Ao E =Tz Nl VFEEINS IBP X IFITML EHEE8 L. BFED T AL
2 R0k 1] 1 s S

Interferon-induced protein IBP interacts with IFITM1 and prevents particular viral
infection
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To analyze IBP of unknown function, which is induced by interferon stimulation, we generated anti-IBP
polyclonal antibody and found that IBP is an unstable protein with a half-life of approximately 10 minutes. The
accumulation of IBP by the proteasome inhibitor MG132 suggested that IBP is induced by interferon stimulation but is
rapidly degraded by the ubiquitin-proteasome pathway.

To elucidate the physiological role of IBP, IBP-binding proteins were analyzed by immunoprecipitation and
mass spectrometry. Interferon-induced transmembrane protein 1 (IFITM1), whose expression is induced by interferon
stimulation, is one of the candidate proteins, and IFITMI1 has been shown to prevent Kaposis sarcoma-associated
herpesvirus (KSHV) and Related rhesus monkeyrhadinovirus (RRV) infection. It has also been reported that IFITM1
localizes to lysosomes. Immunostaining analysis suggested that a small fraction of IBP localizes to lysosomes.
Immunoprecipitation experiments showed that overexpressed IBP coimmunoprecipitates with endogenous IFITM1 and
lysosomal protein LAMP1. Furthermore, it has been suggested that knockdown of IBP increases the rate of certain viral

infections, which is being analyzed in detail.
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Figure 1. A schematic diagram of the antiviral activity
by interferon-induced IBP and IFITM1.

Production of interferon by viral infection induces
expression of IBP and IFITM1. The IBP and IFITM1
complex partially localizes to lysosomes, which may
include virus. The IBP and IFITM1 complex may
IBP is rapidly

degraded in a proteasome-dependent manner.

suppress certain viral infections.
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