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AbeFEd 438 ZidiEe A Bo o B2 giAbE oA JAFA ot olg2 A
Aol Frkel #BAZE denm Addold BFFHAH] XHEC] Tt
t}.1988%1 Reaven o] tiAbE] oA el 3o Ujle] d&d AFgAolztn 335}y
=2d AL E 7H ‘Syndrome X’2t3l R ol F&9 4% 5, DROPZEFT(Dyslipidemia,
Insulin Resistance, Obesity, high blood pressure) d=d AP s
syndrome) 59 TF3 o5z Ergtth. tASETY AW7|EE Fs7HE o8 7
oA 71E& AXEAeY FLstA R o5 A Foll, oINPT, v,
agn 3PS T AHeLE EFSHAT V)l upeh ARWET Aol Aolrt ot
(£1). 1998d AABZAZ]F (WHO) & U&d AFAo] o] ZE AL Huydd ¢
Sd g g drgEL ol &0l AMS-E FA3E L, 2001 ‘%}E
(The National Cholesterol Education Program Adult Treatment Panel III)
& AR Adw ZF2E do] AEaA A FAE 9 234 5§
U£H]e+3] (American college of endocrinology )&= WAlS% 79 Agg A
@3 ZHAE glvka sglen ey Znawe Asor dvm FAsH3lth o] ESNCEP
TP 119 Z]&o AF dgo FoAAE& ZFxstd ZF FHeF 242 &
‘11 Hl S wiAlEta, @UHA] o)t 9l sk i“ﬂlf‘i Ad71E 24%F 2714 o4
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BEE oA }%—??Oi B9 stk (R1). 93z AR AT UASEE
WHO 7|&2 led A £t ZudY Foll o EAF a7Fste A7IHsdA £
=3 % 2B 7 Y QA 7, NCEP ATP NIPIAM & FEAE 2 Agd ¢ gt} o
wj &l NCEP ATP 7} Y830z 7}” g2 AHEH L gl
EHA}%%'ZE% wEENES A } Z A0l Ada ‘f&% 7P 2 A5E & dA
F ool ZjFo] JbF F A5 5 gl tHoHHE F7F A77F desith YEe

233 -



S1

<#1>
Characteristics WHO NCEP ATP Il ACE
Requirements for DM/IGT or HOMA IR
equ . and > 2 of the > 3 of the followings = 2 of the following
diagnosis
followmings
WHR > 0.90 in men, WC>102cm (> 40 in ): !n >102cm (> 40'in )
Obesity > 0.85 in women men, >88cm(>35in)*in | >88cm (>35in)
BMI > 30 kg/m? women > 25 kg/m?
Antihypertensive
Hypertension therapy and/or = 130/85 mmHg = 130/85 mmHg
2 140/90 mmHg
Type 2 diabetes or S 110-125 mg/dL orpc 2 hr
Glucose IGT FBS = 110 mg/d! 140-200 mg/dL
Triglycerides 2 150 mg /dl 2 150 mg/d| = 150 mg/dL.
< 35 mg/dl in men <40 mg/di < 40 mg/dL
HOL-C < 39 mg/d! in women <50 mg/di < 50 mg/dL
Urinary AER > 20 .
Others meg/min Diabetes excluded
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