2018

MEDICINA

Volumen 78, Supl. lll, pags. 1-273

medicina

BUENOS AIRES VOL. 78 Supl. Ill - 2018




medicina

BUENOS AIRES, VOL. 78 Supl. 11l - 2018

COMITE DE REDACCION

Héctor O. Alonso
Instituto Cardiovascular Rosario, Santa Fe, Argentina
Pablo J. Azurmendi
Instituto de Investigaciones Médicas A. Lanari, UBA, Argentina
Damasia Becu Villalobos
Instituto de Biologia y Medicina Experimental-CONICET,
Buenos Aires, Argentina
José H. Casabé
Instituto de Cardiologia y Cirugia Cardiovascular,
Hospital Universitario Fundacién Favaloro,
Buenos Aires, Argentina
Maria Marta de Elizalde de Bracco
IMEX-CONICET-Academia Nacional de Medicina,
Buenos Aires, Argentina
Eduardo L. De Vito
Instituto de Investigaciones Médicas A. Lanari, UBA, Argentina
Guillermo Jaim Etcheverry Facultad
de Medicina, UBA, Argentina Isabel
Narvaiz Kantor
Organizacién Panamericana de la Salud (OPS/OMS), Argentina
Basilio A. Kotsias
Instituto de Investigaciones Médicas A. Lanari, UBA, Argentina
Gustavo Kusminsky
Hospital Universitario Austral, Buenos Aires, Argentina

Isabel A. Liuthy
Instituto de Biologia y Medicina Experimental (IBYME),
Buenos Aires, Argentina
Daniel A. Manigot
Hospital San Juan de Dios, Buenos Aires, Argentina
Jorge A. Manni
Instituto de Investigaciones Médicas A. Lanari, UBA, Argentina
Rodolfo S. Martin
Facultad de Ciencias Biomédicas y
Hospital Universitario Austral, Buenos Aires, Argentina
Guillermo D. Mazzolini
Instituto de Investigaciones en Medicina Traslacional-CONICET,
Hospital Universitario Austral, Buenos Aires, Argentina
Christiane Dosne Pasqualini
Academia Nacional de Medicina, Buenos Aires, Argentina
Rodolfo C. Puche
Facultad de Ciencias Médicas, Universidad Nacional de
Rosario, Santa Fe, Argentina
Viviana Ritacco
Instituto Nacional de Enfermedades Infecciosas ANLIS-CONICET,
Buenos Aires, Argentina
Guillermo B. Semeniuk
Instituto de Investigaciones Médicas A. Lanari, UBA, Argentina

La Tapa (Ver p xx)
Los palos rosas, 2015
Daniela Kantor

MEDICINA (Buenos Aires) — Revista bimestral — ISSN 0025-7680 (Impresa) — ISSN 1669-9106 (En linea)

REVISTA BIMESTRAL
Registro de la Propiedad Intelectual N° 5350968
Personeria Juridica N° C-7497
Publicacion de la Fundacion Revista Medicina (Buenos Aires)
Propietario de la publicacion: Fundacion Revista Medicina
Queda hecho el depésito que establece la Ley 11723

Publicada con el apoyo del Ministerio de Ciencia, Tecnologia e Innovacién Productiva.
MEDICINA no tiene propoésitos comerciales. El objeto de su creacion ha sido propender al adelanto de la medicina argentina.
Los beneficios que pudieran obtenerse seran aplicados exclusivamente a este fin.

Aparece en MEDLINE (PubMed), ISI-THOMSON REUTERS (Journal Citation Report, Current Contents, Biological Abstracts, Biosis, Life
Sciences), CABI (Global Health), ELSEVIER (Scopus, Embase, Excerpta Medica), SciELO, LATINDEX, BVS (Biblioteca Virtual en Salud),
DOAJ, Google Scholar y Google Books.

Incluida en el Nucleo Béasico de Revistas Cientificas Argentinas del CONICET.

Directores Responsables:
Basilio A. Kotsias, Damasia Becli Villalobos, Isabel Narvaiz Kantor, Guillermo B. Semeniuk

Secretaria de Redaccién: Ethel Di Vita, Instituto de Investigaciones Médicas Alfredo Lanari, Combatientes de Malvinas 3150,
1427 Buenos Aires, Argentina
Tel. 5287-3827 Int. 73919 y 4523-6619
e-mail: revmedbuenosaires@gmail.com — http//: www.medicinabuenosaires.com

Vol. 78, Supl.lll, Noviembre

Edicion realizada por
Disefio y Diagramacion: Andrés Esteban Zapata - aez.sgi@gmail.com - 11 5509 2767
Impreso en PQC - Ber6n de Astrada 2064 - C.A.B.A. - 4919 1702



ol

BUENOS AIRES, VOL 78 Supl. Il - 2018

REUNION CONJUNTA SAIC SAI SAFIS 2018

LXIIl REUNION ANUAL DE LA
SOCIEDAD ARGENTINA DE INVESTIGACION CLINICA (SAIC)

LXVI REUNION ANUAL DE LA
SOCIEDAD ARGENTINA DE INMUNOLOGIA (SAl)

REUNION ANUAL DE LA
SOCIEDAD ARGENTINA DE FISIOLOGIA (SAFIS)

CON LA PARTICIPACION DE
SOCIEDAD ARGENTINA DE VIROLOGIA (SAV)
ASOCIACION ARGENTINA DE NANOMEDICINAS (NANOMED-ar)

14-17 de noviembre de 2018
Hotel 13 de Julio — Mar del Plata

EDITORES RESPONSABLES

Claudia Pérez Leirés
Pablo Baldi
Alberto Crottogini



medicina

BUENOS AIRES, VOL 78 Supl. Il - 2018

JOINT MEETING SAIC SAI SAFIS 2018

LXIIl ANNUAL MEETING OF
SOCIEDAD ARGENTINA DE INVESTIGACION CLINICA (SAIC)

LXVI ANNUAL MEETING OF
SOCIEDAD ARGENTINA DE INMUNOLOGIA (SAl)

ANNUAL MEETING OF
SOCIEDAD ARGENTINA DE FISIOLOGIA (SAFIS)

WITH THE PARTICIPATION OF
SOCIEDAD ARGENTINA DE VIROLOGIA (SAV)
ASOCIACION ARGENTINA DE NANOMEDICINAS (NANOMED-ar)

November 14-17, 2018
Hotel 13 de Julio — Mar del Plata

RESPONSIBLE EDITORS

Claudia Pérez Leirds
Pablo Baldi
Alberto Crottogini



ABSTRACTS

DHR test. P1 and P2 had T and B cells reconstitution 12 months
post HSCT and discontinued IVIG. Conclusion: Most of our P are
cured from CGD, but are still having complications related to HSCT.
It is important to highlight that half of our P had graft failure.

96. (158) EXACERBATION OF EXPERIMENTAL PSORIASIS
SYMPTOMS IN DESMOGLEIN-4 DEFICIENT RATS IS ME-
DIATED BY INCREASED INFLAMMATION
Maria Tamara Moreno Sosa, Maria Belén Sanchez, Flavia
Judith Neira, Elisa Olivia Pietrobon, Graciela Alma Jahn,
Juan Pablo Mackern Oberti
IMBECU-CONICET

Psoriasis is a chronic inflammatory skin disease, characterized by
keratinocyte hyperproliferation, vasculature growth and leukocyte
infiltration into the dermis and epidermis. Although it is known that
desmogleins are proteins involved in cell adhesion mechanisms,
their role in psoriasis has not been addressed. The aim of our work
was to assess the impact of desmoglein-4 deficiency in the immu-
nological response of the skin. To this end, OFA hr/hr rats, which
are mutant for the desmoglein-4 gene and Sprague-Dawley (SD)
wild type rats were used. Imiquimod (IMQ), which is an immune re-
sponse modifier that acts via toll-like receptor 7 pathway, was ad-
ministered to both rat strains in shaved skin for four days to generate
psoriasis-like lesions. Skin biopsies from treated and untreated OFA
and SD rats were weighed, minced, stained with PE-Cy5-anti CD45
and FITC-anti CD3 monoclonal antibodies and analyzed by flow cy-
tometry. We observed that in both strains, CD45+, CD3+ cells in
increased in IMQ-treated groups, but the rise was higher in OFA rats
(p<0.05). Similarly, gPCR analysis of skin mRNA showed that pro-in-
flammatory genes such as IL-18, IL-8, and CCR1 were increased
in both IMQ-treated groups, SD and OFA, compared to untreated
groups but the increase was also higher in OFA rats (p<0.05). Fur-
thermore, TNF-a, CCR2, CCR3, CCR5 and CXCR5 mRNA expres-
sion rose only in the OFA IMQ treated group (p<0.05). When anti-in-
flammatory genes were evaluated, we found that both IMQ treated
groups increased TGF- expression similarly but OFA IMQ showed
higher levels of IL-10 than SD IMQ and untreated groups (p<0.05).
These results suggest that desmoglein-4 deficiency contributes to
experimental psoriasis progress, promoting expansion of leukocyte
population and increasing different pro-inflammatory genes mRNA
expression in skin. Although further research is needed, these re-
sults could have a potential impact of desmoglein-4 on the diagnosis
and prognosis of psoriasis.

97. (181) VACCINE CANDIDATE BASED ON OUTER MEM-

BRANE VESICLES FROM BORDETELLA PERTUSSIS
TRIGGERS THE CANONICAL INFLAMMASOME ACTIVA-
TION
Maia Lina Elizagaray*, Martin Rumbo?, Daniela Hozbor?, Gri-
selda Moreno*
Instituto de Estudios Inmunolégicos y Fisiopatoldgicos - IIFP,
Facultad de Ciencias Exactas, Universidad Nacional de La
Plata, Consejo Nacional de Investigaciones Cientificas y
Técnicas (CONICET), La Plata, Argentina. , 2IBBM-Instituto
de Biotecnologia y Biologia Molecular-UNLP-CONICET

The resurgence of the respiratory disease named pertussis has
urged the need to develop a new vaccine. Under this context we
have already identified and characterized with very good results, a
vaccine candidate based on outer membrane vesicles (OMVs). Re-
cent advances in the field have shed light on some of the multifac-
eted roles of OMVs in host-pathogen interactions. In this study, we
investigated the ability of OMVs derived from B.pertussis, to activate
the inflammasome pathway. To this end we evaluated the secretion
of IL-1beta and the ASC-speck formation after the activation of THP-
1 cells with different quantities of OMVs (5ng/mL to 5ug/mL). The
cytokine levels were measured in culture supernatant by ELISA and
the specks formation from THP1-ASC-GFP cells were observed and
quantified by fluorescence microscopy.

By these assays we detected that the release of IL-1b from THP1
cells stimulated with at least 100ng OMVs was significantly higher
than non treated cells. Release of IL-1b was independent of pre-
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vious priming of cells with TLR agonists. In particular when 200ng
OMVs was used, the IL-1b level was 72,3+2,1 pg/mL vs. 4,10+0,02
pg/mL (p<0,001) detected in the non treated cells. The percentage
of ASC+/total THP1-ASC-GFP cells was also significantly higher
for cells stimulated with at least 200ng OMVs in comparison with
non-stimulated cells (6,8+0,6 vs. non detected p<0,001).

These results show for the first time that our vaccine candidate
based on the OMVs derived from B. pertussis activate the iflam-
masome in a human macrophage cell line. Furthermore, this data
would strengthen the concept of inflammasome activation as one of
the innate immune pathways with the ability to profile the protective
adaptive response of our vaccine.

98. (189) BRUCELLA ABORTUS-INFECTED PLATELETS
ACTIVATE THE ENDOTHELIUM AND PROMOTE THE
MIGRATION OF MONOCYTES TOWARDS THE SITE OF
INFECTION
Aldana Trotta, Maria Ayelen Milillo, Ana Maria Rodriguez,
Luciana Balboa, M. Victoria Delpino, Guillermo Giambartolo-
mei, Paula Barrionuevo
IMEX-CONICET, Academia Nacional de Medicina, INIGEM
(UBA-CONICET)

Brucellosis is an infectious disease elicited by bacteria of the ge-
nus Brucella. Platelets have recently got involved in the modulation
of innate and adaptive immune responses. We have previously re-
ported that platelets act as carriers of bacteria, promoting the inva-
sion of monocytes. Thus, the aim of this study was to further inves-
tigate the role of platelets in the immune response against Brucella.
First, we wondered whether the presence of platelets modulates the
time course of B. abortus infection. For this, THP-1 cells (human
monocytic cell line) were infected with B. abortus in presence or
absence of platelets. Then, extracellular bacteria were killed and
cells were incubated for different times. Our results demonstrate
that the presence of platelets significantly increased the percentage
of B. abortus-infected THP-1 cells at early time-points (p<0.001).
Nevertheless, the presence of platelets subsequently improved
the contention of the infection. Taking into consideration that B.
abortus localization within different tissues requires its extravasa-
tion across the endothelium, our next aim was to study the role of
platelets in the modulation of monocytes extravasation in the con-
text of B. abortus-mediated infection. We first studied the ability of
platelets to recruit monocytes. Our results showed that superna-
tants collected from infected platelets promote the transmigration
of monocytes (p<0.01). Moreover, the pre-treatment of monocytes
with this supernatant enhance the responsiveness of monocytes
towards other chemoattractant stimuli (p<0.01). Finally, we studied
the ability of platelets to activate the endothelium. For this, HMEC
cells (human endothelial cell line) were stimulated with supernatants
collected from B. abortus-infected platelets. This supernatant stimu-
lated the expression of ICAM-1 (CD54) (p<0.01). At the same time,
it enhanced the secretion of both IL-8 and MCP-1 (p<0.01). These
results showed that infected platelets are able to activate the endo-
thelium and promote the migration of monocytes towards the site of
the infection

99. (191) SLPI IS TAKEN UP BY MONOCYTES AND IMPAIRS
THEIR DIFFERENTIATION TO DENDRITIC CELLS
Mariana Noelia Mardirosian?, Fiorella Caro', Nella Ambro-
sit, Ximena Villalonga!, Macarena Reiterit, Diego Guerrierit,
Claudio Incardona?, Domingo Casadei®, Eduardo Chuluyan*
!CEFYBO-CONICET-UBA , 2GADOR SA , ®Instituto de tras-
plante y alta complejidad (ITAC)

Secretory leukocyte proteinase inhibitor (SLPI) is a serine protease
inhibitor produced mainly by epithelial cells. It has anti-inflammatory
and antimicrobial activity, and enhances wound healing. We have
previously described that SLPI inhibits lymphocyte proliferation
which depends on the presence of monocytes. The aim of the pres-
ent study was to assess whether SLPI is captured by monocytes
and its effect on monocytes differentiation to dendritic cells.

To study SLPI uptake, human myelomonocytic U937 cells and hu-
man peripheral blood mononuclear cells (PBMC) were treated or



