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Abstract
In this case study, we present the evaluation of an orthotopic heart transplant (OHT) patient who presented
with persistent shortness of breath and dizziness upon standing. The investigation uncovered the presence
of progressive hypertrophic cardiomyopathy (HCM) in the transplanted heart, a condition first detected 11
years after the transplantation. Utilizing echocardiography with global longitudinal strain (GLS), we
determined that the HCM likely originated from genetic predominance inherited from the heart donor rather
than hypertensive disease. This finding highlights the significance of genetic factors in post-transplant
complications and warrants further investigation into the long-term effects of heart transplantation on
recipient health.
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Introduction
Left ventricular apical hypertrophic cardiomyopathy (ApHCM) is a rare phenotypic variant of hypertrophic
cardiomyopathy (HCM). It was initially identified in Japan in 1976 and has since gained growing recognition
[1]. ApHCM is characterized by localized hypertrophy in the apical segments of the left ventricle (LV).
Specific ECG findings, notably deep T-wave inversions in the precordial leads, aid in its diagnosis. Imaging
studies, such as echocardiography and cardiac magnetic resonance imaging (cMRI), reveal a characteristic
spade-shaped appearance of the apical cavity in diastole, with hypertrophy predominantly affecting apical
segments [2]. The prevalence of ApHCM varies across populations, with reported incidences ranging from
1% to 2% in Western countries [3]. This case report presents a patient who underwent an orthotopic heart
transplant (OHT) and experienced a stable post-transplant course; however, he had progressive left
ventricular hypertrophy and was eventually diagnosed with ApHCM 16 years after the OHT. Cases of ApHCM
in OHT are a unique occurrence in the medical literature. Addressing them requires specialized clinical
approaches due to the limited established therapies [4-5].

Case Presentation
A 75-year-old male was evaluated for shortness of breath and dizziness upon standing from a sitting
position. The patient denied experiencing chest pain, orthopnea, paroxysmal nocturnal dyspnea, syncope
episodes, or palpitations. He was an active smoker with a smoking history of more than 90 pack years and
had chronic obstructive pulmonary disease, chronic renal disease stage IIIa, type II diabetes mellitus for over
30 years, and hypertension and was an OHT recipient on chronic immunosuppressive therapy. The OHT was
performed 23 years ago to treat end-stage heart failure from dilated cardiomyopathy secondary to viral
disease after he required five months of a left ventricular assist device as a bridge to transplantation. The
cardiac allograft was from an 18-year-old donor. He meticulously complied with medical and
immunosuppressive therapy over the past 23 years. The patient's family history was remarkable for a first-
degree relative with dilated cardiomyopathy progressing to end-stage heart failure.

The first instance of mild left ventricular hypertrophy was identified 10 years after OHT on routine
transthoracic echocardiogram (TTE). Over the subsequent years, annual follow-up TTE revealed worsening
apical left ventricular hypertrophy. Surveillance endomyocardial biopsies were performed up to five years
post-transplant, all showing Grade 0 (no rejection), requiring minor adjustments to his immunosuppressive
therapy. His medications mainly remained unchanged over the years, including lisinopril, rosuvastatin,
finasteride, tamsulosin, levothyroxine, mycophenolate mofetil, prednisone, tacrolimus, and insulin therapy.
He denied illicit drug use and alcohol consumption but became an active smoker after OHT. Although he had
a history of alcohol abuse, he had been in remission for over 25 years.

Vital signs were within normal limits. Blood pressure logs demonstrated well-controlled hypertension over
time. Overall, his physical exam was unremarkable, and he appeared clinically euvolemic. The cardiac exam
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revealed a regular rate and rhythm with a prominent apical pulse but no murmurs. No jugular venous
distention was evident at 45 degrees, and there was no evidence of hypoxemia on pulse oximetry. The 12-
lead ECG demonstrated the criteria for ventricular hypertrophy with T-wave inversions in precordial leads
(Figure 1A-1D).

FIGURE 1: Evolution of ECG left ventricular hypertrophy repolarization
changes
The first ECG depolarization abnormalities suggestive of hypertrophic disease were seen around 10 years post-
transplant. By 16 years post-transplant, the patient exhibited voltage criteria for Left ventricular hypertrophy and
deep T-wave inversions typical for ApHCM, which worsened as the condition progressed. Patients with ApHCM
are associated with marked T-wave inversions in the precordial leads (red arrows). Inverted T-waves were also
observed in the inferior (blue arrows) and high lateral leads (green arrows)

Laboratory parameters were remarkable for stable chronic kidney disease stage IIIb, with no elevated
proteins in serum and no anemia. Urinalysis revealed very mild proteinuria in the setting of chronic diabetes
mellitus for >30 years. Urine and serum protein electrophoresis showed no abnormal proteins. The baseline
NT-pro-BNP level was 3,500 pg/mL. The 24-hour Holter evaluation was unremarkable for atrial or ventricular
arrhythmias. The patient had no history of ventricular tachycardia or atrial fibrillation.

TTE revealed a severe left ventricular ApHCM pattern with a left ventricular ejection fraction of >70%, a
small left ventricular cavity, and an apical aneurysm (Figure 2A-2H). The diastolic interventricular septal
thickness in the parasternal long axis (PLAX) view was 1.3 cm. Contrast-enhanced TTE delineated the apical
aneurysm without an associated apical thrombus (Figure 2G-2H).
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FIGURE 2: Echocardiographic evaluation 22 years after the OHT
TTE follow-up 22 years after the OHT with severe ApHCM demonstrated in (A-B) PLAX, (C-D) parasternal short
axis at the level of the papillary muscles, and (E-F) apical 4 chamber view with color flow Doppler. (G-H) The
contrast-enhanced TTE in apical 2 chamber view shows severe apical left ventricular hypertrophy with the
classical “spade-shaped” ventricular cavity in diastole, with mid-cavity obliteration during systole, and an apical
aneurysm

On TTE evaluation, there was no left ventricular outflow tract (LVOT) obstruction, but mid-ventricular
systolic collapse was present (Figure 3A-3C). There was no abnormal systolic motion of the anterior mitral
leaflet. Strain analysis revealed a reduced global longitudinal strain (GLS) of -6.9% with a strain polar plot
showing loss of longitudinal strain apically (Figure 3D).

FIGURE 3: Echocardiographic evaluation 22 years after the OHT
demonstrating the midventricular cavity obliteration (A-C) and strain
polar plot (D) showing loss of longitudinal strain apically

To further assess the hypertrophy as indicated by the TTE findings, a cMRI was conducted (Figure 4).
Measurements of the left ventricular cavity at end-diastole revealed dimensions of 1.3 cm at the basal septal
wall and 0.8 cm at the basal lateral free wall. At the mid-cavity, dimensions were 1.8 cm at the septal wall
and 1.6 cm at the lateral free wall, while at the apical segment, both the septal wall and the lateral free wall
measured 1.5 cm. During systole, the septum and lateral free wall converged, resulting in complete
obliteration of the lumen at the mid-cavity level. An apical aneurysm was identified with associated cortical
thinning at the apex. The cMRI showed no evidence of a flow void or stenotic jet at the LVOT and no
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irregular systolic motion of the anterior mitral leaflet.

FIGURE 4: cMRI revealing ApHCM with apical aneurysm formation
Severe ApHCM in long‐axis two‐chamber views (A-B) and long‐axis four‐chamber views (C-D) with mid-
ventricular obstruction and ventricular cavity obliteration during systole. Short axis views (E-G) demonstrate the
sparing of basal segments with apical hypertrophy, predominantly affecting mid and apical segments with a small
apical aneurysm (G)

Given the progressive nature of ApHCM, characterized by mid-cavity obliteration, the patient was started on
beta-blocker therapy and adjusted to the maximum tolerable dose based on symptoms. He had no prior
episodes of atrial fibrillation or ventricular tachyarrhythmias as evidenced by ambulatory
electrocardiographic monitoring. Due to his age, comorbidities, and care goals, he was considered ineligible
for reevaluation for a subsequent transplant. Subsequent patient follow-up prioritized comfort measures
and arrhythmia monitoring.

Discussion
HCM encompasses various phenotypical variants, with the predominant form being asymmetric septal
hypertrophy. Other classifications include concentric, reverse septal, neutral, and apical forms [6,7]. ApHCM
generally constitutes about 10% of all HCM forms, although its incidence may vary among different ethnic
groups [7]. While most HCM variants share management strategies, ApHCM is notably distinct. It is more
sporadic and less frequently associated with sarcomere mutations, and its risk factors for sudden cardiac
death (SCD) differ from those of classic HCM [6,8].

Consistent with classic HCM, genetic mutations observed in ApHCM are primarily sarcomeric and exhibit an
autosomal dominant inheritance pattern. These are modulated by environmental and ethnic determinants
[6,9]. Up to 30% of cases have identifiable pathogenic gene mutations, most commonly associated with
MYBPC3 and MYH7, and frequently present a familial history of HCM [7-10]. Currently, there are no
established ApHCM-specific guidelines for diagnosis, family screening, or risk stratification. Both the
American College of Cardiology Foundation/American Heart Association and the European Society of
Cardiology lack ApHCM-specific recommendations in their latest guidelines for HCM [11,12].
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ApHCM is characterized by hypertrophy of the apical segments of the LV, leading to a distinct "spade-
shaped" cavity during diastole. ECG patterns often show deep negative T-waves in precordial and
inferolateral leads, accompanied by voltage criteria suggestive of left ventricular hypertrophy [2,3,6-10].
Whether assessed by TTE or cMRI, diagnostic imaging frequently reveals characteristic LV apical
hypertrophy [2,3,6-10]. This is quantified by an apical wall thickness of ≥15 mm and a maximal apical-to-
posterior wall thickness ratio of ≥1.5 [8].

In ApHCM patients, LVOT obstruction due to anterior systolic motion of the anterior mitral valve leaflet is
typically absent. However, midventricular obstruction and cavity obliteration during systole may occur [6].
Apical systolic cavity obliteration predominantly manifests in pure ApHCM but may also occur in less
common variants [6]. The extent of obliteration can be quantified through the ratio of apical obliteration
end-systolic length to LV cavity end-systolic length [13]. A systolic obliteration-to-cavity ratio >0.5 has been
associated with an increased incidence of atrial fibrillation, stroke, heart failure, and cardiovascular
mortality [13,14]. Apical aneurysms are detected in approximately 2% of all HCM patients, but in about 15%
of those diagnosed with ApHCM, posing an increased risk of thrombus formation at the apex and potentially
elevating the risk of thromboembolic strokes [15,16].

TTE serves as a reliable initial diagnostic tool, allowing visualization of apical hypertrophy and
differentiation between pure and mixed forms of ApHCM [6]. It also identifies other prognostic factors, such
as apical aneurysms and midventricular obstruction. Nevertheless, early ApHCM phenotypes may be missed
by TTE [6,15,17]. When deep T-wave inversion is evident on ECG but TTE results are inconclusive,
supplementary imaging like cMRI is strongly advised for its enhanced diagnostic sensitivity [17,18]. Late
gadolinium enhancement (LGE) is commonly observed in HCM patients, and its prevalence and extent
correlate with the severity of hypertrophy and increased propensities for heart failure and SCD [18]. In
ApHCM, LGE patterns predominantly manifest in the apical and sub-endocardial regions, which are
uncommon in other HCM variants [18,19].

Therapeutic options for symptomatic ApHCM are limited. Patients with LV mid-cavity obstruction are often
treated with high-dose beta-blockers, diltiazem, or verapamil [11,12]. However, responses can be variable
and limited. Small LV apical aneurysms typically do not require treatment, but if thrombi form, long-term
oral anticoagulation is advised [11,12]. Prophylactic implantable cardioverter-defibrillator (ICD) placement
is recommended for those at increased SCD risk [11,12]. Patients should be informed about exercise
restrictions, and those without a history of ventricular fibrillation but at risk of SCD should undergo
standardized evaluations to estimate their five-year SCD risk using the HCM risk-SCD model by the
European Society of Cardiology [12]. Some patients with refractory symptoms can be considered for OHT
[11,12].

Left ventricular hypertrophy in cardiac transplants may arise from multiple mechanisms, such as increased
afterload due to systemic hypertension, direct myocyte proliferation from immunosuppression, or chronic
inflammation [20]. Systemic hypertension is reported in about 75% of transplant recipients during the first
year of post-transplantation, with a higher prevalence when using calcineurin inhibitors [21,22]. Chronic
inflammatory states, especially persistent intracardiac tumor necrosis factor-alpha expression, can also
induce allograft hypertrophy independent of hypertension [23]. Calcineurin inhibitors might directly cause
hypertrophy by stimulating profibrotic signaling pathways [24]. However, ApHCM has not been associated
with post-transplant etiologies of hypertension.

The emergence of an ApHCM phenotype in a transplanted heart suggests a genetic susceptibility to this
form of HCM in the donor heart [5,25]. Current protocols do not mandate genetic screening for HCM among
potential donors in the absence of a known familial history. This case report presents a rare occurrence of
ApHCM in a transplanted heart, likely due to the young donor's genetic predisposition. The condition
appears to be unrelated to long-term immunosuppressive therapy or hypertension. The patient was
administered maximum tolerable doses of beta-blockers, resulting in modest improvement. He
demonstrated a low risk for SCD, lacked an ICD, and showed no evidence of atrial fibrillation or other
arrhythmias upon ambulatory monitoring. As ApHCM progresses, the development of apical aneurysms is a
possibility. For some individuals, the only curative option is heart transplantation, for which this patient was
ineligible. Emerging treatments like mavacampten have shown promise for HCM patients without LVOT
obstruction, but their efficacy in ApHCM cases remains under-studied [26].

Conclusions
Left ventricular ApHCM is a rare variant of HCM characterized by localized hypertrophy of the apical
segment of the LV. Due to its rarity, left ventricular ApHCM has been less extensively studied than other
forms of HCM. The presented case of a heart transplant recipient diagnosed with left ventricular ApHCM
after 11 years post-transplant adds to the unique nature of this condition. Long-term outcomes and
prognostic factors for left ventricular ApHCM in heart transplant patients remain to be elucidated. Given the
scarcity of cases and limited knowledge about the long-term outcomes of left ventricular ApHCM, continued
research efforts are warranted to enhance our comprehension of its pathophysiology, natural history, and
optimal therapeutic approaches. A deeper understanding of left ventricular ApHCM can potentially improve
early detection, risk stratification, and patient management, ultimately leading to better clinical outcomes
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for affected individuals.

Additional Information
Disclosures
Human subjects: Consent was obtained or waived by all participants in this study. Conflicts of interest: In
compliance with the ICMJE uniform disclosure form, all authors declare the following: Payment/services
info: All authors have declared that no financial support was received from any organization for the
submitted work. Financial relationships: All authors have declared that they have no financial
relationships at present or within the previous three years with any organizations that might have an
interest in the submitted work. Other relationships: All authors have declared that there are no other
relationships or activities that could appear to have influenced the submitted work.

Acknowledgements
Victor Molina and Andrew Engel contributed equally to the work and should be considered co-first authors.

References
1. Abugroun A, Ahmed F, Vilchez D, Turaga L: Apical hypertrophic cardiomyopathy: a case report . Cardiol Res.

2017, 8:265-8. 10.14740/cr619w
2. Yamaguchi H, Ishimura T, Nishiyama S, et al.: Hypertrophic nonobstructive cardiomyopathy with giant

negative T waves (apical hypertrophy): Ventriculographic and echocardiographic features in 30 patients. Am
J Cardiol. 1979, 44:401-12. 10.1016/0002-9149(79)90388-6

3. Abinader EG, Sharif D, Shefer A, Naschitz J: Novel insights into the natural history of apical hypertrophic
cardiomyopathy during long-term follow-up. Isr Med Assoc J. 2002, 4:166-9.

4. Ibe U, Balakumaran K, Arora S: Left ventricular apical hypertrophy in a transplanted heart: a case report .
BMC Cardiovasc Disord. 2019, 19:81. 10.1186/s12872-019-1069-4

5. Gao H, Kransdorf E, Ebinger J, Kittleson MM: Hypertrophic cardiomyopathy after heart transplantation: a
single-center case series. JACC Case Rep. 2023, 14:101825. 10.1016/j.jaccas.2023.101825

6. Hughes RK, Knott KD, Malcolmson J, et al.: Apical hypertrophic cardiomyopathy: the variant less known . J
Am Heart Assoc. 2020, 9:e015294. 10.1161/JAHA.119.015294

7. Bos JM, Towbin JA, Ackerman MJ: Diagnostic, prognostic, and therapeutic implications of genetic testing
for hypertrophic cardiomyopathy. J Am Coll Cardiol. 2009, 54:201-11. 10.1016/j.jacc.2009.02.075

8. Eriksson MJ, Sonnenberg B, Woo A, Rakowski P, Parke TG, Wigle ED, Rakowski H: Long-term outcome in
patients with apical hypertrophic cardiomyopathy. J Am Coll Cardiol. Feb. 2002, 39:638-45. 10.1016/s0735-
1097(01)01778-8

9. Arad M, Penas-Lado M, Monserrat L, et al.: Gene mutations in apical hypertrophic cardiomyopathy.
Circulation. 2005, 112:2805-11. 10.1161/CIRCULATIONAHA.105.547448

10. Towe EC, Bos JM, Ommen SR, Gersh BJ, Ackerman MJ: Genotype-phenotype correlations in apical variant
hypertrophic cardiomyopathy. Congenit Heart Dis. 2015, 10:E139-45. 10.1111/chd.12242

11. Gersh BJ, Maron BJ, Bonow RO, et al.: 2011 ACCF/AHA guideline for the diagnosis and treatment of
hypertrophic cardiomyopathy: executive summary: a report of the American College of Cardiology
Foundation/American Heart Association Task Force on Practice Guidelines. Circulation. 2011, 124:2761-96.
10.1161/CIR.0b013e318223e230

12. Elliott PM, Anastasakis A, Borger MA, et al.: 2014 ESC guidelines on diagnosis and management of
hypertrophic cardiomyopathy: the Task Force for the Diagnosis and Management of Hypertrophic
Cardiomyopathy of the European Society of Cardiology (ESC). Eur Heart J. 2014, 35:2733-79.
10.1093/eurheartj/ehu284

13. Kim H, Park JH, Won KB, et al.: Significance of apical cavity obliteration in apical hypertrophic
cardiomyopathy. Heart. 2016, 102:1215-20. 10.1136/heartjnl-2015-309121

14. Wilson P, Marks A, Rastegar H, Manolis AS, Estes NA 3rd: Apical hypertrophic cardiomyopathy presenting
with sustained monomorphic ventricular tachycardia and electrocardiographic changes simulating coronary
artery disease and left ventricular aneurysm. Clin Cardiol. 1990, 13:885-7. 10.1002/clc.4960131213

15. Maron MS, Finley JJ, Bos JM, et al.: Prevalence, clinical significance, and natural history of left ventricular
apical aneurysms in hypertrophic cardiomyopathy. Circulation. 2008, 118:1541-9.
10.1161/CIRCULATIONAHA.108.781401

16. Chen CC, Lei MH, Hsu YC, Chung SL, Sung YJ: Apical hypertrophic cardiomyopathy: correlations between
echocardiographic parameters, angiographic left ventricular morphology, and clinical outcomes. Clin
Cardiol. 2011, 34:233-8. 10.1002/clc.20874

17. Fattori R, Biagini E, Lorenzini M, Buttazzi K, Lovato L, Rapezzi C: Significance of magnetic resonance
imaging in apical hypertrophic cardiomyopathy. Am J Cardiol. 2010, 105:1592-6.
10.1016/j.amjcard.2010.01.020

18. Yamada M, Teraoka K, Kawade M, Hirano M, Yamashina A: Frequency and distribution of late gadolinium
enhancement in magnetic resonance imaging of patients with apical hypertrophic cardiomyopathy and
patients with asymmetrical hypertrophic cardiomyopathy: a comparative study. Int J Cardiovasc Imaging.
2009, 25 Suppl 1:131-8. 10.1007/s10554-008-9406-1

19. Neubauer S, Kolm P, Ho CY, et al.: Distinct subgroups in hypertrophic cardiomyopathy in the NHLBI HCM
registry. J Am Coll Cardiol. 2019, 74:2333-45. 10.1016/j.jacc.2019.08.1057

20. Vicent L, Fernández-Yáñez J, Mateos R, Sousa-Casasnovas I, Fernández-Avilés F, Martínez-Sellés M: Apical
ventricular hypertrophy in the transplanted heart: a 20-year single-center experience. Rev Esp Cardiol (Engl
Ed). 2021, 74:191-4. 10.1016/j.rec.2020.06.029

2023 Molina-Lopez et al. Cureus 15(8): e44344. DOI 10.7759/cureus.44344 6 of 7

https://dx.doi.org/10.14740/cr619w
https://dx.doi.org/10.14740/cr619w
https://dx.doi.org/10.1016/0002-9149(79)90388-6
https://dx.doi.org/10.1016/0002-9149(79)90388-6
https://pubmed.ncbi.nlm.nih.gov/11908253/
https://dx.doi.org/10.1186/s12872-019-1069-4
https://dx.doi.org/10.1186/s12872-019-1069-4
https://dx.doi.org/10.1016/j.jaccas.2023.101825
https://dx.doi.org/10.1016/j.jaccas.2023.101825
https://dx.doi.org/10.1161/JAHA.119.015294
https://dx.doi.org/10.1161/JAHA.119.015294
https://dx.doi.org/10.1016/j.jacc.2009.02.075
https://dx.doi.org/10.1016/j.jacc.2009.02.075
https://dx.doi.org/10.1016/s0735-1097(01)01778-8
https://dx.doi.org/10.1016/s0735-1097(01)01778-8
https://dx.doi.org/10.1161/CIRCULATIONAHA.105.547448
https://dx.doi.org/10.1161/CIRCULATIONAHA.105.547448
https://dx.doi.org/10.1111/chd.12242
https://dx.doi.org/10.1111/chd.12242
https://dx.doi.org/10.1161/CIR.0b013e318223e230
https://dx.doi.org/10.1161/CIR.0b013e318223e230
https://dx.doi.org/10.1093/eurheartj/ehu284
https://dx.doi.org/10.1093/eurheartj/ehu284
https://dx.doi.org/10.1136/heartjnl-2015-309121
https://dx.doi.org/10.1136/heartjnl-2015-309121
https://dx.doi.org/10.1002/clc.4960131213
https://dx.doi.org/10.1002/clc.4960131213
https://dx.doi.org/10.1161/CIRCULATIONAHA.108.781401
https://dx.doi.org/10.1161/CIRCULATIONAHA.108.781401
https://dx.doi.org/10.1002/clc.20874
https://dx.doi.org/10.1002/clc.20874
https://dx.doi.org/10.1016/j.amjcard.2010.01.020
https://dx.doi.org/10.1016/j.amjcard.2010.01.020
https://dx.doi.org/10.1007/s10554-008-9406-1
https://dx.doi.org/10.1007/s10554-008-9406-1
https://dx.doi.org/10.1016/j.jacc.2019.08.1057
https://dx.doi.org/10.1016/j.jacc.2019.08.1057
https://dx.doi.org/10.1016/j.rec.2020.06.029
https://dx.doi.org/10.1016/j.rec.2020.06.029


21. Stehlik J, Edwards LB, Kucheryavaya AY, et al.: The registry of the International Society for Heart and Lung
Transplantation: twenty-eighth adult heart transplant report--2011. J Heart Lung Transplant. 2011,
30:1078-94. 10.1016/j.healun.2011.08.003

22. Hoorn EJ, Walsh SB, McCormick JA, Zietse R, Unwin RJ, Ellison DH: Pathogenesis of calcineurin inhibitor-
induced hypertension. J Nephrol. 2012, 25:269-75. 10.5301/jn.5000174

23. Stetson SJ, Perez-Verdia A, Mazur W, et al.: Cardiac hypertrophy after transplantation is associated with
persistent expression of tumor necrosis factor-alpha. Circulation. 2001, 104:676-81. 10.1161/hc3101.093765

24. Kushwaha SS, Raichlin E, Sheinin Y, Kremers WK, Chandrasekaran K, Brunn GJ, Platt JL: Sirolimus affects
cardiomyocytes to reduce left ventricular mass in heart transplant recipients. Eur Heart J. 2008, 29:2742-50.
10.1093/eurheartj/ehn407

25. Abbasi SA, Cheezum MK, Ghosh N, Stewart GC, Di Carli MF: Multimodality imaging of hypertrophic
cardiomyopathy in a transplanted heart. Circulation. 2014, 130:1010-3.
10.1161/CIRCULATIONAHA.114.010802

26. Ho CY, Mealiffe ME, Bach RG, et al.: Evaluation of mavacamten in symptomatic patients with
nonobstructive hypertrophic cardiomyopathy. J Am Coll Cardiol. 2020, 75:2649-60.
10.1016/j.jacc.2020.03.064

2023 Molina-Lopez et al. Cureus 15(8): e44344. DOI 10.7759/cureus.44344 7 of 7

https://dx.doi.org/10.1016/j.healun.2011.08.003
https://dx.doi.org/10.1016/j.healun.2011.08.003
https://dx.doi.org/10.5301/jn.5000174
https://dx.doi.org/10.5301/jn.5000174
https://dx.doi.org/10.1161/hc3101.093765
https://dx.doi.org/10.1161/hc3101.093765
https://dx.doi.org/10.1093/eurheartj/ehn407
https://dx.doi.org/10.1093/eurheartj/ehn407
https://dx.doi.org/10.1161/CIRCULATIONAHA.114.010802
https://dx.doi.org/10.1161/CIRCULATIONAHA.114.010802
https://dx.doi.org/10.1016/j.jacc.2020.03.064
https://dx.doi.org/10.1016/j.jacc.2020.03.064

	An Unusual Presentation of Apical Hypertrophic Cardiomyopathy in an Orthotopic Heart Transplant Recipient
	Abstract
	Introduction
	Case Presentation
	FIGURE 1: Evolution of ECG left ventricular hypertrophy repolarization changes
	FIGURE 2: Echocardiographic evaluation 22 years after the OHT
	FIGURE 3: Echocardiographic evaluation 22 years after the OHT demonstrating the midventricular cavity obliteration (A-C) and strain polar plot (D) showing loss of longitudinal strain apically
	FIGURE 4: cMRI revealing ApHCM with apical aneurysm formation

	Discussion
	Conclusions
	Additional Information
	Disclosures
	Acknowledgements

	References


