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A literature search with no date limits in PubMed using the
eywords “lymphomatoid granulomatosis” and “larynx” found
nly two reported cases where LG affects the larynx, but in
oth of them, laryngeal disease was associated with pulmonary

nvolvement.2,3 The larynx has its own lymphatic structure called
arynx-associated lymphoid tissue (LALT). In the subglottis, LALT
s replaced throughout life by a diffuse infiltration of strong inten-
ity consisting predominantly of CD3-positive T lymphocytes with
cattered CD20-positive B cells,4 therefore LG could be originated
n subglottic tissues.

LG pathogenesis is unclear, but it has been linked to EBV and
mmunodeficiency. As regards the close to 100% EBV association

ith LG and the presumed wide expression of EBV latent enco-
ed proteins, it has been strongly inferred that EBV is not just an

nnocent bystander in the pathogenesis of LG.5 When dealing with
mmunodeficiency, it has been proven that most patients with LG
ave defects in cytotoxic T cell function. That would explain how
G is less rare in many immunodeficiency states.6 In our case, CD4
ount cell was 124 cell/�l due to a good treatment compliance with
iscordant response.

Many studies have analyzed the connection between LG and
IDS. HIV infection is associated with an increased risk of lymp-
omas by 60-165 fold even in the combined antiretroviral therapy
ra. Excellent outcomes with infusion therapy and concurrent ritu-
imab have been reported in the treatment of some of them.7

We report that laryngeal LG can mimic Reinke’s edema in its
arly stages. In our own experience, Reinke’s edema should not be
reated as a casual finding in patients with fever of unknown origin
r immunodeficiency.

Our current case was classified as grade III of LG, which is histo-
ogically considered as diffuse large B-cell malignant lymphoma,8

ut the first biopsy was reported as polymorph lymphoid proli-
eration related to a post-transplant lymphoproliferative disorder
PTLD), which can simulate a lower grade of LG. LG and PTLD are
ssociated with immunodeficiency and are driven by EBV. Histo-
athologically, they present a morphological spectrum spanning
olymorphic through monomorphic lymphoid proliferations.9

he distinctness of LG and PTLD has been emphasized by the
ifference in the immune response. While LG has a large popu-

ation of background T-cells, PTLD is recognized by a poor T-cell
nviroment.5

A better awareness of LG in recent years is at present allowing
ew therapeutic tools for this disease to be developed. Rituximab, a

new monoclonal antibody anti-CD20 has shown promising results
in some cases of LG with pulmonary involvement.10
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omparison of Two Serological Tests for the Identification of
ecent HIV Infection: Vironostika HIV-1 Microelisa and BED
apture Enzyme Immunoassay

omparación de dos tests serológicos para la identificación
e infecciones recientes por VIH-1: microelisa Vironostika HIV-1
enzimoinmunoensayo de captura BED

o the Editor:

Identification of recent human immunodeficiency virus (HIV)
nfection is an important tool for monitoring HIV transmission.
uring the last few years, several serological assays have been

USA) and with the Vironostika HIV-1 Microelisa System (bioMé-
rieux SA, Marcy l’Etoile, France). The sensitivity of both assays was
lowered in order to obtain a negative result in specimens with low
antibody titers, such as those from individuals with a recent infec-
tion. These assays are no longer available, and laboratories have
turned to new methods. The BED assay (Calypte Biomedical Cor-
poration, Portland, Oregon, USA) measures anti-HIV IgG titers3 and
includes a calibrator to ensure comparability of results. Further-
more, the BED assay is included in an external quality program
offered by the Centers for Disease Control and Prevention (CDC,
Atlanta, Georgia, USA).

In Catalonia, the STARHS was introduced using the Vironostika
assay as part of the enhanced HIV/STI surveillance program in 2003.
As the Vironostika assay has no longer been available since 2007,
eveloped for this purpose and used in cross-sectional studies.1

he serological testing algorithm for recent HIV seroconversion
STARHS) was developed in 19982 and used with the Abbott HIVAB
A11 assay (Abbott Laboratories, Abbott Park, Chicago, Illinois,
our laboratory changed to the BED assay in 2008. Our aim was
to assess whether the results obtained by both techniques were
comparable.

mailto:emiliodominguezorl@gmail.com
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Table 1
Performance of both assays according to clinical information.

No. of recent infections
according to assay

Group Total no.
of patients

Vironostika BED Both
assays

Known recent HIV
infection

15 14 14 13

AIDS 45 12 9 7
Long-standing HIV

infection
3 0 0 0

Unclassifieda 38 9 11 9
Total 101 35 35 29

a Patients with no clinical criteria for AIDS, without evidence of recent infection,
neither long-standing infection.
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Márquez (Hospital General de l’Hospitalet, Hospitalet de Llobre-
gat).
A total of 101 serum specimens from HIV-1–positive indivi-
uals were selected from a previous study.4 The selection criteria
ere sufficient sample volume and minimum available clinical

nd laboratory information (CD4+ T-cell count, HIV viral load, HIV
nfection stage, previous antiretroviral treatment). Patients were
lassified into three groups. The first group included 15 recently
nfected individuals (sera were drawn no more than 6 months after
eroconversion in nine patients, and the rest had a diagnosis of
cute HIV infection). The second group included three patients with
ong-standing infection (subjects infected for >12 months) and 45
atients with a diagnosis of AIDS (clinical criteria or CD4+ T-cell
ount under 200 cells/�l). Finally, 38 specimens were unable to be
lassified as either recent infections, long-standing infections, or
IDS.

The agreement between Vironostika and BED assays was
ood (�=0.738, P<.005), which is consistent with the results
f two published studies.5,6 Sensitivity to detect recent infec-
ion was 93.3% (95% CI: 68.1 – 99.8) for both the Viro-
ostika and the BED assays. Specificity for detecting long-
erm infections was 75.0% (95% CI: 60.4 – 86.4) using the
ironostika, and 81.3% (95% CI: 67.4 – 91.1) using the
ED. Positive predictive values were 60.9% (95% CI: 38.5 –
0.3) using the BED, and 53.8% (95% CI: 33.4 – 73.4) using the
ironostika. Negative predictive values were 97.5% (95% CI: 86.8 –
9.9) using the BED, and 97.3% (95% CI: 85.8 – 99.9) using the Viro-
ostika. Table 1 shows the samples identified as recent infections by
oth BED and Vironostika according to their clinical characteristics
nd laboratory information.

The BED assay correctly classified a greater proportion of recent
nfections and patients with AIDS than Vironostika. These results
re similar to those of a previous study,6 in which the Vironostika
it also tended to misclassify more individuals with long-standing
nfections or AIDS as recently infected in a comparison with the
vidity index method.7 The misclassification of patients with AIDS
r CD4+ T-cell counts ≤200 cells/�l is explained by the low anti-
IV IgG titers. Hence the importance of excluding those samples
elonging to patients fulfilling these criteria from STARHS testing
hen this information is available.

The BED assay offers several advantages over the Vironostika:
) it has been reported to have better reproducibility, since it is
ased on the HIV IgG/non-HIV IgG ratio and uses a simple 1:100
ilution;8 ii) the BED assay can also be automated providing more
recise results than the Vironostika assay, which is performed
anually; and iii) the window period of the Vironostika assay

iffers for B and non-B HIV-1 subtypes, whereas these differen-
es are less pronounced with the BED.9 For all those reasons, the

ED assay offers a good alternative to the discontinued Vironostika
ssay.
obiol Clin. 2011;29(7):550–559
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Appendix.

The Recent HIV Infections (AERIVIH) study group includes the
following:

Coordinating Center (CEEISCAT): Jordi Casabona, Anna Esteve,
Anabel Romero, Núria Ortega, Alexandra Montoliu, Eva Puchol,
Rafael Muñoz, Joan Masip, Núria Vives, Berta Ortiga, Meritxell Gra-
nell, Diana Puente, M. Jesús Casado, Àngels Jaen, Jesús Almeda,
Vanessa Espurz.

STARHS Laboratory (Microbiology Service, Hospital Universi-
tari Germans Trias i Pujol): Victoria González, Elisa Martró, Lurdes
Matas and Vicenç Ausina

Peripheral Centers
Primary Health Care Laboratories: Isabel Rodrigo (Laboratori

Clínic Manso, Barcelona), Àngels Bosch (Laboratori Intercomarcal
de l’Alt Penedès, l’Anoia i el Garraf, Igualada), Rosa López (Labo-
ratori Clínic Bon Pastor, Barcelona), Eva Dopico (Laboratori Clínic
l’Hospitalet de Llobregat,), Josep Ros (Laboratori Clínic Barcelonés
Nord i Maresme, Badalona), Rosa Navarro (Laboratori Clínic Corne-
llà de Llobregat), Conrad Vilanova (Laboratori Clínic El Maresme,
Mataró)

Hospitals
Laboratory Staff: Tomàs Pumarola (Hospital Clínic-IDIBAPS,

University of Barcelona, Barcelona), Aurora Casanova (Hospital
Universitari de Bellvitge-IDIBELL, Hospitalet de Llobregat); Elisa
Martró, Lurdes Matas, Victoria González and Vicenç Ausina (Hospi-
tal Universitari Germans Trias i Pujol, Badalona); Estrella Caballero
(Hospital Universitari Vall Hebron, Barcelona); Núria Margall (Hos-
pital de la Santa Creu i Sant Pau, Barcelona); Joan Farré (Hospital
Universitari Arnau de Vilanova, Lleida); M. Goretti Sauca (Hos-
pital de Mataró); Xavier Ortín (Hospital de Tortosa Verge de
la Cinta, Tortosa); M. José Amengual (Corporació Sanitària Parc
Taulí, Sabadell); Josep M. Prat (Hospital de Palamós); Josep M.
Euras (Hospital General de Vic); José Ramón Blanco (Hospital
San Pedro - CIBIR La Rioja); Josep M. Simó (Hospital Univer-
sitari de Sant Joan de Reus); Carlos Toro (Hospital Carlos III,
Madrid) M. Carme Villà (Hospital General de Granollers); Eugenia
Clinical Staff: Josep M. Miró, Fernando Agüero, Omar Sued,
María López-Diéguez and José M. Gatell (Hospital Clínic-IDIBAPS,
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niversity of Barcelona, Barcelona); Elena Ferrer and Daniel Pod-
amczer (Hospital Universitari de Bellvitge-IDIBELL, Hospitalet de
lobregat); Cristina Tural and Bonaventura Clotet (Hospital Uni-
ersitari Germans Trias i Pujol, Badalona); Esteve Ribera (Hospital
niversitari Vall Hebron, Barcelona); Jordi Altès and José Manuel
uadarrama (Hospital Alt Penedès, Vilafranca); Pere Domingo

Hospital de la Santa Creu i Sant Pau, Barcelona); Teresa Puig (Hospi-
al Universitari Arnau de Vilanova, Lleida); Carmen Bernal (Hospital
niversitario San Cecilio, Granada); Pilar Barrufet and Lluís Force

Hospital de Mataró); Carolina Gutiérrez (Hospital Ramón y Cajal,
adrid); Amat Ortí (Hospital de Tortosa Verge de la Cinta, Tor-

osa); Gemma Navarro and Ferran Segura (Corporació Sanitària Parc
aulí, Sabadell); Àngels Masabeu (Hospital de Palamós); Vicente
oriano (Hospital Carlos III, Madrid); Josep Vilaró (Hospital General
e Vic);José Antonio Iribarren (Hospital de Donostia, San Sebas-
ián); José Antonio Oteo (Hospital San Pedro - CIBIR La Rioja); Blai
oll and Carlos Alonso Villaverde; (Hospital Universitari de Sant

oan de Reus); Santiago Montull (Hospital General de Granollers)
nd Isabel Garcia (Hospital General de l’Hospitalet, Hospitalet de
lobregat).

Sexually transmitted infections clinic: Carmen Rodríguez and
orge del Romero (Centro Sanitario Sandoval, Madrid)

Site-testing nongovernmental organizations: Roser Sala
Laboratori Sabater Tobella, Barcelona); Olga Díaz (Servei d’Atenció
Prevenció Sociosanitària: SAPS - Creu Roja, Barcelona); Kati Zara-
oza (Stop Sida, Barcelona); Ferran Pujol and Jorge Saz (Projecte
els Noms – Joves positius, Barcelona); Mercè Meroño (Àmbit
revenció, Barcelona); Jasmina Becerra (Associació Ciutadana Anti-
ida de Catalunya – ACASC, Barcelona); Rosa Ros (Centre Jove
’Anticoncepció i Sexualitat – CJAS, Barcelona); Anna Avellaneda
nd Montse Sité (Actua Vallès, Sabadell) and Anna Rafel (Associació
ntisida de Lleida).
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nfermedad meningocócica invasiva por Neisseria meningitidis
el serogrupo Y

nvasive meningococcal disease due to Neisseria meningitidis
erogroup Y

r. Editor:

Los aislados de Neisseria meningitidis del serogrupo Y son muy
oco frecuentes en nuestro medio. Se presenta un caso de bacte-
iemia y neumonía causada por este microorganismo.

Varón de 17 años, natural de Bolivia con residencia en España
esde hace 5 años, que acude a urgencias en Marzo de 2010. Al

ngreso presentó cefalea, congestión nasal, rinorrea verdosa y fie-
re de hasta 38,8 ◦C de tres días de evolución. En la exploración
ísica el paciente estaba bien orientado, sin signos meníngeos ni

mostraba 16800 leucocitos/mm3; el 90,3% neutrófilos, 3,5% linfo-
citos, 0, 2% eosinófilos y 323000 plaquetas/mm3. La PCR era de
3.27 mg/L. Como antecedentes personales destacaba haber sido
sometido a una amigdalectomia un mes antes del ingreso.

Se realizó una punción lumbar que dio salida a un líquido claro y
acelular, con tinción de Gram en la que no se observaban ni células
ni bacterias, cuyo cultivo finalmente resultó negativo.

A su llegada a planta, unas horas más tarde, el paciente se
encuentra estable, y se procede a la extracción de hemoculti-
vos. El paciente presentaba tos productiva y esputo herrumbroso,
objetivándose en una nueva radiografía de tórax una afectación
parenquimatosa de tipo alveolar en el lóbulo inferior izquierdo. Por
lo que se inició antibioterapia con levofloxacino.

A las 28 horas de incubación, en los hemocultivos se aisló N.
meningitidis serogrupo Y, genosubtipo VR1:5-1; VR2: 10-4, sensible
a cefotaxima (concentración inhibitoria mínima 0,003 mg/l), mero-
esiones cutáneas. La presión arterial era de 100/66 mmHg, no pre-
entaba afectación cardiocirculatoria y la radiografía de torax inicial
o mostró nódulos ni consolidaciones. El hemograma de urgencia
penem, ciprofloxacino, levofloxacino, cloranfenicol y rifampicina.

Tras interrogar a la familia se confirma que el paciente había

completado el calendario vacunal de la Comunidad Autónoma de
Madrid, incluida la vacuna frente a meningococo C.
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