2 # B 25 Anhui Medical and Pharmaceutical Journal 2024 Jan,28(1) 5.

[31] HUANG R, LI J, KEBEBE D, et al. Cell penetrating peptides (1): 1846-1857.
functionalized gambogic acid-nanostructured lipid carrier for can- [36] MRE, HE, MK, 55 B P2y id i A 412 o #k
cer treatment[ J ]. Drug Deliv, 2018, 25(1): 757-765. RYKGIFILT]. 2525244, 2021, 56(12): 3203-3211.

[32] NAK, LIUK, YUJ, et al. A solvent-assisted active loading tech- [37] SHAN XZ, ZHANG XB, WANG C, et al. Molecularly engi-
nology to prepare gambogic acid and all-trans retinoic acid co-en- neered carrier-free co-delivery nanoassembly for self-sensitized
capsulated liposomes for synergistic anticancer therapy [J]. Drug photothermal cancer therapy [J]. ] Nanobiotechnology, 2021, 19
Deliv Transl Res, 2020, 10(1): 146-158. (1):282.

[33] MLINAR LB, CHUNG EJ, WONDER EA, et al. Active targeting [38] LAN JS, LIU L, ZENG RF, et al. Tumor-specific carrier-free
of early and mid-stage atherosclerotic plaques using self-assem- nanodrugs with GSH depletion and enhanced ROS generation for
bled peptide amphiphile micelles [J]. Biomaterials, 2014, 35 endogenous synergistic anti-tumor by a chemotherapy-photody-
(30): 8678-8686. namic therapy [J]. Chemical Engineering Journal, 2021, 407:

[34] KANG Y, LU L, LAN J, et al. Redox-responsive polymeric mi- 127212.D01:10.1016/j.cej.2020.127212.
celles formed by conjugating gambogic acid with bioreducible poly [39] THIEThs: . e 2T - | WAk i £t I 230 A HES 1) 40 K A 2R 1 ) 2 K G
(amido amine)s for the co-delivery of docetaxel and MMP-9 shR- THAGA-F U IREATRITUETE [D ] M AR K2, 2020.
NALJ]. Acta Biomater, 2018, 68: 137-153. [40] JAl B . o 5 e 2R | 3000 R TS 52 v B 254030 1 23k 9

[35] SANGMM, LIUF L, WANG Y, et al. A novel redox/pH dual-re- [D].dtat: R EPRFIERRY:, 2006.
sponsive and hyaluronic acid-decorated multifunctional magnetic [41] Zwedl. BEEIR T a Wl R B 45445 (D). dbat P E P A EE R
complex micelle for targeted gambogic acid delivery for the treat- K2E, 2008.
ment of triple negative breast cancer[J]. Drug Deliv, 2018, 25 (ki H 119 :2022-07-15, #& 51 H 181 :2022-08-18)

SRR 32, o L XA, 55 . P 24 06 M A o0 B i R i e O BIESs 1 R LA AF ok e () ] e B2 24, 2024, 28 EI ATk
(1) :5-10.DOI: 10.3969/j.issn.1009-6469.2024.01.002. e
O &R O

Hr 25 & T B 53 B i BRI O Bl e 1 AL B 3 i R

farse st ol R AR R B, SRR R ), R
MEE s TP ESRFSE—GRESFR, T #M450000;°3 9 EFE=4FE,Th
# 5 4530037 FRM T FH ZARERFEA, Td #M 45000037 d F E 25 K ¥
% —WEERESFmF, T # M 450000
AT VR BB, Lo, FATEIT, -2 SO, B9 7 i k0 MU P 1 P S 251979 , Email : shaojing1390@163.com
FA B TR T 2 RRE Y L R - 5 K LT (20182YZD08)

WE Btk (THD) 2 i e R AEER AL i 228 5 76 56 ik 10 357 AUy UL SR =22 TR0 AS 3o 258 1 5 350 U UL 57 408 Al — T 22 % M
o RS TE R BRI A B R SRR 20 M B IR THD i ERMLEL, U9 1 2530 1 A FE BT TR
THD BF5EH LA SRR AR AU T SR B W SRR SO ) WFFE Y E BRI, 73 Hr 1 P 2T M 1 o3 LA R4 £ A BE T
FEST A S AR FHMIL] , e kL X 253G P B o B THD ST B selt A 7 1 RER, AU BR 25 B335 THD SRRl EAR 0
KW OB PRIy TR BRI T, AWE; RIERN;  ZER

Research progress on the mechanism of active ingredients of traditional Chinese medicine
in preventing ischemic heart disease
HE Meiyun',RONG Zhuo’,ZHAO Ruonan',MA Yucheng',ZHANG Mengfan',CHEN Ruidan’,SHAO Jing'

Author Affiliations:' He'nan University of Traditional Chinese Medicine First Clinical Medical College, Zhengzhou,
He'nan 450000, China;’Sanquan College of Xinxiang Medical College, Xinxiang, He'nan
453003, China;’The Third People's Hospital of Zhengzhou, Department of Traditional Chinese
Medicine, Zhengzhou, He'nan 450000, China;'Department of Geriatrics, First Affiliated Hospital
of Henan University of Traditional Chinese Medicine, Zhengzhou, He'nan 450000, China

Abstract Ischemic heart disease (IHD) is a serious and multiple disease that endangers human health due to myocardial cell damage
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caused by unequal coronary blood flow and myocardial demand due to changes in coronary circulation blood supply. The active ingredi-
ents of traditional Chinese medicine (TCM) have the advantages of wide sources, clear components and multiple targets. To clarify the
pathological mechanism of active components of TCM in the prevention and treatment of IHD, we summarize the main progress of re-
search on several key aspects (oxidative stress, apoptosis, autophagy, and inflammation) of active components of TCM in the study of
[HD and analyze the therapeutic strategies and mechanisms of active components of TCM in the prevention and treatment of IHD

against myocardial cell injury and death. On the basis of this study, the research prospects of the active ingredients of TCM against IHD

are analyzed to provide a scientific basis for the prevention and treatment of IHD by TCM.

Keywords  Myocardial ischemia;  Drugs, Chinese herbal;

Inflammatory response; Review
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