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Potential association of serum MAQO and sST2 levels with coronary slow flow and its clinical value”
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Abstract: Objective To investigate the correlation between serum monoamine oxidase (MAQ), soluble
growth stimulation expressed gene 2 (sST2) and coronary slow flow (CSF) ,and to evaluate their value in pre-
dicting CSF risk and guiding clinical decision-making. Methods A total of 118 patients with CSF confirmed by
coronary angiography from January 2022 to September Dazhu Hospital Affiliated to North Sichuan Medical
College 2023 were selected as the observation group,while 120 patients with normal coronary blood flow were
selected as the control group. The coronary flow velocity was assessed using the TIMI frame count (TFC).
Baseline characteristics,as well as serum MAQO and sST2 levels, were compared between the two groups. Multi
model calibration Logistic regression analysis was used to examine the relationship between the two markers
and CSF. Pearson correlation analysis was conducted to evaluate the association between the markers and
TFC. The predictive efficacy of MAO and sST2 for CSF and their benefit in clinical decision-making were as-
sessed using receiver operating characteristic (ROC) curve and decision curve analysis (DCA). Results (1)
The levels of body mass index(BMI) , smoking proportion, C-reactive protein (CRP),uric acid (UA), creati-
nine (Cr), MAQO, and sST2 in the observation group were all higher than those in the control group (P <<
0.05). (2) The TFC and mean TFC of LAD,LCX,and RCA in the observation group were higher than those
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in the control group (P<C0.05). (3) Multivariate Logistic regression analysis suggested that serum MAQO and
sST2 were independent risk factors for the occurrence of CSF (OR>1, P <C0. 05). (4) Pearson correlation a-
nalysis showed that serum MAQO and sST2 levels were positively correlated with the TFC of the LAD, LCX,
and RCA,as well as the mean TFC (r=0. 735,0. 710,0. 728,0. 703, =0.727,0.669,0. 684,0. 705, P <
0.05). (5) ROC curve revealed that the area under the curve (AUC) for predicting CSF was 0. 761 of MAQO,
0. 750 of sST2,and 0. 807 of their combination. (6) DCA curve showed that the net benefit of serum MAO
was greater than 0 when the threshold probability was between 0. 05 and 0. 70, the net benefit of serum sST2
was greater than 0 when the threshold probability was between 0. 05 and 0. 85,and their combined prediction yielded a
greater net benefit within the threshold range of 0. 40 to 0. 90. Conclusion Elevated serum MAOQO and sST?2 levels are
independent risk factors for CSF. Both markers have good predictive value for CSF,and their combined detec-

tion further improves predictive performance and clinical net benefit.
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Kig) ., Z I IE Logistic [ IH 08 MAO, sST2
5 CSF 36 & ; Pearson M K0 B MAO,sST2 5
CSF [ % & Z ik & T 4E F8 fE (ROC) #il £ 7 #r
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ME MAO,sST2 /K38 T X R4, 22 7 B A 41t
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x1 FHBE-RABERA (X)) M(Py;~Pr; )8 xE5]

A5 B PR ZH (0 =120) WML (n=118) X*/Z/t P
— M FE R
G @D 54,6245, 47 55,8445, 72 1.682 0. 094
T D 69(57.5) 57(48. 3) 2.019 0.155
BMI(kg/m®) 25.92(24.42~27.41) 27.52(25.90~29. 14) —5.745  <C0.001
1R 1L 58(48.3) 55(46. 6) 0.071 0. 790
Wi IR S 49(40. 1) 52(44.1) 0.251 0.614
e g AffL 9 64(53.3) 59(50.0) 0. 265 0. 607
W% i sl 42(35.0) 65(55. 1) 9. 699 0.002
OEESEY]
Bri /MR R EZY) 39(32.5) 43(36.4) 0. 409 0.522
1ML Ag 25 4 32(26.7) 37(31.4) 0.634 0.425
(-5 14 BHL ¥ 511 18(15.0) 27(22.9) 2.410 0.121
ACEI/ARB 33(27.5) 39(33.1) 0. 869 0.351
CCB 41(34.2) 46(38.9) 0.595 0. 441
SR = R AR
IR H % (107 /1) 242, 56432, 54 245, 32437, 48 0. 607 0.545
WELARIE 10’ /1) 2.3720.62 2.5140. 84 1.465 0.145
H4iE 10’ /L) 9.34+2.31 9.68+2.56 1.076 0.283
S = R bR
ML E A (g/L) 139. 8414, 56 141.26%16. 51 0. 704 0. 482
25 JE 1% (mmol/L) 4.12+1.21 4.24+1.42 0.702 0.483
CRP(mg/L) 6.3241.31 6.78+1.54 2.484 0.014
UA(pmol/L) 152.67+19. 65 159. 6920, 31 2.710 0.007
Cr(pmol/L) 71.6543. 67 72,8643, 94 2. 452 0.015
TG(mmol/L) 2.4740. 25 2.5120. 29 1.140 0. 255
TC(mmol/L) 4.4140.32 4,4940.37 1.785 0.076
HDL-C(mmol/L) 1.5320. 21 1.4940. 19 1. 540 0.125
LDL-C(mmol/L) 2.4740.59 2.5270. 66 0.616 0.538
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X} B2 WL
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CTFC(LAD) 21.25+4.42 31.28=£5.31 15.850 <C0.001
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6 MF MAO.SST2 kT3 CSF HH ML EE 3w #®
CSF J&—Fi 5 5 IR 3 ok 1L 9t 30 77 2% 55 % AH 5G 1)
s oave s p OO0 T e I RSRAE, ST ILR R UL 6 4 Y 0 AT
W5 R W, CSF 5 £ Fijs B A= Bl i #2 A 35 25 U0 G B,
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ARAIE T R AL TR R R Oy . 38 A T R MAO
AR A A L ek b R()S P W R T BUE = R 1| B'S
D% fi AR LI RN AT R BCRIR YT CSF B8 g . [A)
FE B X sST2/IL—33 tﬁa%%%#fwwﬁ,iﬁﬁm%ﬁ
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