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ABSTRACT Objective: To explore the effect of Qiangli Dingxuan Tablets(QLDX )combined with rosuvastatin calcium on the treat-
ment of hyperlipidemia mice, which may give some guides to doctors working for the rational use of post-marketing drugs. Methods:
Hyperlipidemia mice models were established successfully by feeding with 60% KCAL high-fat diet. Mice were administered QLDX
or rosuvastatin calcium tablets by gavage for 8 weeks. Blood lipid levels were detected at 2, 4, and 8 weeks after administration. The con-
tents of total cholesterol (TC), triglyceride (TG), high-density lipoprotein (HDL-C) and low-density lipoprotein (LDL-C) in serum and
liver were detected after 8 weeks of administration. HE staining and oil red O staining were used to observe hepatic adipose lesions.
Results: After 2, 4 and 8 weeks of administration, the contents of TC, TG and LDL-C in rosuvastatin calcium tablet group, high-dose,
medium-dose and combined administration groups were lower than those in the model group, and the differences were statistically signif-
icant (P<0.05 or P<0.01), HDL-C was higher than that of model group (P<0.05), the hypolipidemic effect was more obvious with the pro-
longation of administration time. HE and oil-red O staining results showed that the hepatic adipose lesions in model group were serious
with fat vacuoles and red fat droplets. QLDX can improve hepatic adipose lesions in a dose-dependent manner, and the improvement was
most significant after combined administration. The liver cells basically returned to normal, and the liver cells were arranged neatly, with
only a few red lipid droplets and fat vacuoles. Conclusion: During the observation period (2 weeks to 8 weeks), with the extension of the
medication time, except for the QLDX low-dose group, the indexes of blood lipid of each group were significantly improved, the degree
of hepatic adipose lesions was reduced, the lipid droplets were reduced and the effects are dose-dependent. The results showed that the
combination of QLDX and rosuvastatin calcium tablets had synergistic hypolipidemic effect. This study provides an experimental evi-
dence for the rational use of QLDX and rosuvastatin calcium tablets in clinical practice.
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Table 1 The serum lipid levels of mice after modeling hyperlipemia for 4 weeks (x+ s; n=10, mmol/L)
Groups TC HDL-C LDL-C
Control group 3.28+ 0.49 0.96+ 0.39 1.92+ 0.78 0.89+ 0.25
Model group 6.85+ 1.05% 1.53+ 0.50* 2.55+ 0.86 1.83+ 0.65%

Note: compared with control group *P<0.05, #P<0.01.
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Table 2 The serum lipid levels of mice after 2 weeks of administration (x+ s; n=10, mmol/L)

Groups TC HDL-C LDL-C
Control group 3.68% 0.55 0.81+ 0.27 1.84+ 0.69 0.94+ 0.21
Model group 7.88+ 1.01% 1.98+ 0.30% 2.23% 0.56 2.90+ 0.49%
QLDXP high dose group 6.83+ 0.82* 1.45% 0.17%* 2.68+ 0.45 2.32+ 0.35*
QLDXP medium dose group 7.07+ 0.99 1.59+ 0.32 249+ 0.55* 2.58+ 0.31
QLDXP low dose group 7.19% 0.97 1.75% 0.48 2.39+ 0.36 2.69+ 0.26
Rosuvastatin calcium group 6.71% 0.79%* 1.58+ 0.44* 242+ 0.54 2.42+ 0.24*
Combination group 6.58+ 0.77** 1.50+ 0.24** 2.58+ 0.45 2.20% 0.15%*

Note: compared with control group “P<0.05, #P<0.01; compared with model group *P<0.05, **P<0.01.
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Table 3 The serum lipid levels of mice after 4 weeks of administration (x s; n=10, mmol/L)

Groups TC HDL-C LDL-C

Control group 3.79% 0.65 0.95% 0.36 1.80% 0.57 0.88+ 0.35
Model group 7.61+ 0.91% 2,12+ 0417 2.11% 0.40 3.12+ 0.66"
QLDXP high dose group 5.22+ 0.82%* 1.38+ 0.27** 2.66x 0.37* 2.10+ 0.45%*
QLDXP medium dose group 5.80+ 0.93** 1.67+ 0.42%* 2.61+ 0.46* 2.20% 0.51%**
QLDXP low dose group 6.81% 0.96 1.79+ 0.40 241+ 047 2.59+ 0.36
Rosuvastatin calcium group 4.93% 0.67** 1.58+ 0.40%* 2.59+ 0.42%* 1.93+ 0.43%*
Combination group 421+ 0.87** 1.33% 0.39%* 2.69% 0.41** 1.78+ 0.35%*

Note: compared with control group “P<0.05, #P<0.01; compared with model group *P<0.05, **P<0.01.
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Table 4 The serum lipid levels of mice after 6 weeks of administration (x+ s; n=10, mmol/L)

Groups TC TG HDL-C LDL-C
Control group 3.56% 0.59 0.99+ 0.31 1.94% 0.52 0.98+ 0.32
Model group 7.85+ 0.87* 223+ 0.37* 2.08+ 0.41 3.31+ 0.66"
QLDXP high dose group 5.01% 0.92%* 1.25% 0.17%* 2.50% 0.35* 1.89 0.35%*
QLDXP medium dose group 5.58+ 0.73* 1.59+ 0.32%* 2.37+ 045 248+ 0.31%*
QLDXP low dose group 6.34% 1.77 1.75+ 0.48 2.29+ 0.33 2.67% 0.66
Rosuvastatin calcium group 441t 0.65*%* 1.50% 0.44* 2.56x 0.27** 1.82+ 0.34%*
Combination group 4.02+ 0.59** 1.11% 0.24** 2.77+ 0.32%* 1.59+ 0.27**

Note: compared with control group “P<0.05, #P<0.01; compared with model group *P<0.05, **P<0.01.
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Fig.1 TC and TG levels in liver of mice in each group
Note: compared with control group “P<0.05, #P<0.01; compared with model group *P<0.05, **P<0.01.
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