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Case Study
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ABSTRACT
An unordinary case report of henoch-schonlein purpura (HSP) in a relationship with hepatitis C and compensated cirrhosis was identified in 14 y
aged male patient. He was admitted in the pediatric department with stomach pain, yellow skin, rashes with tingling and erythematous injuries over
the legs with agony and swelling since multi-day. He feels pain during walking and appears to be with swelling of lower leg muscles. His unusual
liver function test was distinguished with elevated levels of bilirubin-3 mg/dl, basic phosphatase-314 U/l, aspartate aminotransferase-55 U/l and
alanine aminotransferase-60 U/l. His skin biopsy shows up leukocytoclastic vasculitis and IgA depositions. Liver biopsy revealed nuclei enlargement
with extensive cell change and scattered cell plates. His blood test was with the presence of the hepatitis C virus (HCV) antibodies. He was finally
diagnosed as HSP associated with HCV and compensated cirrhosis.
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INTRODUCTION
HSP portrayed by generalized vasculitis [1]. HSP is characterized by
non-thrombocytopenic palpable purpura, arthritis or arthralgias,
gastrointestinal and renal involvement [2]. Inflammation also
involves the blood vessels of the skin, lungs and focal sensory
system with a mind-boggling store of immunoglobulin A (IgA) [3, 4]
influencing transcendently in children [5]. HSP builds up the
indications of rash, particularly finished legs, stomach pain,
subcutaneous oedema, joint pain and glomerulonephritis [6]. HSP
can influence any organ, physical examination observations are
required. An exact reason for the cause of HSP is not known, but it is
believed to be multifactorial, with hereditary, natural, and antigenic
parts [7, 8]. It is difficult to distinguish by skin biopsy, which can
show leukocytoclastic vasculitis and IgA depositions [9].

HCV is a major cause of liver disease and the potential cause of
substantial morbidity and mortality worldwide [10]. Hepatitis C
caused by HCV can be analyzed by the discovery of immunizing to
HCV in the blood test by the immunoassay method [11] and
identification of IgM antibodies against hepatitis C infection antigens
[12]. HCV disease can do significant damage to the liver and leads to
cirrhosis. It's not surprising that numerous individuals with
hepatitis C don't know they have a life-threatening disease which
can lead to liver cirrhosis. There are two phases of cirrhosis 1.
Compensated cirrhosis means the body still functions despite
decreased liver function and scarring. 2. Decompensated cirrhosis
implies that body functions are separated where serious side effects
like kidney failure, variceal haemorrhage, and hepatic
encephalopathy may occur. Indications of cirrhosis are because of
hepatitis C are fatigue, nausea, loss of appetite, weight reduction,
wounding, itchy skin, jaundice, swelling in legs, ascites, hepatorenal
disorder [13].
A few studies reveal hepatitis C associated IgA/IgM mixed
cryoglobulinaemia can't be ruled out regardless of a negative
cryoglobulin screen [14] on two occasions. In this patient, an IgA
mediated vasculitis may have been the nidus for thrombus
development and abdominal catastrophe. The role of liver cirrhosis
in the advancement of HSP is fascinating. Patients may create HSP as
because of an impact of abnormal liver metabolism of IgA circulating
immune complexes that is an impaired clearance of IgA complex in

liver cirrhosis resulting about tissue depositions [15, 16], despite the
fact that this is known to occur without overt vasculitis [16]. This
mechanism appears to be in this case. The preceding HCV might
have contributed to the formation of the immune complex.

There is no particular treatment for HSP. Acetaminophen or NSAIDs
can be used for pain management and some of the time
corticosteroids may also be used [17].
CASE REPORT

A male patient, aged 14 y admitted in the pediatric department with
chief complaints of the stomach pain, yellow skin, rashes with
tingling and erythematous sores over the legs with pain and swelling
since one day. He feels pain during walking and appears to be
swelling of lower leg muscles. There is no history of rash after food
consumption, medicine use, insect bite, and there is no cough and
swelling of the neck to the patient. His birth and improvement
history was observed to be normal. Physical examinations,
biochemical reports, complete blood picture and urine examinations
seem to be normal. Peripheral smear test and ASO tube test were
negative. His liver function test was observed to be elevated levels of
total bilirubin-3 mg/dl, alkaline phosphatase-314 U/l, aspartate
aminotransferase-55 U/l and alanine aminotransferase-60 U/l. His
skin biopsy exhibits leukocytoclastic vasculitis with IgA depositions.
Liver biopsy reveals nuclei enlargement with large cell change and
disorganized cell plates. His blood test was positive with the
presence of antibodies to HCV. He was finally diagnosed as HSP to
have hepatitis C and compensated cirrhosis.

The patient was treated with IV ceftriaxone 1.125g+tazobactam 500
mg, IV netilmicin 50 mg BD, IV ranitidine 50 mg BD, IV pheniramine
1.5 cc BD, IV dexamethasone 1cc BD, tablet paracetamol 500 mg,
tablet calcium, syrup multivitamin. He was counselled with a way of
lifestyle changes in diet aspects.
DISCUSSION

An uncommon case report HSP association with hepatitis C and
compensated liver cirrhosis were identified in a pediatric
department. A male patient aged 14 y admitted in the pediatric
department with stomach pain, yellow skin, rashes with rashes and
erythematous injuries over the legs with pain and swelling since one
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day. He feels pain during walking and appears to be swelling of
lower leg muscles.
An elevated level of bilirubin, alanine aminotransferase, aspartate
aminotransferase, and alkaline phosphatase reveal liver damage to
the patient. Patient's skin biopsy shows leukocytoclastic blood
vessel vasculitis with IgA depositions, and liver biopsy reports with
nuclei enlargement with a vast cell change of liver tissue which is
considered as HSP Immunoassay method for a blood test of patient
reports the presence of antibody to HCV indicates the condition of
hepatitis C.
The patient might be infected with HCV long back without creating
any side effects. So it turned into a serious approach towards
cirrhosis. There might be a blockage of flow in the biliary tract or
buildup of biliary pressure in the liver. The patient's body functions
well, although after understanding cirrhosis, so it was considered as
compensated liver cirrhosis.

A literature report says hepatitis C is associated with an IgA/IgM
mixed cryoglobulinemia, but an IgA mediated vasculitis may have
been the nidus for thrombus formation and abdominal catastrophe.
The patient was developed HSP as due to the consequence of liver
metabolism of IgA circulating immune complexes that is an impaired
clearance of IgA complex in liver cirrhosis resulting in tissue
deposition. This mechanism seems to be considered well for this
patient. The preceding HCV might be formed in the patient due to
the formation of immune. Nephritis is the most vital long-term
prognostic factor in HSP; the transient prognostic factor is
gastrointestinal illness can lead to death if there is no early
treatment and care.
He was treated with acetaminophen, corticosteroids, cephalosporin
anti-infective agents and antihistamines. The way of lifestyle
changes improves a state of the liver.

This case is considered to a remarkable case report because HSP in
the early adult stage is uncommon; however, HSP usually occurs in
the children.
CONCLUSION

An unordinary case report HSP association with hepatitis C and
compensated cirrhosis require a nearby observing. Early conclusion
and early treatment of hepatitis C are more essential it might
prompt cirrhosis. A rate of HSP with cirrhosis has been expanding
around the world. This condition has a long-term prognostic factor
in causing nephritis, short-term factor to cause gastrointestinal
disease in which both can lead to death if untreated, so early
therapeutic intervention with clinical implications are needed.
ACKNOWLEDGMENT

I thank full to Dr. Vikram for the support of analyzing the case
report.
AUTHORS CONTRIBUTIONS

Sagar Pamu identified the case report and analyzed uncommon
points; Sarangi Ramesh helped in editing this article and Mohammed
Abubakar contributed the sources to analyze this case report.

Int J Pharm Pharm Sci, Vol 10, Issue 12, 88-89

CONFLICT OF INTERESTS
Author has no potential conflicts of interest with respect to the
authorship and publication of this article.
REFERENCES
1.

2.

3.
4.
5.
6.

7.

8.
9.
10.
11.
12.
13.
14.
15.
16.
17.

Szer IS. Henoch-schönlein purpura. Curr Opin Rheumatol
1994;6:25-31.
Srujith Chandrakanthi, Oshin Mantro, Jagadeesan Mohanan,
Mervin Kayiparambil Soman, Prasanna Karthik Suthakaran,
Kannan Rajendran. Adult onset henoch: schonlein purpura-an
unusual presentation. Asian J Pharm Clin Res 2017;10:2-3.
Coppo R, Basolo B, Piccoli G. IgA1 and IgA2 immune complexes
in primary IgA nephropathy and henoch-schonlein
nephritis. Clin Exp Immunol 1984;57:583-90.
Jennette JC, Falk RJ, Bacon PA. Revised international, chapel hill
consensus conference nomenclature of vasculitides. Arthritis
Rheumatism 2013;65:1-11.
Blanco R, MartInez Taboada VM, RodrIguez Valverde V, GarciaFuentes M, Gonzalez-Gay MA. Henoch-schönlein purpura in
adulthood and childhood: two different expressions of the
same syndrome. Arthritis Rheum 1997;40:859-64.
Kraft DM, Mckee D, Scott C. Henoch-schönlein purpura: a
review. Am Family Physician 1998;58:405-8.
Rigante D, Castellazzi L, Bosco A. Is there a crossroad between
infections, genetics, and Henoch-Schönlein purpura?
Autoimmun Rev 2013;12:1016-21.
Hernando-Harder AC, Booken N, Goerdt S. Helicobacter pylori
infection and dermatologic diseases. Eur J Dermatol
2009;19:431-44.
Linda Ferrell. Liver pathology: cirrhosis, hepatitis, and primary
liver tumors, update and diagnostic problems. Mod Pathol
2000;13:679-704.
Achmad Fuad Hafid, Tutik Sri Wahyuni, Lidya Tumewu, Evhy
Apryani, Adita Ayu Permanasari, Myrna Adianti, et al. Antihepatitis C virus activity of indonesian mahogany (Toona
Sureni). Asian J Pharm Clin Res 2018;11:87-90.
Wilkins T, Malcolm JK, Raina D. Hepatitis c: diagnosis and
treatment. Am Family Physician 2010;81:1351-7.
Brillanti S, Masci C, Miglioli M. Serum IgM antibodies to
hepatitis C virus in acute and chronic hepatitis C. Arch Virol
Suppl 1993;8:213-8.
Rosen HR. Clinical practice. Chronic hepatitis C infection. New
England J Med 2011;364:2429-38.
Ogawa M, Makino Y, Ueda S. Rapidly progressive
glomerulonephritis in association with henoch-schonlein
purpura in a patient with advanced liver cirrhosis. Nephron
1995;71:365-6.
Van de Wiel A, Valcntijin RM, Schuurman HJ. Circulating IgA
immune complexes and skin IgA deposits in liver disease in
relation to liver histopathology. Dig Dis Sei 1987;33:679-84.
Aggarwal M, Manskc CL, Lynch PJ. Hcnoch-schonlein vasculitis
as a manifestation of IgA-associated disease in cirrhosis. Am J
Kidney Dis 1992;20:400-2.
Chartapisak W, Opastiraku S, Willis NS. Prevention and
treatment of renal disease in Henoch-Schönlein purpura: a
systematic review. Arch Dis Child 2009;94:132-7.

89

