ighaleksls]x): A 12 B A4 & 2003 O O

el ATwstel Qled A B Adiponectin F=29k2] B

-

Adheta oot yRe g, olFdista oaist WEHA Y, 2147] G- P d7a’

% = =1 1
ZIEAl . HEX|O} - ROIS - Q] - HEEZ . 21E0| - DS - 0]z
< A A =15 = 2
OHEP - A=A - AL - Ol - 2 - s

The Relation of Weight Change during Growth to
Insulin Resistance and Serum Adiponectin Concentrations

Chul Sik Kim, M.D., Jina Park, M.D., Min Ho Cho, M.D., Joo Young Nam, M.D.,
Jong Suk Park, M.D., Dol Mi Kim, M.D., Dae Jung Kiml, M.D., Kwan Woo Leel, M.D.,
Chul Woo Ahn, M.D., Bong Soo Cha, M.D., Sung Kil Lim, M.D.,

Hyun Chul Lee, M.D., Kyung Rae Kim, M.D., Kap Bum Huhz, M.D.

Division of Endocrinology and Metabolism, Department of Internal Medicine,
Yonsei University College of Medicine, Seoul, Korea,
Department of Endocrinology and Metabolism, Ajou University School of Medicine, Suwon, Korea',

21th Century Diabetes and Vascular Research Institute’
o oF
p=d =

oIz B A7 AelA Y] AT st ledAdd 2 1 A=Esh ARxE gzl 84
adiponectin FE9} o] TAIE ZEEAE A8 913l Hiolr]7|Y] FWIEHE Ridse SAAE
= @A) Hirde] 18] AlFe] WHelel Jadx A E P adiponectin FE2H] TAE ARSI
ok

et 2003 49 AMESEA Mt 2419 § Fohueld AR A 1657S AT TS
Z 3l SAAT w2t ASA Ao, GdE Ao, 18l e Alsote s 18 3t
o 27, A, =, ARES S99 dedAT YT IAE VSIS Algsidn: BEsh
HAAF L 43T B2t ATl Mgk Felsle 7 #5171 AAAIS, ¥3 adiponectin % 2
AT TAIE oA ASEHFAE Aldsisick

Aok ST QEdAR T 59 IS BP0y SAFCE folkA] &tal, A H
T AR 2 24 o)F AATPgela] vl AROAIN JIeEdAEAde] A JERTE 84
adiponectin == AA A5 5] JHAAE 7, 24 AFo] ARFOIAY ATl A HlRE
A= ARl AN FrefstAl Bl vERsiT

- 252 -



— ] Asiet e

A& = Adiponectin

F=ole] TA —

ZE A=A A=ol= ARATA A QlEdIAEA o] A 7FsAlo] o o3 trESTe] 1Ay

sl Bk welgzel, 5

Z¥e Ho= AziE
A2 Ao 01] 1 PARCI PR
olol&5L AL,

Aoz Azar),

] Hx]—;,}z%q]k] ;q]
ok T3 AEAY AlFolEe] IedAEAde W= 8% adiponectin &

o] A YAV} Basiol, 424 ATl 24
53] 419} SBMS BAS Aol tkEFToR WS g & 9

b e %% 1 9ol s Bk 3 &
<9 0} 8 A

o ro

il

SAEo: JEdAPY, EX8AF, FAAZ, AFHs], Adiponectin

MO

2 geluelle Al A3 348 0
3 A Gy, WS gel 2 thAEFe] Wl
IS I ol e AU 0y

7] B AlAolr]e] oJFAdgol i
< Y273 o] e} A9
YU BHEAS 20T Roletar FAgEHEA] Aok
5 2714 (thrifty phenotype hypothesis)2 A28 T
el 3k oo g AXSA. olF AT A&
YA E/gol| TS I8 B L:rL7} o] =3
o FEe] Agolx AEA AFel] B9l =2 O]E‘
AAFAYE Byom’, F=9S thgor 3 Aol
M= HlsE 292 2y,

AAZAA FolHoz LHHT TEA =

adiponectin o A} & QlEAAFA ] =23 AF

HTk} adiponectin®] A¥HJol| tigh A+ Bol
AlgEo] glom HIole Ao 9 Aadu|vy
A M= 2R Q57 A
o}, Aoy} vl IAZ adiponectin FE=9} AFS &

adiponectin®] 1

o ARTATE Qe Aoz Yt Y. X &
AT, AT B AEIEAA s 53 <
FUAT 2 adlponectm»]-/] Ao tsiAE B
| upl ¥ Qink ol AREL vt F2d
Wdez SAAT, AT B g Al

O{N mlo

(¢
=

o WEL AERAZH 2 1 FHD APIAR <

i

2R A adiponectin FE oI AAIE zh=A
E AR
T
1. CHat
2003 48 HESUA AET 209 St
M TS 7IEo R TS Add 16585 A

TR oV’iD} 7HEALS B3 RS AllEle]
SAASE gotsislon AEA AFolt 2.5kg
W 139, BEEA AFoRr (25 o ® 42kg "
vh 1359, T8)u &4 AFolt 42kg °%h 17
Holl AN SAAFT 2 27, Al AAAS, Y 5

o ZHsla AFAAE AlHstt

=
2. gl

D AAAS 2 et 21
RE SR P $2 BEF JUZ AAAZ
stk g3 AFS ZHHT, A (o) A3
AT ()05 WPro] ALFAFE Ak 3
dEeE FaAt BHI vietel telE 30em A=
deln AN A TAE o83l R ke

12 o
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ST A=A Abololx SAEAH AR o
H2= (impedance)©] IS ©]-&¢F AAEZA7] (Body
fat analyzer, Model TBF-105N: Cas Co., Seoul,
Korea)E ©]&3t] SA3I3H:

ke SAA 5% o1 YL A3 AeolA o
Al groh BESHE 5L WWNE ol831o] $5 el
M Az 1% oV AS T T A S5l B

sy,

o
ok
2
ol
2
N
.

~

N
I
0
J
J
i

, =288 E, HDL-Z2H g,
A4 10458 248 F o
9Ale) AE3igct &
method (747 automatic analyzer, Hitachi, Tokyo,
Japan)Z o|8-8te] S &3 ey C-E
ol== WAPAYLZ=AH (Linco Research Inc., Missouri,

USA)E ol&st Fsidinh dedA@del et

i)
oft
T ]
e o=
ol o
" S gy
=
jg G
%

I3 glucose oxidase

=48 homeostasis model assessment of insulin
resistance (HOMA-IR)S ©]£3}33 Q&EHEHF
homeostasis model assessment of B-cell function
(HOMA-B)E ol g3le] Zgsidon] F2le 247 o
=3 2k
HOMA-IR = fasting insulin (UWU/mL)x
fasting plasma glucose (mmol/l) / 22.5
HOMA-B = 20xfasting insulin (WU/mL) /
[fasting plasma glucose (mmol/l) - 3.5]

g4 FFU-HE, HDL-ZH2EE, FAA S

F MM (enzymatic colorimetric method)S ©]-8-3F
A5E417] (Au5200, Olympus, Tokyo, Japan)E ©]&
sle] =431, LDL-Zd|2E| 2L Fridewald 32
< olgate] Azt

3) &3 adiponectin S=

HHS 43} 70Coll YsRAIItF BAl0 A
£ Z3Y3}At) d17F adiponectin A (Komed Co.,
o]-83te] FUIA WhS-S fFlgk &

Seoul, Korea)E
ELISA % (Hitachi 747 analyzer, Tokyo, Japan)< ©|
8/-5}o] adiponectin EEZ2 =33}tk

4) EM4HFB, SIS EJ MBSt M2 27
AT Qo= dAAIFS AAYAS (body mass
index, BMDol| whz}t Zﬁlw(l&s v|wh, BAAF
(18.5~23.0), Z50}(23.0 oPHToE FE-S 3Nk
EAATY AAAFTS B ﬂ'ékﬂ Z4 Al AAIFo]
H Adle B Ee FAFTA Aot 24 Al A
ZolH &z FAF2l H9E ‘Catch-up’+ o2 9

EZ 2 Al Ao ATl A
AT Aok A Al AT AR AR
7495 ‘Catch-down’ o2 3dl§om Yz HLE
‘No-change’ 722 7 2J8}5ith

el

[‘

F{rﬁ
_L4
o,
A
)
2
)
aQ
=4
72]
O
o:
u:
_IZ:
tlo
>
olt
ofr
ol
32
fuj

SA1E22 SPSS program for Windows version
11.0 (SPSS Inc., Chicago, IL, USA)S ©]-&3}91, P
%] 0.05 P9 o) SAIH SR Fofsitiar Frlsl ATt

Zd
=

P

1. oiThAIel AN S

|

2} 84, o3z} 819o|lon, B Yol 13.24)
(12~154)Fom Fhizte] Alole gldch HAE o
2ol vl 277 AFe] o Fou AAFAFE 2
o7} ATk AAYEL ozjollA] Fxlol] Hls| 2u)
o B 2 AoE Ueuton sElEdle EAlelA
O Zith & 3He] I Ael= {IdleH, g9, €
A ¢l&d% %, HOMA-IRE x}o]7} Itk 34 o
AlA ZZE S 2 HDL-ZE2HESX7 U =

A UeRgeH, SAAERE Zol7t fllth o2k
2 adiponectin F%=7} Fotoll B3] O =A Ueht
t}(Table 1).

S A ATE VIR A ATk, A=
A AFolr, HEA AFoltS A2 1349, 1359, 17
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Table 1. Clinical Characteristics of Subjects:

Male (n=84) Femal (n=81) P value
Age (year) 13.13£0.89 13.26£0.93 0.367
Weight (kg) 56.60+13.99 52.5249.52 0.031
Height (cm) 161.89+8.86 157.20+4.55 <0.001
BMI (kg/m®) 21.43+4.35 21.20+3.47 0.701
Birth weight (gm) 3462.38+676.76 3214.81+530.19 0.010
Body fat component (%) 11.86+7.92 25.82+7.64 <0.001
Waist circumference (cm) 74.47+10.22 68.74+6.37 <0.001
SBP (mmHg) 117.55+13.48 113.73+12.16 0.058
DBP (mmHg) 73.99+10.39 73.27+9.37 0.643
Cholesterol (mg/dL) 164.57+27.32 176.32+24.64 0.004
Triglyceride (mg/dL) 76.15+33.82 81.30+30.82 0.309
HDL-C (mg/dL) 44.44+8.77 48.86+8.15 0.001
LDL-C (mg/dL) 104.90+24.05 111.20+21.21 0.077
Fasting glucose (mg/dL) 98.27+8.90 97.31£9.29 0.505
Serum insulin (UIU/mL) 7.25+5.17 8.18+5.08 0.247
C-peptide (ng/mL) 1.90+0.65 1.99+0.52 0.311
HOMA-IR 1.78+1.32 1.99+1.33 0.309
HOMA-B 78.77+59.48 93.40+71.25 0.156
Adiponectin (ug/mL) 3.26+1.47 4.49+1.53 <0.001

* Values are mean=SD. BMI, body mass index; SBP and DBP, systolic blood pressure and
diastolic blood pressure; HDL-C, high density lipoprotein cholesterol, LDL-C, low density
lipoprotein cholesterol; HOMA-IR, Homeostasis model assessment for insulin resistance;
HOMA-B, Homeostasis model assessment for PB-cell function, respectively

oIty AAASY] das EAs) 2d
Folrol AGEA ATkl wish A

AFoLERT £57]847 olgh/ Aol

H=A A
Aol o

2 AR

=2 A0E YEARE A, Ad#EAS
B2 Aot gtk A Aokl AdEA

B Ao

2 UEAR A g e Wik sleleds
24 AlTokol ASA Aokt B B2 AFot

ol Hlsh A FoletAl= 3T (Table 2).
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Table 2. Clinical Characteristics of Subjects According to Birth Weight

Birth weight

Low Normal High
Number 13 135 17
Age (year) 13.69+0.85 13.17+0.89 13.00+1.00
Sex (M:F) 6:7 64:71 14:3%
Weight (kg) 54.35+12.71 53.86+11.43 60.67+15.84°
Height (cm) 158.85+6.40 159.47+7.07 161.12+10.73
BMI (kg/m?) 21.40+3.99 21.09+3.86 23.01+4.31
Birth weight (gm) 2293.85+129.39 3300.89+437.71" 4458.82+300.12%*
Body fat component (%) 20.45£9.87 18.67£10.66 17.74£9.56
Waist circumference (cm) 71.81+8.15 70.93+8.36 77.29+12.46
SBP (mmHg) 124.08+16.98 114.57+12.50 118.00+£10.84
DBP (mmHg) 79.08+10.64 72.73£10.00" 76.65+6.15
Cholesterol (mg/dL) 175.31+£30.43 170.15+26.47 168.06+£25.92
Triglyceride (mg/dL) 86.00+55.63 78.14%30.50 77.35+24.37
HDL-C (mg/dL) 46.77+8.23 47.06+8.74 42.94+8.65
LDL-C (mg/dL) 111.34+30.13 107.46+22.05 109.65+24.21
Fasting glucose (mg/dL) 96.46+7.28 97.8619.28 98.2919.07
Serum insulin (UIU/mL) 9.19£6.301 7.59+4.96 7.44+5.62
C-peptide (ng/mL) 2.04+0.77 1.93£0.57 1.92+0.66
HOMA-IR 2.26%1.69 1.86£1.28 1.78%1.39
HOMA-B 93.97+48.22 85.41+67.99 84.01+61.68

* Values are mean*SD. BMI, body mass index; SBP and DBP, systolic blood pressure and
diastolic blood pressure; HDL-C, high density lipoprotein cholesterol, LDL-C, low density

lipoprotein cholesterol; HOMA-IR, Homeostasis

model assessment for insulin resistance;

HOMA-B, Homeostasis model assessment for B-cell function, respectively

Slgnlflcantly different between low birth weight group and normal birth weight group (P<0.05)
Slgmflcantly different between low birth weight group and high birth weight group (P<0.05)
S1gn1f1cantly different between normal birth weight group and high birth weight group (P<0.05)

Zo] e FojlA] HOMA-IR 3] =& A3 By
o FoEAE &St (Table 2).

2) SXiXZ

AT A AHFAGFE o] &3t AAT, Hd
AT, FAFTLE ro] ZF 759 HOMA-IR
s S A7, @A vvgk o4 HOMA-IR 2k
o] AT B AMAFTol HIs =A e
(Table 4).

3) £4 o|F AE B3t

QAo A AFo] Wste] wEl HOMA-IR s
S4319Y. HOMA-IR #2 Catch-up TlA4 No
change 7 % Catch-down TRT} =7 YeRGoH
Catch-down T2 No change Tl HI3] HOMA-IR
gro] B A=A (Table 5).

4, ®M=1 €& adiponectin SE2| ZH|

¥A adiponectin T+ HUTFS] fojgtk xjolrt
#Eo] GHE AFSHe] AAE metsih
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Table 3. Correlation Between Birth Weight and
Anthropometric and Clinical Charac-

teristics®
r p
Age (year) 0.043 0.579
Sex (male=1) 0.200 0.010
Weight (kg) 0.252 0.001
Height (cm) 0.280 <0.001
BMI (kg/m?) 0.155 0.046
Body fat component (%) -0.022 0.784
Waist circumference (cm) 0.184 0.018
SBP (mmHg) -0.018 0.814
DBP (mmHg) -0.061 0.439
Cholesterol (mg/dL) -0.107 0.172
Triglyceride (mg/dL) -0.094 0.232
HDL-C (mg/dL) -0.125 0.111
LDL-C (mg/dL) -0.050 0.522
Fasting glucose (mg/dL) -0.026 0.746
Serum insulin (UIU/mL) -0.135 0.085
C-peptide (ng/mL) -0.100 0.203
HOMA-IR -0.147 0.061
HOMA-B -0.084 0.284
Adiponectin (ugmL) 0.026 0.739

* BMI, body mass index; SBP and DBP, systolic blood
pressure and diastolic blood pressure; HDL-C, high
density lipoprotein cholesterol, LDL-C, low density
lipoprotein  cholesterol; HOMA-IR, Homeostasis
model assessment for insulin resistance; HOMA-B,
Homeostasis model assessment for B-cell function,
respectively

D =R

Ao A9 A4 A wE AHadr)e ¥4
adiponectin F%=9] o7} glRloy @Al AFS 7]
o2 P& wolle AR TollA 7P =A e
W} E3F Catch-down T4 8% adiponectin &%
7} 718 =4 YERTH (Table 6).

2) O{X}

oJz1e] 7% 4 Also] =2 FollA A adiponectin

2x84d 2 Adiponectin

F=ole] TA —

Table 4. Current BMI and HOMA-IR

BMI
Low Normal High
Number 40 78 45

HOMA-IR  1.49+0.89 1.64+0.94 2.64+1.84""

* Significantly different between low BMI group and
high BMI group (P<0.001)

fSignificantly different between normal BMI group
and high BMI group (P<0.05)

Table 5. Weight Change and HOMA-IR

Weight change

Catch-down No change  Catch-up
Number 43 77 43
HOMA-IR  154+091 1.65+1.84° 2.64+1.79"*

* Significantly different between catch-downs group

and no change group (P<0.05)

! Significantly different between no change group and
catch-up group (P<0.05)

¥ Significantly different between catch-down group
and catch-up group (P<0.05)

st = Ueldeoy dA AS5S VIFez IS
o= HAZFQL TellA 71 GHAl UERE O™ Catch-
up A EA adiponectin 57T 71 9HA] YERG
t}(Table 7).

1]

1

SA Al AAITo R Hlojd oA AR B
o] W 9e] I Jths A A7t i
d o]F trsFo]l Biu GWdEieh 2 #ol
UE Aolgks 7Rl AAEATE MBOX AFd
Hle} o] Hales & Hlopr] & 2l4o}7)e]

Hol H]TH] Age] A AE dog)a o«
Alaze] Qe F¥] BAs 2 Aolgtn F43hd
A ek ]7} (thrifty phenotype hypothesis
28 B 3 Wolow AASAY. o5 wdt

m{o
2
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Table 6. Serum Adiponectin Concentrations in Male

Serum adiponectin

concentrations
(ug/mL)

Birth weight

Low (n=6) 3.69+1.21

Normal (n=64) 3.22+1.41

High (n=14) 3.24+1.90
Current BMI

Low (n=24) 4.26+1.76

Normal (n=32) 2.99+1.14

High (n=27) 2.68+1.07"
Weight change

Catch-down (n=26) 4.19+1.81

No change (n=35) 2.69+1.02"

Catch-up (n=22) 3.06+1.09°

* Significantly different between low BMI group and
normal BMI group (P<0.05)

' Significantly different between low BMI group and
high BMI group (P<0.05)

i Significantly different between Catch-down group

~and No chnage group (P<0.05)

’ Significantly different between Catch-down group
and Catch-up group (P<0.05)

24 A9 A% 1A 3 TS B 56549 Bt
Solx] A 5 S Adgo s Qg AlgEe] e
A& B, 2% AFelA =2 gyt FA) H]
3 AATS BAWE A A7)l o] w3, ¥
3 Afadel F71E0) Qe 2e ARSI,

oJF HuEL Helrlo] JFTHoT B &

Adrti Fs1ck = gloprh o7 Ysle] o]s) HlE}

Axe] 237t A% Al7le] dEEE e 7Y

e =E2HH, g 291 glol= o]d 43S 2E

7] 18l AL 288 siA) =, ol2jdt FAelA
=]

2]
W e 2 7S dor|a AdRle] HuA

o Ml r

s

Table 7. Serum Adiponectin Concentrations in
Female

Serum adiponectin

concentrations
(ug/mL)

Birth weight

Low (n=7) 3.81+1.45

Normal (n=71) 4.48+1.50

High (n=3) 6.39+1.13""
Current BMI

Low (n=16) 4.61+1.29

Normal (n=47) 4.80+1.38

High (n=18) 3.59+1.78% "
Weight change

Catch-down (n=17) 4.93+1.45

No change (n=43) 4.72+1.32

Catch-up (n=21) 3.68+1.73"

* Significantly different between low birth weight and

. high birth weight group (P<0.05)
Significantly different between normal birth weight
and high birth weight group (P<0.05)
Significantly different between normal BMI group
and high BMI group (P<0.05)

§Significantly different between low BMI group and
high BMI group (P<0.05)

HSignificantly different between Catch-down group
and Catch-up group (P<0.05)

! Significantly different between No change group and
Catch-up group (P<0.05)

Agd ado] ZrlsHA =W Fwrge] A4 5 3
> ]q_lQ).

AT AEdAe teiMe B A7t
Aokt AeelA A& AFor 83
EL JEUAFAHS B, IS e
2 3 AFNE BiE A9E myn. SR 2
AxFEe] ATolME EAAT HOMA-IRFE] 2
BAIAE BIAT BAHCZ FofsiAe &da
TS AT wEt AAT, T TR U
o] AEUAFAS vwst Aol M= A 257te] F
glgk zlolE WASEA] Z33ik SFA%F HOMA-IR79]
A 1652 49 489 1, F 75 HAERL SIS

=
= %)\_?_]. 23558 %]TI:— H]%% Z}— - Zl-oﬂ H]ﬁé—l_ 7é]jq_

-
p
o
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A AlFokre] 38%, 3= ATt 26%,
=4 AFotolA 18%E A AlTokrollA 84
A AFoY 159, A=A AFokE 2.0 =2
Ao vehd B A7dMe A2 AT dedA
P4 B ST S48F AFIAYS IME
Ak
PP AT JPWA DB JF Al ZAE
A Al vE& Ponderal A|4* [Ponderal index, =A%
(kg)/ZA7|(cm)'|E HolH o|F F&a AT Z7H=
Hole A5 ANSAN . 24 o1F A W)
s} led A4 3&741—2— ZALE Wilkin 57Y] A
AelMe @A FAFA w3 A4 olF FA4% A
T Hs7} AAE wellA 1edAFA o] FA el
om, B AqxZo A7 AFe® A o|F gt
AollA iz eg HRleiAls Aldss dedA
gajo] =it} ol= AR o g E uj E/zg ATZ o

= Al71olA Bty 1970 o] & FASH A
o) wE Aol Wste, 0132— = 7= A
AFeIAe7t T o] 5ol A Hvko] ¥& ¢
uiete] Z1AId el JlolA, AA fFHEEC] HEER
S7F FAlel =AY Farg o] sl AdS A
gohs ige] 2 & e BloE AzEnh

H AllMde 124178 15474A19] Hads diPde
2 AT, A AT B SAYolF Ao wslel ¥4
adiponectin F=2] #AIE AN Adiponectin-S
AN ZAA EHlEE wllde] dFolH, adipsin,
leptin, plasminogen-activator inhibitor type-1 (PAI-1),

s

resistin, tumor necrosis factor-a (TNF-a) 53} Zo]
]H“ﬂ—‘njﬁﬂ}‘i EHlE & 9 AE-S adipocytokine©| 2}
A&, Adipocytokine- -5 BIwk} okeo] Aty
AE 7FAY adiponectin® 22 AHATAE HolH
ForE B Isdx P Fagh TS &b, H|v
A ARE I Al AEHA SR AN FHaE
o} o] BElA YT
Adiponectin¥} thAFAZES] FA ol tisfA] B A
T7F it} Adiponectin® QlEdIFA ZH|
FLE 9TL 3 el AyvAARE of
1] adiponectine FAs|lom JdEddAd 4

HAH o2 AstElol, ApY Yol WAL 29

HUxgAd 2L Adiponectin

sEste] A —

£ o ZaH0] AP?. Adiponectino] 21 A
g} wElERRE? of7lelle B QA7) edso]
ZA| A EHEE adipocytokine & 3R]
TNF-a¥ adiponectin® f-22} &3S AAsta’’, &
AF=ZE|F0)= 9A] adiponectin FAHS A TP
W2 B9 X882 Jd] 20|= PPAR-Y AEEF
2l thiazolidinedione2] 74-$-= adiponectin AJ2HS A}
5],__ 74_& o]—gqxq 011;]_33 35)

2

2 o

Adiponectin& FZAZX AH4ke] Akl B ool
A &HE A7 225 ¥dS /M7= 2
89 TP wdt ZSA|FA Al o3 IE
Z ol& IS FAATH Aake] 7ko g9 {9

S oAlste] GRS BT
H|RkSl 8kxjol A= adiponectin®] A=) o
AE F=r A AME adiponectine AASHAl €
P Yang 572 AFS AT 0|3 adlponectln
o] Z713e Bl en Statnick 50 i
Aol By 2 ujske] A|WMM|EZA]  adiponectin
mRNA7} 44918t} Hriar 81¢itk Hotta 52 A
2% i ¥ oRrESFlA Fske SR
Tt 5o AUEAE ZESE

pe]

% adiponectin®
RHoAF}rh

£ A7 AReMe JsdAI IS Vel HOMA-
IR & ¥ adiponectin FEE Th2 AT A7} u}
R E 29 ABBA 1=-0.184, p=0.019)S zZt=
Aoz VeGP wdl 34 adiponectin FEE
A Az wlEse HEFe EHO™ ol Arita
577} Hotta 5°¢] 479} 2+ ZAsjo|t). Fxte] 73
%, EAAIF] W2 A adiponectin =] x}o]7}
HAE A EJYAT Az A= A adiponectin =
= AT 49 AEREAE HBAI(=0.197,
p=0.078), A AFH= 59 ’6“1_' Ag BAo
(r=-0.290, p=0.009).

=4 B4 adiponectin FEol #3F 7= Lindsay
590 oJaff A== 0]52 AAJole] adiponectin
v EAAFEYD A AR FAVE dSS B
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ABSTRACT

Background: Low birth weight is associated with
insulin resistance and type 2 diabetes in adult. The
fetal programming hypothesis has taught that insulin
resistance and its associated metabolic disturbances
result from poor gestational environment, for which
low birth weight is a surrogate. We have investigated
the relevance of birth weight, current weight and
weight change to insulin resistance and serum
adiponectin concentrations in 165 contemporary
Korean adolescents.

Methods: A cohort of 165 boys and girls were
measured birth weight and current anthropometric
data (weight, height, body mass index, body fat
component, waist circumference), blood pressure,
lipid profile and insulin resistance and serum
adiponectin concentrations at age 12~15 who have
lived at Seoul in South Korea. We also investigated
the relation of birth weight, current weight and
weight change to insulin resistance and serum
adiponectin concentrations.

Results: Although, statistically not significant
insulin resistance was negative correlated with birth
weight. Also, current obese group and Catch-up
group had the high insulin resistance. Serum
adiponectin concentrations was negative correlated
with insulin resistance and low in current over-
weighted or Catch-up groups. In female serum
adiponectin concentrations was low in low birth
weight group and Catch-up group.

Conclusion: Low birth weight may predict the
risk of the metabolic syndrome with low serum
adiponectin concentration and its progression over
age, and this effect may be more pronounced in
those who exhibited excess current weight or
so-called catch-up growth. So, adequate gestational
nutrition is necessary to prevent low birth weight

and also childhood overnutrition should be avoided
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especially in those who had a low birth weight.

Key Words: Insulin resistance, Birth weight, Current

weight, Weight change, Adiponectin
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