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A comparative study on the risk factors and the features of coronary lesions between pa-
tients with premature and mature coronary artery disease

WANG Li-na'* ,ZHI Hong?, QIAN Sha-sha',ZHANG Jia-ju’>, MENG Xing', WANG Yan-yan',ZHANG Yu',ZHU
Yi', WANG Bei'

("Department of Epidemiology and Biostatistics ,School of Public Health ,Southeast University ,Nanjing 210009
*Department of Cardiology , Zhongda Hospital Affiliated to Southeast University , Nanjing 210009, China)

[Abstract] Objective:To explore the features of coronary lesions and cardiovascular risk factors in patients with premature and
mature coronary artery disease (CAD). Methods:Total 524 patients who were diagnosed with CAD by coronary angiography (CAG)
were divided into pCAD (male <55 year-old,female <65 year-old) and mature CAD. Another 112 patients without CAD diagnosed by
CAG were considered as the control group. The risk factors,lipid metabolism levels and the coronary angiographic characteristics
among the three groups were statistically analyzed. Results: Among the three groups,the distributions of the female,age,smoking
status, father’s history of CAD, mother’s history of high blood pressure,white blood cells(WBC) counts,red blood cells (RBC) counts
and creatinine concentration were significantly different(P < 0.05). For the pCAD and mature CAD groups,the distributions of father’s
history of CAD,WBC counts, RBC counts and creatinine concentration were significantly different (P < 0.05). Serum total cholesterol
(TC), triglyceride (TG) and low density lipoprotein cholesterol (LDL-C) levels in pCAD groups were significantly higher than those in
mature CAD group. Most of pCAD patients had one vascular lesion,and the number of patients with serious coronary artery stenosis (>
90% ) in pCAD group was less than mature CAD group. Multinomial Logistic regression analysis showed that smoking was associated
with the increased risk of both pCAD and mature CAD,while female and mother’s hypertension history were associated with the
decreased risk of mature CAD. Conclusion: Smoking, positive family history of CAD,dyslipidemia and abnormal hemodynamics might
be the possible risk factors of pCAD. The risk factors of pCAD should be prevented comprehensively, especially in female.
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Table 1 Comparison of the base datum and clinic characteristics among the pCAD,mature CAD and control group

AR i Xt HRZH (n=112) % CAD(n=129) % CAD(n=395) BRI P
P51
% 60(53.6%) 80(62.0%) 316(80.0%) * =42 <0.001
4 52(46.4%) 49(38.0%) 79(20.0%)
(S F +s) 59.14 + 10.87 51.99 + 6.17"* 67.98 + 6.74% 48 < 0.001
BMI(kg/m?,% + s) 24.84 + 3.85 24.94 + 298 24.65 + 3.07 0.639
MW
& 76(67.9%) 70(54.3%) 191(48.4%) " * < 0.001
B2 36(32.1%) 59(45.7%) 204(51.6%)
el
% 90(80.4%) 97(75.2%) 304(77.0%) 0.624
2 22(19.6%) 32(24.8%) 91(23.0%)
AR H
R 87(77.7%) 98(76.0%) 282(71.4%) 0.316
s 25(22.3%) 31(24.0%) 113(28.6%)
TR
& 33(29.5%) 35(27.1%) 96(24.3%) 0.505
2 79(70.5%) 94(72.9%) 299(75.7%)
AR EE RS
7 97(85.6%) 110(85.3%) 358(90.6%) 0.174
7 15(13.4%) 19(14.7%) 37(9.4%)
ALRTEAR
& 107(95.5%) 120(93.0%) 387(98.0%)% 0.023
7 5(4.5%) 9(7.0%) 8(2.0%)
ACSEH R
7 108(96.4%) 123(95.3%) 393(99.5%) 0.469
2 4(3.6%) 6(4.7%) 2(0.5%)
S I
b 90(80.4%) 108(83.7%) 358(90.6%) * * 0.006
2 22(19.6%) 21(16.3%) 37(9.4%)
RIS 56 Lo S
& 108(94.6%) 123(95.3%) 383(97.0%) 0.683
7 4(3.6%) 6(4.7%) 12(3.0%)
Bl AR
7 110(98.2%) 126(97.7%) 388(98.2%) 0.919
s 2(1.8%) 3(2.3%) 7(1.8%)
FH AR EL (x10%/L, % + ) 6.04 + 1.55 722 +2.89%* 6.74 £2.19% %% < 0.001
LN (x10%/L,% + 5) 455 £ 0.50 458 + 0.60 4.44 £ 0.60° 0.028
WUEF (mmol/L,% + ) 78.71 £ 49.36 79.66 + 40.69 92.10 + 42.86* 44 0.002

XA P < 0.05,""P < 0.01; 55 & CAD b3, 4P < 0.05,%*P < 0.01,
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Figure 1  The comparison of lipid metabolism levels between the pCAD group and the control group,and between the pCAD group

and the mature CAD group
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Table 2 The comparison of the coronary vascular lesion

characteristics between the pCAD group and the

mature CAD group [n(%) ]

SE KR B CAD Wik CAD PE
IR SR

RS I A 57(48.7) 121(32.0) < 0.001

[k, 37(31.6) 101(26.7)

= 23(19.7) 156(41.3)
JRASTRA. 2

LERRE S 56(47.5) 132(35.0) 0.081

2 e S 7(5.9) 17(4.5)

Ak 9(7.6) 27(7.2)

= 3AR 27(22.9) 147(39.0)

B 04 17(14.4) 53(14.1)
AT (%)

50~75 32(27.6) 100(27.2) < 0.001

76~90 24(20.7) 60(16.3)

> 90 60(51.7) 208(56.5)
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K52 116 B R0 376 18 2 56809 B 3 AR A5995 728 I 4S5
P L 532116 I 52 S Cospa T 368 11168 2 T i EB 35 A5 9 728 1.
EHRAERERGE,

FRIGGEEI0 AR FE i R e Ol AL 1 5 1 R
W AR 2 HE A9 257 48 3 v TR R AL 3R T e WA A
R ORI E AR N, 5 ENIMIF T —2,
MR % CAD 4 51 % CAD ML, Lotk AR
I S LV A 0 B T8 0 20 i BORT LT o B
R THA CAD 4 ; & CAD 41 ¥ TC. TG,
LDL-C {25 T & CAD 41,

ARG R, BIRFLL CAD B L BN
F, HIFE % CAD 4 4Pk B3 el 3w Tk
CAD 41 (38% vs 20% ), $&R Lt R & CAD &R
KrrTRER T B4k, KWILCK , CAD M5t & =T B4k,
AT ot B IR B I A A R i &
VRIS ) 285 S i 22 B B SR AR D IRPE I 2 R
W38 2R X g AR | B Ao R AT SRR Sl bk P B A
ta VB FE 2otk CAD &9 = W e T B 17, 4R,
Hochner-Celnikier Z53%} 45~65 % B 612~ CAD [y
179 il B i 270 B B i BB, otk
S IE I e W PRI | E R AR JIEL [T s I R 25
faks R Z e, fER N EZ 48 H 2, B o U s
B LA BeE = 80% K A= L il | ek ik
AT A EAFEPI SR B ki R i 12



- 518 - Mo E B Kk E %R

3R EE 4
201244 H

®3 REXCAD % CAD 5xtRALEKER %5 %K Logistic YN
Table 3 Multinomial Logistic regression analysis between the pCAD group and the control group,and between the pCAD

group and the mature CAD group

ZoR Wald Exp(B) 95%CI Py
% CAD
PR (1=5 ,2=4) 2.838 0.707 0.423~1.182 0.186
MLBESFH (0=75,1=02) 0.098 1.101 0.604~2.007 0.754
I (0=75, 1=72) 0.161 1.122 0.640~1.968 0.688
AL SE R LR S (0=A5 , 1=52) 0.088 1.117 0.538~2.318 0.766
AT L (0=T7, 1=) 0.681 1.605 0.522~4.938 0.409
AR R (0=T5, 1=52) 0.175 0.317 0.362~4.719 0.676
BESE SIS (0=75,1=42) 0.462 0.795 0.411~1.539 0.497
RESETLLE L (0=15F, 1=02) 0.175 1.317 0.362~4.791 0.676
BEEA R (0=75, 1=52) 0.086 1310 0.215~7.981 0.770
AR (0= , 1=52) 4.601 1.779 1.051~3.013 0.032
PRI (0=15 , 1=52) 0.916 1350 0.730~2.494 0.339
% CAD
PRI (1= 2=10) 29.883 0.288 0.185~0.450 < 0.001
MLBESF5 (0=75, 1=02) 1.731 1.394 0.850~2.289 0.188
BRI (0=75 , 1=42:) 1.221 1.301 0.816~2.075 0.269
AR IR (0=75, 1=&) 1.520 0.668 0.352~1.268 0.218
AT L (0=T7, 1=2) 1.974 0.442 0.142~1.380 0.160
AR R (0=T5, 1=52) 0.348 0.701 0.216~2.280 0.555
BESE & 0L (=75, 1=02) 8.578 0.423 0.238~0.752 0.003
RESETLLE S (0=1F, 1=02) 0.081 0.846 0.267~2.676 0.776
BEEP R (0=75, 1=02) 0.000 0.992 0.203~4.845 0.992
W AR (0=75 , 1=5%) 12.944 0.255 1.448~3.511 < 0.001
PRI (0=15, 1=&) 0.579 1.225 0.727~2.063 0.447

SRR CAD 19 507 1511 55 1 Fit 246 il e Pk 35 X L
IIMT R, VR % CAD ARSIk A8 I AR T8
P IR SR % CAD BT E AL, I RI2
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RIABEE

ik A R B, & CAD Filg & CAD ¥E
TEE IR AR (R AR S BRI A R A A B 25 5,
& CAD IS N AERAE N 3, Wik CAD DL=3Z1i
FRRAE  2H0 PRALR ARS8 DA AE TR 52 ok 32
B CAD KBS R >90% & /b T & CAD, %%
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