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KBS W 4H | 7R SRk B 4 3 41 1ML T NRG1L, ACSL1 /KR WK Tt (F/P = 277. 241/ < 0. 001 ,423. 452/ < 0. 001 ) ,
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P =7.040/ <0.001.7.865/ <0.001) , Gensini ¥4 \ACSL1 & .NRGI &~ AMI & AR R TS 6900 57 /G 6 N 25 [ OR
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[ Abstract] Objective To investigate the correlation of serum neuromodulin 1 (NRGl) and acyl-coenzyme A syn-
thetase long chain family member 1(ACSLI) with the degree of coronary stenosis and prognosis in patients with acute myo-
cardial infarction (AMI). Methods From January 2021 to June 2023203 patients with AMI admitted to the Department of E-
mergency Medicine of the Second Affiliated Hospital of Army Medical University were selected as AMI group and 105
healthy volunteers were selected as healthy control group. According to Gensini score, AMI patients were divided into mild
coronary stenosis subgroup (63 cases), moderate coronary stenosis subgroup (81 cases) and severe coronary stenosis sub-
group (59 cases). According to 1-year prognosis, they were divided into poor prognosis subgroup (52 cases) and good
prognosis subgroup (151 cases). Serum NRGI and ACSLI levels were detected by enzyme-linked immunosorbent assay. Ser-
um NRGI and ACSLI levels were detected by enzyme-linked immunosorbent assay. Spearman correlation analysis was used

to analyze the correlation between Gensini score and serum NRGI and ACSLI levels in AMI patients. The relationship be-
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tween serum NRGI and ACSLI levels and the prognosis of AMI patients was determined by multivariate unconditional lo-
gistic regression. Receiver operating characteristic curve was used to analyze the predictive efficiency of serum NRGI and
ACSLI levels. Results Compared with the control group, the serum levels of NRGI and ACSLI in the AMI group were in-
creased (¢/P=15.801/<0.001,15.824/ <0.001). The levels of serum NRGI and ACSLI in mild coronary stenosis subgroup,
moderate coronary stenosis subgroup and severe coronary stenosis subgroup increased in turmn (F/P=277.241/<0.001,
423452/ <0.001). Gensini score was positively correlated with serum NRGI and ACSLI levels in AMI patients (r,/P=0.764/
<0.001,0.772/ <0.001). The incidence of poor prognosis in 203 patients with AMI was 25.62 % (52 / 203) after 1 year of fol-
low-up. Compared with the good prognosis subgroup, the serum levels of NRGl and ACSLI in the poor prognosis sub-
group were increased (¢/P=7.040/ <0.001,7.865/ <0.001). The independent risk factors for poor prognosis in patients with
AMI were high Gensini score, high ACSLI and high NRGI[ OR(95% CI)=1.041(1.019 - 1.062),1272(1.120 - 1.443),1.337(1.193
—1497)] The area under the curve of serum NRGI and ACSLI levels combined to predict the poor prognosis of AMI pa-
tients was 0.899, which was greater than 0.783 and 0.786 predicted by serum NRGI and ACSLI levels alone (Z/P=3.730/ <
0.001,3329/ <0.001).Conclusion The levels of serum NRGI and ACSLI in AMI patients are increased, which is related to

the aggravation of coronary stenosis and poor prognosis. The combination of serum NRGI and ACSLI levels is more effec-

tive in predicting the prognosis of AMI patients.
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Tab.1 Comparison of serum NRG1 and ACSLI levels between
healthy control group and AMI group
45 %k NRG1 ACSLI
flt HExs i 2 105 18.88 3. 12 14.45 £3.02
AMI 2 203 28.51 £7.52 21.56 £4.82
¢ 15.801 15.824
P i <0.001 <0.001
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Tab.2 Comparison of serum NRG1 and ACSLI levels in AMI pa-

tients with different degrees of coronary stenosis
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Tab.4 Efficacy of multivariate unconditional Logistic regression
analysis in predicting AMI patients
A BfE SEH Wald{f P{H OR{H  95%CI
KILLIP 434 =112% 0. 887 0.540 2.702 0.100 2.429 0.843 ~ 6.997
Gensini 7E43 0.040 0.011 14.283 <0.001 1.041 1.019 ~ 1.062

LDL-C 1.408 0.757 3.461 0.068 4.088 0.927 ~18.021
NRGI & 0.290 0.058 25.056 <0.001 1.337 1.193 ~ 1.497
ACSL1 0.240 0.065 13.830 <0.001 1.272 1.120 ~ 1.443
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Tab.3 Comparison of clinical data of AMI patients with different prognoses
moH RIFWE 4 (n =151) ARG (n=52) X/ Z A8 Py
P B(% ) ] 3 86(56.95) 33(63.46) 0.675 0.411
@ 65(43.05) 19(36.54)
AR (v x5, %) 59.38 +8.28 61.96 £8.63 1.920 0.056
PRI % ) ] 43(28.48) 19(36.54) 1.185 0.276
W B (% ) ] 69(45.70) 30(57.69) 2.228 0.136
AL MAE 1% ) ] eI S 77(50.99) 22(42.31) 0.692 0.140
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R Bk 50(33.11) 22(42.31)
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e ST + A R s ik 1(0.66) 2(3.85)
BERbE [ 1% ) ] 1= R I 45(29.80) 19(36.54) 0.813 0.367
W R 35(23.18) 15(28.85) 0. 669 0.413
T I 78(51.66) 31(59.62) 0.986 0.321
AMT R Bl (% ) ] Ak ST Bedf = B0 LA BT 85(56.29) 24(46.15) 1.599 0.206
ST B4 = A0 ILAE BT 66(43.71) 28(53.85)
KILLIP 734%¢ [ (% ) ] =% 17(11.26) 18(34.62) 14.789 <0.001
<% 134(88.74) 34(65.38)
PCT ARZEHI (% ) ] BEHE G BoRe: A 17(11.26) 3(5.77) 1.312 0.252
BREEY IR IE AR 122(80.79) 41(78.85)
SEEAR Bl kS ZEAE AR 12(7.95) 8(15.38)
Gensini 1143 (& = 5,4}) 37.88 +13.96 59.71 +£20.92 8.478 <0.001
Hb(x +s,g/L) 142.49 +48.54 140.19 £51.46 0.290 0.772
WBC(x %5, x10°/L) 8.23+ 3.16 9.20+ 3.23 1.911 0.057
PLT(x +s, x10°/L) 180.19 +61.37 178.46 +59.94 0.176 0. 860
SCr(# s, wmol/L) 73.26 £26.05 77.30 +27.38 0.952 0.342
TC(x s, mmol/L) 4.54+ 0.41 4.60 = 0.21 1.363 0.175
TG (% +s, mmol/L) 1.64+ 0.22 1.69+ 0.22 1.559 0.120
HDL-C(x %5, mmol/L) 1.17 + 0.17 1.12+ 0.22 1.511 0.132
LDL-C(x +s,mmol/L) 3.13 % 0.32 3.23% 0.25 2.310 0.023
BN 2 5] (% ) ] KBTI/ MRIGRTT 147(97.35) 52(100.00) 1.405 0.236
Pezegls 21 S D poze
Egg%ﬁgﬁmmm = 73(48.34) 30(57.69) 1.352 0.245
I A7 5 K 2 A2 AR — i A kA1) ) 4(2.65) 4(7.69) 2.599 0.107
B SZARBE 127(84.11) 44(84.62) 0.008 0.931
7T 2254 150(99.34) 51(98.08) 0.448*
NRGI (% £5s,mg/L) 26.55 £6.93 34.19 £6.20 7.040 <0.001
ACSL1 (x £5,pg/L) 20.35 +4.66 25.07 £3.36 7.865 <0.001
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Tab.5 Efficacy of serum NRGI and ACSL1 levels in predicting

poor prognosis in AMI patients
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Fig.1 ROC curve of predicting poor prognosis in AMI patients
based on serum NRG1 and ACSLI levels
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