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Fig. 3.4: USG showing pearl necklace appearance of PCOS 

It was 
developed first. 

Fig. 3.5: Different criteria for PCOS 

None of the criteria addressed insulin resistance and metabolic manifestations. 

PCOS definition NIH criteria 1990 Rotterdam criteria 2003 (ESHRE/ AES criteria (2006) 
Patient demonstrates both: ASHRM) Patient demonstrates both: 
1. Clinical and/or biochemical signs 

of hyperandrogenism 

2. Oligo- or chronic anovulation 

Two of the following three 
manifestations: 

1. Irregular or absent ovulation 
2. Hyperandrogenism (clinical or 

biochemical) 
3. Polycystic ovarian morphology 

on USG 

1. Hirsutism and/or hyperandro­
genemia (clinical or bio­
chemical) 

2. Oligo-/anovulation and/or poly­
cystic ovarian morphology 

Azziz et al. JCEM 2006; 91:4237-45 

Exclude other etiologies of androgen excess 

Fig. 3.6: Different criteria for PCOS 

Other etiologies of androgen excess include: 
• Adult onset adrenal hyperplasia (AOAH) 
• Cushing' s syndrome 
• Androgen producing tumor-ovary or 

adrenal 
• Hyper- or hypogonadotropic disorders 

• Hyperprolactinemia 
• Thyroid disorders 

Why the need to describe Phenotypes? 

PCOS has always remained a debatable topic 
among clinician and scientists worldwide. The 
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Disruption of gut lining 
By food intolerance, alcohol - stress, anti-inflammatory ....._ 

drugs, fatty acid deficiencies, 
antibiotics. 

,. • 
Improper absorption 

Multiple food intolerance Disruption of gut lining leads to 
improper absorption of food lgG antibodies produced to 

seen as an invader lgG multiple foods as a result to gut 

antibodies produced inflammation 

Inflammation 
Leaky gut syndrome 

lgG antibodies form a complex 
Leaky guUinflamed 

----+ gut causes nutrients and waste to 
with food antigens depositing in leak form the gut worsening the 

gut tissue leading to gut absorption and more lgG 
inflammation production. 

Fig. 3.10: Weakening of various mechanical and biochemical barriers of the gut resulting in the passage of 
antigenic material into the bloodstream 

Obesity alters 
gut micobiota 

High faUsuger, low fibre 
diet causes an imbalance 
between "good" and "bad" 

gut bacteria 

Dysbiosis of colonic microbiota 
mucous production and epithelial 
integity-resulting in a "leaky gut" 

Normal gut function 
0 Bacteria 
ODO Do 

D D v a "Leaky gut" 

~ 1QGJ 
Normal tight junction function * [b) 
and mucous barrier preventing /'V 
the transep,thehal passage LPS Macophages activated 

by bacterial LPS that 
passes through gut wall 

Obesity directly increase 
gut permeability 

Gut inflammation initiated 

"'7"''" ·~''""00 / 

Polycystic morphology 
on ultrasound 

! 
Insulin drives testosterone 
production in ovary, while 

impairing follicle development 

Impaired ovulation 

Fig. 3.11 : Pathophysiology of leaky gut syndrome and PCOS28 


