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Correlation between soluble growth stimulator gene 2 protein and severity of coronary

artery lesion in patients with acute coronary syndrome
OUYANG Weili, YANG Yang, WANG Liansheng’
Department of Cardiology ,the First Affiliated Hospital of Nanjing Medical University , Nanjing 210029 , China

[Abstract] Objective: To investigate the level of serum soluble growth stimulating gene 2 protein (sST2)and its correlation with the
severity of coronary artery lesion in patients with acute coronary syndrome (ACS) undergoing percutaneous transtuminal coronary
intervention (PCI) therapy. Methods: From July 1, 2018 to December 31, 2018, 173 patients with ACS were selected from the
Department of Cardiology, the First Affiliated Hospital of Nanjing Medical University. According to the diagnostic criteria in the
critical care medicine emergency rapid diagnosis and treatment guide for ACS, they were divided into the unstable angina(UA) group,
the acute ST segment elevation myocardial infarction (STEMI) group and the acute non-STEMI (NSTEMI) group. A total of 85
coronary angiography negative patients were enrolled as the control group in the same period. The results of TG, TC,LDL-C,LP(a),
sST2, Killip classification were collected, and the correlations between sST2 and Gensini score, proBNP and Gensini score were
analyzed. Results: Compared with the control group, sST2 level in the UA group has no significant difference , but they were increased
significantly in the STEMI group and the NSTEMI group. Moreover,sST2 level in the STEMI group was higher than that in the NSTEMI
group. Compared with the control group, Gensini score in the patients with ACS was significantly higher, which in the NSTEMI
subgroup was higher than that in the STEMI group and the UA group. Serum sST2 level was correlated with Gensini score significantly
(r=0.586, P < 0.001). The proBNP level was correlated with Gensini score significantly (=0.680, P < 0.001). Conclusion: Serum
sST2 level was positively correlated with the number of coronary lesions and the complexity of coronary lesions.
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FIUA 41 (P <0.001), H NSTEMI 4 proBNP 7K “F- &
F STEMI 41 (812.75 pg/mL vs. 710.20 pg/mL) . %41
EFH 2R LG 2#E L (P>0.05), ACS B E M
Gensini P43 34 755 T %t 1R 4, [6) Bsf NSTEMI 41 5 T
STEMIZH (P <0.05,% 1),
24 i sST2 5 Gensini #7F 509 % %

i1 Spearman 43 AT, 113 sST2 /K5 Gen-
sini PE 5 EAHE (7=0.586,P < 0.001, & 1) .

®1 BHBEELZFHSTXL

Table 1 Baseline data of patients in different groups

Il R AE XF BEEH (n=85) UA 4 (n=33) STEMI#H (n=92) NSTEMI£H (n=48) P
(R 61.08 +9.82 66.97 = 12.70 63.08 = 11.41 61.83+11.14 0.069
Hn(%) ] 44(51.76) 28(84.85) 75(81.52)° 43(89.58)" <0.001
R ML) (h) 13+6 14+7 12£6 13+8 0.931
TC(mmol/L) 447 £1.05 417 £1.25 471 £1.33 4.53 £1.09 0.148
TG (mmol/L) 1.46 = 0.96 1.35+0.93 1.54 +1.01 1.66 +0.68 0.456
LDL-C (mmol/L) 2.76 £0.79 2.59+0.95 3.09+1.01° 2.96 +0.83 0.018
LR (%) ] 45(52.94) 23(71.88) 53(57.61) 34(70.83) 0.102
BEBRIE [0 (%) ] 12(14.12) 9(27.27) 19(20.65) 20(41.67)" 0.003
Lp(a) (mg/L) 135.0(66.0~375.0)  126.0(86.0~395.0) 271.0(139.5~525.5)" 218.5(123.5~461.5) 0.007
Gensini FE43-(43) 3(0~6) 50(28~80)" 79(48~103)" 88(54~112)" <0.001
sST2(ng/mL) 22.26(16.44~28.40)  28.00(23.05~33.20) 74.55(50.40~110.20)° 40.94(34.55~51.25)"  <0.001
proBNP(pg/mL)  110.40(46.60~322.40)451.80(207.70~811.90) 710.20(363.50~1938.75)" 812.75(372.95~1 681.25)"<0.001
¢TnT(ng/L) 7.62(5.35~13.29)  17.24(8.01~37.08) 4 182.35(2202.00~7 813.00) 867.20(294.10~2 957.50)*<0.001
EF(%) 63.0(60.8~64.7) 63.0(61.9~66.3)" 61.7(57.5~63.9) 63.0(61.0~64.2) 0.012
LVDd(mm) 47(45~52) 48(45~50) 48(45~51) 48(46~50) 0.884
Killip 534 [n(%) ] 0.011

I 64(75.29) 18(54.55) 66(71.74) 42(87.50)"
I 11(12.94) 11(33.33) 19(20.65) 6(12.50)
m 9(10.59) 4(12.12) 1(1.09) 0(0.00)
v 1(1.18) 0(0.00) 6(6.52) 0(0.00)
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Figure 1 Relationship between sST2 and Gensini score
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Figure 2 Relationship between proBNP and Gensini score
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