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means of diagnosis in rectal lymphoma. It is also able
to monitor the therapeutic response to the drug treat-
ment and, during follow-up, to detect an unsuspected
recurrence of the rectal disease.

To conclude we think that EUS should be per-
formed routinely in the study of rectal lymphomas
just as it is for the more common gastric lymphomas.
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Hepatitis C virus infection and a new
association with extrahepatic disease:
multiple myeloma

Hepatitis C virus (HCV) is associated with various
types of tumors. Our study examines the prevalence
of hepatitis C infection in myeloma and compares
the findings with a control group. Our results show
a prevalence of HCV of 32% in the myeloma
patients compared with a prevalence of 9% in the
control group, with an odds ratio of 4.3, CI 95%
1.8-11.0 (p=0.001).

Sir,
Apart from hepatic cancer, hepatitis C virus is asso-

ciated with thyroid tumors, and diverse processes
originating from B-clonal lymphoid proliferation,
such as mixed cryoglobulinemia and B-cell non-
Hodgkin’s lymphomas.1-3 It is therefore possible that
the virus favors the onset of other tumors correlated
with immune disorders.4 With these considerations
in mind we evaluated the prevalence of hepatitis C in
41 patients (mean age, 62±9 years) suffering from
multiple myeloma (23 men and 18 women) who were
hospitalized in our Institute from 1997 to 1998.
Patients who had no history of cancer or auto-
immune disease but who were hospitalized in the
same period as the cases were used as controls. They
included 120 subjects (mean age, 59±10 years), 47
men and 73 women, most with the following diag-
noses: breast dysplasia (33), fibroma or myoma of
the uterus (26), prostate adenoma (22), hernia (8),
lipomas (10), prostate hypertrophy (11), fistulas (6),
moles (4). The following data were collected at
recruitment: date of admission, date of birth, histo-
logically confirmed diagnosis, diagnosis-age (grouped
as ≤ 55, >55), marital status. The serologic diagnosis
of hepatitis C virus infection was tested with a third
generation ELISA test (Ortho Diagnostic System, Rar-
itan, NJ, USA) and samples yielding positive results
were re-tested with polymerase chain reaction (PCR,
Amplicor qualitative, HCV test, Roche Diagnostic).
The relationship between multiple myeloma and HCV
infection was assessed by means of odds ratios (OR)
and corresponding 95% confidence intervals. Uncon-
ditional logistic regression equations included terms
for age, sex and marital status.

Our results showed a prevalence of HCV infection of
32% in patients with myeloma compared with a preva-
lence of 9% in the controls. After controlling for both
age and sex the odds ratio was 4.3, CI 95% 1.8-11.0
(p=0.001). The prevalence of HCV infection in male
multiple myeloma patients was 30% and in female
patients 33%. This compares with prevalence of 7% in
male controls and 13% in female controls. For the vari-
able age, we found that the prevalence of HCV infec-
tion in over 55-year olds was 36% in those with myelo-
ma and 8% in the controls (see Table 1).

Multiple myeloma is a relatively rare cancer (affect-
ing older individuals) and its causes are still
unknown;5 the relationship between the viral agent
(HHV-8) and multiple myeloma is controversial, but
some studies have shown a positive correlation.6

Moreover a high prevalence of HCV infection, not
associated with mixed cryoglobulinemia, was detect-
ed in patients with multiple myeloma.3

The mechanism responsible for the oncogenetic
role of HCV is not well understood. Despite an active
immune response by the host, HCV has the ability to
escape this response. It is believed that the quasi-
species nature of HCV is one of the major mecha-
nisms allowing the virus to develop chronic infection
and co-factors influencing the outcome of the dis-
eases, such as age, gender, environmental and
immunologic genetic factors may play important
roles.4,7 HCV is a major health problem throughout
southern Italy, with a prevalence of 12.6%;8 the same
area also has a high mortality rate for liver cancer,
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thyroid cancer and multiple myeloma although for
myeloma these data have been less evident.1,9,10 Our
study strengthens the evidence of a correlation
between HCV and lymphoproliferative disorders, but
the role of HCV needs to be confirmed by both mol-
ecular biology and extensive epidemiologic studies.
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Kaposi’s sarcoma after allogeneic bone
marrow transplantation in a child

Kaposi’s sarcoma (KS) has been increasingly
diagnosed in patients who receive immunosup-
pressive treatment for organ transplantation.1-4

Furthermore, four cases of KS in patients undergo-
ing bone marrow transplantation (BMT) have been
reported.5-8 Herein we report a case of KS after allo-
geneic BMT in a child in whom an active infection
by HHV-8, a Kaposi’s sarcoma-associated herpes
virus, was demonstrated.

Sir,
A 7-year old black girl with a severe form of sickle

cell disease underwent allogeneic BMT from an HLA
identical brother. She had received multiple transfu-
sions. Serologic titers were positive for CMV and neg-
ative for HIV, herpes virus and EBV. The donor was
also negative for HIV. Conditioning included busul-
fan, total dose 16 mg/kg, and cyclophosphamide,
total dose 200 mg/kg. She received cyclosporin A
(CsA) 3 mg/kg daily from day –1 for prevention of
GVHD. On day +115, with an absolute neutrophil
count > 1,000/µL, she developed extensive chronic
GVHD with skin, mucosae and liver involvement. She
did not respond to methylprednisolone 2 mg/kg dai-
ly and CsA 13 mg/kg, and antithymocyte globulin
(45 mg/kg total dose) was added to the treatment.
The patient showed a mild improvement after anoth-
er course of the same regimen. On day +330, purple
lesions in skin, hypertrophy of oral and tongue
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Table 1. Odds ratio and corresponding 95% confidence inter-
vals of multiple myeloma by hepatitis C virus (HCV) infec-
tion.

HCV infection OR 95% CI p

Positive Negative Total
n (%) n

All
Controls 11 (9) 109 120 1*
MM 13 (32) 28 41 4.3° 1.8–11.0 0.001
Total 24 (15) 137 161

Male
Controls 6 (13) 41 47 1*
MM 7 (30) 16 23 2.4 0.7–8.4 0.1
Total 13 (18) 57 70

Female
Controls 5 (7) 68 73 1*
MM 6 (33) 12 18 7.6 2.0–30.6 0.004
Total 11 (12) 80 91

≤ 55
Controls 5 (10) 43 48 1*
MM 1 (12) 7 8 1.2 0.1 – 12.1 0.8
Total 6 (11) 50 56

> 55
Controls 6 (8) 66 72 1*
MM 12 (36) 21 33 5.6 2.0 – 17.2 0.002
Total 18 (17) 87 105

MM: multiple myeloma; *reference category; °derived from unconditional
mutliple regression equations including terms for sex and age and marital sta-
tus.




