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Prevalence of GBV-C/
hepatitis G virus viremia
among chronic hepatitis
B, chronic hepatitis C
and hemodialysis pa-
tients in Turkey

To the Editor: The newly discov-
ered hepatitis G virus (HGV) or
GBV-C are isolates of the same
virus, which is a single-stranded
RNA virus of positive polarity
with 9362 nucleotides.! It can be
transmitted via blood transfusion
and intravenous drug use, sexu-
ally, and from an infected mother
to her child.> High prevalences of

Table 1. GBV-C/HGV RNA positivity among the four groups.
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GBV-C/HGV have been found
in subjects with frequent paren-
teral exposure and in groups at
high risk of exposure to blood and
blood products, including drug
abusers, hemodialysis patients,
multitransfused individuals and
haemophiliacs.* Due to shared
risk factors, coinfection of GBV-
C/HGV with hepatitis B (HBV)
or hepatitis C (HCV) viruses
in chronically infected patients
has been reported at frequencies
ranging from 10 to 25%.*
Because the prevalence of
GBV-C/HGV is wunclear in
Turkish population, we sought
analyze the prevalence of GBV-
C/HGV-RNA in the sera of
different groups in the Turkish
population. Three hundred and
ten Turkish serum samples classi-
fied into four groups were studied.
Sera of 85 hemodialysis patients,
80 chronic hepatitis B patients,
75 chronic hepatitis C patients,
and 70 healthy persons (control
group) were tested for the pres-
ence of GBV-C/HGV-RNA. The
control group included apparently
healthy individuals who had par-
ticipated in occupational screening
for a randomly selected viral hep-
atitis marker. Thirty-seven were
male and 33 female with a mean
age of 42.5+11.8 years (range, 20-
65 years). None were positive for
anti-HCV or for HBsAg.
RNA was extracted from 150 ul
of serum using
the Nucleospin

Virus Kit
No. tested HGV RNA .
(Biogene,
No. positive % Kimbolton,
Chronic hepatitis B patients 80 23 29 UK). Real-
: ,,,,,, : tlme PCR was
Chronic hepatitis C patients 75 5 7
,,,,,,,,,,,, SR performed

Hemodialysis patients 85 21 25 using  primer
Healthy controls* 70 3 4 pairs and a
probe located
Total 310 52 17 in the 5" un-
P<0.05 versus other groups. translated re-
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gion (5’'UTR) of GBV-C/HGV-
RNA using the ABI Prism 7700
Sequence  Detector ~ System
(Perkin Elmer, Foster City, Calif.).
Data were analysed by Fisher’ s
exact test. A Pvalue less than 0.05
was considered significant.

GBV-C/HGV-RNA was de-
tected in 52 of the 310 sera tested
with an overall prevalence of 17%.
The highest prevalence was en-
countered among chronic hepa-
titis B patients (28%) followed
by hemodialysis patients (24%),
chronic hepatitis C patients (6%),
whereas the lowest prevalence
rate of 4% was detected among
healthy persons (Table 1). HGV
was significantly more frequent
in chronic hepatitis B patients,
hemodialysis patients, and chron-
ic hepatitis C patients than in
healthy persons (P<0.05).

It has been documented that
patients with chronic hepatitis
often harbor more than one hep-
atitis agent.” The apparent link
between hepatotropic viral infec-
tions probably reflects common
exposure and transmission pat-
terns rather than a specific inter-
dependence relation. Heringlake
et al.® reported a striking high
prevalence of HGV-RNA among
patients with viral hepatitis B, C
and D reaching 16%, 20% and
36%, respectively. In our study, the
prevalence rate of GBV-C/HGV
was 7% in the chronic hepatitis
C group. The relative low preva-
lence of GBV-C/HGV-RNA in
this group may be explained by a
similar reciprocal replication pat-
tern among patients coinfected
with HBV and HCV.” This had
been proposed by Raimondo et
al.,® who suggested that while
long-lasting persistance of HCV
is the rule in chronically infected
individuals, clearence of GBV-
C/HGV after years of chronic

infection is a frequent event.
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Several authors demonstrated
a high prevalence of HGV in he-
modialysis patients with a wide
range between different coun-
tries.” Our figure of 25% is similar
to that observed in most coun-
tries, including Italy'® and Spain.!!
However, lower and higher preva-
lences have been reported in other
countries: 3% to 8% in Japan and
Germany'" and 55% to 57% in
Indonesia and France." These
differences in the prevalence of
GBV-C/HGV may be explained
by epidemiological variations, in-
cluding a variable rate of blood
transfusions and a variable ad-
herence to universal precautions.
However, a methodological rea-
son may also contribute to this
variability. In the reported stud-
ies, most determinations are per-
tormed using noncommercial tests
and different primers were ampli-
fied. An available commercial kit
or at least unified criterion for the
detection should be necessary to
obtain useful data to compare the
prevalence of GBV-C/HGV.

In conclusion, GBV-C/HGV-
RNA is highly prevalent among
the different Turkish patient pop-
ulations, being highest in chronic
hepatitis B patients. Although
much information has been
learned about GBV-C/HGV in-
fection in the short time since the
discovery of the virus, the clinical
and pathological significance of
this infection needs better evalu-
ation, particularly in patients in-
fected with other hepatitis viruses,
and in hemodialysis patients.
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Surfactant protein B de-
ficiency: a rare cause of
respiratory failure in a
Lebanese newborn

To the Editor: Respiratory dis-
eases secondary to congenital

www.kfshrc.edu.sa/annals

surfactant proteins deficiency are
increasingly recognized. To bring
to the attention of pediatricians
an unusual cause of neonatal re-
spiratory disease, we report on a
newborn with progressive respira-
tory disease due to surfactant pro-
tein B (SP-B) deficiency. To our
knowledge, this is the first case of
SP-B deficiency reported in the
Middle East.

The patient was a term female
newborn delivered vaginally after
an uneventful pregnancy to sec-
ond-degree consanguineous par-
ents. The mother had a stillbirth
and a newborn that died on the
second day of life of respiratory
causes. Four other siblings are
normal. Apgar scores were 5 and
8 at 1 and 5 minutes, respectively.
'The baby was hypotonic and re-
quired vigorous stimulation. Birth
weight was 3250 grams. Physical
examination was remarkable for
tachypnea, cyanosis and bilateral
decreased air entry. Chest X-ray
showed bilateral fine granular in-
filtrates.

The baby was started on anti-
biotics after a sepsis work up. She
required conventional and then
high frequency oscillatory venti-
lation because of hypoxemia and
CO, retention. Echocardiography
showed mild right ventricular hy-
pertrophy. On the fourth day of
life, she received bovine surfactant
(Survanta, Abbott Laboratories,
Columbus, Ohio, USA) intratra-
cheally with clinical and radio-
logical improvement that was not
sustained on four additional dos-
es. She then received furosemide,
hydrocortisone and inhaled nitric
oxide with no response. On the
seventeenth day of life, she died of
persistent hypoxemia with severe
respiratory acidosis. Tracheal ef-
fluent collected before surfactant

administration revealed complete
absence of SP-B (Courtesy of
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