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Abstract

Polycystic Ovarian Syndrome (PCOS) is the most common endocrine disorder in reproductive women. It
is estimated that 5 to 109 of women of reproductive age have PCOS. One of the major diagnostic criteria of
PCOS was chronic anovulstion, which lead to irregular menstruation, amenorrhea, and infertility; the other

diagnostic criteria were hyperandrogenism, which lead to hirsutism, acne and alopecia.

PCOS and hyperprolactinamia are both common causes amenorrhoea in reproductive women. In our study,
we found out that the hyperprolactinaemia women also had significantly higher total testosterone, prolactin,
average menstrual intervals, Ferriman-Gallway Score and percentage of hirsutism relative to the normal
control group. Compared with the PCOS group that women with hyperprolactinaemia had lower total

testosterone, LH, LH-to-FSH ratio and average ovarian volume than the women with POCS.

Obesity is a major factor that could be controlled during the treatment of PCOS. Weight reduction is one of
our methods in PCOS treatment. The progressive results for obese PCOS women would be facing the risks of
diabetes and metabolic syndrome. In our data the insulin sensitivity index (IS) and the percentage of insulin
resistance (IR) were not significantly different among discrete phenotypes of PCOS groups and normal
controls. Obesity (ORY414.0, 959% CI, 7.5-26.5) results in a higher risk for developing insulin resistance
than hyperandrogenemia (ORY:2.1, 1.3-3.6) , oligomenorrhea (ORY21.8, 1.0-3.3) and polycystic ovary
morphology (PCOM) (ORY41.4,0.8-2.7 ). The ISI did not differ significantly among the various phenotypes
of PCOS. In comparison with hyperandrogenemia, chronic anovulation, and PCOM, obesity was the dominant
risk factor in determining insulin resistance in women with PCOS. In the future, we would like to evaluate the

benefit of weight reduction program to the prognosis of obese women with PCOS.

Antimillerian hormone (AMH) is considerate to indicate the quantity of ovarian follicle pool. Also AMH has
high relation with PCOS, but do high AMH levels increase the risk of PCOS, insulin resistance, and /or
metabolic abnormalities? Are the serum levels of AMH associated with various PCOS phenotypes? Are the
clinical and “or biochemical presentations between high and lowAMH levels in women with and without
PCOS different? In our report which was published in Fertility and Sterility conducted to answer these
guestion. AMH was divided into three levels: high AMH ( >11ng,mL ), moderate AMH (4-11ng,/mL) and
low AMH (<4ng, mL) . As the AMH level increase, the prevalence of PCOS increased significantly from 21
9% in the low-AMH group to 37% in the moderate-AMH group and 80% in the high-AMH group. But glucose
intolerance, insulin resistance, lipid profile, and risk of metabolic syndrome ( except for total cholesterol level

and HDL content) were not significantly different among the low-, moderate-, and high-AMH subgroups.

v



In women with PCOS, AMH levels may reflect specific ovarian anomalies but are not indicative of metabolic
anomalies. Elevated serum AMH levels are associated with an increased risk of PCOS; however, an increase

in AMH levels was not correlated with an increased risk of insulin resistance and metabolic syndrome.

The QRS duration was prolonged in the PCOS group, and A prolonged QRS duration was shown to be
associated with increased cardiac mortality. PCOS with androgen excess had the shorter QT interval as

compared to those without androgen excess.

Age had significant positive correlation with fasting glucose, cholesterol, triglycerides and low-density
lipoprotein. In the study we classified POCS by age into two groups, one are younger than 30 years old, and
another group are age between 30 to 40 years old. We found out that younger group had higher total
testosterone levels than another group; and elder group had higher fasting insulin and glucose levels,

triglycerides, body mass index and waist measurements and higher incidence of obesity than younger group.

Keyword: Polycystic Ovary syndrome, Hyperprolactinaemia, Testosterone,
Androgen, Obesity, EKG
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"6 4o Dyslipidemia % 3 4c 3 Ldpdco BT 1% oL % § Fault Rinp B 0 20 % RO 6 ek
4 % 45k (68)

EoLN

= s ¥ RRRS
1. ACOG Practice Bulletin. Clinical Management Guidelines for Obstetrician-Gynecologists. number 41, December 2002.
Obstet Gynecol. 2002 Dec;100 (6) :1389-402.
2. The Rotterdam ESHRE A SRM-sponsored PCOS workshop group (2004) Revised 2003 consensus on diagnostic

criteria and long-term health risks related to polycystic ovary syndrome (PCOS) .Hum Reprod 19,41-47
10



3. Hsu MlI, Liou TH, Chou SY, Chang CY, Hsu CS. Diagnostic criteriafor polycystic ovary syndrome in Taiwanese
Chinese women: comparison between Rotterdam 2003 and NIH 1990.Fertil Steril. 2007 Sep;88 (3) :727-9. Epub 2007
Aug 13.

4. Asuncion M, Calvo RM, San Millan JL, Sancho J, Avila S, Escobar-Morreale HF A prospective study of the prevalence
of the polycystic ovary syndrome in unselected Caucasian women from Spain. J Clin Endocrinol Metab. 2000 Jul;85

(7) :2434-8.

5. Michelmore KF, Balen AH, Dunger DB, Vessey MP. Polycystic ovaries and associated clinical and biochemical features
in young women. Clin Endocrinol  ( Oxf) . 1999 Dec;51 (6) :779-86.

6. Kauffman RP, Baker VM, Dimarino P, Gimpel T, Castracane VD. Polycystic ovarian syndrome and insulin resistancein
white and Mexican American women: a comparison of two distinct populations. Am J Obstet Gynecol. 2002 Nov;187

(5) :1362-9.

7. Cooper HE, Spellacy WN, Prem KA, Cohen WD. Hereditary factorsin the Stein-Leventhal syndrome. Am J Obstet
Gynecol. 1968 Feb 1;100 (3) :371-87.

8. Legro RS, Bentley-Lewis R, Driscoll D, Wang SC, Dunaif A. Insulin resistance in the sisters of women with polycystic
ovary syndrome: association with hyperandrogenemia rather than menstrual irregularity. J Clin Endocrinol Metab. 2002
May;87 (5) :2128-33.

9.YildizBO, Yardi H, Oguz H, Bayraktar M. Glucose intolerance, insulin resistance, and hyperandrogenemiain first
degree relatives of women with polycystic ovary syndrome. J Clin Endocrinol Metab. 2003 May;88 (5) :2031-6.

10. Battaglia C, Regnani G, Mancini F, lughetti L, Flamigni C, Venturoli S. Polycystic ovaries in childhood: a common
finding in daughters of PCOS patients. A pilot study. Hum Reprod. 2002 Mar;17 (3) :771-6.

11. Urbanek M. The genetics of the polycystic ovary syndrome. Nat Clin Pract Endocrinol Metab. 2007 Feb;3 (2) :103-11.

12. Balen AH, Conway GS, Kaltsas G, Techatrasak K, Manning PJ, West C, Jacobs HS. Polycystic ovary syndrome: the
spectrum of the disorder in 1741 patients. Hum Reprod. 1995 Aug;10 (8) :2107-11.

13. Franks S. Polycystic ovary syndrome: a changing perspective. Clin Endocrinol  (Oxf) . 1989 Jul;31 (1) :87-120.

14. AmirikiaH, Savoy-Moore RT, Sundareson AS, Moghissi KS. The effects of long-term androgen treatment on the ovary.
Fertil Steril. 1986 Feb;45 (2) :202-8.

15. Polson DW, Adams J, Wadsworth J, Franks S. Polycystic ovaries--a common finding in normal women. Lancet. 1988
Apr 16;1 (8590) :870-2.

16. van Santbrink EJ, Hop WC, Fauser BC. Classification of normogonadotropic infertility: polycystic ovaries diagnosed
by ultrasound versus endocrine characteristics of polycystic ovary syndrome. Fertil Steril. 1997 Mar;67 (3) :452-8.

17. Clayton RN, Ogden V, Hodgkinson J, Worswick L, Rodin DA, Dyer S, Meade TW. How common are polycystic
ovariesin norma women and what istheir significance for the fertility of the population? Clin Endocrinol  ( Oxf ). 1992

Aug;37 (2) :127-34.

11



18. CarminaE, Wong L, Chang L, Paulson RJ, Sauer MV, Stanczyk FZ, Lobo RA. Endocrine abnormalitiesin ovulatory
women with polycystic ovaries on ultrasound. Hum Reprod. 1997 May;12 (5) :905-9.

19. Gadir AA, Alnaser HM, Mowafi RS, Shaw RW. The response of patients with polycystic ovarian disease to human
menopausal gonadotropin therapy after ovarian electrocautery or aluteinizing hormone-releasing hormone agonist.
Fertil Steril. 1992 Feb;57 (2) :309-13.

20. Pache TD, de Jong FH, Hop WC, Fauser BC. Association between ovarian changes assessed by transvaginal
sonography and clinical and endocrine signs of the polycystic ovary syndrome. Fertil Steril. 1993 Mar;59 (3) :544-9.

21. Battaglia C, Artini PG, Genazzani AD, Sgherzi MR, Salvatori M, Giulini S, Volpe A. Color Doppler analysisin lean
and obese women with polycystic ovary syndrome. Ultrasound Obstet Gynecol. 1996 May;7 (5) :342-6.

22. Kyei-Mensah A, Zaidi J, Pittrof R, Shaker A, Campbell S, Tan SL. Transvaginal three-dimensional ultrasound:
accuracy of follicular volume measurements. Fertil Steril. 1996 Feb;65 (2) :371-6.

23. Ajossa S, Guerriero S, Paoletti AM, Orra M, Melis GB. Hyperinsulinemia and uterine perfusion in patients with
polycystic ovary syndrome. Ultrasound Obstet Gynecol. 2002 Sep;20 (3) :276-80.

24. BergaSL, Yen SS. Opioidergic regulation of LH pulsatility in women with polycystic ovary syndrome. Clin Endocrinol

(Oxf) . 1989 Feb;30 (2) :177-84.

25. ImseV, Holzapfel G, Hinney B, Kuhn W, Wuttke W. Comparison of luteinizing hormone pulsatility in the serum of
women suffering from polycystic ovarian disease using a bioassay and five different immunoassays. J Clin Endocrinol
Metab. 1992 May;74 (5) :1053-61.

26. McNatty KP, Smith DM, Makris A, DeGrazia C, Tulchinsky D, Osathanondh R, Schiff I, Ryan KJ. The intraovarian
sites of androgen and estrogen formation in women with normal and hyperandrogenic ovaries as judged by in vitro
experiments. J Clin Endocrinol Metab. 1980 Apr;50 (4) :755-63.

27. Mason HD, WillisDS, Beard RW, Winston RM, Margara R, Franks S. Estradiol production by granulosa cells of
normal and polycystic ovaries: relationship to menstrual cycle history and concentrations of gonadotropins and sex
steroidsin follicular fluid. J Clin Endocrinol Metab. 1994 Nov;79 (5) :1355-60.

28. Fauser BC. Observationsin favor of normal early follicle development and disturbed dominant follicle selectionin
polycystic ovary syndrome. Gynecol Endocrinol. 1994 Jun;8 (2) :75-82.

29. Serafini P, Silva PD, Paulson RJ, Elkind-Hirsch K, Hernandez M, Lobo RA. Acute modulation of the
hypothalamic-pituitary axis by intravenous testosterone in normal women. Am J Obstet Gynecol. 1986 Dec;155

(6) :1288-92.

30. Agarwal SK, Judd HL, Magoffin DA. A mechanism for the suppression of estrogen production in polycystic ovary
syndrome. J Clin Endocrinol Metab. 1996 Oct;81 (10) :3686-91.

31. Kaaijk EM, Beek JF, Hamerlynck JV, van der Veen F. Unilateral oophorectomy in polycystic ovary syndrome: a
treatment option in highly selected cases? Hum Reprod. 1997 Nov;12 (11) :2370-2.

12



32. Fradkin JE, Eastman RC, Lesniak MA, Roth J. Specificity spillover at the hormone receptor--exploring itsrolein
human disease. N Engl JMed. 1989 Mar 9;320 (10) :640-5.
33. Robinson S, Kiddy D, Gelding SV, Willis D, Niththyananthan R, Bush A, Johnston DG, Franks S. The relationship of
insulin insensitivity to menstrual pattern in women with hyperandrogenism and polycystic ovaries. Clin Endocrinol
(Oxf) . 1993 Sep;39 (3) :351-5.
34. OvalleF, Azziz R. Insulin resistance, polycystic ovary syndrome, and type 2 diabetes mellitus. Fertil Steril. 2002
Jun;77 (6) :1095-105.
35. Ehrmann DA, Barnes RB, Rosenfield RL, Cavaghan MK, Imperial J. Prevalence of impaired glucose tolerance and
diabetes in women with polycystic ovary syndrome. Diabetes Care. 1999 Jan;22 (1) :141-6.
36. Dunaif A, Green G, Phelps RG, Lebwohl M, Futterweit W, Lewy L. Acanthosis Nigricans, insulin action, and
hyperandrogenism: clinical, histological, and biochemical findings. J Clin Endocrinol Metab. 1991 Sep;73 (3) :590-5.
37. Bergh C, Olsson JH, Selleskog U, Hillengé T. Steroid production in cultured thecal cells obtained from human ovarian
follicles. Hum Reprod. 1993 Apr;8 (4) :519-24.
38. Barbieri RL, Makris A, Ryan KJ. Insulin stimulates androgen accumulation in incubations of human ovarian stroma and
theca. Obstet Gynecol. 1984 Sep;64 ( 3 Suppl ) :73S-80S.
39. Barbieri RL, Makris A, Randall RW, Daniels G, Kistner RW, Ryan KJ. Insulin stimulates androgen accumulation in
incubations of ovarian stroma obtained from women with hyperandrogenism. J Clin Endocrinol Metab. 1986 May;62
(5) :904-10.
40. Burghen GA, Givens JR, Kitabchi AE. Correlation of hyperandrogenism with hyperinsulinism in polycystic ovarian
disease. J Clin Endocrinol Metab. 1980 Jan;50 (1) :113-6.
41. dosReis RM, FossMC, de MouraMD, Ferriani RA, Silvade SAMF. Insulin secretion in obese and non-obese women
with polycystic ovary syndrome and its relationship with hyperandrogenism. Gynecol Endocrinol. 1995 Mar;9
(1) :45-50.
42. DeClue TJ, Shah SC, Marchese M, Maone JI. Insulin resistance and hyperinsulinemiainduce hyperandrogenismin a
young type B insulin-resistant female. J Clin Endocrinol Metab. 1991 Jun;72 (6) :1308-11.
43 . Poretsky L. On the paradox of insulin-induced hyperandrogenism in insulin-resistant states. Endocr Rev. 1991 Feb;12
(1) :3-13.
44 . Barber TM, McCarthy MI, Wass JA, Franks S. Obesity and polycystic ovary syndrome. Clin Endocrinol
(Oxf) . 2006 Aug;65 (2) :137-45.
45. Liou TH, Yang JH, Hsieh CH, Lee CY, Hsu CS, Hsu MI, “Clinical and biochemical presentations of
polycystic ovary syndrome among obese and non-obese women”.Fertil Seril. 2008 In press.
46. Wabitsch M, Hauner H, Heinze E, B6ckmann A, Benz R, Mayer H, Teller W. Body fat distribution and steroid
hormone concentrations in obese adolescent girls before and after weight reduction. J Clin Endocrinol Metab. 1995

Dec;80 (12) :3469-75.

13



47. Azziz R. Reproductive endocrinologic alterations in female asymptomatic obesity. Fertil Steril. 1989 Nov;52
(5) :703-25.

48. Taponen S, Ahonkallio S, Martikainen H, Koivunen R, Ruokonen A, Sovio U, Hartikainen AL, Pouta A, Laitinen J,
King V, Franks S, McCarthy M1, Jarvelin MR. Prevalence of polycystic ovariesin women with self-reported symptoms
of oligomenorrhoea and,or hirsutism: Northern Finland Birth Cohort 1966 Study. Hum Reprod. 2004 May;19

(5) :1083-8. Epub 2004 Mar 25.

49. Quinkler M, Sinha B, Tomlinson JW, Bujalska |J, Stewart PM, Arlt W. Androgen generation in adipose tissue in
women with simple obesity—a site-specific role for 17beta-hydroxysteroid dehydrogenase type 5. J Endocrinol. 2004
Nov;183 (2) :331-42.

50. Peiris AN, Sothmann MS, Aiman EJ, Kissebah AH. The relationship of insulin to sex hormone-binding globulin: role
of adiposity. Fertil Steril. 1989 Jul;52 (1) :69-72.

51. Kiddy DS, Sharp PS, White DM, Scanlon MF, Mason HD, Bray CS, Polson DW, Reed MJ, Franks S. Differencesin
clinical and endocrine features between obese and non-obese subjects with polycystic ovary syndrome: an analysis of
263 consecutive cases. Clin Endocrinol  (Oxf) . 1990 Feb;32 (2) :213-20.

52. Pasguali R, Casimirri F, BalestraV, Flamia R, Melchionda N, Fabbri R, Barbara L. The relative contribution of
androgens and insulin in determining abdominal body fat distribution in premenopausal women. J Endocrinol Invest.
1991 Nov;14 (10) :839-46.

53. Barber TM, McCarthy M|, Wass JA, Franks S. Obesity and polycystic ovary syndrome. Clin Endocrinol  ( Oxf ) . 2006
Aug;65 (2) :137-45.

54, Escobar-Morreale HF, San Millan JL. Abdominal adiposity and the polycystic ovary syndrome. Trends Endocrinol
Metab. 2007 Sep;18 (7) :266-72. Epub 2007 Aug 10.

55. Satoh N, Ogawa Y, Katsuura G, Numata Y, Tsuji T, Hayase M, EbiharaK, Masuzaki H, Hosoda K, Yoshimasa Y,
Nakao K. Sympathetic activation of leptin via the ventromedia hypothalamus: leptin-induced increase in catecholamine
secretion. Diabetes. 1999 Sep;48 (9) :1787-93.

56. QiuJ, Ogus S, Mounzih K, Ewart-Toland A, Chehab FF. Leptin-deficient mice backcrossed to the BALB,cJ genetic
background have reduced adiposity, enhanced fertility, normal body temperature, and severe diabetes. Endocrinology.
2001 Aug;142 (8) :3421-5.

57. Chehab FF, Lim ME, Lu R. Correction of the sterility defect in homozygous obese female mice by treatment with the
human recombinant leptin. Nat Genet. 1996 Mar;12 (3) :318-20.

58. Jockenhovel F, Blum WF, Vogel E, Englaro P, Miller-Wieland D, Reinwein D, Rascher W, Krone W. Testosterone
substitution normalizes elevated serum leptin levels in hypogonadal men. J Clin Endocrinol Metab. 1997 Aug;82

(8) :2510-3.

59. Seufert J. Leptin effects on pancreatic beta-cell gene expression and function. Diabetes. 2004 Feb;53 Suppl 1:5152-8.

14



60. CarminaE, Ferin M, Gonzalez F, Lobo RA. Evidence that insulin and androgens may participate in the regulation of
serum leptin levelsin women. Fertil Steril. 1999 Nov;72 (5) :926-31

61. Morin-Papunen LC, Koivunen RM, Tomas C, Ruokonen A, Martikainen HK. Decreased serum leptin concentrations
during metformin therapy in obese women with polycystic ovary syndrome. J Clin Endocrinol Metab. 1998 Jul;83

(7) :2566-8.

62. Remsberg KE, Talbott EO, Zborowski JV, Evans RW, McHugh-Pemu K. Evidence for competing effects of body mass,
hyperinsulinemia, insulin resistance, and androgens on leptin levels among lean, overweight, and obese women with
polycystic ovary syndrome. Fertil Steril. 2002 Sep;78 (3) :479-86.

63. Diamanti-Kandarakis E, Alexandraki K, Piperi C, Protogerou A, Katsikis |, Paterakis T, Lekakis J, Panidis D.
Inflammatory and endothelial markersin women with polycystic ovary syndrome. Eur J Clin Invest. 2006 Oct;36

(10) :691-7.

64. Loverro G, Lorusso F, Mei L, Depalo R, Cormio G, Selvaggi L. The plasma homocysteine levels areincreased in
polycystic ovary syndrome. Gynecol Obstet Invest. 2002;53 (3) :157-62.

65. Reaven GM, Chen YD. Insulin resistance, its consequences, and coronary heart disease. Must we choose one cul prit?
Circulation. 1996 May 15;93 (10) :1780-3.

66. CarminaE, Orio F, Palomba S, Longo RA, CascellaT, Colao A, Lombardi G, Rini GB, Lobo RA. Endothelial
dysfunction in PCOS: role of obesity and adipose hormones. Am JMed. 2006 Apr;119 (4) :356.€1-6.

67. Abbott DH, Dumesic DA, Franks S. Developmental origin of polycystic ovary syndrome - a hypothesis. J Endocrinol.
2002 Jul;174 (1) :1-5.

68. Legro RS. Polycystic ovary syndrome. Long term sequel ae and management. Minerva Ginecol. 2002 Apr;54

(2) :97-114.

>

AFEFFEPOEL T fER A PCOS ehfph 2 F AT NG d - B AP ENGF AL
PCOS e 7 1 &8 RHFAF M " "TRHAZERAZ A AL RFRE  RFCLRLEEFIRE
PCOS ﬁﬁ%é_ﬁﬂ%ﬁ o P AT T T ousE 2 2 PCOS i RAPBR SRS TR > 27 B g
B3t E R g A L PCOSHAREZE T R FKRA - FF > &2 P#4R 5 H PCOS
WA TR F R BF & Ao M\i* v f a Bk A A Sg R B Y a2t E (Free Testosterone
DHEA-s ~ SHBG) 2% £ % +ui* (Insulin ~ Glucose ~ OGTT) e sk = £ & » 24 5% p £ PCOS
REGAATH - JI*FLER 5 - HARRL PCOS chi 2 F A a2 dsh » REAI* @t i
Bt a 47 o 7 i 3R 4 PCOS shdp B T &2 Tk £ 1 - e r e f2 o PCOS 3% & TRk #1445 f6 %
LR bl AT A BT R L BT PCOS -t Tk A enfl e i & L AT LS S
DeUgarte # 2005 # 3¢ 4 271 B® % <7 PCOS L H F 77% % Lp > & BAple JETIE T > SUipgE 4 ¢

£
Fertility and Sterility 3 #1300 - % PCOS 47+ =3 35% 5 L » @ -~ % PCOS¥H*~ 73 41%F 7 5=
15

(dm



4

AL 0 BB F R F NG SR 2706chdRE o Ft L PCOS 44 F R R AR S LR W R o

TR OEFLEPEER ATRR Y ARAER Y i ET Y B hd 2 PCOS ¥ 4% § F
(InsulinResistance) * & » Vit 3 A8 > Ra P % 58 PCOSH4 cnfp b FTALT 2 % fF o F 3tseak,

o 4 PCOS ##+ ¥ 39%BMI>25 > & * PCOS 4% ¥z = BMI>30> # sz § L & * PCOS * 1%
LenRi A > St g @ PCOSehip Mk B > FEL ¥ A7 2PCOS k¢ & - M+ EHLLNiog -
T oA PCOS gl &4 10% > E il FAL e REFL EERAE AL E o AP =
£ R o gz R A PCOS Shfffl » 1 & 58 PCOS 4 chrit » 1 4~ 47 R 4 PCOS 7 5 £ 3
RREL s UK P ETRkinRki 22 ATE0my @B LD IET] cF2 E R AP AT P FE A

TN SRR AL A GRS R R RS

P}

55 SCl#= » WAL Ay gl
Frasz PCOS s g inp M AP LABREFF LG AEETEL 0w« Rk
PCOS ’ér_ & k.és?fimmfg/r'}% s Le?fﬁlz’ﬂw »‘ r')%'ﬁ_fb mﬁ‘:}\. ) @F*KT&’&FR%Z‘&"EE%‘:;\Z Y TF“?E 5";3

1
#HEPCOS FFhiphk » AW HAEFIZEREOES 8- By { ££ g2

FrRodm (F 8madik)
SR

. &% Rk aifehk 2R
2007 # :i-fi?%ﬁ PR B d WA 7 F? g ¢ 7 > &7 Fertility and Sterilityz # % ~ % 170 %
PCOS &4 F# > 2% e o % PCOSH+ + £ A > PCOS* Liph £ g frity B L R'Z
AL AR 25 2 PCOS B 4p0t » B G AP T itk E o o4 PCOS 4
LS G 5L gk 0 e grd S hd s o 22 1990 & NIH 5 #70E i 4pdk » 2003 £ 0
P ETIE P 2 60%q 5k s Aech PCOS R f » AP ehi? T & o e~ R Lp g
TR A B A 2 R e E S Rk Rk 20 F #77 F  PCOSAp MR AT AR L R
Thwm2ERP AN TFESY A PCOSafpk 23 300 24~ > A% L R AP 58
PCOS « 7 i+ & =1k 4 (Fertil Steril. 2007 Sep;88(3):727-9.)

2. A WA EFF ¢ L
2008 # 11" % G4 LAMAEF R ENHELEF P HAIFAGP RAFIFE £ 0 gHE
” A comparative study of cutaneous manifestations of hyperandrogenism and polycystic
ovary syndrome in obese and non-obese Taiwanese women” Oral presentation; 64th
Annual Meeting of American Society for Reproduction Medicine (ASRM), San Francisco,
Nov. 2008

3. L 5 B LA & B AT

16



2009 & - % o - EEH P RECLAEE R AR ECERF PRI A RP AFIR
Wi R wE o 38 p 527 Perspectives on PCOS from East Asia” |, First International Asia
Pacific meeting on Polycystic Ovary Syndrome; Hong Kong; Jan. 2009.

4, 54 % B L LHIFSH b @27 2 frphag2 77§
2009 £ 42 > Ei%ﬂ%[ﬁwmﬂ 7 LH, FSH £ PCOS i % > 12" Inappropriate gonadotropin
secretion in polycystic ovary syndrome” £ = 7| % »* Fertility and Sterility - &% * $# 3 ¢
3 &% E 5% 251 & PCOS E,ﬁ gy o APl ROC o ek 47 0 % 3R LH/FSH
g £_PCOS i endpth > ka7 o3ty e 4 0 LH/IFSH >1 @ 22 LH/FSH >2 & LH/FSH
>3 B-F T PCOS 2 rfamik 2 B - BBALHE FSHawW B Aad 2 4572 234
T L LHIFSHew i@ o o B+ FERALE > £ H A7 PP aB ¥ 5 > LH/IFSH
WO TR E B fRge o AP g e ik PCOS & 25 PCOS & MR & P AT 4o s 1E
% 0 & F g PCOS 4+ € i3 & LH e % » s akgs LH chpf 4381 f2 PCOS 5§ 11
1 2 (Fertil Steril. 2009 Apr;91(4):1168-74) -

S. v WAAFE gTRA BAHG B
2009 & > F A FA P K % g7 12”7 QObesity and insulin resistance in women with
polycystic ovary syndrome.” 35~ & ¥ 98 & 82 % F 5§ ¢ Tesk B4 35~ #& (Prize Paper)

6. % = & Iy = % Congress on Controversies in Obstetrics & 427 :#
2009 # 11 * - 3rd Asia Pacific Congress on Controversies in Obstetrics, Gynecology &
Infertility (COGI) ¥ Wiz BiF 3 FiFAL %P %%Eﬂ?x WEAFHE 420 27 Dowe
need a different set of criteria for defining PCOS in this region? Views from East Asia” -

TR AFE §# ¢ BATHE
2009 & 11" > G REAAFFEEELGRFE R VIIFAGP AFFLF § 242
7 # (Plenary Session Special lecture) » 42 F %" PCOS: current updates, on perspectives
from East Asia” , Invited Speaker, 57th Congress of the Korean Society for Reproductive
Medicine, 2009; Nov. Seoul, Korea.

RS B S TS Rl &
2009 # 12 % » F ¥ @AM ¥ W2 f_ai%f g¢F >@7g 4" Clinical and biochemical
presentations of polycystic ovary syndrome among obese and nonobese women.” ; &4
¥ AR AR OLE PCOS 2 $Teng 8 0 24 ik seyg se ik _PCOS & # ¥ RFE o HE
B PCOS & % § 50 Mchiff 4L » 543 A7 92k 443 PCOS 47 874 § P BTl i 0 se ik g
W 4e 2.2 BRPIREE 2.6 B2 FER Np % o Flt A PF R RA j/;j‘;‘;g\ PCOS :hig_=
FlF o P E R BT PCOS B - B 4 chin g 8 ¢ (Fertil Steril. 2009
Dec;92(6):1960-5) -

9. ppteake SRR AR AT S A2 #R

17



2010 # 7 * ’;ﬂbgﬁﬁﬂ’?:}%i}%% HMEER S ARPHE - FILFREEHBP F5
pE oM FEAFERRY A LI RBRRT SR SRE LR RELFILRRE T2
g iApL N HoAp b AR T S A2 R -

10. S RMU PR pGRHEel RS L Th AR
2010 &= 9 * > @ = M|} & Arch Gynecology Obstetrics % 4 77 A comparative study of
cutaneous manifestations of hyperandrogenism in obese and non-obese Taiwanese women.
TS EAE TR o AP w AR 627 =k :35':?;5 r:—ﬁh;ﬁ duFEt o F LR R ERET R R
B PR AR - SRR LRI F FRESF P EOTRA A RAPH 0 R
M e 45 Fr A R e B AR B chzedt F o R £H § F R A AP deifoliht
B FI A R L T ol L T sk R R SR A R F R R 4
ThFL 064 E2MLIEFE ¢ # ¢ v 52 (Arch Gynecol Obstet. 2010
Sep;282(3):327-33) -

11, o B RME v pGHE TR 21
2011 &= 1 * > @ > |} & Gynecological Endocrinology % # 7 " Cardiac conductive
disturbance in patients with polycystic ovary syndrome.” ; i& % <~ & 4 7 12 = PCOS 47 %
824 ¥R e T R AP IR PCOS 44 che T Bl € & I QRS % FF i ehia)
Flt e i T B PCOS 7+ fow i F A5~ % 02 (Gynecol Endocrinol. 2010
Dec;26(12):883-8)

12. SASRPEPRpREa gt imip A
2011 # 1 * > ¥ = |} & Gynecological Endocrinology % # 7 ” Polycystic ovary syndrome
or hyperprolactinaemia: a study of mild hyperprolactinaemia.” ; A g #% > i & i %
WH AT TRR AR AW AR AL R F R L PCOS R4 ¥ LehR AL > A B iR
s e AP ¥ PCOS 2 & 0% enff 3T > B AP 473 266 = PCOS » 107 =8 e it o g 2
107 =4t pe e & oot > AP IRBE A B R D g F 56% P iRw 0 S1%z 2 B R 0 64%
TP A PCOSPEr o el gd FSHE LH LR » Apin;: PCOS & § s i g A3 F s
3R Flehg s (Gynecol Endocrinol. 2011 Jan;27(1):55-62) -

13, c# 5 R P L REES L ZIET T
2011 # 5 * » § = |} % Gynecological Endocrinology # # 7 ” Obesity and insulin
resistance in women with polycystic ovary syndrome.” ; # i#:#-233 = PCOS BH 7k
AR S ML L EEAPE e o B P 40 il ¥ R e NP IREE R zE & 2 2
PRAELPCOS R # R4 aid Loy Rl s tREFLE > s
Pebs it s F R rRET A g+ PCOSHM gy 224 hi e Apim KF 98 ¢
A2 AFEEES < § &€&k (Gynecol Endocrinol. 2011; 27(5)300-6) <

14. w328 PCOS &4 4 §F#mt {28 ¥ 2 S Pppiz#H i & R 5]

18



# AR PCOS R4 §F A mt X (LB ¥ 2 S PPR i3 #7018 0 2012 & 249 0 pi oo
T A 17220 i+ 5 8 PCOS#%+ 22 70 £ 2> §]* ROC o s ek 47 > vt 42 PCOS eri4p B
PETIEE > g e g PCOS & H §§ M (28 ¥ 2 R 9b i ¥ ihl & R F(Acta
Obstet Gynecol Scand. 2012 in press) -

15. AMH 22 538 5 § 150 55 i3 3 A B A 47
2011 & 77" » FxAFALERL P‘Q g ¢ 7 > ¥ 7| Fertility and Sterility 2 £ Anti-Mullerian
hormone and polycystic ovary syndrome” ; iz % < 3 #£ 34 Anti-Mllerian hormone (AMH)
2 PCOS epf % > iF“Kfr:LE AMH £_9F 5 & i e Fpthk o @ A ies R AMH A PCOS
foccih o APRLRE RAMH PES L F Y KZ o APFERF HAMH § 2
B HFHPCOS B » F 27> @ AMH * k& 47 PCOS § fuki gl R 2 R 4>
ABeg_ > AMH (B g M2 w b R i'b‘;’u H fi},%m}h E B o T h W APEE AR 100
EoR2AFEERFEE FaERIH Y £ (Fertil Steril. 2011 Jul;96(1):230-5)

16. S EM PR REGFEHET FEWLLEE LR
2011 & 127" » g By w2 ff%‘f ¢ ¥ = # 7] Human Reproduction# # " Clinical and
biochemical presentation of polycystic ovary syndrome in women between the ages of 20
and40.” THE Y FALEHFH I FELE 2 PCOS cnfpk 2> Giple anZ ¥riE 2T » 52 2R
PCOS¥ A d iz gmaEmy &iFt L2 a8k ARA ! DLAREF LB
G NP ERT P H R ARSI PCOS B F F RP OB M A TRAZ L AR L L AL BN
PR BT B XA MEH S A E L hPCOS & 0 el E 4 3
PCOS & -4 P & » feiw sz i b 4 &3 40 (Hum Reprod. 2011 Dec;26(12):3443-9) -

17. SHPMARGLE AT ¢ PCOS 5 £ 474 ¢ B
2012 # 8 7 LA ARBLTHAIF F # 7% Polycystic Ovary Syndrome % & #33 ¢ » h P & ¥
BF X a4 L% PCOS #1142 %% 47 PCOS characteristics in Taiwanese women” & %8 /%
Ho R BHG S PCOSHFL Afph t hEMEY R LARAFE L B o

18. BBzt e d el & ¢ B
2012 # 9" Rzt g ¢ % - EE ¢ 10th Androgen Excess & PCOS Society Annual
Meeting, Beijing China” a5 £ 7 - R A FFL G 47 CESHL S FETLFER
&% 4 4l:x %" Changes in the PCOS phenotype with age” % 3Lif:# > 3% % 41 & 73
PCOS sy UTiE 2 7 I £ d#dF4 2R hL B o

19. %474 z24 2% 27 Carotid Intima-Media Thickness =4p B 4 47
i gcr MARBL LN T FREBFAY S8 RETIORRLFEHRED
Carotid Intima-Media Thickness * # Gynecological Endocrinology # # 7 ” The relationship
between Carotid Intima-Media Thickness and Endogenous Androgens in young women with

Polycystic Ovary Syndrome in Taiwan” - 5d A Sp i b A4 5 BHBEFR S

19



20.

AR PR EiE BTG P AR 4 Carotid Intima-Media Thickness 725 ( Gynecol
Endocrinol. 2012 in press ) -

R Sl RN el e SNE E 3 R e
RIE-H AT oA RS AR BROPMFA BRGSO EES 2 BRFS L
P et E g L fE Wdpdcendp M 27§ 0 & Gynecological Endocrinology # 4 17 Effects
of androgen on vascular and inflammatory biomarkers in a female hypertensive
population” » & CER flenk B 0 ¥ BRF RS F A0 ET g d 3 & VEGF &
MMP-9 @ 2 384 & % i (Gynecol Endocrinol. 2012 in press) -

FEwmeFE (egrEopn)

BRA g my

1.

Liang SJ, Liou TH, Lin HW, Hsu CS, Tzeng CR, Hsu MI*. Obesity is the predominant
predictor of impaired glucose tolerance and metabolic disturbance in polycystic ovary
syndrome. Acta Obstet Gynecol Scand. 2012 Apr 12. [Epub ahead of print] PubMed PMID:
22497305.

Liang SJ, Hsu CS, Tzeng CR, Chen CH, Hsu MI*. Clinical and biochemical presentation of
polycystic ovary syndrome in women between the ages of 20 and 40. Hum Reprod. 2011
Dec;26(12):3443-9..

Lin YH, Chiu WC, Wu CH, Tzeng CR, Hsu CS, Hsu MI*; Anti-Mullerian hormone and
polycystic ovary syndrome; Fertil Steril. 2011 Jul;96(1):230-5

Chun-Sen H, Chien-Hua W, Wan-Chun C, Ching-Tzu L, Chun-Jen C, Hsu MI*. Obesity
and insulin resistance in women with polycystic ovary syndrome. Gynecol Endocrinol.
2011; 27(5)300-6

Su HW, Chen CM, Chou SY, Liang SJ, Hsu CS, Hsu MI*. Polycystic ovary syndrome or
hyperprolactinaemia: a study of mild hyperprolactinaemia. Gynecol Endocrinol. 2011
Jan;27(1):55-62.

SJ Liang, SY Chou, GC Wang, CR Tzeng, CS Hsu, Hsu MI* Polycystic ovary syndrome
(PCOS) in Taiwan. J Exp Clin Med 2010;2(5):218-223

Yang JH, Weng SL, Lee CY, Chou SY, Hsu CS, Hsu MI* A comparative study of
cutaneous manifestations of hyperandrogenism in obese and non-obese Taiwanese

women. Arch Gynecol Obstet. 2010 Sep;282(3):327-33.

BABGS TF L%

20



1. Huang JH, Chiu WC, Hsu MI, Chen YJ. Effects of androgen on vascular and inflammatory
biomarkers in a female hypertensive population Gynecol Endocrinol. 2012 in press.

2. Teng HW, Chien YW, Hsu MI, Chen CI The relationship between Carotid Intima-Media
Thickness and Endogenous Androgens in young women with Polycystic Ovary Syndrome
in Taiwan Gynecol Endocrinol. 2012 in press

3. Huang JH, Tsai JC, Hsu M1, Chen Y J. Cardiac conductive disturbance in patients with polycystic
ovary syndrome. Gynecol Endocrinol. 2010 Dec;26(12):883-8. Epub 2010 May 26.

Ay KRBT

AETEEE 0 B R M ERRE TS LR €44 5% (NSC 98-2629-B-038-001-MY3) -

21



it =

SE LR ab R RS

ﬁfpzﬁ**@iiwﬁﬁ§~éﬁﬁﬂﬂﬂhﬁ R T N ﬁm«@y
BE(HEAEFETR L2 RE HE PRS- HFBZ T )
FELERYINFLNY FEA L EFRAER UG EE S T ?b’L
o
1iTp”W**@?EWﬁﬁ§~é$Eﬂﬂ%%ﬂﬁ*?ﬁ;%
WP
&= p % (p > 2100 5 5 )
[] %2z
[] Pl B v %7
(] 2 k7
Hp
2. F 7 & % A Bl T A e ;%-Ey EX
w W FE a2~ ERY &
B4 &® Y 57 He
g [ FE l:I/F'Fi‘:J .#
iflfé t (12100 F ;')
lﬂ%’{h‘z"\‘ﬁ}i‘\ﬁ'{h—ﬁg A ERRBED G TR S R 2 B R
%%(ﬁﬁ&ﬁ%%w: L2 RE R B HEF BT N )(
500 % % *?)

jx?iﬁﬁﬁ&%?@ﬁ’ O BEIE G AE 10 fah A LERNL
éi—%Sﬁiﬁﬁwiw%fﬁﬁﬁﬁﬁwﬁﬁﬁ’éﬂﬂ%ﬁmié
PFEAEL0 Lo F e FEL G BPCOSaipI B T hp ¢
B E oG R EFA T EIRBOAE S BN R TR R 0
B @i 2a hadEst o Rk FnF R WG 0 RS
Frama o REdE T R R ﬁfs{ﬁxﬁd—mf}?PRjz‘ EET UER

A ok R B S

22



RAL gt pmd g SR T4

P #:2012/10/31

PR cmE SRR e FARZATY

Rt g AT esztd  PHigs: gpi

3 F %l 98-2629-B-038-001-MY3 B MALE . 47

A

ﬁil

R kLR T




WEREHFTTHEFT S EFREL

g3

ALE

33 S5 0 98-2629-B-038-001-MY3

i B AL n il VoA Sl D BE LN ol

N

T P ke e
& 5 Fp FREES gt | RERT ﬁ&*”%%*‘*%
B (s |k(z 7% AL = | B S
pegg) | 2 o & ¥ ...
%)
R 0 0 100%
o [PEEEBEARL |0 0 100% #
¥~ T
it g 0 0 100%
P 0 0 100%
o1 : ﬁ%f g 0 0 100% .
S 9 0 0 100%
B e 0 0 100% n
R I
B4 & 0 0 100% + A
L4 0 0 100%
ggrark A4 a4 0 0 100% o
=X
(2R [BLumih 0 0 100%
LiEen 0 0 100%
L 7 7 100%
o e PALARRBATED |0 0 100% F
¥~ EE
it g 0 0 100%
L1 0 0 100% 2 /&
%11 v ‘;i—ﬂ % ¥ 0 0 100% "
O 0 0 100%
1 (,l\
" i 0 0 100% “
A I
#1142 0 0 100% + A
L4 0 0 100%
fgraid A4 (B 0 0 100%
A =
(hEE) LR 0 0 100% '
LiEmm 0 0 100%




Ho s
(miz gt ddz
*AoPHLE AR
(L= A A
;T;\,{ZT"G\,%@W(E aérs
4£ﬁww¥é%ﬁ
Vo S R R S 2
SR SRS

}ljo)

A qeg 4 PCOS iM%+ £ 15 % » SCI %

< 13% ’;.1%1'[4]‘( -\%%\/ﬁ"if 5%

2 ’*%*ﬁhi‘”’&d 2009 # 8 » 1 2012 # 7 * ’PCOS’*?’;‘%\*%}t#&AmF

B%(W%é

B &iv1 A

FAEs 8 kK ) SCI #
e ’? % 2 % in press)

he 11 G (R ESFHRHTE By
X R PCOS%%\,W&" 3 -

’i = %8P

frebs

#R%EL S(7 FRredn)

/e

R ERL I o e

g

T

EiSEi

1
s B R

5 [P g/ fep

BT 3R e

Pl sdige g

(Rf) *#Ec

OO O OO O o (o




ap %\L

™

ijb

T PR S TR PR R

= 1
“M&ﬁ

NS R E A AR SR T R A kL B A Y
74’ +$%ETJ¥%~,&;§\I%‘@\§,§KE\ - HEEzZT ) 2 EGR
T A g j‘-gf'f OB R IRE ﬂé”ﬁ?&fﬁfﬁ%ﬁ » (T— LG

(4
X Wik

=

> Fl); :

FERE LM B SR EAFARR  E AL P AR AR
W= Pk
(A= p ik GGFp > 1100 F 5 12)
= R fe
(517 & ¥ &
4 # R 5]

R R R Vi TR e S R sl

;45? ..h"%z\» D;\@’?\l?#ﬁ%’ I:‘f;-:aﬂ I:HE'
B4 O E£® O¢ ¢ H&

gk e fi (es? We

#w (12100 F 5 *2)

i fzh?ﬁt?;kfj&;\ji,’{ﬁf,lj%%\?rig%fg?%ﬁ’% o T
(RS RTRALLE P BPSE-
500 F % *2)

ARG ER G BRI ARE 10 heomm e A LERNRE - B o H
PRI RN A E L R B 2 SR B P FEAE 10 Lo 5 2F
;n;gg&giﬁ f2 PCOS e4p 3 8248 > ¥ 10 fup & ehdh £ 2 6 3k BT 7 SRR end 32 " HE
Be Wrhnd chfff > $20 g Lo i BT 2o fanifsd o AP R B R R hF R B
ﬂ%bﬁﬁﬁpimﬁu’&umﬁigﬁ»ﬁ%@&&%ﬁ%&ﬂﬂvﬁ@ﬁ?uﬁ%
Ak PR B AR

/4

2 BER s
7)) (o

7
-~




