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[ ABSTRACT] Aim To investigate the peripheral blood of a disintegrin and metalloprotease with a thrombo spondin
type 1 motifs 13( ADAMTS-13)levels in the patient with coronary heart disease (CHD) and its correlation with high-sensi-
tive C-reactive protein (hs-CRP) , N-terminal natriuretic peptide precursor ( NT-proBNP) , high-sensitive cardiac troponin
(hs-cTn). Methods 145 cases of patients who underwent coronary angiography were selected as research subjects.
They were divided into three groups by coronary angiography: 47 cases of patients with stable angina as SAP; 49 cases of
patients with acute coronary syndrome( ACS) , including 26 cases of unstable angina( UAP) and 23 cases of acute myocar-
dial infarction( AMTI) ; 49 cases of patients with non-coronary heart disease as control group.  The bloods of all patients
were collected after inhospital, blood of the AMI group was collected again after 10 ~ 14 days as recovery period. — The
ADAMTS-13 levels of all patients were measured with ELISA. Results The ADAMTS-13 level in the ACS group
(286.22 +21.75 ng/L) was strikingly lower than that in the SAP group (357.47 +21.98 ng/L) and the control group
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(581.85 +£21.52 ng/L) ,but there was no significant difference between the AMI group (256.21 £29.43 ng/L.) and UAP

group(258. 55 £31. 56 ng/L).

cute stage (619.91 +30. 80 ng/L vs 256. 21 +29.43 ng/L).

The ADAMTS-13 level in the AMI group after 10 ~ 14 days was higher than that in the a-

In the ACS group, the hs-CRP, NT-proBNP, hs-cTn levels

were higher than those in control group and the SAP group; the LVEF was lower than that in control group and SAP group.
The ADAMTS-13 levels had negative correlation with hs-CRP, NT-proBNP and hs-cTn, but had positive correlation with

LVEF.

Conclusion The ADAMTS-13 levels had close relation to the stability of coronary heart disease, and the combi-

nation with serological markers and LVEF could predict the occurrence of thrombotic events in patients with CHD better.
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CRP NT-proBNP /K- I 3 TXF 4L (£ 2) .

F1. ZHBERIGERZREEEER (x +5)
Table 1. The comparison of clinical data among the

three groups

Wi H X AR 241 SAP 4 ACS 41
(%) 61.10 +£1.07 63.60 £1.23 60.78 =1.10
FB () 28/21 25/22 29/20
RFFHEH(kg/m?) 22.79 +0.46 23.33 £0.60 21.97 =0. 49
23 6 1A ( mmol/L) 5.88+0.50 7.16+0.50 6.54 +0.47
W4 i ( mmHg) 126.38 £2.65133.23 +2.91130. 70 +2. 93
ik E (mmHg) 80.72 +1.56 82.89 +1.72 81.39 +1.76

KB EEREHE A (mmol /L) 3.15£0.12  3.06 +0.13  3.07 +0. 13
B ERE(U/L) 21.80+1.31 23.77 £1.46 25.10 +1.56
M ULEF ( umol/L) 82.03 +3.05 86.65 +3.52 87.00 +3. 60
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55Xt EZHAH L, SAP 41 LVEF A fr R (H2E R
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Table 3. Echocardiography results

TeGEiH2#E (P >0.05) ,fH ACS 41 & F Bk i B
ACS 4 LVEF W] A% T SAP #H, ‘5 X MRZH4H 1L,
SAP 760 W4 WK A% (left ventricular end-sys-
tolic dimension, LVESD ) F1 2.0 Z &7 5K FAA 42 (left
ventricular end-diastolic dimension, LVEDD ) Hf i} 1§
i, B ACS 28 LVESD JR 35K T SAP 4 (3£ 3).,
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Table 2. Change of clinical serum markers

i H X B2 SAP 41 ACS 41

hs-CRP(mg/L) 1.37+£1.05 2.86 £1.26" 6.55 +1.28"™

NT-proBNP(ng/L) 81.28 +1.41 288.40 +1.55" 1318.26 +1.32"

hs-c¢Tn( pg/L) 5.25+1.35  7.59+1.32  93.33 +1.32"

a B P<0.05,b K P<0.01, 5 BA LA ¢ A P<0.05,5SAP 4

He#L,

WH XT HRZH SAP £ ACS 4
LVESD( mm) 27.81+1.71 36.01 +1.95" 34.04 +1. 82°
LVEDD( mm) 44,83 +1.48 51.43 +1.77" 48.68 +1.62
LVEF 67.03% +1.61% 61.90% +2.03% 51.81% +2.21%"

a} P<0.05,b} P<0.01, 5 AL ¢ i P<0.05,5 SAP AL,
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FAERZE AR 5 LVEF f£7E1IEAH X (r =0. 473, P
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