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Research on the Correlation between Carotid Arteriosclerosis and Coronary Slow Flow Phenomenon. Mu Liying, Li Jingwei, Li Qun,Yang
Honglian. Department of Cardiology, Beijing Tiantan Hospital, Capital Medical University, Beijing 100050, China

Abstract Objective To investigate the carotid arterial stiffness in patients with coronary slow flow (CSF). Methods forty — five
patients with CSF and Forty — five persons having normal coronary arteries (NCA) detected by coronary angiography with a similar distri-
bution of risk factors were recruited. Stiffness parameter (), pressure — strain elastic modulus (Ep) , arterial compliance (AC) and lo-
cal pulse — wave velocity (PWV) were obtained at the level of bilateral carotid artery by a real time echo - tracking system. Serum levels
of high — sensitivity C — reactive protein (hs — CRP) were measured in two groups of subjects. Linear regression analysis were performed to
evaluate the correlation between hs — CRP and the parameters of the carotid artery stiffness. Results We found that stiffness parameter
(B), Ep and PWV were significantly higher in CSF group those that of control group ($:11.80 £3.19 vs 9.70 £+3.76,P <0.01; Ep:
149.90 +44.47 vs 130.10 £41.56,P <0.05; PWV.7.40 £0.84 vs 7.00 £1.08,P <0.05), AC was lower than that of control group
(0.640 0. 180 vs 0.760 = 0.192 ,P <0.01). The levels of high - sensitivity C — reactive protein (hs — CRP) was significantly higher
in CSF group than that of control group (13.90 £10.66 vs 9.30 £6.33,P <0.05). The levels of hs — CRP was positively correlated with
the B(r=0.272,P=0.005), Ep(r=0.411,P =0.003), and PWV(r=0.452,P =0.001), but negatively correlated with AC(r =
-0.293,P =0.025). Conclusion Echo - tracking technology is a simple practical method to evaluate carotid artery stiffness in patients
with CSF and correlation well with coronary slow flow and artery stiffness.
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BH CGRE VIR 61.6 £10. 13 2/ ) Fl 45 44 NCA B4, i
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4. git2E vk R SPSS 18. 0 Gt T 5k 14 k47 %l 4l b 3
O3 2575 T PV BORTE 43 b 3R 5 40 2R 1 BL R Y R £k
BRI TR ORI B+ AR 25 (v 2 5) R AL I AR
SR A ST AR A o K30 5 A DG MR BIF 9 SR R 81 43 7, BL P <
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®1 0BIBHEHIERER [n(%) ,x£5]

T H CSF 41 NCA 2 P
LM (%) 11(12.2) 7(7.8) 0.215
WA (% ) 24(26.7) 26(28.9) 0.416
R (% ) 21(23.3) 23(25.6) 0.417
15 IR (% ) 30(65.6) 29(32.2) 0.500
e (% ) 8(8.9) 6(6.7) 0.386
BRI (% ) 11(12.2) 8(8.9) 0.303
i 115 (% ) 10(11.1) 8(8.9) 0.396
Hizh kBEH (% ) 80(21.1) 195(51.7) 0.196
AERS () 61.6 +10.1 58.4 +£12.3 0.181
BMI (kg/m?) 29.5 +10.7 27.8 +9.1 0.385
FI4iiE( x10°/L) 9.8+2.8 9.9+2.7 0.878
TR ( x10°/L) 224.0 £58.5 218.0 +£49.4 0.601
1014 (mmol /L) 6.5£2.6 5.9+2.2 0.269
WML EH (%) 5.8+0.9 5.8+0.7 0.799
TLJJLEF ( pmol /1) 73.8 £15.8 68.7 +13.2 0.106
R % % (mmol/L) 5.5+1.8 5.0+1.4 0.191
SR (pmol /L) 340.2 +72.3 318.6 +63.5 0.136
“H ¥ =g (mmol /L) 1.8+1.0 1.8 1.1 0.849
S AHL [ P (mmol /L) 4.2+0.9 4.4+1.0 0.216
& %% BE B 2 11 (mmol /L) 1.0 £0.2 1.0 £0.2 0.735
K% N5 I (mmol /L) 2.5+0.8 2.8 0.8 0.120
IMT (mm) 0.9 0.2 0.9 £0.2 0.266
Hs - CRP(mg/L) 13.9 £10.7 9.3£6.3 0.015

2. 2 35 By Ik e A 5 1 b A < UM 3 B K 1)
25 TR AL 2 B0 A B I DX BRI 35 2 ik S 507 1
HIEAT G 1T 20 Br o 2902 koA 2 o i S 800 3R 2,
CSF 4 B {fi .Ep F1 PWV 43 51 0 & & T X4 B 40 (P <
0.05) ,AC X FXIHE41 (P <0.01) .

®2 FAHHK E - tracking SHLE (v +5)

WH n 8 Ep(kPa) PWV(m/s) AC(mm?/kPa)

CSF#H 45 11.8+3.19 149.9+44.47 7.4+0.84  0.64 +0.180

NCA4H 45 9.7+3.76 130.1+41.56 7.0+1.08 0.76 £0.192
P 0.006 0.031 0.030 0.003

3. CSF i 3 290 gl Ik fift 6 B 1 hs — CRP (1 4 3¢
P CSF 5 35 1 )y Ik £ A B2 2 80 hs — CRP H A i
FMEE(F 3), hs —= CRP KFEF1 B (r=0.272,
P =0.005) Ep(r=0.411,P =0.003) LA &2 PWV(r=
0.452,P =0.001) 2 IFAHX , (HEHM AC(r= -0.293,
P =0.025) 2 AHK,

#=3 454 CSF 2 E MK EREESHM
hs — CRP ytH %1% ( Pearson %)

Wi H B Ep(kPa) PWV(m/s) AC(mm?/kPa)
r 0.272 0.411 0.452 -0.293
I 0.005 0.003 0.001 0.025
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