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Tacrolimus-induced Left Ventricular Hypertrophy in aKidney Transplantation Recipient: A Case Report
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Tacrolimus is commonly used in organ transplant recipients as an immunosuppressive
agent. Besides of the generaly recognized adverse effect of tacolimus, such as nephrotox-
icity, neurotoxicity, and hyperglycemia, tacrolimus is associated with cardiomyopathy. A
42-year-old man was consulted for a new onset of T wave inversion at electrocardiogram
(ECG). The patient received kidney transplantation (KT) because of end-stage rena dis-
ease secondary to hypertension and was followed induction thergpy with tacrolimus and
mycophenolate mofetil for immunosuppression. He presented orthostatic hypotension and
dizziness. The laboratory test showed 8.2 ng/mL of tacrollimus level, elevated troponin |
(0.11 ng/mL), crestine kinase-myocardia band (5.44ng/mL). The ECG findings were first
degree arioventricular block, T wave inversion a V3 to V6 leads and prolongation of J L

Q-T interval. The transthoracic echocardiogram (TTE) reveded that normal left ven- Jl aJ LAJL\V\W\‘ T“”T‘”F“T*'

tricular (LV) function, small LV size and severe concentric left ventricular hypertrophy

(max thickness: 18 mm) with mild-ventricular obstruction. His pre KT TTE had showed EERAREAYS V\J“‘W«LML o JJ\. g ﬂfJT\
normal cardiac chamber size, mild LV hypertrophy (wall thickness: 13mm), good biven- V
tricular systalic function. The patient was stopped taking tacrolimus and changed to

sirolimus. The following TTE was performed five weeks |ater: the findings showed de- T V‘\{ \’T\’T o “”Y”‘W”“YJ \H
creased wall thickness (11 mm) but still asymmetric LV apica hypertrophy (16.8 mm).

The find tacrolimus level was 2.0 ng/mL. Tacrolimus-induced myocardial hypertrophy ¢
(TIMH) is characterized by symmetric, concentric, and occasionally obstructive LVH. A
tacrolimus, FK506 binding proteins and ryanodine receptor/calcium release channel in
cardiac muscle cell related pathogenesis and higher tacrolimus level could be associated
with development of TIMH. The discontineuance of tacrolimus would improve the
hypertrophy. Herein, we described a case of tacrolimus-induced LVH in a kidney trans- i
plantation recipient. TIMH is very rare (occurs in 3% of patient using tacrolimus) but
could cause significant morbidity. Thus, TIMH should be considered as a differential di-

agnosisin all patient treated with tacrolimus WAWW M/\A«
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