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[Abstract] Objective To observe the effects of compound Qima capsule combined with simvastatin on
vascular injury in patients with qi—deficiency phlegm—turbidity type carotid atherosclerosis (CAS) and to evaluate its
drug safety. Methods A random parallel control study was conducted, 99 patients admitted to Guangdong Second
Traditional Chinese Medicine (TCM) Hospital from January to December 2016 with qi—deficiency phlegm—turbidity type
CAS were divided into three groups: western medicine group (given simvastatin), traditional Chinese medicine (TCM)
group (given compound Qima capsule, which comprises radix astragali, rhizoma gastrodiae, poria cocos, atractylodes,
pinellia, dried tangerine, eucommia bark, rhizoma ligustici, etc) and the combined treatment group (simvastatin
combined compound Qima capsule), 33 cases in each group. One therapeutic course was 12 weeks, follow—up once every
2 weeks. Before and after treatment, the changes of levels of serum triglyceride (TG), total cholesterol (TC), low—density
lipoprotein cholesterol (LDL-C), high—density lipoprotein cholesterol (HDL-C), alanine aminotransferase (ALT),
etc. were observed in all groups; and the changes of levels of bilateral carotid intima—media thickness (IMT), serum
adiponectin (APN) and oxidized modified low—density lipoprotein (ox-LDL), hemagglutinin type oxidized low—density
lipoprotein receptor 1 (LOX~-1) were monitored before and after treatment; at the same time, the adverse reactions of the
patients were observed. Results After treatment for 12 weeks, the serum TG, TC, LDL-C, IMT, ox-LDL and LOX-1
levels of each group were significantly decreased compared with those before treatment, and the degrees of decline

in combined treatment group were more obvious than those in either the TCM group or the western medicine group

[TG (mmol/L): 1.50£0.15 vs. 2.34£0.31, 1.98 £0.22, TC (mmol/L): 4.62 £0.46 vs. 5.394+0.52, 5.01 £0.59, LDL-C

&
i



- 490 -

PEPP RS A SR AE 2018 4F 9 A5 25 455 5 ] Chin J TCM WM Crit Care, September 2018, Vol.25, No.5

(mmol/L): 1.96+0.11 vs. 2.41+£0.17, 2.12+£0.19, IMT (mm): 1.11+0.13 vs. 1.16+0.12, 1.14 +0.12, ox-LDL (ug/L):
3.72+0.39 vs. 4.37+0.51,4.13 +£0.43, LOX-1 (mg/L): 154.28 +18.37 vs.173.46 +19.25, 167.09 & 18.90, all P < 0.05].
After treatment, the level of ALT in the western medicine group was significantly higher than that before treatment, there
was no significant difference in ALT before and after treatment in the TCM group, and ALT was significantly reduced in
the combined treatment group. Therefore, the ALT level of the combined treatment group was significantly lower than
the levels of ALT in the TCM group and the western medicine group (U/L: 24.61 +4.22 vs. 31.26 +4.87, 40.64 +3.96,
both P < 0.05). After treatment, APN and HDL-C levels were significantly increased in each group compared with those
before treatment, and the degree of increase in the combined treatment group was markedly higher than that in either the
TCM group or in the western medicine group [APN (mg/L): 7.96 +1.20 vs. 7.02 +0.84, 7.34 +0.98, HDL-C (mmol/L):
1.41£0.12 vs. 1.12 £0.19, 1.25£0.14, all P < 0.05]. The ALT level was in the normal reference range before and after
treatment in each group, and no adverse reactions occurred during treatment. Conclusion Compound Qima capsule

combined with simvastatin can effectively reduce carotid IMT, reduce the degree of vascular damage in CAS patients

through lipid—lowering and vascular endothelial function protection mechanisms, and its therapeutic safety is good.
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