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Aim To evaluate the effects of atorvastatin on aortic blood pressure and ion pump activities of vascular
Methods Twelve twelve -week-old SHR were randomized into
atorvastatin treated group ( ATV group, n= 6) and distilled water group ( DW group, n= 6), and Wistar Kyoto rats ( WKY) as nor-
mal controls.  Atorvastatin and appropriate amounts of distilled water were administered to ATV group for 12 weeks by gavage.
Blood pressure of caudal artery was examined before and after treatment, serum titres of TC, TG, LDLC, activities of Na" -K" -
ATPase and Ca™ -Mg™ - ATPase of thoracic aorta smooth muscle cell were measured. Results Blood pressure in ATV group
was much lower than that in DW group( 161. 8 £9.9 vs 192.9 +10. 4, P< 0.05).  Activities of Na' -K" -ATPase and Ca™ -
Mg™ - ATPase of thoracic aorta smooth muscle cell were remarkedly higher in both ATV group and WKY group than those in DW
group (5.20 0. 54 vs 3.06 10. 42, P< 0.01; 4. 62 +0. 35 vs 2.98 0. 17, P< 0.05), (5.92 £0. 31 vs 3.06 £0. 42, P< 0.
01; 4.8630.26 vs 2.98+0. 17, P< 0.01).  Activities of Na" -K* - ATPase and Ca’* 'Mg2+ -ATPase of thoracic aorta smooth
muscle cell were negatively relative to blood pressure( r= — 0.426, r= - 0.359, P< 0.01). Conclusion Longterm ad-
ministration of atorvastatin can effectively reduce blood pressure by elevating the ion pump activities of vascular smooth muscle

cell.

e ML FR) R0 I R e ML A 85 A ) e B A I A
SONEPE PR S I v, BT AR ML T L4
PRAEK 34 58 K 45 4 L 2R B, Ja 8 R B I

[WisHHE 20050725 [fEE BHEA] 20060516
[TEERN] BRI, WL, BRI, BF 507 1R A0 I AR BER

LIS 010-64456473, Ermail 4 cjgel 116@ 163. como. B # £, T AL IW,
L AU 50, BT T TR LR A NR T . BRI, AR BRI,
Tl Y 50 A S 00, WF 5 T o o g 0 A N TR T

BRI VN R . Ca™ IR
B EZS TalERIKERRER HYS
Ca™ 32 2 DA DR (K 40 O I 28 - J G ME AR AE 57 3 2K
AR A IR B AT S BT FR AR AT R
AV - AL B 5 S A S (Bt i R AL
2R LR T B e P R T RE AR 2 T RN o FE e L
i M 2 B 3 A e, ] AR AL 7Tk i s N I A
VA T RIS PR RO, AT A TE . 3RAT
82 1 A A2 e L s KBRS 2R DA B B AR At T30 50



414

ISSN 1007-3949 Chin J Arterioscler, Vol 14, No 5

K L s PR T 2 AT RE BRI ATL A

1 MR57REE

L1 FERAFIMMLE
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AEE,DW Afxf A G R RS2 X M@AE
B. k12 A.

1.3 KERENPKELEERNE

Fl HX- Gk R R 8 0 U & 4 2 /T A 4
HRABARL#H# . FERSEIKKEE &1
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F 1. SEAFUIEE B EL R (mm He, » £s)

a4 H n L UTHT ST 12 AR
Xof {41 6 110.9%6.3 120.1%7.5

DW 41 6 167.5 5. 4° 192.9 £10. 4™
ATV H 6 168.7 £6.0° 161. 8 £9, 9=

aN P<0.05 b P<0.0l, 5XBALLLE; ¢ ¥ P<0.05, 5DW
HEE; e A P< 0.05, 5452457 L.
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2) .

FT2 HEXRMBEREEE. . HH -GN ZEEEAE
EEE & 2B (mmol/L, » £s)

5 A n TC TG HDIL-C

Xf R 4H 6 1.49+0.38 1.09%1.46 0.827F0.23
DW 41 6 1.53£0.22  1.08%1.55 0.79%0.13
ATV 4 6  1.03%0.16" 0.7120. 19" 0.62 L0. 14*

aN P<0.05,b 8 P< 0.01, 5X ALK c N P<0.05,d N P<
0.01, 5 DW 4 Lb#.
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[ mmol/(g*h) | [ mmol/(g*h) |
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BEEIES IR, MRl & PRI RN E FERA
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B E MERAIEH . ATRERINLEI y: He—, HH] i
- LA S TR K I S A2 gk A s T, AT
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fii-R EHEA I 3 1 SHR =5 30 bk &F 5K Th B8 1 5510 2
EZREICT Ang OF FHIME LS. R 8 wb> T
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