F20E : XS, BMI, T SUE & AR QAL

40, 50t ¥ x5, BMI9} 345 2 3}
¥z} 7+e] AW A% vl

I.M B

vinkE AYA 29 Blwivt 4 FHQl F7bel of & AW
of el Aot FHH Az IFAFE
20% o4 F74d A S-olw wad shie] Awiolws]
b dabdoleln & 4 glch winte] 41l o}
StA s A E A kAt A, AL A, AAlL A
2, AAA gl 50| Folslol glonl dAHew oy
A A# e} 4] Alolo] By oz WA=ty AT
4 3leH(, 1994).

Hlabg oubsln a3bd o 7 Be3)r] Y ste] wlnkg
A&stA Hobste o] WeA o vinks Hrtste
Hby g ol chokalod o wl ub o] eltElA]el ] &
gho] &3] A7) 5] 2 glc}(David, 1989 : =1, 1990 ; A
9} A, 1992). ¥gk-E H 71317 &l shed A A ubake 24
3 o] el AMEx v AREE 3FAF
£ o] &3AY AMARAS(body mass index, ©]3}
BMDE ol &35tz Utk olF FFAFL 7ol A4A
& o] &3ted AT, o] Fhol A4 Aol 1B
FFEAFE File Aeolng, 2 £1& 4y, d 5
of wtet ct=q FG5A AxYg Jepdoha )
ojgr}. el i BMIt vlub& A4 sl o] &5 3 g}
<o o] WL FEAF AN va] At} A
ol vlaA & H7|e 3y, AAule v &L Vel

FEdmea 2adet
- 5L 253t
- ez
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[

718 eh= Al ol el A A Pekg vepbdoh, o]l =
Aol = EF3ta A A waks 24 st Aud A s
wlfoll dAd A EFEAF ol BMIF o] ol o] 45
3tk

vlate] g F oz WAL vag) v,
%, HDL-cholesterol %] %4} 5-& AL E =)= gz}
#o] 917 wiFol(Bray, 1985 : Kissebah, Freedman
and Peiris, 1989 ; Manninen et al,, 1992) v]2F-g =4
e AEoh AATHAG AgdlApzre] BAH AT}
e AgPslo] FTule AT x sl Eds G
A gl vish YAz Az oz g Aade] g)
a(d 5, 1994), ST Ev]7) F 2 A9
Fo17 Ae] lrhbe ma (A, 1996) 7] ais. 28z
Al Ael7h BAEHAS HFAAA £357], o9t

A&

)

L

71484}, 38855, Hemoglobin AiC, F4A4, 2

#l 26l &, HDLEdl 28 &5 59 93 Aol Yot
3 3.3 5% oH(Hsieh & Yoshinaga, 1995).

AAz vint 71 Fe o8, A QlE AdA w RS
o] 43l wtel wiFo] & & gl s B3 n (A5,
1994) 2| 2 vlukz] g, vlut Fed 2 3} BATUA G Y
PdAztel A A7 2 A g ez AT
(ol 5, 1994 ; Hsieh and Yoshinaga, 1995) &-& of z}
e Ao 2 (%, 1996) st AW FAl, o2 =55 h A4
22 g AdTFoME Ay, deids 245 E gkt
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vlakl nzbz ] Ao} AgofAle] WHale Pz F
sete ZAoln], meel wuw TAUZ DAETY
733tE 5o AEAA A3-E F71A] 71 ok (Dietz, 1983 ¢
Freedman %, 1985 : 3], 1990 : o] ¢} &, 1990).

vlubS olabsl . F A o 2 Fe)str] 9 5he] vk
A& Hotste Zo] Aoy vigkg FAHshe
WL wl] g o opste] o o] Bl A el Aa) =
gho) FE35] AlZl= 2 gheh(al, 1990 : A9k 4, 1992 :
David, 1989).

vlubg A4 5h7] $ske] Alxjubakel 240] I g F
v, Z1EA ol el HatA S| T A7 o] FAF
S ol&slAY # AR 4 (body mass index, o]3}
BMI) & o] &3}l 9l A A o]l

olF FFEAFTL oA AAE o] &35l A=
o, o] Zho| A4k & Al Aol WE BFAFE TSl A
oleg, 1 4X& A, A% Fol vt chzs A ats)
A A A g ebfick 3 517] & o3 o}

g BMI+ v]ebS sbA shed] ol &5 gl o]
B2 FFEANF Zhe|AlAbAleoll wvla) A|x)ubst Abatol
vl & = 7] b, Al A e vl FE Heldgs] B
oh Al kol o g A 2] whekS hebii o},

SR e[ek2 vkl Ax s FA 7} B A gk A2y 2

teT Fed AAE AAH I, 1993:
Meyers 5, 1991), Vague(1956)& 4-<t3} i = o] E3)
9} s 3} 2 Hh-g 24 5led = ubX] Zn|E A 4bshe] w]gke)
F2 A% AuEHzo o3 A$E FA4¥ vat
(android obesity), ool uba] ciElo] Z2 5 £ of
44 vlat(gynoid obesity) o2 RFota, AL o] 4
PHFL T2 A Y vinteld £ £ gloha stglen,
14]7(]‘”“1 atolol] ol Aol ol8ExE claciE A

< Hz7 FA}YGt 2 ¥ Evans 5(1984) & 51"‘4-‘?—
¥ vl AWRIE BUEA 345 HelE
Fe8]7t ¥ Abg2 4tAl vl gl(upper body obeS»
ity), @2 A}ghg shabAl ¥ =k(lower body obesity) o

=]

535 ] H28H A1E

2 FEEct R Edlvs 524F dhigl
oot A A A Aol Ak a s)ud, AbukAl w]ulo) 3}
HEAL wlaby e} o] o] A2 gy sl A9t wete @
t}(Ashwell, Chinn & Garrow, 1978). o]} o] A3
of whE wjzte] B R o2 A foir} Al L5 ‘%li‘%
A wlatat kAl vlabe Al 7k Rl Z 8k A o] o
oju}m g F41% u]ulk(central obesity) o 2 o A3 u)
abs} ShubAl wlake Alx] o] wuto] W Eslr 2 utxy
¥] =k(peripheral obesity) 2 @ & c}(Krotkiewski et
al, 1983 ; Jacobet al, 1990).
st MAY E L% 9 vukg %‘-"é 3H—:— 2 Z.9}
A R4S AP AR DA A7
Ak 2B wlul 7jEL o8, /‘o"’, ‘_1‘, ]Dﬂ’ﬂ LIl
7 54 A3l et HBe] F 4 Y golE 7l
(% 5, 1994) 2 vabg 248 2 g9 AA4FHA
#F Al Azt BA AT F FANE A Yoz B A
(ol 5, 1994 : Hsieh & Yoshinaga, 1995) = 913 o
Arkg chabe g & A7(7), 1996) = A&7t sk 3
7, oA} B5E dldo g sty Ay, deide »
AdhA] koA, 1994 ; 7 5, 1994).

o

. A7 gy
oA

1996 19l A 12€ 7121 A12-2] Suidolla AE

237 A& ke 40-594) Aol F

D AAE, 3 X-A A 22)a 7k, AR, 7Had )
5 ol At

2) AALA 2047} Al ZH ) Qe =}

3) AlAht S5 e Woll Arbslm e A

4) Fho}& LFele] ofd ofEolate BEED 9
A A 2 8H 4129 & At e = 8o

2.4 _'é!

FRAAAL AR E AR g, AAAS o
Holstat Al A g & A, AEAE oo 4y, A
4, 38, Fd 9 FAAY FFAR Soll Ad ARE
A3kt

D dgkaAd g AAAS

gt ¥&3kel  AAA YA (Criticare  System
Inc.) & AHg-3le] ok2zlelollA 18] 24381t Al
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7} A Ee 7-$ 2ul g]-2 Ale] o] 4] bioimpendence
analysis o} &35tod AZstvh BMIE AlFkg/(Al
Amx Aldm) o2 Al4kE 3

2) @l shet
A 0% 94 3E FAAR F GAL 22 sho]

ke 29 A8 22 salt precipitatione 2, &
2% hexakinasez, B z]x=A2 clotting
method &, HbA:C= HPLC 2o 2, 2l 2k (a)&
Rate Nephelometry 2 24 3} gl =},

il
>
R

AR

—u
W
o

3) wiutR-d

A AE vuls el g g AAEEo] 4L 23%
o)A, -2 30% ol 4l A% FaHuuteoz, FHE
B ZaluE ¢ 2 95 o)A, of A& 85 o) AHE FTAE
wiate 2 A ste], AAF (G4 — AN YE 22% ol
ojm 4] 32| £ Sau] .94 o5} AX- AAYE 29%
olslo]m A 3|2} ER Ealu] .84 o}3l), HxFu|kT
(G4 — A AW E 23% ol Aol w A &2 EH Eu] .94
o5}, oA —AALE 0% ol Aol FHEE £
] .84 o|3}), BAFWIE (G — A= E-E 22% )3}
ol A ¥ 2l E3 Edlle) .95 ol A, of A — A X E 29%
olstolm A &2 FY Eallv] .85 ol 4b), HaFulak %
ZAFu| ks b FOFA ~ AR YE 23 % o] 4ol
WA HEER Edlv] (95 0|4 oA —AAE 30%
ol dolm A e E8 Edlv] 8ol e BRIt
(American College of Sports Medicine, 1991).

4) BAEA

40, 5090 &, o3 zte] viukA g9} FAFH HHURA
o] ANOVAS$} scheffé = 243lgx, »=tatal aql
3} BAE 9 qlAzke] A33AE Pearson corre-

lation coefficient = B4 &} c}.

N. o &

e

1. 2 HEY

Jm

NAA} F 4129 F 40-494) Aol 3t 40 EAT)
7} 27.9%, 40-494 A= (e]3} 4090 o3 2HE) 7} 25.2%,
50-5941 k(0] 31 509 FAHE) 7k 20.2%, 50-594] o
#H(o] 8} 50t A=FE) 7} 26.7% 01 Aek. L& FFEL
Zol4to] 40K FAE <l A 65.2%, 50h AT A
734 59.0%, 4070 A= <l A5 39.4%, 507 AT
ol 7% 25.5%0°lgict. vty Wa A Hx
Y vlubg o} 7hAl A $-2 500H FAEoe] 38.5% & 7hat
Bk 50T) o zho) 38.2%, 40H EAEo] 24.3%, 40
o) oAt 17.3% ol ek FAE she 7+ 404
wabFo] 45.2% 2 ZhAk vhokat, 509 FabE o] 43.1%
40t o4 A}Fo] 8.7%, 500 o Ato] 5.5% &l Tt
Al 5§ 3h 2 £ 5090 FAE o] 84.3%, 40
g7tel 67.0%, 4070 Aol 56.7%, 505 o A4l
56.4% AT E 1).

CHT) CHAALL] gintH 8o A 4-(%)
40—494) ¢=+ 40494 o =} 50—594 7=k 50594 o =}
&4E
o Zo] A 75(65.2) 41(39.4) 49(59.0) 28(25.5)
aZol3} 40(34.8) 63(60.6) 34(41.0) 82(74.5)
Llkieia]
B2 42(36.5) 34(32.7) 18(21.7) 26(23.6)
FAT2Y 28(24.3) 18(17.3) 32(38.5) 42(38.2)
ey 5( 4.4) 21(20.2) 13(15.7) 13(11.8)
42y 40(34.8) 31(29.8) 20(24.1) 29(26.4)
Fodojy
ol 52(45.2) 9( 8.7) 36(43.4) 6( 5.5)
of e 63(54.8) 95(91.3) 47(56.6) 104(94.5)
FAHFEAA L
o 77(67.0) 59(56.7) 70(84.3) 62(56.4)
ol 35(33.0) 45(43.3) 13(15.7) 48(43.6)
Total 115(27.9) 104(25.2) 83(20.2) 110(26.7)
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2 g4, Y'Y HIIX| o} 2L SUE H HEQIX Y|

Al A& 50t] o] 2} o] I 157.1cmE 40, 50c] F=b
Tach Zgket A F-E 500 FRbFe] 71.4kg 2 40, 50
o] of ApF 2 o} globe,

BMI & 50t d=ho] 24.7kg/m? & 40} of 2} 1.t}

%719 k2 5000 EAbEol 129.lmmHge 2 40t
W7 moh w9k, o) ghy] dgbx 500 FabFel Al 40
A Az woh wuvh FEE2HE5EE 500 EA
Teo] 204.4mg/dl= 40 =¥ wch ¥3teb LDL-

338 =] A28 AlE

cholesterol & 50t} ¢&}Fo] 129.2mg/dl = 40] o=}
F3 o}t 3kt HDL-cholesterol-& 50t FedFo 41,
6mg/dl2 40t] o A-Fx o} vighel FAJA)db-2 40, 50
o FRbFo] 40 od A H e} gk R4 Hde 50
o] g2}7Fo] 100.4mg/dl 2 400 A=}F M}t Zgkeh
plasminogen activator-1-& 50e &+ o] 31.8mg/dl
2 409 HAF vt kel HemoglobinA,C= 50+
dodFo] 5.5%2 400 AT Rk E=okck 500 Wb
Toll A BAEY A3 AP 4271 A Fgn

40 oA =pFoll A 7hA vhoke( & 2).

B2y A%, 12 H| 9K 50 HALS U B 9| Bl0IR} 1|
(E2) MY, =Y =

HF+FFHAA

40494 32+ 40—494) o1& 50 —594] ¢} 50—594 o=}

(N=115) (N=104) (N=83) (N=110)
Height (cm) 170.0+ 5.8 158.1+ 4.8 169.91 5.3 157.1¢ 4.3 5
Weight (kg) 70.0+ 8.4 57.7+ 6.8™ 714+ 8.6 59,54 7.54m 5m
BMI (kg/m?) 242+ 2.4 231+ 2.6M 247+ 2.5% 4.1+ 2.9
%2714 ¢(mmHg) 121.8+16.45 5f 118.5+14.1% 120.1+181% 4% 1288+15.6
o] 91718 ot (mmHg) 82.0+10.8 76.3+10.240 3 85.9+13.94 82.8+10.6
Total cholesterol (mg/d1) 199.2+34.6 189.7+31.6% 204,4+37.7% 207.4+37.3
LDL-cholesterol(mg/dl) 122.3+28.3 114.9+26.7F 129.2+35.5% 13254359
HDL-cholesterol (mg/dl) 431+ 9.6 51.9+12.4™ 416+ 7.8% 49.7+10.3'™ 5
Triglyceride (mg/dl) 169.4+95.5 114.0+69.9*™ 168.5+82.14 121.5+53,'" 50
Fasting blood sugar (mg/dl) 93.5+£28.2 84.8+£13.9 100.4%33.34 91.8+£19.6
Lipoprotein(a) (mg/dl) 20.8+19.6 20.6+18.4 19.6+14.9 24.6+22.1
PAI-1(mg/dl) 31.5+23.1 21.9%15.4™™ 31.8+24.2 24.9+19.8
Fibrinogen(mg/dl) 296.4+57.5 200.8455.7 303.3+63.9 206.2+53.0
HemoglobinAiC(%) 53+ .7 5.0+ .67 55+ .74 54t 8

4m : 405 FAhs} f-2 g 2ol 7} gl A
5m : 5070 F2be} 2] hatol 7 gl A

3. H|PHHH ROl I HAZ S OIXI o] AFRIH| CE 3) 40t AT U)ot @0l 3t ZALS e &0l
Xhetol Atah A N=115
1) 400 FA3 2] vlubabad g ol ot BALE 9 gl Ah o} e BMI
o A3gA #27) 4 oH(mmHg) 14 27
A Fol B4 3F ol 471 ¥ ¢ (r=.22), LDL-choles- o] 2t7] 3 sHmmHg) 20 .33~
terol(r=.20), plasminogen activator-1(r=.35) 7} & Total cholesterol (mg/dl) 16 23"

- * 1
9k HDL-cholesterol & wgkeh (r=-.25). BMI7} & LDL-cholesterol (mg/dl) a2
S22 2278 qH(r=27), o| 87| Wt (r=133), 22 HDL-cholesterol (mg/di) -2 -.25
TT S THAS WL, X r=3), 2 Triglyceride(mg/dl) 12 17
# 2 # &(r=.23), LDL -cholesterol(r=.26), plas- Fasting blood sugar (mg/dl) -.01 .09
minogen activator - 1(r=.36)-% % 3k, HDL-choles- Lipoprotein(a) (mg/dl) .00 —.05
terol-& W okeh(r=-.25)¢ & 3). PAI-1(ng/dl) S

Fibrinogen(mg/dl) 14 12
HbAlc(%) .02 .03
*P<0.05 . *P<0.01

411 409 A A9} F A7} YEA
51 1 5024 o 29} -2} ol 7} 1A

PAI-1 : Plasminogen activator inhibitor-1

PAI-1 : Plasminogen activator inhibitor -1
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(I 4) 400K 034 F2f H|AEH 2010} BALZ M| SOl

Xtetof At A N=104

A5 BMI
%279 HmmHg) 20° 19
o] k71 & et (mmHg) .22* .25*
‘Total cholesterol(mg/dl) .05 .09
LDL-~cholesterol(mg/dl) .05 .09
HDL-~cholesterol(mg/dl) =37 - 47"
Triglyceride(mg/dl) 2T A7
Fasting blood sugar(mg/dl) 12 .08
Lipoprotein(a) (mg/dl) —-.05 .09
PAI-1(mg/dl) 307 357
Fibrinogen(mg/dl) .16 2
HbA:C(%) .01 .03

*P<0.05 =P<0.01

PAI-1 : Plasminogen activator inhibitor -1

A Fo] 5 %“r% FFH71E s r=.20), ol 21 & ¢
(r=.22), &4 A4 (r=_32), plasminogen activator -
1(r=.30) o] ¥%t3 HDL-cholesterol-& w9feh(r=—,

37). BMI7} 2845 o] 71" o (r=.25), A A4
(r=.47), plasminogen activator -1(r=,35), fibrino-
2 =9l 3, HDL -cholesterol & gtr}
(r=—47){% ).

gen(r==.27)

3) 50cH FA 7 wlukited g ol 7 BAEY g FlA
ote} A FA

A Fo| Bt&45 FZdA A 5(r=.32), LDL-chol-

esterol(r==,29), plasminogen activator -1(r=.26) o]

Fch BMI7L 5545 5718 H0=.24), ol 27

4 ¢H(r=.22), ¥« 2~ v £(r=.34), LDL -choles-

terol(r=32), plasminogen activator-1(r=.25) & &

Sk E 5.

4) 5070 oA 2] vigttad g Q)= BA3TY YA
oto} 433 34
HAFo| BEFE ol ANEY(r=.33), T2 26 &
(r=.21), LDL -cholesterol(r==.20), plasminogen ac-
tivator -1(r=.43) ¢] %t HDL-cholesterol & gk
tHr=-.21). BMI7} &4 & 43714 3Hr=.25), ¢
4718 sHr=40), ¥ 23l 28l-&(r=_24), LDL-chol-
esterol(r=24), A x| ¥ (r=.22), plasminogen acti-

vator -1(r==.40) ¢] ¥ ¢t =, HDL -cholesterol & w3l
tHr=—.30){Z 6.

(I 5) 50CH H4dFe] H|ehaai @i n A E WL H ol

Atete} Abfk A N=83

A F BMI
42718 % (mmHg) .20 24t
o] 97} & eHmmHg) .21 22%
Total cholesterol(mg/dl) 32" I
LDL-cholesterol{mg/dl) 29" 32"
HDI.-cholesterol(mg/dl) —-.01 —.01
Triglyceride(mg/dl) 12 A1
44 et(mg/dl) .02 .02
Lipoprotein(a) (mg/dl) —.05 —.04
PAI-1(mg/dl) .26* .25*
Fibrinogen(mg/dl) -.02 .02
HbA:C(%) 07 .09
*P<0.05  *=P<0.01

PAI-1 : Plasminogen activator inhibitor-1

CE 6y 50CH 01 ) HISHRIH 2012 BHALS UL HOl

Apetel Abmk o N=110

HFE BMI
4279 ¢ (mmHg) .19 .25*
o] $17) ¥ ¢H(mmHg) 33" 40"
Total cholesterol (mg/dl) .21t .24°
LDL-cholesterol (mg/dl) .20* .24*
HDL-cholesterol (mg/dl) -.21* —.30"
Triglyceride(mg/dl) .16 .22*
84 Fd(mg/dl) 17 .15
Lipoprotein(a) (mg/dl) —-.08 -.01
PAI-1(ng/dl) 43" A40*
Fibrinogen(mg/dl) —-.02 -.02
HbA:C(%) 13 .05

*P<0.05 *=P<0.01

PAI-1 : Plasminogen activator inhibitor-1

V.= o

HlukEe 22 1097 2 Wt A FolE e Yo
o Al5) A FAE FHL Y Ado 2 A AF
©} 10% %7} oll W}t 437]) 9t 6.5mmHg, 83
Zal 28l &L 12mg/dl, TEA] ¥} 2mg/dl Z7}14§
o} & &}vi(Kannel and Gordon, 1979) Abc] Al 2 2] 20%
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AL
A AAl 25 A 2 (whole body potassium countmg)

24 Sol glon], HARAY L zE AHARTA, A
A3 AFE ol 4% BMI, 7|8 AAAZ 244 Sol
ek

AFnAE F2 AR AFE AR AFN G E
EAEE HP F2 g 33&11]% 3} 20% ol 4 37
2o, olgohe AlA 2 # Y,
A 2 up g, A 2wk -Lv_—i%°| L Feq g2 A4
=] 9l=}(Himes, Roche and Siervogel, 1979 : Nor-
gan and Ferro-Luzzi, 1987).

b dluk 71 Ee ol A, E, A A5
o 3o whet ol F 4 U (R 5,199, E AT
A7 400 A=<l 7 ¢ BMI & 4-500 Fabuc} dgke
o, ol wl5(1990) & dFoll A vk g o] Halrt
ojztn et o] gokeke ARE AA ﬂ‘}iﬁ-"} 20 o A
709 Aoz § dFol EAte] vlukul = 11.2%, o
e 23.7%2 vlutdlz sl of =}t 19&4— A= (7],
1994) ob= AhubElglch ol2l g w|ub W=+ 2 A8
HEA oI} 24wl winkel A of uhyol what bl
G 9lewg A vime oyt Al

vl ata} dqtel WAl A2 LA ARAASL gl
u, n@cle] §-9 -8 olAkAF o] 20% 5 @& vlntE
ofl A AAF ek 3ufol 4 F7hslrkE 2 3 (Berchtold,
Jorgens and Finke, 1981) = gt} 2 ool 4+ 40tH
o ZH7} 500 ot st AlF, BMIE stoba dst
o] oo AF 7 BMIx ¥ 7 &g el o] ul=ts}
A AA FFge| F &‘f’t% Fate] Fob 9
BEX-E RS %7}°ﬂ 4“5}“1 g Ak 87t
FolA dgto] AAnch A4 245 & A= Yk

vluke] 9l A £3] A" Fellz) Foibs =),
dxy %Z#~6lE 2 LDL-cholesterold] A&}
HDL-cholesterolo] 4= Aoz 43 g=H(7]
= 1994). & Aol A BMI7} 713 @2 7l 400 o
A-Foll A LDL-cholesterol-& 50tk wi ®rh Wt
HDI.-cholesterol-& 4, 50%0 &=+ ¥ o} =gt}

vlabe] ool ake ol dl AYAH noleHdF
o) ojgic} olgd A Adwdl FEA Fast 44
A & Aol(postreceptor defect)ell 71q1st, 2 &0
E 54 o] 3 thA 9 Age) of TRt 21t Y
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75 e s 2] A28 A%

tH{Kolterman, Insel and Sackow, 1980). 2ql43& 4
Ao ulutel 93} olee] A Yol Lx A A T E
018 &8 FAAFI o] E FHEF] 93] o
A Qled $v|7t Frhks n, w3 7o} el Al uhak
Z7tz 7rellA el olgdl AAEe] Famo] Wi
A<= Fx7t 7817 wlF-olth(Herrison, 1991). &
adFollAE BMIZF 743 @& Faol 400 of zbFoll A
BMI7} 7b4 E22ql 500 Fabr vt dedrest o
Sket.

plasminogen activator inhibitor-1-2 plasminogen
activators AA = 2= A Aol &
Asled AN L9 ZHA Lol A ARl A

o4 plasminogen activator inhibitor-12 plasmin-

f

ogen activator ¢} complex& o} %o plasminogen2. &
%%} plasmine] ¥4 =& 21-& 4algeh. w4 plas-
min®] ¢}-2 plasminogen activator inhibitor-12] & 7
¥ = ¢} dlv] 2y 8} plasminogen activator inhibitor-1
£ fibrosis & wWa)| 3} 4] =}, & plasminogen activator
inhibitor-1& #AZ 02 wAdle 485 wajsl=
ozl wtE HAgn s 2As= AAs Hol A
oho} Al Z7 el fi3elxlz wnew gk B ATl
A1 BMIZ} 73 g 79l 400) of Aol A 4,500 &=t
+ ¥t} plasminogen activator inhibitor-1¢] wgkr},

#AF, BMI 5712 & 459438 307ty 4
o] A wla & & = 40, 50 G ZFelA
BMI7} #lF 8ot Ate] Q& QA= Bx Abae] A
==

o] Aol o 774 Fol A 40, 50 Gl F ol A= BMI7}
AF 2ok B4 AdQAste] Aol gt F4F
W A8 AL dZsed o FAR AF LSS
4 et

g g

B oo 242 HF BMIg BAENA 3 ¥
A5 A AxE Y, dAE 2 2431 vintge
of W& 7| 2A8 5 AlFsH7] H el et

ATl AL 1996 1949 12971x] FZAAL ¢
£ 40-5941 Aol F AlA, AAA Aol gu, AA| A F
282 87 ¢E 4127 o) %ok

40, 5000 G 7he] wiakA fob HAEN HPARbA}
o] ANOVA#} scheffé = 243t alx, u]ut <3} &
AHxl 9)§ el A 7hel A3 A) = Pearson correlation

<]



coefficient 2 -4 ko] o} g3} 312 A5 At

1) 500 ‘G4 <Eo] 40tH of A m} %, BMI, 427
3l o]gtrl & qt, £F 9 A&, LDL-cholesterol,
ZA v}, F2 A4}, plasminogen activator-1,
% hemoglobin AiC+= %9te1} HDL-cholesterol
< st

2) 400 FAFoNA AFo] HE&4E oSk HY(r=,
22), LDL-cholesterol (r==.20), plasminogen acti-
vator-1(r=35)7} %%t5 HDL-cholesterol &
$Hr=-.25). BMI7} ¥84% 4%78%0=
27), ol 71|k (r=,33), %%Hléﬁl%(rZ.ZS),
LDL-cholesterol (r=.26),plasminogen activator-
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— Abstract —

Key concept : Weight, BM|, Risk Factors of Coronary Ar-
tery Discase

Correlations between Weight,
Body Mass Index(BMI) and
Risk Factors of Coronary
Artery Disease in Men and Women
in their Forties and Fifties

Kim, Hee Seung* - Jeong, Hye Sun** - Han, Kyung Sil*™

This study was done to examine the correlations
between weight, BMI and risk factors of coronary
heart disease in men and women in their forties and
fifties. The subjects were 412 adults, who had reg-
ular health examinations between January and
December of 1996 at S-Hospital in Seoul. The data
were analyzed using ANOVA, Scheffe test, and
Pearson correlation coefficient. The results are as

follows :

* College of Nursing, Catholic University
** Kuk Dong Junior Nursing College
*** Samsung Medical Center
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1. The men between 50 and 59 years of age had
higher levels for BMI, weight, systolic blood
pressure, diastolic blood pressure, total choles-
terol, LDL-cholesterol, triglyceride, fasting blood
sugar, plasminogen activator-1, and hemoglobin
A;C than the group of women in their forties. Yet,
HDL-cholesterol was lower than in the former
group.

. In the group of men in their forties, weight was
significantly correlated to diastolic blood press-
we(r=-.22), LDL-cholesterol(r=.20), plasmin-
ogen activator inhibitor-1(r=.35) HDL-choles-
terol(r=—.19). Their BMI was significantly
correlted to systolic blood pressure(r=.27), dias-
tolic blood pressure (r=.33), total cholesterol(r=.
23), LDL-cholesterol(r=.26), plasminogen acti-
vator-1(r=.36) and HDL-cholesterol (r=—.25).

. As for the group of women in their forties weight
was significantly correlated to systolic blood
pressure(r=.20), diastolic blood pressure (r==,22),
triglyceride(r=,32), plasminogen activator inhibi-

tor-1(r=.30) and HDL-cholesterol(r=-.37).

plasminogen activator-1(r=.35), fibrinogen(r=.
27) and HDL-cholesterol (r=—.47).

. In the group of men in their fifties, weight was

significantly correlated to total cholesterol{r=.
32), LDL-cholesterol(r=.29), plasminogen acti-
vator inhibitor-1(r=.26). Their BMI was signifi-
cantly correlated to systolic blood pressure(r=,
24), diastolic blood pressure(r=_.22), total choles-
terol(r=.34), LDL-cholesterol(r=.32), and plas-
minogen activator-1(r=_25).

. In the group of women in their fifties, weight was

significantly correlated to diastolic blood press-
ure(r=.33), total cholesterol(r=.21), LDL-chol-
esterol(r=.20), plasminogen activator inhibitor-1
(r=.43) and HDL-cholesterol(r=-—.21). Their
BMI was significantly correlted to systolic blood
pressure(r=.25), diastolic blood pressure (r=.40),
total cholesterol(r=.24), LDL-cholesterol(r=.
24), triglyceride(r=.22), and HDL-cholesterol
(r=—.30).

The above findings indicate that the BMI was

more predictive than weight as a risk factor for cor-

Their BMI was significantly correlated to dias-
tolic blood pressure(r=.25) triglyceride(r=.47),

onary artery disease for men and women in their
forties and fifties.

—192—



