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[BE] BHH HihnE Bk E 9 2 (angiotensin converting enzyme 2, ACE2) X /I BB A B i, 798 13 175
S S ER I AR AL, F75E BEVEEFAE RO ACE2 54 3E N (i 35 ACE2 2EH) ICR /N RUBENLS> A 6
H(n=18) BN HEZH B AARRIZ] ACE2 XFHRZH ACE2 FEBUZH ACE2 BEHY + A779 T T4 ACE2 58 + MLN-
4760 T . R FHAS R fi 4 LB 5 AR &R 04 7 ik g 57 2 e Mt 45 5 A8 (Bt 2 b, FETE 4 h) . HE Je g i
LGP ZEAR A Il 22U 28 2280 W/ T 5 b | S i 0 HE 1R W ( bronchoalveolar lavage fluid, BALF) gk gl
P T s 2L 20 A R 9 7 24 S 5 M 5 R S R W B VA A T BALF H A & -6 (interleukin—6, 1L-6)
FIEE RFE R F — o ( tumor necrosis factor—a, TNF-t) , LA B i 21 21101 % 5 5K 2 11 ( angiotensin 11, Ang 11) /Ang-(1-7)
HIVESE . qRT-PCR ¥4 ACE/ACE2 BY mRNA £ 35, Western Blot K il fiti 41 ACE/ACE2 F1 AT1/Mas
ZRREARL, BR SEAEMSRA M T FK ACE2 SER T w4 i 4 415 78 | AR i v 76 20 1 458 B e | I
Ik BALF RYEANBE A F 22k, 0 i L4V R - 11145 B 9K R &5 (renin angiotensin system, RAS) Fa &2 5, 1 B
ACE2 {33k Sof4p /8 A e ACE2 4157 MLN-4760 71 Mas 2 /KBH 77 A779 FTiM KR, 4518 ACE2 Al i
ACE2-Ang-(1-7) -Mas il Il 41 2R3 RAS 2 Je i 2 vk M 45473
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[ Abstract]  Objective To explore the protective potential and mechanism of angiotensin-converting enzyme 11
(ACE2) in acute lung injury (ALI) induced by limb ischemia reperfusion in mice. Methods Male wild-type and ACE2

transgenic mice (overexpression of ACE2) Institute of Cancer Research mice were randomly divided into six groups (n=
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18) : wild control group ( Control) , wild model group (Model), ACE2 control group (ACE2 + Control), ACE2 model
group (ACE2 + Model) , ACE2 model + A779 group ( ACE2 + Model + A779), and ACE2 model + MLN-4760 group
(ACE2 + Model + MLLN-4760). ALI models were established using rubber band ligation of the bilateral hind limb roots
(ischemia for 2 h and reperfusion for 4 h). Lung histological changes were observed using hematoxylin and eosin ( HE)
staining. Lung water content and pulmonary permeability were indicated by the organ coefficient, wet-to-dry weight ratio,
cell numbers, and protein concentration in the bronchoalveolar lavage fluid (BALF). Enzyme-linked immunosorbent assay
was used to determine the concentrations of BALF interleukin (IL) =6, tumor necrosis factor (TNF) —a, and lung
angiotensin I ( Ang II)/angiotensin—( 1-7) [ Ang-(1-7) ]. Quantitative real-time polymerase chain reaction was used to
analyze mRNA expression of ACE/ACE2, and western blot used to quantify the protein expression of ACE/ACE2 and AT1/
Mas receptors. Results ~ Compared with the wild model group, overexpression of ACE2 attenuated lung lesions ( HE
staining and lung injury score) , reduced alveolar capillary permeability (organ coefficient, wet-to-dry weight ratio, BALF
cell numbers, protein concentration) , improved the expression profiles of inflammatory cytokines (IL-6 and TNF-a) in the
BALF, and (particularly) reversed pulmonary renin-angiotensin system imbalance. Moreover, these effects were abrogated
by MLN-4760 (a specific ACE2 inhibitor) and A779 (a specific Mas receptor antagonist). Conclusions The findings

indicate that ACE2 can ameliorate the imbalance of the pulmonary renin-angiotensin system and the ALI via the ACE2-Ang-

(1-7)-Mas axis.
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JE A G 1 P9 7 (limb ischemia-reperfusion ,
LIR) /26 R % WA BEAE S, 5 A T8 B, 4 %€
G A 1k A A O B A s
I RR A T, S A B A A AR, ] K I N B
20 B A R A L AH B T, R A BT A4 A R 1
VRO R, AN 2 3 BB MR Bk L IR B 3 2 3 i
AR iM% B A 451 05, )™ R 2 I A48 TR
i RS )2 S S 111 117 < EZ N S ST E
JE K IMLBRGR 10 I 5 8 A8 B, B o 3 B
LIR $ 0, G B 2k il #5145 (acute lung injury,
ALD) S AR £ 5 A0 (R LIR 515E
ALI R i ARAG 3 5870 B

ST AIFFEIE S, il 20 2R )5 3 R - 1A B R R
Z 5t (renin angiotensin system, RAS) Fa 57 5 ALI
(K R SR B IAHDE . RAS 1 2% 15 F il i) 1 672
PRAEE P A E AR5 R AR R R vh A 5 E AR
Horp ) i 4 % 5k & %% # i ( angiotensin converting
enzyme, ACE ), M H 80 7 F I & Bk R 1l
(angiotensin, Ang I1) FlIfL & B 7K 2 11 324K 1 (AT1)
PR ALL RAERRINEZEHN R MR A
LB A KK R L ALRE 2(ACE2) , ¥ Ang 1T /K fif A
JRE TR R - (1-7) [ Ang-(1-7) ], Ang-(1-7) il
15 G HAMBAZIA Mas 256, RIEPLR , YL 4
b, HUE BRI EF IR AE R Bk, ACE2-Ang-
(1-7) -Mas 2 1Al AT GEJ2 M40 05 3A 7 AT FEREAR .

acute lung injury; renin-angiotensin system; limb

IR FTIA AT & B, 7E LIR 5 S/ R &k
fiti g A AL /N ZH 40 ACE, Ang 11/ Ang-(1-7)
FAT1/ Mas FIREHN, ACE2 26380870, 45T ACE2
06 7% =& MK (diminazene aceturate, DIZE) Fiiib B 4
JE| R i 198 Bt 3k e A A il R R R IS,
PP A RN, 457 ACE2 13 2635/NEL DIZE A4b B
J& ,DIZE om0 i Rl 5475 5 1 2 19 RAS RSk
i, i ORI ) s sE RURUR | ACE2 7
SRR T EE AR E R . SR, ACE2
BOm e, AR it ACE2-Ang-(1-7)-Mas %
TRER 2 BT A A, B, AR5 R A ACE2
EEFER/INR (12 35 ACE2 2K M 2 LIR 519
SR B AL 45 TR SR ACE2 41l 57 MLN-
4760 FRE 5Pk Mas 52 IRBH W R A779 + i, #R 1)
ACE2 TE 2R3 47 vh B AE LR 3 VE - I BLTI, B 7
RIEIT ALL B 4045
1 #R5RFE
1.1 ##

1.1.1 ZERsh¥)

SPF %% 8 ~ 12 JA#% ACE2 %5 KL METE ICR /)N
72 HIAHE (28 + 5) g, fEARILIH TR S50 5h W)
Huts SPF 9B W) b BE | 1 3% [ SYXK (FE) 2015 -
0038] , SPF %% 8 ~ 12 JE#$EFA- A ICR /MR 36 H,
IRTE (30 + 5) g, FH b 50 238 A 4228wl 24 [ SCXK
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(5£)2016-0001]) . Frf /MR A B #EEK, IR
IREE 23 ~ 25%C ,¥BJF 35% ~ 55%,12 h Y/ Bk
S, PrA SCER R P C RS R AU TR F e B
Ze A (HEHES 2013-038 F12017-025)
112 FEZEH S5

A779 ( 4030357 Bachem, i 1-); MLN-4760
(530616; Millipore, & [ ); % ¥ 5w & ACE
( EPR2757 ), ACE2 [ EPR4435 ( 2 )]. ATI
(EPR3873) #i 14 ( Epitomics, 25 [ ) ; BRI 52 % Mas
UK (sc-390453 ;Santa Cruz Biotechnology, 5 [H) ; f¢
BATIRE B-actin ?}‘T,1Z|§(AC026; ABclonal Science Inc,
FE) ; BR o A ALY Ar o 1l 3 B (5220 -
0336) . 1L 2E 4 KL (5220 - 0341 ) — 3 ( SeraCare , 3
) ; BCA & 1k B A I 1l 5% & (PQO012; Bk B A=
Yy, 9 ) ; Ang 11 ( CSB-E04495 m)/Ang-(1-7)
(CSB-E13763 m) Ik 6 5 W B 7 ( Enzyme-linked
immunosorbent assay, ELISA ) i fl & ( Cusabio, 3
) s 14+ % -6 (interleukin—6, IL-6, RK00008 ) F1 fif
JEE IR BE A T — o ( tumor necrosis factor — o, TNF-ot,
RK00027) ELISA i& 7] £ ( ABclonal Science Inc, 3
[) ; TRIzol ( 15596 - 018, Invitrogen, 3£ [ ) ; [ %% 5
(ZR102-2) F1 qRT-PCR ( ZF102-2) &5 & (db 5t
o E) 51%))% 5 Thermo Fisher Scientific .

P BAEE (BXS53, HAS OLYMPUS) ; B #AE i
i RTHEAE ( DHG-9140 A, LRI 4R o6 SE Rl 22 AU 2%
AR A F ) B A5 AL (iMark™ ; Bio-rad, 3 [ ) ;
Applied Biosystems 7500 Real-Time PCR System
( Thermo Fisher Scientific, 5[ ) .
1.2 A&
1.2.1 SCER4re

P4 A ICR /NEBEHL R 2 41, B4 18 H.
(1) BFA X BE 4] ( Control) , (2) BPAEFAYZ] ( Model )
ACE2 JE 3K ICR /NRBENL 8 4 41, B4 18
H.(1)ACE2 X} FE4H ( ACE2 + Control) ; (2) ACE2
FERIZH (ACE2 + Model) , (3) ACE2 #i% + A779 T
TiZH ( ACE2 + Model + A779) il (4) ACE2 B +
MLN-4760 T #i#H ( ACE2 + Model + MLN-4760) .
Bk 2 AN HRALAN , HoAr 4 4L il & LIR B, 259
TR 53 AR AT ST HT 45 T AT79 (5 mg/ (kg -
d),s.c.) fl MLN-4760( 1 mg/ (kg-d) ,s.c.)4 J& it
B, N HRAL R 2 B R 1 AT AR R K 4 ]
1.2.2 BEARVGIA AL B

R IR H AT 5 48 LIR A8 19% % B L

ZHH(50 me/kg,i.p.) BRIF/IN B, A5 HE S35 4 FL XU 5
i R0 BEL DA fs A L 97, 35 5 R B A i 2 b, SRS 25 B
PR RS R . FREEVE S 4 b B Ak SE /)N
B, AR 18 HU/INE A, 6 F/INBRUZE fili A6 I Ak 4
AR/ T 8 H (Wet-to-Dry , W/D) | £5 il FH 4% % %
R [, A 2200 56 /N il 4 ZURE A
-80°CARAE, I Tl RAS ZH /3263556 H/N Rl
1732 A58 Il o HE Uk, X5 ¥ Yk W ( bronchoalveolar
lavage fluid, BALF) #4720 At 1%k . &5 1 vk 3 00 5 A
RMEHTFI0H7
1.2.3 i 8UNEss RS/ T &HLE(W/D)
5

INEALBES B R PR AR (R B 0. 01
g) 5 TR 43 B WU A , 1 24 4 A W 3 1 0T 35 0 A
KA (REJE N 0.0001 g) Fik it P i K 7 fii o o (2
) s S T A (60°C ) 72 h J&  FBT
FRECANG R (T ), Mg ZUNEas 28 = P filikE AR
AN E /R T x 100% ; Jfi 4140 W/D = /2 Jifi i 55/
T,
1.2.4  FlHZ4500r

INERAT I EUTE 4% Z R W h B2 24 h, 8
AT R IR ACKE ML (HE) YL (5, Y627 B s
TS L2220 Ak, I PEA I R R, RS
FLUFFER BT B A REA I AR FE L . (1) i v B
AN MY e T 5 (2) By it (3 ) fili v BE 2R
YRR ; (4) Bl ] T Bg =/ 2K i, B84 500
S A0 43 (L) L 1 o (CRRBES T, 451405 7 R
< 25%/f%F) 2 4 (O, B 05 v T 26% ~
50%/M%F) , 3 43 (FE BB, 48 519 ~
75%/ B 4 43 (W BE 4T, 43 L 76% ~
100%/WEY) o XF 4 48 bR (9 53 FOR F, BUBEHL 10
AN VLEF (P-4 (AR R e e g SR
1.2.5 ELISA 3G Al 22 Ang 11 Al Ang-(1-7)
W

i L 2B R TERR R Eh 2% WP ( PBS, 1 mL/
100 mg) HA1 0 A1 E T -20°C , 4808 P IR VR
J&,3000 r/min, 4°C B 0> 20 min, B _E 3, % 08
ELISA 2500 &5 (8 Ul B e 4E . BAR AR I 450 nm
W R AL, 2 WA o b o 1T £ 3 550 M 2 SRR AR
Ang T Fl Ang-(1-7) B9HSE
1.2.6 o EE S A S 5B

190 18 U0 be22 A RR /N B, A0 M7 [ 22, 3903 1E
U Rk, A EHRECE T 29 0.2 em 4
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A 20 g #li% Sk, 5L AE FER Sk, 1 mL Wil PBS 7
AL A8 1 min J5WHBEBEIR , ISl 3 ¥
WA BRI TR 3 I IRG 3 IRTEVEW ,4°C 1500
r/min B0 10 min, 505 LW MUIRE, H 40 i3t
OO U H A A0 M AT A, e BT S vl
Fi, BCA 4G I b3 W vh 2 R B2 ELISA 646 T
IL-6 11 TNF-o AYHRSE
1.2.7 JliZH4U5 RNA $2HUM SERT 286 2 f PCR
(qRT-PCR) ¥ ACE/ACE2 1) mRNA 57K

i il ZH R A B | {3 FH TRIzol 1205 42
B i 41 41 & RNA, NANO Drop 2000C
Spectrophotometer Jll X RNA ¥ FEFI4EF . DL 2 pe
RNA St , 44 HE 30 e 53 i 3K 70) & Ui B 4546 & il
cDNA, DL cDNA H#ifR , #17 qRT-PCR ¥ 14 ; i 4f
AR REAS Hh B-HILBIEE 1 ( B-actin) ) Ct {H, FH 2722
KRG R, 509 ¥ 5. ACE sense, 5'-
CAGTGTCTACCCCCAAGCAT-3", ACE antisense, 5'-
CTTCCATCAAAGACCCTCCA-3"""*"; ACE2 sense, 5'-
CCTTCTCAGCCTTGTTGCTGTTAC-3",ACE2 antisense,
5'-TGCCCAGAGCCTAGAGTTGTAGTC-3''")
sense, 5'-GTCGTACCACAGGCATTGTGATGG-3'; and
B-actin antisense, 5'-GCAATGCCTGGGTACATGGTGG-
30 R SR 194°C 2 min, BfiJS 94°C 15 s,60°C
30 s, 3t 40 MG,
1.2.8  Western Blot ] fiti 41 21 ACE/ACE2 5
AT1/Mas ZIRHE AR E

FREUITZLZY, A A 1% 25 B0 ) 550 19 %
RIPA 2L (1 mL/100 mg) , vK b 210 2%
¥ 12 000 r/min,4°C &[> 20 min, B F i, BCA ¥
R v, ) RIPA S 8 SRR A R IR
F S5 pg/pl T 4B 5 x EREGE shiRIR AT,
100°C Ji#4 10 min, 30 pg & AT 10% SDS-H
PN Bt JHe ( SDS-PAGE ) € it HL Uk 590 'V H 5% i
(PVDF Ji) ;5% Mg Wi 43 £ 1 h, % F ACE(1:
1000 #i %) LACE2(1:1000 #i %) AT1(1:1000 Fi
FE) 1 Mas (1 :300 #i FE) — 3t 4°C b % ; % H HRP
FRiC =40 37°CEF 1 h; ECL 45 ; Image J 2> Hr
g5,
1.3 SitESH

TR PRI AME + bR (% £ 5) Fon
SPSS 17. 0 Geit M xr E i #e A 48 it v br . 2 41
BBk FH B R 2R 7 22 53471 ( One-way ANOVA) ,
PE— 25 9 G HE 38 Sk FH Least Significant Difference

[B-actin

(LSD) K%, P < 0.05 £n &5 BHA BE,

2 #R
2.1 ERiE ACE2 EEFZ/MNRMARZTL
AR WL, B A= X B8 ( Control ) A1 ACE2 X} BR 4

( ACE2 + Control ) /|N Uil 41 21 B0 2 Wy 4145 bk s 4
I AR e o P 3 Ak B A 0N UM AR R, SR AT
0, JE AR AR R ( Model ) S M A . DG4S T HE
Yoo 25 5 BN (B 1A)  BP AR ACE2 X HEZH /MR,
it 2L 205 K R AT, M T RE S, I B A ot % R A
R A AR R 2 /)N U R T A0 i A T 9K S 0L
AE T L H I 6 P R B R R 4 M Al iR
I, i ) Jo 34 RS K b, ACE2 BEAIZH (ACE2 +
Model ) /IN BT 4 2095 B 2= AR AL B e, SR, 43T
A779 ( ACE2 + Model + A779) F1 MLN-4760( ACE2 +
Model + MLN-4760) 11 J5 247 LIR Zb3# , hnfl 1
LIR Xf ACE2 /NI 2N B B g, itk — 20 kA7
453455 043, il 1B 2o, BF AR X BRI ACE2 X R
WGP To 0 25 5 . 5P AE X R AR L, B
AR A i 4545 9 43 B 2 T (P < 0.01) ; ACE2
B 20 57 A A R 20 P43 0 08I (P < 0.01) , 1
A779 Fl MLN-4760 Zb ¥ 5 ACE2 4576 20 fili $3 455 14
(P <0.01)
2.2 RIE ACE2 EF FE{R/NER A EH M &l
EE

WA 2 Frs 50 A X REZE A LG, P A AR 2 /)N
BUITZH 2R s 2 %0 (1 2A) W/D FeAE (1Kl 2B) , fifi
VR A0 B (B 2C) AR A E (D 2D)
BT (P < 0.01) ;5 ACE2 X} HEZHAH L, ACE2
BARYZH A TR PR AR BE 5 (P < 0.05) , HAL A4
B2 B EFEME (P < 0.01,P < 0.05) ; 25T MLN-
4760 Fl A779 T , & F5 45 AL ACE2 B AL 21 B
WIE (P <0.05,P <0.01),
2.3 Rk ACE2 EFE &K/ BALF K40 R
A F &L

WE 3 FR 58 R AR HE |, B AR AR 2 /)N
BRI Y P TL-6( 8] 3A) il TNF-o( 1] 3B) ik
BT (P < 0.01) ;5 ACE2 X REZHAH L, ACE2
AT 2 it 9 VB Y YR T T 8 P TR A B (R T
(IL-6,P > 0.05; TNF-a, P < 0.05) , H % W 1 A 1
HBEREL(P < 0.01) ; A779 Fl MLN-4760 1 i,
BUH Tk Rik ACE2 MIFERT, IL-6 Fl TNF-a iK%
ACE2 BEAI FHE (P < 0.05) .
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LT HEL MLA-TE TR K E lT-"_f"”f" _

i '_J{ Ll ar= AP ek e hI-HIII.

ALY Bacel Pndel A its S T

P B | L LA g Far ke

FAod

TE: AR ACE2 /N LIR JEIZHE VAR M0 [ HE e, % 40( 1) x 2000 ) ];B: 25T HE Qe@ERANMHRGIT; " P < 0.05,™ P < 0.01,

1 3Rk ACE2 SR/ 2148 (& £ 5,n=6)
Note. A, Pathological changes in the lungs of ACE2 transgenic mice subjected to limb ischemia-reperfusion. HE staining, magnification of X 40 and
200. B, Lung injury score; semi-quantitative pathological analysis based on HE staining. * P < 0.05, ™ P < 0.01.

Figure 1 Overexpression of ACE2 attenuates lung injury in mice( x + s,n=6)
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B2 A ACE2 ZEPAI /N BUE BN E B TE( 2 £ 5,n=6)
Note. *P < 0.05, ™ P < 0.01.(The same in the following figures)

Figure 2 Overexpression of ACE2 reduces the permeability of alveolar capillaries in mice( x + s,n=6)
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Figure 3 Overexpression of ACE2 reduces the expression of IL-6 and TNF-a in the BALF in mice( x + s,n=6)

2.4 IFRE ACE2 ERFTH/NRMAL RASKIE  (mRNA/EH) KFEM (P < 0.05,P < 0.01),
ESRPA X BB AR B BP A 8 ICR /DB LIR 4038 ACE(mRNA,P < 0.01/# M ,P > 0.05) KFETHE,

J&  ZHZL ACE2 mRNA (B 4A) FIEEH (B 5B) K #2105 RP A2 L, — 38 78 Al A B A A R 24

KRR (P < 0.01,P < 0.05) ,ACE mRNA(K BRI (P < 0.01,P < 0.05), A779 #il MLN-

4B) FIZE (K 5C) Fik K FETHE (P < 0.01), 4760 TN T ACE2 #ERIZH () 254k (P < 0.01,

ACE2 %FREZH/NE, fifiZH 40 ACE2 mRNA FIZEH/KE P <0.05),

B A ) W 2 B g T, 4t LIR AR BR S, ACE2 SRR AR B B T /N BRI AT

A=
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(K 5D) Fil Mas (&l SE) & KRB R & 4 T 2481k,
PP A AU A ACE2 2] AT Fl Mas 3Z AR A 2
FEIRIEEHAA RN X BRI (P < 0.01,P < 0.05) ;{H
ACE2 5 R 21 % By A= A5 AU 20 AT1 7K °F B A%
(P <0.05) ,Mas /KFEH & (P < 0.01), WJH A779
F1 MLN-4760 i ACE2 BLHIL/INGFUIIZ 2T Mas 7K [
(P < 0.01), AT1 # — & F+ & (P < 0.01,
P<0.05), tni® 5F fr /s, ACE2 # BRI 40 AT1 5
Mas 1 FLAEAR TEF A BERIZH (P < 0. 05) , 25T ¥l

PrHrmE &l Tve
N AT
—r Lt
o 15 4 e
L g .
A o .
EE e
H T 1.5 ﬁ LI -
B F
Ll o RN ESTY] * PR T 1
..\'.'....' - -
b | I T R L
TR R R
ape

=4

JE HAETHE (P <0.01) . H 5 ACE2 X FRZHAH L,
AT1 5 Mas & H Y LA TE ACE2 #5820 B A FEAIX
(P>0.05),

K ffiZe 21 ACE Fl ACE2 FIRL)W 73 T Ang 11
M Ang-(1-7) 335, K IIX AN B 43 T 1 A2 1k
5 ACE Fl ACE2 [ AB 46 A — B, BF A= 4 A 40 Fn
ACE2 #ERIZH Ang T1( &l 6A) Fl Ang-(1-7) (1K 6B)
AV 3 241 AP 7 X R 84 o5 (L ACE2 5 78 2] 4
A ARV Ang LK F-FEAK (P<0. 05) , Ang-(1-7)

L ptr N rEe 2 X1 YT

AL S | B

|5|—l bl

FLE [ ST S
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LTy I

i3k ACE2 P IS/ UM ZH 40 ACE2 Fil ACE mRNA £35( 2 + 5,n=6)

Figure 4 Overexpression of ACE2 regulates lung mRNA levels of ACE2 and ACE in mice( x = s,n=6)
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Figure 5 Overexpression of ACE2 regulates the protein expression of ACE2, ACE, ATI, and Mas in the lungs of mice( x + s,n=0)



624

R SE IR B 24T 2020 45 10 A 55 28 545 5

Acta Lab Anim Sci Sin, October 2020, Vol. 28, No. 5

A 4
117 Fn ~ LCad¥E 7 re=fgdody - e EaiE 01 v
tp ] Rl T Su | ez 1T
I, S W, S |L""_| |'_"|'_“'|
I N T A v B Tasg ¥
=i = 4 Fiuw ER o, .| & £
; = 2H) 'T“‘ E "t' o ] .:-i = e -lt R o L ) & - .'?:_ =
K : : el I -T— w e Sk o
i E'IIIII- B3I ox wt o
5o o i
/R S = = P s I | LS SO I |
ST = o AT +
M- i - - HAT 1760 - HE I - - -
(Wl b T [ ol 31 U3 ¥ o0 (N B SR LA o N o
AL AL Py

B 6 id3ik ACE2 FEFEFT/NFTZLLL Ang 1T Al Ang-(1-7) FiE( x + 5,n=6)
Figure 6 Overexpression of ACE2 regulates lung Ang IT and Ang-(1-7) in mice( x + s,n=6)
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