14:05~14:25 SYMPOSIUM (I-2) = 7 : D44 - 0|34

Underweight and Reproduction
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Table 1. Risk factors for secondary amenorrhea (3 mos) in 2588 high school gitls

RR 95% Cl
Frequent bingeing and purging 417 2.54~6.52
Weight loss and gain 2.59 1.33~4.79
Weight gain =4.5kg 1.71 1.16~2.49
Weight loss =4.5 kg 1.45 0.95~2.20
Smoking > tppd 1.96 1.21~3.10
First year post menarche 1.74 0.99~1.92

Il. Physiological mechanisms of nutritional associated amenorrhea
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II=1. Endocrine activities of fat tissues
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lI=1—1. Enzymes involved in the metabolism of steroid hormones
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[ll. Undernutrition and Reproduction
IN—1. Eating disorders: Weight Loss, Anorexia, Bulimia

Undemnutrition& 24 8 24H Y & "o} Azha 202 A% ARE dFuE 23
o} Az A= T2 eating disorderol] 93} undemutrition©] A3} Eating disorderol] ogh Xtk
ol thste] Table 200 23T 1944-1945:d Atolo] AF WEFE ojd5o] 19 EFAHAT} 1,500
kealol A 700 keal2 Z4sAEH 914 & E8E 744 A4S BP0 1944-1945300 3~134] Afo]
& oJolsol ¥ B2 L B o]Eo] HA W AUFIt H A& HEET 19 95% Cl=13~
1.8)F VRt ARE7] W9 9ggko] ARlo] Hojx Y PJAls el 93-S vRta . ddlME

Table 2. Criteria for diagnosing eating disorders in adolescents

Anorexia nervosa

- Refusal to maintain body weight over a minimal normal weight for age and height (body weight less than 85% of
that expected), or failure to make expected weight gain during period of growth.

- Intense fear of gaining weight or becoming fat, even though underweight.
- Disturbed body image, or denial of the seriousness of the current low body weight.
- In postmenarcheal females, amenorrhea of at lest three consecutive menstrual cycles.
- Types: restricting and binge eating/purging.

Bulimia nervosa

— Recurrent episodes of binge eating, characterized by eating, in discrete period of time, an amount of food that is
definitely larger than most people would eat during a similar period of time, AND a sense of lack of contro] over
eating during the episode.

= Recurrent inappropriate compensatory behaviors in order to prevent weight gain, such as self-induced vomiting;
misuse of laxatives, diuretics, enemas, or fasting; or hyperexercising.

— Binge eating or compensatory behaviors at least twice a week for 3 months.
- Self-evaluation unduly influenced by body shape and weight.
- Disturbance dose not occur exclusively during episodes of anorexia nervosa.
- Types: purging and nonpurging.
Eating disorders not otherwise specified (EDNOS)
= Criteria for anorexia nervosa are met, except the individual has regular menses.
- Criteria for anorexia nervosa are met except weight is in the normal range.
- Criteria for bulimia nervosa are met, except binges occur <2X/week for <3 months.

- Regular use of inappropriate compensatory behavior by an individual of normal body weight after eating a small
amount of food.

— Repeatedly chewing and spitting out large amounts of food.

~ Binge eating disorder: recurrent binges without compensatory behaviors.
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H-1-1. Effects on fertility

BAAFNA 10~15%) AFEa7} 9l 9 gonadotropin-releasing hormone] 8|9} dopaminergic,
opioid system regulation®] W32 U7 o] FX|51A| Hrt Bulimia nervosa2] A-¢ A3 AAF Aol A

5 a9 S4L 2ot Ax B mgiy 8219 8%7) anorexia nervosalt bulimia nervosa®] ™ 9%
= 92 ¥[50]39Ql eating disorder®t @A o] ¢Jth Bulimia nervosa 17339 A2 11.5d7F follow
up B+ BIlof A 75% ofAlo) dolgtx ¢lalg goo 29 gho] Booltta B slgth

-85 -



Symposium + Underwe

—1-2. Effects on treatment for infertility
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Table 3. Factors associated with low bone density in athletes

Low weight

Low percentage of body fat

Low estrogen

Delayed puberty

Duration of amenorrhea (present and past history)
Low use of oral contraceptives and other estrogens
Low androgen levels

Low calcium intake

High fiber intake

Increased cortisol levels and increased increment during exercise
Eating disorders

Family history of osteoporosis

Lack of mechanical load
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