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AV~ MfiWTa;ofM\)xh4wMéh% EZ AT 25, NMT (21X NMT1 & NMT2 oD
2OoODT A VA LB TWAL, HIV OERUCEE /L NMT 7 A VWA LEHETHZ &
WX HIV BRI EICEE CTH D B2 DD, AR T, T OF 2/ KUgHERIZ 1T NMT &2 U 7R
—ARESEAWMENDLZEPNALNIR o7, T2, VARY —AIZRET D NMT1L B &
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N5,

e RO EE (330) : N-Myristoyltransferase (NMT) isozymes, i.e., NMT1 and NMT2, are
essential host factors for the AIDS—causing human immunodeficiency virus type-1 (HIV-1),
by which the viral proteins Pr55(gag) and Nef are N-myristoylated. N-Myristoylation is
important for the membrane targeting of modified proteins. Since it is predicted that
approximately 0.5% of all proteins in the human genome are N-myristoylated, selective
inhibition of closely HIV-1-associated NMT isozymes is thought to be important for the
improvement of specificity in the anti—-HIV-1 strategy with the inhibition of NMT function.
NMT isozymes contain two characteristic structures, the N-terminal region and the
catalytic region. Here, it was shown that the N-terminal region of each NMT isozyme is
required for isozyme—specific binding to the ribosome. The specific binding of each
isozyme to the ribosome was associated with HIV-1 production, in which NMT1 and NMT2 in
the ribosome were suggested to be mainly related to Pr55(gag) and Nef, respectively. These
results indicate that the N-terminal region that mediates binding to the ribosome can
become a target for NMT-isozyme—specific inhibition, which could block HIV-1 production.
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