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INTRODUCTION AND AIM METHODS CONCLUSIONS

» Inflammatory and autoimmune diseases, including * Data source: TriNetX US Collaborative Network. ) OutFomes included: Any hematolc?gic . LVV was associated with an increased risk of hematologic malignancy,
large-vessel vasculitis (LVV), may be associated with e Study period: 2005-2025. malignancy — Lymphoma, Leukemia, mainly driven by chronic myeloid neoplasms, particularly MDS and
clonal hematopoiesis of indeterminate potential * Included adults with LVV (GCA or TAK) and no Myelodysplastic syndrome (MDS) or MPN.
(CHIP). LVV includes giant cell arteritis (GCA) and prior malignancy. Myeloproliferative neoplasm (MPN) * The myeloid predominance suggests that CHIP may represent a
Takayasu arteritis (TAK). * Index date: First recorded LVV diagnosis. * Outcomes were assessed using Kaplan- biological link between LVV-related inflammation and myeloid clonal

° Control group: Patients Wlth Seborrheic keratosis MEier SurVival analySiS and hazard ratiOS evolution.

) .Smaller StUdles,have reportec aSSO,CIatlonS between (SK), a benign age-related skin condition. (HRs) * The absence of a significant leukemia association may reflect limited
inflammatory disorders and myeloid neoplasms. + Cohorts were propensity-score matched 1:1 for: follow-up.

* The risk of incident hematologic malignancy Age, Sex , Race and ethnicity , Comorbidities,, e This supports early hematology referral, consideration of CHIP
following LVV diagnosis remains poorly Immunosuppressive medications screening in high-risk rheumatology patients, and structured myeloid

characterized malignancy surveillance at specialized CHIP clinics.

RESULTS

* After matching: LVV cohort: 40,355 patients
* SK control cohort: 40,355 patients
* Mean age: 68.5 years

Proposed Pathobiologic Pathway

Linking Large Vessel Vasculitis (LVV) to Myeloid Neoplasms CONTACT INFORMATION
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hematopoietic stem cells)

* LVV was associated with a higher risk of

hematologic malighancy overall: HR 1.272
(95% Cl 1.146-1.412; P=0.004)

* The increased risk was driven primarily by: IR\ A ) & - REFERENCES
a8 /@ ? Leukemia
MDS: HR 1.604 (95% CI 1.234-2.086; / \ 0% T
Chroni | gy Sosenvedin : : : . . )
P<0.00 ]_) i riltion ( emitionaraier | [ Selectvesdtatage | [ Addfioreimistions | - e Mahajan A, Moslehi D, Bates DW. Hematologic and solid-organ malignancy risk in
+ Immune cell activation Somaticutations andgxpansion ardigenamic instaiity Clinical manifestation antineutrophil cytoplasmic antibody (ANCA)-associated vasculitis. Commun Med
. o) . (T cells, macrophages) » Typical genes: DNMT3A, * Inflammatory cytokines and « Accumulation of secondary A : .
¢ M P N ° H R 1 . 2 8 5 (9 5 /0 C I 1 o O 6 1_ 1 . 5 5 6 ) » Cytokine release TET2, ASXL1, JAK2, SF3B1 stromal signals promote mutations/epigenetic changes MyelodysF.)Iastlc.: syndrome {MDS) ( LO N d ) . 2026, 6: 18 d Ol. 10 . 103 8 / 54385 6'025'0 12 75'X.
(IL-1B, IL-6, TNF-a) ot e N clonal fitness . * Myeloproliferative neoplasm (MPN)
ik poiesis 0 * Dysregulated myeloid -
P — O OO 6) * Oxidative stress indeterminate potential (CHIP) » Expansion of mutated differentiation and proliferation e ? Leukemia .(Iate.r event not
: and DNA damage hematopoietic clones observed in this study)
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* No significant increase was observed for:

{8 Key Concept: Chronic LVV-driven inflammation may create a microenvironment that fosters acquisition and expansion of

7

Lym p h Om a : H R 1 . 1 5 3; P =O . 1 1 7 O r — , myeloid driver mutations (CHIP), promoting clonal evolution and increasing risk of myeloid neoplasms, particularly MDS and MPN.
Leukemia: HR 1.158; P=0.695
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