Korean Journal of Life Science
Vol. 12, No. 2. 226~232, 2002

ZSetn Hetdol XS0 mE

rkl
fok
re
-

HEl, o=l 3 gEx|H

N2 e
ELELEEDTE LS

A Study on the Levels of Leptin, Insulin and Serum Lipids of
Primary School Boys Depending on %Fat
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Faculty of Liberal Arts, Miryang National University, Miryang 627-702, Korea

Abstract

In this study, the researcher classified primary school boys with obesity into light(% fat :

20~24.9%), moderate(2

5~29.9%) and heavy(30% or more) obese group and then analyzed and evaluated their own levels of insulin, leptin
and lipids in blood. The level of insulin was significantly high in primary school students with heavy obese rather
than in the other two groups. While that of leptin, significantly high in those children with moderate and heavy
obese rather than in the other group of light obese. The level of T-C was significantly high in primary school
students with light obese rather than in those students with heavy obese. HDL-C tended to increase as %fat went
up, but there was no significant difference. The level of TG was significantly high in the group of heavy obese
compared to the other groups. LDL-C tended to increase gradually as %fat became high. Thus, depending on %fat,
primary school students with obesity were significantly different with each other in insulin, leptin T-C and TG
levels. This suggests the urgent necessity of developing systematic and separate programs to treat such obese

children.
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Table 1. Physical characteristics of subjects

Item age (year) height (cm) weight (kg) HRrest (bpm)  SBP (mmHg) DBP (mmHg)
LO 10.8+£1.02 143.7+5.21 48.3+4.54 78.2£451 118.8+9.71 785+521
MO 10.9£1.08 145.8+5.37 549+3.41 7651527 120.4+10.5 748+6.42
HO 10.7£1.01 148.5+5.61 60.2+6.21 78.9+6.85 115.7£9.31 79.6+£7.24

LO: Light Obese, MO: Moderate Obese, HO: Heavy Obese, SBP : Systolic Blood Pressure, DBP: Diastolic Blood Pressure
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Table 2. Results of one way-ANOVA for insulin and leptin in each group

group LOM*SD MOM=SD HOM*SD F-value Duncan
insulin( ¢ 1U/ml) 12.04+4.02 13.21£3.31 17.33£3.91 957" LOMO<HO
leptin(ng/ml) 8.61+2.63 13.71+1.94 15.19+2.61 40.79" LO<MO,HO
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Fig. 2. Comparison of T-C and TG in each group.
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Table 3. Results of one way-ANOVA for serum lipids in each group
group LOM*SD MOM=SD HOM=SD F-value Duncan
T-C(mg/ dt) 168.9129.00 175.8+27.71 187+25.14 437 LO<HO
HDL-C(mg/ d¢) 48.6115.20 49.8+11.24 50.1+13.53 0.10 NS
TG(mg/ dt) 86.0£21.15 88.0+18.03 131.9+35.57 9.61 LOMO<HO
LDL-C(mg/ d2) 109.5+24.11 120.6+27.30 121.7£19.78 1.59 NS
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