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Research progress on improvement of myocardial infarction by tanshinone IT5
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Abstract: Myocardial infarction has become one of the important diseases threatening human health. Tanshinone IIa is an active
ingredient extracted from Salviae Miltiorrhizae Radix et Rhizoma, with various pharmacological activities. Tanshinone IIa can treat
myocardial infarction by dilating blood vessels, delaying the progression of myocardial fibrosis, inhibiting myocardial cell apoptosis,
reducing inflammatory response, lowering oxidative stress response, and promoting neovascularization. This article reviews the
pharmacological research progress of tanshinone Ila in improving myocardial infarction, hoping to provide reference for the clinical
application of tanshinone Ila.
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B, TovkA sET skl X R SO B PFS i 11 a T
B IR T & T AR S RS S RSO
FEZE KRR, LA 0.01 mol/L FFZM 11 o TR ANE4T VEE
T I 2 PR R SR WL 2] R O DILILES 2R A
T. Ca>/KF, 5RO JJRPEAGOL R, B
K £ LVdp/dtmax K-, G5 RZIFFSEA 1T o W] 8L
o5 8 B AL R B AT 5K, X O WU IR IE
F o W SR UV A FH PE S0 11 o Bl R T T S
A JE L S O UESE R B, 0.1 pmol/L S12
i TT o i J90 04 8 0 1T 2 8 K BRI 70 5 4 1M 49 4
(LVEF). £ = 4i1&E (LVSP), B#E.0% (HR),
2 3 AR £ LVdp/dtmax /K, WESEPFZEA 11 4 7T I8
K7 LE 3 kP LS B 2 DA g O W4 /g, A O
WEARAAE FH o 25N ~F- S5 BUSE FH PFS 0 11 A VSRR T
FE TR S AL ST F S O IUEZE KB, 2. 4 mg/kg
FHE T A 7T FEAK O WU ZE IR B XTI AR A6 1f v
Bl BRSO 2R MM Itk B VR (CaMK) . CaMK
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WU JEZSAR 3 0, $27n S0 11 A T i8I $H] ANG/
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i B LY R IR BE IR F-a (TNF-a) [17KF, 4
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TLR4/MyD88/NF-kB {5 5 i@ i 0%, LAIESZ O
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RFFFSE ], IR AN R R AR . 4R 4E
PRTETAR, BRI s 2H 2 PR Bl UG e 58 1 (Col)
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2.6 _Eif miR-29b HYZRIE

miR-29b £ 5 TGF-B1/Smad3 % LILEF4ELL
(BERE, I HMH] miR-29b [R5 RAEHILF4EILAE
FHROL, Yang SERUSE A P20 1T o 7072 A B SC 45 4L
SO IUESE R, 5. 10+ 15 mg/kg FFEER 1T A
A ORI L D Re, HHLC IS TGF-
Bl. a-SMA. Col VIII {31k, it Fi miR-29b [¥)
FIk LIR R O AT AL BERE
3 HISLCAZRAEA T
31 IR ATERNRIA

S B8 T2 O JUURE B RO LA 9 1) 2
FEALH, MR ARG (Caspase) -3 /&40 i T2 Ik
T8 A, Bax NE PR TR, BRyES23)E T
Z 1A 1697 SO VIEEZE R B, 30 mg/kg FH2:H
A AJ42 KR LVEF. FS [R7KF, B&% LVDS.
LVDD (7K, w] W H I #0] Caspase-3. Bax {2
PH T A ERIA DLRAR O LA B T2
3.2 HU&E Notch jB g

Notch 18 &% 7] A2 41 i H W, 8 (2 Hesl &
T TES, ME B RREEAK 1B A F R
(PTEN) FIZRIE, 5200 B PTEN /-S4 D H w241,
IR EFH 50 mg/kg FHSER 11 o 7T $2E 5 0L SE
KM LVEF. LVFS Bk, FERifjE+ LDH.
CK-MB. CK H7/KF-, F#MK Beclin 1 FIERH . T
MREA 18553 (LC3) 1I/LC3 1. p62 HIFEX,
RO 2 Notchl . HIF-1a. Hesl. PTEN ¥
RKiE, RUPFSE L A ATEISHEE Notch 8@ i LA
fLO A EREH, R OURITTER .
3.3 1R Bim B3Rk

Bim FEA T AR AR b, o] FRE R R
BRI, BRARCNUEESE 51 2 B0 LA A
P22, Fang SEREAFHZSERITA 1697 FARE
O IUEZE KB, 10 mg/kg FHSEA 1T o AT 525 BRI
ONUEREHE AR, #2795 LVES. LVEF KK, K
LVEFDD. LVESD 7K, #if Bel-2 (R E, [#

fik Caspase-3. A T-BEHEIEA+ 1 (Apaf-1). Cyto-c
[R7KF,  DABS AR S 3 s O LA B A 36 77, add
et Bim BRI DRI R RAATIRE, K
FEDTANM I T AR, DAk o U B R 454

3.4 HMEIZRIK B

O L RS L A T 5] o BE AR RO
B R RAA RN, E R TR RS,
HONAIH G128, EAERERUEA 20, 50, 100
mg/kg FESE 1L A 697 SR ONIFESER R, DAIRIE
MR E HR. FIshikE (MAP) /KF, i
O T ¢Tnl. CK-MB. MB ik, FEIKOIL
A B A AL O LA T, B BRI LA
23 Beclin 1 (U8R AT LC3TI/LC3 T HIKF, 4553
RS 1 o AT I8 F0 i 2R 5 bk DL 0L
B 5] A (1O A4
35 BURBRMEEMTERF-USEKEFZHE 4
(SDF-1/XCR4) %
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