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Abstract Objective: To investigate the correlation between plasma granule protein precursor (PGRN) level
and acute coronary syndrome(ACS), and evaluate its diagnostic ability for subtypes of ACS[ unstable angina pec-
toris(UA) , non-ST segment elevation myocardial infarction(NSTEMI), ST segment elevation myocardial infarc-
tion(STEMD) ]. Methods: A total of 150 ACS patients(including 52 UA patients, 51 NSTEMI patients. and 47
STEMI patients) and 41 controls(coronary angiography verified) were enrolled in this study. Clinical baseline data
were collected, and ACS risk factor were analyzed. Plasma PGRN level was assessed by enzyme-linked immu-
nosorbent assay(ELISA), and its correlation with ACS subtypes was evaluated. The diagnostic efficacy of PGRN
for the ACS subgroup was evaluated by receiver operating characteristic curve(ROC). Results: The level of PGRN
gradually declined as the degree of ACS pathology ( control-UA-NSTEMI-STEMI) progressed [ 12. 06 (8. 41,
23.79), 7.91(5.86, 13.46), 7.01(4.82, 9.30), 3.45(2.26, 5.71), P<C0.001]. ROC curve analysis showed
that the area under the curve (AUC) of PGRN level differential diagnosing controls and STEMI was 0. 885(95 %
CI: 0.815—0.954, P<C0.001), and the sensitivity and specificity were 0. 88 and 0. 81, respectively; The AUC
of PGRN level differential diagnosing UA and STEMI was 0. 823(95%CI: 0.736—0.911, P<(0.001), and the
sensitivity and specificity were 0. 92 and 0. 70, respectively. Multivariate linear regression analysis suggested that
PGRN level was an independent protective factor for ACS occurrence. Conclusion: Plasma PGRN level is associat-
ed with ACS occurrence and is expected to be a new marker for diagnosing STEMI.
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Table 1 Baseline data in control group and ACS subgroups BIC%) yM(Po ,Pys) sz +s

i H XF IR 4H (41 ) UA 452 i) NSTEMI 4 (51 fi) STEMI 41 (47 fi) P{H
iR/ % 58.78+8.519 61.8848.766 65.39411. 715" 60. 74410, 7959 <0. 05
Bk 31(75.6) 36(69.2) 38(74.5) 36(76.6) 0.841
BMI/ (kg *+ m~2) 23.8543. 00 25.2843. 29 24.74743.05 24,4642, 90 0.163
% A 34(82.93) 47(90. 38) 36(70.59) 35(74.47) 0.063
TR IR 32(78.05) 25(48.08) 1 36(70.59) 33(70. 21) <0. 05
B PR v 0(0) 15(28.85)" 8(15.69) 1% 9(19. 1502 <0.05
LVEF/% 62.2245.70 61.96%5.8 52,3946, 710 52.77+7. 4202 <<0. 001
LB/ (pmol « L™1) 73.12+13.53 73.13+15.12 73.53+15.07 70.4+14.18 0. 706
TC/(mmol « L=1) 4.240.89 3.80+1.07 4.43+1.192 5.28+1. 69029 <0. 001
LDL-C/(mmol « L™1) 2.4740. 64 2.33+0.78 2. 8740, 841 3.3941. 13029 <0. 001
HDL-C/(mmol « L=1) 1.1740. 27 1.004-0. 26 1.00220. 20V 1.0740. 16 <0.01
H M =W/ (mmol « L™1) 1.40(1. 14, —1.84) 1.69(1.30,2.90) 1.73(1.08,2.24) 1.54(1.03,2.38) 0.063
H A/ (X100 « L7 5.66k1.47 6.54+1.89 8. 432,40 8. 943,062 <0. 001
/KR /(X109 « L™1) 188.05+59. 8 204, 12450. 98 186. 0850. 75 209. 64458, 96 0.132
WELAINE/ (X107 « L1 1.49(1.27,1.78) 1.8(1.30,2.10) 1.64(1.13,2.12) 1.47(1.04,2.12) 0. 224
BAZAL/ (X107 « L) 0.39+0.13 0.41+0.18 0.49+0.18"% 0.50%+0. 1902 <0.01
R I/ (X 10% ¢ L) 3.55+1.14 4.17+1.57 6.2042, 200 6.6743.050% <<0. 001
Tnl/(ng » mL™1) 0. 06(0.03,0.07) 0.01¢0.01,0.05) 1.3€0. 61,2. 40) 0.3(0.11,2.55) <<0. 001

PGRN/(ng * mL™1D) 12.06(8.41,23.79)

7.91(5.86,13.46)"

7.01(4.82,9.300  3.45(2.26,5. 7)) <0.001
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24,5 TNFR2 (454 3% ik & F TNF-o™
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SRR HF 1) PGRN 1] BE7E 0 I B & #5325 2%
RISt RIEH . #E—LR L. PGRN %FH 71
M E B EEERFY AR SR E A
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AR T E X WM B T REE ACS (155 B
& PGRN ZKFF B B A

XF PGRN WHTRIEH bR T 5 TNFR 2Z &
54 i TNF 55 R AE 0 4h  PGRN I8 7] LL3#E
it forkhead &% 1l O4 (FOXOD) -5 51 B 4% F
SR PTE 3 (STAT3) il [ 4 JF 8 1 ¥ T 40 il
(Treg 40/ A1 1L-10 4% W84 Jm™ . 1L-10 i S5
22 1Y L 2 i 1) MI2 S TR B, AT B ShAE B ik
FERE AL S, Treg 40 AT DL 1 38 i M2 B g
A 0 B, TR A7 A5 A 2 4E R L 30 A2 3 kO ke
AL T 40 A A4 3 5 o B S B B,

MR G WAF A — 2 W R BRPE . — R EEA
D RFEER, 5B REEA ST IR AT
G5 99— T, TR AR R R I, 4 B35 Tl
A T e T ARG 0 3] DR I A s sk O G s B
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Table 2 The independent risk factors of ACS analyzed by multiple Logistic regression model

—_ UA NSTEMI STEMI

OR 95%CI Py OR 95%CI P14 OR 95%CI P14
I 1.433  0.321~6.386  0.637 1.034 0.152~7.027 0.973  1.113 0.147~8.421  0.918
AE 1.045 0.971~1.124  0.240 1.107 1.021~1.201 <C0.05 1.051  0.968~1.141  0.238
I 1.145  0.287~4.566  0.847 4.247  0.789~22.862 0.092  2.354 0.382~14.495 0.356
LDL-C 12.189  0.679~218.927 0.090 3.916  0.426~36.019 0.228  2.857 0.283~28.865 0.374
HDL-C 4.103  0.114~147.608 0.440 0.014 0.000~0.774 0.037  0.025 0.000~1.622  0.083
BMI 1.048 0.855~1.283  0.653 0.999 0.783~1.273 0.990  0.973 0.749~1.264  0.837
H = e 3.621  1.435~9.139 <C0.05  1.933 0.733~5.094 0.183  1.315 0.477~3.624  0.597
PGRN 0.861 0.783~0.946 <C0.01  0.819  0.706~0.951 <C0.01 0.670 0.560~0.800 <<0.001
Tk L 24 i 2.963 0.926~9.478  0.067 3.598 0.908~14.262 0.068 2.315 0.542~9.896  0.257
BAR 20 0.003  0.000~0.435 <C0.05 0.003  0.000~0.855 <C0.05 0.004 0.000~1.127  0.055
Fp PR 4 A 1.674 0.980~2.860  0.059 2.417 1.376~4.279 <<0.05 2.517 1.414~4.481 <<0.05
TC 0.088  0.008~0.990 <C0.05  0.690 0.117~4.063 0.682  1.501 0.239~9.440  0.665
LVEF 1.026  0.930~1.131  0.614 0.816 0.718~0.927 <<0.05 0.816 0.717~0.929 <C0.05
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