Fig. S1. There was no correlation between secreted a IFN-β or b IFN-λ1 and RSV or hMPV infection (MOI 3) in asthmatic NECs. Spearman rank correlation.

[bookmark: OLE_LINK1]Fig. S2.  Early viral transcription was similar in all NECs. HMPV N mRNA copy number was quantified by RT-qPCR using total RNA from NECs infected at a high MOI of 3 PFU / cell hMPV. Control plasmid for hMPV N gene and β-actin housekeeping gene was used for direct quantification of copy number. Non asthmatic n = 5 and asthmatic n = 5. Median ±range. Statistical significance indicated by *p < 0.05.

Fig. S3. HMPV and RSV induced apoptosis of NECs and a loss of viable cells. NECs were infected with hMPV or RSV (MOI of 3) and cells were collected 24h later for Annexin-V/7-AAD staining. a Cells were gated first according to their size (FSC) and granularity (SSC), and then further discriminated based on the Annexin V and 7 AAD staining. b Quantification of proportion of apoptotic NECs (Annexin-V+) upon infection. c Quantification of proportion of viable NECs (Annexin-V-/7-AAD-). n = 5 for both asthmatics and non-asthmatics. Bottom and top of box plots represent the 5th and 95th percentiles, bar represents the median and whiskers represent minimums and maximums. A generalized-estimating-equation approach was used to compare groups and the interaction between disease status and virus was significant. Statistical significance indicated by *p < 0.05, **p < 0.01, ***p < 0.001, ****p < 0.0001.

Fig. S4. Caspase -3/7 and -8 activation in NECs from asthmatics and non-asthmatics infected with hMPV at a MOI of 3 and quantified by luminescence detection at 8, 12 and 24 h following infection with hMPV (MOI 3).  Relative light units are plotted for caspase -3/7 activity. a uninfected NECs from both asthmatics and non-asthmatics demonstrated a similar baseline lack of caspase -3/7 activity, while b infected NECs from asthmatics demonstrated impaired caspase -3/7 activity compared to NECs from non-asthmatics. c Caspase-8 was not activated in NECs infected with HMPV. Fold induction over uninfected plotted using relative n = 5 for both asthmatics and non-asthmatics. median ± range. 


Fig. S5. HMPV did not induce JNK activation. NECs were infected with hMPV (MOI of 3) and the ratio of p-JNK / total JNK protein was determined by in – cell western blot 12 and 24 h following infection. n = 2 asthmatics and 3 non-asthmatics. Scatter plots with medians. A generalized-estimating-equation approach was used to compare groups and the interaction between disease status and time following hMPV infection was not significant.

Fig. S6. The apoptosome regulator XIAP was not induced by hMPV infection. XIAP mRNA was quantified by RT-qPCR using total RNA extracted from NECs at 24h post-infection. Fold induction was calculated using 2-ΔΔCt normalized to the expression of β-actin gene. n = 5 for both asthmatics and non-asthmatics. Bottom and top of box plots represent the 5th and 95th percentiles, bar represents the median and whiskers represent minimum and maximum. A generalized-estimating-equation approach was used to compare groups and the interaction between disease status and hMPV infection was not significant.

[bookmark: _GoBack]Fig. S7. Chemical inhibition of HSP70 reduced shed infectious hMPV from NECs from asthmatics. HMPV shed virus was quantified by plaque assay using supernatants from NECs 16 h post infection. n = 2 for non-asthmatic and n = 5 asthmatic subjects. Bottom and top of box plots represent the 5th and 95th percentiles, bar represents the median and whiskers represent minimum and maximum. A generalized-estimating-equation approach was used to compare groups and the interaction between disease status and hMPV (with or without VER 155008 treatment) was significant. Statistical significance indicated by **p < 0.01. 


