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[Abstract] Objective To investigate the expression of adenosine A2A receptor (A2AR) and its role in the
development and progress of allergic asthma. Methods Eighteen patients with persistent asthma allergic to house dust
mite and 19 healthy volunteers served as control were enrolled. The expression of A2AR mRNA in peripheral blood
mononuclear cells (PBMCs) was determined by SYBR Green  relative quantitative real-time PCR. The level of specific
house dust mites IgE, interleukin (IL-4), [L-17A and transforming growth factor (TGF)-f3 were detected by ELISA. Results
Expression of A2AR mRNA was significantly higher in patients with allergic asthma than that in normal controls [(0.45+
0.29)x107 vs  (0.21+0.06)x107, 1=3.611, P<0.01]. A2AR mRNA was positively correlated with IL-4 (r= 0.583, P<0.01),
negatively correlated with TGF-B  (r= 0.499, P<0.01), and no correlation was found with IL-17A  (r=0.395, P=0.085).
Conclusions A2AR might participate in the development and progress of allergic asthma.
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