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A meta-analysis showed that obese women suffering from PCOS with bariatric
surgery presented a significant decrease in testosterone levels associated with a
resolution of hirsutism in 53% and of menstrual irregularities in 96% of the
subjects . However, there 1s currently no strong evidence suggesting that bariatric
surgery improves the pregnancy rate in women with PCOS.

(Polycystic ovarian syndrome and infertility: overview and insights of the putative treatments. Collée J, Mawet
M, Tebache L, et al. Gynecol Endocrinol. 2021 Oct;37(10):869-874.
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Due to the key role of insulin resistance in PCOS, off-label use of metformin (an insulin
sensitizer) has been considered as a first-line treatment for PCOS for many years. Several
studies have suggested that metformin (alone or in association with Clomiphene)
increased ovulatory cycles in women with PCOS. However, pooled analyses also showed
that it does not increase the live birth rate. Therefore, the current guidelines do not
recommend the use of metformin for ovulation induction and limit the use of this drug to
insulin resistance in PCOS and type 2 diabetes.
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Clomiphene citrate. Clomiphene citrate (CC) remains the firstline ovul
in women with PCOS suffering from infertility. CC is an anti-estrogen

ation induction drug
therapy that blocks

estrogen receptors in the hypothalamus and, with the negative feedback mechanism, leads
to a stimulation of the follicular development. Administration of CC has to be monitored

(by ultrasound and endocrine blood sample) to appreciate the day of th

e ovulation and to

prevent multiple pregnancies (rate of 11% risk) . As monitoring, ultrasound evaluation is
done on days 11 to 14, and measures of the follicular growth and endometrial thickness are

also performed
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Letrozole is a member of the aromatase inhibitors family. Aromatase inhibitors result in lower E2 levels. This
strongly reduces the risk of multiple follicle development. This is one of the main advantages of letrozole among
CC. The other advantage is that letrozole does not affect endometrial estrogen receptors, and therefore does not
exert any deleterious effect on endometrial thickness and cervical mucus. Mejia and al suggest a higher ovulation
rate with letrozole but there is no evidence of a higher pregnancy rate with this therapy. However,

recommendations remain that letrozole is a second line of treatment for women who have CC resistance or failure

without another infertility factor.
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When the second-line treatment options have failed, more complex therapies should be proposed, mainly in vitro fertilization (IVF) and,
more recently, in vitro maturation (IVM). IVF protocols use the combined action of gonadotropins with gonadotropin-releasing
hormone agonist and antagonist. Complications of this technique are multiple pregnancies and OHSS. After ovulation, multiple
luteinized cysts are present within the ovaries leading to larger ovaries with higher vascular permeability resulting in a third space
because of the shift of the fluids. Estrogens, progesterone and local cytokines are released as a vascular endothelial growth factor which
encourages vascular hyperpermeability. The creation of a third space can lead to hypovolemia, renal insufficiency, and death. Women
with PCOS are predisposed to develop OHSS because of the high number of antral follicles. The IVF-associated high risk of OHSS and
multiple pregnancies in women with PCOS may be avoided with the in vitro maturation (IVM) procedure. IVM involves a short
duration of gonadotrophin stimulation without a trigger injection. Oocytes are retrieved from smaller follicles than what is done in
conventional IVF. Oocyte meiosis and maturation to metaphase II occurs in vitro. Particularly appealing for PCOS women, this
technique is also an opportunity to minimize exposure to high E2 doses in women with breast cancer or with thrombophilia.



PCOSHIZE B IEIT

rPCOSE~/\ﬁﬁEEﬁL L, PCOSHIYRYT B bp £ 2 DI Hi A
B R K T M va 7 A AT & E A

> PERIIRE: ARHEIRE AT DL 2 42 i R I 2= I RS

> WERFBOgR: dzzhnl CAEAR G S sisb . R N ARIES Rt
TANDTF30 minlyHH SRR EHIIES), WED. 125,

> &R AR gEE D,

> X REAR ™ B, A B G 24 B A E S ES , T ARE PR
U ML P00 1 B A e A O B

>

DL\

Ll
u.u[\




= el

hE  (Hyperprolactinemia HPRL)

{25 (PRL) &N T 3= A i) — Mz I:%PRLHﬂ(YEP

PR S L B

R FLR X E « WL AN B LT RE S B 220

WAERT . HPRLAJ Ay A= FRA: 055 FE4: K 2K Bl 5] ke .

— . AP R L R IAE

(—) [ FIHEAR (2~6am) ;

() BRI BAA B A 3 5

(=) w@gri: BWAEZZHAH 5 =1016%;

CVO) mL R S2dgpE. FL=kWme gl o re . R elidr etk

hels E2

(ﬂ) F%@/ﬁﬂ: 3”\’4)%,

(75) AR IMFE ;

(B BBl TR ORI
O\ A v I B S T 7



I PRI -

1. B&5:
[F R IEAZ4%, HEIEFAZ89%, H&M/D. F/07%. F
BSSE M. EARDIREAE23~T77%

2. ¥aFl:

HHPRLERIM A& - AL 5618, EIEME A4 21 %,
Bhyg A H70%, FAAERSFL63~83% . Vel oA m MBS B L
I AZKEE. AR BONILIT. A s 2 IEw, BifE/D
- A Bl B L.

3. A&
70% JR B AR AN, 2 G HREDE, EARANME B E 24
AL ZEE4E (LUFS) ol .

4. AAMWNEEME, THIHSGE, MAOMRE 2L



fEF. 2 (PRL)

e AR L HA IE B N 5. 18-26. 53ng/m1 .
K2 FEA9-10 52 WA, NAE LIS
Fr AL 15778 e 25 G I

PRL=25ng/ml Ay FL & ML, HINFEFFER
W& 25 B HUIR R AL REJRGR HSE M

PRL > 50ng/ml¥, ZJ20%F AW FL 2T ;

PRL > 100ng/ml 3, ZﬁBO%%?AMzL%%Fﬁ AJ4T
HEARCTE i L PRAG 7




2% AR

v’ PRE A ]

LR R E

v EAEHA

v NI

v (ERFY )5

v BHKRFEER
v RS v BEHEIKES
v ZEINEGESRE v W5 RIR
v I3 B AR RE v RS M
v RRWE v WG

v KEEIZE3) v’ BN SRR



2597 R -
BEANMEZ, SLHEEMEZ
1. FFEA 2L

AR : FIEIRGE, Mo/ bEeme, KRy, TR
G, PEACRAR, PEEAREC, Sk=HENG, 52, BkAEs.

. (NEFFEIEZ
Fey: HERNIMB (EE

AHFE . HH. LG, zREE, AfP. RS MRS T R4
1
j:”:]: }ll—%\ 72%\ fE'%I:{ﬁ‘\ }llﬁl:ﬂz;z\o

gk MAEEE, @, 3. B BRE, ks, A&
Mo fRd s P2 BHEEAE, NEI s AR AR, R
Fes




A 3R
YA T
AIEE
FEf
A g,
ez
FIkE.
VAR WRH
VAR

S
e
R A BN
JEE 47 JE
R
.
o

A
=5

LA
&

HrE
2 8

FERRIR YL
K Z 7.

1K,
5 15 VA
SHEF A%,
1% Wi YHEY5

E%KE,
A AR

WA TE

B EH 7 R
H VTR,



R Mz, SRV, Bk, A REAKREEGEIZ .
fik5% .

. ik, EAIRZ.
4. BTN BERZINIE (B =82 U7

YA Ay N1 = N = N (N AU N 137 - NI TP
e 7 R B, HE

gk: /NEARE, IhEE. i HEHAE, =k, &
My TESAEE, IS, S8 Ban. FESs B REE
, EZEE IR, A Se.



ER: H&EWEHA, w ez, GEBEM, BAICH, i
M, AR RE, Sk HEX, OEERRE, B, EIR
, B HEB, BkiE.

a0 FRRERIE, IS
T BEM (ETEMR R SRIEA (F e

B E A N, AR, LEh. s, B
>5&Bﬁ IRE, HE <
o M SR A Bz, A

. wERMG, IER. B0, 31 WPERmE, e
A BTG . = iEEE, nER, &M, &R,
=N, R EIEE, IRAK. &R, fitien; 254
, IRAEE, EF; &L HA, =, E&. PR E
, MMEABEITH BAR.




EFRIBIT A&
A &P i R B R R R, Bl B -R 2SI T
CIVERNLE].  “AT” X5 “40” M@, BEFErEE, STk
TG, BEERILIER.

P21 BN N = gy S ) AT B B WL S S 1 @7 ) | N4 1
B, AT EZLUANE . SR, B RN T

A AL Al kot =S, itk <ilgE. Bar.
i o

HEH AR A A /KIE, B, WA A, 78 3K,
‘[ﬂl“i\ i*x\ I/E‘I\@\ j\f\{l:lj\ I%ﬁﬁ\ Bgﬁﬁﬁ\ Hl%ﬁﬁ\ E:I:ﬁ—ﬁ\ ‘I_‘/:*E
N Rfh IR RIuET. RIRFAT. KIS

PCOSH — ML TN KRR 4. KE. /KiE. Kit. K. XL
. BE=H,



