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[ ABSTRACT ]

middle-aged and elderly people with carotid plaques.

Plasma Lipids; Carotid Atherosclerosis; Carotid Plaque;

Aim To investigate the association between plasma lipids and presence of unstable carotid plaques in
Methods Two hundred and seventy patients with carotid
plaques detected by B-mode ultrasonography were enrolled in the study and divided into the unstable plaque group (n =
130) and the control group(n =140). Results  After
the adjustment of age, gender, hypertension, diabetes and smoking, the Logistic analysis revealed that the following lipid
parameters are associated with unstable carotid plaque: Non-HDLC(OR =1.27,95% CI 1.02 ~1.58, P =0.032), TC/
LDLC(OR =1.67,95%CI 1.17 ~2.38, P=0.005), apoB(OR =4.53, 95% CI 1.21 ~16.94, P =0.025) and apoB/
apoAl (OR =17.85,95% CI 3.63 ~87.87, P<0.001) .

In addition, apoB/apoAl was determined as the independent risk factor

The plasma lipid levels were also determined in all subjects.

Among them, apoAl was the protective factor of unstable ca-
rotid plaque, while the others were risk factors.
Conclusions

of the presence of unstable carotid plaque. These results suggest that apoB/apoAl can be used as an in-

dependent predictive index to assess the risk of unstable carotid plaque formation in middle-aged and elderly people.
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g, KA Logistic Bl I3 44T o A8 & T 45 A7 x¢ 21 )
kA F € MBS & A B HE B H (OR) #195% ¥ f5 X
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PEFESRY E  H E 2, R E 5 NG IR AT A
W4 0.05F10.10, HERMFME,P<0.05 =57
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ANFRE PEBE P2 AF W W L) Lp (a) \TC/
LDLC ,apoB & apoB/apoAl 54 b5 44 /5 T Ko s P 3E
Hedl, apoAl FRARMIK TR E MR A, 22 A it 2%
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R 1. FIREMBIRASTEEEBIRA KT BILE
Table 1. Comparison of general clinical data in unstable

plaque and control grou

Wik vk AR B FooE M B2
(n=130) (n=140)

AR (%) 59.4£9.8 61.9£9.3"
FBPECH) 74(52.9% ) 81(62.3% )

P I (1) 81(57.9% ) 82(63.1% )
R I (15]) 38(27.1%) 31(23.8%)
W8 (] 48(34.3%) 62(47.7% )"
TG ( mmol/L) 1.48(1.06 ~2.05) 1.68(1.24 ~2.42)
TC( mmol/L) 5.30 +1.06 5.41 £1.26
HDLC ( mmol/L) 1.37 £0.27 1.31 £0.27
LDLC ( mmol/L) 3.21 £0.87 3.34 +£0.97
Lp(a) (mmol/L) 0.17(0.10 ~0.33)  0.26(0. 11 ~0.42)*
Non-HDLC( mmol/L) 3.93 +0.94 4.10 £0.76
TC/HDLC 3.92 £0.73 4.16 0. 76*
apoAl (g/L) 1.21 £0. 15 1.17 0. 18*
apoB(g/L) 0.97 +0. 18 1.02 0. 20°
apoB/apoAl 0.80 0. 17 0.89 +0. 18"

a} P<0.05,bH P<0.01, 55 & R 2H L,
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WA EINA TR, 2 N K Logistic 8115, 3718 H #
S OR {H A1 95% CI, 455 WoRN , 760 I 55 I

E W IFJ5, Non-HDLC , TC/HDLC , apoAl apoB LA
apoB/apoAl SFFEHR 5 AFE T BES 1) K A AR A
Biit i SR I, Ho apoAl WARINE  HE A1E
SENE A

F 2. MEEETIERS AR EMEIIRME X MR Logistic B354

Table 2. Logistic regression analysis of the association between lipid parameters and unstable carotid plaques

FEhR OR {H(95% CI) P1H S IEJG OR H (95% CI) P
TC( mmol/L) 1.09 (0.89 ~1.34) 0.410 1.16 (0.93 ~1.46) 0. 184
TG (mmol/L) 1.24 (1.01 ~1.52) 0. 044 0.47 (0.18 ~1.25) 0.132
LDLC( mmol/L) 1.16 (0.9 ~1.51) 0. 260 1.27 (0.93 ~1.74) 0.139
HDLC ( mmol/L) 0.47 (0.19 ~1.15) 0. 098 0.51 (0.19 ~1.36) 0. 180
Lp(a) (mmol/L) 4.27 (1.29 ~14.13) 0.018 3.38 (0.65~19.2) 0. 142
Non-HDLC ( mmol/L) 1.18 (0.93 ~1.49) 0.170 1.27(1.02 ~ 1. 58) 0. 032
TC/HDLC 1.53 (1.1 ~2.13) 0.011 1.67 (1.17 ~2.38) 0. 005
apoAl (g/L) 0.20 (0.05~0.85) 0.029 0.18 (0.04 ~0.87) 0.032
apoB(g/L) 3.88 (1.1 ~13.75) 0.035 4.53 (1.21 ~16.94) 0.025
apoB/apoAl 15.28 (3.31 ~70.62) < 0.001 17.85 (3.63 ~87.87) < 0.001

2.3 HEHBAREEMRLENMIERER
o

KM Logistic 12 45 [l 7 — 5 FR 1T S8 kA
FesE PERE A AR R S fa I R 2R % i A B PR R
AL AF W RS0 IR I B R TC TG
HDLC .LDLC . Lp (a) . Non-HDLC , apoAl . apoB , TC/
HDLC F1 apoB/apoAl ZEF A 15 N &R, 45 R B
7N AR AR apoB/apoAl SR kA B s kA FR E PE
BESRR ST fER R (£ 3) .

R 3. AEEERREEEZER Logistic B4
Table 3. Logistic regression analysis of the risk factors of

unstable plaques

HR B SE Waldy> ORf  95%ClI P
AR 0.027 0.014 3.88 1.03 1.00~1.05 0.049
U3 0] 0.673 0.266 6.45 1.96 1.17~3.30 0.011

apoB/apoAl 2.793 0.798 12.25 16.32 3.41 ~78.05 <0.001
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