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Earlier we postulated that 2,3,7,8-tetrachlorodibenzo-p-dioxin (TCDD) might
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Human adenovirus type 12 10 4
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Human a denovirus type 7 12 5 =
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3'-Flanking 10,000 2 351, 2041
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CONCLUDING REMARE

The above information on domestic poultry dying from H5N1 in Guangdong
province of China, and Long An, Tieng Giang and Ben Tre provinces of Vietham
Homologs: IVNS1ABP (G. Gallus gallus), MGL:2152389 (Mice)LOC457584 (Pan troglodytes), efc. might relate to the fact that water and soil in these very regions in China and

Eukaryota; Metazoa; Chordata; Craniata; Vertebrata; Euteleostomi; Mammalia; Eutheria; Vietnam are highly contaminated with dioxin-like compounds.

As human NS71BP gene promoter contains two DRE, an extrapolation from the
data on HIV-1 (1 DRE) and CMV (10 DRE) genes suggested that TCDD level
upregulating NS1BP gene should be moderately above current TCDD blood levels
in general population. The data revealed here show that NS1BP might be induced in

Localization: Nucleoplasm human HeLa cells with 0.1 nM TCDD. The same concentration of TCCD has been
Domains: BTB (32-129), KELTCH (369-415), KELTCH (416-463), KELTCH (464-512), KELTCH shown earlier to induce human microsomal cytochrome P4501A1, encoded by
(513-559), KELTCH (650-606), KELTCH (607-641) CYP1A1 gene, the promoter region of which also possesses two DRE.
Thus in human subgroups slightly exposed to TCDD, its body level is a
possible promotional factor for seasonal influenza virus A outbreaks, and may
NS1, a dimeric protein consisting of six helical folds, is encoded by the influenza A viruses.

strongly facilitate spreading of the H5N1 if avian flu pandemic were to occur. This is
NS1 is a RNA-binding protein required for virus replication. Its RNA-binding activities are: 8 . . . . .. . .

Non-structural protein 1 Gene Symbol : IVNS1ABP (humans)

Euarchontoglires; Primates; Haplorrhini; Catarrhini; Hominidae; Homo. efc.
The Recombinant Protein Molecular Weight (Da): 71729
Gene Map Locus: 1g25.1-931.1

because the resistance of highly virulent H5N1 to antiviral effects of IFN-R and TNF-

NS1binds to the poly A tails of cellular pre-mRNAs. Thus it retains these pre-mRNAs a is directly associated with viral NS1.

within the cell's nucleus by blocking their export into the cytoplasm.

NS1 blocks pre-mRNA splicing by binding to a stem-buldge in U6 small nuclear RNA Expression: Brain, Heart, Kidney, Liver, Lung, Ovary, Pancreas, Muscle, Spleen, Testis, Plasma
(shRNA) thus inactivating any U6-U2 or U6-U4 interactions that are required for splicing. L . L , printed by

NS1 can bind double-stranded RNA (dsRNA) with a low sequence specificity while Functions: Protein binding; Response to virus; Transcripton factor complex; MegaPrint
maintaining a high affinity which blocks the activation of PKR kinase. RNA splicing; Spliceosome complex; Transcription from Pol 1l promoter i
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