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[ Abstract]
expression of PARP and Fas gene. Methods 20 adult healthy SD rats were randomly divided into

Objective To explore influence of spinal cord injury on leydig cell apoptosis and

sham-operation group and spinal cord injury (SCI) group. The animals were killed on 14 days after
operation. Fluorescence activated cell sorter (FACS) was used to quantitatively assess apoptosis of Leydig
cells. Western-blot was applied to detect cleaved-PARP and Fas proteins. Results On day 14 after
operation, the incidence of leydig cell apoptosis in SCI group was 32.15%, significantly higher than that of
sham-operation group (12.78%). Cleaved-PARP and Fas proteins were both found dramatically higher in
SCI group than sham-operation group. Conclusion Spinal cord injury triggers apoptosis of Leydig cells,
and PARP and Fas gene are involved in regulation of this process.
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WFEM [ e 1 bR b, wrisrh bl (M S 2
20, WIRRIIF R . WUA 5 B85 64, IR
BYBY i Ry SOBR Ay, REEIN 9 I 11 B
WSS FH A e RN 9 BSSIFHEEe, w2 M 10
RS TR AR M 10 MERT, Bifii5 5 85 7 B Rl IR R
BYBYITZ) 0.5 cm. AIRIGARIHARMERY, oAb 3
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4. Leydig 4 Ju 32X : K H] Percoll 2L %5 M
VEFRHN leydig 400, EEALTE A (1) ik H 4~
6 HEHNMTE 0.5 mg/ml IV SRS, T
37 CKEAE L 60~80 r/min HiZ = %4k 30 min.
TH A 58 4% 5 FH D8 K 4 B i et 8 O 2500 3R 15 4
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