
M
 E

 D
 I 

C
 I 

N
 A

20
17

BUENOS AIRES VOL. 77 Supl. I - 2017

Vo
lu

m
en

 7
7,

 S
up

l. 
I, 

pá
gs

. 1
-6

20



BUENOS AIRES, VOL. 77 Supl. I - 2017

Secretaría de Redacción:  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. 77, N° 5, Noviembre 2017

Edición realizada por 
GRAFICA TADDEO – Charrúa 3480 – Buenos Aires – Tel: 4918.6300 | 4918.1675 | 4918.0482

e-mail: ctp@graficataddeo.com.ar – www.graficataddeo.com.ar

COMITÉ DE REDACCIÓN

La Tapa (Ver p. IV)
Imagen ígnea, 1996. 

Héctor O. Alonso
Instituto Cardiovascular Rosario, Santa Fe, Argentina

Pablo J. Azurmendi
Instituto de Investigaciones Médicas A. Lanari, UBA, Argentina

Damasia Becú Villalobos
Instituto de Biología y Medicina Experimental-CONICET,

Buenos Aires, Argentina
José H. Casabé

Instituto de Cardiología y Cirugía Cardiovascular,
Hospital Universitario Fundación Favaloro,

Buenos Aires, Argentina
María 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
Organización 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. Lüthy
Instituto de Biología 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

MEDICINA (Buenos Aires) – Revista bimestral  – ISSN 1669-9106 (En línea)

REVISTA BIMESTRAL
Registro de la Propiedad Intelectual N° 5324261

Personería Jurídica N° C-7497
Publicación de la Fundación Revista Medicina (Buenos Aires)
Propietario de la publicación: Fundación Revista Medicina

Queda hecho el depósito que establece la Ley 11723 

Publicada con el apoyo del Ministerio de Ciencia, Tecnología e Innovación Productiva. 
MEDICINA no tiene propósitos comerciales. El objeto de su creación ha sido propender al adelanto de la medicina argentina.

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.

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

María Esther Gené 



REUNIÓN DE LA SOCIEDAD ARGENTINA DE HEMATOLOGÍA
(SAH)

XIX REUNIÓN ANUAL DE LA SOCIEDAD ARGENTINA DE BIOLOGÍA
(SAB)

XLVI REUNIÓN ANUAL DE LA SOCIEDAD ARGENTINA DE BIOFÍSICA
(SAB)

REUNIÓN DE LA SOCIEDAD ARGENTINA DE ANDROLOGÍA
(SAA)

BUENOS AIRES, VOL 77 Supl. I - 2017

LXII REUNIÓN ANUAL DE LA
SOCIEDAD ARGENTINA DE INVESTIGACIÓN CLÍNICA

(SAIC)

LXV REUNIÓN ANUAL DE LA
SOCIEDAD ARGENTINA DE INMUNOLOGÍA

(SAI)

XLIX REUNIÓN ANUAL DE LA
SOCIEDAD ARGENTINA DE FARMACOLOGÍA EXPERIMENTAL

(SAFE)

13-17 de noviembre de 2017
Palais Rouge– Buenos Aires

 
1 Mensaje de Bienvenida de los Presidentes 
2 Conferencias, Simposios y Presentaciones a Premios  

92 Resúmenes de las Comunicaciones presentadas en formato E-Póster

LIII REUNIÓN ANUAL DE LA
SOCIEDAD ARGENTINA DE INVESTIGACIÓN BIOQUÍMICA Y BIOLOGÍA MOLECULAR

(SAIB)

REUNIÓN ANUAL DE LA SOCIEDAD ARGENTINA DE FISIOLOGÍA
 (SAFIS)

XXIX REUNIÓN ANUAL DE LA SOCIEDAD ARGENTINA DE PROTOZOOLOGÍA 
(SAP)

REUNIÓN CONJUNTA DE SOCIEDADES DE BIOCIENCIAS



MEDICINA - Volumen 77 - (Supl. I), 2017222

tal. Instituto de Fisiología y Biofísica Houssay, Facultad de 
Medicina, UBA-CONICET. (2) Instituto de Neurociencia Cog-
nitiva y Traslacional, Favaloro - INECO – CONICET. 

Living organisms inhabit environments that are being permanent-
ly modified, so adapting their behavior to such changes could de-
termine their survival. The concept of “cognitive flexibility” refers to 
this ability and serotonin (5-HT) has been identified as an important 
player in decision making. So, it would be reasonable to assign the 
serotonergic system a major role in processes of cognitive flexibil-
ity. Pharmacological experiments support this statement. However, 
it is still questionable which are the receptors that mediate these 
processes.

One of the most important post-synaptic receptors of the sero-
tonergic system is the type 2A (5-HT2aR). This receptor is high-
ly expressed in the limbic system as well as frontal regions of the 
cortex and has been associated with various psychiatric disorders. 
The lack of specific antagonists makes complex the identification 
of its function.  Then, we assessed the role of the 5-HT2aR using 
protocols of extinction and reversal learning as measures of cog-
nitive flexibility in genetically modified mice. Our preliminary results 
indicate that WT mice extinguish a fear conditioned memory faster 
than 5-HT2a-/- mice (two-way ANOVA, p<0.01). This would indicate 
that 5HT2aR is necessary for cognitive flexibility.

Since cognitive rigidity is a common behavior symptom of many 
psychiatric disorders, it has clinical relevance to identify its under-
lying neurobiological substrate to generate new and specific phar-
macological tools.

Palabras clave: cognition, behavior, serotonin. 

(671) UNDERSTANDING MEMORY LOSS: DEVELOP-
MENT OF A RETRIEVAL-INDUCED FORGETTING PARA-
DIGM IN RODENTS
Francisco Tomás Gallo, Juan Facundo Morici, Magdalena 
Miranda, Noelia Weisstaub, Pedro Bekinschtein
FAVALORO - CONICET - INECO

In the last two decades there´s been a growing human literature 
on a phenomenon called retrieval-induced forgetting (RIF). RIF has 
pointed to inhibitory control processes that resolve retrieval com-
petition as a cause of adaptive forgetting. Using spontaneous rec-
ognition memory in rats, we have developed a rodent paradigm for 
RIF. We were able to show that forgetting of an item associated with 
a particular context happens under conditions that cause competi-
tion between memory traces for two items that share a particular 
retrieval cue. Under these conditions, forgetting is long lasting and 
independent of the selected retrieval cue. We used local pharmaco-
logical inactivation to show that this kind of forgetting requires the 
activity of the medial prefrontal cortex (mPFC). With pharmacologi-
cal inactivation, we showed that the Ventral Tegmental Area (VTA) is 
necessary for the forgetting to occur and that the infusion of a D1/5 
agonist in the mPFC is sufficient to rescue the expression of the RIF 
phenomenon impelled by the inactivation of the VTA. These results 
are consistent with the idea that the RIF occurs via a top-down inhib-
itory control mechanism exerted by the mPFC on structures linked 
by hypothesized memory traces. With the latter results, we bring 
new evidence supporting the role of dopamine in the resolution of 
interference via mPFC inhibitory control.

Keywords: mPFC – Memory - Forguetting

(1932) SURVIVAL AND DIFFERENTIATION EFFECTS OF 
PIGMENT EPITHELIUM DERIVED FACTOR (PEDF) ON 
RETINA NEURONS
Luis Politi (1), German Michelis (1,2), Lorena German (1), 
Patricia Becerra (2), Nora Rotstein (1)
(1) Instituto de Investigaciones Bioquímicas (INIBIBB), Uni-
versidad Nacional del Sur (UNS)-CONICET, Bahía Blanca, 
Argentina. (2) NEI-NIH, Bethesda, MD, United States. 

PEDF promotes survival of photoreceptor cells and in an R28 ret-
inal progenitor cell line by binding to PEDF membrane receptors.  
However, the intracellular molecular effects of PEDF in retina neu-
rons are still unknown. Here we investigated these effects using 

pure neuronal cultures of photoreceptors and amacrine neurons, 
prepared from newborn rat retina and grown in a chemically defined 
medium. Cultures were supplemented at day 2 with either recom-
binant human PEDF (10 nM); PEDF plus P1 (a PEDF receptor 
blocking peptide, 100nM); or vehicle (control). At day 5, cells were 
fixed and cell death and apoptosis were evaluated by DAPI staining, 
Propidium Iodide and TUNEL assays, respectively. Mitochondrial 
activity was assessed with Mitotracker and opsin expression and ax-
onal outgrowth were determined by immunocytochemical methods. 

PEDF decreased the percentages of Propidium Iodide and 
TUNEL-positive photoreceptors by 55% and 65%, respectively, with 
respect to controls without PEDF, and significantly prevented the 
loss of mitochondrial membrane potential.  Pre-incubation with the 
blocking P1 peptide abolished PEDF effects. PEDF had no effect 
on opsin expression but promoted its apical localization in photo-
receptors as occurs in mature retinas, in contrast to its diffuse dis-
tribution on the cell body in controls. PEDF also stimulated axon 
outgrowth in amacrine neurons, by 2-fold, in neurons treated with 
PEDF, compared to controls. These effects were blocked by the 
blocking P1 peptide pre-treatment.

In summary, this work shows that PEDF acts as a survival factor 
for photoreceptors, preserving their mitochondrial functionality, and 
induces the differentiation of amacrine and photoreceptor neurons 
during their development in vitro.

Keywords: PEDF, apoptosis prevention; retina photoreceptors; 
amacrine neurons 

(1935) SUPERIOR CERVICAL GANGLIECTOMY INDUC-
ES DRY AGE-RELATED MACULAR DEGENERATION IN 
MICE: A NEW EXPERIMENTAL MODEL
Hernán H. Dieguez1, Horacio E. Romeo2, María F. González 
Fleitas1, Marcos L. Aranda1, Georgia Milne1, Ruth E. 
Rosenstein1, Damián Dorfman1
1. Laboratorio de neuroquimica retiniana y oftalmología ex-
perimental, Departamento de Bioquímica Humana, Facultad 
de Medicina/CEFyBO, Universidad de Buenos Aires/CONI-
CET, Buenos Aires, Argentina. 2. Facultad de Ciencias Med-
icas, Universidad Pontificia Catolica Argentina, BIOMED/
UCA/CONICET, Buenos Aires, Argentina.

Dry age-related macular degeneration, a prevalent cause of blind-
ness, is a progressive and degenerative disease, characterized by 
alterations in Bruch´s membrane, retinal pigment epithelium, and 
photoreceptors exclusively localized in the macula. Despite there 
are experimental murine models, the vast majority take too long to 
develop retinal alterations, which in general are ubiquitous, many 
result from non-eye specific genetic manipulations, and most do not 
always reproduce the hallmarks of human age-related macular de-
generation. Choroid vessels receive sympathetic innervation from 
the superior cervical ganglion, which together with the parasympa-
thetic system, regulate the blood flow. Choroid blood flow changes 
have been involved in age-related macular degeneration develop-
ment and progression. At present no experimental models take this 
factor into account. The aim of this work was to analyze the effect of 
superior cervical gangliectomy on the choroid, Bruch´s membrane, 
retinal pigment epithelium, and retina. Adult male C57BL/6J mice 
were submitted to unilateral superior cervical gangliectomy and 
a contralateral sham procedure. Although superior cervical gan-
gliectomy induced ubiquitous choroid and choriocapillaris changes 
(p<0.01), it induced Bruch´s membrane thickening, retinal pigment 
epithelium melanin content and retinoid isomerohydrolase loss, 
drusen-like deposit occurrence, and retinal pigment epithelium and 
photoreceptors atrophy, exclusively localized in the temporal side 
(p<0.01). Moreover, superior cervical gangliectomy provoked a lo-
calized increase in retinal pigment epithelium and photoreceptors 
apoptosis (p<0.01), and photoreceptors electroretinographic func-
tion decline (p<0.01). Therefore, superior cervical gangliectomy 
recapitulated the main features of human dry age-related macular 
degeneration, and could become a new experimental model of dry 
age-related macular degeneration, and a useful platform for devel-
oping new therapies.

Keywords: age-related macular degeneration, superior cervical 
ganglion, choroid, retinal pigment epithelium, experimental model.


