2021 47 H ] bR PR 2 2 A July, 2021
¥318 HTH CHINESE JOURNAL OF COMPARATIVE MEDICINE Vol. 31 No. 7

RELSE, INAER, B34, TSN o W O LR FRRE TR (1], o B AR 2%0E, 2021, 31(7) » 37-43.
Suo HL, Sun ZX, Zeng CY, et al. Wushen-Shunmai capsule improves myocardial ischemia-reperfusion injury through autophagy [ J].
Chin J Comp Med, 2021, 31(7) : 37-43.

doi: 10. 3969/ j. issn. 1671-7856. 2021. 07. 006

o2 i Jhk g 2 388 3ok 5 W5 e 350 L 8B 11 P 13 4 1

iz e E,GEX,KUE, BER

(1RG4 A & g (I g P R 2 K250 R E BEBe ) IR BR FBMH 450002
2.0 R 48 P R BE (T R B 25 R 2= 58 N i B ) FEAE R 24, AR 450002
3.9 P EE B (AT P B 25 K2R 2R M B R %) 4 B a , AR M 450002)

[FE] BB BT AW DS bR 3 G K B DU FE S G e, ik o Lsum i
BRI REALEE B A A IR TR YL AR | S bk 28 40 | 1 I R 4 ( S K 2 +1.Y294002 ),
R 15 H, BB B S8 ( ELISA ) A6 I v O WUULES & 11 T(cTnl) | LER 3% [R) T./% MB ( CK-MB) ¥ &,
2,3, 5G4 = JRE B PUSUME (TTC) 22 (0 I 5 O JIURE LA AR, JEU07 R S AR 3T ( TUNEL ) 36 0.0 LR B 8 7=, B 5 T 3t
BOK O WLAH M E WA | Western blot Kl & PI3K Akt WHFLZh#) & N & R EH (mTOR ) & KMk & A %
ik, AARCHE G 1 B4 3(LC3) ARE, R SHF AR E, BBIA K BRI ¢Tnl,CK-MB #
BE D WURESE X ) P T8 H . A MR 0 IL4E 41 LC3-11/LC3-1, caspase3 , Bax H il (P<0.05) , .0 ILZH 4
p-PI3K/PI3K  p-Akt/ Akt . p-mTOR/mTOR Bel2 K EFEAE (P<0. 05) ; SHERIZH H A | T2 bk fis 2 2H K BRUIML S ¢ Tl
CK-MB ¥ FE .0 WUEFE X L) SR T35 50, B e R g o0 L4 21 LC3-1/LC3-1  caspase3 , Bax AL ( P<0.05) , .02l
24 p-PI3K/PI3K . p-Akt/ Akt . p-mTOR/mTOR  Bel2 K44 ( P<0. 05) 5 5 02 Wk Jie 8 41 e 28, 1 4 44 351 26 Kk
FUM I ¢Tnl ,CK-MB YR EE O JUEEZE X L 6] T 484, A MR 0RO WL 2L LC3-1/LC3-1  caspase3 , Bax 4/l ( P<
0.05) , L LAL p-PI3K/PI3K . p-Aki/ Akt . p-mTOR/mTOR Bel2 KRR (P<0.05) . it TSIk s 4m .o
LA AR AT BE oo AL i PR e B 0 K R R SR PR R

(KER] TSN HE ;O WUBI I PV T 53473 5 A B ol P Tk L — 3 — Bt/ 2 (1 VBt B 3 B8 5 e

[FESZES] R-33 [ XEktRiIZEE] A [XEHS] 1671-7856 (2021) 07-0037-07

Wushen-Shunmai capsule improves myocardial ischemia-reperfusion
injury through autophagy

SUO Hongliang'* , SUN Zhixia®, ZENG Chuiyi' , ZHANG Wenzong', MAO Dexi’

(1. Department of Cardiology, Henan Province Hospital of TCM (the Second Affiliated Hospital of Henan University of TCM) ,
Zhengzhou 450002, China. 2. Department of Critical Medicine, Henan Province Hospital of TCM (the Second Affiliated
Hospital of Henan University of TCM ) , Zhengzhou 450002. 3. Famous Doctor Hall, Henan Province Hospital of TCM
(the Second Affiliated Hospital of Henan University of TCM) , Zhengzhou 450002)

[ Abstract]  Objective To investigate the role of autophagy in the improvement of myocardial ischemia-reperfusion

injury in rats by Wushen-Shunmai capsule. Methods Following establishment of a myocardial ischemia-reperfusion injury
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model, rats were randomly divided into sham, model, Wushen-Shunmai capsule, and autophagy inhibitor ( Wushen-
Shunmai capsule+1.Y294002) groups, with 15 rats in each group. The concentrations of serum cardiac troponin I (¢Tnl)
and creatine kinase isoenzyme MB ( CK-MB) were detected by enzyme-linked immunosorbent assay ( ELISA ).
Myocardial infarction volume was measured by 2,3, 5-triphenyltetrazolium chloride ( TTC) staining, and cardiomyocyte
apoptosis was detected by terminal dexynucleotidyl transferase-mediated dUTP nick end labeling ( TUNEL) assay. The
number of autophagy events was counted under electron microscope, while the expression of total PI3K, Akt, mammalian
rapamycin target protein (mTOR) and its phosphorylated protein, and autophagy marker microtubule associated protein 1
light chain 3 (LC3) was detected by Western blot. Results
concentration, myocardial infarction area ratio, apoptosis index, autophagy number, myocardial LC3-II/LC3-1, caspase
3, and Bax were significantly higher in the model group (P<0.05), and the levels of p-PI3K/PI3K, p-Akt/Akt, p-
mTOR/mTOR, and Bcl2 were significantly lower ( P<0.05). Compared with the model group, serum c¢Tnl, CK-MB

Compared with the sham group, serum c¢Tnl, CK-MB

concentration, myocardial infarction area ratio, apoptosis index, autophagy number, myocardial LC3-II/LC3-I, caspase
3, and Bax were significantly lower in the Wushen-Shunmai capsule group ( P<0.05), and the levels of p-PI3K/PI3K,
p-Akt/Akt, p-mTOR/mTOR, and Bcl2 were significantly higher (P<0.05). Compared with the Wushen-Shunmai
capsule group, serum c¢Tnl, CK-MB concentration, myocardial infarction area ratio, apoptosis index, autophagy number,
myocardial LC3-1I/LC3-I, caspase 3, and Bax were significantly higher in the autophagy inhibitor group ( P<0.05) , and
the levels of p-PI3K/PI3K, p-Akt/Akt, p-mTOR/mTOR and Bcl2 were significantly lower ( P<0. 05). Conclusions

Wushen-Shunmai capsule inhibits excessive autophagy of myocardial cells and plays a protective role in myocardial

ischemia-reperfusion injury.
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Figure 1 Situation of myocardial infarction

area in each group of rats
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Figure 2  Autophagosomes of rat cardiomyocytes in each group
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Figure 3 Comparison of LC3 protein expression in

myocardium of rats in each group
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Figure 4 Expression of PI3K, Akt, mTOR and their

phosphorylated proteins in myocardium of

rats in each group
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rats in each group
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