o 282 o Stroke and Nervous Diseases, Aug 2017, Vol. 24, No. 4

— -

- = H -
Fe KK SE T PP2A 7K S 0] 5 230 4
A EZSTR 1 EAYATR i

AMaox wHEE FREF OFHR

HE] B& I FEKT T PP2A MR BUE DA 2oz A g m . Ak sBURSME IR IR
UG L IT NI SRR, 1 Jet £ PP2A AL WS4 TP T3 RNA JHRT B (si-PP2A/ssi-PP2A) b , i
PEAEFMEET T 98 PP2A K- WX T b 2ol 28 28 UR A 1R TR AEMR F Amaxa KRB 2708
LA R & 4 s Yt EGFP-ssiPP2Ac Fil EGFP-siPP2Ac, M2 ToRE 3% 48 h 5 [ 58 S 28 58 36 XA » 4391
FRICH S R AR IC Y Tau-1 R G4 SRR IO Y MAP-2, WEECHE A T i PP2A 7K S il 8 To il 98 A= i 1
o, SRR DRI TTEE YL 48 h 5 X L YL 2 1 T 25 o 28 T 28 AR 28 38 T B T T4 RNA
B LA A 22 T A S A e 2 B S R TR 28 25 K oK 32 B B B B2 ) 5 si-PP2A BL YL 21 (A5G e ) i 8 e el
AR X BREL YR 1) 38 %6 B MR TT I -4 53 80 HL N IE % 1. 0/neuron FREF] 0. 5/neuron, 4518
FEF R E PP2A JKF- B 35 4m i T IR S b 2o i 52 A4l 25 5 AT 2590 VR 9T 45 SR B R 4E R A P 1E
PP2A /K -AEg D e oui s A i h iR EZAVE

[EEiA)  EABEMREERS 2A 1BEMAIT W TH RNA i

[HESHESY R742 [TEARIEEY A [XEHEY  1007-0478(2017)04-0282-04

[DOIY 10.3969/]. issn. 1007-0478. 2017. 04. 002
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[Abstract] Objective To explore the effect of downregulation of PP2A level by gene konckout on fetal
rat hippocampal neuronal axon outgrowth. Methods The primary hippocampal neuron systems was chose as
the model for study. First the PP2A catalytic subunit specific RNA interference plasmid and its control (si-
PP2A/ssi-PP2A) were built, and then the effect of siPP2A on the neuron axon formation was observed when
the plasmids were transfected before cell plating. Primary hippocampal neurons were transfected with si-PP2A
or ssi-PP2A by Amax rat neuron nuclear transfer kit, and the neurons were fixed by immunofluorescence after
48 h. Then the cells were labeled with axon specific marker Tau-1 and dendritic specific marker MAP-2, The
effect of PP2A level on the axon formation was observed. Results Hippocampal neurons were transfected with
si-PP2A or ssi-PP2A for 48h, then cells were measured the alterations of axons by using double immunofluo-
rescence, Data showed that Axons were formed after culturing for 48h in ssi-PP2A transfected group under the
present conditions. However, the formation of axons were inhibited significantly when transfected with
siPP2A, and there was no effect on the dendrites formation. Further statistical analysis data showed that
siPP2A-transfected axon average length were only 38% of control group (ssiPP2A), and the average number
of axons of single neuron also dropped from the normal 1. 0/neuron to 0. 5/neuron. Conclusion Gene downreg-
ulation of PP2A significantly inhibited axon formation in primary cultured hippocampal neurons, combined of
preliminary study results, thus results indicated that maintaining the normal level of PP2A in the cells played
an important role in the axon formation of hippocampal neurons.
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