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Introduction

Atraumatic osteonecrosis (ON) results from reduced bone vascularity.
Glucocorticoids (GC) are a major risk factor for ON. GCs reduce vascular
endothelial growth factor, vascular density, and bone mass in mice. LLP2A-Ale
is a bone targeted therapy that directs mesenchymal stem cells to bone
surfaces. LLP2A-Ale and PTH reduced GC-induced bone changes in mice
[Mohan et al CTI 2017]. The aim of this study was to determine if PTH or LLP2A-
Ale co-treatment could prevent GC-induced ON and GG induced changes in
bone blood flow.
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PTH or LLP2A-Ale maintained vasculal in the whole femur, and prevented the development of
GC induced ON of mice 45 days after treatment. Additional studies are needed to investigate
whether treatment with LLP2A-Ale or PTH can reverse GC induced ON.

owledgement

This work was supported by National Institutes of Health/National Institute of Arthritis and

Figure 4. Histologl i N N InPL, GC, GC+LLJ PTHat d: Musculoskeletal and Skin Diseases (NIH/NIAMS); Grant numbers: P50AR060752, PS0AR063043, R01
These data suggest that GC reduces blood flow, while PTH preventsireverses that decline. o PL o o N wer. el AR043052; the California Institute of Regenerative Medicine (CIRM); and the endowment for the Center
These data suggest that PTH improves blood vessel volume in GC-treated rodents. P " ! o) e e S D, 100 . for Musculoskelotal Health and the Aging Endowment to NEL.

Figures 1A-E show the ability to acnuvre/mlewrel in vivo "*F-fluoride PETICT scan data from
rat femurs. *F-PET/CT scanning was dor at days 0 (baseline) and 10 in rats treated
with Methylprednisolone (GC;100 mglkg, sc, Sx/week) or with concurrent PTH (40 pglkg, sc,
5xiweek) for 10 days. At necropsy, all rats were injected with MicroFil for quantitative
identification of vasculature. A- 0-15 min scan depicts blood flow. B- 45-60 min scan depicts
bone localization of "°F. C- GC caused 20% decline in "*F-uptake while co-treatment with
PTH+GC caused 40% increase "*F-uptake to bone. PTH caused 70% increase in blood
vessel volume.




