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Serum Adiponectin And Resistin Levels in Association With 

Bronchial Asthma In Adults 

The association between obesity and bronchial asthma has 

been demonstrated by many studies, either observational or 

interventional studies in both children and adults.  However, the 

mechanism behind this association is still unknown (Ziora et al, 

2013). 

Potential mechanisms have been suggested including 

obesity-related changes in lung volumes, systemic inflammation, 

and adipocyte-derived factors, such as the pro-inflammatory and 

anti-inflammatory factors, which include leptin, adiponectin, and 

resistin (Fantuzzi, 2005) (Shore and Fredberg, 2005). 

Adiponectin (Yamauchi et al, 2010) and resistin 

hormones are considered significant root factors for the 

regulation of energy, glucose, and lipid homeostasis as well as 

insulin signaling pathway (Galic et al, 2010). 

Adiponectin is an adipocyte-secreted anti-inflammatory 

polypeptide hormone (244 amino acids) (Yamauchi et al, 2010).  

Resistin, (polypeptide; 108 amino acids) getting its name from its 

ability to resist insulin, is a pro-inflammatory adipokine 

discovered first in mice (Steppan et al, 2001).    

In contrast with adiponectin, resistin has low circulating 

levels (Galic et al, 2010). 

A significant inverse correlation between serum 

adiponectin and resistin levels has been reported in the literatures 

(Wasim et al, 2006) (Lewandowski et al, 2005). 



 
 

 Those with highest increases of adiponectin displayed a trend 

towards a decline in resistin levels (Lewandowski et al, 2005) 

Serum adiponectin was reduced during pulmonary allergic 

reactions, and adiponectin treatment attenuated allergic airway 

inflammation and airway hyperresponsiveness in mice (Lillioja 

and Wilton 2009). 

Some studies reported that resistin, may be involved in the 

pathogenesis and severity of bronchial asthma either in children 

or in adults (Ziora et al, 2013). However, other studies in 

children showed that resistin reduces the risk for asthma (Kim et 

al, 2008) or has no influence on the disease (Arshi et al 2010). 

Hence, the rationale intended behind this study is to further 

assess serum level of adiponectin and resistin among bronchial 

asthma patients in more details.  

Aim of the study: 

To determine serum levels of adiponectin and resistin in 

adult asthmatics in relation to obesity, asthma severity and atopic 

status. 

Subjects and methods: 

This study will be conducted on 96 subjects; 64 with 

bronchial asthma (selected from the allergy and chest out 

patients’ clinics at Ain shams University hospitals) and 32 

healthy individuals as control group (age and sex matched). 

 

 



 
 

Inclusion criteria for the asthmatic group (cases) will be the 

following: 

a) Subjects between 18 and 65 years of age who were diagnosed 

as asthmatics (as defined by GINA 2018) attending allergy 

and chest outpatient clinics at Ain Shams university hospitals. 

b) Subjects on inhaled corticosteroids or other controller 

medications were allowed in the study. 

Exclusion criteria for the asthmatic group: 

a) Current use of statins, systemic steroids (last dose > 6 months 

ago). 

b) Pregnant females or those taking combined oral 

contraceptives. 

c) Any serious concurrent disease process such as, but not 

limited to diabetes, coronary artery disease, or vasculitis, that 

would have effects on levels of systemic inflammation.  

d) Alcoholics. 

e) Patients unable to communicate adequately. 

All patients will be subjected to the following: 

1. Full detailed clinical history and physical examination with 

special emphasis on bronchial asthma, atopy, any other co-

morbidities, and details of concomitant drugs; oral 

contraceptives, steroids, statins, … etc.  

2. Asthma Control Test (ACT). 

3. Body mass index (height and weight were measured in light 

clothing without shoes to calculate BMI in kilogram per 



 
 

square meter), waist / hip ratio and calculation of body fat 

percentage. 

4. Skin prick test using a panel of common allergens, together 

with negative (saline) and positive (histamine) controls. 

5. Serum total IgE. 

6. Absolute Eosinophil count. 

7. Pulmonary function tests. 

8. Serum adiponectin level by ELISA. 

9. Serum resistin level by ELISA. 

 

REFERENCES 

1. Arshi M, Cardinal J, Hill RJ, Davies PS, Wainwright C. Asthma and 

insulin resistance in children. Respirology. 2010;15: 779–784. 

2. Fantuzzi G. Adipose tissue, adipokines, and inflammation. J Allergy 

Clin Immunol. 2005;115: 911–9. 

3. Galic S, Oakhill JS, Steinberg GR. Adipose tissue as an Endocrine 

organ. Mol Cell Endocrinol. 2010;316: 129-139. 

4. Global Initiative for Asthma (GINA), 2018.  Global Strategy for 

Asthma Management and Prevention.  Available from 

http://www.ginasthma.org.  

5. Kim KW, Shin YH, Lee KE, Kim ES, Sohn MH, Kim KE. 

Relationship between adipokines and manifestations of childhood 

asthma. Pediatr Allergy Immunol. 2008;19: 535–540. 

6. LaRochelle J, Freiler J, Dice J, Hagan L. Plasma resistin levels in 

asthmatics as a marker of disease state. Journal of Asthma. 2007;44(7): 

509–513. 


