Frontier Forum of Clinical Medicine

Il R EE H AT &t im
H 4G5 2 HeRA 1.002026 4
EFA: B TS (ISSND: 2972-4457(P) / 2972-452X(0)

e BE AL B ek B A BORAE T DALk i BE RS 2+ Y i

bdE AT
BB )
DOI:10.32629/ftcr.v412.19971

B E] ZHOSIURRAMDEA S RBFERG EZF RN — LARLREHZNRFHIGLE, X
F o 205 WUSE A (EMI) 3] K 69 2otk KR 35 b 2 g ) 58 38 4 AiE J 4T 52 BT 0 Lk o 69 e ik A VfE 4R
A ERAEEFABRGAREE. 5FRBNIFHHN TRFSHEE ., S8 FH0-FH 8 M
LW k5 MR, P AR AZNKFIHORAS R EERREHR LS ENALEFR, S0 2HKE
B RBIFHERMAL AT 2 TR he)EEFLET, AL SERALEE SR AR IFTR S
EH AT B0 Wb 58 )5 W7 W 64 B AR, F 5 3 R R K R AT AT R

[RER] eBRABT; Hekf e, FHOMBh; &%k

FESEE: R392 XEkFRIRAE: A

Application of Immunohistochemistry and Special Staining Techniques in Postmortem
Diagnosis of Early Myocardial Ischemia
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[Abstract] Acute myocardial infarction (AMI), as one of the main causes of sudden cardiac death, shows a
year—by—year increasing trend in global incidence. Considering that acute myocardial infarction caused by early
myocardial ischemia (EMI) often lacks typical pathological features, achieving rapid and accurate identification
of early myocardial ischemia has become a research focus in the field of forensic medicine. Over the years,
scholars at home and abroad have been dedicated to exploring highly sensitive and specific methods and
indicators for the diagnosis of early myocardial ischemia. Among these, immunohistochemistry (IHC) and
special staining techniques, owing to their significant tissue specificity, high detection sensitivity, and practical
value, have been widely applied in the forensic identification of early myocardial ischemia. This article aims to
systematically review the application value of immunohistochemistry and special staining techniques in
postmortem diagnosis of early myocardial ischemia and to discuss prospects for their future development.
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