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PRACTICE POINTS

. Purpura fulminans (PF) is a life-threatening
condition characterized by intravascular coagulation
and skin necrosis.

. Patients with underlying liver disease are at greater
risk for PF secondary to Vibrio vulnificus infection.

. Given the high mortality rate, rapid identification
of the etiologic agent and timely antibiotic treatment
are necessary.

To the Editor:

Purpura fulminans (PF) is an acute, life-threatening
condition characterized by intravascular thrombosis and
hemorrhagic necrosis of the skin. It classically presents
as retiform purpura with branched or angular purpuric
lesions. Purpura fulminans often oeccurs in the setting
of disseminated intravascular coagulation, secondary to
sepsis, trauma, malignancy,<autoimmune disease, and
congenital or acquired protein C or S deficiency, among
other abnormalities.!. Rapid identification and treatment
of the underlying cause are mainstays of management.
We report a case of PF secondary to Vibrio vulnificus infec-
tion and highlight the importance of timely consideration
of this etiologic agent due to the high mortality rate and
specific treatment required.

A 58-year-old man with liver cirrhosis and hepatitis B
virus presented with pain, swelling, and localized ery-
thema affecting both legs as well as a fever. He reported
vomiting blood and an episode of bloody diarrhea over the
preceding 24 hours. He denied exposure to sick contacts

or a history of autoimmune disease. At initial presenta-
tion to the emergency department, physical examination
revealed few scattered, sharply demarcated, erythematous
to violaceous patches that rapidly progressed overnight
to hemorrhagic bullae and widespread retiform purpuric
patches on both legs (Figure 1). As the patient’s skin con-
ditionnworsened, he had a blood pressure of 80/50 mm Hg
and a pulse rate of 110/min. Serum analysis was notable
for ‘mild leukocytosis (10.74X10°/L [reference range,
4.8-10.810°/L), thrombocytopenia (39X10°/L [reference
range, 150-450%10°/L]), and decreased C3 (25 mg/dL
[reference range, 81-157 mg/dL]) and C4 (8 mg/dL [refer-
ence range, 13-39 mg/dL]). Laboratory findings also were
remarkable for prothrombin time (23.3 seconds [refer-
ence range, 8.8-12.3 seconds]), partial thromboplastin
time (52.5 seconds [reference range, 23.6-35.8 seconds]),
and international normalized ratio (2.01 [reference range,
0.8-1.13]). Aspartate transaminase (237 U/L [reference
range, 11-39 U/L]) and alanine transaminase (80 U/L
[reference range, 11-35 U/L]) were elevated, while antineu-
trophil cytoplasmic antibodies, serum immunoglobulin,
and cryoglobulins were unremarkable. Punch biopsies of
the left thigh were performed, and histopathology revealed
small vessel thrombosis and ischemic changes consistent
with PF (Figure 2). Vancomycin, clindamycin, cefepime
injection, and piperacillin-tazobactam were administered
intravenously for empiric broad-spectrum sepsis coverage.
Within hours, the patient experienced refractory septic
shock with disseminated intravascular coagulation and
died from pulmonary embolism and subsequent cardiac
arrest. Tissue and blood cultures grew V vulnificus.

Vibrio vulnificus is a gram-negative bacillus and a rare
cause of primary septicemia following consumption of
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PURPURA FULMINANS

FIGURE 1. A and B, Initial presentation of localized erythema on the
left leg and nonblanching retiform purpura, edema, and hemorrhagic
bullae on both legs.

shellfish, especially oysters. Wounds exposed to saltwater
or brackish water contaminated with the microorganism
can produce soft-tissue infections. Individuals with chronic
liver disease are at greater risk for V vulnificus infection.?
The clinical presentation of V vulnificus includes early cel-
lulitislike patches, late purpura with hemorrhagic bullae,
and rapidly progressing shock.?

Mortality rates from V vulnificus infection are high.*
Therefore, it is recommended to presumptively diagnose
V vulnificus septicemia in any individual at risk for infec-
tion who presents with the characteristic history in the
setting of hypotension, fever, or septic shock. It is crucial
for providers to be aware that broad-spectrum antibiotics
commonly used for sepsis are inadequate for the treat-
ment of Voulnificus. Inmediate treatment with tetracycline
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FIGURE 2. Histopathology of a‘punch biepsy from the left thigh
revealed blood vessels in the subcutis with small fibrin thrombi
as well as erythrocyte congestion in the superficial to mid dermis
(H&E, original magnification X20).

(minocycline or doxycycline) and a third-generation ceph-
alosporin (cefotaxime or ceftriaxone injection) or in com-
bination with ciprofloxacin has been proven effective.**

Vibrio vulnificus rarely is described in the literature as
inducing PF. In one previously reported case, the patient
was otherwise healthy and managed to recover follow-
ing antibiotic therapy and wound debridement,® whereas
in another case the patient had undiagnosed liver cir-
rthosis and died from the infection.®” In the latter case,
the patient presented to the emergency department in a
coma. Our patient did not have the clinical signs of sepsis
upon initial presentation to the emergency department.
It is possible the infection rapidly progressed because
of his underlying liver disease. Genotyping analysis of
V vulnificus has shown that strains with low pathogenicity
can cause primary septicemia in humans.”

Our case reinforces the need to quickly recognize
V vulnificus as a rare underlying cause of PF and admin-
ister the appropriate treatment.

REFERENCES

1. Levi M, Ten Cate H. Disseminated intravascular coagulation. N Engl |
Med. 1999;341:586-592.

2. Tacket CO, Brenner F, Blake PA. Clinical features and an epidemiologi-
cal study of Vibrio vulnificus infections. ] Infect Dis. 1984;149:558-561.

3. Blake PA, Merson MH, Weaver RE et al. Disease caused by a marine
Vibrio: clinical characteristics and epidemiology. N Engl ] Med. 1979;300:
1-5.

4. Liu JW, Lee IK, Tang HJ, et al. Prognostic factors and antibiotics in
Vibrio vulnificus septicemia. Arch Intern Med. 2006;166:2117-2123.

5. Chen SC, LeeYT, Tsai SJ, et al. Antibiotic therapy for necrotizing fasciitis
caused by Vibrio vulnificus: retrospective analysis of an 8 year period.
J Antimicrob Chemother. 2012;67:488-493.

6. Choi HJ, Lee DK, Lee MW et al. Vibrio vulnificus septicemia presenting
as purpura fulminans. ] Dermatol. 2005;32:48-51.

7. Hori M, Nakayama A, Kitagawa D et al. A case of Vibrio vulnificus infec-
tion complicated with fulminant purpura: gene and biotype analysis of
the pathogen. JMM Case Rep. 2017;4:e005096.

WWW.MDEDGE.COM/DERMATOLOGY

Copyright Cutis 2021. No part of this publication may be reproduced, stored, or transmitted without the prior written permission of the Publisher.





