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Apelin is a positive regulator of ACE2 in failing hearts
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RMEILFRY, MAEPEY 7% &% 7 B WIS % J6 1
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Angiotensin Converting Enzyme2) (& Carboxypeptidase
& L CHEYE O Angiotensin 11 % 258 & L T Angio-
tensinl-7 \ZZH L, L= -7 ¥ ¥ F 7~ ¥ R (RAS)
RRICHETIT A LML NT VR 2070,
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2. Apelin KO ¥ XD IZ 5T ACE2
B 5N Angl-7 DFBEHFET L T

RN, AEIY T ADOLBICBIIAL =T Y
T 7 RIS GF % HF O mRNA O SEBLUFENT %
Tofzb A, BERIZILE L T Apelin KO ¥ 7 A D
L TlE ACE2 DFHLDO AN A EIALT LTz (X
1A). 72, wIT A% 70y bFETll5%EL 7z ACE2
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TLCTw7 (K24, B). 512, Mm4%Ed o ACE2
3 Apelin KO v 7 2 Tld A E 12k <, ACE2KO <
v AR CH-72 (K2C). 2F 1, Apelin KO <
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(22) Apelin induces ACE2
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X 1. Apelin KO ¥ 7 ZDLME12 3T ACE2 DFEEPMELT LT b,

A; QRT-PCRIZE DL =07 v P47 vy RBEER T O BUFRNT. 18S 12 TEEHESL. Apelin KO ~ 7 A
DM TIEAH I ACE2 ZHIAMET LTV 5.

B; X2 7y MEIZK S ACE2 HRHOFEBRMNT. &HLVIZBWTH ACE2 DFEJUIHAFIET
L Cw7z. (n=8 per group, All values are means+SEM. *P<0.05, **P<0.01 versus wild type.)
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B0 2. Apelin KO ¥ 7 A Clid ACE2 FEFIEMEAME T L, Angl-7 DA T LT 5.

AB; A% KO — MBI E BT v V47 ¥y v _RTF FOil%E. TAC #i# 0 Apelin KO < 7 2 Tl Ang
1-7 DFEHEAMET L CT72. Ang 1-7/ Angll ix ACE2 DX T2 7/RL TV 5.

C; ~ v At o ACE2 B2 7E 5 & Apelin KO ¥ 7 2 1& ACE2 KO ¥ 7 A LK T LTw
7z. (n = 3-6 per group, All values are means+SEM. *P<0.05, T P=0.098 versus wild type.)
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4. Ang1-7 |3 Apelin D Fifi TODAL -
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ACE2 (X778 @ X 9 |2 Angiotensin II % & Ang 1-7
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FE B OB RE ESN TV DL 2D o7z, & Ang 17 _R7F PG EERZ21T- 72, TAC Tl % T
512, TAC Ffiz fEfT L CLBAMET VEER L 35 ERFHSEELKR Y 7&2 HWTAng 1-7 %75 F
& 2 A, Apelin KO ¥ 7 A Tl OFEREDSHHEE | KT 9 RS L7z 2 B2 ICERG L 72 Apelin KO < 77
(A) Echocardiography (B) RT-PCR
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(24) Apelin induces ACE2
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Apelin O T T OMERE R RFFT 21EH 2350 2 £ 2%
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5. Apelin (Z/D&ICH 15 ACE2 DEE %
ZELNIVTLERSES

PR PED Apelin %5, ACE2-Angl-7 &l O 1k H % 1 5&
LOBEBED MR ICHE ST A 2 0 h ol £2T,
YRETED Apelin 75 ACE2 DFEHIZ &0 X 5 IR+
LHhRBE L2 ZA, <7 A2 Apelin X T F F &
i 5 L 7o 5%, ORI B W T ACE2 OB HE
I ERLTWZ (K6A). & 512, invitro DFEERR T,
~ 7 ADREELHAEIC BT Apelin TS
FEBRINT 52 12k ->TH ACE2 0B HEIC L
HL72 (M6B). 5D &1k, Apelin 75 ACE2 #

B 42 % 2

IEL o TWw,

(n=>5-14 per group, All values are means+SEM.
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(26) Apelin induces ACE2
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