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“the unbound free fatty acids”.
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Free Fatty Acid;  Heart-type Fatty Acid-binding Protein

The small amount of free fatty acids in serum is not bound to albumin, which is frequently referred to as

Unbound free fatty acids and their intracellular binding protein, heart-type fatty acid—

binding protein, have been suggested to have clinical utility as indicators of cardiac ischemia and necrosis, respectively.

They may have a potential role in identifying patients with cardiac ischemia, predicting recurrent cardiac events in acute

coronary syndromes and in congestive heart failure patients.
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m DA ST B8 # FFAu {H & T8 ST Bk
¥ S TIMD U5 H 458 B Sk O LR SE
#5383 i, % 75 B, AP AR BT RO R R SO
min 5 h.8 h [] FFAu, &5 5 &% I IX 8.0 LA 4F 26 2
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Kim 25 " Kol 170 491 200k i 85 58 2 (o 76
IR 12 A0 IUAEFE) 1) HFABP .cTnl .CK-MB.Mb,
T8 ROC £ T [ 2 43 7l 9 0. 827.0. 863.0. 772
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A (HR=2.6;95% CI /1.9 ~3.5), fERIEAM
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