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IPSS risk category, n (%)
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13(27.7) 6 (50) 7 (20) 3 (30) 10 (27)
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Cytogenetics, n (%)
Isolated del(5q) 42 (89.4) 11 (91.7) 31 (88.6) 8 (80) 34 (91.9)

2 (20)*

Data Analysis

Clinical and molecular features of the SintraRev trial Any Otxﬁrh"’:jber;gg;a'i“es 5(10.6)  1(8.3) 4(114)  (del11g)& 3 (8.1)
patients are shown in Table 1. At baseline, 41 somatic -Y).
mutations were detected (24 in Len arm and 17 in Pcb Table 2: Main characteristics of patients with SF3B1 and TP53 mutations

: . . compared to wild-type patients
with comparable clinical and molecular features). P ypep

Somatic mutations impact on response and outcomes

The most frequent mutated genes were SF3B1 (25,5%,

n=12) onq TP53 (21,3%, n=.1 0). The main characteristics of RESPONSES SF3B1 Mut P53 Mut
these patients are shown in Table 2.
) . Erythroid response 100% 40% ||
Results in ferms of responses, TD and AML-transformation
for these two groups are shown in Table 3. Cytogenetic response 100% 80% 11
Duration of response Shorter than wild type Similar than wild type
Summqry Transfusion Dependence 37.5% Len & 100% Pbo 80% Len & 60% Pbo
Treatment with |OYV—dOS€ Len in transfusion independent Time to Transfusion 21.8 months Len & 6.3 months | 12.6 months Len & 6.6 months
del(5qg)-MDS achieved cytogenetic and erythroid Dependence (median) Pbo Pbo
responses in all SF3BT mutated po’nen’r.s and lower AML progression 25% Len & 50% Pbo 20% Len & 20% Pbo
incidence of TD and AML- transformation.
Time to AML progression 24 months Len % 16 months NR/NR
TP53 mutation was associated with lower response rates (median) Pbo
fo Len but with similar incidence of AML-fransformation Table 3: Results in terms of responses, TD and AML progression in SF3B1
than in Pcb group. and TP53 mutated patients.
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