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Research progress on the pathogenesis of MACE after coronary heart disease
patient PCI
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Abstract ; Percutaneous coronary intervention (PCI) is one of the primary treatments for acute coronary syndrome
(ACS). After PCI, some patients with coronary heart disease still experience major adverse cardiovascular events
(MACE) ,which can adversely affect their cardiac function and postoperative quality of life, and in severe cases, may
even jeopardize their safety. This article delves into the possible mechanisms of MACE in coronary heart disease patients
after PCI from the perspectives of traditional Chinese medicine and modern molecular biology, which has significant

implications for the prevention and treatment of MACE through the integration of traditional Chinese and Western
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medicine.
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and blood stasis ; Platelet aggregation ; Lipid metabolism ; Vulnerable plaque ; Inflammatory response
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2, WESEINRHRER N T ET VP kA &R s 2:
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FIATR, LIBRATSEBE - N AR R A B P e E 45 5 £ AR
P gt v B G T BOR R a2 5 LA ARSE S 32 10 3 fokoks e it
fhgm B A BERCAE LA Je VP TS PCI 5 MACE Ji 15 & 281k
PRI R ARF 5 AL, B2 B0 VP B8 W a5, Ak
PSR A AR E BN AL L EE PRSI, K
95 (ARG ) VR 238 X AL A B B S T AR = 4 R
8 S HEME  ZE AR Y, X BLAAR 7= AR I 5, LAy £
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WZE AR ISR TUG , ORI AR 78 A & R, 38 25 i
MHEE, 7E PCLJ5 MACE B U AL 38R 7 B R
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Ve, W2 AR E 2 U PCLIGYT SR R AE W
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2 RS FEW=X PCI Jg MACE HJiAiE
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M/ R AR | IMARTE B (BRI ) 2 23 WA I Sl bk s A A4k
(atherosclerosis , AS ) UL 2 — , BEHL 3 )2 R AL 19 1L /Ml
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GRIG  TE BURER AR B PCL At B S A2 T a5 |
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B 2P s b P i A% 1, 5 AT R T 466 ] ) MACE &
2
2.4 X4 %% 8 B (matrix metalloproteinases ,
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