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[ Abstract] Objective To observe in vitro the effect of mechanical stress at different intensities on the pro-
liferation, apoptosis and extracellular matrix of degenerative human nucleus pulposus cells. Methods The cells
were isolated and cultured in vitro, and divided into a control group, a low-intensity group, a medium-intensity group
and a high-intensity group. The low-, medium- and high-intensity groups were stretched mechanically by 1000 w,
2000 p or 4000 p respectively for 6 hours using a four-point bending system, while the control group was not stressed.
Flow cytometry was used to explore any changes in the cell cycle and the proliferation index (PI). The expression of
proliferating cell nuclear antigen (PCNA) , B-cell lymphoma-2 ( BCL-2)/Bax, collagen II and aggrecan were meas-
ured using real-time quantitative polymerase chain reactions. Results The mechanical stretching significantly influ-
enced proliferation, apoptosis and the extracellular matrices compared with the control group. The Pl and PCNA ex-
pression increased at first and then decreased gradually with the exercise intensity. Compared with the control group,
the mRNA expression level of Bel-2/Bax increased significantly to 1.53 times that of the control group after 1000 w
stretching, but to only 0.71 times that of the control group at 2000 w and 0.43 times at 4000 . The gene expression
of collagen II increased significantly by 1.1 times and that of aggrecan by 1.3 times after 1000 p stress stimulation

compared with the control group (P<0.05). However, the expression of collagen II and aggrecan was inhibited sig-
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nificantly at 2000 and 4000 . , with the lowest levels at 4000 n (P<0.05). Conclusion Stretching at different

intensities has different effects on the proliferation, apoptosis and extracellular matrix of human pulposus cells with

degenerate nuclei.
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SCAR RIS
Working hours and venous thromboembolism

BACKGROUND AND OBJECTIVE Previous studies have demonstrated an association between longer working hours and the risk of
coronary heart disease, myocardial infarction, cardiac arrhythmias and stroke. This study assessed the effect of long working hours on the risk
of deep venous thromhosis ( DVT) or pulmonary embolism (PE).

METHODS Data were obtained from the Individual Participant Data Meta-Analysis in Working Populations (IPD-Work) consortium,
including data from 13, independent cohort studies in multiple nations. Long working hours were defined as 55 hours per week or longer, and
standard working hours as 35 to 40 hours per week. The subjects were followed for incident venous thromboembolisms ( VTE). The sample
was followed for a mean of 9.7 years, with work hours compared to the incidence of VTE.

RESULTS Among the 77,291, full-time employees included in the analysis, 539 first-time VTE events were recorded, with an inci-
dence of 64.9 per 100,000 person/years. Compared to those working 35 to 40 hours per week, the risk of VTE was greater among those with
longer working hours (HR 1.5). The risk with longer hours was greater for DVT (HR 1.7) than for PE (HR 1.4).

CONCLUSION This study expands on our understanding of the cardiovascular risks of working 55 hours per week or longer, demon-
strating an increased risk of venous thromboembolism.

[ #% B :Kivimiki M, Nyberg ST, Batty GD, et al. Long working hours and risk of venous thromboembolism. Epidem,2018, 9, 29(5) :
e 42-e44.]



