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[ Abstract] Objective To investigate the relationship between serum C-X-C motif chemokine receptor 7 (CXCR7),
serunvglucocorticoid-regulated kinase 1 (SGK1) levels and poor prognosis after acute myocardial infarction (AMI) percuta-
neous coronary intervention (PCI). Methods One hundred AMI patients who underwent PCI in the Emergency Department
of the Second Affiliated Hospital of Nanjing Medical University from September 2020 to December 2022 were selected as the
AMI group and 50 healthy medical check-ups in the hospital during the same period as the healthy control group, and the
AMI patients were classified into 30 cases in the poor-prognosis subgroup and 70 cases in the good-prognosis subgroup
according to the prognosis at 1 year after PCI. Serum CXCR7 and SGK1 levels were detected by enzyme-linked immunosor-
bent assay; multifactorial logistic regression was used to analyze the influencing factors of poor prognosis after PCI in pa-
tients with AMI; and a receiver operating characteristic (ROC) curve was established to evaluate the predictive value of ser-
um CXCR7 and SGK1 levels for poor prognosis after PCI in patients with AMI. Results Compared with the healthy control
group, serum CXCR7 levels were decreased and SGKI levels were increased in the AMI group (#/P =9.613/<0.001,
9955/ <0.001); the incidence rate of poor prognosis at 1 year after PCI in 100 patients with AMI was 30.00% (30/100); and
compared with the subgroup with a good prognosis, the subgroup with a poor prognosis had a decreased serum CXCR7
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levels were decreased and SGKI1 levels were increased (¢/P=6.254/ <0.001, 5.329/ <0.001). Multifactorial logistic regression
showed that high Gensini score, KILLIP classification = grade Ill, and elevated SGK1 were independent risk factors for
poor prognosis after PCI in patients with AMI[ OR (95% CI)=1.071 (1.025 - 1.119), 4501 (1.172 - 17.282), 1.132 (1.046 -
1224)], and elevated CXCR7 was an independent protective factor[ OR (95% CI)=0956 (0926 —0987)]. The AUCs of ser-
um CXCR7, SGK1, and the combination of the two for predicting poor prognosis of PCI in patients with AMI were 0.794,
0.779, and 0902, respectively, and the AUCs of the combination of the two were greater than those predicted by the serum
CXCR7 and SGK1 levels alone (Z/P=3.062/0.002, 2.930/0.003). Conclusion
SGK1 levels in AMI patients are independently associated with their poor prognosis after PCI, and the combination of the

Reduced serum CXCR7 levels and increased

two has a high predictive value for them.
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Tab. 1  Comparison of serum CXCR7 and SGKI1 levels between
healthy control group and AMI group
Eigl %K CXCR7 SCKI1
fHExT HE 2 50 214.14 £47.81 2492+ 6.34
AMI 2 100 143.67 +£28.33 40.12 £12.36
{8 9.613 9.955
P g <0.001 <0.001

2.2 AFIHUG AMI B 1ML CXCR7 SGK1 /K- H A
BT 145,100 ] AMI B35 PCI RJ5 il A R &4
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AR TG B4, 7% SCK1 /K F G B
WA, ZEFA SR L (P<0.01) L2,

®2 R RGTASHE A REAIMTE CXCR7 SGK1 /K-
Heds (x+s,ng/L)
Tab. 2  Comparison of serum CXCR7 and SGKI1 levels between

the good prognosis subgroup and the poor prognosis sub-

group

ATl 1% CXCR7 SGK1
T R 2H 70 153.67 £22.56 36.30 =10.31
TE A R4 30 120.93 +27.09 49.02 £12.31
i 6.254 5.329
P1H <0.001 <0.001
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Tab.4 Multivariate Logistic regression analysis of factors contrib-

uting to poor prognosis after PCI in AMI patients

C s B1H SEY Wald{i P{i OR{H 95% CI
Gensini "F43E  0.069 0.022 9.355 0.002 1.071 1.025 ~ 1.119
CK-MB 7} 0.006 0.004 2.486 0.115 1.006 0.998 ~ 1.015
¢Tnl FH 0.070 0.042 2.708 0.100 1.072 0.987 ~ 1.165

KILLIP 432 =TM%% 1.504 0.686 4.803 0.028 4.501 1.172 ~17.282
CXCR7 75 -0.045 0.016 7.861 0.005 0.956 0.926 ~ 0.987
SGK1 Tt 0.124 0.040 9.456 0.002 1.132 1.046 ~ 1.224

2.5 [l CXCR7 .SGK1 K-l AMI 2% PCI R J5
WEARBNE  26liE CXCRT SGK1 7K F-
HECA B AMI 82 PCL RS BUE A BB ROC il
AP A & T m A (AUC) , &5 2R B I E
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JE AR AUC 205914 0. 794 .0.779 .0. 902, —#FBE4
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Tab.5 The value of serum CXCR7 and SGKI levels in predicting
poor prognosis after PCI in AMI patients

i W AUC 95%CI  UBUE RS Y(’”g;"

CXCR7  149.79 ng/L  0.794 0.702 ~0.869 0.967 0.529 0.495

SGK1 41.47 ng/L 0.779 0.685 ~0.855 0.700 0.743 0.443

e 0.902 0.827 ~0.953 0.900 0.771 0.671
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Tab.3 Comparison of clinical/pathological characteristics of AMI patients with different prognoses
moH e RIFW A (n =70) BUEA R (n=30) X’/ i PAA
I BI(% ) ] 5 36(51.43) 18(60.00) 0.621 0.431
& 34(48.57) 12(40.00)
W (x x5, %) 59.77 +7.46 63.00 +8.29 1.918 0.058
MR (% ) ] 32(45.71) 17(56.67) 1.008 0.315
PRI BI(% ) ] 20(28.57) 11(36.67) 0.835 0.361
AMI R 5] (% ) ] 4k ST B ffa 7l 41(58.57) 12(40.00) 2.908 0.088
ST Btifmi#l 29(41.43) 18(60.00)
BeAlRm [ (% ) ] 1R IR MLAE 21(30.00) 11(36.67) 0.429 0.513
WE R 16(53.33) 9(30.00) 0.571 0.450
fRi I 36(51.43) 18(60.00) 0.621 0.431
R MAEH1(%) ] i 5 32(45.71) 13(43.33) 1.495 0.827
2 Al jiE 52 7(10.00) 2(6.67)
Rk 25(35.71) 13(43.33)
LIRS + A R 3h k 4( 5.71) 2(6.67)
2 E S + A7 R sl ik 2( 2.86) 0
KILLIP 534%[ $( % ) ] =M% 8(11.43) 10(33.33) 6.827 0.009
< %% 62(88.57) 20(66.67)
PCI ARZERI[ B (% ) ] BEHE D) Bk AR 12(17.14) 4(13.33) 0.238 0.888
BRAEY TR U AR 14(20.00) 6(20.00)
SEAR BN WK IEAE AR 44(62.86) 20(66.67)
Hb(x +s,g/L) 141.67 £12.24 138.30 +13.29 1.277 0.223
WBC(x =5, x10°/L) 9.07 £3.41 8.32 +£3.77 0.939 0.350
PLT(x +s, x10°/L) 174.46 +17.20 183.63 +23.20 1.946 0.055
CK-MB(x +5,U/L) 225.09 +102. 65 173.65 +100. 80 2.326 0.022
¢Tnl(x s, pg/L) 19.04 +10.55 12.64 £9.44 3.002 0.003
AST(x +5,U/L) 66.28 +45.27 49.69 +27.92 1.862 0.070
ALT(x +s,U/L) 42.19 £20.63 35.05 +18.38 1.715 0.090
TC(x +s,mmol/L) 4.52+0.39 4.68 £0.37 1.930 0.056
TG(x s, mmol/L) 1.60 +0.25 1.69 +0.23 1.598 0.113
HDL-C(x %5, mmol/L) 1.15+0.17 1.11 £0.28 0.650 0.519
LDL-C(x +s,pmol/L) 3.17 £0.28 3.29 £0.27 1.977 0.051
SCr(x +s,wmol/L) 71.29 +18.10 77.38 +13.89 1.648 0.103
Gensini 143 (x = 5,4%) 60.37 £21.15 36.58 +22.89 4.869 <0.001
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7251 Bl 7 7 b
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L5256 S - i 0 4(5.71) 2(6.67) 0.000 1.000
il
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yT225%) 69(98.57) 29(96.67) 0.512"
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Fig. 1 ROC curve for predicting poor prognosis of PCI in AMI pa-

tients based on serum CXCR7 and SGKI levels
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