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Abstract Objective: To investigate the relationship between plasma levels of von Willehemophilia factor lyase
(ADAMTSI13) and cardiac function in patients with acute ST segment elevation myocardial infarction (STEMD).
Method: A total of 143 patients with acute STEMI hospitalized in the Department of Cardiology,People’s Hospital
of Xinjiang Uygur Autonomous Region and underwent coronary angiography from April 1,2018 to March 1,2019
were included in the STEMI group,and other 143 patients without obvious abnormality indicated by coronary angi-
ography were included into the control group. Plasma ADAMTSI13 and von Willebrand factor (VWF) levels were
measured by double antibody sandwich enzyme-linked immunosorbent assay (ELISA). According to Killip cardiac
function classification, patients with STEMI were divided into four groups:grade [ , Il , [l , IV. The levels of plas-
ma ADAMTSI13, VWF, high sensitive C-reactive protein (hs-CRP) ,left ventricular ejection fraction (LVEF),and
brain natriuretic peptide (BNP) were compared among groups with different Killip grades. The influencing factors
of STEMI were screened by binary Logistic regression analysis. Result: (D The level of plasma ADAMTS in the
STEMI group was lower than that in the control group [(1136.51 4+136.62) ng/m vs (2153.32 £291. 81) ng/
ml, P<C0. 001]. @ The levels of plasma ADAMTS13 and VWF in patients with Killip grade [l and IV were higher
than those in grade [ and [[ (all P<C0. 05),while the difference between in grade [ and [l was no significant.
@ Logisticregression analysis showed that VWF (OR= 1. 006, P<(0. 05), hs-CRP (OR=1. 096, P<C0. 05) and
BNP(OR=1. 001, P<{0. 05) were risk factors of STEMI, while ADAMTS13 (OR=0. 49, P<<0. 05) and LVEF
(OR= 0. 88, P<<0.05) were protective factors. Conclusion: The level of ADAMTSI3 is significantly increased in
patients with STEMI,and the higher the Killip grade is, the more obvious the level of ADAMTSI3 increase is. The

high level of plasma ADAMTSI13 may be a protective factor for cardiac function in STEMI patients.

Key words ST segment elevation myocardial infarction; von Willehemophilia factor lyase;von Willebrand fac-

tor;cardiac function
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Table 1 Comparison of clinical data between control group and STEMI group Tt s
fitn Xt B2 (143 f3i)) STEMI 41 (143 fi) ! P

RS/ % 54. 45412, 438 59.33+11. 676 3.421 0.001
B R4/ d 8.2945.198 9.46+4. 854 1.975 0. 049
BMI 25.98+3. 35 26.28+3.99 —0. 686 0. 694
B/ 0 72(50. 34) 111(77.62) 23.078 <0. 001
e IR /451 C 96 61(42.66) 68(47.55) 0.692 0. 406
B BRI /161 (V6 14(9.79) 53(37.06) 29. 322 <<0. 001
Wl DR 9 245 A T/ 4810 (0D 11(7.69) 47(32.87) 28.029 <<0. 001
WA /45 (26D 33(23.08) 74(51.75) 25.101 <<0. 001
Y S /48 (6 20(13.99) 33(23.08) 3.914 <0. 001
W 45 /mmHg 126.20+17. 94 129. 77+22.09 1.499 0.135
&3k K /mmHg 77. 20414, 247 79. 70413, 44 1.552 0.122

1 mmHg=0. 133 kPa,

2.2 ADAMTSI3 . VWF K556 % 38 bR 19 8K

X 4H 5 STEMI 4 TG 5 PLT R K% it
¥ E X, STEMI 4 ¢TnT. ¢Tnl. CK-MB, Mb,
CK.D-—- B /&, Fib, ESR, hs-CRP, FPG, HbAlc,
LDL-C.TC.LVEDD.BNP K& VWF /KB & & T
XFHE 2, HDL-C,LVEF K& ADAMTS13 /K ¥ B &
& T X R4 (3 P<<0.05), W% 2.
2.3 A Killip 43 2% 8 %% ADAMTS13. VWF J&
S5 & AR b Y LA

Killip Il %. IV 2% & # 1l 28 ADAMTSI13 5§
VWFE K S B EE T Killip 1.1 %H#FH 3 P<
0.05),Killip I A1l i # M 25 Kait= &
X, Killip V&% 8% hs-CRP /K 3 & T Killip
L5 1l iE 3y P<<0.05), Killip V& HEE
LVEF /K8 8% T HAtb 41 .2 5 Killip 1 24

Fed 22 5 A 4 it aE X (P<<0.05), Killip IV 2% i
# BNP KFHI BB & T Killip T .10 A 4% &
(¥ P<<0.05), W% 3,
2.4 /32 Logistic [MIF4 T

VR 2P EBERI 2B LWIEFRMA 4328
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Table 2 Comparison of laboratory indexes between control group and STEMI group ats
Eizkia) Xt HRAL (143) STEMI 41 (143) t/Z 18 P {&
cTnT/(ng+ L") 0.03%0. 16 4.2443.58 14. 030 <20. 001
c¢Tnl/(ng+ LD 0.04+0. 21 33.66+£62.73 6.411 <20. 001
CK-MB/(ng « L™ ") 0.9140. 90 79. 75104, 37 9.034 <20. 001
Mb/(pg+ L") 46.95464. 95 257.414406. 37 6.116 <20. 001
CK/(U-+L" 81.59+73.04 828.864-1433. 50 6.226 <20. 001
Fib/(g+ L™ 2.80+0. 82 3.76£1.40 7.075 <20. 001
LDL-C/(mmol = L™") 2.54+0. 87 2.81+£1.05 0.044 0.021
HDL-C/(mmol « L") 1.0940. 28 1.0140. 25 —2.618 0.009
TC/(mmol « L™ ") 4.0941.06 4.3841.37 1.972 0.049
TG/(mmol « L™ 1) 1.48+1.08 1.51+1.27 0.129 0.898
LVEF/% 58.71£7.50 50.51£7.59 —9.194 <20. 001
LVEDD/mm 47.5146. 15 48.984+5.62 2.110 0.036
BNP/(pg * ml'™") 410.904173. 85 934.934551. 60 4,423 <20. 001
PLT/(X10° « L") 235.33474.52 237.77+81.70 0.670 0.503
DK/ (mg« LD 0.62+1.33 1.34+2.93 2.703 0.007
FAfE/ (<107 « L7 6.05+1. 87 10.36+3.77 12. 242 <20. 001
RN/ (X107 - LD 3.58+1.54 8.61+7.86 7.512 <€0. 001
ESR/(mm =+ h™ ") 15.224+12.92 24,52+17.94 5.031 <20. 001
hs-CRP/(mg + L. 1) 3.15+5.56 20.24+29.09 6.90 <20. 001
FPG/(mmol « L") 5.04+1.15 8.26+t4.21 8. 805 <20. 001
HbAlc/ % 6.05+1.01 6.7941.77 4.346 <<0. 001
ADAMTSI13/(ng » ml™ ") 2153.324291. 81 1136.514136. 62 —3.774 <20. 001
VWE/(ng « ml™") 180.92+83. 40 245.36495. 34 6.084 <20. 001
3 AE Killip 885> BB STEMI EE EHEFREE R

Table 3 Laboratory indexes of STEMI patients with different Killip grade xEs
Killip 3% VWE/(ng * ml™!) ADAMTSI13/(ng* ml"!) hs-CRP/(mg- L") LVEF/% BNP(pg » ml™ 1)
1 943 i) 213.37+62.39 871.63+739.07 22.83+14. 44 53.5340. 89 386.31+180.93
1% (38 #i) 225.34+64. 68c 1127.21+£1017. 26 23.81+15.28 50. 76+ 39. 31 963. 75+509. 11
Mg 19 51 277.54+102. 63V% 1672.24+1516. 4202 34.554+24. 12 47.84+6. 36" 707.13+582. 28

IV 2% (43 i) 280.83+124. 392 1696.41+1571.470% 34.53428. 7002 46, 44+7,07V 1212. 99446, 25029

5 Killip 0168 T e, P<<0.05: 5 Killip 0088 [T gL b4 .» P<<0. 0535 Killip D088 [ 9% Heds . P<<0. 05,

#F 4 STEMI %0 B 2 B9 Logistic B V3 4> 47
Table 4 Influencing factors of STEMI analyzed by Lo-

gistic regression analysis

EiskzD OR(95% CD P
ADAMTSI3 0. 49€0. 18~0. 59) 0.013
VWF 1.006(1.003~1.009) <C0.001
hs-CRP 1.096(1.051~1.144)  0.001
LVEF 0. 880(0. 842~0.918) <<0. 001
BNP 1.001(1.001~1.002)  0.001
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