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ABSTRACT

The clustering of insulin resistance with hypertension, glucose intolerance, hyperinsulinemia, increased triglyceride and
decreased HDL cholesterol levels, and central and overall obesity has been called syndrome X, or the insulin resistance syndrome
(IRS). To develop a nutrition service for IRS, this study was performed to evaluate the prevalence of cach component of the
metabolic abnormalities of IRS and analyze the clustering patterns of IRS among subjects living in the Taegu community.
Participants in this study were 9234 (mean age : M/F 48 /40yrs) | 63.5% were men, 24.4% were obese, 13.3% had hypertension.
3.7% had hyperglycemia, and 32.4% had hyperlipidemia. The IRS was defined as the coexistence of two or more components
among metabolic abnormalities ; obesity, hypertension. hyperglycemia and hyperlipidemia. The prevalence of IRS in Taegu was
19.2% (M/F © 20.8%,/16.4%), the clustering of these risk variables was higher in advanced age group. Among the subjects of IRS
having two or more diseases, 75.6% were obese, the patterns were similar in men and women. The younger, the higher the
prevalence of obesity associated clustering patterns. The prevalence of obesity associated patterns among the hyperglycemia
associated clustering patterns was 44.5%. The samples of the representative clustering patterns were obesity and hyperlipidemia (3.
0%), hypertension and hyperlipidemia (3.2%), hypertension, obesity and hyperlipidemia (3.1%), hypertension and obesity (2.3%),
and hyperglycemia and hyperlipidemia (0.8%). The clustering of obesity and hyperlipidemia until 50 year old groups, and the
clustering of hypertension and hyperlipidemia in the 60 and 70 age groups were the most prevalent. We concluded that insulin
resistance syndrome was a relatively common disorder in the Tacgu community, and the prevalence and the characteristics of the
risk variables for clustering were distinctly different according to the age groups. When sophisticated, individually based dietary
intervention strategies for TRS are designed, an effective nutritional service improvement will be achieved. (Korean J Community
Nutrition 6(1) 1 97~107, 2001)
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g} ot 4 #Ael7t o2 o & w gloh. deee] g
4834 L FIANEE FolM ABE F glon 9%
A E e g e 2o v]E] HAHY By o)
o2 Q3 FAE & e AFHES BAGA 2Y +
Adck. 53] dYEFL] f¥ol = FRAE £3] LAY
AAY JYARE Avete] JFEE Ao EN =
&5 AW EE =g 5 oS ot A4 falyge
B4, 3AAFME, ARE oA 873F0E He o
FUFAA ARE 7 UE FLYRLSAEY AgE A
K7HE I A okF] whE A g A7 FFAMH A
Z2 o] 843157 Fagrt

A FollA AsUATY € uQEFEF, VLDL
2] Z7ke} HDL 2382HZ9 7, 954 (impaired
glucose tolerance) ¥ ¥ 7 A EA FF9 98
7 L9850 TH cluster) g olFo] A5 Fvky
o] utehdtl= Aol ¢4 syndrome X2 HWEH HYo
(Reaven 1988). o] F& 72 & syndrome X &, A%
H HAF SH Y} AR 8 42748 Ro 5
W 2gey A4 A9 £28AY P F(micro-vascular
angina)# 3] AN XFF i (metabolic syndro-
me X) B dedATY FETolE BYVE (o]
714 1995 : Newmann 1989). ©] Z¥ 2] 322 £4
2 JeUATY B EUESE F Q&) 2T ¥
T HAFE ] T4 g delx glon, o 2FTEL AYH
A% DA APAAR A83viT 3} AEdAFA F
Fo& 7tk Z2te] tiateld AA L bR 7h A
HEONAAM 7V &3] FEAE uNEE FMRA] 2 AR
BAAME 23 5 9l7] A& v]$5 A= Reaven
o] A3% syndrome Xoll F3H¥o] 1A @ch 28} syn-
drome X @A} thrt viRkein, vRkge 2 FREA| ¢
2 AR BR 53] B AWEAe] v B
7] Wil vivkE T AAHe] o}t Y7} o|F tlAloly
o] el Uloz AE3HE 7FeA o] AAIEALH 7Y
1995 ; #74 1993 : De Fronzo 1991 ; Kaplan 1989).
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1. TNTIY

3 ZEA] AT 402 Yabugd] ol
7T A7AEE e 239 1D 2 71 9234HS diy
oz 3}

2. O+%H

7147 AREME B8 F8H gHEAE A4y
AG A4S Bt 2AEFL 22 AHE 200
mg/dL., 18-S #£7) 8¢ 140 mmHg, <1718
90 mmHg, 2¥FS TEA 9 120 mg/dL, vITH A
AFA(Body Mass Index. BMD) 25 o4& 71502
ate] ad A3 FFTY FEE U F9d Ade] £
FFLE A

AY IS Ergidslasyor g3 du A
EL BEAE o8¢ viqHoR AFEAs](Abbott Co.
USA)E o83l ZAslginh AR AF(kg)/(A
Z(m)) e 2 Airsldrh.

3. Bi=y

SPSSEA HA7|AE o83l FAEME Alsslian,
pake] 0.05719 o) fogt Ao T AFIP} EHAE
HES 37 9 ZFEHAR A S vasigion ad
H HJAETE A8 S gotrr] Yate] Pearsond O
BB & APsiE

& 1}

1. 293, Y, agd 2%

A7 el 8 AFFHIATE F 92347 0)0.2H, o]
¢ WA/} 586278 (63.5%). 17 %4217t 337278(36.5%)
ojict. tldate] B AL FA 47,67 £ 11.244), 18]
3 oAbz 39.84 £ 14.2941%0HTable 1), 4%E E¥&
Table 22 2. lidZol v]s} 20~400) AH 5} FA-&
of FrhH o ¥oirt WSS AYEAHLE HdA 22
271 36.5%, 48 HAREATL 15.1%, 58 R WAL
7} 48.5%°11H(Table 3).
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Table 4] LtEl} vist o] 4@ BE 2| ol hal &

ahe] J7 A7+ 2] BBt fol5hA EA YET

3. QeANPYTELY 4¥E U §34 TE

AP F 25 kg/mE V1FLZ d%E | FAYAY
24.4%7} vigejd o, FUAHE viwabd dAb 27.4%,
4z} 19.2%7F Blgte R EH=E] fed Aol Akt

Table 1. Distribution of the subjects by gender

Variables N Yo

Male -5862 63.5
Female 3372 36.5
Total 9234 100.0

Table 2. Distribution of the subjects by age group

owao

(p <€ 0.001). 8e] A FHES 13.3%°1UT, G
W= 7zt 14.2%, 11.8%24 Fztl &elz) glart
(p <0.001). TEA 28T FHES 37%0IU, & W
¥zt 4.5%, 2.3%2A wdztel =1el7t ik p < 0.001).
aA e $HES 32.4%0|5t, FAl 33.5% AR} 30.5%=
A AA] diziel zto] 7t YRArHp < 0.01)(Table 5).
Table 6ell4 ZAMAAAEE A4 o< ndgt,
a8y, uw o] FA FelM 7HA olde] S4E
B8 gAg st o $HES ¥ RE A, 1744
ol43e] AR WHE oY FREEL 50.3%°INL,
Zol| A Y= 54.4%, A= 43 1%0]%e). $7kA] SR
& B&E o FHEE 31.1%01901, A 33.6%
oz 26.7%01t. W B 2] fH80 M
i, 2 ke wEh ndY 2¥lg Foldih 1A FEE
B83 gdAte] $HEL 15.1%0193, B 16.7% o
A= 12.3%01th 37 SA4HS B gAY R EL

Age N % BLECA A
< 19yrs 197 2.1 3.9%01% 1 FAlhAE 3.9%, dAdME 3.8%01U
20 - 29yrs 1866 20.2 e, w283 2X ¥ 4 ) B5E 2R
30~ 39yrs 2630 28.5 oldae] 8L 0.2%0105L, d 22 0.2%, 0.3%°]
40 - 49yrs 2320 25.1
50 — 59yrs 1419 15.4
60~ 69yrs 671 73 Table 4. Anthropometric and clinical characteristics of the subjects
70— 79yrs 123 1.3 Variables Male Female p-value
(N = 5862) (N = 3372}
80-89%yrs 8 0.1 m -
ot 4234 1000 Ag«_e(yr) 4067 = 11.24" 3984 + 14.29
Height{cm) 169.39 & 606 15666 + 599 wak
o ] ) Weighttka) 6725+ 929 5497+ 770 ™
Table 3. Distribution of the subjects by occupation SBP(gmmHg) 12271 + 1536 118.53 + 17.52 s
Variables N__ % DBPmmHg) 7773+ 1097 7347 £ 1135+
Industrial workers 3366 365 Glicose(mgdl) 83384 2305  B0.28 .+ 2151
The subjects being checked up by adult disease 1390 15.1 Cholesterolimg/dL)  187.77 + 35.86 185.41 % 37.89 -
Public: servants, teachers 4478 485 aMikg/md) 2341+ 282 2243+ 310 4
Total 9234 1000 T Mean + SD wr:p <001  ##x:p < 0.001
Table 5. Prevalence of each component of metabolic abnormalities of insulin resistance syndrome
Variables Male %o Female % Total %
Normal 4255 72.6 2723 80.8 6978 75.6
Obesity 1607 27.4 649 19.2 2256 24.4
¥t = 77.34 p = 0.000
Normal 5029 85.8 2973 88.2 8002 86.7
Hypertension 833 14.2 399 1.8 1232 133
¥’ = 1046 p = 0.001
Normal 5596 95.5 3296 97.7 8892 96.3
Hyperglycemia 266 4.5 76 2.3 342 37
¥ =313 p = 0.000
Normal 3899 66.5 2344 69.5 6243 67.6
Hypertipidemia 1963 33.5 1028 30.5 2991 324
¥’ = B.80 p = 0.003
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Table 6. Prevalence of the clustering patterns of metabolic abnormalities of insulin resistance syndrome

No of componens Patterns Total

of IRS" Yo Male Yo Female %
No Normal 4590 49.7 2672 45.6 1918 56.9
HT? 348 38 250 4.4 98 29
op” N6 9.9 671 114 245 7.3
One HG* 99 1.1 86 1.5 13 0.4
HL® 1508 16.3 962 16.4 546 16.2
2871 na 1969 336 902 26.7
HT + OB 213 23 157 2.7 56 1.7
HT + HG 32 03 24 04 8 0.2
HT + HL 297 3.2 184 31 113 34
Two OB + HG 34 0.4 29 0.5 5 0.1
OB + HL 738 8.0 526 9.0 212 6.3
HG + HL 78 0.8 57 1.0 21 0.6
1392 15.1 977 167 415 12.3
HT + OB + HG 11 0.1 10 0.2 1 0
HT+ OB + HL 282 31 174 3.0 108 32
Three HT + HG + HL 26 0.3 20 0.3 6 0.2
OB + HG + HL 39 0.4 26 0.4 13 0.4
358 39 230 39 128 3.8
Four HT+ OB+ HG + HL 23 0.2 14 0.2 9 0.3
Total 9234 100 5862 63.5 3372 36.5
1) insulin resistance syndrome 2) Hypertension 3) Obesity 4} Hyperglycemia 5) Hyperlipidemia
At CoY B Nee A, M, M, By, 85N 8
st nE" nAE, Hute] 4 F 0 £E 2 o ¥, FEALHE, NEFNS H
< T3 A2 YsdATEFTEFTLE YIRS T4 7HTE A 17HA. 271, 371, 47HR 2 R
VEAAFHZTLE FEEL 192201903, Aol sel 34 B AXES YZAF vjTR T3 FYRAS

20.8%, Al A 16.4% 1%, vleHe A d @t
g, 2AEY A7t AE FolAd 27) ®E I ol
uhsh A4 92] 82 YA} 8.6%, 917} 8.3%° 0.
AR dEA BEEY 2 vvk 1A E
(8.0%), 8yt nAH(3.2%), nyds v ¥
(3.1%), 0¥zt wlTH2.3%). 2¥FH )Y (0.8%).
Hek ¥ E(0.4%), vlvta) ¥ 1A ®(0.4%). 18
g 28H0.3%), 1y 1¥8F, 1228 (0.3%), 18
a7 w9k, 2 @ 2XH(02%). 28D ¥t o
v 2¥EY(0.1%) 22 YehdtHTable 6).

2714 ojdel TS B3 tlda} FolA v)gte] BEA
d 737 #3572 FEEBTheR o] vlus}
A& o, uigo] #AHE EFA 3 ddATL 75.6%
o)i:, vl 3-8 Azt 24.4%01en g BF
AV AR(EAY : 76.7%/23.3%, 33} : 73.1%/26.8%)
& JehSith. a83Fe] FuteE EgEA £ FolA v
gho] B d F38e FHEEL 4.5%9 7, 94 F1i43.9
%/44.4%) 5% AR A gFolqdtt.

off W X & ox

7t HETE A ARE F A, AT Y, 5N €9,
FEe28E ALFTFE FsA 22 8 e
THp < 0.001)(Table 7).

5. Y N fARY B A9

A5y S IdA zlelE FAg AR 174A] o]/t
8 B8 d4Ae] EES 10007) 20.8%. 20007}
26.3%. 3007} 43.5% ., 4007} 55.9%, 50th7} 73.7%. 60
)7F 77.0%, T0th7t 82.1%, 122 807} 87.6% = <=
o] WobArE = et} JIsdAINSEFEE 18
s, W5 gel, AAvrteld, vinte] T4 F 2] e 1
ol g 7HA & = A= A el S o o] HEES 10
7} 1.5%, 20007} 5.4%. 30°h7} 13.4%. 40th71 19.3%.
50tN7} 35.7%, 6007} 43.9%, el 7007} 52.9%= <
He| goldTE o A JepttHTable 8).
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Table 9o14 QEVAFYFTFTY Hdd FEES ¢
iz ug 247 95 4@ F¢ 50dAE TR,



Table 7, Comparisions of anthropometric and clinical characteristics according to the number of components of insulin resistance syndrome

. Normal One Two Three Four Total
Variables p value
(N = 4590) {N = 2871) (N = 1392) (N = 338} (N =23 (N = 9234)
Agelyr) 3598 + 11.08" 4236+ 1175 4770+ 12.02 5119+ 1146 5457 + B85 4037 +£12.45 b
Height{cm) 16487 £ 831 16485+ B.60 16461+ 924 16291 4+ 939 162.04 £ 1043 16474 = 8.60 o
Weight(kg) 5853 £ 8.51 6492+ 1039 6992+ 1058 7150£ 965 7196+ 912 62.77 £ 1056 wex
SBP{mmHg) 11448 £ 1096 12240+ 1506 13319 + 18,08 14849 + 1567 15583 + 13.04 121.18 + 16.30 b
DBP(mmHg) 7179+ 860 77.20+10.37 8369+1195 9367 £1030 9635+13.79 76,18+ 11.30 b
Glucose{mg/dL) 7762+ 1130 8191 +19.11 9195+ 3772 101,22 + 3834 167.22 + 38.80 82.25 + 22.55 rEE
Cholesterol(mg/dl) 16518 £ 21,47 199.87 + 35.03 218.64 + 32,40 23448 + 3042 24130+ 3721 186.91 £ 36.63 ok
BMi(kg/n'lz) 2145+ 202 2380+ 275 2572+ 269 2687+ 213 27414+ 261 2305+ 296 ¥rx
1) Mean + SD *+ . p < 0.001
Table 8. Number of components of insulin resistance syndrome in different age group(%)
No Of:fol";g"”ems 10 ys 20 yrs 30 yrs 40 yrs 50 yrs 60 yrs 70 yrs 80 yrs Total
Normal 156 1375 1487 1022 373 154 22 1 4590
{79.2) (73.7) {56.5) 44.1) (26.3) (23.0) (17.9) (12.5) (49.7)
One 3s 389 793 850 539 222 36 4 2871
(19.3) (209 (30.2) (36.6) (38.0 (33.1) (29.3) {50.0} {31.1)
Two 3 90 299 360 3N 222 45 2 1392
{ 1.5} { 4.8) (11.4) (15.5) (26.1) (33.1) (36.6) (25.0} {15.1)
Three - 12 49 84 128 64 20 1 358
{ 0.6) (19 { 3.6 {90 { 9.5 {16.3) {12.5) {39
Four - - 2 4 8 9 - - 23
{0.1) (0.2 { 0.6) (1.3 {02
Total 197 1866 2630 2320 1419 671 123 8 9234
{100) (100 (100 {100) (100) (100) (100) {100) (100)
oIt ARG, UL E02 AL ERO, OB § F % WA AT, 209 200, GnfAE A ¥

= nA" 2P u)v 2@ otk T0telME
gote] 744 3 o the nAE, wg, ny¥d fol&iu}.
TEGE 204 g0l ol27|7hA] dHo] FrlEsE
i Eol TolAE A% Bk 1¥FY #9452 204
o= Halal Aol B BYUAT, I oF AYZAME A
g A% BAG uAge] FHES 50ch}21% Aol
Z7185E QAR 2ol AL Byd vwe A E
& Q07tAlE dAE 9 S 34 EolAlE AES
ngov 2 olF AYdAME 23 RopHe A2 B
et
To7) o) de] Hae vEhiE AsdARAEREE WY F
oA 50ci7AAlE vlwt A 4 27HAE B4 o
o] FEe] 713 wokont, 60thsh T0thE nEYSH
Y 24 27HAE BAT dAAe] S go) 71t Esi
3717 242 Yl d&sdAET2e] A9 47}
A dg FolA 2EYG - v - /Y F4e] FHEel =
E dzoi 7Hg 29t o] fael FHEL 53] 400
o 500, T0cholAe ZA Al EHQ) BHFA #

£ Yehuigiey.

2717 olabe] FAE BHT AR FoIA winte] piel
93 BASA B §YO2 Uio) AR MTIYS
o, ulzho] B el FREol W0l W 1 St

715 AT 100%210 32, 200k 87.3%, 30tH 86.9%, 40K
79.7%, 50Tk 73.0%, 60Ul 61.0%, 704 55.4%0°]Act. 2t
FAAPY SFT £ B, L QUFASS M

3 BUE BYFEe] fuE] FolAE A%S T
n@Fo] Fedl 2P 44 Tl vlge] BAY 49
o] rES 20t 50%, 30v] 53.8%5. 40T 46.5%. 504

41.7%, 60 37.8%. 700] 33, Q/E. ddo] =718 eE 7
roke AL udth

7. % RESHY 438N

A7, A%, JAF, Y FEM we. syuauE, 44
FA I ATRAAE B A7, AR g9 A%
3 F&7) "ghe AN F HE AXEE= FoF e B
#A4L4 vellgi o (Table 10). :
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Table 9. Patterns of insulin resistance syndrome in different age group

(%)

Patterns 10 yrs 20 yrs 30 yrs 40 yrs 50 yrs 60 yrs 70 yrs 80 yrs Total
_T_V_Offp_a! ___________ 156 _(Z’?.Z}_!%Z?_(fl?)_ 1487 (56.5) 102.% 44.1) 3.?'_3_ (26.3} 1_54 (2300 22(17.9) 1 (12.5) 4590 (49.7)
HT" ’ - 43 23 61 (23) 86 (38 72 (5.1) 66 98 16 (130) 2 (250 348 (3.8)
0B* 16 B.1) 138 (74) 276 (105 293 (12.6) 149 (10.5) 39 (5.8} 5 @0 - 916 (9.9)
HG? - 11 {0.6) 33 (1.3) 29 1.3y 16 (1.1} 9 (1.3) 1 (0.8) - 99 (1.M
HLY 22 (112 197 (10.6) 423 (16.1) 440 (19.0) 302 {21.3) 108 (16.1) 14 (11.4) 2 (25.0) 1508 {16.3}
HT + OB 1 {0.5) 17 {0.9) 42 (1.6 46 (20) 60 (4.2) 35 62y 1 89 1025 213 2.3
HT + HG - - 4 0.2} 8 0.3) 7 (0.5 11 (1.6 2 (1.6) - 32 0.3
HT + HL - 10 @©.5) 28 (1.1 53 23) 95 (6.7) 87 (13.0) 23 (1870 1(125 297 (3.2)
OB + HG - 3 0.2) 10 (0.4) 13 (0.6} 4 (0.3} 3 04 1 (0.8) - 34 (04
OB + HL 2 1.0y 58 (3.1) 201 (76) 216 (9.3) 181 {12.8) 74 (11.0) 6 4.9 - 738 8.0
HG + HL - 2 00 14 (©.5) 24 000 24 (1.7 12 (1.8) 2 {1.6) - 78 {0.8)
HT + OB 4+ HG - - 1 ©.1 1 (0.0 6 (0.4) 2 03 1 (0.8 - 11 ©0.1)
HT + OB + HL - 11 0.6 40 (1.5) 62 (2.7} 99 (7.0 54 (8.0) 16 (13.0) - 282 (3.0)
HT + HG + HL - 1T @1 - 6 (0.3) 11 {0.8) [(ora] 2 .6 1025 26 (0.3}
OB + HG + HL - - 8 0.3 15 @.6) 12 (0.8} (0.4} 1 0.8 - 39 (04}
HT+ 0B+ OGC +OL - - 2 00 4 0.2y 8 (0.6 {1.3) - - 23 (0.
1) Hypertension 2) Obesity 3} Hyperglycemia 4) Hyperlipidemia
Table 10. Relationship among anthropometric and clinical variables
Variables Age Height Weight SBP DBP Glucose  Cholesterol BMI
Agelyn) 1
Heighticm) = .207%= 1
Weight(kg) 066+ Ho4*** 1
SBP{(mmHg) 381+ 005 24354 1
DBP{mmHpg) 344%%+ 72454 .285%** T74% J
Glucose(mg/dL) 192w —.023* 057%*s 188 ,149%* 1
Cholesterol(mg/dL) 324%% — D49+ 203%* 222%ex /.234""* 105 1
BMilikg/om® .268*+* 035% VY e .321**}‘/1 320% .D9p*= 30pxx+ 1
+:p <005 *+:p < 001 sxx 1 p < 0,001 yd
stttar gtk HAAER1E e ® ZAY Gonzalez ¥
i | (1995)8] B3olM % 28, AAcirtold, e gtel
AZHAE B5 B8 A5 @AM 2.97%. A=tell A 3,
JEIANTY FEF FIBL ATAOIG A2 TE  21%olNeH, TAEVEE AE W &Y AYHEF
1ZE A§E BAZ HIS1) tha olelgo] Yok B T AFEo] TS A U

Fhajeto] th -4 A= 3 the Framingham study(Me-
igs 19974 A ddirjeld F vjghg YERiE central
metabolic syndrome. T8¢, SEWNSAY A 714 F
F71A A8E vehfE /8 E2 central metabolic syn-
dromex} 318Ste] 214 242} 8.9%, 5.9%. central meta-
bolic syndrome® FEWIdel 2.3%. 2.4%, w37
FHelAde] 0.5%, 1.0%] F+H8ES Z2 vehdgich A
7R Ae9e BT AT 1A A 33 56%, Rt
6.1% ©|%t}t. Ferrannini $(1991)e] 33 ApoAx
Syndrome Xl &3z ZHzte] Age] # Aol 7] § 57}
A\ gt ol= ATl ulsh 371x] o]de] FEukd Ajst wWAN B

FellA dEdARAY TFET] FHE gEA A F
7g AteE A Rl AldRNE e A
AHT(ZPAE T 1993) 7 AT (FES T 1996) el
A4 5(1993)9 2laba 304 olie] ZAMR Alet 1811
BF WHO7|Eo 2gh 28 uAde due] fHES
18.7%, 218} 21.3%. 134X HEZ(2.26 mmol/Lel),
10.9%. AHDL Z&28E383(0.91 mmol/LVITh), 45.6%,
N 2H(25 kg/m*e|4) 36.3%cller, 5714 2 F om
F7tAELE 23 ohE gAbS 72.8% 9T 3 TEA] ¢
U T2t FHETE AT dal, 2FAA
WHEFE 7hihd HDL E2d82u 235 184 vwEel



Z7vem FREEE A9L 2t A4S 5(1996)0]
3 A Do) AN E 404 o]4Fe] Agl & FAte]
21.1%. A4} 44.9%7} v]TH25 kg/m'eld)siglen, o
gstel fHEL WY ZH2t 50.8%. 61.9%°]%0c}. AHDL
FyAuEEZ2 IR} 92.2%. 92} 48.3%011 T TFA
AMEZ(2.26 mmol/Lel )& FAA 255%, HA
A 23.0%°19.2M, AHDL Fd2sE8EY o AA
852 25 ved 2 Z@gakelde] FHEE 22 11.7%,
16.4%°1951 WHO7 s 93 ygadoly fH¥gs
dRA A 10.2%, DAAA 15.7%0)1%c} H43 1714 o)
AL 7D AU AE R T7.1%2 ddx o]
AT(72.0%)9 FABI e, AAlelA = 90.0%F 9H
A Z2AHT3.6%) A0 40 Ad 3eAS 404 o2
F 202198 dte.2 3 S £(1998)8] TN
BYH25 kg/m]4), 28, FTEA 2HFH(WHOIE),
N2 2HE3HESE vebd A A 200 mg/dL) 9
FHEL 24.6%, 21.4%, 6.2%, 24.7% 2 JERNAT}, o
E AAE) 4ae vinsied wd2e Fojgo] ¥ B
o E=& v FHES fARE o, 8 nx e
FHES AEY dFeM 0 B2 FFE BT 35
Al @39 Aetr)Ee] @ot AHI vz YA 283
o] $HE L gAY APl v B& AYL Byt
olgdA Y FEF FHE RAR: A9 AHg of
A shke whe) 2eka £ ) G Qe AH(HA
2 % 1996)° 4 Haffner $(1992)¢] Q-ollrs} o]
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