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Lack of evidence for herpes-
virus, retrovirus, or parvo-
virus infection in Henoch-
Schonlein purpura

Sirs,
H e n o ch - S chonlein purp u ra (HSP) is an
idiopathic form of vasculitis which occurs
mainly in childhood. Its clinical features in-
clude palpable purpura, arthritis, abdominal
pain, and nephritis (1). In contrast to most
other vasculitides, HSP is usually acute and
self-limited. Some studies indicate variation
in incidence according to season,and famil-
ial clusters have been reported (2). In addi-
t i o n , ch a ra c t e ristic immu n o l ogic fi n d i n g s
can often be demonstrated, including IgA
deposits in tissues (3). These observations
have led to the view that HSP represents an
aberrant immune response to infection. 
To examine the possible role of viral infec-
tion in HSP, we used sensitive PCR-based
techniques to detect evidence of human her-
p e s v i ruses (HHV) or re t rov i ruses in pa-
tients’ peripheral blood. We chose to study
these viruses because of rep o rts of their
involvement in HSP (4) and other forms of
vasculitis (5), and their potential immuno-
modulatory effects. Because several reports
h ave emphasized a possible associat i o n
between parvovirus B19 and HSP, patient
s e ra we re also examined for parvov i ru s
DNA. 
Patients age 2-16 years were recruited at
Hadassah Hospital, Mount Scopus during
1996-2001. The diagnosis of HSP was esta-
blished according to American College of
R h e u m at o l ogy cri t e ria. The study wa s

approved by an Institutional Review Board,
and informed consent of participants was
obtained. Twenty-eight patients were exam-
ined for parvovirus and HHV, and 8 were
studied for retroviruses. Sera were cryopre-
served at -70°C until assay. Genomic DNA
was prepared from PBMC or buffy coat by
a pro p ri e t a ry technique (Quiagen DNA
blood kit). 
HHV assays were performed on DNA sub-
s t rate by a nested PCR technique using
degenerate primers to amplify a relatively
c o n s e rved sequence of herp e s v i ral DNA -
d i rected DNA poly m e ra s e, as descri b e d
elsewhere (6). The assay could detect as
few as 10 copies of HHV-1,and HHV-3,4,5,
and 6A DNA in very low amounts. Amplifi-
cation of an unrelated DNA sequence was
p e r fo rmed as a positive control for each
specimen. Parvovirus DNA was detected by
nested PCR as prev i o u s ly described (7).
This method detects parvov i rus DNA in
approximately 85% of sera from immuno-
competent patients containing IgM andti-
bodies to parvovirus. We found it could de-
tect 10 parvovirus copies in human serum.
Sera were screened for reverse transciptase
(RT) activity, which is a generic marker of
all re t rov i ral part i cles using A m p - RT, a n
ultrasensitive PCR-based RT assay, as pre-
viously described (8). Sera were also tested
for infection with human T-cell ly m-
photropic virus types 1 and 2 (HTLV-1 and
-2) by antibody screening using an HTLV
1/2 purified virus EIA spiked with recombi-
nant HTLV-1 p21E antigen (Orga n o n -
Teknika, Durham, NC). 
Using these techniques, we found no evi-
dence for HHV, retrovirus, or parvovirus
infection in this group of patients. 
Despite epidemiologic studies pointing to a
possible link between HSP and infection, a
causal role for specific agents has been dif-
ficult to establish. Numerous case reports
have described HSP accompanied by sero-
logic evidence of recent infection by virus-
es including varicella, adenovirus, rubella,
human immunodeficiency virus, and hepa-
titis viruses (1,9) In addition, several re-
ports have described HSP associated with
IgM antibodies to parvov i ru s , but these
reports were not confirmed in subsequent
larger studies (10). Our result is in keeping
with these later reports. 
Amp-RT detects cell-free retrovirus. Intra-
cellular HTLV may not be detected by
A m p - RT, but antibodies to these viru s e s
were not found in sera tested. Taken togeth-
er, the results suggest that retroviruses are
not a common cause of HSP. 
The duration of herpes viremia following
acute infection varies according to the spe-
c i fic viru s , lasting up to seve ral we e k s .
While we found no HHV in peri p h e ra l
blood, serologic studies will be necessary to

exclude the possibility that a post-infectious
i m mu n o l ogic response to one of these
viruses may contribute to the pathogenesis
of some cases of HSP.  
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