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L iposarcoma is one of the most common soft
tissue sarcomas, representing 50% of all
retroperitoneal sarcomas. A large retroper-

itoneal sarcoma can exert mass effect on intraab-
dominal organs and the thoracic cavity producing
symptoms similar to those seen in acute decompe-
nsated heart failure (HF), such as abdominal swell-
ing, dyspnea on exertion, and orthopnea. However,
the presentation with new-onset HF masking a mas-
sive retroperitoneal liposarcoma is exceedingly rare.
Here, we present an interesting case of an elderly
patient with new-onset decompensated HF in the
setting of multi-vessel coronary artery disease who
responded well to intravenous diuretic therapy with-
out complete symptom resolution. Further workup
showed a massive retroperitoneal sarcoma as the con-
tributing etiology. Given his poor cardiac function,
he was not initially a surgical candidate. However,
after being placed on appropriate goal-directed med-
ical therapy, he experienced recovery in his ejection
fraction (EF) and is now a surgical candidate.

A 78-year-old male with a history of hypertension,
hyperlipidemia, and tobacco abuse came to the
emergency room with complaints of progressive
shortness of breath, orthopnea, and abdominal dist-
ention. On initial evaluation, the patient was nor-
motensive, tachycardiac, and volume overloaded.
The laboratory results showed elevated N-terminal
pro-B-type natriuretic peptide level with a benign
comprehensive metabolic panel. Chest X-ray re-

vealed cardiomegaly with pulmonary vascular con-
gestion. Transthoracic echocardiogram showed a
severely reduced EF of 10%–15%, left ventricular ec-
centric hypertrophy and global hypokinesis. He re-
sponded well to intravenous diuretics, but had per-
sistent orthopnea and minimal improvement of ab-
dominal distension. He underwent computed tomo-
graphy of the abdomen and pelvis which showed
an extremely bulky, multi-lobulated retroperitoneal
mass measuring 29 cm × 33 cm × 35 cm with mass
effect on multiple intra-abdominal organs (Figure 1).
Computed tomography guided core needle biopsy
of the mass confirmed well-differentiated liposar-
coma (WDLPS) with atypical spindle cells and adi-
pocytes (Figure 2). Fluorescence in situ hybridiza-
tion analysis revealed murine double minute 2 (MDM2)
amplification. No evidence of metastatic disease was
found on additional workup. The patient was not
initially a candidate for surgical resection due to his
low EF, however, after three months of goal-direc-
ted medical therapy, he had recovery in EF from 10%−
15% to 40%. Outpatient ischemic evaluation rev-
ealed multivessel disease and he underwent coron-
ary artery bypass surgery. He is planned for tumor
resection.

Sarcomas are a heterogeneous group of over 80
different tumors arising from mesenchymal or con-
nective tissue. In 2018, soft tissue sarcomas repres-
ented approximately 0.8% of all cancers in the United
States.[1] Pure WDLS accounts for approximately

Journal of
Geriatric Cardiology

Journal of
Geriatric Cardiology

Journal of
Geriatric Cardiology

Journal of
Geriatric Cardiology

Journal of
Geriatric Cardiology

LETTER TO THE EDITOR
J Geriatr Cardiol 2022; 19(4): 319–321

 

© 2022 JGC All rights reserved; www.jgc301.com



40%−50% of liposarcoma and has a male predilec-
tion with peak incidence between the fifth and sixth
decade of life.[2] WDLS is characterized by chromo-
some 12q13-15 amplification, which leads to overex-
pression of a gene called MDM2.[2] MDM2 overex-
pression is seen nearly universally in WDLS and
downregulates the activity of tumor suppressor gene
p53.[2] The most common sites of WDLS are the deep
muscles of the extremities, followed by the retro-
peritoneum, and then other sites like the groin and
mediastinum.[3] In a review of 92 cases of WDLS, tu-
mors within the retroperitoneum and groin had
higher recurrence rates than compared to extremity
tumors.[3] Local recurrence is presumably higher

within deep spaces because of incomplete resection
due to anatomic location.[3]

Our patient presented with classical symptoms of
acute decompensated HF that was confirmed by
transthoracic echocardiogram with severely reduced
EF and global hypokinesis. Since he continued to
have orthopnea despite adequate diuresis, further
imaging discovered the mass effect of a giant lipos-
arcoma causing mechanical compression of his sur-
rounding organs and into his thoracic cavity result-
ing in limited diaphragmatic expansion. There is no
established association between liposarcoma and
HF without metastatic disease, however, there has
been a proposition of MDM2’s role in cardiovascu-
lar disease.[4] Complete surgical resection remains
the preferred treatment method for WDLPS.[5] Ad-
junctive radiation and chemotherapy have little
role in WDLPS, as the tumor is not radiosensitive
and there is no established survival benefit from
chemotherapy.[6] Given MDM2 over-amplification
is consistently seen in WDLPS, molecular-based
targeted therapies, such as MDM2 antagonists, are
still undergoing clinical trials and research.

In our case, the new-onset systolic HF not only
masked a giant retroperitoneal mass on initial eval-
uation, but also delayed the primary treatment op-
tion of surgical resection. This case represents a cl-
inically challenging scenario that required a mul-
tidisciplinary team approach. Perhaps, more rese-
arch can be devoted into the benefit of temporary ven-
tricular assist device perioperatively for non-card-
iac surgeries in challenging clinical scenarios. 
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Figure 1    Liposarcoma imaging. Computed tomography image
shows an extremely large, bulky multi-lobulated retroperitoneal
mass  lesion  with  mass  effect  on  bladder  and  compression  into
thoracic  cavity.  The  red  arrows  point  to  lobulated  areas  within
the mass.

 

Figure 2    Well-differentiated liposarcoma pathology. Core bio-
psy  showing  adipocytes  and  fibrotic  stroma  containing  spindle
cells under hematoxylin and eosin stain.
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