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[ Abstract] Objective To investigate the impact of atorvastatin calcium combined with telmisartan on coronary heart
disease patients merged with hypertension. Methods A total of 214 coronary heart disease patients merged with hypertension
were selected in 940th of the People’ s Liberation Army from January 2014 to July 2016, and they were divided into control
group and observation group according to random number table method, with 107 cases in each group. Patients in control group
received atorvastatin calcium combined with amlodipine, while patients in observation group received atorvastatin calcium
combined with telmisartan; both groups continuously treated for 1 month. Blood pressure, MMP-9, inflammatory cytokines
(including TNF-a , IL-6 and hs—=CRP) , PPAR-~v, HGF and c-Met were compared between the two groups before and
after treatment, and incidence of adverse cardiovascular events was observed during treatment. Results (1) No statistically
significant difference of SBP or DBP was found between the two groups before treatment ( P>0.05) , while SBP and DBP
in observation group were statistically significantly lower than those in control group after treatment ( P<0.05) . (2) No
statistically significant difference of MMP-9, TNF-o , IL-6 or hs—CRP was found between the two groups before treatment
(P>0.05) , while MMP-9, TNF-a , IL-6 and hs—CRP in observation group were statistically significantly lower than those
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in control group after treatment ( P<0.05) . (3) No statistically significant difference of PPAR-+y , HGF or c—Met was found

between the two groups before treatment ( P>0.05) , while PPAR-vy , HGF and c-Met in observation group were statistically

significantly lower than those in control group after treatment ( P<0.05) . (4) Incidence of adverse cardiovascular events in

observation group was statistically significantly lower than that in control group during treatment ( P<0.05) . Conclusion

In coronary heart disease patients merged with hypertension, atorvastatin calcium combined with telmisartan can effectively

reduce the blood pressure, MMP-9 and inflammatory cytokines, relieve the vascular endothelial injury and promote the vascular

endothelial repair, is helpful to reduce the risk of adverse cardiovascular events.
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Table 2 Comparison of MMP-9 and inflammatory cytokines between the two groups before and after treatment
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