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[ =] HB it k4% RNA TUGI (LncRNA TUGI) Z#% > RNA 138-5p( miR-138-5p) 1% 12 F %35
Bk R PR ARGAREL, Fik KA FERERTE PCR &M 148 4 &8 A 1% K8 H %5 & % (CHF
20) B 40 4 4 B kA (T BE2E) £ 3 LncRNA TUG1 & miR-138-5p % % i& | 547 TUG1 & miR-138-5p # kL 5 &
FlE RS Z A oA R, ZiRXF T4 A (ROC) ¥ £ 5 47 TUGL & miR-138-5p &+ CHF 215 i 6 # 4k
Kaplan Meier & 4% #7 TUG1 & miR-138-5p *f CHF 2 SF A A 5 ey ¥, R LB ks  CHF 44 % TUGI
Z_fE4h Bk (BNP) 89 %A B B+ & (P<0.001) ; 7 miR-138-5p % ik 9 B KAk (P<0.05), TUGI #9 kit CHF &%
A BNP #9 &8 ZEAM % (r=0.682,P<0.001) ; M55 miR-138-5p 9 & A B £ T4 f 5% (LVEF) 2 fi 48 % %
(P<0.05), LncRNA TUGL 1 44 Wi thes J 5238 B £ A7 & 09 &L T @A (AUC) % 0. 868(95% CI 0. 590 ~
0.960,P<0.001) , miR-138-5p AL B Z M S h KB EZEMIFETHAH ML T EAR(AUC) # 0.607 (95% CI
0. 620 ~0.940,P<0.001) , Kaplan-Meier ik 5 #7 X I, & %A LncRNA TUGL & & 2 4 ¥ 15 & A B 8] 42 TR & ik 4
(x*=19.77,P<0.001) ., &%k miR-138-5p % 2 F Fia A Aot K FAREEH (x*=11.97,P<0.001), &it
TS H) %38 & F R LnecRNA TUGL 3 %A |5 miR-138-5p 89 K ik 2 A A%, T4E 4 CHF %% T4 A Fs
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[ ABSTRACT] Aim  To investigate the expression and clinical significance of Long chain non coding RNA TUGI
(LncRNA TUGI) and microRNA 138-5p ( miR-138-5p) in plasma of patients with chronic heart failure ( CHF).
Methods The expression of LncRNA TUGI and miR-138-5p in plasma of 148 patients with coronary heart disease compli-
cated with chronic heart failure (CHF group) and 40 healthy persons ( control group) were detected by real-time quantita-
tive PCR.  The correlation between the expression of TUGI and miR-138-5p and clinical parameters was analyzed. = ROC
curves were used to analyze the potential of TUG1 and microRNA-138-5p for early diagnosis of CHF.  Kaplan Meier sur-
vival analysis was used to analyze the effects of TUG1 and miR-138-5p on the 2-year survival rate of CHF. Results
Compared with the control group, the expression of TUG1 and BNP in the plasma of patients with chronic heart failure was
significantly higher ( P<0.001) , while the expression of microRNA-138-5p in the plasma of patients with chronic heart fail-
ure was significantly lower (P<0.05). The expression of TUGI was positively correlated with the expression of BNP in
serum of CHF patients (r=0.682, P<0.001), but negatively correlated with the expression of microRNA-138-5p and left
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ventricular ejection fraction (LVEF) (P<0.05).

The area under curve (AUC) of LncRNA TUGI as a biomarker for the
diagnosis of chronic heart failure was 0. 868 (95% CI 0. 590 ~0.960, P<0.001).

The area under curve (AUC) of mi-

croRNA-138-5p as a biomarker for the diagnosis of chronic heart failure was 0. 607 (95% CI 0. 620 ~0. 940,P<0.001).

Kaplan-Meier analysis showed that the 2-year median survival time of patients with high expression of LncRNA TUGI was

shorter than that of patients with low expression, and the difference was statistically significant (x*=19.77, P<0.001).

The median 2-year survival time of patients with high expression of microRNA-138-5p was longer than that of patients with

low expression, with significant difference (x*=11.97, P<0.001).

with chronic heart failure is related to the diagnosis and prognosis of CHF.

The high expression of TUGI in plasma of patients
Conclusion The high expression of TUG1

in patients with chronic heart failure is negatively correlated with the expression of miR-138-5p, which can be used as a bi-

omarker for early diagnosis and prognosis evaluation of CHF.
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Table 1. General data comparison of two groups of subjects

e X B2 CHF 4
#tr (n=40) (n=148) P
FRE(R) 61.95+7.65 62.27+10.44 0.790
BIHI(%)] 22(55.00) 78(52.70)  0.796
BMI(kg/m?) 23.19+4.62 24.33+7.45 0.860
W E L[ (% ) ] 19(47.50)  66(44.59)  0.743
MRS [HI(%)]  31(77.50)  102(68.92) 0.290
BRI [(% )]  27(67.50)  89(61.34)  0.395
RIS (% ) ] 24(60.00)  79(53.38)  0.455
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Figure 1. Comparison of the expression of TUG, BNP and
miR-138-5p in control and CHF groups
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Figure 2. Relationship between plasma TUGI1 expression and
BNP, miR-138-5p expression and left ventricular ejection frac-

tion
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Figure 3. The potential of LncRNA TUG1 and miR-138-5p

as biomarkers for the diagnosis of chronic heart failure
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Figure 4. The relationship between the expression of Ln-
cRNA TUG1 and miR-138-5p and the 2-year survival time

of patients with chronic heart failure
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