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Figure S1. Growth kinetics of RSMHV2 (P) and RSMHV2 (PP): Confluent monolayer of L2 cells
were infected with RSMHV2 (P) and RSMHV2 (PP) at MOI of 1. At times 0, 4, 8, 12, 16, 20, and 24 h
p.i., the viral titers were determined by routine plaque assay and the Logio PFU/mL was plotted in
a graph. There were no differences in the replication kinetics between RSMHV?2 (P) and RSMHV2
(PP) in the L2 cell line. Both showed a consistent and similar replication rate.
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Figure S2. Viral antigen spread in brain parenchyma of RSA59 (PP), RSMHV2 (P), and RSMHV?2
(PP) infected at 200 PFU at day 5 p.i. RSA59 (PP), RSMHV2 (P), and RSMHV2 (PP) were inoculated
at 200 PFU and day 5 p.i. brain tissues were harvested, and cryosections were processed for epiflu-
orescence microscopy to visualize EGFP (viral antigen). RSA59 (PP) (A), RSMHV2 (P) (B), and
RSMHV2 (PP) (C) at 200 PFU showed differential but comparable viral antigen infectivity and
spread. The intensity of EGFP was quantified and plotted in a scatter-bar diagram (D). Unpaired
Student's t-test calculated the significance level. N=3 mice per virus infection. *p<0.05, **, p<0.001;
* p< 0.0001.
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