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Fig.1 Morphological observation and identification of newborn rat cortical neuron.
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Fig.2 Effect of senegenin on neurite outgrowth by microtubule-associated protein-2 immunofluorescent staining.
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Neurotrophic effects of senegenin on the cultures of
newborn rat cortical neurons
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Abstract; OBJECTIVCE To explore the neurotrophic effects of different concentration of se-
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negenin on cortical neurons in newborn rat. METHODS  Primary cultured cortical neurons from
24 h newly born rat were dissociated and cultured. And the cultured cortical neurons were randomly
divided into 7 groups: blank control group(2% B27 + DMEM/F12) ;model group(0.4% + DMEM/
F12) , to detection cells survival in the trophic withdrawl culture; solvent control group (0. 1%
DMSO) , senegenin 0.5, 1, 2 wmol-L ™" groups, and basic fibroblast growth factor 10 pg-L™" con-
trol group. Morphology and the average growth projections of each cortical neurons group were ob-
served by inverted microscope. An image analysis software, the Image-pro plus 6.0, was adopted to
collect data of average neurite outgrowth for analysis of effects of different concentration of senegenin
on the neurite growth. Neurite situation were observed using immunofluorescent staining . Addition-
ally, in the trophic with drawal cultured condition, the neurons survival was detected by MTT meth-
od. RESULTS After intervention for 3 d, in normal cultured condition, compared to solvent con-
trol group, senegenin 0.5, 1 and 2 pmol-L ™" significantly promoted neurite growth, from (152 +
46) um to 186 =51, 188 £34 and (193 +43) um, respectively , and senegenin 2 pmol - L'
showed the strongest promotion effect (P <0.01), slightly lower than bFGF control group (203 +
40) wm. Compared to the normal cultured condition, cell survival under the trophic withdrawal con-
dition was decreased from (100.0 +5.4)% to (90.8 +4.6)%. Senegenin 0.5, 1, 2 wmol-L "'
can obviously improved cells death cased by the trophic withdrawal condition, and survival are
(109.7 £3.2)% , (111.3 £1.6)% and (112.9 +4.8)% , respectively. CONCLUSION  Se-
negenin can promote neurons survival, and can enhance cortical neuron neurite growth , has the
neurotrophic effects.
Key words: sesnegenin; cortical neurons; neurotrophic; neurite outgrowth
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