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CASE REPORTS

An 84-year-old man with lower extremity bullae
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Deep vein thromboses (DVT) are often associated with post-thrombotic syndrome (PTS) and long term side effects such as

chronic venous insufficiency or venous stasis ulcers, but these symptoms typically develop months-to-years after presentation of
the DVT. Here, we report a case of severe lower extremity bullae and ulcers one week after diagnosis and treatment of DVT.
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1. CASE REPORT

An 84-year-old gentleman with past medical history signifi-
cant for hypertension, coronary artery disease, and diabetes
mellitus type 2 presented with chief complaint of sudden
onset left lower extremity swelling and pain with ambula-
tion. Ultrasound revealed a Deep vein thromboses (DVT)
extending from common femoral vein to popliteal vein below
the trifurcation. He was started on heparin drip secondary
to impaired renal function with a creatinine of 1.6 (baseline
1.0). Once his renal function improved with administration
of IV fluids, he was switched to apixaban 10mg twice daily
for 7 days, then 5 mg twice daily and discharged home. Five
days after discharge, he developed distal left leg pain and
blisters with skin sloughing. The patient returned to the ED,
where one dose of vancomycin was given for possible celluli-
tis after blood and wound cultures were done. On admission
evaluation, the leg did not appear to be acutely infected, but
due to concern for superinfection, patient was started on
oral clindamycin and topical ketoconazole. Blood cultures
and wound cultures were negative. The left lower leg had
multiple coalescent bullae, some decompressed (see Figure
1). There was no circumferential erythema. There were no

blisters above the popliteal fossa, or on the contralateral leg.
Patient had intact pulses, no cyanosis or bluish discoloration
of skin. There was no extension of the prior clot, and no
evidence of phlegmasia cerulean dolens. The patient was
evaluated by wound care, his pain was controlled and he was
discharged to a skilled nursing facility for rehabilitation.

Figure 1. Bullae on left lower extremity

2. DISCUSSION
Venous thrombosis is a common occurrence, with an esti-
mated incidence of 1 per 1,000 annually in adult popula-
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tions.[!] Two-thirds of these thrombotic events are DVT. The
rate of occurrence continues to climb as a person ages, up
to 13-fold greater than those aged 45-55. Unprovoked or
idiopathic DVT comprise 25%-40% of all DVT.!!-2!

After an initial DVT, post-thrombotic syndrome (PTS) oc-
curs in 20%-50% of patients.’] PTS is more common in
patients with DVT proximal to the knee, are overweight and
in those who do not take their anticoagulants or are not within
therapeutic levels on anticoagulation. PTS is manifested by
venous ulcers, venous insufficiency and discoloration. These
symptoms typically develop months-to-years after diagno-
sis and treatment of DVT. It is posited that chronic venous
hypertension leads to symptoms of PTS.[* PTS is normally
treated similarly to other venous insufficiency diseases via
compression stockings and symptom management, rarely
requiring surgery.

Another complication of DVTS is phlegmasia cerulean
dolens, a syndrome associated with cyanosis and increased
clot size, leg swelling and pain. This often results in gan-
grene of the distal limb and further complications, and can
be associated with pulmonary embolus.

In this case, a much rarer and more acute symptomatology
evolved secondary to acute hydrostatic shifts in the lower

extremity resulting in the formation of large sterile bullae.
Edema and swelling of the thigh, coupled with the block-
age of a large vein, caused blistering and bullae through
rapidly increased hydrostatic pressures. Normally, blisters
form over time with friction or increased pressure;> how-
ever, in this case, the acute change in venous return caused
an acute change in interstitial fluid hydrostatic pressure. This
resulted in separation of epidermal cells at the level of the
stratus spinosum, leading to extensive large bullae, ! many
of which burst with weeping of serous fluid. This was an
interesting and rare example of acute hydrostatic pressures
changes with acute venous thrombosis.
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