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Changes of leptin resistance, blood lipids and inflammatory response before and af-
ter the exercise therapy in children with obesity
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Abstract: Objective Some research has shown that C-reactive protein ( CRP), leptin, soluble leptin receptor
(sLR) and blood lipids are involved in the development of obesity. This study aimed to investigate the changes of leptin
resistance, blood lipids and inflammatory response before and after the exercise therapy in children with obesity. Methods
Fifty-one obese children at ages of 12 years received an exercise therapy for 2 months. The levels of serum leptin, sLR,
triglyceride (TG), total cholesterol (TC), low-density lipoprotein cholesterol ( LDL-C) and high-sensitivity C-reactive
protein (hs-CRP) were measured before and after the exercise therapy. Forty normal children served as the control group.
Results Compared with the control group, serum levels of leptin, TG, TC, LDL-C and hs-CRP and the body mass index
(BMI) in the obese group increased (P <0.01), while the serum level of sLR decreased significantly (P <0.05). The
levels of hs-CRP, leptin, TC, TG, LDL-C and BMI in the obese group were significantly reduced after the exercise therapy
(P <0.05). In the obese group, the serum leptin level was positively correlated with the levels of blood lipids and hs-CRP
(P<0.05); serum levels of leptin and hs-CRP were negatively correlated with the sLR level (P <0.05); the hs-CRP
level was positively correlated with the levels of blood lipids (P <0.01). Conclusions Leptin resistance and the changes
of blood lipids and inflammatory response are found in children with obesity. Exercise therapy can partially improve these
changes. [ Chin J Contemp Pediatr, 2010, 12 (1) ;40 —42 ]
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2H 5 f%r  hs-CRP(mg/L) Lp(pg/L) sLR(wg/L) TC( mmol/L) TG(mmol/L) LDL-C(mmol/L) BMI(kg/m?)
X REZH 40 0.7+0.9 3.8+1.9 17.0 +6.9 3.2+0.4 0.7+0.3 1.8+0.4 21.9+2.5
JIELJHE 20 51
TRITHI 2.9£2.4° 10.7 +5.0° 14.3 +4.6" 3.7£0.7° 1.3£0.5° 2.4 0.6 31.0 +4.8°
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F {4 15.585 46.362 3.442 10.205 24.205 16.610 62.215
P 0.000 0.000 0.035 0.000 0.000 0. 000 0.000

X EALILAL, a: P <0.01, b:P <0.05; 538 S VAT T L, c: P <0.01,d: P<0.05
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i P i P ri PH
BMI (kg/m?*) 0.562 0.000 -0.426 0.001 0.775 0.000
TC( mmol/L) 0.399 0.002 -0.270 0.044 0.650 0.000
TG ( mmol/L) 0.341 0.010 -0.344 0.010 0.531 0.000
LDL-C(mmol/L) 0.293 0.028 -0.295 0.027 0.571 0.000
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