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[ ABSTRACT] Aim  To observe the level of apolipoprotein CIll (ApoCIll) in the serum between the patients with a-
cute myocardial infarction and non-coronary heart disease whether they were significantly different, and to explore its clini-
cal significance. Methods A total of 110 patients were enrolled. They were divided into acute myocardial infarction
group and non-coronary heart disease group, including 84 people in acute myocardial infarction group, and 26 people in
non-coronary heart disease group. The clinical data of patients during hospitalization were collected, including general in-
formation such as age, sex, hypertension, diabetes mellitus, dyslipidemia, smoking history, and blood biochemical index
data, including serum troponin T(¢Tnl) , triglyceride (TG ), total cholesterol (TC), low density lipoprotein cholesterol
(LDLC) , high density lipoprotein cholesterol ( HDLC) , uric acid (UA), homocysteine, serum brain natriuretic peptide
(BNP), ejection fraction (EF), and serum inflammation index data, including serum cystatin C ( CysC) and high-sensi-
tivity C-reactive protein (hs-CRP). The levels of serum apolipoprotein CIIl in each patient were measured. Results
Compared with non-coronary heart disease group (P<0.05), there were more males in the myocardial infarction group, and
smoking rate was higher than that of non-coronary heart disease group (P<0.05). Serum c¢Tnl and serum BNP in patients
with myocardial infarction were higher than those in non-coronary heart disease group ( P<0.05) , while HDLC and EF were
lower than those of non-coronary heart disease group (P<0.05). The levels of serum CysC, hs-CRP and apolipoprotein C

Il in the myocardial infarction group were significantly higher than those in the non-coronary heart disease group (P<
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0.01).

Multivariate linear regression analysis showed that there was no significant correlation between apolipoprotein CIII

and sex, smoking history, HDLC, c¢Tnl, BNP, EF, CysC, hs-CRP which were significantly different between the two

groups.

cantly higher than those in patients without coronary heart disease.

Conclusion The levels of serum apolipoprotein CIIl in patients with acute myocardial infarction were signifi-

Considering that apolipoprotein CIll promotes the for-

mation of atherosclerosis by affecting blood lipid metabolism and the process involves a variety of inflammatory mediators,

apolipoprotein CIll may be a predictor of inflammatory response to acute myocardial infarction.
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Table 1. Comparison of general clinical data and blood biochemical indexes between two groups

g ATl A (n=26) O UESEL (n=84) P1E
R () 57.52£6.45 61.75+10.64 0.074
B[ HI(%) ] 9(34.6) 60(71.4) 0.001
IR BI(%) ] 17(65.4) 47(56.0) 0.394
WEPRIA [ 11 (%) ] 6(23.1) 24(28.6) 0.583
Mg H e (%) ] 13(50.0) 52(61.9) 0.281
WA [ (% ) ] 8(30.8) 53(63.1) 0.004
¢Tnl( ug/L) 0.002(0.001,0.003) 35.09(6.11,125.96) <0.001
TG ( mmol/L) 1.40£0.54 1.55£0.68 0.334
TC(mmol/L) 4.56+0.91 4.50+0.86 0.759
LDLC( mmol/L) 2.99+0.78 3.03+0.84 0.815
HDLC ( mmol/L) 1.1620.19 0.97+0.22 <0.001
BNP (ng/L) 10.00(10.00,19.25) 75.00(30.00,187.00) <0.001
UA(wmol/L) 286.39+8.51 307.15+9.51 0.108
Hey ( wmol/L) 8.77(7.03,18.46) 10.73(8.63,14.23) 0.141
EF(%) 65.12+3.89 54.73+7.70 <0.001

23 BMIECHEH C REEAKE

CHUEFEAL CysC 349 FE hs-CRP H o7 e JiE ik
Fa TR O, R AR L (P<0.05;3K2)
24 FHEEEB CILRE

O WUFEL ApoC Tk B 8 28 5 TR s 4,
ZRAGIFE L (P<0.05;%2),

% 2. #4A CysC. hs-CRP #1 ApoCIII bk %%
Table 2. Comparison of CysC, hs-CRP and ApoCII between

two groups

L UE L2

(n=26) (n=84) P
CysC(mg/L) 0.80+0.12 1002024 <0.001
hs-CRP (me/L) 0.70(0.46,2.04) 8.79(3.58.25.63) <0.001
ApoCIl (pe/L)  85.5267.97  180.52+18.97  <0.001
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density lipoprotein, VLDL) 7E i A % 25 e Fil A= 7=
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Table 3. Multivariate linear regression analysis between ApoCIll and multiple variables

B FrifiEiR Beta t ik KU VIF
5] -2.76 54.00 -0.01 -0.05 0.96 0.71 1.42
W2 A s -5.40 56.57 -0.02 -0.10 0.92 0.61 1.65
HDLC -102.09 114.21 -0.15 -0.89 0.38 0.75 1.34
BNP -0.04 0.20 -0.04 -0.18 0.86 0.53 1.91
EF 0.26 3.59 0.01 0.07 0.94 0.55 1.81
c¢Tnl -0.05 0.28 -0.03 -0.19 0.85 0.78 1.28
CysC 49.83 104.90 0.07 0.48 0.64 0.81 1.23
hs-CRP 0.54 0.84 0.12 0.64 0.52 0.61 1.65

T VIR J7 2K 5, RIDR SRR A At 2 AR A AA SR e, VIF SO, SR e M FT BRI E . J7 22 WK DY 7~ i (80 480, LN
LAY AT REMUIC , W35 1 Sig i, RV A9 B, T 0.05 S BEA i 235 MaAS 96 , R e M IR AE MK o TARE,
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FRTE EC (93005 v BT 5 B 4E i 5% s R 707
TRL i3 #07% MAPK I NF-«B, 34/ (1 40 i/ % 6
(interleukin-6, TL-6) ., . #% 4l Mg ¥ b & 11 1
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T, BRSSO, WP 7= 24 hs-CRP
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