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INTRODUCTION RESULTS

After Propensity Score Matching

* CMML is a clonal myeloid neoplasm with
overlapping myelodysplastic and
myeloproliferative features, characterized by No GLP-1a (n=698)
monocytosis, cytopenias, Venous
Thromboembolism (VTE), and risk of AML Current age, mean + SD 66.6 +12.1 66.7 +138.6
progression.
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* Proposed mechanisms include inhibition of White, n (%) °17(74.1%) 494 (70.8%) r——-l—j n
88 (12.6%) 102 (14.6%) ICU Admission
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PI3K/AKT/mTOR and ERK/MAPK signaling, — : ) i ke
. Hispanic/Latino, n (%) 40 (5.7%) 43 (6.2%) GLP-1 agonist exposure No GLP-1 agonist exposure
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* Compared CMML patients receiving GLP-1 " : 0 o o —— i o b
agonists with those without GLP-13 Antilipemic agents, n (%) 427 (61.2%) 426 (61.0%)
exposure. Insulin, n (%) 316 (45.3%) 328 (47.0%) Forest Plot
* 1:1 propensity score matching balanced 2
Aspirin, n (%) 312 (44.7%) 311 (44.6%) o
48 demographic, clinical, treatment, Outcome OR (95% CI) p-value
PR - Eltrombopag, n (%) 10 (1.4%) 10 (1.4%) i
medication, and laboratory variables. 3-year all-cause mortality 0.249 (0.183-0.338) <0.001 : = |
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included mortality, AML, VTE, : | :
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