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Left Ventricular Aneurysm Caused By Myocardial
Hibernation After Acute Myocardial Infarction :
A Case Report

Yu-San Chou, Cheng-Ting Tsai, and Chen-Hai Kuo

Division of Cardiology, Department of Internal Medicine,
Mackay Memorial Hospital

Besides myocardial necrosis, myocardial hibernation after acute myocardial infarction
can result in left ventricular aneurysm. If large area of viable myocardium within the
aneurysm wall can be detected clinically, early aggressive intervention of the
infarction related artery to established reperfusion will be beneficial to myocardial
salvage and preserving left ventricular function even the traditional "golden hours™ for
reperfusion had passed. We report a case of left ventricular aneurysm caused by
myocardial hibernation and its successful treatment. (J Intern Med Taiwan 2003; 14:
130-134)



ET |
'Il it
|
1

Lt

. Jod

| "‘I" :‘—I' -le-j J--'-"ﬂ'.ru«.-':-
AT ol




(A)

(B)
ﬁ%ﬂ[’“‘ : ‘i“ﬂﬁq%ﬁ W ﬁ‘%ﬂ'%@i ’ 7‘i'°‘§fﬁiEIEJ§";‘BF"L‘%RﬁTS?JE:' ﬁfj"ff[fd{i_f‘ﬁ (=9 ;[/Fﬁj
PHT- ) o 4 chamber view » A @ &3] 5 B 1ot

(A)




(B)

1=t A % SN
B YA b T Y B R

L{Srqf‘ﬁ JJ\%[ ﬁIJP[ sk (=P Fﬁﬂﬁﬁ”’%) 4 chamber view > A =

B : oAk

e

ﬁ%\ NI -[—:}l:lnjﬂlﬂ qwlgrj 12 ;LE:L?:E Fﬁﬁ%ﬁ[ ’ /ﬂﬁlﬁ F'JErfﬁuquﬁli’_\ G I?fgﬁh‘%‘[



