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[ABSTRACT] Am To study the effect of angiotensin( 1-7) on inhibiting the nflanm ation induced by angiotensin
(Ang@®). M ethods Culured hum an umbilical vein endothelial cells(HUVEC) were randan ly dividied into dif
ferent groups, then mcubated i the presence of Ang( 1-7), Ang® and the specific nhbitor of Ang( 1-7), A-779 and so
on The phosphorylation of p38MAPK were detem ned by W estem blof and the mRNA for the m as receptor were deter
m ined by reverse transcriptional PCR. Results Ang( 1-7) dose-dependently inhibited the phosphorylation of
p3MAPK induced by Ang@ in HUVECs The expression of p38MAPK phosphorylation died down markedly at 1 000
mol/L of Ang( 1-7). Pre-tream entw ith A-779 for 10m in mn HUVEC before Ang( 1-7) and Ang® used the expression
of p38 MAPK phosphorylation was nonsign ificantly changed Conclusion Ang( 1-7) effectively represses the phos-
phorylation of p38APK iduced by Ang® mn HUVEC
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KRFWE 2~ SRERATER. XRAFLISFER
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BAEKE 25 o’ BRMEFLMERIEERT
16 h# HUVEC, # UL T4 4 m A\ F B B F 7 E & 3%
T8
L 31 BRERAL p3QMAPK M & ivél: B4
AEFBAMTHEE; @Ang@ (100 mmol/L)4;
M- 2 (Ang®+ Ang( 1-7)4H ) Al Ang(1-7)
10. 100. 1 000 nmol/L #2 10 000 mmol/L & & fu X\
Ang®100 nmmol/L. GH: XBANEFEFImT
#HZF; @DAng@ (100 mol/L) 4; MAng ( 1-7)
(1000 mol/L)#H; Ang@®( 100 mmol/L) + Ang( 1-
7) (1000 nmmol/L)4; Ang®+ Ang(1-7) + A-779
(10 Bmol/L)#;  A-779( 10 Bmol/L)4 .
L 32 Masthillz - S AN Ang(1-
7) 0. 10. 100. 1 000F2 10 000 nmol/L 20 4 4¥ j5 JA
Trizol3## RNA, | RT-PCR 7 # Il mRNA.
L4 SEETTE
141 Westem bbttng ##EEEG'"VEEE
'Y E, BRI R I, & 100 A B
BERAT A% 4 SDS-PAGE B, 3k, B 545 T a4 47 4
FREL, #EEHAHMRERTHA 1h EE

AR 8 F R p3@MAPK ¥ % & 414K . p3@MAPK
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F&E AR B HRPAFICH 2R 1eG, £ 1h &
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BBy P-4 eh 38 Fr Bx 4 448 bp. PCR K L &4 H:
94CHZ 30 s 55CE K 30 § 72CE M 30 s 1E3F
35K, THEMAREREN 20 g/LIE A8 HE B IR
Bk, B E BT, BREZ N ZZH#TH
o
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ZUARBERER ATz M#Ta81+ ¥4 HE,
P<QOSHZERHRIUTFEX.
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Z B/NAIFAE, 4 hEAIITIRIEBEA G, Z JE IR R
ERKEAZHBE N ML, 3~ SRITIRR
HIERH BT S A0 0. J0 K SR O A R ik
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Figure 1 The nomal shape of HUVEC in lightm icro-
scope ( % 100)
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2 EFREREREHFERKANE M (x200)
Figure2 (D factor immunofluorescence staining of HU-
VEC ( x200)

22 Ang (1-7)#¥0 Ang@iF5 FH p38 MAPK R
A FH B0 R AR it 1

5% A L, 100 nmol/L Ang @ 3 18 N
HUVEC p38MAPK i fg ft. % ik, 76 70 Bl m A 10,
100. 1 000 nmol/LA1 10 000 nmol/L Ang( 1-7)1EH
FA E, IO 100 nmol/L AngCEXE T35 F- 40, 7T
W, Ang( 1-7) 55 Z M8 Ang@HIE HUVEC
p38V A PK B R LR IAVE A, Hod 1000 nmol/LAT 10
000 nmol/L Ang( 1-7) 140 HI1E F & 38, 5 Ang@H
FLi, p38@MAPK 8 R 4k R 1K 43 Al b 1 95 %0.07
A2 13F0 1115 (P< Q 005 n= 6 3F1FE 1) (A
i Ang OGS p3SMAPK BEFR 1L ECsfE N 89 50
mol/L; Ang( 1-7)3%] p3@MAPK BEERILI 1CsfE N
201 73 mol/L).

- ~:~ el -y

3 Ang(1-7) ¥ Ang@OiFEFHY p38 MAPK BEER (L 1E FBY
R E AR EE LR AL 28 Ang@HL, 3~ 643 HI N Ang@+
10. 100, 1000F! 10000 nmol/L Ang( 1-7)%H.

Figure 3 Concentration-dependent effect of angiotensin-
(1-7) on phosphorylation of p38 MAPK induced by Ang®

23 Ang(1-7)% Ang@iF5 S p38 MAPK TR L.
FIL M

5% B 4H EE 5%, 100 mmol/L Ang O 2 1
HUVEC p38MAPK iR b %1k (2 17 £Q 18 P <
Q 005); B34 1 000 mmol/L Ang( 1-7)1E T K5 3%

i H, AT ARSI 2 > B B ER k. p3QMAPK HIEH, &5
XHRA L Z R LG R L MAERMAT
Ang( 1-7) (1 000 mmol/L) /£ Fl JG I\ Ang®
(100 nmmol/L), Ml p38MAPK BB 1L £ IAH: Ang@H
BIEE/> (0673009 P<Q 00, n=6). [N,
5 Ang@HELEL, Ang(1-7) + Ang®+ A-77941 HU-
VEC p38MAPK 8§ BZ 16 o B 484k (2 21 a 27
P> 0 03 n=6), &Y A-7T79 0 HH1 Ang( 1-7) KIME
H (K 481 2).

F= L Ang-(1-)FEIM Ang@OFESHY p38MAPK BRR L ER B9
REREME
Table 1 Concentration-dependent effect of angiotensin-

(1-7) on phosphorylation of p38 MAPK induced by Ang®

» ol e
pagicEi| — 6 L 00%q 13
Ang® 100 6 2 28 +q 22°
Ang@®+ Ang( 1-7) 100+ 10 6 2 19%a 23
Ang@+ Ang(1-7) 100+ 100 6 L 670 15°
Ang@+ Ang(1-7) 100+ 1000 6 L 33%a 11"
Ang@+ Ang(1-7) 100+ 10000 6 1 09 xa 07"

aN P< 003 5xEALbE: by P< Q055 AngCUlLEE:.

L T .,

-“’-‘_" -

4 Ang (1-7)3F Ang@ESHI 38 MAPK BEE 1L AIE N
XA, 205 Ang(1-7)4H, 324 Ang@H, 44 Ang®+ Ang( 1-7)
H, 5 Ang@+ Ang(1-7) + A-T794H, 64 A-T794H..

Figure 4 Effect of angiotensin-( 1-7) on phosphorylation
of pP38MAPK induced by Ang®

R 2 Ang (1-1)3F Ang@iFSH) p38 MAPK BBR LY 200
Table 2 Effect of angiotensin-( 1-7) on phosphorylation of
p38MAPK induced by Ang(®

P W pp3MAPK /
(mol/L) P3QMAPK
XS 2H - 6 1 00 10 08
Ang( 1-7) 1000 6 L2230 12
Ang@® 100 6 2 17 0 18*
Ang@+ Ang( 1-7) 100+ 1000 6 Q 67 20 09"
Ang®+ Ang(1-7) + A779 100+ 1000+ 10000 6 2 21 % 27*
A-779 10000 6 10530 11

aNP<QO03SHBALLLT:; bNP< Q055 AngH LT .



42 ISSN 1007-3949 Chin J A rterioscler Vol 19 No 1, 2011

2 4 NGk N R AR IE M as3Z K1) mRNA

iZ RT-PCR ¥ RNA 0% 5% 4E B H DNA
YENARAR AT 1, A5 F] HUVEC 7] ARIEH M as
DNA Zw 4 ) mRNA, f B K BN 448 bp &7k 1E
HUVEC EfFER Ang (1-7) R F AR M as™Z
A&, HHEIKEBR %2 AR Ang (1-7) A
MG mmEm (B 5).

300bp

500bp

600bp
800bp

1 100bp

5 Mas{E) mRNA My Mark 1~ 543%1%9 0. 10. 100,
1 000 mmol/LAI 10 000 nmol/L Ang( 1-7)4.
Figure 8 ThemRNA of theM as receptor

3 % w

4 L T A1 S IS R Y e L2 e i 4 L P A S
i P IE S S PSR R ST . 2 RRIE L
B HPU (m itogen - activated protein kinase MAPK)
RAEVGNEENESHIRGEZL —, p38ET
MAPK %%, 825 85 RMEZEY . Ang®
B DABOE 2 P4 i (6L 45 7 L4E B /N R R I
Y N B A SS ) p384E S IE S T/ T — R FI K
JER N . HATHEFCIEAE HUVEC Ang@F 2@ i
AT1RZARIBR R p3SBERR AL TGS p3@MAPK' ™™,
XAER AT LA &V IE (I K5k R @AT 12k
P ) BELWT, Ak B /R Ak FE 1) S0 3HmT L5 4 FH BT i
Ang@RT S8 MAPK B¥ERL1E . 7 HUVEC &
BER AngOFT & I EESE, T Ang O FEAE N
Y0 M B T S B R . N BT il /N 4
f Ang( 1-7) 7T LA 5T AngEHTE p38 MA PK & X HY
PERT . Sza6 el Ang©FFE T 55 35 0 A B 41
Ji, 45 R EoRBERR AL p3SMAPK BB £, 5 Likgs
R

Ang(1-7) /2 RASHI — D HT A5, 1 AngivAl
AngGEXE N VIBEE BT A2 B, B R AR | B I
JE Pl A BT Ang OFIMER . W FCIEBILE HU-
VECH&EEFEEM ACE2 1l ACE2 A LAf# 4L Ang
(1- AR TURBEIR /NS Ang( 1-7) A A&

2 ACE2i212" . Ang(1-7).ACE2Mas®EHCE
B G 2H S 2 VEIE B AR AE T/ B il /N 4 e,
PR Ang( 1-7) 7] B 5550 Wk R GE P~ A2 IR FH F = 8
AU Ang(1-7) AT A5 B 5038 KB BOH £ BOE
AMPE HBHE A, { AM P = AE 38 0, M it 39 1) °F
WL G TS . AN, Ang( 1-7) 8] LA BT Al
AN L A AR A D AR R B T 4 i o g IR
iy, FELIT p38MAPK (3546 ASHF 72 B R E HU-
VEC Ang( 1-7)383 #5] p38V A PK i B T80 1 8k
IXT AngCORIME A Bz 40 0 7= A2 1) JORE e )82, HL 52 71
R FIRE, LI S| Ang( 1-7) FIEH T
HUVEC, X p38APK f % & 1L B0 75 F fk55. {H
Ang ( 17) f£ HUVEC =& & f] DL H # 1 H T
p38VAPK J&E %, H HIH 7T 2>

B Ang( 1-7)%) Ang@HISZ4R AT AT2H —
SEIISRAN T, (A 3R HE 7R 7E HUVEC AT At 41 A
RINAFEER Ang (1-7) K F 24P, Santos
PABEHT Ang(1-7) R G EAMEE
HH Mas [FFE, £85I HUVEC AT LAFRIE M as
mRNA. ARSZI KRB Ang( 1-7) ZARFEHLF DA la7-
Ang( 1-7)58&BAWT T Ang( 1-7)3EPT AngCBTE p38
MAPK & % B 4E H, 3 — 2 UE 7 HUVEC | Ang
(1-)Fs M ZAR AR, fRil, Siva%s ™™ 78 SD
KRB EFF TR I T Ang( 1-7) 32 14 T R A AE 1)
WEHE . TEA-BIBK Y B2 A0, 9F AT 1 AT2IE B 2 1k
R DASE S 55 4 ™ ThRIZHY Ang(1-7)"™ . 7
KERCULGHH, Ang( 1-7)FHBT ERK 1/2 B R {LAE
F, T AR AR G M as 520 1) I SR TR G 1Y
iR, ERE—PIEBH T MasSZ &2 Ang
(1-7)RIFEME RIS A

g L ATIA, AW FHEoR, /£ HUVEC HH ACE2{#
AR Ang( 1-7) 5 HAF R4 24k M asZh &, FHIBT
T Ang®@N 31 p38 MAPK i BR AL A A, AT ]
REFE DT A g1 R FB B2 AE L, 98020 P9 Bz 40 i (1) 98
JiE [N, KA VR VEDUAT K FE R AL AE
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