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[ ABSTRACT ] Aim To investigate the effect of microRNA-146b (miR-146b) on the expression of p38 Mitogen-Ac-
tivated protein kinase( p38MAPK) in human acute monocytic leukemia cell line( THP-1). Methods Cell model was
Pre-miR-146b-3p or anti-miR-146b-3p were transfected by lentivirus

Lentivirus

established by angiotensin Il ( Ang I ) stimulation.
and the expression of p38MAPK and COX2 were detected. p38MAPK siRNA was transfected and the expression of
p38MAPK and cyclooxygenase (COX2) in THP-1 cells were detected. Results The expression of p38MAPK and
COX2 was increased in THP-1 cells stimulated by Ang I and pre-miR-146b-3p could amplify the effect. p38MAPK siRNA
decreased the ability of pre-miR-146b-3p to increase levels p38MAPK and COX2. The difference was statistically signifi-
cant (P<0.01). Conclusion miR-146b may regulate COX2 expression by p38MAPK in Ang Il stimulated THP-1
cells, and may play an important role in the diagnosis and treatment of cardiovascular diseases.
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Table 1. Primer sequences

A J¥51

p38MAPK  [-3if 5'-TCCAAGGGCTACACCAAATC-3'
% 5'-TGTTCCAGGTAAGGGTGAGC-3'

COX2 % 5'-CCCACCCATGTCAAAACCGA-3'

T 5'-CCGGGTACAATCGCACTTATACT-3'

% 5'-ATGGGGAAGGTGAAGGTCG-3'

T 5'-GGGTCATTGATGGCAACAATA-3'

GAPDH




892

ISSN 1007-3949 Chin J Arterioscler, Vol 25,No 9,2017

1.6 EBEESH

B T 10% 579 0 Bt e 8 e #5417 SDS-
PAGE Hijk ,PVDF I 80 V H)JEIZ4% 2 h, 5% i g4
5 TBST VAW H I B 4] 2 h, In—PL T 4°C P
L2 R T P E 1 h,DAB B,
1.7 Sit=4biE

FIH Image) BKAFFEAT I EE 43T, T TERH x+
s Fe, LA 50 B2 ()i R SPSS 12.0 170
FEASAR LA ¢ K 3, AN ) 52 95 241 (1) Lh 35 R FH BRI

E BT, DL P<0.05 N EUA Gt 22 bR e

2 & R

2.1 Angll %I THP-1 488 p38MAPK 5 COX2 %
EHE

5 PBS 41 H#8, Ang I il 34/ 0] UL THP-1 41 iy
miR-146b . p38MAPK 5 COX2mRNA [ 4%} 3 35 &
i F e (P<0.01; 8 1)

o

4.00F . 80
18 3.50 70F
{§3.00F € ool
Z2.50} Z 1 50} I
= eN
£2.00¢ S ik 40F
S 150 I % & 30t
o 1.00F Egzo—
= (s0]
€0.50} o 10r
0.00 0

PBS4H Ang Il 2

1. Ang Il #l#  THP-1 fH AR E E FHHEMREE(n=3)

PBSZH

ol 11

Ang Il 42 PBSZH Ang Il 42

a} P<0.01,5 PBS 4l [b4s,

Figure 1. Relative expression of different factors in THP-1 cells stimulated by AngIl (n=3)
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Figure 2. Expression of GFP after 48 hours of lentiviral transfection of THP-1 cells(n=3,10x)
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Figure 3. Relative expression of P3SMAPK and COX2 in THP-1 cells stimulated by Ang II after 48 hours of lentiviral trans-

fection of THP-1 cells(n=3)
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Figure 4. Relative expression of P3SBMAPK and COX2 after transfection of THP-1 cells with P3SMAPK siRNA (n=3)
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