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ArthrItIS Control
* Arthritis Is the leading cause of disability in adults
* The prevalence of arthritis is expected to increase sharply in the
near future w .
* Osteoarthritis (OA) Is the most common form of arthritis -
* There are no currently approved disease-modifying osteoarthritis
drugs (DMOADSs) that can prevent, stop, or even restrain the
progression of OA §
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Neural EGFL-like 1 (NELL-1)
* a novel pro-chondrogenic molecule E g ;
« an ECM molecule expressed in articular cartilage Z _ =
* NELL-1 — NFATcl — RUNX3 — IHH is essential for NELL-1’s s 2 z
pro-chondrogenic bioactivities : < S
* single nucleotide polymorphisms (SNPs) within the NELL-1
gene are associated with ankylosing spondylitis and psoriatic | | =| . 3
arthritis HE 2| =
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In vivo
All the experiments on live mice were performed under an ge ge S<
institutionally approved protocol provided by the Chancellor’s ; .
Animal Research Committee at UCLA. i
« Spontaneous OA model : - :
Nell-1*/6R mice vs. WT counterparts
1-month (a prepubescent stage)
3-month (a mature young adult stage) -
18-month (a senescent stage)
* Induced OA model -- direct intra-articular injection _
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Fig 1. Schematic depicting the intra-articular injection animal model. 8 5. E 5 e 2 5| g.a, N % . o %10, c,,
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