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2 YPCS

kAnadagolmao
boyrokustu vozisinin
hiperplaziyasi

wPremenstrual sindrom

w Klimakterik sindrom






Yumurtaliglarin polikistoz sindromu qadin
organizminda bas veran, oligo-amenoreya,
akne, hirsutizm, va piyleanmo ilo musaids
olan sistem kompleks , xostalikdir. YPKS
yumurtaliglarin xroniki anormal
distunksiyasi ve hiperandrogenizmlo
miusaido olunur (androgenlarin
soviyyesinin koskin artmasi). Reproduktiv
yassda olan 5-10% qadinlarda rast golir.
YPKS eyni zamanda Stein-Levental
sindromu adlanar.




Polycystic Ovary SYNDROME

e 1800s: polycystic ovaries
— “cystic oophoritis”; “sclerocystic”

» Stein & Leventhal (1953)

— Enlarged ovaries, hirsutism, obesity,
and chronic anovulation

* “Syndrome O”
— Ovarian confusion
— Ovulation disruption
— Over-nourishment
— Overproduction of insulin




Normal Hormones
Follicles can grow and ovulate

Preovulatory

follicle ® —
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Ovulation

Follicular

Women with PCOS  development
stops




kFSH-poncerasi
konsepti

s Follikullarin FSH-
hassasliq konsepti




g Tipik-yumurtaliq formasi

wKombina olunmus-
yumurtaliq
distfunksiyasi+boyrekusti
vozisi monsali
hiperandrogeniya

wMorkoazi-hipotalamo-hipofizar
sistemin yetmomozliyi



Ekspert komissiyasi tersfinden 2003 il
may ayinda gabul olunan kriteriyalara
osason, asagidaki gostericilorden on azi
ikisi movcud olduqda YPKS diagnozu
goyula biler :

1) oligo- vo ya anovulyasiya,

2) Hiperandrogeniyanin kliniki vo/ve y
biokimyavi alamoetlori

3y Polisistik yumurtaliglar



g Yuksok LH

rwFollikullarin boytimaesi vo
yetismasi patologiyasi

kAdrenal hiperandrogeniya

kCSBQ soviyyosinin azalmasi

o Insulin rezistentlik
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Genetic predisposition
to excess ovarian “( Pituitary
androgen secretion gland
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Polycystic ovary Insulin resistance and
hyperinsulinaemia

Hirsutism
+ SHBG * Insulin
levels / s S levels

Genetic and dietary
factors influence insulin
secretion or action




Obesity 50%

PCO 80% "\ IR 70%
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Hirsutism W Qligo-
20% anovulation
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Androgen
Excess 70%




Irregular Periods

Absence of

Menstruation

Hair Thinning
el Loss

Abnormal Skin Discoloration

10 Signs & Symptoms of

POLYCYSTIC OVARY SYNDROME
(PCOS)

Excessive Facial H1 Jﬁ Blc )0‘{
el Body Hair Pressure
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Home PRemedies

To explore more, visit
www.Top10HomeRemedies.com

(Depression




Worse with hyperinsulinemia

Hirsutism: 80% PCOS

Acne: 20% PCOS

Androgenic alopecia: 10% PCOS




4 A oy Freoat Poalveved:
How to treat Polycystic

Ovaries!




Assessing Hirsutism

e Hirsutism vs virilization: rapidly developing virilization
or certain virilizing symptoms (i.e., clitoromegaly, voice
deepening) warrants further evaluation

* Modified Ferrimen-Gallwey
— 9 body parts, scored 0-4 each
— Score >6 hirsutism
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* Obesity

* Insulin resistance
Acanthosis nigricans
Skin tags
Impaired Glucose tolerance

Type 2 DM




w Laborator testlor: LH, FSH,
Testosteron, DHEA,
DHEA-S, Estradiol, Estriol,
Estron, 17-OP , Insulin,
Glukoza intolerans testi, C-
Peptid

rUltrases muiayinasi

wFizikal muayina



& Yumurtaliglarin hoacminin boytimaesi>10 sm3

& Yumurtaloglar yuvarlaq formada( eninin
uzunluguna olan miuinasibati >0,7)

& Usagligin uzunlugunun yumurtaliq
uzunluguna nisbatinin azalmasi<1

w Follikullarmn periferik yerlosmasi

Q0

0

0

0

& Yumurtaliq stromasinin exogenliyinin artmasi

k& Yumurtaliq stromasimin kondslen kessikdo
sahasinin artmasi

& Usaqglig-yumurtaliq indeksinin artmasi>3,5

Q0

0

0






Polycystic Ovaries

Irregular Periods

Hirsutism(Facial and
Body hair), acne,
Alopecia

Irregular ovulation,
Reduced Fertility

Obesity, Rapid weight
gain, difficult to lose
weight.

DIAGNOSTIC TESTS

A) Ultra sound scan will reveal small cysts in
ovaries (>12 follicles and increase in ovarian
volume are indicators).

B) Further examination by Pelvic Laparoscopy.

Mentrual History (detects irregularities like
menstrual intervals more than 35 days; < 8
menstrual cycles a year; failure to menstruate
for 4 months or longer; and prolonged
periods that may be scant or heavy).

Hormonal tests to detect elevated Free
Testosterone (most common reason in PCOS)
and 17-ketosteroids and other Androgens.

Insuling levels (To rule out insulin resistance)

Hormone analysis of Estrogen, Progestrone,
FSH, LH levels. High LH to FSH ratio (3:1) and
Low levels of female hormones are suggestive
of PCOS.

Insulin , Lipid Profile , Blood Sugar (elevated
levels may indicate insulin intolerance).

Thyroid function test to detect
hypothyroidism.

POLYCYSTIC OVARIAN SYNDROME

Fertility Drugs.
Weight Reduction in Obese Patients.

If you do not want to be pregnant , birth
control pills can help regulate the menstrual
cycle.

If you wish to be pregnant fertility drugs
may help.

Oral contraceptives containing Ceproterone
Acetate. Progesterone treatment. Insulin
sensitizing medications like Glyciphage
(metformin). Acne can be treated with
retinoids and antibacterial creams.

IVF stimulation drugs can improve
fertility and help in conception.

Lifestyle changes, heathy diet and excersise
has shown to improve conception chance in
women.

Diabetic drugs can help with weight loss.




PCOS: Weight Loss

Frequency of obesity in women with anovulation and PCO:
30%-75% -- most before puberty

5-10% weight loss restores ovulation >55% < 6months (iddy, 1992)

Weight-loss program for anovulatory obese women:
— Lost 6.3 kg (13.9 |bs) on average

— Decreased fasting insulin and testosterone levels
— Increased SHBG concentrations

— 92% resumed ovulation (12/13)

— 85% became pregnant (11/13)




Got PCOS?

Diet can make gl The Paleo Diet Not in the Paleo Diet
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Fiziki Aktivlik



Multi-step approach is most-effective:
Hair removal: wax, laser, eflornithine, etc.
OCPs for at least 3 months, (>18 months is best)
Metformin (+/-)
Continuous progestin therapy
GnRH agonist (lupron): <6m use; many side-effects
Anti-androgens (USE with contraceptive!):

— Spironolactone (100-200mg/d): binds DHT intracellular
receptor; in-utero risk: incomplete virilization of male fetus

— Finasteride (2.5mg g 3 d to 5mg/d): inhibits 5-alpha-
reductase (blocks T = DHT); in-utero risk: male fetus
hypospadias

Steroids: many SE, reduces androgens, ok short-term




Anadangelms Adrenal
Distunksiya



Anadangoslmo adrenal
hiperplaziya (AAH) spesifik
hormonlarin sintezi ticin
vacib olan bir sira
fermentlorin catismamazligi
ilo xarakterizo olan bir qrup
nadir autosom-residiv
xastoaliklori 6zundes comloyen

sindromdur.



AAH sindromunun asas sababi 21-
hydroxilaz enziminin
catismamazhigidir.

AAH sindromunu basqga seboblori
11-Beta hydroxylase, 17a-
hydroxylase, 3-Beta-hydroxysteroid
dehydrogenase, p450 oxydoreductase
kimi fermentlorin catismamazlig: vo
anadangoslmo lipoid adrenal
hiperplaziyasidir



CAH due to 21-hydroxylase
deficiency is responsible for 95% of all
cases of CAH and is broken down
further into two subcategories:

1.  Classical CAH, which can be sub-divided into
the salt-losing form or the simple-virilizing
form

2. Non-classical CAH.

Classical CAH is by far the more severe form and
can result in adrenal crisis and death if not detected
and treated. Non-classical CAH is milder, and may
or may not present symptoms



| O T - S - R - S|
Classical : S
Phenotype Salt Wasting Simple Virilizing Non-classical

Newborn to 2 Ys (%)

.ﬁ Child to adult
2t04 Ys (&)

Newborn to 6 M.

v i A
o normal; - normal; ¢ normal;

¢ ambiguous ¥ ambiguous nilized

Reduced Normal Normal
Increased Normal or increased |Normal
Reduced Reduced Normal

500 to 2500
(ACTH stimul.)

Increased Increased Variable, increased

>5000 2500 to 5000




CLINICAL CONSEQUENCES OF
ENZYME DEFICIENCY

STEROID ENZYME

Cholesterol

20-22-Hydroxylase Feminization in males,
20-22-Desmiolase salt loss

<
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Pregnenolone

Feminization in males,
masculinization in females

~
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Progesterone

Feminization in males,
absent puberty, hypertension

< 17-Hydroxylase

v
17-Hydroxyprogesterone

Virilization in females,
salt loss

< 21-Hydroxylase
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11-Deoxycortisol

Virilization in females,
hypertension
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11-Hydroxylase
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Steroid Abnormalities in Congenital Adrenal Hyperplasia

Relevant Urine Steroid Result
Sl Steroid 17 ket
H keto
e NEEnE; Increased 17-0H e 17 -keto

21-0OHase DHEA virilization D/N I I

DHEA,
11-0Hase 11-deoxy
corticosterone

virilization
hypertension

11-deoxy
corticosterone

17-0OHase hypertension| D/N D/N

M = normal
D = increased
| = decreased




Isas hadaf AKTH sintezini
azaldaraq boyrokiistii vozisi
torafden sintez olunan
androgenlorin seviyyosinin
tonzimlonmaosi




Fight, Flight
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Bir gadinin hoyatda
etdiyi on boyuk cosarati
har yeni gun sag
galmas: tigun mubarlza A
aparmasidir &7&'( ey




