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ABSTRACT

Background: Polycystic ovary syndrome(PCOS) is the most common endocrinopathy
in women and the most common causes of anovulatory infertility.Inadequate follicule
stimulating hormone is hypothesized to be a proximate cause of anovulation.Inhibins
are glycoprotein hormone produced by the granulosa and theca cells of the ovary that
selectivly inhibits FSH production and or release from the pituitary. The possible role
of inhibin in the etiology of polycystic ovary syndrome (PCOS) is controversial. This
study was designed to investigate levels of serum inhibin in women with PCOS.
Methods: In a case-control setting 41 women with PCOS from the endocrine and
gynecology and obstetrics clinic of Shariati Hospital and 44 women with normal cycles
(control group) aged 15-40 year-old were evaluated. In all patients with PCOS and
control women appropriate medical history was taken and physical examination was
done.Serum inhibin levels were compared in two groups. Statistical analysis was
performed using the Mann _Whitney U test

Results: Mean age of cases and controls was 23.6+5.3 and 23.1 +3.9 years,
respectively. Mean body mass index (BMI) in cases and controls were 25.07+£5.45 and
21.33+ 2.46 Kg/m®, respectively. There was no statistically significant difference in
mean age between the two groups (p > 0.05) but mean BMI was significantly different
between the two groups (p < 0.001). Mean serum levels of inhibin in cases and controls
were 1.62+1.23 and 2.26+2.26 U/ml, respectively which was not significantly different
between the two groups (p: 0.168).

Conclusion: There was no significant difference in serum inhibin levels between
patients with PCOS and healthy women. We concluded that basal inhibin levels cannot
be used for routine screening in women with PCOS. Further study is needed to
determine the role of inhibin in these patients with assay of its two subunits (Inhibin A
and B).

Keywords: Inhibin , polycystic ovary syndrome, infertiliy

JFAD 0loyo i 0)lasi « £F 0,50 ‘U%JK‘”/ pale ol PR olSCiily dleo


https://tumj.tums.ac.ir/article-1-949-fa.html

[ Downloaded from tumj.tums.ac.ir on 2025-04-10 ]

VY Tehran University Medical Journal; Vol. 64, No. 5, Aug 2006

References

1. Lergo RS, Finegood D, Duanif A.A fasting glucose
to insulin ratio is a useful measure of insulin
sensitivity in women with polycystic ovary syndrome.
J Clin Endocrinol Metab 1998; 83: 2694 - 98.

2. David S, Guzick DS. Polycystic ovary syndrome.
J Obstet Gynecol 2004; 103: 181-93.

3. Welt CK, Taylor AE , Martine KA, Hall JE. Serum
Inhibin B in polycystic ovary syndrome: Regulation
by insulin and leuteinizing hormone. J Clin
Endocrinol Metab 2002; 875: 559-65.

4. Laven JSE, Imani B, Eijkemans MJC, de Jong FH,
et.al. Absent biologically relevant association
between serum Inhibin B concentrations and
characteristics of polycystic ovary syndrome in
normogonadotrophic anovulatory infertility. Human
Reprod 2001; 16(7): 1359-64.

5. Luisi S, Florio P, Reis FM, Petraglia F. Inhibins in
female and male reproductive physiology: role in
gametogenesis, conception, implantation and early
pregnancy. Human Reprod 2005; 11: 123-35.

6. Larsen PR, Kronenberg HM , Melmed S, Polonsky
KS. Williams Textbook of Endocrinology. USA:
Saunders ; 2003 ; p.627-37.

7. De Leo V, la Marca A, Petraglia F.Insulin lowering
agents in the management of polycystic ovary
syndrome. Endocr Rev 2003; 24: 633-67.

8. Lockwood GM.The role of inhibin in polycystic
ovary syndrome.Human Fertility 2000; 3: 86-92.

9. Mizunuma H, Andoh K, Obara M, Yamaguchi M,
et al. Serum immunoreactive inhibin levels in
polycystic ovarian disease (PCOD) and
hypogonadotropic amenorrhea. Endocr J 1994; 41:
409-14.

10. Pigny P, Desailloud R, Cortet-Rudelli C, Duhamel
A, et al. Serum alpha-inhibin levels in polycystic
ovary syndrome: relationship to the serum
androstenedione level. J Clin Endocrinol Metab
1997; 82: 1939-43.

) FAD .)/.),o « 0)[4..«'3 ‘/cfo)}.) ‘uﬁ.e,r‘_,’_ﬂ.;//o}[c olLiils ‘6:‘»/ PR /A 412,0

11.

12.

13.

14.

15.

16.

17.

Lambert-Messerlian GM, Hall JE, Sluss PM, Taylor
AE, et al. Relatively low levels of dimeric inhibin
circulate in men and women with polycystic ovarian
syndrome using a specific two-site enzyme-linked
immunosorbent assay. J Clin Endocrinol Metab
1994; 79: 45-50.

Anderson RA, Groome NP, Baird DT.Inhibin A
and inhibin B in women with polycystic ovarian
syndrome during treatment with FSH to induce
mono-ovulation.Clin Endocrinol 1998; 48: 577-84.
Lockwood GM, Muttukrishna S, Groome NP,
Matthews DR, et al. Mid-follicular phase pulses of
inhibin B are absent in polycystic ovarian syndrome
and are initiated by successful laparoscopic ovarian
diathermy: a possible mechanism regulating emergence
of the dominant follicle. J Clin Endocrinol Metab
1998; 83: 1730-35.

Buckler HM, McLachlan RI, MacLachlan VB,
Healy DL, et al. Serum inhibin levels in polycystic
ovary syndrome: basal levels and response to
luteinizing hormone-releasing hormone agonist
and exogenous gonadotropin administration. J Clin
Endocrinol Metab 1988; 66: 798-803.

Maggofin DA, Jakimiuk AJ. Inhibin A , Inhibin B
and activin A concentrations in follicular fluid from
women with polycystic ovary syndrome. Human
Reprod 1998; 13: 2693-98.

Hiller SG, Yong EL, Illingworth PJ, Baird DT, et al.
Effect of recombinant inhibin on androgen
synthesis in cultured human thecal cells. Mol Cell
Endocrinol 1991; 75: 1-6.

Welt CK, Taylor AE, Fox J, Messerlian GM, et al.
Follicular arrest in polycystic ovary syndrome is
associated with deficient Inhibin A and B biosynthesis.
J Clin Endocrinol Metab 2005; 90: 5582-7.


https://tumj.tums.ac.ir/article-1-949-fa.html
http://www.tcpdf.org

