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[ Abstract )
phoprotein-enriched astrocytes-15kDa (PEA-15). Methods Third or fourth generation rat astrocytes cultured in vitro

Objective  To study the effect of the transcranial magnetic stimulation on the migration of phos-
were divided into a control group, a transfected group, a magnetic stimulation group and a transfected + magnetic stimu-
lation group. The control group was undergone transfect of negative siRNA. In transfected group and the transfected +
magnetic stimulation group the liposome in the astrocyte was transfected instantly with chemically synthesized PEA-15
siRNA, so as to interfere with the expression of PEA-15 protein. Magnetic stimulation was applied to both tranfected and
transfected + magnetic stimulation groups 24 h after plating of astrocytes at 1 Hz and 60% the maximal output of the
stimulator. Cell scratch tests were used to assess the astrocytes’ migration, and Western blotting was applied to detect
the expression of PEA-15 and protein phosphorylation. Results Compared with the control group, the expression of
PEA-15 protein decreased significantly in the transfected groups. The cell migration in the transfected group, the mag-
netic stimulation group, and the transfected + magnetic stimulation group was significantly greater than in the control
group. Compared with the control group, the phosphorylation of PEA-15 increased significantly in the magnetic stimu-
lation group. Conclusion When PEA-15 expression is interfered with, the migration of astrocytes increases signifi-
cantly. Magnetic stimulation may promote the migration of astrocytes by enhancing PEA-15 phosphorylation.

[ Key words] Magnetic stimulation; Astrocytes; Phosphorylated protein;  Cell transfection
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Association of body mass index with knee cartilage damage

BACKGROUND AND OBJECTIVE As body mass index ( BMI) is a well-established risk factor for the development of symptomatic
cartilage damage and osteoarthritis (OA) , this study was designed to understand the prevalence of cartilage damage in subjects without knee
pain, and its relationship to BMIL.

METHODS This cross-sectional study included randomly selected, community dwelling adults, 40 to 79 years of age, who had had no
complaints of knee pain over the past year. All subjects underwent MRI of the knee, with MR cartilage graded on a Disler scale of zero to
four. Self-reported past weight and height at age 25 was documented. Current BMI was determined by examination.

RESULTS Seventy-three subjects with an average age of 52 years were studied. Of these, 65.4% had MRI detected cartilage damage
graded as >2. Severe cartilage damage (>3) was found in 28.7%. The adjusted odds ratio (OR) of at least moderate (>2) cartilage damage
was 3.04 (statistically significant) among those with a BMI of =25 kg/m’ as compared to those with a BMI of <25 kg/m*. A similar though
statistically insignificant trend was noted for those with severe cartilage damage (OR 2.63). Similar findings were noted for past BMI (2.44) ,
and for change in BMI (1.41).

CONCLUSION This MRI study of asymptomatic adults found a high prevalence of cartilage damage in the knee, with a greater risk for
at least moderate damage among those with a body mass index of at least 25 kg/m’.

[ H :Keng A, Sayre EC, Guermazi A, et al. Association of body mass index with knee cartilage damage in an asymptomatic popula-
tion-based study. BMC Musculoskel Disord, 2017, 18 (1): 517.]



