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Case Report 

Diagnosis and management of Henoch-Schonlein purpura in Indonesian 
elderly with severe complication: A rare case 
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Background: Henoch-Schonlein purpura (HSP) in the elderly is very rare, so this case report was conducted to 
improve the diagnosis and management of HSP. 
Case presentation: A 65-year-old Indonesian male with severe complications of HSP had been reported. In addition 
to the patient’s history, physical examination, laboratory and radiological findings, he performed a left sole 
anterior biopsy that showed interstitial infiltrate of main neutrophils, and faint granular deposits of IgA and C3 
seen within the superficial vessels. He also had severe complications of gastrointestinal bleeding, extensive 
leukocytoclastic skin vasculitis, renal, and neurological manifestations. He had been given a pulse steroid, 
cyclophosphamide. He also planned to receive rituximab but canceled due to his worsening condition. 
Discussion: Poor prognosis in the management of HSP in the elderly needs more attention to minimize mortality. 
Conclusion: Management of HSP in the elderly patient is challenging as it is a rare case, with a tendency for severe 
manifestations and rapid progression.   

1. Introduction 

Henoch-Schonlein purpura (HSP) is a leukocytoclastic vasculitis 
involving small vessels with the deposition of immune complexes con-
taining IgA. It is characterized by the association of skin, joints, and 
gastrointestinal manifestations that may occur in successive episodes [1, 
2]. In adults, the incidence of HSP is 1.3 per 100,000 population [3]. The 
clinical presentation of HSP is more severe among adults and tends to be 
atypical [4]. The HSP in adults is associated with more frequent and 
severe kidney disease. One study indicated that the outcome for adults is 
worse than for children, requiring aggressive treatment and a longer 
hospital stay and resulting in persistent kidney dysfunction years later 
[5]. Therefore, we were interested in reporting a 65-year-old male 
diagnosed with HSP based on surgical case report (SCARE) 2020 
guideline [6]. 

2. Case presentation 

A 65-year-old male complained of colicky abdominal pain. He had 
been vomiting 3–5 times throughout the day and had no intake of nu-
trients. He had subacute intestinal obstruction secondary to ileus and a 

nasogastric tube was inserted. He also had a history of melena. He felt 
weak and could not perform daily activities independently. He noticed a 
purpuric rash that initially appeared on the legs and also appeared on 
the hands. He had complications of electrolyte imbalances and 
decreased urine production. He developed acute kidney injury and 
required dialysis. He denied a history of hypertension, diabetes mellitus, 
and cardiovascular complications. 

Laboratory history results included ANA IF < 80, ANCA negative, C3 
0.72 g/L, C4 0.224 g/L, Anti streptolysin-O 488.2 IU/mL, CRP 21.8 mg/ 
L, procalcitonin 2.17 ng/mL. The endoscopic finding showed normal 
results in the stomach and duodenum (Fig. 1). A CT scan of the abdomen 
showed a thickening of the wall of the small bowel suggesting edema 
(Fig. 2). He was given emergency therapy, comprising of hydration, 
some medicines that stopped bleeding, gastric acid secretion inhibitor 
drug, and antibiotics. He was consulted by the surgery department and 
performed the surgery. There was thickened jejunum from the distal 
junction involving 30 cm of jejunum. There was ecchymosis on the 
surface of the jejunum and mucosal ulceration of the proximal resection 
area. The resected small bowel showed ulcers with vasculitis involving 
small and medium-sized vessels surrounded and infiltrated by predom-
inantly neutrophils with karyorrhexis, histology negative for viral 

* Corresponding author. Department of Internal Medicine, Faculty of Medicine, Universitas Airlangga – Dr. Soetomo General Academic Hospital, Jl. Mayjend Prof. 
Dr. Moestopo No. 6-8, Airlangga, Gubeng, Surabaya, East Java 60286, Indonesia. 

E-mail address: awalia0222@gmail.com (Awalia).  

Contents lists available at ScienceDirect 

Annals of Medicine and Surgery 

journal homepage: www.elsevier.com/locate/amsu 

https://doi.org/10.1016/j.amsu.2022.103650 
Received 6 February 2022; Received in revised form 15 April 2022; Accepted 15 April 2022   

mailto:awalia0222@gmail.com
www.sciencedirect.com/science/journal/20490801
https://www.elsevier.com/locate/amsu
https://doi.org/10.1016/j.amsu.2022.103650
https://doi.org/10.1016/j.amsu.2022.103650
https://doi.org/10.1016/j.amsu.2022.103650
http://crossmark.crossref.org/dialog/?doi=10.1016/j.amsu.2022.103650&domain=pdf
http://creativecommons.org/licenses/by-nc-nd/4.0/


Annals of Medicine and Surgery 77 (2022) 103650

2

inclusion bodies, granuloma, and malignancy, but positive for yeast. The 
patient also underwent a biopsy of the left sole anterior foot that showed 
interstitial infiltrate of main neutrophils and faint granular deposits of 
IgA and C3 were seen within the superficial vessels. He was then diag-
nosed with HSP with severe gastrointestinal, skin, and renal complica-
tions. Because of the diagnosis of vasculitis, a decision was made to pulse 
with methylprednisolone 500 mg daily for 3 days and followed by 
cyclophosphamide 250 mg intravenously. 

The physical examination showed normal blood pressure and other 
vital signs. There were bilateral vasculitis rashes over the fingertips, 
hands, toes, and feet. He also had generalized edema. The urine pro-
duction measured was 150 mL in 6 hours. The laboratory results 
included Hb (8.1 g/dL), Hct 23.1%, MCV 82.5, MCH 28.9, leukocytes 
17.720/μL, neutrophils 95.2%, platelets 108.000/μL, BUN 95 mg/dL, 
albumin 2.9, creatinine 3.5 mg/dL, glucose 175 mg/dL, SGOT 19 U/L, 
SGPT 14 U/L, Sodium 150 mmol/L, potassium 4.96 mmol/L, chloride 
112 mmol/L, urinalysis: glucose negative, leucocyte negative, epithelial 
cells negative, casts negative, Specific gravity <1.005, blood negative, 
pH 7.5, protein negative, nitrate negative, and blood gas analysis (pH =
7.28, pCO2 = 19, pO2 = 94, BE = − 2.4, HCO3 = 22.2, and SO2 = 99%). 
He was treated with tranexamic acid of 500 mg every 8 hours, esome-
prazole pump of 8 mg/hour, hydrocortisone of 100 mg every 6 hours, 
Cavit D3 of 750 mg every 24-h, paracetamol of 1000 mg intravenously if 

needed, and the maintenance fluid therapies IVFD Kabiven of 400 cc/24 
hour, NaCl 0.9% of 250 cc in 4 hours, and PRC Transfusion of 325 cc/ 
day. Ceftriaxone of 1 g/12 hour and Fluconazole of 100 mg/24 hour 
intravenously. 

Three days later, the patient had coffee ground emesis and melena. 
The physical examination showed blood pressure level decreased to 
100/70 mmHg. His laboratory results Hemoglobin drops to 7 g/dL and 
platelets count 58,000/μL. His potassium level decreased to 2.8 mmol/L. 
He was treated for hypokalemia with KCL 50 meq in PZ 500 ml for 24 
hours, furosemide pump, and other maintenance therapies continued. 
He also required a transfusion of packed red cells. 

On the 12th day of treatment, he had shortness of breath. He had a 
respiratory rate of 30 x/min. Laboratory evaluation showed hemoglobin 
and platelet continued to decrease by 6.8 g/dL and 38,000/μL respec-
tively, while sodium level reached 163 mmol/L. The patient underwent 
echocardiography showed LVH with diastolic dysfunction, IVC 2.47 cm 
with collapse <50% suggesting volume overload. The patient had dial-
ysis and transfusion of thrombopheresis and packed red cells during 
dialysis. Rituximab was planned to be given after dialysis. 

On the 13th day of treatment, he still had melena but decreased in 
frequency and amount. He suddenly had a generalized seizure three 
times a day with a duration of 5 minutes. He was unstable at the time 
and could not undergo a head CT scan. His blood pressure level dropped 

Fig. 1. Endoscopy showing normal condition.  
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to 81/49 mmHg. Laboratory evaluation showed Hb (8.8 g/dL) had 
increased but platelets count was low (31,000/μL). His potassium level 
reached (3.2 mmol/L), sodium level decreased (155 mmol/L). The pa-
tient was treated with a norepinephrine pump of 150 nano/hour with 
target systolic >120 mmHg. He had given emergency therapy with 
diazepam 10 mg intravenously and loading phenytoin 15 mg/kg at a 
rate of 50 mg/min, maintenance phenytoin 10 mg/kg/day, and main-
tenance therapies were continued. On the 15th day of treatment, the 
patient’s condition deteriorated. The blood pressure continued to fall 
with the maximum dose of norepinephrine pump of 250 nano/hour until 
the patient passed away. 

3. Discussion 

Diagnosis and management of HSP in adults can be challenging as it 
is rare, with a tendency for severe manifestations and rapid progression, 
and due to a lack of rigorous data regarding management. Therefore, 
early clinical suspicion and rapid escalation of therapy if no contrain-
dications exist could result in favorable outcomes [7]. The pathophysi-
ology behind HSP is not yet completely understood. HSP is generally 
self-limiting and harmless, but concomitant nephritis may cause se-
vere complications [8]. The proportion of patients having renal 
involvement varies (20% and 80%). The estimated incidence of the 
nephrotic or nephritic syndrome is 7% of all HSP cases, and 1% of pa-
tients develop end-stage renal failure. HSP nephritis (HSPN) usually 
occurs within 1–2 months after the onset of HSP [8,9]. 

The use of corticosteroids is controversial and usually reserved for 
severe systemic manifestations [4]. Several case series have reported 
better outcomes in adult patients with gastrointestinal and renal 
involvement who were treated with corticosteroids. There have been 
case reports suggesting that corticosteroids pulses may be helpful in 
patients with massive gastrointestinal hemorrhage and widespread 
mesenteric vasculitis. In a randomized trial, prednisone was effective in 
reducing abdominal pain, as the incidence of severe abdominal pain 
requiring hospitalization was greater in the placebo group than in the 
prednisone group [10]. 

Analgesics, mainly acetaminophen, are useful for joint and muscle 
pain and fever. Nonsteroidal anti-inflammatory drugs can be used to 
treat arthritis but should be avoided in patients with gastrointestinal and 
renal manifestations. Ranitidine or H2 blocker was found to be effective 
in patients with moderate gastrointestinal involvement in a placebo- 
controlled trial [5]. A randomized controlled trial about intravenous 
cyclophosphamide (IVCY) demonstrated that the addition of cyclo-
phosphamide to steroid administration provides no benefit compared 
with steroid administration alone [11]. On the other hand, there have 
been a few reports that IVCY is effective for severe HSP nephritis [12]. 
IVCY is effective for other types of systemic vasculitis, such as lupus 
nephritis and Wegener granulomatosis, with renal involvement [13]. 

Immunoglobulin A vasculitis (IgAV), formerly known as HSP, is a 
vasculitis affecting small vessels (predominantly capillaries, venules, or 
arterioles) with IgA1-dominant immune deposits. Additional immuno-
suppressive agents are reserved for moderate to severe IgAV nephritis 

Fig. 2. CT Scan abdomen showing edema in the bowel.  

A.T. Putri and  Awalia                                                                                                                                                                                                                        



Annals of Medicine and Surgery 77 (2022) 103650

4

and also for glucocorticoid-resistant situations. Other lines of therapy 
used in severe or refractory IgAV patients include intravenous immu-
noglobulins, plasma exchange, and rituximab (RTX) [14]. RTX, an 
anti-CD20 chimeric monoclonal antibody, has been widely used with 
good results in lymphoproliferative disorders, systemic lupus erythe-
matosus, and another systemic vasculitis with an autoimmune back-
ground. In the same way that in the previous immune-mediated 
vasculitis, in IgAV, RTX might control disease activity by depleting B 
cells and, subsequently, by reducing IgA production and immune com-
plexes containing IgA [14,15]. The main reason for RTX administration 
in this vasculitis was the lack of renal response to glucocorticoids or 
other immunosuppressive agents, while refractory gastrointestinal and 
neurological manifestations may lead to RTX treatment in a small pro-
portion of IgAV patients. The presence of contraindication to glucocor-
ticoids or cytotoxic agents was the reason for giving RTX in 9% of cases. 
This proportion was 27% in the previous retrospective multicenter IgAV 
study [16]. 

After RTX treatment, the majority of patients significantly have 
improvement in all the affected (cutaneous, articular, and gastrointes-
tinal) territories. Concerning the nephritic involvement, hematuria and 
proteinuria also improve in most patients. However, the renal function 
remains unchanged after RTX, maybe due to established renal damage 
secondary to persistent or uncontrolled disease. In the present and the 
previous adult-onset IgAV series, the remission induction RTX regimen 
used for lymphoma treatment (two 1000 mg doses, two weeks apart) is 
more frequently prescribed than the RTX rheumatoid arthritis schedule 
(375 mg/m2/week, for 4 weeks). RTX efficacy is similar with both 
regimens since complete remission after RTX infusions is achieved by 
more than 70% of patients in both studies. Relapses following initial 
RTX doses occur in about a third of cases in ours and previously reported 
IgAV patients. All relapsing patients in whom RTX was given again 
experienced a good control of disease activity [16–18]. 

4. Conclusion 

A 65-year-old male patient with severe complications of HSP has 
been reported. In addition to the patient’s history, physical examination, 
laboratory and radiologic findings, the patient also performs a left sole 
anterior biopsy that showed interstitial infiltrate of main neutrophils 
and faint granular deposits of IgA and C3 are seen within the superficial 
vessels. He also has severe complications of gastrointestinal bleeding, 
extensive leukocytoclastic skin vasculitis, renal, and neurological man-
ifestations. He has been given a pulse steroid, cyclophosphamide. He is 
also planning to receive rituximab but canceled due to his worsening 
condition. Management of HSP in the patient has been challenging as it 
is rare, with a tendency for severe manifestations and rapid progression. 

Ethical approval 

Not applicable. 

Sources of funding 

Nothing. 

Author contribution 

All authors contributed toward data analysis, drafting, and revising 
the paper, gave final approval of the version to be published, and agree 
to be accountable for all aspects of the work. 

Trial registry number 

Name of the registry:-. 
Unique Identifying number or registration ID:-. 
Hyperlink to your specific registration (must be publicly accessible 

and will be checked):-. 

Guarantor 

Awalia. 

Consent 

Written informed consent was obtained from the patient for publi-
cation of this case report and accompanying images. A copy of the 
written consent is available for review by the Editor-in-Chief of this 
journal on request. 

Provenance and peer review 

Not commissioned, externally peer-reviewed. 

Declaration of competing interest 

The authors declare no competing interest. 

Acknowledgment 

We would like to thank “Fis Citra Ariyanto” for being our editor. 

References 

[1] A. Delapierre, B. Terrier, E. Pillebout, P. Baudart, N. Jourde-Chiche, B. Lioger, et 
al., Clinical phenotype and cytokine profile of adult IgA vasculitis with joint 
involvement, Clin. Rheumatol. (2022), https://doi.org/10.1007/s10067-021- 
05937-8. 

[2] W.T. Lei, P.L. Tsai, S.H. Chu, Y.H. Kao, C.Y. Lin, L.C. Fang, et al., Incidence and risk 
factors for recurrent Henoch-Schönlein purpura in children from a 16-year 
nationwide database, Pediatr. rheumatol. online J. 16 (1) (2018) 25, https://doi. 
org/10.1186/s12969-018-0247-8. 

[3] A.M. Yong, S.X. Lee, Y.K. Tay, The profile of adult onset Henoch-Schönlein purpura 
in an Asian population, Int. J. Dermatol. 54 (11) (2015) 1236–1241, https://doi. 
org/10.1111/ijd.12732. 

[4] A. Hamzaoui, W. Melki, O. Harzallah, L. Njim, R. Klii, S. Mahjoub, Gastrointestinal 
involvement revealing Henoch Schonlein purpura in adults: report of three cases 
and review of the literature, Int. Arch. Med. 4 (1) (2011) 31, https://doi.org/ 
10.1186/1755-7682-4-31. 

[5] D. Kaswala, A. Chodos, S. Ahlawat, Henoch-schonlein purpura with 
gastrointestinal involvement in an adult patient, Gastroenterol. Hepatol. 12 (5) 
(2016) 321–323. 

[6] R.A. Agha, T. Franchi, C. Sohrabi, G. Mathew, A. Kerwan, The SCARE 2020 
guideline: updating consensus surgical CAse REport (SCARE) guidelines, Int. J. 
Surg. 84 (2020) 226–230, https://doi.org/10.1016/j.ijsu.2020.10.034. 

[7] R. Shah, M. Ramakrishnan, A. Vollmar, A. Harrell, R. Van Trump, A. Masoud, 
Henoch-schönlein purpura presenting as severe gastrointestinal and renal 
involvement with mixed outcomes in an adult patient, Cureus 9 (3) (2017), e1088, 
https://doi.org/10.7759/cureus.1088. 

[8] L.E. Hetland, K.S. Susrud, K.H. Lindahl, A. Bygum, Henoch-schönlein purpura: a 
literature review, Acta Derm. Venereol. 97 (10) (2017) 1160–1166, https://doi. 
org/10.2340/00015555-2733. 

[9] Y.H. Yang, H.H. Yu, B.L. Chiang, The diagnosis and classification of Henoch- 
Schönlein purpura: an updated review, Autoimmun. Rev. 13 (4–5) (2014) 
355–358, https://doi.org/10.1016/j.autrev.2014.01.031. 

[10] A. Sharma, A. Wanchu, N. Kalra, S. Singh, P. Bambery, Successful treatment of 
severe gastrointestinal involvement in adult-onset Henoch-Schönlein purpura, 
Singapore Med. j. 48 (11) (2007) 1047–1050. 

[11] E. Pillebout, C. Alberti, L. Guillevin, A. Ouslimani, E. Thervet, Addition of 
cyclophosphamide to steroids provides no benefit compared with steroids alone in 
treating adult patients with severe Henoch Schönlein Purpura, Kidney Int. 78 (5) 
(2010) 495–502, https://doi.org/10.1038/ki.2010.150. 

[12] F. Maritati, A. Canzian, P. Fenaroli, A. Vaglio, Adult-onset IgA vasculitis (Henoch- 
Schönlein): update on therapy, Presse Med. 49 (3) (2020), 104035, https://doi. 
org/10.1016/j.lpm.2020.104035. 

[13] E. Sasaki, M. Shibata, A. Kato, N. Hamano, T. Katsuki, M. Tada, et al., An adult case 
of severe steroid-resistant Henoch-Schönlein purpura nephritis treated with 
intravenous cyclophosphamide and tonsillectomy, CEN Case. Rep. 5 (2) (2016) 
212–218, https://doi.org/10.1007/s13730-016-0227-0. 

[14] J. Hernández-Rodríguez, C. Carbonell, J.A. Mirón-Canelo, S. Diez-Ruiz, M. Marcos, 
A.J. Chamorro, Rituximab treatment for IgA vasculitis: a systematic review, 
Autoimmun. Rev. 19 (4) (2020), 102490, https://doi.org/10.1016/j. 
autrev.2020.102490. 

[15] C.B. Crayne, E. Eloseily, M.L. Mannion, S.P. Azerf, P. Weiser, T. Beukelman, et al., 
Rituximab treatment for chronic steroid-dependent Henoch-Schonlein purpura: 8 

A.T. Putri and  Awalia                                                                                                                                                                                                                        

https://doi.org/10.1007/s10067-021-05937-8
https://doi.org/10.1007/s10067-021-05937-8
https://doi.org/10.1186/s12969-018-0247-8
https://doi.org/10.1186/s12969-018-0247-8
https://doi.org/10.1111/ijd.12732
https://doi.org/10.1111/ijd.12732
https://doi.org/10.1186/1755-7682-4-31
https://doi.org/10.1186/1755-7682-4-31
http://refhub.elsevier.com/S2049-0801(22)00410-1/sref5
http://refhub.elsevier.com/S2049-0801(22)00410-1/sref5
http://refhub.elsevier.com/S2049-0801(22)00410-1/sref5
https://doi.org/10.1016/j.ijsu.2020.10.034
https://doi.org/10.7759/cureus.1088
https://doi.org/10.2340/00015555-2733
https://doi.org/10.2340/00015555-2733
https://doi.org/10.1016/j.autrev.2014.01.031
http://refhub.elsevier.com/S2049-0801(22)00410-1/sref10
http://refhub.elsevier.com/S2049-0801(22)00410-1/sref10
http://refhub.elsevier.com/S2049-0801(22)00410-1/sref10
https://doi.org/10.1038/ki.2010.150
https://doi.org/10.1016/j.lpm.2020.104035
https://doi.org/10.1016/j.lpm.2020.104035
https://doi.org/10.1007/s13730-016-0227-0
https://doi.org/10.1016/j.autrev.2020.102490
https://doi.org/10.1016/j.autrev.2020.102490


Annals of Medicine and Surgery 77 (2022) 103650

5

cases and a review of the literature, Pediatr. rheumatol. online J. 16 (1) (2018) 71, 
https://doi.org/10.1186/s12969-018-0285-2. 

[16] F. Maritati, R. Fenoglio, E. Pillebout, G. Emmi, M.L. Urban, R. Rocco, et al., Brief 
report: rituximab for the treatment of adult-onset IgA vasculitis (Henoch- 
Schönlein), Arthritis Rheumatol. 70 (1) (2018) 109–114, https://doi.org/10.1002/ 
art.40339. 

[17] A. Audemard-Verger, E. Pillebout, L. Guillevin, E. Thervet, B. Terrier, IgA vasculitis 
(Henoch-Shönlein purpura) in adults: diagnostic and therapeutic aspects, 
Autoimmun. Rev. 14 (7) (2015) 579–585, https://doi.org/10.1016/j. 
autrev.2015.02.003. 

[18] K. Yaseen, L.C. Herlitz, A. Villa-Forte, IgA vasculitis in adults: a rare yet 
challenging disease, Curr. Rheumatol. Rep. 23 (7) (2021) 50, https://doi.org/ 
10.1007/s11926-021-01013-x. 

A.T. Putri and  Awalia                                                                                                                                                                                                                        

https://doi.org/10.1186/s12969-018-0285-2
https://doi.org/10.1002/art.40339
https://doi.org/10.1002/art.40339
https://doi.org/10.1016/j.autrev.2015.02.003
https://doi.org/10.1016/j.autrev.2015.02.003
https://doi.org/10.1007/s11926-021-01013-x
https://doi.org/10.1007/s11926-021-01013-x

	Diagnosis and management of Henoch-Schonlein purpura in Indonesian elderly with severe complication: A rare case
	1 Introduction
	2 Case presentation
	3 Discussion
	4 Conclusion
	Ethical approval
	Sources of funding
	Author contribution
	Trial registry number
	Guarantor
	Consent
	Provenance and peer review
	Declaration of competing interest
	Acknowledgment
	References


