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* A trend toward increased levels of CD3+ T cells, Treg and Th17 cells in the
peripheral blood was observed during treatment in etrolizumab-treated
patients compared with placebo-treated patients (Figure 5)

* Treg levels at baseline were higher in anti-TNF-naive etrolizumab remitters
than in anti-TNF-naive non-remitters or placebo-treated patients, and in
fact were within the range of Treg levels in healthy controls (Figure 9A)
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Primary endpoint: clinical remission at week 10
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overall increase in peripheral blood levels of CD3+ T cells, Treg and
Th17 cells compared with baseline (Figure 6)

Scr

5
3 |
0, : —
=, : > .
o © - SeE e eememll [ concLusion:

’.ﬁo

Inhibits lymphocyte
trafficking to the gut mucosa

Gut-homing
7 Teells T

i 08 % o _ * Using a novel epigenetic approach, we demonstrated that patients
® ® 2 demethylated NO demethylated 30% CD3+ T cells There was no change in T-cell levels in placebo-treated patients * Asimilar trend toward increased levels of T-cell subsets was also with UC had lower baseline peripheral blood CD3+ T-cell and Treg

copies detected by PCR copies detected by PCR are detected by PCR observed in anti-TNF-experienced patients, although the number of levels compared with healthy donors, especially anti-TNF—experienced

(® Mandatory biopsies T : : .
Mandatory biop (USonly)  taper — Levels of CD3+ T cells in anti-TNF-experienced etrolizumab remitters — These data indicate that patients with UC have an altered composition
also increased to normal levels from screening to day 71 (Figure 8D) of peripheral blood T cells

_ * The median increase in CD3+ T cglls appeareq more profc?und In o Etrolizumab treatment was associated with increased levels of total
RESU LTs ® Etrolizumab remitters (n = 13) ® Etrolizumab non-remitters (n = 59) ® Placebo (n = 37) etrolizumab remitters who were anti-TNF experlenced than in those who T Ce”S, Treg and Th17 cells in peripheral blood

were anti-TNF naive (2.9-fold and 1.27-fold, respectively, at day 71)

O
V)
N
O)
00—
o

Weeks

® o=
|
|

>
.mj
O(J'l

CD3+ T cells 1o Treg Th17

* The number of peripheral blood total T cells (CD3+) and those committed — Among etrolizumab-treated patients, more pronounced increases in
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