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Objective: The aim of the present study was to determine whether polycystic ovarian morphology (PCOM) is related to insulin resistance in 
women with polycystic ovary syndrome (PCOS). 
Methods: A total of 147 Korean women aged 18 to 35 years and diagnosed with PCOS were included in this study. Fasting blood tests and 
standard 2-hour 75-g oral glucose tolerance tests were performed for all participants. PCOM-related parameters including total antral follicle 
count (TFC) and total ovarian volume (TOV) were assessed using transvaginal or transrectal ultrasonography. Correlation analysis was con-
ducted to assess the relationships of TFC and TOV with insulin resistance-related clinical and biochemical parameters using Spearman rank 
correlation coefficients and linear regression analysis, with partial correlations used to control for the effects of confounding covariates. 
Results: Fasting insulin levels, low-density lipoprotein levels, and insulin sensitivity assessment indices (ISAIs) were significantly correlated 
with TFC, but neither postprandial blood glucose levels nor insulin levels were significantly associated with TFC. No insulin resistance-related 
parameter was significantly correlated with TOV. These results did not change after adjustments for other anthropometric covariates. Fasting 
insulin and some ISAIs differed significantly between groups categorized by the median TFC value (TFC ≤54 and TFC >54). 
Conclusion: TFC, but not TOV, was found to be related to fasting insulin resistance-related parameters in women with PCOS. 
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Introduction 

Polycystic ovary syndrome (PCOS) is the most common endocrine 
disorder in reproductive-age women and can cause chronic ovulato-
ry dysfunction or irregular menstruation [1]. PCOS is an important is-
sue for women’s health, as it can lead to not only reproductive prob-
lems, but also psychological and metabolic disturbances throughout 
the lifespan [2].  

In patients with PCOS, multiple hormonal factors inhibit the selec-
tion of the dominant follicle and induce follicular arrest [3,4], produc-
ing a characteristic ultrasound pattern in which small preantral folli-
cles are gathered around the edge of the ovary. This feature resem-
bles that seen in the immature ovaries in adolescence. According to 
the revised diagnostic criteria [5], polycystic ovarian morphology 
(PCOM) is considered to be present in the early follicular phase when 
the number of 2- to 9-mm antral follicles is over 20 or increased ovar-
ian volume ( ≥ 10 mL) is observed in either ovary on ultrasonogra-
phy. 

PCOS is intricately associated with diverse phenotypes of metabol-
ic abnormalities. Glucose intolerance and type 2 diabetes mellitus, 
atherosclerotic dyslipidemia, and coronary heart disease are com-
mon clinical features of PCOS along with hormonal abnormalities, 
and these metabolic diseases are generally known to be associated 
with abnormal insulin sensitivity [4]. Although the pathophysiology 



of PCOS is complex and has not been fully established, insulin resis-
tance is the major component affecting various metabolic features 
and clinical phenotypes. 

As interest in the role of insulin resistance in PCOS has increased, 
many studies have been conducted on this issue. However, research 
on the relationship between insulin resistance and ultrasonographic 
morphologic features of PCOS is still scarce and inconclusive [6-8]. 
Therefore, the purpose of this study was to determine whether the 
PCOM characteristics of increased antral follicle count and ovarian 
volume are related to insulin resistance parameters in women with 
PCOS. 

Methods 

1. Participants 
Korean women between the ages of 18 and 35 years who were 

newly diagnosed with PCOS at Inje University Haeundae Paik Hospi-
tal between January 2010 and December 2013 were recruited for 
this study. Among all patients diagnosed with PCOS based on the 
previous 2003 Rotterdam criteria, those who met the recently re-
vised diagnostic criteria in the international consensus guidelines for 
PCOS were enrolled in this study with the exclusion of other etiolo-
gies (including congenital adrenal hyperplasia, androgen-secreting 
tumor, and Cushing syndrome) [5,9]. Clinical hyperandrogenism was 
defined by the presence of hirsutism (modified Ferriman-Gallwey 
score > 6) [5], and biochemical hyperandrogenism was defined as a 
serum androgen level above the 95% confidence limits defined in 
controls in the study by Chae et al. [10] (total testosterone > 0.68 ng/
mL and/or free testosterone > 1.72 pg/mL). The exclusion criteria 
were as follows [11-13]: diagnosis of diabetes, thyroid disease, or hy-
perprolactinemia; history of ovarian surgery; or history of taking 
medications known to affect the level of any sex hormone or gonad-
otropin (oral contraceptives, ovulation induction agents, glucocorti-
coids, or anti-androgens) or anti-diabetic drugs, including insulin 
sensitizers, in the 6 months prior to enrollment. This retrospective 
study was approved by the Institutional Review Board (IRB) of Inje 
University Haeundae Paik Hospital (IRB No. 129792-2014-035), which 
waived the requirement for informed consent from patients. Ulti-
mately, a total of 147 patients with PCOS were enrolled in the pres-
ent study. 

2. Measurement of anthropometric parameters and ultrasound 
examination 

Clinical variables including age, parity, height, body weight, body 
mass index, waist circumference, hip circumference, and waist-to-hip 
ratio were evaluated for all study patients when they first visited the 
outpatient department. Pelvic ultrasound examinations (transvagi-

nal or transrectal) were conducted in the early follicular phase using 
a Voluson LOGIQ S7 device (GE Ultrasound Korea Ltd.) equipped with 
a microconvex intracavitary probe with an approximate frequency 
range of 3.6 to 9.0 MHz. PCOM was defined as the presence of over 
20 follicles (of 2 to 9 mm) and/or an ovarian volume ≥ 10 cm3 
[5,9,14]. All ultrasound examinations were performed by the same 
expert in reproductive endocrinology based on the international 
consensus on ultrasound assessment of PCOS [15].  

3. Biochemical measurements and assessment of insulin 
resistance 

Blood samples for biochemical analyses were taken from all partic-
ipants in the early follicular phase after overnight fasting according 
to the guidelines of the Declaration of Helsinki. Glucose levels were 
measured 60 and 120 minutes after glucose ingestion during a 
2-hour 75-g oral glucose tolerance test, and in some study partici-
pants (n = 60), postprandial insulin levels at 60 and 120 minutes were 
measured simultaneously with glucose levels during the 2-hour oral 
glucose tolerance test. Serum glucose and insulin levels were ana-
lyzed using an L-Type GluI device (Wako) and an Elecsys Insulin assay 
(Roche), respectively. Cholesterol and triglyceride levels were mea-
sured using Pureauto S (Sekisui), and serum high-density lipoprotein 
and low-density lipoprotein (LDL) levels were measured using Cho-
lestest (Sekisui). Both intra- and inter-assay coefficients of variation 
were below 8% for all assays. 

Insulin sensitivity assessment indices (ISAIs) were calculated for 
all study participants. Established fasting ISAIs derived from a com-
bination of fasting insulin and glucose levels were calculated as 
follows [11-13]: the homeostatic model assessment of insulin re-
sistance (HOMA-IR) was calculated as glucose level (mg/dL) × insu-
lin level (μU/mL)/405, the glucose-to-insulin ratio (GIR) was calcu-
lated by dividing the glucose level (mg/dL) by the insulin level (μU/
mL), and the quantitative insulin sensitivity check index (QUICKI) 
was calculated as 1/[log(insulin level [μU/mL])+log(glucose level 
[mg/dL])]. 

4. Statistical analysis 
Values are expressed as mean ± standard deviation or median 

(range). Correlation analysis was conducted to assess the relation-
ships between PCOM-related parameters and insulin resistance-re-
lated clinical and biochemical parameters using Spearman rank cor-
relation coefficients and linear regression analysis, with partial cor-
relations used to control for the effects of confounding covariates. 
The unpaired t-test or the Mann-Whitney U test was used to com-
pare continuous parameters between the two groups, which were 
defined by the median total antral follicle count (TFC) (TFC ≤ 54 and 
TFC > 54). All statistical analyses were conducted using SPSS version 
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25.0 (IBM Corp.), with p-values < 0.05 considered to indicate statisti-
cal significance. 

Results 

Table 1 shows the baseline clinical anthropometric and ultrasono-
graphic characteristics and laboratory biochemical parameters of the 
study participants. The median values for parity and TFC were 0 and 
54, respectively. 

No anthropometric parameter was significantly correlated with 

any PCOM-related parameter (Table 2). Among the metabolic pa-
rameters related to insulin resistance, fasting insulin levels, HOMA-IR, 
GIR, QUICKI, and LDL levels were significantly related to TFC (Table 3, 
Figure 1). Neither postprandial blood glucose levels nor insulin levels 
were significantly associated with TFC (Table 3). None of the insulin 
resistance-related parameters were significantly correlated with total 
ovarian volume (TOV), either fasting or postprandial. These results 
did not change after adjustments for other anthropometric covari-
ates (Table 3). 

All patients were divided into two groups based on the median 
TFC (TFC ≤ 54 and TFC > 54). As shown in Table 4, fasting insulin lev-
els, HOMA-IR, and QUICKI differed significantly between the two 
groups. The mean LDL level was higher in the TFC > 54 group than 
in the TFC ≤ 54 group, but this difference was not statistically signifi-
cant (p = 0.058). 

Discussion 

PCOS is a heterogeneous disorder characterized by metabolic and 
reproductive phenotypes, along with hormonal imbalances. Type 2 
diabetes mellitus, nonalcoholic liver dysfunction, and dyslipidemia 
are metabolic disorders common in women with PCOS, and insulin 
resistance is considered the cardinal mechanism that induces these 
metabolic disorders [4,16]. Accordingly, several studies on the cor-
relation between hormonal or clinical features and insulin resistance 
have been published [17-21], but research on the relationship be-
tween ultrasonographic morphologic features and insulin resistance 
in PCOS is still lacking. In this study, we investigated whether the ul-
trasound findings characteristic of PCOS are related to insulin resis-

Table 1. Baseline clinical and laboratory characteristics of study 
participants 

Characteristic Participants (n = 147)
Age (yr) 26.27 ± 5.67
Parity 0.19 ± 0.45
Height (cm) 162.34 ± 5.45
Body weight (kg) 58.82 ± 14.85
Body mass index (kg/m2) 22.27 ± 5.30
Waist-to-hip ratio 0.80 ± 0.07
Total follicle count 65.77 ± 33.34
Total ovarian volume (cm3) 22.66 ± 9.77
Fasting insulin (μIU/mL) 6.85 (1.70–134.50)
Fasting glucose (mg/dL) 92.24 ± 14.98
INS2 (μIU/mL)a) 51.85 (11.30–208.10)
PG2 (mg/dL) 112.20 ± 42.44
HOMA-IR (fasting) 1.51 (0.33–36.63)
GIR (fasting) 15.77 ± 10.90
QUICKI (fasting) 0.36 ± 0.05
Cholesterol (mg/dL) 175.55 ± 30.37
Triglyceride (mg/dL) 93.60 ± 81.86
HDL (mg/dL) 59.97 ± 14.95
LDL (mg/dL) 95.95 ± 26.59

Values are presented as mean±standard deviation or median (range).
INS2, postprandial insulin at 2 hours; PG2, postprandial glucose at 2 hours; 
HOMA-IR, homeostasis model assessment of insulin resistance; GIR, glucose-
to-insulin ratio; QUICKI, quantitative insulin sensitivity check index; HDL, 
high-density lipoprotein; LDL, low-density lipoprotein.
a)Sixty participants.

Table 2. Correlations between ultrasonographic parameters related 
to polycystic ovarian morphology and clinical and anthropometric 
parameters 

Variable
Total follicle count Total ovarian volume (cm3)

r p-value r p-value
Age (yr) −0.094 0.260 −0.039 0.640
Height (cm) −0.012 0.881 0.029 0.732
Body weight (kg) 0.137 0.099 0.018 0.826
Body mass index (kg/m2) 0.105 0.209 −0.009 0.912
Waist-to-hip ratio 0.140 0.130 −0.026 0.777

r, Spearman rank correlation coefficient.
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Figure 1. Correlation between total antral follicle count (TFC) and 
quantitative insulin sensitivity check index (QUICKI) in women with 
polycystic ovary syndrome. A r2 was determined by linear regression 
analysis.
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tance parameters, and we found that TFC, but not TOV, was associat-
ed with fasting (but not postprandial) insulin resistance-related pa-
rameters in women with PCOS. Hong et al. [6] previously demon-
strated that TFC could be a major indicator of insulin resistance and 
metabolic disturbance in women with PCOS, which supports our re-
sults. Another study compared hormonal and metabolic features 
between women with PCOM and those with normal ovaries, reveal-
ing that the fasting insulin level and calculated index of insulin resis-
tance were significantly correlated with PCOM, but the fasting glu-
cose level was not significantly different between the two groups [7]. 
This was also highly consistent with our results. 

Despite the differences in population, PCOM with regular ovula-

tory cycles may represent the mildest form of hyperandrogenism 
and is associated with greater insulin resistance than normal mor-
phologic features [6,7]. PCOM is related to hyperinsulinemia and 
low sex hormone-binding globulin levels [7], even in the absence 
of other metabolic abnormalities or imbalanced gonadotropin se-
cretion. Similarly, Norman et al. [22] suggested that in the presence 
of PCOM, a more severe disturbance in insulin signaling may con-
stitute a predisposition to the menstrual irregularity characteristic 
of PCOS. 

We observed no significant relationship between ovarian volume 
and insulin resistance. Several studies have noted that ovarian vol-
ume or ovarian blood flow is associated with insulin resistance 

Table 3. Correlations between ultrasonographic parameters related to polycystic ovarian morphology and biochemical metabolic 
parameters 

Variable
Total follicle count Total ovarian volume (cm3)

r p-value ra) p-value r p-value ra) p-value
Fasting insulin (μIU/mL) 0.203 0.016b) 0.216 0.020b) 0.099 0.243 0.137 0.143
Fasting glucose (mg/dL) 0.080 0.348 0.054 0.568 0.019 0.823 0.040 0.673
INS2 (μIU/mL)c) 0.071 0.592 −0.022 0.873 0.119 0.366 0.041 0.761
PG2 (mg/dL) 0.120 0.160 0.060 0.525 0.031 0.721 0.079 0.404
HOMA-IR (fasting) 0.213 0.011b) 0.193 0.038b) 0.098 0.250 0.134 0.153
GIR (fasting) −0.193 0.022b) −0.259 0.005b) −0.105 0.216 −0.120 0.201
QUICKI (fasting) −0.213 0.011b) −0.266 0.004b) −0.098 0.246 −0.143 0.126
Cholesterol (mg/dL) 0.129 0.138 0.128 0.177 0.004 0.963 0.062 0.517
Triglyceride (mg/dL) 0.055 0.533 −0.075 0.431 −0.020 0.824 −0.051 0.589
HDL (mg/dL) −0.053 0.548 0.135 0.153 0.093 0.291 0.066 0.484
LDL (mg/dL) 0.182 0.038b) 0.190 0.045b) 0.014 0.874 0.071 0.456

r, Spearman rank correlation coefficient; INS2, postprandial insulin at 2 hours; PG2, postprandial glucose at 2 hours; HOMA-IR, homeostasis model assessment 
of insulin resistance; GIR, glucose-to-insulin ratio; QUICKI, quantitative insulin sensitivity check index; HDL, high-density lipoprotein; LDL, low-density 
lipoprotein.
a)r, partial correlation coefficient adjusted for age, body mass index, and waist-to-hip ratio; b)p<0.05; c)Sixty participants.

Table 4. Comparison of insulin resistance-related parameters between groups according to total follicle count in women with polycystic 
ovary syndrome 

Variable Group 1 (n = 74)a) Group 2 (n = 73)b) p-value
Fasting insulin (μIU/mL) 6.10 (1.70–42.50) 7.90 (1.90–134.50) 0.022c)

Fasting glucose (mg/dL) 90.49 ± 10.66 94.00 ± 18.27 0.166
INS2 (μIU/mL)d) 44.50 (15.10–142.60) 56.40 (11.30–208.10) 0.483e)

PG2 (mg/dL) 107.52 ± 37.54 117.00 ± 46.90 0.192
HOMA-IR (fasting) 1.33 (0.33–30.55) 1.73 (0.42–36.63) 0.025c)

GIR (fasting) 17.20 ± 10.90 14.29 ± 10.83 0.114
QUICKI (fasting) 0.37 ± 0.04 0.35 ± 0.05 0.033c)

Cholesterol (mg/dL) 173.11 ± 32.62 182.12 ± 27.70 0.088
Triglyceride (mg/dL) 93.43 ± 78.66 94.21 ± 85.96 0.957
HDL (mg/dL) 59.12 ± 15.25 60.73 ± 14.82 0.540
LDL (mg/dL) 94.71 ± 25.88 103.54 ± 26.80 0.058

Values are presented as mean ± standard deviation or median (range). p-values are unpaired t-test.
INS2, postprandial insulin at 2 hours; PG2, postprandial glucose at 2 hours; HOMA-IR, homeostasis model assessment of insulin resistance; GIR, glucose to insulin 
ratio; QUICKI, quantitative insulin sensitivity check index; HDL, high-density lipoprotein; LDL, low-density lipoprotein.
a)Group 1, total follicle count ≤ 54; b)Group 2, total follicle count > 54; c)p < 0.05; d)Sixty participants; e)Mann-Whitney U test.
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[6,8,23,24], and the discrepancy between these studies and ours may 
stem from the use of different study designs, diagnostic criteria, and 
ethnicities of study populations [25]. Some studies have reported 
that while ovarian volume may be a good surrogate marker for 
PCOS, the follicle count is more sensitive and specific to PCOM fea-
tures and could be a more powerful predictor than TOV of insulin re-
sistance in PCOS [6,26]. These suggestions are partially consistent 
with our findings. 

In the present study, serum LDL levels were significantly associat-
ed with TFC. A previous study also reported that higher lipid levels, 
including LDL levels, were observed in patients with PCOS with 
greater follicle counts despite similar body mass indices [27]. To our 
knowledge, ours is the first study to conduct a comparison of insulin 
resistance-related parameters between groups categorized by TFC, 
and we found that fasting insulin and some ISAIs were significantly 
different between groups. 

Our study has several limitations, including a retrospective design 
and a relatively small sample size. Based on a previous study [7], the 
sample size was calculated as 89 people per group (178 people in to-
tal). Notably, only 60 participants received a blood test measuring 
their postprandial insulin levels, which was an insufficient sample 
size to demonstrate the reliability of the study. 

In conclusion, the morphologic features of PCOS, especially an ele-
vated follicle count, are significantly related to insulin resistance in 
women with PCOS. Further large-scale prospective trials that include 
sufficient data on both fasting and postprandial blood glucose and 
insulin are needed to clarify and corroborate our results. 

Conflict of interest 

No potential conflict of interest relevant to this article was report-
ed. 

ORCID

Jeong Eun Lee https://orcid.org/0000-0003-2006-4848
Sungwook Chun https://orcid.org/0000-0002-9948-0360

Author contributions 

Conceptualization: JEL, SC. Data curation: SC. Formal analysis: SC. 
Methodology: JEL, SC. Project administration: SC. Visualization: JEL, 
SC. Writing-original draft: JEL. Writing-review & editing: JEL, YP, JL, SC. 

References 

1. 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 Re-
prod 2010;25:544–51. 

2. Rodriguez-Paris D, Remlinger-Molenda A, Kurzawa R, Glowinska 
A, Spaczynski R, Rybakowski F, et al. Psychiatric disorders in wom-
en with polycystic ovary syndrome. Psychiatr Pol 2019;53:955–
66. 

3. Qiao J, Feng HL. Extra- and intra-ovarian factors in polycystic ova-
ry syndrome: impact on oocyte maturation and embryo develop-
mental competence. Hum Reprod Update 2011;17:17–33. 

4. Azziz R, Carmina E, Chen Z, Dunaif A, Laven JS, Legro RS, et al. 
Polycystic ovary syndrome. Nat Rev Dis Primers 2016;2:16057. 

5. Teede HJ, Misso ML, Costello MF, Dokras A, Laven J, Moran L, et al. 
Recommendations from the international evidence-based guide-
line for the assessment and management of polycystic ovary syn-
drome. Hum Reprod 2018;33:1602–18. 

6. Hong SH, Sung YA, Hong YS, Jeong K, Chung H, Lee H. Polycystic 
ovary morphology is associated with insulin resistance in women 
with polycystic ovary syndrome. Clin Endocrinol (Oxf) 2017;87: 
375–80. 

7. Adams JM, Taylor AE, Crowley WF, Hall JE. Polycystic ovarian mor-
phology with regular ovulatory cycles: insights into the patho-
physiology of polycystic ovarian syndrome. J Clin Endocrinol Me-
tab 2004;89:4343–50. 

8. Diamanti-Kandarakis E, Dunaif A. Insulin resistance and the poly-
cystic ovary syndrome revisited: an update on mechanisms and 
implications. Endocr Rev 2012;33:981–1030. 

9. Rotterdam ESHRE/ASRM-Sponsored PCOS Consensus Workshop 
Group. Revised 2003 consensus on diagnostic criteria and long-
term health risks related to polycystic ovary syndrome. Fertil Steril 
2004;81:19–25. 

10. Chae SJ, Kim JJ, Choi YM, Hwang KR, Jee BC, Ku SY, et al. Clinical 
and biochemical characteristics of polycystic ovary syndrome in 
Korean women. Hum Reprod 2008;23:1924–31. 

11. Chun S. 1-h Postprandial glucose level is related to the serum an-
ti-Mullerian hormone level in women with polycystic ovary syn-
drome. Gynecol Endocrinol 2015;31:815–8. 

12. Park CH, Chun S. Association between serum gonadotropin level 
and insulin resistance-related parameters in Korean women with 
polycystic ovary syndrome. Obstet Gynecol Sci 2016;59:498–505. 

13. Kim N, Chun S. Association between the serum estrone-to-estra-
diol ratio and parameters related to glucose metabolism and in-
sulin resistance in women with polycystic ovary syndrome. Clin 
Exp Reprod Med 2021;48:374–9. 

14. The Korean Society of Gynecologic Endocrinology. The Korean So-
ciety of Gynecologic Endocrinology clinical guideline 2016. The 
Korean Society of Gynecologic Endocrinology; 2016. p. 27. 

www.eCERM.org 121

JE Lee et al. PCOM and insulin resistance in PCOS

https://doi.org/10.1093/humrep/dep399
https://doi.org/10.1093/humrep/dep399
https://doi.org/10.1093/humrep/dep399
https://doi.org/10.1093/humrep/dep399
https://doi.org/10.12740/pp/onlinefirst/93105
https://doi.org/10.12740/pp/onlinefirst/93105
https://doi.org/10.12740/pp/onlinefirst/93105
https://doi.org/10.1093/humupd/dmq032
https://doi.org/10.1093/humupd/dmq032
https://doi.org/10.1093/humupd/dmq032
https://doi.org/10.1038/nrdp.2016.57
https://doi.org/10.1038/nrdp.2016.57
https://doi.org/10.1111/cen.13795
https://doi.org/10.1111/cen.13795
https://doi.org/10.1111/cen.13795
https://doi.org/10.1111/cen.13795
https://doi.org/10.1111/cen.13380
https://doi.org/10.1111/cen.13380
https://doi.org/10.1111/cen.13380
https://doi.org/10.1111/cen.13380
https://doi.org/10.1210/jc.2003-031600
https://doi.org/10.1210/jc.2003-031600
https://doi.org/10.1210/jc.2003-031600
https://doi.org/10.1210/jc.2003-031600
https://doi.org/10.1210/er.2011-1034
https://doi.org/10.1210/er.2011-1034
https://doi.org/10.1210/er.2011-1034
https://doi.org/10.1016/j.fertnstert.2003.10.004
https://doi.org/10.1016/j.fertnstert.2003.10.004
https://doi.org/10.1016/j.fertnstert.2003.10.004
https://doi.org/10.1016/j.fertnstert.2003.10.004
https://doi.org/10.1093/humrep/den239
https://doi.org/10.1093/humrep/den239
https://doi.org/10.1093/humrep/den239
https://www.ncbi.nlm.nih.gov/pubmed/26291804
https://www.ncbi.nlm.nih.gov/pubmed/26291804
https://www.ncbi.nlm.nih.gov/pubmed/26291804
https://doi.org/10.5468/ogs.2016.59.6.498
https://doi.org/10.5468/ogs.2016.59.6.498
https://doi.org/10.5468/ogs.2016.59.6.498
https://doi.org/10.5653/cerm.2021.04553
https://doi.org/10.5653/cerm.2021.04553
https://doi.org/10.5653/cerm.2021.04553
https://doi.org/10.5653/cerm.2021.04553


15. Balen AH, Laven JS, Tan SL, Dewailly D. Ultrasound assessment of 
the polycystic ovary: international consensus definitions. Hum 
Reprod Update 2003;9:505–14. 

16. Carmina E, Lobo RA. Polycystic ovary syndrome (PCOS): arguably 
the most common endocrinopathy is associated with significant 
morbidity in women. J Clin Endocrinol Metab 1999;84:1897–9. 

17. De Leo V, Musacchio MC, Cappelli V, Massaro MG, Morgante G, Pe-
traglia F. Genetic, hormonal and metabolic aspects of PCOS: an 
update. Reprod Biol Endocrinol 2016;14:38. 

18. Ehrmann DA. Polycystic ovary syndrome. N Engl J Med 2005; 
352:1223–36. 

19. Shroff R, Syrop CH, Davis W, Van Voorhis BJ, Dokras A. Risk of met-
abolic complications in the new PCOS phenotypes based on the 
Rotterdam criteria. Fertil Steril 2007;88:1389–95. 

20. Shi Y, Gao X, Sun X, Zhang P, Chen Z. Clinical and metabolic char-
acteristics of polycystic ovary syndrome without polycystic ovary: 
a pilot study on Chinese women. Fertil Steril 2008;90:1139–43. 

21. Christ JP, Vanden Brink H, Brooks ED, Pierson RA, Chizen DR, Lujan 
ME. Ultrasound features of polycystic ovaries relate to degree of 
reproductive and metabolic disturbance in polycystic ovary syn-
drome. Fertil Steril 2015;103:787–94. 

22. Norman RJ, Hague WM, Masters SC, Wang XJ. Subjects with poly-

cystic ovaries without hyperandrogenaemia exhibit similar dis-
turbances in insulin and lipid profiles as those with polycystic 
ovary syndrome. Hum Reprod 1995;10:2258–61. 

23. Chen MJ, Yang WS, Chen CL, Wu MY, Yang YS, Ho HN. The relation-
ship between anti-Mullerian hormone, androgen and insulin re-
sistance on the number of antral follicles in women with polycys-
tic ovary syndrome. Hum Reprod 2008;23:952–7.  

24. Carmina E, Orio F, Palomba S, Longo RA, Lombardi G, Lobo RA. 
Ovarian size and blood flow in women with polycystic ovary syn-
drome and their correlations with endocrine parameters. Fertil 
Steril 2005;84:413–9. 

25. Kim JJ, Choi YM. Phenotype and genotype of polycystic ovary 
syndrome in Asia: ethnic differences. J Obstet Gynaecol Res 
2019;45:2330–7. 

26. Jonard S, Robert Y, Cortet-Rudelli C, Pigny P, Decanter C, Dewailly 
D. Ultrasound examination of polycystic ovaries: is it worth count-
ing the follicles? Hum Reprod 2003;18:598–603. 

27. Kim JJ, Hwang KR, Chae SJ, Yoon SH, Choi YM. Impact of the newly 
recommended antral follicle count cutoff for polycystic ovary in 
adult women with polycystic ovary syndrome. Hum Reprod 2020; 
35:652–9. 

https://doi.org/10.5653/cerm.2023.05855122

Clin Exp Reprod Med 2023;50(2):117-122

https://doi.org/10.1093/humupd/dmg044
https://doi.org/10.1093/humupd/dmg044
https://doi.org/10.1093/humupd/dmg044
https://doi.org/10.1210/jcem.84.6.5803
https://doi.org/10.1210/jcem.84.6.5803
https://doi.org/10.1210/jcem.84.6.5803
https://doi.org/10.1186/s12958-016-0173-x
https://doi.org/10.1186/s12958-016-0173-x
https://doi.org/10.1186/s12958-016-0173-x
https://doi.org/10.1056/nejmra041536
https://doi.org/10.1056/nejmra041536
https://doi.org/10.1016/j.fertnstert.2007.01.032
https://doi.org/10.1016/j.fertnstert.2007.01.032
https://doi.org/10.1016/j.fertnstert.2007.01.032
https://doi.org/10.1016/j.fertnstert.2007.07.1375
https://doi.org/10.1016/j.fertnstert.2007.07.1375
https://doi.org/10.1016/j.fertnstert.2007.07.1375
https://doi.org/10.1016/j.fertnstert.2014.12.094
https://doi.org/10.1016/j.fertnstert.2014.12.094
https://doi.org/10.1016/j.fertnstert.2014.12.094
https://doi.org/10.1016/j.fertnstert.2014.12.094
https://www.ncbi.nlm.nih.gov/pubmed/8530647
https://www.ncbi.nlm.nih.gov/pubmed/8530647
https://www.ncbi.nlm.nih.gov/pubmed/8530647
https://www.ncbi.nlm.nih.gov/pubmed/8530647
https://doi.org/10.1093/humrep/den015
https://doi.org/10.1093/humrep/den015
https://doi.org/10.1093/humrep/den015
https://doi.org/10.1093/humrep/den015
https://doi.org/10.1016/j.fertnstert.2004.12.061
https://doi.org/10.1016/j.fertnstert.2004.12.061
https://doi.org/10.1016/j.fertnstert.2004.12.061
https://doi.org/10.1016/j.fertnstert.2004.12.061
https://doi.org/10.1111/jog.14132
https://doi.org/10.1111/jog.14132
https://doi.org/10.1111/jog.14132
https://doi.org/10.1093/humrep/deg115
https://doi.org/10.1093/humrep/deg115
https://doi.org/10.1093/humrep/deg115
https://doi.org/10.1093/humrep/deaa012
https://doi.org/10.1093/humrep/deaa012
https://doi.org/10.1093/humrep/deaa012
https://doi.org/10.1093/humrep/deaa012



