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ABSTRACT Objective: To investigate the expression and clinical significance of miR-181b in serum of patients with chronic heart
failure due to coronary heart disease. Methods: A total of 103 patients with chronic heart failure due to coronary heart disease who were
treated in our hospital from March 2017 to October 2018 were enrolled as the heart failure group. 60 patients with coronary heart disease
admitted to our hospital in the same period were selected as the coronary heart disease group. Another 60 healthy volunteers who were
examined in our hospital during the same period were selected as the control group. Serum miR-181b, inflammatory factors and cardiac
function were compared between the three groups. According to the New York Heart Association (NYHA) grading standard, 103 patients
with chronic heart failure of coronary heart disease were divided into group I-II (38 cases), group III (32 cases) and group IV (33 cases).
Serum miR-181b, inflammatory factors and cardiac function were compared in patients with chronic heart failure due to coronary heart
disease with different cardiac function grades. The correlation between serum miR-181b and inflammatory factors and cardiac function in
patients with chronic heart failure due to coronary heart disease were analyzed. Results: The tumor necrosis factor-a (TNF-a), inter-
leukin-6 (IL-6), high-sensitivity C-reactive protein (hs-CRP) and left ventricular end diastolic diameter (LVEDD) in the heart failure
group were higher than those in the coronary heart disease group and control group, miR-181b and left ventricular ejection fraction
(LVEF) were lower than those in the coronary heart disease group and the control group (P<0.05). The levels of serum TNF-q, hs-CRP,
IL-6 and LVEDD were higher in the coronary heart disease group were higher than those in the control group, miR-181b and LVEF were
lower than those in the control group(P<0.05). The levels of serum TNF-a, hs-CRP, IL-6 and LVEDD in group IV were higher than those
in group III and I-II, miR-181b and LVEF were lower than those in group III and group I-II (P<0.05). The levels of serum TNF-a,
hs-CRP, IL-6 and LVEDD in group III were higher than those in group I-II, and miR-181b and LVEF were lower than those in group I-1
(P<0.05). Pearson analysis showed that serum miR-181b was negatively correlated with TNF-«, hs-CRP, IL-6, and positively correlated
with LVEF in patients with chronic heart failure due to coronary heart disease (P<0.05), and had no significant correlation with LVEDD
(P>0.05). Conclusion: miR-181b is abnormally low expressed in the serum of patients with chronic heart failure due to coronary heart

disease, and the expression level is related to the degree of inflammatory reaction and LVEF.
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Table 1 Comparison of general data of the three groups

Control group Coronary heart Heart failure group
Indexes F/x? P
(n=60) disease group(n=60) (n=103)
Male/n( %) 36(60.00) 33(55.00) 60(58.25) 0.320 0.852
Age(years old) 63.51+ 5.26 62.14% 5.94 64.08% 5.45 2.487 0.085
Body mass index( kg/m?*) 21.92+ 2.53 21.25+ 3.01 20.88+ 3.02 2.266 0.106
History of smoking/n( % ) 18(30.00) 20(33.33) 36(34.95) 0.420 0.811
Alanine aminotransferase( U/L) 25.62+ 9.43 24.76x 12.54 25.15+ 11.63 0.075 0.928
Glutamic oxaloacetic
24.87+ 10.36 25.95+ 11.48 26.48+ 10.96 0.403 0.669
transaminase( U/L)
Urea(mmol /L) 6.86+ 3.68 7.15+ 3.97 7.40% 3.69 0.394 0.675
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1.2.1 i miR-181b BRI FHEUETA WFFE X5 123 18 i ik
1M 5 mL, LA 3000 r/min {3 B B30 10 min, FEICME , R FH 5L
€ Y o B A TR S5 7 A I 1AL 575 +F miR-181b A X 263k
B, 2R Trizol $2 B0 RNA (G F 4 F Invitrogen 23 &) ), il i
RNA VB K Sl ( A/ o) ST , EA TR0 SN, SR FH 335 Sk
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95 °C,30;95 °C,305;60°C,345;74 °C,30s, fEF 38 %K. LU
U6 JNZ, R 2 ¢ C 1158 mRNA AR Rk .
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TNF-a) . 141 % -6 (Interleukin-6 ,1L-6) f) 7K - , ST JT) 0928 355 )
Fe ek a4 C 2 w5 14 (High-sensitivity C-reactive protein,
hs-CRP) Gl & F i A ) TR BRAFD . SRATE
FITH TE33 R4 P 12 W) 5 A2 % 5 1fiL 43 (Left ventricular
ejection fraction, LVEF) . /2 ZE &7 KB 42 (Left ventricular
end diastolic diameter, LVEDD ), ¥JH 3 /03l 83 S4B
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2.1 SAHRITHEHME miR-181b B8 EIEFRHI LS
SRS G B 1T miR-181b L AH CHE FRAYEE IR Lty
G225 (P<0.05), .0 A 19 113 TNF-o hs-CRP IL-6
LVEDD #4555 Co 9 2 ikt B 4H, miR-181b LVEF ik 5.0
LA R (P<0.05), 5l0o 41 B IfiL 7 TNF-o hs-CRP,
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Table 2 Comparison of serum miR-181b and related indicators of the three groups(xt s)
Indexes Control group(m=60) Coronary heart disease ~ Heart failure group . »
group(n=60) (n=103)
miR-181b 2.06x 0.24 1.57+ 0.21*% 1.21+ 0.18%* 324.976 0.000
TNF-o( pmol/L) 4.83+ 1.28 7.56+ 3.48" 15.29+ 5.12%* 152.087 0.000
hs-CRP(mg/L) 0.97+ 0.52 5.39+ 247" 18.69+ 4.65%* 331.869 0.000
IL-6(ng/L) 56.87+ 18.63 118.53% 29.75 142.88+ 43.46™* 117.279 0.000
LVEF(%) 61.33+ 522 49.36% 6.94" 41.85% 5.36" 215.010 0.000
LVEDD(mm) 49.42+ 131 54.87+ 1.29* 57.34% 2.62%* 290.717 0.000

Note: Compared with control group, “P<0.05; Compared with coronary heart disease group, *P<0.05.

2.2 REIDIhEES i B2 M17E miR-181b R AHEXIEARAI L

AL miR-181b KA CHEHR ISR LA A et
Z 7 (P<0.05),1V ZLLH K 1M TNF-o \hs-CRP IL-6 .LVEDD ¥
B 0220 F0 11 2441, miR-181b LVEF £ F Il 2% 40 #1 111

220 (P<0.05) , I 2% 41 {5 1fiL3% TNF-o .hs-CRP IL-6 LVEDD #
T - 2041, miR-181b . LVEF fi£ T 111 2440 (P<0.05), i
%%30

* 3 RRDINEES R EE ME miR-181b RABKISFRAILLE (2t 5)

Table 3 Comparison of serum miR-181b and related indicators in patients with different cardiac function grades(xt s)

Indexes Group I-1I(n=38) Group II(n=32) Group IV(n=33) F P
miR-181b 1.36% 0.18 1.20+ 0.16" 1.05+ 0.14"* 75.076 0.000
TNF-a( pmol/L) 9.63%+ 3.97 14.65+ 5.32° 2243+ 6.48%* 105.546 0.000
hs-CRP(mg/L) 14.18+ 4.36 18.09% 6.47° 2447+ 8.26"* 45.078 0.000
IL-6(ng/L) 129.56% 20.68 143.48% 35.16" 157.64% 45.09** 12.732 0.000
LVEF(%) 46.33+ 5.22 41.36% 6.94" 37.17+ 536" 47.272 0.000
LVEDD(mm ) 55.42+ 1.31 57.15% 1.29* 59.74+ 2.62"* 90.231 0.000

Note: Compared with group I-II, #P<0.05; Compared with group III, * P<0.05.
2.3 FilRB MO 1R IBEE ME miR-181b 5K IEIRAIHE
ES i3

Pearson 43 Aff 45 5 7R, ek 0o 12 O 7 3 0 R8T UL

miR-181b 5 TNF-a ,hs-CRP IL-6 £ fi 43¢, 5 LVEF £ 1FAH
K(P<0.05),5 LVEDD JoHI 2 iIAHCHE(P>0.05), I3k 4.

x4 BREBEONFIBEEMFE miR-181b SHEXIEHRIIEXE

Table 4 The correlation between serum miR-181b and related indexes in patients with chronic heart failure due to coronary heart disease

miR-181b
Indexes
r P

TNF-a -0.367 0.008
hs-CRP -0.452 0.000
1L-6 -0.398 0.001
LVEF 0.326 0.017
LVEDD 0.205 0.104
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