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Inflammation is recognized as a pathophysiologic mechanism in obesity and associated
chronic diseases such as asthma, diabetes, cardiovascular diseases. There are potential mechanisms
for obesity-asthma link. A significant association between hepatitis B and asthma is detected. A
synergistic interaction exists between obesity and hepatitis virus infection. Hepatotropic viruses
and obesity, which is prevalent among patients with hepatitis affect lung function and respiratory
system [1-5]. Among the T cell subsets with suppressive function, regulatory T cells (Tregs), defined
by the expression of CD4*, CD25%, and the transcription factor FoxP3*, control immune responses.
Reduced Tregs result in liver injury by initiating inflammatory processes and are detected in obese,
asthmatic and asthmatic obese children [6,7]. Low Birth Weight (LBW) is a predisposing factor
for metabolic abnormalities such as atherosclerosis, hypertension, diabetes, asthma, obesity. They
have all been reported to be more common among those who were small at birth. The associations
of LBW with liver diseases such as hepatitis, cirrhosis, hepatoblastoma were also noted [8,9]. The
nuclear factor NF-«f contributes to viral persistence, leading to the development of hepatocellular
carcinoma by inhibition of apoptosis mediated by cytotoxic T cells. Obesity-related inflammatory
problems may be solved by the inhibition of NF-«B signaling pathway. NF-kB inhibition may also
prevent airway inflammation in asthma. Obesity impairs apoptotic cell clearance in asthma. NF-x3
activation is induced by hepatitis viruses [10,11]. Peroxisome proliferator activated receptor gamma
(PPARYy) is an important signaling pathway that occurs at the crossroads of depression and obesity
and involved in anti-inflammatory reactions as a modulator of inflammation. PPARy agonists
prevent both airway inflammation and remodeling in asthma. This beneficial effect is mediated by
inhibition of Toll-like receptor-4 and NF-«B pathways. Also, liver inflammation and impairment
may be reduced by simply activating PPARy and inhibiting NF-«B [12-14]. Hyperinsulinemia
may impair the ability of Tregs to suppress inflammatory responses and may contribute to the
development of obesity-associated inflammation. Obese and asthmatic obese patients with Insulin
Resistance (IR) display significantly decreased Tregs. Asthma is associated with IR and a systemic
inflammatory response possibly mediated by adipokines. IR is an important prognostic factor for
hepatitis C. Obesity enhances hepatitis C-induced IR. Hepatitis C associated with obesity promotes
the development of hepatocellular carcinoma [7,15-17]. Common mechanisms and synergy
among obesity, asthma and liver diseases, gaining importance during childhood in recent years
and characterized by inflammation, are interesting and quite complicated. Many bidirectional
interactions might contribute to the progression to obese state and then to steatohepatitis and
eventually fibrosis, which may also contribute to respiratory dysfunction. T cells of the immune
system, apoptosis, signaling molecules, LBW, IR all appear to participate in this progression.
However, there is uncertainty concerning the relative contribution of each into these processes. It
needs further investigation to understand how each factor affects the process and how to prevent the
complications as well as the interactions.
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