Letters to the Editors
HIV-associated vasculitis.
Part II: histologic and
angiographic diagnostic
reconfirmation after an
uncontrolled HIV infection
and fatal outcome
Sirs,
While small-vessel vasculitis associated
with probable aetiology are mainly associated with hepatitis C virus (HCV) infection
(1), secondary vasculitis involving medium-sized vessels include hepatitis B virus
(HBV)- and human immunodeficiency virus (HIV)-associated vasculitis (2). Mesenteric and renal microaneurysms are typical
lesions of polyarteritis nodosa (PAN) and
secondary vasculitis that can regress after
appropriate treatment (3, 4).
We recently reported the case of a 42-yearold man with a long-lasting active HIV infection (with severe CD4+ cell depletion
and high viral load) presenting with recurrent episodes of abdominal pain, finally diagnosed with HIV-associated vasculitis (3).
Abdominal CT-angiography showed multiple microaneurysms, stenoses and occlusions of intrarenal arteries, irregular lesions
of mesenteric arteries, fusiform dilatations
of hepatic branches, and splenic and kidney
infarctions. After high doses of glucocorticoids and antiretroviral therapy, the patient
experienced a good clinical and serologic
response. Mesenteric ischaemia led to subsequent surgical small intestine resections
with histopathology confirming occlusive
vasculopathy changes without signs of
active vasculitis. A CT-angiography sixteen months later showed persistence of
fusiform dilatations of intrahepatic artery
branches but complete resolution of intrarenal microaneurysms. The patient remained
stable thereafter.
In the extended study after long-term disease remission, we report a HIV-associated
vasculitis relapse with concomitant increase in viral load.
Three years after the initial diagnosis of
HIV-associated vasculitis (age 45), and after six months of abandonment of antiretroviral drugs, the patient sought medical
attention because of progressive abdominal pain. Laboratory results revealed high
acute phase reactants levels, low CD4+ cell
counts (39 cells/mm3) and increased viral
load (8,020 copies/mL). Screening for opportunist infections was negative. An abdominal CT-angiography showed dilations
and stenoses along the right hepatic artery
and multiple and prominent vascular aneurysms of the hepatic and renal arteries, with
new renal ischaemic lesions. Aneurysms of
the inferior mesenteric and left lumbar arteries were also detected. Mesenteric arteries
persisted with unchanged chronic stenotic
lesions (Fig. 1). An ultrasound for a palpable mass of right underarm area revealed
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Fig. 1. 3D reconstruc-

tion of a CT angiography of the abdominal aorta and its main
branches. Multiple and
prominent vascular aneurysms of the hepatic
(dashed arrows) and bilateral intrarenal arteries
(narrow long arrows).
A well-defined aneurysm can be seen involving the inferior
mesenteric artery (short
arrow).
The superior mesenteric
artery persisted with
previous stenotic lesions
(wide long arrow).

Fig. 2. Histology of

vascular changes in
the resected intestinal
segment.
A: A small artery of
the ileal serosa shows
a lymphocytic vasculitis with destruction of
the vessel wall.
B: Dense lymphocytic
infiltrates (arrows) are
seen in detail.
C-D: Necrotising vasculitis of different
small-sized
arteries
with lymphocytic infiltrates (short arrow)
and fibrinoid necrosis
(long arrows).
Original magnification:
x40 (A);
x100 (B-C-D).

a right axillary artery fusiform aneurism.
After diagnosing a vasculitic flare secondary to an uncontrolled HIV infection, high
doses of glucocorticoids and antiretroviral
therapy were again started with an initial
viral load reduction (99 copies/mL). However, the patient presented with poor pain

control caused by intestinal ischaemia and
ileal perforation requiring new (25 cm) ileocolic resection and jejunostomy. The patient died four months after the initial visit
because of a severe intra-abdominal sepsis
with multi-organ dysfunction. Histopathological examination of the resected intestine
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showed transmural necrotic changes and
signs of active vasculitis involving small
arteries (Fig. 2).
In HIV-associated vasculitis, the deposit on
the vessel wall of immunoglobulins, complement and immune complexes directed
against the HIV virus itself or other opportunistic infections, together with a direct
role of the viral invasion of the vascular
cells or an inflammatory reaction to HIV
particles have been considered to play a
role in its pathogenesis (5, 6).
With this extended report, the effect of an
active HIV infection on the development
of HIV-associated vasculitis has been evidenced on two separate occasions in the
same patient. The initial regression of vascular aneurysms occurred after starting
antiretroviral and glucocorticoid therapy
and was accompanied by an optimal viral
control (3). However, a new viral load increase was followed by a more severe and
widespread vasculitis, histologically proved
in the small intestine and angiographically
involving hepatic, renal, inferior and superior mesenteric, lumbar and axillary arteries.
As a conclusion, HIV-associated vasculitis
is a secondary systemic vasculitis in which
disease remission relies in controlling HIV
infection. Once viral load is low or unde-
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tectable, the risk of active vasculitis is almost absent and previous aneurysms may
also regress. However, when disease is in
remission, the lack of control of HIV infection may lead to a vasculitis relapse with
severe or fatal consequences.

Funding: this study was supported by the
Ministerio de Economía, Industria y
Competitividad (SAF 2017-88275-R).
Competing interests: none declared.
© Copyright Clinical and
Experimental R heumatology 2019.

C. LAURENT1, MD
A.L. MARÇAL1, MD
S. PRIETO-GONZÁLEZ1, MD
O. BALAGUÉ2, MD
X. MORALES3, MD
A. DARNELL4, MD
E. RIPOLL4, MD
M.C. CID1, MD
J. HERNÁNDEZ-RODRÍGUEZ1, MD

References

Vasculitis Research Unit, Department of
Autoimmune Diseases; 2Department of Anatomic
Pathology; 3Department of Gastrointestinal
Surgery; 4Department of Radiology,
Hospital Clínic of Barcelona,
Institut d’Investigacions Biomèdiques
August Pi i Sunyer (IDIBAPS),
University of Barcelona, Spain.
Please address correspondence to:
Dr José Hernández-Rodríguez,
Vasculitis Research Unit,
Department of Autoimmune Diseases,
Hospital Clínic of Barcelona, IDIBAPS,
University of Barcelona,
Villarroel 170, 08036 Barcelona, Spain.
E-mail: jhernan@clinic.ub.es
1

1. ELEFANTE E, BOND M, MONTI S et al.: One year
in review 2018: Systemic vasculitis. Clin Exp Rheumatol 2018; 36 (Suppl. 111): S12-32.
2. JENNETTE JC, FALK RJ, BACON PA et al.: 2012
revised international chapel hill consensus conference nomenclature of vasculitides. Arthritis Rheum
2013; 65: 1-11.
3. RIPOLL E, PRIETO-GONZÁLEZ S, BALAGUÉ O et
al.: Occlusive vasculopathy in human immunodeficiency virus (HIV)-associated vasculitis: Unusual
clinical and imaging course. Clin Exp Rheumatol.
2017; 35 (Suppl. 103): S185-8.
4. DARRAS-JOLY C, LORTHOLARY O, COHEN P,
BRAUNER M, GUILLEVIN L: Regressing microaneurysms in 5 cases of hepatitis b virus related
polyarteritis nodosa. J Rheumatol 1995; 22: 876-80.
5. GHERARDI R, BELEC L, MHIRI C et al.: The spectrum of vasculitis in human immunodeficiency
virus-infected patients. A clinicopathologic evaluation. Arthritis Rheum 1993; 36: 1164-74.
6. MAHADEVAN A, GAYATHRI N, TALY AB et al.:
Vasculitic neuropathy in hiv infection: A clinicopathological study. Neurol India 2001; 49: 277-83.

Clinical and Experimental Rheumatology 2019

