[ Downloaded from journals.tums.ac.ir on 2026-07-02 ]

PP VN AIAD Wipe D 6 ylacs Y 550 (S oSl ot p gl OUSLEi oSl SuSeils dlons

S Sl A0S P ykiaw 38 INNIDIN (0 g e

LEELEN

50U 5 Sl Sl b (PCOS) S JJy Olesss o il 5 i
e o5 Jote FSH JSL 5 sl o (65138 pde 51 20 (2 3L e o smls
bogaS ol 2y SUS s se Inhibin L sb s pokis cpl) SISz pls
i 35 53 55 o FSH Jlge Esl 50l i 5 Olesss IS5 5 130581 5 lad s
o g 45 5 T adllae pl s AU sl 3 S OV Olsley nl 3 Inhibin
oS amlie JL 0L L pytiw pl 4lzs O3 5 |, Inhibin

0diS anl o 0Ly SIPCOS adlive 03 £) chals _5 5 50 anlllas SO b ooy v s
Wl 03 88 5 mpd 5S5 Oksley 0L measss olys b sde aass G40 oKloys &
5 Ohlas aldS 55 us Ol s Jle Vot s cib 3 &S b Susb S b
22y O adped 5 S8 S e I b s At e b 28 dala oy S
O3l 3 obal s 2 g A 4 S Inhibin (5 - So3l1 Cogr o sl Sl
A osleiwl Mann whitney

¥4 aald 0,8 53 5 Jlw YY1 £ 0/F PCOS am Me 3,31 55 e S0l cloassl
BMI Sl (ol 3525 05,5 93 o (Sulsome (bl sl s L5 5 55 JLYYNE
53 VWYY YA dald 055 53 5 e e p S 4LS YO/2VE 0/80 PCOS & Slaws 5131 55
(P<e/ee)) il sy 05 S 55 o s gme (ool OVl L ol )

3153 5 (ad s 53 d>15) V/AY £ V/YY PCOS U5 s Inhibin e o clale Sls
35 ls gme gobl L 5les S 55 sl S 2 YYTE /YN dald oy S

53,10 Il 03 L (sls e &3l PCOS 4 Me Ollay s Inhibin laws g pSazeti
350 53 g Sllae 355 58 4 Ohley (nl 6 S8 g Jyoms 0503l Olge @ Ll 5 oo
Inhibin B 5 Inhibin A el 0T glad=s 5 5 8ol L sl 3l ol o3 Inhibin x| 2a

J}J&W}S

EEECEERTECS
\ o355 1 xSs

) .
Con— wﬁ‘) JSA
5 a0 2l Sl i ;S e )

d{,&/nd(w_ﬁ/ /Ajlﬁ aK.L’/J 7'.,-:‘./}.//.24

53 Ol slay (el S8 0Ll o JL*
b Sl S e iy b (o
o VENE ¢ S e e 5 515005

AIYATA4 ;LS AL TR Y

emre@tums.ac.ir : 3y ;S ey

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


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

[ Downloaded from journals.tums.ac.ir on 2026-07-02 ]

v SaiewsS Ay Guadd o ey INNIDIN o v pebaca

S malis oa L Il 05 5 PCOS

s 0N 9y

S oblay Comamr dil oo sdald = 5 50 adlllas ¢ 50

@5 31 S JleV0mtr e i 53 PCOS & S 065 oy
Gd oLSleys s AF L ol (65 OLL W AY JLo ola
e oL 5 005 paass olys b sie s
L Ol s 1 sy slaslae 5 sy e S
L 51880 JLu 53 NIH Ci o0 35 PCOS asets
oyl Do an IS S W L e
Al b aRnlasl e 5 B L s 0y e S
03133 e 55 5 aSTL o g ot il (o 55,00 o0
It 05 5yls aallae 4 Olsles 55,55 Jlns [1Y] S
e s 2B L 5o S oyl Spp 4 Sucls
ST S g o el 55T s L L AL ST
@3lissle 3N pp s Skl e ule 5y
5335 JU I L Ol g0 58 5 S S potow U
E auls s e aS Sl sl Olles ed
23,55 O pae L gh o &ST L o g o (S Al SV
(oo dias ol olagsls 5 s s 4l b oael> sy
ol ¥ b1y S sl ple 5 5,55 OCP s sls
Olos Olalan o 5l dals s 5 din s 0385 il s
JlwVo—br s cib 5o Ol sdils b s Ol jlos Joos
B) s an S b s Lsp b Susl o S lyls &S
syls asld ey, 8 5l 515l i 88 5 PCOS Oylas 51 &8
I sl 05,5 5 Ol adS 5 s axllas
wbcols, L. 5 o oL 4l 5 4 b

sl Slelw 53 (gdoss O wsed 035 53 8 Sl S

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

o

doddo

DNl 5l (PCOS) StS Ly Olass i
plel a5 il o (Sl 31 S e 53 0L s oS skl
[ ssd 0 oo Mbjﬂmﬂ 3 e S S
5 855955 s e 35 OS5 TE 5 s G|
5 o ol b3 LS ot ol (3L
35 o5 ob T (o el 4 e slie Juld pge SV
S o Al e b s 5 5olS Sy 53 kS
3L IS e s o 5 Jatms FSH B o 5
S S sl slad 555 slaws PCOS & oL 53 [Y]
IFT Aol e SRl Lalldass 55 1S sad sl o
5 Shes il b s s SIS 05 8 S Inhibin
FSH 0ucs 33T L 5 55« ol jsb w0 oS sl & jaus
S s son L Ay 5 55 515 S o slen |y s
A3l - Inhibin B Inhibin A fols &5 ol o |55
Inhibin Jls J e K35 53 dnhibin B 5 Inhibin A [¢]
salpha S zie Ay 5 S 5l a5 ditas O 53 5 53
beta B .>I;5 ,; L (Inhibin A) betaA A >, ,3 S&
Inhibin B  Inhibin A [0] JSlea J&..H (Inhibin B)
sab 4 s FSH jlge ol 45 den Sless sla s
5ol Ol 5o Lad 558 Ay Al 8l Csl e o
SPCOS 5 b sl S sl S sadshe baug
A 5 PCOS slad iS55 53 1S5 slad sho Lo 5 Ylazs|
@l 055 b avglin 53 PCOS & 0lMase 3 [¥] L5 o
Sl 5 LSS sad s 5 Ol e 58l 4 4 5L
L aeslis )3 FSH o Jlee 5 S8 slad S 56 sl
Il ol b ezl VG Inhibin sl oS 55,5 o sl LH
35 il i 03l Ol s 13 Sldlee S|

05 dee ol 53 BLS Olllae 540 4 a5 L [Y] Lles


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

[ Downloaded from journals.tums.ac.ir on 2026-07-02 ]

lylsad 3 o Sil jliga yis %

Yo/+VE 0/80 ( PCOS 4 Mws 31,31 53 BMI . Sla
s YWY VAT dali 05,8 55 5 im0 S5AS
Cils 35058 93 o (Guls e (ol OVl L ]
(P<:/ee))
£ V/YY PCOS 0L s Inhibin o, sl Sl
el oy, S ol 3l ys 5 (7 =) (rd e 53 as1) VY
B 5l es S ss sl S sy (/EY) Y/YUE YT

() 13 503) P=+/VW) 345 Dls g LQJLJ

&

W

3 Inhibin B s ;s la oS esls OLis Slalllas
SS iy b 4 (8 Sz 156 PCOS @ 0L
L 0L5 5o a8 i 5 Gl 8080 50 5 ea s 5L
PCOS a4 0L il o 3515 3525 b (IS S
oS s by IS K sl 6 LV aspely S
st g 5 St b 4 e s a5 FSH
Gy 48 SlS @ el (s VL Oleys 51 J3 Inhibin B
TA V] Lyl doms o

IS5 mle )2 Inhibin slaw 550 55 ] s g8
adllas 5o [E] 505 &l o LLPCOS 3o s
aslas 53 5 5 ST g ¢S Inhibin c_bkls Mizunama
5> [V @A) 55 YL Ol ol 5> O Inhibin Chw Pigny
- Lockwood 5 Anderson (Lambert-Messerlian 4x)lzs
23 4S U (6 ,Se3lusI PCOS 0l L 5 Inhibin B e
IN=17T 55 Y Inhibin B sl Slallas ol a

st e oSl 0l LSen s Buckler aalzs s
Cl‘_‘” 31 %S PCOS 4 OLdlee 55 551 siasl #U Inhibin
S VS e 56 5 Y ST 53wl 5B s O s e
05,5 33w Sl e sl L pl 5l 5 en e gl Saels

ELISA s, & Inhibin s ,Seluil gy 13 48 s
sde Slidss S e oK lesl 4y (Biosource oS)
538 Jl) tng b Ol sl
05,5 55 ,» Jnlfj_ibj =k Sl S g5 leMb
23S 05,8 5 Ohlew Sledbl it ab e aslidis 3505
el SPSS i3l 5l esliad b 5 e b1, 3,05 bl
3ol s g 35 13 o 5 4 3550 )
Sol3 e ck_w 5 J—% osleul Mann-whitney Q}_»j

Al b S by 3 P=+/v0

Laaisly
£ O (5 £)) PCOS ey M 531 3 oo S0kis
555 JLw YWAE VA Gatt) dali oy S s 5 Il YF

2429 ajjjjé o= LS)‘JQ—.‘M (5)LAT Q)w ij)‘
(P=40NY) il

"
§ o
Y
Y-
X3 £y
Muajﬁ J)jﬁajjf

Inhibin o ck..« (J’:i"\?‘_\ BIEY

JYAD ofspo o 0 loss « £F 0,90 o oyl S5 5 oLl o Ko 0uSCily dlzo
o )0y 099 <O 2P 7


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

[ Downloaded from journals.tums.ac.ir on 2026-07-02 ]

'\‘\ .g;hgs‘,gdl@,a_,m_,_vlnhibin "dﬁuab-ul

L olas YA (6o, = OLLSn s Laven asllas s
Inhibin =Ll 45 Ksls Ol Ko 5 538 50 5 o) 5o S|
YU (14+) PCOS 4y S 063 ol Obless o0l 55 B
S Inhibin B pela e 4 Loy 4 sl 5 354
a3y S ity 5 s e OLES 5 Oless > Shas
el il el IS S Wl w4 baolaess
o3 o o5k 4 Ll e Inhibin B s ps elas &S el
pde 31 il U S 0S5 5 6 S sl
L8] 33,5 slgving «Sps 5 0lS 505 (SIS Sass

Ol 5 cmal 3 ladllae iy oS aul b andllas
55 PCOS o Yo Ol 3 Inhibin peha o a3 s
i 53 e 2L Bl 5 3,0 L s
& Sobem ) VL gt 4 4 5L AL PCOS & 0L
(S s s Sl iU ot cds o S als Ol
oy 5iS 5o 6oall Olays la gy Sl romes
sl ol ys Inhibink Jlax=! 28 5550 s 2y Olallae
G S0l b Oless (685 5 Oleys bl (pasiis )
335 s 4xo 55 Inhibin B 5 Inhibin A Cla.ﬂ

)1l
Sl 3l 585 Obode S5 Wb e 3 08 s 5
wbjwjﬁu ‘st‘j“’?l'a ) cobﬁo/\,:..s Canrs uv.:l;-

Aled s 1Rk s

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

5L s 5 (Sasl IS bl Y5 S5 ol d e
5> D] L2 PCOS w5 0Ll b 4l 5o J5 ) Sl
035 L Inhibin e, o Sl 5o ol anlllas
Golsl Ol s 54 el oy S 53l 51 50l PCOS
aS (P=2/NVA) Cill 55505 S 53 amslis 5o Hls ome
Al on G55 anlllas A e

aS s esls olis Jakimiuk s Maggofin aaflas s
> Inhibin B cb_w ol 8l b SaenS s Ol £ ks
sk« Inhibin & Ll 51ab jas ol en SV 5 =L
Ol YL e S o 5Lga |, FSH O 35T ol
S 5548 LH/FSH asl il bl e (585wl Ll 5 o0
Inhibin ol — esdle [V0] aiil el Ohles opl o la
b 055,057 ki b an Cul ) S
I as Ko 1 S slad s

Inhibin B s Inhibin A k. OLKea s Welt adlae s
53 PCOS o Mas 063 VS5 wle 5o (6 ,Kadr 5k«
ol oa slad S VST 8 mle s Ll mlans b alie
o) Sl Bl ol 5 s Sl Wl 06 s LT
b 5 S e LA IS8 b A 3 Wl se s sa
A LB 5 3 Sl Sas Inhibin 3 a8 45 ol OF oS
DIV] sl axsls (28 PCOS 4 0bdlae L3 ad 55 53

N s 5 O s Welt | 6503 anlllas s
4 M Ol e s Inhibin B 5 Inhibin A C}kw O
sy b oS dsls OLES 5 S s s Wl 0L 5 PCOS
OS5 53 Lalldaassd iy a5 Lad 5 58 55 slias
e5,5 5> Inhibin B  Inhibin A s, sk w s PCOS
Sy Suls e sl vJL..u 0L s PCOS 4 S 0L
¢/ 55, L dnhibin B Inhibin A Tl rzmen 5 310
53 AL s e A A lad sS58 sld  Oless oo
IFT 508 (5ol gzl Wl 05 5 PCOS 0

1 - Follicular arrest


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

[ Downloaded from journals.tums.ac.ir on 2026-07-02 ]

Tehran University Medical Journal; Vol. 64, No. 5, Aug 2006: 66-71
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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
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