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[ ABSTRACT ] Aim To analyse the risk factors of patients with carotid intima-media thickness. Methods
1214 patients collected from the ward of cardiology were assigned into two groups according to the IMT thickness by high-
frequency ultrasound. IMT<1.0 mm was classified as normal IMT group, IMT > 1.0 mm classified as IMT thickening
group. The difference of gender, age, smoking, hypertension, type 2 diabetes, systolic blood pressure, total bilirubin
(TBIL) , direct bilirubin ( DBIL) , indirect bilirubin (IBIL) , bile acid (TBA) , uric acid (UA) , triglyceride (TG) , total
cholesterol (TC), high density lipoprotein (HDLC) , low density lipoprotein (LDLC) , fasting blood glucose (FBG), D-
dimer between the two groups was compared.  Logistic regression analysis was used to analyse the relationship of the IMT
and the different factors of the two groups. Results (DThe proportion of male, smoking, hypertension, type 2 diabete
and the factors of systolic blood pressure, pulse pressure, UA, DBIL, LDLC, FBG, D-dimer of IMT thickening group was
higher than the normal group.  The age of IMT thickening group was older than the normal group.  The TBA of IMT
thickening group was lower than the normal group.  Those differences were statistically significant(P <0.05). But the
differences of TBIL,IBIL, TG, TC,HDLC between the two groups was not statistically significant( P <0.05). (@Stepwise
Logistic regression analysis showed that smoking, age, LDLC, DBIL, FBG, SBP, D-dimer as the main factors were posi-
tively correlated with IMT thickening and its odds ratio (OR) : smoking 2. 904 (95% CI. 2.050 ~4.113), LDLC 1. 838
(95%CI:1.534 ~2.202), age 1. 137(95%CI:1. 118 ~1.157), FBG 1.072(95% CI.1. 008 ~ 1. 140) , systolic blo-
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od pressure 1.011(95% CI:1.005 ~1.018), DBIL 1.093(95% CI:1.015 ~1.176) , D-dimer 1.455(95% CI.1. 187 ~

1.785).

D-dimer are major risk factors for IMT thickening.

Conclusions Smoking, high LDLC, old age, high FBG, elevated systolic blood pressure, high DBIL, high

The foundings have some limitations for cardiovascular patients en-

rolled , which should be confirmed by multi-center prospective studies.
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Table 1. Comparision of general information between normal IMT group and IMT thickening group

(PSS ES IMT IE# 4 (n=558)  IMT 3241 (n =656) gt P1H
B 220(39.4% ) 372(56.7% ) X’ =36.0389 <0.01
W R (5] 102(18.3%) 233(35.5%) X* =44. 8470 <0.01
e IR 9 (3 264(47.3% ) 457(69.7% ) X* =62.4653 <0.01
2 RUBEIR (1)) 86(15.4%) 152(23.2%) X’ =11.5157 <0.01
FR (%) 50.74 +9.95 63.90 = 10. 00 1= —22.9086 <0.01
Wi s (mmHg) 130(120 ~140) 140(125 ~160) Z=-8.108 <0.01
JikHE (mmHg) 50(40 ~60) 56 (45 ~70) 7= -8.882 <0.01
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(P <0.01),LDLC J & & &4 IMT 34 JE 38 fin
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TN 1.455 5 (P <0.01) , 4E#% K& IMT 34 J5 34 i
1. 137 f% (P < 0.01) , DBIL J} /& # IMT 34 )& 8 Jin
1.093 % (P =0.018), FBG Fl 53 IMT 4 J5 34
1.072 f5(P =0.026) , W46 FE Tt =5 & IMT 3% )53 Jin
1.011 f5(P =0.001;%3)

Table 2. Comparision of blood indicators between normal IMT group and IMT thickening group

MRHE IMT 1E# 41 IMT 34240 GitE Z P{H
UA( umol/L) 285.0(232.0 ~341.5) 305.5(250.0 ~375.0) -4.370 <0.01
TBIL( wmol/L) 15.70(12.08 ~20.60) 16.20(12.30 ~21.88) -1.352 0.18
DBIL( wmol/L) 3.0(2.2~4.0) 3.3(2.5~4.7) -3.907 <0.01
IBIL( pmol/L) 12.70(9.90 ~16.83) 13.00(9.43 ~17.20) -0.381 0.70
TBA ( wmol/L) 9.45(4.98 ~14.50) 7.30(3.90 ~12.28) 4.2240 <0.01
TG (mmol/L) 1.41(1.01 ~2.01) 1.41(1.01 ~1.95) 0.2910 0.77
TC(mmol/L) 4.39(3.75~5.11) 4.4(3.71 ~5.09) 0. 0600 0.95
HDLC ( mmol/L) 1.04(0.89 ~1.25) 1.06(0.90 ~1.24) -0.219 0.83
LDLC ( mmol/L) 2.65(2.10 ~3.21) 2.96(2.40 ~3.57) -6.550 <0.01
FBG( mmol/L) 5.15(4.73 ~5.78) 5.53(4.96 ~6.60) -6.267 <0.01
D- "R (ng/L) 5.80(5.40 ~6.21) 6.30(5.80 ~6.90) -10. 686 <0.01
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x3. IMT EEREREZRSH
Table 3. Analysis of risk factors of increased IMT

A (EVEEY ' OR 95% CI GiiHE 7 P

W S 1.066 2.904 2.050 ~4.113 6. 000 <0.01

LDLC 0. 608 1.838 1.534 ~2.202 6. 600 <0.01

D-— Rk 0.375 1.455 1.187 ~1.785 3.610 <0.01

AERS 0.129 1.137 1.118 ~1.157 14.56 <0.01

DBIL 0.089 1.093 1.015~1.176 2.360 0.018

FBG 0.070 1.072 1.008 ~1. 140 2.230 0. 026

s 0.011 1.011 1.005 ~1.018 3.300 0.001
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