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PCO(S)ֵ ἤᵜ ( )  

Diagnosis 

×PCO: Readily based on ovarian morphology 

×Polycystic ovaries: ten or more cysts 2-8 mm in 
diameter, arranged around a dense stroma or 
scattered throughout an increased amount of 
stroma   

×Prevalence of polycystic ovaries: 20-25% in 
young adults 

×PCOS: polycystic ovaries found in association 
with menstrual disturbance, the complications 
of hyperandrogen and obesity.  



PCOS П  

×Laparotomy and histological confirmation of 
PCO                  Stein and Leventhal 1935 

×Biochemical criteria  

       Raised LH or LH/FSH 

        Raised Testosterone, androstenedione 

        Abnormal estrogen secretion  

×Clinical presentation  

       Menstrual cycle disturbance  

       Obesity  

       Hyperandrogenism (hirsutism, acne, androgen   

       -dependent alopecia)    



US consensus on the diagnosis 
of PCOS ּר ứ -  NIH 1990 

Two criteria:  

×Chronic oligo-/anovulation 

×Hyperandrogenism  

     Hirsutism   

     Hyperandrogen   Total testosterone > 89 ng/dl 

                                           Free testosterone > 0.66 ng/dl 

                                           Androstenedione > 2.97 ng/ml 

                                            SHBG 

Excluding: Hyperprolactinemia, Thyroid dysfunction, 
LOCAH, Cushingôs, Androgen secreting tumor            



UK definition of the diagnosis 
of PCOS       ứ  

×Polycystic ovaries (PCO) 

     Ovarian area > 5.5 cm2 

      Ovarian volume > 11 ml  

      12 Follicles:  2-9 mm  (mean of both ovaries)  

×Associated clinical or biochemical features 

       Oligo-/amenorrhea  

       Hyperandrogenism   

       Obesity  

       Elevated serum testosterone    

       Elevated serum LH  



PCO without PCOS ֽ ᴶ  

×Incidence: around 20%  

×Normally ovulatory  women with PCO 

   Increased incidence of subfertility and   

miscarriage  

   Frequently develop typical symptoms after gaining 
significant weight     

   Exaggerated response to gonadotropin 

   Degree of insulin resistance ranked between PCOS 

and normal  



Proposed protocol ☼  for the 
diagnosis of PCOS  Homburg 2002 HR 

× 1. Symptoms       

         menstrual disturbance, hirsutism, acne 

           anovulatory infertility         

×Ą 2. Ultrasound examination : If (+) Dx confirmed 

            > 8 follicles (<10mm) in one plane  

              stroma > 25% volume or > 34% area   

             If ( -): proceed to        

×Ą 3. Biochemical examination  

             elevated serum testosterone, elevated LH,     

               elevated free androgen,  

               fasting glucose: insulin < 4.5 

               If any one (+): Dx confirmed                 



New consensus on diagnosis of 
PCOS    2003   Ԛ   

At least two out of the following three criteria 

×(1) Chronic oligo-/anovulation  

×(2) Hyperandrogenism 

×(3) Polycystic ovaries 

Subsets: (1)+(2);  (3)+(2); (3)+(1); (1)+(2)+(3)  

Excluding hyperprolactinemia, thyroid dysfunction, 
LOCAH, Cushingôs , androgen secreting tumor 



PCOSֵ ἤᵜ  

Treatment policy 

×PCOS: elevated LH , chronic hyperandrogen,  
insulin resistance (hyperinsulinemia) 

×CC remains the first -line therapy,                   
ovulation 70~85%,  PR 40~50% 

×Standard (conventional) OI: CC, Gn (hMG, 
u-FSH, r-FSH), pulsatile GnRH 

×If fail (refractory to OI in vivo) Ą IVF -ET 

×Or have coexisting infertility factors  



Prevalence ᴩ  of PCO(S) in ART 

Polycystic ovaries 

×87% in oligomenorrhea, 26% in amenorrhea, 
22% in ónormalô population (Polson, 1988) 

PCO referred for IVF : not so well known 

×33% to 50% in IVF cycles: common finding 
with or without clinical symptoms 
(MacDougall, 1994) 

×If there is no other cause for infertility,                          
try ovulation induction first .  

×OI for pure PCOS and IVF for other causes or 
after OI has failed (>= 6 ovulatory cycles) 



Relevance ἤ of PCOS to fertility 

Implication of PCOS to fertility  

Cause of infertility: anovulation and hypersecretion of LH 

Elevated basal (follicular phase) LH.  Debate:  
×Adverse effect (Regan, Lancet: 1990) 

   - Midfollicular phase LH > 10 IU/L vs normal : dropped  

     PR (67% vs 88%),  increased SAR (65% vs 12%) 

×No deleterious effect (Thomas, BJOG: 1989) 

   - LH above 75 percentile: no adverse effect on FR 

Premature endogenous LH surge 
× LH surge identified at its initiation: abandoned or                            

augmented with HCG 

× LH surge is established: cancelled  

×Canceling cycles with spontaneous surge, unless it is caught within 
12 h onset, intensive monitoring required  



COS ạἤ ᵜin PCO(S) 

Response to stimulation  

×OI for unifollicular development: slow 
response, risk of hyperstimulation & cyst 
formation  

×OI for multifollicular recruitment: 
explosive follicle production 

×Increased number of follicles, oocytes, and 
estrogen with decreased FR 

×Prone to OHSS 



ARTϢЏẦᵗӢ ᶾ  in PCOS 

Efficacy / Outcome  of IVF -ET therapy in PCOS 

×higher peak E2,  

×lower hMG requirement,  

×greater number of follicles, oocytes   

×reduced FR (57.3% vs 65.7%), CR,  

×comparable PR/aspiration, PR/ET 
(22.6~25.4% vs 26.5~23%), or LBR with other 
diagnosis  

×more MPR, increased miscarriage (SAB) rate, 

×no increased congenital abnormalities 

×10.5% OHSS (moderate ~ severe)  

 

 



Preconceptional counseling  Һ›  

×Importance of the diagnosis of PCO morphology 
prior to COS  

×Preconceptional counseling 

×Explanation the behavior and drugs chosen 

×Advice about potential problems ï OHSS and 
multiple pregnancies 

×Miscarriage rate increased. Congenital 
abnormalities not increased 

×Reducing the risk of pregnancy loss by weight 
reduction before ART 



Preconceptional counseling 

×Hyperinsulin (obesity) associated with hypertension, 
pre-eclampsia and GDM  (prevalence 8.1%).  

×Attain ideal BW before conception to avoid pre-
eclampsia 

×Screening women with PCOS for glucose intolerance  

×Obesity leads to increased UTI, malpresentation, 
dystocia, PPH, thromboembolism, PNM 

×Increased risk of HT, NIDDM and CVD, endometrial 
hyperplasia in later life  

×The most effective management is advice on diet and 
weight loss (Obese become slim, non-obese stay slim)  


