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[ Abstract)

prevention still need further research. Isoproterenol (ISO) is a B-adrenergic receptor agonist that acts directly or indirectly

Cardiovascular disease (CVD) is a leading cause of human death worldwide, but its pathogenesis and

on the myocardium through inflammatory responses, oxidative stress, endoplasmic reticulum stress, autophagy, and
apoptosis, which can cause mild myocardial injury, myocardial infarction, cardiac hypertrophy, and even heart failure. This

review mainly focuses on the research on animal models of myocardial injury caused by ISO and attempts to describe its

morphological and functional characteristics, as well as its pathogenesis.
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il 35 B SRE SN AE AR N PN B R 3 I
PRSI A G, BRI 1P 2 5 A J0 s A LY
FRGHFIE A 2 50, BEBL e 1t e 0 LA 05 L 25
O 2 RO WSS R, A SCATE
BEINREAERAE & LB S5y A 180 PR E
SO WU RS T B IR A B A A S
WF5E R S
1 ISO FSOANBR G MIERR N EE
5IhgeF4F1E

1SO Fr5Co VA 13 14 2l P A FU A0 4 2 B0 JUL A
1 GO NUEEFE 0 WIAE R 200 Ty il 4, il 1S0
SR i R LI [R] 23 SRy =P 0 . IR 1S0 B
FO RO AL IUIEIE, 24 5 me/ (kg-bw) ,
Bl 1, 22 4 8 AR 150 FrEee L
FEAEAY S H FH 1SO 10 ~ 120 mg/ (kg-bw) EZERG X
W NS A m R 1SO BT U SR
1 1SO 150 ~ 400 mg/ (kg-bw) DL BV 8l 1% &2
PO . 1o 55004 1SO BT 00 U AL AR AR 1) i A
R T AR 10, {H [R] B £ bl 25 0 v 1) S 56 3
YT %,
1.1 {EFI= I1SO FrEUL AR (1R E

I 1S0 5 mg/ (kg-bw)FE 7 d 5% 14 d 77
FLLO AR EAL IR FE A R AE O LIS SRS, FE
I1SO 5 mg/ (kg+bw) 2 NS 7 d J5 24 h, KM Wistar
KB (2 ~ 3 AW, n=7,38 A W% &5 3L 57 F= iy
Dobra’ Voda 7 ) 44 PO JIE TS 00 JUEASE 760 (4]0
F IR 2 R AR L IE B QRS B[R] AT QT[] 481 43331l
FER T 8% M1 53% ,1 FHKAT UL R PEPRMESE M, 353 1
P ST-T k728, T B AT R I PR IR AR A O B
QT [MIMWIFER T 55% ., —MIA Ay, QT (RN AEA Ay 52 )
SRR, 5RO XS AT 56, 150 4
KA B AT R | 28 R0 A 1 4 s A
B B4 224 R, IS0 5 mg/ (kg -bw) 8 B VE 5
7 d JaEPE SD KB (140 ~ 160 g, 3K [ 422388 K
SESCIS S L ) GO E T RN, 1L YE BNP X
HAECME Y mRNA kKRR D, i HL, 1S0
5 mg/ (kg-bw) M EES 7 d 0 HEHE Wistar KR
(180 ~ 200 g,n=6,k B VFE FIFE K225 7%
BESEIR s L) AU I3 ¢Tnl Al CK-MB 7K & 2
FrE, B0 WAL 2 HE 3266 % 30 220 % Rk
RN BT B AL, A 15 2 50 8% 20 i i AL i
Masson e 6, 0] W20 =0 WL AR B R E N L T
XI5 2 e A8 i 52

—3,7E 5 mg/ (kg-bw) 2 TS 14 d F A9 HEME
SD KEL(200 ~ 250 g,n= 10,3 H EI B 157 B Y
RS2 ) ARSI AR 13 K AY-LHL & SR B0
Fhnbe QT Al W LE K A1 R I PR W 388 hnn, &) s 1SO
AR RO UL ANP  B-MHC M i JFE mRNA )
TR LK IR B E RN LB R
B LR R AE I B OE F B0 WU IR B | £F 4 4L ik
& AR VIR E | TRl ARG O E DD BE R R
1.2 %78 1SO FrEuC ARG ER

W PSR UG 45T AF 150 HEr M
2Bl 2 O IUBESE (acute myocardial infarction,
AMD) BERY AEHREERERY) 1SO 85 me/ (kg-bw) 2 R
B2 d I AR Wistar KB (170 ~ 200 g,
n=10,2% [ E[ BT B BR 22 Rl i 5 e b0 3 i ik
Jiti ) o, LT CK-MB il LDH 7K - i 25 58 0 ; 2 4
PHEER AT s o0 WLBA 87K I, £ 98 E el 28 B3R 3t
AR A2 AR G 2 7S o LA i e % P J RS %) 2 76
TEREIRT) | (EAS—HE 00 2, A SCEE R TE R 180 7
S 3o A T O B K 45 24 ) ) O 2 R A0 LA
FERERIEE 1SO 85 mg/ (kg-bw) M4 25 7 Xk
2L HLSE 50 sh ) A A7 R ) RS R B R
1SO fRNE bR JG B3 0 O WU Sk s R AR X, F
FOMUIRIE 0 5K A0 JIE Ty BE FR A5 3 2 ol AR
5 1S0 425 MUE ' B AT RELE 1S0 A2 )5
9 JEA A O v I A8 Ak | 4T 4L g S F1 TNF 7K SF T
Bl 5 2 A 2, Shao 2510 473 v 4 7] B 1SO
50 ~100 mg/ (kg -bw) BT8R LR 47 & — > Al 33 1o
T AR A REiE— 25T
1.3 SFIE I1SO B ARG R

B Y 1S0 150 ~ 340 mg/ (kg - bw) 75 SR8
PEOIRIE, 5 =i AR O AR W . A WA
PAFIHR 1SO 200 mg/ (kg-bw) B FiESI44245)5 24 h
IM% CK-MB Fl ¢Tnl K437l i %k BERZH Y 2~ 3
fERN15~20 £ AEEAYE, Markus % 44T
A7 CSTBL/6 /NEL (10~ 12 JEY | > B 38 [ 46 (K
N 7R B A8 e afh S 90 % ) R 4 1SO 200 (n=5) |
300(n=1) 400(n=4) 500(n=1).600(n=1) 700
(n=1) .800(n=1)F11000(n=5)mg/(kg-bw) ,IF
XF25F 200,300 400 ,1000 mg/ (kg-bw) /N AT O
H, RIS LR R & F = 190 R/NELDIERI M, 45
HR IR 400 1000 mg/kg 1SO 25 24 (1 /)N B H, 1 o
FIIFEIR R U SR 1 T, i L3 s 00 5 P 2 4
DAL FRLA | E RO, M2 T =L 8



112 o E SR SRR 2019 4F 2 A58 27 %58 1 ] Acta Lab Anim Sci Sin, February 2019, Vol. 27, No. 1

b R R A5 4R DAL O A 0 1A 2K B 4 T A2
1SO H i AE BAE ] &l 300 mg/kg, #EHL 200 M
300 mg/ (kg-bw) FlEH T RIS, #—Pk
PREAF R TSO 200 mg/ (kg-bw) B 300 mg/ (kg-bw) K7
TESE 1 d, /B IR S D) BE 3G i, £F 5K T
REJCR A, IYE Tl KPS i gL )
(EBD) $E BTl 2 B 18O 1T LA AE U JUL 240 i 114 i
WBEPE A —E FHEIRIE, EBD + O LA MAFAE
FRALDEN, AR PR T 220 % 0 N0 2
X3, BRI, 75— 48T 16 I EF A7 C57BL/6
/NEMN 50 mg/ (kg - bw ) 2 IR 32 ¥ 32 3 ) B0
1SO, B 2 7F 155 & 1S0 400 mg/ (kg-bw) J5 2 h /MR
H R T 2] B S 0 B U T BE R A, {EL AN S 3L
AINREHEEAET-1Y L I, 300 mg/kg 1SO & 75 M
W2 sh W it 52 (%) B e AR SO R A A fR ik — 25

2 ISO FSD BB R B & L E

2.1 RIERRM

JNE GFPE IV AE 1SO FIrE0 WL 43 Hh 4 5 T 22
YER . BEAERTFSE &3, 180 ] LA AU F% TNF-o | IL-
1B.IL-6 TE A ZFh0 LR P 7 i Rk % )
Hb HEYE CSTBL/6 /)N RS HY 240 it [R5 [ 5] 43 Ar 1SO
XTCWURIVE R, & 30 Ak TR 7 00 JIE P9 4R S o
() I 240 L PR v S S AR T AR T R e A
JHL R IR, 1 i 200 AR AT He e I N, R4 S B0 L
LR IR SR A S R e D N R I SR A S
(MCP) -1 MCP-5 | E W3 2 }fy 4 1 2K 1 -1a (MIP-1a )
1 C-X-C #1L N T 10( CXCL-10) , ¥7E 1S0 AbF )5
12 h ik B RIA AR, MZT, T i e & vk
A AR R - (10 TL-6 1 TNF-o) BLF 24 h A A6 5]
FFRFEER) 1S0 44255 72 h, AHEL, FE b B2 v R A
DE] T 40/, B g A R gu i, i — 2 A
KIIL-18 (T AE TL-18 ) (PR T8 98 S (AR RS 4 8 T
S IS0 17 519 B1-AR-ROS 15 5S04, &0 UL
A R R Y 0GR R AR -, IL-18 B
R AMA S SY NLRP3 A 3 K] file 2 il S Y5
AR PR 7 14 28 35 RN 4 40 PR 7 O B 401 L W 4 i
(A3 BH S T R, DT A R % O IO 4R i 1 2T 4
b fHJ J5E RN TE 1SO BT S O LR A3 14 2 95
VeI FRilE— 2 g
2.2 SEHEERTRL

W 5% 22 B 1SO Kb B (%) 5 AF 1 P Wistar K B

(170 ~ 200 g,n =10,k F B BEHT B 2 2= Bl F 58
B b0 78 i B ) P ST K O 2 B AR, T AR
B AT | o 4k U AN A e TR S T
KFTHRES IS0 W AENS S| L AU Ca™ 3l BT
FERLT R Ca® P, (00 LIS i 3G 58 28 715 fin 4
Tk, S ATP RERITILGE G TR . it
B ny A i 15 2 U I S P S A
(reactive oxygen species, ROS) , #f— A L& .
DNA FlEAR 5T 45 20 fa 20 3, HHe i3 0 L. teoh,
ROS 5% TNF-a il IL-6 55 5 P 4H it X 1) B i 43
SEBE A Ca™ FE A FRESAM ], ()42 %50 L 4H AR
FEASRE R e Ak, ROS 5 UG T A i IR fi
LDH #l CK-MB 5 Jfd 5 i ¢ A ML A, DA ko ot
RGN 1SO 2 K BRI 375 e 10 3 6 5 g v 4] W A5 7
FEC U

(] 1SO .00 i 2H 21 v i o AR 3R O A= iR It
b A AT 3 B0 E D) BE AT . BIFSE R 1S0 85
mg/ (kg-bw) 2 d FEEMEF1E Wistar KEL(120 g,
n=8) ML G [ | = 5E H il A0 %8 B2 i 2 1 IE
T PR AT % 3 A A 1 L 0 Tt R i o o A ) e
eS| T = s = g R AN 87 T (A
B, IS0 Ab 3RS B a4 A AL [ e 19k S 5 7% il % 48
T TR 2 11 i I Tl %) 9% 1 S S BRI, T 3R 33
PRI — WA A 38 J5E ( HMG-CoA ) B 1 1 3%
BT XSS B IR R 5 L AT B R 0 AL
T RERAG B UIAHOC
2.3 M &M M ( Endoplasmic reticulum stress,
ERS)

ERS 6% I 5 8 1 B4 & iz i L & 4 i iy
B A [F) 40 B AR, 2 5 I O UL o A
PR AL UG 55 2 Fh 00 77 5258 (1.0 BEBE R
ISO 5 mg/ (kg-bw)1EH 7 d i SHMEM: CSTBL/6 /)N
B(6 ~ 8,20 ~ 25 g, 2k H 36 [ 40 AN 2 /R #E 2N
SO ) O S v AL IS0 REE W B IRLG
LA GRP78 £ 3k, #E— A5 30 LT e Y
PERK . IRE1 #l elf2a %5 3 ERS'™', £ 1SO Fr 3K
(4 IEE Wistar K200 ~ 250 g,n =20, 2K H W4 /R
BERFR 2= 2 ) DU AL IS0 RERS
fiC L ER AR 1 RIARR DG IR T 2 1 W G
. FHAS 57 4 ( calcium receptor, CaR ) 1% 7 calindol
J5 ER PEAREE 1109 238 AN T 5 Fie o, i v
CaR PBHWTF calhex231 J& iR 4R A FRIBREML, 150
AbFE 48 h ), CaR IS AL ME L RN Ca™ ¥ BRI
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LRRN Ca® W BT, T AR SRR B A, it
ER B3R 8 AR SE ] T8 (R SRk g o | 3%
A6 A A o A 5 O 7 3857 SO T B0 LB 4%
REFEBRBEWMERS FR, 5 —#F52R0] 150 M
il AMPK 1% {1k 3 14 3 ERS, Bfi J5 5 200 L4 i
Uﬁt[m .
2.4 BIE

I T 0 1 A 3 A %o I 2 R 40 i
PEATREAR ) —Fh it B2, 25 40 M B 0T R e s 1 4
i, AW ZEMERIS R R IEHEZEEH,
WNEEAE | 28GR 17 P B8 s . RORE S g L A0 UL
5 AR O LA B AE T B AR O LA 2E B
PRI AR BIESE SR AR DA AF ST i GE A
B0 L2 0 O JIE B% 21 46 40 M 3% 4k, A e, Dong
SOV BARE [ AT DA T BT 4 41 A 38 AN 43 Ak
H R (8 Toll #5244 4 &iB% (TLR4 KO) /MR
FER F WA A2 1 B X B 255 3¢ B TLR4 KO Jik
2 180 5 S AL I £ i Ak, 123800 1T RE 55 3 461 )
A, PRI A B A T T AR IR T O
JIEEF AL BB SR W . A, Lu %57 H1 & B 1S0 i
SR AHT A K RO LT AR ( NRCMs ) & A IR K 2
FFAMHIZ A [ VTS, 1 SIRT6 5 5 1Y [ W 1l BE
WL Akt 155 1% SR BUEE 150 55 090 EJE
K, I IE [ W AT B8R TR YT O WERE R A A %
Jrid. FRELEC WS b i /R AR an— 7T 61
R /LUNG U N ECE =
2.5 AT

Fas FRfA (FasL) S HAZ {4 Fas(CD95/APO-1) #
Z 5B T I FE , A O U AL | Sk o 7
T (1-R) 45045 R 1 O o 3 ) 45 22 o 6 B 1)
B RS G IE 2 WA 40 i Ah 3 R L CCN1/
Cyr61 REMEIE#E FasL 1 TNF 2 % 20 i DX 1 9 24 it
BEPE, 7E 1SO i T 1.0 UL 5 B A v ) CCNT 38 3
HEM ROS NI R AT Fas AYZRINHE = AN HIXT fas FIF
- A R T R SRR | 0 LN B R 2 5 32 B
PO R FE T I, 2R BHLIBT CCNT AT BRI 4% /)N
R W17 T

1SO 3k AR AE K2 S A 7 38, PN I TR 3L B
W R T A5 AL T L R (1] 2 1 g5 5 0 10 WL 43
BIPAR, SXSEHL ] I AS SR ST AR AE Y TR A
BRI A E B R M E WA, T 1S0 #a5K
B PR O R DB BRI AT AE ARV 2 R 0, A itk
— 5T,

3 RE

1SO 3 33 SR AE S I | S AR I8 PN 9 38,
MW TR T A AL ) B A ) e 5 R O LB A, X
SO A S0 ST A7 AE 4 T e 3 o 45 Rl o U
ERAR AHE MY, 1S0 8y i SC i sh WA Y | 645
o PO LA 05 0 LA B o0 LTS JEE AT ) 5 8
LA B TIRAITIR AR B- LR R R Z M T
S A 1 AR Ak AU AL 5 4% 2036 97 S I 22
TR AR AR E R RO IR T R B IR
o 2 i 1S0 B A kO U ZERER 5 A A
oL, 5 Gl IS0 B4R S & JF HF 9 IER AT
AMI BTG 36 IS 2 50 A 150 ) 4 A1 A
RIS R B-B b IR 2R AR A2 Ao B 5 iR A2 %
EIALL ) 20 A IR YT 3Rt T & BEALH .
VA AR5 I 1SO R8I nl fEif 5 E2/ER B
ZAREA DY ] WL 1S0 5 S S g v O LT
it BT A e — 2B B 5T, AR O A B 1297 7
T LA E B SR R RS,
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