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دراسة الأديبونكتين في الأطفال الذين يعانون من مرض السكري
ب�سمة عبد المعز علي, دعاء محمد محرو�,ص �أحلام محمد عبد الله و مينا جرج�س فكري ق�سم طب الأطفال, الكيمياء الحيوية

و  وال�سكري  بالبدانة  علاقة  له  و  الدهنيه  الخلايا  من  فقط  ويفرز  الدهني  الن�سيج  بوا�سطة   يفرز  هرمون  الأديبونكتين  الهدف:  الملخ�ص: 
بالإ�صابة   ترابطه  ومدي  والثاني  الأول  بنوعيه  ال�سكري  بداء  الم�صابين  الأطفال  في  الأديبونكتين  م�ستوي  تقييم  الهدف:  م�ضاعفاتهما. 
بم�ضاعفات الأي�ض في مر�ضي ال�سكري. الطريقه: �أجريت هذه الدرا�سة بعيادة الغدد ال�صماء بم�ست�شفى الأطفال الجامعي - جامعة المنيا 
خلال الفترة من �أبريل 2011 حتى يوليو 2011 و�شملت 314 طفل تتراوح �أعمارهم من 2 �إلى 18 �سنة.وتم تق�سيم الحالات �إلى مجموعتين 
:المجموعة الأولى: ت�شتمل على 164 مري�ض تم ت�شخي�صهم م�سبقا كمر�ضى بداء ال�سكري ثم ق�سمت هذه المجموعة �إلى مجموعتين فرعيتين: 
- المجموعة الأولى �أ: ت�شتمل على 142 مري�ض بداء ال�سكري من النوع الأول.- المجموعة الأولى ب: ت�شتمل على 22 مري�ض بداء ال�سكري من 
النوع الثاني والمجموعة الثانية: ت�شتمل على 150 طفل �أ�صحاء ظاهريا ومتماثلين في ال�سن والجن�س .وقد خ�ضعت كلتا المجموعتين �إلي: 
اخذ التاريخ المر�ضى المف�صل, الفح�ص الإكلينيكي والاختبارات المعملية وت�شمل ن�سبة الهيموجلوبين ال�سكري, وقيا�س م�ستوي الكول�سترول 
والدهون الثلاثية و�أي�ضا ن�سبة الأديبونكتين وال�سي-ببتيد( في الدم. النتائج: وجد �أن ن�سبة الأديبونكتين بالدم لم تختلف كثيرا في الأطفال 
ال�سكري عن المجموعة  �أعلى في مر�ضى  لكنها  و  الثاني.  النوع  ال�سكري  بداء  الأطفال الم�صابين  الأول عن  النوع  ال�سكري  بداء  الم�صابين 
ال�ضابطة ومن حيث علاقة الأديبونكتين بالعوامل الأخرى وجد انه توجد علاقة تنا�سب طردية ذات دلالة �إح�صائية لم�ستوى الأديبونكتين 
بالدم مع محيط الو�سط وفترة الإ�صابة بالمر�ض في الأطفال الم�صابين بداء ال�سكري من النوع الأول وكذلك علاقة تنا�سب طردية ذات دلالة 
�إح�صائية لم�ستوى الأديبونكتين بالدم مع جرعة الأن�سولين اليومية في الأطفال الم�صابين بداء ال�سكري من النوع الثاني ومن ناحية �أخرى 
تم �إيجاد علاقة تنا�سب عك�سية ذات دلالة �إح�صائية لم�ستوى الأديبونكتين بالدم مع كل من ن�سبة الكول�سترول وال�سي-ببتيد بالدم و �ضغط 
الدم الانب�ساطي في الأطفال الم�صابين بداء ال�سكري من النوع الثاني الخلا�صة : نتوقع من نتائج هذا  البحث ان الأديبونكتين له �أهمية  في 

الحمايه من م�ضاعفات الأي�ض في مر�ضي ال�سكري.
مفتاح الكلمات: ال�سكري؛ الأديبونيكتين؛ مقاومة الأن�سولينز؛ م�صر.

abstract: Objectives: Adiponectin is a hormone produced by adipose tissue. It is secreted exclusively 
by adipocytes and appears to play a role in the pathophysiology of obesity, diabetes mellitus (DM), and its co-
morbidities. The aim of this study was to assess adiponectin levels in diabetic children with type 1 DM (T1DM) and 
type 2 DM (T2DM), and to detect its prognostic role in them. Methods: This study was undertaken from April to July 
2011 at Minia University Children’s Hospital, Egypt, and included  314 children aged 2–18 years divided into  two 
patient groups. Group I consisted of 164 pre-diagnosed diabetic patients, further subdivided into Group Ia which 
included 142 patients with T1DM and Group Ib, 22 patients with T2DM; Group 2 included 150 apparently healthy 
children as a controls; they were age- and sex-matched to the diseased group. Patients were subjected to a thorough 
history taking, clinical examination, and laboratory investigations including assessment of HbA1c percentages, 
fasting C-peptide levels, lipid profiles and fasting serum adiponectin levels. Results: Adiponectin levels did not 
differ significantly between patients with T1DM and T2DM, but it was significantly higher in diabetic patients 
than in the controls. In T1DM, adiponectin had positive significant correlations with the duration of the disease 
and waist circumference, while in T2DM, it had a positive significant correlation with the dose of insulin given and 
negative significant associations with diastolic blood pressure, cholesterol, and C-peptide levels. Conclusion: The 
results of the study suggest that adiponectin can play a protective role against the metabolic complications of DM.  
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Advances in knowledge 
-	 Adiponectin, a hormone produced and secreted by adipocytes, is present in the blood in high circulating concentrations suggesting an 

important physiological role. 
-	 An indirect regulator of glucose metabolism, adiponectin increases insulin sensitivity, improves glucose tolerance, and inhibits 

inflammation. 
-	 Adiponectin is emerging as a risk factor for health problems such as diabetes, hypertension, and heart disease, yet there is very limited 

information on the distribution of this hormone in some populations, especially in children.
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Egypt has one of the world’s ten 
highest rates of diabetes mellitus (DM) and 
impaired glucose tolerance.1 The ageing 

population together with socioeconomic and 
lifestyle changes has resulted in a dramatic increase 
in the prevalence of DM.1 In DM, the improper 
regulation of glucose and lipid metabolism due to 
the lack of insulin leads to an increased lipolysis rate 
and decreased stored fat tissue, which is reversible 
after insulin administration. 

Adiponectin is a hormone produced by 
the adipose tissue.2 It is secreted exclusively by 
adipocytes, circulates at relatively high levels 
in the blood stream, and appears to play a role 
in the pathophysiology of obesity, DM, and its 
comorbidities.2 This is because of its involvement 
in the regulation of carbohydrate and fat 
metabolism, as demonstrated in several animal 
and in vitro studies.3 By acting through two distinct 
membrane receptors, adiponectin receptors 1 
and 2 (which utilise 5-adinosine monophosphate-
activated protein kinase phosphorylation, p38 
mitogen-activated protein kinase, and peroxisome 
proliferator-activated receptor alpha as key cell-
signalling elements), increase hepatic and skeletal 
muscle sensitivity to insulin, enhance fatty 
acid oxidation, suppress monocyte-endothelial 
interaction, support endothelial cell growth, lower 
blood pressure, and moderate adipose tissue 
growth. The secretion of adiponectin can be 
suppressed by adipose factors, which are turned on 
once fat cell mass increases, such as cytokines, the 
adipose renin-angiotensin system, and increased 
oxidative stress. Inhibition of adiponectin secretion 
results in the loss of an array of mechanisms which, 
under normal conditions of fat cell homeostasis, 
provide protection from insulin resistance, DM, 
and atherosclerosis.4 The aim of this study was to 
assess adiponectin levels in diabetic children with 
type 1 DM (T1DM) and type 2 DM (T2DM), and to 
detect their role as a prognostic factor. 

Methods
This study included 164 patients with DM, 70 males 
(42.7%) and 94 females (57.3%); information on 
them was collected from April to July 2011 and 
they were classified as Group I. They had regular 
follow-up in the paediatric endocrinology 
outpatient clinic of Minia University Children’s 
Hospital, Minia, Egypt. Informed consent was 
obtained from every subject after the study received 
the approval of the ethical committee of the Faculty 
of Medicine of Minia University. Participants were 
further subdivided into two groups. Group Ia 
(T1DM) consisted of 142 patients (86.6 %) with a 
mean of age of 10.9 ± 4.2 years. In this group, there 
were 64 males (45.1%) and 78 females (54.9%) with a 
mean duration of illness of 40.2 ± 12 months. Group 
Ib (T2DM) consisted of 22 patients (13.4 %) with a 
mean of age 14.5 ± 2.7 years. In this group, there 
were 6 males (27.3%) and 12 females (72.7%), with 
a mean duration of illness of 82.1 ± 39.6 months.  
Another 150 children (Group II) acted as a 
control group which was age- and sex-matched 
to the study group. Both groups underwent a 
thorough history taking. A clinical examination 
included anthropometric measurements, including 
weight, height, body mass index (BMI), and waist 
circumference (WC). Each measurement was 
taken as the mean of three consecutive readings. 
Laboratory investigations included a measure of 
glycosylated haemoglobin (HbA1c%), cholesterol, 
and triglycerides (TG).5,6 Three ml venous blood 
samples were taken in the morning after 12 hours 
overnight using a complete aseptic technique. 
They were then centrifuged at 1000 rpm for 5 
minutes. The sera were separated and stored 
at -20° C until an assay of C-peptide levels by 
enzyme-linked immunosorbent assay (ELISA) 
technique was performed. This was carried out 
using C-peptide ELISA kits (InterMedical, Villarica, 
Italy). Adiponectin levels were also determined by 
immunoassay technique using Quantikine (Human 
Total Adiponectin/Acrp30 Immunoassay) DRP300 
kits (R&D Systems, Minneapolis, Minnesota, 
USA).7,8 

Application to Patient Care
-	 The use of intensive insulin therapy in the management of type 2 diabetes mellitus might be protective as it improves insulin sensitivity 

by increasing adiponectin levels and normalising C-peptide, while adiponectin could also provide protection by affecting metabolic 
complications in the form of dyslipidaemia and hypertension.
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The data were coded and verified prior to data 
entry. All statistical analyses were carried out using 
the Statistical Package for Social Sciences (SPSS), 
Version 19.0 (IBM, Inc., Chicago, Illinois, USA). 
For descriptive statistics, continuous variables 
were presented as mean followed by standard 
deviation (SD), and categorical variables were 
presented as frequency and percentage. In regards 
to analytical statistics, for qualitative data Pearson’s 
chi-square test (χ2) was used; for quantitative data, 
an independent samples t-test (for two groups) 
and a one-way analysis of variance (ANOVA) test 
and post hoc multiple comparisons with the least 
significant difference (LSD) equal variance assumed 
(for three groups), were used. Two-tailed partial 
correlation coefficients (r), adjusted for age, sex, and 
BMI were used to assess the relationships between 
adiponectin and other variables. A P value <0.05 
was considered significant.9

Results
The study group (Group I) had significantly higher 
fasting serum levels of adiponectin than the 
controls (Group II) where P = 0.003 and 0.002, 
respectively. On the other hand, there was a 
non-significant difference between Groups Ia 

and b, where P = 0.4, although patients of Group 
Ib had the highest mean levels of adiponectin of 
all the studied groups [Table 1]. In the different 
laboratory investigations, the current study 
found that there were non-significant differences 
between Groups Ia and b in regards to the HbA1c 
percentage and triglycerides levels, while Group 
Ib had significantly higher levels of C-peptide and 
cholesterol than Group Ia (P = 0.0001 and 0.01, 
respectively) [Table 2]. Finally, concerning different 
correlations, we found that in Group Ia, there 
were significant fair positive correlations between 
mean adiponectin levels and both the duration of 
DM and WC, where r = 0.28 and P = 0.001 and 
r = 0.19 and P = 0.02, respectively. On the other 
hand, in Group Ib, there was a moderate positive 
significant correlation between mean adiponectin 

Table 1: Comparison between the studied groups as regarding the fasting serum level of adiponectin (µg/ml)

Fasting serum 
adiponectin
(µg/ml)

Group Ia 
(T1DM) 
(n =142)

Group Ib 
(T2DM) 
(n = 22)

Group II 
(Control) 
(n = 150)

P value

P† P‡ P§ P¶

Mean ± SD 9.5 ± 4.9 10.4 ± 5.7 4.9 ± 2.3 0.4 0.003* 0.002* 0.006*

Median 8.9 10.3 5.5

Range 1.3–18.5 1.1–18.5 1.5–7.9

T1DM = type 1 diabetes mellitus; T2DM = type 2 diabetes mellitus; SD = standard deviation; * = significant; † = difference between Groups Ia and b; 
‡ = difference between Groups Ia and II; § = difference between Groups Ib and II; ¶ = comparison between the studied groups.

Table 2: Laboratory investigations of Groups Ia and b

Laboratory 
investigations

Group Ia Group Ib P 
value

Mean SD Mean SD

HbA1c (%) 7.5 1.4 8.1 0.62 0.06

C-peptide (ng/
ml)

0.26 0.07 0.77 0.8 <0.001*

Cholesterol 
(mg/dl)

168.6 38.9 191.1 52.2 0.01*

Triglyceride 
(mg/dl)

131.2 205.3 140 54.2 0.8

SD = standard deviation; HbA1c = glycosylated haemoglobin; 
* = significant.

Table 3: Partial correlation coefficients adjusted for age, 
sex and body mass index between collected data and 
mean adiponectin in diabetic patients

Group Ia Group Ib

r P r P

Insulin dose 
(IU/Kg/day)

-0.08 NS 0.66 0.002*

Duration of DM 
(months)

0.28 0.001* 0.37 NS

Waist 
circumference 
(cm)

0.19 0.02* 0.2 NS

DBP (mmhg) -0.002 NS -0.73 <0.001*

HbA1c (%) 0.03 NS -0.32 NS

Cholesterol 
(mg/dl)

0.14 NS -0.54 0.01*

Triglycerides 
(mg/dl)

0.1 NS 0.35 NS

C-peptide (ng/ml) 0.05 NS -0.49 0.03*

NS = not significant; * = significant; DM = diabetes mellitus; DBP = 
diastolic blood pressure; HbA1c = glycosylated haemoglobin.
Grades of r: 0.00 to 0.24 (weak or no association); 0.25 to 0.49 (fair 
association); 0.50 to 0.74 (moderate association); ≥0.75 (strong 
association).
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levels and the doses of insulin, and a moderate 
negative highly-significant correlation with diastolic 
blood pressure (DBP) (r = 0.66 and P = 0.002; 
r = -0.73 and P = 0.0001, respectively). Furthermore, 
there were negative significant correlations between 
the mean adiponectin level and both cholesterol and 
C-peptide, which displayed a moderate relationship 
with the former and a fair relationship with the 
latter (r = -0.45 and P = 0.01; r = -0.49 and P = 0.03, 
respectively) [Table 3].

Discussion
Several experimental studies have shown the anti-
inflammatory and anti-atherosclerotic effects of 
adiponectin.10 Furthermore, there is substantial 
evidence that adiponectin has protective effects 
against the development of atherosclerosis.11 

Therefore, the aim of our study was to assess the 
difference of adiponectin levels in children with 
T1DM and T2DM, and to detect its prognostic role.

In regards to the results of the current study, 
mean adiponectin levels in T1DM patients did 
not differ significantly from those in patients with 
T2DM (P = 0.4). This may have been due to the 
fact that our paediatric T2DM patients were on 
insulin therapy. Insulin downregulates adiponectin 
receptor expression, and insulin replacement could 
induce adiponectin resistance, making increased 
levels necessary to achieve physiological effects.12 

Also, several authors have observed that intensive 
insulin treatment increases circulating adiponectin 
levels, improving insulin sensitivity.13,14 Moreover, 
the positive highly-significant correlation between 
the mean fasting serum adiponectin level and 
the dose of insulin in patients with T2DM in 
our study supports this result (r = 0.66 and 
P = 0.002). On the other hand, the mean adiponectin 
levels were significantly higher in diabetic patients 
than the controls. This result correlated with the 
results obtained by Furuta et al. who found that 
adiponectin levels increased in conjunction with 
β-cells dysfunction.15 Also, Barnes et al. and Ljubic 
et al. found that adiponectin levels were significantly 
higher in diabetics than in controls.16,17 

Concerning laboratory investigations, the 
current study found that there was an insignificant 
difference between patients in Groups Ia and Ib in 
regards to HbA1c percentage. On the other hand, 
Group Ib had significantly higher mean C-peptide 

levels than Group Ia. Furthermore, they had 
significantly higher cholesterol levels than group 
Ia. It is possible that poor glycaemic control among 
those with T2DM contributed substantially to 
the high lipid profile.18 This result correlated with 
the results obtained by Dabelea et al. and Mayer-
Davis et al., who found that T2DM patients had 
higher C-peptide levels and cholesterol than T1DM 
patients.19,20 Contrary to our results, Wadwa et al. 
found that there was a non-significant difference 
between T1DM and T2DM in regards to cholesterol 
levels.21

Concerning different correlations, in Group 
Ia mean serum adiponectin had a significant fair 
positive correlation with duration of DM. This 
result was in agreement with the result obtained by 
Lindström et al.22 Also, there was a significant weak 
positive correlation between mean adiponectin 
levels and WC. This was possibly due to the fact that 
93% of Group Ia were lean patients. On the other 
hand, in Group Ib there was a moderate positive 
significant correlation between mean adiponectin 
level and dose of insulin. This might be due to 
the fact that insulin therapy increased circulating 
adiponectin levels and decreased insulin resistance 
by increasing the metabolic insulin signal in 
human skeletal muscles.13 Furthermore, there was 
a moderate negative highly significant correlation 
between adiponectin and DBP. This result correlated 
with the results obtained by Degawa-Yamauchi et 
al. in their study of African boys, Weiss et al. in 
their study of French adolescents, and Hassan et 
al. in their study of obese children.23–25 This could 
possibly be due to the beneficial role of adiponectin 
in the management of endothelial dysfunction as 
adiponectin acts directly on vascular endothelial 
cells and exerts salutary effects on endothelial 
function through endolethial nitric oxide synthase 
(eNOS)-dependent and cyclooxygenase-2 (COX-
2) dependent regulatory mechanisms.26 Also, there 
was a moderate negative significant correlation 
between mean adiponectin and total cholesterol 
among Group Ib. This may have been due to the 
anti-inflammatory and anti-atherosclerotic effects 
of adiponectin.27 Finally, there was a fair negative 
significant correlation between serum adiponectin 
levels and C-peptide. This could be explained by 
the adiponectin level increase in conjugation with 
β-cell dysfunction, which was estimated by fasting 
serum C-peptide.
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Conclusion
Based on the results of this study, we concluded 
that there was a non-significant difference in the 
adiponectin levels between T1DM and T2DM, but 
that diabetic patients had significantly higher levels 
than the control group. The increase in circulating 
adiponectin concentrations in patients with T1DM 
appeared to be associated with a longer duration 
of illness and a greater WC. On the other hand, 
pancreatic β-cell function is a significant regulator 
for serum adiponectin concentrations in T2DM 
patients where serum adiponectin concentrations 
were associated with C-peptide. Also, in T2DM, 
adiponectin had a significant negative association 
with DBP and hypercholesterolaemia, suggesting its 
protective role against the metabolic complications 
of DM. 

References
1.	 International Diabetes Federation. IDF Diabetes 

Atlas: Regional Overviews. From: http://www.idf.
org/diabetesatlas/5e/regional-overviews Accessed: 
Jul 2011.

2.	 Lau D, Dhillon B, Yan H, Szmitko P, Verma S. 
Adipokines. Molecular links between obesity and 
atheroslcerosis. Am J Physiol Heart Circ Physiol 
2005; 288:H2031–41.

3.	 Kadowaki T, Yamauchi T. Adiponectin and 
adiponectin receptors. Endocr Rev 2005; 26:439–51.

4.	 Stern N, Osher E, Greenman Y. Hypoadipo-
nectinemia as a marker of adipocyte dysfunction 
-- Part I: the biology of adiponectin. J Cardiometab 
Syndr 2007; 2:174–82.

5.	 Rewers M, Pihoker C, Donaghue K, Hanas R, Swift 
P, Klingensmith G. Assessment and monitoring of 
glycemic control in children and adolescents with 
diabetes. Pediatr Diabetes 2009; 10:71–81.

6.	 Nicholson JF, Pesce MA. Reference Ranges for 
Laboratory Tests and Procedures in: Kliegman 
RM, Stanton BMD, St. Geme J, Schor NF, Behrman 
RE, Eds. 19th ed. Nelson Textbook of Pediatrics. 
Philadelphia: WB Saunders Co., 2010. Pp. 2396–427.

7.	 Rendell M, Drew HM, Nickoloff E. C-peptide as a 
Clinical Assay. Ligand Q 1979; 2:20–3.

8.	 Quantikine ELISA. Human total Adiponectin/
Acrp30 Immunoassay DRP300 Kit (User Manual). 
From: http://www.rndsystems.com/pdf/drp300.pdf 
Accessed: Jun 2011.

9.	 Daniel WW. Biostatistics: A Foundation for Analysis 
in the Health Sciences. 7th ed. New York: John Wiley 
and Sons, Inc.,1999. P. 944.

10.	 Goldstein B, Scalia R, Ma X. Protective vascular and 
myocardial effects of adiponectin. Nat Clin Pract 
Cardiovasc Med 2009; 6:27–35.

11.	 Koerner A, Kratzsch J, Kiess W. Adipocytokines: 
leptin-the classical, resistin - the controversial, 
adiponectin - the promising, and more to come. Best 
Pract Res Clin Endocrinol Metab 2005; 19:525–46.

12.	 Tsuchida A, Yamauchi T, Kadowaki T. Nuclear 
receptors as targets for drug development: Molecular 
mechanisms for regulation of obesity and insulin 
resistance by peroxisome proliferator-activated 
receptor and gamma. CREB-binding protein, and 
adiponectin. J Pharmacol Sci 2005; 97:164–70.

13.	 Langouche L, Vander Perre S, Wouters P, D'Hoore 
A, Hansen T, Van den Berghe G. Effect of intensive 
insulin therapy on insulin sensitivity in the critically 
ill. J Clin Endocrinol Metab 2007; 92:3890–7.

14.	 Pereira RI, Snell-Bergon JK, Erickson C, Schauer IE, 
Bergman BC, Rewers BC, Maaha DM. Adiponectin 
dysregulation and insulin resistance in type 1 
diabetes. J Clin Endocrinol Metab 2012; 97:E6427.

15.	 Furuta M, Tamai M, Hanabusa T, Yamamoto Y, 
Nanjo K, Sanke T. Serum adiponectin is associated 
with fasting serum C-peptide in non-obese diabetic 
patients. Diabetes Res Clin Pr 2006; 72:302–7.

16.	 Barnes M, Curran-Everett D, Hamman R, Maahs D, 
Mayer-Davis E, D'Agostino R, et al. Determinants 
of adiponectin levels in young people with type 1 
diabetes. Diabet Med 2008; 25:365–9.

17.	 Ljubic S, Boras J, Jazbec A, Lovrencic M, Vidjak V, 
Erzen D, et al. Adiponectin has different mechanisms 
in type 1 and type 2 diabetes with C-peptide link. 
Clin Invest Med 2009; 32:E271–9.

18.	 Alberti K, Zimmet P, Shaw J. Metabolic syndrome—A 
new world-wide definition. A Consensus Statement 
from the International Diabetes Federation. Diabet 
Med 2006; 23:469–80.

19.	 Dabelea D, D'Agostino R, Mayer-Davis E, Pettitt D, 
Imperatore G, Dolan L, et al. Testing the accelerator 
hypothesis: Body size, beta-cell function, and age 
at onset of type 1 (autoimmune) diabetes. Diabetes 
Care 2006; 29:290–4.

20.	 Mayer-Davis E, Beyer J, Bell R, Dabelea D, 
D'Agostino R, Imperatore G, et al. Diabetes in 
African American youth: Prevalence, incidence, and 
clinical characteristics: The SEARCH for Diabetes in 
Youth Study. Diabetes Care 2009; 32:S112–22.

21.	 Wadwa R, Urbina E, Anderson A, Hamman R, Dolan 
L, Rodriguez B, et al. Measures of arterial stiffness in 
youth with type 1 and type 2 diabetes: The SEARCH 
for Diabetes in Youth Study. Diabetes Care 2010; 
33:881–6.

22.	 Lindström T, Frystyk J, Hedman C, Flyvbjerg A, 
Arnqvist H. Elevated circulating adiponectin in type 
1 diabetes is associated with long diabetes duration. 
Clin Endocrinol 2006; 65:776–82.

23.	 Degawa-Yamauchi M, Dilts J, Bovenkerk J, Saha C, 



A Study of Adiponectin in Children with Diabetes Mellitus

268 | SQU Medical Journal, May 2013, Volume 13, Issue 2

Pratt J, Considine R. Lower serum adiponectin levels 
in African-American boys. Obes Res 2003; 11:1384–
90.

24.	 Weiss R, Dziura J, Burgert T, Tamborlane W, 
Taksali S, Yeckel C, et al. Obesity and the metabolic 
syndrome in children and adolescents. N Engl J Med 
2004; 350:2362–74.

25.	 Hassan N, El-Ashry H, Awad A, El-Masry S, 
Youssef M, Sallam M, et al. Adiponectin in obese 
children and its association with blood pressure and 
anthropometric markers. Med Res J 2011; 10:1–4.

26.	 Ohashi K, Ouchi N, Matsuzawa Y. Adiponectin and 
hypertension. Am J Hyperten 2005; 24:263–9.

27.	 El-Mesallamy HO, Hamdy NM, Ibrahim SM. 
Adiponectin and pro-inflammatory cytokines in 
obese diabetic boys. Indian Pediatr 2011; 48:815–6.


