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[ ABSTRACT] Aim To investigate the mechanism of the change in the reactivity of the remodeling vessels of hypertension
to Angiotensin (& Ang ) . Methods Use the method of Video-Microscope to observe the contractility of the third em-
branchment of the mesentery artery of the normotensive Sprague- Dawley (SD) rats and the twokideny one clip (2K1C) renal hy-
pertension( RH) rats to Ang Use the method of isolation vascular ring perfusion to exploration the activity to Ang (® of the
aortic rings either group rats and the effect of losartan on the actibity.  Use RT-PCR to measure AT1IR mRNA and AT2R mRNA
expression in the thoracic aorta of either group rats. Results All of the contractility of the aortic rings and the third em-
branchment of the mesentery artery to Ang (&) increased with dose dependented, and the constractility of the remodeling vessels of
the 2K1C RH rats to Ang @®toned up more evidently at every dose of angiotension Loarstan block the the contractility of the
aortic rings to Ang (&) completely.  AT1R mRNA expression in the thoracic aorta of 2K1C RH rats is more than which in the the
thoracic aorta of normotensive rats and AT2R mRNA express only in the thoracic aorta of 2K1C RH rats. Conclusions (1)
The response of the remodeling vessel in hypertension to Ang @Gone up . (2) The mechanism of change in the reactivity of re-

modeling vessel of renal hypertension rats to Angiotensin (®may due to AT1R mRNA up regulated.
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SBEYR 55 AE K i 5% 5K & (angiotensin, Ang) ©
B S L AR T B LA T o TP — e R i s K B AE
A6 B B R L R RS TR S IR R kR @KP AL
BT, RWTIZ R G5 M E 8K R K R 431
BRI ARSI A B — A e L R RK B ik
HIEAFAE B K A B ER @1 2 24K ((angio-
tensin @type 1 receptor, AT 1IR) mRNA 1 AT2R mRNA
IR IE 1 O B K/ B RK Ang O B BL K
ATIR FEPURIRT 2 SN FIRE I, Ay B2 091l PR 2
— I BT B R GE A 1 50 455 PR T & I e it
7R BB AR YR o

1 #RAEE

1.1 SEEHMHEARFAR"

{# F1E 1 Sprague-Dawley(SD) A R, R &= 140~
160 go FANL O R SZIH At B, LA A 1% X
Bt X REE, T B E, THEBEF LM 2
a0, RELEH AL, BH A K, AER
H0.2mm R EELEL G Sk L, #RE S 3 fk
W E, EMERRFELH, UEFRFE— XA T
mEER., YERARSBLESRAER K, K
SRRk

AJE 6 ATHEREE, A =& &£ BiILFMN
(IMS-2B &, sk # &) ) 10 F 5L 5 fk F 4 3 fik
E, E¥H BF 45 ik E AT 150 mm Hg # (n=
24), %t B BT 3 5 fiE /N F 120 mm Heg # (n=
24). BHE 6 RH TR fkF i RS kA
FHWE, &6 AT i mE L%k F %A (an
giotensin converting enzyme, ACE) « 1l 2 Ang @& & #
W 7 DAL B AT = 5 Bk AT IR mRNA #2 AT2R mRNA #J 4
N, GH%6 AATHABHOLE O RNE, A%
6 RATERKESRFER.
1.2 IBME &5k REL(CLERIE M A0 3 M & %K
= CRENE

1% JX B b Z 40 B8 B R B, QB R, AR 4 4
K EENZE ACE WiEH,ACE XA & HBEELE
Frig . a2k % i Ang O & &, Ang
ORA edFEMNFRETFRECERRMRLE,
1.3 BEEHPKHSFEHE

Ko = o ik Fo B 2 BE o Bk T 10% #4948 AR B A
B, BRAE, HE 5~ 105, 1A B E S B,
AR HATHE e RERERE AN F LR E. F
HPIAS-1000 & B & 247 % 48 ( R X F 3F E ¥ [t 95
NEN B & bR B MR AR

BHEEE.
1.4 BRBERINEOAREHMEBEMNE

1% X B Z9 e, B TR0, il
—BMABEEEZ, ETHRAEHME(ISZS AR E
BEFRIEAREARGHERAE) T, EiR
(37 °C) 18 3% 7 /im Krebs & (Krebs # A 4~ #7: NaCI 6. 9
g, KCI 0. 35 g, MgSO,. H,0 0. 29 g, KH,PO, 0. 16 g,
CaCl, 0.28 ¢, NaHCO; 2.0 g, H & # 2.0 g % T 1 000
mL WEMAE) . TN E R BRI AT 0 &,
REER 10 min B KK E B & K E (107°.107°,
10742 107 ° mol/L) B H E 37 CH Ang @ 5%
REXR LA LEXTHLE D RWEMEN
MEZE, T 5min GIERRED Ik E &

1.5 BEBEMKIER”

TR Fkk A0 5 REAT B RE, B £
Bk, B\ 4 C Krebs 3+ . T2 %| % i & & B A8 i
Aotk R, BH B K 3~ 4mm WE R, 2 A B =
T4 37°C 10 mL Krebs A ERBE RN, FLEBN
95% 0,-5% CO, AR, Ak A& EHE(H-Z10g, It
AMAEFITREHRF) K Pclab & E 1L TN
(VIR2.20, L M G #rx M & R AR T EAF]) L
WRMLERA RN, A EATHAFTAH 2.0g, F
TL5h £HF—NMERBE T ImABDE(LK
E 4 107 ° mol/L) #% & 30 min, W& 310 F 1 B % &
Ang @&(107°.10° *.107 "7 10 ° mol/L) 3| & 7 fik FF %K
AEA. B HE AR GEZFERE, Ang O B
Sigma /A F
1.6 MEFNPKMEZKER O B FZK mRNA 2
RIS K mRNA ik "

1% )X B b 290 8RR B, B B9 = 30 Bk, Al T
izol( J4 El Sigma /A &) v % B 4 & RNA, 1f 4 F—
ReBugRNEANE(WELLEREE I EL
) Y H 31T, ATIR (572 bp) Bl 489 L 4 5-
GCCTGCAGATGITCCCTTTCCITATG3’, T # 4 5°-
GCGAATTCTTGAACCTGTCACTCCACG 3’ ; AT2R ( 476
bp) Bl #1847 £ % # 5’ -TGAGTCCGCATTTAACTGC-3,
T A 5°-ACCACTGAGCATATTTCTCGGG-3’ ; GAPDH
(349 bp) 5| 4 ¥ L # # 5 -CATGGTCTACATGT-
TCCAGT-3’, T3 # 5 -GGCTAAGCAGITGGTGGTGC-
3. ULE| Y tEAYITENE A K. 95C3
min EH B EAL(PE A 8) 183, B 5445 95C
30s,58°C45s,72C 1 min, 30 M{E3FR j5 72 CE f# 10
min. EUPCR 7 #7 10 UL, 1. 5% 5% AE 4% ik i e, vk W &
GR BRARGRZNERKEME(A/mm’), D
ATIR 5 GAPDH #7 A/mm’ H. 18 .AT2R 5 GAPDH #J
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Afmm® HAE A R ¥ E B
NA &8, EA =K.
1.7 GitFAE
BB DU TR 2 (x £s) BT, BTR Git
FiEH B, L P<0.05 HZ5H I E%,

7~ ATIR #= AT2R # mR-

2 g R

2.1 PHHARMAERZE
X BEZH K B3 8 kR 104 £11 mm Hg, SE
I6 0K R P KR 158 £7 mm Hg, P94 K B T34
FkEZERA R EESG I E L (P< 0.05), ¥
PR — S AL B I o R AR AR R R
2.2 WEAXRERE MEZKERGEMRT
X HEA I HE Ang IR FE N 48. 5 8. 3 ng/L, SE5
A 85.6 £10. 9 ng/L, AL LL, 2 7H B &M 5
TH#EE N (P< 0.05) . XTHEZHIMIE ACE iR 38. 1
T4.9U, SEIH N 59.5 £6.7 U, HMLL, ZR7A
BEMGITHEL(P< 0.05) . HaRETF R
IR K B RAS R GEH0E0IE .
2.3 FHXRKESEL
2.3.1 MEFHRBEXRE PR 2H K BN 3 B ik
TEASBARRIEE T WAL 1 (Table 1) o« 7 WL
H S R R X, 4 = R, TR SR AT R A ) 4 4
FEEm, X RALK EREFREE(P<O.
05), 15 BH S5 2H i = Bl kT 725 45 46 A8 B R AR AL,
fELEIM A B,

® 1 WERFSHE
Table 1. The morphologic change of the thorac aorta

Fh R iz JiR 41 ¢ ke

5 4 T RN ) )
(Pm) (x1077) (x1077)

XA 87.513.6  7.0010.23 4.94*1.31 13.5%1.3
SEOGA] 107.1%3.1° 8.83£0.31° 7.01%0.25% 21.6%2.4°

a: P< 0.05 55 B4

2.3.2 MAEBRHMRMEKRE [LEEPN 7B
KL L ) 5E 2 34T W3R 2 (Table 2) o 1] JL3E
36 21 i 2 S 50y Jok w6 PS5 186 0, 4 M 2 2503, S DR
Y K A4S BN, 5 RA R, ZRE R
EME(P< 0.05), Ui SRI0 A g RIE S K R A T 1
EEE,

2.4 PHAXRENIKITME KiKkE CHIR KT
2.4.1 1R BEBAEFA R Ji7y 22 JIE I 45 5 Ang
CH S S LB 1( Figure 1) o A WLBE# Ang ORI
FEF &L, B RSNk 46 22 AR B3 I, I B E K

RPE BN IR F; T ELAERE—AN45 7€ 1Y) Ang @K BE, 55
5520 I R TS BT Ang CRTISCAR J B #R BE & T X
HRAL( P< 0.05), Ui B 256 20 K /NS ik Ang @)
SN T 3 5

x2 BARERMKESKRE
Table 2. The morphologic change of the arteria mesenterica

Fh R N Jiz JiR 21 4 W o Y
o H 20 L 2 2L R R
(Hm) (x1077) (x1077)
pugicEil 17.3%2.8  2.40%0.24 6.32%+0.59 7.2%0.6
SERH 24.8%1.9° 3.60%0.17* 7.23%0.50* 10.3%£1.0°
a: P< 0.05 5% M4 L
#2130 ¢ *
o5 L *
o 3 $
& 20
1z 15 * /*'4{
= & F

A R (LaCmol /1)

1. BB ABEREKRT ME KoK R G R &
Xof R 4 H AL
Figure 1. The response of the arteria mesenerica on Ang

*:P<0.05, 5

24.2 BHRMIMRFBAFLER  BEHEMED)
BKIAXT Ang I SN LI 2( Figure 2) , A WL BE 5 Il
EERIKER G &, B A IR 3 3 Ik EA U 4 8
I, P S5 E OB N 8 & T AR — NG
SE I Ang GV B, 206 20 25 4R 1 3 B ik A X Ang GO
Wi e 2SI 2 5 T X BR AL (P < 0. 05), Ui B SEEG
2H KBRS K Ang GO B2 528

WYY IH 52 4 FH W B AR 8 32 S Bk 3R X Ang ) 45
ME N, SEEG AN I 5% Vb B J5, P
X} Ang R 2K 2 R M.

% 0.4

sl | - ChH Ao i) *
E 0.4 i___ S
L 2 ¥ 5
ol 0.2 T % ,_.«—-;"—:‘_--- .

2 ool

& T

g ) 3 i |
i Y 5 7 b
o Ang LRI (-LgCaiol /1)

2. BARRENKIFNMERKE CHR K # . P< 0.
05, 5% f 41 e #L
Figure 2. The response of the isolation thoracic aorta ring on

angitensin
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2.5 RRBEIKIEZRKE CFZE mRNA Rik

R BRI 3= 3 ik L R 5k R G2 & mRNA R &
JLIE 3( Figure 3) o 7] W52 56 28 i £ 2 ik AT1R mR-
NA Rz Z, SWBHARTHE 2RF 250
(P< 0.05); AT2R mRNA £ X} & 20 i 3 5h ik 3Rk,
TSR H RIE,

() | ) ) | 2

3. BERNBKIE KK E 1 BUZ{E mRNA F12 852 {K mRNA

IR IE A ATIR, £ A AT2R. 0 4 Marker, 1 AL, 2 K
pugiEi

Figure 3. ATIR mRNA and AT2R mRNA expression in the

thoracic aorta

3 it it

I 5 X 726 I 0 5 T 25 2 A A 2 FE AL S 0
TR, NITFFGE Yo7 8 98 M55 0 hge A4k . [ A 4b
5 SCERIRE, 18 Pk LR LA /N B ko6 3 F I
SN IS TE A 2T RERR G B K R SRS,
Xt Ang GCHI B ASAk i e AR

ARSI I HAE P — I A M v I K R
)45 SD ok BRI FF 0 M2 Ang OF 8 TH75 . ACE
VLN AR, LL3K15 5 M & R BN BKORRT AL
Ang IR RAZ G R HALH] . RIS, B sz gk
Bl AR R 2EL K BN 3 30 ik i R R ik 4 T 33 4T
AL, 2553 0 % e ah ik o S B2 3G, 20 i
EHORAN, IR LT R S T R, U
B — 3t 2R I K B L /NI K40 R AR I TR L 8 A
Y2

TEBN PR R I A Rl D i JE it b, AR SO 38 A B
LB 1 4% S5 PR RN BV X8 7 7 1 B 2R 3l ko
Ang N, F B R IS PR ER B 7 W88 1 B ik

FHIBKIR AT Ang ORI, 45 RR AP E — I E
P v I K B 3K /N Bl KR Ang GO J B2 #8 3
mL R EBMEFURNEE, FEBgES5m
IR AR R R I B B AL 2 — .

IR VPIE AT DLSE 4 BH T Ang GO IE B BRI 1 —
S 2R W v LR K B ) 4 I 8. RT-PCR
W% F BBk AT1R mRNA 1 AT2R mRNA HI& &,
B — e R v of e K BRI E Bl Bk AT IR mRNA 3Rk 3
%, AT2R mRNA H3KiE; 1IEH KB A WL AT2R mRNA
Fik. VLGRS B — R A i oK SR B 2
EX Ang @R [ N TR, 5 ATIR Rk 264 K,
AT2R A5 Ang ORI B &7 4 B

MR IKER(Ang) Ol e & I I 5 2 AL
HlEA TR — 2, JLI 2 HAEM T AT2R /=
AR 5 R R Ay Tk — 25 B, AR TR I
I I SRR U N B R TR 40 e A K R
T P AN P18 45 T R e I R 3k AT AR A K A B
VA" b I 9 100 A% Ty B K ATt AR — B BIR N,
Ja#E MR E MRS AR AR R E R R —
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