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Effect of A torvastatin on the Expression of Angiotensin-converting Enzyme 2 in the
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[ABSTRACT] Amm To observe the effect of atorvastatin on the expressions of angiotensin-converting enzyme 2
(ACE2) within heart in wo kidney and one-clip (2K1C) hypertensive rats ~ To discuss new possiblemechanism of atorv-
astatin on mproving myocard rem odeling M ethods Fifty adult male W istar rats were randam ly divided mto five
groups (n= 8): contol group, 2K 1C hypertension group, valsartan group, atorvastatin 10mg/( kg® d) group and atorv-
astatin 30 mg/( kg* d) group  SBP wasmeasured before m aking 2K 1C hypertension mode] after drugs were given for 4
weeks and 8 weeks by taibcuffmethod A fier 8 weeks entire heart and left ventricle were weiched — The left ventricu-
larweight mdex was calculated The distribution and expression of ACE2 m heart were detected by mm unoh istochem istry
and the expression of ACE2 mRNA was detem ined by RT-PCR.  The myocardial angiotensin@ level w as m easured by ra-
dioinmunoassay. Results The high dose atorvastatin and valsartan group could make SBP significantly decreased
can pared w ith the hypertension group (P < Q 01). (2) Canpared with the hypertension group entire heartweight left
ventricularweight and left ventricular weight mdex were decreased m the control, hich dose atorvastatin and valsartan
group after all drugswere given for 8 weeks (P < Q 05). (3)The level of angiotensin@® in ratm yocard tissue w as decreased
in high dose atorvastatin group campared w ith that of the hypertension group (P < Q 01). (4) The expression of ACE2
protein was increased mn the valsartanan, low and high dose atorvastatin group campared with that of the hypertension
group (5) ACE2mRNA in heartwas expressed mn all rats  The levels of ACE2 mRNA expression increased differentr
ally by valsartan low and high dose alorvastatin treament campared w ith that of the hypertensive group (P < Q 05).
Conclusion A torvastatin can mprove myocard ranodeling along w ith SBP decreases The myocard ranodeling effect of

atorvastatin m ay be ascrbed to the ncreased ACE2 i heart the decreased angiotensin(® i myocard tissue
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AP H KR EE (body weishy BW ). &L E&E
(‘entire heart weigh HW ). /> E B & ( left ventricu-
larweight LVW ), 72 /02 = B 548 4 ( left ventricular
weight ndex LVW I= LVW /BW )3 B 2 Ik F /= 1f &
HP<Q0LFE 1),
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s A BW (g) HW (g) LW (g)  LVW (mg/g)
e iR 20 3154%156 1363008 Q901009 2 85+a 21
HiypIHA 320 5117 8 1 1830 10° @ 790 10* 2 46 *0 19°
PR MyTH 317 0F18 1 L3030 09 08830 07 2 7730 28
EPHERARITA 312 721 4 12140 112 8030 120 2 55+ 25¢
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500bp
100bp

3 4 4E IR SR K A HREE 2 mRNA BE3K[E (426 bp) 5 B-
actin( 189 bp) M 4 M arker( 100~ 2000 bp), A NEFAR4; B
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BFARA 8 a 82%a 10
e 1L s 20 8 a 57 ta o8
b 8 1. 04 %0 13"
FTHEARABIT 10 mg/(kge d)4l 8 a 81q 11
B[ #E4R 9T 30 mg/( kg d)4H 8 a 96 +a 15
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3 1R

H M 20004F Donoghue 5™ &I ACE2 LK,
ACE2WE R — B2 A& ek, A %
B ACE2[EFL T A8 X Gtk b, 424 T & i
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D, Ang@RAEZERIEKET. ACE2HIMK
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— BT BB FEAR AR VT 7E A ¥ B A FH I R B, O
WLE M, OULHZ A ng IR BT, T HLIX Fh g
IR AT REAAAE B ROR RSB R IO WL 1 48
IR, AL 2 ACE2 8 A T, A0 L 41 21
ACE2 mRNA RIEKFHETHE . BTFeAR AT 7
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(1-7) BIVE R 3G 58, — J7 THI PRI A ng GO 4 I 55 2
OIEESEER, —HTHKE T Ang( 1-7) BIHH]
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