
 

 

Figure S1: Robustness analysis of PCA. Randomized design is generally considered as one the most robust evaluation 
methodologies. We used it here to evaluate the robustness of the PCA analysis. An expression vector for each probe ID was 
randomly shuffled and the PCA analysis was repeated on the randomize data. The scores of the first three components of the 
PCA based on the original are depicted in Fig S1A and and on the randomized data S1B, S1C and S1B correspondingly. 

To test for robustness we used the statistical MANOVA analysis to test for presence of clusters 
both in our and in the randomized data set. Our null hypothesis was that the data doesn’t contain 
any clusters. Formally, we tested to see if the vector of values of the dependent variables 
(coordinates) is equal for multiple independent groups (samples) and our null hypothesis would 
be: 
H0 : ቀXଵଵX୮ଵቁ = ቀXଵଶX୮ଶቁ = …= ቀXଵ୩X୮୩ቁ, 
where p represents the total number of dependent variables (coordinates) for k levels (samples). 
The Wilks test  for  indicated that the null hypothesis can be rejected with p-value of 5.08e-15, 
indicating the presence of clusters in the data. The same test on the randomized data  fails to 
rejects the null hypothesis (p-value of 0.472), indicating that the randomized data set doesn’t 
include clusters. 



 

Figure S2: Transcripts which showed a significant change between exposure to paracrine signaling and single cytokine IFNb 
treatment. Group (A): Transcripts significantly altered by the paracrine signaling that did not show significant induction by NDV 
infection or IFNb treatment when compared to control.  Group (B): Transcripts significantly induced by paracrine signaling and 
NDV infection but not IFNb treatment when compared to control. Group (C): Transcripts significantly induced by paracrine 
signaling, NDV infection and IFNb treatment when compared to control. Group (D): Transcripts significantly altered by paracrine 
signaling and IFNb treatment when compared to control that also differed significantly between exposure to paracrine signaling 
and IFNb treatment. 



 

Table S1: Pair wise comparisons for CD86 of DCs treated in all combinations with IFNβ, TNFα and IL1b. Pair wise comparisons 
were calculated with ANOVA followed by Tukey's ‘Honest Significant Difference’ method. 

 

Table S2: Pair wise comparisons for CD86 of DCs treated in all combinations with IFNβ, TNFα and IL1b. Pair wise comparisons 
were calculated with ANOVA followed by Tukey's ‘Honest Significant Difference’ method.

 

 

 



 

Figure S3: Combinatorial effects of IFNβ and TNFα on DC maturation marker expression. DCs were exposed to all possible 
combinations of dilutions of IFNβ and TNFα for 8 hours. Maturation marker expression was measured by flow cytometry 

 



Table S3: Table with primers used in analysis 

 


