OB R 2019 4E 11 A58 40 356 8 Wl Adv Cardiovasc Dis ,November 2019, Vol. 40, No. 8 - 1187 -

MiR-181a H1 MiR-216b 7£ 5 .0> 9 5 %
A1 ILBA S A% 2 i R e R A

Fi A4 FHER RS AR
(PaXFHREEFERBESEERS EAF, B Ha 570206)

[#ZE] BAY 4K % miR-181a #= miR-216b £ & 9% (CHD) & & sh R B A A dm il (PBMC) P oy R X R & L, Fik EuTE
% PCR # 125 4] CHD & (WLE40) F= 50 4 4R 4 B % (1828 ) PBMC F miR-181a #» miR-216b #9 %k 2 K+, & CHD &%
PBMC ¥ 2 %] # 7 miR-181a(miR-181a 28) .miR-216b( miR-216b 28) et B Fi 4 (NC £8) ., £) A % 8F 75 PCR #am) & 20 4 A2 miR-
181a #= miR-216b # & A K-, R A MTT sk in] &-20 20 32 74 o X tm B A M 2w LA T (X JR S 3o 4e i 2w it 45 BEBR AL
%% PBMC ¥ miR-181a f= miR-216b # & ik K-F 398 BAK T2 B2 (P <0.05) , 24 )5 ,miR-181a 28 PBMC ¥ miR-181a & & K -F
Fo miR-216b 28 miR-216b & & K -F35 551 % F NC 8 (P <0.05) , 4% F A1) 3 K, miR-181a 284+ miR-216b 48 4m 3% 74 % &, 9
REA, AT RPN R M(P<0.05) ;NC Hma3g 7 £ B38hm (P <0.05) , A= LW R T4, #HF A0F 6 8, miR-181a 28 F=
miR-216b 48 40 i3858 Fo XA A A B/ F NC 2 (P <0.05) , A= &WE 5 F NCA(P<0.05), £ miR-181a #=
miR-216b £ CHD & % PBMC P& & ik , 32 5 miR-181a #= miR-216b 44 % ik & T #) 2494 PBMC 365 A it 4 5 S X A BT,

[56$217)] miR-181a;miR-216b; & 5% ; 51 8] o A4 2 il

[ DOT ] 10. 16806/]. cnki. issn. 1004-3934. 2019. 08. 029

Expression and Significance of MiR-181a and MiR-216b in Peripheral Blood
Mononuclear Cells of Patients with Coronary Heart Disease

LI Qiang, LU Shijuan, HUANG Kang, ZHANG Wei, ZHONG Zanrui
( Department of Vasculocardiology, Haikou Hospital Affiliated to Xiangya Medicine School, Central South University,
Haikou 570206 , Hainan , China )

[ Abstract ] Objective To explore expression and significance of miR-181a and miR-216b in peripheral blood mononuclear cells
(PBMC) of patients with coronary heart disease (CHD). Methods Real-time quantitative PCR was performed to detect expression levels
of miR-181a and miR-216b in PBMC of 125 CHD patients ( observation group) and 50 healthy people who underwent physical examination
(control group). MiR-181a(miR-181a group) , miR-216b ( miR-216b group) and control plasmid (NC group) were transfected into PBMC
of CHD patient respectively. Real-time quantitative PCR was performed to detect expression levels of miR-181a and miR-216b in each
group. Cell proliferation was detected by MTT assay, apoptosis was detected by flow cytometry, and cell migration was detected by scratch
assay. Results The expression levels of miR-181a and miR-216b in PBMC of observation group were significantly lower than those of
control group (P <0.05). After transfection, expression levels of miR-181a in miR-181a group and miR-216b in miR-216b group were
higher than those in NC group respectively (P <0.05). With prolongation of incubation time, there was no significant change in cell
proliferation rate in miR-181a group and miR-216b group, while apoptosis rates were significantly increased (P < 0.05). The cell
proliferation rate in NC group was significantly increased (P < 0.05), and there was no significant change in apoptosis rate. When
incubation time was the same, cell proliferation rate and scratch healing rate in miR-181a group and miR-216b group were significantly lower
than those in NC group (P <0.05), while apoptosis rate was significantly higher than that in NC group (P <0.05). Conclusion MiR-
181a and miR-216b are lowly expressed in PBMC of CHD patients. Increasing expression quantities of miR-181a and miR-216b can
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significantly inhibit proliferation and migration of PBMC, and induce apoptosis.

[ Key words ] MiR-181a; MiR-216b; Coronary heart disease; Peripheral blood mononuclear cell
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