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Measles is a highly contagious acute viral disease characterized by a maculopapular rash. It
causes severe and temporary immune suppression and is often accompanied by secondary bacterial
infections. In 2000, signaling lymphocyte activation molecule (SLAM) was identified as a receptor for
measles virus (MV). Observations that SLAM is expressed on cells of the immune system provided a
good explanation for the lymphotropic and immunosuppressive nature of MV. However, molecular
mechanisms of highly contagious nature of MV have remained unclear. Previously we have
demonstrated that MV has an intrinsic ability to infect polarized epithelial cells by using a receptor
other than SLAM. Recently, nectin4, a cellular adhesion junction molecule, was identified as the
epithelial cell receptor for MV. Understanding the molecular mechanisms of MV to infect both
epithelial and immune cells provides a deep insight into measles pathogenesis.
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