TEXT S1 
Presence of the spv operon and the virulence plasmid
One of the main virulence factors that have been suggested to affect Salmonella manifestation is the spv operon (spvABCDR) [1]. This locus encodes the SpvB toxin, which was shown to enhance S. Typhimurium pathogenicity in mice [2,3] and was proved to be necessary for systemic disease by S. Dublin in calves [4]. The spv locus is known to be present on the virulence plasmid of certain subspecies I serovars, but was also identified on the chromosome of strains belong to subspecies II, IIIa, IV, and VII [5]. Fierer et al. have shown that S. Typhimurium isolates that lack the spv genes are less able to proliferate beyond the superficial epithelial layer and therefore these isolates tend to cause gastroenteritis, and are less associated with systemic disease [6]. Therefore, it was concluded that the spv operon is required for systemic disease in NTS serovars [5]. Our microarray data indicated that among the 12 serovars tested, only serovars known to possess the virulence plasmid (i.e. Choleraesuis, Dublin, Enteritidis, and Typhimurium) harbored this locus (Table 1), suggesting that the role of spv is most-likely serovar-specific and it is not required by all NTS serovars to cause extra-intestinal infection. 

Prophage and bacteriophage remnants
Salmonella genomes were shown to contain different temperate prophages or phage remnants [7]. Occasionally, these elements carry genes directly involved in virulence including superoxide dismutase SodCI and SodCIII systems (encoded in Gifsy-2 and Fels-1, respectively) and several T3SS effectors [8]. CGH analysis examined the presence of 16 phages-associated regions showed sporadic and mosaic distribution across the bacteremic isolates (Table 1). Gifsy-3 (encodes PagJ and the SspH1 effectors) and Fels-1 (encodes the Cu/Zn superoxide dismutase SodCIII) were absent from all strains. Gifsy-2 (encodes SodCI, GvrA, SseI, GtgE) was missing in six isolates (Schwarzengrund, 9,12:l,v:-, Bredeney, Hadar, Montevideo, and Virchow). Three isolates (Montevideo, Schwarzengrund, and 9,12:l,v:-) were found to lack 13/16 phage-originated regions examined (sopEФ, Gifsy 1, Gifsy 2, Gifsy 3, Fels1, Fels 2, Def4, ST10, ST15, ST18, ST27, ST35, and ST64b). Prophage genes encoded in the STM4195-4219 (Def4) region [9] were missing or divergent in 8 isolates (Hadar, Bredeney, Montevideo, 9,12:l,v:-, Dublin, Schwarzengrund, Enteritidis, and Newport). Two known S. Typhi CT18 prophages elements (STY1048-STY1073 and STY2013-STY2039 [10]) were identified in the S. Choleraesuis isolate and another S. Typhi homologous phage (ST35) was found in the invasive S. Dublin isolate. These results further exemplify the contribution of bacteriophage genes as a mean of genetic diversification, but also indicate that several phage-encoded virulence factors identified in S. Typhimurium including SopE, SodCIII and SspH1 [11] are unnecessary for invasive disease manifestation in humans.

Identification of novel genomics islets
In addition to the already known genomic islands and prophages represented on the array, CGH facilitated the identification of 16 distinct regions with clear variable presence across the serovars, which were not reported previously as GIs (Table S4). These islets are expected to be involved in metabolic pathways (STM0839-STM0840, STM2289-STM2292, STM3528-STM3533, STM3651-STM3653, STM3696-3698); stress response (STM0654-STM0660); gene regulation (STM0409-STM0410) and virulence (STM0437-STM0438 [12], STM3169-STM3171 [13]). Genes encoded on these islets may play a role in host or niche adaptation, but are serovar-specific and not generally required for systemic infection, as they were present only in a subset of the iNTS strains.  
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