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[ ABSTRACT] Aim To explore the relationship between the levels of lipid metabolism and coronary atherosclerosis.
Methods The data of 182 patients with suspected coronary atherosclerotic lesions were retrospectively analyzed.  All pa-
tients underwent coronary digital subtraction angiography (DSA), and those with coronary atherosclerotic lesions were re-
corded as the study group, otherwise as the control group.  The levels of triglyceride (TG) , total cholesterol (TC) , high
density lipoprotein cholesterol (HDLC) , low density lipoprotein cholesterol ( LDLC) , apolipoprotein A I (ApoA I ) and
apolipoprotein B ( ApoB) were measured and compared between the two groups.  Logistic stepwise regression analysis was

used to explore the relationship between them and coronary atherosclerosis.  According to the Gensini scores group of the
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study group, the difference of lipid metabolism between patients with Gensini scores <20, 20 ~40 and >40 were compared.
Pearson correlation analysis was used to evaluate the correlation between the level of lipid metabolism indexes and Gensini
scores in the study group. Results The detection rate of coronary atherosclerotic lesions was 59. 34% , and the levels
of plasma HDLC and ApoA I in the study group were lower than those in the control group (P<0.05), and the levels of
TG, TC, LDLC and ApoB were higher than those in the control group (P<0.05).
hypertension, type 2 diabetes, hyperlipidemia, obesity, smoking, drinking, TG>2. 3 mmol/L, TC>5. 98 mmol/L, HDLC
<1.2 mmol/L, LDLC>3. 1 mmol/L, ApoA I <1.02 g/L, ApoB>1. 14 g/L in the study group were higher in the study
group than those in the control group (P<0.05), which were risk factors for the coronary atherosclerotic lesions.  There
were significant differences in the levels of TG, TC, HDLC, LDLC, ApoA I and ApoB in patients with different Gensini
scores (P<0.05).

Gensini scores <20, slightly lower in the group of Gensini scores 20 ~40, and the lowest in the group of scores >40.

Compared with TG, TC, LDLC and ApoB levels between each two groups, the levels of TG, TC, LDLC and ApoB were the

The incidence of age =80 years old,

Compared with the plasma HDLC, ApoA I levels of each two groups, the highest was in the group of

highest in group of Gensini scores >40, followed by group of Gensini scores 20 ~40, and the lowest in group of Gensini

scores <20.

There were negative correlations between the levels of HDLC, ApoA I and the Gensini scores (r=-0. 842,

P=0.023; r=-0.789, P=0.007), and there were positive correlations between the levels of TG, TC, LDLC, ApoB and

the Gensini scores (r=0.798, P=0.004;r=0.812, P=0.015; r=0.803, P=0.008; r=0.808, P=0.013).

clusion

of TG, TC, LDLC and ApoB are high, which can increase the risk of coronary atherosclerotic disease.

Con-

In patients with coronary atherosclerotic disease, the levels of plasma HDLC and ApoA I are low, and the levels

The former are

negatively correlated with Gensini scores, while the latter are positively correlated with Gensini scores.
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B [E B2 ( high density lipoprotein cholesterol, HDLC) |
K% J& fIg & & B2 [E B (low density lipoprotein choles-
terol, LDLC) ,ApoA I ApoB K& -F,
1.3 DSA #RZE

>kl % B Seldinger % % | 48 34 fik 2% % 30 ik, ¥
B JiCH A 4 N, B2 000 ~5 000 U FF & E 4t Sk
FHERREY, B EA A 2R, KR
fr ey RAREZAAREREL, H#THFE
AL, EHERNIELERFEHNMNEITH
BER, Gt m ks fkom & i 3R A R AR
EFME, FH Gensini B4 % éj‘f‘\ﬁFTﬁ\m ,3{%— Gensini
R4 <20 2% 0N B L ,20 ~40 2T PR
R, >40 HH LA EERE
1.4 BRIk F 4
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2.1 ~3.1 mmol/L, ApoA I 1.02 ~1.60 g/L, ApoB
0.60 ~1. 14 ¢/L,
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B s B3k, TAE LR ¢ B 50, S H AR LR
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2.1 BERIPGRFELRTHARASITRAME
fig B AR gt 7k S Eb

A5 182 132183 h AT 101 4G H etk 3
Kok AR £k 95 A2 | A5 %R 59. 34% (101/182) , B
GIHAEGTAL, TN 81 A A e bR Sl ik ok A s £k
AR F LG X RE AL, WFFTALIM 2K HDLC  ApoA 1
TR T % BB 20 (P <0.05) , i TG, TC,LDLC,
ApoB 7K P-4 FXTHRAL (P<0. 0553 1) ,

*1. RAERAMRIEFRRBEKFILE
Table 1. Comparison of plasma lipid metabolism between

study group and control group

Xof R Wl

=%
P
1 i (ne8l)  (n=101y) ‘B PMH
TG/(mmol/L)  1.89%0.30 3.460.52 24.134 0.000
TC/(mmol/L)  4.0120.75 6.85£1.02 20.925 0.000

HDLC/(mmol/L) 1.56+0.25
LDLC/(mmol/L) 2.57+0.32
ApoA T/(g/L)  1.25+0.30
ApoB/ (g/L) 0.91+0. 18

0.82+0.20 22.188 0.000
3.49+0.41 16.550 0.000
0.67+0.12 12.289 0.000
1.65+0.26 21.766 0.000

2.2 BERREKESBRIEKFHEBUBETHX
RO

A 5% RERZE M5 o LU AHIE (P>0. 05) , BF5E
AR =80 %, A Jt i ML 2 BUME PRI | i IR A |
RERE W A s AR S, TG >2. 3 mmol/L, TC > 5. 98
mmol/L,, HDL.C < 1. 2 mmol/L, LDLC >3. 1 mmol/L,
ApoA 1 <1.02 g/L, ApoB>1. 14 g/L & [ 5 TXF
R4 (P<0.05;%2),

LA R Logistic [HIHZHr ] A1, 48 =80 % |
BIFmnE A I 2 BB A IR IR IAE TR
WA KB S TG>2. 3 mmol/L  TC>5. 98 mmol/L
HDLC< 1.2 mmol/L, LDLC > 3.1 mmol/L, ApoA I
<1.02 g/L ApoB>1. 14 o/L ¥ 5 AR5 ik ks K48 1k
AR KA R IEA R (£ 3)

DAt R 3 Ik ok A s £ 9 72 oAy DRI AR S 326 LI 41
] He A K BRI 25 Logistic [81 U343 0 35 (1) AH G IR
YER H A i R IRIE AR R IF Z R Logistic [71H4)
B, S5ATALAERY =80 2 AIFmE  AIf2 &
BRI A I = A5 LE B e WA BB PR S TG >
2.3 mmol/L . TC>5. 98 mmol/L HDLC<1. 2 mmol/L
LDLC>3. 1 mmol/L ApoA I <1.02 g/L . ApoB>1. 14
g/ L 12 el R B0 Kok A e Ak 28 & A 1k ST £ s R
(K4,

2.3 WARAHBRARE Gensini T35 BEIE R BIKT

WA Gensini FR4r R 12 ~ 49 43, F 1
(31.82+4. 57) 4%, Hrf1<20 43 20 ~40 43 . >40 /3%
g3 25 11,59 117 B, AS[A] Gensini B4 R

BRI LB 22 R A Ge it X (P<0.05) ,
HE— AT PRI HL R, & BRI % HDLC  ApoA T /K-F-
FE<20 S 2 H5c i, 20 ~ 40 SRS AR, >40 43 Bk,
Milfi3% TG . TC .LDLC . ApoB 7K ¥-7E>40 43 4H 5% &,
20 ~40 PR Z , <20 S HBAR(FES5) .
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& 2. PRAEXRE T RER M E ZHA L L8

Table 2. Comparison of the constituent ratios of possible influencing factors between

the study group and the control group AL (% )
Al RERZ I R % XTHRZH (n=81) W54l (n=101) N ! PfH
LiVa’s 43/38(53.09/46.91) 59/42(58.42/41.58) 0.518 0.472
LA =80 & 12(14.81) 46(45.54) 19.550 0. 000
I EnE 26(32.10) 78(77.23) 37.382 0. 000
G912 TR PR IR 29(35.80) 69(68.32) 19.122 0. 000
A It i g MLAE 16(19.75) 85(84.16) 75.494 0.000
JELJEE 8(9.88) 44(43.56) 24.996 0.000
2 A 31(38.27) 69(68.32) 16.391 0.000
R 19(23.46) 54(53.47) 16. 851 0. 000
TG>2.3 mmol/L 14(17.28) 63(62.38) 37.446 0.000
TC>5.98 mmol/L 19(23.46) 66(65.35) 31.689 0.000
TC 2.86 ~5.98 mmol/L 60(74.07) 32(31.07) 32.314 0.000
TC<2.86 mmol/L 2(2.47) 3(2.91) 0.042 0.837
HDLC<1.2 mmol/L 18(22.22) 59(58.42) 24.125 0.000
LDLC>3. 1 mmol/L 19(23.46) 55(54.46) 17.902 0. 000
LDLC 2.1 ~3.1 mmol/L 60(74.07) 40(38.83) 21.575 0. 000
LDLC<2.1 mmol/L 2(2.47) 6(5.83) 1.289 0.256
ApoA 1 <1.02 g/L 18(22.22) 65(64.36) 32.169 0.000
ApoAl 1.02~1.60 g/L 60(74.07) 32(31.07) 32.314 0.000
ApoA 1 >1.60 g/L 3(3.70) 4(3.88) 0.008 0.929
ApoB>1.14 g/L 11(13.58) 68(67.33) 52.858 0. 000
ApoB 0.60 ~1.14 ¢/L 65(80.25) 28(27.18) 49.628 0. 000
ApoB<0. 60 g/L 5(6.17) 5(4.85) 0.129 0.719

% 3. BEAZE Logistic @3S
Table 3. Single factor Logistic regression analysis

A IS B SE Wald x* P OR 95% CI
WA =80 % 1.878 0.601 9.764 0.007 6.540 2.477 ~7.849
G IR 1.453 0.579 6.298 0.002 4.276 3.126 ~4.959
I 2 AU IR IR 1.769 0.426 17.244 0.000 5.865 4.503 ~6.788
& I A e 1.912 0.473 16. 340 0.001 6.767 1.878 ~7.952
JEL R 2.086 0.452 21.299 0.000 8.053 1.863 ~9.447
W2 A s 1.407 0. 460 9.356 0.009 4.084 2.053 ~5.809
R 1.677 0.429 15.281 0.002 5.349 2.312 ~7.560
TG>2.3 mmol/L 1.793 0.505 12. 606 0.005 6.007 2.815 ~7.462
TC>5.98 mmol/L vs 2.86 ~5.98 mmol/L 1.801 0.417 18.653 0. 000 6.056 2.075 ~7.998
TC<2.86 mmol/L vs 2.86 ~5.98 mmol/L 0.472 0. 466 1.026 0.414 1.603 0.985 ~1.774
HDLC<1.2 mmol/L 1.435 0.432 11.034 0.006 4.200 2.369 ~4.585
LDLC>3.1 mmol/L s 2.1 ~3.1 mmol/L 1.308 0.397 10. 855 0.006 3.699 1.973 ~4.064
LDLC<2.1 mmol/L vs 2.1 ~3.1 mmol/L 0.502 0.498 1.016 0.418 1.652 0.914 ~1.896
ApoA 1 <1.02 g/Lvs 1.02 ~1.60 g/L 2.158 0.378 32.593 0.000 8.654 2.061 ~9.869
ApoA 1 >1.60 g/Lvs 1.02 ~1.60 g/L 0.412 0.397 1.077 0.502 1.510 0.748 ~1.696
ApoB>1.14 g/L 15 0.60 ~1.14 g/L 2.232 0.337 43. 866 0.000 9.318 4.235 ~10.926
ApoB<0.60 g/L vs 0.60 ~1.14 g/L 0.397 0.385 1.063 0.505 1.487 0.982 ~1.696
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R 4. EHAE Logistic @IS

Table 4. Multiple factor Logistic regression analysis

1Sk B SE Wald x? P OR 95% C1

AEI =80 ¥ 1.806 0.578 9.763 0.010 6.086 2.398 ~7.851
SESIR =TIV 1.471 0.514 8.190 0.008 4.354 3.164 ~4.986
31 2 AU IR R 1.762 0.452 15. 196 0.011 5.824 4.517 ~6.782
&I m R LAE 1.910 0. 460 17.241 0. 000 6.753 1.858 ~7.936
JE e 2.096 0.417 25.264 0.007 8.134 1.753 ~9.328
WA R 1.531 0.432 12.560 0.012 4.623 2.096 ~5.714
R 1.647 0.420 15.378 0.035 5.191 2.563 ~7.680
TG>2.3 mmol/L 1.752 0.515 11.573 0.024 5.766 2.855 ~7.367
TC>5. 98 mmol/L vs 2.86 ~5.98 mmol/L 1.869 0.428 19.070 0.002 6.482 2.188 ~7.814
TC<2.86 mmol/L vs 2.86 ~5.98 mmol/L 0.433 0. 406 1.137 0.416 1.542 0.963 ~1.752
HDLC<1.2 mmol/L 1.428 0.415 11.840 0.012 4.170 2.357 ~4.566
LDLC>3.1 mmol/L s 2.1 ~3.1 mmol/L 1.319 0.371 12. 640 0.008 3.740 1.875 ~4.163
LDLC<2.1 mol/L s 2.1 ~3.1 mmol/L 0.511 0. 482 1.124 0.432 1.667 0.902 ~1.758
ApoA T <1.02 g/Lvs 1.02 ~1.60 g/L 2.147 0.357 36.168 0.007 8.559 2.446 ~9.983
ApoA I >1.60 g/L vs 1.02 ~1.60 g/L 0.426 0.396 1.157 0.511 1.531 0.851 ~1.769
ApoB>1.14 ¢/L vs 0.60 ~1.14 g/L 2.271 0.351 41.862 0.009 9.689 4.430 ~10.596
ApoB<0. 60 g/L vs 0.60 ~1.14 g/L 0.419 0.360 1.355 0.512 1.520 0.917 ~1. 665

xR 5. HRADAE Gensini 53 BEH M ARG KFELLE

Table 5. Comparison of plasma lipid metabolism levels in patients with different Gensini scores in study group

Gensini 1434340 n TG/(mmol/L) TC/(mmol/L) HDLC/(mmol/L) LDLC/(mmol/L) ApoAl/(g/L) ApoB/(g/L)

<20 434 25 2.41+0.47 6.090. 69 1.18+0.37 3.20+0. 33 0.83+0.19 1.26£0.21
20 ~40 24 59 3.48+0.52° 6.90+1.22" 0.83+0.35" 3.5120.34" 0.65+0.13"  1.66+0.25"
>40 4r4H 17 4.1720.60"  7.92+1.34" 0.68+0.27" 3.72£0.36™ 0.51£0.09"  2.19£0.28"

::a A P<0. 05,5 Gensini F143<20 24 L& ;b A P<0. 05,5 Gensini £143 20 ~40 434H HL#

2.4 MRABERRBEIKFES Gensini RSHIX R
S

5T P I HDLC , ApoA 1 /KF-5 Gensini 2
I EAASE (r=-0.842,P=0.023;r=—0.789,P=
0.007) , I3 TG . TC .LDLC ,ApoB /KF-5 Gensini 2
SR F (r=0.798, P =0.004;r=0.812, P =
0.015;r=0.803,P=0.008;r=0.808,P=0.013),
3% ApoA I (Apo B 7KF-5 5 AR 3 ok 28 72 B2 1) AH
KA AT B LR 1 AR 2,

Gensinifi4%

1 1

1 1
0.2 0.4 0.6 0.8 1.0 1.2

3 -L-;J- i I3 ApoA | 7K F/(g/L)

JE. o . 1. ApoA I 5 Gensini #2343 10 % M8 = &
AR SIS RE A e Tk Lo O LA i ’ e Figure 1. Scatter plot of correlation between

ODIEMESE T EZ RN, H A & F e IR 30 ik o+ ApoA 1 and Gensini scores
B Ao A8 1) & A A 2o b2 U B S | A 456 M o 322 11 =
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Gensinifi 4%
w
o

20

015 1 10 1 15 21.0 2I.5 310
I 3% ApoB7k F/(g/L)

& 2. ApoB 5 Gensini #2430 < 485 =

Figure 2. Scatter plot of correlation between

ApoB and Gensini scores

W0 HILAH A o o 2 106 IR T B2 U6 PN B
SN 2 UG ST N R 8405 N B 5 R A B T
TR LG Tt M R 38 R N N A RE S IBE X P Bz 4
L5 4 1 A 1, AT 51 K A e -4 Ak 186 A 1 I i
Pt B2 AT, 25 ek 3 ks A B ks 22 1
RS R AR BR A N AN I HRGE h 1S
FPARP TG TC \HDLC | LDLC & i i 5t
FRHERS , 7T LAPEA B 0 AR 3 2 75 2L, 7800 ki
P A8 58 95 1) R Bk e ApoA T . ApoB ¥
Ji I 3k SR A RN 8 R AR A2 4, T R R A A PN B2
S0 A A5 24 R R AR, BT ER AR R oA i
K55 56 bR sl Jok o A B s A8 11 56 R HE b B2
FEEE,

SEEAR B Ik 585 A 1 L0 AS S — o 12 P 0 2 1
Pitiad B, AR A o o ARG o i ST o 38 e g ek
T TR A R A K e i T AR A I s g R
52 AREgE T BRI ApoA T \HDLC 7k
SEAR T B 4H, TG . TC . LDLC , ApoB 7K -4 25 T~ %f
R, T DL 5eb bR 20 ok o A B 1 s 25 78 35 i AR 48
PRA B ESEE . TG JE T I8 5 Ay S EE 4 sy, 1w
TH LT AT, 27 90 % ml 3 KR = v] 51 k0
A, Je e i O L7 2 0 1) o R 2 SR IR
TC j—Fh ¥R Seke 2 S AR AT LY, e sh i A oy oK
FEAE, TR0 A D B8, 2 HKOF R &, w] ™
P I RE T BOIE T HE R, 5] i A BH %€
HDLC X0 3 A P4 7, HK P T B R R B X
O I AE A PR3 VR FHIES , 7T 5 | &0 148 952 9 5 LDLC
WVRT 5 00 ML A8 R 48, LK P-4 ] 33 et 9 1)
FEBPE, ApoA TEAHXT 3 ot it | A A G e My
T HAG 2250, e H i % i % B AR 2R A 2

LAY, ApoA T (5 HEHE & L AR AR I i A
(I IR L S s ApoA T 7KF-FEAR 22 UL T i 1 A8 952
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