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Association between serum exosomal MARK4,GP1BA and the severity of coronary artery lesions,as well
as adverse cardiovascular events following PCI in patients with stable coronary artery disease”
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Abstract:Objective To analyze the relationship between serum exosomal microtubule affinity-regulating
kinase 4 (MARK4) ,glycoprotein I b platelet subunit « (GP1BA) and the severity of coronary artery lesions,
as well as major adverse cardiovascular events (MACE) following percutaneous coronary intervention (PCID)
in patients with stable coronary artery disease (CAD). Methods A total of 228 patients with stable CAD and
170 healthy controls who underwent routine health check-ups were selected as study subjects from February
2021 to December 2022 in the hospital. CAD patients were classified into the mild group (15 cases) , the mod-
erate group (185 cases) and the severe group (28 cases) based on the severity of coronary artery lesions. Ac-
cording to the occurrence of MACE within one year after discharge following PCI,CAD patients were further
divided into the MACE occurrence group and the non-occurrence group. The expression levels of serum exo-
some MARK4 and GP1BA were detected using real-time fluorescent quantitative polymerase chain reaction,

and the levels of serum interleukin-18 (IL.-18) and interleukin-18 (IL-1B) were detected by enzyme-linked im-
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munosorbent assay. Multivariate Logistic regression analysis was used to analyze the influencing factors of
stable CAD. Spearman correlation and point-biserial correlation analyses were used to assess the correlations
between the expression levels of MARK4 and GP1BA with the severity of CAD and MACE. Results The pro-
portions of patients with stable CAD who had a history of smoking,alcohol consumption,hypertension and di-
abetes were higher than those of healthy controls (P <C0. 05) ;the levels of high-density lipoprotein (HDL),
low-density lipoprotein (LLDL) ,total cholesterol (TC) ,triglycerides (TG) ,serum creatinine (Scr),von Wille-
brand factor (VWF), mean platelet volume (MPV), MARK4, GP1BA,11.-18, and IL.-13 were higher in pa-
tients with stable CAD compared with healthy controls (P <C0.05). A history of smoking,alcohol consump-
tion, hypertension,diabetes, HDL,LDL,VWF,MPV,MARK4,GP1BA,IL.-18,and IL.-183 were identified as in-
fluencing factors for stable CAD (P<C0. 05). The expression levels of serum exosome MARK4 and GP1BA in
the severe group and the moderate group were higher than those in the mild group,and the expression levels in
the severe group were higher than those in the moderate group,with statistically significant differences (P <<
0. 05). The following-up results showed that MACE occurred in 54 cases,and the other 174 cases were without
MACE. The expression levels of serum exosome MARK4 and GP1BA in the occurrence group were higher
than those in the non-occurrence group, with statistically significant differences (P <{0. 05). The expression
levels of serum exosome MARK4 and GP1BA were positively correlated with the severity of coronary artery
lesions and MACE (P <C0. 05). Conclusion The expression levels of exosome MARK4 and GP1BA in serum
are elevated in patients with stable CAD and are associated with the severity of coronary artery lesions and the
occurrence of MACE after PCI. High levels of MARK4 and GP1BA may contribute to the development of cor-
onary artery lesions and the occurrence of MACE after PCI.
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30 s;IEfH 72 °C L 30 s, AT 40 NMEI,
SmLAMNIMERSE 3 h JFEL. W EEMTE.
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i LA AR - b
(n=228) (n=170)
AR () 58.98+7.15  59.04+6.75  0.085  0.932
PR 1,031 0.310
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BMI(kg/m®) 24.38+2.44  24.69£2.32  1.280 0. 201
W 2 6. 694 0.010
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HDL(mmol/L) 1.3540.29  1.1740.25  6.491  <<0.001
LDL(mmol/L) 2.07£0.33  1.81220.29 8183  <C0.001
TC(mmol/ L) 4.63£0.75  4.1640.60  6.722  <C0.001
TG(mmol/L) 1.5740.42  1.38+0.25  5.245  <<0.001
Ser(pmol /L) 112.57415.82  97.21+13.92  10.079  <<0.001
VWF(mg/L) 20.6242.46  17.53%1.94  13.536  <<0.001
MPV({L) 1.0441.28  9.90+1.45 8302  <<0.001
MARK4 1.4340. 37 1. 0140. 28 12.388  <<0.001
GP1BA 2.0220.51  1.04220.36  21.391 <C0.001
11-18(pg/ mL) 92.61412.96 38.1945.07  51.857  <<0.001
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GP1BA 1.617 0. 197 67.374 <0. 001 5.038 3.424~7.412
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JEH 22— e 2 e O T R0 ) R O R
WA G At O LA R L R I SR Y R e R
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& MARK4.GP1BA i/ 68 £ AR i - 51 & @ 3, O
TEARJE 4 B 45 B, FR A MACE (9 & A= %R, AR5
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