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Abstract. – OBJECTIVE: Recent studies have
revealed that myo-inositol could be more influential in patients with polycystic ovary syndrome (PCOS). This study was aimed to determine and compare the effects of myo-inositol
and metformin on hormonal and metabolic profiles and fertility outcomes.
MATERIALS AND METHODS: A comprehensive search was carried out among the English-language databases, including PubMed,
Scopus, Cochrane Library, Google Scholar, and
Web of Science, and the articles published from
April 2010 to February 2019 were tracked down.
The fixed and random-effects meta-analysis was
used to estimate the pooled effect size. The meta-analysis was performed in Stata Version 14.0.
RESULTS: Nine studies with 331 patients treated with metformin and 307 patients treated with
myo-inositol groups were included in the analysis. The research groups did not diverge significantly in terms of the basic characteristics, such
as age and Body Mass Index (BMI). In the myo-inositol group, the levels of Luteinizing Hormone
(LH) [12.55% (95% I: 11.41-13.68%)], S. testosterone [44.38% (95% CI: 38.09-50.67%)] and prolactin [7.97% (95% CI: 6.58- 9.37%)] were significantly higher than those recorded, i.e., LH [7.97% (95%
CI: 6.58- 9.37%)], S. testosterone [8.48% (95% CI:
3.14-13.83%)] and prolactin [7.14% (95% CI: 1.5014.79%)] for the metformin group (p<0.001).
CONCLUSIONS: Due to the dearth of related
research and the high heterogeneity of the Randomized Clinical Trials (RCTs) included in other
studies, the present systematic review could not
establish any differences between metformin
and myo-inositol concerning the hormonal profile and the ovarian function. However, the findings indicated that myo-inositol could improve
fertility outcomes by modulating hyperandrogenism. Randomized trials are required to un-

derstand the mechanistic actions of myo-inositol in comparison with those of metformin regarding oocyte and embryo quality, fertilization,
pregnancy, and live birth rates.
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Introduction
Polycystic ovary syndrome (PCOS) is a common heterogeneous disorder with genetic, endocrine, metabolic, and reproductive manifestations
that affects health care quality during a patient’s
lifespan1. PCOS patients exhibit many reproductive and metabolic abnormalities, which are
manifested through insulin resistance, hyperandrogenism, and metabolic abnormalities2. Insulin
resistance has proved to promote metabolic disturbances and it provides us with some information about the pathogenesis in PCOS patients3.
High insulin concentration (hyperinsulinemia)
can induce androgens production and reduce Sex
hormone-binding globulin (SHBG) synthesis.
These endocrine dysfunctions result in hyperandrogenism4. A high level of androgens disturbs
communication between the oocyte and its companion granulosa cells and results in increased
atretic and arrested follicles during the growing
phase of PCOS ovaries2. Therefore, many pathological features of PCOS patients, including anovulatory infertility, menstrual irregularities, and
hirsutism, arise from a high level of insulin and,
subsequently, hyperandrogenism.
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Many scholars5 have tried to ameliorate the reproductive dysfunction by triggering metabolic
disorders in PCOS patients. Two insulin-sensitizers, i.e., metformin and myo-inositol, in different
forms, combinations, and doses were used to improve reproductive dysfunctions in PCOS patients
who had undergone either Assisted Reproduction
Techniques (ART) or spontaneous ovulation6-8.
Although metformin uptake is accompanied by
improvement in the metabolic and reproductive
systems, its positive effects are somehow limited by its gastrointestinal adverse effects9. Therefore, another alternative treatment, myo-inositol,
which is a precursor in the phosphatidyl-inositol
secondary messenger pathway, has been used
to treat PCOS patients10. Myo-inositol produces
inositol triphosphate, which regulates some hormones, such as Thyroid-Stimulating Hormone
(TSH) and Follicle-Stimulating Hormone (FSH).
Moreover, myo-inositol is responsible for glucose
uptake, which, in turn, increases insulin sensitivity11. Thus, it can be concluded that myo-inositol
reduces insulin and androgens concentrations and
ameliorates glucose metabolism12. On the other
hand, mechanistically, myo-inositol improves the
oxidative status of the cell membrane and saves
cytosolic glutathione levels13. Thus, it can be argued that some alterations in myo-inositol metabolism are involved in PCOS-related hormonal
impairment. This would suggest that myo-inositol deficiency plays a crucial role in the metabolic
dysfunctions in PCOS patients14. Several systematic reviews and meta-analyses10-14 have shown
that myo-inositol outperforms placebo in terms
of ovulation and pregnancy rates. Hence, it can
be suggested that myo-inositol is applicable to
PCOS10.
Clinically, the effectiveness of metformin and
myo-inositol, along with the role of both drugs
in treating infertility in women with PCOS, is
important to be addressed in comparative review studies. Accordingly, in the present study,
an attempt was aimed to conduct a methodically
demanding systematic review and meta-analysis
of RCTs to compare the effects of metformin and
myo-inositol in PCOS in terms of menstrual regularity, hormonal and metabolic profile, and pregnancy outcomes.

Materials and Methods
This systematic review and meta-analysis followed the recommendations of the PRISMA (Pre3106

ferred Reporting Items for Systematic Reviews
and Meta-Analyses) guidelines (http://www.prisma-statement.org/). The protocol was prospectively registered with PROSPERO (registration:
IR.HUMS.REC.1397.190). The statement of informed consent was not applicable to this study.
Search Strategy
The search for the existing literature on the
topic was done among the English-language databases, including PubMed, Scopus, Cochrane Library, Google Scholar, and Web of Science. The
keywords searched were metformin, myo-inositol, PCOS, ovarian function, pregnancy rate, hormonal profile. The focus was on articles published
between April 2010 and February 2019.
Inclusion and Exclusion Criteria
The following criteria were used to include
studies: 1) comparison of the effects of myo-inositol and metformin on patients affected by polycystic ovarian disease; 2) a report of all the required statistical index of the outcomes; 3) at least
reporting on one of the characteristics, such as
free fasting blood sugar (FBS), homeostatic model assessment (HOMA) index, insulin, prolactin,
LH, FSH, dehydroepiandrosterone (DHEA), androgens, testosterone, progesterone, estradiol,
SHBG, and conception rate, which were of interest to the present study. The exclusion criteria
were review studies, non-English articles, and
animal studies.
Patient Characteristics
The overall patients across the studies were
women in the reproductive age (15-45 years),
diagnosed with PCOS according to Androgen
Excess Society (AES), 2006 criteria, and Rotterdam 2003 criteria. In all studies included, the
patients were randomly assigned to metformin
or myo-inositol groups. These studies examined
FSH, LH, F. insulin, FBS, LH/FSH, HOMA, insulin, S. testosterone, ovarian volume, progesterone, prolactin, DHEA, 17-hydroxyprogesterone
(17-OH-P), SHBG, estradiol, and androgens.
Data Extraction and Quality Evaluation
Two reviewers (MA and FE) initially read the
full text of the studies independently using a standardized data recording form to extract the basic characteristics and outcomes of interest to the
studies included. Any disagreement between the
two reviewers was then resolved through discussion, and the corresponding authors of the studies
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were contacted if the information was incomplete. The following pieces of information were
extracted from each study for both the metformin
and myo-inositol groups: the first author, publication year, sample size, and the mean and standard deviation (SD) of variables. The variables
included menstrual period time, age, BMI, FSH,
LH, F. insulin, FBS, LH/FSH, HOMA, insulin,
S. testosterone, ovarian volume, progesterone,
prolactin, DHEA, 17-OH-P, SHBG, estradiol, and
androgens.
The quality of each study was evaluated by
two independent authors (FE, SHT). The Newcastle-Ottawa Scale (NOS) (0-9) was used to
evaluate the studies included concerning three
domains: selection, comparability, and outcomes. Higher scores for any given study represented a higher quality of that study. The scores
given by the two independent authors for each of
the studies examined ranged from 7 to 9, which
reflected the high quality of the studies included
(Table I).
Statistical Analysis
Following the extraction of the mean and standard deviation for each study, the effect size of
each study was determined through SE (SD divided by the square root of sample size). Q-test
(p<0.01 as heterogeneity) and the I² statistics
(25%, 50%, and 75% representing low, moderate, and high levels of heterogeneity, respectively)
were applied to examine the heterogeneity of the
data. Moreover, a sensitivity analysis was performed to determine to what extent the findings
of the present study were reliable. The result of
a fixed-effect (Mantle-Haenszel) or random-effects (Der Simonian-Laird method) meta-analysis showed a pooled estimate with 95% CI for
both groups, i.e., the metformin and myo-inositol
group.
To test publication bias, the Begg’s test was applied as a statistical test. All analyses were carried
out in Stata (version 14.0, Stata Corp, College Station, TX, USA). The significance level was set at
p<0.05.

Results
The number of relevant articles found in the
preliminary search was 796. Following the removal of the duplicate studies, 258 studies were
left. Through a pilot screening, 308 records were

excluded since they did not meet the inclusion/exclusion criteria. The full texts of the remaining
230 articles were evaluated for eligibility. Finally,
9 articles which met the criteria were included in
the meta-analysis. Both the search of the existing
literature and the selection process are summarized in Figure 1.
Baseline Characteristics
All studies belonged to a four-year span, starting in 2012 and ending in 2016, and most of them
were prospective or retrospective in type. The total number of participants in these studies was 353
patients treated with metformin and 331 patients
treated with myo-inositol. The treatment period
ranged from 12 weeks to 6 months. The mean age
of the patients in the metformin group and the
myo-inositol group was 23.96 and 26.6, respectively (p=0.77). The mean BMI was 25.71 for the
metformin group and 25.14 for the myo-inositol
group (p=0.97) (Table I).
LH
As the results showed, the outcome of the LH in
the metformin group [10.15 (95% CI: 8.24-12.05)]
was significantly more effective than that of the
myo-inositol group [9.87 (95% CI: 7.62-12.12)]
(p<0.001) (Table II).
LH/FSH
According to the results of a random-effect
model test based on four studies, the LH/FSH
ratio in the myo-inositol group [1.97 (95% CI:
1.75-2.18)] was significantly higher than that of
the metformin group [1.76, (95% CI: 1.59-1.93)]
(p=0.03) (Table II).
S. Testosterone
Substantial heterogeneity was detected among
the studies. The results of the pooled estimate
of testosterone based on a random-effect model
showed that the level of testosterone in the metformin group [62.6 (95% CI: 43.31-82.00)] was
significantly higher than that observed in the
myo-inositol group [59.98 (95% CI: 53.09-66.96)]
(p<0.001). In other words, myo-inositol was more
effective than metformin (Table II).
Prolactin
Four studies, with 160 patients in the myo-inositol group and 180 patients in the metformin,
were used to compare the level of prolactin in the
two study groups. There was evidence of a high
heterogeneity among the studies. The results of
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Table I. Characteristics of the studies included in the present meta-analysis.

RCT = Randomized Clinical Trial; NN-RCT = Non-Randomized Clinical Trial; M = Month; W = Week; NR = Not reported; Me= Metformin; My = Myo-inositol; NOS = NewcastleOttawa Scale.

3108

Table II. A comparison of the characteristic parameters in metformin vs. myo-inositol groups.

			
Metformin			
Myo-inositol			
Egger’s test
Study									
characteristics
N
I2 (%)
ES (95% CI)
N
I2 (%)
ES (95% CI)
p
Z score
Age
BMI
LH
FBS
FSH
LH/FSH
HOMA
S. testosterone
Prolactin
DHEA
17-OH-P
Androgen
Estradiol
SHBG
Ovarian volume
Insulin

6
7
6
4
6
4
4
5
4
3
3
3
2
2
2
2

93.4
93.5
98.0
93.7
98.0
83.3
96.4
93.9
99.5
0.3
99.2
95.8
0.0
7.1
62.0
96.0

23.73 (23.39-24.07)
26.79 (25.00-28.50)
9.87 (7.62- 12.12)
84.58 (79.45-89.71)
5.93 (4.81-7.04)
1.76 (1.59-1.93)
3.09 (2.48-3.70)
62.60 (43.31-82.00)
9.86 (5.49-14.21)
2.69 (2.57-2.79)
1.21 (0.393-2.02)
2.30 (0.88- 2.41)
34.89 (32.84-32.93)
30.00 (23.24-36.54)
12.04 (11.30-12.79)
20.30 (7.87-32.20)

6
7
7
4
6
4
4
5
4
3
3
3
2
2
2
2

92.7
88.8
97.8
95.2
98.2
82.6
95.0
98.0
99.7
0.0
98.4
86.1
22.0
5.9
44.3
96.1

24.00 (23.77-24.24)
25.85 (24.54-27.16)
10.15 (8.24-12.05)
87.23 (81.72-92.73)
5.98 (4.78-7.18)
1.97 (1.75-2.18)
2.89 (2.14-3.64)
59.98 (53.09-66.96)
9.14 (2.60-15.67)
2.44 (2.33-2.55)
1.32 (0.51-1.91)
2.27 (1.21-2.64)
38.01 (35.66-40.35)
26.46 (17.63-35.29)
12.19 (11.44-12.94)
22.88 (3.29-44.20)

0.18
0.135
< 0.001
0.58
0.60
0.03
0.70
< 0.001
< 0.001
0.01
0.001
0.56
0.06
0.97
0.79
0.19

.19
2.52
-0.3
-0.12
-3.30
1.44
0.00
1.04
0.48
-1.48
1.49
3.65
0.93
0.63
-8.98
7.48

p
0.09
0.03
0.77
0.91
0.01
0.15
1.00
0.30
0.63
0.14
0.21
0.02
0.32
0.24
0.01
0.02

FE = Fixed-effect; RE = Random-effects; n = The number of study; ES = Effect size, I2 = I-square statistics. p = p-value.
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Figure 1. PRISMA flow diagram
describing the study design process.

the pooled estimate showed that the level of prolactin in the myo-inositol group [8.48 (95% CI:
3.14-13.83)] was significantly higher than that of
the metformin group [7.14 (95% CI: 1.50-14.79)]
(p<0.001) (Table II).

fectiveness of the two treatments. Nor was there
any statistically significant difference between
the two treatments with regard to other indices
(p>0.05) (Table II).

DHEA
The results of a fixed-effect model for three
studies (101 patients in the myo-inositol group and
99 in the metformin group) showed that DHEA
in the metformin group [2.69 (2.57-2.79)] was
significantly higher than that of the myo-inositol
group [2.44 (2.33-2.55)] (p=0.001). Therefore, it
could be stated that myo-inositol was more effective than metformin in modulating hyperandrogenism (Table II).

Discussion

17-OH-P
According to the results of a random-effect
meta-analysis, metformin [1.21 (0.393-2.02)] was
more effective than myo-inositol [1.32 (0.51-1.91)]
in reducing the 17-OH-P (p=0.001) (Table II).
Other Characteristics
Other indices, such as FBS, FSH, estradiol,
ovarian volume, and insulin, were estimated to be
lower in the metformin group compared to those
of the myo-inositol group. However, there was no
statistically significant difference between the ef3110

The present systematic review and meta-analysis included nine studies, 7 RCTs, 1 non-RCT, and
1 retrospective study, on 838 women with PCOS,
according to the strict criteria for PCOS diagnosis.
Recently, one systematic review and meta-analysis has been published addressing the effects of
metformin therapy in comparison to the myo-inositol therapy on hormonal profile in women with
PCOS15. In the present research, the myo-inositol
and metformin supplementations were investigated, and the results of the meta-analysis conducted
were reported for the metabolic and reproductive
profiles of PCOS patients. Based on the results,
menstrual irregularity, the most common feature
in PCOS, was examined in four studies, and no
significant difference was observed in them with
regard to the therapeutic effects of myo-inositol
vs. metformin supplementations in treating patients14,16,17.
Regarding the hormonal profile and insulin
resistance, similarly, both supplements managed
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to improve FBS, fasting insulin, HOMA index,
estradiol, and SHBG. Also, the ovarian volume
was not significantly different in PCOS patients
treated with either myo-inositol or metformin.
However, the LH level, LH/FSH ratio, and prolactin levels were improved only by the metformin
treatment. A significant decrease in the DHEA
and testosterone levels, as circulating androgens,
was observed in the PCOS patients who received
myo-inositol supplementation compared to those
who received the metformin supplementation. In
this review, only three studies reported the pregnancy rate. These studies16,18-20 indicated that the
pregnancy rate was higher in women with PCOS
who had taken myo-inositol compared to those
who had taken metformin. Other studies did not
address the pregnancy rate. Due to the limited
clinical findings and inadequate evidence regarding the comparative effects of myo-inositol and
metformin on the pregnancy rate, no definite conclusion can be drawn as to which of these two
drugs have more beneficial effects on pregnancy
outcomes in PCOS patients.
Moreover, Anti-Mullerian Hormone (AMH)
and Antral Follicle Count (AFC) were investigated in only one study, and the data provided
was not sufficient to judge the effectiveness of
metformin vs. myo-inositol21. Finally, no difference was observed among the pharmacologic approaches analyzed in the present study regarding
the menstrual regularity and metabolic profiles.
According to the studies included, it became evident that myo-inositol therapy provided additional benefits regarding hyperandrogenism and pregnancy outcomes. What limits the present findings
are the type of studies included, dissimilarities in
the inclusion criteria, heterogeneous definitions
of PCOS, and patients’ age, as well as the specifics of the interventions, such as the dose and
duration of treatments. Therefore, heterogeneity
was statistically high, and the effects were diverse
because of the above-mentioned factors.
Metformin and myo-inositol are two insulin
sensitizer drugs affecting hyperinsulinemia and
hyperandrogenism in metabolic disorders22,23.
From a clinical point of view, the relative effectiveness of metformin and myo-inositol is undeniable. Since metformin could have beneficial
effects on hyperinsulinemia and physiological
disorders, it improves the systemic metabolism
in PCOS patients24,25. However, leaving aside the
specific adverse effects that metformin has on the
gastrointestinal tract, the efficacy of metformin
on oocyte quality and subsequent pregnancy rate

in PCOS remains controversial26. Several trials
concluded that metformin helped to regulate the
menstrual cycle and improved fertility12,27. However, other investigators showed that metformin
could not have a beneficial effect on ovulation and
conception rates28.
Recently, myo-inositol has been used as the first
line of medical therapy to prevent or cure certain
diseases, especially the PCOS12,29,30. Myo-inositol
is defined as a cyclic carbohydrate with six hydroxyl groups, which can convert into various
derivatives within the body31. The epimerization
of myo-inositol converts it into D-chiro-inositol.
This conversion is mediated by epimerase, which
is an insulin-dependent enzyme32. The myo-inositol/D-chiro-inositol ratio differs across various
kinds of tissues and pathological conditions. For
instance, myo-inositol/D-chiro-inositol ratio is
100/1 in the ovaries but diminishes in the PCOS
condition due to the insulin resistance and hyperinsulinemia33. However, ovaries never become
insulin resistant. Therefore, the overproduction
of D-chiro-inositol and myo-inositol deficiency
occur in PCOS patients with hyperinsulinemia34.
Clinical evidence35,36 also revealed that the supplementation of myo-inositol and D-chiro-inositol
at a ratio of 40/1 could benefit the treatment of
PCOS women. The administration of myo-inositol showed that this supplement could play a
crucial role in insulin sensitivity by mediating
inositol phosphoglycan, and this, in turn, modulates glucose uptake. Due to these mechanistic
functionalities, myo-inositol is able to stimulate
the consumption of insulin and support hormonal balance, ovarian function, oocyte quality, and
menstrual cycle regularity12,37.
Moreover, research38 has shown that the administration of myo-inositol can result in calcium release through the interaction of myo-inositol and
its receptors in oocytes. Calcium oscillation has a
pivotal role in meiotic resumption and is responsible for the final oocyte development. Carlomagno
et al39 claim that myo-inositol, as a second messenger of calcium signaling, plays a critical role
in oocyte development. Thus, it can be concluded
that myo-inositol can improve the pregnancy rate
by supporting oocyte development and modulating hormonal balance.
Murri et al40 have shown a relationship between
insulin resistance and the impairment of women’s
fertility. Insulin resistance occurs through the alteration in some mediators of insulin action, the
mutation of insulin receptors, or inherited insulin resistance. The evidence available shows that
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insulin resistance and compensatory hyperinsulinemia have a fundamental role in the pathogenesis of PCOS, as a metabolic disorder. Moreover,
hyperinsulinemia is associated with hyperandrogenism, which causes endocrine-reproductive
disorders in PCOS. Therefore, it must be noted
that metabolic disorders and the subsequent endocrine-reproductive disorders affect women’s fertility by disrupting the menstrual regularity and
ovulation function.
In addition to many other metabolic disorders,
hyperandrogenism also affects oocyte quality
and fertility in PCOS patients2. Biochemical and/
or chemical hyperandrogenism, the major characteristic in PCOS (60-80%), is responsible for poor
oocyte quality and impaired developmental competence41. Also, a high level of plasma androgens
has been reported to have unfavorable effects on
assisted reproductive techniques. It may disturb
the synchronization between the cytoplasmic
and nuclear maturation of oocytes, causing poor
oocyte quality. Moreover, hyperandrogenism
causes oxidative stress in PCOS ovaries by disturbing antioxidant and pro-oxidant capacities42.
Other studies43,44 have shown that the elevation of
DHAE could disturb oocyte metabolism through
the induction of oxidative stress and lead to poor
pregnancy outcomes. Therefore, a better understanding of the role of hyperinsulinemia and hyperandrogenism is essential in evaluating oocyte
development, pregnancy rate, and the selection of
appropriate treatment protocol.
A high level of D-chiro-inositol has been reported to affect oocyte and blastocyst quality,
as well as ovarian functionality45. It has been
previously indicated that a high concentration
of D-chiro-inositol could inhibit aromatase, an
enzyme that converts androgens into estrogens
and is involved actively in the biosynthesis of estrogens. Therefore, the altered functioning of the
aromatase enzyme accounts for the impairment
of androgen conversion into estrogens46. This adverse condition may be improved via myo-inositol supplementation, which can enhance the reproductive activities in PCOS patients.
A Cochrane systematic review and meta-analysis of RCTs compared the metformin treatment
with or without placebo in PCOS women. It revealed that metformin could enhance ovulation
and clinical pregnancy rates, but it did not influence the live birth rate. The significant adverse
effects of metformin on the gastrointestinal system were confirmed in Tang’s study22. Another
Cochrane systematic review and meta-analysis
3112

showed that compared to the folic acid administered to the control group, the myo-inositol administered to the treatment group increased the
ovulation and clinical pregnancy rates in infertile
women undergoing ovulation induction for assisted reproductive techniques10. However, the data
obtained from a systematic review by Mendoza et
al47 who compared myo-inositol with placebo, indicated that myo-inositol supplementation had no
beneficial effects on either the oocyte and embryo
quality or the pregnancy rate in PCOS patients.
It should be emphasized that the results reported
by Mendoza et al47 were highly heterogeneous.
Hence, the reliability of their findings was debatable47. In their systematic review and meta-analysis, Pundir et al12 revealed that myo-inositol, in
comparison with placebo, appeared to improve
the ovulation rate, and metabolic and hormonal
profiles significantly in women with PCOS12. Furthermore, the findings of a comprehensive review
by Kamenov et al48 and Gateva et al49 showed that
the use of myo-inositol was an important therapeutic approach to improve the metabolic and reproductive disorders in PCOS patients. In the last
two studies mentioned above, remarkable clinical
outcomes were obtained through myo-inositol
pretreatment, followed by ART protocols48,49.
In the present study, the authors conducted a
systematic review and meta-analysis of the available studies to compare myo-inositol with metformin regarding their effects on PCOS patients.
The results revealed no significant difference
between the two treatments, i.e., metformin and
myo-inositol, in women with PCOS in terms of
their effects on FBS, HOMA index, estradiol,
SHBG, ovarian volume, and insulin. Our findings also suggested that although a significant
decrease was observed in the levels of LH, LH/
FSH ratio, and prolactin in the group treated
with metformin, compared to those of the group
treated with myo-inositol, androgens, such as testosterone and DHEA, were reduced more in the
myo-inositol group than in the metformin group.
It seems that various factors, such as obesity, can
have a significant impact on myo-inositol and,
subsequently, reproductive functionality. On this
basis, a recent randomized clinical study showed
that inositol was more effective than metformin
in improving ovarian function in PCOS patients
with normal BMI50.
Moreover, there was no clear difference between the metabolic, endocrine, and reproductive parameters, such as the hormonal profile,
menstrual cycle disorders, and pregnancy rate,
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in PCOS women although certain biases in some
of the studies mentioned above could have obstructed the emergence of any meaningful difference17,19,51. It is therefore necessary to consider
the biases of the mentioned studies as they may
have influenced the reliability of our findings. As
such, it seems that certain biases, such as the lack
of well-designed controlled trials, small sample
size, and the use of various criteria for describing PCOS patients, can cause some changes in the
effects of myo-inositol in comparison to those of
metformin.

Conclusions
Our systematic review and meta-analysis revealed that myo-inositol would probably be an alternative treatment for PCOS patients undergoing
conventional drug therapies. Moreover, and based
on the current evidence, myo-inositol can be recommended for the treatment of PCOS women
with hyperandrogenism, as well as enhancing
pregnancy outcomes. Nonetheless, the current
RCTs are limited because of limited sample sizes, high heterogeneity, and different inclusion
criteria. Thus, it is suggested that the effects of
myo-inositol, in comparison with those of metformin, on PCOS treatment and some variables,
such as oocyte quality, embryonic development
potential, pregnancy rate, and oxidative stress,
should be investigated in more randomized, double-blind, and large sample size trials.
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