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ABSTRACT Objective: To investigate the efficacy and mechanism of Qili Qiangxin capsule combined with rosuvastatin in the
treatment of coronary heart disease based on phosphatidylinositol 3 kinase (PI3K)/protein kinase B (AKT)/mammalian target of
rapamycin (mTOR) signaling pathway. Methods: 113 patients with coronary heart disease were divided into control group (n=56) and
study group (n=57) by envelope drawing method. The control group was treated with rosuvastatin on the basis of routine treatment, and
the study group was treated with Qili Qiangxin capsule on the basis of the control group. The efficacy, vascular endothelial function,
inflammatory factors, oxidative stress indexes, PI3K/AKT/mTOR signaling pathway related indexes and incidence of adverse reactions
were compared between two groups. Results: The total clinical effective rate in study group was higher than that in control group (P<0.05).
The levels of interleukin-6 (IL-6), PI3K messenger ribonucleic acid (mRNA), endothelin-1 (ET-1), AKT mRNA, tumor necrosis factor-a
(TNF-a), monocyte chemoattractant protein-1 (MCP-1), mTOR mRNA, malondialdehyde (MDA )in study group were lower than those in
the control group, and nitric oxide (NO), superoxide dismutase (SOD) and glutathione peroxidase (GSH-Px) were higher than those in
control group after treatment (P<0.05). There was no difference in the total incidence of adverse reactions between the two groups(P>0.05).
Conclusion: Qili Qiangxin capsule combined with rosuvastatin is effective in the treatment of coronary heart disease, which can improve
vascular endothelial function, inhibit inflammatory response and oxidative stress, its mechanism may be related to the regulation of
PI3K/AKT/mTOR signaling pathway.
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F 1 MEINBEFSEE FHEER(azt 5)

Table 1 Vascular endothelial and Inflammatory factors indexes(x s)

Groups Time point ET-1(pg/mL) NO(pmol/L) IL-6(ng/L) TNF-a(pmol/L) MCP-1(pg/mL)
Control group Before treatment 74.83+ 6.49 63.07+ 7.62 5.53+ 0.98 9.08+ 1.39 97.50+ 8.35
(n=56) After treatment 60.79+ 5.61° 81.49+ 6.58" 3.78+ 0.82° 6.93% 0.94° 78.42+ 7.28°
Before treatment 73.62+ 5.84 62.73+ 6.54 539+ 1.17 9.15+ 1.16 96.83+ 9.72
Study group(n=57)
After treatment 49.58+ 4.79* 95.20+ 8.65% 241% 0.62% 478+ 0.72% 67.05+ 6.87%

Note: compared with same group before treatment, *P<0.05; compared with control group after treatment, "P<0.05.

2.3 SLRIE R PIBK/AKT/mTOR =2 i@ KistR
IAYT A , Wi MDA PI3K/AKT/mTOR {553 B #5435 T
M ,SOD.GSH-Px # & (P<0.05), H #f %% 41 MDA,

PI3K/AKT/mTOR {5 5 il B H b % T3 B4, SOD .GSH-Px #5
FXtRLH(P<0.05), L35 2.
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Table 2 Oxidative stress indexes and PI3K/AKT/mTOR signaling pathway indexes(xt s)

Groups Time point SOD(ng/mL) MDA(mmol/L) GSH-Px(pg/mL)  PI3K mRNA AKT mRNA mTOR mRNA
Control group ~ Before treatment  75.94% 6.14 16.15+ 2.81 63.91% 5.09 5.45% 0.63 4.92+ 041 4.03+ 0.48

(n=56) After treatment 90.89% 8.34° 12.84+ 2.75° 7791+ 8.14° 4.03+ 0.59° 3.07+ 0.53° 2.86% 0.34°
Study group ~ Before treatment  75.57+ 7.81 16.76x 2.94 63.27+ 4.63 5.62% 0.68 4.95+ 0.53 3.99+ 0.55

(n=57) After treatment  108.61+ 10.92*  8.25+ 1.87® 89.28+ 7.86™ 247+ 0.42* 2.28+ 0.39* 2.17+ 0.27*

Note: same with Table 1.
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