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Study on minocycline promoting neurite growth of PC12 cells after oxygen glucose
deprivation/reoxygenation and the relative mechanism*
YANG Yang ,TAO Tao” ,FU Jie,HE Xiaoying ,LI Xiaogang
(Department of Neurology ,Af filiated Hospital of Southwest Medical
University s Luzhou,Sichuan 646000,China)

[ Abstract] Objective To investigate the effects of minocycline on neurite growth of PC12 cells after ox-
ygen glucose deprivation and reoxygenation (OGD/R). Methods The in vitro cultured PC12 cells were ran-
domly divided into the normal group,model group(OGD/R) ,minocycline group(1l pmol/L,MC+OGD/R) and
MLCP inhibitor group(1 nmol/L calyculin A). PC12 cells were treated by oxygen glucose deprivation for 6 h
and reoxygenation to mimic cerebral ischemia reperfusion injury in vitro. At 24 h after reoxygenation, the
CCK-8 assay and Western blot were adopted respectively detect the survival ability of PC12 cells and the ex-
pressions of myosin light chain (MLC) and p-MLC respectively. Neurites were labeled with cellular immuno-
fluorescence staining and the length of axon was observed by fluorescence microscope . Results The PC12
cells survival rate in the minocycline group was significantly higher than that in the model group [ (77.7+
3.3)% ws. (48.6+3.2)%,P<C0.05]. OGD/R injury caused neurite retraction of PC 12 cells, the mean length
of neurite of PC12 cells in the minocycline group was increased compared with the model group [ (44. 79+
5.36)pum wvs. (15.754+5.92) ym, P<C0. 05 ],and the MLCP inhibitor group could block the effect of minocy-
cline for promoting the neurite growth. In addition, the phosphorylation level of PC12 cells MLC in the model
group was obviously higher than that in the minocycline group [ (1. 0240, 12 )wvs. (0.33%40.07),P<C0. 05].
Conclusion Minocycline can reduce the phosphorylation level of MLC in PC12 cell by activating MLCP/MLC
signaling pathway,and then promotes neurite growth after OGD/R.

[Key words ] minocycline; PC12 cells; oxygen glucose deprivation/reoxygenation injury;axon regenera-
tion; MLCP/MLC signaling pathway
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