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Abstract- PCOS is a diverse endocrine condition with a varied prevalence that affects 

roughly one in every 15 women throughout the world. Polycystic ovarian syndrome is 

diagnosed when at least two of the following criteria are metoligoovulation or anovulation, 

clinical or biochemical evidence of hyperandrogenism, and polycystic ovary shape. PCOS 

appears to increase the risk of metabolic disorders, hypertension, and cardiovascular disease 

in women. The purpose of this paper was to give a review of articles relevant to polycystic 

ovaries, including pathogenesis, symptoms, diagnosis, and treatment features, as well as its 

relationship with ardiovascular and arterial hypertension diseases, utilising the databases 

Pubmed and Scielo. 
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Introduction-  

PCOS is a diverse endocrine illness characterised by the presence of ovarian cysts, 

anovulation, and endocrine variation, all of which have a significant impact on a woman's 

life. The normal menstrual cycle is disrupted when reproductive hormones including LH, 

FSH, oestrogen, and testosterone are disrupted, resulting in oligomenorrhoea and 

amenorrhea-like disorders. PCOS is a frustrating condition for women, a difficult condition to 

manage for clinicians, and a scientific challenge for researchers. [1] As PCOS research 

progresses, it is critical that study findings be converted into understanding and action among 

women, healthcare providers, and policymakers. PCOS is the most frequent endocrine 

disorder among women of reproductive age. According to research conducted in Greece, 

Spain, and the United States, the prevalence of PCOS ranges from 4% to 8%.[2] 
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In addition to the fundamental characteristics of PCOS, metabolic and hormonal 

abnormalities linked with obesity, type 2 diabetes mellitus, and dyslipidemia are frequent. [4] 

Metabolic syndrome is caused by a combination of these characteristics. The wide range of 

metabolic abnormalities seen in PCOS may be linked to an increased risk of cardiovascular 

disease. This could explain why certain women with the condition are predisposed to arterial 

hypertension. Although the link between changes in arterial blood pressure and PCOS has yet 

to be fully understood, insulin resistance and hyperandrogenism may explain the higher risk 

of hypertensive condition, even when age, BMI, and other anthropometric factors are taken 

into account. [5] 

The incidence of PCOS has risen with the use of different diagnostic criteria, and the first 

community-based prevalence research based on current Rotterdam diagnostic criteria found it 

to be 18 percent (17.8 ± 2.8 percent). Importantly, in this latest study, 70% of the women 

were undiagnosed. [3] 

There is currently a scarcity of knowledge about PCOS among reproductive-age women in 

India, particularly in North India. This prospective study was designed to compare 

socioeconomic status (SDS) and the association of age, body mass index (BMI), education 

level, and marital status between PCOS and healthy control cases among women in the 

reproductive age group visiting a tertiary care hospital's department of gynaecology and 

obstetrics.[6,7] 

 

Pathophysiology- Polycystic ovarian syndrome (PCOS) is a chronic condition with no 

known cause that was initially characterised by Stein and Leventhal in 1935. It's a condition 

that affects the reproductive, heterogeneous, and metabolic systems. In women of 

reproductive age, the frequency of the illness ranges from 8.7% to 17.8%. In adolescence, the 

first clinical signs of PCOS appear. However, there is evidence that the sickness began in the 

uterus, implying that hereditary factors are involved. [8] Although no obvious pattern of 

inheritance has been established, several studies have shown a definite role of interleukin-6 

and interleukin-10 gene polymorphisms, interferon-c, and transforming growth factor-beta1 

on the development of PCOS. Epigenetic exposures are also causative variables, showing the 

link between intrauterine exposure and maternal androgens and phenotypes linked to the 

syndrome. Environmental factors, such as socioeconomic situations and lifestyle, may be 

linked to ethnic variances in PCOS. [9,10]  

The various physiological changes are observed in PCOS that helpful for formation of cyst in 

a female uterus, are- 

1. Insulin Resistance and Hyperandrogenism- The actual pathophysiology of PCOS is 

complicated and poorly understood. Although it is beyond the scope of this study to go 

into depth, PCOS is caused by a hormonal imbalance caused by a combination of 

elevated androgens and/or insulin. PCOS is caused by a combination of genetic and 

environmental factors that cause hormonal imbalances, such as obesity, ovarian 

dysfunction, and hypothalamus pituitary abnormalities. [11] Excess androgens are 

caused by hyperinsulinemia, which occurs when insulin mimics the effect of LH and 

raises GnRH indirectly. [12] Insulin reduces the amount of sex hormone binding 

globulin (SHBG), a key circulatory protein that regulates testosterone levels. Reduced 

SHBG causes an increase in free androgens, which causes clinical manifestations such 
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as hirsutism, alopecia, and acne. Insulin resistance can lead to dyslipidemia, and PCOS 

individuals are more likely to develop cardiovascular disease and diabetes. [13] 

 

 

 
Fig; 1, Polycystic Ovary Syndrome (PCOS) 

 

2. Hyperandrogenism- Surplus androgens impede normal androgen production, 

resulting in impaired folliculogenesis. At the early gonadotropin stage, excess 

androgens encourage the development of primordial follicles and an increase in antral 

follicles. [14] The release of gonadotropin hormone from the pituitary is triggered by 

the release of GnRH from the brain. Luteinizing hormone stimulates the LH receptor in 

ovarian theca cells to enhance androgen synthesis, whereas follicular stimulating 

hormone activates the FSH receptor in ovarian granulosa cells to convert androgens to 

estrogens, which encourage follicle development. The dysregulation of the 

neuroendocrine system is thought to cause an imbalance in the hypothalamic-pituitary-

ovarian axis, resulting in an excess of gonadotropin. The increase in GnRH encourages 

the synthesis of LH rather than FSH, resulting in a significant hormonal increase in 

LH: In PCOS, the FSH ratio is important.. [15,16] 
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Fig; 2, Hyperandrogenism 

 

3. Obesity- Obesity has been linked to aberrant hypothalamic-pituitary-ovarian axis 

function, which can contribute to PCOS. Obesity is connected to hyperinsulinemia, 

which raises lipid levels and causes glucose intolerance in PCOS patients. Obesity 

stimulates LH, which increases androgen production, resulting in hyperandrogenism. 

[17] Leptin, an appetite-controlling adipokine, has a direct effect on obese PCOS 

women's neuroendocrine and reproductive function. Hyperleptinemia can also stifle 

ovarian follicular development. As a result, reducing visceral fat would regulate 

hunger, glucose levels, lipolysis, and SHBG, so controlling androgen activity in the 

ovary.[18] 

4. Obesity- Obesity has been correlated with abnormal hypothalamic-pituitary- ovarian 

axis function leading to PCOS development. Obesity is linked to hyperinsulinemia 

which further increases the lipid pro- file, glucose intolerance in PCOS patients. 

Obesity augments the androgen production by stimulating LH, which in turn leads to 

hyperandrogenism. Leptin, an appetite-controlling adipokine has a direct impact on the 

neuroendocrine and reproductive function of obese PCOS women.[19] Furthermore, 

hyperleptinemia may hinder ovarian follicular growth. So, decreasing the visceral fat 

would control the appetite, glucose levels, lipolysis, and increase the SHBG, thereby 

regulating the androgen action in the ovary. [20] Furthermore, women with PCOS have 

increased risk factors for DM2 and CVD, increased impaired glucose tolerance (IGT), 

DM2 and potentially increased CVD. As obesity rates rise, the public health 

significance of PCOS will increase. Treatment of obesity through lifestyle intervention 

is a key treatment strategy in PCOS and improves insulin resistance, reproductive and 

metabolic features.[21,22] 

5. Genetic Factors-A few lines of proof propose that the polycystic ovary disorder is 

heritable. About 3%-35% of moms and 25% of sisters of ladies with PCOS likewise 

have PCOS, and metabolic disorder predominance is high in their folks and siblings. 

Accentuated the expanded probability of IR related with specific qualities (like INSIG2 

and MC4R) and the specific effect of TCF7L2 SNP on the improvement of type 2 

diabetes mellitus (T2DM) and body weight acquire in patients with PCOS (a for every 
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allele weight acquire of 1.56 kg/m2).[23] Distinguished insulin receptor auto-

phosphorylation, diminished degrees of phosphatidylinositol-3-kinase in muscle tissue 

and instinctive adiposity as plausible instruments. Current comprehension of the 

pathogenesis of the disorder recommends that it is a complex multigenicjumble. 

Anyway in uncommon occasions, single-quality changes can lead to the aggregate of 

the condition.[24] 

 

Symptoms- The symptomatic presentation of PCOS usually varies with age, young women 

mainly complaining of reproductive and psychological problems while older women 

complaining of metabolic symptoms.[25] Some important symptoms are- 

 Missed periods, irregular periods, or very light periods. 

 Weight gain, especially around the belly (abdomen) 

 Acne or oily skin.  

 Ovaries that are large or have many cysts. 

 Excess body hair, including the chest, stomach, and back (hirsutism) 

 Male-pattern baldness or thinning hair. 

 Infertility. 

Diagnosis- As in the past reviewed, diagnostic standards for PCOS in early 

life stay controversial, and especially due to the fact the diagnostic pathological facets used in 

adult women can also be everyday pubertal physiological events. 

These elements encompass irregular menses, cystic acne, and 

polycystic ovarian morphology (PCOM).[26] Indeed, it is viable that adolescent 

hyperandrogenemia is a final result of the lack of full maturation of the hypothalamic-

pituitary-ovarian axis all through this time of life. Similarly, prolonged anovulatory cycles are 

surely ordinary of pubertal improvement alternatively than an early manifestation of 

PCOS.[27] 

As stated above, IR and hyperinsulinemia are often noted in girls with PCOS and may 

also have an effect on the improvement of PCOS in some patients. 

However, modern definitions of PCOS do now not consist of obesity, IR, or hyperinsulinemia 

as diagnostic standards.[28] 

According to researchers, the common symptoms of PCOS are hyperandrogenism in 

adolescents can be clinical or biochemical. Hirsutism is described as excessive, coarse, 

terminal hairs disbursed in a male fashion, and PCOS is the most frequent motive of 

hirsutnism in adolescence.[29] Hirsutism should be distinguished from hypertrichosis 

outlined as excessive vellus hair distributed in an exceedingly non-sexual pattern. Delicate 

hairiness might not be an indication of hyperandrogenemia.[30] Although acne is 

a common problem in nonage, it is generally flash and may not be reflective of 

hyperandrogenism. Moderate or severe seditious acne, especially if unresponsive to 

topical remedy, still, may bear disquisition of androgen excess. [31] 

Menstrual irregularities are common until at least 2 years after menarche, therefore 

irregular menses should not be utilised as the sole criterion for PCOS in adolescence. 

Menstrual irregularities that last two years in adolescence. Although irregular, post 

menarche may be an indication of PCOS. Menstruation can last up to a year after 

menarche without the emergence of PCOS.[32] 
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1. Polycystic Ovary on Ultrasound (PCOM): PCOM is characterized by larger ovaries, 

thickened stroma, and many tiny peripheral cysts. PCOM is linked to 

hyperandrogenism, but it isn't necessarily considered a diagnostic feature of PCOS. 

PCOM is a variable finding in healthy females and adults, although hyper androgenic 

adolescents show a higher persistence of PCOM throughout time.[33] The 

ultrasonographic diagnosis of PCOM in adults via the transvaginal method has been 

standardized. However, most tests in teenagers are done transabdominally, where the 

high physiologic follicle number might make follicle count an inaccurate indication for 

PCOM diagnosis. Because adult diagnostic criteria might lead to an erroneously 

increased prevalence of PCOM (30–40%), it is critical to utilize proper diagnostic 

criteria for PCOM in adolescents.[34] 

The ovary's anatomic appearance varies with ageing. The volume of the ovary 

grows during adolescence and reaches adult proportions in the years after menarche. 

It is steady during adolescence and declines beyond the middle of the fourth decade. 

Follicle size varies with age, with the highest number of tiny follicles occurring 

throughout adolescence and early adulthood, followed by a dramatic drop in follicle 

count as one gets older.[35] 

2. Biomarkers- The ovary's anatomic appearance varies with ageing. The volume of the 

ovary grows during adolescence and reaches adult proportions in the years after 

menarche. It is steady during adolescence and declines beyond the middle of the fourth 

decade. [36]. Follicle size varies with age, with the highest number of tiny follicles 

occurring throughout adolescence and early adulthood, followed by a dramatic drop in 

follicle count as one gets older.[37] Except for AMH, there is less evidence on newer 

biomarkers, and their efficacy in establishing the diagnosis of PCOS in adolescents has 

yet to be fully validated. The granulosa cells of tiny, developing follicles release AMH, 

which is a glycoprotein. As already stated Animal studies have suggested that there 

may be a function for the role of AMH in the development of PCOS. The number of 

tiny antral follicles (2–5 mm) correlates with AMH serum levels. Adult women can be 

recognised via transvaginal ultrasonography. AMH levels that have been elevated for a 

long time have proven a reliable indicator of depression. Detection of hormones in 

PCOS women.[38] 

Specific proteins have been identified as indicators for PCOS in proteomic profiling 

studies. In women with PCOS, Sarray and Almawi, discovered significantly higher 

sCD40L levels. They hypothesised that sCD40L, a transmembrane glycoprotein that 

controls numerous cell types in the inflammatory network, may be utilized to 

predict PCOS in a Bahraini Arab community.[39] Though these findings cannot be 

applied to other ethnic groups, it is a significant finding that should be replicated 

and validated in the future. HSP90B1, a stress-inducible chaperone protein linked to 

cancer cell proliferation, has also been identified as a possible PCOS 

biomarker.  HSP90B1 may contribute to PCOS by boosting granulosa cellular 

activity in the ovary. To confirm this activity, more research is required.  [40] 
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Treatments- The management of PCOS targets the symptomatology that patients 

typically gift, organic process, physiological condition, hirsutism, or acne being the 

foremost common complaints. There are no any approved drugs by FDA/ EMA that 

completely treat the adolescent with PCOS. But some chemical agent and physically 

exercise are control the symptoms of PCOS. 

1. Oral Contraceptive Pills- Oral Contraceptive Pills (OCP) square measure the 

foremost normally used medications for the long treatment of girls with PCOS and 

is counselled by the task force and also the Endocrine Society. OCP square 

measure the foremost normally used medications for the long treatment of girls with 

PCOS and is counselled by the Task Force and also the Endocrine Society. The oral 

contraceptive only pills (Progesterone) and in combined form with estrogens. These 

combinations are commonly useful for the prevention of ovulation and irregular 

periods.[41,42] 

2. Metformine- The metformine is a drug of biguanides class. The metformine is a 

first line drug for the treatment of cutan cutaneous manifestations and pregnancy 

complications in women with PCOS. It’s also give synergestic effect with 

clomiphene citrate.[43]  

3. Spironolactone- It is the most potent antiandrogen that has been found to have a 

demonstrable effect on hirsutism, even when used in conjunction with OCPs. 

Acne and alopecia have been proven to benefit from it. It's typically well 

accepted, and its best used with OCP to prevent menstrual irregularities. 

However, there are no explicit recommendations for the use of spironolactone in 

the treatment of PCOS in the current guidelines.[44] 

4. Aromatase inhibitors - New ovulation-inducing medicines such as anastrozole and 

letrozole are selective aromatase inhibitors. They're reversible and quite powerful. 

Unlike CC, which has a half-life of 5–7 days, anastrozole and letrozole only have a 

45-hour half-life? Letrozole has received far more research than anastrozole to far. 

[45] Following the discovery of various side effects of CC, CC's lack of therapeutic 

efficacy, and the difficulty of gonadotropin therapy, letrozole was presented as an 

assisted reproduction medication. Letrozole decreases oestrogen synthesis in the 

hypothalamus–pituitary axis, resulting in higher levels of gonadotropin-releasing 

hormone (GnRH) and follicle stimulating hormone (FSH).[46] 

5. Glucocorticoids- Prednisone and dexamethasone, among other glucocorticoids, 

have been used to stimulate ovulation. Elnashar et al found that inducing ovulation 

in CC-resistant PCOS with normal DHEAS by adding dexamethasone (high dosage, 

short course) to CC is related with no deleterious antiestrogenic impact on the 

endometrium and increased ovulation and pregnancy rates in a considerable 

proportion of patients. [47] 

6. Gonadotropins- Exogenous hirsutism are a potential second line of treatment for 

women with PCOS who have shown resistance to CC. 37 Gonadotropins work by 

inducing ovulation, maintaining and stimulating optimal follicle development by 

the regulated dose of FSH, and achieving a fertilised follicle. Gonadotropin, unlike 

CC, does not have a peripheral antiestrogenic action.[48] 
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Conclusion- In addition to anovulation and infertility, women with PCOS are more likely to 

develop hypertension and cardiovascular illness as a result of metabolic syndrome. PCOS is 

diagnosed mostly by clinical examination. Because the origin of PCOS is uncertain, treatment 

is confined to the management of indications and symptoms. More research is needed to 

better understand the pathophysiology of PCOS and the development of high blood pressure 

in women with the condition. 

Acknowledgement- I thankful to Dr. Girendra Kumar Gautam and Mr. Ravi Kumar from 

Shri Ram Group of Colleges, MZN U.P. India. 

Conflict of Intrest- Author declares no conflict of interest. 

 

References- 

1. Escobar-Morreale HF, Roldán-Martín MB, 2016 Apr 1. Type 1 diabetes and polycystic 

ovary syndrome: systematic review and meta-analysis. Diabetes Care. 39 (4), 639–648. 

2. Diamanti-Kandarakis E, Kouli CR, Bergiele AT, Filandra FA, Tsianateli TC Spina 

GG, Zapanti ED, Bartzis MI: A survey of the polycystic ovary syndrome in the Greek 

island of Lesbos: hormonal and metabolic profile. J Clin Endocrinol Metab 1999, 

84:4006-4011. 

3. March WA, Moore VM, Willson KJ, Phillips DI, Norman RJ, Davies MJ: The 

prevalence of polycystic ovary syndrome in a community sample assessed under 

contrasting diagnostic criteria. Hum Reprod 2010, 25:544-551. 

4. Connolly F, Rae MT, Späth K, Boswell L, McNeilly AS, Duncan WC. In a Ovine 

Model of Polycystic Ovary Syndrome (PCOS) prenatal androgens suppress female 

renal gluconeogenesis. PLos One. 2015; 10(7):e0132113.  

5. Costa EC, Soares EMM, Lemos TMAM, Maranhão TMO, Azevedo GD. Índices de 

obesidade central e fatores de risco cardiovascular nasíndrome dos ovários policísticos. 

Arq Bras Cardiol. 2010; 94(5):633-8. 

6. Palomba S, Santagni S, Falbo A, La Sala GB. Complications and challenges associated 

with polycystic ovary syndrome: current perspectives. Int J Womens Health. 2015; 

7:745-63. 

7. Fauzia Tabassum, Chandra Jyoti, Hemali Heidi Sinha, Kavita Dhar, MdSayeed Akhtar. 

Impact of polycystic ovary syndrome on quality of life of women in correlation to age, 

basal metabolic index, education and marriage. PLOS ONE March 10, 2021 pg- 1 -13. 

8. Bentley-Lewis R, Seely E, Dunaif A. Ovarian hypertension: polycystic ovary 

syndrome. Endocrinol Metab Clin North Am. 2011; 40(2):433-49. 

9. Demissie M, Lazic M, Foecking EM, Aird F, Dunaif A, Levine JE. Transient prenatal 

androgen exposure produces metabolic syndrome in adult female rats. Am J Physiol 

Endocrinol Metab. 2008; 295(2):E262-8. 

10.  Witchel SF, Recabarren SE, González F, Diamanti-Kandarakis E, Cheang KI, Duleba 

AJ, et al. Emerging concepts about prenatal genesis, aberrant metabolism and 

treatment paradigms in polycystic ovary syndrome. Endocrine. 2012; 42(3):526-34.  

http://www.ijcrt.org/


www.ijcrt.org                                                ©  2021 IJCRT | Volume 9, Issue 12 December 2021 | ISSN: 2320-2882 

IJCRT2112187 International Journal of Creative Research Thoughts (IJCRT) www.ijcrt.org b783 
 

11.  Legro RS, Strauss JF: Molecular progress in infertility: polycystic ovary syndrome. 

Fertil Steril 2002, 78:569-576. 

12.  Barber, T.M. , Dimitriadis, G.K. , Andreou, A. , Franks, S. , 2016 Jun. Polycystic 

ovary syn- drome: insight into pathogenesis and a common association with insulin 

resistance. Clin. Med. 16 (3), 16-3-262. 

13. Rojas, J., Chávez, M., Olivar, L., Rojas, M., Morillo, J., Mejías, J., Calvo, M., 

Bermúdez, V., 2014 Jan 28. Polycystic ovary syndrome, insulin resistance, and 

obesity: navigating the pathophysiologic labyrinth. Int. J . Reprod. Med. 2014. 

14. Rosenfield, R.L., Ehrmann, DA., 2016 Oct 1. The pathogenesis of polycystic ovary 

syn- drome (PCOS): the hypothesis of PCOS as functional ovarian hyperandrogenism 

re- visited. Endocr. Rev. 37 (5), 467–520. 

15. Ashraf, S., Nabi, M., Rashid, F., Amin, S., 2019 Dec 1. Hyperandrogenism in 

polycystic ovarian syndrome and role of CYP gene variants: a review. Egypt. J . Med. 

Hum. Genetics 20 (1), 25. 

16. Baillargeon, J.P., Jakubowicz, D.J., Iuorno, M.J., Jakubowicz, S., Nestler, JE., 2004 

Oct 1. Effects of metformin and rosiglitazone, alone and in combination, in nonobese 

women with polycystic ovary syndrome and normal indices of insulin sensitivity. 

Fertil. Steril. 82 (4), 893–902. 

17. Legro RS, Barnhart HX, Schlaff WD, Carr BR, Diamond MP, Carson SA, Steinkampf 

MP, Coutifaris C, McGovern PG, Cataldo NA, Gosman GG,. Clomiphene, metformin, 

or both for infertility in the polycystic ovary syn- drome. N. Engl. J. Med. 2007 Feb 

8356 (6), 551–566. 

18. Rojas J, Chávez M, Olivar L, Rojas M, Morillo J, Mejías J, Calvo M, Bermúdez V, 

2014 Jan 28. Polycystic ovary syndrome, insulin resistance, and obesity: navigating the 

pathophysiologic labyrinth. Int. J . Reprod. Med. 2014. 

19. Rosenfield  RL, Ehrmann DA, 2016 Oct 1. The pathogenesis of polycystic ovary syn- 

drome (PCOS): the hypothesis of PCOS as functional ovarian hyperandrogenism 

revisited. Endocr. Rev. 37 (5), 467–520. 

20. Glueck CJ, Goldenberg N, 2019 Mar 1. Characteristics of obesity in polycys- tic ovary 

syndrome: etiology, treatment, and genetics. Metabolism 92, 108–120. 

21. Moran LJ, Pasquali R, Teede HJ, Hoeger KM, Norman RJ: Treatment of obesity in 

polycystic ovary syndrome: a position statement of the Androgen Excess and 

Polycystic Ovary Syndrome Society. Fertil Steril 2009, 92:1966-1982. 

22. Shaw LJ, Bairey Merz CN, Azziz R, Stanczyk FZ, Sopko G, Braunstein GD, Kelsey 

SF, Kip KE, Cooper-Dehoff RM, Johnson BD, Vaccarino V, Reis SE, Bittner V, 

Hodgson TK, Rogers W, Pepine CJ: Postmenopausal women with a history of irregular 

menses and elevated androgen measurements at high risk for worsening cardiovascular 

event-free survival: results from the National Institutes of Health-National Heart, 

Lung, and Blood Institute sponsored Women's Ischemia Syndrome Evaluation. J Clin 

Endocrinol Metab 2008, 93:1276-1284. 

23. Kahsar-Miller MD, Nixon C, Boots LR, Go RC, Azziz R. Prevalence of Polycystic 

Ovary Syndrome (PCOS) in First Degree Relatives of Patients with PCOS. Fertil 

Steril. 2001; 75:53. 

24. Fica S, Albu A, Constantin M, Dobri GA, Davila C. Insulin Resistance and Fertility in 

Polycystic Ovary Syndrome. J Med Life. 2008; 1(4):415-22. 

http://www.ijcrt.org/


www.ijcrt.org                                                ©  2021 IJCRT | Volume 9, Issue 12 December 2021 | ISSN: 2320-2882 

IJCRT2112187 International Journal of Creative Research Thoughts (IJCRT) www.ijcrt.org b784 
 

25.  Legro RS, Arslanian SA, Ehrmann DA. Endocrine Society. Diagnosis and treatment 

of polycystic ovary syndrome: an Endocrine Society clinical practice guideline. J Clin 

Endocrinol Metab. 2013;98(12):45654592. 

26. Stepto NK, Cassar S, Joham AE, Hutchison SK, Harrison CL, Goldstein RF, Teede HJ: 

Women with polycystic ovary syndrome have 

intrinsic insulin resistance on euglycaemichyperinsulaemic clamp. Hum Reprod 2013; 

28:777–784. 

27. Morciano, A. Romani F, Sagnella F, Scarinci E, Palla C, Moro F, Tropea A, Policola 

C, Della Casa S, Guido M, Lanzone A, Apa R: Assessment of insulin resistance in lean 

women with polycystic ovary syndrome. Fertil Steril 2014; 102:250–256. 

28. Nestler JE, Powers LP, Matt DW, Steingold KA, Plymate SR, Rittmaster RS, Clore 

JN, Blackard WG: A direct effect of hyperinsulinemia on serum sex hormone-binding 

globulin levels in obese women with the polycystic ovary syndrome. J Clin Endocrinol 

Metab 1991;72:83–89. 

29. Plouffe L Jr: Disorders of excessive hair growth in the adolescent. Obstet Gynecol Clin 

North Am 2000; 27:79–99. 

30. Martin KA, Chang RJ, Ehrmann DA, Ibanez L, Lobo RA, Rosenfield RL, Shapiro J, 

Montori VM, Swiglo BA: Evaluation and treatment 

of hirsutism in premenopausal women: an endocrine society clinical practice guideline. 

J Clin Endocrinol Metab 2008; 98:1105–1120. 

31. Chang RJ, Coffler MS: Polycystic ovary syndrome: early detection in the adolescent. 

Clin Obstet Gynecol 2007; 50:178–187. 

32. Apter D: Endocrine and metabolic abnormalities in adolescents with a PCOS-like 

condition: consequences for adult reproduction. Trends Endocrinol Metab 1998; 9:58–

61. 

33. Bentzen JG, Forman JL, Johannsen TH, Pinborg A, Larsen EC, Andersen AN: Ovarian 

antral follicle subclasses and anti-mullerian hormone during normal reproductive 

aging. J Clin Endocrinol Metab 2013; 98:1602–1611. 

34. Mortensen M, Rosenfield RL, Littlejohn E: Functional significance of polycystic-size 

ovaries in healthy adolescents. J Clin Endocrinol Metab 2006; 91:3786–3790. 

35. Kelsey TW, Dodwell SK, Wilkinson AG, Greve T, Andersen CY, Anderson RA, 

Wallace WH: Ovarian volume throughout life: a validated normative model. PLoS One 

2013; 8:e71465. 

36. Pigny P, Merlen E, Robert Y, Cortet-Rudelli C, Decanter C, Jonard S, Dewailly D: 

Elevated serum level of anti-mullerian hormone in patients with polycystic ovary 

syndrome: relationship to the ovarian follicle excess and to the follicular arrest. J Clin 

Endocrinol Metab 2003; 88:5957–5962. 

37. Hart R, Doherty DA, Norman RJ, Franks S, Dickinson JE, Hickey M, Sloboda DM: 

Serum antimullerian hormone (AMH) levelsare elevated in adolescent girls with 

polycystic ovaries and the polycystic ovarian syndrome (PCOS). Fertil Steril 2010; 

94:1118– 1121. 

38. Pigny P, Jonard S, Robert Y, Dewailly D: Serum anti-Mullerian hormone as a 

surrogate for antral follicle count for definition of the polycystic ovary syndrome. J 

Clin Endocrinol Metab 2006; 91:941–945. 

http://www.ijcrt.org/


www.ijcrt.org                                                ©  2021 IJCRT | Volume 9, Issue 12 December 2021 | ISSN: 2320-2882 

IJCRT2112187 International Journal of Creative Research Thoughts (IJCRT) www.ijcrt.org b785 
 

39. Sarray S, Almawi WY: Levels of CD40L and other inflammatory biomarkers in obese 

and non-obese women with polycystic ovary syndrome. Am J Reprod Immunol 

2016;76: 285–291. 

40. Sorensen AE, Udesen PB, Wissing ML, Englund AM, Dalgaard LT: MicroRNAs 

related to androgen metabolism and polycystic ovary syndrome. Chem Biol Interact 

2016; 259:8–16. 

41. Balen A. Polycystic ovary syndrome and cancer. Hum Reprod Update. 2001;7(6):522–

525. 

42. Nader S. Treatment for polycystic ovary syndrome: a critical appraisal of treatment 

options. Expert Rev Endocrinol Metab. 2008;3(3): 349–359. 

43. Tang T, Glanville J, Orsi N, Barth JH, Balen AH. The use of metformin 

for women with PCOS undergoing IVF treatment. Hum Reprod. 2006; 

21(6):1416–1425. 

44. Legro RS, Chiu P, Kunselman AR, Bentley CM, Dodson WC, Dunaif A. 

Polycystic ovaries are common in women with hyperandrogenic chronic 

anovulation but do not predict metabolic or reproductive phenotype. 

J Clin Endocrinol Metab. 2005;90(5):2571–2579. 

45. Badawy A, Abdel Aal I, Abulatta M. Clomiphene citrate or letrozole 

for ovulation induction in women with polycystic ovarian syndrome: 

a prospective randomized trial. Fertil Steril. 2009;92(3):849–852. 

46. Elnashar A, Abdelmageed E, Fayed M, Sharaf M. Clomiphene citrate and 

dexamethazone in treatment of clomiphene citrate-resistant polycystic ovary 

syndrome: a prospective placebo-controlled study. Hum Reprod. 2006;21(7):1805–

1808. 

47. Sastre ME, Prat MO, Checa MA, Carreras RC. Current trends in the 

treatment of polycystic ovary syndrome with desire for children. 

Ther Clin Risk Manag. 2009;5(2):353–360 

  

http://www.ijcrt.org/

