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FEAR (P <0.05) , H %9 24 h B4 2 iR (8, B 5 % 7 o W URE BRE AUC 95%CI
FEE s &0 12 h 5 STEMI 2 #2753 Tenascin C BNP PPARS 0.18 67.5% 59.8% 0.670 0.550 ~0.752
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