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Clinical observation of Shengqu Hongqu Capsules in treatment of atherosclerosis
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Abstract: Objective To study the effect of Shengqu Hongqu Capsules in the treatment of patients with carotid atherosclerosis, and to
determine the time and course of treatment of Shengqu Hongqu Capsules. Methods Totally 120 patients with carotid atherosclerosis
detected by color Doppler ultrasound were randomly divided into two groups, 60 cases in each group. The first treatment group (oral
Shengqu Hongqu Capsules 4 capsules each time, 3 times a day) were administered for 24 weeks; Second control groups (Simvastatin
20 mg daily) were administered for 24 weeks, the two groups respectively before treatment, treatment (12th week) and blood lipid data
to detect the carotid artery intima-media thickness (detection IMT), in the two groups after treatment (24th week) oxLDL examination
of carotid artery intima-media thickness (IMT) detection. Results the treatment group compared with the control group for 12 weeks
and data before treatment, TG decreased by 55.60% and 47.62%, TC were decreased by 27.13% and 23.95%, LDL-C were decreased
by 28.18% and 28.70%, more than three data showed no significant difference (P > 0.05); Compared with before treatment, in 12th
week treatment group data, HDL-C increased by 46.79%, the control group was HDL-C change; Compared with before treatment, after
treatment two groups of carotid artery intima-media thickness (IMT) were significantly decreased, the difference was statistically
significant between the two groups, the carotid intima-media thickness (IMT) was not statistically significant decrease. Conclusion
Shengqu Hongqu Capsules not only has lipid-lowering effect, but also can significantly reduce the carotid atherosclerotic lesions and
reduce inflammation, with stable and reverse the plaque, and the effect was as good as simvastatin.
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Fz1 FAMBEIRFREEE (X+s, n=60)
Table 1 Comparison of blood lipid index between two groups ( X + s, n=60)

2H 53 I 1] TG/ (mmol-L™h TC/ (mmol-L™) LDL-C/ (mmol-L™) HDL-C/ (mmol-L™)
pagit YRITHT 3.18+0.88 6.66+0.87 4.68+0.32 0.97+0.22

WHIT 12 1.76+0.89" 5.13+0.82" 3.46+0.48" 1.10+0.41"
RIT YRITHT 3.01+0.54 6.71+0.67 4.75+0.56 0.99+0.27

VRIT 12 F 1.42+0.56" 5.01+0.71" 3.11+0.98" 1.46+0.33"*

SRAAITRTHR: P<008: LMIRALASTEILE: *P<0.05 FEF
*P < 0.05 vs the same group before treatment; “P < 0.05 vs control group after treatment; same as bellow

%2 4 oxLDL #1 IMT tb% (X+s, n=60)
Table 2 Comparison of oxLDL and IMT between two groups ( X + s, n=60)

. IMT/mm oxLDL/ (mmol-L™®)

VEEAR] W7 12 J BT 24 J VEEAR] BT 12 J4 BT 24 JH
X} 1.59+0.48 1.46+0.37" 0.89+0.27" 2.76+0.56 1.13+0.30" 1.23+0.32"
BI7 1.63+0.44 1.31+0.39" 0.91+0.36" 2.81+0.77 1.090.35" 1.0120.31"
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