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HEE APEE, Sad wHn o3k 99dAE B HERe HEEY, 2RE, HEER 29 1 2 B
2Ea PSS quils Aol Ut S89 gAY B GRTETA 2345 4
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B ooy FIE9 5L g g} C-peptide/@%  Hliglucose ratio)E AV A&H
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3 AAR B Fa 22N SAE 2 9R)
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245} We 3964 24sr
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SRCES
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(3) Helzd, 5=, E52

algde Ade A4 237 e A=
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B a4 2R mnEle] gukd 2aa(dd gl B
Hoo|lErzh B FEEE) o 204 W SE
H AF Bow ARBAY AF, FFF AF 2o
54 ARE FEEEH, €999 Cpegtides 2H
241+ A%, A7, AETF

. A duf
1. HE s % A W 7Y
AN AR P B ASUEE 2HEg

2w, 204 we] BMIZF 25 ke/m’ o]olsl® Hlwky

o] 21 m(1Z6 %LeF BEMIT} B kg'wm Tme|giw
el 145 HRT4 R f4EA Peke
(o000, =t BvIE HeEe] 111 =865 %)

> 3

o3 WMWY 5 ABHORT A5 S
(p-0001). A WEER 521 %Y BTHe] <t
@ A% ot 998 Rez Yshes €49 BM
= HEHEe] 54 W(322 WSFE MMHEmE 113 W

(677 3B ol ¥hA) RHRTHp 0001 <Table 1>

1.
=

2 vy & oo gl Pl 2Rie AE
e A, @Y X Croeplide/2dE

g M7 % ke o3¢l MY 25 kew
el R A3 W § AAdgAS U
g 29 od 49 A5 % /87 A9



fatestE A A0 AsE

<Table 1> The Changes of the body weighi and body mass index in paiients with NIDOM

n=15T)
Ttems Dhivizions n {%) w D
] % ka/m oF T1(12.6)
BMI at 20 vears old {kg/m® % ka/re o] E(RT D 9308 4001
. . N & keg/m o) 111(865)
previous maximal BI{ke/m’} % o/t T EF SE(.5) R 4001
. . Yeag gHE21)
acute walght reduction o 8047 ) .25 {1588
; & keg/mt o] 54(32.3)
present BMI{ke/ i) % o/ |5 11367 ) 20.84 4001
chese—ghese £5(32.94)
e g B e BMD) obese-nonobese 553333 001 0994
o T nonchesenonghese 56(33.53)
NIOOM Ten Insulin Dependent Diabetes WMellitus
BMI @ body mass index
<Taple 2= The Changes of the body weighi and body mass index according 1o obese and
noncbese dabelic ypes (n=167)
chese diabetic neihese diabetic
Ttem {n 540 {n 113 t D
meant$ D, meantS .
ageivears) 5000+ 328 5239+811 157 01200
height{cm) BosTE 730 151.2527.73 (53 (0500
hody welght at 20 years oldike) 5301+10.34 56.35+3.23 156 412040
BMI at 20 vears old {kg/m) 2280+ 335 21624236 2.37 00200
previous maximal bedy weight(ke) 7514t B35 84754075 737 40001
previgus maximal BT {kg/m’) 2951+ 2.37 24854283 1617 40000
BML : hody mass index, ¢hese diabetic @ present BMI > 25 ka/m,
nonohese diabetic @ presebnt BML ¢ 25 ka/m’
zhel7} gisin BMI= $AA Aelg Eieu F F ARy A9 ExefA  f93 =orHp-00001
R ARwe s fAEE S, w2 Fd) Bl o {).{)O{)l) g R g4, olgr) 2% 2 %
Higkga WHEE el 2 289514237 ke'm, 3 FeEige] H 33 B HE Y 8RR 72457
2486+203  kemE WITHEAA FHE) =9n =T 0002 0000 p0.0003).
(p=00001), A BMIe WwEY 27322205 ke C-peptide €3 Hl=2 H48 =e)7) 99t Table 3>
fm FF HlEIEREY] 21344202 ke/mBTF F43H
= BeHp-00000)<Tatle 2> 3 AHE wE P mE AR, ¥y 0@
C-peptidef EE H|
2) "y g W ded Biw 83l =)
W 2% # Cpeptide/ 23 ¥ T Aoy BMI #A4 BMI 2 2Re Hlw
#HAY BMI=f wet 5 kgm0 AR O 25 —HlwE ) Wlw-dlE e W WHE-s e 3k
kg/m' Pkl MM o B RLRE] AN 2 W@y e w=) AF Wa, A=, 29 € CGRE ¥HE
2 CGRE MHE AW wwd 2oy Halds S44 A 204 AR MY AFE A 2 Z2Fesd 19
HEke & 4 gle sElEdd 22y 2 234 5% zpel7t glzlzn 204"] ) o] MI?'} H - Wk W] ]
FETAC HEeERT F459 9o ool wHg o Ws W H] R I °H e EkA =3t
o 0000 p 000D, A wmhe] AEe O WNE H T 254 /\‘I 7 ‘%‘H o g o H™
B AEZE T SR TETAe A7 dHnd 8 AZFE 7Y AldgA] o “F—‘ﬂ Gl R R
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<Table 3> Parameiers of body faf, blood pressure and CGR according fo obese and

nanobese diabelic ypes (n=167)
chese dishetic nonchese dabetic
Ttein {n 54) {n 113} 1 D
teartd 1 mean+S 0L

waist dreumference {cm) 9185+ 938 a5+ 718 755 00010
hip circumference {om} e+ 595 9119+ 564 9432 40001
waist Mp raticCWHE) 0010+ 000 {1830+ 006 152 {41180
deinfold thickness (mm}

ahdoininal 23.88+ 937 1783 770 412 00001
triceps 1967+ 8492 1407+ 6.57 405 440007

subgcaptdar B8+ 732 1310+ 543 733 40001
systolic BP{(mmHg) 13 2+20 15 123821740 315 (0000
diastolic BP{mmHg) 23951152 TIO6E 470 3564 (0004
mean arterial pressure (mumHg) 107628717 92631132 358 0000
fasting hleod sugar {mg/di) 198 50481 17 205 45+57 34 044 {6500
fagting C-peptide {rmol/1} 206+ 141 175+ 117 092 {3620
[ 00017+ 0009 OOI00E 001 {58 {5000

chese diabetic : present BMI = 25 kg/nt, nonchese diabetic @ presest BMI < 25 ke/m’
CGR : fasting C-peptide/glucese ratic

<Table 4= Parameiers of body faf, blood pressure and CGR according fo the anthropormetric

change paiferns (n=167)
oh—oh ch-nonch nonch-nonch
Ttem {r 85) {n 553 {r 26} F D
tmeant3 0. meantS 1L mean+S 0.

age{years) 4974+ 332 5235 9440 SL73+10.60 186 £.158
duration of diabetes{years) 585+ 565 862+ 597 840+ 7827 358 0403
height {em) 16152+ 225 16138+ 748 15195+ 241 417 0815
hody waght at 20 years old 5984+10 14 5797 47 a5+ 732 206 2130
BMI at 2vears old{ke/m’) 2278 188 2217+ 259 295+ 1750 547 44005
previous maxdmal hody . 874 034 B0 S04 716 6643 0000
weight {lg) 9 ’ ) B ) ’
previous masdmal B ke m' R 2307 2595+ 1.85° 2283+ 1.49° 168340 40001
present hody weiglit(lg) TR BT 554 714 BEITE T3 7254 44001
present BWI{ke/m’ 2714+ 224 2245+ 181% 2105« 188 7255 44001
waist dreumference {cm) 9.2+ 875 8362+ 6.650° FLHE 5717 4586 00000
hip circumference {am} 10079+ 5167 4382+ 5Agb Q064+ 578° 5123 40001
waist Mp raticCWHE) 091040087 {1 8930 075® 0858 D05° 378 2095
shinfold thickness {mm}

ahdominal 7194+ 909 1788 757 1584 747 820 000
triceps 848+ f4F 1600+ 703 1340+ 517 1347 4000
aubacapular 2468+ THF 1890+ 5980 1575 5857 2619 4000
systolic BP{(mmHg) 133.33+1865° 125.80217.33" 123.05+15.33° 557 44003
diastolic BP{mmHg) 85 44+11 448 77.88+11.15* 7576+ 943 T4 00005
mean arterial 100.05+12.99° 93.84+12.48" 915161075 TR HLM6
pressurelmmHg)
fasting hleod sugar {mg/dd) 166 79+8041 18192410393 146678147 433 07185
fasting C-peptide (nmol/1) 208+ 117 176+ 167 170 £ 144 035 o7oud
JGR 0005380000 001130007 0005480001 021 38135

choblohese-ohese) previgus masdmal BMI> 25 ke/nt - present BMWI > 25 kg/m’
ch-noblohese—tonobese) previcus mesdmal BVI> 25 ke/nt - present BMI < 25 ke/nd
nenoh-nonehinmehese-nonobese)! previous maxdmal BWVI< 25 ke/m’ — present BWI < 25 ke/m’
a, b, ¢ : Duncan nudtiple camparisondmeans with the same letter are not significantly different)

1038
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<Table 5> Parameiers of body faf, blood pressure and CGR by sex n=167)
male femnale
Ttem {n 74 {94} F ]
meanE3 1. meantS 0.
age(years) 5113« 927 5205+ B84 483 0508
duration of diabetes(years) 751+ 655 Tor 651 {41 0578
height {cm) 18716+ 505 15615+ 554 057 {000
present BMWI {ke/m 2379+ 338 2366+ 356 180 0112
waist crcumference {cm) 2460+ 983 2436+ 815 418 0250
hip citcumference {cmy G412+ 6574 9456+ 855 037 i
waist hip raticf WHR) (:.808+ 008 0803 0407 3.48 0547
deinfeld thickness {mm)
ahdotrinal 1638+ 535 2247+ 941 459 0000
triceps 1471+ 9359 1581+ 67 161 01058
subscapular 1736+ 724 2382+ 731 514 0000
systolic BFlmmHg} 1288841678 19576+ 2095 498 {335
diastolic BP{mmHg) 2135+ 9435 FisE+ 1150 213 005
mean arterial pressure{mmHg) 97 18+1083 9351+ 13.59 172 0088
fasting hlood sugar {me/déy 194 396421 21098+108.18 108 {282
fasting C-peptide {nmel/1) 200+ 135 176+ 174 073 (1464
CGR 00110+ 001 000008+ 001 089 (1375
g, du-dasge] £o7 HZa BMZE ZHE F4% Brb o) #F485) =9rHp0000l 0 p-
A ESmp-ol ; phd0l, A AEE BMI 0000 R 57 €y, F4 Bushe 28T ¢4
b R Ry Ll e T T T s I T R AA ek Ze|Ft glsith olgr] g wige] 44
T2 2 ) E=THp 00001 ; p0000. o HlE] E=okeudp0035) A HYE 2Enk
Zalag dugs o £ = FHEE Y ER2Eds o C-peptide €% Hl= F43 Zo|7} Qsick<Takle 5>
Zh wldg-wle e Wl e ey de-el s &
L2 FEA E=Resp000l ; p000D, F V. = 2
o BERY sinTasAs 2k vdd-dueEn
= =Y R e A e e 3 W R e b = e B AN YEY e Bxy] B wEwEe)
(p~0025 p0000D. IR g W] R)E AT Bxle] HE e e Bork a9y mA
AT ARITETY S2TFTA T8 A vH| AdAZA G2 AAIEAFE 7IFELE B 9 a4
Wwlw]eky wj-wd e wa-dmE Y] o2 & = HEEE 35 AFDEE B FouHnde s
HEHA =RTHE=00001 ; 00001 WEEE ok Reln WeEd u= Jed A3
$57) 29 oler] €9 ¥ B4 UYL A Bolup} AFRE% P e BHiEe] AHHE A
-Hl gk o] Hleh-HE T dE ey s =2 FA%FHT  ¢ItHMin, 1992 Park 1395
o Y ERTHpOos o pr0Lg o Yeon, 2000) B AydM= 47 ZRFHsIMm 7
00006). Crpeptide €% ¥lE f98 2o)7 gisdnd FT 4 e A 204 W, WeEL 2126 %)
<Tahle £>. olslent W AFE Fhis W YL 11190655
YT ZFEe A Bk WS WnE Beoe)
4 i ME AIZE2| Ml MR 2E W ol Alg2 gy 8219 521 %rb gesd AF
C-peptide/& &t H| TS FDE F ouHYE waw 8x)r) 113WiE77
e FAF) BoblE 2% B+ 180
W A uer AR, 8% 2 CGRE HEE Ewerson 50188812 Hw A5 Srhe 18R
An HEsye EreEd € E5e2 /49 A7} aleEdgEE, AW oA Fof W] Beidle =R
S5 v BR g AEZEw SR REsAs B ¢l FEAxE oA 204 W HF44 0de] B
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- Abstract -

Past and Present Obesity,
Parameters of Body Fat and Blood
Pressure in Korean Patients with

Non-Insulin Dependent Diabetes
Mellitus(NIDDM)

Fapir, Hye-jov « Lee, In—Oioes
Kim, Sye-Hyunses

Purposer To  determine the  frequency  of
past and gpresent obesity among patierts  with
NIDTA  and to  identify the differences of hody
fat, blocd pressure and C-peptide’gluccse  ratic
according 1o cbese  diabetic (BMWI=25
ke/my and nonchese (BWI<EZE ke/m). Also the final

patierits

factor i3 to  cheerve the anthrometric  change
patterns in the study.

Method  The  welght a 20 vears—cld
previons medmal hody  welght,  and  acute

welght loss were queried Cuarrent height, hody
BMI, walst &  hip croorferences,
ratip,  skinfold  thiclmesses,  hloed
pressure,  fasting  Tleod  glucose, and  fasting
C-peptide were  rmeasured ore  himdred
sixty-seven NIDDMW  patients. The differences of
the parameters coording to obese and nonohese
and three anthroporetric
analyzed
Begtlt: Fegults were as follows:
1. 565 % of the NIDDM patients had a history

of past ohesity as assessed by thelr mesdrmmn

weight,
walst—Tip

n

change patterns  were

* Faculty, College of Nuorgsing, Pochon CHA University

gt aErE A A3A Asx

weight, while only 332%
cuatrertly chese (p's < 00010
2 The waist & hip drounferences,  sldnfold
thicknesses, systalic, diastclic & THORAT
arterial  Hood pressure In obese
were greater than thogse of nonobese patients
(all p's < DLO1).
3. The wast and the hip circunferences, and
skinfeld  thicknesses  (stbscapula & triceps)
were  highest among  the ohese-chese  group.
WHE  and  abdomdral  sldnfdd  thickness
the chese—chese and chesenonchese groups
were  higher than thogse in  the nonchese-
Syatclic & dastolic
Hood  pressures

of  them  were

patients

in

and

the
ohese—chese group were higher than those of
chese-nonchese nonchese-nonchese
grompslall p's < D005

4 The abdominal and  subscapular
thicknegses in  female diabetic
greater than those of male patients
<DO001).
Conclugion:  Although  most

patients

nonchese  group.
THEAT arterial in

aticd

sleinfold
patients  were
(el p's

Korean N
were previcusly  obese, many  of  them
were not ohese during the comrse of the study
Greater  central and upper body  adiposicity  and
chese

and

higher Hlood pressure  was  shown o
labetic Algo,  greater
wper  hody  adipogdcity . was  dermonstrated
ferngle diabetic patients.

patierits. ceritral

in

Key words Ohese & non-cbese disbetic,

fat, Blood pressure

Body
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