CN 43-1262/R " [E Sl k{24 & 2023 4F55 31 455 6 533

ARICHIHT: BB, B J5, 5K k. SOAEAE DR SN kAR AR O WURESE R PRI ] R S kAL e, 2023, 31(6) ; 533-

538. DOI: 10.20039/j. cnki. 1007-3949.2023. 06.011.

[XEHS] 1007-3949(2023)31-06-0533-06

[

FAEALTEEAR 2l Pik-[ P ZE PEO WLBE BEA 49 1

#BEMN, BAH, kKK
(FMTHE-ARER ZMNKFEWREF ZERS G RF I 54 F M 213000)

(& E]

K B Bk AR P MG LAE 5B ( MINOCA) 4 4 — Fh a4 sk g S LR e R TG 5 R R m B A %, %5k

BT K5 MINOCA BRE X A KER T4 C ARG PHREMR/ KE @R G@leihf6h

MINOCA FRJ5 #4948 %t
[ k$iA ]
[HEHHES] R54

ARFRIEER SR ,; XE; B
[ XHFRIRES] A

Role of inflammation in myocardial infarction with non-obstructive coronary arteries
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[ ABSTRACT]

infarction, and its prognosis is related to different causes.

Myocardial infarction with non-obstructive coronary arteries (MINOCA) is a special kind of myocardial

This review summarized the correlation between inflammation

and various causes of MINOCA , and the correlation between inflammatory factors such as C-reactive protein, neutrophil-to-

lymphocyte ratio, interleukin-6 and prognosis of MINOCA.
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Figure 1. The relationship between inflammation and the underlying etiologies of MINOCA
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