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C O R R I G E N D U M

Correction to Downregulation of insulin- like growth factor 
binding protein 5 is involved in intervertebral disc degeneration 
via the ERK signalling pathway

 InZhonghuiChenetal.,1thepublishedarticlecontainserrorsinFigure 4A.Thecorrectfigureisshownbelow.Theauthorsconfirmthatall
resultsandconclusionsofthisarticleremainunchanged.
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F I G U R E  4 EffectofIGFBP5inIDD
rats.(AandB)Severeintervertebraldisc
degenerationwasinducedintheratsin
theIDDgroup.Igfbp5mRNAexpression
treatmentabrogatedtheeffectsonthe
intervertebraldisctissues.(CandD)The
expressionlevelofIGFBP5inNPcellswas
detectedbyimmunofluorescencestaining
andqRT-PCR;***p < 0.001compared
withthenormalcontrol.(DandE)The
mRNAexpressionlevelsofErk1/2,Bax,
caspase-3andBcl2weremeasuredby
qRT-PCR.Theproteinexpressionlevels
ofERK,pERK,Bax,caspase-3andBcl2
weremeasuredbywesternblotting;
***p < 0.001comparedwiththenormal
control.Dataareshownasthemean ± SD
offiveratsineachgroup.NC = normal
controlgroup,IDD = IDDmodelgroup,
IDD + Igfbp5 = IDDmodelratstreated
withanIgfbp5mRNA-expressing
lentivirus.
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