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miR-19b Regulates the Expression of Macrophage ABCAI
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Abstract Methods
The protein and mRNA levels of ABCA1 were detected by Western blot and quantitative real time PCR ( qRT-PCR) respec-
The protein and mRNA levels of

Objective To investigate the impact of miR-19b on the expression of macrophage ABCA1.
tively in THP-1 macrophage transfected with miR-19b mimic and inhibitor. ~ Results
ABCA1 were obviously downregulated in THP-1 macrophage transfected with miR-19b mimic. The protein level of ABCA1
was evidently upregulated in THP-1 macrophage transfected with miR-19b inhibitor,while ABCA1 mRNA level had no sig-

nificantly alternation.
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Conclusion miR-19b regulates the expression of macrophage ABCAI.

FRAR 7 45 & & %% i3 /K A1 ( ATP binding cassette
transporter A1, ABCA1)3’ EZiAS[X (3’ untranslated
region,3’ UTR) , H = FH 45650 A Mg AL, A AB-
CA1 3’ UTR 7745 = miR-19b 45407 55, KL ABCAL
3" UTR fAAEM D456 00 i XL 78 miR-19b 7]
BRI AN ABCAL K3k T ABCAL 4 /g it
Tt X A I 4 L P i T BRI AS SR G
BEAEFD S ARBFIOK K H Western blot, ¢ )6 i
PCR 25 R miR-19b X THP-1 Y5 ¥ 5 W5 4 ity
ABCAL 1 mRNA S8 F1ZKF- A9 52, iE 52 miR-19b
FE B B VEANIE ABCAL BY3KRE

1 MR 5 7

1.1 FEHH
NFAAZ YRR THP-1 W [ [ RR 22 B A4



THEFHFLE04FTAFRL2EF4H

Yok 2z 5 A M A= 4 27 W5 i 40 L2 . RPMITL640 3%
FRHEW H Solarbio 23 ], Ji 4 LG WA A BT M U 2= 3
YA EL A A EAW A BEAE T, WIS
(phorbol 12-myristate 13-acetate, PMA ) 4 B Jb 57 i
% 3 % /% &), miR-19b mimic/inhibitor % ribo-
FECTTMCP #4450 & 3508 5 7 M i A |, AB-
CAl $LiRIE B ABCam A A, B-actin PTG H 2
AT, Trizol S R &30 H Invitro-
gen N, DEGE | PCR AN &0 A B2 A
A) o, HoA R 4k o A A
1.2 @piEsmSEsg

THP-1 ZHEHI T 10% Ja4- 175 7Y RPMI 1640 1557
WdESR,37 °C 5% CO, BRI (35 7246 b i 4%
7%, ¥4 THP-1 AUAERMEE]/SFLAL, H 160 nM PMA 7 E
YN 24 b, HAGE S0 Ah B 20 A, S 5% R
miRNA #9549 . miR-19b mimic & 250 wL buffer +
4 pL mimic +25 pL reagent + 1721 wL JC I35 5 95
(mimic ZH 47 40 nM) ,miR-19b inhibitor 4 250 pL
buffer +8 WL inhibitor +25 pL reagent + 1717 L JCIL7E
R (inhibitor 4 80 nM) , FFRIHE IR G
IS G 0% 48h J A4,
1.3 Western blot

AR AL BRI B A0, A RIPA 24 i vk | 24
fi# 30 min,4 CEL> 10 min, FEVIE, L4 1 MA
5 x SDS BEME LSS Wi, 100 °C HI#4 10 min, 10%
SDS 5 P4 M ot i 5 J AT HL UK 0 8, 12V R T
BRI 45 min J5, ALY 5 min WESHE AR
5% g 2F W3] 2h, 34 1: 1000 HASEST A ABCAL
—¥0,4 CHWFE ISR, TBST ¥k 3 ¥, 1: 1000 A AFHAR
o E ALY B AR IC BN BRBE L, FIREE 2 h,
TBST %t 3 X, JH] Tanon 5500 HfiE 5% A6 22 SE i &
5, Tanon MP A4 45 B EI {4, Tanon CAL #1453
BT AR A S5 (0 65 BE(EL
1.4 ZWHEE PCR

FH trizol 377 43 591 £ HU A% 4 440 M 19 5 RNA, H
B R0 Aol B RNA R85 ¢DNA, JH Light-
Cyclerd80 2% 5E 1t PCR {47 3L W & 5 PCR, J
MAKZ A 50 pL, & 2 x UltraSYBR Mixture 25 ulL. I
TSI 1 wL cDNA 2 pL,buffer 21 L, 95 °C
FHASYE 10 min J5 , % 95 °C 15 .60 °C 1 min 340
MG, R 60 CHEFZENEE S, AN ABCAL 514
H, 5'-GGTTTGGAGATGGTTATACAAT AGTTGT-3’
H15'-CCCGGAAACGCAAGTC C-3', B-actin ) Fik

349

MENZHE,
1.5 ZitzacE

K SPSSIS8. 0 K AF AT b, SLHR T A
BRI R = AR 22 (v £5) FRoR, AR TR] FUER
FHT5 225001 Bt Ko, P <0. 05 K22 54 Wk,

2 % ES
2.1 miR-19b 3 EREELHAE ABCA1 | H /KT
F¢ THP-1 ELVEAIM A 3 4. (1) 55 X IR,

AW AS AT o] AR BT 5 (2) miR-19b mimic
2H . 3EFEW A 40 nM/L miR-19b mimic; (3 ) miR-
19b inhibitor ZH . 3555 THANA 80 nM/L miR-19b in-
hibitor, miR-19b mimic 1 ABCA1 & [ & IA 8% H
X BRZH W 5[44I . miR-19b inhibitor 21 ABCA1 & 14
FibHAE PR A R R ER, X R P miR-
19b A HNHIE MELR I ABCA1 FEHEMZERIL (K 1),

Control Mimic Inhibitor

ABCA] "R e Fany

f-actin  SEE—- N —

N
=
1

—_
wn
T

ABCALE IR Ri5 K F
s

0.5 o
0. . .
Control Mimic Inhibitor

1 # miR-19b mimic X X inhibitor 24 h J§ THP-1 B
EEZABE ABCA1 mRNA EAREMTL  Sx 4L,
#:P<0.05, % % ;P<0.01(n=3)

2.2 miR-19b XFEMEZARE ABCA1 mRNA 7K FHIZ20E

W THP-1 B W 40 il 43 20 40 1. miR-19b mimic
20 ABCA1 mRNA 7K V%5 25 [ X JE 21 B & B AR,
miR-19b inhibitor 1 ABCA1 mRNA 7K 545 {9 %} B8
LA TEAR AL, X miR-19b A] R i E 4 i
ABCA1 mRNA BY/KF (& 2) .,

3 @
FLWE 2 ABCAT (Y3 1K K- 52 21 i P 4% b

E?E’\Jfﬁ%ﬁ%“” o AHFFE R Western blot £l
PG E T PCR KU T miR-19b X E W40l ABCA1



350 Medical Science Journal of Central South China,July 2014, Vol. 42 No. 4

15 *
Z EE
= *
= 10r
=
%
E 05
<
Q
Jaa)
< 00 T T
Control Minic Inhibitor
1.0 0.9
0.9 == 0.8
~ 0.8 :/,/"/ ~ 0.7 >~
z 07 7 E o6 >
s 8'2 g 05
g o S 04
2 04 / 2
2 03 /1) © 03
*] 4 (=] . . o -
202 /) 502 Mimic Inhibitor
= o1 Cqurol 7 = Mige BBRtor
0.0 e 0.0 = -
-0+ =0.1+
2 4 6 810 1214 1618 20 22 24 26 28 30 32 34 36 3840 024 6 81012141618 20 22 24 26 28 30 32 34 36 3840
Cycle Number Cycle Number

B2 % miR-19b mimic & H inhibitor 24h J§ THP-1 EIE4 ABCAImRNA FRikHZEL

M H mRNA KER 520, 25 5 & 3 miR-19b &
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