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To the editor:

Hepaititis C virus infection in patients with non-Hodgkin lymphoma in Thailand

The role of hepatitis C virus (HCV) in the pathogenesis ofable. Histology of NHL and prevalence of anti-HCV antibody
non-Hodgkin lymphoma (NHL) is controversiaf. Germanidis et " patents
al* recently reported irBlood the lack of association of HCV Histology
infection and NHL in France, where HCV infection is not commonintermediate to high-grade NHL (including follicular
This is in contrast to the reported high prevalence of HCV infection ''9¢ cell. diffuse smal-cleaved cell, diffuse mixed
A K . N R small and large cell, diffuse large cell, immuno-
in patients with NHL (9% to 35%) in Italyand North Americ&, blastic, lymphoblastic, small noncleaved cell) 08 2
where HCV infection in normal population is quite frequentow-grade NHL (Including small lymphocytic cell,
(1% to 5%). These results lead to speculation that HCV infectionsmall lymphocytic cell with plasmacytoid features,
. . . . follicular small-cleaved cell, follicular mixed small

may be associated with NHL only in areas where HCV is ,nqarge cell 22 31
highly prevalent. Total 130 2.3

Thailand has had an increasing incidence of NHL in recent
years’ It also has a high prevalence of HCV infection, averaging
1% to 5% in the general populatiéf.The aim of our study was role. The predominant HCV genotypes in Thailand appeared to be
therefore to determine whether high prevalence of HCV infectiafifferent from those found in the Wekt12
exists in our Thai patients with NHL. Ninety-eight patients with  In conclusion, although HCV infection is common in Thailand,
intermediate- to high-grade NHL and 32 patients with low-gradge majority of Thai NHL patients do not carry the HCV antibody.
NHL seen at Siriraj Hospital were screened for HCV using Coba4$CV infection is unlikely to play a major role in the pathogenesis
Core anti-HCV indirect EIA assay (Roche, Basel, Switzerland)f NHL in Thailand, where HCV infection is highly prevalent.
after informed consent. NHL was classified according to working !
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formule_ttlon. The Table shows the prevalence of anti-HCV antibody Sanya Sukpanichnant, and Wanna Muangsup
according to NHL subtype. The overall prevalence of HCV Faculty of Medicine
antibody in Thai NHL patients was 2.3%. All patients were SirirajHospital
HIV-negative and not previously transfused. Only 3 out of 130 Z::;i‘:ﬁ’;’;{;i%
cases were HCV-positive including 2 patients with diffuse large- '
cell lymphoma and 1 patient with follicular mixed small- and
large-cell lymphoma. The route of HCV infection in the first 2References
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To the editor:

Fucose supplementation in leukocyte adhesion deficiency type i

We read with great interest the report by Marquardt etegarding 80 t
the beneficial effect of fucose supplementation in a patient WitI’LE 20l A FUCOSES o Fuco;&wd STOPFUCOSE  FUCOSE 1 gid
leukocyte adhesion deficiency type Il (LAD II). Not only was A l l
improvement noted in neutrophil adhesion function, but also the * "v\]\ B
patient’s developmental delay was reduced. It should be noted tha@ 30 1 o
fucose treatment was started when the child was already more tha
1year of age. Blood Fucoss

From the time of our initial report of LAD If we have CITE e e ame 124
discovered another 2 infants, a male and a female, affected by LAD o b et
Il. They were both of Arabic origin, the parents were close R
relatives, and they live in the same area as the previous ones. Leukocyte count during fucose administration in an infant with LAD II.

No evidence of consanguinity between the families is present.
Their birth length and weight was normal for gestational age. Both
children presented with febrile illnesses, and a complete blo&/0r a general defect in L-fucose metabolism. Lymphocytes from
count showed a very high leukocyte count (above 40 000 cellkpf our patients display a significant reduction of GDP-D-mannose-
mm?). CD15a was not expressed on leukocyte surfaces, and thé dehydratase (GMD) activity, even though no qualitative or
children had the Bombay blood group phenotype. CD18, CDll%L‘Jantltatlve defec_ts are observed fqr this enzyme, thus suggesting
and CD11b were expressed normally, and the diagnosis of LAD!]€ Presence of inhibitory mechanism&ecently, Lubke et &l
was made. Because no anti-H antibodies were detected, we decif@sid that the activity of this enzyme was normal in their LAD I
to start fucose supplementation at the age of 4 weeks, aff@tient, but a defect in the import of GDP fucose into Golgi-
obtaining informed consent from the parents. As no data rega\rdi_ﬂgr'Ched vesicles was found. A decreased import of GDP-L-fucose
fucose administration in humans is currently available, we esfflt® the Golgi-enriched vesicles was also observed in our patient
mated that around 200 mg/kg per day may achieve the desirgé?”ett!' unpubllshec_zl results), and the consequer_]t increase in the
normal blood fucose levél. A loading dose of 5-gram fucose cytosolic cc_Jrjcentratlon OT G_D_P-L-fucose, which is a very good
(Pfanctiehl, IL) was given orally to patient 1 (in 4 divided doses). Roncompetltlve_feedpa_ck inhibitor for GMIZ_), can explal_n the defect
day later a marked decrease in the leukocyte count was nof@othe enzymatic a}ctlv!ty pbserved. OUI’.In. V|trq studies on cglls
(Figure). Hypoglycemia developed, and the dose was decreaseg? the LAD I patlentlndlcgted that admlnlstratlor_1 of L-fucose is
2.5 g, followed by an increase in leukocyte count to 80 0007mmab e to restore the expression of fucosylated antigens on the cell

Although the baseline of blood-free fucose was less than 50% rafambrané.But the concentrations used in vitro were many times

normal (Figure), repeated fucose measurements showed very hi er th:n_thotsetgchlevablbel 'rl VIVO. IntMatrqu?rctili etal's pat_lent,f
levels while the child was on therapy, which were comparable COse administration was able 1o correct not only the expression 0

those obtained by Marquardt ef-alsing a high dose of fucose.various glycoproteins on the cell surface but even some of the

Fucose concentration in samples was determined using both BS rological defectsyhile in our 2 patients no effect wabserved.

chromatogaps couped i mass specromery and he gy 5L LT LA e PR L0
matic assay with fucose dehydrogenéée. P y P P

Urine fucose levels in the patient while on therapy were 1By Marquardt et al, the biochemical defect is somehow different. It

times higher (1.2 umol/L) than in control (25-110 pmol/L). Stil ndS clear that the increased fucose delivery to the cell through the

decrease in leukocyte count was observed, and CD15a expres%ﬁvenger pathwe’ly 'S t_enough_to_overcom(_e the Golgl-up_tailke defect
in Marquardt et al’s patient. Still, in our patients the specific defect
was not detected on leukocyte surfaces.

After a month, the dose of fucose was decreased to 1 g/d a{HJUCOSG import by the Go!g| appqratus seems more profound and
could not be overcome by increasing fucose delivery to the cell, at

Yéiioccort]ggugguf;; ugrtochzlsr’na orgrs;eg;?:uvc:;elﬁcgz dchzrrlge Ag?st at the concentrations that can be obtained in vivo. In order to

S chgmotor retardation continuep to_deteriorate Helr wei hct'?arify this very interesting issue, complementation studies using
Py ) . 9 (iélls from the different patients should be performed in order to
length, and head circumference were all below the third percent &4 the primary molecular genetic defect

; Y
for age. The same unfavorable results were seen in the male infant
with LAD I, with whom therapy also started at age 1 month. Amos Etzioni

How can one explain the different results of fucose supplemen- D’V’SZW Of”ej’aflf’cs
tation in our 2patients and Marquardt et al's patient? The widespread Fambam Medical Center
. . B Rappaport School of Medicine
lack of L-fucose on several differerglycoconjugates seems t0  1echnion

exclude any impairment of fucosyl-transferase activities and to Haifa, israel

lls/mi
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