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sST2 participates in myocardial fibrosis after acute myocardial infarction
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[ ABSTRACT | Aim To explore the relationship between soluble growth stimulation expressed gene 2 (sST2) and
myocardial fibrosis after acute myocardial infarction ( AMT). Methods 249 cases were selected from January 2015 to
September 2016 in the First Hospital of Lanzhou University, AMI group had 166 cases that were first diagnosed as AMI pa-
tients, while 83 cases of coronary angiography negative in the control group. The level of serum sST2, procollagen Il N-
terminal peptide (PIIINP) , aminoterminal pro-brain natriuretic peptide (NT-proBNP) were tested and left ventricular e-
jection fraction ( LVEF ), left ventricular end-systolic volume ( LVESV) and left ventricular end-diastolic volume
(LVEDV) were collected, compared and analyzed. Results Serum sST2, PIINP and NT-proBNP levels and values
of LVESV and LVEDV in AMI group were higher than those in control group, values of LVEF in AMI group were lower
than those in control group (P<0.05 or P<0.01). Serum sST2 level in LVEF<50% subgroup of AMI group was higher
than LVEF =50% subgroup (P=0.031). Serum levels of sST2 were positively correlated with PIINP (r=0.181, P=
0.02), and negatively correlated with LVEF (r=-0.179, P=0.021) in group AMI. Serum sST2, NT-proBNP and
$ST2+NT-proBNP in AMI group could diagnose heart failure after AMI, and their areas under ROC curve were 0.608,
0. 683 and 0.732 respectively. Conclusion Serum sST?2 participates in the process of myocardial fibrosis after AMI,

and is correlated with left ventricular systolic function. Serum sST2 levels have diagnostic value in heart faliure after AMI.
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Table 1. Comparison of general clinical data between the

two groups

L e S
TR () 60.05£0.90  57.13x1.02  0.03
BB %) ] 141(84.94)  56(67.47)  0.001
DRR/T) 75.05£1.15  75.64x1.30  0.75
BMI(kg/m?) 25.88+0.38  24.80+0.43  0.06
WA s [ 51 (% ) ] 116(69.88)  36(43.37) <0.001
RIS (%) ] 74(44.58) 27(32.53)  0.068
RMERGL [ #(%)] 102(61.45)  43(51.81)  0.146
BEIRAE S [ (%) ] 23(13.86) 2(2.41)  0.005
AST(U/L) 36.12+1.67  32.29+2.57 0.2
ALT(U/L) 37.67+1.79  34.53x2.52  0.31
GGT(U/L) 37.86+2.16  36.88+3.39 0.8
GFR(mL/min) 90.54£2.09  90.3622.27  0.96
BUN( mmol/L) 5.72+0.24 5.38+0.15  0.34
TG ( mmol/L) 1.81+0.08 1.66+£0.11  0.29
F 4 (x10° /1) 9.54+0.25 5.79+0.16  <0.001
HR PR (%) 75.70£0.88  61.99+1.10 <0.001
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Table 2. Comparison of serum sST2, NT-ProBNP and

PIINP and partial parameters of echocardiogram

I H AMI 2 (n=166) X} #E4H(n=83) P1{H
sST2(ng/L) 25.91£1.35 17.16£0.66  <0.001
PIINP(ug/L) 43.35+2.29 33.81£2.62  0.01
NT-proBNP (ng/L)  1134.9£165.45 140.91+26.56 <0.001
LVEF( %) 53.81£0.55 63.35£0.82  <0.001
LVESV(mL) 58.46+2.17 41.46+2.18  <0.001
LVEDV (mL) 125.48+3.41  109.30+£3.94  0.004
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Figure 1. Comparison of serum sST2 levels between LVEF
=50% subgroup and LVEF<50% subgroup in AMI group
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Figure 2. Correlation analysis of serum sST2 and P Il NP
and LVEF in AMI group
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Figure 3. ROC curve of serum sST2, NT-proBNP and sST2+
NT-proBNP in diagnosing heart failure after AMI
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