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Figure I: Phenotype of #21 MSC after selection, analyzed by FACS.

MSC were negatively selected. Phenotypes displayed a clear
similarity between MSC cultured alone and isolated from the

different co-culture ratios and at different days. Cells were positive
for CD90, CD105 and CD73, with a slightly decreased expression of
CD105 at day 7 in all conditions.

Although MSC were supposed to be lineage negative, they were

distinct from the negative control. This little positivity was similar
to the one that we observed in MSC isolated from bone marrow
after culture (data not shown), suggesting a likely induction

of lineage genes in vitro.
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Figure Il: Phenotype of patient #26 MSC after selection.
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co-culture conditions.

MSC phenotype was comparable between MSC cultured
alone and after CD45 negative selection from all direct
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Figure lll: Phenotype of patient #32 MSC after selection.

As for patients #21 and #26, MSC phenotype was
comparable in all conditions and similar to control MSC
cultured alone. The double peak observed for the CD90
attested to the
population of patient #32.

likely heterogeneity of the MSC
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Figure IV: Relative gene expression in N-MSC and TIC in co- B T-MSC
cultures (Patient #32). - N'MSC
Ratio N-MSC-TIC 1:0.5
Ratio N-MSC-TIC 1:1
TIC were collected from transwell co-culture at day 3. Ratio N-MSC-TIC 1:2
. o . . Ratio N-MSC-TIC 1:5
TIC displayed a distinct gene expression compared to either N- m TC

MSC in co-culture or control MSC. They highly overexpressed
BST2, ITGA11 and MX2 compared to MSC.
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