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The effect of atorvastatin on renal hemodynamics of the elder patients with hypertensive
nephropathy

WANG Yi, JIANG Xue-zhong

(Department of Cardiovascular, Jiangsu Provincial Official Hospital, Nanjing 210024, China)

[Abstract] Objective:To observe the effect of atorvastatin on renal function and hemodynamics in elderly hypertensive patients.
Methods: Fifty-six elderly hypertensive patients with hypertensive nephropathy were randomly divided into atorvastatin group(n = 29)
and control group (n = 27), atorvastatin group was treated with atorvastatin for six months. The variation of blood pressure, low
density lipoprotein cholesterol (LDIL-C), alanine aminotransferase (ALT), creatine kinase (CK), creatinine, estimated glomerular
filtration rate (eGFR), 24-hour urinary protein quantitation were examined, and the renal hemodynamics were observed by colour
Doppler ultrasound before and after treatment. Results: LDL-C in atorvastatin group decreased significantly after 1 month or 6 months
of treatment(P < 0.05). 24-hour urinary protein quantitation was unchanged in one month, and decreased significantly in 6 months in
both groups(P < 0.05), which was lower in atorvastatin group than in control group(P < 0.05). Creatinine and eGFR were unchanged
in both groups after 1 month of treatment,while in 6 months,creatinine decreased and eGFR increased in both groups, but no
significant difference was achieved (P > 0.05), however, the difference was significant between two groups(P < 0.05). No significant
difference was found in the peak systolic velocity (PSV) of bilateral renal artery (RA), segmental renal artery(SRA), leaves renal
artery (IRA) in two groups before and after treatment. In the atorvastatin group, end-diastolic minimum flow (EDV) increased and
resistance index (RI) of RA, SRA and IRA decreased significantly after 6 months of treatment (P < 0.05), significant difference was
found between two groups (P < 0.05), especially for the difference of RA(P < 0.01). Conclusion; Atorvastatin have protective effect
on renal in patients with hypertensive nephropathy. Reducing renal arteries resistance, improving renal vascular structure may be one
of the renal protective mechanisms.
[Key words] atorvastatin; hypertensive nephropathy ; renal hemodynamics
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* 1 WHERYTEIE LDL-C, MALEF eGFR.24 h FREHMEN
Table 1 Changes of LDL-C, creatinine,eGFR,24-h urinary protein in both groups before and after treatment

(xxs)

4 VIRt () LDL-C(mmol/L)  IMWLEF(umol/L)  eGFR[ml/(min-1.73m?)] 24 h JR&EH (mg)
FRIFEAABT T4 0 3.65 + 1.12 1253 + 174 474 + 112 1763 + 477

1 241 + 0.88*"" 122.7 £ 20.6 487 + 12.6 1695 + 512

6 2.08 + 0.75%" 116.3 + 21.8" 50.5 + 12.8" 875 + 310"
X} HE2H 0 3.48 + 1.03 1274 +22.4 459 + 13.3 1832 + 584

1 3.63 + 1.39 126.5 £ 18.7 47.6 £ 10.8 1 746 + 478

6 3.57 + 1.33 133.7 + 24.5 43.6 + 13.5 1116 + 389*

EBITHTHLR, P < 0.05,%P < 0.01; SR e, *P < 0.05, **P < 0.01,

x2 WARTHESMRNNFEN

Table 2 Change of renal hemodynamics in both groups before and after treatment

(xxs)

S| RITETIEL () 5 gl ik PSV(cm/s) EDV(cm/s) RI
BTG ARy T 20 0 RA 116.6 + 25.8 258 +7.7 0.78 +0.19
SRA 434 £12.3 132 £3.8 0.70 £ 0.17
IRA 28.5 + 8.1 8.6 2.6 0.70 + 0.20
6 RA 113.5 + 26.4 30.7 + 9.6 " 0.73 + 0.20**
SRA 406 £ 11.9 15.4 = 4.2%* 0.62 £ 0.17**
IRA 27.7 8.7 10.3 + 3.3% 0.63 + 0.18*
Yot HEZH 0 RA 114.7 + 27.1 274 + 8.8 0.76 + 0.20
SRA 416 +11.8 14.1 £ 4.1 0.66 + 0.18
IRA 6.8 7.5 8.1+23 0.70 £ 0.21
6 RA 117.3 + 28.5 26.8 + 104 0.77 £ 0.22
SRA 9.8 + 10.7 13.6 £ 3.9 0.66 + 0.19
IRA 254 £ 8.1 8.1+27 0.68 £ 0.21

ERITHT L, P < 0.05; S I HLEL, P < 0.05,°"P < 0.01,
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