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¥ A M X 'Z. Deletion of ACE2 accelerates pressure-overload-induced cardiac
dysfunction by increasing local angiotensin ||
(ACE2 DRBIFVBRT oA T ULV 2REZLFSIEDZ LIZKY
EEFICXDUEEREZMESES,)
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Angiotensin-converting enzyme 2 (ACE2) i3 ACE OfiRMEE UTRIE &Nz X efafs LICFET 2 BB TE
DFEE/LHAEIT angiotensinIl (AIl) % angiotensinl-7 [Zf+ 52 L2 B, T ACE2 KB~ 7 AR HARE
TR T EMERZET A Z BB E SN, EADLFE2OLEIZIVT ACE2 28 angiotensinl-7 % #
MERDZERHEINTEY ACE2 2NLAR2IZ5 U TRHEENI BT 5 FTREME S RIR X ?L'Cl;‘ 5, —HLEA~O
ERRHLRFTL =0T v I47 Lo VRO L 0 BT AIIBE NS ES 2 L RMBATH S, SERA X
ACE2 Rifi= U 23 LIEARET V& 1B L ACE2 D RBAEATHIIAE O DEK & DR EDOHHIBRICE X 2828
AT L7,

[k b ONCRAR] :

ACE2 X~ 7 R IIBEHR & RIFRIZ C5TBL6J = 7 R & AV THERR LIE AT E 7 M KBIRHESE (transverse aortic

constriction (TAC) ) ZRAWTIER L7, 12 BEOBAR <~y X & ACE2 R~V AKL4IZ TAC b L < IXAFH
(sham operation) ZJE{TL7z, 2RBEHICLTa—, =17 abT—FT %AV pressure study 17 72 %R

B UDMEE I LEERENCAW, £/ TAC BO—EiC All SERERETH B T HINVE  OBKERE 21T

=7,

(1)ACE2 R#828 TAC % DLERIZ 5 2 D& ;

Sham BZBWTITHAR, ACE2 X~ U ZADLMEEMIIFE ThoTz, TACIZL VW EHAR, ACE2 RV R
MR E L O %%Pn&bfiﬁ ACE2 KB~ U X TOMMB LV FE TH oI, 0T = — pressure study TiZ sham
BCIE4ATR, ACE2 KB~ U A CEHAMEICZE R Fb 20 oz, TACIZ L Y FAR ACE2 Rif~ v ARIZEDL
EBEEOBWMERDENEZROIER, EXEERVETIX ACE2 K~V ADHZIZRD bivl, LEE#MEIA O
HE 5. Masson-trichrome 212 L 52 BE TIX TAC % D ACE2 RiE~ U A CEEBEOCER LR LHE, MERE
FE OB ERBDI, T TN RE5E TR TAC BOBF4AR | ACE2 R~ 7 X TORAMEDOEIIERD
Mol
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(2 ACE2 KHBIZ X 5 TAC % D LAREREE

i 5 o M OFEIETH 2 AFEELIX TACIZL Y ACE2 RIB~v Y RADATHRZEMER D, W T 5
128 Y ACE2 K~ U 2D TAC IZ & 2 MR E L OBMNITIH S iz, Kaplan-Meyer ST D720 TACH D~V 2 %
—r AFE Ll Z A5 o faff 5 B ORAERT ACE2 K~ Y A THARM < 7 XL LE»- T,

(3JACE2 i~ 7 2z H13 5 TAC % DBIETHBENZEIL (Real time PCR method)

£ D BNP, ANP @ RNA %3 TAC i2 & 0 BAA ACE2 KB~ v A TH#IC ER &3, EERLE LY
< KBT %5 BNP OFHRO LRI ACE2 KB~ VA TIVEE ThH T, W F IV B ERTIL ACE2 KiE~<
720 TAC 12 & 5 BNP ORBIBAR Y 2 L A% E Tl Shiz, ACE ORRIIBHAR ACE2 K~ v i
K TACIC LV LR LT, ‘

(4)ACE2 X~ v 2 IZBIT 5 Al BE

Sham B30T B frh, Do AT JBEXB AR, ACE2 Kifi~ ¥ AMTELRDRM -7, TAC I X Y LT
ATI BEE B A ACEZ KE- T AR ERAERBOENACE2 KRB VA TLVEECTH Y BARE T ALK
Thote, Mt ATl #EIX ACE2 R~V AT TACICL Y LR 2D INHER v A0 M FRE L it E =
ERDIRD2TZ, '

(5 ACE2 K48~ 7 Rz RiT % TAC % D MAP kinase &%

AT1 receptor 24 LI=#IAN Y 7 V% Etd % 72 MAP kinase family o % ERK 1/2 & JNK1/2 D&%
Western blotting % AV TEHfi L7z, Sham #2317 5 ERK, INKERIIHAR, ACE2 X~V AWM TELRD
Rairotz, TACIZ LY ERK, JNK EHEIIE AR, ACE2 KB~ 7 AT L2 ACE2 RIBv VA TLVEET
SHYVFER < I UERIIKRThoTe, BT IANF U REICLVEHAER, ACE2 K~ v Az ERK, JNK
TEHEIZPH S NEBFAR, ACE2 R~V AR OEHEOEITR DR o7,

(6)ACE2 K~ v A DiE# LHAMRIZRT 5 ALl §il¥# o MAP kinase J& 1%

Primary culture {2 & ¥ 823 U2 /OD A RIBEIZ ATL & % 2. MAP kinase {EME2BIE L7z, 30 50 ANl #lEic kv
B4R ACE2 R#i~ 7 Rz ERK. JNKEHIIRERFEICER Lc) ACE2 KRB VA TOLERN L VBEET
HOFAR< TR LK TH o,
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Bt & B72 0 BREBTO ACE2 KIB~ U A DUMEREITIER THho 7o, EAMIC L Y ACE2 XK~ 7 A TIIM 5 -
Mz DIER & DR T 2BOA T INZ BRECL VAR R LAEETHE L, £z TAC K&
2O ATL 8B & MAP kinase T EF X ACE2 R U RATEIVEETH Y VT HNLF LV BEIZL Y MAP
kinase {EHE O EFIXHER < U R L FEE TR vz, U EOFRER LV /AT AL LRSS 2 5 F8E 0 O Kz
B L7 AT ZEEEN LT v 7 F VOIS ACE2 KIRICH 5 BILOBF TH 5 = L NFB Sz,

WXEBEEORROEE

Angiotensin converting enzyme 2 (ACE2) XME L OBKR EE2RET ZT 4T ¥y 2 2 METED
BLINdT7 oo Ty v 1 —TERRTHEERTHD, ACE2 DREB~ YV ARERRE CTLEEETEETDZ
ERRE XN, BHEEE LIIEAMIREBIZBIT 5LIETO ACE2 OFEIZRETT 272912 ACE2 Kii~ v A & AR
< U R LT KRB BRI 2 K17 L 2 BRI E T o7, ET7T U970 I ORBEHEHETH D
HTYNE e UTBEBIER LTz, £ORKR. BE#RE B2V TAC £HE{TL TV ACE2 R~ U XD
BEIXIEE CThotr, ACE2 KB~ X2 TAC AT LB CIXF AR~ v 22 LA R DIER & IR T,
FRZHESHEEOHMERBD I T YN F U BREIZLY ZOEEIER L, DBEP T V2T v TERER TAC
#DOACE2 R~V ATIVEER ERE2RO, 7o o247 v N OMBRANY 7V Téh 5 MAP kinase iE%iZ
ACE2 REB- UV ADLBTIVBRER LR EZRBON LTIV G L RETHER YR LRAF LR, ULLVEA
FRREECTACE2 BT v VAT v TRBERHIET S Z LI X 0 MEENICBO TR Z ERRBRE N, BEED
DHEIL ACE2 OB U TH = RMREMZ Db DO TH Y FUOREIET D EEZ BN S,
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