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Fig.S.1. Basal homeostatic proliferation of epitope-specific TM populations. (A)
LCMV-immune mice (~13 weeks after infection) were injected with 2x2mg BrdU i.p.
spaced 12h apart and in addition supplied with BrdU containing drinking water. Spleens
were harvested 24h after initiation of BrdU treatment and processed for combined
intracellular IFNg and BrdU stains. Dot blots are gated on CD8+ (upper 6) or CD4+ (lower 2)
T cells. IFNg (y-axis) vs. BrdU (x-axis) expression is displayed; the epitope-specificity of
IFNg+ T cell population is indicated on the left hand. (B) Ki-67 expression by epitope-
specific splenic donor TM (Thy1.2+) was determined 9 weeks after LCMV infection (black
bars). These cells were subsequently transferred into the peritoneal cavity of congenic
hosts (Thy1.1+) and recovered from this location 40h later (white bars). At this time point,
chosen to exclude extensive redistribution of transferred T cells, more than 2/3 of T cells in
the peritoneal cavity were of donor origin indicating that a substantial portion of donor T
cells had not yet exited this compartment. Exposure to the peritoneal cavity
microenvironment increased ex vivo detectable Ki-67 expression to 5-6% among spleen-
derived donor T cells while the higher fraction of Ki-67+ host T cells in the same location
remained unchanged by the presence of the donor T cells (not shown). Combined data
from 2 separate experiments (SEM), 3 mice/group.

GP33 CD8 GP61 CD4
0

2

4

6

8

10

12

14

16

18

%
 K

i-
67

+

A

B




