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[ E] B HRiThFLKREOTEFTLE W starKyoto K A2 B KM & /E K R4 £ 50 Ak -F 8 UL dm B BE IR
F = BEE G (Ca -ATPaseds Na', K™ -ATPase) E A A B A X9 ¥ rh, 73K WEBAMAHEE R 48 Wistar
Kyotok RAw B AW & /A K K MEFHK-FFN @I, 5 A ASH 1x10°.1x10 F 1 %1077 mol/L 24 % 3%
F AR, LRME 6h 12hAe 24 he KA ANRBEFF A H FRAOBE RN AR, AN £ 35k -F 3 M fa
B Ca™* -ATPase.Na', K* -ATPase’& % % 3 mRNA & i K F, 44 b KT ERE O(1x10F 1x107°
mol/L ) 3% W istarKyoto k & Ca™" -ATPasei& 1 (P< Q 05~P< Q 01), 5-F i ia £ EA485% (r= Q 34Q Q 725),
24 hik % k{f, B LR Ca” -ATPase A I mRNA & %X (P<Q 05~P<Q01); &KAE (1x10 "mol/l. ) %
BikE O# Cd" -ATPasE R (P< Q0 05), 5 F M2 A4a% (r= - Q348 ), & 24 h# B R 3%, 5 FAAR
Ca’ -ATPase Z% 1 mRNA &R (P<Q05). 3MHKAELETERE CHMH A AMZLE KL Cd ATPase 1
(P<Q05~P<QOl), 5FHBEMERAE (r= - Q 346 — Q 493 - Q 759), 24 h¥3n#I K%, F FHAE Cd -
ATPase 2% 1mRNA &% (P<Q 05~ P<Q Ol)o 3RKE (1x107°.1x10 %= 1x107 mol/L ) ¥ % %% ©
RAKE 24 h 12 h 6 hZ2F I W istarKyoto K & Na', K* -ATPase &% (P< Q 05~ P < Q 01), B 7| Z AR #1238 4o
24 hNa", K" -ATPase®& M & Lif a, £ ¥4 mRNA 2% (P<Q 05~P<Q01), 5Ffati £ E4X (r= Q 425
Q645 Q 767 ). Mk PREREEKRE OO LA EHLEKRK Na', K" -ATPaseF M A a, F42 mRNA 2 £ H L
¥t B P>005); BKARE EKE OUMH Na', K" ATPaseFH (P< Q 01), 5 FHEEE A% (r=
~0589), 24 hix &R KB, BTH a ¥4z mRNA 2% (P<Q05). 5 ¥ BkEF OQIEFLERR I
BB iR ILsm A2 Ca™t -ATPasei& A M Ca" -ATPase & 1 mRNA &k H @5 A, # 27 SR EE Na',
K* -ATPase &% & a, L %42 mRNA £ %, W# S e E K L T AT F MM Ca" -ATPase. Na', K™ -ATPase &
M A Cat -ATPase 2 1. a, ¥4z mRNA £,
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[ABSTRACT] Aim  To explore the effects of angiotensin@®on the activities of Ca -ATPase Na', K" -ATPase and
mRNA expression levels of the plasm am enbrane Ca™* -ATPase isofom 1 (PMCA1) and Na', K* -ATPase a, -subunit
culured thoracic aortic vascular smooth muscle cells (ASMC) fran W istarKyoto rats and spontaneously hypertensive rats
(SHR). M ethods AMC isolated fran 14-week-oldmaleW istarKyoto rats and SHR were cultured and treated w ith
different concentrations (1 % 10 9, 1x10° 8, 1x10"7 mol/L) ofAngiotensin@ The activities of Ca’™* -ATPas¢ Na',
K" -ATPase w ere m easured by biochem istry and enzymology ~ RT-PCR assay was em ployed lo detem ine the relative levels
of PMCA1 and Na', K™ -ATPase a, -subunitmRNA in AMC. Results Low and moderate concentration (1 x 10 9,
1x10"* mol/L) of angiotensin@significantly mcreased the activity of Ca™ -ATPase in ASMC fran W istarK yolo rats(P <
Q0 05~ P< Q 01), and the activity of Ca™* -ATPase was positively correlated w ith the intervention tine of angiotensin@( r
=0 34Q QO 725), reached themaximum at24 hours up-regulated PMCA1 mRNA level at the same tine (P< Q 05~ P
< Q@ 01); while high concentration (1% 10" " mol /L) angiotensin®@ nhibited Ca™* -ATPase activity (P < Q 05), and the
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activity of Ca™* -ATPase was negatively correlated w ith the intervention tine(r= — Q 348), reached the greatest effect at
24 hours and sinultaneously down-regulated PM CA 1 mRNA level (P < Q 05). Angiotensin®(1x107°, 1x10°%, 1x
10" 'mol/L) decreased significantly the activity of Ca™* ~ATPase in AMC fran SHR (P< Q 05 ~ P< Q 01), and the
Ca* -ATPase activity w as negatively correlated w ith the itervention tme (r= — Q 346 - Q 493 - Q 759), had the
strongest effect at 24 hours and sinultaneously attenuated PMCA 1 mRNA level Three concentration of angiotensin@® ( 1
x107°, 1x107% 1x10""mol/L) stinulated the activity of Na", K" -ATPase in AM C fran W istarK yolo rats in tum at
24 hours 12 hours 6 hours (P< Q 05 ~ P< Q 01), and increased the activity of Na", K™ -ATPase w ith a, -subunitmR -
NA expression pranoted n a dose-dependentm anner at 24 hours (P < Q 05~ P < Q 01), which was positively correlated
with the intervention tine of angiotensin@(r= Q 425 Q 645 Q 767 ). Angiotensin® (1x10°°, 1x10 *mol/L) did
not affect the activity of Na”, K -ATPase n SHR (allP > Q 05), while angitensin@® (1 % 10" mol/L) significantly
suppressed the activity of Na', K™ -ATPase¢ which was negatively correlated w ith the intervention tine of angiotensin@ (r
= - (0 589), and reached maxinum effect on the expression of Na', K* -ATPase a,-subunitmRNA at 24 hours (P < Q

05). Conclusion InW istarKyoto rats angiotensin® has biphasic effects on Ca’* -ATPase activity; PM CA 1 mRNA
expression, and activates Na', K* -ATPase activity and a, subunit mRNA expression i a dose-dependent m anner in
AMC  Whereas n SHR, angiotensin® inhibits Ca™* -ATPase activity and PMCA 1 mRNA expression and only high

dose of angiotensin@® suppresses Na“, K* -ATPase activity and a, subunitmRNA expression in AMC.

MEFEMLER MEERERSE " H
RN R I B TK R ©( angiotensin) Ang@®) PA5%
Iy E L 2 5 0 DY RE AN S A IR T . 4E
P P S R PR AR A fih A 4 PO S BELAR A 5
FHEEBNN R K MR R S BA T . Ca* -AT-
Pase fll Na', K* -ATPase Il /2 1 5 41 ffo N 45 5 7 IR
EREERE RS, fEmilEmES, DA 3)
Jok M58 423 K sk -F- 1 LR B 55 92 T h Ang @O =
E%i%[}s], SBKCFE VLR Na', K* -ATPase
Ml Ca”" -ATPase i P R AE B E'". HEl, KT
Ang@% Na', K -ATPase #1 Ca~ -ATPase HI1E FH
RIEA—. HHEER, Ang@REIN G 0 JL4H L
Na ', K* -ATPase‘?ﬁ‘]‘i”l, i SD KRR s kP
ALAIHE Na', K™ ATPaseifr ik X a, WAL mRNA
FAE K B 10 A E R M R KR
( spontaneously hypertensive rats SHR) I % F #5 Il
YRR BE Ca” -ATPase WA 1 ( plasna manbrane
Ca” -ATPase isofor 1, PMCA 1) X ULHK M 454 mR-
NA RPN AT BRI Ang@f IE# IfL
JE W istarKyoto (WKY) KA SHR 3 EK-FIE AL
SN0 PR = BE BRI ( adenosine triphosphatases
ATPase) 1t [ 25 KR IE 15200

1 MRFEE
L1 EE#e

14 F 1t WKY AR fr HRA 5°, & L&
WE MR R R (AIEH: EShFE 02372
2237-1), DMEM 1§ E £ E G bico/r 8, Ang@lg &
# [ Signa/ 7, Ca" -ATPase. Na', K* -ATPase i%
R &M A R EK A TR A, & RNA #H#RRK
Fam— Pk X REBE KA (onestep RT-
PCR) KA &1 82 E Q iagen/NF . H b bF A

L2 EFRPkFBINMEEERSEE
FRAARRMEEERAE, B 37C,
9% I &« Fo CO, A HATR R Fufe KR, BE
HESHMENEBLERKEN, XA aflaika 8
TR R AR RS,
L3 SKIG4H
A 6~ SRAKEIFH WKY AK.HR BE
Bk E FRNERAESRAME, AELFEW
DMEM ¥ # 4k # 24 h B F 45 #4752
. B4 WKY £, HR 4 % Ang@¥ ( WKY Ao
HR 4 Fl A4 1x10°. 1x10 1 1x10 'mol/L
Ang@ONE A, £FEHEF 6 h 12 hfn 24 h).
L 4 EzKFBALAPEIRE = BEREGIE 1M E
FIA¥NRE 4k 10 /LW m &R, BER
REQURRE 28 i, B0 T WL 2 20 L 2 A U By 48 /0
Bh, AEEHR =2k NE X EaWKE. AT-
PasedE Mt FiBEF L EZMNE, HREHUEBZERLE
B ¥ ATPase & /NEt 4 8 ATP = £ % 9 & X &
[ Pmol/(h* mg) |-
L5 #HRES RNA$Z2BUK mRNA FRIAHEN
XRARRABRMEERAER AR 4K
RNA, — & & 3 # X R 4 B &k R u 16 I £ 5 ik F 7%
AL fE Na', K* -ATPase a, I 247, PMCA 1 mR-
NA R, PHRERAAERAFHEE. Na', K -
ATPHE o, T ¥ fr F#EI4 5 -AAG GAC GCC TTT
CAG AAT GCC T-3", T# 5|4 5 -TGA CCA TGA
TGA CCT TAA TCC-3’; PMCA1 L #3 % 5 GGC
GAC TTT GGC ATC ACA CT-3’, T# 3|4 5 -TTT
CAA CTT GGT GCA AAT TCC A-3’; §% B-actin b
W54 5 -TGG GTC CAG AAG GAC TCC TAT G-
3, T# Bl 4 5 -CAG GCA GCT CAT AGC TCT



262

ISSN 1007-3949 Chin J A rterioscles Vol 18 No 4 2010

TCT-3’. FEA/IN2 %1% 247 bp. 120 bp#F2 590 bp
o BAZMH 50CH #F 30mn 95CH ALK 15
min 94CE M 30 s S8CE K 30 s 72CEMH Imin
B3 35, /& T2CEM 10min. ¥ EFME L T
BG4 R AR B vk, Bl % [ SYNGENE /A 8] 2 B 3 %t
FC Ak A& AT R RN € B vk A W RO B, UL Bactin
K EAE A N AT BB, ATPasef PCR ¥ #2 4 # W%
FEEL EKE B-actiny 4 # RN E EH L E, BY
# Na', K" -ATPase a, ¥ # {r f2= PMCA 1 mRNA #Y
GERSE S
L6 BWHFERE

TBHRBRFEHRA v Es £, £ HER R EE,
AN SPSS 13 04 it it 7. 3M AR KE
Ang@rt WKY 4. HR 4 £ zh fk T 77 AL 48 fg T
BB HRER A B Z 44T, B — R E R B
& B9 tb 3 K Al Speam an 8 X AT, A P< Q 054 =
FHFITFRE X

2 F R
21 MEZRHKE CHREMAR Ca’ -ATPase EM

spAl

R R E Ang@®(1x10 “F 1 %10 ° mol/L )
BFEBH WKY K Ca" -ATPasei® % (P < Q 05
~P<QO1), 5FwMEZIEMER (r=0 34Q
Q723P < Q 05), IR EE AngOFE 24 h A I
Ca’ -ATPaseliE 1 (P < Q 05), TIKE Ang@FE 6 h
BIAHAN (P< Q 05), 24 hik& KfEH (P < Q 01); &
WPE Ang@NHIH] WKY KR Ca™ -ATPasei ¥4 ( P
<Q05), 5 FMEE2AAHRK (r= - Q 348 P<
Q 05), 12 hJFUEAHE BEME (P < Q 05), 24 hili]
B (P<Q01). 3FNKRE Ang@y B EMEH SHR
4 Ca* -ATPaseliPE (P<Q 05 ~ P<Q 01), 75
TP ] 2 A5 (r= - Q 346 — Q 493 - Q 759
P< Q05), 6 hBIFE#H (P< Q 05), 24 h M &%
B(P< QO0L#E 1),

* 1 MBEHE CHBEMAR Co ATPaseEMEIZIA [+ t5 Bmol/(he mg) , n= 9]

9 H Ang@IR & 0h 12 h 24 h

WKY 41 1x107° mol/L 4 69 0 54 4 9470 55 5 07 X 70 5 29 *q 58°
1x10" ¥ mol/L 4 44 *Q 50 4 94 q 56° 5 342 44" 5 84 £q 53"
1x10" " mol/L 4 64 1Q 55 4 13 q 595 3 90 2Q 43 4 022 73

SHR 41 1x10™° mol/L 329 %0 69 2 67 X0 57° 2 69 X0 50° 2 4730 64
1x10" * mol/L 357 %a 67 2 98 Q 58" 2 8330 59* 2 5340 59"
1x10" " mol/L 3 1530 52 2 53 4q 43° 2 3610 62" 1 45 £q 59"k

aNP<Q03bAP<QOL SAAFRWE 0htbiR; A P<Q 0L 5ARHAFKE 6 hibiE; W P< Q03 e P<Q 0L SAHAFRKE 12 hi
B £A P< Q0L SRR 1x107° mol/LEE; g P< Q 0L 5AMFNE 1x 107 mol/LEE .

22 MEEKR CHAEMHAR Na', K" ATPasei&
ez

3PP E Ang @Y RENE I WKY 41 Na', K™ -
ATPase it (P < Q 05~ P < Q 01), 5T Fiih [a] &
IEAHZR (r=0 423 Q 645 Q 7672 P < Q O1), {KiKkJE
Ang@NAE 24 h A BZE I Na', K -ATPase i& 1
(P<Q 05), FIKE AngCHITE 12 h BEIEIN Na',
K" -ATPase &% (P < Q 01), M= EiRE Ang©XE 6
hEDEZER I Na', K -ATPase 3G (P < Q 01), 3
fE 24 hikf K (P< Q 05~ P< Q 01). & .Hik
B Ang@ft SHR 4L Na', K -ATPase i 45 T 5 1
(P> Q 05), (UEIKE AngOHIH] Na', K" -AT-
Paseiif % (P < Q 05~ P < Q 01), 5T Fif i) & 7
FK(r= - Q589 P<Q 01), 12 hIEHMH (P <
Q 05), 24 hiEH KM (P<Q 05 ~ P< Q 01), 12

h5 24 WA ZRTEEEME (K 2).
23 MEEKE CRIARMARBRE = HELET S
{iL mRNA FiXRIE2 N

R RIRIR, 3FPIRE Ang@OX WKY K.
SR Ca” -ATPase fl Na', K -ATPase I 1 1) Xk B
BTE 24 hie ok, MU ELEMEF 24 h Ca™ -ATPase
Na', K" -ATPasell. .7 mRNA FIEK A L, &
BRI, AR IRE Ang® (1 x 10781 1 x10°
mol/L)_ L1 WKY 41 PMCA 1 mRNA %% (P < Q 05
~P<QO01), mikE Ang@EIF i WKY 241 PMCA 1
mRNA K& (P < Q 05); T 3MIKE Ang@SRE T
W SHR 4 PMCA1 mRNA £ik (P<Q 05~ P<
Q 01). Ang®(1x10°, 1x10 *A1 1 x 10 'mol/L
YA F AR I WKY 4 Na“, K* -ATPase a, 1
B mRNA £i& (P< Q 05~ P< Q O1); {&. Pk
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Ang@hf IR Na', K* -ATPase a, Y. 5./ mRNA
FIETLHM (B P> Q 05) , Bk (1x10 'mol/L)

Ang@HI % T SHHR4 Na', K* -ATPase a, W.#
A mRNA #iE (P< Q 03 % 3K 181K 2) .

%0 MEEKE CHBEMAR Na', K ATPaseSE BN [+ +5 Bmol/(h* mg) , n= 9]

| Ang@Hk £ Oh 6h 12 h 24 h

WKY 4 1x107° mol/L 5 3520 97 5 68 10 86 6 0530 90 6 45 *a 97°
1x10" ¥ mol/L 5 63 £1. 08 6 2210 93 6 93 +q 95" 770 £a 92"
1x10" " mol/L 5 43%L 10 6 57 *a 75° 7 16 E1 14 & 70 q 92hdeeh

SHR A 1x107° mol/L 4 344a 76 4 1530 69 4 2940 59 4 2340 70
1x10" ¥ mol/L 4 4230 70 4 18 %0 70 3 96 fa 76 3 9410 55
1x10" " mol/L 4 19 0 69 3173 %0 52 3 35 +q 72 2 90 £q gob<#

aNP< Q03 bANP< QOLSARARKSE 0htbE; cAP< Q05 A P< Q0L 5ARARNSE 6 hibE; e P< Q 0L SARLARKE 12h
ELie; A P< Q03 g P< Q0L SAARNE 1x10"° mol/LHE; hAP< Q05 P9 P< Q0L S5AARNE 1x10™  mol/LEH 4.

%3 MEBEWE O 24 hid AR AR IRE = BB T 24T mRNA AMEM (« %5 n=3)

WKY 41 SHRA
Ang@IKRE (mol/L) — —
PMCA1 a, WAL PMCA1 a, T HAL
O(F TR ) Q 547 X0 045 Q0 704 X0 116 Q 193 Fa 030 Q 524 X0 025
1x10°° Q 613 £a 037* 1 025 £q 213* Q 140 Xa 017* Q 507 X 047
1x10°8 Q 678 2 042 L 762 2 137 Q 143 +q 021° Q 457 2q 083
1x1077 Q 402 2q o1 2 083 X0 116> Q 093 q 017> Q 393 xq 015°

aNP<Q03blNP<QOL SAHATFHATL; cIP<Q 05 dAP<QO0L 5K 1x10° mol/LEL; e P< Q05 544 1x10"*mol/LE.

B-actin(590bp)

PMCA1 (120bp)

B L MEZRKEOFMARRE Ca" ATPase TE 1 PCR
PR Sk E M A Marker | AXHRZH, 2~ 4KKH 1x107°, 1
x 10750 1x 10" " mol/L Ang@ £y SHR, TN WKY,

M 1 2 3 4
p-actin(590bp)

PMCA1 (120bp)

B2 MEZEHKE ©FMAR Na', K¥ -ATPase a, B8 i
PCR P4 85k (& M A Marker TAMIRYL, 2~ 4K KK 1%
107°.1x 1071 1 x 1077 mol/L Angi E &4 SHR, T KN WKY.,

3 i

T EN/INSI) RT3 FTLAH W 4 R0 38 B A v I A
AE s E A, I ST ULAH B A 5 R YE Ang
COfr B S 20 M P9 5 35 TR TH i Ok AN IR
RIL, 8JEE SR 3K i ULAH i H BLAS #E 2%, R
¥ Na', K" -ATPase. Ca" -ATPase i P T P % H &
RLE Y, 1485 SHR M T ¥ L4 i
Ca’ -ATPase Na', K' -ATPase 7% 4 & H mRNA %
B IEH LS WKY KR & TR . B4, Ang
G IR W R K R E S KT IS LA B ca™ -AT-
Pase. Na', K™ -ATPase ] 5N AB 53— DA .

o LR B o0 ML R 350 R AL Bk R R Gk
F UG IRA, B RN E M I E KR O WA
1 HR Bk & 4L | B bR CT I LA R 3 R
B Ang@E B ST . B RSN, AngECREM
H) G LM Na', K -ATPased& 1", 800 SD K
BRI VLA Na™, K™ -ATPased& M H q,
WAL mRNA FIEACF Y, FiR 108 SR M
EIEULAE PMCAL LWL M 45 % ( SERCA?2)
mRNA %i& " AR KB, K IR (1x107°
1 1x10° mol/L) Ang@EREHIIN WKY KR Ca™ -



264

ISSN 1007-3949 Chin J A rterioscles Vol 18 No 4 2010

ATPaseidi Pk, 5 T Wil 8] IEAH S, 6 h B 3,

24 hikf KME, H B 24 h PMCA 1 mRNA %i&; &
W Ang@ILAE 24 h B ZEH WKY 41 Ca™ -AT-
Paseii & T 18 PMCA1mRNA Ki&; 3FKE Ang
EHRE S MH HR E 30 KCF UL B ca” -
ATPaseifi Pk, H-5F Tl (8] 51 AH R, 6 h F-as#ii,

24 W N e 9, 3F F i 24 h PMCA1 mRNA £ik.

PR Ang ORI R KB Ca™ -ATPase i T (1) 34035 85
HIHITTRE 5 Ca -ATPase 5 #] & K 818 55 HLHI A
5%, Ca* -ATPase i MR NAE 24 h o Al fig 5 114
BN PMCA1 mRNA RiEHG X, MM Ca -
ATPase /2 IflL & P38 ILA0 AL T30 F 4hHE Ca™ OME—
WA, FE T A R 40 E B A o IR
1. Ang@AH] SHR E 30 K-FHE UL E Ca -
ATPasel& 1, 7l B8 5 LR KR A *. K. HRE
Ang@H il WKY KBl Ca’ -ATPase i 1, A it /2
WKY 2K RGBT 20 A P9 45 25 7 94 B 388 m 1 AR A2 L 1
Z—. TERE Ang@M#il WKY KB Ca™ -ATPase
TEPE, TTRE R WKY KB RAREE R BL. B Al 72
R, ME RV Na', K -ATPasei&E VER T
FEAE AR T LR Y AR TR R e B R
NI SRR, FLHE Na' A1 Ca™ W B I B ik /2=
TR A, NV LA 7 Jo 8 1 3 (S AN 6F N PR 5% A ) 3
I, T B R AL 7E £/ 2 EOR P 5E AR, K
JFL il S R ) S B R I S AN B 1 T ) L A
o AWPFCREIR R, 3FRIKEE M Rk R O Rk
N WKY KR Na', K" -ATPase i o, H. 5% %
gk 2 O FE K& T TS 18] IEAH O, MR Ang® 1E
24 h A BFEWIN Na', K* -ATPase &, HiKE Ang
GHEITE 12 h BZE N Na', K* -ATPase 36 14, 1M 5
WEE Ang@HE 6 hBIRZEIGIN Na', K' -ATPase i
P, SHIITE 24 hik BB, HF 2 =Kt b
# 24 hNa', K" -ATPase a, 1V #. 47 mRNA £ ik /K
T, 5 TkedaZE B FCH A ng (O 1 H 40 H8 1 38 I
SDKH Na', K" -ATPasedi: [K R ik &5 B — 5 (K.
WIE Ang@X HIR Na', K™ -ATPasedii 14 & a, 5.
£ mRNA RIETCF M, S Ang@iih] SHR 30
ka4 Na', K* -ATPaseif 4, 5 Tl 7]
AR, 24 h iR, JE T o WA mRNA &
KT, SRR R E Ang R T T B 8] %o 3 K
B Na', K" -ATPaseid& A A F S0, 7T HES5PIFHR
BRI 5 T UL L P Y A ng O B S AR ML A
G %", 3AMERBER Na', K -ATPase i 148

ot 5 255 1 e KBRS HLE A O, /EH 24 h
Na', K* -ATPase 77 ¥ 0432 7] g /2 8 1ot 35 DA % s bl
H5E . Na', K' -ATPase i 4 F B 0] S040 fig 4 4h
Na WRERREE AR, N Ca 4 Na' Ca 2 HflF
WD, BN S TR ER . Ang@HE N WKY
K Na', K* -ATPase i 4 7] G2 5 WKY K 4 1
2 6 P 4 S IR B T v 1 o — AR AL

g LRT IR, Ang X IE & Il & A1 & i & K B
Ca" -ATPase Na , K" -ATPase & % J2 H: W 2447 mR-
NA R IE A [F 8 5 ik B &% F Te 18] 5 oK.
Ang@F IEH IR K &R E S0 kCF i UL ca™ -
ATPasel& Ve S JF I Ca™* -ATPase W5 1 mRNA %k
AHXAER, 7 2H MBS Na', K' -ATPase
MK a, W HAL mRNA RIE. Ang O & 1L E
KRB KF 1 UL4E M Ca™ -ATPase. Na', K* -
ATPaseiEMES Cat -ATPase WA 1. a, I #.4A7 mR-
NA ik,
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