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Background: Cutaneous vasculitis is defined as the inflammation of blood vessels of the dermis.

However cutaneous vasculitis is not a specific disease but a manifestation that can be seen in a variety
Article info: : ofsettings. We sought to review the clinical manifetations, laboratorial findings, pathological changes
Received: 15 September 2017 : and etiologic association of cutaneous vasculitis in patients admitted to Dermatology Department of
Accepted: 28 January 2018 *  Razi Hospital from 1998 to 2011.

Available Online: 01 Jan 2019 :  Materials and Methods: In this retrospective study, we enrolled all patients with records of
histological diagnosis of vasculitis between 1998 and 2011 in Razi Hospital. Clinical presentation and
inflammatory factors were evaluated, too.

: Results: We studied 56 patients with cutaneous vasculitis. 35 (62.5%) patients were female and 20
Keywords: 1 (37.5%) were male. About 75% of patients had hypersensitivity vasculitis, 10.6% Henoch-Schonlein

o .. o »
Vasculitis, Cutaneous purpura, 9% urticarial vasculitis, and 5.4% polyarteritis nodosa.

vasculitis, Inflammatory Conclusion: It seems that hypersensitivity vasculitis is the most common form of cutaneous vasculitis.
factors . The main clinical manifestations of hypersensitivity vasculitis are skin and joint symptoms.

Introduction Various classification systems have categorized vas-

culitis syndromes. Diagnosis is based on careful assess-

asculitis represents a specific pattern of ment of clinical findings, serologic tests, and histopatho-

inflammation of blood vessel walls and logic findings [3, 5, 6]. Skin is an accessible tissue for

can occur in any organ of the body. Cu- biopsy. Skin manifests injury to vessels by circulating

taneous vasculitis can be localized to the immune complexes, anti-endothelial cell antibodies, and

skin or less commonly to extra cutane- Cell Mediated Immunity (CMI) [3, 7]. In this retrospec-

ous organs [1-3]. Vasculitis can affect small, medium or tive study, we enrolled all patients with records of his-

large vessels of the arterial and or venous system [3-5]. tological diagnosis of vasculitis Razi Hospital between
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1998 and 2011 in. We were interested in the clinical
manifestation, laboratorial finding, pathological changes
and etiologic association of cutaneous vasculitis. The
study was approved by the ethic committee

Materials and Methods

We enrolled all patients with histological diagnosis of
cutaneous vasculitis admitted to Dermatology Depart-
ment of Razi Hospital from March 1998 to December
2011. Histopathological criteria were hyalinization or
fibrinoid necrosis of vessels, neutrophilic infiltration, nu-
clear dust from leukocytoclasis, red blood cell extravasa-
tion, and thrombi [3]. Based on these criteria, 56 patients
were recruited in the study. A dermatologist collected pa-
tients’ demographic and medical information including
sex, age, clinical history and examination results, body
area affected, and family history of vasculitis, presence
of systemic symptoms or signs, etiological factors, and
laboratory findings. Our classification system was based
on the definitions proposed by the CHCC (Chapel Hill
Consensus Conference) in 1994 [8].

Statistical analysis

All the obtained data were analyzed in SPSS 18.0. We
used descriptive statistics, Independent samples t test
and y* test for data analysis. Statistical significance was
set at 0.05.

Results

Out of 56 histopathologically-proven patients with
cutaneous vasculitis who were analyzed in this study,
35 (62.5%) were females and 21 (37.5%) males. Their

Table 1. Cutaneous site of lesions
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mean age was 39.5 years, ranged from 5 to 79 years. The
mean age of male and female patients at the onset of dis-
case was 41.42 and 37.62 year, respectively. There was
no significant difference between males and females in
the onset of disease (P>0.05).

Table 1 lists the cutaneous manifestations of vasculi-
tis. All patients had lesions on their lower limbs (100%).
There were 41 (73.2%) patients with upper limb lesions,
31 (55.4%) with anterior trunk lesions, 23 (41.1%)
with posterior trunk lesions, 18 (32.1%) with head and
neck lesions, 8 (14.3%) with palms and soles lesions, 9
(16.1%) with mucous membrane lesions, and 2 (3.6%)
with genitalia lesions. Cutaneous manifestations are
shown in Figure 1. Papule/plaque lesion was the most
common type of cutaneous manifestations seen in 58.9%
of patients and the second most was petechial/purpura
seen in 57.1% of patients.

The most common symptoms in our patients were pain
in 69.6%, burning sensation in 37.5%, pruritus in 26.8%,
and no symptoms in 3.6% of patients. Table 2 presents
the summary of the laboratory results. Elevated Eryth-
rocyte Sedimentation Rate (ESR) found in 27 (48.2%)
patients, anemia in 32.1%, and urinary abnormalities in
23.2%. In 18 patients with urinary abnormalities, 13 had
microscopic hematuria and 5 had proteinuria alone. With
respect to clinical classification, most of the patients (42
patients, 75%) were classified as Hypersensitivity Vas-
culitis (HSV), 6 (10.7%) patients as Henoch-Schonlein
Purpura (HSP), 5 (9%) patients as urticarial vasculitis,
and 3(5.4%) patients as Polyarteritis Nodosa (PAN).
Pathological changes are presented in Figure 2.

Site of Lesion No. %
Lower extremities 56 100
Upper extremities 41 73.2

Anterior trunk 31 55.4

Posterior trunk 23 411

Head and neck 18 31.2

Palms and soles 8 14.3
Genitalia 2 36
Mucous membrane 9 16.1
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Table 2. Laboratory findings
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Laboratorial Findings No. %
Hematuria 13 232
Proteinuria 5 8.9

High Cr 3 5.4
Leukocytosis 8 143
Eosinophilia 2 3.6
Leukopenia 2 3.6

Anemia 15 26.8

High ESR 27 48.2
Positive ANA 3 5.4
Positive CRP 7 125
Low complement 2 3.6
High AST/ALT 4 7.1
Platelet abnormality 9 16

Direct immunofluorescence study was positive in 54.5%
of patients that showed IgM deposition in the dermal ves-
sels in 18.2% of the patients; IgG deposition in 18.2%,
IgA deposition in 9.2% and C3 deposition in 9.2%.

Most extracutaneous involvement was lower limb
edema in 44.6% patients and Joint involvement, arthral-
gia in 35.7% and arthritis in 10.7% of patients (Table
3). Various etiologies and/or other associated conditions
that were evaluated in our patients were as follows: 40%
of patients with urticarial vasculitis had history of drug
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consumption, 23.8% of patients with HSV had history
of drug consumption (the most used drugs were penicil-
lin, cefexime, cephalexin, diclofenac, naproxen, ateno-
lol, nortriptyline, and Aspirin), 16.7% of patients with
HSV had infection (a patient with B hepatitis, a patient
with C hepatitis, a patient with tuberculosis and two pa-
tients with nasopharyngeal streptococcal infection). Two
(4.8%) patients of HSV group had malignancy (ALL and
gastric adenocarcinoma). One patient had Systemic Lupus
Erythematous SLE. Over a half of the patients (21 patients

Cutaneous manifestations of vasculitis
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Figure 1. Cutaneous manifestations of vasculitis
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Table 3. Extracutaneous involvement
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Other Sign and Symptoms No. %
Arthralgia 20 35.7
Arthritis 6 10.7
Lower limb edema 25 44.6
Face edema 2 3.6
Inguinal LAP 3 5.4
Gross hematuria 1 1.8
Headache 2 3.6
Abdominal pain 4 7.1
Fever 10 17.9
Weight loss 8 143
Epistaxis 2 3.6

or 50%) were classified as primary cutaneous small vessel
vasculitis or idiopathic cutaneous manifestation.

Discussion

In this study, hypersensitivity vasculitis accounts
for the majority of patients (75%) which is similar to
the prevalence reported in previous studies [3, 9, 10].
However our rate is higher than other studies. Maybe
different researchers have used different criteria for
classification of patients, such as the American College
of Rheumatology criteria and the Chapel Hill Congress
Conference definitions, which identify different types
of vasculitis [5, 10, 11].

InmvuNoREGULATION

Most of our patients lacked any underlying cause
which is compatible with the recent reports that about
40%—-60% of all cutaneous vasculitis have unknown
etiology [3, 10-12].

Compatible with other studies, lower incidence of HSP
in our study is justified because HSP mainly involves
children [10, 11]. In our patients with known etiology,
drugs and infections were the most common etiology
with 30.3% prevalence, which is compatible with pre-
vious reports by Carlson et al. and Nawaf A [5, 10]. In
Nawaf A study [10], antibiotics were the most com-
mon cause of drug induced vasculitis. Urticarial papule/
plaque (58.9%) and petechia/purpura (57.1%) constitut-
ed the most common manifestation of cutaneous vasculi-
tis in this study, which is different by previously reported
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values that palpable purpura constituted the most com-
mon manifestation of cutaneous vasculitis [10, 13, 14].

Multisystem organ involvement including joints, mus-
cles, urinary system, gastrointestinal, lungs, heart and
peripheral nerves has been reported in up to 50% of pa-
tients [10] , similar to the our study. Laboratory findings
in our study is similar with other studies [3, 10].
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