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Lipid Lowing Intervention of Carotid Arteriosclerosis and stroke in Hypertension
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[ ABSTRACT] Aim To investigate the intervenient efficacy of lipid lowing therapy as well as blood pressure controling in

carotid arteriosclerosis and stroke of patients with hypertension. Methods The carotid artery colordopler ulirasonography was
examed and the levels of serum lipids were measured in 102 cases of hypertension using the Micronised Ferofibrate compared with
105 controls during 24 monthes. Results The intima- media thickness (IMT) of carotid artery was almost unchanged in lipid
lowing intervention group after this period of treatment. ~ The IMT/D ratio and the incidence of carotid arteriosclerosis plaque were
reduced signifficantly after the therapy. The relative risk of stroke in intervention group was lowered by 34% compared with the
controls. Conclusion The carotid arteriosclerosis and the stroke in hypertension could be well prevented with lipid lowing

therapy while the patient’ s blood pressure had been controled.
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Table 1. Compare the intima media thickness of carotid artery between lipid lowing interven tion group and control group

PRET T (n= 102)

WA R (n= 105)

. 4
o WER REG(2A)  REE24A) WEE REG(2A)  REFE(24AH)
HUEFN K IMT (mm) 0. 946 £0. 195 0. 954 0. 201 0. 958 0. 209 0.941 %0. 186 0.957 0. 192 0. 988 *0. 216"
HUAFh KB MT/D 0.130£0.026 0. 126 +0.023 0. 121 0. 023 0.128%0.027  0.128%0. 028 0. 130 0. 029
FNEIK MT (mm)  0.86610.275  0.870 £0. 292 0. 872 £0. 294 0.86310.269  0.874%0.271 0. 885 10. 280
A N K IMT/D 0. 149 0. 037 0. 147 0. 037 0. 140 £0. 032* 0. 149 £0. 039 0. 154 0. 039 0. 160 £0. 039*

a: P< 0.05, 5 4H AT AH L
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Table 2. Compare the Levels of serum lipids before and after the lipid lowing therapy

AR T 4L (n=_102)

W AEXS AL (n=_105)

&

A 23 i b H S A 23 i b H S
SBHEEE (mmol/L) 6.35%2.08 5.49 *1. 88" 6.28+1.99 6.40 2. 11
HiM =B (mmol/L) 2.39%1. 15 1.73 £0.97" 2.27%1.25 2.31£1.30
HDLC (mmol/L) 1.32%0.29 1.41 £0. 32" 1.31%0.26 1.29 £0.25
LDLC (mmol/L) 3.33%1.03 2.99 £0. 99° 3.30%1. 10 3.31%1.13
ox- DL (mg/L) 1.25%0. 36 1.01 0. 27" 1.12%0. 34 1.25%0.35
HAEE A AL (¢/L) 1.19%0.22 1.31%0. 3 1.17 %0.21 1. 11 £0. 21
AR 71 B100 (g/L) 1.2240.38 1.01 0. 27° 1.20 %0. 31 1.20%0.32
PIE#FEE (mg/L) 1. 69 %0. 45 1. 42 0. 40° 1. 53 £0. 42 1. 61 10. 48
— S AE (mmol/L) 86.5%22.5 101. 3 +27. 4" 83.3%21.9 89.4%22.6

a: P< 0.05, b: P< 0.01, 54BHRT LA
3 it
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AR A SR B X B B B PR AR (P < 0.01), £ BAF
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