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Introduction

Abstract
Polycystic ovarian syndrome (PCOS) presents a multifaceted clinical picture, characterized by hyperandrogenism, ovarian dys-

function, and metabolic disturbances, including insulin resistance and dyslipidemia. Within this complex landscape, anti-Müllerian 
hormone (AMH) emerges as a key player, reflecting ovarian reserve and serving as a prognostic marker for fertility. This study 
aimed to elucidate the phenotypic and genotypic spectrum of AMH (rs10407022) and LHCGR (rs13405728) in PCOS among South 
Indian women, leveraging a cohort of 600 subjects diagnosed according to Rotterdam criteria. Hardy-Weinberg Equilibrium analy-
sis facilitated gene-gene interaction exploration. Our investigation revealed a noteworthy presence of the TT allele variant of AMH 
rs10407022 in 18 individuals within the PCOS cohort. Furthermore, LHCGR rs13405728 exhibited four instances of the CC allele 
variant. These findings underscore the significance of AMH and LHCGR gene polymorphisms in PCOS pathogenesis and folliculogen-
esis among South Indian women, offering insights into the genetic underpinnings of this complex endocrine disorder.
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Polycystic Ovarian Syndrome (PCOS) is multifaceted disorders 
which are characterized by several factors such as elevated andro-
gen levels, menstrual irregularity, and presence of small cyst on one 
or both ovaries. PCOS can be defined as genetic predisposition in 
the women and problems are influenced by lifestyle modifications 
and environmental factors. The principal component to diagnose 
PCOS is by morphological characteristics, biochemical (elevated 
androgen levels) and clinical hyperandrogenism (acne, hirsutism 
and androgen alopecia) which leads to inhibition of development 
of follicles, an ovulation and menstrual changes [1]. The diagnos-
tic criteria for PCOS has been described based on three different 
definitions provided by the National Institutes of Health/National 
Institute of Child Health and Human Disease (NIH/NICHD), 2003 
Rotterdam Consensus raised by European Society of Human Re-

production and Embryology (ESHRE) and American Society for Re-
productive Medicine (ASRM) or the ‘Rotterdam Criteria’ and crite-
ria raised by Androgen Excess and PCOS Society (AES) [2]. Ovaries 
perform two principal functions such as progressive development 
and release of mature oocytes for fertilization and synthesize ste-
roid hormone required for follicle release, menstrual cycles. The 
ovaries produce oocytes which are responsible for fertilization and 
major hormones secreted are oestrogen and progesterone which 
plays main role in menstrual cycle. Gonadotropin-releasing hor-
mone (GnRH) is secreted by the hypothalamus, a part of the brain 
while circulating in the blood it releases two important hormones 
namely FSH and LH [3]. Several environmental factors, such as pre-
natal exposure to androgens and weight gain, have been associated 
as factors leading to the origin of PCOS; genetic factors may give a 
high susceptibility to PCOS. Research on PCOS in India carried out 
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in handiness samples stated that an occurrence of 3.7% to 22.5% 
and also along with 9.13% to 36% prevalence in adolescents [4]. 
The good clinical practice recommendations (GCPR) are a determi-
nation to deliver a framework for addressing problems relates to 
the administration of PCOS in India [5]. PCOS has a strong genetic 
association in which several candidate genes have been involved in 
pathways based on etiology and association of PCOS. Any change 
in nucleotide may cause a defect in the transcription activity of the 
gene that leads to PCOS, mostly genes that encode receptors such 
as androgen, luteinizing hormone, follicular stimulating hormone, 
and leptin. Single nucleotide polymorphisms (SNPs) present in 
the coding region play a major role in reproductive outcome as 
they are involved in hormone receptor synthesis, transportation 
of molecules or enzymes. Functional candidate genes in PCOS af-
fect steroid biosynthesis, gonadotropin secretion and regulation, 
chronic inflammation and influence insulin action and secretion 
[6]. The hormone, AMH is a homodimeric glycoprotein, which in-
hibits the growth of Mullerian ducts in male embryos. The AMH 
gene is located on chromosome 19 (small arm) and consists of 5 
exons,produced as a pro-hormone that secretes the transforming 
growth factor and exerts its biological effects, creating a down-
stream signaling pathway [7]. The AMH genes play an important 
role in the path physiology of PCOS by the folliculogenesis control 
mechanism. The number of antral follicles correlates with anti-
Mullerian hormones that serve as a reliable marker in humans. 
High serum AMH levels are directly correlated with increased 
testosterone and/or luteinizing hormone (LH) concentrations in 
women with PCOS, as well as with altered oocytes maturation and 
low embryo quality. Genetic studies have shown that AMH gene 
receptors are associated with the reproductive function of women, 
including infertility, and play an important role in PCOS [8]. The 
LH plays primary role in the synthesis of the progesterone, andro-
gens steroid hormones and oestrogen grounded on genetic level 
function of LH gene binding to the LHCGR (luteinizing hormone 
choriogonadotropin receptor). The chorionic gonadotropin (hCG) 
and luteinizing hormone of LHCGR is essential for reproduction 
which includes pregnancy steroidgenesis and ovulation. Irregu-
lar secretion of LH levels fallouts in hyperandrogenism and these 
outcomes in alteration of androgens to oestrogen, which prolongs 
the menstrual cycle. As progesterone secretion increases, LH secre-
tion decreases with feedback regulation; if the ova is not fertilized, the 
secretion of progesterone also begins to decrease. Without progester-
one, the endometrium cannot be preserved and starts to slough dur-
ing menstruation. The FSH secretion begins to increase (as oestro-

gen and progesterone reduce) and the cycle begins again. Thus, all 
those cellular and structural changes occur in a menstrual cycle are 
tightly regulated by the respective hormonal changes. Altered secre-
tions can results in normal reproductive physiology and may results 
in irregular menstrual cycle and associated fertility related condi-
tions. The research is mainly focused to determine single nucleo-
tide polymorphism involved in folliculogenesis and steroidgenesis 
pathway which pave the way to determine the impact of clinical 
and genetic polymorphic association of Anti-Mullerian hormone 
(AMH-rs10407022) and Luteinizing hormone/chorionicgonado-
tropin receptor (LHCGR- rs13405728) factors on PCOS of South 
Indian population and to deliver the society about the impact of 
genetic polymorphism and their role involved in metabolic and bio-
chemical pathway as well to pave way towards the scientific and 
medical community in treating the PCOS affected woman in best 
ways. The etiology of the syndrome is multifactorial and yet it has 
become important to develop awareness on PCOS among women 
about associated genes covering the molecular aspects and genetic 
variations along with regulation of genes. The impact of the syn-
drome on an individual varies significantly depending on several 
factors – the severity of the co-morbidity and the length of life tak-
en into account

Materials and Methods
The study was performed with approval of the Institutional Hu-

man Ethics Committee obtained at PSG Institute of Medical Science 
and Research July 2017 (Approval no: 17/243). The PCOS diag-
nosed women with an age group of 18–35 years were taken for 
investigation.

Sample collection and questionnaire 
In present study 600 subjects were enlisted, which includes 300 

PCOS diagnosed women and 300 normal control subjects of South 
Indian population. This is the first and most evident preliminary 
polymorphic study carried out among South Indian population to 
confirm the polymorphic prototype for single nucleotide polymor-
phism for AMH (rs10407022) and (LHCGR- rs13405728).

Blood sample collection
Nearly 5ml of blood sample were pinched from the median cu-

bital vein from each and every woman on third day of the cycle or 
progesterone persuaded cycle into a synthetic pyrogen free dispos-
able syringe. Then the blood sample was transferred into a syn-
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thetic tube and left for a 20mins to allow it to coagulate. From both 
patient and control subject’s blood samples were obtained for DNA 
analysis. The genomic DNA was extracted from whole peripheral 
samples collected. 

Single Nucleotide Polymorphism Selection. The SNP is well-
defined as a simple and excellent form of DNA variation such as 
alteration in single nucleotide can be also conversion or Trans ver-
sion form in genome contemporary in more than1% of populace. 
The SNPs in an aspirant gene, and assumed as accountable for 
the diversity amongst populations, genome evolution, ancestral 
traits such as twisted hair, inter individual modifications in drug 

Gene SNP receptor Chromosome Gene loci Genotype Method
AMH rs10407022 19 Exon 2&3 G/T PCR-RFLP

LHCGR rs13405728 19 Exon 1&5 C/T, A/G Allele specific PCR

Table A: Showing the showing the location of the AMH and LHCGR on the chromosome. 

response, and alter an accompanying danger for multifaceted dis-
eases such as diabetes, obesity, cancer and hypertension. There are 
several candidate genes involved in PCOS development, but poly-
morphic pattern of AMH-Anti Mullerian Hormone (rs10407022), 
LHCGR-Luteinizing hormone/chorionic gonadotropin receptor 
(rs13405728) were selected to check the association of polymor-
phism in PCOS. The polymorphic associations of these two genes 
among PCOS have been reported among Chinese population and 
this is the first study carried out to check the significance of asso-
ciation among Indian population (South) by Restriction Fragment 
Length Polymorphism (RFLP) and ARMS PCR method respectively.

Designing of primers
Primers for the gene were designed using NCBI Primer BLAST 

(http://www.ncbi.nlm.nih.gov/tools/primerblast/) for the AMH 
gene sequence. The PCR primer sequences were designed by se-
lecting FASTA sequence from NCBI database, after designing the 
forward and reverse primers. The restriction enzyme was select-
ed by using Bio edit software -BtsCI- enzyme recognition site 
GGATG nn’. The specificity of primer is very significant in intensi-
fying a choice of curiosity in genome. Primer specificity was parti-
tioned by using in silico PCR device in UCSC genome web browser 
(https://genome.ucsc.edu/cgi-bin/hgPcr/) (Kent et al., 2002) and 
NCBI Primer-BLAST (http://www.ncbi.nlm.nih.gov/tools/primer-
blast/) (Ye et al., 2012). The primer sequences exploited for ge-
notyping of single nucleotide polymorphism were enumerated. 
All PCR reactions were achieved in 20 μL and by mean of 2X PCR 
master mix (4mM MgCl2), forward and reverse primers and DNA 
prototype and nuclease free water. 
•	 Forward Primer: 5′- TTTGAGAAGGCCACTCTGCCT -3′
•	 Reverse Primer: 5′- TTCCTCCAGGTGTAGGACCA -3′ 

Restriction digestion completed in an entire volume of 30 μL 
reaction by means of SNP embattled restriction enzyme and 
discerning buffer and nurtured at 37 ºC for 2 hours and the reac-
tion was detained by warmth inactivation at 65 ºC for 20 min. After 
incubation, digested products were resolved by Polyacrylamide 

gel electrophoresis (PAGE) on the size of digested products and 
stained with ethidium bromide to view under gel documentation 
for interpretation of bands.

Primers for LHCGR gene
AS-PCR is a technical procedure in the parallel method to con-

ventional PCR, in which two groups of reactions were achieved to 
differentiate alleles by means of a primer elongation with an allele 
specific primer anticipate intensifying the target loci (Newton et al., 
1989). In AS-PCR, primers intended with a discrepancy in 3 prime 
locations to upsurge the productivity and specificity of this PCR. 
Allele-specific primers are premeditated to tie, at their 3’ ends, the 
two variations (A/B) at a single nucleotide polymorphism.
•	 LH-outer forward primer: 5′- GAGATTCGTTGCTGAGA-

AGCAAGGAAG -3′
•	 LH outer reverse primer: 5′- CTCCGGGGGTCATTTGC-

CAAAT -3′
•	 LHT forward primer: 5′- CCATAATGCAGCCATTTGTT -3′
•	 LHC Reverse primer: 5′- AGAAGAGGCACATGTTGG -3′

ARMS –PCR based method was followed in which DNA fragment 
was amplified with specific primers. The obtained PCR products 
were established by 2% agarose gel electrophoresis.
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DNA sequencing
DNA sequencing is the gilded standard technique in single 

nucleotide polymorphism or mutation detection. To authorize 
the genotype consequence from RFLP, PCR products of the ran-
domly selected samples of AMH gene SNPs were unswervingly se-
quenced using Applied Biosystems DNA analyzer. Sequencing of 
PCR outcomes comprises three dissimilar steps, for instance (i) 
cycle sequencing (ii) refinement of sequencing products and (iii) 
investigating the sequencing PCR products. Sequencing technique 
is asymmetric PCR, exploiting single primer only.

Statistical analysis
Statistical examination was achieved by graphical sort of Logis-

tic regression analysis [9]. Experiential and predictable genotype 
frequencies for respective SNP were premeditated in both controls 
and PCOS samples discretely. Allele magnitudes were considered 
and verified for SNP parting from Hardy-Weinberg equilibrium 
(HWE) by χ2 test with one degree of freedom.

Results 
Clinical, biochemical and hormonal presentation of PCOS

A total of 600 women inclusive of control and PCOS diag-
nosed were subjected for analysis. The phenotypic information 
was obtained through a structured questionnaire. The mean age of 
PCOS and control women were 25.07 and 25.74 with probability of 
0.520. The distribution of body mass index was categorized as un-
derweight below 18.5Kg/m2, ideal 18.5-24.9 Kg/m2, overweight 
25-29.9 Kg/m2 and obesity above 30 Kg/m2 and their respective 
percentages were 8%, 34%, 39%, 19% in PCOS and 5%,49%, 38%, 
8% in control women (Table 1, Figure 1).

Distribution of BMI in PCOS and Control Women

BMI
Control/PCOS

Control Control (%) Case Case (%)
<18.5 (Underweight) 16 5% 25 8%

18.5-24.9 (Ideal weight) 147 49% 103 34%
25-29.9 (Over weight) 113 38% 114 39%

>30 (obesity) 24 8% 58 19%
Table 1: Distribution of Body Mass Index between PCOS and 

Control Women.

Figure 1: Graphical representation of BMI-PCOS and control 
groups. 

A person with a BMI of 30 kg/m2 or higher is measured obese 
in accordance with the world health organization [10]. Obe-
sity is accounted to be connected with different diseases like 
cardiovascular, metabolic syndrome. The close relation between 
PCOS and obesity, the occurrence of obesity in women with PCOS is 
extremely changeable depends on age, and ethnicity in the general 
population [11].

Polymorphism and association of selected gene towards 
pathogenesis of PCOS
Genotyping study of AMH and LHCGR polymorphism

The blood samples were taken from both PCOS and non-PCOS 
subjects. According to the results observed by electrophoresis of 
allele specific PCR and RFLP method, the genotype of every individ-
ual for AMH (rs10407022) and LHCGR (rs13405728) gene poly-
morphism were determined. The results of the allele and genotype 
frequency, the differences in genotype distribution, and p value for 
each polymorphism are tabulated. Distribution of different allelic 
forms and their corresponding values of significance are enumer-
ated. For LHCGR (rs13405728) gene –(TT) homozygous cut size 
-571bp+221bp, heterozygous (CT)- 571bp+387bp+221bp and 
change of allele (CC)-571 bp+387bp. Genotyping for AMH gene 
rs10407022 polymorphism was performed by the PCR-restriction 
fragment length polymorphism (RFLP) assay using enzyme BtsCI 
and the recognition site- GGATG and samples are loaded on poly-
acrylamide gel electrophoresis (PAGE), total base pair size -560bp 
and uncut (change of allele)-560 bp (TT), (CC)-293bp and (CT)-
560bp +293bp.
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Figure 2: RFLP –Restriction Fragment Length Polymorphism of 
AMH gene rs10407022-Gel Images. Polyacrylamide gel electro-
phoresis stained with Etbr, the bands were viewed under gel docu-
mentation and change of allele uncut enzyme (560bp) (TT) was 
obtained in lane 2, lane 5 and lane 7 bands were heterozygous (CT) 

and homozygous (CC).

H0: There is no association between Results of AMH gene and 
Control/PCOS case groups.

Results of AMH gene in PCOS case and control women
Control/PCOS case

Results of AMH gene Control Control (%) Case Case (%)
CC 162 61% 136 45%
CT 138 39% 146 48%
TT 0 0% 18 6%

Table 2: Results of AMH gene in PCOS case and control women.

Figure 3: Graphical representation of AMH gene PCOS and control 
subjects. 

Figure 4

Figure 5: Graphical representation of LHCGR gene PCOS and 
control subjects.

Results of LHCGR gene in PCOS case and control women

Control/PCOS case

Results of LHCGR gene Control Control (%) Case Case (%)

TT 226 85% 217 71%

CT 74 17% 79 27%

CC 0 0% 4 2%
Table 3: The results of the LHCGR Gene in PCOS case and control 

women.

H1: There is association between Results of AMH gene and Con-
trol/PCOS case groups. The Chi-square Analysis was performed 
which results the chi-square value, degrees of freedom and the 
p-value. Therefore, 𝝌𝟐=27.73, df=2, p-value=0.000. p-value< 0.05 
was considered to be statistically significant.

Amplification refractory mutation system (ARMS) of LHCGR 
gene rs13405728- Gel Images Interpretation

The amplified products of both control and patient samples 
were loaded on 2.5% agarose gel and bands were viewed on che-
miluminesence gel documentation system to recognize the cut size 
and based on the band size the amplified products were catego-
rized - homozygous cut size -571bp+221bp, heterozygous (CT)-
571bp+387bp+221bp and change of allele (CC)-571bp+387bp.
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Based on null and alternate hypothesis
•	 H0: There is no association between Results of LHCGR gene 

and Control/PCOS case groups.
•	 H1: There is association between Results of LHCGR gene and 

Control/PCOS case groups. Significantly proved that Change 
of allele (CC) the percentage obtained was about 2%. By us-
ing SPSS statistical software, 6% of women are prone to have 
PCOS among 300 patients, 48% and 39% are heterozygous 
representing patients and control subjects.

Figure 6: Multiple Regression–Probability Test Combined Effect 
of AMH.

Figure 7: Multiple regression–probability test combined effect of 
LHCGR hormone. 

The predictors that have been identified as determinants for 
probability of PCOS explained significantly 99% of the variation 
(R2-99). Endometrial thickness inversely related and thyroid stim-
ulating hormone was directly related to PCOS. This was interlinked 
with life style habitat, change of food habits from conventional to 
convenience habitat.

Figure 8: Gene-gene interaction analysis. 

SNP Restriction 
Enzyme

Genotype and Ingested Band Size 
(bp)

AMH 
rs10407022

BtsCI (Buffer 
master mix)

T/T 560 C/T 293 C/C 
560+293

LHCGR 
rs13405728

- C/C 571 
and 387

C/T 571, 221 
and 387

T/T 571 
and 221

Table 4: Genotypes of SNP Relates on Restriction Enzyme 
Ingestion  Outlines of PCR Products. 
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Multiple Regression–Probability Test Combined Effect of LH-
CGR Hormone

The predictors that have been identified as determinants for 
probability of PCOS explained significantly 97% of the variation 
(R2-97.29%). This was proved by regression model, statistically 
significant (p < 0.10), and the effect of combinatorial factors with 
genotype frequency fitted the equation and hence was proved.

From the gene analysis method LHCGR proved that it was sig-
nificantly prone to the onset of PCOS as it plays major role in ste-
roid genesis pathway in female reproductive system and among 
300 samples 4 of them have severe significance of PCOS, the lin-
earity of graph clearly depicts the correlation of gene and 
hormone, in which one patient were 27.29 Kg and prone to obese 
and one patient falls under weight category. 

Figure 9: Graphical interpretation of AMH-Comparison between 
AMH and its gene.

The AMH gene is involved in follicular development of women, 
18 patients were found to have change in gene sequence out of 300 
patients, which was found to be more critical for women. Out of 
18 cases, 11 patients had high TSH value than normal value. From 
the graph it was proved that hormone and gene play major part in 
human reproduction in which the mean value was found to 0.750 
of (TT) compared with thyroid stimulating hormone of patients. 
Positive value (blue and red color) indicates synergistic epistasis 
between two loci and blue color represents independence high de-
gree of synergy.

Discussion
The root of PCOS is still uncertain due to numerous factors im-

plicated in the disease; though, it has been experiential that diverse 
genetic and environmental factors, such as genetic discrepancy, di-
verse regulation of genes, biological, metabolic and signaling path-
ways, may contribute to the pathogenesis of this disease [14]. The 
measurement of the clinical and hormonal profiles exposed that 
the biochemical and hormonal variations play a very vital role 
in women and any modification of those variables agitate numer-
ous signaling pathways and in turn interrupt the biological coor-
dination. As the obese circumstance plays a serious role in fertility, 
and PCOS women inclined to be overweight due to the metabolic 
feature playing a role, it was proposed to evaluate and appraise 
the anthropometric distinctiveness of the PCOS and non-PCOS 
women. Present study coincides with another study in which the 
fecundity of obese women is lesser in contrast to that of women 
with normal body mass, and ovulation chaos is more recurrent in 
the obese women [15]. In spite of the close relation between PCOS 
and obesity, the occurrence of obesity in women with PCOS is ex-
tremely changeable depends on age, and ethnicity in the general 
population 16. Genetic modification in LHCGR-rs13405728 and 
AMH-rs10407022 are established to be connected with impaired 
reproductive functions and that direct to infertility in both sexes. 
In present study, PCR analysis of LHCGR-rsrs13405728 and AMH-
rs10407022 SNPs exhibited the occurrence of change of allele 
as (C/C (04) for rs13405728, T/T (18) for rs10407022 among 
PCOS diagnosed women. In previous study, it was demonstrated 
that genes concerned in immunopathological response play a role 
in the PCOS expansion, or been concerned in the enlargement of 
PCOS [17]. The inaugural investigation delineating the genotype 
and allele frequencies of LHCGR SNP rs13429458, as revealed by 
GWAS, among PCOS-afflicted and healthy individuals of the Hui eth-
nic group, posited a potential association between these SNPs and 
PCOS within specific ethnic populations, suggesting a potential role 
for genetic variation in the etiology of PCOS [18].

LHCGR is the receptor for two glycoprotein which encodes LH 
and human chorionicgonadotropin (hCG). LH hormone stimulates 
ovarian theca cells to produce testosterone. According to GWAS be-
tween PCOS and healthy Hui ethnic people researchers reported 
in their findings, LHCGR SNP rs13425728 in the PCOS cases were 
higher than control group and the levels of T, TG and LDL were sta-
tistical different between rs13425728 genotypes, as well hypoth-
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esized that SNPs were associated with PCOS in particular ethnics 
and genetic variation may play a role in the pathogenesis of PCOS 
[19].

Present study deals with the genetic predisposition by repre-
senting for the first time an alliance between AMHrs10407022 and 
LHrs13405728 on the occurrence of PCOS in South Indian women. 
The outcome emphasizes the significance of this genetic polymor-
phism and its involvement in direction to the hazard of PCOS and 
connected fertility and other pregnancy related disorders. Geno-
type existence among PCOS subjects and non-PCOS controls were 
evaluated by Fisher exact test. P < 0.05 was measured statistically 
significant. The existing genetic studies put forth a strapping famil-
ial constituent and PCOS is measured a polygenic trait, which may 
be an upshot of the communication of susceptible and suspicious 
genomic variants and ecological aspects all through the prenatal or 
postnatal life. Lifestyle behavior like diet and exercise interferenc-
es were found to improve altitudes of follicle stimulating hormone, 
sex hormone strapping globulin, total testosterone, androstenedi-
one, free androgen manifestation, and Ferriman-Gallwey scores in 
individuals with PCOS. Reducing body weight and exercise are sig-
nificant factors accounted to progress the stipulation of menstrual 
destruction, and infertility was perceived in overweight women 
with PCOS. Thus, the two genes contribute to steroidgenesis and 
folliculogenesis in female reproductive system, which contribute 
to the greater risk of PCOS.

Conclusion
Polycystic Ovary Syndrome (PCOS) is acknowledged to be cat-

egorized by metabolic disarray in which peripheral insulin resis-
tance and hyperinsulinemia are innermost characteristics. In our 
study results were indicative of a positive relationship between 
AMHrs10407022 and LHrs13405728 and PCOS in the South In-
dian population, Coimbatore, Tamilnadu. The single nucleotide 
polymorphism AMHrs10407022 and LHrs13405728 were estab-
lished to illustrate an organization in PCOS inhabitants with in-
sulin resistance in contrast to the control women. Polymorphism 
of rs10407022 and rs13405728 gene along with mutant homo-
zygous (C/C) 4 and 18 allele in PCOS patients confirmed a stron-
ger association and its involvement in PCOS women along with 
insulin resistance. SNP of Luteinizing and Anti-mull rein genes, 
rs10407022 and rs13405728 appears to hold a defensive role over 
PCOS. The mutant genotypes of these SNPs robustly inclined BMI, 
height, weight, age, insulin resistance, endometrium thickness and 

ovarian volume in PCOS women. In this research study, the poly-
morphism of AMH rs10407022 change of allele (TT) was found to 
be 18 among 300 women, first work to interpret the results. For 
LH rs13405728 significantly results were observed in which 04 
(CC) change of allele in South Indian women, (TT) homozygous 
217 and (CT) heterozygous 79 were interpreted. In conclusion, our 
study suggested that the polymorphism of AMH and LH gene play 
a vital role in the occurrence in women with PCOS and associ-
ated with folliculogenesis and hyperandrogenism which would be 
interpreted with insulin resistance.
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