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Resolution of thrombocytopenia after treatment
for Helicobacter pylori: a case report

Sir,
We report the case of a 51-year-old man with idio-

pathic thrombocytopenic purpura who experienced
a complete and lasting normalization of platelet
count after antibiotic treatment for a Helicobacter
pylori infection.

A 51-year-old man with previously untreated chron-
ic idiopathic thrombocytopenic purpura (ITP) was
admitted because of melena. An upper gastrointestinal
endoscopy showed a small bleeding ulcer in the para-
cardial region of the stomach. The patient was treated
with i.v. ranitidine until endoscopically documented
resolution of bleeding, and with a short course of i.v.
immunoglobulins (40 g/die for 4 days), which allowed
the platelet count to increase to a maximum of
1623109/L. Soon after a laparosplenectomy was per-
formed without complications. The patient was dis-
charged three days after surgery with a platelet count
of 403109/L. He continued to take ranitidine orally
(150 mg daily) for 2 months. Six months after his
splenectomy he was admitted again because of a sec-
ond episode of endoscopically documented gastric
bleeding manifested by melena. Over this period his
platelet count never exceeded 1003109/L (Figure 1).

Considering that about 80% of gastric ulcers are
associated with Helicobacter pylori infection1,2 and that
our patient had a positive serologic test for Helicobac-
ter (35 IU/mL, normal values less than 15 IU/mL)
(Enzygnost anti-Helicobacter pylori, Boehringer, Ger-
many) he was treated with amoxicillin (1 g three times
a day) and omeprazole (40 mg daily) for 14 days.
Afterwards he continued assuming oral omeprazole
(20 mg daily). His platelet count, which was moni-
tored every two weeks, started to increase at the end
of antibiotic therapy and reached normal and stable
values after 5 weeks (Figure 1). The first endoscopic
control was performed 6 weeks after the end of treat-
ment. No ulcers were seen, nor was Helicobacter pylori
found, but a polyclonal B lymphocytic infiltration of
the mucosa was detected. Three subsequent endo-
scopic controls with multiple biopsies were performed
every three months. Histologic specimens remained
negative for Helicobacter pylori and the lymphocytic
infiltrate was not documented again. A serologic test
for Helicobacter pylori was 20 IU/mL 6 months after the
end of therapy. Helicobacter pylori infection can be
associated with development of lymphoid follicles in
the stomach, which may disappear after eradication
of the micro-organism.3,4 This kind of infection has
been hypothesized to be related with the development

of gastric MALT lymphoma;5,6 its possible involve-
ment in some autoimmune disorders is still an open
question.7,8 Recently it was reported that Helicobacter
pylori eradication can be followed by a significant
increase in platelet count in patients with ITP and that
the prevalence of such infection in patients with ITP
can be high.9 Diagnosis of Helicobacter pylori infection
in our case was based only on epidemiological prob-
ability and serologic data, since it was not possible to
obtain histologic documentation of infection and
other non-invasive tests were not available. The diag-
nostic accuracy of serology is, however, high10 and
the infection was very probable in our patient who
had a gastric ulcer and a positive serologic test. The
normalization of his platelet count following anti-
biotic treatment was impressive: on the basis of this
observation and of the recent report by Franceschi et
al.9 a relationship between Helicobacter pylori infection
and ITP can be hypothesized. This deserves further
investigation in a larger number of patients.

Stefania Grimaz, Daniela Damiani, Piero Brosolo,*
Cristina Skert, Antonella Geromin, Giovanni de Pretis*

Chair and Division of Hematology, Department of Clinical and
Morphological Research, University Hospital,

and *Division of Gastroenterology and Digestive Endoscopy,
S. Maria della Misericordia Hospital, Udine, Italy

Key words
Thrombocytopenia, helicobacter pylori

Correspondence
Stefania Grimaz, Chair and Division of Hematology, Univer-

sity Hospital, p. S.Maria della Misericordia, 33100 Udine, Italy.
Phone: international +39-0432-559662 – Fax: international
+39-0432-559661 – E-mail: daniela.damiani@drmm.uniud.it

Figure 1. A diagnosis of chronic ITP was established three
months before the first melena. Platelet count ranged
between 25 and 353109/L, bone marrow was normal and
a direct antiplatelet antibodies test was positive. After the
first episode of melena, the patient was treated with high
dose i.v. immunoglobulins and splenectomy with a transi-
tory response. After the second melena the patient was
treated with amoxicillin and omeprazole and achieved a
complete and stable response.
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HFE mutation analysis in patients with
hepatitis C virus with positive screening
for iron overload

Sir,
Patients with hepatitis C virus (HCV) infection fre-

quently have increased levels of serum ferritin and
transferrin saturation. Determination of the HFE
mutations for hereditary hemochromatosis was per-
formed in 37 patients with positive iron overload
screening and HCV infection. The C282Y mutation
was observed only in few cases (allele frequency
6.7%). However, the H63D mutation was more fre-
quent  than in the control group (28.4% vs 15.7%).
The role of this mutation in the iron abnormalities of
these patients needs to be clarified.

It has been reported that patients with liver dam-
age due to HCV have higher levels of serum ferritin
and transferrin saturation than hepatitis B virus-pos-
itive patients. The levels of serum ferritin and trans-
ferrin saturation have been correlated with liver iron
concentration in HCV patients.1 Moreover, some

authors have postulated that determination of HFE
mutations is the best diagnostic test for hereditary
hemochromatosis (HH).2 The aim of this work was
to ascertain the role of HFE mutations in HCV
patients with high levels of transferrin saturation and
serum ferritin (a positive iron overload screening). 

Accordingly, 37 outpatients with HCV infection
and positive screening for iron overload (serum fer-
ritin higher than 450 µg/L and transferrin saturation
exceeding 45%) were anlayzed by PCR reactions and
enzymatic digestions of amplified products for the
two known HFE gene mutations related to HH
(C282Y, in which cysteine is replaced by tyrosine at
position 282, and H63D, in which aspartic acid
replaces histidine).3

Only 1 case out of 37 was homozygous for the
C282Y mutation of the HFE gene and 3 were het-
erozygous (allele frequency 6.7%). As for the second
mutation, two cases were homozygous and 17 were
heterozygous for the H63D mutation of the HFE gene
(allele frequency 28.4%).

When these results were compared with those of a
group of blood donors who were studied by our
group, no difference in the C282Y mutation was
observed (Fisher’s exact test, p=0.21).  However, the
prevalence of the second mutation (H63D) was sig-
nificantly higher than that in the anonymous volun-
tary donors living in our area (Chi square, p=0.016)4

(Table 1).
Our data do not confirm an association of iron

abnormalities in HCV infected patients with the C282Y
mutation of HFE; however, it seems that a larger group
of patients will be necessary to establish the frequency
of the C282Ymutation in HCV patients. On the other
hand, the high frequency of the H63D mutation in
these patients suggests that this mutation plays a role.
However, the significance of this mutation remains
obscure and some authors have suggested that in these
cases the HFE protein has an abnormal function.5 Sim-
ilar results have been published regarding patients with
porphyria cutanea tarda in an Italian study.6,7

Table 1. Genotype frequencies for the HFE mutations in HCV
infected patients compared with those in a group of blood
donors.

Genotypes HCV (n=37) Blood donors (n=108)

CC/HH 14 70
CY/HH 3 6
YY/HH 1 –
CC/HD 17 28
CC/DD 2 2
CY/HD – 2
C282Y* 6.7% 3.7%
H63D* 28.4% 15.7%#

Genotypes are given for amino acid 282 (C282Y)/amino acid 63 (H63D) of
the HFE protein. CC/HH is the wild type. *Allele frequencies. #Statistical dif-
ference (p=0.012, Chi square test). 




