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Highlights
¢ Menin inhibitors are novel targeted therapies for rare-mutated acute myeloid leukemia.
¢ Differentiation syndrome and cytokine imbalance related to menin inhibition may be lethal.
¢ NULISAseq analysis of protein markers of differentiation syndrome may improve outcomes.
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NULISAseq may distinguish differentiation biomarkers from leukemia to guide treatment response.
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David McCall'®, Cesar Nunez', Amber Gibson', Philip L. Lorenzi°, Ghayas C. Issa’,
Branko Cuglievan', and Hussein A. Abbas®*

High-throughput proteomic profiling provides a compre-
hensive analysis of systemic cancer effects and tumor
microenvironment interactions. Characterizing soluble
proteins driving inflammation in acute myeloid leukemia
(AML) offers insight into inflammatory diseases like dif-
ferentiation syndrome related to AML therapies like
menin inhibitors. We present our application of nucleic
acid-linked immuno-sandwich assay, a novel technology
leveraging next-generation sequencing for high-
throughput, ultrasensitive characterization of secreted
inflammatory proteins in plasma or serum. Here, we
report its use to identify dynamic soluble protein changes
during treatment and at the time of suspected differenti-
ation syndrome in pediatric AML patients treated with the
menin  inhibitor revumenib  (NCT04065399 and
NCT05360160).

Menin inhibitors are novel targeted therapies for acute
leukemia, particularly KMT2A- (KMT2Ar) or NUP98-rear-
ranged (NUP98r) or NPM1-mutated subtypes. Menin inhibi-
tion leads to downregulation of the HOX/MEIST
transcriptional program necessary for leukemogenesis,
therefore leading to hematopoietic differentiation and an
antileukemic effect (1). The menin inhibitor revumenib was
recently approved for relapsed or refractory acute leukemia
with KMT2Ar in adult and pediatric patients (2). This was
based on the results of AUGMENT-101, an open-label,
multicenter phase 1/2 trial where revumenib monotherapy
led to complete remission or complete remission with partial
hematologic recovery of 21.2% and a median duration of
response of 6.4 months (2-4). Menin inhibitors have been
associated with clinically apparent differentiation syndrome
(DS), which has resulted in fatal outcomes in some rare cases.
DS is likely caused by a cytokine imbalance associated with
differentiation and maturation of leukemia cells, supporting
the use of steroids, and/or holding menin inhibitor for DS
control. However, uncontrolled inflammation could also be

associated with leukemia progression (5, 6). Understanding
its evolution during a patient’s treatment course may allow for
distinguishing between treatment-versus leukemia-related
inflammation and may provide insights into treatment-related
morbidity and treatment response. Further, identifying medi-
ators of menin inhibitor-related DS, through novel technolo-
gies such as nucleic acid-linked immuno-sandwich assay
(NULISA) and next-generation sequencing (7, 8), may uncover
therapeutic targets to mitigate its complications.

EXPERIMENTAL PROCEDURES AND RESULTS

We applied NULISA to measure 249 inflammatory soluble
proteins in 52 samples (Supplemental Table S1) of either
serum or plasma from 15 pediatric patients (Table 1) with
acute myeloid leukemia (AML) treated with revumenib. Sam-
ples were serum or plasma based on the biospecimen bank
from which they were retrieved due to the retrospective na-
ture of the analysis. Seven samples were collected when DS
was clinically suspected in five patients. The median enroll-
ment age for revumenib treatment was 11 years (range, 1-19)
and 53.3% were male. Genetic alterations included KMT2Ar
(n =11, 73.3%), NUP98r (n = 3, 20%), and NPM1 mutation
(n =1, 6.7%). Five of the 15 patients (33%) had clinical sus-
picion of DS warranting treatment with steroids with a median
suspected onset of 7 days (range, 3-11) after starting revu-
menib. When DS diagnostic criteria were applied based on
Montesinos et al, (9) two of the five patients were classified as
moderate and one as severe DS (Supplemental Table S2).

We found high detectability of the inflammatory proteins
analyzed with only 2 of the 249 cytokines (IL36G and IL32)
detected in less than 50% of samples (Supplemental Fig. S1,
A and B). Due to the biological differences in plasma and
serum, we analyzed samples from these sources separately.
Principle component analysis of healthy (n = 13) and AML
samples (n = 8) from serum clustered separately, with AML
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Proteomic profiling of menin inhibitor-related DS

TaBLE 1

Baseline patient characteristics

Patient characteristics Suspected DS (n = 5) No DS (n = 10) Total patients (N = 15)

Age, years (range) 11 (4-16) 13.5 (4-17) 11 (1-19)
Sex

Female, n (%) 2 (40%) 5 (50%) 7 (47%)

Male, n (%) 3 (60%) 5 (50%) 8 (53%)
Race/Ethnicity

Black, n (%) 0 (0%) 1 (10%) 1 (7%)

Hispanic, n (%) 2 (40%) 4 (40%) 6 (40%)

White (non-Hispanic), n (%) 3 (60%) 5 (50%) 8 (53%)
Genetic alteration

KMT2Ar, n (%) 5 (100%) 6 (60%) 11 (73%)

NUP98r, n (%) 0 (0%) 3 (30%) 3 (20%)

NPM1mt, n (%) 0 (0%) 1 (10%) 1 (7%)
WBC, median (range), K/uL 1.1 (0.7-11.5) 2.45 (0-9.7) 2.1 (0-11.5)
Hemoglobin, median (range), g/dI 8.4 (6.6-10.5) 8.9 (0-12) 8.5 (0-12)
Platelets, median (range), K/uL 16 (14-29) 27.5 (10.6-313) 19 (10.6-313)
Bone marrow blast %, median (range) 86 (77-97) 43 (4-88) 66% (4-97)
Peripheral blasts %, median (range) 7 (1-96) 6% (0-57) 6% (0-96)

DS, differentiation syndrome; WBC, white blood cells.

samples displaying more variability, suggesting the differ-
ences in proteomic profiling and intratumor heterogeneity in
AML (Fig. 1A). AML plasma samples (n = 44) clustered
together and contained six samples from four patients with
suspected DS. Three samples which were drawn during DS
notably separated from the cluster (Fig. 1B). Their separation
indicated a distinct inflammatory pattern supporting our
subsequent longitudinal analysis of samples collected at
different treatment time points.

Among the 44 plasma samples, 35 were collected during
cycle 1. We focused our analysis on the first cycle of revu-
menib, given that most cases of DS occur during this period
(5). Longitudinal samples were categorized based on their
weekly collection times, defined as: pretreatment (n = 4), week
1 (day 1-8; + 2 days; n = 9), week 2 (day 15; + 2 days; n = 7),
week 3 (day 22; + 2 days; n = 9) and week 4 (day 29; + 2 days;
n = 6). Expression of seven proteins (CCL24, CD93, CXCL10,
CXCL9, IL17B, TNFRSF13C, and TNFSF10) significantly
changed along the treatment course (Kruskal test, p < 0.05)
(Fig. 1C; Supplemental Table S3). We found a decrease in
levels of CXCL10 and CXCL9 during the first 3 weeks of cycle
1 followed by an increase during week 4 (Fig. 1C). The
reduction of these two markers over the course of cycle 1 may
explain a potential demarginalization or redistribution of leu-
kemia cells from their environment following menin inhibition.
Although other proteins showed distinct patterns, they all
reached almost the lowest level at day 22 of cycle 1 (Fig. 1C),
indicating the maximum drug effect at this point.

We next aimed to delineate the soluble proteins with levels
significantly changed in patients who had clinical suspicion of
DS requiring intervention with steroid treatment (n = 4 pa-
tients for six plasma samples) versus patients without clinical
evidence of DS across all time points. Among the 249 soluble

proteins evaluated, the expression levels of four cytokines
(CXCL13, IL1RL1, IL4, and FLT3LG) were significantly
different (p-adj < 0.01) between these two groups (Fig. 1D;
Supplemental Table S4). CXCL13 and IL1RL1 were highly
expressed in patients who had suspected DS, while IL4 and
FLT3LG expression was significantly lower during that same
period (Fig. 1D).

EXPERIMENTAL DESIGN AND STATISTICAL RATIONALE

The study was conducted in accordance with the Decla-
ration of Helsinki and the use of human material was
approved by MD Anderson’s Institutional Review Board. All
data and records were kept confidential and deidentified, and
biospecimens were received deidentified, and coded in
accordance with institutional policies and the Health Insur-
ance Portability and Accountability Act (HIPAA) on subject
privacy.

We retrospectively analyzed 52 serum or plasma samples
from 15 pediatric AML patients treated with revumenib using
NULISAseq Inflammation Panel 250 (Alamar Biosciences) to
quantify 249 inflammatory proteins. Samples were grouped
by treatment week during cycle 1. Due to the biological dif-
ferences between two sample sources and batch effects in
different runs, we separated analysis for serum and plasma
samples. Principal component analysis revealed distinct
clustering of DS-associated samples. Temporal protein
changes were assessed using the Kruskal-Wallis test, iden-
tifying seven proteins with significant variation (p < 0.05).
Differential expression analysis comparing DS-suspected
versus non-DS patients identified four significantly altered
cytokines (adjusted p < 0.01). All statistical analyses were
conducted using nonparametric methods due to the small
sample size and expected non-normal distribution of protein
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Fic. 1. Analysis of protein and cytokine expression of samples. A, principal component analysis (PCA) of protein expression for serum
samples. Healthy samples and AML samples are clearly separated. B, principal component analysis (PCA) of protein expression for plasma
samples. Three separated samples were drawn during a period of suspected DS. C, line graph demonstrating significant changes in the

expression of cytokines. Samples were collected at pretreatment, week 1 (day 1-8; =

2 days), week 2 (day 15; = 2 days), week 3 (day

22; + 2 days), and week 4 (day 29; + 2 days) of cycle 1. Protein expressions demonstrate a significant pattern of change during menin inhibition
across five groups based on treatment phase, (Kruskal test, p < 0.05). D, differential cytokine expression between patients who experienced
DS compared to those without DS in plasma samples. Boxplot demonstrates significant cytokine expression in patients who did not expe-
rience DS (blue) compared to patients who did experience DS (red) during treatment with menin inhibition. Four cytokines were significantly
altered in expression during DS including CXCL13, IL1RL1, IL4, and FLT3LG. The adjusted p values (p-adj) displayed above each plot denote
the significance of the differences in expression between the two groups (p-adj < 0.01). AML, acute myeloid leukemia, DS, differentiation

syndrome.
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expression levels. This design allowed us to explore both
temporal and clinical phenotype-associated changes in the
inflammatory proteome during revumenib treatment.

DISCUSSION

Our work supports the use of next-generation
sequencing-based measures to detect low-expressing sol-
uble proteins that can be overlooked with conventional
protein assays. A unique inflammatory pattern was
discovered in patient samples drawn during DS. Longitu-
dinal sampling during the first cycle of therapy with menin
inhibition showed a decrease in levels of CXCL10 and
CXCL9. Interestingly, CXCL10 and CXCL9 can induce
leukemic cell chemotaxis, enhance leukemic cell viability,
and drug resistance (10, 11).

The changes in soluble proteins indicate distinct pathways
in cytokine secretion in patients with AML who experienced
DS due to menin inhibition. Though our limited dataset and
analysis do not confirm the effect of the cytokine activity on
leukemic cell maintenance and propagation in patients with
AML and DS, some of the overexpressed cytokines have
been described as playing a role in AML cell invasion and
maintenance and the immune environment. In addition, our
study provides feasibility to incorporate longitudinal soluble
proteomic profiling in patients while on clinical trials. CXCL13
has also been described in signal modulation within the tumor
microenvironment, promoting cancer cell invasion (12).
Overexpression of IL1RL1 is a plausible mechanism for
cytokine production and leukemic cell maintenance in AML
(13). Thus, downregulation of IL1IRL1 may be indicative of
suppressed AML cell maintenance activity, a function of
menin inhibition. Conversely, IL4 has been described to
promote apoptosis and phagocytosis (14, 15), and its lower
expression supports the rise in cell counts that occur during
DS as blasts differentiate into mature cells. FLT3LG is asso-
ciated with significant impairment of the immune system, and
decreased levels of FLT3LG during DS could indicate con-
sumption by activation of FLT3 during this process (16). The
dosing of dexamethasone in patients with DS should also be
taken into consideration with future analysis of cytokines as
dexamethasone could drive their reduction, which may be
seen with clinical correlation of therapeutic effect.

Although our study is limited by sample size due to the
rarity of this disease and the applicability of revumenib in a
distinct pediatric AML population, we provide proof-of-
concept to detect soluble proteins associated with the
phenomenon known as DS, which is a complication in this
therapy. Our study is also powered by the longitudinal
profiling of 52 samples from this patient cohort (n = 15) during
treatment on cycle 1 with revumenib. Future prospective
studies will allow for baseline sample collection prior to initi-
ation of treatment for all patients analyzed to further

characterize cytokine expression in DS and whether findings
reflect an intrinsically different leukemia.

Through comprehensive proteomic profiling of inflammatory
cytokines in pediatric patients receiving menin inhibition, we
identified soluble proteins that correlate with DS. Our sample
size necessitates further studies to validate the therapeutic
significance of these findings. However, we demonstrated the
feasibility of applying high-throughput soluble proteomics in
AML therapy to identify biomarkers for preemptive manage-
ment of DS, thus setting the stage for implementing protein
analysis in longitudinal studies to assess inflammatory states
objectively. Equally important, accurately identifying differen-
tiation as the cause for signs and symptoms of a cytokine
storm, as opposed to disease progression, may prevent early
discontinuation of menin inhibition. Further identification of
patterns associated with cytokines in patients with DS not
found in patients who do not develop DS may determine
protein mediators that may be targeted to mitigate its com-
plications without necessitating medication holds that could
delay time to remission or even effect outcomes negatively.
On the contrary, patients with progressive disease have similar
symptoms as DS and remaining on a menin inhibitor that is not
adequately remitting disease could delay time to a more
suitable agent, increasing risk of rapid progression and
decreasing probability of survival.

Assessing the therapeutic potential of selected proteins will
also be crucial and will require validation in preclinical models
or organoid systems. Despite these challenges, our study
demonstrates that high-throughput proteomics offers a
robust and efficient approach to identifying novel and potent
biomarkers for treatment with menin inhibitors and DS. Future
work will expand proteomic profiling beyond 249 soluble
proteins, applying it prospectively in larger AML and hema-
tologic disease cohorts. Integration into clinical trials will
evaluate its potential to guide therapy and improve outcomes.

DATA AVAILABILITY

Patient level data can be available upon reasonable request
from the corresponding authors (M. B. G or H. A. A).

Supplemental Data—This article contains supplemental data

©).

Ethics Approval—The study was conducted in accordance
with the Declaration of Helsinki and approved by the Institu-
tional Review Board MD Anderson Cancer Center.

Acknowledgments—The authors thank Dr Nancy Gordon
and Minerva Giriffin of the Pediatric Biorepository study group
for patient sample accession and distribution to the Abbas
Lab. Funding support was partially provided via philanthropic
donation from Energy Transfer to the Department of Pediat-
rics at the University of Texas MD Anderson Cancer Center.

4 Mol Cell Proteomics (2026) 25(3) 101522

SASBMB



Proteomic profiling of menin inhibitor-related DS

This work was supported in part by The University of Texas
MD Anderson Cancer Center Support Grant CA016672 and
The University of Texas MD Anderson Cancer Center
Physician-Scientist Training Program.

Author Contributions—M. B. G., B.W,, I.S., G. E. H.,, D. M.,
C.N,,A.G,P.L.L,G.C. 1, B. C., and H. A. A. writing-review
and editing; M. B. G.,B.W.,I.S.,G.E.H.,G.C.Il.,and H. A. A.
formal analysis; M. B. G., B. W, I. S,, and G. E. H., data
curation; M. B. G., G. C. I, B. C., and H. A. A. conceptuali-
zation; M. B. G. and I. S., writing-original draft; M. B. G.,
G. C. I, and H. A. A. resources; M. B. G. and H. A. A. su-
pervision; M. B. G. and H. A. A. funding acquisition; M. B. G.,
visualization; M. B. G. project administration; B. W., I. S,,
G. E. H,, D. M., C. N, A. G., and B. C. investigation; B. W.,
P. L. L, and H. A. A. validation; D. M., C. N., A. G., P. L. L.
G.C.l.,and B. C., resources; D. M., C.N., A. G.,, M.B.G., G.C
I., B. C., and H. A. A. data acquisition; P. L. L. and H. A. A
methodology.

’

Confilict of Interest—G. C. |. received consulting or advisory
role fees from Novartis, Kura Oncology, Syndax, NuProbe,
AbbVie, Sanofi, AstraZeneca; received research funding from
Novartis, Syndax, Kura Oncology, Merck, Cullinan Oncology,
Astex Pharmaceuticals, NuProbe, Cullinan Oncology;
received stock or other ownership from Pupil Bio. H. A. A.
received Honoraria from lllumina and Alamar Biotechnology,
in-kind support from lllumina, research support from Gen-
entech, Enzyme-By-Design, GlaxoSmithKline, Blueprint
Medicines, Ascentage and lllumina; served on advisory board
for Cogent Biosciences and Consultant to Molecular Part-
ners. M. B. G. has received honoraria for editorial writing for
CMedEd, Pittman Communications. B. C. has received travel
support from Octapharma and Syndax Pharmaceuticals. The
other authors declare no competing interests.

Abbreviations—The abbreviations used are: AML, acute
myeloid leukemia; DS, differentiation syndrome; NULISA,
nucleic acid-linked immuno-sandwich assay.

Received May 8, 2025, and in revised form, January 25, 2026
Published, MCPRO Papers in Press, January 30, 2026, https://
doi.org/10.1016/j.mcpro.2026.101522

10.

11.

12.

13.

14.

15.

16.

REFERENCES

. Issa, G. C., Ravandi, F., DiNardo, C. D., Jabbour, E., Kantarjian, H. M., and

Andreeff, M. (2021) Therapeutic implications of menin inhibition in acute
leukemias. Leukemia 35, 482-2495

. Syndax Pharmaceuticals. (2024) REVUFORJ(Revumenib) prescribing in-

formation. Syndax Pharmaceuticals, USA

. Issa, G. C., Aldoss, |., DiPersio, J., Cuglievan, B., Stone, R., Arellano, M.,

et al. (2023) The menin inhibitor revumenib in KMT2A-rearranged or
NPM1-mutant leukaemia. Nature 615, 920-924

. Issa, G. C., Aldoss, I., Thirman, M. J., DiPersio, J., Arellano, M., Blachly, J.

S., et al. (2024) Menin inhibition with revumenib for KMT2A-Rearranged
relapsed or refractory acute leukemia (AUGMENT-101). J. Clin. Oncol.
43, 75-84

. Chen, D. W, Fan, J. M., Schrey, J. M., Mitchell, D. V., Jung, S. K., Hurwitz,

S. N, et al. (2024) Inflammatory recruitment of healthy hematopoietic
stem and progenitor cells in the acute myeloid leukemia niche. Leukemia
38, 41-750

. Hanahan, D., and Weinberg, R. A. (2011) Hallmarks of cancer: the next

generation. Cell 144, 646-674

. Feng, W., Beer, J. C., Hao, Q., Ariyapala, I. S., Sahajan, A., Komarov, A.,

et al. (2023) NULISA: a proteomic liquid biopsy platform with attomolar
sensitivity and high multiplexing. Nat. Commun. 14, 7238

. Reville, P., Wang, B., Marvin-Peek, J., Yuan, B., Kuo, Y. A., Garza, A, et al.

(2025) Blood-based proteomic profiling identifies OSMR as a novel
biomarker of AML outcomes. Blood 145, 3015-3029

. Montesinos, P., Bergua, J. M., Vellenga, E., Rayon, C., Parody, R., de la

Serna, J., et al. (2009) Differentiation syndrome in patients with acute
promyelocytic leukemia treated with all- trans retinoic acid and anthra-
cycline chemotherapy: characteristics, outcome, and prognostic factors.
Blood 113, 775-783

Hong, Z., Wei, Z., Xie, T., Fu, L., Sun, J., Zhou, F., et al. (2021) Targeting
chemokines for acute lymphoblastic leukemia therapy. J. Hematol.
Oncol. 14, 48

Ding, Q., Lu, P., Xia, Y., Ding, S., Fan, Y., Li, X,, et al. (2016) CXCL9: evi-
dence and contradictions for its role in tumor progression. Cancer Med.
5, 3246-3259

Hussain, M., Adah, D., Tarigq, M., Lu, Y., Zhang, J., and Liu, J. (2019)
CXCL13/CXCRS5 signaling axis in cancer. Life Sci. 227, 175-186

Wang, Y., Su, H., Yan, M., Zhang, L., Tang, J., Li, Q., et al. (2020) Inter-
leukin-33 promotes cell survival via p38 MAPK-mediated Interleukin-6
gene expression and release in pediatric AML. Front. Immunol. 11,
595053

Pena-Martinez, P., Eriksson, M., Ramakrishnan, R., Chapellier, M., Hog-
berg, C., Orsmark-Pietras, C., et al. (2018) Interleukin 4 induces
apoptosis of acute myeloid leukemia cells in a Stat6-dependent manner.
Leukemia 32, 588-596

Pena-Martinez, P., Ramakrishnan, R., Hogberg, C., Jansson, C., Nord, D.
G., and Jarés, M. (2022) Interleukin 4 promotes phagocytosis of murine
leukemia cells counteracted by CD47 upregulation. Haematologica 107,
816-824

Gary Gilliland, D., and Giriffin, J. D. (2002) The roles of FLT3 in hemato-
poiesis and leukemia. Blood 100, 1532-1542

SASBMB

Mol Cell Proteomics (2026) 25(3) 101522 5


http://doi.org/https://doi.org/10.1016/j.mcpro.2026.101522
http://doi.org/https://doi.org/10.1016/j.mcpro.2026.101522
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref1
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref1
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref1
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref2
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref2
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref3
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref3
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref3
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref4
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref4
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref4
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref4
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref5
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref5
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref5
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref5
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref6
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref6
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref7
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref7
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref7
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref8
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref8
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref8
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref9
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref9
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref9
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref9
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref9
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref10
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref10
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref10
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref11
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref11
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref11
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref12
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref12
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref13
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref13
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref13
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref13
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref14
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref14
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref14
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref14
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref15
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref15
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref15
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref15
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref16
http://refhub.elsevier.com/S1535-9476(26)00017-4/sref16

	High-Throughput Proteomic Profiling to Evaluate Differentiation Syndrome With Menin Inhibition
	Experimental Procedures and Results
	Experimental Design and Statistical Rationale
	Discussion
	Data Availability
	Supplemental Data
	Ethics Approval


	Author Contributions
	References


