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Introduction Results and experimental details
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Here, we report on the molecular characterization and preliminary crystallographic analysis of CD160 and HVEM and therefore T el %/ ¢ \gf)tj.:l;ﬁ?r:mgc/wc
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trimer to costimulate activation, while a viral ortholog of HVEM specifically binds to BTLA to suppress this signaling. CD160 100 | ﬂ 100- R A
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