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Marker Detectable Time Peak Value ;Dl:)li]zartrir?gl i(;;
AST 6 to 8 hours 24 hours 5 days
LDH 8 to 16 hours 2 to 3 days 10 to14 days

CK 6 to 8 hours 24 hours 3to 4 days
CK-MB 4 to 6 hours 12 to 24 hours 2 to 3 days
Myoglobin 2 to 4 hours 6 to 9 hours 18 to 24 hours
Troponin 4 t0 10 hours 12 to 24 hours 7 to 14 days

Troponin-I 4 to 6 hours 12 to 18 hours 7 days
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PCI: percutaneous coronary intervention

A axin Of (a5 5l aladiul S5
sl i g siae sl o
RIS L e g ol &}.'5‘ Gyl
Gl LTV

Aol pealic 255 KA o3¢l
Sleal) LA a5 Adaall oladl) LA i oy (e (it LA 3K dliaa sel all v/
ASuill aaled ¥ S ddhial ol A e lidll

Lgillae ) 55 de jally aSaill e 3,08l e ol sall dala JSy 0 el 0 v/
e g sl A0 a5 Al 5208 v

CABG: coronary artery bypass grafting surgery
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