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[Abstract] Objective To investigate the mechanism involved in low serum testosterone after
spinal cord injury. Methods 20 adult healthy SD rats were randomly divided into sham-operation group
and spinal cord injury (SCI) group. The animals were killed on 14 days after operation. Radioimmunoassay
method (RIA) was used to detect serum testosterone and LH level. TUNEL was applied for in vivo
detection of apoptotic Leydig cells. Apoptosis of Leydig cells was quantitatively assessed by fluorescence
activated cell sorter (FACS). Results On day 14 after operation, serum testosterone levels of SCI group
were dramatically lower than sham operation group (P<<0.05), but its serum LH levels were significantly
higher than that of the latter (P<<0.05). By TUNEL, apoptotic Leydig cells were found in the interstitial
tissue of testis. The incidence of leydig cell apoptosis in SCI group was 46%, significantly higher than that
of sham-operation group (17.67%). Conclusion Leydig cells undergoing apoptosis are one of the
underlying mechanisms for serum low testosterone induced by spinal cord injury.
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