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POSTER PRESENTATIONS

» Widely spread in the academic world.

— Very common in the natural and social
sciences.

— Gaining more popularity also in the
humanities.

« Enables you to present your research in an
attractive and condensed form.

 Visual language: tables, graphs, pictures.



POSTER SESSIONS

Presenters stand by their posters, ready to introduce their
research to the interested participants. This includes:

— “walking through” the poster with the participants;

— receiving feedback;

— answering questions;

— making new contacts.




POSTER SESSIONS

« A wonderful opportunity to:

— introduce yourself and your research to the academic
community;

— receive useful feedback;
— make new contacts.

« Highly competitive:
— your poster should catch attention and forward your
message in a fast, clear and apposite manner.



Going to a conference

e Choose a suitable conterence.

 Find out what you need to do in order to
apply for a conference.
« Make sure you know the deadlines.

— Some conferences accept only ready made
posters/papers, others accept abstracts.



What makes a good poster?

 Short and catchy title.
 Word count between 300 and 800 words.

 Clear, concise and apposite text — less is
more!

 Text visually structured for an easy read
(subtitles, numbering, bullet points etc).

» Skillful use of fonts, colors and graphics.

» Well-balanced design.



How to start?

Ask yourself:

« What is the most important and interesting
finding or result of my current research?

« How can I share this result or finding with
others using visual means?

— How could I use tables, graphs, photos, drawings
etc to make my point?

« What information can I transmit verbally to
complement the information on the poster?



What software to use?

« PowerPoint: popular, easy to use.

« Adobe Illustrator, Photoshop, InDesign:
professional, requires more skills, more
expensive.

* OpenOffice, Inkscape, Gimp, Gliffy, Lovely
Charts etc: free software.



Designing your poster

» Start early! Making a good poster takes
time.

— You also need extra time for printing the
poster. Make sure you know where and when
you can print it and how to pay for it.

* Make sure you know what is the required
format for the posters (size,
landscape/portrait).

* Know your audience and address your
message to the particular target group!



Designing your poster

* What is the one thing that participants
should remember from your poster
presentation?

» Important information must be readable
from a 3-4 meters distance.

 Different parts of the poster should be
logically ordered.



Designing your poster

« Use simple and apposite illustrations. Make
your text short and clear. The main point of
your poster should be graspabale within 30
seconds!

* Do not exaggerate with colors and fonts! 40%
of the surface of the poster should be empty
space. Less 1s more!

» The poster should speak for itself — i.e. it
should make sense without an additional
explanation.



Poster components:

Title.

Information about the author(s) and their
affiliation, contact information.

Abstract (optional).
Clearly stated research question or problem.

Description of the methods (in case of
empirical research).

Results or conclusion.
Most important references.
Logos of the sponsors.
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Interactions between oxytocin and dopamine underlie
perspective-taking: a genetic study

Irene Trilla®, Anne Weigand', Yan Fan2, Malek Bajbouj? and Isabel Dziobek'

1Berlin School of Mind and Brain and Institute of Psychology, Humboldt-Universitét zu Berlin, Berlin, Germany

2Department of Psychiatry, Campus Benjamin Franklin, Charité, Berlin, Germany

irene.trilla@hu-berlin.de

Background

While a role of the oxytocin system in empathic behavior has been well
established, its neurobiological mechanisms are yet not fully
understood. As one explanation, oxytocin might interact with the
dopaminergic reward system to increase sensitivity to social rewards,
which would in turn enhance social motivation and facilitate empathy
(1) In line with this hypothesis, the oxytocin receptor (OXTR) gene has
been shown to predict dopaminergic functioning (2), and interactions
between the oxytocin- and dopamine-related genes have been
associated with amygdala reactivity to social stimuli (3). In this study,
we are examining the interplay between oxytocin- and dopamine-
related gene variants underlying empathy.

We predicted that:
1) The OXTR rs53576 polymorphism would be associated with
individual differences in empathy.

2) The effects of OXTR rs53576 would be modulated by the ANKK1
TaqlA polymorphism.

Sample: 358 healthy individuals (56% females; Mg = 41.36, SD,g =
17.63, range,g, = 18-77 years)

Multidimensional empathy assessment:

Interpersonal
Reactivity
Index (IRI)
Self-report

measure of trait

empathy

Perspective-taking

e empathy)

Empathic concern

(emotional athy)

Multifaceted
Empathy Test
(MET)
Naturalistic
behavioral
measure of
empathy

Cognitive empathy

Implicit
Emotional empathy
Explicit

Genotyping: DNA was extracted from whole blood and SNPs were
genotyped using iPLEX®Reagents MassARRAY®. A-allele carriers (AA
+ AG) for the OXTR rs53576, and A1-allele carriers (A1A1 + A1A2) for
the ANKK1 TaqlA were treated as one group, respectively. All genotype
distributions were in Hardy-Weinberg equilibrium.
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OXTR gene

Function: encoding of the
oxytocin receptor

SNP: rs53576
Alleles: A< G

ANKKT1 gene

Function: control of
dopamine synthesis
SNP: TaglA
Alleles: A1 <A2

A1 allele linked to:

- Lower reward sensitivity
- Lower striatal D2
receptor chr. 11

A allele linked to:

- Lower social cogl
- Autism spectrum
disorders

No sig. main effect of OXTR genotype on any IRI or MET subscales

OXTR - ANKK1 interaction on IRI Perspective-taking (age as
covariate): F(1, 40.438) = 4.302, p = 0.039, n,* = 0.012
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ANKK1 TaqlA

In contrast to previous studies (e.g., 4), OXTR rs53576 was not
associated with individual differences in empathy in our sample.

Gene-by-gene interactions were found for perspective-taking, but
not for any other trait or behavioral measures of empathy. Given
the absent correlations between the cognitive empathy subscales
of the IRl and MET (r = 0.041, p = 0.442), the interaction effect
between OXTR rs53576 and ANKK1 TaqlA genotypes seems to be
selective for specific facets of cognitive empathy.

Conclusion: Albeit preliminary, our results hint at an interplay between
the oxytocin and dopaminergic reward systems in shaping empathic
abilities. Notably, the effects seem to be confined to perspective-
taking, which suggests the existence of different neurobiological
mechanisms underlying cognitive and emotional components of
empathy.

BERLIN
SCHOOL OF
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RP (2015). Oxytocin receptor and vasopressin receptor 1a genes are
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Visuals

« Have you taken photos you could use?

— NB! Do not steal pictures from the Internet!
etc

— Visuals should support the main message.
— Make sure the resolution is sufficient for printing!
— People like pictures of people! ©
* Could tables or graphs help you explain your
results?

— Tables and graphs should be clear, simple,
salient!



Before the event

« Think about how to transport the poster.
Paper posters are easy to carry in a special
poster tube.




Before the event

« Make sure you know where to print out you
poster and how much it costs.

— In Tartu, posters can be printed out at the UT
Multimedia Center, both on paper and on textile.
Contact:

— Ask your department for financial support!

— Get feedback (from your supervisor or peers)
before you send your poster to print.

 It’s useful to also print out A4 handouts for
participants to take home.



Before the event

* Make sure you have:
— Paper and pencil for making notes;

— Means for putting your poster up (e.g. tape,
thumbtacks);
» Prepare a short verbal presentation (5-10
minutes) of your research to walk the
participants through your poster.

» Think about what questions your audience
may have and how to answer them.



Poster session

» Do not just read out your poster!
» Be active, ask questions!

» Thank everyone who has shown interest
for your poster, ask for contact details!



0°%Benzylguanine Inhibits Tamoxifen Resistant Breast Cancer Cell Growth

MD ANDERSON
CANCER CENTER

ORLANDO

SUPPORTED BY CHARLES LEWIS INS 1Cancer Research Institute of M.D Anderson Cancer Center Orlando *Texas Tech University Health Sciences Center, Amarillo, TX

and Resensitizes Breast Cancer Cells to Anti-Estrogen Therapy

Joshua Smith', George C Bobustuc!, Rafael Madero-Visbal', Jimmie Colon', Beth Isley', Jonathan Ticku’, Kalkunte S.

Srivenugopal and Santhi Konduri!

F.ndomm' lhrnmﬁ using nnli -estrogens are least toxic and very effective for breast cancers, however, tumor resistance to
Temains a block for | therapy. Based on our recent \lud) on the involvement of the DNA repair

protein MGMT in pan('n'nllc cancer (Clm Cancer Res. 15, 6087, 2000), here, we i i whether MGMT

mediates v, we i whether ini: ion of M(‘\IT inhibitor [O*-benzylguanine

(BG)] at a non-toxic dose ulone o in with the anti i ) curtails human tamoxifen

resistant breast cancer cell growth. Further, we also determined uhelhe'r BG sensitizes breast cancers to tamoxifen using

tamoxifen resistant cells.

MGMT expression was found to be increased in breast cancer cells relative to normal breast epithelial cells. Also, MGMT
levels were significantly higher in tamoxifen resistant MCF-7 compared to the parent cells, Silencing of the ER-a expression
using a specific sSIRNA resulted in augmentation of MGMT mRNA and protein levels by 2 fold. We also observed an inverse
correlation between MGMT and p53 levels in breast cancer cell lines; moreover, p53 downmgulahon was a«o‘mpamzd by
increased MGMT expression. Other experiments showed that BG alone of BG in with

R-a whereas alone and alone increased and decreased the same Nspu:nvdv
However, all these treatments increased the p21°" mRNA and protein expression significantly. BG inhibited tamoxifen
resistant breast cancer growth in a dose-dependent manner and it also resensitized resistant breast cancer cells to anti-
estrogen therapy (TAM/ICI). These combinations also enhanced the eytochrome C release and the PARP c‘lea\‘ag? mdlcnll\e
of apoptosis, In breast cancer BG alone or a bination of BG with ifen or ful aused si
tumor growth delay and immunohistochemistry revealed that BG inhibited the expression of MGMT, I:RA «, ki-67 and
increased p21°® staining. These findings suggest that MGMT inhibition may provide a novel and effective approach for
overcoming tamoxifen resistance.

Intr

Recent advances in breast cancer research have identified key pathways involved in the repair of DNA damage induced by
chemotherapeutic agents. The ability of cancer cells to recognize DNA damage and initiate DNA repair is an important
mechanism for therapeutic resistance and has a negative impact on therapeutic efficacy. A number of DNA-damaging
alkylating agents attack the nucleophilic O° position on guanine, forming mutagenic and highly cytotoxic interstrand DNA
crosslinks, The DNA repair enzyme O*-alkyiguanine DNA alkyltransferase (AGT), encoded by the gene MGMT, repairs
alkylation at this site and is responsible for protecting both tumor and normal cells from alkylating agents. MGMT is
expressed constitutively in normal cells and tissues. In breast tumors, MGMT gene expression is elevated and levels are up
to 4-fold higher than in the normal breast. Interestingly, it has been shown that tamoxifen accelerates proteasomal
degradation of MGMT in human cancer cells. In 1991, Pegs, Moschel, and Dolan observed that 0 benzylguanine (G)
mhxbned .-\GT and i the o y of both agents and ! agents. In a series of
il they fully ized the i between BG and AGT and its therapeutic impact. They
showed that BG binds AGT, transferring the benzyl moiety to the active-site cysteine [29). The reaction is very rapid and
more potent than any other previously known AGT inhibitor. BG is not incorporated into DNA in living cells and reacts
directly with both cytoplasmic and nuclear AGT, Because BG is a psuedosubstrate for MGMT which results in the covalent
transfer of benzyl group to the active site cysteine, the MGMT protein is degraded after each reaction. This stoichiometric
reaction mechanism effectively depletes the AGT content in tumors and the associated repair of alkylation damage. BG is
currently undergoing clinical trials in various cancers to increase the efficacy of alkylating agents,

Interestingly. several observations suggest an inverse correlation between the levels of MGMT and p53 tumor suppressor
proteins where wild-type p53 suppresses transcription of human MGMT expression. Unfortunately, ps3 function is often
inactivated or suppressed in human cancers; therefore, restoration of wt-p53 activity is essential for the success of some

0*Benzylguanine Plays a Dual Role in T ife MCF-7 Cells: C with the above, next, we

studied whether or not knocking down MGMT has any effect on ER« transcription. As expected, knocking down MGMT decreased

MGMT gene transcripts. However, it was interesting to find that ERa gene transcription was also reduced after MGMT silencing,

(Fig.2E). These data demonstrate that BG has the ability to attenuate the not only the MGMT, but also the ERa transcription, indicating

a possible dual role for MGMT blockers in these breast cancer cells.
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ob-Benz)lguanlne Modulates p53 Down-Stream Targeted Protein Expressions: Encoursged by the results reported, we

treatments. However, whether or not this is mediated by of MGMT exp has yet to be d ined. To

date, the cross-talk between MGMT and ER- a!phu (and the link to p53 expression) has not been explored in drug (ie.,

tamoxifen) resistant breast tumors. The is the most used treatment for patients with
estrogen receptor positive breast cancer. Although many patients benefit from tamoxifen in the adjuvant and metastatic
settings, resi 1o this endoerd lic agent ks an clinical problem. The primary goal of present study
was to investigate the mechanisms of anti-estrogen drug resistance and to design new therapeutic strategies for
circumventing this r\‘smamr. _The results show l’hul M(-\ﬂ' expression is increased in TAM-resistant breast cancers and

i d lht effect of jion therapy on end: MGMT, p53, and ERa pm(em expressions. As expected, BG decreased
while Ihem y (4-OH-TAM or ICT bined with BG) sij d d both MGMT and ER«
pressions. BG alone or in ifen or IC1 d d ER-a ereas ifen alone and ICI alone

lnﬂtased and decreased the same respectively (Fig.3A). p53 expression was slightly altered lﬂer ICI treatment. The reduction in p53
expression by ICI alone was reversed when BG was combined (Fig.3A). We investigated the effect of BG on proteins which are involved
in cell cycle ngulmon apoptosis in tamoxifen resistant breast cancer cells. All these treatments significantly increased the p21%
protein expression (Fig.3B). PUMA expression was also increased with these treatments. Hence, PUMA may have translocated to the
mitochondria, cytochrome C is released (Fig.3B), and apoptosis was triggered in these cells in presence of combination therapy, PARP

inhibition of MGMT by BG ly improves TAM cleavage is seen in BG treated cells in presence of staurosporin as an indicative of apoptosis (Fig.3C). Therefore, this data suggest that
BG promotes cell cycle arrest and can induce apoptosis by modulating ps3 function,
ul
of T MGMT Exp! We d ifen resistant MCF-7 J dul
cell hm by using pmlong,ed treatment of tamoxifen on the parental ER-positive hmm cancer cell line, MCF-7, |n ‘I‘-mnxlfen Reslsuml Breast Cancer Cells T?wefﬁ-n
istant MCF-7 at rates similar to the parental MCF-7. Prolonged treatment of py on end MGMT mRNA levels

onto MCF-7 cells increased MbMT expression compared to parental MCF-7 cells by 2 fold (Fig.1).

Knocking Down ERa MGMT in i i
Breast Cancer Cells: It is not known whcllnr ER« and MGMT transcriptionally
regulate each other in tamoxifen resistant breast cancer cells. We therefore investigated
whether down regulation of ERa has any effect on endogenous MGMT expression in
these cells. As expected, downregulation of ERa using specific siRNA significantly
reduced ERG protein levels in these cells. Western blot analysis was performed and the
results in the left panel (Fig. 2A) shows that silencing of ERa increases MGMT
expression in these cells, and interestingly, the results in the right panel (Fig-2B) show
increased MGMT mRNA levels were increased as assessed by qRT-PCR. These data
suggest that ERa-mediated signaling functions to repress MGMT gene expression in
breast cancer cells.

TAMresist. MCF-7

MCF-7 cells

Transcriptional Regulation Between MGMT and p53: Previously, it was reported
that p53 negatively regulates MGMT in breast cancer cells. Therefore, we addressed
whether or not silencing the p53 enhances endogenous MGMT transcription. Tamoxifen
resistant MCF+7 cells were transfected with either p53 siRNA  (p53-KD) (Fig.2C) or
MGMT siRNA (MGMT-KD) (Fig.2D) along with Non-specific siRNA (NS). MGMT
expression was consistently increased in p53 knock down cells, with different
experiments showing a - fold augmentation (Fig. 2A) and as expected, knocking down
MGMT decreased MGMT transcription where as p53 mRNA levels were unaffected in
MGMT knockdown cells (Fig.2D). These results confirm that p53 can regulate MGMT at
the transeriptional level.

Figure 1. MCF-7 gurental and tamoxi

expeessicn compared to MCF-> purestsl
el

ws 230 stuid, Qu:nlll.m\\- real-time PCR (qRT-PCR) resulted
that aml—eslmr,em (Tr\M/I(.'l) increased the MGMT

while the therapy d d it
compared to control levels.  ER0 transcription was decreased
compared to controls with all these treatments (Fig.4A).
Surprisingly, p21 and PUMA mRNA was significantly
increased in the presence of combination treatments (Fig4B
&C). These results suggests that p53 mediated target gene
transcription was affected by the drug combinations in breast
cancer cells (Fig. 3 & 4).

p21 T
Attivhy in Tamoxifen Resistant Breast Cancer Cells: ’ - -
In order to investigate the effect of BG on p53 function, we .
performed luciferase reporter assays, Tamoxifen resistant ] . {=
MCF-7 breast cancer cells were transfected with p21 luc l S
promoter construct in presence or absence of BG (target gene : i

of 953). These results clnxly ﬂ'mnﬂnl(‘ um BG -
enhanced p21 .
in these cells (Fig.4D).
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Inhibits ife i Breast Cancer Cell Growth and Increase Resistant
Breast Cancer Cell Sensitivity to Anti-Estrogen Therapy (TAM/ICI): Detailed necropsy revealed that all
the mice had tumors in the breast. The data summarized in Table 1 show the daily BG alone or in combination
with twice weekly tamoxifen/ICI significantly decreased median tumor volume and weight as compared with that
seen in tamoxifen/ICI treated and control mice. The combination of BG with tamoxifen or ICI produced the
greatest decrease in median tumor volume as compared with control mice (83.99 mm®, 9.33 mm3 (TAM+BG),
respectively; p< 0.0001); (83.99 mm?, 31.60 mm? (ICI+BG), respectively; p<0.0001). Tumor weight was also
significantly reduced in mice treated with combination therapy as compared with control mice (81.23 mg, 22.30
mg (TAM+BG), respectively, p<0.0005); (81.23 mg, 51.57 mg (IC1+BG), respectively, p<0.0005). (Table.1). Body
weight was not changed among all treatment groups as compared with control mice. No visible liver metastases
were present (enumerated with the aid of a dissecting microscope) in all treatment groups.

3! and THC is: We next d the in vivo effects of BG (alone or in combination) with
tamoxifen/ICL Tumors harvested from different treatment groups were processed for routine histological and 1HC
analysis. Tumors from mice treated with BG alone or in combination with tamoxifen/ICI exhibited a significant
decrease in MGMT, ERa, ki-67 as compared with tumors treated with tamoxifen/ICT alone or control group. ps3
expression was not much altered in these treatment groups. In sharp contrast, the expression of p21 was
significantly increased in tumors from mice treated with BG either alone or in combination with tamoxifen/ICI.
The images were analyzed by ImageJ (NTH) and MGMT, ERa, p33, p21 and ki-67 expressions were quantified by
the ImmunoRatio plugin. (Fig.5).
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Conclusions

In the present study, we observed that treatment wllh i gens causes drug resk by
inducing the DNA ltpml’ protein O A ine DNA GMT).

Decreasing the expression of MGMT by m:poslng breast cancer cells to BG sensitized these cells to anti-
estrogen therapy (tamoxifen and ICI 182,780).

We also observed that combination therapy of anti-estrogens and MGMT blockers not only overcame the
MGMT derived drug (tamoxifen and ICI) resistance but also increased the efficacy of anti-estrogen Ihcrzry

»

®

by decreasing estrogen receptor and of the activity of p53 in
resistant breast cancer cells.
4. C ion therapy inhibited resistant breast tumor growth in vivo,
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No joint ownership!
Shared emotions are
social-relational emotions

1. Joel Krueger’s Joint Ownership Thesis (JOT)

Sharing the same token of a mental state:
“two subjects (infant and caregiver) can be said to
simultaneously share the same episode of emotion” (Krueger
2013, 511)

The case of positive emotions in young infants:

= Due to their exogeneous attention young infants experience
positive emotions only with the help of caregivers.

= Lack of self-other differentiation in infants’ emotional
experiences.

2. Critique of JOT

1. Joint ownership or joint subjects?
“the structure of some early infant-caregiver dyadic exchanges is best described as involving joint subjects” (Krueger 2013,
509)
2. Lumping together phenomenological and ontological claims.
Phenomenological analysis does not imply ontological claims:
= If infants and caregivers have structurally different experiences (as Krueger argues), they cannot jointly own an emotion.
= Even if the experiences of infants and caregivers have the same structure, it is only necessary, but not sufficient for JOT.
3. The coupling-constitution fallacy.
“(tthe emotion of the caregiver is (...) a constituent part of the infant’s emotional experience” (Krueger 2013, 521)
= Even if the emotion of the caregiver is coupled to infant’'s emotion, it does not follow that the emotion of the caregiver is a
constitutive part of infant’s emotion.
4. Confusing the extended system that realizes the emotion with the owner of the emotion.
= Even if the extended infant-caregiver system realizes the emotion of the infant, JOT does not follow. Cf. tickling.

3. Emotions and social relationships 4. Making sense of shared emotions

Human emotions: Shared emotions: social-relational emotions that
+ often arise in social contexts; arise in and/or give rise to a communal relationship.
< have important social functions;
+ can be seen as adaptations for regulating social Communal relationship — people treat each other as
relationships. belonging to the same social category by focusing on
their commonalities and disregarding distinct individual
Social-relational emotions arise when subcomponents identities. Involves a sense of oneness with other
emotions interact not only intrapersonally, but across two members of the group.
or more people.
Example: young infant and caregiver sharing joy
Examples: "
+ Emotional contagion (one-sided); Caregiver’s central role La(?k of se_lf-c_)ther
« Two people yelling at each other, with their level of anger differentiation
rising in synchrony (two-sided). In yogng infgnts, positive Communal relgtionghips focus
emotions arise as on a common identity, not on
complements to the positive separate individuals.
emotions in caregivers.
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