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[Abstract] Objective: By observing the changes in bone mineral density (BMD) and bone metabolism-related indi-
cators, to evaluate the clinical curative effect and discuss the mechanism of ambulation training preventing and trea-
ting bone loss after traumatic spinal cord injury. Methods: Twenty-three patients with bone loss after traumatic spi-
nal cord injury were randomly divided into observation group (n=12) and control group (n=11). Two groups were
subjected to routine rehabilitation training and drugs. Additionally, the observation group received the ambulation
training. The two groups were treated once a day. 10 days for a period of treatment and a total of 6 courses. Lum-
bar spine and femoral BMD, tartrate resistant acid phosphatase 5b ( TRACP5b), bone alkaline phosphatase
(BALP), 25-hydroxyitamin D [25 (OH) D], blood calcium. blood phosphorus and alkaline phosphatase ( ALP)
were detected before, and 1 month and 2 months after treatment. Results: After treatment for 2 months. the
TRACP5b in observation group was not significantly different before and after treatment. But the TRACP5b in con-
trol group was significantly higher than that before the treatment ( P<C0. 05) . and the observation group was lower
than that in control group ( P<C0.05). After treatment for 1 and 2 months, bone mineral density of lumbar 4 verte-
brae and lumbar 1- lumbar 4 vertebrae of two groups showed a downward trend, but the comparison between intra
group or inter group was no different. After treatment for 1 and 2 months, femoral neck and all of femur BMD of
two groups showed a downward trend, after 2 months, the femoral neck and femoral BMD of the control group
dropped significantly before and after treatment ( P<C0. 05). After treatment for 1 and 2 months, comparison of
BALP, 25(OH)D, Blood calcium, Blood phosphorus, ALP between intra group or inter group was no different.
Conclusion: Ambulation training can reduce the extent of the BMD decline in femoral neck and all of femur of the pa-
tients with traumatic spinal cord injury with different influences on different sublesional bones. which is probably re-
lated to inhibition of bone resorption.
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