
Case Report

ISSN: 2574 -1241              DOI: 10.26717/BJSTR.2023.52.008288

Pain, Chronic Wounds and Pyoderma Gangrenosum – 
Case Report and Review

Tímea Hevér*
North-Pest Center Hospital - Military Hospital, Hungary

*Corresponding author: Tímea Hevér, North-Pest Center Hospital - Military Hospital, Budapest, Hungary

Copyright@ :  Tímea Hevér | Biomed J Sci & Tech Res | BJSTR.MS.ID.008288. 43952

ABSTRACT

Pyoderma gangrenosum (PG) is a rare, non-infectious, autoinflammatory neutrophilic, rapidly progressive, 
ulcerative skin disease that is not easily diagnosed. The article presents one case and summarizes the 
knowledge about pyoderma gangrenosum. A 66-year-old man with lower extremity ulcers had many 
comorbidities, e.g. hip wear requiring opiate analgesics. For a year, his leg ulcers, which were judged 
to be caused by atherosclerosis, were treated by the local dermatologist. Improvement was visible, 
but new ulcers appeared, that’s why he turned to us. After a thorough examination, we recommended 
nutrients, physical vascular therapy, and changes of dressings. The patient and his wife were educated, 
we recommended dressing changes at home. One month later the expected improvement did not 
start. Therefore, we continued the treatment with weekly dressing changes performed by professional 
staff. After some improvement, the condition of the wounds worsened. The possibility of pyoderma 
gangrenosum was raised. Histology confirmed the assumption, but due to the increase in complaints, 
we started steroid treatment at the same time as the sampling. The treatment proved effective, and the 
extent of the wounds gradually decreased. In summary, if the wound progresses despite the optimized 
treatment conditions or does not show a healing tendency, it is necessary to think about what other 
reasons could be behind it. An ulcer formed from newly appearing blisters raises the possibility of 
pyoderma gangrenosum.
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Key Messages: The circumstances of the development of non-healing, suddenly progressive wounds can 
help in finding the diseases. This paper presents a case and summarizes the knowledge about pyoderma 
gangrenosum. 
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Introduction
Pyoderma gangrenosum (PG) is a rare, non-infectious inflamma-

tory skin disease classified within the group of neutrophilic dermato-
ses and clinically characterized by painful, rapidly evolving cutaneous 
ulcers with undermined, irregular, erythematous-violaceous edges 
[1-3]. Early detection and appropriate treatment of the disease is a 
serious challenge.

Case Report
The history of the 66-year-old man includes several diseases, 

such as tonsillectomy, appendectomy, skull surgery, left hip surgery, 

surgery for right shoulder arthrosis, varicose vein surgery on both 
lower limbs, right knee prosthesis surgery, diabetes, atrial fibrillation, 
coronary angiography, left tibial anterior percutaneous transluminal 
angioplasty. He was awaiting prosthesis implantation due to left hip 
wear. Because of the pain he required opiate painkillers. The opera-
tion prerequisited defocalization. A year earlier on both lower limb 
ulcers developed, which were judged to be caused by atherosclerosis. 
Ulcers were treated by the local dermatologist. Based on the wife’s 
photo documentation, an improving trend was visible, but blisters 
and new ulcers appeared on her legs, that’s why he turned to us.
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During a thorough physical examination of the patient, both femo-
ral arteries and the right tibial anterior artery were palpable, the oth-
er peripheral vessels were not palpable. Both legs were tight, edema-
tous, and hyperpigmented Doppler index was 0.8 at the right anterior 
tibial artery, 0.9 at the right posterior tibial artery, 1.0 at the left an-
terior tibial artery, 0.9 at the left posterior tibial artery. On the front 
surface of the middle-lower third of the right leg, a 4x3x0.5 cm partly 
plaque-like, partly granulating ulcer was with a straight edge. On the 
dorsal part of the left foot, there was a 9x4x0.2cm ulcer with an irreg-
ular shape, a concave edge, and covered with a yellow plaque. Under 
the left outer leg, there was a 2.5x2.5x0.2cm ulcer with an irregular 
shape, a concave edge, and covered with a yellow plaque. There was a 
2.5x1.5x0.2cm plaque-based, macerated wound with a threaded edge 
at the border of the dorsal middle-lower third of the left leg. Finally, 
numerous plaque-based wounds scattered medially were visible on 
the left leg. On both legs, traces of purple dye remained in places after 
the dermatological treatments.

We performed a thorough debridement (as much as the pain al-
lowed) and cleaning of the wounds area on both legs. We applied after 
wound disinfection and the use of hemoglobin spray and care of the 
wound area, an antimicrobial gelling fiber dressing, a hydrofiber ban-
dage and a compression bandage. We recommended for the patient 
nutrients, physical vascular therapy six times per day, and changes of 
dressings. Due to the distance of several hours between the patient’s 
home and the hospital, we trained the patient and his wife to bandage 
at home. However, at the one-month follow-up, the expected improve-
ment based on the therapy did not start. Therefore, in consultation 
with the patient, we continued the treatment on a weekly basis, with 
a dressing change performed by a specialist. 

One month later, Pseudomonas infection developed on the ulcer 
on the dorsal part of the foot, which disappeared with the applica-
tion of a silver-containing bandage and boric acid powder. During that 
month, the depth and outer size of the wounds gradually decreased, 
but new blisters and growing wounds with reddish wound border 
appeared on the left leg. At that time, it came up that we should also 
conduct tests in the direction of another disease, pyoderma gangrae-
nosum. Histology confirmed the assumption, but due to the increase 
in pain, we started steroid treatment (metilprednisolon 1 mg/kg/
day) at the same time as the sample was taken. The treatment proved 
to be effective already one week after the beginning of the treatment. 
In the coming month, the size of the wounds gradually decreased in 
diameter and depth. Granulation and desquamation of the wounds 
have started. However, the patient’s pre-existing stomach problem 
worsened while taking the stomach acid-reducing medication. Gas-
troscopy confirmed Helicobacter pylori infection. 

Due to further deterioration and difficulty swallowing, he was re-
ferred to internal medicine. Here, inflammation affecting the lower 
third of the esophagus and multiple stomach ulcers were confirmed. 
The steroid treatment was stopped immediately, afterwards the con-

dition of the already partially exfoliated wounds deteriorated rapidly, 
and the size of the wounds increased again. The patient died suddenly 
10 days after hospitalization.

Discussion 
Complex and customized treatment must be used in the treatment 

of chronic wounds. Important factor is to get supplement of trace el-
ements and protein with different types of nutrients, to use physical 
vascular therapy six times per day, and use special dressings and the 
treatment of the underlying disease. At this patient we used Granuda-
cyn® disinfectant, Granulox® spray, Exufiber AG® and Aquacel AG 
Foam® dressings. We found that the condition of the wounds did not 
improve, and even new wounds appeared. There was no suspicion of 
a tumor, but there was the possibility of pyoderma gangraenosum, 
which was also confirmed by histology.

The annual incidence of PG is low, approximately 0.63 per 
100.000. [4] PG usually affects middle-aged adults, and literature data 
is divided in terms of gender prevalence. At the same time, Xu et al. 
found a double female dominance among the cases they examined. [5] 
Its development is based on a genetic predisposition and, most often, 
an abnormal immune response with or without previous trauma (in-
jury or surgery, a phenomenon known as ‘pathergy’). [2] In 50–80% 
of cases, PG is associated with a systemic underlying disease, most 
commonly inflammatory bowel disease (IBD), hematologic disorders, 
solid organ malignancy, and inflammatory arthritis. [6] Autoimmune 
diseases and medications prescribed as treatments, such as prop-
ylthiouracil, tyrosine kinase inhibitors, TNFα inhibitors, and granu-
locyte-colony-stimulating factor, are common triggers. [7] We know 
PG associated syndromes as PG with cystic acne and hidradenitis 
suppurativa (PASH), [8] PG with pyogenic arthritis and acne (PAPA), 
[9] and PG with pyogenic arthritis, acne and hidradenitis suppurativa 
(PAPASH) [10].

Its histological picture is not characteristic. Early lesions show 
dermal neutrophilia, and severe skin lesions show tissue necrosis and 
surrounding mononuclear infiltration. The pathophysiology of PG is 
unclear however Braun-Falco M. et al. and Flora A. et al. found that 
neutrophils play a key role in the disease process [8,11]. Upregulation 
of a number of key proinflammatory and neutrophil chemotactic fac-
tors within lesional skin have been identified and these include IL-1β, 
IL-17, TNFα, IL-8, IL-6, IL-17 and IL-23. These factors result neutro-
phil-mediated autoinflammation [12].

PG is not well understood and not recognized during routine clin-
ical practice. Symptoms of PG are very painful skin ulcers mostly on 
the lower extremities. We know different types of PG, like the classic 
ulcerative type (approximately 85%), bullous, vegetative, pustular, 
peristomal, superficial granulomatous variants and as rarity the ma-
lignant [13] pyoderma. The initial stage of classical PG presents with 
erythematous papules or pustules that rapidly develop into painful 
skin ulcers or multiple ulcers with gray borders and violaceous ery-
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thema. Entering the chronic stage, large wounds may appear without 
characteristic signs, which makes the diagnosis even more challeng-
ing [1].

Three diagnostic criteria have been proposed: the Su and Delphi 
consensus, and the PARACELSUS score but the PARACELSUS score 
has shown the highest sensitivity among comparative studies. [14,15] 
At our patient according to PARACELSUS criteria we found progres-
sive course of disease, absence of relevant differential diagnoses, red-
dish-violaceous wound border as three major criteria, amelioration 
due to immunosuppressant, extreme pain >4 (visual analog scale for 
pain, at our patient 8-9) as two minor criteria and more than the ex-
pected one additional criteria, as suppurative inflammation in histo-
pathology and associated systemic disease.

Gold standard treatment is not available because of the disease’s 
systemic characteristic and the unpredictability of the clinical course. 
Local or intralesional immunosuppressants can be used to treat small 
PG ulcers (≤4 cm2) that do not affect deep structures (e.g. muscle/
tendon). Most commonly corticosteroids (e.g. clobetasol) and calci-
neurin antagonists (tacrolimus available as an ointment and pimecro-
limus as a cream) are used locally. As intra-lesional steroid injection 
(mostly in peristomal PG) triamcinolone is recommended because it 
is relatively insoluble. At the first time around the edge of the ulcer 1 
ml of 40 mg/ml triamcinolone recommended, then every 4 weeks 2 
ml of 10 mg/ml. 

The addition of systemic treatment should be considered if prog-
ress is lacking after 2–4 weeks of therapy. Corticosteroid is one of the 
systemic immunsupressants, which recommended dosage is 0.5–1 
mg/kg/day and its dose can be tapered usually within 6 months. [16] 
Pulse therapy with 1 g of intravenous methylprednisolone for 3-5 
days may be considered in refractory cases [17]. Cyclosporine is the 
other one systemic immunsupressants, which recommended dosage 
is 4 mg/kg/day. The use of prednisolone is recommended in the pres-
ence of kidney failure, malignancy and hypertension, while the use of 
ciclosporin is recommended in patients with obesity, diabetes, osteo-
porosis, peptic ulcer disease or mental illness. [18] Another immuno-
suppressive drug is mycophenolate mofetil (MMF).

Classical immunomodulation drugs are dapson and intravenous 
immunoglobulin (0.5-2.0 g/kg). Biologic treatment includes Tumour 
Necrosis Factor (TNF)-α Inhibitors (e.g. infliximab, adalimumab), In-
terleukin (IL)-23 Inhibitor (ustekinumab), IL-1 Inhibitors (anakinra, 
canakinumab), IL-17 Inhibitors (secukinumab, brodalumab, ixeki-
zumab), Complement Factor C5a Inhibitor (vilobelimab, recommend-
ed dose is 2400 mg intravenous biweekly). However, IL-17 Inhibitors 
were observed to induce PG, possibly due to paradoxical upregulation 
of IL-23 [16].

Special attention should be paid to the wound management of 
PG. Surgical debridement may not be performed. An atraumatic alter-
native is maggot therapy, either autolytic (eg hydrogel) or enzymatic 

(eg collagenase) therapy. [19] Due to systemic immunosuppression, 
the use of antimicrobial dressings (wound preparations containing 
polyhexanide or silver) is recommended [20]. The bandage should be 
non-adhesive and hyperabsorbent. [21] On the lower extremity ap-
plied low resting pressure (20 Hgmm) compression bandage reduces 
edema, thereby increasing the anti-inflammatory activity. [22] Due to 
the pain, PG significantly limits the quality of life, [23] mental health 
and work ability of patients, [24] so it is important to start adequate 
pain relief and targeted treatment as soon as possible.

References
1. Maverakis E, Marzano AV, Le ST, Jeffrey P Callen, Marie Charlotte Brüggen, 

et al. (2020) Pyoderma gangrenosum. Nat Rev Dis Primers 6(1): 81.

2.  Maverakis E, Ma C, Shinkai K, David Fiorentino, Jeffrey P Callen, et al. 
(2018) Diagnostic criteria of ulcerative pyoderma gangrenosum: a Delphi 
consensus of inter- national experts. JAMA Dermatol 154(4): 461-466.

3. Nunan R, Harding KG, Martin P (2014) Clinical challenges of chronic 
wounds: searching for an optimal animal model to recapitulate their com-
plexity. Dis Model Mech 7(11): 1205-1213.

4. Langan SM, Groves RW, Card TR, Gulliford MC (2012) Incidence, mortality, 
and disease associations of pyoderma gangrenosum in the United King-
dom: a retrospective cohort study. J Invest Dermatol 132(9): 2166-2170.

5. Xu A, Balgobind A, Strunk A, Amit Garg, Allireza Alloo (2020) Prevalence 
estimates for pyoderma gangrenosum in the United States: an age- and 
sex-adjusted population analysis. J Am Acad Dermatol 83(2): 425-429.

6. Ashchyan HJ, Butler DC, Nelson CA, Megan H Noe, William G Tsiaras ,et al. 
(2018) The association of age with clinical presentation and comorbidi-
ties of pyoderma gangrenosum. JAMA Dermatol 154(4): 409-413.

7. Wang JY, French LE, Shear NH, Afkham Amiri, Afsaneh Alavi (2017) 
Drug-induced pyoderma gangrenosum: a review. Am J Clin Dermatol 
19(1): 67-77.

8. Braun Falco M, Kovnerystyy O, Lohse P, Ruzicka T (2012) Pyoderma gan-
grenosum, acne, and suppurative hidradenitis (PASH) – a new autoin-
flammatory syndrome distinct from PAPA syndrome. J Am Acad Dermatol 
66(3): 409-415.

9. Lindor NM, Arsenault TM, Solomon H, C E Seidman, M T McEvoy (1997) A 
new autosomal dominant disorder of pyogenic sterile arthritis, pyoderma 
gangrenosum, and acne: PAPA syndrome. Mayo Clinic Proc 72(7): 611-
615.

10. Marzano AV, Trevisan V, Gattorno M, Isabella Ceccherini, Clara De Simone, 
et al. (2013) Pyogenic arthritis, pyoderma gangrenosum, acne, and hidra-
denitis suppurativa (PAPASH): a new autoinflammatory syndrome associ-
ated with a novel mutation of the PSTPIP1 gene. JAMA Dermatol 149(6): 
762-764.

11. Flora A, Kozera E, Frew JW (2022) Pyoderma gangrenosum: A systematic 
review of the molecular characteristics of disease. Exp Dermatol 31(4): 
498-515.

12. Marzano AV, Damiani G, Ceccherini I, E Berti, M Gattorno, et al. (2017) Au-
toinflammation in pyoderma gangrenosum and its syndromic form (pyo-
derma gangrenosum, acne and suppurative hidradenitis). Br J Dermatol 
176(6): 1588-1598.

13. Erdi H, Anadolu R, Pis kin G, ERBAK GÜRGEY (1996) Malignant pyoder-
ma: A clinical variant of pyoderma gangrenosum. Int J Dermatol 35(11): 
811-813.

https://dx.doi.org/10.26717/BJSTR.2023.52.008288
https://pubmed.ncbi.nlm.nih.gov/33033263/
https://pubmed.ncbi.nlm.nih.gov/33033263/
https://pubmed.ncbi.nlm.nih.gov/29450466/
https://pubmed.ncbi.nlm.nih.gov/29450466/
https://pubmed.ncbi.nlm.nih.gov/29450466/
https://pubmed.ncbi.nlm.nih.gov/25359790/
https://pubmed.ncbi.nlm.nih.gov/25359790/
https://pubmed.ncbi.nlm.nih.gov/25359790/
https://pubmed.ncbi.nlm.nih.gov/22534879/
https://pubmed.ncbi.nlm.nih.gov/22534879/
https://pubmed.ncbi.nlm.nih.gov/22534879/
https://pubmed.ncbi.nlm.nih.gov/31400451/
https://pubmed.ncbi.nlm.nih.gov/31400451/
https://pubmed.ncbi.nlm.nih.gov/31400451/
https://pubmed.ncbi.nlm.nih.gov/29450453/
https://pubmed.ncbi.nlm.nih.gov/29450453/
https://pubmed.ncbi.nlm.nih.gov/29450453/
https://pubmed.ncbi.nlm.nih.gov/28624960/
https://pubmed.ncbi.nlm.nih.gov/28624960/
https://pubmed.ncbi.nlm.nih.gov/28624960/
https://pubmed.ncbi.nlm.nih.gov/21745697/
https://pubmed.ncbi.nlm.nih.gov/21745697/
https://pubmed.ncbi.nlm.nih.gov/21745697/
https://pubmed.ncbi.nlm.nih.gov/21745697/
https://pubmed.ncbi.nlm.nih.gov/9212761/
https://pubmed.ncbi.nlm.nih.gov/9212761/
https://pubmed.ncbi.nlm.nih.gov/9212761/
https://pubmed.ncbi.nlm.nih.gov/9212761/
https://pubmed.ncbi.nlm.nih.gov/23571383/
https://pubmed.ncbi.nlm.nih.gov/23571383/
https://pubmed.ncbi.nlm.nih.gov/23571383/
https://pubmed.ncbi.nlm.nih.gov/23571383/
https://pubmed.ncbi.nlm.nih.gov/23571383/
https://pubmed.ncbi.nlm.nih.gov/35114021/
https://pubmed.ncbi.nlm.nih.gov/35114021/
https://pubmed.ncbi.nlm.nih.gov/35114021/
https://pubmed.ncbi.nlm.nih.gov/27943240/
https://pubmed.ncbi.nlm.nih.gov/27943240/
https://pubmed.ncbi.nlm.nih.gov/27943240/
https://pubmed.ncbi.nlm.nih.gov/27943240/
https://onlinelibrary.wiley.com/doi/abs/10.1111/j.1365-4362.1996.tb02981.x
https://onlinelibrary.wiley.com/doi/abs/10.1111/j.1365-4362.1996.tb02981.x
https://onlinelibrary.wiley.com/doi/abs/10.1111/j.1365-4362.1996.tb02981.x


Copyright@ : Tímea Hevér | Biomed J Sci & Tech Res | BJSTR.MS.ID.008288.

Volume 52- Issue 4 DOI: 10.26717/BJSTR.2023.52.008288

43955

14. Haag C, Hansen T, Hajar T, Emile Latour, Jesse Keller, et al. (2021) Compar-
ison of three diagnostic frameworks for pyoderma gangrenosum. J Invest 
Dermatol 141(1): 59-63.

15. Min MS, Kus K, Wei N, Bina Kassamali, Adam Faletsky, et al. (2022) Evalu-
ating the role of histopathology in diagnosing pyoderma gangrenosum us-
ing Delphi and PARACELSUS criteria: a multicentre, retrospective cohort 
study. Br J Dermatol 186(6): 1035-1037.

16. Dissemond J, Marzano AV, Hampton PJ, Ortega Loayza AG (2023) Pyoder-
ma Gangrenosum: Treatment Options. Drugs.

17. Wollina U (2002) Clinical management of pyoderma gangrenosum. Am J 
Clin Dermatol 3(3): 149-158.

18. Ormerod AD, Thomas KS, Craig FE, Eleanor Mitchell, Nicola Greenlaw, 
et al. (2015) UK Dermatology Clinical Trials Network’s STOP GAP Team. 
Comparison of the two most commonly used treatments for pyoderma 
gangrenosum: results of the STOP GAP randomised controlled trial. BMJ 
350: 2958.

19. Strohal R, Dissemond J, Jordan O Brien J, A Piaggesi, R Rimdeika, et al. 
(2013) An updated overview and clarification of the principle role of de-
bridement. J Wound Care 22(1): 1-52.

20. Kramer A, Dissemond J, Kim S, Christian Willy, Dieter Mayer, et al. (2018) 
Consensus on wound antisepsis: update 2018. Skin Pharmacol Physiol 
31(1): 28-58.

21. Strunck JL, Cutler B, Latour E, Lucia Seminario Vidal, Alex G Ortega Loay-
za (2022) Wound care dressings for pyoderma gangrenosum. J Am Acad 
Dermatol 86(2): 458-460.

22. Beidler SK, Douillet CD, Berndt DF, Blair A Keagy, Preston B Rich, et al. 
(2009) Inflammatory cytokine levels in chronic venous insufficiency ul-
cer tissue before and after compression therapy. J Vasc Surg 49(4): 1013-
1020.

23. Hobbs MM, Byler R, Latour E, Lauren Bonomo, Kerry Hennessy, et al. 
(2021) Treatment of pyoderma gangrenosum: a multicenter survey-based 
study assessing satisfaction and quality of life. Dermatol Ther 34(2): 
14736.

24. McPhie ML, Fletcher J, Machado MO, Andre F Carvalho, Vincent Piguet, et 
al. (2021) A systematic review of depression and anxiety in adults with 
pyoderma gangrenosum. Adv Skin Wound Care 34(8): 432-436. 

Submission Link: https://biomedres.us/submit-manuscript.php

Assets of Publishing with us

• Global archiving of articles

• Immediate, unrestricted online access

• Rigorous Peer Review Process

• Authors Retain Copyrights

• Unique DOI for all articles

https://biomedres.us/

This work is licensed under Creative
Commons Attribution 4.0 License

ISSN: 2574-1241
DOI: 10.26717/BJSTR.2023.52.008288

Tímea Hevér. Biomed J Sci & Tech Res 

https://dx.doi.org/10.26717/BJSTR.2023.52.008288
https://pubmed.ncbi.nlm.nih.gov/32445742/
https://pubmed.ncbi.nlm.nih.gov/32445742/
https://pubmed.ncbi.nlm.nih.gov/32445742/
https://pubmed.ncbi.nlm.nih.gov/34981834/
https://pubmed.ncbi.nlm.nih.gov/34981834/
https://pubmed.ncbi.nlm.nih.gov/34981834/
https://pubmed.ncbi.nlm.nih.gov/34981834/
https://pubmed.ncbi.nlm.nih.gov/11978136/
https://pubmed.ncbi.nlm.nih.gov/11978136/
https://pubmed.ncbi.nlm.nih.gov/26071094/
https://pubmed.ncbi.nlm.nih.gov/26071094/
https://pubmed.ncbi.nlm.nih.gov/26071094/
https://pubmed.ncbi.nlm.nih.gov/26071094/
https://pubmed.ncbi.nlm.nih.gov/26071094/
https://pubmed.ncbi.nlm.nih.gov/23299351/
https://pubmed.ncbi.nlm.nih.gov/23299351/
https://pubmed.ncbi.nlm.nih.gov/23299351/
https://pubmed.ncbi.nlm.nih.gov/29262416/
https://pubmed.ncbi.nlm.nih.gov/29262416/
https://pubmed.ncbi.nlm.nih.gov/29262416/
https://pubmed.ncbi.nlm.nih.gov/34600958/
https://pubmed.ncbi.nlm.nih.gov/34600958/
https://pubmed.ncbi.nlm.nih.gov/34600958/
https://pubmed.ncbi.nlm.nih.gov/19341889/
https://pubmed.ncbi.nlm.nih.gov/19341889/
https://pubmed.ncbi.nlm.nih.gov/19341889/
https://pubmed.ncbi.nlm.nih.gov/19341889/
https://pubmed.ncbi.nlm.nih.gov/33394563/
https://pubmed.ncbi.nlm.nih.gov/33394563/
https://pubmed.ncbi.nlm.nih.gov/33394563/
https://pubmed.ncbi.nlm.nih.gov/33394563/
https://pubmed.ncbi.nlm.nih.gov/34260421/
https://pubmed.ncbi.nlm.nih.gov/34260421/
https://pubmed.ncbi.nlm.nih.gov/34260421/
https://dx.doi.org/10.26717/BJSTR.2023.52.008288

