fertility is erectile dysfunction, 

which is proven to be linked to obesity due to the obesity itself as well as concomitant metabolic 

disorders (17). 

 

Obesity impact on women fertility 

Excessive adipose tissue among women exerts a range of influences on fertility. First of all 

adipose tissue could be perceived as an active endocrine organ that secretes various hormones 

and adipokines, including leptin, adiponectin, and inflammatory cytokines (18). Adipose tissue 

produces aromatase which serves a critical function of converting androgens into estrogens.         

Elevated estrogen levels impair the feedback mechanism of the  hypothalamic-pituitary-ovarian 

axis (HPO) by suppressing gonadotropin-releasing hormone (GnRH) secretion from the 

hypothalamus (19). Leptin is a hormone which regulates appetite and affects HPO axis by 

stimulating the release of gonadotropin-releasing hormone (GnRH) in the hypothalamus, which 

causes the secretion of luteinizing hormone (LH) and follicle-stimulating hormone (FSH) from 

the pituitary gland (20). During obesity, leptin resistance develops, impairing its ability to 

stimulate GnRH, consequently influencing the release of LH and FSH. Such disruption explains 

the irregular or even absent ovulation in obese women. Other factors interfering with the HPO 

axis produced by excessive adipose tissue are the above mentioned, inflammatory cytokines 

such as tumor necrosis factor-alpha (TNF-α) and interleukin-6 (IL-6). They are known to cause 

chronic low-grade inflammation thus disrupting proper ovarian function, HPO axis balance, 
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impairing proper ovulation, oocyte maturation and embryonic developmental competency (21) 

(22). Due to obesity, insulin resistance develops. There are a few mechanisms co-acting in this 

process such as chronic inflammation, the release of free fatty acids leading to lipotoxicity, as 

well as general metabolic dysregulations (23) (24) (25).  Circulating free fatty acids have the 

ability to cause apoptosis of various cell types, including oocytes by boosting reactive oxygen 

species (ROS), which activate mitochondrial and ER stress (21). One of the consequences of 

insulin resistance is hyperinsulinemia, which has the potential to heighten androgen production 

in the ovaries. Hyperinsulinemia is strongly connected with Polycystic Ovary Syndrome (PCOS) 

and affects oocyte development thereby compromising embryo quality and decreasing 

endometrial tolerance that can lead to problems with embryo implantation, which could 

naturally lead to a decreased rate of clinical pregnancies. Studies have shown women 

overweight or obese undergoing IVF, have reduced chances of implantation and pregnancy (18) . 

 

How PCOS affects woman fertility 

Polycystic Ovary Syndrome (PCOS) is a multifaceted endocrine disorder which affects an 

estimate of 4–18% of women during their reproductive years. PCOS is the leading cause of 

infertility, with 70–80% of affected women experiencing difficulties in conceiving. The 

mechanisms through which PCOS may accelerate the onset of infertility are complex, involving 

structural ovarian alterations, metabolic dysregulation as well as hormonal imbalances (26). 

Infertility in women with PCOS develops through a variety of mechanisms as described below. 

Women with PCOS exhibit hyperandrogenism. They present with higher testosterone levels, 

which interferes with ovarian follicle development, that can lead to anovulation. Without the 

occurrence of ovulation, an immature egg cell (also known as an oocyte), cannot be released, 

leading to infertility (27). PCOS is linked with an increased secretion of Luteinizing Hormone 

(LH), compared to follicle-stimulating hormone (FSH). This imbalance between the two 

hormones can disrupt ovulation as well as follicular development, further exacerbating 

challenges to fertility (28). Individuals diagnosed with PCOS, tend to display small follicles 

that unfortunately, are unable to mature and release oocyte, giving themselves a ‘polycystic’ 

appearance, which results from the arrested follicular development. This leads to infertility and 

anovulation (28). One of the outcomes of chronic anovulation includes endometrial hyperplasia. 

This is a consequence of prolonged estrogen levels, with progesterone not counterbalancing it. 

This interferes with the embryo’s ability to successfully implant itself in the uterine lining, thus 

preventing pregnancy from taking place (29). A substantial number of women affected by PCOS 
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have insulin resistance. A condition in which the body's cells become less responsive to the 

effects of insulin. In order to compensate for this dysfunction, the pancreas produces additional 

insulin, however this further leads to hyperinsulinemia. This phenomenon can cause 

hyperandrogenism as the ovarian androgen production is stimulated. In addition, inhibition of 

hepatic synthesis of sex hormone-binding globulin (SHBG) is observed, which all together 

increase free testosterone levels, ultimately disrupting ovulation (30). Another complication 

which occurs due to PCOS is low-grade inflammation in the endothelium, being the result of 

abnormal glucose and lipid metabolism (29). 

 

Cooperation between GLP-1 analogs and the reproductive system 

GLP-1 analogs are proven to have an effect on hypothalamus, which has GLP-1 receptors. GLP-

1 analogs stimulate GnRH release, Kisspeptin neurons in the hypothalamus respond to GLP-1 

stimulation which leads to pulsatile release of GnRH. During the pre-ovulatory period, 

expression of GLP-1 receptors in the hypothalamus is the highest, which leads to boosted 

reproductive ability (31). GLP-1 analogs have an influence on hormonal pathways, owing to 

their ability on regulating reproductive hormones including follicle-stimulating hormone (FSH) 

as well as luteinizing hormone (LH) which are both crucial in order to attain normal ovulation 

and most importantly, proper ovarian functioning. When it comes to pituitary gland, direct GLP-

1 stimulation is less prevalent than in the hypothalamus. The LH release is mostly caused by 

GnRH secretion. Studies show, rats had experienced a notable rise in preovulatory LH levels as 

a result of acute GLP-1 treatment, strengthening its significance in regulating reproductive 

hormones (32). In a 16-week prospective, randomized, open-label study with 30 obese men 

treated with liraglutide 3.0 mg, results demonstrate fundamental elevation in luteinizing 

hormone (LH) and follicle-stimulating hormone (FSH) levels (33). Study on rats with PCOS 

have shown that administration of GLP-1R agonists increases the number of granulosa cell 

layers, improves ovarian reserve and decreases dilated follicles, therefore it was able to reverse 

polycystic ovary morphology (34). In a meta-analysis on women with PCOS, a 90-day 

treatment with liraglutide led to a reduction of BMI −1.65 (0.72–2.58) Kg/m2  and in 

approximately half of examined women, it led to decrease of serum testosterone concentration 

(35). Though it remains uncertain whether the impact of GLP-1 analogs on hyperandrogenism 

is due to a BMI reduction or their direct action on the ovaries (31). GLP-1 agonists exert anti-

inflammatory effects in ovaries through their interaction with GLP-1 receptors as well as 

reducing body weight and adipose tissue, which are both responsible for inflammation (31). 

Women suffering from PCOS may present endometrial abnormalities that can result in 
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implantation impairment (36). Among rats with Streptozocin induced diabetes, exenatide 

decreased inflammation and oxidative stress in the endometrium leading to reduced histological 

degeneration and fibrosis (37). The key role of GLP-1 analogs is weight management, reducing 

adiposity and improving insulin sensitivity, three key factors for facilitating fertility and 

hormonal balance. Metabolic abnormalities and obesity have a significant impact on hormonal 

imbalances, therefore worsening fertility health. These analogs have been studied to improve 

insulin sensitivity, aid with weight management and maintain hormonal balance,  that all 

together promotes fertility. A range of reproductive tissues, including uterine horns as well as 

ovaries, express GLP-1 Receptors, highlighting its role in regulating reproductive functions 

(38). Even though GLP-1 analogs are contraindicated during pregnancy, research suggest that 

GLP-1 administration, during preconception period in women with PCOS reported higher 

pregnancy rates following the discontinuation of GLP-1 analogs (39) (40). 

Cases 

Recently there have been more common press reports about a phenomenon of ‘Ozempic babies’,  

(44) (45) (46) regarding unexpected pregnancies among women with PCOS, who suffer from 

challenges in conceiving. Certainly the reports are anecdotal and further clinical validation is 

needed. The clinical study in 2008, examined 42 overweight women with PCOS as well as 

oligo-ovulation, after 24 weeks of exenatide, metformin or combination of both. All participants 

had shown an increase in their ovulation rate, however the biggest increase was observed in 

those who received the combination therapy - 86 %. (41) In 2017, a randomized clinical trial 

with 72 overweight women with PCOS was conducted where the data had demonstrated that 

after 26 weeks of liraglutide administration, the ovarian volume decreased by -1.6 ml and the 

bleeding ratio improved when compared with the placebo group (42). In a study involving 176 

overweight/obese women with PCOS, who were treated for 12 weeks with either exenatide or 

metformin, pregnancy rates experienced a notable increase in those treated with exenatide 

(43,6%), when compared with those treated with metformin (18,7%) (39). Another research 

examined 28 obese women with PCOS. Before IVF procedure, they were treated with 

liraglutide and metformin or with metformin alone for 12 weeks. The results revealed that the 

cumulative pregnancy rate over 12 months of observation was 69%, in those receiving GLP-1 

agonists and metformin at the same time, compared to 36% in those receiving metformin alone 

(40). 
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Summary  

GLP-1 receptor agonists, used to treat obesity as well as type 2 diabetes, facilitate an increase 

in insulin secretion, delay gastric emptying and suppress glucagon, all leading to not only 

weight loss, but ultimately, improved metabolic health. Obesity notably impairs fertility in both 

women and men, disrupting hormone levels, ovulation, embryo implantation and sperm quality, 

oftentimes worsening certain conditions such as PCOS, which can involve hyperandrogenism, 

insulin resistance and hormonal imbalances, that all disrupt endometrial receptivity and 

ovulation. GLP-1 receptor agonists have a positive impact on fertility through enhancing insulin 

sensitivity, managing reproductive hormones, aiding weight loss and decreasing inflammation. 

Research reveals, women with PCOS who were treated with GLP-1 receptor agonists, display 

higher pregnancy rates and ovulation, especially when combined with metformin, making them 

favorable for preconception care, even though they are contraindicated during pregnancy. 

 

Disclosure: 

Author Contribution Statement: 

Conceptualization: Joanna Wojda, Silvia Ciraolo 

Methodology: Joanna Wojda, Julianna Podolec, Zuzanna Kościuszko 

Investigation: Joanna Wojda, Adam Sobiński,  Julianna Podolec, Silvia Ciraolo, Zuzanna 

Kościuszko, Anna Walczak, Katarzyna Kurza, Matylda Czerwonka, Katarzyna Lesiczka- 

Fedoryj, Agnieszka Kulczycka-Rowicka 

Writing -rough preparation: Joanna Wojda, Matylda Czerwonka 

Writing -review  and  editing: Joanna Wojda, Julianna Podolec, Katarzyna Kurza, Matylda 

Czerwonka, Agnieszka Kulczycka-Rowicka, Katarzyna Lesiczka- Fedoryj, Anna Walczak, 

Adam Sobiński, Silvia Ciraolo, Zuzanna Kościuszko 

Project administration: Joanna Wojda 

 

All authors have read and agreed with the published version of the manuscript. Funding 

Statement: The study did not receive special funding. Conflict of Interest Statement: There is 

no conflict of interest. 

 

 

 

 

 



10 

References 

 

1. Nauck MA, Quast DR, Wefers J, Meier JJ. GLP-1 receptor agonists in the treatment of type 2 

diabetes – state-of-the-art. Vol. 46, Molecular Metabolism. 2021.  

2. Yao H, Zhang A, Li D, Wu Y, Wang CZ, Wan JY, et al. Comparative effectiveness of GLP-1 

receptor agonists on glycaemic control, body weight, and lipid profile for type 2 diabetes: 

Systematic review and network meta-analysis. BMJ. 2024;  

3. Yaribeygi H, Sathyapalan T, Sahebkar A. Molecular mechanisms by which GLP-1 RA and DPP-

4i induce insulin sensitivity. Vol. 234, Life Sciences. 2019.  

4. Sandoval D, Sisley SR. Brain GLP-1 and insulin sensitivity. Vol. 418, Molecular and Cellular 

Endocrinology. 2015.  

5. Hjerpsted JB, Flint A, Brooks A, Axelsen MB, Kvist T, Blundell J. Semaglutide improves 

postprandial glucose and lipid metabolism, and delays first-hour gastric emptying in subjects 

with obesity. Diabetes Obes Metab. 2018;20(3).  

6. Aldawsari M, Almadani FA, Almuhammadi N, Algabsani S, Alamro Y, Aldhwayan M. The 

Efficacy of GLP-1 Analogues on Appetite Parameters, Gastric Emptying, Food Preference and 

Taste Among Adults with Obesity: Systematic Review of Randomized Controlled Trials. Vol. 

16, Diabetes, Metabolic Syndrome and Obesity. 2023.  

7. Kanoski SE, Hayes MR, Skibicka KP. GLP-1 and weight loss: Unraveling the diverse neural 

circuitry. Vol. 310, American Journal of Physiology - Regulatory Integrative and Comparative 

Physiology. 2016.  

8. Drucker DJ. GLP-1 physiology informs the pharmacotherapy of obesity. Vol. 57, Molecular 

Metabolism. 2022.  

9. Welsh A, Hammad M, Piña IL, Kulinski J. Obesity and cardiovascular health. Vol. 31, European 

Journal of Preventive Cardiology. 2024.  

10. Campbell JM, Lane M, Owens JA, Bakos HW. Paternal obesity negatively affects male fertility 

and assisted reproduction outcomes: A systematic review and meta-analysis. Vol. 31, 

Reproductive BioMedicine Online. 2015.  

11. Snider AP, Wood JR. Obesity induces ovarian inflammation and reduces oocyte quality. Vol. 

158, Reproduction. 2019.  

12. Vander Borght M, Wyns C. Fertility and infertility: Definition and epidemiology. Vol. 62, 

Clinical Biochemistry. 2018.  

13. Chambers TJ, Anderson RA. The impact of obesity on male fertility. Vol. 14, Hormones. 2015.  



11 

14. Jensen TK, Andersson AM, Jørgensen N, Andersen AG, Carlsen E, Petersen JH, et al. Body 

mass index in relation to semen quality and reproductive hormones among 1,558 Danish men. 

Fertil Steril. 2004;82(4).  

15. Salas-Huetos A, Maghsoumi-Norouzabad L, James ER, Carrell DT, Aston KI, Jenkins TG, et 

al. Male adiposity, sperm parameters and reproductive hormones: An updated systematic review 

and collaborative meta-analysis. Vol. 22, Obesity Reviews. 2021.  

16. Fariello RM, Pariz JR, Spaine DM, Cedenho AP, Bertolla RP, Fraietta R. Association between 

obesity and alteration of sperm DNA integrity and mitochondrial activity. BJU Int. 2012 

Sep;110(6):863–7.  

17. Moon KH, Park SY, Kim YW. Obesity and erectile dysfunction: From bench to clinical 

implication. Vol. 37, World Journal of Men?s Health. 2019.  

18. Brewer CJ, Balen AH. The adverse effects of obesity on conception and implantation. Vol. 140, 

Reproduction. 2010.  

19. Broughton DE, Moley KH. Obesity and female infertility: potential mediators of obesity’s 

impact. Vol. 107, Fertility and Sterility. 2017.  

20. Childs G V., Odle AK, MacNicol MC, MacNicol AM. The Importance of Leptin to 

Reproduction. Vol. 162, Endocrinology (United States). 2021.  

21. Silvestris E, de Pergola G, Rosania R, Loverro G. Obesity as disruptor of the female fertility. 

Vol. 16, Reproductive Biology and Endocrinology. 2018.  

22. Muhammad T, Wan Y, Lv Y, Li H, Naushad W, Chan WY, et al. Maternal obesity: A potential 

disruptor of female fertility and current interventions to reduce associated risks. Vol. 24, Obesity 

Reviews. 2023.  

23. Ye J. Mechanisms of insulin resistance in obesity. Vol. 7, Frontiers of Medicine in China. 2013.  

24. Wu H, Ballantyne CM. Metabolic Inflammation and Insulin Resistance in Obesity. Vol. 126, 

Circulation Research. 2020.  

25. Ahmed B, Sultana R, Greene MW. Adipose tissue and insulin resistance in obese. Vol. 137, 

Biomedicine and Pharmacotherapy. 2021.  

26. Collée J, Mawet M, Tebache L, Nisolle M, Brichant G. Polycystic ovarian syndrome and 

infertility: overview and insights of the putative treatments. Vol. 37, Gynecological 

Endocrinology. 2021.  

27. Rosenfield RL, Ehrmann DA. The Pathogenesis of Polycystic Ovary Syndrome (PCOS): The 

hypothesis of PCOS as functional ovarian hyperandrogenism revisited. Vol. 37, Endocrine 

Reviews. 2016.  



12 

28. van der Spuy ZM, Dyer SJ. The pathogenesis of infertility and early pregnancy loss in 

polycystic ovary syndrome. Vol. 18, Best Practice and Research: Clinical Obstetrics and 

Gynaecology. 2004.  

29. Kicińska AM, Maksym RB, Zabielska-Kaczorowska MA, Stachowska A, Babińska A. 

Immunological and Metabolic Causes of Infertility in Polycystic Ovary Syndrome. Vol. 11, 

Biomedicines. 2023.  

30. De Leo V, Musacchio MC, Cappelli V, Massaro MG, Morgante G, Petraglia F. Genetic, 

hormonal and metabolic aspects of PCOS: An update. Vol. 14, Reproductive Biology and 

Endocrinology. 2016.  

31. Jensterle M, Janez A, Fliers E, Devries JH, Vrtacnik-Bokal E, Siegelaar SE. The role of 

glucagon-like peptide-1 in reproduction: From physiology to therapeutic perspective. Hum 

Reprod Update. 2019;25(4).  

32. Outeiriño-Iglesias V, Romani-Perez M, Gonzalez-Matias LC, Vigo E, Mallo F. GLP-1 increases 

preovulatory LH source and the number of mature follicles, as well as synchronizing the onset 

of puberty in female rats. Endocrinology (United States). 2015;156(11).  

33. Jensterle M, Podbregar A, Goricar K, Gregoric N, Janez A. Effects of liraglutide on obesity-

associated functional hypogonadism in men. Endocr Connect. 2019;8(3).  

34. Tao X, Zhang X, Ge SQ, Zhang EH, Zhang B. Expression of SIRT1 in the ovaries of rats with 

polycystic ovary syndrome before and after therapeutic intervention with exenatide. Int J Clin 

Exp Pathol. 2015;8(7).  

35. Niafar M, Pourafkari L, Porhomayon J, Nader N. A systematic review of GLP-1 agonists on the 

metabolic syndrome in women with polycystic ovaries. Vol. 293, Archives of Gynecology and 

Obstetrics. 2016.  

36. Piltonen TT. Polycystic ovary syndrome: Endometrial markers. Vol. 37, Best Practice and 

Research: Clinical Obstetrics and Gynaecology. 2016.  

37. Artunc-Ulkumen B, Pala HG, Pala EE, Yavasoglu A, Yigitturk G, Erbas O. Exenatide improves 

ovarian and endometrial injury and preserves ovarian reserve in streptozocin induced diabetic 

rats. Gynecological Endocrinology. 2015;31(3).  

38. Khan D, Ojo OO, Woodward ORM, Lewis JE, Sridhar A, Gribble FM, et al. Evidence for 

Involvement of GIP and GLP-1 Receptors and the Gut-Gonadal Axis in Regulating Female 

Reproductive Function in Mice. Biomolecules. 2022;12(12).  

39. Liu X, Zhang Y, Zheng SY, Lin R, Xie YJ, Chen H, et al. Efficacy of exenatide on weight loss, 

metabolic parameters and pregnancy in overweight/obese polycystic ovary syndrome. Clin 

Endocrinol (Oxf). 2017;87(6).  



13 

40. Salamun V, Jensterle M, Janez A, Bokal EV. Liraglutide increases IVF pregnancy rates in obese 

PCOS women with poor response to first-line reproductive treatments: a pilot randomized study. 

Eur J Endocrinol. 2018;179(1).  

41. Elkind-Hirsch K, Marrioneaux O, Bhushan M, Vernor D, Bhushan R. Comparison of single and 

combined treatment with exenatide and metformin on menstrual cyclicity in overweight women 

with polycystic ovary syndrome. Journal of Clinical Endocrinology and Metabolism. 

2008;93(7).  

42. Nylander M, Frøssing S, Clausen H V., Kistorp C, Faber J, Skouby SO. Effects of liraglutide 

on ovarian dysfunction in polycystic ovary syndrome: a randomized clinical trial. Reprod 

Biomed Online. 2017;35(1).  

43.      https://www.who.int/news-room/fact-sheets/detail/obesity-and-overweight 

44.      https://edition.cnn.com/2024/05/08/health/ozempic-babies-pregnancy/index.html  

45.      https://eu.usatoday.com/story/life/health-wellness/2024/04/17/ozempic-withdrawal-surprise-

pregnancy/73340586007/ 

46.      https://www.washingtonpost.com/wellness/2024/04/05/ozempic-babies-weight-loss-fertility/  

 

  

 

 

 

 

 

 

 

 

 

 

 

https://www.who.int/news-room/fact-sheets/detail/obesity-and-overweight
https://edition.cnn.com/2024/05/08/health/ozempic-babies-pregnancy/index.html
https://eu.usatoday.com/story/life/health-wellness/2024/04/17/ozempic-withdrawal-surprise-pregnancy/73340586007/
https://eu.usatoday.com/story/life/health-wellness/2024/04/17/ozempic-withdrawal-surprise-pregnancy/73340586007/
https://www.washingtonpost.com/wellness/2024/04/05/ozempic-babies-weight-loss-fertility/

