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ABSTRACT

Suboptimal nutrition can lead to deficiencies in micronutrients such as ascorbic acid (vitamin C), which can present with catastrophic 

neurological sequelae. Deficiencies of vitamin C, vitamin B3 (niacin) and zinc levels contribute to reduced bone density. Vitamin C associated 

vertebral fractures, although rare in adults, are still treatable if diagnosed early with a thorough clinical and nutritional history, and early 

supplementation. Radiological clues suggestive of scurvy-induced vertebral fractures can be diagnosed on plain X-ray and MRI spine imaging.

LEARNING POINTS

• Although nutritional deficits like scurvy, pellagra and zinc deficiency are rare, early recognition and prompt treatment can prevent 

critical neurological sequelae. 

• Clinical history including nutritional intake and associated patient symptoms are vital to diagnose scurvy-related vertebral fractures, 

which are treatable. 

• It is important to note that scurvy can also present in an adult population. 

KEYWORDS

Scurvy, vitamin C, zinc, niacin, vertebral fractures, nutrition, micronutrient

INTRODUCTION

Suboptimal nutrition is a common problem in both low- and high-income settings, though nutritional deficiency resulting in hospitalisation is 

rare. Deficiencies in micronutrients such as B and C vitamins, and trace elements including zinc and iron, can result in significant pathology. 

In select populations, evidence suggests the prevalence of nutritional deficiencies such as vitamin C deficiency (scurvy) is higher than 

recognised, ranging from 5% to 20% [1–3]. Severe nutritional deficiency is rare in Australia due to the availability of fresh fruit and vegetables, 

however geographical challenges in some areas contribute to limited access.

Most published cases of scurvy have reported common presentations, such as anaemia, gingival hyperplasia, purpura and abnormal hair 

follicle development [4–9]. Beyond periosteal haemorrhage, rarer orthopaedic complications associated with the disease have been reported. 

We present an interesting case of sclerotic vertebral spine lesions and an acute T11 burst fracture secondary to bone disease, related to 

multinutritional deficiency.
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CASE DESCRIPTION

A 60-year-old male presented to an Australian tertiary hospital with a prolonged history of worsening petechial rash, impaired mobility, 

anaemia and renal impairment. He reported a two-month history of fatigue, unintentional weight loss, thoracic back pain and a petechial 

rash affecting both the upper and lower limbs with bilateral ankle swelling. Prior histology from a skin biopsy of the rash and an oral mucosal 

lesion were nondiagnostic.

His past medical history included previously treated laryngeal squamous cell carcinoma and a right frontal ischaemic stroke. He was a 

current heavy smoker with prior heavy alcohol use. He denied taking regular medications. His nutritional history revealed poor intake of 

meats, fruit and vegetables (namely those high in vitamin C), which he attributed to low income.

Clinical examination supported the initial suspicion of nutritional deficiency. He appeared cachectic with poor dentition, chipped nails and 

evidence of poor wound healing. He was haemodynamically stable (temperature 36.5 oC, pulse 59 bpm, blood pressure 130/75 mm Hg, 

respiratory rate 14 breaths per minute and oxygen saturation 99% on room air). Generalised muscle wasting was noted and a papular, non-

tender purpuric rash on the upper torso and all four limbs, worse on the lower extremities (Fig. 1). The right ankle was swollen and tender 

to palpation with no restricted ankle joint movements. There was midline spinal tenderness at the T10–T11 vertebral area. Neurological 

examination demonstrated an antalgic gait without specific cerebellar signs. 

Figure 1. Clinical photographs demonstrating purpuric 

lesions on upper extremities (A) and bilateral lower 

extremities with haemorrhagic confluence at right ankle 

(B).

While the differential diagnosis remained broad, rapid administration of intravenous thiamine, oral multivitamins and high-dose vitamin C 

500 mg oral twice daily was commenced while undergoing assessment for other causes, including malignancies (e.g. prostate cancer and 

multiple myeloma). Initial biochemistry found iron deficiency anaemia and an elevated erythrocyte sedimentation rate (Table 1). However, 

autoimmune studies, plasma serum electrophoresis, viral screens, faecal occult blood test and haemolysis screening were all negative, 

including C-reactive protein, vitamin B12 and folate levels. A micronutrient screen for vitamin C, vitamin B3 (niacin) and zinc levels were 

available approximately 4 weeks later and revealed significant deficiencies in this patient.

A subsequent biopsy was performed and reported mild superficial and dermal perivascular lymphocytic infiltrates, without evidence of 

vasculitic change. Immunofluorescence staining was negative for IgG, IgA, IgM and C3. Both plain film X-ray imaging and MRI spine (Fig.2) 

reported a T11 burst spinal fracture. 

The patient was maintained on oral micronutrient supplementation for 12 weeks and encouraged to maintain abstinence from alcohol. 

Specific nutritional, physical and occupational programmes were provided to optimise strength and conditioning.

During follow-up at four and eight weeks, the patient’s pain had improved without evidence of neurological compromise; however, the T11 

fracture had caused a significant kyphotic deformity. Subsequent flexion/extension X-ray showed no signs of instability. 
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Figure 2: Sagittal MRI spine in T2(A), T1(B), STIR (C) 

sequences. Illustrates acute T11 burst fracture with almost 

complete loss of the vertebral body height. Retropulsed 

segment of bone causing indenting of the cord but no signs 

of cord injury. Posterior ligamentous complex intact.

Admission 7 days 2 months Reference Ranges

Haemoglobin 76 88 113 135–185 g/L

White cell count 6.6 2.8 7.1 4.0–11.0 - 109/L

Lymphocytes 0.6 0.7 1.8 1.5–4.0 - 109/L

Platelet count 232 188 296 150–450 - 109/L

Mean corpuscular volume 94 97 95 78–100 fL

Albumin 39 35 44 36–47 g/L

Sodium 133 131 134 135–145 mmol/L

Potassium 3.0 4.1 4.8 3.5–4.5 mmol/L

Creatinine 149 88 83 60–110 umol/L

C-reactive protein 20.3 5.2 <5 <5 mg/L

Erythrocyte sedimentation rate 61 0–32 mm/h

Antineutrophil cytoplasmic antibodies <1:20 <1:20

Zinc (serum) 6 8–18 umol/L

Vitamin C 13 20–120 umol/L

Vitamin B3 1-Methylnicotinamide 
(urine) 

6 10–75 umol/day

25-hydroxyvitamin D3 122 50–150 nmol/L

Table 1. Laboratory results (at admission, 

7 days after admission and 2 months after 

admission).
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The patient was mobilised as tolerated. His severe anaemia and kidney injury was resolved with minimal intervention beyond vitamin 

supplementation. Furthermore, there was resolution of skin lesions and stable appearance of the T11 fracture, with improvement of both 

pain and mobility.

DISCUSSION

Although vitamin C deficiency has been associated with skeletal abnormalities in children, it is rarely reported in the adult population. This 

is likely attributed to the morphological differences in bone structure and higher metabolism needs in children compared to adults [10–12]. 

Scurvy principally manifests in defective collagen metabolism. 

Clinical manifestations of scurvy include non-specific constitutional symptoms (fatigue, lethargy, low mood) and haemorrhagic findings 

(petechial haemorrhagic rash as noted in our patient, haemarthrosis and periosteal haemorrhage). Other severe complications include 

intracerebral haemorrhage and myocardial infarction [13–18]. 

Scurvy-associated vertebral fractures occur mostly in the upper lumbar spine or lower thoracic spine, reflective of the biomechanics of 

the transitional thoracolumbar junction [18–19]. The thoracolumbar junction undergoes significant force in motion as it transitions from the 

rigid thoracic spine to the flexible lumbar spine [20]. This energy required to cause a fracture in scurvy is minimal as observed in our patient. 

Interestingly, vertebral fractures associated with scurvy follow similar pathophysiology as seen in osteoporotic fractures. Both clinical 

history including nutrition and its associated symptoms are vital to diagnose scurvy-related vertebral fractures [15–16]. The onset of back pain 

can be spontaneous without any significant history of high impact trauma [18,19]. Severe back pain localised to the area of the fracture is the 

most common presentation [18,19]. 

Common radiological appearances of scurvy include codfish vertebra, wedge and endplate, but these are all related to structural 

insufficiency and are not pathognomonic for scurvy [19]. Other radiological diagnostic clues of scurvy-associated vertebral fractures include 

bone translucency, coarsening of bone trabeculation and/or stencilling of the vertebral bodies [18–19]. MRI of the spine demonstrating bone 

oedema and haemorrhage into the marrow can be attributed to scurvy [17].

As seen in our case report, vitamin C plays an important role in adult bone density and prevention of fractures [15]. Ascorbic acid serves as a 

cofactor in collagen formation and hydroxylation of lysine and proline, both of which are important for the maintenance of bone [4].

CONCLUSIONS

Historically rare nutritional deficits such as scurvy, pellagra and zinc deficiency requiring hospitalisation can present with clinically significant 

bone involvement as shown in this case. It is important to recognise these easily treatable nutritional deficiencies early to avoid critical 

neurological sequelae.



European Journal
of Case Reports in

Internal Medicine

DOI: 10.12890/2022_003359 European Journal of Case Reports in Internal Medicine © EFIM 2022

REFERENCES

1. Hercberg S, Preziosi P, Galan P, Devanlay M, Keller H, Bourgeois C, et al. Vitamin status of a healthy French population: dietary intakes and biochemical markers. Int J Vitam 
Nutr Res. 1994;64:220-232.

2. Hampl JS, Taylor CA, Johnston CS. Vitamin C deficiency and depletion in the United States: the Third National Health and Nutrition Examination Survey, 1988 to 1994. Am J 
Public Health. 2004;94:870-875. doi:10.2105/ajph.94.5.870.

3. Schleicher RL, Carroll MD, Ford ES, Lacher DA. Serum vitamin C and the prevalence of vitamin C deficiency in the United States: 2003–2004 National Health and Nutrition 
Examination Survey (NHANES). Am J Clin Nutr. 2009;90:1252-1263. doi:10.3945/ajcn.2008.27016.

4. Lipner S. A classic case of scurvy. Lancet. 2018;392(10145):431. doi:10.1016/S0140-6736(18)31491-0.
5. Szterenlicht YM, Jarjoui A, Kurd R, Levy L, Munter G. A peculiar case of purpura. Am J Med. 2019;132:934-935. doi:10.1016/j.amjmed.2019.02.047.
6. Bonsall A. Never surprise a patient with scurvy. Int. J. Dermatol. 2017;56:1488-1489. doi:https://doi.org/10.1111/ijd.13723.
7. Colacci M, Gold WL, Shah R. Modern-day scurvy. CMAJ. 2020;192:E96. doi:10.1503/cmaj.190934.
8. Joshi R, Gustas-French CN, Fanburg-Smith JC, Helm KF, Flemming D. Scurvy: a rare case in an adult. Skeletal Radiol. 2019;48:977-984. doi:10.1007/s00256-018-3069-3
9. Peterkofsky B, Gosiewska A, Kipp DE, Shah V, Wilson S. Circulating insulin-like growth factor binding proteins (IGFBPs) 1 and 2 induced in vitamin C-deficient or fasted guinea 

pigs inhibit IGF-I action in cultured cells. Growth Factors. 1994;10:229-241. doi:10.3109/08977199409010989.
10. Hodges RE, Hood J, Canham JE, Sauberlich HE, Baker EM. Clinical manifestations of ascorbic acid deficiency in man. Am J Clin Nutr. 1971;24:432-443. doi:10.1093/

ajcn/24.4.432.
11. Chen G-C, Lu D-B, Pang Z, Liu Q-F. Vitamin C intake, circulating vitamin C and risk of stroke: a meta-analysis of prospective studies. J Am Heart Assoc. 2013;2. doi:10.1161/

JAHA.113.000329.
12. Vannier S, Thomas R, Jean-christophe F, Pinel JF, Verin M. Vitamin C depletion is spontaneous intracerebral hemorrhage risk factor. (S25.005). Neurology. 2014;82(10 

Supplement). https://n.neurology.org/content/82/10_Supplement/S25.005. Accessed 8 June 2020.
13. Nyyssönen K, Parviainen MT, Salonen R, Tuomilehto J, Salonen JT. Vitamin C deficiency and risk of myocardial infarction: prospective population study of men from eastern 

Finland. BMJ. 1997;314:634-638. doi:10.1136/bmj.314.7081.634.
14. Padayatty SJ, Levine M. Vitamin C and myocardial infarction: the heart of the matter. Am. J. Clin. Nutr. 2000;71:1027-1028. doi:10.1093/ajcn/71.5.1027.
15. Simon JA, Hudes ES. Relation of ascorbic acid to bone mineral density and self-reported fractures among US adults. Am. J. Epidemiol. 2001;154:427-433. doi:10.1093/

aje/154.5.427.
16. Fain O. Musculoskeletal manifestations of scurvy. Jt Bone Spine. 2005;72:124-128. doi:10.1016/j.jbspin.2004.01.007.
17. Uda K, Goto M, Nigo A, Kono T. Early diagnosis of scurvy based on radiology and dietary history. Pediatr. Int. 2017;59:357-358. doi:10.1111/ped.13183.
18. Seftel HC, Malkin C, Schmaman A, Abrahams C, Lynch SR, Charlton RW, et al. Osteoporosis, scurvy and siderosis in Johannesburg Bantu. Science 1966;936(March):1964-1965.
19. Joffe N. Some radiological aspects of scurvy in the adult. Brit.J. Radiol. 1961;34:429-437. doi:10.1259/0007-1285-34-403-429.
20. Howland WJ, Curry JL, Buffington CB. Fulcrum fractures of the lumbar spine: transverse fracture induced by an improperly placed seat belt. JAMA. 1965;193:240-241. 

doi:10.1001/jama.1965.03090030062025.


