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Predictive value of ADD3 and MMP14 in peripheral blood of patients with acute
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Abstract : Objective To investigate the predictive value of adductor 3 (ADD3) and matrix metalloprotein-
ase 14 (MMP14) in peripheral blood of patients with acute ST segment elevation myocardial infarction (STE-
MD for acute heart failure (AHF). Methods A total of 98 STEMI patients admitted to the inpatient depart-
ment of the Department of Cardiology of the hospital from November 2019 to October 2022 were selected as
the STEMI group. STEMI patients were divided into AHF group (30 cases) and non AHF group (68 cases)
according to whether AHF occurred within 48 hours of onset,and 63 healthy volunteers who urderwent the
physical examination in the hospital were selected as control group. The levels of ADD3 and MMP14 in pe-
ripheral blood was detected,and their relationship with AHF in STEMI patients and the value in predicting
AHF were analyzed. Results The level of ADD3 in peripheral blood in STEMI group was lower than that in
the control group (P<C0.05),and MMP14 level was higher than that in the control group (P <0. 05). The
level of ADD3 in peripheral blood in AHF group was lower than that in non AHF group(P <C0. 05),and the
level of MMP14 was higher than that in non AHF group(P<C0. 05). The level of ADD3 in peripheral blood of
STEMI patients was negatively correlated with cardiac troponin I (¢Tnl), creatine kinase isoenzyme (CK-
MB) , brain natriuretic peptide (BNP),and Killip grading(P <C0. 05),and the level of MMP14 was positively
correlated with ¢Tnl, CK-MB, BNP, and Killip grading (P <C0. 05). Killip grade IV, high BNP level and high
MMP14 level were risk factors for complications of AHF in STEMI patients (P<C0. 05) ,and high ADD3 level
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was a protective factor (P<C0. 05). The area under the curve of the combination of ADD3, MMP14 and BNP
for predicting AHF in STEMI patients was 0. 890, which was greater than 0. 704,0. 702,0. 750 of individual
indicators alone (P<C0. 05). Conclusion ADD3 level in peripheral blood of STEMI patients is decreased and
MMP14 level is increased, which is associated with complication of AHF., ADD3 and MMP14 are expected to

be biological indicators of AHF in STEMI patients.

Key words:acute ST segment elevation myocardial infarction;

metalloproteinase 14

Atk 13w (AHF) 2 24 ST B m 2o il
AL (STEMD 5 UL 9 7™ 5 5 & 5 » 7T 76 A B i & 4
0] 7 S 00 R R L B ARG 0t 2 B R B kA A TR
I AT PR PR B B O LI 3 L fH AHF {7588 & STE-
MI B H TR FZ . I E A 3(ADD3) &
— 2 20 R SR AT Y R M, BT E
A WFFEUESE ADD3 7] 875 220 & ik Dy g, Hoagt AL A8
S HELEE RS £, ADD3 1 20
WIAEBE (AMD J5 0 ) 52 0 8 v 530 33k, ml i 45
¥/ B3, 25 AMI 5.0 WLE 0ok f2t
FE R 4 R B RN R S0 ) R 08 R b A0 A A S
JOT A TR T, 4 R R 14 (MMP14) J2& JE it 42
R B 1 T T A B T T A0 A R PR R
A P L 5 R A0 R A0 AR A R 1R G MR S R
I 41 B A0 35 S5 A R S R0 EE O R O JUL AN S 1 3 A
PEAE K, ZEONUEERM.G DR E RS 5 HY,
MMP14 i 2 5.0 %8 f5 B & 98 5 72, 18 0 1 38 0
B L E MMP14 /K F & 2% 8 5t, %F ADDS3,
MMP14 7.0 15258 0 % 5 98 /5 F 4 mT e 5
STEMI i % Jf & AHF A X%, {52 H A ff 0 A & i’
W, AW S ER N STEMI B %40 E i+ ADD3.
MMP14 K, 487 55 STEMI B8 #% 3t % AHF ¢
2R IRZ R RS %,

1 #AR5HE

1.1 — %R $E#E 2019 4F 11 H & 2022 4F 10 J
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MMP14 /K& T % B 24H (P <<0. 05) , AHF 23 4 ifil
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TiH t/x* P 1/ X P
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I () 60. 324-5.13 61. 2145, 09 1.079 0.282 61. 87+5.03 60. 924, 27 0. 960 0.339
P 1.732 0.188

5 41(65.08) 59(60. 20) 0.387 0.534 21(70. 00) 38(55. 88)

Zz 22(34.92) 39(39. 80) 9(30. 00) 30044, 12)
R EHEE (kg/ m®) 22.8541.35 23.0241. 27 0. 809 0.420 23.25741.02 22.9241.31 1.224 0. 224
W8 sk 21(33.33) 39(39. 80) 0. 685 0.408 13(43.33) 26(38. 24) 0. 226 0.635
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Wi FE (mmHg) 120. 23+6. 08 149. 256, 79 27.553 <20. 001 150. 325,23 148, 786, 09 1.132 0. 260
#F 3K K (mmHg) 85.0247. 23 96. 3535, 02 11.733 <£0. 001 97.0544. 35 96. 044, 28 1071 0. 287
TG(mmol /L) 1.5340. 21 1.9574-0. 26 10. 759 <0.001 2.0240. 33 1.924-0. 29 1.508 0.135
TC(mmol/ L) 4,560, 42 5. 890, 63 14.771 <20. 001 6.020. 44 5. 830. 62 1.516 0.133
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BNP 0.742 0.258 8.271 2.100(1. 267~3. 482) <£0. 001

ADD3 —0.602 0.257 5. 487 0.548(0. 331~0. 906) 0.010

MMP14 0.482 0.154 9.796 1.619(1.197~2.190) <<0. 001

TE. — R LHE.
x5 SME M ADD3 #1 MMP14 33 STEMI # % AHF MBI 4 &

$h% AUC 95%CI 5 A T (L REUE ) S0 ERE (TR

ADD3 0.704 0.596~0. 813 0.92 76. 67 63. 24 0.399

MMP14 0.702 0.597~0. 808 53.06 pg/L 73.33 64.71 0. 380

BNP 0.750 0.652~0. 832 1721.05 pg/mlL 76. 67 67. 65 0.443

=HBEA 0. 890 0.812~0. 951 — 96. 67 73.53 0.702
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iE L TS B0 AE I 4 s EF K BE T R L SR B E O Th
ezl TR R AT, O I A R LR W AR R W 2
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T AL A2 K ) F-B1 CTGF-B1) 13 i 410 g A7 2= X 7
1,25~ RI I TE A, R 1.1 AR
EOAEEAMBEERAONBEMTRE, 4205
ASMkETREEZEMEH. AR ER, MMP14 &
7 3 F% 98 20 MO 19 i T 0 3 R i 0 A0 L B Y R
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P A P pe - 18] 70 5 4 Ak L e DR B R B8R L0 LA 4 b
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Clinical significance of serum APC and HO-1 levels in patients with AECOPD with type [l
respiratory failure treated with non-invasive mechanical ventilation"
LYU Lin . SHEN Chunying .LIU Li ,L1U Jianhong \WANG Haizxia”
Department of Respiratory s Panzhihua Second People’s Hospital s
Panzhihua »Sichuan 617000,China
Abstract : Objective To explore the clinical significance of serum activated protein C (APC) and heme ox-
ygenase-1 (HO-1) in patients with acute exacerbation of chronic obstructive pulmonary disease (AECOPD)
with type Il respiratory failure treated with non-invasive mechanical ventilation (NIV). Methods A total of
265 AECOPD patients with type I respiratory failure admitted to the Second People’s Hospital of Panzhihua
City from April 2021 to April 2023 were selected as the study group,and another 200 stable chronic obstruc-
tive pulmonary disease (COPD) patients and 200 healthy individuals were selected as the stable COPD group
and healthy group. The serum APC and HO-1 levels of the three groups were compared. After receiving NIV
treatment, the study group was divided into a poor prognosis group (40 cases) and a good prognosis group
(225 cases) based on their prognosis within 28 days. General information, laboratory indicators, and serum
APC and HO-1 levels were compared between the two groups. Multivariate Logistic regression model was

used to analyze the influencing factors of poor prognosis. Receiver operating characteristic (ROC) curve was
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