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The reguiating effect of tensile stress on producing NO in cranial suture of neonatal rats in vitro calvaria cul-
ture ZHONG Wei-jie, ZHANG Wei-bing, WANG Lin. The Orthodontic Department of Shanghai Stomatological Disease
Center, Shanghai 200031, China.

[Abstract] Objective: To study the mechanism of NO in regulating the early growth of cranial suture under tensile
stress. Method: The level of NO in the culture medium of experimental and control groups was calculated. HE stain was
used to observe the sutural morphology change of the experimental and control groups. Result: The width of suture in the
experimental groups is large than that of the control groups. The number of suture cells of experimental groups is obviously
larger than that of control groups, especially osteoblast and mesenchymal cells. The level of NO in experimental group was
higher than that of control group (P<0.05). The level of NO increased after 1h in experimental group, and it kept increas—
ing along with the time. It increased remarkably at 48h (P < 0.01). Conclusion: NO plays an important role in mechanical

force-induced suture remodeling

[Key words] the level of NO; cranial sutures in vitro model system; tensile stress
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