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[ ABSTRACT ] Aim  To assess the relationship between neopterin levels and left ventricular remodeling in patients
with actue myocardial infarction undergoing primary percutaneous coronary intervention ( PCI). Methods We pro-
spectively assessed 148 ST-segment elevation myocardial infarction (STEMI) patients undergoing primary PCI between Jan-
uary 2011 and November 2012.  Serum neopterin, brain natriuretic peptide (BNP) and high sensitivity C-reactive protein
(hs-CRP) concentrations were measured immediately before primary PCI.  Echocardiographycally assessment was per-
formed at 24 h and 12 months after myocardial infarction.  Left ventricular remodeling (LVR) was defined as >20% in-
crease in left ventricular (LV) end-diastolic volume at 12 months of follow-up compared with baseline. Results At
one year, 32 patients showed LVR and 116 patients had no LVR.  Plasma neopterin levels were significantly higher in pa-
tients with LVR than in those without LVR (9. 01 £ 1. 68 nmol/L vs 4. 95 £0. 83 nmol/L., P <0.001). Linear regression
analysis showed neopterin levels were positively correlated with increased levels of follow-up left ventricular end-diastolic

volume (LVEDV) (r=0.749, P<0.001). Logistic analysis after adjustment for relevant confounders, neopterin levels
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were found to be an independent predictor of LVR (OR =3.895, 95% CI 2.242 ~6.767, P <0.001).
showed an area under the curve of 0. 973 for neopterin(95% CI 0. 948 ~0.998, P <0.001) regarding LVR.
neopterin cut-off point was 6. 38 nmol/L with a sensitivity of 93.8% and a specificity of 94. 8% .

ROC analysis
The optimal

Conclusion In

STEMI patients undergoing primary PCI, neopterin levels are closely related with LVR, high neopterin levels predict LVR

at 1-year follow-up.
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F 1. BOEEMANMELACEENAIRKELZR
Table 1. Baseline clinical data of LVR group and NLVR group

N LVR 1 NLVR 21

LR TR} (n=32) (n=116) P i
(%) 63 +10 66 =12 0.18
() 23(71.8% ) 88(75.8%) 0.64
e L (81 13(40.6%) 51(43.9%) 0.73
WEIRAS () 7(21.8%) 21(18.1%) 0.63
1= g ILE (1) 9(28.1%) 38(32.7%) 0.6l
WA 2 (3] 15(46.8% ) 43(37.1%) 0.31
HTBECIUEBE (1)) 17(53.1% ) 62(53.4%) 0.97
Killip > 1 2% () 8(25.0% ) 21(18.1%) 0.38
Z 3 MERE () 12(37.5%) 31(27.4%) 0.23
RN B ERPEFT AT ] (min) 230 +68 248 +79 0.35
ARJF TIMI L3 3 % (1) 30(93.8% ) 114(98.2% ) 0.20
LVEF 51% +11%  52% +13%  0.67
EiL/ My

B =] DG Ak ( f41])
TR S AR T (1)
MBTTE ()
ACEIL 5 ARB( 1))
B SZARBELH R (1))
FIBRF ()
A S (mmol /1)
HiM =7k (mmol/L)
LDLC( mmol/L)
HDLC ( mmol/L)

32(100%) 114(98.2%) 1
32(100%) 116(100%) 1
32(100%) 113(97.4%) 1
25(78.1%) 88(75.8%) 0.79
23(71.8%) 88(75.8%) 0.64
11(34.3%) 32(27.5%) 0.45
4.43+1.38 4.38+1.41 0.82
1.56+1.26 1.49+1.18 0.75
2.72+1.24 2.76+1.18  0.85
0.91+0.29 0.86+0.28 0.37
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Table 2. Comparison of Npt, BNP, and hs-CRP level be-
tween LVR group and NLVR group

m H LVR 4 (n=32) NLVR#(n=116)
Npt( nmol/L) 9.01 1. 68" 4.95 +0. 83
BNP(ng/L) 454.13 +£120. 91 445. 69 £95. 98
hs-CRP( mg/L) 9.53 £2.03 8.97 +1.81

a} P<0.001,5 NLVR 4 %,
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Figure 1. The correlation of neopterin levels and increased
level of the follow-up LVEDV
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Logistic @Uﬂﬁ*%,ﬁ%égﬁl:ﬂftﬂ B A = ) fE s A
£ Npt(OR =3.895,95% CI 2.242 ~6.767,P <
0.001;%3),

* 3. ZEZE Logistic NASHEREZRS D EEHHHE
X
Table 3. The correlation between risk factors and ventricu-

lar remodeling in multivariate Logistic regression analysis

fafrA&E  BfHi SEfi ORfA 95% CI P
Npt 1.360 0.282 3.895 2.242~6.767  0.001
BNP —0.001 0.002 0.999 0.995~1.003  0.580
hs-CRP 0.120 0.132 1.128 0.870~1.461  0.363
LVEF —0.041 0.048 0.960 0.873~1.056  0.403
AR -0.030 0.022 0.970 0.930~1.012  0.161
31 -0.349 0.482 0.706 0.274~1.815  0.470

2.6 Npt.BNP & hs-CRP K EFHiMll £ EEHZ
RETEMEREHE THER
ROC /#4553 @ 7% Npt B9 ROC Bi£R T i fL>

0.973(95%CI 0. 948 ~0. 998 ,P <0.001) , i BNP f
ROC HiZk ALl 0. 436(95% CI 0. 329 ~0. 542, P
=0.26) ,hs-CRP 1 ROC HHZE F B0 0. 563 (95%
CI0.452 ~0.674,P =0.27) ., Npt {9 ROC {1k I #%
AR 5.8 6. 38 nmol/ L, XTI Y % 55 3 RN AR 5 B8 3
54 93. 8% F194. 8% (K 2)
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Figure 2. ROC curve of predicting left ventricular remode-
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