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Abstract

Henoch-Schonlein purpura (HSP) is known as a leukocytoclastic 
vasculitis of small vessels, resulting in skin, joint, gastrointestinal 
(GI) and renal involvement. It is the most common acute vasculitis 
in children but is relatively uncommon in adults. The pathogenesis 
of HSP remains unclear, but a wide variety of conditions such as bac-
terial or viral infections, vaccinations, drugs and other environmen-
tal exposures may be responsible for the onset. A few previous case 
reports have described an association between gastric Helicobacter 
pylori (HP) infection and HSP. A 30-year-old Indian man who mi-
grated to the USA from India 3 years prior to this presentation with a 
past medical history of psoriasis on remission, not on any medications 
presented to the emergency department with sudden onset constant 
abdominal pain for 5 days. The pain was in the right upper quad-
rant, spasmodic in nature. The abdominal examination was normal. 
The patient was evaluated with complete blood count, comprehensive 
metabolic panel, urinalysis, computed tomography scan of abdomen 
and pelvis, and right upper quadrant ultrasound, all of which were 
negative except for leukocytosis. He was discharged on pantoprazole 
and tramadol. Pain continued despite treatment. Patient was readmit-
ted 2 days later, when he noticed a new maculopapular rash on both 
legs. Upper GI endoscopy was done showing non-bleeding small gas-
tric ulcer with multiple duodenal erosions. Gastric biopsy came back 
positive for HP and he was started on clarithromycin, amoxicillin and 
lansoprazole. Pain persisted after finishing antibiotic course. Rash 
continued to spread to involve the thighs, flanks, around the umbilicus 
and extensor surfaces of arms. Immunological workup was negative. 
A skin biopsy of the skin rash came back positive for leukocytoclastic 
vasculitis. HSP diagnosis was made by exclusion. Patient was started 
on prednisone 40 mg daily and improved drastically on the following 
day. He was continued steroids taper for 8 weeks. Rash as well as 

abdominal pain resolved completely. In conclusion, HSP involves the 
skin, GI tract, joints and kidneys. It is a pediatric disease and rarely 
occurs in adults. It can be associated with underlying malignancy in 
adults. HP infection can trigger HSP in pediatric and adult patients. 
Detection of the carrier state is crucial in HSP patients in areas where 
HP is endemic. Eradication of HP infection is usually associated with 
the resolution of HSP. In resistant cases with GI and renal involve-
ment, corticosteroids use results in resolution of symptoms and reduc-
tion of the duration of mild nephritis.
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Introduction

Henoch-Schonlein purpura (HSP) is a leukocytoclastic vascu-
litis of small vessels with deposition of IgA, commonly re-
sulting in skin, joint, gastrointestinal (GI) and kidney involve-
ment. The first description was attributed to Heberden in 1806, 
but Schonlein first described the association of arthralgias and 
purpura, termed “peliosis rheumatica”, in 1837. His student, 
Henoch, described the GI manifestations in 1874 and renal in-
volvement in 1899 [1]. It is mainly a pediatric disease. Typical 
presentation in children includes abdominal pain and a vascu-
litic purpuric rash, primarily over the lower extremities, some-
times accompanied by hematuria and arthralgias or arthritis. 
It is a self-limited disease, often resolving within a month, 
particularly if no renal involvement is demonstrated [2]. The 
possible relation between Helicobacter pylori (HP) infection 
and HSP was firstly enlightened by several case reports in 
adults suffering HSP and gastritis simultaneously [3-5]. The 
HP infection could be detected by the 13C-urea breath test. 
The standard diagnostic test relies on gastric mucosal biopsy. 
Herein we present a rare case report of an Indian adult man 
diagnosed with HP infection complicated by HSP.

Case Report

A 30-year-old Indian man who migrated to the USA from India 
3 years prior to this presentation with a past medical history of 
psoriasis, not on any medications presented to the emergency 
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department (ED) with sudden onset constant abdominal pain for 
5 days. The pain was in the right and left upper quadrant, spas-
modic in nature, 5/10 in intensity, not radiating and no aggra-
vating or relieving factors. The abdominal examination did not 
reveal any guarding, or any other abnormality. In the ED, he was 
evaluated with a complete blood count, metabolic panel, urinal-
ysis, computed tomography (CT) abdomen and pelvis, and right 
upper quadrant ultrasound, all of which were negative except for 
leukocytosis 17.9 (4.5 - 11 ×103/µL). He was discharged from 
the ED with a prescription for pantoprazole and tramadol.

The patient returned to the ED 2 days later with persistent 
abdominal pain associated with nausea, vomiting and inability 
to tolerate an oral diet. At this time, he also reported macu-
lopapular rash that he noticed on both legs which started at 
the same time with abdominal pain. He reported rash extended 
to his calves. He was admitted for further evaluation and un-
derwent endoscopy which showed non-bleeding small gastric 
ulcer with multiple duodenal erosions (Fig. 1a). He was treated 
symptomatically and discharged on pantoprazole. On day 12 
(since the onset of pain), the gastric biopsy came back positive 
for HP (Fig. 1b) and he was started on triple therapy (clarithro-
mycin, amoxicillin and lansoprazole) for HP.

The patient completed the 2 weeks of triple therapy; 
however, abdominal pain persisted. The rash continued to 
spread to involve the thighs, flanks, around the umbilicus, 
and extensor surfaces of arms (Figs. 2, 3). The patient came 
back to the ED on day 27 (since the onset of symptoms) with 
the same symptoms after finishing triple antibiotic therapy. 
The patient was again admitted and underwent extensive im-
munological workup including rheumatoid factor, C-reactive 
proteins, anti-nuclear antibodies, total complement level, C3, 
C4, IgA level, ANCA IgG level, myeloperoxidase antibody, 
serine protein 3, anti-DNA antibody and erythrocyte sedi-
mentation rate, which were all within normal limits. He un-
derwent repeat endoscopy which showed healed gastric ulcer. 
Skin rash continued to worsen to involve almost all extensor 
surfaces of both legs (Fig. 4). A skin biopsy of the skin rash 
was obtained while the patient was treated symptomatically 
with narcotics to control the pain. The patient was eventually 
discharged with pain medications and instructed to follow-up 
as an outpatient. The skin biopsy eventually came back posi-
tive for leukocytoclastic vasculitis (Fig. 5). HSP diagnosis 
was made by exclusion since patient did not have connective 
tissue disorders based on immunological workup, no history 
of drug ingested prior to symptoms. At that point, the patient 
was started on prednisone 40 mg daily and improved drasti-
cally on the following day of starting steroids. Patient contin-
ued on steroids taper for 8 weeks. Rash as well as abdominal 
pain resolved completely.

Figure 1. Helicobacter pylori gastritis. (a) Gastric mucosa shows in-
tense chronic inflammation. (b) Giemsa stain identifies curved, spiro-
chete-like Helicobacter pylori organisms (arrow). Original magnifica-
tion, × 100 (a); × 630 (b).

Figure 2. Maculopapular rash around his right elbow.
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Discussion

HSP is known as a leukocytoclastic vasculitis of small vessels, 
resulting in skin, joint, GI and renal involvement. It is the most 
common acute vasculitis disorder affecting children; however, 
it is relatively uncommon in adults [6]. Prior to the last 30 
years, it was considered a disease of children only, with an es-
timated incidence of 20 cases/100,000 children per year [2]. It 
recurs in approximately one-third of children. An upper respir-
atory infection is the primary precipitating event in children, 
although approximately two-thirds of children with HSP have 
no precipitating event [2]. This disorder is encountered even 
more rarely by nephrologists caring for adults and accounts for 
0.6-2% of adult nephropathies [6]. HSP in adults can initially 
present as malignant lung, breast, prostate and intestine carci-
nomas (66%) and 33% are hematological such as lymphoma 
and multiple myeloma [7]. Reinauer et al [3] reported the first 
HSP and chronic gastritis case with diagnosed HP infection 
by 13C-urea breath test in 1995, in whom the purpura, intes-
tinal symptoms and albuminuria disappeared after eradication 
treatment. A subsequent case was reported by Mozrzymas et 
al [8]. Mytinger et al [9] reported HSP induced by HP in pedi-
atric patients. Multiple articles in China reported a potential 
association between HP infection and HSP [10]. Thus, detect-
ing HP carrying status in HSP children, particularly those with 
abdominal manifestations, is indispensable in endemic areas. 

Diagnostic methods that can confirm the current infection situ-
ation are recommended to detect the existence of HP in HSP 
patients. Our patient was diagnosed by gastric biopsy.

HP is a known etiology for gastric diseases such as gastritis 
[11], peptic ulcer [12], gastric cancer and B-cell lymphoma of 
gastric mucosa-associated-lymphoid-tissue (MALT lympho-
ma) [13]. In addition to local tissue damage, a potential role 
of HP infection in various extragastric pathologies has been 
described [14]. Autoimmune diseases include HSP, Sjogren’s 
syndrome, autoimmune thrombocytopenia, acute immune 
polyneuropathies [15]. Association with other diseases such 
as ischemic heart disease and membranous nephropathy was 
described as well [15].

The mechanism of HSP and HP is unclear. The presence of 
more toxic HP strains induces a strong inflammatory response, 
directly or indirectly, with the release of bacterial and host-
dependent cytotoxic substances [15], genetic predisposition of 
the individual [14], antibodies against HP cross-reaction with 
some extragastric tissues [16], polymeric immunoglobulin 
A (pIgA), activated complements (C3 or C5) and certain fi-
brinogen/fibrin deposited in vessel walls, without IgG or IgM 
deposition. The immune complex between these elements in 
skin, gut, kidney and other organs resulted in purpura, intes-
tinal manifestation, nephritis and other relatively rare symp-
toms. Most investigators agreed that IgA1 was crucial in the 
progression of HSP [17, 18]. It is most likely the pathogen 

Figure 3. Maculopapular rash around his left elbow. Figure 4. Skin rash continued to worsen to involve almost all extensor 
surfaces of both thigs and legs.
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raises IgA levels resulting in type III hypersensitivity allergic 
reaction. Another factor is virulence of HP. The products of 
vacuolating toxin gene A (vacA) and cagA are the main viru-
lence factors of HP. The vacA and cagA alleles encoded the 
most important HP virulence proteins VacA and CagA, which 
has a high prevalence in China. Based on the high toxigenicity 
of Chinese HP strains and its association with HSP [18] and 
relatively low toxigenicity of strains in western countries, it is 
though that vacA or cagA might participate in the progression 
of HSP through a complicated and unknown mechanism [19].

Diagnosis is confirmed by the presence of IgA by immu-
nofluorescence in purpuric skin lesions or IgA and C3 com-
plement mesangial deposits on kidney biopsy. In our patient, 
diagnosis was made by skin right arm punched biopsy which 
showed leukocytoclastic vasculitis; however, IgA staining was 
not done.

Mytinger et al [9] reported a 13-year-old boy with HSP as-
sociated with HP infection who was treated with triple therapy 
antibiotics and prompt resolution of the HSP was achieved. 
However, in this patient, abdominal pain and rash persisted 
even after completion of triple antibiotic therapy and resolu-

tion of HP infection.
In general, patients with HSP are treated supportively or 

symptomatically, whereas in patients with severe GI manifes-
tations or renal complications, corticosteroid therapy is con-
sidered. Recently, a randomized controlled study confirmed 
that corticosteroid therapy is effective in reducing the intensity 
of abdominal pain and joint pain and in shortening the duration 
of mild nephritis [20]. However, there is no evidence that it is 
effective in preventing recurrence or the development of ne-
phritis. Dapsone is believed by some to have beneficial effects 
on cutaneous, GI and joint manifestations [21]. Pulse meth-
ylprednisolone therapy and such immunosuppressive agents 
as azathioprine and cyclophosphamide have been used anec-
dotally for severe kidney disease or another life-threatening 
disease. There are case reports of the efficacy of cyclosporine 
[22], intravenous immunoglobulin [23], plasmapheresis [24] 
and thalidomide [25] in patients that were resistant to steroids. 
In our patient, HSP symptoms persisted even after completing 
the triple therapy antibiotic course. Abdominal pain resolved 
after the initiation of the steroids course.

Prognosis of the typical course of kidney disease associ-
ated with adult HSP progresses over months, and a minority 
of patients will present with rapidly progressive glomerulo-
nephritis (RPGN). The literature demonstrates multiple case 
reports of acute kidney failure in adults due to HSP [26, 27]. 
Thirty-eight percent of adult patients with HSP demonstrated 
kidney disease. Of these, 85% had microhematuria, 10% had 
macroscopic hematuria and 32% had impaired renal functions. 
End-stage kidney disease was reached in 11% of patients, and 
half of these occurred in less than 3 years from the onset of the 
disease. Factors predictive of the poor renal outcome included 
advanced age, preexisting chronic kidney disease, proteinuria 
more than 1 g/day, macroscopic hematuria, advanced patho-
logical stage of kidney disease and glomerular sclerosis and 
interstitial fibrosis on kidney biopsy [27, 28].

Conclusion

HSP, also known as a leukocytoclastic vasculitis of small 
vessels, primarily involves the skin, GI tract, joints and kid-
neys. It is a pediatric disease; however, it can occur in adults. 
It can be associated with underlying malignancy in adults. 
HP infection can trigger HSP in pediatric and adult patients. 
Detection of the carrier state is crucial in HSP patients in ar-
eas where HP is endemic. Eradication of HP infection is usu-
ally associated with the resolution of HSP. In resistant cases 
with GI and renal involvement, corticosteroids use results in 
resolution of symptoms and reduction of the duration of mild 
nephritis.
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