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Background

 Measurable residual disease (MRD) is associated with
increased risk of relapse and decreased overall survival in

Results

Figure 2. A) PFS and B) OS by MRD status by day 90. C)  There was a trend towards inferior PFS for patients with

early post-HCT MRD (p = 0.13). OS was not significantly

Table 1. Demographics of study cohort

Characteristic n = 36 (%) PFS and D) OS by use of FLT3 inhibitor as maintenance
AML, even after allogeneic HCT. MRD can be detected by Age at transplant, median, years (range) 55 (26-74) therapy. E) PFS and F) OS by MRD status by day 90 and use impacted by MRD (p = 0.67). Of note, among the 4 patients
next-generation sequencing (NGS) methods. "R":l""elethnicity . ;g 2‘5‘2; of FLT3 inhibitor as maintenance therapy. who ultimately relapsed with early post-HCT MRD
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MRD following HCT therapy for new or HMA/venetoclax 8 (22)  p-o1s k| common FLT3 inhibitor was gilteritinib (n = 14), followed by
- relapsed AML Other 6 (17) B | midostaurin (n = 9) and sorafenib (n = 6). Among the 10
In 2019, we initiated prospective FLT3-ITD MRD monitoring o e e MAlenstociax or FWA-only S patients (29%) who did not receive maintenance therapy,
by NGS of the peripheral blood or bone marrow throughout HyperCVAD 1(3) (€) Progression-ires Survival (0) Overall Surviva reasons included GVHD (n = 4), clinician decision (n = 3),
the first 3 months following HCT for all patients with FLT3- None 10 (28) ' = =1).
ITD mutated AML under c?in HCT Wepencoura ed FLT3 Salvage therapy 7 + 3 (including liposomal) 4 (40) cytopenias (n = 2), and TMA (n =1)
o 909 | J (n=10) HMA/venetoclax or HMA-only 4 (40) G « The use of maintenance FLT3 inhibitors led to a
inhibitor use as post-HCT maintenance. Gilteritinib 2 (20) L e S o e et - .
Pre-transplant FLT3 Midostaurin 24 (56) b <0.000" b <0.0001 %l%nlflcantly superior PFS and OS. It augmented PFS and
- . inhibitor Gilteritinib 9 (25) iIn both MRD-negative and MRD-positive patients, and
Ob,leCtlve and Stu dy Cohort Sretransolant diseass 2';%’1‘9 ;7(1(%) o — effectively prevented clinical relapse in 4 patients with post-
Objective: To evaluate the impact of post-HCT FLT3 MRD status o 2 U (8 Progression-iree Survivel (B Overal Survival HCTMRD positivity.
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Stanford University between April 2019 and August 2020 Umbilical cord blood 5 (14) . . . .
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Nine patients (26%) relapsed at a median of 4.8 months

Figure 1. Progression-free survival (PFS) and overall survival

(OS) of cohort..

(A) Progression—free Survival

(B) Overall Survival

(A)

Figure 3. Swimmer plots showing use of FLT3 maintenance

therapy and outcomes for patients who were A) MRD-positive
and B) MRD-negative by 90 days post-transplant.

Real-time sensitive MRD results allowed clinicians
to begin early initiation of FLT3 inhibitor therapy,

post-HCT (range, 1.8-5.7), and 9 (26%) died, 5 from ® [, - which appeared to positively affected outcomes in
transplant-related mortality and 4 from progressive AML. | | | —— — = several patients.
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; L 2" ’ o T - R AR e s wnn from additional or alternative approaches.




