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Abstract

Calcium-modulating cyclophilin ligand (CAML)
is a ubiquitous protein that has been implicated
in signal transduction, cell apoptosis, immune
regulation and virus infection, although its role
and mechanism of action are unknown. Many
proteins, including transmembrane activator
and CAML interactor, epidermal growth factor
receptor, angiotensin 1 receptor-associated pro-
tein, immediate early gene X-1 protein, p56"*,
fibrocystin (coded by PKHD1), and Kaposi's
sarcoma-associated herpesvirus protein, have
been proved to be interacting with CAML. In
this article, the recent development of CAML-
associated study is reviewed.
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