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Gastrointestinal Manifestations and Complications of
Henoch-Schönlein Purpura
Shih-Yann Chen, MD; Man-Shan Kong, MD
Background: Henoch-Schönlein purpura (HSP) is a systemic vasculitic disorder common
ly affecting young children. Gastrointestinal (GI) involvement is frequently
seen, and it varies from mild symptoms to severe complications.
Methods:
In the 5 years from July 1995 to June 2000, 208 children were diagnosed
with HSP in our hospital. There were 116 males and 92 females with ages
ranging from 9 months to 15 years (mean, 6.4 years; median, 5.5 years).
Their medical records were reviewed. We focused on their gastrointestinal
manifestations and complications. The hospital course and management of
these patients were also analyzed.
Results:
GI manifestations were present in 162 cases (77.8%), and among them the
most common presentation was colicky abdominal pain in 159 cases
(98.1%), followed by vomiting in 64 cases (39.5%). Severe complications
included massive GI bleeding in 5 patients, intussusception in 1, protein-losing enteropathy in 1, and a patient with pancreatitis. GI symptoms occurred
before the manifestation of skin lesions in 41 patients (25.3%). Five of them
underwent a laparotomy. Four cases were operated on due to suspicion of
acute appendicitis or peritonitis. Another patient had an emergent operation
due to ileo-ileo intussusception.
Conclusions: GI manifestations of HSP are common. Colicky abdominal pain was the
most common GI manifestation of Henoch-Schönlein purpura. Some patients
may have GI complications, but those requiring surgical intervention in our
study were rare.
(Chang Gung Med 2004;27:175-81)
Key words: anaphylactoid purpura, Henoch-Schönlein purpura, children, gastrointestinal
manifestations, complications.

H

enoch-Schönlein purpura (HSP), a multisystemic vasculitic syndrome, manifests as purpuric skin lesions accompanied by such presentations as gastrointestinal (GI) symptoms, arthritis, and
nephritis. This disease was recognized as a clinical
entity by Lucas Schönlein in 1832 and Eduard
Henoch in 1874. However, the etiology of HSP is

still uncertain. Some factors such as infection,
hypersensitivity, and drugs possibly contributing to
this disease have been reported. Immunoglobulin A
deposits in the dermis, mesangial area, small vessels,
and submucosa of the GI tract result in multiple systemic involvement including dermal, renal, orthopedic, and gut systems. The GI tract is involved in
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50%-80% of patients reported in previous series,
who manifested nausea, vomiting, diarrhea, colicky
pain, and bleeding from the GI tract. (1)
Complications of the GI tract such as massive bleeding, intestinal perforation or necrosis, and intussusception have also been reported.(2) The early detection of these complications is important because they
may require surgical intervention, and some complications may result in morbidity and even mortality.
Imaging studies such as roentgenography, ultrasonography, and computed tomography have been
reported to be helpful in differentiating patients with
and without surgical conditions, while laboratory
data were not.(2) We reviewed the medical records of
patients admitted to our children's hospital with HSP
over a 5-year period and focused on symptoms and
signs, laboratory studies, and clinical courses.
Manifestations and complications of the GI tract
were an important aspect we studied.

METHODS
Between July 1995 and June 2000, 208 children
were admitted to our hospital with a final diagnosis
of HSP. All children presented with a purpuric rash
over the buttocks and lower extremities accompanied
by 1 or more of the typical manifestations of the syndrome, including hematuria, arthritis, or abdominal
symptoms. None of the patients had a bleeding tendency or coagulopathy.
We focused on their GI manifestations. Patients
who had experienced abdominal pain, vomiting,
diarrhea, upper GI bleeding manifested with coffeeground vomiting or tarry stool passage, and lower GI
bleeding presenting with hematochezia were classified as having GI involvement. Laboratory studies
including total white blood cell count, hemoglobin
level, and fecal and urinary analyses, and imaging
reports were recorded. The results of upper and/or
lower GI endoscopies of these patients were also
reviewed. GI complications of these patients were
defined as unusual presentations of the GI tract such
as massive bleeding, bowel obstruction, and peritonitis. Attention was also paid to the operative findings
of all of those children who underwent surgery.
The patients' hospital courses and management
were analyzed. We compared the age, gender, and
days of hospital stay between groups with and without GI manifestations using t-test and Chi-square
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test. The prognosis focused on the pain duration and
complication rate of patients with corticosteroid
treatment compared to those without such treatment.
Finally, we also compared the complication rate of
our series with those of past studies.

RESULTS
There were 116 boys and 92 girls with the classical presentation characterized by purpuric skin
lesions. Ninety male and 72 female patients had GI
symptoms, compared to 26 male and 20 female
patients who did not. The average age was 6.4 years
with a range of from 9 months to 15 years and a
median age of 5.5 years. The mean age of patients
with GI involvement was 6.3 years and without GI
involvement was 6.5 years. The age distribution
included 18 children younger than 3 years, 109 children from 3 to less than 6 years, 57 children from 6
to less than 9 years, 20 children from 9 to less than
12 years, and 4 children from 12 to 15 years. The
mean hospital stay of patients with and those without
GI involvement was 5.1 and 3.2 days, respectively.
GI manifestations appeared in 162 children
(77.8%) (Table 1). Among these 162 patients, 159
cases (98.1%) presented with colicky abdominal
pain, and 64 (39.5%) presented with vomiting.
Thirty-five patients (21.6%) was found to have gastrointestinal tract bleeding, including 28 episodes
(17.3%) of upper gastrointestinal tract bleeding, 9
episodes (5.6%) of lower gastrointestinal tract bleeding, and 2 patients with both upper and lower gastrointestinal tract bleeding. Eleven children (6.8%)
had diarrhea.
As to the location of abdominal pain, it most
commonly involved the epigastric area in 55 cases
(34.6%), and 52 patients manifested periumbilical
pain. Forty patients had poorly localized pain.
Table 1. Gastrointestinal Manifestations of HSP in 162 Children
Clinical features
No. of patients
Percent (%)
Colicky abdominal pain
159
98.1
Vomiting
64
39.5
GI bleeding
35
21.6
UGI bleeding
28
17.3
LGI bleeding
9
5.6
Diarrhea
11
6.8
Abbreviations: HSP: Henoch-Schönlein purpura; UGI: upper
gastrointestinal; LGI: lower gastrointestinal.(8)
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Other uncommon locations included the right lower
quadrant, left lower quadrant, and mid-lower
abdomen.
GI symptoms occurred before the manifestation
of skin lesions in 41 patients (25.3%). The average
interval between the 2 events in those patients was
4.8 days. Eighteen patients had abdominal pain
which appeared more than 1 week before the skin
manifestation.
Some patients had an abnormal hemogram:
leukocytosis (> 10,000/mm3) in 77 patients (47.5%),
anemia (Hb < 10 g/dl) in 17 patients (10.5%), and
thrombocytosis (> 400,000/mm 3) in 33 patients
(20.4%). Twenty-three children were found to have
hematuria, and 8 children had proteinuria among the
159 urinary analyses carried out. A stool guaiac test
was performed in 160 cases, and obvious occult
blood (more than 2+) was found in 52 cases.
Eighty-two patients with acute abdominal pain
underwent plain abdominal roentgenography. Their
findings were dilated bowel pattern in 24 instances,
increased fecal retention in 18 patients, and non-specific findings in 40 patients. Only 8 patients underwent roentgenographic contrast studies, including 5
upper GI with small bowel series and 3 lower GI
series. Upper GI with small bowel series contrast
studies found thickening of the intestinal fold
appearing like a thumbprint in 2 patients (Fig. 1).
No specific findings were seen in the lower GI series
contrast study. Abdominal sonography was performed in 77 children. It revealed ascites in 19

patients, bowel wall edema in 17, mesenteric lymph
node enlargement in 9, hepatomegaly in 8,
splenomegaly in 3, and gall bladder sludge in 2
patients. Twenty-seven children underwent upper GI
endoscopy, with positive findings in 15 cases.
Erythematous hemorrhagic gastritis was found in 9
patients (Fig. 2). Duodenal erosion with erythema
was found in 3 cases. A purpuric duodenum lesion
was found in 1 case. Colonoscopy was performed in
5 children with lower gastrointestinal bleeding, but
no specific findings were seen in those cases.
One hundred twenty-four patients presenting
with abdominal pain were treated with prednisolone
(1 mg/kg/day) for a duration of from 1 week to 1
month. Most of them (89 patients, 71.8%) improved
within 48 hours. For those patients managed with
corticosteroids, intractable colicky abdominal pain
was the most common indication. The average duration of abdominal pain of patients treated with corticosteroids was 7.5Ų2.8 days, and that of patients
without corticosteroid treatment was 10.2Ų3.6 days.
Some GI complications were observed in our
patients. Five children needed a blood transfusion
due to massive blood loss from the GI tract. A
6-year-old boy underwent an emergent operation due
to bowel obstruction, and the operative finding was
ileo-ileo intussusception and multiple lymphadenopathy. His purpuric skin rashes appeared 13
days later than the presentation of abdominal pain.
We also encountered some uncommon complications of HSP. A 7-year-old boy experienced severe

Fig. 1 Upper GI and small bowel series contrast study showing thickening of the intestinal fold and bowel separation with
a thumbprint appearance (arrowhead).

Fig. 2 Upper GI endoscopy showing erythematous hemorrhagic change in the body of the stomach.
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epigastralgia with highly elevated serum amylase
(384 U/L) and lipase (330 U/L) levels; he presented
with dermatologic manifestation 5 days later.
Another 6-year-old male suffered from hypoalbuminemia (2.9 g/dl) probably due to protein-losing
enteropathy. These 2 patients were successfully
managed with conservative treatment. Overall, we
had a complication rate of 4.8% (8/162). All patients
with complications, but 1, were treated with corticosteroids.
Four children were operated on due to suspicion
of acute appendicitis and peritonitis. All of these
patients presented with severe and atypical manifestations of HSP, and their skin lesions appeared many
days after the GI symptoms. No specific diagnosis
was made at the time of the laparotomy. HSP was
diagnosed after the appearance of a skin rash.
In the follow-up period of 3 months, recurrence
of abdominal pain was found in 21 children, with 1
episode in 17 cases, 2 episodes in 2 cases, and 3
episodes in 2 cases. The interval between the first
episode and recurrence ranged from 12 to 44 days,
with a mean time of 19.3 days. No patient had a
complication which occurred in the course of recurrence. All of these patients with recurrence except 1
were treated with corticosteroids.

DISCUSSION
HSP is a systemic disorder caused by cutaneous
and small-vessel vasculitis of unclear etiology characterized by a symmetrical, non-traumatic, nonthrombocytopenic, painless, purpuric rash mostly
involving the buttocks or legs, as well as nephritis,
arthritis, and GI manifestations. HSP manifests as a
systemic illness in about 80% of patients. In our
series, there were no differences in the mean age or
gender preponderance in patients with and without
GI involvement, but the group with GI manifestations required a longer hospitalization (5.1Ų2.5 vs.
3.2Ų2.1 days) (Table 2). As in most series,(2-4) our
patients were predominantly male.
According to past studies, the GI tract is
involved in 50% to 80% of patients presenting with
symptoms such as nausea, vomiting, diarrhea, colicky pain, melena, and hematochezia.(1-4) Similarly in
our study, GI manifestations appeared in 77.8% of
children with HSP. Abdominal pain was the most
frequent symptom in our patients (159 of 208,
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Table 2. Clinical Outcome of our 208 HSP Patients with or
without GI Manifestations
GI (+)
(N=162)

GI (-)
(N=46)

p*
a

Mean age (yr)
6.3Ų2.1
6.5Ų2.4 0.5754
Male: Female
90 : 72
26 : 20
0.5474b
a
Mean hospital stay (day)
5.1Ų2.5
3.2Ų1.8 0.0127
Abbreviations: HSP: Henoch-Schönlein purpura.
Data are presented as the meanŲSD.
GI (+), HSP patients with gastrointestinal manifestations.
GI (-), HSP patients without gastrointestinal manifestations.
a
Analyzed by t-test.
b
Analyzed by the Chi-square method.
* Significant at p <0.05.

76.4%). The incidence was higher than in previous
series which showed 35%-60% of patients with
abdominal pain, which could be diffuse and paroxysmal. (5) In contrast to a previous report (2) which
showed that abdominal pain was usually poorly
localized, our patients seemed to have pain involving
the periumbilical and epigastric areas of the
abdomen.
The occurrence of severe abdominal pain prior
to development of the typical purpuric skin lesions
has often posed a diagnostic challenge to physicians. (1,3,6) Extracutaneous signs may precede the
rash, sometimes by as long as 28 days.(7) David et al.
also reported that 10%-40% of patients showed GI
symptoms before manifestation of skin lesions.(2) In
our study, GI symptoms occurred before the manifestation of skin lesions in 25.3% of patients.
In our study, plain roentgenography of the
abdomen played little role in the diagnosis. This is
similar to a previous report in which radiologic findings in HSP of the bowel were nonspecific. (6)
Barium studies in patients with HSP might show filling defects as pseudotumors.(6) Two of our 8 patients
who underwent GI contrast studies had such a finding. Focal submucosal hemorrhage resulting in
mucosal swelling may have served as a lead point for
an intussusception in a previous study.(8)
Some have reported that sonography of the
intestine represents the most sensitive method for the
detection of intramural bleeding in HSP and may
reduce diagnostic radiation in children. The findings
consisted of circumscribed hypoechoic to non-echoic
"half-moon" thickened intestinal walls and cockade
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phenomenon outlining intramural bleeding and
edema.(9) Another advantage of ultrasound was early
detection of intussusception in patients with HSP.(10)
We had a patient complicated with intussusception
and another complicated with pancreatitis, but their
sonographic findings were non-specific. However,
ultrasound can help in excluding acute abdomen and
preventing unnecessary surgical intervention especially when the purpuric skin lesions appear after the
GI symptoms. One study reported that sonography
was helpful in follow-up examinations of HSP
patients.(9) Serial ultrasonography showed a progressive decrease in mucosal wall thickening, the reappearance of peristalsis, and visualization of valvulae
conniventes.(5)
GI endoscopy is indicated in the case of
hematemesis, melena, and epigastric pain, irrespective of the presence of skin lesions.(1) In a past report
by Tomomosa, mucosal lesions were noted in 6 of 9
patients by upper GI endoscopy. The most prominent finding was severe hemorrhagic erosive duodenitis. It may be regarded as a typical but nonpathognomonic endoscopic finding of HSP.(11) Also
in Kato's series, the predominant changes in the second part of the duodenum were characteristic of
HSP.(12,13) In a previous analysis of endoscopic findings of HSP children in Taiwan, hemorrhagic erosive
duodenitis and gastritis were the most common findings. (14) In our study of panendoscopy in HSP
patients, multiple patchy erythema with hemorrhagic-erosive gastritis was found in 9 (60%) of 15
patients. Erythematous erosive duodenitis was visualized in 3 (20%) of those patients.
GI symptoms will disappear spontaneously in a
short time. Treatment with corticosteroids may have
a role in hastening the resolution of pain.(15) We had
similar observations.
The complication rate of the GI tract in HSP
reportedly varies from 3.9% to 22.4%.(4) It occurred
in 8 (4.8%) of our patients. This is relatively low
compared to past studies (Table 3). Early awareness
of GI symptoms and their evaluation might have
been the reason for the lower rate.
Intussusception is a common surgical complication in patients with HSP. In a previous review, 2/3
involved only the small bowel and 1/2 of the patients
had a palpable mass.(16) More than 1/2 of those intussusceptions were of the ileo-ileo type.(10) Lower GI
barium reduction is usually not successful for intus-

Chang Gung Med J Vol. 27 No. 3
March 2004

Table 3. Gastrointestinal Complication Rates of HSP in
Children Reported in the Literature and Our Study
No. of cases
No. of
Percent
complications
Cull (1982)
183
8
4.4
Harvey (1984)
105
4
3.9
Martinez (1984)
58
13
22.4
Mir (1988)
110
7
6.4
Schmuel (1991)
110
9
8.2
Our study
162
8
4.8
Abbreviation: HSP: Henoch-Schönlein purpura.

susception in patients with HSP. One of our patients
was complicated with ileo-ileo intussusception. He
was successfully treated using surgical reduction.
Patients with massive GI hemorrhage associated with
HSP will occasionally require surgical management,(17,18) and up to 14% of them have significant
bleeding that requires a blood transfusion.(19) Among
children with complications in our series, 3.1% needed a blood transfusion, and none of them underwent
surgical management. Other rare complications such
as ileal perforation(20) or ileal stricture presenting with
chronic intestinal obstruction,(21) and protein-losing
enteropathy(22) due to protein loss from the gastrointestinal tract have also been documented to be associated with HSP. There was 1 patient complicated
with protein-losing enteropathy in our study. It is
interesting to note that we had a patient complicated
with acute pancreatitis.
HSP might be misinterpreted as surgical
abdomen if the skin rash appears later than GI symptoms. Cream et al. stated that 5 of 9 HSP patients
who underwent an exploratory laparotomy presented
with abdominal pain prior to the development of
other signs and symptoms.(22) Similarly, we had 4
patients suspected of acute appendicitis and peritonitis who underwent an operation before the purpuric
rash appeared. As was stated by Allen et al.,(3) early
recognition and proper management may reduce this
hazard. Ultrasonographic(9) and endoscopic(11) findings may help exclude surgical abdomen and establish a correct diagnosis even in the absence of typical
skin lesions.
In conclusion, most GI manifestations and complications of patients with HSP are self-limited or
can usually be conservatively managed with good
success; an operation is rarely needed. HSP should
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be considered in children experiencing cramping
abdominal pain even without skin lesions at the initial presentation.
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