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INTRODUCTION

Scurvy is a rare but potentially fatal nutritional
disorder caused by a deficiency of vitamin C, an
essential nutrient crucial to collagen synthesis, wound
healing, and antioxidant defense.' The manifestations
of scurvy can affect multiple organ systems, including
the skin, and mimic a wide range of dermatologic,
orthopedic, hematologic, and rheumatologic condi-
tions.” Common cutaneous findings include perifol-
licular petechiae, purpura, and swelling.”

Historically, scurvy was an important health
concern among sailors on long sea voyages with
limited access to fresh fruits and vegetables. Today,
scurvy remains a concern among individuals who face
food insecurity because of old age, unstable housing,
or substance use disorders.” Pediatric patients with
autism are at particular risk of scurvy resulting from
avoidant/restrictive food intake disorder.”

Here we present a case of chronic scurvy mani-
festing as sclerotic edema of the bilateral lower
extremities in a pediatric patient with specific food
aversions.

CASE REPORT
A 17-year-old male presented to the emergency
department of our hospital with a 2-month history of

fatigue and worsening pain, stiffness, swelling, and
discoloration of the left lower extremity. More
recently, the patient noted similar changes occurring
in his right lower extremity, as well as an unintended
weight loss of 19 lbs over a 2-month period. On
examination, abnormal findings were limited to the
bilateral legs. These findings included multiple indu-
rated violaceous plaques involving the knees, shins,
and ankles, with associated skin textural changes,
purpura, and follicular prominence (Fig 1). Prior to
admission, concern for vasculitis was raised and
treatments included a short course of prednisone
(40 mg daily for 7 days) and naproxen (500 mg twice
daily for 3 weeks), both with minimal symptom relief.

Complete blood count was significant for micro-
cytic anemia, with a hemoglobin of 7.0 g/dL and
mean corpuscular volume of 78.2 fL. The reticulocyte
index was 1.12 with a negative direct Coombs and a
ferritin of 88 ng/mL. Platelets, eosinophils, and white
blood cell were within normal limits. His c-reactive
protein was 6.70 mg/dL (ref 0.0-0.99) and his
erythrocyte sedimentation rate was 22 mm/hr (ref
0-15). He had a negative rheumatologic work-up,
including a negative anti-nuclear, rheumatoid factor,
anti-cyclic citrullinated peptide, anti-topoisomerase
I, and anticentromere antibodies.

From the Department of Dermatology, University of Washington
Medicine, Seattle, Washington®; Department of Dermatology,
Mayo Clinic, Rochester, Minnesota®; School of Medicine,
University of California San Diego, San Diego, California‘
Division of Pediatric and Adolescent Dermatology, Rady
Children’s Hospital, San Diego, California®; Department of
Pathology, Rady Children’s Hospital, San Diego, California®;
and Department of Dermatology, University of California San
Diego, San Diego, California.f

Funding sources: University of California San Diego, Department
of Dermatology.

Patient consent: The authors obtained written consent from
patients for their photographs and medical information to be
published in print and online and with the understanding that
this information may be publicly available. Patient consent

82

forms were not provided to the journal but are retained by the
authors.

IRB approval status: Not applicable.

Correspondence to: George Hightower, MD, PhD, Department of
Dermatology, UC San Diego and Division of Pediatric and
Adolescent Dermatology, Rady Children’s Hospital, SA: 3030
Children’s Way, San Diego, CA 92123. E-mail: ghightower@ucsd.
edu.

JAAD Case Reports 2024;44:82-4.

2352-5126

© 2023 by the American Academy of Dermatology, Inc. Published
by Elsevier Inc. This is an open access article under the CC BY-
NC-ND license (http://creativecommons.org/licenses/by-nc-nd/
4.0/).

https://doi.org/10.1016/j.jdcr.2023.12.008


Delta:1_given name
Delta:1_surname
Delta:1_given name
Delta:1_surname
Delta:1_given name
Delta:1_surname
http://crossmark.crossref.org/dialog/?doi=10.1016/j.jdcr.2023.12.008&domain=pdf
mailto:ghightower@ucsd.edu
mailto:ghightower@ucsd.edu
http://creativecommons.org/licenses/by-nc-nd/4.0/
http://creativecommons.org/licenses/by-nc-nd/4.0/
https://doi.org/10.1016/j.jdcr.2023.12.008

JAAD CASE REPORTS
VoLume 44

Fig 1. Indurated violaceous plaques of right and left
posterior lower limbs with associated purpuric macules
and patches most prominent along medial left lower limb.
Well-defined violaceous indurated plaques were also
noted on the anterior lower limbs and posterior thighs,
with purpuric patches, follicular prominence, and textural
changes.

Magnetic resonance imaging of the left lower
extremity demonstrated moderate diffuse subcu-
taneous edema, most prominent along the fascial
plane along the subcutaneous fat. Edema was also
noted throughout fascial planes of the upper left leg
extending to the knee. Skin punch biopsy of the
indurated left posterior calf demonstrated an
expanded dermis with thick collagen bundles, min-
imal superficial dermal mixed inflammation, and
extravasated red blood cells (Fig 2). Fascial biopsy
from the left lower limb demonstrated a dense
histiocytic infiltrate with numerous hemosiderin-
laden macrophages, and small pockets of lympho-
cytic inflammation with eosinophils (Fig 3).

Nutritional work-up was significant for vitamin C
less than 0.1 mg/dL (ref 0.2-2.1). Vitamins D and E, as
well as thiamine, copper, and zinc were all within
normal limits. Further history from the patient’s
parents confirmed the patient’s diet included pri-
marily peanut butter sandwiches, pizza, chicken
nuggets, candy, and popcorn. He did not eat red
meats, green vegetables, or fruit, other than bananas.

The patient was ultimately diagnosed with fasciitis
and pseudoscleroderma secondary to vitamin C
deficiency and was initiated on ascorbic acid sup-
plementation, 500 mg twice daily for 7 days. At
6 weeks follow-up he had full laboratory correction
of anemia and vitamin C values. At 10 weeks he had
near complete resolution of his symptoms and skin
changes, with only residual hyperpigmentation.

DISCUSSION

Our case highlights pseudoscleroderma with fas-
ciitis as an uncommon presentation of scurvy in an
adolescent patient. In the United States, pediatric
patients with food aversions may still be at risk for
scurvy despite access to foods that contain vitamin C.
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Fig 2. Skin punch biopsy of the left thigh demonstrated an
expanded dermis with thick collagen bundles, as well as
minimal superficial dermal mixed inflammation and
hemosiderin-laden macrophages (high power insert).

Fig 3. Fascial biopsy of the left thigh demonstrated a
dense histiocytic infiltrate with numerous hemosiderin-
laden macrophages and small pockets of lymphocytic
inflammation with eosinophils (high power insert).

Avoidant/restrictive food intake disorder is often
seen in individuals with developmental disabilities
such as autism spectrum disorder, which can result in
deficiencies in vitamin C and other essential nutri-
ents.” Cases of scurvy among pediatric patients with
autism have been documented,””’ with diagnoses
often made following dramatic signs of deficiency
such as refusal to walk, bone pain, lower extremity
swelling, and gingival bleeding. Our case highlights
the variety of skin findings which can present in this
disease.

Early reports of scleroderma-like skin changes
were documented in a cohort of 40 scurvy patients
admitted to a Johannesburg hospital between 1952
and 1953.° Similar to our case, histopathology
demonstrated red blood cell extravasation,
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hemosiderin deposition, and perivascular inflamma-
tion. Schulz and colleagues presented 3 cases of
scleroderma-like skin and subcutaneous changes
related to vitamin C deficiency in the 1960s.
Histologic examination in these patients demon-
strated dermal fibrosis, mixed perivascular inflam-
mation, and hemosiderin deposition. The authors
proposed that these sclerotic changes result from a
cascade of events, including hemorrhage and hemo-
siderin deposition within the affected areas that
subsequently stimulates tissue fibroblast activity.”

More recently, Ahangari et al presented 2 cases in
which patients developed swollen, indurated lower
limbs with associated purpuric skin changes and
were found to have anemia, elevated inflammatory
markers, and low vitamin C. Ascorbic acid supple-
mentation led to improvement in skin findings but
did not completely resolve the underlying sclerotic
changes."’

In our case, fascial biopsies demonstrated an
inflammatory infiltrate and hemosiderin deposition
along deeper tissue planes, which could support
prior considerations that pseudoscleredema may be
in response to chronic hemorrhage and iron depo-
sition within the tissue. In contrast to prior case
reports, our patient’s symptoms and cutaneous
findings responded nearly completely to vitamin C
supplementation. The reason for this discrepancy
remains unclear, but may pertain to the chronicity of
findings, patient’'s age, or alternative factors.
Clinicians should be aware of this uncommon pre-
sentation of vitamin C deficiency and have a low
threshold for nutritional deficiency work-up when
considering a differential that includes morphea
profunda or eosinophilic fasciitis. Additionally,
increased recognition of the higher risk of scurvy

JAAD CASE REPORTS
FeBrUARY 2024

among patients who exhibit selective eating behav-
iors is essential, as early recognition and treatment
can effectively manage this condition and prevent
further complications.
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