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soriasis is a chronic erythematosquamous dermatitis characterized by
abnormal keratinocyte hyperproliferation, resulting in thickening of
the epidermis and stratum corneum, which affects genetically predis-

posed individuals. Factors such as family history, stress, trauma, infections,
medicines, lifestyle and immune disorders are the well-known predisposing
factors and also increased epidermal inflammation, proliferation, angiogen-
esis, hyperkeratosis, parakeratosis and keratinocytes turn-over are the hall-
marks for psoriasis. Psoriasis may present with various manifestations,
including generalized pustular psoriasis (GPP) which is generally severe and
most commonly associated with systemic symptoms.1 Von Zumbusch pus-
tular psoriasis (VZPP), acute generalized form of GPP is a very severe form

Acute Onset of Generalize Pustular Psoriasis in
a Patient with

Previously Unknown HIV Infection

AABBSS  TTRRAACCTT  HIV is epidemic in Ukraine and at the end of 2017, the total official number was re-
ported to be 42700 cases. Approximately, 90% of HIV positive patients develop various types of
skin diseases. Especially, patients with psoriasis and HIV infection often present with more severe
and treatment-refractory cutaneous disease. We describe a patient with first manifestation of pus-
tular psoriasis with previously unknown HIV infection. A 35 years-old male was admitted to our
clinic with severe pustular psoriasis eruption which first emerged two months ago. The patient’s
HIV antibody test was positive. Psoriasis manifestations can be severe in patients with acquired
immune deficiency syndrome (AIDS). Physicians may face diagnostic and therapeutic difficulties
when psoriasis coexists with HIV infection. The HIV test should be considered in patients affected
by severe erythrodermic psoriasis and resistant to conventional and biological treatments.
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ÖÖZZEETT  Ukrayna'da insan immün yetmezlik virüsü (HIV) epidemik olup, 2017 yılının başında resmi
olarak açıklanan toplam sayı 42700 vakadır. HIV pozitif olan hastaların yaklaşık %90'ında bazı deri
hastalıkları gelişir. Özellikle HIV enfeksiyonu bulunan hastalarda, psöriyazis daha ciddi ve tedaviye
dirençli bir deri hastalığı olarak karşımıza çıkar. Burada, ilk kez püstüler psöriyazis tanısı alan ve
daha önce HIV pozitifliği bilinmeyen bir hastanın vaka sunumunu yaptık. Otuzbeş yaşında erkek
hasta kliniğimize 2 ay önce ilk kez ortaya çıkan ciddi püstüler psöriyazis nedeniyle başvurdu, HIV
antikor testi sonucu pozitif olarak gelen hastanın HIV pozitifliğinden daha önce haberi olmadığı
öğrenildi. Edinsel immün yetmezlik sendromlu hastalarda psöriyazis ciddi seyirli olabildiği gibi,
klinisyenler tanıda ve tedavide HIV enfeksiyonu ile birlikte bulunan psöriyazis hastalarında zor-
luklarla karşılaşabilirler. Bu vaka dolayısıyla HIV araştırılmasının özellikle ciddi, eritrodermik, kon-
vansiyonel ve biyolojik tedavilere dirençli vakalarda önemini vurgulamak istedik. 
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of psoriasis, is characterized by onset of sterile pus-
tule formation with widespread inflammation and
erythema and classically associated with numerous
comorbidities like fever, chills, malaise, anorexia,
nausea, secondary infections, arthropathy and con-
gestive heart failure. Treatment of VZPP is a rough
task and needs multidiscipline approach. Especially
when psoriasis confounded with immune deficien-
cies like HIV infection treatment is more challeng-
ing.2,3 Acquired immune deficiency syndrome
(AIDS) and HIV infection are commonly mani-
fested by skin diseases and those may be indicatives
for immune system dysfunction and initial mani-
festation of HIV infection may be psoriasis. It has
been reported as being more severe, more chal-
lenging to treat and also the risk for several forms of
psoriasis are increased, more often when associated
with HIV infection.4 Previous studies have indi-
cated that prevalence of psoriasis and psoriatic
arthritis are similar to general population.5,6 As
known, fulminant manifestations of dermatologic
diseases are common in patients with HIV infec-
tion. Psoriasis can be the very first and early mani-
festation in every stage of the HIV infection, its
onset seems to be related to low CD4+ T-cell count,
over 80% of HIV-positive patients with psoriasis
have active psoriatic lesions when they have <450
cells/mm3 and it has been shown that CD4+ lym-
phocyte counts <200 cells/mm3 represent a 9 times
greater risk for active psoriasis and being most se-
vere when falls be low 100 cells/mm3. In the patients
with advanced HIV infection, even more than one
type of psoriasis can be observed concurrently and
this may lead to diagnostic challenges.7-10

To the best of our knowledge, psoriasis is the re-
sult of alteration of T cells’ activity which causes our
treatment strategies to target the suppression of T
cell hyperactivity. In contradiction with that, in HIV
positive patients with decreased T-lymphocyte
count, immunosuppression is generally associated
with psoriasis. This may be the result of losing either
Th 1, Th 2 and CD4, CD8 positive lymphocytes’ bal-
ance or dysregulation of pro-inflammatory and anti-
inflammatory pathways.11

In GPP’s pathogenesis, certain chemokines
like interleukin-1 (IL-1), IL-6, IL-23, IL-36 and

tumor necrosis factor-alpha (TNF-α) are released,
migration of macrophages and neutrophils to the
tissue causes chemotaxis and reduces natural killer
cells. Dermal dendrocytes release elastase which
may play a role in formation of pustules.12 T lym-
phocytes such as Th 17 cells, and inflammatory cy-
tokines like TNF-α and also genetic predispositions
play an important role and has been studied that
activation of psoriasis causing GPP may be a result
of mutations in IL-36 receptor.10,13-15

In this report, we describe a patient who  has
no history of psoriasis or HIV infection presenting
with initially severe acute onset of pustular psori-
atic lesions.

CASE REPORT

A 36 years-old previously healthy single Caucasian
male patient who lives at suburban areas of Ukraine
was admitted to our clinic with complaint of dif-
fuse skin lesions. The patient was not aware of HIV
positivity on admission and claimed that didn’t
have a HIV test before. He gave a history of sexual
promiscuity and intravenous drug abuse. He didn’t
report a previous history of psoriasis or any other
illnesses. His family history was uneventful for pso-
riasis or any chronic autoimmune diseases. The pa-
tient’s explicit consent has been taken for
publication of his records for medical purposes. 

The patient reported that the initial lesions ap-
peared as papules on the base of erythematous
patches on his trunk, chest, back, buttocks and
evolved to pustules with hyperkeratosis and
desquamation, spreading to both extremities,
palms, soles and scalp as well, two months before
his admission to our clinic. He noticed subfebrile
fever after appearance of pustules during the last
month of his illness. In that period, he initially used
topical antifungal ointments as a treatment by him-
self without any medical advice. He declared that
in time, lesions worsened, progressed to other body
areas and recently he felt a decrease in his general
state of health.

On admission he had fatigue and malaise. His
body temperature was 37.4°C. Physical examina-
tion revealed widespread rash covered by innu-
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merous spread pinhead-sized pustules on erythe-
matous base with disseminated desquamation and
thick yellowish crusts. Patient’s %42 of body sur-
face area was covered with lesions including geni-
talia, scalp, extremities, even on hyperkeratotic
palm and soles but sparing mucous membranes
(Figure 1, Figure 2). His initial PASI score was 37.4.
The patient additionally had notable fingernail de-

struction, ungual bed thickening and onycholysis
with periungual hyperemia.

Laboratory findings revealed white blood cell:
14000/mm3 (neutrophils %62, lymphocytes %32,
monocytes %3), hemoglobin: 10.5 gr/dl (anemia of
chronic disease), platelets: 251.000/mm3, sedimen-
tation rate: 20 mm/h and lactate dehydrogenase:
1020 U/L. 

The patient’s HIV antibody test was positive.
CD4 T-cell count was 64/mm3. Anti-HIV-II, anti-
HTLV-I, anti-HTLV-II, VDRL, and antinuclear an-
tibodies were negative. Liver enzymes, renal,
thyroid and parathyroid functions, and albumin,
calcium blood levels were normal. Bacterial and
fungal cultures of the pustulous lesions were nega-
tive. Skin biopsy was performed, result was re-
ported as pustular psoriasis where there were
parakeratosis, elongation of the rete ridges, neu-
trophils in epidermis. Subcorneal spongiform pus-
tules were noted with perivascular lymphocyte
infiltration.

DISCUSSION

Psoriasis can be the early cutaneous manifestation
in patients HIV-infected and the prevalence of pso-
riasis in HIV-infected individuals is approximately
1-4%.16

Psoriasis may have a sudden onset, severe, ex-
tensive involvement and recalcitrant nature
whereas it can be highly variable and requires con-
sideration of a broad differential in the diagnosis in
HIV positive patients. Patients with severe ery-
throdermic or pustular psoriasis and those who are
resistant to conventional and biological treatments
should need HIV tests.

The HIV infection has emerged as a major
health problem worldwide. Compared to immuno-
competent individuals, atypical clinical presenta-
tion of these various infectious and inflammatory
conditions is more frequently evident in HIV
seropositive individuals.

Our patient was living in Ukrainian suburbs
where has a high prevalence and a tendency to an
increase in the incidence of HIV and AIDS. As re-
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FIGURE 1: Widespread erythema and pustules on the both feet.

FIGURE 2: Lakes of pustules covering most of body areas as well as the feet.



vealed in a recent study; in 2017, there were
135,000 of HIV-infected Ukrainian citizens (319.5
cases per 100,000) who accessed the healthcare
services, more than 40,000 with the diagnosis of
AIDS (94.8 cases per 100,000). During first 4
months of 2017, 6,050 of new cases of HIV-infec-
tion were registered in Ukraine (the rate of growth
+15.4% annually).17

Initial admission of the patient was GPP and
he was not aware of his HIV infection. As re-
ported in literature for explaining the appearance
of psoriasis for the first time in previously non-
psoriatic patients involves the surface protein
gp120 of the HIV. It was postulated that gp120
acts as a superantigen the same way as the infec-
tive organisms as mentioned above leading to ker-
atinocyte expression of HLA-DR, but this theory
still requires further researches.18

As in our patient, HIV-related psoriasis has a
sudden onset, more severe and atypical manifesta-
tions and also recalcitrant to treatment. These are
considered to result from immunosuppression. Risk
of psoriasis has been observed to be nine-fold
greater in HIV-seropositive individuals with a
CD4+ T-lymphocyte count less than 200/mm.
Thus, HIV-associated psoriasis is considered to be
paradoxical as well as a marker of immune sup-
pression.6,19

Dermatologic manifestation of our patient is
defined as VZPP, as known, the pustular form pres-
ents itself in different variants: GPP, impetigo her-
petiformis, and localized pustular psoriasis
(palmoplantar pustulosis, acrodermatitis continua
of Hallopeau). Generalized pustular psoriasis may
be a life-threatening disease with systemic compli-
cations and manifestations (capillary leak syn-
drome, heart failure, acute respiratory distress
syndrome, and sepsis). 

The VZPP is characterized by disseminated
pustules on the trunk, extremities, and palmar-
plantar areas which have tendency to coalesce, in
latter stage of the disease pustules resolve and it
leaves widespread erythema and diffuse scaling re-
mains.18

The patients who have such diagnosis must be
hospitalized and carefully managed especially
when they are immunocompromised with HIV+ as
in our case. Apart from dermatological therapy, pa-
tients with HIV-associated psoriasis improve with
highly active antiretroviral therapy.7 In the patho-
genesis of both pustular psoriasis and HIV infec-
tion, dysregulation of the proinflammatory cyto-
kines like TNF-α are inevitable and critical.20,21 This
may explain why TNF-α is a possible target for the
treatment of psoriasis.

This patient showed us again that the need
to maintain a high degree of awareness for in-
creased risk of HIV-infection when facing with
initial severe or atypical manifestation of psori-
atic disease. Coexistence of HIV infection and
psoriasis is a challenging situation for medical
care providers. Because of atypical presentations
of this co-exiting disease, sometimes diagnosis
may be difficult to make and misleading. Sudden
onset or severe, unusual type of psoriasis might
give us a clue about immune compromise level of
a HIV positive patient. Serological analysis for
HIV should be done when there is a suspected
manifestation of psoriasis. Anti-psoriasis thera-
pies have immunosuppressive effects and must 
be carefully recommended in HIV-infected pa-
tients.

Our patient’s CD4+ T-cell count was 66, pre-
sented with prominent pustular psoriasis. His treat-
ment was planned with a local HIV center, but the
patient had refused to continue his treatment and
was lost to follow-up. 
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