250

g
o ot - XK aricitini
100 ffnart 15 OFludarabine E 150
- 28 3 100
EX E x 10 g
w g -] 50
-2 -
>0 28
ne 2= 5l 0-
Sev(h) © 1 & © 2,0,0,,¢
ol & 350
% 300+
[":}
T 250
]
b 3&-, 200+
Z 1504
__--- s "]
Q
£ 507
IRF-7(M00453) ggatttgaatgtggg  21.02 o4
Q > o 2,0 B0 0
Stat1(PAZAR_20846) agcatagtctgctty 1148 0 0 sev(h) © % S8 D)
p-IRF3 o ———
Irf3(UP00086.Irf3.secondary) agaaaaaggtccca 10.28  2.50E-05 0.05 GAPDH
STATS5A(M00498) gaattcca 8.54 2.50E-05 0.05 350

=}
IRF-8(T00402) tgcagttictcctetgee 195.36  5.00E-05 0.099 S300
w 250
STAT3(M00457) gaattcca 835  5.00E-05 0.1 < 200
S 150
2100
£ 50
ole

Sev(h) S U % © 5,9,0.,&

Supplementary information, Fig. S3 Identification of virus-induced IncLrrc55-AS
in macrophages via IFN-JAK-STAT pathway. a RT-gPCR analysis of Isgl5
expression in WT and Ifnarl” macrophages treated with IFNo4, IFNB (500 U/ml) for
8 hours or infected with SeV for 12 hours (left), in macrophages pretreated for one
hour with Baricitinib (2 pM) or Fludarabine (1 uM) and then infected with SeV or
VSV for 12 hours or treated with IFNoa4 for 8 hours (right). b Prediction of
transcription factor binding site analyzed by LASAGNA-Search software in the
promoter region (~ -2000bp ~ +100bp from TSS, transcription start site) of
IncLrrc55-AS. ¢ RT-gPCR analysis of IncLrrc55-AS and Ifna4, 1fnb mRNA expression,
and Western blot analysis of phosphorylated (p-) IRF3 in macrophages infected with
SeV for indicated times. Data are shown as mean = SEM from three independent

experiments (a, ¢). ***P < 0.005 (Student’s t-test or ANOVA).



