Letters to the Editors

Serum CXCL13 is not elevated
in ocular Behcet’s disease:
a brief report

Sirs,

Between September 2025 and February
2026, we carried out a cross-sectional study
to compare serum levels among Behget’s
disease (BD) patients with and without ocu-
lar involvement.

Serum CXCL13 levels were measured by
ELISA (Sunred 201-12-5345) in 37 BD pa-
tients with ocular involvement, 23 BD pa-
tients without ocular involvement, and 28
age- and sex-matched healthy controls at a
tertiary referral centre. All BD patients met
the International Study Group criteria (1),
and ocular disease activity was assessed
using the Behget’s Disease Ocular Attack
Score 24 (BOS24) (2). Non-parametric
tests were used with Benjamini-Hochberg
false discovery rate (FDR) correction.
Median serum CXCLI13 did not dif-
fer across the three groups: 198.0 pg/mL
(IQR 168.4-303.3) in ocular BD, 237.5
(203.7-355.1) in non-ocular BD, and 267.7
(202.9-307.6) in controls (Kruskal-Wallis
p=0.292). No correlation was found be-
tween CXCL13 and BOS24 (o= -0.006,
p=0.963), erythrocyte sedimentation rate
(ESR), C-reactive protein (CRP), or ante-
rior chamber cell grade. The study had 89%
power to detect 0=0.50. Within the ocu-
lar BD subgroup, the six patients on anti-
TNF therapy showed numerically higher
CXCL13 than untreated patients (388.6
vs. 192.6 pg/mL; unadjusted p=0.037), al-
though this did not survive FDR correction
(adjusted p=0.203) and should be regarded
as hypothesis-generating only. BOS24 be-
haved as expected, with strong correlations
with anterior chamber cells (0=0.758) and
posterior segment involvement (r=0.924;
both FDR p=0.011) (2).

It is fair to ask why CXCL13, a B-cell che-
moattractant central to lymphoid neogen-
esis and to several classical autoimmune
disorders (3), should be considered in BD,
an MHC-I-opathy (4) driven by neutrophils
and T cells without recognised autoanti-
bodies. Our rationale was more focused on
the uveal inflammation side rather than BD
itself. First, the only previous serum meas-
urement in BD reported a non-significant
trend (p=0.161) and was not stratified by
ocular phenotype or compared against a
validated ocular activity index (5). Second,
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aqueous humor data show CXCL13 enrich-
ment in granulomatous uveitis (Vogt-Koy-
anagi-Harada disease, idiopathic granu-
lomatous uveitis) but not in BD-associated
uveitis (6, 7), a compartment-specific sig-
nal that warranted systemic verification.
Third, Pay et al. previously reported el-
evated CXCL13 in BD synovial fluid (8),
raising the possibility that local lymphoid
neogenetic activity could appear in the cir-
culation under heavy ocular inflammation.
Furthermore, transcriptomic profiling of
BD blood mononuclear cells confirmed a
predominantly innate-immune signature (9)
but did not formally exclude a minor adap-
tive contribution. From this point of view,
our null systemic data complement rather
than contradict the prevailing model and
add the missing ocular-stratified piece.

Our cross-sectional —design captured
CXCLI13 at a single time point; we plan to
recall a subgroup during the next active at-
tack and after treatment escalation for lon-
gitudinal sampling. Non-BD uveitis disease
controls (HLA-B27-associated, sarcoido-
sis, VKH) were not enrolled. Given our
negative result, parallel inclusion would
have served mainly to demonstrate assay
dynamic range, which our high outliers
(up to 9366 pg/mL) and previous aque-
ous humour work (6, 7) already establish,
although prospective multicentre studies
should incorporate them.

In light of the current data, serum CXCL13
does not distinguish BD patients, with or
without ocular involvement, from healthy
controls and shows no relationship with
BOS24 or systemic inflammatory markers.
The result is biologically consistent with
the neutrophilic, MHC-I-restricted pheno-
type of BD (4, 9) and with the absence of
CXCL13 enrichment in non-granulomatous
aqueous humour (6, 7). Further prospective
longitudinal studies are warranted to evalu-
ate the anti-TNF signal observed in our
small subgroup.
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