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Recent scientific publications:
Background Osteoporosis (OP) is a serious and prevalent disease identified by Dual
Energy X-ray Absorptiometry (DEXA) that can be performed in an ambulatory or a
hospitalized population. Objectives Aims are: (1) to characterize patients who had
DEXA in a university department of rheumatology to study its diagnostic efficacy;
(2) to look after risk factors specific to our population; (3) to evaluate the efficiency
of a non-systematic and opportunistic intra-hospital OP screening by comparing
results for ambulatory and hospitalized patients in the different departments of
the hospital. Methods From 2007 to 2012, 6406 initial DEXA from consecutive
patients were prospectively encoded (1494 in 2007, 1158 in 2008, 1079 in 2009,
945 in 2010, 868 in 2011 and 862 in 2012) (identical DEXA). Results Cohort
characteristics are the following: women 74.4%, mean age (± 1 standard deviation)
60.5 years (± 14.3), mean BMI 25.1 (± 5.1), history of cortico therapy in 30.5%,
previous fracture in 29% and current hospitalization in 28.8% of cases. OP (at one
of the 3 sites) was diagnosed in 22.3%, a stable value over the years, with, as a
repartition, lumbar spine, femoral neck and total hip OP in 13.7%, 13.6% and 9.2%
respectively. In 3.9%, OP was diagnosed at all the 3 sites.
Background Tissue accumulation of p16INK4A-positive senescent cells is
associated with age-related disorders such as osteoarthritis (OA). These senescent
cells induce a tissue loss of function through a particular secretory phenotype
called SASP (senescence-associated secretory phenotype). Objectives Links
between OA onset and cellular senescence remain poorly detailed. We wanted to
determine the localization of articular senescent cells in in vivo OA mouse models
and study the involvement of mesenchymal stem cells (MSC) senescence in OA
pathogenesis. Methods Wild-type mice C57BL/6, SAMP8/R1 (senescence
accelerated mouse-prone and resistant), transgenic p16INK4A +/Luc and
p16INK4A Luc/Luc were used. Experimental OA was induced by intraarticular
injections of collagenase (CIOA).

