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Subjects: PS19 line overexpresses the P301S
mutant human microtubule-associated protein Figure 1. A Evaluation of Figure 2. A Quantification by ELISA of pTau markers in plasma samples and B whole brain samples. C WB
motor activity measured by quantification of AT8/HT7 ratio (%). D Representative bright-field photomicrographs of PS19 animals i.p. injected
tau (MAPT)° the Rotarod performance test with BH from WT (left) and PS19 (right) donor animals, immunostained with AT8 (pTau). Scale bars: 200 um (top)
BH inoculation: Intraperitoneal (i.p.) in 2- and B evaluation of working and 50 ym (bottom). E Quantitative analysis of the burden (%) in the hippocampus. PS19 animals i.p. injected with
. memory measured by the Y- BH from PS19 donors exhibited significantly higher levels of ptau markers in plasma and in the whole brain,
month-old mice, once a week for 3 weeks (150 Maze test. Two-tailed t-test (a although AT8 burden in the hippocampus and AT8/HT7 was not increased compared to those injected with WT
HL)- = 0.05). Data are presented as donor blood. Two-tailed t-test or Mann-Whitney U (a = 0.05). Data are presented as mean + SEM (h = 8-9 per
. mean + SEM (n = 9 per group). group). *p < 0.05; ***p < 0.001; ***p < 0.0001.
Behavioral tests: Rotarod and Y-maze at 6
months.
IHC: Brain sections from 6-month-old mice .
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WB: Brain homogenates from 6-month-old
mice were incubated with AT8, HT7, and
GAPDH antibodies.

ELISA: Plasma and brain homogenates were
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