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[Abstract] Objective To explore the effects of Yixintai Fang on expression of B-myosin heavy chain (3-MHC) mRNA and
its protein in myocardial tissues of rabbits with chronic heart failure (CHF). Methods Rabbit models of CHF were established by
constricting abdominal aorta and giving propylthiouracil by gavage. Successfully modeled rabbits were randomly divided into
a model group, a low—, middle-, and high—-dose Yixintai Fang group and a losartan potassium group. Besides, a sham operation group

was set up. The corresponding drug was given by gavage in each group. Normal saline was administered to rabbits of
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the model group and the sham operation group by gavage. The intervention lasted for 4 weeks, once per day. The levels of
atrial natriuretic peptide (ANP) and brain natriuretic peptide (BNP) were detected by ELISA. The cardiac function was detected by
echocardiography. The content of B-MHC protein was detected by Western blot. The expression of B~-MHC mRNA was detected by
RT-PCR. The myocardial pathological structure was observed by transmission electron microscopy. Results Compared with the sham
operation group, the ANP and BNP levels of the model group were significantly increased (P<0.01). The LVEF, LVFS, and E/A of
the model group were significantly decreased (P<0.01). mRNA and protein expression levels of B-MHC in myocardial tissues were
increased significantly (P<0.01). Under the observation of electron microscope, the myocardial tissue in the model group presented
edema, necrosis and other injury manifestations. Compared with the model group, the levels of ANP and BNP of each
administration group decreased significantly (P<0.05). LVEF, LVFS, and E/A of each administration group increased significantly (P<
0.05). Moreover, mRNA and protein expression levels of B—MHC in each administration group were significantly decreased (P<0.05).
Under the observation of electron microscope, the damage degree of cardiomyocytes in each group was improved compared with that
in the model group. Compared with the low—dose Yixintai Fang group, the above indexes of Yixintai middle—, high—dose group and
losartan potassium group were all better than the low—dose group (P<0.05). Conclusion Yixintai Fang can effectively inhibit the
expression of mRNA and protein expression of B—-MHC, reduce ANP and BNP, improve cardiac function, and thus play a role in
the prevention and treatment of CHF.
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T .5’ ~TTCTCAGCCTTGACCGTGCCG-3" ,PCR 7
P B 199 bp., Be il S22 it PCR RN AR 2 <R H
iQ5 PCR {47 PCR 93 , 4" MG F2 )% 2 . 50 “CP ik
i 2 min,95 CHIANE 2 min,95 CAME 3 5,60 C
iRk 30 s, 4k 40 MEE AR S 72 °C 10 min, ¥
SE UG AT i 2R A SR 1 7 R M 2
Je TE B IF 43 B B A RE A AH I B9 Ce A, I i il



682 W1 F T B2 25 K 2425 4 hitp://gkzzs.hnuem.edu.cn

2020 55 40 &

BE (BT AR BE N 1 R4 A, i & 20
SRR
1.8 GRitsIrik

K HI SPSS 21.0 Geit kit 47 o0 by, it & ok
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LVFS \E/AJK(P<0.05); H.25 028 b | 77 2 A&
UPIHEPZHA T 25 0 ZR IR 5 40 (P<0.05) . W3R 2,

R 2 BAROINEEIEIR (x2s)

4151 n  LVEF/% LVFS/% E/A
BF AL 18 71.43x1.86  42.99+2.03 1.46+0.08

1550 4 14 44.89£2.50%"  22.10£2.33%"  0.63+0.04"%
OB MEHIRA 16 5555+4.76%  30.26£1.63*%  0.79+0.03%
fLFPFIEH 15 60.57£2.26%4  33.26+1.48%4  0.84+0.06%4
MOREAEA 16 642124.55%4  37.88+1.27%4  0.93+0.03*4
SlUb A 2 17 65.39£2.43%4  39.12+0.94%4  0.98+0.06%4

WS TFARE L E, A AP.0L; 58 4H H A, *P<0.05 ;5 36 0
ZRAK5 4l %, A P<0.05

2.3 O FRTT R RO WL SR LS 4 (14 52 T

BT AR A UL WU LT 4 HED) 8 5% R %, %
YA — 2, L2 HEFI B ST LY 2 2 Je MR I,
LR A T B EL S H I M, 0 AR R SRR IR 58
BT AR, RRETIZE A] UL O JULHE R Al A R DL
ARV INBE 2 2 e MERBOR A 1, H 5k B L
AR R0 -y A Nl QNG O S e U S N e
i AR A SR, 222y 4 W iRy Ao L
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MHC J [ 3 B2 35k A G A pE R R ] LL B—
MHC Ky REAE (0 JIUEE A4 ] i 32 0 T 3 oy 14 5 1 0
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