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making symptoms difficult to control. We showed that asthma-
associated oxidized phosphatidylcholine (OxPAPC) exposure leads to
B,AR desensitization in mouse airway tissue, but the mechanism for
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Figure 4. Immunocytochemistry was performed using HEK cells and
FITC rabbit polyclonal anti-HA tag/IgG . The figure above depicts a
similar pattern of receptor expression in control, OxPC-80, and Iso-
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Figure 2. Cell surface abundance of B,AR was not affected by pre-exposure with concentration of oxidized and the response to bronchodilator therapies.
phosphatidylcholine at 10-80 pg/mL (n=5).
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internalizatian tO Inhlblt receptor Signaling. decreased maximum Iso-induced B,AR internalization by 50%, and 10 ug/mL OxPAPC pre-treatment was

sufficient to reduce maximum Iso-induced B,AR internalization by 16%. n=5.



