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=6, DAINRBEREDF-OIZHBELRIDAIWNRZI VNV BEDERKIEZ. BEOFR<T—F 1) —
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MZIBIET D ENTED, AARTIHEH. BHHIVAMILRADFTE, BIFEF—FTvRELT
BICEEGARA D ILIVYDAILRERERRE Lz, RITHAEICEKY. ARASAOTILT
UYL ABREMEIZE T, 91 ILX MRNA DEBEMEIREIEODREZEDIDIEZAVTLT
UYL )L ABEFED NST (non-structural protein 1) THBEDHMEINEHE SN TL =, NSI
[k BERHFHDSFREB L LTINS EBEXOFRFABEFHLEDHEERALEETHD
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DOHRMABERFELOBEEFAOBEERZ,. E64D X RERBINICK>THEEHIML.
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RABRRFHZHBAIONIVBELE L TRERBELBRITSREZIULBEIF=, LML NSTIC
K HHRHEHEEORZIESIMAEERAL L TETHARTHRE SN T NST & elF46] DFESE
. NST & PABP1 D#EEE. BRELEA VNV BEZRAVWEEERRICE>THERT S I EN
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Viruses fully rely on the translation machinery of their host cells to produce proteins that are
required for viral replication. In cells infected by influenza A virus, production of host cell proteins
declines rapidly, while at the same time viral proteins are efficiently produced throughout
infection. Previous studies suggested that the interactions between influenza NS1 protein and
translation initiation factors (such as elF4GI) are important for the preferential translation of viral
MRNAs. To elucidate the structural basis for the molecular mechanism underlying NS1-mediated
preferential translation of influenza viral mRNAs, we aimed at determining the structures of
protein complexes made between the NS1 protein and translation initiation factors using X-ray
crystallography. However, despite extensive efforts, we have been unable to reconstitute the
NS1-elF4Gl complex and NS1-PABP1 complex using purified recombinant proteins in vitro.
Consequently, we have been unable to crystallize and determine the structures of the protein
complexes that have been proposed to be important in the preferential translation of viral
MRNAs. Our results indicate that the molecular mechanism whereby influenza NS1 protein acts
as a translational activator needs to be re-evaluated.




