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Behget's syndrome (BS) is an immune-mediated vasculitis that is clinically PY
reported to be more severe in younger males. The pathogenesis underpinning CCR2 b CCR2 (CM) O HD BD
BD is yet to be fully understood. The core pathogenic response in BS is primarily @ (b) 0.0299
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Methods Figure 4. Reduced expression of CCR2 on CM (a) and CX3CR1 on CM and IM (b) in male

BD patients (c & d). BD male n= 32, BD female n=17, C male n=14, HC female n=10.

Isolated monocytes from 49 BS patients and 24 Healthy controls (total
monocytes, its subsets (Classical (CM), Intermediate (IM) and non-classical

(NCM)) and 2 surface markers (CCR, & CX3CR1) were phenotyped by flow @  Cnemotaxis (y ~ Fhagocytosis (¢  FEfferocytosis
cytometry (fig 2). BD monocytes’ chemotactic and phagocytic ability to take up 0. 00079 2 ™7 » 15970.0381
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immunofluorescence microscopy (fig 3)) were investigated by modified Boyden 8307 2 100 % u ®% g 1009
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Neutrophils Figure 5. (a) Comparable chemotaxis and chemokinesis in BD patients. (b) Comparable

phagocytic ability of BD and HC cohorts to take up microbes. (c) Reduced efferocytosis of
apoptotic cells by BD monocytes. Phagocytosis BD &HC n=5. Efferocytosis; BD n=4 HC n=6.

Discussion

« Efferocytosis is a crucial driver of resolution, and our study suggests that
monocytes in BS are defective at initiating resolution, especially in male BS
patients.
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Figure 2. Gating strategy for monocytes and their subpopulation.

» Further mechanistic investigation of efferocytosis (fig 6) by monocytes may
unravel new insights into managing inflammation in BS by harnessing the
immune system's ability to dampen inflammation through resolution.
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Figure 3. Confirmation of efferocytosis of apoptotic Daudi cells (labelled with CMFDA cell SO —— ety p2 sk (0 ;_‘/‘

tracker) by monocytes by epifluorescence microscopy.

"Eat me" signals

@y
e

* Results show reduced expression of chemokine proteins CCR2 and
CX3CR1 (Fig 4a & b) on monocytes in male BS patients (fig 4c & d). These
are relevant in recruiting monocytes in the inflammatory and resolution
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phases, respectively. P Apoptotic cell
* Results from the chemotaxis assay show aberrant migration of monocytes in .;’;Zf::a“"y'“”"e
BS patients towards recombinant CCL2 (fig 5a). @ cass orprotein s

* Most importantly, we reported a reduced ability of classical monocytes in BS
to phagocytose apoptotic cells (Efferocytosis) effectively (figure 5c). Figure 6- Phases of efferocytosis; understanding the mechanism of efferocytosis in BD.
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