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Fig 2 [ tubulin immunohistochemical reactivity in rat ischemic spinal cords
2A sham-operated control (ABC< 100), 2B: 3 d afterischemia (ABCGC 200). 2CG 14d after ischemia ( AB&X
200). Ventral horns motoneurons, medium-size and small neurons stained with diff erent degree
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Fig 3 In situ detection of 3 tubulin mRNA in rat ischemic spinal cords with DIGS tubulin cDNA probe

3A sham-operatedcontrol (ABCX 100), 3B 3 d after ischemia ( AB& 200), 3C 14 d after ischemia (ABX
100), Ventral horns and intermediate zones different neurons stained with different degree.
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Fig 4 Changes of 3 tubulin and its mRNA of is-
chemic neurons after SCI of rats
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Changes of tublinf3 and its mRNA expression in injured neurons after

spinal cord ischemia in rats

Yang Qingfeng, long Zaiyun, Zeng lLin, liao Weihong (Research Institute of Field Surgery, Daping Hospital, Third

Military Medical University, Chongqing, 400042)

Abstract ,Objective: | To observe the changes of tublinf and its m RN A expression in injured neurons af-
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ter spinal cord ischemia ( SCI) in rats. Methods:

After 30 min-occlusion and reperfusion of

peritoneal aorta above renal artery, the qualitative and quantitative changes of tublinf and its mRN A expres—

sion in injured neurons were determined with imm unohistochemistry, in situ hybridization and image analy -

sis- Results: Tublinf and its mRN A expression became lower after SCI, reached the lowest level on the 3rd

day and began to restore on the 7th day. On the 14th day after SCI, the m RN A expression returned to nor—

mal but tublinf remained lower. Conclusiorr Degradation of tublin might be associated with Ca& -activated

neutral proteinase. The separation of tublinB from its m RN A indicates that tubulinB is reduced by increased

degradation in addition to its transcription and translation.
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An experimental study of Parkinson § disease by gene therapy
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