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[ ABSTRACT ] Aim  To screen miRNA for efficient regulation of LPA gene expression.
of LPA gene 3'UTR were predicted by on-line prediction tools.

Apolipoprotein (a) ;
Methods The miRNA
The mRNA and protein expression of apolipoprotein( a)
(Apo(a)) were detected by RT-PCR and Western blot after transfection. The experiment was divided into 4 groups: con-
trol group, miR-626 mimic group, miR-626 mimic+miR-626 inhibitor group and miR-626 inhibitor group. The miR-626
Results There were 9 miRNA binding 3'UTR

Compared with the control group, the expression of Apo(a) mRNA was not significantly different between

target validation assay was performed using a luciferase reporter system.
of LPA gene.
the mimic transfected group and the control group, but miR-626 significantly down-regulated the expression of Apo(a) pro-
The fluorescence intensity of the miR-

tein.  MiR-626 attenuated Apo(a) protein down-regulation by miR-626 inhibitor.

626 cells was significantly lower than that of the control group after cell lysis. Conclusion MiR-626 down-regulates
the expression of Apo(a) in HepG2 cells. MiR-626 down-regulates the expression of Apo(a) protein in LPA mRNA by

direct binding to LPA mRNA 3'UTR.
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12000 r/min T &0 10 min, F M BB LR R B EiFE
BEHZISmLHFBHOEY Bamik . EA
5 P RZW RN E 4 1,%% 10 s JEH X 1 min,
WK 5 min 5, A,
1.4 PCR 4#f

% Fermenta 1 # K% 7| & # 16 WL , *&EE
Wy EH cDNA, RBLER B KR 20 wL, #1554 A
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sense 5'-GACGGGAGACAGAGTGAAGC-3', antisense 5'-
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243 bp;50 wL PCR LRI % 4 51 4% 2 wL ADNA 2 L 2x
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Plus & 1lmin 5, A EIRAF, ELHEXE, B ¥,
1.6 $BERFEIIERLE

LI 4 h = 4, Bl LPA mRNA 3’ UTR., LPA
mRNA 3'UTR+miR-626 mimic #1 LPA mRNA 3'UTR
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Figure 1. Comparison of Apo(a) expression level in HepG2,
SMMC-7721 and HUVEC-12 cells
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miR-590-5p mimic ¥JH8 I Apo (a) Fik, H L
miR-626 mimic [T J4EH & P2 (E 2B)
2.4 A[EIRE S Apo(a) EHRIEKFE

FHEE 5T B IC 43 91 4G I %% 4% miR-626 mimic
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Figure 2. Apo(a) level in HepG2 of miRNA mimic groups

and control group after post-transfection(n=3)
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Figure 3. Time related effect of miR-626 on Apo(a) protein
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Figure 4. Effect of miR-626 inhibitor on Apo(a) expression
(n=3)
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Figure 5. The target of miRNA-626 was confirmed by lucif-

erase assay(n=3)
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(8K Lp(a) E A2 B a2 1 FXR 454 %) LPA
SRR 3h 7 _E U -826 bp #-814 bp [X I8, M i 11
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Horr, L miR-626 B9 1E H 5 3, IF H A B ] 4K
PE. miR-626 1E] 24 h FF iR B W 40 1 2400,
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FA, HLB 2K T 24 h 40 FHZH {2 48 h 5536 h ]
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YA Apo(a) HFRIEAKT ] BEAFAE— D IR4E B, 24
R, AN Apo(a) HIFE A AE R 7E—
AR 1K, T 4 AR Y Apo (a) ZKSPAIR
FHIE S, 400 P9 s ) 7tk ), 35 LPA 365 1Y
5k B8 Apo(a) 430, NI AL Apo(a) &b
T AR FEE B9 Ko [A) 5% B¢ miR-626 FI
miR-626 5], Apo (a) KK i 2 = T raoph %
¢ miR-626 , LA 24 miR-626 AY1EFHAZ B3] )5 Apo
(a) FRIKAKE AT IIE T miR-626 Xf Apo
(a) FRIXAIIHIE . ISPk % G2 miR-626 114 571
5 XA LE , Apo (a) FE3E7KF B & b T, $27%
1E HepG2 41 miR-626 47 — & KA FERl 55
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