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EZE] BR ST REHKE -1 2320k B S0k (AT1-AA) FIAR YRR (Val) X5 K BUIE 32 3l ik-r-#
UL A7rS ZHMEIGTERER RS2 . ik SR A AT & -8 (CCK-8), A Fr 25 B3R 3 % A
RAATRIREE (5,10, 20 mg/L) AT1-AA fEFIRFEIISE] (3, 6. 12, 24 h) J5 [ A7e5 ZHMAFAE 3, ARANIR]R
B (0.1, 1. 10 pumol/L) Val TRANHERIFIHFE] (0.5, 1.2, 4 h) J54: 20 mg/L. AT1-AA 55 12 h {1y A7v5 4HJiEA7
TR 5 SR FRRIRIE AR MR (5. 10, 20 mg/L) AT1-AA {EFIASIRIRTE] (3, 6. 12, 24 h) JG A9 A7r5 4
MEEREIE 8, LA TR B (0.11 1, 10 pmol/L) Val b AR [RIAF[E] (0.5, 1,2, 4 h) 548 10 mg/L. AT1-AA
P 24 h I ATS AT BIE R . &R FE ATI-AA KT, ATeS QARS8 Wit , BEE 1 RS
() A, AILAE TG R PE T 5 R I, 20 me/L AT1-AA YER] 12 h (40 IAE TS b (1.43+0.07) 5 ATk E
Val FALHE A7v5 41 0.5 h 5 20 mg/L AT1-AA YEF 12 h, 10 umol/L Val ZH 4104775 K &K (0.88 £0.02) 5
FALFE 4 h ), 0.1 umol/L Val 4 HMIAEIE R EAK (0.82+0.21). BEHE AT1-AA VERIHEIZE R, A7r5 41T
FEHE B W I ; V5 FHE AR TR, BEE ATL-AA MBS, 40 MR FE B 5B B S 20 5 10 mg/L ATI-AA
YEFH 24 b B 40 BS I 28 H5cit (255,14 +9.51 ) um ) 5 AN[RIMR I Val AL HE A75 )5S 10 mg/L AT1-AA
YEFH 24 h,0.1 pmol/L Val THALFE 2.4 h (um:10.052+0.93,9.38+0.96) Al 10 umol/L, Val THALFR 0.5, 1 h (um:
14.57+3.01, 1635+ 1.20) J5 A7r5 4HMLT A IR G W] Ik T A Fiab FE2H . £518  ATI-AA REfEiF ATxS (1
FEGEFIGTAS , 1T Val RN AT1-AA S0 A7rS BIBATE TR .
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[Abstract] Objective To observe the effect of angiotensin Il -type 1 receptor auto antibodies (AT1-AA) and
valsartan (Val) on proliferation and migration of thoracic aorta smooth muscle A7r5 cells in rats. Methods Using
cell counting kit-8 (CCK-8), the drug—free medium was as control group, the cell viability of A7r5 cells treated
with AT1-AA (5, 10, 20 mg/L) for 3, 6, 12, 24 hours and cell viability of A7r5 cells pretreated with Val (0.1, 1,
10 umol/L) for 0.5, 1, 2, 4 hours and induced by 20 mg/L. AT1-AA for 12 hours were detected. The migration
distance of A7r5 cells treated with AT1-AA (5, 10, 20 mg/L) for 3, 6, 12, 24 hours were detected by scratch test,
and the migration distance of A7r5 cells pretreated with Val (0.1, 1, 10 pmol/L) for 0.5, 1, 2, 4 hours and induced
by 10 mg/L. AT1-AA for 24 hours were detected. Results With ATI-AA concentration increasing, the A7r5
cell viability increased gradually; with the prolongation of treatment time, the cell viability first increased and then
decreased, which reached the highest (1.43 +0.07) after treatment with 20 mg/LL AT1-AA for 12 hours; after 0.5 h
Val pretreatment and 20 mg/L. AT1-AA treatment for 12 hours, the A7r5 cell viability was the lowest in 10 wmol/L
Val group (0.88 £ 0.02); after 4 h Val pretreatment, the cell viability was the lowest (0.82 £0.21) in 0.1 pumol/L Val
group. The migration distance of A7r5 cells was gradually increased with treating time of AT1-AA increasing; with

the same time, the cell migration distance was increased first then decreased with the concentration of ATI-AA
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increasing. The cell migration distance was the longest with treatment of 10 mg/l. AT1-AA for 24 hours
[(255.14£9.51) wm]; the A7r5 cells were pretreated with different concentration of Val and 10 mg/L. ATI-AA
for 24 hours, the migration distance after pretreatment of 0.1 umol/L Val for 2 and 4 hours (um: 10.05+0.93,
9.38 £0.96) and 10 pmol/L Val for 0.5 and 1 hour (um: 14.57 +3.01, 16.35 + 1.20) were significantly shorter than
those of other pretreatment groups. Conclusion AT1-AA can improve the proliferation and migration of A7r5

cells, which could be suppressed by Val.
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NZRABRRE A — 2 H RPN . 22 BRIk GE ko)A
ANIBIT (percutaneous coronary intervention, PCl) 2 H
U IEE i 1 iz i A ) o o DR T B, R |
R AT CARIL A s B N AP RS e A
FE T UTAR SR A ERIEZ PCIIAYT I N ORI
Fe [ He 32 PCIYR YT AN KRS N Sy W1, H PCT AR
J& F 378 (in-stent restenosis, ISR) 2 E fR | T Hax
Wiz EERCR. BHETA N, PCLdfEh 24 e
Uk A B2 A, 4R A PR, 5 | RS i A R, DR,
S LASF R PP R P A B 0 A i AR oS L4
SEFH AIAH ST BILH R 7 ISR 9 A L A T K
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M4 K5k ZE 1 (angiotensin I, Ang Il ) AI/EH F
SO JULAR L, S S500 RS R 02 O UL 1 Bz 4
JfERERS , 5 PCIARJS ISR & i B vIAnse .
AWFF R, FEATRE MO B0 835 1 i A7 A
Ang T -1 BIZZ 4K F BB (Ang T -type 1 receptor auto
antibodies, AT1-AA)">, 3Rl [ B HUAR AT LA E 1 35405
AngIT-1 Y 3Z {A& (Ang I -type 1 receptor, ATIR) Jil Bt
FL U C LA B S5 | AR 2 il A8 T UL
LU+ 55 F IR T 1 48 (reactive oxygen species,
ROS) A Ji ., 451 13 45 51 BE 25 15 Ang I $#3% ATIR
Jei ZRALL A8 A ) 2 RO, 33X A 30N R o3 b 3
(valsartan, Val) BT ', {E2:, 56T Val %f ATI-AA 5
TP LA M S S TR T S 2, AT
FEIE PR BV =Bl DCF- 8 JIL A7eS 20, LA AT1-AA
S Val XA MIEGE AT AL 5200
1 #MBEFE
11 BRI S R R 323 kT L A7eS 40
(R EFABE AR ) s DMEM w55 | i
2R 1.3 (fetal bovine serum, FBS) W H DL {451 BI 2y
A, T8 R - EEE R W2 ER 2% P (phosphate
buffer saline, PBS) 4 4 Jb 5t 4250 420 7], 4 i3 6
K7 & -8 (cell counting kit-8, CCK-8) Il H <1~

feERh () AR ], ATI-AA (JE[E Abcam 2y
A)), Val (55 DURI 254 BRZS 7] ) 5 Herocell 180 CO,
FE 9540 (BB R /R B AT BRA ), 2§l PHOMO
g AR A RN 22 PR A= ) T AR e A BR 23 7)), ZEISS
AXIO Observer A1 2] & i it (1 E < /R g5 /] A H ).
1.2 W5

121 AR5 ATeS 4B 32 T & 10% FBS,
0.1 UL HEZEM 100 mg/L 555 K DMEM = 15;
FidE BT 37 C. 5% CO, MM IG A h 5 9%,
3d R 1 RIGFREE, AR 10 3 BRIt 1 k. B
X B A K 0T A B o8 S 228G . RS R A 10 mg
Val, il A - H JF A (dimethyl sulfoxide, DMSO ) # 7=
S ECBC I 50 wmol/L AW, i FH DMEM =5 B8 1%
FIMRE

1.2.2  AT1-AA XF A7rS 4G A A 52 T
DMEM B JR BER B AT1-AA . A7S 4R T
96 LAk (5000 4~/ L), 17 20 Jfd I % A 4K 2 80% il
AR FERIRRR IR I, A 2% FBS 155 SR 5Lk &
K% 24 he AL IR EE (5,10, 20 mg/L)
ATI-AA W, DA 25 55 32 564 S % B, B4 ik
6 MVATHE AL, TESEFRA o BIAR LG FR 3. 6. 12,
24 ho BEFREEHGRFLIMA 10 ul CCK-8 7 F 4 h,
FHBG ARSI 450 nm AEWERE (A ). #e/A T
2EHH@??{E$= [(Ajng—Aiq'] )/(Axa;ﬂq—Ais;'] )] X100%,
5 — bR A BB

1.2.3  Val XF AT1-AA 755 1Y A7r5 20 i 35 5 1) 5%
M 7E 96 FLAR FRRh A7r5 AHME (5 0004~ /L),
53 R A5 N B2 O 5 24), AT1-AA S5l Wk FE 4
AT1-AA+Val GREE S50 0.1, 1, 10 umol/L) 4, Jf:
WEHEE L, MANFRE Val 4671 0.5.1.2.4h 5
FEANA 20 mg/L AT1-AA , 557 12 h J5 4T CCK-8 ¥
W, AN A %

1.2.4  ATI-AA X AHMLIERE RS2 ATeS 20 fifg
FERN T 12 £ AR, FF 20 B U5 BE fl A 2 80% B 57 2%
LN 2% FBS $E AR R AR L85 5R 24 he RS
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FHTCTR 200 L 45 3 7 25 35 37 A 20 2B K 20 2 A )
78 R T L2k, FH PBS PR 2 IR BRI 7% 1) 4
i J % 40 B AT AR B, 43 SRy 2 LR RR A (AN 35 24,
AT1-AA 41 (5,10, 20 mg/L), 4kZE155% 3.6,12.24 h
J&  FE S T RS A AL IR . R R 2
L3 e 2 B 5 B SIE PR RS B, 1 RO B
3RS AR 40 B I D e 2 SR, o
AT1-AA 524N RS Y Fe il 25 4 o

1.2.5 Val XF AT1-AA P FHUAEMIT R 2 4
ATrS JHMIEERD T 12 LR, 53 R28 UM IR (AN 25,
AT1-AA SOl 4] . AT1-AA+Val (0.1, 1, 10 umol/L)
N, EELL, A Val BB 05, 1.2, 4h )5
FRAIA 10 mg/L AT1-AA 4KZEE5 5% 24 b 7E B 54% F
WRER I 2 A B RS R B

1.3 SitsFJrik fiH SPSS 19.0 i it 8 A4 4 Mr
s, 55 IEA S TR OB DA S + PR
(x+s) Fn, ZAREL LR R R T 225317
2 8] 22 H AR LSD-t K56, P<<0.05 &34
gtE .

2 BB

2.1 AU AT1-AA fEFIASRIBS )X A7eS 4 i
B BE AT1-AA WREMITIE , A7rS 4AAE
TR TR A, K ATI-AA BERS 2 A7vS 41
MIt%E . FH 20 me/L AT1-AA Ab38 A7rS 20, 40 Jifd
FEIE B A A B (] A 14 Se T e T R, DA 3
BF () A7 12 h B 40 B A7 i s (L6 1), BRI DA
AT1-AA 20 mg/L ZbBE 12 h A fidE 1 &A%

2.2 Val X ATI-AA i5 5 A7S 40 )i

10 mg/L s, A A RS BE 2 R A 2 A7 , Y Ak 3
BFIIA 24 h B, AR RS RE 25 i (L3 3). HIL,
AT1-AA 10 mg/L Ab3H 24 h N Eo@E A P54

2.4 Val X AT1-AA IS ATeS GUIERSORE0 Val
BEFIH] AT1-AA 5509 A7eS HHGTRZ, L)L 0.1 pmol/L
Val FUALEE 2 4 h oL 10 umol/L Val FiAbEE 0.5, 1 h
J&i . ATeS 4R A% BE 2 1 B A T LA A B 2
(¥ P<0.05), W% 4.

K1 BIRE ATI-AA EAAREE A
ATrS APETFEERILER (x +5)

Y13 %Ny HHMAEE 2
(4L) 3h 6h 12h 24h
25 X A2 6 1 1 1 1

ATI-AASmg/L41 6 1024001 095+0.00 11140.15 LI1+0.00°
ATI-AA 10mg/L 41 6 1.03+0.05 1144005 1.25+0.04° 1.164+0.01°
ATI-AA20mg/L 4 6 1.05+0.06 1.23+020% 1.43+0.07" 124+0.05"

VE : AT1-AA KL 3K 2R T -1 B2 PR ) Bk 5 500 SR
A A%, 2P <0.05, PP<<0.01 5 LAZS 10 BRZL AN A7 %8 1

R2 HIRE Val FiLEBERERE AT1-AA
B ATrs HETFEERILR (X +5)

=% 4 V%
3 R AR
) o05n 1h 2h 4h
=popiel 6 1 1 1 1
ATI-AA 41 6 1404005 139004 1.40+0.04 1394005
ATI-AA+ . . ‘ .
+ a + a + a + a
0.1 pmol/L Vel £1 6 1.04+0.05% 1.01£0.04* 0.89+0.03* 0.82+0.21
AT1-AA+
+ a + a + a + a
| ol Val £ 6 1.08+0.01% 1.130.02% 1.08+0.04* 1.03+0.05
AT1-AA+

+ a + a + a + a
10 mol/L Val 41 6 0.88+0.02% 1.09£0.01" 1.09+£0.04" 0.93+0.19

s ATI-AA I Sk &K -1 B2 4K [ B, Val M4RvbIH ;
5 ATI-AA ZH[EIRE] 25 L4, 2P<<0.05 5 LAZS [ IRZA AN ok 1

xR 3 FERE AT1-AA EAARERTE A7r5 AT BIESLE (x £5)

WATE B Val BEFNH] AT1-AA 5

Y ATrS ARG G, A AV EE Val i 405

4b B 0.5 h 5, F 20 mg/l. AT1-AA 4b
P12 h, 24 Val ¥ & 10 umol/L A,
AT1-AA IS4 A7rS QHHOAETE R AIX 5

ATI-AA 5 mg/L 21
AT1-AA 10 mg/L 41
ATI1-AA 20 mg/T, 41

R AR IEREHE RS (um)
(L) 3h 6h 12h 24h
25 N IR 3 6.05+253 21.03+4.74 3560+ 0.98° 71.02+ 0.54?

64.50+2.79% 153.09+15.49" 209.57+17.83P
5733+1.64% 17139+ 7.69" 255.14+ 9.51°
22.14+0.92 3899+ 0297 109.72+16.45°

3 11.20+0.51
3 12.10+0.44
3 10.00+0.13

24 Val FALFERFE] =1 h B, 0.1 pmol/L
Val 41 AT1-AA % S04 A7eS 40 M A7 15
R[] ] el LR 2,

T ATI-AA RIS 11 -1 B2 0K 3 B0 ; 544 3 h [h%E, *P<0.05,"P<0.01

R4 AREIRE Val A BERERE AT1-AA HSH

AT7rS AR EEELLE (X +5)

2.3 ATI-AA X A7r5 40 83T 2 09 5%

R AT FLIE RS (um)
(L) 0.5h 1h 2h 4h

20 5]

M AT1-AA g JF A7rS 41 g (%) iF !
B ARFIVRE AT1-AA AbFE A7vS 4 =Pl
AT1-AA 2H

ANTRY IR T 240 B A% B 5 it o o i) 2
K. AbBEAREINE ], A7e5 4
(IEFEIE BIRH AT1-AA VR EEF S 2

AT1-AA+0.1 pmol/L Val 4
AT1-AA+1 pmol/L Val 4
AT1-AA+10 pmol/L Val £

3 60.28+3.01 60.87+322 61984297 62.09+2.68
3 10524+3.08 107.98+3.17 108.25+2.99 108.61+3.22
3 61344278 6637+3.41" 1005£093% 9384096
3 69.02+1.08 85.04+525 62.54+1.16 82.15+3.45
3 145743017 163541207 83.11+3.52" 59.44+3.09P

TE:AT1-AA SN A E5KER 1T -1 B2 [ BH0IA, Val AP 5 5 AT1-AA+0.1 pmol/L

BRI RS, 24 ATI-AA RJE

Val 40 AR, *P<0.01, PP<0.05
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A7r5 2 R 3 BE B 52 e, 25 SR R AT1-AA REAE i
ATrS S LAY YE B , AN TR FE AT1-AA Zb 38 A7r5 4
JOL 5, 200 P A7 0% 5 B 2 VA 8 7 v T v, 0 R
HILEERA G XL, HLL 20 mg/L AT1-AA
A3 ATYS 20 12 h 5 P A BEAE TS R R . A,
AT1-AA &3 A7r5 I HI3E 58 A IS v] gk Val 411,
Z AR Val TR A7rS 200 0.5 h, F 20 mg/L
AT1-AA 403 12 h, 10 pmol/L Val X} AT1-AA 551
A7r5 40 38 GE 0 8 ) B s 5 FALFRES ] =1 h
iF, 0.1 umol/L Val XF ATI1-AA i 5 A7rS 41 Jid 3%
A e ) i

K FHRIIR 328 56 7 K I AT1-AA Al Val Xt A7r5
YT RS RO SEIR , 25 5 /R AT1-AA GEfERE A7rS 40
MIITA% , AR AT1-AA Zb3H A7vS 4 AR [ s
(i) , 210 B Py 2 % B i o 8 v St Sk s a2 7y
e, HLL 10 me/L AT1-AA AbFHE 24 h J5 A 40T
Pl g AT, A, Val RENDHI AT1-AA iF5
S A7eS AHHEIERS , 0.1 umol/L Val FALEE 2 4 h
P K 10 umol/L Val TiALEE 0.5, 1 h )5, A7x5 4R
TERSIE B A S AIK T AL fh A FA

g5 LR, AT1-AA REfEHF A7r5 40 ARG 5E AT
%, H ATI-AA f23F A7vS 403858 AT R O B G v]
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