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ABSTRACT Objective: To observe the clinical effects of rosuvastatin calcium combined with fenofibrate therapy on dyslipidemia
and its effect on liver and renal function. Methods: 127 patients with dyslipidemia in outpatient department of our hospital from January
2017 to June 2019 were selected, which were divided into study group(n=63) and control group(n=64) according to random number table
method, the control group was treated with rosuvastatin calcium on the basis of symptomatic treatment for the complications, the study
group was treated with fenofibrate on the basis of control group. Blood lipid levels, liver and renal function, clinical effect and adverse re-
action rate of the two groups were observed. Results: After the treatment, the levels of total cholesterol (TC), low density lipoprotein
cholesterol (LDL-C) and triacylglycerol (TG) were significantly lower than those before treatment (P<0.05), which in the study group
were significantly lower than in the control group (P<0.05); High density lipoprotein cholesterol (HDL-C) and alanine transferase (ALT)
were significantly higher than that before treatment (P<0.05), which in the study group were significantly higher than the control group
(P<0.05); There were no significant difference in the levels of urea nitrogen (UN) and creatinine (Cr)(P>0.05); The total effective rate of
the study group was 92.06%(58/63 ), significantly higher than that in the control group of 79.69%(51/64 ), the difference was statistically
significant (P<0.05); The incidence rate of adverse reactions was 11.11%(7/63) in the study group, slightly higher than that of the control
group of 9.38%(6/64 ), while the difference was not statistically significant (P>0.05). Conclusion: On the basis of rosuvastatin calcium
combined with fenofibrate in the treatment of dyslipidemia can improve the clinical efficiency, enhance the role of regulating blood lipid,
its safety is better, but it has a greater impact on the liver function of patients with dyslipidemia, and the clinical use of drugs can be rea-
sonable according to the situation of patients.
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Table 1 Comparison of blood lipid indexes between the two groups(xt s)

TC(mmol/L) LDL-C(mmol/L) TG(mmol/L) HDL-C(mmol/L)
Groups n Before After Before After Before After Before After
treatment treatment treatment treatment treatment treatment treatment treatment
Research Group 63 698+ 1.14 436 1.12* 4.73+ 0.58 3.24% 0.17* 3.64+ 021 2.6 0.13* 1.16+ 0.23  1.85+ 0.34*
Control group 64 7.02+ 1.25 5.28% 1.02* 4.67+ 0.54 396+ 0.27* 3.68+ 0.22 2.69+ 0.25% 1.12+ 0.24 142+ 0.29*
t 0.188 4.481 0.603 17.951 1.048 14.954 0.959 7.672
P 0.851 0.000 0.547 0.000 0.297 0.000 0.340 0.000

Notes: compared with before treatment, * P<<0.05.
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Table 2 Comparison of liver and kidney function between the two groups(x* s)

ALT(U/L) UN(mmol/L) Cr( umol/L)
Groups n
Before treatment ~ After treatment  Before treatment ~ After treatment  Before treatment ~ After treatment
Research Group 63 4236+ 3.28 56.19+ 2.26* 4.56x 1.03 4.62+ 1.23 69.78% 10.34 70.74= 10.38
Control group 64 42.52+ 3.14 49.24+ 321* 451+ 1.14 4.55% 1.26 70.21x 10.42 71.46% 10.35
t 0.281 14.088 0.259 0.333 0.233 0.391
P 0.799 0.000 0.796 0.740 0.816 0.696
Notes: compared with before treatment, * P<<0.05.
3 WMARKFTHLE [n(%)]
Table 3 Comparison of clinical efficacy between the two groups[n(%)]
Groups n Markedly effective Effective ITonvalid Total effective
Research Group 63 25(39.68) 33(52.38) 5(7.94) 58(92.06)
Control group 64 20(31.25) 31(48.44) 13(20.31) 51(79.69)
X 3.997
P 0.046
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