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Serum leptin, adiponectin and resistin levels in obese children
and their correlations with insulin resistance

Min Young Park, M.D., Sun A Ahn, M.D., Won Kyoung Cho, M.D., Kyoung Soon Cho, M.D.
So Hyun Park, M.D., Seung Hoon Hahn, M.D., Min Ho Jung, M.D. and Byung—Kyu Suh, M.D.

Department of Pedatrics, College of Medicine, The Catholic University of Korea, Seoul, Korea

Purpose : The objective of this study was to compare the levels of adipocytokines in obesity group with those in control group
and examine their correlation with insulin resistance,

Methods : We enrolled 36 obese children (male:female [M:F]=17:19; age, 9.3+1.9 yrs) with >95" percentile body mass ind-
exes (BMls) (obesity group) and 35 healthy children (M:F=16:19; age, 9.1+2 1 yrs) with o575 percentile BMIs (control group).
We measured the serum leptin, adiponectin, and resistin levels and insulin resistance in both the groups,

Results : The weights, heights, BMIs, fasting sugar levels, insulin levels, and homeostasis model assessment for insulin resi-
stance (HOMA-IR) values were higher in the obesity group than in the control group. As compared to the control group, the
obesity group showed significantly higher leptin levels and lower adiponectin levels; no significant difference was observed in
the resistin levels, The leptin/adiponectin (L/A) ratio was higher in the obesity group than in the control group. In the obesity
group, HOMA-IR showed significant positive correlations with weight, height, BMI, and leptin level, However, it was not correlated
with age and adiponectin and resistin levels, In the obesity group, leptin level showed significant positive correlations with age,
weight, height, and BMI, while adiponectin and resistin levels showed no such correlations with the other variables,
Conclusion : We suggest that adiponectin plays an important protective role against weight gain in obese children, Further,
L/A ratio can be used as a parameter for predicting the prognosis of obese children, (Korean J Pediatr 2009;52:766-771)
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Table 1. Characteristics and Laboratory Data of Subjects in
the Obesity and Control Groups

Control Obesity
P value
n=35 n=36
Age (years) 9.1#2.1 9.311.9 NS
Weight (kg) 28.518.0 43.4%11.9 <0.001
Height (cm) 128.9413.4 135.3411.9 0.038
BMI (kg/m? 16.811.4 23.2%2.6 <0.001
FBS (mg/dL) 89.5%7.0 94.6%7.7 0.005
Insulin QU/mL) 9.245.3 18.845.5 <0.001
HOMA-R 2.01.2 4445 <0.001
Leptin (ng/mL) 3.442.8 12.846.2 <0.001
Adiponectin (Og/mL) 10.143.6 7.342.8 <0.001
Resistin (ng/mL) 1.84.0 1.7441.4 NS
L/A ratio 0.840.9 41126 <0.001

Abbreviations: BMI, body mass index; FBS, fasting blood su-
gar; HOMA-IR, homeostasis model assessment for insulin re-
sistance; L/A, leptin/adiponectin ratio; NS, not significant

Table 2. Correlation Coefficients of Homeostasis Model Ass-
essment for Insulin Resistance (HOMA-IR) with Serum Adi-
pocytokine Levels and Other Variables in the Obesity Group

Correlation P-value
Age 0.33 NS
Weight 0.50 0.002
Height 0.37 0.025
BMI 0.57 <0.001
Leptin 0.39 0.017
Adiponectin —0.24 NS
Resistin 0.23 NS

Abbreviation : NS, not significant

Table 3. Correlation Coefficients of Serum Leptin Level with
Other Variables in the Obesity Group

Correlation P—value
Age 0.53 0.001
Weight 0.60 <0.001
Height 0.56 <0.001
BMI 0.61 <0.001

Abbreviation : BMI, body mass index
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£ dERSltE. HOMA-RE ot Aol ETRRIE FollA HE
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Fig. 1. This figure shows the correlation coefficients between
homeostasis model assessment for insulin resistance (HOMA -
IR) and leptin/adiponectin (L/A) ratio in the obesity group.
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