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[AE] HiY HiteRESOERREI Ang DDMMERKE T 1 BEEATIR) MDA
KEMAR ATR BHEHEMRE AT2R 52 RGALDREXE. K% 24 A SD RKBBERELYN
A, BH6R, ENNBAMAng 1H . HEE FTEHEHLKKAng 11 pg - kg™ * min~'72 h; Ang 1+
WUWIEA HH Ang L FT 24 h REHERTATFEDE 0mg < kg™ «d'HE , EH 4 GEAVIEA VAR
P 10mg kg™ «d'EB EAAL BALEBERXR A HEHR-REMER M (RT-PCROMEARK %
SEEN I Bk (Western blotting) B IF A4 AT2R B9 mRNA MIBA RS FTALARGRETL . ER Angl
AMASREIRLS (33311 1IOAIHERFEFK X HALO.73£0.09 4 Ang I + MU BAFIKEE
(1. 9840.30)4), T MW IBH K (0. 9540. 2004, AR WEE R B E HIHEE X (P<0. 055 P<0.01),
Ang I #1 AT2R mRNA #35((47. 901 9. 88) % I8 @ i F IE ¥ X B4 ((86. 33+5.90) % );Ang I +E PB4
AT2R mRNA 35 L #((90.631+19.66) %, M EIPIHH K (68.65+4.88) % , G ARM UK ERHH &I ¥
&L (P<0.058% P<0.01), E¥ N BAMMAL AT2R EE FEXH (78.80+41.26)%,Ang 1 K
(68.98+23.93)% ,Ang I +# YA K (68. 13423.23) % . MIPBA K (70.15+17. 1) %, FHARM LB E R
BEGHEEXL . 2% Ang I TTLIES KR ALI 3 T AT2R mRNA AR 9735, ioat i A b
T L ATZR mRNA 35, E W R 5;AT2R THE#E ALl F RIEMRTER.
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[ Abstract] Objective To study the effect of angiotensin I (Ang I') and losartan, which is an
angiotensin I type 1 receptor (AT1R) antagonist, on expression of AT2R in rat lung and the relationship
between AT2R with acute lung injury (ALI). Methods Twenty-four Sprague-Dawley (SD) rats were
randomly divided into normal group, Ang 1 group, Ang I +losartan group and losartan group, with 6 rats
in each group. Normal group and Ang I group were treated with continuous subcutaneous injection of normal
saline (NS, 1 pg «kg™! *min™') or Ang I (1 pg * kg™ » min™!) for 72 hours respectively. Ang I +losartan
group was gavaged with losartan (10 mg « kg™ + d™!) 24 hours before and during the 72 hours’ continuous
subcutaneous injection of Ang I for a duration of 4 days. In losartan group rats were gavaged with losartan
(10 mg * kg™' - d7!) for 4 days only. Reverse transcription-polymerase chain reaction (RT-PCR) and
Western blotting were employed to measure AT2R mRNA and protein. The pathology of the rat pulmonary
was scored. Results Smith’s score of pathology in Ang I group [(3.3311.14) scores] was significantly
higher than that of the normal group ((0.73+0.09) score), while it was significantly lower in Ang I +
losartan group ((1.980.30) scores]) than that of Ang I group. Smith's score of pathology in losartan
group was ((0.95 = 0.20) scores). The differences among four groups showed significant statistical
difference (P<<0.05 or P<<0.01). AT2R mRNA in Ang I group {(47. 90+ 9. 88) %] was significantly lower
than that of normal group [(86.33+5.90)%), while it was significantly higher in Ang 1 +losartan group
£(90.63 + 19.66) %) than AngI group. AT2R mRNA of losartan group was (68.65+4.88)%. The
differences among four groups had significant statistical difference (P<<0.05 or P<C0.01). While on protein
level showed no statistically significant difference among the four groups. The values of AT2R were
(78.80+ 41.26)%, (68.98 + 23.93)%, (68.13 £ 23.23)% and (70.15 + 17.16)%, respectively.
Conclusion Ang I could induce ALI and downregulate AT2R mRNA expression in the lung of ALI rats,
whereas losartan acts as a positive regulator. AT2R seems to present lung protection in ALIL
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1 MEE5HE

1.1 FYREARALFE .24 ASD KR .KE
(200+12)g, HERER BRI HFT P LELE.
IR FRESER W BA Ang I H.Angl +
FUHAMEDIEA, BAALFERERLBH%
ERAEAR . BFHAARK.

1.2 AT2R mRNA A8 8 . 3% TRIzol I ER
REBUHR B RNA, BB (A E,HE RNA 45
BE R V% W B RNA TAEWE 50 mg/L . %% -
EAM#ERNM(RT-PCR)—#EEM, REAEHE
HEHRESIUH LEEMTIBRERAAR AR B
48 C 45 min, HiAE# 94 'C 3 min, T 94 C
1 min, &K 60 C 45 s, 72 'C 1 min,$E3F 40 &K,
BJS¥ 72 C 7 min. PCR *YHHEESE N 2%
MBIEEER XS ERRARELOHER. K
B4 . HHHE AT2R/B-WL3E H (B-actin) i) mRNA
UDENEERIMER,

1.3 AT2R BEEAKTFRN - BAPHEHESR, in
ABHERRENBREABMHA, B O LF
B.FAT_MBCAHENEARSTRE. ABARK
H A EN B P (Western blotting) S EH . HEAKS
Gk FEE. HA,. N ATXR 2 ERARY .=
B, nER R G- BRI ELYEHRP)EF 2 h,
BESE, K EmEysERXECL BAR, ERR
U MEER, ATRR EHRBBNAHKEMS

1.4 WHEARGREFS -BERTH, Hpiky
BABFABRE, ARAE. YR, FAR-HLMHE
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KU A MEE 12 NE G (X 400) B E.

1.5 S B EE USSR L AREE (L)
Fe/n Rl SPSS 13. 0 #E47 40 4047 . BE A B U W
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2 & B

2.1 AT2R mRNA REAREGELE1LHE 2),
Ang I #1 AT2R mRNA ZABIEE X BE B FRE
M, T Ang 1 +EPHBHAR Ang AR R, 257
B %B (P ¥<0.01), H#4H AT2R BER %
BHBEERBEFKITERX.
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B 1 RT-PCREMEHKRMAR AT2R mRNA &k

- R "-actin
s B AT2R mRNA

LR R 1 2 3 4
R
41 000 W p.aclin

44 000 | ummm— — ATIR

1~4 KRB EHXRA Ang 1 4, Ang I +EPHA RPIEH
@ 2 Western blotting BB S H AWM HAR ATZR BEAERE

2.2 HALRBERTEER LEEAERE3):Ang 1
YMARARBEFSRENTBRABERAR (P
0- 0, MAEVHEFSBETHEP<0.05),%
PHASEEMBRALRERELITERL. K& |
TREE:Ang 1 A BB AN il KB . %548

B-actin 52 B8 IR BF (8 69 HofH . HiBE. A KEALIRA ,MAng I +E¥ B4
®1 AAKBHENE WARARGRETS R AT2R  mRNA AIZER AR GLs)
ik REFS AT2R mRNA AT2R BH
o .4 bl (¢ 2] X% #iK(%)
| ERXE4A 6 KTHEHARLAKpgekg ' »min~IX72h 0.7340.09  86.33+ 5.90  78.80+41.26

Angl g 6 KTHHM Angllpgekg!+min~1X72h
Ang I + S 6 K THM Angllpgekg!-
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min~!X72h+MEEP P 10mg - kg1 - d~1X4d 1.9840.30%
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2.3 AT2R mRNA %£ik5 ALI W48 % 2 #7:
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Ang I fE%— {2 & K MR R, FE 18 ¥ & &
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Fo o) i B TSR, 0 R A B 1R 405 » 1R 8 4 40 B s BT 2
4 Ang I, i 0T W IE RO BURE; L 5F > Ang T 3 0]
V8 £ R A IR R By BE R 1 3K R B4 40 IR 56 B
FUEHER ARETFREKEAFHRE, £
BEHBEAERFOERMEBEIREERA. 4
F Ang I ZEFH M T 8B F R KHLE MR 3 58 H
F-a(TNF-a),C-R i B H (CRP). B i i /r K-6
(IL-6) F 8 % 40 L #5 AL ] B -1 (MCP-1) i & %1,
AR BN, Ang I W] B E W NN TR TBM M
o B P R R E

ATR R Ag 1 R RHEZHKZ - FEFET
R ERESRP ERANAEHER AT1 MAREME
A, Ang 1 S KR £ K MR K KB, &K
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HARBUHEER® RAS? 7 ALL/AHFR HiH
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R BPIARMEM? Imai B 2005 4E 4 —I0
HMRPRA. EXWALIFAE AT2R ik NAK

S# AT2R B TZ5 PD123319 J§ AL tnE, ffdid -

BETHE, W AT2R 72 ALI B 7] §538 f 3 26 5k B
LB R .
RIMNZAWHRBR, BKES Ang 1 AT
BKRALL ZRAANMALR/TELEM M, KA
MEME, 4R TNF-c mRNA, % # % H F-«B
(NF-«B) . 83 £ /L ¥ 88 (MPO) Fi§ — B (MDA %
BN, 0K iR &R R EF GWE R RS
M, S FRYERE ERETERE TR, WG
BB BR Ang I TRETE@EE 5 ATIRE SR
ERRER. HE, X—LRFE—THBIE, ZHK
X EREHEW,AT2R E4X ATIR &
EEEM. X—E AT E/EFH N ATIR FERE
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AL ATZR mRNA B BB R G R F, W
HEYWH)E,AT2R mRNA X588 7, HMEK
MR R, AR Ang T ES M ALI F,Ang 1
% AT2R mRNA £XETHREM,ATIR HiRS4E
PHEMMER EEER XSRS EMECILE.
BREPRBIE -8, BEEAKFREARX—
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Bl BRI ETRRE RE T HE, BE R
RABAMBGEEARR, BFHE— L LRHBTH
ARRUELEX —BE W BAKEXHBER
B SRINAELZ 72 h BIAFE KR, B R ME,
SME ATZR BAMAEBE R, T—HZRRNE
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