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Effects of different dose of edible liquor on cardiac structure and function in rats”
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(Department of Physiology ,»ZunYi Medical College , Zunyi,Guizhou 563000 ,China)
Abstract: Objective To investigate the effects of different dose of edible liquor on cardiac structure and function in rats,and
explore its underlying mechanisms. Methods 54 male SD rats were randomly divided into saline group,alcohol group,liquor group,
each group were further divided into low-, middle-and high-dose groups. After 12 weeks of feeding, left ventricular pressure was de-
termined,and left ventricular pressure amplitude and indexes of HW / BW were calculated. Myocardial fibrosis was observed by
Masson staining. Ang [[ content of myocardial tissue were detected by ELISA,and ACE and ACE2 mRNA expressions were detec-
ted by RT-PCR,respectively. Results Left ventricular pressure amplitude and HW/BW index were increased by both liquor and al-
cohol. The myocardial cell turbidity,degeneration, hyperplasia of fibrous tissue change were gradually worsened,and the Ang [ con-
tents and the ACEmRNA expressions of the myocardial tissue were also increased by both liquor and alcohol. The ACE2 mRNA ex-
pression of the myocardial tissue were higher by low-dose liquor and alcohol, while the ACE2 mRNA expression of the myocardial
tissue were lower by middle-and high-dose liquor and alcohol. Conclusion Long-term alcohol consumption can damage the balance

of cardiac ACE and ACE2, causing the increase of ACE, Ang |l and the decrease of ACE2, resulting in myocardial fibrosis, whose

degree is related to the amount of alcohol consumption and drinking history.

Key words: angiotensin || ; peptidyl-dipeptidase A;myocardial tissue;edible liquor

RO RO R B B E TR R N SRR A A M 1)
O HEPH EA MR 2EE. SRS RN T E-I
& %7K & (rennin angiotension system, RAS) , fifi fil & 'Z ik &= 11
(angiotensin [I »Ang Il )£ B{3¥ £, Ang I1 5 20 2140 i 1) % 4
YA S5, HA MR v i R RAS i 2 w0 o g
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Jo i 1 E AT ST RS 8 RO B &0 B 15 S (HW/BWO A,
1.4.3  FRA< B ECRIER 3 Masson Je a3 H b iR FR BT i A9 0
BEAR A , L JIEHB 20 RFAR IR 43 4 R 3RIB 30 R0 L. BOH B
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1 G 4URE G BT 10 00 B v IR A8 JR S MRV V0 24 b JBEOK
THIORIEY] RS A E M, U) R, I & Ul B S i AT R
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1.4.4 ELISA kil LA 2 Ang T W A —80 CAILIE 7K
FABCE AR 1 O O LA SRR B A 1.5 mL EP 4 1, H K
A PEER K Wbk . 2 BT RS IMA 1 mL 0. 1 mol/L EEERH . R
ST AR R AT 3,95 COKI 10 min, B EIJF 4 C .15 000 r/min
B30 20 min, W B F 3 W, #i¢ ELISA F6 I3 500 & i B 43 i 47
B,

1.4.5 365 i PCR &L L4121 ACE, ACE2 mRNA #
i5 MR E Genebank %4 7 3K B Y RF A5 JE B P 51) R 85 R 352 31
SN 1 iR, H 38 KiEEEY (TaKaRa) A G . K
BB RNA ¢ Trizol — 25 35 3l B, Lo £8 3: 00 5 & RNA fiy
W RE R4 BF . % ] Eppendorf Master-Cycler Gradient PCR 4%
Wik 35, 11 iCycler iQ real-time PCR Y #4743 ., PCR 2
M2 :95 C 3 min fF¥ 1 %;95C 10 5,60 C 45 s, fFF 40
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PL 2809 3R 5 () LA B 3 IR 19 635/ Bractin 3 [N 19 35 L
X% ACE,ACE2 mRNA 223k #4746 & & .

* 1 ACE,ACE2 1 B-actin WERE3I 915

LR 2 i Eit7dl PR B
ACE 3149 5- AGCCTCAGTGGACTTCTA-3'
TEs |4 5'-CCCATTTCGTGGTGGGCTA -3 99 bp
ACE2 iR 5'- AKTCGTAGGCTCTGGGCTTGG -3’
T3] 5-TTCGATCAACTGGTTTCGGTTGTA -3 198 bp
Bractin LB 5-GGAGATTACTGCCCTGGCTCCTA -3/

5148 5-GACTCATCGTACTCCTGCTTGCTG -3 150 bp

1.5 b2 a8 FIA SPSS13. 0 &8 3t k44 ik A7 48 3t 40 #r .
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2.1 RRAOCHmedEs #YE 12 AE. &8 lam
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0.201 6.2.639 640.243 9) A @&l 2 B4 (2. 672 4+
0.181 8.,2.624 24 0. 153 2) ¥ 5 T v, w5 77 & A= 356k 41
(2.392 640.086 8,2.363 9£0.085 7)., HENFEHHEMA S
A HW/BW $5 52 [ 22 R LG 1122 5 L (P>>0.05) ,

AR R s B ARG i LB CoARGR I A D AR CBR A E PR I A F e R i SRR G il i A
Bl  JHEXRONEAR Masson FRER (X 40)

2.2 REZACENEREZML HEE 12 )G Kb 5w &
B 20 09 72 0 % N R I BE 43 0 D (112,296 74221, 057 1),
(103.016 0£18. 179 4),(107. 120 04 20. 307 2) mm Hg
% B R 2 AL (105. 242 34226. 300 6),(123. 801 64
20.022 2),(108.7214 4-9.690 1) mm Hg ¥ H A% . o . & F &
A FEER K 2H (93, 021 7410. 095 0),(92. 370 0£11. 148 0),
(85.530 0415.333 3) mm Hg i i (P<<0. 05), {H£&H|
HOWANAEAOCENERES CHEAZE TR EERF (P>
0.05),

2.3 REUOHEA L Masson e 8 AR R oK 41 -0 WL 40 K M
ey A HED) R I 20 i B BRI A ) R AT 4 2 s
AT A, WE 1A, H AL 2 BT R R 4 40 M HE
G R g A A L 40 A DL 1B 1C; ) 4L )R R0 AL
AN 25 45, SR e L 2O AR A0 B i, DL IR 1D 1E 5 & 70 i 40 L EF
A HEFN R AL AL 2 AR PR R AT R B B A, WWIEL 1F L 1G,
AR LT, LB RO LS AL 8 .

2.4 REOCMAL Angll & R P S E AR
WLALZ Ang [l & &3 F AR ER K41 (P<C0. 05) , H. B 7 & 1)
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Hommism . SR AW A0 ILE S Ang 11 F R & TR
FIELL(P<<0.05) . HoFEA 5 mA 24 i, Angll & &
HEER., EREIEANOCIAL Angll &EWES AW
A .

2.5 REOHLAIZ! ACE mRNA Fik K. &5l & [ 4l
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0.0, W e EWA o484l ACE mRNA Rk | F
fRF R4 (P<<0. 05, H #4149 ACE mRNA £k & T+
Fl 4 (P<0.05) , & LB .0 L4 48! ACE mRNA £
KBS T AL AR LA AR

2.6 KREOHAZ ACE2 mRNA ik K50 & 0 41 .0
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FIEAL I8 ACE2 mRNA FEW MK F AL KL . H
AR 4 (P<<0. 05) , T R e 4 i 0 L 41 22 3] ACE2
mRNA ik TCHH B 2R (P>0.05), ZBEEH LIS H W HAM
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3 i
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LS EARG T O E R RN AR R TR T
R, (EL L0 206 T g 0 R T I T RS 0 U 0 0 L A0 O
TOREF i 0. ARWESE & B A K 2 B R R b oA
0 LA A AR T R £F 2 4 2088 AR L B R0 LA 55 1 7 R R O R
B R 2 B 0 B R R g T M OE . A R Y A R 2
20140 JL AN 6453 £ R D3 B A I 1 1 L ) R T
oA B 43 WT RE AT O LA — R AP (BB AR o 5 g — 2P

A G : BT S R N RAS, fili Ang [T 4 i3 £,
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A H 18 P T S G RAS 2 S8 0O TR, A O
WEPY . Ang I BE T LA f1 46 25 RAS 7= 4t ml DL g Jm) 38 RAS 7=
A H5PEF Angll tb# O WUBFE M Ang [l 52X F.0 LR R
HEE, AT 550 &0 8 7E 5B A0 3o 5 .0 WUIE JE 0 (&) i
PEFR Ang [T /K- 5 38 35 i 0o LA 2L Ang TT K 50445 .
AR ME T HW/BW Rl 2.0 % W EZE LR B B 8 8] 3 2
e WL AE JE2 L0 T RE AE Ak, & B B R S BERS i T HW/BW
N DE SR A A S i = R LB | T NI = W | 2 2
Ang [1 #8482 75 O WUIE B L0 LR P F M 5.0 L4 4
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ACE fl ACE2 & Ang [l & o 3= 2 1) B 3T j2 RAS K
4, ACE FZAIIEMEW Angl §i 2l Angll .10 ACE2 F
BRFEMR Ang T A A Ang(1-D™, 8 A M LS HLAEA .
AHEAE FH 48 7F RAS - £, 3 6] 0 95 0 BE 45 7 T fB. 4
W Rk A ACE2 W1 & 2038 Ang [T A5 A9 .0 IUL 40 i BE K
Joots WLET 4 AL R B L 0 i 45 L 67 5K T RE o 75 1) B 2 ole s H &
I E S B TC B B k3%, Burrell 250 BF S0 K L 760 22 AL L
FEFE R B 0 E T ACE2 2235 7 = 02 X Jm #4141 RAS 6 1
— AR M RS & ACE. Fakar &0 g2
BITELS Wistar KO BEHEE 4 RS, 4140 Ang 11 K - AP
IR FHE 8 AR B HE— 25 T 12 AR R B i, O ALB
T Ang Il KF . A S0 & BG4 A9 B L S B3 T
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DAL ACE2 mRNA Fik HH A 701 & B AR T 0 gL 4t
ACE2 mRNA 3k, 3X n] 68 75 £ 5 52 30 ) 30m 6 85 F 0 WL
HH B BA 8] 5T T 4 (b R BT, SIS O MLl 24U RAS, & 547
Ayt i . DL LN ACE i — {21k Ang Il 194
B DT 2 #5 B0CET e A A S A S AR L O LA 88 ) ACE2
2R BE T R AT 0 LB SR P AP B TR0 A2 < 0V T o 11 3%
s WUE AE B R 5 )5 ACE2 635 F i, {H ACE k{2 1
ik B, o 2 3K 10 2 A ) s 19 0 R L ) AT 4 b R A M
KIE,

Bz, A ST & B K AR AT R 3R 0 L B ACE AN
ACE2 V-1 ,ffi ACE # Ang Il 97+ , ACE2 FEAIK . B0 LT
Al LT 2 b v A8 A0 TR 5 AR £ DA R st Rl A 6
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