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Expression of miR-133a in peripheral blood of patients with chronic heart failure and its clinical significance”
MA Lihui ,SUN Mingzia .GUO Na

Department of First Surgery Emergency s Handan Central Hospital s Handan s Hebei 056009 ,China

Abstract: Objective To investigate the expression of miR-133a in peripheral blood of patients with chron-
ic heart failure and its clinical significance. Methods A total of 54 patients with chronic heart failure diag-
nosed in a hospital from March 2015 to December 2018 were selected as the heart failure group,and 50 healthy
people who had physical examination in a hospital at the same time were selected as the control group. The ex-
pression of miR-133a in peripheral blood was detected by fluorescence quantitative PCR. The levels of serum
apoptotic molecules B-lymphoma-2 (Bcl-2) ,Bcl-2 related x protein (Bax),cysteine-containing aspartate prot-
edytic enzyme-3 (Caspase-3),left ventricular ejection fraction (LVEF),left ventricular end diastolic diameter
(LVEDD),left ventricular end systolic diameter (LVESD) and brain natriuretic peptide (BNP) were detec-
ted;Pearson correlation analysis was used to analyze the correlation of each index. Results The levels of miR-
133a,Bcl-2 and LVEF in the heart failure group were lower than those in the control group,the levels of Bax,
Caspase-3,BNP,LVEDD and LVESD in the heart failure group were higher than those in the control group,
the differences were statistically significant (P<C0. 05). The higher the New York college of cardiology (NY-
HA) cardiac function classification of patients in the heart failure group, the lower of the peripheral blood
miR-133a expression level and the serum Bcl-2 level,and the higher of the serum Bax and Caspase-3 levels, the
differences were statistically significant (P <C0. 05). In heart failure group,miR-133a and Bcl-2 were positively
correlated with LVEF,and negatively correlated with LVEDD, LVESD and BNP (P <C0. 05) ; Bax and Caspase-
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3 were negatively correlated with LVEF, and positively correlated with LVEDD, LVESD and BNP (P <<
0.05) ;miR-133a was positively correlated with Bcl-2,and negatively correlated with Bax and Caspase-3 (P <<

0. 05). Conclusion The expression of miR-133a in peripheral blood of patients with chronic heart failure is de-

creased, which is related to NYHA classification and cardiac function changes. It may participate in the occur-

rence and development of chronic heart failure by targeting apoptosis molecules.

Key words: chronic heart failure; miR-133a;
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