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Table 1: Baseline Patient Demographic and Clinical Characteristics
Overall PV

Change from PHL-based Management (N=73)

 Overall, 73 patients (35.1%) changed from PHL-based management. The most common
reasons were inadequate HCT control (18%), patient request for CRT (14%), and patient

Background

« Polycythemia vera (PV) is a myeloproliferative neoplasm associated with increased
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PHL-related ID (N=32)

 PHL-related ID occurred in 20.3% of PHL-treated patients (academic, 26.7%; community,
12.5%; p=0.085).

Fatigue was reported in 78.1% of patients during the first ID episode.

« Management of the first ID episode most commonly included iron supplementation (37.5%)
and pausing PHL (34.4%), with similar patterns across practice settings (Table 2).

42% 41% 43%

Patient Demographics & Clinical Characteristics

* The study included 208 patients with PV (37.5% female; median age, 63 years [IQR,
57.0-69.0]), including 108 (51.9%) treated in academic settings and 100 (48.1%)
treated in community settings.

« Patients treated in community settings were older than those treated in academic
settings (median age, 64.5 vs 61.5 years; p=0.042).

« While JAK2V617F positivity was common across both settings (85.6% overall),
negative or unknown JAK2 mutation status was observed more frequently in
community settings than academic settings (13% vs. 3.7%).

 Mean baseline HCT was 53.3 £+ 5.1%; 35.6% of patients had missing baseline
laboratory data. Mean baseline HCT was similar between academic and community

Overall PV (n=158)
Every 4 weeks

CRT, cytoreductive therapy; HCT, hematocrit; PHL, phlebotomy; PV, polycythemia vera

PHL Utilization (N=158)

« After a median follow-up of 2.3 years (IQR, 2.1-3.2), 158 patients (76.0%) received PHL, :
including 57.6% who received concurrent CRT.

PHL use was similar across practice settings (community, 72.0%; academic, 76.0%;
p=0.261), as was the mean PHL rate during periods without CRT (6.7 vs 7.0 procedures
per patient-year; p=0.619).

The most common planned PHL frequency was every 4 weeks (41.8%), followed by every

8 weeks (17.1%), every 6 weeks (16.5%), and every 12 weeks (12.7%); 12.0% had
another or undocumented schedule (Figure 1).

« At PHL initiation, 77.2% of patients had an HCT target <45%, 19.6% had a target 245% to

Academic setting (n=86)

m Every 6 weeks
Not documented/Other

Figure 2: Planned HCT target at PHL initiation
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Conclusions

 PHL remains widely used in routine PV care across clinical practice settings, with high
reliance and frequent management changes despite available CRT options.

settings. <50%. and 2.5% had no documented HCT target (Figure 2). « Substantial PHL burden and inadequate HCT control as a driver of management change

Academic setting (n=86)
1% 0% °

-

77% were observed.

 PHL-related ID was common and frequently associated with fatigue and other symptoms,
highlighting the clinical burden of ongoing PHL reliance in routine PV management.

PHL Pauses/Interruptions (N=22) - Despite current literature recommending against iron supplementation,® a notable portion of
77% « PHL pauses/interruptions occurred in 22 patients receiving PHL overall (13.9%), 9 (12.5%) patients received iron supplementation in response to PHL-related ID.

in community settings only, and 13 (15.1%) in academic settings only. * These findings highlight a need for more effective, better-tolerated treatments that reduce
Overall, the most common reason for the first PHL pause/interruption was anemia (27.3%), PHL reliance, achieve and maintain HCT control, address the burden of PHL-related iron
ID (18.2%) and patient preference to pause or discontinue (13.6%) (Figure 3). deﬁciency, and support consistent care across Settings_

« (Geographic distribution differed by practice setting (p<0.001), with greater
representation from the Northeast in academic practices (44.4%) and from the South
(33.0%) and West (32.0%) in community practices.

« Community-treated patients had a higher comorbidity burden than academically
treated patients (mean x standard deviation Deyo-Charlson Comorbidity Index
[DCCI], 1.3 £ 1.7 vs 0.8 £ 1.0; p=0.006). = No planned target documented
Other

« The most common comorbidities were hypertension (40.9%), diabetes without end- .
organ damage (22.1%), and chronic pulmonary disease (11.5%) (Table 1).

During PHL treatment periods without cytoreductive therapy, 107 patients had an HCT
measurement, and among those, 95.3% had at least one HCT >45%.

<45%
m 245% and <50%

HCT, hematocrit; PHL, phlebotomy; PV, polycythemia vera
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