3 2 &/ 2505 2E0E, SEAIZIS S| Z20[At

ARG T2 Hh A ZAbeld, WS Ao, 78 Zo)
A Tl YelyE 23378 @8t} Reaven(1988) < 6|&
X % J

“Syndrome S "4 FEFTF2 o1 HEsHen,

WHO= o4 dled AgAo] o] A&7 RE AE 99

S 2 AHHA GYTe BH2E ASAAFNZIZHOE 1)
i

152 AR Y (Alberti &
Zimmet, 1998) T1F A H 7t SUSA gropx AEapuio)
ME 24 Zoste] dT1dAE vust=d od@eo A
2001d W= SYEEAY] AYsE FUNARTS TZ Y9
3491 National Cholesterol Education Program Adult Treatment
Panel M(°]3 ‘NCEP-ATP II')& WAlZ33o] tldh 243
A AR7NES ANBAEH, ole & F 45U Ad&TAFA
< SAAAY AT G HAALE Agalor s 1989 A
AR A7) A< (Alberti & Zimmet, 1998) ¢ 2] YAH B Y
A GALE] Aol 7Ht N BH o2 ALgEtE A 2ol
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SS9, g9 F4AYW, T2 AT (High Density Lipoprotein, |3} ‘HDL') =4 2H
TR "G = 3714 o|Ate] /FA sMFse A AdFE 5 Ao gew7t o
S YAEZ 7Y AGE 71FE AA S ok E9 Zh

otz 3 5 7Hl ol

140/90mmHg

>
(WHO, 1999) 4) OJAXIES : TG(= 150mg/dL) and/or low HDL Cholesterol(<35 mg/dL(men), 39
mg/dL (women))

A

5) ZAIA H|2H: WHR >0.90(men), >0.85(women) and/or BMI > 30 kg/m2

6) OIMLEDILZ : urinary albumin excretion rate(= 20 xg/min) or albumin/
creatinine ratio(= 30 mg/qg)

- OlAE= & 37HK| 01y
o= =8 1) 2840t : 52|82 Xt > 102 cm, O{kt > 88 cm

MIAZEA7 | 3) uEY:
Al

EYAHE BT 2) IEMXHEE © > 150 mg/dL
m272 3 3) MHDLEYAHIZEE : HXt < 40 mg/dL, ®XF < 50 mg/dL

(NCEP-ATP I, 2001) 4) 1=Qr: > 130/85 mmHg
5) Ligs 2ot : 3= Y > 110 mg/dL
o B0l ZAHGH LA TEHol| ol
1) TARIZS/H|2t - BMI > 25 kg/m2
2) IEMX|UES : > 150 mg/dL(1.69 mmol/L)
0|2 JARLHE| 3) MHDLZAHIESES
X203 HXt: < 40 mg/dL(1.04 mmol/L)
(Bloomgarden, 2003) O{x} : < 50 mg/dL(1.29 mmol/L)
4) nEe} : > 130/85 mmHg
) 2A7t & B35 "e > 14 mg/dL
) 223 110 - 126 mg/dL
7) CI2 99l : MPE Pt DHY 52 A3 Ml it 71E, Polycystic
ovary syndrome, EHAl MEQIA =2 AIF

ok : TG; triglyceride, HDL; hign density lipoprotein, WHR; waist to hip ratio, BMI; body mass index

[ Ne]!

ol g d=Q ZEA A HAFFES Hlﬂl‘i a4 Jerts AZEAR AFE
W37 SHES Bo|x gtk HREs} 2 FEY A obAoHA AtEEC] dASFT
o o uZe Ao dHA Utk < %—(2003 )o] 1998&4_ FO ARG URAL ARE AHE
sa] ofAle} Bk EEu|w Avr]ES 43 NCEP-ATP Mol o3 a9 AL S
7 2WEe 236% (4R 201%, A 239%) At $-2lvel 2001d FUAFFFRAL A
22 30M-604 Z2Ae ofAo} B BRuw Ad7|ES A4 NCEP-ATP I <
3 QAIZEZ $HES IR ZEAE 240% AR ZEAE 247%°1 QI 2= T,
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HALSE 22 H 93 AEAAGAo 44 9L = AeE dHA gon
(Blackburn & Bevis, 2004: Reaven et al, 1996), H]Tt.2 3] 2R Wako] =713l oA
o] Aded AYAHE Folx I¥Y, VY, NFoAL doA AHIAAFL gudy
(Blackburn & Bevis, 2004). Framingham offspring cohort 5doJ®HE& tjAre 2 3 I3
(Wilson et al, 199)NXE HZAAF e dASFE] AAAPHE 296(9%% CL

2.36-3.72) ] AT}, 40-654 FAS WA 2 3 Prospective Cardiovascular Munster(PROCAM)
AFoA Faoly TEYe] 507 =T AL AZANo] 258 /AT, G
F Yol HHEE o 82 F18IN L, B, XY ZAEZo] I Y= AL =
3

[e]

2. Q

= L

), FAH 29(9%, 71EY §), AYLAFTNA, &%, ZU2E T), AXHH(FY,
o

=

F 2% 40l 5), AB4E LA(2EAX, AU )2 5 4 Aok

HASFES AAABY AYLA0E FIA gon Seve 224 AFAVANE
AZEA )T, MTAT] Z71%h HEol 2748 Aol tAlE
e SRR ohe 5o Zoheh 199 AAHS Pojm
AE5Ee TEH02 B A% 714 AUH AR B
QALEAE GAZFZY A9 Y= 22AE BAsT

e 2o,

HASFES P22 9T MAE AU BEFAE 54 44 JF5d 293
R0l B7k5 @ 2919 FRol A5 F EQ, ANBE 25 5L AW Awe A%
SAZ2IYE $o TUR A M5 2AToIT B, ARAEY 29 28 5 Y
4 2de A AL WEt BLE 2o0lT W, A%, 4, /S, AR EAR A9
5 A3FAE B3 WAL 5 Qb 2ASlTh T o5 2L AT welel AL
7t FEAN BASTFRRY PR $HLAE 44T W AT 5 U Aol

AN 22A) HAEFER FHES 237 QAL dASTED TH29 §
HE3 FAREY AERANE WA Sefsiel BT Beot U dASFE PAHLA
AR AP 224 ARAA ABE B9 AR AFY AFuUE 7R
sfel AuaA Aol AN B Aot Weoh Yo oF B A EL
dASEE 74 JERUEE AR GAZER APAGS A F Aok T A}
2P $HEL 222 A%ER A, HAERABBY AY, IRAEY L A 5
1% ARG BE TFHolol T Aol 7 Al $HHO T THFolof B
TAYTOE FRHolk ¥ Aotk TF NS F 1 EHE 4Y F Y ArAE
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YAZEZS T2 ool Wastth wheby ARy, ol el Axtel £
4 Az JAEFES dUEL 22AD ¢ Ak Aol Besith Y $EelA
AQPEAE TEAE GO AZZE, FAS 25 U B A 24 ANY
& 93, AR2EYLAE 224D & Y= ZHEH Y § 2% 22 5¢ A 49D
A NG 22 5 YT oA FEANE T2A A2 2HE B dAES
2 A% 71ES AL Hw, T8, 1Y, ol FALVF) EAZ S ol 2T A
gz 2719 AEHY & Aok AR £EAAE 2¥Y ¥ BwY 224 44
& A2g FUHYely Fob 0 Al B £S5 ¥l FolE Aasetd 7Y
% 9e Relth
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