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Effects of Atorvastatin combined with Tanshinone on chronic kidney disease
with albuminuria and dyslipidemia
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Abstract: Objective The purpose of the present study was to examine possible therapeutic effects of statin combined with
Tanshinone on renal function as well as parameters of lipid and glucose metabolism. Methods Ninety non-dialysis CKD Patients
with albuminuria and dyslipidemia were prospectively enroled, and were randomly divided into observation group (n = 45) and
control group (n = 45). Patients in the observation group were treated with Atorvastatin (10 mg/d) combined with Tanshinone, while
patients in the control group were treated with Tanshinone only. We compared indexes of glucolipids metabolism and hepatorenal
function between the two groups before therapy and six months after therapy. Results ~ After six months treatment, the levels of TC,
TG and LDL-C were decreased and HDL-C were increased in the two groups. The levels of TC, TG and LDL-C in the observation
group were significantly lower than in the control group (P < 0.05). All patients were tolerant to atorvastatin. There was no
significant difference in ALT, AST and creatine kinase between the two groups. There was no significant difference in eGFR and
UACR between the two groups. Conclusions Statins combined with tanshinone improves dyslipidemia in CKD patients,which
show a certain degree of renal protection.
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Table 1 Demographic characteristics of the patients at baseline
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Table 2 Comparison of the parameters of lipid and glucose metabolism between two groups

A% WA TC/(mmolL™) LDL-C/(mmol'L™") HDL-C/(mmol-L™") TG/(mmol'L™") ifif#/(mmol-L™") HbAlc/%
X YRYTRD 6.58+0.75 3.68+0.68 0.97+0.15 2.38+0.62 6.15+0.57 5.61+0.86
IR 4.63£0.42 2.62+0.53" 1.06+0.34" 2.05+0.26" 6.07+0.47 5.56+0.74
MEE VRITHT 6.33+0.82 3.62+0.87 0.94+0.18 2.53+0.51 6.23+0.53 5.62+0.83
WY 4352037 2.41+0.47% 1.12+0.517* 1.74+0.15™ 6.05+0.41 5.58+0.73

HARGNATTRTHA: TP<0.05; SXMALATEHE: *P<0.05

"P < 0.05 vs same group before treatment; *P < 0.05 vs control group after treatment
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Table 3 Comparison of renal and hepatic function between two groups
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