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[ Abstract |

Objective To explore the risk factors leading to triple vessel coronary artery disease. Methods 56

patients with triple vessel coronary artery disease and 72 patients with single vessel coronary artery disease confirmed by

coronary angiography during the same period were retrospectively analyzed and compared. Results The differences in

age, gender, blood pressure,blood glucose, education degree and level of HDL-C were statistically significant between the

two groups according to univariate analysis (P <0.05). Age, gender, blood pressure, blood glucose, education degree

and level of HDL-C were all important factors in affecting triple vessel coronary artery disease according to multivariate

logistic regression analysis (P <0.05). Conclusions Advanced age,male,diabetes mellitus,low education degree and

decreasing HDL-C level are the most important risk factors in causing triple vessel coronary artery disease.

[ Keywords ]

T U 2 M1 T NI B 1) A B [ AT, 51
ERBEAKENRG ST NI W7 SadyT 2k
WFATIIRBAE T 5, FE T F6R DLW T e, 3 = ek o
FREREL 1100 J71 o Herb b0 = S A AR S
Jeb U A T B RRER HE, BT o5 He B AR TG
£ s EP ORIy T8 8 7 T Al L= S (T S A ez <Y
o, AT S O = S I A A2 s B R R Y, R
e R 100 il Dt Ui = 32 1M A AR SR AR AR -
1 #FREHZE
L1 — el WO BB 750 DU e = e
DWEE2018 4E9 J % 2019 4 7 FJ B B 56 15 5k
SO = S I s 28 A8 T ek, Herb D5 M 37 41
R 19 1] R IRTE ] 39 ~84 X AR (67.3 £12.1)
% e R R T 50 %, BN e AR B T2
i, Horp B3 % 37 ), Lok 35 5 AR I R 37 ~ 79
%R (56.6 £ 11.4) % AR A B 3 1] e Jok a5
S5 50 = SN AR 56 1] F 35 5 [ B 3 B 5
MW T2 1 B AT HE AT
1.2 Wk
12,1 URImIRER O— MO AR M5 27
T3 5 @FH B B e o PR 26« v I s W PR s TR AT
RIS B s BTet ik i 5% 25 S « = S ML A8 AR S PR S

ML
1.2.2 BHEAVERME  SEEMIEIRSIE AL

AN KA A T K 5, FIWTRUE : PO 2255 B2 I
WCHE A% J7 ks [6) i A e, A2 T (LM | iR 52
(LAD) . [mljiE 3¢ (LCX) | A7 s AR gl Jik (RCA) Horp 4E:
B PAE =50% Sy fHM: 2 Wi e . AR e AR
Bk 2 M 3 SO K I 2 W = S A e S 5 2R
Lo UASSEE I M A8 12 Wi B S I AR % o

1.2.3  FOCAER R A RME & L Y s =
140 mm Hg FI( 5) #75KH =90 mm Hg, I ARRF 2y
A M R TS L B A I =7 mmol/L,
ARG 2 h i =11.1 mmol/L, WEAH S >1 4, &F

Coronary disease; Risk factors; Health promotion

H>10 32, R >1 4,8 H >50 g, mH TR
RS o

1.2.4  HEBRAniE el 5 HERR SO A2 , A AR
HIKFEN AR (CABG) 52

1.3 Giifegab st fdi1] SPSS 17.0 43 #r ¥t . it
HRRNIES MG, v x5 FRoR, AL 80 38
SR ¢ K5 5 THRCTORE AR 4y Bdeos R X
K. 2 2 3 b R FHAE 25 4 logistic [\] 05 43 47,
P <0.05h ERA G FRE .

2 #R

2.1 ebCod =S A AE S A SR 5 B S I AR e AR AR
HWEIR I R R R R T R R TE R
WL 43 BERan T « (1) 5O = MR 2 5
B IMAE R R Z R A gt E L (P <0.05),
(2) bt = S I 728 5 B S I A A8 M 1) 2
ALt (P <0.05), (3) 000K = 3 &
A5 5 S I AR R = RGeS (P >
0.05), R ZERUE (P =0.054), (4)5EL0H
=I5 S A AR N S 2 S TG i A
(P >0.05), (5) 7000 = 32 10459 A8 5 52 1
AR B I At fE B PR 2R LA gL — S Il A4
o738 5 RS S 72 7 e IR W PR HDL-C 7K
VO 2E A G L (P <0.05), 78 WA
LDL-C ikil§ 22 7 RS H#5 L (P >0.05)

2.2 b =S AR B A Z I &R logistic [A]1
AT DA AR b O = S I A A2 Sy g AR 1 (TR
1 =02,0 =A%), EAEEAM logistic [A] A F
ZiG IR Kk 1 P <0.05 fHXSH/ Fatn &
R R EAE b B AR &9, 3547 logistic [7] 15 4y
B, 45 R B AR A3 2H R sl s A PR \HDL
IRV A2 D7 34 R et 00 9 — S I A5 s A2 1Y) S 2 52
KZE(P<0.05,Z2% OR >1), Hi =) HDL-C 7K
PR R (OR < 1) (BMIE HDL-C 7K 2 e i ]
). k2,



. 204 - I B e e

2020 4E 4 %523 %4528 Chin J Clin Healthe, April 2020, Vol. 23, No. 2

R O =S A A L R A

=AM AE AL

FAST ML L&

BmMEE (n=56) (n=72) (n=128) PR

Y (X 25, %) 67.3£12.1 56.6 +11.4 61.3+12.8 <0.001
BH(%) ] 37 (66.1) 39 (54.2) 76 (59.4) <0.001
B ILEL (% ) ] 33 (58.9) 18 (25.0) 51 (39.8) <0.001
BRI (% ) ] 22 (39.3) 11 (15.3) 33 (25.8) 0.002
W 461 (% ) ] 21 (37.5) 27 (37.5) 48 (37.5) 1.000
I (% ) ] 15(26.8) 19(26.4) 34(26.6) 0. 960
TR F G [ (% ) ] 20 (35.7) 25 (34.7) 45 (35.2) 0.907
EARIIC N 29 (51.8) 24 (33.3) 46 (41.4) 0.054
BMI(X +5,kg/m’) 25.8£4.9 26.0+2.8 25.9£3.9 0.786
S BRE (% + 5, mmol/L) 4.121.10 4.19+0.79 4.16 +0.94 0. 688
LDL-C(% +5,mmol/L) 3.27 +0.69 2.97 £0.76 3.10 £0.75 0. 569
HDL-C(% +5,mmol/L) 0.93 +0. 11 1.04 £0.17 0.99 +0. 16 <0.001

TE: BMI R A B8 855 LDL-C {12 i 2 1 A [ s HDL-C. g o 2 B2 AR 8 1 JIEL T e 5 3R [

®2 O =M EREZ R logistic [A1J7 70 B4 5

AR R A 15 ] MPEER 3 RUER  Wald? 5 PAE OR i 95% C1
B 1=9,0="% 1.026 0.510 4.052  0.044  2.790 1.027 ~7.577
A >50 % 1=>50 %,0 =% 1.421 0.552 6.616  0.010  4.140 1.402 ~12.222
e I 1=2,0=% 1.609 0.525 9.401 0.002  5.000 1.787 ~13.989
bR 1=2,0=% 1.197 0. 563 4.527  0.033 3.310 1.099 ~9.970
(=i 1=J&,0=7 1.267 0.443 8.178 0.004 3.550 1.490 ~8.460
HDL-C 1=%8,0 =% -0.342 0.107 10.249  0.001 0.710 0.576 ~0. 876

3 itig [N PR ORI o VA N S [ S G o= NG

IRZ W FEFRWAF S AR O = S I
AL IER N R 2 — , BEH AR 0, A8 AL, 7
O S R e K T T SR 2% 7 A R WD
Jin' AR R BT C = S I AR R A
TS MAE AL R BEH AW, S O =3k
TGN, ST 02 AR P 2 P e o =
SCIUE AL I <50 % O 0 fi], 4R % > 50 % 19
Bl BT 50 2 He 28R, MEPEER X0 A
YRR, B M4 26 )5 | e 0o = S I A5 6 28 05
ARG, A 2L P S0 = S AE S K
R FART B, 240 28 )5 2 e O 1) K 3%
ETHES . AR RAESE T A R BRI e R R
T Lo A B SR S A 1), AR ARBIF T TR O = S
WL ZE A, PR 5 RINBRAE T 0o = 31l
AL R 2 H AR

M5 ShKEE AL, FBOEIR SRR AL , 5560006 =
S S A WA S L A ST & B O
A A P e I R L SR T A i, R o
ML 32 1) 7 T 00 5 = 3 1L 8 9 28 B 9 vh A T
S AT 2 W TR A A XU 2 T
NHY 32 1% ,40% ~50% L JIURERE 5 IS A 56, 3
] e O SR IR BN A 1, AR 2016 4R (R
e S R A i ) A 1A I 8 2 17 o A1 4
3 g LU, HIREE RS8R AR 10 g UL L,
PRI A T D G PP 8 SRR R T LA S A AR v
FE A3, BEITIS/D T O = 32 MG 78 K R
JERE LDL-C FF & \HDL-C R B B iF 55 J2: 56 o0
IR 22— AT & BUE B LDL-C &
JeS U = S I AP A8 5 A S I A AR 25 RN I A
KB HDL-C B2 e 0o = 3 1M 45796 78 2k ST FE B



oIl RS 2020 4E 4 HE5 23 552 3] Chin J Clin Healthe, April 2020, Vol. 23 | No. 2 « 205 -

Wz, ESMEIR IESE HDL-C /K F 5 500 2
SREL L ARG, R B AR R I [ S s
PURAE PUEAL , ORI I05E P9 R 2 A St sh bk ok A i
FEAER , BRI HDL-C F R F000 56 0o s = 32 I 45795
AT A BB S W PR R ek Lo Ik ST G R R
SRR = M AR B R BRI 2 bR
3 o8 i XL 57 P 1A 2 ~ 7 A%, o0 I A A
WE IR B S5k SOt B R A X e ik o
ERHGEAESRIRIE 32 o LI AT REME R I 5 O
WA A L] B A PR A T 2 2 eI AR O R
IV C Bobik i F et o Ak | - A4 =
ESER AR N A2 SRy b ) [N R Tl
i 0 2% I 5 | A QR L S L R A AR
MLAG S5 HEIRI , P& A B AR EAE R, (R P
R VEH S EOE O = S MR AL KR

WA RG2S AR O e PO A
FERAS AR B e kol 728 B ™ B RS A% W eE
L =S IR AR BRI N R Z — o W45 56
POk I PR R B, B — S AR R AR 0 R B AT /)
MR A LR A IR B3 i , A2 1F e 4 i 43 A A it
RN, 2O BBk Sk AL AL , 5 | ke i A4 s
RS [RS8 0 Y R T i TR 1 BRI, % Ay A2 Bk i
25 IO WURE S0 A e R Bl Dk A 28 alpse e 0™
OIS SR & B O = 3 I 45 9 2%
5 RSZ AERAETE WA T 22 S RGBS,
JE S A A A T D

AWFFT R I 2E D7 S 5 e O = 3 UM A e AR
AHBIER SRR R, B EHIER2E B E SR
TR A% B B B AR T B s v, AR PR, 9
SR S AE A A . HAR 85 =R
KA DU B = e P Ja Al 55 H PR B A O, T8 T
SEEHE R R PR E B, ARG W BT B B
I, ARG R A R A BUR I BRI
MLAG S5 18 22 (5 A B FR K IR )-S5 208 9w 1B
PRAGHITR S = | [RIE & TH AR TR [, /N AS S 5l
B, AN A B, S 80 & B A A
P&, ABFRHRREE 5 TAES DR iR ik 2= i i
FWEH LG T M3 R R BT RaayT, b
TR = S I AR AR KA

SEE LR = SZ IR AR 1 FE RS I R AR SN S
B R AE SR R R 2 N R E 2 s LA R
S, HtH s i %%, —SEE 2RIk
Pt fH e PR 22 AT LG g B A A O ST 5 O

TR AR ERARAR R, 1 2 8Bk , P o M A 47 AL
W I R ) R S TR 3k B i e i
5% 3k
(U] B, mi s, X000 AR, 4. b LG iU i i 2017

ML) ], T EJEER A ,2018,33(1) : 1-5.

(2] AvBE, TEIAE, 5 OCH AN [R5 6 0o = 32 I8
AR E WG R [T ] v [ 3l Bk RE Ak 2% A,
2015,23(10) :1017-1020.

(3] WIAOIE, Bt oL, R A0 T, 45, AN [R)AR I B BOE O 6
HIERHZR AR LA [T]. 52 R4 2R 365, 2013 ,29
(5):737-739.

(4] WAHRBH ATk, B AN () e R 3l ko 28 SCEOE
A RERE R [T]. P ESHEE2,2019, 14
(15) :24-26.

[5] HARVARD T H,CHAN SCHOOL OF PUBLIC HEALTH.
Three public health interventions could prevent 94 million
premature deaths [ J/OL]. News Release, 2019, [ 2019-
06-10 ]. https://www. eurekalert. org/pub _
2019-06/htes-tph060719. php.

[6] KIMKS,OWEN W L,WILLIAMS D, et al. A comparison

releases/

between BMI and Conicity index on predicting coronary
heart disease; the Framingham Heart Study[ J]. Annals of
Epidemiology,2000,10(7) :424-431.

(7] BB MG S5 BiG 18 M TS & 61 2. b B A
IG5 B 1648 B (2016 AF&T R [1]. H E R 26
Z%i,2016,31(10) . 15.

[8] CONTHE P,G6MEZ-FERNANDEZ P,DE ALVARO F, et
al. HDL cholesterol and cardiovascular disease in a popu-
lation with hypertension and type 2 diabetes mellitus.
RICARHD Study[ J]. Rev Clin Esp,2009,209 (5) :227-
233.

(9] B3, . IRV R & 075 O AL [T ]
RO LR 2R ,2015,31(4) :366-369.

[10] KING C C,PIPER M E,GEPNER A D, et al. Longitudinal
impact of smoking and smoking cessation on inflammatory
markers of cardiovascular disease risk [ J]. Arterioscler
Thromb Vasc Biol ,2017,37(2) :374-379.

[11] BhASRE, Ph TR, W22, 45 WA 15 el 0o S 2R 1)
XFHRITTE [T ] rRARA iR 2R R ,2002,23 (4) :60-63.

[12] BARBARA M,DAVID B. Smoking and cardiovascular dis-
ease; mechanisms of endothelial dysfunction and early
atherogenesis[ J ]. Arterioscler Thromb Vasc Biol,2014,
34(3) :509-515.

[13] BISCIGLIA A,PASCERI V,IRINI D, et al. Risk factors
for ischemic heart disease[ J]. Rev Recent Clin Trials,
2019,14(2) :86-94.

(ks H#7.2019-11-01)



