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Human heart-type fatty acid-binding protein, D-dimer and High-sensitive cardiac troponin T in the
early diagnosis of acute coronary syndrome
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[ABSTRACT] Objective To investigate the value of early diagnosis of human heart-type fatty acid-
binding protein (h-FABP) , D-dimerand high - sensitive cardiac troponin T (hs-cTn T) in acute coronary
syndrome (ACS). Methods All 157 blood samples of patients with chest pain in the emergency department
of the Dongguan City Changping Hospital were selected. 50 healthy individuals were selected as the control
group.h-FABP, D-dimer and hs-cTn T were measured in all the specimens. All the experimental data were
statistically processed by SPSS 13.0 statistical software. Results The levels of h-FABP, D-dimer, hs-cTn

T in the ACS group, which includes the unstable angina(UA) group, non-ST-elevation myocardial infarction
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(NSTEMI) group, and ST -elevation myocardial infarction (STEMI) group, were significantly higher than
those of the non -ischemic chest pain (NICP) group and control group. There were significant differences
between the ACS group and the NICP group and the control group (P=0.002). The levels of h-FABP in the
ACS group between 3 to 6 h, were significantly higher than that of the controls (P=0.003). The levels of
D-dimer and the hs-cTn T in the group between 3 to 6 h were significantly higher than those of the controls (P=
0.005). The sensitivity, specificity and accuracy was 87.07%, 73.62% and 82.03% of the h-FABP in a separate
diagnosis of ACS (chest pain for 3~6 h) , but the sensitivity, specificity and accuracy were 97.41% , 59.22%
and 87.65% of the h-FABP, D-dimer and the hs-cTn T with the affiliation diagnosis (Chest pain for 3~6 h).
Conclusion The serum h-FABP is a more sensitive indicator of ACS in early myocardial ischemia than
hs-c¢Tn T and plasma D-dimer. Serum h-FABP in combination with D-dimer and hs-cTn T could improve

sensitivity and accuracy, which are valuable to guide clinical diagnosis of ACS in early stages.
[KEY WORDS] Acute coronary syndrome; Human heart-type fatty acid-binding protein; D-dimer;
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hs-cTn T R3R AR B R AU L A B
1.2.3 Z5RHMF

h-FABP 12 i ACS 5 £ & & B & 4 >7.0 ng/
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Table 1 The levels of serum h-FABP, the hs-cTn T and D-dimer were compared between the patients and healthy controls (X +s)

43 FI% h-FABP (ng/mL) D-Z /K (mg/L) hs-cTn T{ng/L)
R fR A 50 2.96+0.58 0.251+0.053 18+15
NICP 44 41 3.58+0.67 0.332+0.085 29£22
ACS 4 116
UA W#H 62 31.35+22.88" 0.527+0.136" 95429
NSTEMI .4 28 32.79+22.71® 0.569+0.175" 8830"
STEMI W 40 26 29.85+21.76" 0.766:0.102° 87+19"
F{8 3.825 3.572 3.682
P 0.001 0.003 0.002

*h-FABP .D- /& F hs-cTn T 5@ X B4 LR, UA 4 ¢ (H 45129 4.39,4.06.,4.01,NSTEMI 4 ¢ &4} 1K 4.02.4.09.4.20, STEMI 4 ¢
{H53 514 4.19.3.53.3.99, P #1<0.05;*h-FABP .D- — R {& f hs-cTn T 55 NICP 4 H3¢ , UA 4 {4 314 3.59.3.57.3.86, NSTEMI 41 ¢ {4+
514 3.49.3.82.4.23, STEMI 4 q {H5 %4 4.27 .3.85.3.79, P #<0.05
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ZRLE2,
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FEBRA AT ACS B2 Wik e

e 6198 K AE (3~6 h) BT, Bl A h-FABP i2
ACS B R E 87.07% , ¥¢ 7 JE 73.62% , ME 1 1
82.03% , KT D- KB} hs-cTn T Bl 5 F 12 W
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®2 FREMFERE ACS.NICP B 5@ B xt i 42 10 i& h-FABP . hs-cTn T #0103 D- R &K FLLB (R 25)
Table 2 Levels of serum h-FABP, hs-cTn T and plasma D-dimer in patients with ACS, NICP during different time
stages of chest pain and healthy controls (zs)

41 31 B h-FABP(ng/mL) D-—E{k(mg/L) hs-cTn T(ng/L)
Wi <3 h 4 76 33.58+20.36° 0.352+0.069 20£17
Hi9% 3~6 h 48 81 65.35+23.71° 0.759£0.204° 93228
NICP 4 41 3.5810.67 0.332+0.085 29422
f Xt FR 20 50 2.96+0.58 0.251+0.053 1815
F{H 3.675 2.998 3.526
P1E 0.003 0.005 0.004

h-FABP 7K 3 h L) P41 1 3~6 h 41 55 g % IR 4 NICP 4 Wb ¢ {43 5024 4.02.3.60, D- Z B KK T hs-cTn T 3~6 h 4 5 et B4 |

NICP 4 Lb3 q fB 5354 4.18.3.77, P<0.05.

ACS i & [ (25.86% , 18.97% ) # # % ¥
(37.12% , 39.02% ) , H% F E K F hs-cTn T
91.15% , h-FABP.D- — B {k B 4 i 8RB
95.69% . #¢ 7 B 62.03% MERAPE 85.29% ; h-FABP 5
hs-cTn T BEA b FBURE 90.52% 58 7 ¥ 68.22% .

WEH M 84.58% ; h-FABP .D- — % 4% .hs-cTn TE A
N2 W ACS RIBURRE 97.41% , 1% 7 F 59.22%,
HE B 1 87.65% ; Ifl ¥ h-FABP . hs-cTn T F1Ifl 3%
D- “RAKF 2 TR 3 B & 0 SR E 15 R
BE ETRE R FAEMT—IE M . SRS,

%3 [M% h-FABP. hs-cTn T #1132 D- Z R4k 8RB & B AT ACS S BT %K
Table 3 Serum levels of h-FABP, the hs-cTn T and plasma D- dimer were used alone or in combination
in the diagnosis of ACS

KA - PR (B1) BURE (%) Y (%) HEmE (%)
3h 3~6 h 3h 3~6h 3h 3~6h 3h 3~6 h
h-FABP 116 95 101 81.92 87.07 71.09 73.62 79.35 82.03
D-T Rk 116 1 30 0.86 25.86 0.88 65.33 1.25 37.12
hs-cTn T 116 2 22 1.72 18.97 89.52 91.15 9.96 39.02
D-ZF& .hscTn T 116 2 23 1.72 20.58 90.66 92.35 10.59 42.33
h-FABP .D- ~E{& 116 95 111 81.92 95.69 60.32 62.03 81.08 85.29
h-FABP .hs-cTn T 116 95 105 81.92 90.52 65.95 68.22 82.95 84.58
h-FABP .D- /& \hs-cTn T 116 95 113 81.92 97.41 58.03 59.22 85.34 87.65

[f1 35 h-FABP 5 Ifi 3% D- = B4 440 U0 v 70 1 5 F 33 0k 1?7 I h-FABP B D- Z B4k 5, hs-cTn T MR B, ZRE S B L (4 =465
6.87.6.02, P #7<0.05) ; Ifil & h-FABP 5 hs-cTn T B¢ &80 U HE# £ 5 T 5228 i FJ h-FABP B, D- K& hs-cTn T RN F , 2 R EFFit ¥
B X (x*=3.85.699.7.38, P ¥<0.05) ; Ifil /& h-FABP . If. % D- — B & Fl hs-cTn T B &4 I HE 58 1 % T 5204 57 A h-FABP 2 D- — R 4K 8¢
hs-cTn T RN A, ZRAHITFE L (' = 3.96.3.86.4.02, P $5<0.05)
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WEAE. RBECHRERHAEEFELLRP,
D-ZRET S5 TR BHRLE., BE
FUIEIT T ACS BE I P D- T RIK S Wk s Bk
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