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[ABSTRACT] Aim To canpare the activities and mRNA expression levels of Na", K* ~ATPase and Ca™* -ATPase
in culured hun an unbilical artery smooth muscle cells (hUAM SC) isolated fran neonates w ith hypertensive fam ily history

A denosmetriphosphatase

(FH" ) orw ithout hypertensive fam ily history(FH™ ), and to campare the concentration of angiotensin ® (Ang @) and
endothelin (ET) in hUASM Cs supematant and then explore the relationships betw een the jon pumps and autocrine Ang (&)
M ethods
M C were detected by spectrophotography The mRNA expression of Na', K™ - ATPase a, =subunit and plasn a m enbrane
Ca* -ATPase isofom 1 (PMCA1) in both FH* and FH™ hUASMC was measured by RT-PCR. R adioinmunoassay was
used to detem e the content of Ang (® and ET i supematant of culured hUA SM C. Results The activities of Na",
K" -ATPase and Ca™" -ATPase fran FH* hUASM C were higher than those of FH - group (P < @ 05).  But themRNA ex-
pression of Na", K" -ATPase al-subunit and P CA 1 had no difference betveen FH™ and FH™.  There was no significant
difference m Ang @, ET concentration i the supematant of the tvo- group UAMC. Conclusion The activities of
Na', K" -ATPase and Ca™" -ATPase are increased in FH" hUASM G whichm ay not be related to themRNA expression of
al-subunif PMCA1 and the autocrine of Ang and ET.

ET in human umbilical artery smooth muscle cells fran FH" . The ion pumps activities i culiured hUA-
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[WFsHEI] 2009-11-22 [f&EIHEF] 2010-03-12 R AL R 2 s N
[EEWMB | SMERFEHARESTH [BEETF (2001) 3091, R RIRAL GBI F IR A R R, 20 ~ 40%

BB B R B34 [ (2005) 037], M RAETREWH (4
1 (2006) 25 |

(MEZ®N ] 280, Lo AL, B AT F 577 Mo & i
FERIE HLE, BE R BN 15908524567 EM aily JQF1096@ 163
cano S H, LW S A, H . WAL T A e IR R R AL, BB
AL RGN 0852-8608778. 775, H-LAfF A, (EBEBEIW, #F 577
I Ay v L R A AL

F) L P 22 SR A TR 2R e s 1 1 TR R L
TR T AARGEREIEREME. AR D
XA 0 e L R S 2 A £ 40 AT R L AR
P R i 3 R LR R TR ER L BB K T REAT TR
Z R AR B L SRR S T o



270

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

MR T 5, S48 H AT 40 M AS 4R AN R s 1
R BER IR ML % M0 R TR 3R v N R K T e, (EL
X3 NS K L LR AR A A SR 23R, H AT
WA WARE . BT 0 M R AR A e
SLH RAS FEM LR R AE K R ke ELIEER RAS
SEE SR, X T A L 2 52T AR B KT T
WLAmAE B 7 L Rk R LN LR R A TE
o PR, AH T I O TG e I S s A
LB sk P 1 LA M ( hum an umbilical artery
anooth muscle celly hUASMC) BN ZE . 85 2 15 T
H mRNA Rk, R LB E WUAMC 597 L
L K5k 2 © (angiotensin @) Ang @) Fl N i =
(endothelin, ET)WKFEEMZ R, #— PR A & MLE
IR i S8 1A B K L - UL L 8 1 2 P AR A AT If
BT WL PR 1 23 X8 Vs T A B K P AR A B P
Z AR LG 2R, A BT 17 A J A Atk v ML s H) 9
MLl

1 MRERE

L1 SMgS5#HE

REAGRFRAEDERAERKE (FH ) E
FRAFEFRILFs K 760 (AR EHERR)
AR RA AHYPHILEELELERK L
(FH™ ) IE# & A # B 7= R LB Bk 7 61 4E X %t P&
B, BMERKEEHHAEFEL=ARELEF N
TR FFHEE—ABRFRELEGLE" . B#H
2 ATPEEN X & T R AW TR R,
Ang@® ET B S & AT R A &1 F A4t 7 £ 4
B A KA, RT-PCRIXA & H Q iagen A T F= &
L 2 ABtsnbkFaidpamniss REE

K SOk [ 6] WUAMC £ 5 7 i, T8 B B
10~ 15 an, 8 BFEh bk, B E W A 28 0, 9 B
EHBFEE, HRA Q 5~ 1mm” B9/, A4
20% fb6 4 1 & 89 DMEM 3% 3% i %0 hUASMC X f| It
BERTENRER, A4 100 4 miEH DMEM 3%
FREERER BEARRALER SN ARERE
EHMETAEFME, ATENE RS S ALSE
BEREREREEAPMFE FRETEE. AL
FrREEANAEKBEIFNE 4~ 6RAH.
13 MEFEFALMEA Na', K -ATPase & Ca™* -AT-
Pasei& 4B E

FlBg¥ & % M 2, R ATPase ¥ 4 f# ATP
A ADPFa L HL#E (Pi), W& Pity & ¥ H| ¥ 8§ 3E 7
B, R & HE REREY TRA TR, ™

BIFRFEHHABEAE. ATPase FHEUFZE T L
& 8 (mg protein) ¥ ATPase & /N 7 ATP 7= 4 8y
Pi( Bmol) B & & (MmolPi* h™'* mgpo '). KA
FYR 1218 5 K E AR K 660m A, 1an K
Ble, RETERMNEHEFHEESE, BN Y AT-
PaseVE . S 4 &0l o kit 3MAKRITFHNAI
EE N 3RECFHE,
L 4 2 RNA B9REUA al-subunitil PMCA 1 E[H
X E 2

X R &R I —FE, B R P BOK 3R BR 4
B RNA, 2400 Kt E T 2 AW E H 260 nm Fo
280 nm ¥ OD 18 % & RNA 8945 B, B R 48 6 B 8, 0k
Z°F RNA % # M #. RT-PCR K 2 Na', K* -AT-
Pase al-subunit¥ ¥ 5| #: £y 5 -TCT TCC TCA
TCG GTA TCA TCG TAG C-3’, T¥# 5’ -GGA CAG
AGC AAG CCA GGT AGC-3", ## Fr B K E 4 302
bp. Ca' -ATPase##/ /& 1( plasnamembrane Ca™* -
ATPase PMCA 1) ¥ 5| 4: L3 5 -GCC CAG CAC
TAA AGA AAG CAG ATG-3’, Ti# 5’ -CCA TAA
GGT TTC CGA AGC AAG AGA G-3, ¥ A B K &
349 bp. W% B-actin 3|4 L 5° -GAC AGG ATG
CAG AAG GAG ATT ACT-3’, T 5°TGA TCC
ACA TCT GCT GGA AGG T-3’, ¥ ¥ F K E 142
bp Ml FEETAYTRAT LK. REEHEN:
#HF 50C 30mnFEME 95C 15mnn T 94
'C 30 sk 55C 30 s #Ef# 72 C 1min 73 30
W, EHEAM 72C 10mine KB4 K G 3=
75 BLBEAT 2% 37 8 A8 4 R oL v A I, £ 4 E B8k
P AT R e W 4 R AR
L5 MpEFRPMERKE CRRNERREN
M E

o e & 2EL 4R S AR 1 mL, A\ 3K g3 4 5
# Eppendorf® &, B/ OB £, Bl Ang@R ET # 4t
G IZ A AT A & R
L 6 HitFaiE

FrEHEH A SPSS 11 SHEW F M HATIN
FOMAE, HEARA x TsFR FHHRMLRA ¢
BB HTHH. P<Q OSHZRASRITFE X,

2 #H R
2 1 BEREIE RS B bk E 80485
ATPaseiBTEELER

T L R SR i s FA M 4N T B0 kT T L 4E
Na', K -ATPasefl Ca™ -ATPasel 35 5 T & i &



CN 43-1262 /R H [E B BkAE L 24 E 20104E5 1855 41 271

FEE A, ZERAREE (P<Q 053K 1).

% L ARBMERETHFaAKDEFFINME Na, K -
ATPaseSEMELH (v &5 n=7 HmolPi* h™'* mgpro ')

s A IR [EN
I AL R s 4 4 02 %0 46 3 70 X0 67
A L R A 3 14 20 64° 4 78 £1. 01°

ay P< Q03 570w i & 5 H 48 B

2 2 AREMERE L= KLEEF 2
ATPase mRNA FRiARIELER

™5 M AMmME-FHEI4E Na', K* -AT-
Pase al- subunit/Xz PMCA 1 mRNA H]RIA/KFER
TEZEE (P> 0 03 B 1FFE 2)

®2 ALRBMERKLHFNKDEFBAME ATPase
mRNA BIFRIL (x £5 n=17)

M al- subunit/B-actin PMCA 1/B-actin
i e i 5 M 4 a 78 *a 19 Q39%a 11
A v SRR s a 85%a 07 Q440 11
a 1-subunit 302bg
—— — —
B -actin 268bp
500bp
400bp
300bp
200bp
L. B R L "
100bp o
(@) [lactin 142bp
20bp

® 1. Na", K" -ATPase al- subunit’ PMCA1 RT-PCR j=4]
IR BE MR B AR ik [ EFBN Na", K" -ATPase al- subunit F
B9 PMCA LM mark 1~ 30 0 ML 5 L 415 4~ 54T I
FE 5 4

2 3 AXEMLEREESE R sk E 8RN 20 1

FiEHPME K3kFE CAKE ZRIRERLER
™5 WM HiE - U4 s Biglh

Ang®Ofl ETIREERHTLEZEME (P> 0 03 F 3).

% 3 PR A E RN A S LR ME R KR
OMAEZRRBELEE (v £5 n= 7 ng/L)

4 W MEEKE® W R

T L SR 4 53 94 £5 58 32 11 %6 49
A L R A 50 01 *5 43 30 2135 17
3 3t ig

BN hkF- i LA I 2 7 e i 5 6 e sl Bk UL
JE 8 RAS RGBS 5 m R Z A" Y. s
(Na", K" -ATPase). Jii £ #5 %% ( plasna membrane
Ca’ -ATPase PM CA )2 2 ik T35 W40 B i b 2 Fr 4
M IER Na' .\ Ca™" WK (K E A2 R4, T
L4 ( vascular smooth muscle celly VMC)FEHE
AN al WAL K PMCA LI BA ™, B 45
FRVE ML BRG] 2 240 M A BN 5 TR T e, I
AR S WA 18 S A~ T UL A S A 5 IR K, I A FH
JI3 e, MR .

138 A% R 3R 178 & ML K (¥ R it 5 B B4R
H, milER G SR nERFEXRRED . B
AHFTRY, A LR KR L F D E 2 0 fE
W R 2R Y T v I S g s L R R B
e L s 5 T 52 A A4 ) 75 20 4 21 40 O PR 2R A0 5 52 v
P EE TG v L 51 SR 0 BRZELAIG, FOA R 5 9R
RSN AR B AL A 5%, AW Ui 0t 1
FR LT A WUASMCAH R 55 52 35 1 A9 E, A B
A IR SR 520 hUASM C 1B 28 A4S 20 3 1 3%
Jo LR SR Se i w5 AR —, R T RE 2
ARG A AR A S50 A [R] A R B B4 L A2
AR AT R — 80 AR TR B K T
xRN 2 A LB sl Bk, B T ) R R AR
W, HFEE AN Na' A1 Ca™ 3RS, 4
TG ZRTE PR T TR ), B AN AR
AV RIS o FE AT 0 o R W5 S 4 7 I
JEZ R 24 WUAMC#AZR al-subunit 1455 PM -
CA 1 mRNA £ 58 7 FZE SRR, 3R
R A v L 5 e S sl Jk - T L L 25 5 i e
SR RESE T mRNA RIA.

A e ML 0 A v, I 8 MR A 5 dn o A K K
R @A KRR E WS R M ST ER EERER,
T B 5 W S B e A, A R
TR H A B 40 & B AR TR, e UL A A R
Ang@R1 ETKF A & 5 F 1% AU, ik 5%
SHSRAH IORAE D MR H— FA R MR S R



272

ISSN 1007-3949 Chin JArterioscler Vol18 No 4 2010

WGBSR QN ERYETXBRADTH
AIXT T Ang 1L ET 58822 8522 FUAH B RIWHE A
WA —, REZFNAEAF AL, REER
MY EL, TSR B TR AR AR, K
W ST 45 RN B 3 Bk - L4l i 5 703 Ang@\
ET 57 70 & iU 5 52 B A OG, T g & i 4
W FC U SRV TR LI s kP18 L, R RAS iR
W, R IEVENCAE R T (Ang@) ET) B B 70 Wi
TR, FIRBATE S WUA M C iR oh s IRt 2
T sk A k. B AT R B, A LR
KIS E B sl K- L4l i Na', K* -ATPase
Ca" -ATPasedi M T i, & 75 H 8 A 1 IR 4% 15
SR A LT RE A B K- VLS 7 2R M R
W2 MEIRAPA.

[5%E R |

[1] Laragh H, Brenner BA.  Hypertension pathophysiology diagnosis and
managanent [M].  New York Raven Press 1990 81-10Q

[2] 8 FE, FICE, i, % A EEMUEFEEMIEEE SO
MR AR AR YE B S [ J]. P ARIOULAR AR A, 1997 35 (10): 530-
531

[3] i #, fagpk.  MUCEWRAEYBE G R R R e L SRR S R R 4o
ARSI [ )], PESZAIEK, 2006 22(5): 389-391

[4] BRUASE, P75, X H, S A e 50 s i i B AR i 2 M 5 R
KR OQNERER—FHEAKTFHRAT[]]. FTECLERFTR
&, 2003 3(5): 339-341

[5] XUEAR, FHEfE, BHFW, & G IR0 £ 0% EH S FE0
MEBBREMM[].  FEHLELSE, 2008 16(5): 4 41-444

[6] Z¥le, WEE, W 5=, 55 AFE BTN A0 8T 37 07 VL B4R I
[J]. #EXEFRFR, 2003 28 119-122

[7] #hTE, wiod. SHELE M) dbat d E R H R,
2001 47-60

[8]

[9]

[ 10]

[11]

[12]

[ 13]

[ 14]

L15]

L16]

[17]

[ 18]

[19]

[ 20]

(et

FIESE, XIWels, 75 7. & SRR RBIKCT IR LA RS AR S
BN )] SeAE, 2006 14(5): 379-384
kedaU, TakahashiM, OkadaK, etal Regulation ofNa*, K* -ATPase
gene expression by angiotensin Il m vascular snooth muscle cells [ J].
Am ] Physiol 1994 267 H1 295-302
LR, HEE, X7, F EWE RRREMRREE E R L
KERBITIH VAN Ca®* ATPasedliPEAI PMCA 1 mRNA ik 105
WE [T P EsphkkAALARE, 2009 17(10): 815-819
BUHE, AR, RSB, . SORFRILR S i R R
MEKTHRIEm[ ], &HeEZE, 2002 10 274271
Torlieska K, Grochowalska A, Kupsz ] etal In vivo and in vitro effects
of hyperglycam ia on Na+ K+, Ca’*, M g>* -dependent ATPases activity
n brain synaptosan es of aging rats [ J].  J PhysiolPhamacol 2006 57
(7): 145-158
MishmaT, YanadaT, SakanotoM, etal
vitro sarcoplasn ic reticulm Ca®* -handling and Na* K* -ATPase activity

Pflugers Arch, 2008 456(3): 601-

T e course of changes m n-

during repetitive contractions [ J].
609

RaoMR, Sunl, ZhangXW. Effect of praeruptorun caumari on cardiac
mass myocadial [ Ca®* ] i and Na*, K* -ATPase Ca’*, Mg>* -AT-
Pase activity n renovascu lar hypertensive rats [ J]. Yao Xue Xue Baa
2002 37(6): 401-404

W E, BIfE, W %, &
I UVNZE SR K 520 [ ).
(4): 353-355

F OB, KW I S ML P R R R R A SR A
X)), FTEHRZAHKZRE, 2003 15 986-987

25 ER B R, SFL AR SO SR A T AR L3 B
FARKNK, MAFERRLANERAKFE [ PHRHLERE, 2006
14(9): 727-729

Petzold GC, Emhaupl KM, D imagl U,
spread ing neuronal activation is induced by endothelin-1 and henogloBIN
AnnNeurol 2003 54(5): 591-598
Enhanced angiotensin I-induced activation ofNa*,
Clin Exp

ApD AN RIS RS B R i KRR
TEGRBHEF 5L, 200, 6

et al Ischem ia triggered by
i the subarachnoid space [ J].
Shah § Hussamn T.
K* -ATPase in the proxinal wbules of obese Zucker rats [ J].

Hjypertens 2006 28(1): 29-4Q

PRbewn, MEEE. W RIKER ORHAZE S IE A R I6EH< &
[J]. WhRSEEREE, 2003 19(11): 698-70Q

TN )





