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[{ZE] B# @ FshhksS 4% (TAC) RHE _LRE (1S0) 7S & A &M % (SHR) 3 Ff ok Boo LA
K (cardiac hypertrophy, CH) %], &AL IR 5 R OO WU kA 22 50 FiE sEBEMEE SD 1 SHR KR
(X HRZH 2 WKY) 37 3 R, TAC 5 FHE - IR F AR (n = 5) M TAC 4l (n = 14) ,TAC 44T TAC FR,
BFEARAIITERFARELE, RJF1RFE 5 150 175 FALB - R IE XA (n = S)FISO 4 (n = 11),1S0 I H
BT 2 58S 1SO 5 me/ (kg - d) , 1E 8 % MR 21 3 43 45 A AR UK, R H 2 WK, #4210 d; SHR S BLEL4
WKY 4 (n = 5) M SHR 4 (n = 5), IEHAMRE 16 Fik, ik B Lo B MK ANP 28 DL 2 i,
GirF R RIS I T I LG 2 124 DL RO B BT e B0 g . BUOK L0 BEZL 25T HE  Masson FIZZ JREESE
(WGA) R B (0, JE4 7.0 WU SAL T | Bt 25 SR i DR O 40 B I3 B, DA SE Rt 5% £ PCR B EM P 45 5%, 46
R BBV RN ANP & 23 A 4 W F T & (P < 0.05) , TAC A1 ISO #AI K R TVSd . IVSs .LVPWd
A LVPWs ¥R ZHIN(P < 0.05) ,SHR KF LVSd &4 i LVIDd \LVIDs HIZEFEAL(P < 0.05) , #H 84
KEAEIE 2 H :SHR(100% ) .ISO(81. 82% ) Fl TAC(35.71%) , TAC £H IS0 4K KL FEA % FRZE Y B T (P <
0.05) , i SHR KR P EFH = (P < 0.01) , FHIAH KR HW/BW LVW/BW [L{HY R EH K (P < 0.05), Il
HH2ELE R R TAC 1 1SO A%k Bl HR \LVESP .LVEDP .dP/dtmax A5 (P < 0.01) , 1 SHR K B &F8H51Y
BEVERIN(P < 0.01), TAC 1 SHR FEAI K 50 L LU B35 5 AR 1) B0 1 [ 41 4k, 1SO R B0 LA
LU KIARE E LR B4 4E 4k, TAC F1SO 2H K BlO LR R T AR 34 1 M3 (P < 0.05) ,SHR KRG i #FE22
5t, TAC.ISO SHR R 720l 345 175,568 Fl 279 4~ 22 SRRk ILH | [ MER S e AH 515 53 #% 1 PI3K/AKT
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[ Abstract] Objective To compare the pathological characteristics and transcriptome differences among three rat

models of myocardial hypertrophy ( CH) induced by transverse aortic constriction ( TAC), isoproterenol (ISO), and
spontaneous hypertension (SHR). Methods Male SD and SHR rats ( control group: WKY) were used to establish three
models. For the TAC experiment, SD rats were divided into a sham group (n = 5) and TAC group (n = 14). Rats in the
TAC group underwent TAC surgery and the sham group underwent a sham operation. Each group of rats were fed for 5 weeks
after the operation. For the ISO experiment, SD rats were randomly divided into a control group (C) (n = 5) and ISO
group (n = 11). Rats in the ISO group received multiple subcutaneous injections of 5 mg/ (kg+d) ISO on the back of the
neck, whereas the control group was injected with the same dose of saline twice daily for 10 days. For the spontaneous
hypertension-mediated CH experiment, SHR rats were considered as the model group (n = 5) and WKY rats as the control
group (n = 5). All rats were normally fed to 16 weeks of age. Echocardiography was performed and plasma ANP levels
were measured to determine whether the CH rat model was established successfully. Then, survival rates, blood pressure,
hemodynamics, and the cardiac mass index were calculated. Heart tissues were stained with HE, Masson, and wheat germ
agglutinin (WGA ). Transcriptome sequencing was performed in myocardial tissue to screen differentially expressed genes
and analyze their pathways. The sequencing result were verified by quantitative real-time PCR ( qRT-PCR ). Results
Plasma ANP in each model group was significantly higher than that in the control group (P < 0.05). IVSd, IVSs,
LVPWd, and LVPWs in TAC and ISO model rats and L.VSd in SHR rats were significantly increased (P < 0.05), while
LVIDd and LVIDs were significantly decreased (P < 0.05) compared with those in the control group. The survival rates of
model rats in each group were 100% for SHR, 81. 82% for ISO, and 35.71% for TAC. Compared with control groups, the
blood pressure of model rats in TAC and ISO groups was significantly decreased (P < 0.05), whereas that of the SHR
group was significantly increased (P < 0.01). HW/BW and LVW/BW ratios in each model group were increased
significantly (P < 0.05). Hemodynamics showed that HR, LVESP, LVEDP, and dP/dimax were significantly decreased
in model rats of TAC and ISO groups (P < 0.01), whereas all indexes in SHR rats were significantly increased (P <
0.01). The myocardial tissue of TAC and SHR model rats showed a heterogeneous network of reactive interstitial fibrosis,
whereas ISO rat myocardial tissues had a large area of repaired interstitial fibrosis. The cross-sectional area of the
myocardium in TAC and ISO groups was increased significantly (P < 0.05) , but there was no significant difference in SHR
rat. In total, 175, 568, and 279 differentially expressed genes were identified by transcriptome sequencing in TAC, 1SO,
and SHR models, respectively. Autophagosome, cancer-related signaling pathway, and PI3K/AKT pathway were co-
enriched in the three model groups, while drug response, relaxin signaling, and JAK/STAT signaling pathways were only
enriched in TAC, ISO, and SHR model groups. qRT-PCR result were consistent with the transcriptome sequencing data.
Conclusions CH was successfully established in TAC- and ISO-treated rats and spontaneously hypertensive rats. The
survival rate, blood pressure, hemodynamics, degree of myocardial hypertrophy, histopathological characteristics, and gene
expression profiles in CH model rats were influenced by various induced factors.
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1 #R5F=E
1.1 ##
111 SZsiy

35 H'8 ~ 10 JH## SPF Zifitt SD KL, 190 ~
250 g, H b TR 3 va SC 50 2h M A PR 28 IR HE[ SCXK
(77)2022-0004) . 11 J&# SPF 2% SHR KRl 5 H,
WKY K5 2,200 ~ 240 g, fidb ot 4 F4E
SEG B ) B R AR 2 F R AR [ SCXK (5T) 2021 -
0006] . THFEIREE . PRSI ¥ I 7E 22°C , AR 4k
AL 2°C  AHREEE TE E , 6 IR 12 h B A )
IR W VL BE 2 K2 3l W S g i b0 [ SYXK
(#7)2021-0012]) , S50 28 W7 VL B2 245 K 2= 3l W) 4
548 B A 2% 53 2SI HE (TACUC-20190826-02)
A shy 4 N R 35 1 RS AT
L2 EZEF SR

1SO T-¥5 (SIGMA , 15627-5G ) ; 5 # k% ( 7745 F
A ) E AR A PR ] ,20190902) , ANP K 5] A
(R R HE A ) TR A BR A A, HB0) 5 & hirdH
(i [ 24 4 A Ak = 00 A BR 2 ], 20130609)
Masson E@ﬁ%@(&lﬁ%ﬂﬁ( B DR AV AR A R
N ), 20181026 ) ; WGA Yt {4 ¥ ( Thermo Fisher,
W11261) ;RNAiso Plus & RNA $EHURAF] £ ( TaKaRa
S H), AJI1051A ); mRNA ¥ # 3 X 5 &
( PrimeScript™ RT Master Mix ) ( TaKaRa 2\ ],
AJ60588A | AIG1952A ) ; % 't 5& 5 i ] & ( SYBR
Premix Taq™ II ) ( TaKaRa 7 &}, AJ613332A;
AJ20706A) .

Vevo2100 /J\@j%ﬁﬁ??Z{%%%( Visual Sonics,
IR s B RETC AN 3 ( BUY) (Jbnt #RpEtE WL
ARA R FE], ) ; Frescol7 6 X% % B O AL
(Thermo Fisher 23 F], 3 [&) ; ALC-NIBP (8 i& ) Jo
IR ZE I A (1 LR BHRE A W B A R A
A, HE) ;HM340E B4R 7] 7 #L | HistoStar 4141
HAHL( Thermo Fisher 23 &), & [# ) ; Nana Zoomer 5 F
IR H 5525 (2. ORS, AN A F], H A) ; StepOne
Plus SERT2¢ 6 & PCR L (ABI A H], 3£ ) ; PTC-
200 % PCR 1% ( Bio-Rad 23], H) .

1.2 Fi&
1.2.1 %57 TAC FirY

HEPE SPF 2% SD KB 19 H & e 3% 1 4
Jo  FRAREBEL - A BT R4 (5 H) A TAC 44
(14 H) . TAC 4 M35 SClk 4 38 BEAT T AR B4,

AT 5 22, 4 R B S R R A7 PR I, B I LA 47
BRI, 25 bR O BUI 78 6 A #R 8RB ER, KBS
MES AR B T T M5 2 s B i 3k, 1
3-0 FAELLE FAIK S IR EE, K HME 0.9 mm /Y
“LUIB AN [ T Sk S AL, LR R 2
P SCPA M, AT AR BRAS L E3h kS LA
S, HARBRAES R TAC 4, B A KREARIG 3 d Wi&
SMLAEES HE R 100 000 U, RJ5HFE 5 JH,
1.2.2 #7180 KRl

HEPE SPF 2% SD KB 16 H 3 W P 4] 9% 1 4]
Ja AR EERERL NN - IEH A IRAL (5 H) #1180 41
(11 H), 180 Al B AL T 2 fOES 4 = N H
EBRE 5 me/ (kged) 'O TEH X B 45 kA
oK, BH 2 I, EZE 10 d,
1.2.3  #57 SHR BEARY

11 JH % WKY F1 SHR KB, 3 0 P4 4] 9% 1 )4
Ja,or¢ 9 WKY 41(5 H) Fl SHR 4 (5 H) , IEH
TR s A,
1.2.4 REUMIK ANP &5 5E

F AR BRAEALBERT 2 d A0 UG 250 B2
FEFH 1] ELISA 3280550 &0 A I K B i 5 o HE A K
(atrium natriuretic peptide , ANP) & &,
1.2.5  RRUL IR AL 2 7 2 D0

KEHIFR L, 1. 5% 5 BpE IR G AR5 T AR
J& AT Vevo2100 7 5218 22 Ge #EAT O JIE i 7 U
i RS K M AL 0 sk An 3 R KR 19 25 [H]
[% B B (left ventricular end-diastolic interventricular
septal thickness, IVSd) | = & &F 7K K 1 N 12 (lefit
ventricular end-diastolic diameter, LVIDd) | 2 & J5 B
&7k R WIJE L (left ventricular end-diastolic posterior
wall thickness, LVPWd) | 7 % Wi 4 & 3] =5 (6] by J52
(left ventricular end-systolic interventricular septal
thickness , IVSs) | 72 % W 45 K 4% (left ventricular
end-systolic diameter, LVIDs) | Z& & Ji5 BE W46 AR S
Jics ( left
thickness, LVPWs ) | & 4 fij I} & ( cardiac output,
CO) ., & 1ML 43 %X ( ejection fraction, EF ) I & il 2%
(fraction shortening , FS) 253845 .

KB TS 20% S hi3H BRI (5 mg/kg) Ji5 [
FE SR IT R S0 il AR S B DR
Az PRAE S 1 SR AN 4 K B0 %8 (heart rate, HR) (/2
ZE Y46 K HE (left ventricular end-systolic pressure,
LVESP) . ZEE &7k K JE (left ventricular end diastolic

vebtricular  end-systolic  posterior  wall
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pressure, LVEDP ) | 72 .0 % fix KU 46 T R (left
ventricular pressure maximal rate of rise, + dp/
dimax ) . Z& 0> & % K &F 5k 3 &R (left ventricular
pressure maximal rate of fall, —dp/dtmax ) f}ZE4k
1.2.6 U IO A i

LEE SV N R A T D S N (DA S Y
& A REE AT RN R, AR REIE 5K,
DIAE T 5 mmHg 22 5 192406, 72 I il A6
108 K BUA R (systolic blood pressure, SBP) & 5K
J% ( diastolic blood pressure, DBP ), TAC # R J5
5 JH, 18O FEHEM 10 d J& (SHR 4 5% 5 & J5 40l ik
A7 Il )
1.2.7 o JE 5 H00 i A ZH 20 B~ LR

AEFER BIFICH O I, 25 BR O B3 Jm PR 4 O
i (heart weight, HW) , B A O F G, KA O E
B9 1 (left ventricular weight, LVW ) Jf-11 8¢ 2 4
0> % H 55 (right ventricular weight, RVW, RVW =
HW-LVW) 420 B 15 80 (HW/BW) | 760 28 it i
EE(LVW/BW) A OFEFEEE(RVW/BW)

R BAR O ARER I, 109 Hh i WY [ 5 )5, 28
K E IR I A D) B i G HE B 66
Masson Je {8, WGA o a2 AR 1k
1.2.8  Fesg 2l Ko sHr

i} TRIzol IEARIBOR L LZLZUE RNA R
LHAR 2100 £ W) 53 B A ( Agilent, 3¢ [ ) A

NanoDrop 2000 ( Thermo Scientific, 3¢ [ ) £ ] f $2
RNA BYifE . FRREm BUR S A% IS, 70 R e 3
AREY RNA FEASF IR AT, M cDNA T SO,
ff F Nlumina Hiseq 4000 M 5%~ 5 #5417 /& i 12
J¥ P R WU 2 x 150 bp (PELS0) , SCHEH
AR e A AN R )1 AR W BRI A R
S o

FIHT Hisat ZRAFA5 DU 7 B8 L X T2 75 JE R 4
e U Hex 2 SRR 21 B e s A SR T M
AN 1R B T 085 Fr BEER (fragments per
kilobase of exon model of million mapped reads,
FPKM ) 2K Ji 5 G 114k P ZE A [R) AR AS i i 338 F 1
KM edgeR BAFHEAT 22 S B I 3K 20y, T 1 I A
N2 LR (fold change, FC) = 2.0 H. P-value <
0.05, FIHZEF AL (gene ontology,, GO ) FI5mUAL %k
RN [ 2 ' BE 4 5 (kyoto encyclopedia of genes
and genomes , KEGG ) B4 2 X i & H 1) 25 5 Fe ik It
PIHETT GO 1 KEGG 3l % & 550 #T
1.2.9 qRT-PCR %:iE

FH TRIzol 124 B A% Xof HEZH FHAS Y 2 R Kl JUL
L1 RNA, W5 RNA 415 Rk B 3 % 5ok
¢DNA, Ji] StepOne Plus 520 58 % € & PCR AL FEAT
qRT-PCR ¥ 3%, JEDRI A AE X 33k R H 27 ki)
B, PCREIYIFII M A TAY TR L) AR
AFEIBIFE R, A5 T 1,

%1 qRT-PCR W5I4¥F51
Table 1 Primer sequences for qRT-PCR

1D HEN AR FI¥IFSI(5-3")

Gene 1D Gene name Primer sequence(5’ =3

24383 GAPDH F:GGCACAGTCAAGGCTGAGAATG ;R ; ATGGTGGTGAAGACGCCAGTA
25728 Apoe F:AGACAAACTAAGATCGTGAGACTGG ;R : AGCAATGGGACCAACAGCAG
24482 Igf1 F:TACCTGGCACTCTGCTTGCT ;R : ATAGCCTGTGGGCTTGTTGAAG
56817 Kenip2 F:CTCGGTGACAATTCGCTCCC; R : TCCTCTACGCTGTCTGGGTC
24602 NPPa F:TGGGGAAGTCAACCCGTCTCAG ;R; GCGAGCAGAGCCCTCAGTTTG
25105 NPPb F:GATCTCCAGAAGGTGCTGCC ;R ; GCAGCTTCTGCATCGTGGA
29437 Actal F:GCTATTCAGGCGGTGCTGTCTC; R : GGCGTGTGGCAGGGCATAAC
114851 Cdknla F.TCCTGGTGATGTCCGACCTGTTC; R : GCGGCTCAACTGCTCACTGTC
25317 Fefl F:GACAGGAGCGACCAGCACATTC; R : TGCGAGCCGTATAAAAGCCCTTC
29237 Penk1 F.CAACTCCTCCGACCTGCTGAAAG ;R : CCATACCTCTTGCTCGTGCTGTC
25211 Lyz2 F.CCTCCTGCTCTCTGCCTCTGTC ;R : TCTGCCAGGCTGACTCCATAGTAG
266766 Rcanl F.CACGCAGCGACAGACACCAC; R : TCCTCCTCTTCCTCCTCCTCCTC

100188937 CoxTc F:CGTCGCAGCCACTATGAGGA ;R : AGGAGCAGCAAATCCAGATCCA

25661 Fnl F:AGGCACAAGGTCCGAGAAGAGG;R :CATGAGTCATCCGTAGGCTGGTTC
362429 Mfap5 F.CTTGTCGTGGCACTCAGCATCC; R : ATGTCTCGGGTACGTCATCTCCTC
84032 Col3al F:AGTCGGAGGAATGGGTGGCTATC; R : CAGGAGATCCAGGATGTCCAGAGG
292949 Perp F:AGCGGCTCCTACGACGATGG ;R : GGCGAAGAACGAGAGGATGAAGC
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1.3 SitESH

AT BRI EE = PREZE (2 + 5) FoR 2R
M ZDaeBdE K 53 BT/ Graphpad Prism 8 #EAT
GEit a3 #r, 45 R >R Mann-Whitney 3E 5 46 56725 46
By, Z 41 IA) LBk B R R J7 22 20 B ((one-way
ANOVA) , 4473 R ] Log-rank test K56 Hu 0% B2
SRR R bR 22 5, B S A B AR R o e T R
BN A = T2 E (https ://www. omicstudio. en/
index) ,P < 0.05 AERAGITEERE L,

2 #HR

2.1 FiEXR

SEH & B, R TRl CH A A K [RAF TG R R [A],
TAC#H AR M ARG KRBT, A E R
35.71% , 5 F AR, 7706 R W E HEREAR (P <
0.05), 45 B & 1A FF/n, 1SO H 17 R A

81.82% , SIEW X HMAMIL T FEMW 2R (P >
A
100
50

E e 7 F AR Sham group
] =—TACZ TAC group

TACH FHIAFIE (%)

Percent survial of TAC model(%)

(=1
1

T T T
10 20 30

ARJGRE(d)
Days after surgery (d)

f=}

L SIRFARMHIL, " P <0.05, (FE/ZER)

B 1 TAC Al 1SO SR A R AL (2 £ 5,0

joe}

0.05) , 258 E 1B Fron, 16 A H SHR KR
AR TR ICAET

TAC 417 37 43 8 v 38 43 oK BRI i A H s & A=
T R MRS B W R AR, 150 BALEE Ny o F o
LH|, K RAEEST 1S0 J5 R BN S 16 shigi 2> ik
KRN, F S AR AT I S W, IR A B sh Y AE
TG 15 ~ 35 min WA AFEIE,
2.2 M3 ANP 8=

W 2 s, 43 5T AR | I 5 XTI
WKY ZHAH [, TAC 4 . 1SO 4H F1 SHR £H K B if 3¢
ANP Fa# R EFE (P <0.05),
2.3 BEOHETL

FE 3 AL AL A TAC 411 1SO 4 KRR TVSd |
IVSs .LVPWd 1 LVPWs 5T A 4 FNIE 5 %F BE 4
¥R FEWIM(P <0.05,P <0.01) ;5 WKY A,
SHR KF LVSd & HJE (P < 0.01) , 1 LVIDd £
LVIDs S E &K (P < 0.05,P < 0.01) , L3 2,

g 100 .
S -
ME ]
2% 507
i == X HE4E C group
t(é'{ 2 =—ISO# ISO group
285 1
B o —————
0 5 10
ENEPS4C))
Days after surgery (d)
=5)

Note. Compared with sham group, “ P < 0.05. (The same in the following figures and tables)

Figure 1 Survival rate of TAC and ISO induced model rats(x + s,n = 5)
A 1500 = s B 2500 = #H C 2500 = &
) 22000 3 2000
o) 22 32
=< 1000 BE 25
E; =2 1500 - =2 1500
8 &3 a8
T 5% 55
zZZz Z% 1000 ZZ 1000
fé § 500 i o #E <
ILs =ZE T E
=R & =8
N = 500 = 500
0= 0= 0=
BFERE TACA IEH X4 1SOA WKY4  SHR#L
Sham group TAC group C group ISO group WKY group SHR group
I ST AREAMIL, ™ P < 0.01; SIEFXREMIL,#P < 0.01;55 WKY AL, 4P < 0.05, (FE/ER)

2

BAHKFUMIE ANP(x £ s,n = 5)

Note. Compared with sham group, ** P < 0.01. Compared with C group, *P < 0.01. Compared with WKY group, P < 0.05 ( The same

in the following figures and tables)

Figure 2 Plasma ANP of rats in each group(x + s,n

=

=

5)
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R2 HARMELERBAESHELH (2 £5,n =5 ~9)
Table 2 Changes of ultrasonic indexes of left ventricle of rats in each group(x £ s,n = 5 ~ 9)

FEEFFHOARI AWERARN  EEEWR AEWEER ARREEE AREEK

A EMEEE  EWEREE NG WP RRERE  ARIRE g SO
Groups (mm) (mm) (mm) (mm) (mm) (mm) EF(%) Trs(%)
IVSd( mm) IVSs(mm) LVIDd( mm) LVIDs( mm) LVPWd(mm) LVPWs(mm)
1 ‘Q
[ F-AAL 1.68 £0.11 296+ 0.31 7.61£0.52 4.35+0.61 2.34£0.33 3.60+0.41 76.30 + 8.33 47.29 = 8.25
Sham group
4
TACHL 66+ 016" 4.09+0.46" 7.07+0.29 3.36+0.59 3.01 £0.26" 4.50 + 0.40" 84.04 + 4.19 5481 + 4.96
TAC group
1EH X IR
C group 1.81 £0.11  3.2720.30 6.93+0.27 3.48+0.31 2.05+0.25 3.45+0.20 81.20 = 4.09 51.36 % 4.51
4
SOAL ) 3 0.27% 4132036 6.60+0.47 3.52+047  2.65+0.30° 3.83+0.34% 80.31 £ 4.70 50.55 + 4.90
ISO group
4
WKYAL 601023 204205 7.03+0.49 408+0.70 2.08+0.28 3.12+0.43 7443 +8.07 45. 14 + 7. 41
WKY group
4
SHR 2 2.31 £0.23% 3.20+0.36  5.86+0.74% 3.53 £0.74% 2.68 +0.61 3.65+0.51 76.88 = 6.60 46.90 = 6.30
SHR group

T SRR RAMIEE, *P < 005555 WKY 4t E:, ““P < 0.01, ( FE/FEFR)
Note. Compared with C group, #*P < 0.05. Compared with WKY group,¥¢P < 0.01. (The same in the following figures and tables)

2.4 EzBkiE AL FNIE 3 X BBZH AR HE , TAC ZH A1 18O 40 KB HR |
AR BRI EE SR E 3 R, 5I8FAR LVEDP, + dP/dimax LA K ISO 41 F1 TAC 4 -dp/
H I, TAC AL KB SBP B EFEMK (P < 0.05),  dimax B FMREML(P < 0.05), 1i5 WKY 4141
DBP f MR # HEFIFARE(P>0.05), 5 ., SHR 4 K Bl HR, LVESP. + dP/dtmax. - dP/
TE R HRE 1L 1S0 ZH K SBP \DBP B R (P dimax F1 MSHR 4 LVEDP ¥ 238 n
<0.01,P<0.05), 5 WKY 4\, SHR ZIKF SBP 2.7 ANERFREBHAZE
F1 DBP ¥ 5 25 (P < 0.01) XA R R T O N BEY) R 2B (161 4) HE
2.5 LEEESH Pe 25 R BR BTFARL IEF X B4R WKY 4K
M 3 frn, i S F AR EFXTEAM  FUOIEEAER, O L0 HEZ 5 55, 405 8] B i
WKY ZHAH HA, TAC 4 . 1SO £H A1 SHR 41K BLHW/ B, TAC £H . 1SO £ Fl SHR 20 A BLCo UL 20 e HE 371 35
BW . LVW/BW HAH B EF W K (P < 0.05,P < FL, 0N B 2, 5 M AR AS5 R —
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Figure 3 Blood pressure change of rats in each group(x £ s,n = 5 ~ 9)
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®3 BHAKRBAKELLOEEESEEN(x +5,n =5~ 9)
Table 3 Change of body weight and heart weight parameters in each group(x +s,n = 5 ~ 9)

215 HE(g) D H/ARTE (mg/g) L E B /AR E (mg/g) A0 Hi /AR (mg/g)
Groups Body weight(g) HW/BW (mg/g) LVW/BW (mg/g) RVW/BW (mg/g)
11 >
[RFARAL 459.40 + 22.21 2,62 +0.13 2.16 + 0.11 0.46 + 0.02
Sham group
4
TAC & 449.25 + 9.22 3.07 £0.12" 2.64 +0.09" 0.43 +0.03
TAC group
2R 4
IER XA 281.40 + 5.02 2.95 + 0.05 2.04 + 0.04 0.55 + 0.01
C group
4
150 4 266.80 + 1.85 4.25 + 0. 08" 3.49 + 0. 08" 0.77 + 0.01%
ISO group
4]
WKY 4 307.40 + 7.53 2.90 + 0.05 2.41 + 0.06 0.49 + 0.01
WKY group
4
SHR 41 286. 40 + 3.914¢ 3.37 £ 0. 04%¢ 2.84 + 0. 044 0.53 + 0.01
SHR group
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Figure 4 HE staining and Masson staining of myocardial tissue of rats in each group
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T4 FHRRLAOEDREM(x £5,0n =5~ 9)

Table 4 Changes of left ventricular function of rats in each model(x £ s,n = 5 ~ 9)

G130 L3 bpm) L E T PN S S TebERR LR KE
(;rou . HR(b ljn) ﬂilj—a(mmHg) Efilj—s(mmHg) llﬂl?fﬁﬁ_i%(mmHg/%) 9Ki§3%§(mmHg/s)
p P LVESP (mmHg) LVEDP ( mmHg) + dP/dtmax( mmHg/s) —dP/dtmax( mmHg/s)
2] -]
[ A4 434.20 £ 2. 13 194.50 + 6. 00 22.00 + 0.69 10 293. 74 + 445.02 5993.91 + 16. 89
Sham group
4
TA,C Al 334.20 + 3.98 " 175.30 + 2. 15 14.83 + 1.07* 9144.87 + 222.35" 6741.25 + 624.59
TAC group
ae R4
W(?:luprﬂ 429.83 + 7.52 164.42 + 5.38 7.49 £ 0.75 6842.79 + 309. 83 4972.00 + 215.74
I1SO ¢
. i 324.00 + 9. 88" 132.23 + 4. 44" 3.94 + 0. 18" 4195.11 + 217. 89* 3653.95 + 205. 87%
ISO group
4
WKY 270.40 + 21. 06 119.23 + 4.38 12. 68 + 0. 81 5555.89 + 118. 31 4504.28 + 163. 54
WKY group
SHR £
i 412.60 = 6.37%¢ 191.75 = 0. 80%¢ 19.26 = 0. 52%¢ 13 102. 66 = 110. 10%¢ 7768. 69 = 168. 08%¢
SHR group
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Figure 5 WGA staining of myocardial tissue of rats in each group
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Figure 6 Venn plots and heat maps of common DEGs in each model
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Figure 7 GO enrichment results of DEGs in each model
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Figure 8 Top 20 KEGG enrichment pathway of DEGs model
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