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Clinical Nutrition Therapy of Metabolic Syndrome in Adolescents

Hye Won Yom, M.D., Ph.D.

Department of Pediatrics, Seoul Metropolitan Dong-bu Hospital, Seoul, Korea

Metabolic syndrome (MetS) is characterized by the clustering of obesity, impaired glucose metabolism,
hypertension, and dyslipidemia, and is predictive for development of cardiovascular disease and type 2
diabetes. The high prevalence of MetS is a serious health problem, especially among obese adolescents.
Because insulin resistance and obesity play a central role in MetS, treatment of MetS should be primarily
focused on improving insulin sensitivity and weight reduction. Nutritional therapy of MetS aims to reduce
the intakes of saturated fat and free fructose, and increasing the intakes of dietary fiber, unsaturated fat,
and antioxidant nutrients may also be beneficial. (Korean J Pediatr Gastroenterol Nutr 2011; 14: 350~

Key Words: Metabolic Syndrome, Nutrition, Adolescents, Insulin resistance, Obesity

M =

e vlite] ZvtstHA WASTEE 7
7hska ghek. Jad7lel A2 A FEE 4ol
o] 27l AEW A3t A2y Fgo AT
S glon ofol Wit A3l AT SVt Bed
Aldolet. ofof] AAb= tiArGFtell thgk A A A=
A el 483 5 Qe dATFE 4%
A55 Aelsl Kzt gt
A 20119 119 9, 591 120119 11 16¥
Z“°‘ZM s, 130- 707, A&A FHET &FF 118-20

ASEMA THHY Lol L}
Tel: 02-920-9160, Fax: 02-920-9345
E-mail: misoyom @chollian.net

350

i=h
—

1. AL E 2| HoP

Bkslo] ek

=
=2

9 Reaven©| o]#]
o] gt A}’D’POHH] &3] FukEo] vehta, ¥
o|Ato 7 ol zgA o] uhAE o]

shte] S5 (Syndrome X)O. & Q14
Shiek. olelat e 317 g,
Zkzy i Agto g bRy

N shtel EFEOR Fol BT Beldtel S 4ol

= 3

s
_1

>
L=
AL
R

™)




el - F

b
[
=2
>
ol
ol
Eh]
=2
>
julel
0z
02
0Q
A
El
w
n
o

A91e] 79+ World Health Organization (WHO)
(1998), the third report of National Cholesterol Education
Program Adult Treatment Panel (NCEP-ATP III) (2002),
American Heart Association/National Heart, Lung, and
Blood Institute (AHA/NHLBI) (2005), International Dia-
betes Federation (IDF) (2006) 5ol tiAS3 Akt
7132 AN 7 WA e WHO A5k 71ES
DAL o] Ae] Q= A1S AAR o] FanlS olslst
37 3Hz 957t glof Al el A g1l AR
Hol] 9l o NCEP-ATP Mol A& %3 u]ahg wheds)
ol gl S 95 g Agste] 21 ulgel
24 Aasgn A b B8 AHE NFS

NCEP-ATP III¢} IDF 7|5Fo|t}.

O{N

P

2 HAEEZS RYEY

U 204] o4 A1) FHES oF 15~30%°] =
W Zobd el AE tid ", At 7)Fe] 2k 3
g3t v g & = AN iR o R Lopdad A
A2 5~9% HEolar nlukgt Lobd 42 30~40%
AEZ BuE ok 12~ 194 Aol nZ HAd-S
oz 1988 e 1994 A5 5 B4 Ay} diAt
ST FHES AL A9 oF 42%, AA AT
95 W) o] e nwkat A oF 287%27 &
gluets oju] A ASET FHET v=EHA

= X715

=
>
ofN
ot
M
o
2}
2
N
mlo N
[o
oZi
L
2N
s
'l
o
=
>
N

:?:
5l P-% s ﬂ?cﬂﬂ oF ut
01 A wkA] Uk A2 )
S5 Qo] A4 A E
'P%EF” AA7tA] A= A
o A}ﬂﬂru}t} o2 71 AHgsla 9l
Ngog CEP ATP T A% 715 Wdslo] Hol
23 20079 IDEYo A= 6~ 164] Lol &
NS At 715 AE A ST IDF 7]
I 104191 73-foll= AT ST ZI5ts}
].

dul
o
1-%
w M

rlr R

>
ofN
i
B
o
fiu
r‘ﬁ
rﬂ
o e
o}‘. UE

|\
)

™ 6~
75k 3287k 90 MR G o] 4ol
—:,_!- 11]203 r/]-‘—tlﬂ o]xl—x]é‘,oé%_ /‘le
) | 9 7ol F7F AAE ok st
~16A| 7155+ Table 13} 220 164 o] ol & AQ1¢]
NES HEEE P
1) HZ(EE H|TH: sl Eals d&d A
Heo] grow HX ujut Gl AW FH} T
o] 485 a ). &S uldo g oA
Ul Aol o] 4AAHZ, W Hollet oA AU
WA veke] 2 %91 3258l % CRP, adiponectin}
eka ek 20074 thekiolahaks| ol A o}d
e Ed MEYFE Hxeg e selEd =
A Qe ZAAA 5] ol BEY M F
Bool| 4 5}ie}”. ME = NCEP-ATP Il 7|53} IDF
7127604 2|5l 90 MR o] S WAZSITE
o At 7]Fo 2 AdtH(Table 1).
2) DU selgddFe Ao YEEF A)F
&

gk X‘J
o~
i)

ot

bt
ofr
—_
o

&
i)
0
=
N r_E,

]r‘

B2 [

o rf

T o

Table 1, Definition of Metabolic Syndrome in Adolescents

Modified NCEP-ATP III¥

IDF (10 to <16 years)’

>3 of the following:

WC >90th percentile
Triglycerides >110 mg/dL
HDL-C <40 mg/dL
Blood pressure >90th percentile

Glucose Fasting=110 mg/dL

Central obesity defined as WC above the 90th
percentile plus =2 of the following:

>90th percentile

>150 mg/dL

<40 mg/dL

Systolic =130 mmHg or diastolic =85 mmHg

Fasting =100 mg/dL (oral glucose tolerance test
recommended) or known type 2 DM

NCEP-ATP Il third report of the National Cholesterol Education Program Adult Treatment Panel, IDF: International Diabetes

Federation, WC: waist circumference, HDL-C: HDL cholesterol,
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