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Abstract: A 70-year-old man with acute pancreatitis (acute exacerbation of 
chronic pancreatitis) was admitted to our department. Despite temporary 
improvement, the pancreatitis worsened on the 21st hospital day, forming a pancre
atic pseudocyst, with infection in the cyst. After treatment with various antibiotics, 
a blood test on the 71st hospital day indicated improved inflammatory response 
despite continuing abdominal cramps. From the 75th .hospital day, the patient 
developed purpura and arthralgia of the lower limbs, with melena and hematuria. 
Henoch-SchOnlein purpura was diagnosed definitively by skin biopsy. Such a 
complication of acute pancreatitis with Henoch-SchOnlein purpura is rare. This 
case also suggests that microvasculitis around the pancreas resulting from Henoch
Schonlein purpura might have prolonged the pancreatitis. 
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INTRODUCTION 

Henoch-SchOnlein purpura (HSP) is non-thrombocytopenic purpura with skin, 
abdominal, and arthritic manifestation, developing systemic inflammation of small 
vessels. Although its cause has not been clarified, it is inferred to have some 
allergic mechanism1-4). It is often manifested in children, but rarely in adults, 
whose rate of incidence is reportedly 0.65/100,0005). 

Although acute pancreatitis is a benign disease, it has clinical symptoms that 
vary from minor cases to severe cases, the l;3.tter leading to death by multiple organ 
failure6). It is sometimes complicated with pancreatic necrosis or by pancreatic 
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abscess7), both of which are caused mainly by gallstones, long-term alcohol abuse 
and partial injuries, tumors, and agents. Chronic pancreatitis is often attributed to 
long-term alcohol abuse (70%). Other factors might include gallstones, tumors, 
and genetic factors, etc. Although pathologies of chronic pancreatitis are generally 
distinct from those of acute pancreatitis, cases of chronic pancreatitis are sometimes 
acutely exacerbated, thereby also manifesting symptoms of acute pancreatitis. 

Association of HSP with acute pancreatitis is rare: only a dozen cases have 
been reported8 - 10). Additionally, in most of those cases, acute pancreatitis coincided 
with HSP. Consequently, the former is presumably the result of microvasculitis 
around the pancreas caused by the latter. Because the presented case, which 
describes development of HSP during the process of treatment following develop
ment of acute pancreatitis, is very rare and etiologically interesting, we report it 
herein. 

CASE REPORT 

Case: A 70-year-old man consulted our department because of appetite loss, 
abdominal pain, and nausea which had begun two days prior. He was diagnosed as 
having alcoholic chronic pancreatitis around 1977 (alcohol intake: 90 g/day). He 
had no history of any drug allergy. At the first consultation, his body temperature 
was 37.2°C; blood pressure was 160/100 mmHg. Blood tests revealed the follow
ing: white blood cells (WBC) were 15,300/,ul (normal value: 3,000-9,800/ ,ul) ; 
AST, 63 IU/l (10-30 IU/l) ; ALT, 26 IU/l (6-25 IU/l) ; TB, 2.0 g/dl (0.3-1.2 g/dl) ; 
blood glucose level, 157 mg/dl (70-110 mg/dl) ; AMY, 363 IU/l (70-240 IU/l) ; and 
CRP, 0.6 mg/dl (under 0.3 mg/dl). An abdominal CT scan showed swollen pan
creas with mild fluid collection. The patient was diagnosed as having acute pan
creatitis (acute exacerbation of chronic pancreatitis). 

The clinical course is shown in Fig. 1. After admission, administration of 
sulbactam/cefoperazone (2 g/day) and gabexate mesilate (600 mg/day) was star
ted. The acute pancreatitis responded to that treatment, which engendered smooth 
improvement of symptoms. Blood tests and diagnostic imaging also showed de
creased inflammatory response and an improved image of pancreatitis. Conse
quently, the patient began to have meals (fat-restricted diet) on the 19th hospital 
day. On the 21st hospital day, however, he again complained of abdominal pain, 
accompanied with fever. Blood tests showed that, although AMY was 90IU/l, 
lipase was 132 IU /1 (normal value: 13-49 IU /1) ; furthermore, trypsin, 770 ng/ml 
(100-500 ng/ml), pancreatic enzyme and inflammatory response rose (CRP, 6.2 mg/ 
dl and WBC, 22,000/ ,ul). Abdominal CT images also depicted pancreatic swelling, 
which had improved temporarily, and fluid collection around the pancreas (Fig. 2). 
Formation of a pseudocyst was also apparent on the pancreas head. The CT 
showed a miniscule calcified calculus within the gallbladder, but no marked evidence 
of obstruction by the calculus or hepatic dysfunction was indicated. Therefore, 
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Fig . 1. Cli n ical course. 

F ig . 2. Abdom ina l enha nced CT on day 21 showed swo llen pancreas, fluid collect ion , 
and a pseudocyst. It was inferred to be severe inflam mation because pa ncreat iti s 
invo lved organs a round the pancreas. 
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Fig . 3. Purpura on the 10l-ver li mbs appearing on the 75th hospita l day. The purpura 
was man ifested sporadica ll y on each of the lower li mbs. 

biliary pancreatitis was denied. We diagnosed the relapse of acute pancreatiti s and 

infection of the pseudocyst. We administered many kinds of antibi oti cs 

(imipenem/ cilastatin , panipenem/ betamipron, piperacillin , ciprofloxacin), gabexate 

mesilate (2,000 mg/day), urinastatin (30 X 10" U/ day), and octreotide acetate (150 

tL g/ day) . These treatments improved the severe symptoms and status. By the 

71st hospital day, the inflammatory response decreased to CRP 0.7 mg/ dl, WBC 

6,000 / tL I ; the pancreat ic enzymes were normali zed. Nevertheless, colicky pain in 

the upper abdomen cont inued. On the 75th hospital day, purpura appeared on the 
lower limbs, subsequently spreading to the trunk and extremiti es (Fig. 3) . The 

patient also complained of ank le joint pa in and mild melena. Laboratory data 

showed a WBC count of 5,200/ tL I, red blood cell (RBC) count of 290 x 10" / tL I 

(normal va lue : 416- 558 X 10" / tL 1), hemoglobin of 10.1 g/dl (normal value : 13.2 - 16.8 

g/dl ) , and a plate let count of 16.7 X 104
/ tL I (normal va lue : 14.7- 34.1 X 104

/ tL I). The 

eosinophil count was not elevated (2% of WBC) . In coagul ation, the partia l throm
bin time was normal, but prolonged activated partia l thromboplastin time (41.8 s, 
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Fig . 4. Biopsied spec imen of purpuri c sk in rash. In the dermi s, prominent 
infi ltrat ion of neutrophil s was identified a round sma ll vesse ls ; vascu la r fib ri noid 
degenera t ion was also apparent. These findi ngs suggested HSP (H &E sta in, 
x 400) . 

Fig. 5. IgA sta in of the biopsied specimen. Immunofluorescence microscopy showed 
IgA depos iti on in a small vesse l of the dermi s (x 400) . 
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normal value: 31-45s), and low level of coagulation factor XIII (41%, normal 
value: over 70%) were observed. The serum blood urea nitrogen was 14 mg/dl 
(normal value: 9-20 mg/dl) , and creatinine was 0.7mg/dl (normal value: 0.6-1.1 
mg/dl). The IgA level was high: 594 mg/dl (normal value: 115-359 mg/dl). 
Urinalysis showed microscopic hematuria (100)RBC/high power field). Low 
inflammatory response and normal pancreatic enzymes suggested a mild recurrence 
based on chronic pancreatitis. A skin biopsy of purpura showed WBC infiltration 
around the small vessels and fibrinoid necrosis, suggesting leukocytoclastic vas
culitis. Immunostaining demonstrated IgA deposition on the vascular wall (data 
not shown). The findings above established the HSP diagnosis. By virtue of the 
use of antiallergic drugs, hemostatic drugs, and steroid ointments, the eruption 
disappeared on the 119th hospital day. The inflammatory response became negative 
and the coagulation factor XIII was normalized on the 122nd hospital day. On the 
136th hospital day, the patient was discharged. Since that time, no recurrence has 
been reported. 

DISCUSSION 

Henoch-Schonlein purpura is a non-thrombocytopenic purpura with three 
cardinal signs: skin manifestation (purpura, papule, and local edema), articulation 
manifestation, and abdominal manifestation (abdominal pain and melena) 1-5). It 
sometimes becomes difficult to make a diagnosis when all signs do not appear 
simultaneously, especially when purpura appear later. The incidence rate of cases 
with purpura following abdominal pain is reportedly about 8% in adults4). Despite 
another report that it should take five days for purpura to appear after the appear
ance of digestive manifestation, the interval between appearances sometimes 
becomes more than one week9). It is presumed to develop favorably in children (4-
7 years old) and rarely in older patients, with upper respiratory infection preceding 
the other manifestations in 50% of these cases. Systemic inflammation of small 
vessels is essential, which is considered to be an allergic response to some incentive. 
As incentives, the following factors have been described: various viruses (EBV, 
adenovirus, parvovirus B19, varicella, measles, and rubella), bacteria (Group A 
beta-hemolytic streptococci, mycoplasma, helicobacter, and Bartonella henselae) , 
drugs (antibiotics such as penicillin, tetracycline, and erythromycin, NSAID, thi
azide, and propylthiouracil), food, insect bites, low temperature, and so on. Never
theless, reports have failed to identify a cause related to HSP in two thirds of 
cases2,ll). Purpura is visible in more than 90% of the cases, repeatedly withdrawing. 
In 56% of adult patients, abdominal manifestations are complicated exclusively with 
complaints of abdominal pain as a subjective symptom. Inflammation of small 
vessels sometimes engenders edema of GI tract walls and bleeding. With a strong 
manifestation, such as that of GI tract bleeding, surgical operations are sometimes 
required. Although nephropathy occurs in about 30% of children, it is seen more 
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frequently in adult patients. Comparison of cases involving adults and children 
reveals that adult patients tend to develop digestive manifestations (e.g. melena), 
hematuria, renal damage, and skin ulcers2). Biopsy of purpura site tissues shows 
leukocytoclastic vasculitis, with disposition of IgA, C3, and IgG, which are useful for 
establishing a diagnosis9 ). 

Complication of HSP with acute pancreatitis is rare, with only 14 cases report
edB- 10). Although details of complicating factors remain unknown because HSP 
manifestation precedes the others in most cases, it is suggested that inflammation of 
small blood vessels surrounding the pancreas might cause acute pancreatitis. One 
typical case report of a child describes that HSP developed 9 days after the 
occurrence of acute pancreatitisB). In that case, no manifestation factor of acute 
pancreatitis was identified aside from HSP: the interval separating appearances of 
acute pancreatitis and HSP was small, suggesting that HSP had developed before 
the typical symptoms of HSP appeared, allowing inflammation of small blood 
vessels surrounding the pancreas to thereby cause acute pancreatitis. Subsequently, 
skin manifestations were actualized. 

In case described herein, after acute pancreatitis recurred, partly because of 
complication of a pseudocyst infection, the patient took a considerable length of time 
to heal. Although inflammatory responses and pancreatic enzyme increases were 
improved, abdominal cramps continued; then skin manifestations appeared as a 
typical symptom of HSP. Consideration of this process introduces the possibility 
that HSP might have manifested prior to the appearance of skin manifestations, 
with abdominal manifestations. Another possibility is that this HSP might have 
caused inflammation of small blood vessels around the pancreas; such inflammation 
is associated with delayed pancreatitis or continuous abdominal pain. Chronic 
pancreatitis existed as an underlying disease and the initiated pancreatitis was mild 
in this case, perhaps explaining the lack of severe inflammation and hyper
amyl asemia in the vicinity of HSP occurrence. Regarding the incentive of HSP 
manifestation in this case, various antibiotics were administered because advanced 
inflammatory response, including the complication of pseudocyst infection was 
apparent after recurrence. An allergic response to these was also likely to cause 
HSp I 2-14). 

In conclusion, when abdominal manifestations precede skin manifestations, it is 
difficult to diagnose HSP. Especially for diagnoses of acute pancreatitis, HSP 
might be involved in cases where transiently quiescent pancreatitis recurrence is 
delayed without any incentive or in which abdominal pain is prolonged even though 
pancreatitis itself is improved. 
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