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A Case Study on Inferility with Obesity and Polycystic Ovary \

Jae-Sung Lee, M.D. of Korean Medicine, Ph.D.
Garosero- Korean medical clinic
Obesity may induce an amenorrhea and ovulation disorder resulted from endocrine dysfunction, and so it is Closely finked to

infertility. Recently I've experienced a case that a woman complained of infertility with ovulation disorder, polycystic ovary and
obesity has succeeded in pregnancy and delivery by the treatment of weight reduction during 2 months.
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Fig. 1. Polycystic ovary
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3 A7 2004 108 48 224 217 156em,
A% 709kg= BMI 291 kg/m’ AXME
$39%99 A, 118 19 AZ 67.8kg,
BMI 278 kg/m?, AAME 421%2, 129 11
44l A% 65.8kg, BMI 27.1 kg/m’, R|A|u&
406%2 & 725 gtHTable I, Fig. 2).
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Table 1. Change of Indexes of Obesity
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Wl AF, 129 162742 122717} 2450
A7t 7P oA urine-hCG HAE AA|g
A7 Fdutgo]l vehyitt. ojo] 124 179
29 ddslq A3dxd Agd 4
Gsacg AT 4 g%l oni(Figd), o] F 2005
d 8¢ 139 FAEusigich

10/4 10/17 11/1 11/13 11/27 12/1
Body weight(kg) 709 69.6 678 675 66.7 658
% body fat 439 4 421 414 416 40.6
BM](kg/ m‘) 29.1 28.6 27.8 278 274 271
WHR 0.98 0.98 0.96 0.96 0.95 0.95
50 72
—0— A X 5(%) 17
—— A3 (kg) 17
8 — 169
W o 0— {68 &
? 40 '\\ ler W
— ®
3 1 66
165
164
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10/4 10/17 11/1

11/13

63

11/27 12/11

Fig. 2. Changes of body weight and percent body fat
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A Yebd 34, ol 8 thdA daFFT(polycystic
ovary syndrome, PCOS)2} YA +t} PCOSE A
7] d#e AHE F oF 3-10%A Hae R
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