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I t d t Res u ItS 2. Structural similarity between wt-N and SNVNA151-175 and .
n rO u C I O n 1. Mapping of SNV-N for RPS19 binding domain. N151-175 binding to RPS19. CO n C I u S I O n S

Hantaviruses, bunyaviradae family members, cause Using deletion mutagenesis approach to generate panel of mutants On comparing CD spectra of wt-N and N-mutant, we found that there
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