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Table 1. C: forphar 1 WHO criteria and FRAY criteria .,
Control Rheumatoid arthritis
(n=37). (n=37). Al
WHO criteria (%). 14 (37.84%)., 14 (37.84%). 1.000,

FRAY criteriawithout BMD 15 (40.54%) 27 (72.97). 0.001.

FRAX criteriawith BMD (%), 7 (18.92%). 20 (54.05%). 0.002.

Table 2, C: for K I WHO criteria and FRAX criteria .,

Osteoarthritis . Rheumatoid arthritis
(n=245).. (=370 Fyale,

WHO criter (7). 58 (a0 . 14 (37.007) . 08022
FRARCILEHE wthiout SMD 100 {40,627 2 TR oot

FRAX criteriawith BMD (%) 54 (22.04%). 20 (54.05%). <0.001,
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Background/Aims: NLRP3 inflammasome is a molecular platform triggering activation of inflammatory cytokines including interleukin-18) (IL-18).
This study aimed to assess the expression of NLRP3 inflammasome complex and pro-inflammatory cytokines in patients with ankylosing spondylitis (AS).
Methods: Peripheral blood mononuclear cells (PBMCs) and serum from 23 male patients and gender-matched 30 healthy controls were consecutively
collected. The mRNA expression for target genesincluding NLRP3, caspase-1, IL-18, IL-17A, and |L-23 from PBMCs were evaluated by quantitative re-
al-time polymerase chain reaction (QRT-PCR). Clinical information related with AS patients were collected including Bath Ankylosing Spondylitis Disease
Activity Index (BASDAI), peripheral arthritis, enthesitis, and extraarticular manifestations. Statistical analyses were performed using Spearman’s correla
tion coefficient and Mann-Whitney t test. Results: Higher mRNA expression of NLRP3, caspase-1, IL-18, IL-17A, and IL-23 in AS was noted than those
in controls (p=0.010, p=0.029, p=0.005, p=0.046, and p=0.002, respectively). Patients treated with biological diseases modifying antirheumatic drugs
(bDMARDS) showed significantly lower caspase-1, IL-14}, and IL-17A m RNA levels than those without bDMARDSs, but not in IL-23 and NLRP3.
NLRP3 mRNA levels were significantly associated with IL-23, IL-17A, caspase-1, and I1L-18) (p<0.05 of al). These gene expression was not associated
with disease duration and BASDAI score (p > 0.05 of all). Conclusions: This study suggests that inflammatory response by activation of NLRP3 in-
flammasome might be involved in the pathogenesis of AS.
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