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HE B3k % A% 48 RNA ANRIL(IncRNA-ANRIL ) #e 3+ 8558 1(PON1) /2 7 9% & 4 fe ik ik KR, SFE3 L 5 B s
B RE L, ik 5 2018 52 A %) 2021 4 2 A ERIRAE LT m & 70 BIAEH AT R4, B o R ALiE BE) 4 8
R IEFAT A 1 B & R 70 BIAE A 2T IR LA, Pe3k F5 20 % fo 7% IncRNA-ANRIL #8525} % ik /K- F2 PON1 4%, K A Pearson %
5 A S % B i IncRNA-ANRIL 48 %) & ik 7K P F= PON1 4 & 5 0 4 /= (SBP) 475k /= (DBP) |, % A2 B 85 (TC) . H ik = %
(TG). & % B g% & (HDL-C) A BARE B Mg & & (LDL-C) Al eg % i, R A % B & Logistic ® 2547 B m A A vy Hram . &
B.(1)#R M %% SBP.DBP.TG.TC #= LDL-C 2 % & T2 1848, % HDL-C 2 #4& T #F B 28 (P<0.05); (2)BF 7. 28 fn. 7 IncRNA
ANRIL Exon 1-2 #= Exon 17-18 #8 %t & i /K -F ¥4 F 2F B 48, B 70 48 o 7 PONI &~ 4K T #F #8 248.(P<0.05) (3 ) f2 7 ANRIL Exon
1-2 #= Exon 17-18 a5} % ik K F5 SBP .DBP.TG.TC #» LDL-C ¥ 2 i 48 , 55 HDL-C Z E A8 (P<0.05);(4) 235 PON1 4%
5 SBP.DBP.TG.TC #= LDL-C ¥ £ fi 48% , 55 HDL-C. f274 ANRIL Exon 1-2 #= Exon 17-18 A8 4 £ ik /K -F 34 £ E48 % (P<0.05);
(5) % B4 Logistic =3 44 2+ : TC.SBP.DBP. TG #» LDL-C & &3 3% & J% %4 /&4 B % ,HDL-C ., 2.7 ANRIL Exon 1-2 #= Exon
17-18 Aast & ik KT AR ik PON1 422 B RAMRBAORY HE, Hib: ToMREF o F IncRNA-ANRIL A8 £ A K F e
PONI 4-F 3 AR, B8 5 0k Bk BB IS R3S AR B 5404, A 23 A B SmARGRY B4,

XH15: ANRIL; PONI ; &+ 5% ; K 4% 3k % 7 RNA
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ABSTRACT Objective: To study the expression levels of IncRNA-ANRIL and PON1 in the serum of patients with coronary heart
disease, and to explore their clinical significance in patients with coronary heart disease. Methods: 70 patients with coronary heart disease
who were treated in our hospital from February 2018 to February 2021 were selected as the research group, and 70 healthy volunteers
who underwent physical examinations in our hospital during the same period were randomly selected as the control group. The relative
expression level of IncRNA-ANRIL and the content of PON1 in the serum of the two groups were compared. Pearson's method was used
to analyze the correlation between the relative expression level of serum IncRNA-ANRIL, PONI content in patients with coronary heart
disease and SBP, DBP, TC, TG, HDL-C and LDL-C. Multivariate Logistic regression was used to analyze the influencing factors of
coronary heart disease. Results: (1) SBP, DBP, TG, TC and LDL-C in the study group were significantly higher than those in the control
group, while HDL-C was significantly lower than that in the control group (P<0.05); (2) The relative expression levels of IncRNA ANRIL
Exon 1-2 and Exon 17-18 in the study group were lower than those in the control group, and the serum PON1 content in the study group
was lower than that in the control group (P<0.05); (3) The relative expression levels of ANRIL Exon 1-2 and Exon 17-18 in serum were
negatively correlated with SBP, DBP, TG, TC and LDL-C, and positively correlated with HDL-C (P<0.05); (4) The serum PONI content
was negatively correlated with SBP, DBP, TG, TC and LDL-C, and positively correlated with HDL-C, ANRIL Exon 1-2 and Exon 17-18
in serum (P<0.05). (5) Multivariate Logistic regression analysis showed that TC, SBP, DBP, TG and LDL-C were risk factors for CHD,
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while HDL-C, serum ANRIL Exon 1-2 and Exon 17-18 relative expression levels, and serum PON1 content were protective factors for

CHD. Conclusion: Both the relative expression level of Incrna-AnRIL and the content of PON1 in serum were decreased in patients with

CORONARY heart disease, and both were significantly correlated with blood pressure and lipid metabolism indexes in patients with

coronary heart disease, and both were protective factors for the onset of CORONARY heart disease.
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5 PON1 Zr (I X FRAFRXS4(P<0.05), W3R 2 IR,
2.3 1MiF ANRIL Rik5 @0 % 2 E MR HHEFRNE X

1E 70 B0 5R 45k 0o5 AR, I ANRIL Exon 1-2 Al
Exon 17-18 #BX} k7K F-55 SBP .DBP . TG, TC HI LDL-C ¥ 5
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Table 1 Comparison of general information

Indexs Control group(n=70) Research group(n=70)
Male (n(%)) 39 (55.71) 42 (60.00)
Age (years) 53.62+ 15.38 54.56+ 13.81

Smoking (n(%)) 25(35.71) 29 (41.43)
BMI (kg/m?) 21.23+ 1.82 22.01% 1.62
SBP (mmHg) 118.53+ 17.38 129.36+ 20.18*
DBP (mmHg) 74.26% 11.09 79.86% 11.73*
TC (mmol/L) 4.16x 1.56 4.83+ 1.38*
TG (mmol/L) 1.28+ 0.88 1.63+ 0.84*

LDL-C (mmol/L) 2.43+ 0.59 249+ 0.82*

HDL-C (mmol/L) 1.38+ 0.38 1.09+ 0.23*

Note: Compared with control group, *P<0.05.

% 2 I ANRIL 1 PON1 Rikbb & (vt 5)
Table 2 Comparison of serum ANRIL and PON1 expression (v s)

ANRIL relative level
Groups n PONI1(mg/ml)
Exon 1-2 Exon 17-18
Control group 70 1.00+ 0.13 1.00+ 0.15 92.37 12.05
Research group 70 0.62+ 0.11%* 0.73+ 0.13* 71.62+ 13.58*

Note: Compared with control group, *P<0.05.

%3 IMiE ANRIL FRiZkF 5 mAEREHEREIE RS

Table 3 Correlation between serum ANRIL expression and blood lipid metabolism indexes

Exon 1-2 Exon 17-18
Indexs
r P r P
SBP (mmHg) -0.402 <0.001 -0.323 0.001
DBP (mmHg) -0.383 0.004 -0.329 <0.001
TC (mmol/L) -0.238 0.008 -0.212 0.037
TG (mmol/L) -0.308 0.002 -0.294 0.018
LDL-C (mmol/L) -0.427 <0.001 -0.418 <0.001
HDL-C (mmol/L) 0.413 <0.001 0.382 0.003
F 4 i PON1 5 AR IHEFRAIE K
Table 4 Correlation between serum PON1 and blood lipid metabolism indexes
Indexs r P

SBP (mmHg) -0.536 <0.001

DBP (mmHg) -0.529 <0.001

TC (mmol/L) -0.603 <0.001

TG (mmol/L) -0.402 <0.001

LDL-C (mmol/L) 0512 <0.001

HDL-C (mmol/L) 0.439 <0.001

Exon 1-2 0.672 <0.001

ANRIL

Exon 17-18 0.643 <0.001
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Table 5 Multivariate Logistic regression analysis of influencing factors of coronary heart disease

Index B SE (B) Wald «? P OR 95%CI

SBP 1.562 0.562 3.625 0.035 2.325 1.028-3.564
DBP 1.027 0.328 12.321 0.042 1.023 0.523-1.328
TC 2352 0.416 3.282 <0.001 0.563 0.043-1.002
TG 1.321 0.038 11.235 <0.001 1.392 0.897-2.684
LDL-C 5.672 0.158 56.729 <0.001 2.034 1.232-5.628
HDL-C -1.058 0.431 2.618 <0.001 1.229 1.428-3.226

ANRIL
-3.201 0.934 13.246 0.002 3.129 1.254-4.562

(Exon 1-2)

ANRIL

-2.005 1.231 11.028 0.003 1.257 0.082-2.354
(Exon 17-18)
PON1 -4.067 1.112 13.267 <0.001 3.326 2.325-7.627
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