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Psychosocial — Potential benefits of obesity
* Preserved * More efficient
energy stores disposal of
Sedentary | | ~—— |* Associated with  lipophilic toxins [ ===========- .
life style genetic traits with * Better '
beneficial effects, mobilization of -
such as AHSG*  progenitor cells** :
Energy | | :
dense food Co-morbidity '
* Sleep apnea  * Dyslipidemia ? E
Genetic — | sFattyliver *Inflammation o
fact » Cancer * Gallbladder disease '
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Other causes of obesity = f
* Adenovirus * Hypothalamic jipe-2 diabotos
infection lesions
* Altered gut * Hormonal \
microfiora  changes Glomerular hyperfiltration, growth factors,

* Epigenetics adipokines, high caloric intake
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*Periodic nutritional screening
= Weight, BMI, WHR

v

Additional body composition assessment
= Conicity index and anthropometrics

v

Continuous preventive measures of obesity

= Nutritional counseling = Management of co-morbidities; i.e.

= Optimization of dietary nutrients diabetes, depression, sleep apnea
intake; i.e. avoidance of high = Encouragement of increased
calorie and GI/GL foods physical activity, such as 30 min

(or more) brisk walking x5/week

v

Indications for weight management
interventions despite preventive measures

= Significant weight gain; >5% of = High WHR (>0.90 for males and

ideal body weight over 3—6 months >0.85 for females) and/or Conicity
= BMI=35 kg/m?2 Index (>1.25 for males and >0.83
= Limited physical activity and for females)**

sedentary life style

v

Weight loss strategies

= Dietary interventions = Alterations in food content;
= Decreased calorie intake; i.e. whole grain, fruits, vegetables,
i.e. <900 kcal/day low-fat dairy products, low-glycemic
= Exercise interventions index carbohydrates
Improvement or No improvement
weight stabilization : or deterioration
Maintain therapy goals Intensified therapy
= Keep weight within 3—5% of goal = Pharmacological interventions
= Keep balanced calorie intake (Orlistat, Nutraceuticals)
= Continue increased physical = Bariatric surgery
activity '
= Salt restriction *
' Adjunct therapies
= ACEI/ARB = Resistance
= Salt restriction exercise
= Heart friendly diets (as tolerated)

Bl & %Xk : Journal of the American Society of Nephrology, 2013 Nov; 24(11): 1727-1736
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	 前言
	 肥胖的定義:
	◆依照WHO公布資料，可以身體質量指數(BMI)來評斷，BMI達25以上為過重，30以上是為肥胖。但此為歐美人士標準，按人種其實有所差異，華人則是24以上過重，27以上肥胖。
	◆但是按BMI分類的方式可能有失偏頗，更嚴格來說，肥胖是指身體脂肪含量過高，身高體重相同的情況下，可能是一個大家眼中的胖子，但也可能是一個健美先生。因此學界也制定更加適切的評估方法，例如腰臀比(WHR)，此比值高於0.8之男性或高於0.9之女性即為肥胖。甚至還有更精準而複雜的方法如圓錐指數(conicity index)，以身高、體重、腰圍計算，公式如下：
	 肥胖的成因
	 肥胖的併發症
	 肥胖和腎臟病的關係
	除相關併發症可引發腎臟病，肥胖本身也直接造成腎臟損傷，機轉為增加腎臟工作負荷，產生高腎絲球過濾率(glomerular hyperfiltration)及滲出率(filtration fraction)，引起蛋白尿和腎絲球纖維化(glomerusclerosis)，並發動RAA (renin-angiotensin-aldosterone) axis及TGF-beta分泌進一步破壞腎臟功能；肥胖者的脂肪組織代謝異常(如分泌adiponectin減少、leptin增加)也和蛋白尿及腎絲球纖維化相關。
	 不僅止於腎絲球過濾率(eGFR)下降和蛋白尿，肥胖對慢性腎臟病(CKD)的發生、惡化以至末期腎病(ESRD)、殘餘腎功能的消失、移植腎的壽命(graft failure)皆有影響。
	 肥胖的監測及治療
	 結語

