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planned to confirm these findings in larger cohorts and

We extracted data from 57 CMML patients from the
Huntsman Cancer Institute electronic health record
system. We categorized the patients using their first
bone marrow myeloid malignancy panel diagnosis
between October 2009 and September 2020. We
reviewed their charts for the following information
elements: date of birth, sex, vital status, bone
marrow biopsy, CMML diagnosis, and date of death
or last follow-up. Our analysis was performed by
producing Kaplan-Meier survival curves.

Figure 2. Pie graph distribution of tier 1 mutations from myeloid malignancies patient panels.

Figure 4. Kaplan-Meier estimate of overall survival in patients with TET2 not present vs.
patients with TET2 present. Patients with TET2 not present had a median overall survival
of 790 days compared to 1767 days in patients with TET2 present (p=0.13).
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Figure 7. Kaplan-Meier estimate of overall survival in patients with RUNX1 not present
vs. patients with RUNX1 present. Patients with RUNX1 not present had a median overall
survival of 1103 days compared to 1496 days in patients with RUNX1 present (p = 0.62).
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Figure 5. Kaplan-Meier estimate of overall survival in patients with a spliceosome
mutation not present vs. patients with a spliceosome mutation present. Patients with a
spliceosome mutation not present had a median overall survival of 1200 days compared
to 1103 days in patients with a spliceosome mutation present (p=0.41).

Figure 8. Kaplan-Meier estimate of overall survival in patients with age < 75 vs. patients
with age > 75. Patients with age < 75 had a median overall survival of 2327 days
compared to 1103 days in patients with age > 75(p = 0.19).

their impact on response to hypomethylating agents.
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