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The effect of aortic valve calcification on the clinical characteristics and prognosis of

patients with acute coronary syndrome undergone percutaneous coronary intervention
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[ ABSTRACT ] Aim To investigate the effect of aortic valve calcification (AVC) on the clinical characteristics and
prognosis of patients with acute coronary syndrome ( ACS) undergone percutaneous coronary intervention ( PCI).
Methods A total of 68 ACS inpatients with echocardiographic AVC and 106 ACS controls without AVC undergone PCI
were consecutively enrolled from January 2014 to January 2016 in the division of cardiology in our hospital. ~The clinical
and angiographic data of the patients were collected and followed up for two years by two cardiology physicians. Results
The prevalences of dyslipidemia (77.9% wvs 38.7%), type 2 diabetes mellitus (47.1% wvs 24.5%) and arrhythmia
(37.3% vs 15.2% ) were significantly higher in the AVC group than the control goup (all P<0.05). In addition, the
Gensini score was significantly higher in the AVC group than the control goup (P<0.05). The multivariate Cox regression
model showed that aortic valve calcification, arrhythmia and type 2 diabetes mellitus were all independent worse prognostic
risk factors of ACS(all P<0.05). Conclusions ACS patients with AVC undergone PCI presented with higher co-mor-
bidities of dyslipidemia, type 2 diabetes mellitus and arrhythmia in this pilot study. AVC was associated with the severity
of coronary stenosis and more stents implantation in ACS patients. Assessment of AVC by means of transthoracic echocar-

diography could be a valuable non-invasive method for risk stratification of ACS patients.
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AL 1 U 2 S B AR N HESE TSR B L
PR PRSI IR 2 S HAE , S e IR B Bk 2 AR
(acute coronary syndrome, ACS) J&H F etk 3 ik A
e BREHR A 2L 1M, 4% & i I8 1, 5 1A e AR Bl ik
P a M 2E, S 00 LA A SR i 5K e 1 25 S
fER 2 Bz s R B ik A AR JT ( percutaneous
coronary intervention, PCI) XAk ACS FBEHILE
ST TS AR IO E5 (aortic
valve calcification, AVC)1E 1B 1714 i P50 16 & 4F
SR L 5 e AR g Ik R RE AL B K AR R e
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EAT PCI A B HUA R
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KT EH 12 7], 5 4 ACS A 9F AVC E % 68 fl1E N
KRN G R T (FAR AVC 41), ACS £ AVC
B 1008 b, # it Excel 257 4 E 472 1~
1 008 7] & # B9 % 5 , 4 Bl A& & H LS 1008 />, 44
¥ HALE /N B K A 7 HEF, LS BT T 106
Bl EH NI (AR B4, NAr g, DACS
A F AT 2 ST B 36 & A S HLAE b (ST-elevation
myocardial infarction, STEMI) (5] EAMEST BT
A% JLAE 38 (non-ST-elevation myocardial infarction,
NSTEMI) . f % & & & 4 J& (unstable angina,
UA) ' @A 3 ik % 5 W 4k 30 Bk 7R & (coronary
artery disease, CAD) #y 47/ 5 "Wk 20 ik £ T H £
X B HE =50%; DAVC L rir k" B #
ERMRREAMET, £ EYEME F LS
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ZR TG L (P>0.05) , M LAG 5% .2 B IR
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(P<0.05) ; /2.0 % 31 1L 53 %5 (left ventricular ejection
fraction, LVEF) | Z£ .0 5 N #2 (left atrial diameter,
LAD) | ik [ 40 Bfd 3 %2, 1l FR % A&l ( blood urea
nitrogen, BUN) , I4 [8] 2 7 A G it X (P<
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0.05) ;AVC DL =32 X Z 322 R F A 3
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Table 1. Comparison of clinical characteristics between AVC group and control group

e L e AVC 4 Xf B4R e AVC 4 X R ZH
G R 7R} (n=68) (n=106) P ERGRY (n=68) (n=106) P
BEHI(%) ] 43(63.2) 69(65.1) 0.803 || R i i 38k ( x 10°/ 5.0(3.9.7.9) 49(4.0.63)  0.383
I (%) 64.7+8.7 55.9+10.7 <0.001 )
WA x10°/L)  1.64(1.03,2.09)  2.0(1.4,2.3)  0.043
STEMI[ (%) ] 24(35.3) 44(41.5) 0.412
BN E(x10° L) 0.42(0.27,0.57) 0.44(0.33,0.54) 0.251
THiiEE STEMI 10(14.7) 18(17.0) 0.690 || N
S IE 7 (mmol/L) 4.26(3.68,5.18)  4.2(3.7,5.0)  0.599
NSTEMIL#1(%)] 17(25.0) 14(13.2) 0047 il =& (mmol/L) 1.94(1.27,2.54)  1.7(1.2,2.7)  0.584
UA[ (%) ] 27(39.7) 48(45.3) 0.469 || 2 e i o7 "
F R LR R E R 0.99(0.88,1.27) 0.96(0.8,1.14)  0.094
B e [ (% ) ] 60(89.6) 100(95.2) 0.153 || (mmol/L)
Mg S5 [ (%) ] 53(77.9) 41(38.7) <0.001 ﬁiﬁ}iﬁ)ﬁmﬂﬁ 2.42+0.90 2.36+0.89 0.127
LIRS 6 (%) ] 49(72.1) 63(58.4) 009\ LF ( umol /L) 68.9(60.6,81.0) 70.2(57.6,80.8) 0.710
2 HUBEIRA[ (%) ] 32(47.1) 26(24.5) 0.002 || 55 (mmol/1.) 337.8(267.4,389.3) 305.5(262.1,3682) 0.120
LERRELBI(%) ] 25(37.3) 16(15.2)  0.002 || BUN(mmol/1.) 6.0(52,7.2)  53(43,67) 0014
A (%) ] 16(23.5) 18(17.0) 0.288 || e 37 1 &5 o 25 [ 151( % ) | 7(10.3) 37(34.9) <0.001
W[ B1(%) ] 30(44.1) 48(46.2) 0739 || AR HI(%) ] 27(39.7) 43(406) 0910
k3 e > e AR
P (%) ] 24(35.3) 18(17.3) 0.007 ﬁﬁﬁ 5)? = Il 45 9 AR 34(50.0) 26(24.5) 0,001
IR (kg/m?) 27.542.65 25.5+3.08 0.003 0
21 PCI[ (%) ] 22(32.4) 37(34.9) 0.729
W4 H (mmHg) 142.5+20.7 137.3+17.1 0.069
A 1 BOZEE (%) ] 45(66.2) 73(68.9) 0.711
#79K K (mmHg) 80.0(74.0,90.0) 80.0(75.0,90.0) 0.336
FEA 2 BEEHR[ 1% ) ] 10(14.7) 28(26.4) 0.068
DF(R/ 5T 72.0(64.5,81.5) 70.0(64.8,80.0) 0.826
A 3 BB HI(%) ] 10(14.7) 5(4.7) 0.022
LAD( mm 36.0(33.0,40.0) 33.0(30.0,37.0) <0.001
S (3304000 33.0030.0.37.0) <0-00H | & 3 pyp 1o s oo oo
a’;)@%*%*m“ 51.0(48.0,55.0) 50.0(47.0,54.0) 0.136 | [#1(%)]
P — Gensini 143 54(32.3,73.5)  34(22.0,55.0) <0.001
Ly E(Ep: N [
() 34.0(31.0,38.0) 34.0(32.0,39.0) 0.921 RIS AR (% ) 68(100) 106(100) B
LVEF (%) 59.3+7.8 56.6+7.6 0.022 || S MAS [ (%) ] 68(100) 106( 100) -
BRI [HI(%) ] 48(70.6) 71(68.3) 0.747 || MbITZE[ (%) ] 68(100) 106(100) -
ZEE R B (%) ] 5(7.4) 3(2.8) 0.165 ||B SZRBHHAR I H1(%) ] 45(69.1) 65(61.3) 0.295
EAIIT S (102 /L) 7.41(6.17,9.65) 7.72(6.47,9.88) 0.563 ||ACEL/ARB[ (%) ] 41(60.3) 38(35.8) 0.002
M/M$0(x10°/1)  215.0(179.3,2505) 221.0(188.5,279.5) 0.214 || FIIRFAI[ (%) ] 23(34.3) 25(23.6) 0.124

2.2 Cox K& B AHEBY & 37
IRHEIF 78 5 52 & 75 & £ MACE, 43 & MACE 41

(n=44) 54 MACE #H (n=130) , 1 Jcik172H A H

PRI B P<0.1 IR R A ZIHZE Cox IR

SRR A T (2 2) o 2R Cox KUK
B, E SRS O R 2 HURR IR, 3
AFEIE ACS B8 B B9 S fE 6 2 (HR 23531
2.085.2.408.1.991,P<0.05;% 3) .
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ACS &I AVC 1) 68 il i & Bl v Wi Ta) 4k 26 {4
(38.2%) k& 4= MACE, %} H 41 106 fi & ¥ 18 i
(17.0%) %4 MACE, P[] MACE 119 Kaplan-
Meier B2 LA 1,

% 2. MACE £ 53F MACE A5 X%
Table 2. One-way ANOVA of MACE group and non-MACE

group

MACE 4 4t MACE 41
i (n=a4)  (n=130) X/1f P
BHLHI(%) ] 24(54.5) 88(67.7) 2.477 0.116
(%) 60.8+10.8 58.9+10.8  -1.035 0.302
STEMI[ i ( %) ] 12(27.3) 56(43.1) 3.449  0.063
NSTEMI[ 4] (%) ] 6(13.6) 25(19.2) 0.703  0.402
AR R diei [ 61 (%) ] 38(88.4) 122(94.6) 1.911 0.167
Mg S5 [ (%) ] 28(38.7) 66(77.9) 2.191 0.139
I [ B (%) ] 33(58.4) 79(72.1) 2.903 0.088
2 RUBEIRIG[HI(%)]  20(24.5) 38(47.1) 9.463  0.048
DARFE (%) ] 18(40.9) 23(17.7) 11.073  0.001
fii 2= [ 5 (%) ] 9(20.5) 25(19.2) 0.031 0.860
MR RT3 (%) ] 18(40.9) 60(46.9) 0.470  0.493
IS [ B (%) ] 14(31.8) 28(21.9) 1.754  0.185
EREIZ D T
LB(%) ] 29(65.9) 90(70.3) 0.298 0.585
F B 1k
CB(%) ] 26(59.1) 42(32.3) 9.905  0.002
LS I R A
CB(%) ] 22(50.0) 48(46.9) 2.338  0.126
=3 R 3 M AR AR
CB1(%) ] 14(31.8) 46(35.4) 0.185 0.667

&R 3. ACS BESEZE Cox K EFH

Table 3. Multivariate Cox regression of the two groups

ES B Wald {5 HR & 95%Cl P
TR 0735 4.008  2.085(1.016~4.281)  0.045
DR E 0.879  7.437  2.408(1.280~4.530)  0.006
2 WU PR I 0.689  4.180 1.991(1.029~3.853)  0.041
1
B
It 0.6
H
o4t — XEBA
B —_AVCHE
0.2f
0 1 1 1 1 1 J
0 4 8 12 16 20 24
AE7FRTEI(A)

& 1. F4HE#E MACE E14 Kaplan-Meier #2547
Figure 1. The Kaplan-Meier curve of MACE between two

groups
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