BIOCELL

An international journal of Biology

BIOCELL - Volume 38 - Supplement 2 - October 2014 - Mendoza, Argentina.



BIOCELL 38 (Suppl. 2) 2014

ISSN 0327 - 9545 (printed version) - ISSN 1667 - 5746 (on-line version)

This journal is included in the Life Sciences Edition Contents, the Science Citation Index, Electronic
Library Project of the Institute for Scientific Information (I1SI), Scisearch and Research Alert databases
of Current Content; ISI/BIOMED, Index Medicus and MEDLINE available on the NLM's on line
MED'LARS systems; EMBASE/Excerpta Medica; Chemical Abstracts, Biological Abstracts (BIOSIS),
Index Medicus for Latin Americaand LATINDEX, SciELO Argentina.



BIOCELL 38 (Suppl. 2) 2014

Founding Editors

Editor-in-Chief:

Editorial Staff:

Editorial Board:

Editorial Office
Secretary Office
Production Office
On-line services

Webpage
Postal address

Fax

Mario H. Burgos
Ramon S. Piezzi

Alfredo Castro-Vazquez

Instituto de Histologia y Embriologia “Dr. Mario H. Burgos” (IHEM-CONICET),
Facultad de Ciencias Médicas, Universidad Nacional de Cuyo, Mendoza, Argentina.

Juan Bruno Cavagnaro
Juan Carlos Cavicchia
Maria Isabel Colombo
Miguel Walter Fornés
Luis S. Mayorga

Sean I. Patterson
Israel A. Vega

S.N. Béo (Brasil)
H.S. Barra (Argentina)
C. Barros (Chile)
N. Bianchi (Argentina)
R. Bottini (Argentina)

E. Bustos Obregdn (Chile) F.

Capani (Argentina)

0.J. Castejon (Venezuela)
H. Chemes (Argentina) D.R.
Ciocca (Argentina) A.C.
Cuello (Canada)

N.R. Curvetto (Argentina)
W. de Souza (Brasil)

P. Esponda (Espafia)

F. Leighton (Chile)M.E. Manes
(Argentina)

R.W. Masuelli (Argentina)

B. Meyer-Rochow (Alemania) C.R.
Morales (Canadd)

C.B. Passera (Argentina)

E. Rodriguez Echandia (Argentina) F.
Roig (Argentina)

R.A. Rovasio (Argentina)

J. Russo (USA)

D.Sabattini (USA)

A.J. Solari (Argentina)

J.C. Stockert (Espafia)

R. Wettstein (Uruguay)

R. Wolosiuk (Argentina)

Alfredo Castro-Vazquez, biocell.journal@gmail.com
Maria Eugenia Mondotte, biocell.secretary@gmail.com
Agustina Lizan Duci, biocell.production@gmail.com

Alejandro Sabez

Claudio Chavarria
http://www.cricyt.edu.ar/biocell
BIOCELL

Casillade Correo 33 (PO. Box 33)

5500 Mendoza, Argentina
(+54 261 449 4117.


mailto:biocell.journal@gmail.com
http://www.cricyt.edu.ar/biocell

BIOCELL 38 (Suppl. 2) 2014

QSAIB Ao

- SAIB -
50th Annual Meeting
Argentine Society for Biochemistry and
Molecular Biology

L Reunién Anual
Sociedad Argentina de Investigacion en
Bioguimica y Biologia Molecular

November 11 - November 14, 2014
Rosario, Republica Argentina



BIOCELL 38 (Suppl. 2) 2014

MI-P09
STABILITY OF THE POINT MUTATION OF THE Salmonella thyphimurium rcsC11
ATTENUATED STRAIN

Torres, MA; Pescaretti, MM; Minahk, CJ; Delgado, MA
INSIBIO (CONICET-UNT) and Instituto de Quimica Bioldgica “Dr. Bernabe Bloj” (UNT). Tucuman-Argentina E-
mail: mariela.trs@gmail.com

The foodborne diseases are usually caused by Escherichia coli, Shigella, Listeria and Salmonella, which is the most
prevalent bacterium in Argentina. The Salmonella infection involves many steps where the modulation of genes
located in different pathogenesis islands are coordinately controlled. The RcsCDB system of Salmonella controls the
colanic acid, flagellar and biofilm synthesis, as well as others virulence processes. Previously, we have studied the
rcsC11 mutant harboring a point mutation in the histidine kinase domain of RcsC sensor. This change produces the
RcsCDB system constitutive activation, resulting in a mutant with mucoid phenotype and attenuation of virulence.
Here, we evaluated the ability the rcsC11 mutant to infect non-phagocytic and phagocytes eukaryotic cells. We also
investigated the reversion degree of the rcsC11 mutant to wild-type state by loss of the mucoid phenotype, by means
of temperature changes, crop aging and chemical mutagenic agent challenges. We found that the rcsC11 mutant
produced strong immunogenic response and it was unable to replicate in macrophages. Moreover, no revertant strains
were isolated in any of the treatment analyzed, strongly suggesting that the rcsC11 mutation would be fairly stable.
The results of this study represent a significant contribution that supports the use of the rcsC11 mutant as candidate
for vaccines development.

MI-P10
Lactobacillus reuteri CRL1098 SOLUBLE FACTORS EXERT IN VITRO AND IN VIVO
ANTI-INFLAMMATORY EFFECTS

Griet, M*; Zelaya, H'; Mateos, MV?; Salva, S*; Font, G*; Villena, J*; Salvador, GA?; Rodriguez, AV*
!CERELA-CONICET, Tucuman, Argentina 2INIBIBB-CONICET, Bahfa Blanca, Argentina  E-mail:
mgriet@cerela.org.ar

Soluble factors produced by probiotic bacteria such as lactobacilli can modulate immune system responses. The aims
of this study were to determine whether Lactobacillus reuteri CRL1098 soluble factors (LrS) were able to modulate
in vitro the inflammatory response triggered by LPS in murine macrophages (RAW 264.7) and to evaluate in vivo
their capacity to exert anti—inflammatory actions in acute lung injury (ALI) induced by LPS in mice. In vitro assays
demonstrated that LrS significantly reduced the production of pro—inflammatory mediators (NO,COX-2,Hsp70) and
pro—inflammatory cytokines (TNF—a, IL-6) caused by the stimulation of macrophages with LPS. Results from flow
cytometry assays revealed that LrS reduced apoptosis of LPS—challenged RAW cells. Bax expression was reduced
while no significant difference was observed in Bcl-2 expression levels. In addition, the effect of LrS on NF—«B
pathway was evaluated by immunofluorescence microscopy: inhibition of NF—«xB translocation to the nucleus in
LrS—treated macrophages exposed to LPS was detected, as well as a reduction of Akt and increase of ERK
phosphorylation. In vivo assays proved that the LPS—induced secretion of the pro—inflammatory cytokines,
inflammatory cells recruitment to the airways and inflammatory lung tissue damage were reduced in LrS treated
mice, providing a new way to reduce strong pulmonary inflammation.

MI-P11
CHOLINE CONTRIBUTES TO INCREASE SOME PATHOGENIC FACTORS IN
DIFFERENT Pseudomonas syringae STRAINS

Primo ED; Garrido MN; Giordano WF; Lisa AT
Depto Biol Molecular-UNRC, 5800 Rio Cuarto, Cha-Argentina E-mail: eprimo@exa.unrc.edu.ar

P. syringae infects a wide variety of plants and causes necrotic symptoms in leaves, stems, and fruit. It is considered
a hemibiotrophic pathogen because it is able to obtain nutrients from living host cells in order to multiply in the
apoplast and infect close tissues. Choline (Cho), an alkylammoniun compound, is a normal constituent of plant
tissues and in the apoplast is found as a component of phosphorylcholine (Pcho). P. syringae pv. tomato, P. syringae
pv. tabaci, and a local strain that we isolated and named S5, use Cho as nitrogen source. These strains produce the
enzyme phosphorycholine phosphatase (PchP), capable to generate free Cho from Pcho. In S5, Cho increases at least
two virulence factors: tabtoxin and swarming mobility. S5 was isolated from oat leaves from a south field of
Cordoba, and the strain was characterized in our laboratory by bioinformatic, microbiology, biochemical and
molecular approaches. By the analysis of ARN16S, S5 was classified as P. syringae pv. atropurpurea. The BOX
fingerprint of S5 resulted similar to those of P. syringae isolated from different host plants of our area. We conclude
that S5 is a potentially dangerous bacterium, able to obtain nutrients from host and enhance the production of
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