BHAMNE AR, 2020456 1, 55 18 555 31 J Spinal Surg, June 2020, Vol. 18, No. 3 - 193 -

- Fealr o -

it RNA-129-5p # [n] Fas #H 3¢ ZE T D Re 18 & 1 5L PR AR
APRE I N HME 8] 25 Fil 4% 20 e 08 1 Y 2 g

z

£ B,R OB, SER, K O, 3 &
BN R ERBEEEL, FBH 450000

[WZE] BE IS RNA-129-5p( miR-129-5p ) #E[f] Fas AH I SE T L AE IR 11 ( FADD ) 3 R Xk AHE (7] 25 6 4% 41 it
(hNPC) TR, JEHGTHAERNLE . ik 18 FAR AR miR-219-5p #0754 Y 2 hNPC I ] miR-219-5p
Fik, ¥ pcDNA-FADD ¥4 4% 2 hNPC H1{fi FADD 33 3235, ' miR-219-5p 41 il -1 FADD siRNA Ft5 3t 25 hNPC ) il
miR-219-5p Al FADD ik . R FH I A4 A AR A 25 41 A0 ML P8 T3, 26 (15 B8 A M40 ) miR-219-5p #3565 hNPC 4
Jifi s FADD | 2 Bt 22 2 2 1 1 -3 ( Caspase-3 ). Bel-2 Fl Bax & [ #2355 o 18 1 Targetscan 2% {4 7l I miR-129-5p Al FADD
BRI 45 A0, R X R M L S BRI R (BB R . BRI miR-219-5p. 1385k FADD ¥ w] B
A I hNPC B T, Targetscan #f4: Fil % 38 FADD 3-UTR | £ 7E miR-219-5p B £5 G40 5, X2 56 25 il ik 4 e P s
55 9IF 52 miR-129-5p Al FADD HLAT $E 1 25 4 & R o M1l miR-219-5p (92634 )5, hNPC ' FADD ik i, [ 2 T2k
[ Caspase-3 235 F i, #IJA T2 1 Bel-2 235 N . #1H] FADD ] 39 %% miR-219-5p {% 2 35 %5 hNPC 8 = (4 EAE o
it IR miR-219-5p ATt hNPC T, HALHI AT B miR-129-5p # ] FADD £ %

[ X817 ] M RNAs; HEFAERTTHEAS; 4T

[FESES] R3422 [ X#FEEDB] A [ XEHS] 1672-2957(2020 )03-0193-05

[ DOI] 10.3969/j.issn.1672-2957.2020.03.011

Effect of microRNA-129-5p targeting Fas-associated death domain protein gene on apoptosis of
human nucleus pulposus cells in vitro
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[ Abstract] Objective To study the effect of microRNA-129-5p ( miR-129-5p ) targeting Fas-associated death domain
protein ( FADD ) gene on the apoptosis of human nucleus pulposus cell C(hNPC ) and to explore its mechanism. Methods
miR-219-5p inhibitor was transfected into hNPCs by liposome method to inhibit the expression of miR-219-5p. pcDNA-FADD
was transfected into hNPCs to overexpress FADD. miR-219-5p inhibitor and FADD siRNA were co-transfected into hNPCs to
inhibit the expression of miR-219-5p and FADD. The apoptosis rate of hNPCs was detected by flow cytometry. The expression
of FADD, Caspase-3, Bel-2 and Bax in hNPCs were detected by Western blotting after inhibiting the expression of miR-219-5p.
The binding sites of miR-129-5p and FADD were predicted by Targetscan software, and the target relationship between them was
detected by dual-luciferase reporter gene assay. Results Inhibition of miR-219-5p and over-expression of FADD significantly
promoted the apoptosis of hNPCs. Targetscan software predicted that there was a binding site of miR-219-5p on FADD 3"-UTR.
Dual-luciferase reporter gene assay confirmed that miR-129-5p and FADD had a targeted binding relationship. After inhibiting
the expression of miR-219-5p, the expression of FADD and caspase-3 were up-regulated and Bel-2 down-regulated in hNPCs.
Inhibition of FADD can reverse the effect of miR-219-5p on apoptosis of hNPC. Conclusion Low expression of miR-219-5p can
promote the apoptosis of hNPCs, and its mechanism may be related to the miR-129-5p targeting FADD.
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