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PO 8 265 H 25 XA DR R TR U B I A R AR AR
Fe AL 2- 18 5K 2K (1-7) -Mas Hill 19572 1)
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HE BR WEARE L P 2 348 fRom Bm KRR BOR 8 IR F AR LB 2- 4 B 3K F (1-7 ) -Mas
[ACE2-Ang-(1-7)-Mas ] 4064 % %, ik H 89 Rk SD K ABMMMK F A ES» AT G BA(C 4,
22 ) HHESHEARA(H 41,10 R) = 1% 4% fk 42 18 % (streptozotocin, STZ) iz4+41(57 R)., STZ i
HALVA Z e 3 PP B ML 4 STZ #) &4 kR A (50 R) , Bo A A (M 4,24 2) el ivea
(148,13 R) Aofbsrifizs P 2540 (Z 0,13 R), | Afe Z K A 4 T8 W i) 38 fofb il 4 0 250 &k
H,3216 B, A AR ML TERBLAK, M ZEKA 4 AR EGatEf24 h BREEOLE, > HRA
%Hj‘%y’c&g PCR(Real-time PCR) . %#.9% 204tk & & 7 3 (Western blot) Z &AM R B B 18] & &40 5
KR ACE2 Mas H @i X T, % 16 AAMAZA T K T2 HEOARHITZ S0, BGR L5 Cuk
B HMALEH TS, EMASHTHAP<0.01), REEE24 h k&GS C Ak, MAaftg, L
M4ETHEP<0.05), 5 Mauks, 1488 Bl KA Z 418,16 B R¥ %4 (P<0.05),H% 16 A K Z
kT I4 (P<0.05).5 C.H maes ,M 485 16 B KB & it ACE2 mRNA #9 & X %44 (P <0.01) ;5
MasR ,Z 4k E3H(P<0.01), 5 C 4rki M 48% 16 JA K Mas mRNA # &k ik 2 F L4it 3 & L
(P>0.05);5 H zubs M L& & 4 ﬁ(P<oo5)17Méﬂw$h2é&%Lﬁ%m(P<oos)thf|@L
(P<0.05) .M #1 ACE2 Mas % & & ik ¢y € ZRaT R 28 mAH, % 16 Bl K ACE2 Mas & & #9 & ik %
2,5 C A M AmE A EKP <0.05);5 M k4 ,Z 4 ACE2 ¢y & iA A= | .Z %40 Mas &) & ik
¥ItE (P<0.05) &t Abpridizk P25 Tapi@it L8 ACE2 . Mas mRNA & 1 %& & 9 % ik {2t ACE2-
Ang-(1-7)-Mas #h ZZAF A, IR G , 334 kR B m K KA R BRI a9 18 .
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Effect of Chinese Herbs for Stasis Removing and Collaterals Dredging upon Angiotensin-Conver-
ting Enzyme 2-Angiotensin-(1-7)-Mas Axis in the Renal Cortex of Diabetic Nephropathy Rats XU
Jing,MA Er-wei,BAIl Lu,MA Yun,GUO Qian,JIA Rui,ZHANG Jiang-hua,and CHEN Zhi-qgiang In
stitute of Integrative Medicine, Hebei Medical University, Shijiazhuang(050017), China

ABSTRACT Objective To observe the effect of Chinese herbs for stasis removing and collaterals
dredging (CHSRCD) upon angiotensin-converting enzyme 2-angiotensin-(1-7)-Mas axis in the renal cortex
of diabetic nephropathy rats. Methods Totally 89 male Sprague-Dawley rats were randomly divided into
the blank control group (C group, n =22), the high-glucose high-fat control group (H group, n =10), and
the streptozotocin (STZ)-injecting group (n =57). The diabetes rat model (n =50) was induced by feeding
high-glucose high-fat diet in combination with intraperitoneal injection of STZ, which were further divided in-
to the model group (M group, n =24), the irbesartan group (| group, n =13), and the CHSRCD (Z group,
n =13).Rats in | and Z groups were intragastrically fed with suspension of irbesartan and CHSRCD, once
daily for 16 weeks. Equal volume of drinking water was administrated to rats in the rest groups. Blood glu-
cose and 24 h urine protein quantitation were tested at four time points. And the mRNA expression of ACE2
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and Mas at various time points was detected by Real-time PCR, immunohistochemical assay, and Western
blot. Quantitative analyses of ACE2 and Mas protein expression were performed at the end of week 16. Results
Compared with the C group, blood glucose increased in the H and M groups (P <0.01). It was higher in the H
group (P <0.01).24 h urine protein quantitation at different time points increased in the M group, and it was
higher than that in the H group (P <0.05). Compared with the M group, 24 h urine protein quantitation de-
creased at the end of week 8 in the | group, and at the end of week 8 and 16 in the Z group (P <0.05). It was
lower in the Z group than in the | group at the end of week 16 (P <0.05). Compared with the C and H groups,
the expression of ACE2 mRNA in the renal cortex was lower in the M group at the end of week 16 (P <0.01).
Compared with the M group, it was higher in the Z group (P <0.01). There was no statistical difference in the
expressions of Mas mRNA at the end of week 16 between the C group and the M group (P >0.05). It was lower
in the M group than in the H group (P <0.05). It was higher in the Z group than in the M group (P <0.05), and
higher than in the | group (P <0.05). The expression of ACE2 and Mas protein in the M group decreased as
time went by. The expression quantitation of ACE2 and Mas protein at the end of week 16 was lower in the M
group than in the C group (P <0.05). Compared with the M group, ACE2 expression of the Z group and Mas of
the | and Z groups increased more significantly (P <0.05). Conclusion CHSRCD could play a role in renal
protection for diabetic nephropathy rats by up-regulating the mRNA and protein expression of ACE2 and Mas,

promoting the ACE2-Ang-(1-7)-Mas axis, and lowering urinary protein.
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ting enzyme 2 ;Mas

B IR R R - M4 55K R R4 (RAS) iy RE
SR, S5 T AR BE RO B TE B
FET X PR B 3 A i A X K R AR - 1l R
iK% I1-AT1 (ACE-Ang 11 -AT1) il J% 5o B8 3005 A
P, M4 Kk R AL B 75 (ACED Fifi 8 B ok %2 52
PRBHIBTH (ARB ) & BUH BAR B2 2 16 PR VA T I 22 4%
PRI R0 35 1 — 2R 259 Bl X RAS B TR AT
F51 KB RAS TEFEY 5 — 2 Dk, B ACE2-
Ang-(1-7)-Mas i, H.OIGEFT 5 ACE-Ang I -AT1 %l
FAFEHL . AEHEFIE T RAS P 41X 113 % 1 - 5
TEYT W DRI B A0 A5 B o R TR DR B 90 I
BH 268 T0F 1) A 28 T 245767 6 2 28 S 1E B PR s '
HEETTHAOAE T, B AR I R E AR AHIE S . ARSI
A 3 L EE A 9 0 265 v 24 T TR R e R BV R TR
ACE2 il Mas ZZ {52 , ARZR Ab 9553 2% Hh 24 4E 2%
FIBH 1k B PR 95 ' 5 iF R P/ S R A E T
ACE2-Ang-(1-7)-Mas i,

MH57T %

1 ¥ SD KK 89 H,iikdk, Mitk, AE
80 ~100 g, [t ERI RS g gy b 441, Sh Wiy
AE 5 SCXK () 2008 -1 - 003, % i 22 ~
24 C JRJE 50% ~60% MIFEE F,12 h 2B, K
B E R FOK

2 2y AepnEZE R 2 (1.8 gliE,

diabetic nephropathy; stasis removing and collaterals dredging; angiotensin conver-

Y TR A 10 g, 415 :1107057) J11 25 (1. 3 g/4%, M
MFRF 6 g, 915 :1108827 ) My (1.0 g/4%, #1324
FIRH 10 9,45 :1105024 ) JKiE(1.5 gi4s M4 F
h 3 g, dit5:1106113) (205 (1.0 g/4%, Y Fik
h 3 g,4#1t%5:1107253) , )" AR —J5 il 254 IR A v 2
W, JEDVP I (0.15 g/l , FEEFER 25 A R A, 4it
=:1A350),

3 BN R HEMRAATE R (streptozotocin,
STZ, %H Enzo Akl Al it :L27453) 5
KEIRAE R ELISA #58 & (_EifE 5 E R A R
/A7) ; TRIquick Reagent (b 51 R 3k 5 B 50 A BRA
Al) sM-MLV i %% 5350 & (32 B Invitrogen /A #]) ;
PCR Super Mix ( Z£[# Invitrogen 2\ 7] ) ; Platinum
SYBR Green qPCR Super Mix-UDG( 3 H Invitro-
gen 23 )) ;s RNA g4 i 5) ( 35 [ Invitrogen A #]) 5
S (B TAEY TREABRA D) 5 fa b e 44615
&AW IEAAEYFHECA R A nA]) ; DAB I 641251
(RN FAEYHEAR T A RAE) s B s Uik
B-actin ( B N 48 2 4= W) $e R A R A #], it 5.
110603 ) ; %A so A Fi /& ACE2 ( Epitomics 2\ ), #t
5 :YH090805C) ; o Z & diik Mas (Gene Tex 2
A, 4t . 821302279 ) ; Triquick & RNA #2 Ui 57
(R ERHARAF) o RS R MR (36 [ 5%
AN 5 R SR AL i 4K (38 [ s AR 4 AL i S
3354358) ;Nano Drop 2000C &4 G i (3£
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Thermo Scientific A7) ;C1000™ Thermal Cy-
cler PCR 1¥ ( 2 [ Bio-RAD /A 7)) ; Eco s} & &
PCR X (3 H lllumina A ] ) ; BX63 + DP72 iF &
FPHE ( H A Olympus #x£x4t) ; Odyssey 1
AN (SEE LI-COR AH]) o

4 Y d K

4.1 shiyirdl 89 HUfEbE SD kK Bl iy P 5%
1 JE S R s R PR, B IR TS0 %
BEALEC TR BT 25 IR IRAL(C 41)22 H &
Wi e X FRZH (H 41)10 R 1% STZ {414 57 H,
STZ FH AR FE AT (4 H) Sl R B br &
(3 F) THIBk . #as s oy 50 FObE IR KB4
FERIZH (M 2,24 H) A I VPHA (14,13 H) b
PRGN (Z 41,13 H).

4.2 g KRR RO AR &
B s I R E RIS/ N STZ I s v S bl 4 ° 2
R C ZH K BT 385 38 A i UKL T ek R 73 o AR KRR Y
TrEbEE R R SR, 4 A5, C H F STZ {441 KR
IS AEIK 12 h J5, STZ 1520 K BT 1 e v
STZ 40 mg/kg AT ¥ HE T 0. 1 mmol/L B
ZEPiR (pH 4. 3) W, 72 h 5 B i KU , K60 ifi B =
16.7 mmol/L ARG K BaE S ', C 4171 H
AT HERBURN S STZ 1901 mmol/L M5 i 2% o
W (pH 4.3) W7 ST W ROR B J5 565 16
AR EAT BRGNS C i,
M ZH 2 A B /NI R JIC JBE ) o o 188 15 2 4 2R
Iz Rl FRUTT U O BB (1) R R
P R 8 A il L) o

-

TE:A s FIN IR ;B R4l

1 BB /N (%10 000)

4.3 [P BRI , BT A4
KEAFTH, | 4K RS 7 0 bR S B in
7, Z HRRA TSE % h 2 BIRYT . H2iRma
2 BRI A BN 5 FR ) A O E B B N5 K R
PREVZHGHE B 0 Y AR 14, 37 mglkg ik
LAY T AR = 5.8 5 (AR E L 60 kg 3T
) s Ak 2% 25 URL R A 4 (UKL i LE oA FES

JE: Hp: Kig: 400 =27:26:10:30:20) £k 1.08
gkg RE (FS TR MK 4.7 gkg 1K) , 124 T A
NG 5.8 £, R 1k, 316 . [, C . H.M
3 YRR TN AT IR KRS .

5 FARE  HITH4.8 FIAK,BEVLER C
AR M ARES 6 H L ASEATIK 12 h 5, K G &
350 mg/kg 1A HE 5 i A SRR e, PR RS Y I R R
PR B U R 2 100 mg A ZRAESS , s AR
A, A HG A - 80 CHAKIRIKAG - AE, 51T
Western blot #illl . HARzh¥) T4 16 JAA K HAHIA]
TEALAE, BBV R it 2 i (URAFE ), — 80 CIR A7,
47 PCR .Western blot il ; 3 B8 BUER /0B Je i,
F 4% h PR EEE R T4 CIRAE, FEfT sz 4434k
SRR

6 AFEhRS ik

6.1 KE—BIEI WS K BUREHOIRE,

6.2 KRB 3 KA 4.8.16 A RFEHLIM
B 43 R FHARZE A RS B AR & 45 4 K B
TS B 1] A (R BE AL IR

6.3 FHRME 3 KL 4.8.16 JAIK 24 h R
EEE R FEA IR, 23 B6 A5 4R B R 5

THIEARS S P, e 24 h JRIEL 3 500 r/min, 5.0
10 min, B 3%, —20 C{377, ELISA 461 24 h IR
HEHER

6.4 KA KR 16 K'Y Kl ACE2,Mas
mRNA 5% Real-time PCR ], H{ -80 °C %
R 55 16 i R Ab FE 19 &% 2H R BUE B i, ok
TRIquick $2HLZH 21 RNA , 48 4043 56 06 B TG
WeRE R Al R E 1 pg/ul. %I M-MLV
SR & UL T P R B I SR B RNA UG S
cDNA. 51 %) % %1: ACE2 5% J¥ 4. F i 5'-AT-
GAAGAGTATGTGGTCCTG-3', F ¥ 5'-TGGTTT
CGGTTGTAGTTG-3', ¥ 14 K- if 124 bp;Mas 5| ¥))¥
5. I 5'-GTGCTCTCCACCAAGACCTG-3', T ijif
5'-GGGGACGTCTCCAGGTAAAC-3', ¥ 1 K JF
163 bp . # it cDNA1 pL .SYBR Green qPCR Su-
perMix 5 pL . FFiiE514)(5 pmol/lL) % 1 nL .DEPC
K2 pL A 48 fLAk, BAFE % 3 MR AL, R IR
ST SE I 2 i PCR X, SR I 20 1 1 bR vl 72
J¥:95 CHIAME 10 min, 251 10 s;60 “CiE k30 s,
45 AMERR, $2 I8 95 C15 5,55 C 155,95 C15 s
ST s e it 2, R 265 5. DA B-actin iy
PISIEIR SR 2 788 S A S IR AR 8 7K

6.5 KA 16 JHAK Y it ACE2 Mas
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FRIA R ALE AR, 55 16 FAARAIEM
B K BB BT, Zead 4% Hp vk F RS e Ve e,
MASEEE Y (B 4 wm) 2R SP ik, 2K
MR R 0% v BRI OB A2, AR IR & aak 1L T 4 PAD
B — Bt (ACE2 Hiik, Wi B FE 1: 100; Mas #it
A HBEEE 151 000) (BL R B R L —H1 HRP Fril
HOR M, DAB W Z Y FH . SR BX63 +
DP72 1E BT 9 i i A 740 BR, B %68 BH 1 4 e
3 L R B 440 6 2 €058 55 PR 1y 1T R FH e e AL AR VT 47
(immunohistochemical score, IHS) "?'. (1) A
Mgtk (i a): 0 43: <1%;31 43:1% ~
10%;:2 43:11% ~50%;3 43:51% ~80%;4 4):
81% ~100% . (2) PHPE4IM B A5 (iIdh b):
043 FAME 1 4 59 PHME 2 40 BHE; 3 43 5 FH s
(3) a 5 b BN HS 47

6.6 £ KEUE i ACE2 Mas & H &k
M R FH Western blot £l . Bt —80 C A7 1454
REE BT, A RIPA 24 28 v, vk 513K 34
30 min /5,12 000 r/min 4 CE.L> 5 min, Yo
3, R Bradford & 17153 i 2 3 0] 5 0 2 Tk
&, fiNA loading buffer &% ¥k i, 2k 10 min, %
HJg EAE(100 pg) , FIK GRS, BR3P 2 h,
AR RER)—Pt (ACE2, #i B JE 1: 500 ; Mas , #i ¢ J
1:4 000) , 1 TG PRI, I AHG B (926 —Hi CHAR i
AR IC PR PR, AR 1:7 500) ,37 C ik
HFEIRIFE 1 ~2 h, PSS FLLAMBOGI R AT IR
FEA3 4T, DL H B8R [/B-actin (95K BE T 2R H &
AR 5

7 SiiteFErEE RAH SPSS 17.0 Sit#i4fl
PTG T . THEVERILL X £5 FR , S4B it
AT 05 25T VERT IS , 45 5 2557 R FH SR R 05 25 3 A, 4L 1)
SR LSD 545 J5 25 A5 55 SR I RR Al AG: B , 2 [1] [
¥R F Mann Whiteney %, P <0.05 hERH 51t

# R

1 FHRB MO CH M2 K BURT MRS
RAr, ot BEIRAE RN )G 16 A, M 1.Z 3
HRBHMIT 3 .3 H.2 H A 1 HiliEA
BhR, T UAIER .

2 FAKREE 3 KA 4.8.16 AR FEAL M
(£ ) SREImE A C A AL H M 2R Y
MBI TH R (P <0.01) 5 5 [l [a] 5 H 2L Hb e, M 41
P T H 41(P <0.01) s[RI al s M 2415 1. Z PiE Y

M, 25 K842 X (P >0.05),

R SRR ]S LU K P EE

(mmol/lL, x £s)

L1
A5 n
H3K 4 K 8 Jil& 16 JHAK

C 10 5012047  5.01:0.54  5.000.31 5.08 0.41

H 10 6.85:0.65" 6.91:0.53* 6.56+0.65* 6.56+0.76"
M 8 26.99+3.73%%25.10+3.36 "~ 27.29+3.80 ** 25.40 +3.08 *
| 9 26.15:4.22  24.40:3.16  26.88%3.95  25.14:4.13

Z 10 26.86+3.69 24.29:3.96  26.79:3.67  25.78 +4.47

1 SRR A C 4 LbAL, "P <0.01; 5 [FE ) & H 4 g,
4P <0.01

3 FUKREE3 KA 4.8.16 K24 h R
HERK(FKR2) HEE S C HIE,H HIRE
HZ SIS E L (P >0.05) ,M HIREH YT
m(P<0.01),Hm T H4A(P<0.01); 5[q B E] 5
M 2%, 55 8 AR 1.Z W4l iy JR 26 (1 34 B L P& I
(P <0.05),%5 16 JAZRAY Z 21 /% PR #E I T RIS i) a5
M4 (P <0.01); 5[FASE & 1 214, 55 16 AR Z
HIRE AL (P <0.05) o

R2 HUHRMAFME LG 24 h JREHE R

KFEHH  (mgl24 h, x =s)
24 hIREE

45 n

BIK 4 %K 8 Fl% 16 %
C 10 5.48%2.02  5.78:1.40  5.82:1.43  6.56+2.27
H 10 5.14:1.13  516%1.53  5.1921.45  5.401.11
M 8  9.18+2.01*217.06+4.38 2 21.78+2.72 %~ 24.56+3.88 * &
| 9 9.09:1.71 15.14+2.96  15.75+3.094422.55+2.93
Z 10 9.23:1.87 16.75:5.38  18.62:4.634 19.08:2.83440

TE: 5 A R A C AL, P < 0.01; 5 A LA H 4T AR,
AP <0.01; 5 [R5 M 4lEb4%, 4P <0.05,44P <0.01; 55 7l i i)
H51 41 1#, OP <0. 05

4 KA KEE 16 KRS i ACE2 Mas mR-
NA £iEHE (£ 3) ACE2 mRNA 1 #%iEKTF-8
5 C L, H 4 ACE2 mRNA #3552 %I04
FEX(P>0.05),M 4 FKEFEMI(P <0.01); 5 H
A MAET HHP<0.01) ;5 M ALK, Z4
TR (P <0.01),1 15 M 4l 18R, Z R G248 X
(P>0.05); 1 5 ZzAH K, ERLLEIT#E X
(P>0.05) ;Mas mRNA {£ir/KFEBR: 5 C 4l
BOH AFEBTHE (P <0.05) ,M 2% 0501 X
(P>0.05); 5 H 41 lb#, M 41 3% ik B # B X
(P<0.05);5 M 44, Z H¥E AT (P <0.05),
MY THIWER, ZERLERITFEX(P>0.05);Z4
Mas mRNA ik T 1 4 (P <0.05) .
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Fz3 HKUKEEE 16 A E it ACE2 Mas mRNA

FIXERR AT B (2777, x s)
21531 n ACE2 mRNA Mas mRNA
c 10 1.00 +0.00 1.00 +0.00
H 10 1.09 +0.15 1.93+0.23"*
M 8 0.39 £0.05 ™44 0.74 +0.37°%
I 9 0.79+0.43 0.59 +0.24
z 10 0.69+0.0744 4.94 £0.994°

H: 5 C HIiE,"P <005 "P<0.01; 5 H 4K,
4P <0.05,44P <0.01;5 M #4 4 ,4P <0.05,44P <0.01; 5 144
L4, P <0. 05

5 KK 16 EAK S KFE ACE2 Mas &
IR TR A A ah R
5.1 MR Gredifbye st (K 2.3)

ACE2

B FEBERIRAE A LR B B/ INERFN G /N R 4
s IR AR A B 5 C 4l Hde  H Al ik
FAY R, M AR XV BEE, BIRTHA; 5 M A
Fode, 1. Z Mgl ik 22 S AR 1 1. Z Bl ik
T . MAS =B IRAE A AR R B S st /N i it
IR S A 5 C 4 Hd  H 4RI, M 4]
FIRRREAC, BT H 415 M 4L i, 1L Z %
kW, HLZ PR AR

5.2 HKYIKEEE 16 EA K fi ACE2 Mas &
H IHS PForth# (K 4) 5 C 4%, H 41 ACE2 #il
Mas Fik1¥Esr 22 G4 X (P >0.05) ,M 41
2 iR F R R IA P PR (P <0.05) , HIYMKT H
(P <0.05) ;5 M4l bk, 1.Z Widl ACE2 FKikiFoy

A = X IR B el e nd B4 5 C SR AH ;s D S DL vb 3R 20 5 E S At 45 th 25

2H 5 Hi Sk Ry ACE2 FH R

2 HAKRBE R ACE2 #ik  (fuedifbie(a, x400)

A RZS EXRA ;B bl s Bt BZH ; C A 5 D S JE DL IH A s E A AR pS @ 4% v 2
i3k R o Mas Bk
3 HAKRE KR Mas #55

(B fbie @, x200)
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JCWI R 7225 (P >0.05) , M M4 ) MAS iK1y
THR (P <0.05) ;1.Z PAIE] 2 Ff i R A PP HLAR,
S¥IGIFE X (P >0.05)

7 SUKEES 16 JK'E it ACE2 \Mas & [
FKiRERHB(K6.7) ACE2 HEHERKFETAR:
HC A, HAREERFLGEIT¥E XL (P>
0.05) ,M 4 F AR (P <0.01), HAL T H 41(P <

12
10 A, wACE2 0.01); 5 M ALK, | HERLGEITFEL(P>
se . " e 0.05),Z 41#iA#F M 41(P <0.05) . Mas &%
=0 g BAKTRR: 5 C 4L H L RB % R RGIH7
= X(P>0.05) M Z41FEMAE (P <0.05) ;5 H 4Lk
oL . . | . BOMHAREER TG (P>0.05); 5 M4

TE:C gz N BRZH 5 H g w3 W 26 g X B 45 M g A 7 44
| B YP I Z AL GE % 2540 5 C 4%, "P <0.05;
5 H 414k, 2P <0.05;5 M 41 H4, 4P <0. 05

Fb# 1. Z P R iA T B (P <0.01) 5 H |.Z Fidla)
b, 2R G2 FE X (P >0.05),

4 UK 16 JEK IR ACE2. Bactin R A S — 1 >
Mas [ IHS ¥E43 8
6 C4HE MAREAFEE S KB ACE2 .,
Mas 41K RILE (£ 4,165)  C ALKRURFR vos [P TR e e o0
[8] 55, B 2 it ACE2 \Mas 5 H iR K i, 22 576 C H M | z

it E 7w X (P >0.05) , i M 4R E [ 25K 4
BERS[A] B vl e, Hodr, 545 4 JE2K M 244 ACE2 1y
FORHE, % 8 AR M 41 ACE2 Wy ik LW i 2 5%
(P >0.05) 1% 16 J&8K M 4 ACE2 13k /K% T
%4 JIAR(P<0.05); 5% 4 K 5% 8 FI A M4
Mas ik lb#, 22 R Igeit+ 5 X (P >0.05) , 1fi%f 16
JAR M A B KFRT45 4 AR FIES 8 A K Mas
F3KKF(P <0.01, P <0.05)

‘ -, _ ___43kD
R S—
C  — el - as

x

— 0
M ——
¢ - —

B-actin

ACE2

2 C D7 O IR H A i oo A 0 LA 5 MO R R
| 9 JE DL YL 5 Z Iy i 2 v 2541
6 HAIKEUS 16 JFA R KBt ACE2 &
Mas 2 [ #ik HL Tk ]

V£ C g2 N AL H Ok e i o AL MO BRI 51 0
JEDUV AL Z et &5 25415 5 C Al gR, " P <0.05,
*P<0.01;5 H 4k, “P <0.01; 5 M4l L4, 4P <0.05

7 FAIKREER 16 JAAK'E B ACE2 K

k L
M S e Mas 5145
AR 8K 16fK
T C s R AL MO B4 W’

5 C.M 4 KFUARIRE] &5 & f ACE2 |
Mas £ [ 215 11 B ik &

ACE2 & ACE MR &Yy, & 323k F0 Bk B BEAI

SEALASU S MRl — I SR LKA, HLAL AR K

x4 C M AREAIFINE S KB ACE2  Mas S RIKLH  (xxs)

ACE2 Mas
251 n
4 AR 8 A& 16 JEAK 4 JHR 8 A& 16 JHA
C 6 0.80 +0.27 0.60+0.17 0.58 +0.16 0.55+0.38 0.46 +0.33 0.43:+0.25
M 6 0.70+0.25 0.45+0.09 0.29+0.06 " 0.48 £0.10 0.47 +0.07 0.24 £0.12 %

T 5ARYL4 AR, “P <0.05, ™ P <0.01; 5441 8 Jil A L4, “P <0.05
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fift— N LR AR L, 8 Angl#E28 B, Ang-(1-9) , Rl i
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